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Research progress on molecular diagnostic applications based on CRISPR-Cas system
HUANG Jia', FANG Shisong®*

(1. School of Public Health, Guangdong Pharmaceutical University, Guangzhou, Guangdong, China,
510006 ; 2. Shenzhen Center for Disease Control and Prevention, Shenzhen, Guangdong, China, 518055)

[ABSTRACT]

against phage invasion. It is divided into two categories according to its effector proteins. In addition to specifically

The CRISPR/Cas system is an adaptive immune system used by bacteria to defend

recognizing and cutting target sequences, it also has the property of trans-cutting surrounding single-stranded DNA
and RNA molecules. This specific recognition mechanism has brought new opportunities for molecular diagnosis.

This article briefly introduces the mechanism and types of CRISPR-Cas, focusing on the CRISPR-Cas system that

has been used for molecular diagnosis, and lists its applications and related research progress.
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B P91 SRR AR Y B A2 ] B e 40 5 — ok R
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AL . 2 )5 Jansen [ BACKE Hifiiy 24 Sy B i 40 A
(] s %5 1] SC &2 )7 51 (CRISPR) , 3 H & 88 1 47 F
CRISPR {37 2 B 3 11 4 Bl cas $£ P (CRISPR-associ-
ated (cas) genes) , T K& H T cas 2 [ F1 CRISPR
A7 ST RE LA TIBE ¢ R HZ 5 DNA Uil ol 3t [ 3=
iK', 2007 4%, Barrangou [4] BA#5 75 T CRISPR-Cas
14 S ZE AL : CRISPR-Cas H 2 5 45 3 o 4K LA 12
W R AR ) F BER i80i CRISPR 7471 M 1T A7t Sk e A
1212, CRISPR 5 cas FEP — 242 1 X0F Wit v (A F4 47t
PR, JF H B M i [ R 7 81 D E ', Garneau
VA B 1F— 2 % Bl CRISPR-Cas %8 22 4t ] DL 7E 45
E FR A ) ) TR A B AR SUEE DNA, I H & 3t
Cas9-crRNA & G ¥)1F 5 RNA 5| S 09 N Ui B A
RNA JE [R5 R F B 5: 19 DNA 24k . 1R
R Doudna F11 Charpentie % 2 #] H] CRISPR-Cas9 7F
gRNA i T 4815 Y1 %) H #5 dsDNA J¥ 51, J 3 1 fff
FH CRISPR-Cas R 4till 475 M 4w i B R 17

2 CRISPR-Cas f& /¢

CRISPR # 43 2 Wi /> &8 4 : CRISPR J7* %)
(CRISPR array) fl 4 % Cas £5 H AU JE A . 58400
CRISPR array i 7% [8] B J3° 4| (spacer) 1 5 & J¥ 4
(repeat) . H & J¥5 (£:4> 25~35 bp )il # & 4]
JUE A, 1] B 7 51 (54> 30~40 bp) X 43I 1
array [ DiiFA — B & A 8 T 1080 % 7 51 (lead-
er) , T 5 B0 5 A B 3 5 1 4 s cas B
[l 38 & ] 28 75 CRISPR array [ 3T , 76 3% BRI U]
SMIEEE A R By T A R R A AR 8 I
T 1) AN F) 26 0 CRISPR R 404 A, — K&
Gt 7 BB 90% , 4% HE A [R] (14) 25007 45 74 A A i 2R
FIAR A ok T AL &Y TV A8 % H 12 Fhlr A, -
TE A5 AE FH I 75 2 24 Cas 25 BB FH 4L £ 0
RN E A . ZRRGALN 0%, 530 1A
VAL VAL K 9 N0 RY HAN &8 A S o — 0 2R
o, FEAE R R —Fh & e, A A T 2R A
S 5 S 452 4 7 5, IR Il CRISPR-Cas £ 4t 1) 2 K 4
2 WL KR GEIFY . CRISPR K by M G g
1 a8 18 AL 20 o =25, 88 — 25 3% i (Adapta-
tion) o 7E &M IR M W TR AR A 17 41 R b A2 B S Cas
5 M (Casl,Cas2 8 H ) il 1 Jit 1] B ) 51 &0 3t 56 7
(PAM) 1Y PUnI 5 S PE e 5 DD I AR 19 DNA J EBX,
IR AR 7 Be# 5 ) A B CRISPR 741 1Y W > 5
52 % H v R] T8 BT Y ) B 510 A A TR B AL R e

812 . 5 =3Ik (Expression) . fE—RK ARG,
1 Y CRISPR J7 41| 28 ik 5 5% JE B AT /4 RNA (pre-
crRNA) , Z J5 7E Cas6 [ i /E HI T E 4% D1 HIE inl
) CRISPR RNA (crRNA)'™' 2K Z 4 | 75
B 1% orRNA (TracrRNA) 1) % B , DL G
pre - crRNA JE i, TracrRNA - crRNA & & ¥ J5 #
RNA fif I (RNAseIll ) b3, JE il B crRNA

5% =2 T (Interference) 76 — K R4,
crRNA 5 £~ Cas AR GW4 AP I Cas H AL
I 5 4 (Cascade) , X [H] B X (19 AR T3 51 B4 Y
DNA # i5U8E RH AT U3, JF i CRISPR-Cas3 1 57 %)
AR H DNA #4791 81™ . 7 2 R g, L Cas9
H R, 245N DNA FRIR ARET, B E) crRNA
5 TractRNA J& i}, TracrRNA-crRNA & &4 Bl 7] &
RNA (sgRNA)"™ ™' 5 Cas9 2 FAHHZE &, X K
A2 B [FJE DNA 5 PAM 37 45 19 1 0i# AT 20nt 3551
FEANLHEATUIEI T, (HRAE R RGP AN Casl2a,
Cas13 M A5 % TracrRNA , 75 PAM 82 5] J5 4R §5 H
B VRRE AR 2 $EA T VIR, OF B BEA )
HE P - BVAE S e 0 1A T U0 0 9 (] B XA AE TR
Z BT H5% DNA 5 RNA i)

3 CRISPR Rz A F 4> Fig2 W dnig

31 ETIARZVAMSTIZH

Cas9 &5 F & i — %W 259, th TracrRNA &
% gRNA 3 52 U5 PAM v 5 6 H AR 5 51 58 137 U
# . FLASH-NGS J& T Cas9 R4 & 1) —Fhk
DAL == B2 e TR 2R i 245 1 7 31 B R | 1 BA 3 11 Cas9-
gRNA Kt 25 B T 15 5 O 75 2200 i 3 8 7 9 OF
W B AR 7 81 U0 3 S KN B0 5 e R
U A A BAR] O IR A A s H R
dCas9-sgRNA & & ¥ #8 [7] SYBR Green I1(SGI) ff
R R U 1T 2 W T AR AR 4 B A
#i] %5 BR T8 (Methicillin-resistant staphylococcus aure-
us, MRSA)'"', Pardee A P\ Cas9 5 &5 147 18 U
N ) A% I A B Al Ok | i o T gRNA K SNP
L A5 A8 7 E PAM 67 15K R S5 2 X4 1 6 6] 8
R EE AR ZE RN EE . oA BB a1
dCas9-gRNA & 5% 5/ F RNA(miRNA) 4545,
O R 2ok S AR Tl 5 R 2R Y T PR R 4 S
A N IR ) e ) DX A3 T AR /N A
P R RIMEE R HE o LAY i A AT BAFE Cas9 B &
Wy 1 e LR b S5 A AR R M ek R
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R A% 2 5 T SARS-CoV -2, pHINI Al pHIN1/
H275Y JR 3" . BRI ZSb, Cas9 25 G 1) )2 7 4%
AR 2R AT R B E RS2 W
RE 1, A AR B> T R AL & 7 5K . Kiana
B A7 447 5 CRISPR-Cas9 454 , il 3o £7 A4
% 2 34K R 2K JF B8 -PBA 45 & dCas9 & H M
gRNA, 5| i I A8 £ fe 47 39 X $E bR DNA #4746
W, TF %t FE T CRISPR 4 A7 5806 5500 48 5%
A : CRISPR-chip*',
3.2 HETVHEIRSTGMIFILH

CRISPR-Cas12a (Cpfl) j& H. — 1] crRNA 5| &
WD, HAT R U EN TS (A 31 RuvC i fb 4
Fa3 R 51 5 RNA SE [ XUEE DNA W%, 75| 5 RNA
L HL DNA 454 9 [] B mT DL AR S )81 i 1Bl o
% DNA™', Doudna 1 B\ B 5 41 il 5 & g 9 34 5
Casl2a %5 & JF & 87 () % W 75 3% : DETECTR .
FIH] Cas12a e YT FIRFHETE 60 438 N 2D 5
T 10 pM Ay B 45 . 1Al BAffi ] DETECTR {fE i b
X431 25 AN A AT T4+ A DNA 42 B0 v iy
HPV16 1 HPV18'™®' . [F B , T 4 W A ffi
Cas12a F| Ji] PCR X} #0U /5 %1 ifF 17 9" 34 ¢ &
HOLMES # R, B J5 X JF % i HOLMESv2 &
#5150, Cas12b 454 LAMP 3 389 — 5% 3 K 9 (one -
pot) , il ik Xt Cas £ [ 5 b7 ik BE 09 0 Ak 4> 2 TC I
AR T AR 5 e (1 XU . Tsou A BA B2 48 FH 1
W AREA 45 4 CRISPR-Cas12a 5l 4% 445 A 1 3538
HUHPV DNA , i i T H2 U BB 38 0, XK
BA 1 3 # [7] SARS-CoV-2 i 4% & 11 (N) 3k [H %
TFPIAS B0 ) crRNA JE B — X} CRISPR-Cas12a &
G W45 A RPA 971 = %0 )5 3 3 T CRISPR (£
W, B X 53 T 28 D IRFEAT . Z J5 A BN XL
R — AR BT 8 #8U5 3 CRISPR A )
G, 4 50-55°C I L, 1] LUK AR 248 RNA $2 B
I YA AR AT AR A PP BRI, R R BR AT 22 5
5012 Caslda f& H AT & Bl /N9 —. 2% CRISPR
MV EH. BAEE B4R Casl2f, Casl2f AT E
PAM BRI A] 335 , 3f H B A5 1% Cas12 1 Cas13 —FE Y
J ) BN IE P, AT LUK LAY ssDNA #E 47 78 2 5]
Y)#| ., Harrington A1 AR F H %A PAM 17 1 FR il
B R AL X i R SNP v 5 3% 31 gRNA LI X 4 T
A& HERC2 J:[H 2
3.3 ETVIHRGTHMTF2H

Cas13 & [17F gRNA 5| 5 T CRISPR-Cas &4

Xof L PR AT 1B A [R) B, € Cas13-crRNA B &
VESHRNAZ A G, PG T Cas13 A WY
HEPN-RNAse 1 fiff U] 1% P, fff H 78 45 1 U1 %) 40
RNA (1) [] B B 4y 90 %0 8 BB fib B 4% RNAY
ik WEBIF 5% AT BAAF % HY SHERLOCK 45 A, fifi Ff 5 4
ity 5B G B B H AR AT S, 2 Casl3a-
crRNA 5 # RNA %5 & ¥ I Casl3a ) HEPN -
RNAse {f P , fifi H 78 U1 #] ¥ RNA 49 [F] 1, FiH7 U]
) JE B 56 7 DT R DU 2128 )65 5 . SHER-
LOCK i F A I3 7] T R 1 il 28 mDE 4K 7, AE %
s H T AU R Rz . 2 J5 A BA#F SHERLOCK Y 2
filt -, JF & T SHERLOCKv2 $ A , 76 J5. 4 i K2 o
R Z A Csm6 (111 Y CRISPR-Cas % %t 1) RNA
P YIT ) i RS A 4, RO B, AT A [R] s y
Mr 4 KN A 5 2 65 5 . Doudna [ BA X
Csm6 & 11 A2 v s E 47 A sl A B i s,
FAE R TR R R TR T ik
75 3% : FIND-IT ', Myhrvold 4] BA 7£ SHERLOCK
Sl b F R T B DR TR DU 0 Tk
HUDSON,, i F & i A4k 27 5 1 24 it s 75 9 KT
W R RNA i , 45 4 SHERLOCK H 4% )\ £ Fif
PRI ARG M 2 e, FLIRGR AT LR TR A

A A A& % SARS-CoV-2 RNA %3] Cas13a
() crRNA Jf 38 i 3 T F ML AR 3k 19 58 % 1 s
Bz HCE 4L RNA, JO KA SR TE 30 73 % N 52
B 100 #5 D1 Y R A, Ackerman ] A FF & H
W18 22 % 52 F R 1) 2045 W 31 [ v (CARMEN)
7t CARMEN “F- {5 I+ % 57 3£ F CRISPR A9 #% % 45 I
TR B GORBEOT: 583G 5 AR A 04 Y0 B X e
5 Ry 0 56 B AR RS A 25 A 1 N 2R AR iR
FEXT HEBEAS crRNA #E47 I3, 0T DUAE B4 37 1
X} 4500 Z A4~ crRNA H #5170 38, [5] B X 53 169
FiONZAR SR # . 2Z J A BAE A Fluidigm #4037
IR F AR FL2S , JF % T mCARMEN I I 38 5 45 1
M, BT A 22 35 21 #5155 SARS-CoV-2  H
by 56 bR o B A0 P B B B MR, OF HLR BT 6 A
SARS-CoV-2 28§ £ | £ 45 Delta Fil Omicron'™’ .
4 RE=E

Zi L AF9Y CRISPR & 40 # i B K B ik 77
it FL %A H SR R R S T R R U 2 W T

H 4 K £ 500 %% 1R 12 W #R K # P 18 B R
(PCR .RPA .NASBA .LAMP) , % F CRISPR £ ¥
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U M TR VRN LA i 30 o P 55 08 S
b HEE RTT ORI AR HAT wFs

# ZE| BRI AP OREE R R 0GR REAS, PR IR T i T Ok A R G A A
e RS R R G PR RE . R E ST K R RIS 4 AR AR R AT PR B4 R R A
B ORE Y PR AR F o AR AR 1 DNA ST U0 T W L 2 Sk 4 4 R R IR 4R AR R AR SR SR
A NSO AT R A A I G AT T AR A B R AR Y A B Y Y A 5K
B4 22 7 5 He X, IR0 4T SNP 20 Hi o 456 R 5 SR 50 0% 2 0 18 A7 20 SNP v 45, #4) 3 5% 7 B AR A [
T o AT X By 60 T a5 TR U R A X BT A BT S R G A A R R R E R R R . &R
S REA I 7 e IR B DUEAE 57 (CONV) S5 51 B a2 15 e @ R IF A5 07 & 4 chrl:194390001 , i Jif #E
AR o3 AT 555 K 38 BT A 1 37 1 Mb X35, (chr1:193390001-194390001 ) , 45 63 AN A5 &% A 4 5 11 5 G (44
Wt A5 A7 B 2 chrl1:133780001, IR Jifi #F 2 73 2 A %0 X B0 A B 40 E 3 1 Mb X 38 (chrl1: 132780001 -
133780001) , FH 36 A R #4038 i AR T 53 T H T AR IR HE A R 52 T . S48 TN B IR TIG A AT
Yo, VAR 285 K S RS DN 3 TR G T8 00 T ARG 1 R B PR B B R I R R AR, I R AR AL T — T e £
AR 25 4 A SRS T 7

[KEIA] FMH0; RSN AR ARTR LA 5 45078 5 5 SRR R B4 0T

Evaluation of preimplantation genetic testing for structural rearrangements based on next
generation sequencing

SUN Nan', XU Jianxia', ZHAO Dingding’, ZHANG Wenxin', KONG Lingyin*, HUANG Jie'*, QU Shoufang'*
(1. National Institutes for Food and Drug Control, Beijing, China, 100050; 2. Basecare Medical Device Co.,
Ltd., Suzhou, Jiangsu, China, 215000)

[ABSTRACT] Objective To evaluate the performance of preimplantation genetic testing (PGT) kit
for structural rearrangements based on next generation sequencing using pedigrees. Methods First, we con-
ducted single-cell whole-genome amplification of simulated embryonic cell samples. Next, we constructed the li-
brary by performing enzyme digestion, splicing, and magnetic bead enrichment with DNA from samples in the
pedigrees. We quantified the library and used a sequencer for sequencing. We then used bioinformatics software
to align the acquired sequence with the human genome reference sequence and conducted SNP analysis. Based on
the genetic relationship of the pedigrees, we screened effective SNP loci and constructed a haplotype map of the
pedigrees. Finally, we analyzed the regions closely linked upstream and downstream of the translocation break-
point to identify embryos carrying the translocation and normal embryos. Results According to the sequencing
results for copy number variation (CNV) of the reference sample, the breakpoint position of chromosome 1 was
chrl: 194390001. The effective typing region of the embryonic sample was the upstream 1 Mb region (chrl:
193390001 - 194390001) with 63 effective sites. The breakpoint position of chromosome 11 was chrll:
13378000. The effective typing region of the embryonic sample was the upstream 1 Mb region (chr11:132780001
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-133780001) with 36 effective sites. The embryo sample was classified as a carrier type through haplotype clas-

sification. Conclusion The evaluated preimplantation chromosomal structural abnormality detection kit can

accurately detect chromosomal structural abnormalities in family samples, offering a new method of detection.

[KEY WORDS]

Structural rearrangements ; Haplotype linkage analysis

e 1AV A7 Ty 6 2 Fic R UL A G €8 1A 2 ) S
B, S8 R AR P 2% 5l 2 2% e R 0 G 0 5T [ B
Az W7 SR A R P 4 S e (A ] A i B 422 ) 17T 77 7
) Y (R 25 40 A5 Ak, B 46 AH B 5 L % [R5 6t
B IR G AL kA TR i A 22 R G 4K (chrl3
chrl4  chrl5  chr21 . chr22 J& T T ¥ & 22 40 e ({4
1) —FhREaR 1 2 A G AR T- i 2 A AT
AL B U, AT G (0 R B PR A 8 080, #5721 T
A= I IE R T I R R AR I R B
BRI EAEAE . YRV 5 0 45 1 & fe
i 99K A RR S AR RE R AR, i Rl Bk
W& i A A HI 35t 4% 2% & I (preimplantation genetic
testing, PGT) i R HF BN A B o 28R 22 A8 FR
(fluorescenceinsituhybridization, FISH) . 1 [% 1] kb
1L N 4 42 32+ K (comparative genomic hybridiza-
tion, CGH)  BLA% 11 2 22 205 Kl 4 A (singlenu-
cleotidepolymorphismarray , SNParray ) L1 & #r — 1t
I+ K (next generationsequencing , NGS ) %5 £ K
O 28 R BR B ast AL 2 R =

A I PR 1 B PGT 4 A LR 31 4% D1
BOEF I G RG50S R, BIME DL IX 2 V45 &)
LA G A2 A I G AE B A 50%
Ty I A Gy A 54 3 o B A Y BOR 1 R R iR
5 FE A BT % €5 4 45 44 0 HF 35t 4% 27 45 D ( Preimplan-
tation genetic testing for structural rearrangements,
PGT-SR) ANLHE B K th Wi e o AR 2 15 Ry AR A%
A, 1T LR 6% A R A5 A ) IR iR R A A AE T
(0ELA TS NTWEZY P2 {7 S ol 103 R = (]
WEA A EITF A& T AHR B R IR0 6 . A5
K ol FH VR SR A T 0% € A 2 0 S i G D o X 2 2%
an, PP TG PRE Al R A T 1 i I A
I G o R G854 S A R G i vk g

1 HRSE

1.1 KA
VIR GRUNAY AR Y = o NI S ES R Y
EMIE B (AR PR B ) B, 1.

Balanced translocation; Robertsonian translocation; Preimplantation genetic testing;

Rl LBEEHNBRERRERER
Table 1 The samples for structural rearrangements

in the pedigrees

F1F-1-1 &S 46,XY,t(1;11)(g31;925) DNA
FIM-1-1 B3¢ 46, XX DNA

SHEMEAR 46,XY,der(11)t(1;11)(g31;925);
(F1%) 1¢31.3q44+#3,11q25%1
FIE-1-1 MERFEA 46,XX,t(1511)(g31;q25) 41 i

1 F1E-1-1 A A YRR I 1 IR REAR

FIR-1-1

1.2 0 S AU

JVS T8 AL AT G 0 R 85 g S e D) S (G
B PR il B A 3 vk ) AN I SOn 38 3R] &
(R G PRET 2 R A F ) , 75N DUJE B2 7 45 B
A PR A . Qubit 3.0 5L E B4, 3 [H Life Tech-
nology /A ] 5 3 K 7% , -5 DA5S000, 75 HH D1
B J7 4% A A FR 2N ] 5 96 fL B BE PCR Y, 5
A47394 , 3 5 Applied Biosystems 23 A .
1.3 Jrik

Fie R & i Ul P AT R IR R
T (R JVR i A4 B A AR AT A0 T S A, SRS R AT B4
Jf 4 5L DR ZH 4 3G B 35 7 0 F Qubit 3.0 %
EEAMNGHETER . MR DT HEREARN SR H
DNA FIUJR i 20 At 45 35 20 7 38 7= ), 22 D0 4T 87
S UE Y I N S S WL = L
Qubit 3.0 % 5 F AN SCPE E it o MR SCPE I
AR B R 0 SO TR A . IR A SR
AT B AL AR i 0 s e R & (B A R
B B G I0 e 12 ) BRAE U B 5 R AT HR A
1.4 2R

) 7 550 4k 1 FH S Ji R A T € A 85 ) 5 4y
B 44 SR A7 0 #7 , AR AR B X {5 B R & rp A i
A AT Y o AR $E D1 &S 5 (Copy number variation ,
CNV) 43§ F1 4% 7 R 22 & 7% (single nucleotide
polymorphism, SNP) 73 #7 . i if CNV 434 7T LA
FE LG FR ) Ty 5 W o5 RN 43 B DX 8, 3 8 SNP 43 AT
FEHIGE R 06 2 AT LU B 58 3 SR 10 34 43 53 A [
Tk o TV 5 L BC TR AL, e e AR SR AL 4y
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B o A Y R DURCS R BT, RO — 4%
G e AR A BE BB R CNV, 55— & S (i e
W ARTTAE B BB R CNV, Hoh A7 e Be il g Ay
CNV (1) 5 {5 Ye AR R T 1E W 4 | 4778 i Be itk
T CNV (1) 5 v G o 4Ok IR T 4515 58
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Relationship between thyroid function index, serum IL-6, IL-10 and renal function in
patients with type 2 diabetic nephropathy

SUN Meixiu'*, WANG Chengwu', JIANG Xuelian', ZHU Defa’

(1. Department of Hematology and Endocrinology, Huangshan Shoukang Hospital, Huangshan, Anhui,
China, 245000; 2. Department of Geriatrics, the First Affiliated Hospital of Anhui Medical University, Hefei,
Anhui, China, 230022)

[ABSTRACT] Objective To analyze the relationship between thyroid function index, serum interleu-
kin-6 (IL-6) , interleukin-10 (IL-10) and renal function in patients with type 2 diabetes mellitus (T2DM) ne-
phropathy. Methods Patients with T2DM nephropathy admitted to Huangshan Shoukang Hospital from April
2021 to August 2023 were retrospectively selected as the T2DM nephropathy group (n=65) and the T2DM pa-
tients without nephropathy group (n=65). Serum thyroid function [ thyroid stimulating hormone (TSH), free tri-
iodothyronine (FT3), free thyroxine (FT4) ], IL-6, IL-10 and renal function [ serum creatinine (Scr), blood
urea nitrogen (BUN) , estimated glomerular filtration rate (eGFR) ] were compared between the two groups.
The Pearson correlation coefficient was used to analyze the correlation between TSH, FT3, FT4, IL-6, IL-10,
Scr, BUN, and eGFR in T2DM nephropathy patients. Multivariate logistic regression was used to analyze the
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influencing factors of the occurrence of T2DM nephropathy, and a ROC curve was drawn to analyze the predic-
tive value of TSH, FT3, FT4, IL-6 and IL-10 levels on the occurrence of T2DM nephropathy. Results The
levels of TSH, IL-6, Scr, and BUN in the T2DM nephropathy group were higher than those in the T2DM group
(r=3.031, 4.056, 15.106, 12.401, P<0.05). FT3, FT4, IL-10, and eGFR levels in the T2DM nephropathy
group were lower than those in the T2DM group (r=3.135, 3.370, 3.908, 10.881, P<0.05). Pearson correlation
coefficient analysis showed that TSH and IL-6 were positively correlated with Scr and BUN, but negatively corre-
lated with eGFR (P<0.05). FT3, FT4, and IL-10 were negatively correlated with Scr and BUN, but positively
correlated with eGFR (P<0.05). Multivariate logistic regression analysis showed that age > 60 years, disease du-
ration >10 years, increased TSH level increased, decreased FT3 level, decreased FT4 level, increased IL-6
level, and decreased IL-10 level were independent risk factors for T2DM nephropathy (P<0.05). ROC curve
analysis showed that the levels of TSH, FT3, FT4, IL-6, and IL-10 and the area under the curve (AUC) of
combined were 0.832, respectively. Combined detection was superior to single detection (P<0.05). Conclu-

sion TSH, FT3, FT4, IL-6, and IL-10 levels are correlated with renal function in T2DM patients, and may

serve as additional predictors of T2DM nephropathy.

[KEY WORDS] Type 2 diabetic nephropathy ; Thyroid function; Interleukin 6; Interleukin 10
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Table 1 Comparison of basic data, thyroid function index,
serum IL-6, IL-10 and renal function between T2DM group
and T2DM nephropathy group [n( %), (x+s) ]

T2DM 40 T2DM 5k 4H

e (n=65) (n=63) X' Pl
51 1.895 0.169
% 33(50.77)  44(67.69)
5’8 32(49.23)  21(32.31)
Y () 5.205 0.023
<60 38(58.46) 25(38.46)
>60 27(41.54) 40(61.54)
BMI 5 4{ (kg/m*) 0.772  0.380
<24 33(50.77) 28(43.08)
>24 32(49.23) 37(56.92)
R 1R 2.076  0.150
i 12(18.46) 19(29.23)
I 53(81.54) 46(70.77)
TR 1.032  0.310
A 7(10.77) 11(16.92)
g 58(89.23) 54.(83.08)
A (4E) 5.532  0.019
<10 53(81.54)  41(63.08)
>10 12(18.46) 24.(36.92)
S5 HE M (mmol/L)  8.91+2.12 9.48+2.26 1.483 0.141
HARFEEE (mmol/L)  4.43+0.74 4.61x0.96 1.197  0.223
H il =& (mmol/L ) 1.54+0.39 1.67+0.44 1.783  0.077
TSH(mIU/L) 2.58+0.52 2.89+£0.64  3.031 0.003
FT3(pmol/L) 4.87+1.46 4.14+1.18  3.135 0.002
FT4(pmol/L) 15.56+2.27  14.20+2.02  3.370 0.001
IL-6(pmol/L) 17.73£4.58  21.46%5.83  4.056 <0.001
IL-10(pg/mL) 8.38+2.52 6.69+2.41  3.908 <0.001
Ser( wmmol/L) 74.62+9.57 104.46x12.73 15.106 <0.001
BUN (mmol/L) 5.36x1.17 8.74+1.86  12.401 <0.001
¢GFR[mL/ , 78.83x9.69  61.46x8.47 10.881 <0.001
(min-1.73 m*)

%2 T2DM B HE#H TSH.FT3.FT4.1L-6.IL-10 5 Scr,
BUN.eGFR Bt X 1%
Table 2 Correlation of TSH, FT3, FT4, IL-6, IL-10 with
Scr, BUN and eGFR in patients with T2DM nephropathy

Scr BUN eGFR
EgE|
r i Pid r i PA r i P{H
TSH 0.439 <0.001 0.347 <0.001 —-0.346  <0.001

FT3 -0.417 <0.001 -0.353  <0.001 0.334  <0.001
FT4 -0.422 <0.001 —-0.366  <0.001 0.341  <0.001
IL-6 0476 <0.001 0.382  <0.001 -0.329 <0.001
IL-10 -0.463 <0.001 -0.379  <0.001 0.323  <0.001

3 itig

W R ' o T2DM 8 B i WL R
I AE Z — , IR SR R e A ORI
F1% B R DR 3R T ELARE R B ) SRRy
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%3 T2DM B & &£ 70 E &8 % B & Logistic BEJA5 47
Table 3 Multivariate Logistic regression analysis of the influencing factors of T2DM nephropathy

ES IR AFL B1H S.EA{4 Wald & OR 95% CI P
() <60=0,>60=1 0.631 0.223 8.007 1.879 1.214~2.910 0.005
R (A1) <10=0,>10=1 0.596 0.211 7.979 1.815 1.200~2.744 0.005
TSH(mIU/L) 8 0.644 0.239 7.261 1.904 1.192~3.042 0.007
FT3(pmol/L) L 0.617 0.208 8.799 1.853 1.233~2.786 0.003
FT4(pmol/L) S 0.704 0.247 8.124 2.022 1.246~3.281 0.004
IL-6(pg/mL) S 0.623 0.199 9.801 1.865 1.262~2.754 0.002
IL-10(pg/mL) AR 0.716 0.252 8.073 2.046 1.249~3.353 0.004

F4 TSH.FT3.FT4.IL-6.IL-10 7k £ 3§ T2DM BR &K &£
B L 0 1B
Table 4 The predictive value of TSH, FT3, FT4, IL-6 and
IL-10 levels in the occurrence of T2DM nephropathy

K Fabs IRAEEE AUC  95% CI UE)E FRRIE PH

TSH 2.66 0.639 0.543~0.735 0.600 0.615 <0.001
FT3 4.36 0.654 0.558~0.750 0.631 0.615 <0.001
FT4 14.81 0.662 0.569~0.755 0.615 0.554 <0.001
IL-6 19.39  0.688 0.597~0.779 0.646 0.600 <0.001
IL-10 7.41 0.701 0.611~0.791 0.662 0.615 <0.001
5 il 0.832 0.763~0.901 0.800 0.754 <0.001
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Figure 1 ROC curve
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[ ZE] BM AR BRI G EARRESH AR (CMA) 7E 3U50E W J2 18 8 46 L 09 iz
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NT &R 3G I 5 R0 B2 Al % FE ol NT 388 iR L, NV i H BV 5 1 27.8% (13/53) , T 7E NT
R A I HAL S SR IR LR, NV E B S 1Y 55.6%(5/9) . #5i8  CMA Kl & T e (kS50 1
o 2R AE NT B8 RAH CMA K I B4 09 i L ASBEHEBR A 45 R 1 vl fiE
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Application of chromosome microarray in prenatal diagnosis of thickening of nuchal
translucency

DAI Wencheng', LIU Xinhong®, LI Huijun'*, MA Xiaorong', YU Zhen'

(1. Prenatal Diagnose Center, Maternal and Child Health Hospital of Xinjiang Uyghur Autonomous Region,
Urumgqi, Xinjiang, China, 830000; 2. Obstetrics of Shenzhen Longhua Maternity and Child Healthcare Hospi-
tal, Shenzhen, Guangdong, China, 518024)

[ABSTRACT] Objective This study aims to investigate the value of chromosomal microarray analysis
(CMA) in fetuses with increased nuchal translucency. Methods Samples of prenatal diagnosis conducted at
the prenatal diagnosis center of Urumqi Maternal and Child Health Hospital from June 2018 to June 2020 were
selected. A total of 62 singleton pregnancy samples with NT thickening (> 3.0 mm) and with/without structural
abnormalities were included. The pregnancies were divided into 4 groups based on the NT values: 3.0~3.4 mm
(33 cases), 3.5~4.4 mm (21 cases) , 4.5~5.4 mm (3 cases), and > 5.5 mm (5 cases). Additionally, pregnan-
cies were categorized into two groups based on whether there was increased NT with other abnormalities or not :
simple increased NT (53 cases) , and increased NT with other structural abnormalities (9 cases). All possible
chromosomal anomalies were analyzed using karyotype analysis and CMA. Results The detection rate of chro-
mosome karyotype analysis was 20.9% (13/62), which included 8 cases of trisomy 21 syndrome, 2 cases of tri-

somy 18 syndrome, 2 cases of Turner syndrome and 1 case of derived chromosome. The detection rate of CMA
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was 29.0% (18/62) , including 12 cases of aneuploidies, 1 case of pathogenic CNV and 5 cases of VOUS. Fetal
chromosomal aneuploidy abnormalities increased significantly with the increase in NT thickness, CNV ac-
counted for 27.8% (13/53) of total abnormalities in fetuses with simple NT thickening, while in fetuses with NT
thickening and other structural abnormalities, CNV accounted for 55.6% (5/9) of total abnormalities. Conclu-

sion CMA detection improves the detection rate of chromosome abnormalities. In fetuses with NT thickening

but negative CMA detection, the possibility of adverse outcomes cannot be ruled out.

[KEY WORDS] CMA; Genetic counseling; Nuchal translucency; Prenatal diagnosis
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Table 1 Clinical data of fetal patients with abnormal karyotype and karyotype analysis results
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Figure 1  Results of chromosome G-banding karyotype

analysis
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Table 2 Clinical data of fetal patients with abnormal karyotype and CMA Results
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x3 NTUMEESRILEEERELER (%) ]

Table 3 chromosomal abnormalities in fetuses with increased NT [n(%) ]

ZH 5 (NT) n T21 T18 T13 X0 CNV-P CNV-VOUS ERERVIEA
3.0~3.4 33 1(3.0) 0(0.0) 0(0.0) 0(0.0) 0(0.0) 3(9.1) 1(3.0)
3.5~4.4 21 4(19.0) 0(0.0) 0(0.0) 0(0.0) 1(4.8) 2(9.5) 5(23.8)
4.5~5.4 3 2(66.7) 1(33.3) 0(0.0) 0(0.0) 0(0.0) 0(0.0) 3(100.0)

>5.5 5 1(20.0) 1(20.0) 0(0.0) 2(40.0) 0(0.0) 000.0) 4(80.0)

R4 BANTHESAHHEMEMIENRILEEEBMEIIER (2(%)]

Table 4 CMA results of fetus with simple NT thickening and other structural abnormalities (n(%) ]

I A A

NT 3RS QUL e Y [ gk A
" AIHH 21 =ik 18 =k 13 ={k Turner £5 & 1iF REMEI TSR
M4l NT 14 )5 40(75.4) 5(9.4) 2(3.8) 0(0.0) 1(2.0) 5(9.4)
NT 34525 HAL G5 1) 570 4(44.5) 3(33.3) 0(0.0) 0(0.0) 1(11.1) 1(11.1)
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0 8 13 59 9 b iR L AE 16p13.3 X BE 77 7E
191.4 Kb i B & , N & NPRL3 %5 10 > OMIM
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S5 UE W12 W R 5 1 718 S 7 e AR 300 OIS 1% NT 3
JENG L IF A UL, 48 AT WES A6 I 119 A6 3 %8
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The relationship between serum NLRP3, IL - 17 expression levels and renal function
prognosis in patients with sepsis-associated acute kidney injury

SHI Dongjian', ZHAO Daming®, ZHANG Kun'*

(1. Department of Critical Care Medicine, Affiliated Hospital of Chengde Medical College, Chengde, Hebei,
China, 067000; 2. Department of Internal Medicine, Shangbancheng Prison Hospital, Chengde, Hebei,
China, 067000)

[ABSTRACT] Objective To explore the relationship between serum NOD like receptor heat protein
domain associated protein 3 (NLRP3) and interleukin-17 (IL-17) expression levels and renal function and prog-
nosis in patients with sepsis associated acute kidney injury (AKI). Methods 1120 sepsis patients admitted to
the Affiliated Hospital of Chengde Medical College from January 2021 to December 2023 were selected as the
pure sepsis group, and an additional 102 sepsis related AKI patients were selected as the AKI group. After a con-
tinuous follow-up of 28 days, the AKI group was divided into a good prognosis group (n=83) and a poor prog-
nosis group (n=19) based on the renal prognosis. Using Pearson correlation analysis to explore the correlation
between serum NLRP3, IL-17 levels and renal function related indicators in sepsis associated AKI patients. Ad-
ditionally, we sought to evaluate the predictive value of serum NLRP3 and IL-17 on renal prognosis in sepsis as-
sociated AKI patients using receiver operating characteristic (ROC) curves. Results The serum levels of

NLRP3 and IL-17 in the AKI group were higher than those in the simple sepsis group, and the difference was
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statistically significant (P<0.05). The serum creatinine (Scr), blood urea nitrogen (BUN), and blood uric acid
(UA) in the AKI group were higher than those in the simple sepsis group, and the glomerular filtration rate
(eGFR) was lower than that in the simple sepsis group, with statistical significance (P<0.05). Pearson correla-
tion analysis showed that serum NLRP3 and IL-17 levels in sepsis associated AKI patients were positively corre-
lated with Scr, BUN, UA, and negatively correlated with eGFR (P<0.05). The serum levels of NLRP3 and
IL-17 in the group with poor prognosis were higher than those in the group with good prognosis, and the differ-
ence was statistically significant (P<0.05). The area under the curve (AUC) of serum NLRP3, IL-17, and their
combined prediction of renal prognosis in sepsis associated AKI patients were 0.859, 0.770, and 0.906, respec-
tively. Conclusion The elevated levels of serum NLRP3 and IL-17 are significantly correlated with renal func-

tion in sepsis associated AKI patients. These two indicators are expected to serve as potential biomarkers for pre-

dicting renal prognosis in patients.
[KEY WORDS]

R BERE & —Fh 42 B JAE L BLLE AL, 55 5 R
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B MLTE NLRP3 IL-17 2K 7KF-5 IR |5 E B
JE B SCF LU il RA2 YT S At — 2 55 Bh Al 4E =
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Sepsis; Acute kidney injury; NOD-like receptor-associated protein 3; Interleukin-17
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L), 345 Ser B AlHE T+ & (>50% ) s @4 % i [ 18~
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1.2 SR SRR AL

B ABE 24 h N ZE R Dk CR 5 2 0 i Ik iR
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(%234 3 500 r/min, &.0 242 12 cm, &0 B [0 10
min ) , >R F i K S0 % W R 2k A D Il 3 NLRP3 |
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K HI SPSS 22.0 e it i ot ficdis , 1= Bk
FH o) F38 AT e K050 THECFORNA n(%) 638 17 1
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A 1ML NLRP3 \IL-17 K5 B D BEAH & F8 br 1)
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2.1 F4LIJE NLRP3 IL-17 7K F L 8%
AKI 21 Ifi. 3 NLRP3 . IL-17 7K °F /& T B4l Jife 75
JEH, ZRAGIFE L (P<0.05), WLk,
1 FIHAME NLRP3.IL-17 K FEEEE (v xs)
Table 1 Comparison of serum NLRP3 and IL-17 levels

between the two groups (x+s)

26 1) n NLRP3(ng/L) IL-17(ng/L)
HATRRTFEAEA 120 117.24+10.45 31.83+4.21
AKI 20 102 155.06+12.87 44.65+5.73
il 24.160 19.169
PAE <0.001 <0.001

2.2 W' TIREAH S FE AR KT LR

AKI 21 Scr, BUN | UA 7 T 5 4li fife 75 5iF 41 ,
eGFR X FrHaali e e 4, 2 R A Git2¢ 3 X (P<
0.05), WF2,

®2 FWABNMREMBEXIBIRAFILE (x£5)
Table 2 Comparison of renal function related indicators

between the two groups (x +s)

. Ser BUN UA eGFR
el (pmol/L) (mmol/L) (mmol/L) (mL/(min-
» 1.73 m?) ]
AR o, 88.36
o 36£9.24  9.45+2.17 325.17+24.02 69.84+8.26
FEAE AL
AKIZl 102 226.03+18.75 22.6423.85 503.92+31.15 21.33+3.45
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Pl <0.001 <0.001 <0.001 <0.001
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x3 MREEHZX AKIEHEME NLRP3IL-17KFE5
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Table 3 Correlation between serum NLRP3, IL-17 levels

and renal function related indicators in sepsis associated AKI

patients
sk NLRP3 1L-17
r e P1H r e P
Scr 0.419 <0.001 0.527 <0.001
BUN 0.287 0.002 0.341 <0.001
UA 0.305 <0.001 0.319 <0.001
eGFR -0.514 <0.001 -0.486 <0.001

F4 AE'GHEFUEEE ME NLRP3.IL-17 K F L&
(x+s)
Table 4 Comparison of serum NLRP3 and IL-17 levels in

patients with different renal prognoses (x +s)

215 n NLRP3(ng/L) IL-17(ng/L)
T R4 83 147.54+12.25 41.27+5.16
TG AN R4l 19 187.91+15.44 59.42+6.04

HE 12.322 13.392

Py <0.001 <0.001
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&5 IMiE NLRP3.IL-17 K F X BRFAEHE X AKI B & 5 B
T E R B E
Table 5 Predictive value of serum NLRP3 and IL-17 levels

for renal prognosis in sepsis associated AKI patients

ifgs:  AUC  95% CI HMonE  RRRE REE
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Figure 1 ROC curve
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Effect of microdynamic negative pressure drainage on wound healing and LDH, CK and
CK-MB levels in burn patients

DAI Zeyu, ZHENG Jiansheng*

(Department of Plastic Surgery, 909th Hospital Xiamen University Affiliated Southeast Hospital, Zhangzhou,
Fujian, China, 363000)

[ABSTRACT] Objective To analyze the effect of microdynamic negative pressure drainage on wound
healing and levels of lactate dehydrogenase (LDH), creatine kinase (CK) and creatine kinase-MB (CK-MB) in
burn patients. Methods A retrospective, single-center analysis was performed on 137 burn patients admitted to
the 99th Hospital and Southeast Hospital Affiliated to Xiamen University from May 2022 to January 2023. After
applying inclusion and exclusion criteria, 36 patients were excluded, leaving 101 patients for the study. These
patients were divided into two groups: 50 cases in the control group (treated with traditional dressing changes)
and 51 cases in the observation group (treated with microdynamic negative-pressure drainage ) based on differ-
ent treatment protocols. The clinical outcomes, wound healing, cardiac enzyme profile levels and the occur-
rence of postoperative infections were compared between the two groups. Results The total effective rate of
the observation group (96.09%) was higher than that of the control group (84.00%), and the difference was sta-
tistically significant (P<0.05). Wound pain level was reduced in both groups after 3 weeks of treatment and was
lower in the observation group than in the control group, with a statistically significant difference (P<0.05).
Wound cleaning time, granulation tissue growth time, and wound healing time of the observation group were
shorter than those of the control group, and the difference was statistically significant (P<0.05). After 3 weeks

of treatment, the levels of LDH, CK-MB, and CK were decreased in both groups, and they were all lower in
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the observation group than in the control group, with statistically significant differences (P<0.05). The total in-

cidence of postoperative infections in the observation group (5.88%) was lower than that in the control group

(20.00%) , with statistically significant differences (P<0.05). Conclusion The clinical efficacy of applying

microdynamic negative pressure drainage to treat burn patients is high. This treatment helps with wound heal-

ing, improves cardiac function, and effectively reduces the incidence of infection.
[KEY WORDS ] Micropower negative pressure drainage ; Burns; Wound healing; LDH; CK; CK-MB
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[ABSTARCT]
(VEGF), macrophage inflammatory protein-la (MIP-1a) and CD40 levels in patients with hypertensive intra-

Objective  To explore the changes of serum vascular endothelial growth factor
cerebral hemorrhage (HICH) and their relationship with prognosis. Methods The clinical data of 208 patients
with HICH and 208 patients with non-HICH who were admitted to the Department of Neurosurgery at Dazhou
Integrated TCW & Western Medicine Hospital were selected from January 2020 to January 2023. The patients
were divided into the HICH group and the control group, respectively. The differences in serum VEGF, MIP-1«a
and CD40 levels were compared between the groups. The diagnostic efficiency of serum VEGF, MIP-1a and
CD40 levels at admission for patients with HICH was analyzed using receiver operating characteristic curve
(ROC). The Glasgow Outcome Scale (GOS) score of patients in the HICH group was recorded. Patients were
further divided into a poor prognosis group (GOS <3 points, n=89) and a good prognosis group (GOS>3
points, n=119), The relationship between serum VEGF, MIP-1a and CD40 levels and GOS score at admission
was compared between the two subgroups. Pearson correlation coefficient was used to analyze the correlation be-
tween serum VEGF, MIP-la and CD40 levels at admission and GOS score in patients with HICH. Results
The levels of serum VEGF, MIP-1a, and CD40 at admission in the HICH group were significantly higher than
those in the control group (P<0.05). ROC analysis showed that the areas under the ROC curves (AUC) of se-
rum VEGF, MIP-1a, CD40, and the combination of the three indicators were 0.828, 0.874, 0.843 and 0.930,
respectively. The cut-off values were 356.73 pg/mL, 350.81 ng/mL and 420.60 pg/mL. The sensitivities were
66.35%, 66.83%, 60.01% and 86.06%, and the specificities were 88.94%, 93.27%, 91.35% and 81.58%, re-
spectively (P<0.05). According to the prognosis evaluation criteria, 89 patients in the HICH group had a poor
prognosis and 119 patients had a good prognosis. Serum levels of VEGF, MIP-1a, and CD40 were significantly
higher in the poor prognosis group than those in the good prognosis group (P<0.05). Pearson correlation coeffi-
cient analysis revealed that a negative correlation between serum VEGF, MIP-1a, and CD40 levels at admis-
sion and the GOS score in patients with HICH. Conclusion Serum VEGF, MIP-1a, and CD40 are highly ex-
pressed in HICH patients and can impact patient prognosis. These markers can serve as early clinical auxiliary in-
dicators, offering more precise guidance for the treatment and rehabilitation of HICH patients.

[KEY WORDS ] Hypertensive intracerebral hemorrhage ; Serum VEGF; MIP-1a; CD40
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F1 —BEREMER [((vxs), n(%) ]
Table 1 Comparison of general clinical data [ (x+s), n(%) ]
Aﬁul .
| n ; Jil . SEAAEIS (%) NTHSS ¥4 (45) i A8 5 PRI S
J
HICH 41 208 111(53.3) 97(46.7) 60.12+5.21 8.01£1.45 123(59.1) 67(32.2)
Xif 8 41 208 120(57.7) 88(42.3) 59.98+4.37 9.05+1.59 128(61.5) 74(35.6)
iy {H 0.788 0.296 0.902 0.251 0.526
P 0.375 0.768 0.367 0.616 0.468
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Table 2 Comparison of serum VEGF, MIP-1a and CD40

levels between the two groups (v +s)

2531 n  VEGF(pg/mL) MIP-la(ng/mL) CD40(pg/mL)
HICH4 208 369.09+47.18 374.51£62.99 435.10+42.22

XHARZL 208 307.26x42.36 279.78+46.80 379.14+33.03
t{H 14.064 17.409 15.055
P{H <0.001 <0.001 <0.001
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Figure 1
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Table 3 Diagnostic efficiency of serum VEGF, MIP-1a and CD40 levels on HICH patients
A i AUC HTE 95% CI U (%) e (%) Youden 5 %% P{H
VEGF 0.858 356.35 pg/mL 0.821~0.890 92.79 65.38 0.582 <0.001
MIP-1a 0.873 330.79 ng/mL 0.837~0.904 89.42 81.25 0.708 <0.001
CD40 0.842 424.26 pg/mL 0.803~0.876 92.31 58.17 0.505 <0.001
e 0.979 0.960~0.991 93.75 92.31 0.861 <0.001
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®4 HICHAXRREFEBEMF VEGF MIP-1a,CD40 7K FF0 GOS W43 b (v+5)
Table 4 Comparison of serum VEGF, MIP-1a, CD40 and GOS score in HICH group of patients with different prognosis status (x+s)

2H 5 n GOS W43 (41) VEGF (pg/mL) MIP-1a(ng/mL) CD40(pg/mL)
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Relationship between CA125, CYFRA21-1, AFR levels and prognosis of advanced non-
small cell lung cancer treated with chemotherapy

ZHOU Zongzheng', PAN Gang', YI Nan', ZHANG Zilong', LI Xinzhong**

(1. Department of Oncology, Suixi County Hospital, Suixi, Anhui, China, 235100; 2. Department of Oncol-
ogy, Huaibei Hospital Affiliated to Bengbu Medical University , Huaibei, Anhui, China, 235000)

[ABSTRACT] Objective To investigate the relationship between glycochain antigen 125 (CA125) ,
cytokeratin-19 fragment (CYFRA21-1), albumin-to-fibrinogen ratio (AFR) and prognosis of advanced non-
small cell lung cancer. Methods A total of 102 patients with advanced non-small cell lung cancer admitted to
the Medical Oncology Department of Suixi County Hospital from June 2019 to June 2023 were selected as the
experimental group, and 67 patients with benign lung lesions in Suixi County hospital during the same period
were selected as the control group. The levels of CA125, CYFRA21-1 and AFR were compared between the
two groups. The experimental group was divided into a response group of 66 cases and a non-response group of
36 cases based on the efficacy criteria of solid tumors after 3 months of chemotherapy follow-up. The pathologi-

cal characteristics, CA125, CYFRA21-1 and AFR levels of the two groups were compared. Multi-factor logis-
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tics regression and ROC curve analysis were used to analyze the relationship and predictive value of CA125,
CYFRA21-1, AFR and chemotherapy prognosis of advanced non-small cell lung cancer. Results AFR level in
the experimental group was significantly lower than that in the control group, the difference was statistically sig-
nificant (1=10.365, P<0.05), CA125 and CYFRA21-1 were higher than that in the control group, the differ-
ence was statistically significant (r=20.063, 23.479, P<0.05). The proportion of patients with maximum tumor
diameter, TNM stage, histological grade and lymph node metastasis in the remission group was higher than that
in the unmitigated group, with statistical significance (;52=4.0196, 8.302, 7.312, 4.408, P<0.05), and CA125
and CYFRAZ21-1 were higher than those in the remission group. The difference was statistically significant (=
7.022, 6.016, P<0.05), and the AFR levels were lower than those in the unmitigated group, the difference was
statistically significant (7=5.347, P<0.05). Tumor maximum diameter, histological grade, TNM stage,
CA125, CYFRA21-1 and AFR were all risk factors for the prognosis of advanced NSCLC after chemotherapy
(P<0.05). The combined prognostic value of CA125, CYFRA21-1 and AFR was found to be higher than that of
single detection (AUC=0.985, P<0.05). Conclusion CA125, CYFRA21-1, and AFR are all risk factors that
impact the prognosis of advanced non-small cell lung cancer chemotherapy. They are closely related to the prog-
nosis of advanced non-small cell lung cancer chemotherapy. The combined prediction of CA125, CYFRA21-1,
and AFR serves as a strong predictor.
[KEY WORDS] Non-small Cell Lung Cancer; Late Stage; CA125; CYFRA21-1; AFR; Prognosis
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Table 1 Comparison of CA125, CYFRA2I1-1 and AFR lev-

els between 2 groups (x+s)

21 51 n  CAI125(U/mL) CYFRA21-1(ng/mL)  AFR
SCEGAL 102 63.65+17.25 8.50£2.63 11.43£3.56
YR 67 13.68+2.85 1.98+0.47 16.54+2.34

1l 23.479 20.063 10.365

P <0.001 <0.001 <0.001
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Table 2 Analysis of single factors influencing poor progno-

sis after chemotherapy in advanced NSCLC [n(%), (x+s) ]
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g B Y 0.679 0.420
95 54 33(50.00) 21(58.33)
95 48 33(50.00) 15(41.67)
TNM 451 8.302 0.004
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CA125(U/mL) 56.38+15.79 76.98+10.63 7.002 <0.001

AFR 12.67+3.43  9.18+2.55 5.347 <0.001

2.3 CA125.CYFRA21-1,AFR % 5 NSCLC fkJ¥
IE PSR

Bk 2 MAETE G 25 S I B I AR A AR
i, DUBE PSR RAE N RS & 4 A2 &R 50
4 i CYFRA21-1,CA125 & AFR 4 BP 8 & K
& "TNM 43 1 B 41 212 53 9 34 J2 5% ) NSCLC fb37
FiE AN R B fER B %= (P<0.05) . WLk 3,

Table 3 Relationship between CA125, CYFRA21-1, AFR and prognosis of NSCLC after chemotherapy

#&3 CAI25.CYFRA21-1.AFR %5 NSCLC{Lfir G X &

— e B} B SE {8 Wald/y* {4 OR 4 95% CI {4 P
Ji 3 F N 0.561 0.276 4.131 1.752 1.020~3.010 0.042
TNM 43 0.601 0.244 6.067 1.824 1.131~2.942 0.014
L E R 0.505 0.316 2.554 1.657 0.892~3.078 0.110
P E R 0.588 0.239 6.053 1.800 1.127~2.876 0.014
CYFRA21-1 0.613 0.231 7.042 1.846 1.173~2.903 0.008
CA125 0.622 0.245 6.445 1.863 1.152~3.018 0.011
AFR 0.589 0.222 7.039 1.802 1.166~2.785 0.008
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2.4 CAI125.CYFRA21-1.AFR Bt 4 i il NSCLC
AEIT T ) ROC HR1IE
CA125.CYFRA21-1.AFR 4 i il NSCLC

fLI7 IS B9 AUC & 0.927, 3 5 T B — K (P<
0.05). W4 K1,

%4 CA125.CYFRA21-1,AFR B & Tl NSCLC £ 7 %l /5 B9 ROC 51
Table 4 ROC characteristics of CA125, CYFRA21-1 and AFR combined to predict the prognosis of NSCLC chemotherapy

215 e EARER iR WURNE (%) FEEtE(%) 95% CI AUC P
CYFRA21-1 9.71 ng/mL 0.570 72.2 84.8 0.703~0.897 0.800 <0.001
CAl25 68.29 U/mL 0.579 80.6 773 0.785~0.928 0.856 <0.001
AFR 11.45 0.528 86.1 66.7 0.707~0.880 0.793 <0.001
HIF-1oa+Hcy+PDGF-BB 0.927 99.7 95.5 0.965~1.000 0.985 <0.001

100
[EERU

-- CYFRA21-1

= CA125

-+ AFR

— CYFRA21-1+CA125+AFR

0 20 40 60 80 100

1-H¢ 5k

B 1 ROC i
Figure 1 ROC curve
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Value of urapidil combined with benazepril on patients with coronary heart disease and
heart failure

ZHANG Na'*, ZHU Hongli®*, LI Xueqing’, CUI Yanmin', GONG Yangyang', LIU Qian', SONG Yuehan'

(1. Department of General Medicine, the No. 2 Hospital of Baoding, Baoding, Hebei, China, 071000; 2. De-
partment of Geriatrics, the No. 2 Hospital of Baoding, Baoding, Hebei, China, 071000; 3. Department of In-
fectious Diseases, the No. 2 Hospital of Baoding, Baoding, Hebei, China, 071000)

[ABSTRACT] Objective To explore the value of urapidil combined with benazepril on patients with
coronary heart disease complicated with heart failure. Methods A total of 118 patients with coronary heart dis-
ease and heart failure who were admitted from November 2020 to November 2023 were studied. They were ran-
domly divided into an observation group (n=59, treated with urapidil combined with benazepril) and a control
group (n=59, treated with benazepril alone) using random number table method. After one month of treatment,
the efficacy, cardiac function, NT-proBNP levels, exercise tolerance, and occurrence of adverse reactions were
compared between the two groups. Results The total effective rate in the observation group was higher than
that in the control group (°=4.827, P<0.05). Compared with before treatment, the left ventricular ejection frac-
tion (LVEF) and stroke volume (SV) in both groups increased after treatment, with the observation group
showing higher LVEF and SV (r=2.345, 3.198, P<0.05). The left ventricular end-diastolic diameter (LVEDD )

and left ventricular end-systolic diameter (LVESD) decreased in both groups after treatment compared to before
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treatment, and the LVEDD and LVESD in the observation group were lower (1=2.265, 2.007, P<0.05). Com-
pared with before treatment, the 6-minute walking distance (6MWT) increased after treatment in both groups,
and the 6MWT was higher in the observation group (r=2.018, P<0.05). The level of NT-proBNP in both

groups after treatment decreased compared with before treatment, with the NT-proBNP in the observation group

being lower (1=3.575, P<0.05). There was no statistical significance in the total incidence rate of adverse reac-

tions between the groups (P>0.05). Conclusion

Urapidil combined with benazepril has a high application

value for patients with coronary heart disease complicated by heart failure.
[KEY WORDS] Urapidil; Benazepril; Coronary heart disease ; NT-proBNP
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o Q@UUIRE R, DUIREF) (a2 0 IRw) bh
F A 2.5 mg/Uk, 1 IR/d, 5 i K5 AN A 20
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% SPSS 23.0 B gt A T B e 4 b o THECE R Table 2 Comparison of efficacy between the two groups
PLn( %) 05 A7 2 Ko s HHR VORI G ) %, 15 [n(%)]
LT (4. BL P<0.05 J9 22 AT Ge i3 3L A 0 WA AR R SR
MEEdl 59 32(54.24)  26(44.07)  1(1.69)  58(98.31)
4x XPHEZH 59 29(49.15)  23(38.98)  7(11.86)  52(88.14)
2 #HR A 4.827
2.1 PULLIH — R VORI ok Pl 0028
P B EH — Bk L 22 R G & (P> 2.3 M4LEE LIRER LR

0.05), W1,

A TR T, WAL IR YT JF LVEF .SV AH#
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WLER A AR T MA TR, 2% F  LVESD HE FXRAMML, 2 5 A 50248 X (P<
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Table 1 Comparison of general data between the two groups [1(%), (x+s) ]

w9 0 1 51 AR I -2y RO NYHA

i 5 % (%) (4F) (Y /min) %% [TER V%
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/7 H 0.213 1.545 0.357 1.133 0.151

P{E 0.644 0.125 0.722 0.260 0.927
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Table 3 Comparison of cardiac function between the two groups (x+s)
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Table 4 Comparison of NT-proBNP and 6MWT between the 3 it

two groups (x+s)

AW IR K I, WL A A BRI T

15 . NT-proBNP (ng/mL) 6MWT (m) SEIRALE o Fro B A [ R A 3
BT BEFE ] BT W B Z =, 1 5 R B A DUIRE FVE I X T
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STRZL 59 4312059 2.50£0.40" 303.65+8.97 357.84+9.20° R RO A 30 ) SE R I F IR ol B
i 0.283 3.575 1.445 2.018 o
P 0778 0.001 0.151 0.046 & L LS e s it v, E— P O A R R

TE - ST HTELAR, *P<0.05.

SO U ML AR R B R R REIE S PR



FTLBEIRITARE 202446 16

%5 64 J Mol Diagn Ther, June 2024, Vol. 16 No. 6

- 1027 -

BHIT ol 3204 5K 71 JE 1A | B AR AR 7, DI 4
AR U S 67 Ao 5 [ st 38 ) 34 38 2 2 A 43 0 O -
TR it 14 B4 25 L R A OG IR (CGRP) , U5 $L ET
it I/ M VL R B A a0 I Ak, AT AR
P T E10 i S 0O JUL R I f5He 4 K B AT A1 JE 1 ]
BH 7, g i 42 FHyr e . DUARE R K fg A R s
AE S B3R O UEE 90, Pk i A, kst A1 R BEL ) B
HLEEAR L AR F it — ST

ASHIF 5 25 FL 5 B 1 Fr b SR B A U1 R R T
Xif F 56O A IO T e B T, T RB IR T 1)
fig M iz sl 71 . 98 H LA . LVEF, SV .LVEDD,
LVESD ¥ & PFA 0 D) BB 224545 . 6MWT R
X i S e £ 2 il T i, 10 BE A7 BAA S B DA R
O HETIRE . 7 b /R AT e B BT ] 3244, 5
Bl sk J& 61 it A7 0 /0N Bk, 920 4/ J B g e Jok o
VIR 38 AP o MU T 670 47 5 (] I 30 B BEL T 75 | ol
W2 118 LS 2 M 40 o 1 R, A R T U 0 R 7
fap /U LR S i B3 im0 HE aft 22, DA 2 7
OIBE. BRILZAh, S h R i RE Il 5 52 (e
(5HT) M — W5 B 17 (ADP) Fit 81 % 19 1fi /M S5 5
ARG L, A7 ) T8 00 JUF 1l 9 08 7 e RN ks O i
TRAEIA , 10E 17 348 500 T BE A8 Bh T 7. DL 4 )
FRTRZGH , FAE K A S 7= 26 1 36 4 20
TGS 7k R TR A R R T Y AR
AT B AR & JE BEL 77 5 [ Bsf D0 498 ) 325 3 g ik /0> it [
P 2 50K 5 0 o0 A9 43, AR AR JEE 970 77 45 4 78
HE A SE AR O D RE KAz Bl g B RESE

AHIF ST 45 SRR 1 B R B A DR VAT
Xof F 50 A5 0 1 0 BB T, S BEREAIK NT-
proBNP, H &4t . 78 s A 2500 E 4 f7 5 0
I 7 388 KR o0 28 25 4 b Kt fi 1 49 K (BNP) I
PRI, BNP 76 85 1 00 AL VE F R 5446k NT-
proBNP, #5605 15 IF00 % 75 NT-proBNP £ 5
Feakt T SR IR T 3 A o A v LA Ak o
1 SZ R F SHT 244 VEH BRI 2 Tife , 5 B
K A Yok A O 67 i, DA T JAER N'T-proBNP /K-
H R /R BA R kBt M T ol 2R A
SO B AR AR, e et (AR
R REARBUR A PR, VA Rt — g%

g5 LTIk, 5 hn IR B A DU R T X T
S L A I 0 v R TN L T AR AR T AL,
5.0 DI BE S22 Bl ) L B AIK NT-proBNP /K F-, B A7
N HANE

Sk

(1]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

Tian Y, Deng P, Li B, et al. Treatment models of cardiac re-
habilitation in patients with coronary heart disease and related
factors affecting patient compliance[J]. Rev Cardiovasc Med,
2019,20(1) :27-33.

[ SZ3E g |10 T I G O A Lo Rl WA B 2D N N
AR SRR N T R B A A SC LT ). g e A
AU IN IR 2R, 2023,21(22) : 4198-4202.

XIHE WA, 400, 45 . BT ik O IS BRI V0 e 1 il A v
B ERER T BORINY TR NWAD =028 2 ) e =0 | = N e v G )
S [T I R A SR PR A 24k, 2023,22(9) :910-914.
Bk 2%, Rt , R Pl , 45 . BB N TR K A 1 0 i R X 4
R I 0 7 3 08 S5 A NYHA 432 0 U A5 1375 2 46 A )
M [T]. hE A AR AR, 2023,43(15) : 3599-3602.
SR AT A . AR LI G DU 0 ) X S A 0 3 v 2
FO P Ine s (1], hEBE 2, 2023,18(3) : 326-330.
VFIG , WREL . SR NYHA (O )8 73 9002 PO ) 8 05 R 35 0
JUE B 35 97 DU 3T PCT . BNP /K725 4k K i bR 8 [T ). i3 7l
P2, 2021,32(19) : 2488-2491.

FRAs , ER T, S0, 45 . 0 IER 6 22 35 ) 1 7 L e 0 0 AR
FOTI IR W IR N AE [T]. B2 AR,
2023,33(10) : 1902-1904.

W R ZH SO KBRS ROBR LD R O 2 4R
LI B T T B R T AT ] R AR PR 2 ARk,
2023,44(1) :19-22.

B, R, o, 5 B4R OWe O T B8 R AT L
G B4 9k C 2 I 2R 1 5 0 WL 43 2 B B0 B R 1 AH D 23
BrlI] b BESE, 2022,28(5) : 763-766.

WA SR SRR, RN, AF L D DX R N 6 43 A5 AT
B R R SR TR [T h ey B2 R E 4k,
2020,42(2):178-181.

FOCPL, BAY, TR, 5 . FE T8 20 7 1 26 ok otk 119 9 o0
i 0 B K E S BURREAT SR [T ], T SR 22 B R -
BEZ A AL , 2023,25(6) : 2209-2216.

WoRTT, BER B A SO B T O ) v R A Il
5 miR-133a F 3k 5 56 R 2l ks 22 A2 B2 i ARG HELT ] N1l
BE 22 B 244, 2023,38(3) : 333-336.

A 507 B AR R 45 A SR HURIRY Y 7N A T
D ITEBAFTE [T (NP R 2%, 2022,51(14) :1620-1623.
PR EE 5, AR, A L VU b 22 I DUTIRAE R 2 AR e O
i ) v 8D T RE M 4 T B A SR R -4 i B R
iR IR sE [T ], BEPE B2 445, 2021,50(2) :216-220.
WRE MR, TR, 5 PRI, 55 . BB AR At T 15675 SNk A 5 78
FEE LI Lo IR YA T X I A L I TR A AR 27 B0 D) i B 5 T
(7], AR A4, 2023,43(7) £ 1546-1549.

Jin U, Yoon M, HaJ, et al. Association between frailty and
physical performance in older patients with heart failure [J].
Clin Cardiol, 2023,46(12):1530-1537.

RIRIR . BB T 55 R B0 A0 TR S HE38 IR BT TE Lo
S0 3 TR (A AR 780 kT I 3 S B A oy B AU iR A B i A 7K
PR I ], ST OB A 247, 2016,24(12) :113-116.



1028 - AT SRITARE 2024456 H %5164 #5619 T Mol Diagn Ther, June 2024, Vol. 16 No. 6

< e
.«I/a ;ﬂé—o

B/ D) 1 T HE S R BRET TR 16 97 R e B P
B ML CK .HMGB-1 2 TNF-o 7K 03500

#iEp mER Mk EHE XNFR*

[ ZE] B BT/ 0% e S AR MR AT 2 36 77 X M M A T R S I UL AR T
(CK) . m i % % % ik (1 B-1 (HMGB-1) K il 8 3R JE I T - o (TNF-« ) K- B . ik 5 2022 4F 2
H 22023 4 2 F 8] 1T KSR oy B2 B A 19 1240 ) i REE AR B Br R 3 A TR0 B 0T 5, 42 BT R Oy
BT 5 ]y 5 B (n=60 , VI FFHE S ARIRET N [ 2 1R Y7 ) SR80 41 (n=64 , AN /INIT 101 5038 A 5 AR R AT [
FEIRIT) o IR 8 3 B T AR WG AR AT ETIE R PER 1 [CK . HMGB-1 } TNF-a ] 224t | Oswestry 2

e B A48 2 4 (ODD) BT 4318 (VAS) TF 0 MR G I R AET Ol R S0 IR A, il5e 4l
FAR B B E] AR P i RS A B RO B T A i A, R i i i 22 R ST
2EE L (P<0.05) ;36975 1d.3 d, 4] CK .HMGB-1 } TNF-o /K 38 2 BT} 3897 7 d BRI, Hik
U ER AR ACEAR T X IR, 25 5o it 23 X (P<0.05) ;3697 )5 6 4 A, B4 ODI -4y . VAS 1431
WY AL, HR S 2 R PP o3 B T X R A, 28 R Ge it 2 2 L (P<0.05) 5 30 41 19 0T R E 2R (3.12% ) Lt
XA (15.00% )%, 22 58 Gt 4 3 L (P<0.05) . 518 A1/ G) 5 M = AR IR AT B 16 7 nl i 3
WAL i A 3 97 B8 3% CK  HMIGB-1 &2 TNF-u 7K -, A2 3 R 35 AR S5 40 5 i

[RBIR] HEVN) D@D HIRETE A ; IWIEHEE 3T CK; HMGB-1; TNF-a

Effect of minimally invasive small - incision common pedicle screw fixation therapy on
serum CK, HMGB-1 and TNF-« levels in patients with thoracolumbar spine fractures

XIE Desheng, JIAN Guojian, CHEN Xiaolin, WANG Bowen, LIU Haoyuan*

[ (Department of Orthopedics, Chengong Hospital affiliated to Xiamen University (The 73th Group Military
Hospital of People’s Liberation Army) , Xiamen, Fujian, China, 361000) ]

[ABSTRACT] Objective To investigate the effects of minimally invasive small incision common
pedicle screw fixation on serum creatine kinase (CK) , high mobility group protein-1 (HMGB-1) and tumor ne-
crosis factor-a (TNF-a) levels in patients with thoracolumbar spine fractures. TNF-a) levels. Methods Thora-
columbar spine fracture patients admitted to Success Hospital of Xiamen University from February 2022 to Feb-
ruary 2023 were retrospectively screened. After careful evaluation, 144 patients were finally selected, 20 cases
were excluded, and 124 cases were finally included. The group was divided into a control group (n=60, inci-
sion pedicle screw internal fixation treatment) and an experimental group (n=64, minimally invasive small-inci-
sion plain pedicle screw fixation treatment) based on the surgical protocol. A comparison of perioperative indi-
ces, changes in inflammatory factors [CK, HMGB-1 and TNF-a | before and after treatment, Oswestry dys-
function index questionnaire (ODI) , Visual Analogue Scale (VAS) scores and postoperative complications
were compared between the two groups, VAS scores and postoperative complications. Results Compared to
the control group, the experimental group had shorter total operation time, fluoroscopy time, intraoperative

hemorrhage, postoperative hospital days and fracture healing time, and less intraoperative hemorrhage, with
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statistically significant differences (P<0.05). After 1 day and 3 days of treatment, the levels of CK, HMGB-1,

and TNF-a increased significantly in both groups, and decreased in 7 days of treatment, and the levels of these in-

dicators in the experimental group were lower than those in the control group, and the difference was statistically

significant (P<0.05). Six months after treatment, the ODI scores and VAS scores of both groups were signifi-

cantly reduced, and the above scores of the experimental group were lower than those of the control group, and

the difference was statistically significant (P<0.05). The complication rate was lower in the test group (3.12 %)

compared to the control group (15.00 %), and the difference was statistically significant (P<0.05). Conclusion

Minimally invasive small-incision common pedicle screw fixation therapy significantly reduces CK, HMGB-1,

and TNF-a levels in patients with thoracolumbar spine fractures and promotes faster postoperative recovery.
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fracture; CK; HMGB-1; TNF-a
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(PAEFI>0.05) ; 4E/E 2 B12 5 FT3 FT4 K2 IEAH2E (r=0.624..0.528, P {H1<0.05) , 5 TSH Hey £ A 5¢
(r=-0.643.-0.527, P {H1<0.05) , 5 M- FZ ICA K1 (P>0.05) s ROC B2k @75 , Hey (4642 K B12 IR KGN 2
B SCH ) AUC {E 43 il 24 0.766.,0.631.,0.723, = # B 52 Wi AUC {E N 0.901 , R % 0.879 45 5 & K
0.902,95% CI K 0.833~0.967, B & K2 Wisi e =5 T = FaAr SRR (P<0.05) . 4518 AR IR I PR FF AR
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The changes of Hcy, vitamin B12 and folic acid in Subclinical Hypothyroidism (SCH)
during pregnancy and its clinical significance

HUANG Min, CAO Xuezhen, ZHOU Fangye*

(Department of Laboratory Medicine, Chengdu Fifth People’s Hospital, Chengdu, China, 611130)

[ABSTRACT] Objective To investigate the changes of homocysteine (Hcy) and vitamin B12 and fo-
lic acid in subclinical hypothyroidism (SCH) during pregnancy and its clinical significance. Methods 58 SCH
patients admitted to Chengdu Fifth People’s Hospital from July 2021 to February 2023 were selected as the ob-
servation group, while another 53 pregnant women with normal thyroid function were selected as the control
group. The levels of Hcy, vitamin B12 and TSH were compared between the two groups. Risk factors affecting
SCH were analyzed using multiple logistic regression and the relationship between Hcy, vitamin B12, folate
levels and thyroid function [ thyroid stimulating hormone (TSH), serum free triiodothyronine (FT3), free thy-
roxine (FT4) levels | between the two groups were compared. Spearman correlation was used to analyze the rela-
tionship between Hcy, vitamin B12 and folic acid and hypothyroidism. The ROC curve was used to analyze the
diagnostic efficiency of Hcy, vitamin B12, TSH alone and combined detection of SCH. Results The levels of
Hcy and TSH in the observation group were higher than those in the control group, and the levels of vitamin

B12 and folic acid were lower than those in the control group, with statistically significant differences (P<0.05).
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The comparison of the levels of FT3 and FT4 between the two groups did not show any statistically significant dif-
ferences P>0.05). Spearman correlation analysis showed that Hcy was positively correlated with TSH levels (7=
0.536, P<0.05) , and was negatively correlated with FT3, FT4, folate and vitamin B12 levels (r=—0.622,
-0.517, —0.662, —0.574, P<0.05). TSH levels were positively correlated with FT3, FT4 and Hcy levels (r=
0.682, 0.575, 0.567) , and P<0.05, but had no correlation with folic acid and vitamin B12 (P>0.05). Vitamin
B12 levels were positively correlated with FT3 and FT4 levels (r=0.624, 0.528, P<0.05), and negatively corre-
lated with TSH and Hey (r=-0.643, —0.527, P<0.05), but had no correlation with folate (P>0.05). The ROC
curve showed that the AUC value of Hey, vitamin B12 and folic acid for the diagnosis of SCH was 0.766, 0.631
and 0.723, respectively. The AUC value of the combined diagnosis of HCY, vitamin B12 and folic acid was
0.901, with a sensitivity of0.879, specificity of of 0.902, and a 95%CI of 0.833-0.967. The diagnostic efficiency
of the combined detection was higher than that of the three indicators alone (P<0.05). Conclusion Patients

with subclinical hypothyroidism during pregnancy may have abnormal levels of Hcy, vitamin B12, and folate.

Detecting the levels of these indicators can serve as a basis for clinical evaluation and diagnosis of the condition.

[KEY WORDS] Hcy; Vitamin B12; FA; Pregnancy period; Subclinical hypothyroidism
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Table 3 Correlation analysis between Hcy, vitamin B12, folic acid and hypothyroidism in the observation group
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Table 4 Diagnostic value of Hcy, Vitamin B12, folic acid detection and combined detection
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Curative effect of Sanjin Decoction combined with flexible ureteroscopic lithotripsy and its
influences on serum CRP, LPS and PCT in impacted proximal urethral calculi

LI Mingqgian*, WEI Junli, LIANG Peng, HAO Yanjun, ZHANG Sai

(Department of General Surgery, Cixian County People’s Hospital, Handan, Hebei, China, 056500)

[ABSTRACT] Objective To explore the application effect of Sanjin Decoction combined with flex-
ible ureteroscopic lithotripsy (FURL) in impacted proximal urethral calculi and its influences on serum C-reac-
tive protein (CRP), endotoxin (LPS) and procalcitonin (PCT). Methods A total of 80 patients with impacted
proximal urethral calculi who were admitted to Cixian County People’s Hospital from October 2020 to July 2022
were enrolled. They were randomly divided into two groups: the FURL group (n=40, FURL) and the combina-
tion group (n=40, FURL combined with Sanjin Decoction ). The curative effect, stone clearance effect, inflam-
matory indexes [ C-reactive protein (CRP) , lipopolysaccharide (LPS), procalcitonin (PCT) ] and postopera-
tive complications in the two groups were recorded and compared. Results At 2 weeks after surgery, the clini-
cal curative effect in the combination group was better than that in the FURL group, with a statistically signifi-
cant difference (92.86% vs 71.42% , P<0.05). Stone clearance rates at 3 days, 1 month, and 3 months after sur-
gery were higher in the combination group compared to the FURL group, and the difference was statistically sig-
nificant (P<0.05). Following surgery, the inflammatory factor level in both groups increased, but it was lower
in the combination group than in the FURL group (P<0.05). The incidence of complications (postoperative
bleeding, ureteral perforation, calculi migration) in the combination group was lower than in the FURL group,
with a statistically significant difference (10.00% vs 27.50%, P<0.05). Conclusion The curative effect of San-

jin Decoction combined with FURL is good for impacted proximal urethral calculi, with high postoperative
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stone clearance rate. This combined therapy can improve the inflammatory state and reduce the occurrence of

postoperative complications.

[KEY WORDS ] Impacted proximal urethral calculi; Sanjin Decoction; FURL
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WA o A BRI 25 A R 22 2 mm DUT, B
1o AT ARG A i R B A 24, A A B
5% B 45 A 5 K R R A SRR B E LT
ORI 1~3 d NHUH o RJE X B E Rp g b 47 di sk
YURYT 5~7 d, IE B Z AN IR o1 B HE R AR SR

BAHBFEEITFURLIEMMH =4, 501
), 7K B 150~250 mL, 43 2 Ak, 3E AR 10 d R 14
S, AT 3 TR
1.3 WEAE IR

(O Bl 5 5 2 B PR A8 I vt o 1 85 A SR I
RITRC ARG 1A VAR BB B I R IG 7 A RB0R
Yo L i PR S A A RO IR B SR LI R LR
AR 2 A I PACRE DR F AR 2l 38 B B 5 B A R
OV I B R LI DR L PRI PR 2 A6 I A IR i
FE>T0% ;A 5%« B E BRI B SO LR RAR
S I AORE IR DA AR <70% H.>30%; 03k &
SO B SO PR RS PR S I PR R
R EL RN, A RCR=CE A+ R A+ R0 B
B/ B x100% o () L3 9 4 4y RS L i o 4 P
i BEWEASCR, 0 TARE 3d 1 H 34
A BT R EE R (KUB) R B B R A VAl 58 Ay 45
AIEOIT A AR A HEE R = (T RIS A
KN-F ARG G54 KN IF AR T 45 A K/ x100%
(3) b 45 1 A iy R A I ity 1 45 A AR R AT AR
J& 3 d 1 RAEF8 bR KT, AL 4G C- /2 i 8K 1 (C-reac-
tive protein, CRP) . P 7 % (lipopolysaccharide , LPS)
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FIIL 7 B 85 2 Ji (procalcitonin, PCT) K- 439l F
ARBT ARG 1 d Sl T K L 4 18R AR 2 0
(%38 3 000 r/min, .02 48 15 cm, B [E] 15 min) 5

®2 MAFTAYAREER (vxs, %)
Table 2 Comparison of stone clearance effect between the

two groups (x£s, %)

L 375 26, SR IR0 S W B G LPS , SR A Hffgﬁ s ARid ARTR AR
R OGN PCT, R J 4t 52 L 3 v #5 91 CRP. FURLAL 40 60476436 75236489  86.374574°
(4D Ve A 0 2 i DR AET L i 8 WP 45 1 JR 2 ROOR ) O tff 8.165 8.764 3.762

RAENE DL, AFEA S I RS LR Zs A LS
1.4 Guilefabeg

K SPSS 19.0 Ge b2 8 A% 43 A Bt 1 i ¢
BERH (v £5) FR, S AHEF R R (R 2s) Fm , R
FH e 486 5 B0 BRI n (%) s, R 2 K%
P<0.05 2R 2Z 5 A5 EE XL

2 HR

P{H 0.000 0.000 0.000
MRS 3 d ML, *P<0.05, FIAR & 14 H M, P<0.05,

BRIt RGERAERIET FURLAESH ST %=
X (P<0.05), WF4,

F4 PMARBHEERERLE [7,(%)]

Table 4 Comparison on incidence of postoperative

complications between the two groups [n, (%) |

U n RJEHN RE T S0 BB SIFRAE R AR

2.1 PRALIGIRITRL BEA4L 40 1(250) 1(250)  2(5.00)  4(10.00)

*E 2 Jﬁ E%%QH II’E%%&&%? FURL éﬂ ﬁ) FURL ZH 40 3(7.50) 5(12.5) 3(7.50) 11(27.50)
o - h - P! 4.021
SHEGIFE L (P<0.05), W3R 1, P 0.045

&1 WAIRKTEELE (2(%) ]
Table 1 Comparison of clinical curative effect between the

two groups [n(%) ]

A5 n IBE BAL R TR BARCR
A 40 17(42.50) 11(27.50) 10(25.00) 2(5.00) 38(95.00)
FURL 44 40 7(17.50) 16(40.00) 9(22.50) 8(20.00) 32(80.00)

Pakl:! 4.114

PH 0.043

2.2 WHEABCRILE

BAEHAGE3d ARFE 1.3 MHEARST
FURL 4, 27 A 51T # 2 X (P<0.05), W2,
2.3 WA RAEFRIRKT LK

ARAG, P RAE KT A 22 F G2 L
(P>0.05) , RJ5 , P40 CRP . LPS /K *F- ¥ 4% A ®if T+
15, PCT 7K -8 AT AR, 36 A 41 19 R 7K IR
FURL 4, 22 %A 4 it22 5 L (P<0.05) . W3R 3.
2.4 WH ARSI RAE kAR

BX A 4l BB R 5 i e PR A o FL A &

3 iTie

HREEANIR LA 2Rl RF R, ZW RS
BHE DL iSSP Bl 3 2 R A2
s A BRI PRV E A B PR A v SRR Rl 2 B s A
IR IR T B, TR IR E 45 A EEMIRIT T
BE o WA o, L JER Y R B 4 S IR Y
h BB ARG H UL R AE , 23 4 R ORI AN TR 5
R, 52 B3I 4 RN I B AR T, MO PR A L Bt i
PO ARIFIRIT I b B IRESES A e R 2
HSh IR LN B A AR IR AR, R R
A TRHCABR , o BRI A TS AR B BRI L
FPACTH, LR EHEA M H I . =40 HA AR
B GERHEA DR ARV T IR B ES A R Tz R HL
BT o A R B = &% FURL
TRIT RS T Bris it 45 A I R AL

AR 58 45 S U = 4 % B A FURL #ff 52 1] LU

x3 WAMRKERERKFLER (vzs)

Table 3 Comparison of inflammation indexes between the two groups (x +s)

e . CRP(mg /L) LPS(EU/L) PCT(ng/L.)
AT KN AT AJA AT AJE
BRE4 40 12.87 + 1.74 14.07 + 1.67° 36.54+4.35 85.45+7.32° 21.53+3.58 25.25+4.33"
FURL4L 40 12.66 + 1.57 18.21 +2.51° 35.17+4.19 101.85+10.91° 21.46+3.61 29.17+7.42"
18 0.567 8.685 1.435 7.895 0.087 2.886
PAE 0.573 0.000 0.155 0.000 0.931 0.005

1 AR R L, *P<0.05,



FTLBEIRITARE 202446 16

%5 64 J Mol Diagn Ther, June 2024, Vol. 16 No. 6

+ 1039 -

TR G R N 45 0 HEBR R . IRACZ BRI 9T %
W, 4 % 0 2 {0 DR Y pH A TH s, 38 AT LA i
FRAE S A fL A7, DT ™= A= R PR AE T 5 B 3 R s
4 PR A N I B A B HE AR AN o R P 4l — Rl
ey, AT B Y ae Gl kA o

ARWFFTLE R W, B 4B 0 JAE TR bR il 1
BLEE AT, 43 Bk CRP 2 I IR 5 i 2 & e, mf
DLE 2 AR 0 52 5 A R A S B WV E )R 2, 23 bl
AR JRAE S BR G (14 2 HE T T, 78 I R 1T 98 i
R B EEAER, LPS AT LU i i 455 R 51
AR R R kA B RAE , 51 & — FR I I L P
P, 0 e FEEA RN . AU T By i
W rh PCT /K2 A B84, B 3 ETRIRE,
Kt PCT 5 T R M SR e A D e A
g R B A 4 B35 9 CRPLPS il PCT /K ¥
i\ F FURL 4. =4 %) &5 & v nr L
TH RN G MRHE A o G R E AT T kg
FR IR M2 50, P, FURL RS0 =44 B
T 1k PRAE Y {2 B R

AR R R B LRI AR G Il PR A o
fURNZS A LI RAE R AR T FURL AL #H . 47
Mo A 4B B e R FH T FURL 3RS Ehn A 7 =
G, v LIS Bl R A R R AL DR I AL IR 3 )
fig, NN EREE A HE S BRI S I e R AE%, H
WG =& N eI AT BRI X R AL
IRICH U, 5T LA IR IR bR Aih . ALK
i/ IRTTRCR B3 BT RRE R AR,

Z BTk, =4 A4 FURL IAIT R B
T 1 5 A LA BT Ak, BB R OR S 2 A T B
IR, AT LU o LA 1) RS BRI
RAE KA (AR ARG R AV .

[1] &M, fa i, W, 55 . i PCT.CRP.LPS Hill ' &
i DRAE G5 A0 7B R R W R 22 G I 1 N7 FE A 1 B KU
B (3] I R IR MR 4 3, 2020,35(6) : 435-438.

(2]

[3]

[10]

[11]

[12]

[13]

[14]

[15]

DMV, A L DR A B A 0 S A AR S IR B
i AtTHE s (] VLR EE 2y, 2021,47(5) :512-515.
XU, Al 52 i R A5 205 0 RS A i DR A e 7S (R AL
B G A& B 3R A M [T ). W6 IR Wb IR A1 B 24 3K, 2022, 37
(6):478-482.

TER RS M ERAE 55 RO il R A R i R R S K
TR AT R B 25 Fg B 5 B AR VA T B R A 1 B A1 i T AL
XA LT AL BE 22 BE 241, 2021,36(7) : 894-897.
WO I A AR 1 B A ORI & R R
I B By DR S SRR KOG B A R X R R B T RE I TR
Bl g2 O AR AR s [T ] 55 FH B2 Bl R 2% 5% L 2022,
19(4) :64-67.

Bl 55, O 22 Tl 2R 06 L A5 A PR A R BE RS OB A LA R
VAT AT B R A 85 A0 O )R I & 2E SIRS B Logistic
A BT (3], B AR 4, 2023,43(1) : 106-110.
DA, ZEHE NN L JE TR 2 0 b 25 L R G
I7 25 0 0 0 25 A 4 B [T ). R v B 2 R 242 i,
2022,41(4) :507-512.

RS . F AR E JCAE B B G B 45 DK B X ) e 1A
7 R N B [T ] B B A 2% 7, 2019, 38(16) ¢
2367-2640.

AR BE, NG . IR ARG 12 Wi s T dE e (M. b
ats NRCAE L, 2009.

R AT . )% 2 I I TE Bk O 5 R HLTE A7 BUA
ARIEITHF N AN 25 P R B [T ], R B2 2, 2021, 32
(6):738-741.

B . B DR 45 0 5 O 0 IR R G i PR A B R KOG
A ARIEIT I RIGIT ORI, P = 25 24 i, 2022, 51
(20) :2364-2367.

R 0, RS T, S ST R L ey T O PR A B K O R
ARG BH B DR KA ERR bR sEm [T]. B B, 2020,
52(2):47-49.

T, EoR, 200, 4 HEA A I A ESWL X 4 IR A5 45
S R R 9 P R Ak (2 ma [T]. b s 2 K
FERIBR  ZEPRAE A% . = A HE A IR T I TR i R A
S BE AT R T BRI A RS HE AT R S i
(7). T M B2 2244z, 2022,39(4) - 782-786.

VTR S, SRR 0L, B BE 45 . v v S VR S i
TR T M TGP IR o BH A2 MO UIE 9 550U 88 B K L 15 4 i Fi5
B A U U5 br i g (3], T dbrpr s, 2021,43(5) :
762-766.

(E34% 1035 W)

[14]  BRski, BPCH, S50, 45 . b o sl AN B % 2 HOIR R
PN SE I DL B I A ISR [T, DU I K2 22 i (R 24 R
2022,53(4) : 649-655.

[15] Ao, 2R HeaMe , S s 0 55 . e I 300 TP R B o) s iR 2 4
A2 FEODR MR 22 KO X B SR A SRy s [T ] b I 0 4 AR

[16]

2022,37(2) :214-217.

Bb R Y A I R R B e IR T AR
I35 2 A= 25 B12  Hey /K P28 £k Ko W 4 lig 45 Jmy iy sz i [0,
R AR B RS A, 2022,30(08) :1720-1725.
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.«I/a ;ﬂé—o

AR P8 A ORR S A R s Ao e ) LS

WA IR OFE

[ E] BH Wroem R s flobk RN FLR S W AR NG B ILE . s EmEE
PN R B 2018 4F 1 9 2 2020 45 12 1 WCIH AR i 8L 120 461, 3 BEATLEZR 1 55 S WLE 2 Rt FR 20 45 60
5], JFE v ko R L P AT b s PR A AU bR S5 AR AT YT RS 20 A0 X BRZE BE il Lo S N TR B 55 L IR A
BT YW SIEIT 7 do WS WAL LA YT WS AL AR AR AR O I I E A FVC) VA 1s FH PR R AR
(FEV1) .5 K40 & (PEF) | L35 S 8 3R 1 M (IgM) | L34 S BRE 11 G (ilgG) | L% SR ERE 1 A
(IgA) RS LT H vg PR 41 (EOS ) Mg i v 41 it BH 725 1 26 (1 (ECP) & &b ST BT e A T 2% %
T 2R LS T 2k S A BE B IR, T IRYT IR SERA ) 6 H UL 2021 4F 6 ) B A £ , SR L3 R i 45
il R R (C-ACT) il st s H Bl . &R WEYLIAY7 /5 FYC . FEVI .PEF ¥ TX R4, 2 R A 5
TR R L(P<0.05) , MR ARG 1gM IgG IgA & i3 = F XA, 22 5 A G2 8 L (P<0.05) , WA 40
BT IR PEE S W NS EOS (ECP & i ML T X AL, 22 A G124 78 X (P<0.05) » MEELLIAIT In it
TH I MK O JEERS T K AT BER TR R T BB AL, 25 R A ST R L (P<0.05) , WLER 4L BT 3 H 12 M
Tl e T X AL, 22 A Go 122 8 L (P<0.05) , AL RE DT 6 H 2w s il 15 AR XY , 22 7 41248 L (P>
0.05). ZE1& W L FH A b 2 R IC G R A flbR 2 S S TR AR B AL AR YT REAT R0k 3 2B LI T AE |
LT G e FR AR 1 5 2 S S SR g, 328 117 457 66 s DA AR 8 gtk V), A — 2 R B b B o P o 15 O

[EEIA] B ZSARIRA s A A8 18 Fofu bl SN FCTR &L

Effects of nebulization of budesonide, terbutaline and ipratropium bromide on children
with asthma

HU Nan*, WANG Yan, HUANG Lian

(Department of Pediatrics, Pengzhou People’s Hospital, Chengdu, Sichuan, China, 611930)

[ABSTRACT] Objective To study the effects of budesonide combined with terbutaline and ipratro-
pium bromide nebulized inhalation on immune function and lung function in children with asthma. Methods
120 children with asthma admitted to Pediatrics of Pengzhou People’s Hospital from January 2018 to December
2020 were selected. They were divide into two groups: an observation group and a control group with 60 cases
each based on the random number table. The control group received budesonide + terbutaline nebulized inhala-
tion treatment, while the observation group was treated with ipratropium bromide nebulized inhalation on the ba-
sis of the control group, and the treatment was continuous for 7 days. Lung function indexes of both groups were
observed before and after treatment: forced vital capacity (FVC), forced expiratory volume in the first second
(FEV1) , maximum expiratory flow (PEF) , serum immunoglobulin M (IgM) , serum immunoglobulin G
(ilgG) , serum immunoglobulin A (IgA), eosinophils (EOS) and eosinophil cationic protein (ECP) levels in
sputum and serum, statistics of asthma disappeared, cough disappeared, wheezing disappeared and hospitaliza-
tion post-treatment were recorded. A 6-month follow-up survey (as of June 2021) was carried out, and the child-
hood asthma control test scale (C-ACT) was used to monitor disease control. Results After treatment, the
FVC, FEV1 and PEF of the observation group were all higher than those of the control group, the difference
was statistically significant (P<0.05), and the levels of IgM, IgG and IgA in the observation group were higher

F AR B AR B (WJ2019H162)
Mk A B AR E RILA, W, R AR 611930
*BAZVEE A4, E-mail : 50655045@qq.com
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than those of the control group after treatment, the difference was statistically significant (P<0.05). Sputum in-

duction in the observation group after treatment showed lower contents of EOS and ECP in both the liquid and

serum compared to the control group, the difference was statistically significant (P<0.05). After treatment, the

observation group experienced disappearance of asthma, cough, wheezing, as well as a shorter hospital stay

compared to the control group, and the difference was statistically significant (P<0.05). The observation group

also demonstrated better asthma control during the 3-month follow-up period compared to the control group,

and the difference was statistically significant (P<0.05). During the 6-month follow-up period, the asthma

control situation was similar between the two groups, with not statistically significant difference (P>0.05).

Conclusion The use of budesonide combined with terbutaline and ipratropium bromide, in nebulized inhala-

tion therapy for children with asthma can effectively enhance the children’s lung function, serum immunoglobu-

lin levels and reduce airway inflammation. This, in turn, can shorten the time needed for clinical symptom relief

and improve disease control to some extent.

[KEY WORDS] Asthma; Nebulized inhalation; Budesonide; Terbutaline; Ipratropium bromide

W Nt 22 R AR AR IR e RAE I T2
4 P W 2R GESAENEBN , HAE LB 1328 WL g
Z—  AE JUE AR BEX al kAR H A iDL AR
TR T AR L E KK DA, HBEE AR U R
BEAWEL, KR AR BT R BT, IR AR
Wt B LR YT 32 BER U AME 2GR T B
SR AE N o PR IT H R 259 T A s R %k
i SN, ARSI A 23 5 77 R TR 200 AR o
P 2SI RCR  CA 20U PR SEIE SR A 2y
AR BIRIT R PR o I RAE .
FRIR B A 0 G2 it I M A2 AR BELIBIT R, RE G4 1 BELIT <
I S 9 ILMSZ A B i e e 25 IR T OR
1, AR5 0 18 Wi £ LR FH A7 M 2% I 5 R A AL b
LS5 AR B S AL ARYT , MR YT JA X UL
TR REMBT D REFZ IR , BURE DTS 45 RARIE N T

1 #ABERE

1.1 — BBk

PefE M T R EEBE 2018 4F 1 H & 2020 4F 12
FWCi i g iy £ L 120 4], Fe ML 15 4y LS
NN HE L1 4% 60 1], Xt B2 3 38 f41], 4 22 3] ; ¥ 35
A% (6.81+2.55) % -4 (21.33+5.92) kg;; 11
e (3.52+1.16)4F . AR 40 i, 2 20 f4] ;-3
RIS (6.33+2.41) % s P IR HE (22.0425.17) kg; T3
TR (3.48+1.21)4F , PR E — ORI ER, 257
TG 2FE L (P>0.05), HA R e, 99 AR
OB FF A OLE LG W2 W5 B G 16 7 (2016
AR RO ) e L SR R I R I2 Wi AR ; Q4RI
FE 3~14 % Z 8], B L RB s @RI T IR M AT, i
PN BEHE B R W LR Y B R A AT
2 i I s HERR AR - OSL Al T 8 3™

P ; @ AL FT AR 2 M OIR YT (R R &
TR AL B2 SZ AR B R B R A )
@D AL 2 Ji NAEAE T 5 4 B g, 40 . ™ 51 I
TE Y FUTR R A A Ot U T, XA YT
AP M. BILIEP ARSI R ES S
AT ST s BF9E 28 Bt = AR 38 2 D1 23 ik
1.2 Jrik

P2 R LA 20 5 34 STt W 4 L R A AR A E
R T B PURYY S5 IR, Herhoxs BB 2H A ] A
IR (1.0 mg/IR ) BE A R A fl Ak 25 fb i (2.5
mg/U ) T I B+ A TE WA, AR 5~7 LY
min, W A B8] 2}y 5~10 min, 2 ¥/d; W02 2H W) A 1Y
FEAl b S AR R, IR 4R 1.25 mg/ik 5 AL
A WL LR SHRYT 7 d.
1.3 WEHEIR
1.3.1 Jifizhfg

BT R 5 >R FH i oy g A A ( H AR AR
RSt 85 Se-75) 43 1 5 4 s LI T ae
AL 45 < Jili T REHE A5 i I 7 M 1% 1 (forced vital capac-
ity, FVC) .28 1 s i J1 3 %5 #1 (Forced expiratory
volume in one second, FEV1) | fiz K I ¥ 1= (peak
expiratory flow , PEF) .
1.3.2 It

TR IT HS 2 B BCR L ZS 16§ bk i 2 mL, 250
(3 000 r/min, 10 min) J&7 B , R ] A 5 L I ik
DU ML T S e Bk AR s i, B . IS SR Bk AR
1 M (immunoglobulin M, IgM ) . Ifil ¥ % % Bk 25 1
G (immunoglobulin G, IgG) . il & R FEFKE H A
(immunoglobulin A ,IgA ),
1.3.3  “IHRAE S

IGRITHTE e L T RA S I s
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JiE A0 ] DK Il 3 mL , AR UK £ 998 MR B 1L T T v TR
k7 41 B (Eosinophil , EOS ) | W& iR P 4 it BH &5 1 25
F1 ( Eosinophilic cationic protein, ECP) 7 1t , #J %
Tl EEK B 922 Wi o S 3 ) £, R & W T VRO iR R
YRHA R
1.3.4 I ARHE R 8 i B (1) B 1 Wit 42 11 1% 450

G975 o gt W AE R OL AN T O L AT
I (N O AT BEIH], O TR T S A 1)
6 H (# 1k 2021 4F 6 A ) B I8 2 , 2390 T4 7 3
A6 JOULEE P2 L ¥ A O, Herh i R0F
i SR FH L 2 8 i 47 1) ) X fE 2% (Children- Asthma
control test, C-ACT)"', iZ & £ IF o A B ILE
WP N8 Bl 52 1, SR B 0~3 A3 ] 4 800 v 4 Tl 1
08 -, ELAR R I 0053 R < FE T 23~27 43, 4
FEM O 20~22 73, REEHI 19 73 LAR o
1.4 Gitrik

K0 SPSS 17.0 B At AT G it 22 Ab L, T 5E
BHUL (3 +5) Fon A5G IER 404 HoJr 2550, 4

[ FEABSR I £ K6 56 s T BCPERER L n (%) 7%, R
R 5 A R 8 R WU S 3, 3 LA P<0.05 2
S eI

#HR

PIZH B LIR 7 IS It D) fig L A

WL EZ 4136 97 J5 FVC . FEV1 , PEF ¥ 5 F %} 18

W, EZFAGIFE X (P<0.05), R,

2.2 M B ILIRYT IS R RE AL
WELIGIT T 1gM  1gG | IgA & & 35 i T X 1E

M, EZRHGI#E L (P<0.05), k2.

2.3 WAL JLIAYY A S E SO0 RN A
NMELL 6T 5 P65 T N 1 EOS \ECP 7

TR IR, 22 A ST L (P<0.05), W3R 3.

2.4 WAL ILIAYT IS I RAE R 5 1) ] L 35
PUIE 234 =P ag =Rtz P N Sl PN A

g AEBE B A AL T X IR, 2 R A G L

(P<0.05). W3 4.

2

2.1

&1 WMARBILATHIEMINEERELER (vxs)
Table 1 Changes of lung function indexes of the two groups of children before and after treatment (x+s)
- FVC(%) FEVI1(L) PEF(%)
bRagil] A Rigil] {bigE YT HI {RigE
pUE -S40 60 53.87«11.12 83.53+11.60" 1.53+0.33 2.47+0.20" 72.38+10.12 90.13+10.30"
X HEZH 60 53.15x11.24 75.57+12.04" 1.61+0.36 2.15+0.29" 73.45x10.84 82.53+12.47"
t{H 0.353 3.688 1.269 7.036 0.559 3.640
P{E 0.725 <0.001 0.207 <0.001 0.577 <0.001

5 RIALRYT AT, *P<0.05

F2 WARBRILATHERERERERELER (x+s)

Table 2 Changes of immunoglobulin indexes in the two groups of children before and after treatment (x +s)

IgM (p/pg-mL™")

IgG(p/pg-mL") IgA(p/pg-mL™")

4051 n AR T AN VOO R AN VPR T Ny =
1RY7HI G 1RYTHI G SER AL nIrka
UK =24) 60 1.27+0.52 1.75+0.98" 11.30+2.35 15.15+2.37° 3.28x1.49 3.97+1.14"
X R4 60 1.25+0.44 1.44+0.56" 12.01+2.44 13.88+3.23" 3.13+1.51 3.46+1.32°
1 0.227 2.127 1.623 2.456 0.621 2.265
PiE 0.820 0.036 0.107 0.016 0.536 0.025

SRR T L, °P<0.05,

R3 MABRERFTAIERERERMILE (vts)

Table 3 Comparison of airway inflammation between the two groups of patients before and after treatment (x =)

R I 3§
2 51 n EOS(x10/L) ECP(ng/L) EOS(x10°/L) ECP(ng/L)
IHITHT BT A IRYT BT A IHITHT BT A IHITHT aITIE
WM EEH 60 0442023  0.13x0.05" = 42.55x9.69  25.50+6.37"  0.32x0.20  0.12+0.03" = 27.22+9.14  22.37+4.49"
X R 20 60  0.47+0.32  0.24+0.11°  41.12#8.80  29.15+8.03*  0.31x0.17  0.19£0.09"  26.60+9.51 25.12:5.48"
i 0.590 7.052 0.846 2.758 0.295 5.175 0.364 3.007
P{E 0.557 <0.001 0.399 0.007 0.768 <0.001 0.716 0.003

T SRR T AT AL, *P<0.05.
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x4 WMARBILEATREIGKEKRE M ELEER (x£s)
Table 4 Comparison of clinical symptoms recovery time

between the two groups of children after treatment (x +s)

A n AWK EMRIEK BERSENC (EBEET
WEEH 60 3.40+1.42  510+1.49  3.62+1.11  5.60+1.53
YR 60 5.22+1.65  7.21x1.43  543x1.48  7.21x1.34

18 6.476 7.914 7.578 6.132

Pia 0.000 <0.001 0.000 <0.001

2.5  PHALEILIA YT e Bl U5 5 5 1l 175 D0 e A
WL ZH B 15 3 H 18 M 2 1 175 DU A0 T30 R, 22

SHE G X (P<0.05) , HZH T 6 H 25
THOUA Y, 25 g2 L (P>0.05), W5,
3 iTig

I PRAJE 5% 5 7%, BB B /0N L2 g TG ok 19 e AR
16 AT T R UK Y8 Ak RERE VAT L H AR A R
W Rz o I 6 T W e A 5T & B, L EE K I A R O
KWy, o e — E R 25, KR BRI IR
FIRIAIT BB V9 G IR P BE B 0 5 S0A

x5 WARBILEBTERIARRIESBRILE (x£5)

Table 5 Comparison of follow-up disease control between the two groups of children after treatment (x +s)

13 ; wIr3 A wIre A
4l 434 1l A il 4l HB o4 il A A
WM EEL 60 34.(56.67) 16(26.67) 10(16.67) 48(80.00) 10(16.67) 2(3.33)
X R 2 60 22(36.67) 20(33.33) 18(30.00) 42(70.00) 14(23.33) 4(6.67)
Uc 2.285 1.290
PH 0.022 0.197

72590, A R FE I R B, AN S RE Rk B
BEL ISP 2 L ML AZ 44K, 30 i 3 ek g IR ok 0 i 22 24 A
PEET Ik SR TR I I8 BE D R A
Ub , A 585 00 25 ) A A Hb 23 18 R A A AR I &
AT AL A, & B AR T 5 A S50k 20 12 iy
£ JLFVC FEV1 PEF 8 bR fH , iX 58015 %5 ' OF 5
S5 ARARL, Ui B G FH 25 B A R0 iR LI D RE .
AT 1 7% T AR Sy ML RUE R BT R 25, B R Y
JRIRPL AR TG 5 4 A A AR 32 B A T /NVAE S ad
P st S ¥ UL DR/ A A A P O T e R LA T
s SN FEIR B FEAE TR CESE , S im0
VR4 I i | A3 AT S U UL, 0 T 39 5 24 9 Jey

AR I K IIGIT 5 LI 1gM 1gG . IgA
S BN, BN = 2B A BEAE A A B L
H S Iy o (A ASBIF 930 X i )L ACTE ARE S
PEAT 3T, 2 Bl 8 LR = 29 AR )T I L R
W IMLTF h EOS \ECP & 1 4 B 0 s /b | il I K 5
FH 2 e 2k 36 L 00E 90 RN o A b 23 1855 4k
Al LIk S, A 80 ) AR LA P ARRE RN ; A
AR ZE Ak J5 S0 I ORE AT B 4 AE T LR I
W TE 00 A PN TR O AR Y SRR, $E THRGE
L EUTRERR T, 38 T 0] Vg R A0 A A 5T A KA
JEL A ORI 5 S5 TR G VR A A Sk BTG B DU AR AT A
Yy, nl A Ak /0 L IE IR TE P 43 00 0 0 AE K 4
g M N A R, P, A 2501 R 5

P | BER 58 1Y) 4% 2 ) WL W [R) A T, b o —
FZGA R Z AL 3 — 25 08 8L GE RAE SO, $2

A R T B, W Wi 8 LA P A 3 253 1 Ik
A AR BRI ROR AN, HLR T R AR 5
R RAE o D, AR BTN LW AL L PR A
I RIOCR e BHRS FH 28 S8R % % T 2K
I G 5 9 2 A I I ) P4 AT, ok 5 R 4 0 A
FEAGRFEAR — B Ty b — 20 PR 5 W Wi AR A7 il 1
Ol AN FE R X LSt 31 1E) 6 A BE VT A . I
LR N B G 3 H 7 M 7 a1 DL B AE
PIZE B L 6 H Ji 0 W 2 1 1 DU 451, DR & 2y
REAE — 2 P R 3 2 1 2R

L LRI (A M s BRI A R A bR B S
FETR B 55 AR WA BE AT R0 035 8 W 8 J LA DT 6E , [+)
R AV ML 95 SR B BR AR P 5, D T RAE SN, 6
JL s ARCLE IR 02 N TR] , 2 107412 g P 2 TR OCR

B3 Sk

(1] Rl B2 LR 2P 2E 20, g L s 2 b JLE
EIFECA AR Gl 4. i LG R 3 E L 7R [T]).
ARSI LBHIG IR 443, 2021,36(9) : 641-646.

(2] WIRF . FEllBems , 2% A v, AT v (L3 B i A T 3l Rl
(3], sp s FHLBHIG PR 2%, 2021,36(6) : 402-404.

(3] R0, A, F0 M . FeNO Kl 76 JL T8 32 5 1 i 1l
N B W e R I AR [T TN EE AR R
2R ,2021,49(1) : 78-80+84.
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WA E TR AR B A CAR . Alb S HEISE BT KA 2 191
Jew B B {1

X AR BRE TRAR

(& E] B8 IWEBUEEFRIES(PND A C R M1/ 8 M ELE (CAR) LI F1EE 71 (Alb) X
JE A (PD) SR B IE I S B WNAE . F53%  APHTAA 20194 1 H Z 2024 41 HTE A5t — AR EE
5% "B 8 B2 2Z PD AT AR I B B 102 491, AR 49 5 4R R 1 18] PD SR A A7 45 IRy o W FET -4 (n=33)
FATFH (n=69) . R BINE K LN E Logistic [0 I3 47 5201 PD & BUS A G N E . 4l 2
IR TAEEHE (ROC) thZETEAS PNILEEA CAR (Alb 4} PD B A A7 45 R TINM . &R SEFAMI,
FET- 2 BB S I ME R o0 LS 098 B I B 9 I & E 1 B B 45 0 L 2% 578 Be T 24 38 X (3°=0.947, 4.846,
5.840) ; 5 /NER JE 33 % (eGFR) PN, Alb /K V-F#AIL, 25 545 403125 78 X (1=9.495, 6.068, 5.422) ; ML i NLATF
(SCR) JRM2 (UA) L CAR KV FH i, Z R A G52 L (1=5.369,4.581,5.048) , 22 F ¥ G112 2 X (P<
0.05) . Logistic FUH M 87w , 834 & IR O L3 %0 L CAR J& PD BB LT A Al ST B IR 2 (P<
0.05) ,eGFR .PNI, Alb /& PD #5117 AR 47 % (P<0.05) . ROC [ £k 437 b7 , PNIL.CAR  Alb I &5
T A 28 WA B h 0,928, 3 R TR N (P<0.05) . Z5iE PNI,Alb K- K CAR T} & & PD
EFET ARSI R 2, = #3 0] O PD S K BUS A 245 R PR b 228 BICG TNM (H5E =

[KEIR] WIS mWHUE; DU B FREG CRVEA/MHEAE; niEHEA

The predictive value of prognostic nutritional index combined with CAR and Alb for the
long-term prognosis of peritoneal dialysis patients

LIU Wenjia*, YAN Sheng, CHEN Yue

(Department of Nephrology, the First People’s Hospital of Zigong City, Zigong, Sichuan, China, 643000)

[ABSTRACT] Objective To assess the predictive value of the prognostic nutritional index (PNI) in
combination with the C-reactive protein/albumin ratio (CAR) and serum albumin (Alb) for the long-term prog-
nosis of peritoneal dialysis (PD) patients. Methods In a retrospective analysis, 102 end-stage renal disease pa-
tients who underwent peritoneal dialysis (PD) treatment at the Nephrology Department of the First People s
Hospital of Zigong City from January 2019 to January 2024 were included. Based on the 5-year follow-up pe-
riod, PD patient survival outcomes were categorized into a deceased group (n=3) and a surviving group (n=
69). Univariate and multivariate logistic regression analyses were employed to identify independent risk factors
affecting the long-term prognosis of PD patients. Receiver Operating Characteristic (ROC) curves were gener-
ated to assess the predictive value of combining the Prognostic Nutritional Index (PNI) with the C-reactive pro-
tein/albumin ratio (CAR) and serum albumin (Alb) for PD patient survival outcomes. Results Compared to
the survival group, the mortality group had a higher proportion of patients with diabetes, cardiovascular dis-
eases, and complications of peritonitis (°=0.947, 4.846, 5.840). The levels of glomerular filtration rate
(eGFR) , Prognostic Nutritional Index (PNI), and albumin (Alb) were lower (t=9.495, 6.068, 5.422). The

levels of serum creatinine (SCR), uric acid (UA), and C-reactive protein to albumin ratio (CAR) were higher

KEARA w4 EFHBRAR B (S18070)
k. BT H—ARERERAF, @, A7 643000
*iBAE 4 %) 42, E-mail : 13990071601@163.com
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(+=5.369, 4.581, 5.048), with all these indicators showing statistically significant differences (P<0.05). Ac-

cording to logistic regression analysis, the presence of diabetes, cardiovascular diseases, and an increased CAR

were identified as independent risk factors for mortality in PD patients (P<0.05). Conversely, higher eGFR,

PNI, and Alb levels were recognized as independent protective factors against mortality in PD patients (P<

0.05). ROC curve analysis revealed that the combined prediction of PNI, CAR, and Alb had a significantly

higher area under the curve (0.928) compared to individual predictions (P<0.05). Conclusion

Diminished

levels of PNI and Alb, coupled with an increased CAR, stand out as independent factors impacting mortality in

PD patients. These three indicators collectively offer valuable insights into the long-term prognosis and survival

outcomes of PD patients, with their combined predictive efficacy proving superior.

[KEY WORDS]

JI§ B 3% M7 (Peritoneal dialysis, PD ) & — Fl GE 1%
P v 2R B e AR AR TR IR T T B,
FERE R N 5 1A 3% BT e, )P R RX 42 40 R YA 1Y
B E RIS B AR N 0 IE M 2k 5 I &
BT AR bE LA B A AR X ] B X0 IS R 48 o 3
/N HLRE A8 ek /D B 5 XU 45 4R A5, 3 AT SR TR I IR Hh
SRz N AN, R PD Al E N A S AR
J7 %, B PD B E I A AR BB IR, Z R A F
K 25 25 59 PD IR 97 MR T KU , R e - 4R e 8
A BTl PD IR YT 5 A B S A9 0 FE A Ae
DA g KRR B2 b 2 5 R0 1 A 0 JT o R BRR I
Tl )5 8 7748 %X (Prognostic nutritional index , PNI) 1]
DL VA i N Y 8 75 S e AR, 02 22 e e
KPR TG R ERE ™. C R/ E AL
{E (CRP to ALB ratio, CAR) fiE# £ &5 VTl R % &
IE MCE FRIRE B 7E PD B E S A Y
AL F1EE 1 (Albumin, Alb) Xt 2 HE 1A 4 Y
HEE AR E EEAEN, IR e S
g R E VIR . DL LR bR — e R
BB I g MR e B A AR BRAR AL . A SE B
FEVEAL PNIEX A CAR |, Alb Xt PD £ 4 322 3] i )5 14
T 8

1 MR

1.1 —Bwek

SIHTAIAN 2010 551 H Z 2024 4F 1 HEH 51T
O — N RS B B e N BHEZ 52 PD IR YT AR I
5 H 102 491, Horb Bk 59 ), 1k 43 151, AR IR F
¥1(46.97£3.75) & i B2 1 29 72 (5.23+0.57) 4 .
MR 5 4 BE U I 1A] PD B & A A7 45 s o M AE T4l
(n=33) AP (n=69) . W AbRUE : DFF A (181
I T A 12 W7 K B iR 6 B ) T 8 T CKDS5 2
Wb 1 ; @AF % 30~50 2/ ; BPD B[] it 3 4~ 1 5

Peritoneal dialysis; Long-term prognosis; PNI; CAR; Alb

@y 1 e kL sE 8, BAIARE YT . HEBR bR : D22
M B B R AERIT @& JE W E I | ik
R G PR A 5 2 G MG S5 18 M T AR R R
WA G IR VR SR R
DRV EE BRI o AR EERLE eI Z
LSS HIbHE | BB 1 O R AN IR T 98 N 25 0 52 1A
(I CIP-R R
1.2 i
1.2 WESEIR

U LE Bt A 3 PD YR YT T — M I R B8 8}, A2
51 5 AR I OF 2 30 Bk L R T i 48 £ (Body
mass index , BMI) ,CKD Jii % 5 28 Y | 5 Jf-4E 40 &
I Hs BEBRAR O I8 PR 5 T AR AN T % 3
ERYE, QA BERESEI 3 NG RER
# 25 MR L 5 mL, B0 10 min (3 500 r/min, £
O2EAR 5 em) , B HBUMLTERFRIN o SR T4 2l i 28
JL 53 A (A FR SRR, A5« XS-10001) A i rfr P ki
DO O N i U8 s G S ol = i e e
HriX ( H 57, 895 . HITACHI 7600) ¥ C /& 1 2 11
(C-Reactive protein, CRP) | Alb, Ifil & JJL i (Serum
creatinine, SCR) | J§ & % (Blood urea nitrogen,
BUN) \ JR & (Uric acid, UA) , I 315 H B /NER g 1
R Ak B {H (Estimated glomerular filtration rate , eG-
FR) . @52 H PNI=AIb (g/L) +5x itk B 41
Jd itk (x10°/L) ; CAR=CRP (mg/L)/Alb(g/L)"",
1.2.2 BV LT R

Ji A BB I ABETF i PD AT e, 38 2ok & U5
] T2 5 A 58 ST 1 Bl 7, Bl T s [] R 5
AR MR ] R 2024 451 H 31 H BT 8 R BE
T e Ry A AT B 32 8 B AR YT Bt e T
FAE TG B3 AR
1.23 Hiiteabi

fdi Jf] IBM SPSS Statistics 21.0 #F 48 i1 % H
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HEAT 0T, R EORL L (R £ ) SEAT 534, 9 2H ] R
FH e K56 5 TH BB n (%) EAT R L SR o 4
5 5 22 4 R 50 43 M >R Logistic [81 745 Y 5 751 0]
W (B R 52 108 TAEFR1E i 42 (ROC) , LA P<0.05
NEREGIFEE L.

2 &R

2.1 PD B E W5 s 2 bt
16 5 ARV, 352 PDWRIT R E D A

33 B (32.35%) FET-, 69 il (67.64% ) 47 . 5447
ZH #H It , eGFR , PNI, Alb 7K F [ {i , SCR . UA K&
CAR K VT, 2R A G2 X (P<0.05) ., H
M AR P38 kA e BMIL R R 28 A
At R JF RS Y RS R 1
BRI MY L 4 A 96K B 4 i . CRP L BUN 7K
T, 25 G E R X (P>0.05) . WL 1,
2.2 PD B HEM TG Z & Logistics [1H 5347
FRE B 2 A Hr 4 L, DA PD AR ) A A7 4

F1 PDEERHMEBEEEZESH [(v+s),n(%)]

Table 1 Univariate analysis of long-term prognosis in PD patients [ (x+5),1n(%) ]
FAS S n HE AL (69 i) BET-4L (33 i) iy 4 P18
PR (1)) % 59 41(59.42) 18(54.54) 0.217 0.640
S 43 28(40.58) 15(45.45)
AR (%) 102 46.62+3.47 47.01£3.31 0.538 0.591
- 501 bk 43 e (mmHg ) 102 107.56+15.22 109.38+16.03 0.555 0.579
BMI (kg/m?*) 102 23.21£2.34 22.89+2.20 0.658 0.511
JRARAAL ) B NERE R 53 39(56.52) 14(42.42) 2.285 0.515
Wl PRI 9% 28 17(24.63) 11(33.33)
e I A 15 10(14.49) 5(15.15)
HoAhy 6 3(4.34) 3(9.09)
G IFE (1) 5 10 25 16(23.18) 9(27.27) 0.201 0.653
Bl R 29 14(20.28) 15(45.45) 6.947 0.008
PNIK=R2SS 21 10(14.49) 11(33.33) 4.846 0.027
IR AE (1)) 15 I 4 25 12(17.39) 13(39.39) 5.840 0.015
AR 9 6(8.69) 3(9.09) 0.094 0.758
M 5 U 6 4(5.79) 2(6.06) 0.157 0.691
rp KL A ff (x10°/L) 102 5.02+2.13 5.11%2.09 0.200 0.841
F1 40 (x10%/L) 102 6.31+1.86 6.42+2.13 0.266 0.790
I B A0 (X 10°/1) 102 1.550.51 1.57+0.49 0.187 0.851
CRP(mg/L) 102 6.77%2.67 7.96+3.28 1.952 0.053
PNI 102 45.21+4.23 39.59+4.67 6.068 <0.001
CAR (mg/g) 102 0.18+0.05 0.25+0.09 5.048 <0.001
Alb(g/L) 102 37.4624.77 31.74+4.62 5.422 <0.001
eGFR[mL/(min-1.73 m*) | 102 8.42+1.04 6.38+0.96 9.495 <0.001
SCR (mol/L) 102 621.07£230.15 896.47+266.34 5.369 <0.001
BUN (mmol/L) 102 26.93x11.27 28.41+12.81 0.593 0.554
UA (pmol/L) 102 364.51+118.46 492.33+156.47 4.581 <0.001

R N RAS B (A 17=0, 36 T2=1) , 95 A B[R o0 i v
AYiitor 22 R TR H A2 & 317 Z & Logis-
tics [ A 4347, 25 5 B B A B IR L0 I 58
P29 L CAR J& PD & BE T 19 4l 37 fa 6 IR % (P<
0.05) ,eGFR .PNI ., Alb J& PD i # 5E 1 i it 57 {5 47
& (P<0.05). W#E2,
2.3 PNI.CAR.Alb il K HK & Filll PD A8 75 i 1]
i ROC [ Ze4Hr

i ROC Hh £k 25 S 1] 01, PNI, CAR | Alb I 4 i
I PD & i W 1l 5 19 i Z6F 1 AL (AUC)
0.928, ft, T B—#5:1 (P<0.05) . WE 3. K1,

3 it

PD {77 2 2R B U1 A8 5 T B e £ 1) 5 A
7R Z— SR G 9 UG e 0l 02 5 4F LA B AR s R
AR . EFRA RS RAIR 25 W PD
TH AR AR R B G N R, — T T 2 A
A o TR A BRI LA S GE T R S B R I
Jo F18 W WSO i 2 B 0/, B B T BB RR |
AR 1] 8L Wi B (A 6] 5 % 1) AR, 2 B0 44
B AL KPR R 55— 5 THE A e S R A
eGFR I [ 2 3 Stk Py 22 A= PRy R BL, W)
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X2 PDEHERHTG L REZE Logistics [B 1343 47

Table 2 Multifactorial logistic regression analysis of long-term prognosis in PD patients

A TR B1H SEAi Wald {8 OR (95% CI) P1E

s PR 5=0; =1 0.624 0.233 7.172 1.866(1.182~2.947) 0.007
NNIIK=RES TS =0 4=1 0.861 0.274 9.874 2.365(1.382~4.047) 0.001
JiE R A H=0; =1 0.787 0.496 2.517 2.196(0.830~5.807) 0.112
eGFR L -0.905 0.225 16.178 0.405(0.260~0.628) <0.001
SCR SR i 0.448 0.291 2.370 1.565(0.884~2.768 ) 0.123
UA LA o 0.674 0.429 2.563 1.962(0.859~4.477) 0.109
PNI LA -1.042 0.243 18.387 0.352(0.219~0.567) <0.001
Alb L -1.022 0.279 17.120 0.359(0.221~0.583 ) <0.001
CAR SR i 0.931 0.247 14.207 2.537(1.563~4.116) <0.001

& 3 PNI.CAR.Alb 7k 34 PD & & iz HA Hi /g RO FL i 4 (B
Table 3 Predictive value of PNI, CAR, Alb levels for the

long-term prognosis of PD patients

fRtr  ISHE AUC REJE FRE 9% cl P
PNI 4210 0.808 0.727  0.812 0.718~0.898 <0.001
CAR 0.235 0.667 0.667 0.725 0.659~0.883 <0.001
Alb 33.92 0.799 0.727  0.783 0.708~0.889 <0.001
1A T 0.928 0.939  0.855 0.872~0.984 <0.001

/7 - PNl

- CAR

- Alb

- B A T
— S5k

0 02 04 06 08 10
1-45 54

B 1 ROC Mz

Figure 1 ROC curves

ik 25 AR 25 1 328 BT W53 1003 =2 ) ) A LA R 3
ALY S A T BRI, ALK Hp 22 Ak T R E |2
REARZST, BFSE R B, Alb £ TF 5 10 g/L,PD
FHET- XS RS B % 15%~23% ., $R i %t T PD i
Hm A AR A5 R S AR AR 2R A T R AR I &5
S, BT T8 A O 18 15000 JC ¥ 4 T R B FR Y
BARMERROL . ST 06, AWFS B AE R4S PNT B
4 CAR . Alb Xf PD f8 35 I S 15 J 19 30 I S e -

A 5E 1 7 M PD BB 5 4 K R AR A7 45 )
B B BOR R B, A IFHE R L0 I A R L CAR
J& PD U JE T 09 40 57 5 1 [F1 % |, eGFR PN, Alb
S PD BEET- S RPN R . #E—2 b AT
1, PNI & i Alb A9k B340 i 5033045 s, 3L
o Alb HATERR A B BB R ARPER , REAE RH 1k 58 0E
f TR AL SUR 05, I O A R RS s e T R Y e
JZE D) REIR B0, 1 G 2E T g 19 4k F5 X T 13 B J8% L

HoAbJf & 2 ¢ E 2" . CAR B CRP/AIb [ 1,
VE by — Pl 52 A B F000 48 B, HAE (04 T S e AL A
b F A W RAE K FVE FR AR RS RS T
() PD B KPS 22, oI A0 H A 5 & 19 5 Jk
PESEAN S, ASHFST H PNIL Alb . eGER [k Fl CAR
TR # S PD B H LT85 R AT G, W R R A
—J7 10 PD 35 Bl 5 3 AT 0% (0 385, el T B AksGR
IR A o) F T A T3 RN ROIRAS  E R IEAR L
SH A AR MR R R O A A R
AE 0 o 55— 7 T, KW R E B e A7
i, eGFR N [ 23 5] i 25 P AC 8 25 L AAH OGO &
E , A0S 4 25, DA ) & RE K2 14 % A A R
T I R R AE T KRR BE AR g R B
MAEHEFE PD B ESC T E AR N, HAE TR
K A7% T e Y L LR HEDRS E AR R RAE
GHESHPDBELMEFHNE L. TF T
SEUX PD YA YT IR I 5 o A e SR E TS 4 R it
IRt K B, BB RN T B DI BE AR 2 BT 78
Iy PERR AR5 N R P BRI I BRE NS, I T fifi H
BN MERFE SORE , R A K i R4 o R B
I JSORE S 5005 1L PN B 40 L, Fe 51O I A =
PR 22, BN AE T KRS o Fh I I AR 0 R 6
B IR DR IR O iR T ROAE AFAE B T
AN B8 F7 MR AN A 11 v KU AR, FRLR A8 R
DAk OB i e 42 ) 5 L R A PTAL B SRR O, B
TR AE S A e FE 45 | RIS IO B S 0 St 24,
LAVl 2% PD & H B D) RE 0 1 HERR . AR TR ol
HIROC & fiti 25 5 & B , PNI . CAR | Alb — #F HX
A T A RN PD AR A 0 A A 4R T TR
0.928, R JE 4 0.939, 55 5 &~ 0.855, T E i
R, T VE IR PD B W s & %
5
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Effects of verdelezumab combined with mesalazine on intestinal mucosal barrier function

and IL-23/IL-17 axis in patients with ulcerative colitis

XU Xiaoming', ZHU Xiaoyan®, XU Lina', XIA Dan', ZHANG Daoming'*

(1. Department of Gastroenterology , Lujiang County People’s Hospital , Hefei, Anhui, China, 231500 ;
2. Family Planning and Maternal and Child Health Office, Lujiang County People’s Hospital, Hefei, Anhui,
China, 231500)

[ABSTRACT] Objective To analyze the effects of verdelezumab combined with mesalazine on intesti-
nal mucosal barrier function and interleukin-23 (IL-23)/interleukin-17 (IL-17) axis in patients with ulcerative
colitis (UC). Methods A total of 106 patients with ulcerative colitis admitted to Lujiang County People’s Hos-
pital from January 2020 to December 2022 were selected as the study subjects and divided into a combination
group (n=53) and a control group (n=53) using a random number table method. The control group received
oral mesalazine treatment, and the combination group received verderizumab treatment in addition to the control
group’s treatment. Both groups underwent a 14-week treatment period, and their therapeutic effects were com-
pared. Clinical disease activity index (CAI) and inflammatory bowel disease questionnaire (IBDQ) scores were
assessed before and after treatment. Intestinal mucosal barrier function (D-lactic acid, endotoxin), T helper cell

17 (Th17), T regulatory cell (Treg) , IL-23 and IL-17 levels were compared between the two groups before

AR A ZBH T A REAFR B (AHW]20215102)
A AL 1 R P I R R E BRI A AL, S, A2 231500

2. B P IT BEANRKE R A R R B, A1 231500
*iBAE AR KB 44, E-mail : 20212177@qq.com

it

e



- 1050 - AT SRITARE 2024456 H %5164 #5619 T Mol Diagn Ther, June 2024, Vol. 16 No. 6

treatment, at 6 weeks and at 14 weeks of treatment. The incidence of adverse drug reactions was also compared
between the two groups. Results The effective rate of the combination group was superior to that of the control
group, the difference was statistically significant (y*=4.711, P<0.05). The CAI and IBDQ scores of the combi-
nation group were better than those of the control group after treatment, and the differences were statistically sig-
nificant (=9.625, 5.291; P<0.05). The levels of D-lactic acid, endotoxin, Th17, IL-23, and IL-17 in the pe-
ripheral blood of the combination group were lower than those of the control group after 6 and 14 weeks of treat-
ment, and the differences were statistically significant (t=5.620, 7.190; 5.295, 7.737; 2.820, 3.921; 5.635,
9.463; 6.937, 9.516; P<0.05). Treg levels in the peripheral blood of the combination group were higher than
those of the control group after 6 and 14 weeks of treatment, and the differences were statistically significant (=
2.790, 3.008; P<0.05). There was no significant difference in the incidence of adverse drug reactions between
the combination group and the control group (¥°=0.135, P>0.05). Conclusion Verdelezumab combined with
mesalazine can effectively improve the quality of life and protect the intestinal mucosal barrier function in pa-
tients with UC. The mechanism may be related to the inhibition of the IL-23/IL-17 axis.

[KEY WORDS] UC; Vederizumab; Mesalazine; Intestinal mucosal barrier; IL-23/IL-17 axis
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Correlation between LP-PLA2, HCY, D-D and the risk of acute myocardial infarction in
young age groups

WANG Jing', HE Songtao'*, CHEN Gang®

(1. Department of Laboratory Medicine, Zhengzhou University Hospital, Zhengzhou, Henan, China, 450000;
2. Department of Laboratory Medicine, the First Affiliated Hospital of Zhengzhou University, Zhengzhou,
Henan, China, 450000)

[ABSTRACT] Objective To analyze the correlation between LP-PLA2, HCY, D-D and the risk of
AMI in young age group. Methods A total of 312 patients with stable coronary heart disease treated at Zheng-
zhou University Hospital and The First Affiliated Hospital of Zhengzhou University were enrolled between Janu-
ary 2020 and January 2023. According to presence or absence of AMI onset within 6 months, they were divided
into the AMI group (n=86) and the non-AMI group (n=226). At admission and 1 month after admission, the
level of Hcy was detected using the enzymatic cycling method, LP-PLA2 was detected using dry fluorescence
immunoassay, and D-D levels were measured using latex-enhanced immune transmission turbidity. The risk fac-
tors for AMI onset in the young age group were analyzed busing a logistics regression model, and the correla-
tion between LP-PLA2, HCY, D-D levels and AMI onset was analyzed using Spearman correlation analysis.

Results There were significant differences in gender, smoking history and hyperlipidemia history between the
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AMI group and the non-AMI group (P<0.05), but there was no significant difference in age, hypertension his-

tory, drinking history, family history, diabetes history or NYHA grading (P>0.05). At admission and 1 month

after admission, levels of serum LP-PLA2, Hcy and D-D in the AMI group were significantly higher than those
in the non- AMI group (at admission: r=7.291, 4.672, 6.696, P<0.001; 1 month later: r=16.783, 8.974,
11.360, P<0.001). LP-PLA2 at admission >175 wg/L, Hey at admission >15 pmol/L, D-D at admission >0.5
mg/L, LP-PLA2 at 1 month after admission >175 wg/L, Hcy at 1 month after admission >15 pmol/L and D-D at 1

month after admission >0.5 mg/L were independent risk factors of AMI onset in the young age group (P<0.05).

The onset risk of AMI was positively correlated with levels of serum LP-PLA2, HCY and D-D at admission (r=
0.826, 0.775, 0.724, P<0.05). Conclusion The levels of LP-PLA2, Hcy, and D-D at admission are corre-

lated with the onset in AMI patients with coronary heart disease, and the three indicators are independent risk

factors for AMI onset in younger age groups.
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Table 2 Comparison of serological indexes between AMI group and non-AMI group (x +s)
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Predictive value of serum AQP combined with CT cerebral perfusion imaging parameters
on short-term prognosis of acute ischemic stroke patients

CHEN Tianfeng, ZHOU Xuefang, ZHU Qinmei, JIANG Yudan*

(Radiology Department, Wujin Traditional Chinese Medicine Hospital, Changzhou City, Jiangsu Province,
China, 213161)

[ABSTRACT] Objective To investigate the predictive value of CT cerebral perfusion imaging param-
eters combined with serum aquaporin (AQP) on short-term prognosis of patients with acute ischemic stroke
(AIS) after thrombolysis. Methods AIS patients who underwent intravenous thrombolysis from September
2021 to December 2023 were selected. CT cerebral perfusion imaging was performed before thrombolysis and
the parameters mean time to transit (MTT) and time to peak (TTP) were calculated. Serum samples were col-
lected and the levels of AQP1, AQP4 and AQPY9 were detected. Based on the National Institutes of Health
Stroke Scale (NIHSS) score at admission, the patients were divided into three groups: the mild group (NIHSS
score <4 points) , the moderate group (NIHSS score 5-19 points) , and the severe group (NIHSS score 20-25
points). According to the modified Rankin Scale (mRS) score on the 90th day after thrombolytic therapy, the
patients were divided into a good prognosis group (mRS Score 0-2) and a poor prognosis group (mRS Score 3-
5). The differences in MTT, TTP and serum levels of AQP1, AQP4 and AQP9 among all groups were com-

pared. Logistic multivariate regression was used to analyze the influencing factors of poor prognosis, and a ROC
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curve was used to analyze the predictive value of each influencing factor for poor prognosis. Results The com-
parison of MTT, TTP and serum levels of AQP1, AQP4, and AQP9 in AIS patients with different degrees of
nerve injury was as follows: mild group <moderate group <severe group, the differences were statistically sig-
nificant (P<0.05). The age, NIHSS score at admission, maximum lesion diameter, MTT, TTP, serum AQPI,
AQP4 and AQP9 levels of AIS patients in the poor prognosis group were higher than those in the good prognosis
group, with statistical significance (P<0.05). MTT, TTP, AQP1, AQP4, and NIHSS score at admission were the
influencing factors for the short-term prognosis of AIS patients (P<0.05). Each influencing factor had predictive
value for the short-term prognosis of AIS patients, with a sensitivity and specificity of the combined prediction at
84.31% and 92.86%, respectively. Conclusion CT cerebral perfusion imaging parameters MTT and TTP com-
bined with serum AQP1 and AQP4 levels can predict the short-term prognosis of AIS patients after thrombolysis.
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ZE0rHT L] LU ASOR FHAM ST AEAS e K255 THECFORE
n( %) F5R AT R Ik s K F T logistic 2 K & 1]
SRS N B 5 R 2R 5 R A2 A TAREFRE
(ROC) Hh£E F i £k T 1 FL(AUC) 43 M 4% 5 i P R 15
TG A BRRE, LA P<0.05 NZERASTFE X,

2 &R

21 REM SO AIS 3% CT e i 1%
SR AQPs A

S ) e 25 350 105 T B ALS BB 3% CT i HE v 1A%
Z B MTT . TTP X [fi. 75 AQP1,AQP4 , AQP9 [ %% .
BREA<PEYH<EEH, ZRYARITFEX
(P<0.05), W31,
2.2 N[EEWITE AIS B CT e v g 35k
Mg AQPs Eb s

TG A B4l AIS & 44 9 MTT ., TTP I Ifl 7%
AQP1 . AQP4 AQP9 /K V-1 THl G RAF4, 22 R7
HEit#E L (P<0.05), W2,
2.3 ANEEIWTG AIS H & I R R L 55

FiJa A B2 A 1% L A BE S NIHSS 3753 5 &t
BRABRHE TG R4, ERAESiT¥E X (P<
0.05) ; AR %G 1T 5 ATS fB 3 HoAb Il PRER LA,
ER TG FEL(P>0.05), W3,
2.4 g AIS B 5 TS 1 logistic 2 A 2 [1]
=B

DL AIS B 1 A 15 o RS & (T A R=
1. ¥l J5 B 4 =0), UL MTT. TTP. AQP1. AQP4 .
AQP9 AE#E A BT NIHSS 343 ekt i K2 A
A, AT logistic 2 &R BIH M. 45 3% Bos
MTT., TTP. AQP1 . AQP4 ., A [ i} NIHSS ¥ 43 &
AIS BE RIS B2 R 2 (P<0.05) . IL3k 4.
2.5 s R X ALS B3 HA 1005 9 3300 A (6

Logistic Z X % [l 553 #fr v AIS £ 35 5 W 1l f
SR R & MTT . TTP, AQP1 ., AQP4., A B i} NIHSS

F2 AEEHTEAIS 25 CTRETRESHR
& AQPs LLEE (x+s)
Table 2 Comparison of CT cerebral perfusion imaging
parameters and serum AQPs in AIS patients with different

short-term prognosis (x =s)

AQP1 AQPA  AQP9

2H 5 MTT TTP
AL (pg/l) (pg/L)  (ng/L)
WE . .
N 28 25.19+£2.80 42.73+£7.70 43.01£8.76 45.48+8.03 1.01+£0.23
AR
HiU 51 19.30+3.08 34.15+7.98 33.26+8.81 34.18+9.52 0.86+0.14
KA
18 8.390 4.628 4.715 5.323 3.606
PH <0.001 <0.001 <0.001 <0.001 0.001

*3 AEEHHEAS BEIGERIRILER
Table 3 Comparison of clinical data of AIS patients with

different short-term prognosis

W e £t e

4 51 Woo16(57.14)  27(52.94) 0.129 0.720
v 12(42.86)  24(47.06)

R (%) 61.91+8.12 58.30£6.08 2236 0.028

M B 5 A (kg/m®) 23.94+3.12 23.38+2.95 0.791 0.431

e £ 14(50.00)  21(41.18) 0.570 0.450
J& 14(50.00) 30(58.82)

1R IR 5 £ 14(50.00) 28(54.90) 0.174 0.626
T 14(50.00) 23(45.10)

R s o 12(42.86) 17(33.33) 0.706  0.401
J& 16(57.14) 34(66.67)

1R A LA B £ 13(46.43) 23(45.10) 0.013 0.910
J& 15(53.57) 28(54.90)

KR EFREE (h) 3.95+0.52  3.77+0.48 1.548 0.126

gkt i KA (em) 3.71£0.69  3.37+0.54 2421 0.018

ARt NIHSS (43) 13.29+4.57  9.16+4.11 4.109 <0.001

PEATBR A T B8 Re A TP —F8 b, RABUE MR R
B4 510 84.31% F192.86% . W35 &1,

3 iTig

AIS KI5 4.5 7N N 547 5 Jlk s A o -3 A A
Bl Mk PR S G ot ZH 4R it v T R B R
AIS fB 5 5 2 s A I 4 30 3 R L A el
B RERA ALS B KRR 18T I 0

Rl AEHRERRGIEE AIS B CTWETRESHEME AQPs L% (v +s)

Table 1 Comparison of CT cerebral perfusion imaging parameters and serum AQPs in AIS patients with different degrees of

nerve injury (x+s)

2151 n MTT(s) TTP(s) AQP1(pg/L) AQP4(pg/L) AQP9(ng/L)
BN 24, 16.73+3.12 32.58+8.85 32.9549.23 32.82+8.79 0.81+0.20
M 36 20.95+2.68" 37.41+8.95" 36.09+9.12° 38.55+9.76" 0.90+0.26°
Gigiyis 19 28.11+3.42" 42.60£9.15™ 42.67+9.95" 44.28+10.71" 1.06+0.24"

F1 32.459 15.682 19.192 21.039 14.581

P <0.001 <0.001 <0.001 <0.001 <0.001

0 SR LA, 'P<0.05; 5 T B4 L8, PP<0.05,
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®4 RN AIS BEEHRTSH logistic £ E R B R34
Table 4 logistic multivariate regression analysis affecting the

short-term prognosis of AIS patients

A AR iR B1H SEfi Waldfd OR{H PIH

MTT FELEAR R 1.230 0 0.655  5.525 3421 0.021
TTP LR 0787 0515 4.337 2196 0.026
AQP1 PBELEAR R 0487 0338 6.007  1.628  0.012
AQP4 AR 0562 0330 5.894  1.766  0.017
A BEHT A2 2575 e
NIHSS 4y EokAeht 0.194 7365 5.690 1214 0.019

F5 BRMEZRI AIS BEEHBEHHTMNMNE
Table 5 Prediction value of various influencing factors on

short-term prognosis of AIS patients

RIPE Fr5w 2

TR AUC(95% CI) S.Ef8 (%) (%) Pia

MTT  0.821(0.723~0.920) 0.050  78.43  75.00 <0.001
TTP 0.765(0.661~0.869) 0.053  70.59  71.43 <0.001
AQPl  0.789(0.681~0.896) 0.055  74.51  78.57 <0.001
AQP4  0.822(0.733~0.911) 0.046  70.59  82.14 <0.001
A B}
NIHSS
BAT8FR  0.934(0.881~0.986) 0.027 8431  92.86 <0.001

4y 0.760(0.653~0.867) 0.054  68.63  78.57 <0.001

51— MTT
TTP
- AQP1
- AQP4
-~ NIHSS 43>
— e iibn
1]

0 20 40 60 80 100
L5 (%)

B1 JHmEZRWUHERRE ROC &
Figure 1 ROC curve of various influencing factors

predicting poor prognosis

UG A K, BT DA EEAEV R VA T R 6 P4l 7 250
T , U PR BE NS I KA R 4K 25 1Y ATLS BB
TIRAIEYT o AR CT Wi v A% S 550k
A IMTE AQP X ATS fB 35 # A A4 1 R 1 3905 204 193
T, & 7E R BRSO VA e s A e 0 0P 1440
CT ki 1 A% 2 PPy Hii 25 2 it 3 08 3 175 O
Shy Bk I 9 AR I A i S BN AR S R A T
5L G5 10 % Bk 5 CT He#, CT i il 1 15 BE %
BERL R G I 2 2 B o 5 DA I O 4
fE, WESE %R R, ALS BB 5 H5E X B 1Y CT fii
T 4% 280 MTT A1 TTP 8500 B8 X I 58 i, 2 B
G A5 A6, X 388 A4 I 90 T AN i 3 3 g SR 3 A 4
DL K FE Jeg 35 2 2058 B 06 (A I R] 35 A T, AR
TIF 5 455 SR 45 735 M A 6 DX, i 37 38 VAN A 5 0 Ik i
a5 I TS AS A O, T RE D PR « 0 2 s A

SRR BB X I 9 T T AN A T R e R K O R IS
IV AR R I S B R AR

AQP FIEAER N4y A0 )1z, Horp 55 i 4 2 e i
AR S 0 1 B2 & AQP1 ,AQP4 ,AQP9., AQP iYL
RE R AT K o0+ 1Y 5 RS i | B8 2k 47 41 i P 1K
HLMA BT 205 P, 7E AR 2 R Ge T, AQPL &
BLAY A R MLAT 9 B 40, AQPA Fll AQP9 = 2243 Aii
TEAR 28 0 MRS AN . B 52 98 RE S /s, i e it 3
Yy B A AQP1, AQP4, AQP9 1Y 3 ik 35 I 35 31
vt 2 i A B R 5 1T AQP1 ., AQP4 . AQP9
(K- 2 380, LS b 2 it B i s A O . A
e, ALS B Y ILVE AQPL . AQP4, AQP9 /K- fifi
P28 45 B 0 B G, 5 AR A SR gE 4 R —
o BT AE R WK U AN KR
AQP1 . AQP4 AQP9 /K V-5 T Hlfg RAF . FW
AQP1 . AQP4 . AQP9 /K- il 5 Ik ¥ 44 e S 1o J
AR, Al BEJE A S . = AQPs 3 5 25 ik 7K i
DA ST S E SR AR S AR R T B K
R SR M D RERF LI F IS UG A R .

AIS B KRR YT BT 22 2 2 4216 R A
HEYRZM . NIHSS PEA 2 PR AIS B #2840 5
FREE Y H B, 20 %R 7R NIHSS 7
Sy ALS TG A R AR & .

ZE LTIk VAR T CT N 1 (% S 5 MTT
TTP X IfiL75 AQP1 . AQP4 ¥ 5 AIS H #1548 5
WIS AN KA &, %2 ET MTT . TTP . AQP1 . AQP4
5 NIHSS P43 B A Hil ATS 2235 3 # I W i s
(R RE FRAR, 30 4 I I PR S5 3 rh ZE W B IR 7 IO
f A IATIS S ARG YT B TR .
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IR AL G 3 % Gy 8 L FeNO K- 5l B € . Th1/Th2
SO &

MR R FARZ BECr

[(# ZE] BW 50 EPFIE R R ILT R — 4L A (FeNO) /K F- 5 il D i il B4 T 40 o
1(ThD) /4 WP T 403 2(Th2) (Th1/Th2) P R . Fik  $EFE 2021 4F 10 A £ 2023 4F 10 JJ & IR
FPC 5 B BCIA 1) 83 181 S5 2 T W G JER g SR LA A B 5 401, O s [ 00 IO % i JRe e 32 e 58 L 95 9 4 Ay b
M. FrA NART R ARG 24 h K FeNO /K- K fiti D R 45 b s — 0 H 1 PR A FU(FEV1) \FEV1 5
JH 77 Bl 1% & LA (FEVI/FVC) W AE 3 5 (PEF) |, [R) A ) FH 30 =X 40 i {SCR: I Th  Th2 20 LK S, I
S Th1/Th2 FCAA , SR FH Bt 356 G 728 W B 32 A 0 00 35 y- TP 28 (IFN-y) (L4 LA 32 -4 (L-4) , B A7 4108 L
5o R Pearson M4 B B A2 I I 38 8% e B L FeNO /K V-5 FEV1% .FEV1/FVC .PEF% . Th1/Th2, LI
J% IFN-v IL-4 5 FeNO ,FEV1 FEV1/FVC ,PEF . Th1/Th2 ) £ & . Z&8R W4l JL FeNO /K . 15
TR, 22 A ST 12 L (P<0.05) . 52418 JL FEVL FEV1/FVC \PEF ¥ W] A% T X it 2, 22 5 A
Gl E T L (P<0.05) o W58 40 s JLAME 1L Th2 41 i 7K S B 8 1 560 BR AL, 22 53 A G i1 7 X (P<0.05) .
WFFE 20 58 JLAM A 1 Th 48 i 7K ~F- . Th1/Th2 $4 AK T X R, 22 8 Ge it 2% 3 L(P<0.05) . BF9E 4 &
JL I3 TFN-vy IL-4 7K P35 B g i 06 B2, 22 F i e 25 0 L (P<0.05) o M SEMEA BT o | I 02 VP
&L /L FeNO /K5 FEV1 ,FEV1/FVC .PEF & Th1/Th2 ¥ 5 714 ¢ (¥ P<0.05) . 1L IFN-y . IL-4 55
FeNO /K “F- 14 £ 1F 4 3¢ (13 P<0.05) , 5 FEV1 .FEV1/FVC . PEF } Thl1/Th2 ¥ 5 1 4 ¢ (1 P<0.05) .
i R FILE L L FeNO JKSF- B 5 T+, HL 5 FeNO ZKF- 5 fifi 2 g A% . Th1/Th2 G 2K A % 1)
AHOG, L2 I 9 A A R [R] 52 e J2 2 0 Wi ke JB L R 2B R e

[RBIR] S EIFNGEERYY s BF IR —4% LA Midifg; Th1/Th2

Relationship between exhaled nitric oxide level and lung function, Th1/Th2 balance in
children with recurrent respiratory tract infection

TAO Chengfei*, XU Mulan, GE Jingfang

(Department of Pediatric, Xuancheng City Central Hospital, Xuancheng, Anhui, China, 242000)

[ABSTRACT] Objective To analyze the relationship between fractional exhaled nitric oxide (FeNO)
levels and lung function, the balance of helper T cell-1 (Thl)/helper T cell-2 (Th2) (Th1/Th2) in children with
recurrent respiratory tract infections. Methods 83 children with recurrent respiratory tract infections admitted
to Xuancheng City Central Hospital from October 2021 to October 2023 were selected as the study group, and
95 hospitalized children with common respiratory tract infections during the same period were selected as the
control group. All subjects included in this study were tested for FeNO levels and lung function indicators includ-
ing first second forced expiratory volume (FEV1), FEV1 to forced vital capacity ratio (FEVI/FVC), and peak
expiratory flow rate (PEF) within 24 hours of admission. Thl and Th2 cell levels were measured using a flow
cytometer, and the Th1/Th2 ratio was calculated. Serum levels of - interferon (IFN-v), and interleukin-4 (IL-
4) were measured using enzyme-linked immunosorbent assay and compared between groups. Pearson correlation
analysis was used to investigate the relationship between FeNO levels and FEV1%, FEV1/FVC, PEF%, Th1/Th2

AT B wE A RAF AR A (2308085MH293)
M A5 B IR T P B R ILAL, 4, 9k 242000
*BAZAE A R K, E-mail : 18956308495@163.com



NP2 SRIT ARG 2024456 H %5164 4561 T Mol Diagn Ther, June 2024, Vol. 16 No. 6

+ 1063 -

and the relationship between IFN-v, IL-4 and FeNO, FEV1, FEV1/FVC, PEF, Th1/Th2 in children with recur-
rent respiratory infections. Resluts The FeNO level in the study group was significantly higher than that in the
control group with a significant difference (P<0.05). The FEV1, FEV1/FVC, and PEF of the study group were
significantly lower than those of the control group with a significant difference (P<0.05). The level of peripheral
blood Th2 cells in the study group was significantly higher than that in the control group with a significant differ-
ence (P<0.05). The levels of peripheral blood Th1 cells and Th1/Th2 in the study group were significantly lower
than those in the control group with a significant difference (P<0.05). Serum IFN- +y, IL-4 levels in children in the
study group were significantly higher than those in the control group with a significant difference (P<0.05). Corre-
lation analysis showed that the level of FeNO in children with recurrent respiratory infections was negatively corre-
lated with FEV1, FEV1/FVC, PEF, and Th1/Th2 (P<0.05). Serum IFN- vy and IL-4 levels were positively corre-
lated with FeNO levels (P<0.05), and negatively correlated with FEV1, FEV1/FVC, PEF, and Th1/Th2 levels
(P<0.05). Conclusion The level of FeNO in children with recurrent respiratory tract infections is significantly

elevated. A high FeNO level is closely associated with reduced lung function and Th1/Th2 immune imbalance,

which interact to jointly affect the development of recurrent respiratory tract infections in children.

[KEY WORDS ] Recurrent respiratory tract infections; Exhale nitric oxide; Lung function; Th1/Th2

S5 W W R Ry LR UL A I I T 9
HI1IFENEEREBHR 7~10 K, KW FEER L
e NZ SRR AR MR YT AT S BUR L D BE
RIS, = E s L B iR fad Bl A R R F
I, B I0192 W i A I i T R Y B L e A R R R
FemE AR — % 1L & (fractional exhaled nitric
oxide , FeNO) 1 2y —Ff g B (1) S 18 45 br i ) , 78
W R 12 W R AR R B I
L) R IRV B 2% A 9 IR T Dy g S
EFHH LR RN EZHEREY GBI T 405 1
(helper T cell 1, Thl) ffi B ¥ T 4 ff 2 (helper T
cell 2, Th2) J& 4 B ¥ T 40 g A9 22 , Th1/Th2 2 i
A S BRS04 D5 B, T Th1/Th2
ST AT A5 i A2 R I G R e B LSRR . AR IR
WF 5K o3 B 2 52 WP W G TR G £ L FeNO 7K F- 5 Jifi
IGE " Th1/Th2 ‘P i O &, BLHGE a0 o

1 #ABERE

1.1 — R

YEFE 2021 4F 10 J & 2023 4F 10 A & 3l i o
= B IR 1 83 18] )2 A2 P W G TR g B LA S I Y
4, 51k 45 i, Lotk 38 9, 4R i (6.21£1.05)
% o WAABRUE : QBTG R 08 B G2 Wi bR
#E @ FBIL M A R BT 912 & g R &
) @ IR YL [ Ba A>T 8d F o HeBRbRME: D
A RN A2 ; QF I e R4k
PN 3 B FEAE W R T8 Y 35 5 @ FF 7 o SE M il
) AP B 5 AT S R S P R YA DI IR BT
BN EE ; @ABLARYT PIRIR IR E . Sk

[Fi] J0H 3 30 I 2 3 JR AT Bt £8 L 95 B4 kg X R EH
51 55 01, 2ok 40 1], AF % F 44 (6.56+1.11) %
KB BEAC R ZE Ty 2x e i .

1.2 ik

1.2.1  FeNO £l

AR A5 5 [ B Rk U 2/ BRI W P 25 4 4 1) I 2
SRR AL I 2 P8 /T, R FH i IR A R,
A BR 2N @) AE 72 9 Sunvou-P100 9 44 7 4 — AL &
A6 5 FEAT FeNO Kl , 2052 I 7€ 3 W, 45 R T
BI{E .

1.2.2 iy REFEARAG I

SR FH A ] A TR ) fi8 4 DAY ( SpiroScout ) £ il
it Ty e A b 8 5 — 0 ] 7 25 FR (forced expi-
ratory volume in one second, FEV1) .FEV1 5 H Jjffili
15 & H{E (forced expiratory volume in one second,
FEV1/FVC) | I§ {8 ' A i 2 (peak expiratory flow,
PEF) , B 5 I 2& 3 U, 45 RO 1H .

1.2.3 Thl . Th2 2 g £ ]

KA IAR R RS A L8 mL,
SRy — 0 E T IR B E T, A
Ficoll % J& 4 B B30 2%, LA 3 000 r/min .0 10 min
J& CE02EAR 10 em) 73 25 A0 8 L SA% 40 i, 75 7% =
JCIA EP A N 5 55 — 03 i ik i LA 2 000 r/min 5.0 12
min Ji (GZ02ER 12 em) BB o B4R F-20T
URAR AR ARG o BBUHD T 2% B0 1A = IR R L BE S
>R J EPICS-XL it 04 g {4 I 41 J&] Thl , Th2 4
7K, 3115 Th1/Th2 Hofi .

1.2.4 M % IFN-y IL-4 &
SBUEE 7 A3 B J A A, SRe P K 4 92 1% B
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T A 1175 y-T 48 2 (interferon, IFN-vy) | 1 411 it
42 -4 (interleukin, IL-4) 7K F . iRXF] & H £
R&D A ), BSR4 4% B @ v B 5 2047 .
1.3 Gttt

K H1 SPSS 24.0 G it 8 F o3 B Bcdis | i i 55 R
Ph(x £5) R, 4T t K259 5 K ] Pearson #H &V 434t
52 I R e BB )L FeNO 7K -5 40 ¢ 48 b 1 ¢
F. L P<0.05 HESFAGIH#E X

2 R

2.1 WiZH FeNO /K H ¢

I 8 L FeNO 7K (50.14+8.74) B i = F
X R 4l (16.55+2.36) , 22 5+ A 4L 1T 2% & X (1=
36.000, P<0.05) .
2.2 M4 FEV1.FEV1/FVC .PEF [#

WH5t 41 & JL FEV1 .FEV1/FVC . PEF ¥ B i {i%
TR, 2R A% E 2 L (P<0.05), WLFE 1,

&1 WHAFEVI.FEVI/FVC.PEFLLE (vxs)
Table 1 comparison of FEV1, FEV1/FVC, PEF between

the two groups (x+s)

2H 51 n FEV1(%) FEVI/FVC(%)  PEF(%)
W4l 83 75.50+3.65 70.44+3.44 76.69+3.88
XHRZE 95 95.66+5.10 90.14+4.87 06.47+5.21

A —-29.929 -30.751 -28.385

P1H <0.001 <0.001 <0.001

2.3 WHZHAMNE I Thl . Th2 4 i W #f b4
WF5E 40 5 LAME I Th2 40 K 5 F % 1R 4
SR JE I Thl 40 7K S . Th1/Th2 Y% F %F B4, 2
SAGIFE L (P<0.05), WE2,

®2 FHASNEM Thl Th2 MABTEEFLLE (x+s)
Table 2 comparison of Thl and Th2 subsets in peripheral

blood between the two groups (x +s)

2051 n Thl Th2 Th1/Th2
okt 83 0.450.14 0.70+0.20 0.6420.16
X R4 95 0.66+0.17 0.47+0.15 1.40+0.32

t1H -8.917 8.743 -19.598

P <0.001 <0.001 <0.001

2.4 W4T IFN-y . IL-4 7K - 8%

5% 2H B LI TEN-y  IL-4 7K 24 15 T %) 1e
H, =R AR L (P<0.05), W33,
2.5 NGB EGY BL FeNO 7K1 5 40 G5 bR
HAR M5BT

Pearson K43 M1 7w, i 52 PRI TE B G AL

®3 FHEME IFN-y IL-4 K FELLE (x+s)
Table 3 comparison of serum IFN-v and IL-4 levels

between the two groups (x +s)

215 n IFN-y(ng/L) IL-4(ng/L)
7T 4L 83 955.25+100.22 669.59+74.15
popiickicl 95 520.16+65.25 225.66+33.20

il 34.720 52.641

PAH <0.001 <0.001

FeNO /K~F Y FEV1 ,FEV1/FVC . PEF X Th1/Th2 ]
BRI (H P<0.05), W3R 4. I3 IFN-y . IL-4 5
FeNO 7K ¥ & [E 1 5% , 5 FEV1 . FEVI/FVC , PEF,
Th1/Th2 £ AHIE (¥ P<0.05) . W3R 5.

R4 REWRERSE)LFeNO KFE 5 FEVI.FEV1/
FVC.PEF.Thl/Th2 g 3£ 1%
Table 4 Correlation of FeNO and FEV1, FEV1/FVC, PEF,

Th1/Th2 in children with recurrent respiratory tract infection

ki FeNO
r{H P{H
FEV1 —0.551 <0.001
FEV1/FVC —-0.451 <0.001
PEF —0.474 <0.001
Th1/Th2 —0.496 <0.001
K5 REMPIRERSEJLIFN-y.IL-4 5 FeNO.FEV1,

FEV1/FVC.PEF.Th1/Th2 #8 3% 1%
Table 5 Correlation of FeNO, FEV1, FEV1/FVC, PEF,
Th1/Th2 with IFN-vy and IL-4 in children with recurrent

respiratory tract infection

- IFN-vy IL-4

e - - - -

r i PAE r P
FeNO 0.339 0.002 0.410 <0.001

FEV1 —-0.415 <0.001 —0.364 0.001
FEV1/FVC —-0.433 <0.001 -0.419 <0.001
PEF -0.403 <0.001 —0.444 <0.001
Th1/Th2 —0.466 <0.001 -0.399 <0.001

3 it

FeNO J& I8 48 iF: H W8 18 M kr 41 it 3 22 1 A
i e A VIR N R = I g v U R &
MRAE ST SR, FeNO 18 1 Sk B2t 8L T -
TN S AY R, FeNO 78 Wi B 90 g L
WETRE . TSR WS R, FeNO T 5 52
ARG W Wi % i 00 RR L D R 48 403 A7 AE B VAR OG .
Zlgﬁﬁﬁéiﬁiﬁé%fiﬁﬂ?'ﬂiﬁﬁi%%ﬂFeNO7J($7‘|‘

RS BB L E B UIA G, 5 UL BT SS

uz—ﬁlo FeNO 1 b =38 15 K0P Lo H0UR% i
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W, K5 0 TR Tk 40 A0 B H s OB, G
SN SN B (., FeNO Kk o iAW 98 I &
W82 S R e s )L s i R e R M S A A
Vb TS B9 P A R, I AT R A RS A O
K P, 380 = O, 5 S FeNO ZKSE-TH 5 .

A 5T 45 S 10 BH S 52 I 1 J e B L AE A Ml
IRERRAR TS L . 3E—2 Pearson F8 23 Mr &5 428
FeNO 7K - Ft i W] 5 8505 2 0 W 18 ke sB LI 2 e
FEAG , L 15 B FeNO 7K -5 fz 2 W9 W 3 Ja e i LR
Wk R R EEDIAOC 5 R R A i —
o S IR R HL DR A R e ] R G
S 4 MRS TN PR A T, S BB R R A, RAE
() 338 R AL T2 FeNO JK ST+ , [l B 52 mi LA
o RETIRE , T AT S U D) BRI

Th1 . Th2 VE N5 BhPE T 400, 32 B AE 4E R HLAK
Yo 8-l h ke PR E ZEAE A o Thl 40 L 43 W6 IFN- |
TL-2 25 20 it IR 7, H: T s oo DR i B A T 1
1M Th2 40 M 3= B 43 WA TL4  IL-6 254 48 A1, H T+
e AT A P R R A BRI O
T, Thl . Th2 FEALIA Y Ab TP MR A, i — EL2K
AR FEAA P S AE SN, T 5| & S H 9% 2
AWFFR LR B W54 B LAMNE Il Th1/Th2 K F
XPHRA, 5 MR YR s A it — 3. IRE TR
TH R Y 22 vh o 7 R R T B, T 22 B0 1 R mT
il T 4 M FD T 40 BT BE 530 Thl 4R %K 47
NP, TCTE &40 [ BT BRAVE L i Th2 40 ifl 3%
T, A B L R T RE R AL,
Br &8 SR 42 78 FeNO 7KV T i 3 350U 52 I i 1 ke e
LR RE M . 7] fES& FeNO /K F 5% TH s il 4y
S RIENNE , {4 Th2 20 53 W6 19 42 R IR 734 0m,
HALR G E DI REAR I, 51 Th1/Th2 KMl . AHFFE
RINWFSELE LI TFN-y  IL-4 7K S48 35 T %) iR
2H , Ui IFN-y \IL-4 A BB 5 B L AR UIAE G . (]
I 0BT @75, 194 IEN-vy . IL-4 5 FeNO 7K F- 34 & 1F
#15%, 5 FEV1 .FEV1/FVC . PEF } Th1/Th2 ¥ & 1
FAE D8I L TEN-y \IL-4 FF 55 5 30U 5 00 5 J%
e i )L FeNO 7K - 7F 5 DL K %o i ok 1y, 5 Ji 61 4
GRS . REWWGE R R EA
W% T8 22 A 9 E 4H I K AR AE A 5T A R J5C, 11T TFN -1y
TL-4 1 Ay B2 (1) 117 & JE 40 PR 7, o] o o I i 3 R
i T, AU LR FeNO 7K B i 55 , [7]B 5% 1
PR PZE I 2, 80 Th1/Th2 2 A .

g5 I rad, i BT e )L FeNO 7K 1

BT, B FeNO KSF 5 il D GER#IK . Th1/Th2 42
P55 Sk A U AR 26, H 22 [R] 6 A H AR R 3 R 52 i
02 P IR S JR e 8 L 1l 1k R

S0
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M4 NeuSAc.S100A1 K P55 2P O IR Pk i B Ak S84
Wil BURIIE &

KA FHT KR NTwW KB EHL' FEKRT FF OERHK FHE
A

(# ZE] B HihiiE N-Z B2 Z 5 (NeusAc) . S100 8545 4 4 H Bt AL(S100A1) K52
PR PR IR SE BB R TE TUR ISR . ik B 2021 4F 9 H & 2023 4F 9 H R A0 BE BEISIA 1
165 5] 0o PR M AR B A8 5, AR 41t A5 5 T FRUKE 58 2 20 Ry /e TR A (B3R B AR <4 em, 97 f5i]) F0 KT AR
41 (FHAE AR >4 cm, 68 1] ) 5 AR 4 36 [ [ a7 T A AR 52 e 20 op 2 3% (NTHSS ) W40 #5843 S {i NTHSS 41
(NTHSS<16 43,108 4] ) F1# NTHSS 2H (NTHSS>16 43, 57 fil ) o 46 # #5 Neu5Ac . S100A1 7K, MR 5 8 3
H B )5 3 1~ H mRS PEAF A N HUG A R4 (n=41) M TG R4 (n=124) . K H Pearson A 3¢ 2 £ i+
17 NeuSAc . S100A1 5 i A 56 T AL NIHSS P43 156 5, R FH £ A % logistic M HHT g R £ . &R
/NI AR 4 NeuSAc , ST00AT KPR T K TH AR AL, 25 574 Gi i 2% 3% L (P<0.05) , Ik NIHSS 41 Neu5Ac,
S100A1 7K i F & NIHSS 41, 22 %A Ge i1 ¢ & L (P<0.05) . il 7 Neu5Ac.S100A1 5 fix A% 3 i 4
NTHSS P45 ¥4 2 IEAH 5 (F) P<0.001) . FilJ5 R 44110 74 NeuSAc  S100A1 K F A A R4, 2% 7 F Giit
2R X (P<0.05) . UG R BEAE I AR AR L 4] L A BE NIHSS iF/HE FHUG A RH, 25 A% 52
M (P<0.05) o 3 i B TH AR A BE NTHSS 7F43>15.33 43 . Neu5Ac>274.58 ng/mL , S100A1>5.08 ng/mL
2O TR T RE BE A8 TS fE B TR 3 (P<0.05) o £518 I NeuSAc.S100A1 55 20 Co R ik A 78 18
AR ZE T AR \NIHSS 404 0, A AR R 10l £ 5 1 S s i i TEAric ) .

[KEIA] N-ZBHHZERR; S100 85454 8 A Al 2otk U5 2E I i 5t

Relationship between serum NeuSAc and S100A1 levels and the condition and prognosis of
cases with acute cardiogenic cerebral embolism

ZHANG Dong', LI Ling’*, ZHANG Ran', LIU Yali’, ZHANG Ying', WANG Yanhong', WEI Haiyan',
LI Yong', HOU Shumin', HUANG Jing', BAI jing’

(1. Department of Neurology, Chengde Central Hospital, Chengde, Hebei, China, 067000; 2. Health Exami-
nation Center, Chengde Central Hospital, Chengde, Hebei, China, 067000; 3. Department of Cardiology, the
Second Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei, China, 067000; 4. Department of
Rehabilitation Medicine, Chengde Central Hospital, Chengde, Hebei, China, 067000; 5. Pharmacy Center,
Chengde Central Hospital, Chengde, Hebei, China, 067000)

[ABSTRACT] Objective To investigate the relationship between serum N - acetylneuramic acid
(Neu5Ac) and S100 calcium-binding protein A1 (S100A1) and the condition and prognosis of cases with acute
cardiogenic cerebral embolism (ACCE). Methods A total of 165 cases with ACCE admitted to Chengde Cen-
tral Hospital from September 2021 to September 2023 were selected. For this study, the cases were divided into
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two groups based on infarction size: a small/medium area group (97 cases with infarction diameter <4 cm) and
a large area group (68 cases with infarction diameter >4 cm). Additionally, based on NIHSS score, 108 cases
were categorized into a low NIHSS group (NIHSS <16) and 57 cases into a high NIHSS group (NIHSS>16).
The levels of Neu5Ac and SI00A1 in the ACCE cases were measured. After 3 months’ post-discharge, the cases
were further divided into a poor prognosis group (n=41) and a good prognosis group (n=124) based on their
mRS scores. Pearson correlation was used to investigate the relationship between serum Neu5Ac, S100A1, in-
farct size, and NIHSS score. Prognostic factors were evaluated using multivariate logistic regression. Results
Serum levels of Neu5Ac and S100A1 in the small/medium area group were lower than those in the large area
group (P<0.05). The serum levels of Neu5Ac and S100A1 in the low NIHSS group were lower than those in the
high NIHSS group (P<0.05). Serum Neu5Ac and SI00A1 were positively correlated with cerebral infarction
size and NIHSS score (P<0.001). The serum Neu5Ac and S100A1 levels in cases with ACCE in the good prog-
nosis group were lower compared to the poor prognosis group (P<0.05). The proportion of large infarct area and
NIHSS score in the good prognosis group were also lower compared to the poor prognosis group (P<0.05). The
large infarct size, NIHSS score at admission >15.33, Neu5Ac >274.58 ng/mL, and S100A1 >5.08 ng/mL were
identified as risk factors for poor prognosis in cases with ACCE (P<0.05). Conclusion Serum Neu5Ac and

S100A1 are associated with the size of cerebral infarction and NIHSS score in patients with ACCE. They may be

used as potential markers to predict the disease and prognosis of patients.
[KEY WORDS] Neu5Ac; S100A1; Acute cardiac cerebral infarction

R A B SR A e ot P T A v, AT
RIS R AR AT e i i A 5
1) 30% 2, JE 2 BT 0 M A2 S S0 i 35 1L 37t
B A B, 5 LA R R AL LL B R R R 2 &
PR IRV RGBT 58 38 PR T 5 MBI AT ik 1
JPEHESBRRARE, BT, Wi, SRS 2
Lo VEAE X AE T 85 A OC Y LE Wb i, X e =il IR
I MEEE EAEEE L. N-OBE L2 R
(N-acetylneuramic acid, NeuSAc) J& — Fi e % 2 , 7
2200 J L4570 v R FEAE ) LR I R o s B
0) B R vl BT I ol NG/ £ R
S100 %5 4% & # H it A1(S100 calcium-binding pro-
tein A1,S100A1) 2 —FGL5 G, 1l 25 2l
LA Wy ) ok AR L BFSE R T, ST00AT J& T+ LA
i 1 LR R, 0 R A 2 W
AR FE BT LT NeuSAc . S100A1 K- 5 Stk
O PR IR A S 1 TS 190G R, B 9T 4
RHEWMT
1 #ZRERE
1.1 —BR

I 2021 4F 9 H 2 2023 4F 9 AR UL
BE WS IR 14 165 451 200 Y 1 i 48 B 18 38 A A i 5%
XFge, o 5 86 i, L 79 1] 5 A #% 1 44 (52.37+

8.91) % ; 1A i 45 #0714 (23.58+2.19) kg/m? ; W 4
S 51 e I R B 28 1 DR s 25 B, g

Pt . OFF A& SO WM B L 2 Wibn e s @ &
5 12 7N P 5 A ZE Sk Y0 I S HLJE K sh ik
s @ABEIG 6 TP R R AEIRIT s QB E KIS
XA S8 0 W) B HEBR AR HE - DG Ik i
T QA I AR PR G I A B et
@ REAE A it I 0 Bl 5 GG IR BE B 42
o ARBEESEASHZE D ORI I T A%
1.2 Ik
1.2 BERhcE

@ ¥ e BN I N R e B TR Q=i
RIS SDINY @ N T A TR AN [ A R 4 = BN
NIHSS P43 . H [ B H W =0 & % s &
JOFL T it AT 5 g T A — g R
1.2.2 [ FEAna i

A8 E 8~12 h J5 A bk Il 5 mL, 7E 4CF
LI 3 500 r/min 2.0 (#4824 15 cm) 10 min J5 B
JEE W, R FH WA €833 B 3G 5T 5 o A T 2 1 O U
PE I3 458 5E 8 NeuSAc /K-, SR FH B A 938 W2 B 72
£ 0 1 V8 S100AT 7K 7 (il ) &5 - b g g 16¢ A= Py B
HARAF) .
1.2.3 JTE AW 554

X E AT AR S R A I SR A AR kL E AR
FEAL H AR <4 cm R/ H AR AL AR >4 cm K
T AR, AR AT SE T UK 165 197] 2t O JEAE i A1 4 i
oy R/ R (FEBE LA <4 em, 97 f51]) A K
i AR (R AE B A2 >4 cm, 68 1) ™', SR JH 25 [ [ S
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T A BIF 5% BE 26 1 3¢ (national institute of health
stroke scale, NIHSS ) " X} f & VEAT VP4l , 1% & £ 47
B 2 W AR e I ™, MRS NIHSS 3731
B 43 A IR NIHSS 2H (NIHSS<16 43 ) 108 4] A1 =
NIHSS #H (NIHSS>16 43 )57 f .,
1.3 [l

MBEfE 128D 34 A, R ek B Rankin &
% (modified Rankin scale, mRS) "' Pl & Wi )5 ,
mRS E53 0~6 43, 0~2 53 N T 5 R4, 3~6 53 A TS
AR MR PE 0 R Ay TS A R AL (n=41) N
TiE RIF4 (n=124) .
1.4 Git5 8T

K SPSS 25.0 Ge it 8 A 43 A Bt L 75 & 1
BB GORL (X +5) TR, 4T 1 K56 0%
B n (%) F7R AT ¢ K% 5 R F Pearson #H 3¢ 43 #7
TR 1L NeuSAc . ST00A1 5 fixi 4% 4T 1fij £ . NTHSS
PEAY I 96 2 5 R FH £ IR 2 logistic [81 1743 A 2% 0
T I 58 B E S B2 R 2R . D P<0.05 Sl 22
FAGITFE L.

2 R

2.1 R [RIAE B 1 AR 2 O R A BT AR I
Neu5Ac . S100A1 X} L

/N T AR R 1T NeuSAc . ST00A1 7K AR
TRIERA , Z R A% X (P<0.05), WK1,

F1 AREEFLER MO IR EKE B E IE NeuSAc,
S100A1 3FEE (x+5)
Table 2 Comparison of serum Neu5Ac and S100A1 levels in

cases with ACCE of different infarct sizes (x+s)

R 2 AE NIHSS T4 RO R MR AESE B3 I iE
Neu5Ac.S100A1 XFLE (x+5)
Table 2 Comparison of serum Neu5Ac and S100A1 levels
in cases with ACCE with different NIHSS scores (x+s)

2051 n Neu5Ac(ng/mL)  S100A1(ng/mL)
VA RNTEAE:E 97 243.72+47.29 3.72+1.24
KA 63 312.51+63.46 6.95+1.93
18 7.977 13.083
Pl <0.001 <0.001

2.2 AN[n] NIHSS P 53 21 O 51 il 458 26 28 5 il
I8 Neu5Ac . S100A1 Xt

fik NIHSS 41 i & Ifil ¥ Neu5Ac . S100A1 /K F
Il 7% NIHSS 4, 2 5 A 4o it 2% & L (P<0.05) .
W2,
2.3 [l Neu5Ac.S100A1 5 il 4 #E ifi £ . NIHSS
NP

1ML 3% Neu5Ac (r=0.612) . S100A1 (r=0.584) 5
Jiki A5 B T A NTHSS 4334 52 1E AH 3¢ (P<0.05) o

2H 5 n NeuS5Ac(ng/mL)  S100A1(ng/mL)
{ENIHSS 241 108 228.65+48.13 3.83+1.02
25 NIHSS 41 57 354.3460.32 7.3621.63
tHH 14.585 17.069
P <0.001 <0.001

2.4 ORTEWJE 20PE 0 R Pk R BE SE R A I
Neu5Ac.S100A1 X} k.

WG K44 B35 1L 7S NeuSAc . S100A1 K T Fi
JEANRH, 275G 51 X (P<0.05), W33,

x3 AEBE 2R REEE £ MF NeuSAc,
S100A1 XFEE (x+5)
Table 3 Comparison of serum Neu5Ac and STI00A1 levels

in cases with ACCE with different prognoses (x +s)

2151 n Neu5Ac(ng/mL)  S100A1(ng/mL)
e R4 124 214.55+32.57 3.29+0.91
TG AN R4l 41 446.03+52.84 10.38+1.86

HE 33.336 32.417

P <0.001 <0.001

2.5 2P VR I AR Y SR 2 TS () B R 2R
TG RAF2H B ) AR AR A
DI =1 AT i oA N 1 =g i N = 9 A
[N I I N = ) [ e R N 7 0 o =
FRRE B S UG A RARKR2ER TR IT#E X
(P>0.05) , Tl R 47 20 4 AE 1 FROR T AR A L o] A
Bt NIHSS %7 W WA T e A R4, 22 %A 41t
HE L (P<0.05), WF4,
2.6 2R IR TS 0 22 R 2R [ 0E 2B
W 2 U i A B FR A T LA A TR AR
H(FUG RifF=0 B AR=1) , ¥ANEXSIA =
S FE bR AL NeuSAc .S100A1 1E 4 [ 48 5 47
Z A Z Logistic [543 H7 , 45 2 /R - 45 58 1] FH
a7 FH . A BE NIHSS 343 >15.33 43 . Neu5Ac>274.58
ng/mL . S100A1>5.08 ng/m & 2 1 .U J5 P 0 A5 4E i
H WA R fER B E (P<0.05) . WL 5,

3 it

O TR R A S 2 — ol el R A2 5 Y
i M A P AT 2 G B R s S ik A i A
FE S B 2 2R A3 BAE T A O A iR £ fE PRt
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Table 4 Univariate analysis of prognosis in cases with ACCE
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2 ggii;??; ;?Eﬁ;i; 0.244 0.621 Neu5Ac J& iz & UL MR R, J& T LA B 1) —
RIS (kg/m®)  23.6122.13 2327227 0872 0385 b, J2 4 i 2% TRDBE 2R 1 FOBE IS 09 AR ER o BESE
%ﬁ%‘éfﬁﬁ %P, NeusAc 1] LA 7F SLC3A2 H2AY 4 Jz 41 i
1L 20(16.13) 8(19.51) 0250 0.617 . VN . .
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Table 5 Multivariate logistic regression analysis of prognosis in cases with ACCE
A i R[] BIH SE fi Wald 2 {ii OR(95% CI{H PA{H
T 5 1 FR AN =05 KT =1 0.921 0.247 13.904 2.512(1.548~4.076) <0.001
ABE NIHSS P-4 <15.33 43=0;>15.33 4=1 0.874 0.231 14.315 2.396(1.524~3.769) <0.001
Neu5Ac <274.58 ng/mL=0;>274.58 ng/mL=1 1.143 0.278 16.905 3.136(1.819~5.408) <0.001
S100A1 <5.08 ng/mL=0; >5.08 ng/mL=1 1.078 0.254 18.012 2.939(1.786~4.835) <0.001
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BE BB B M S7 U R L AR I AT A R R R
STO00AT 7K - 78 2Pk 0 U5 i 45 A0 7 5 AN R RS
hrmE, HESRERERIERAL. SRR,
S100A1 FZAE.L LA Rk, 2 518555
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FAH 28 20 M OR3P D RE , SE 1 S 5 1838 95 95 s 17 2
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1] P EE 2R, 2021,21(10) : 1323-1326+1331.
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ARG M s W7 [T ] e R E B4, 2022, 23
(4):209-212.
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Efficacy of Biantongling Capsule in the treatment of patients with constipation after stroke
and its effect on serum IL-1(3, IL-6, TNF-a and intestinal flora levels

XU Qian', ZHOU Jie', YANG Zhonghua®, SHEN Zhongmei', WU Yue®, YAO Zhihao**, BEI Minmin®

(1. Department of Encephalopathy, 2. Department of Anorectal, 3. Department of Brain Surgery, Traditional
Chinese Medicine Hospital, Wujiang District, Suzhou, Jiangsu, China, 215200)

[ABSTRACT] Objective To observe the curative effect of Biantongling capsule and its influences on
levels of serum interleukin 18 (IL-18), interleukin-6 (IL-6), tumor necrosis factor-a (TNF-«) and intestinal
floras in patients with constipation after cerebral vascular accident (CVA). Methods A total of 90 patients
with constipation after CVA who were treated at our hospital from May 2021 to May 2023 were selected. They
were divided into three groups: Biantongling group, probiotics group and lactulose group using a random num-
ber table method, each containing 30 cases. The total effective rate after treatment, NIHSS score before and af-
ter treatment, changes in intestinal flora, serum inflammatory factors, CCK-8 levels and incidence of adverse
reactions after intervention were compared among the three groups. Results ~ After treatment, the total effective
rate of treatment in the Biantongling group was higher than that in the probiotic group and the lactulose group,
and the difference was statistically significant ( y°=6.540; P<0.05). After treatment, the NIHSS score of neuro-
logical function and the levels of serum IL-1f, IL-6, and TNF-« in the Biantongling group were lower than

those in the probiotics group and the lactulose group, and the differences were statistically significant (F=

KARB RN R R A TR B (WWK202113) ; RSB R G 4 F ETAFE %A B[ 4 F EA3#(2016)6 5 |
M. 1 M T R R b B ERERBA, ik, 50 215200
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176.026, 12.574, 17.451, 5.143, P<0.05). After treatment, the level of CKK-8 in the Biantongling group was

higher than that in the probiotics group and the lactulose group, and the difference was statistically significant

(F=6.422, P<0.05). After treatment, the levels of bifidobacteria and lactobacilli in the Bibian Tongling group

were higher than those in the lactulose group, and the differences were statistically significant (F=25.327,

4.716, P<0.05). The levels of Escherichia coli and Enterococcus were lower than those in the probiotics group

and the lactulose group, and the differences were statistically significant (F=36.966, 28.806, P<0.05). There

was no significant difference in the incidence of adverse reactions among the three groups during treatment (y’=

0.310, P>0.05). Conclusion Compared to probiotics and lactulose, Biantongling capsule can enhance the effi-

cacy of patients with constipation after CVA, improve neurological function, effectively inhibit inflammatory

response, regulate intestinal flora, and has a high level of safety.

[KEY WORDS]

Inflammatory factor; Intestinal flora
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Table 1 Comparison of treatment efficiency between each

groups [n(%) ]

2151 n WA AW s BANE(%)
{38 72 2] 30 19 9 1 29(96.67)
FrYacyr ok 30 13 10 7 23(76.67)"
LR 30 11 11 8 22(73.33)"

pa! 6.540

Pl 0.038

T« 5 R A A, 'P<0.05,

R2 BABMWEZPEELLE (v xs5,57)

Table 2 Comparison of neurological function between each

groups (x+s,43)

B/
a1l . - %NIHSS ﬁn\w
SEEAGI] WIT A

{38 R 41 30 31.40+4.27 12.34+2.62°
A A 30 30.99+4.81 31.15+5.28"
FLA A 30 31.67+5.43 30.23+4.77"

FAH 0.149 176.026

P4 0.862 <0.001

s 50 R LA L “P<0.05 5 S5 IG YT AT &R, °P<0.05,

2.3 A g ME I FKE B A
{858 R 41347 5 B L7 IL-18 . IL-6 . TNF-a 7K
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#3 HHBEMFEREREFKFELE (v+s,pg/mL)

Table 3 Comparison of serum inflammatory factor levels between groups (x +s, pg/mL)

a1l . IL-1B IL-6 TNF-«
IRITHT HIT A BT BT A BT BT
{53 R4 30 0.52+0.10 0.38+0.06 58.72+7.65 34.61+3.16" 35.96+8.38 26.64+4.12°
AN 30 0.49+0.07 0.45+0.08" 59.26+6.57 39.36+5.29% 36.28+9.51 29.51+5.37%
FLAHE A 30 0.48+0.06 0.4620.06" 58.94:£6.84 41.85+5.64™ 36.54£6.47 30.44+4.78"
FH 2.108 12.574 0.045 17.451 0.038 5.143
P 0.128 <0.001 0.956 <0.001 0.963 0.008

7 500 R4 E, 2P<0.05 5 SR YT R LA, °P<0.05,
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F4 FHEEIMTE CKK-8KFLLE (x+s,pg/100 mL)
Table 4 Comparison of serum CKK-8 levels among groups
(x+s,pg/100 mL)

205 n CKK-8
VRIT T RIT IR
i 3 7 24 30 126.42+10.75 136.55+14.36"
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Table 5 Comparison of intestinal flora levels (x+s,IgCFU/g)
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BEFR A HR2h” ) DR ] b 38 KR o A, i
ZBH, R, A PR ME AT AR5 4E I 18 A T b
B, 2B AR IR YT (R T R — e AR
MR A, CVA J5 L 5 5T 9 738 LB 45 oh
RECRBY), I, CVA J5 18 5k 1Y I8 97 B35 i %b
JL RIS P AR L BT R IR YT R
AHI 5T ff R 38 R Th 253897, 20 BT FLXT CVA JE (R
B FB BT RCE I 5

AR 5 245 15 B 0 38 2 e T 4 5 5 b E
AR o FHIE R AL A 2SI R E R AR
T R H R, F A R ELAG R B 2SR S I A 1
FH o] UERAR R R, A ol HE 000 o i R 24
] ZE RN A A, AT DAARNE 3R IR I 2
LA Y 5, BE 25 20 RM L L 8 19 i 5 425 - T K
B, LA 8 ks (il 2 - R RN & 254 DR RN
VEHT o PR AT LA I i, AR b R g 2%
WZEREANE 35K IR MR o 2403 AT LAY ol 3 4
AMMLTE R . KB AT LA 2E R i 8% B, 0l /D i P K )
W, A2 T A 32030 A6 (R TR0, P ARt B i R T
B, AT RE MR 250 A, B AT S AN,
Hig 22t IEMER . W25 hgokE il
T e 2GR R, o] AN B fE A L 25 I i | AR i 25
LR BIFRAR [FA I RCR

i J B e —Fh 2 IR /N F L FEM A R G
K B B 8476 43 A, i CCK gk J& Heovh il — Ff
CCKS8 H i A iz 2 [] 7= Az, AT LA 28 st i - B b o) il
FRAE B AT IR AT A iE g DI RE S M R
BEARIE , AL T W R AS B, B N B R 2 2R
SRR RS A kA | Kk KB R DI BE |, s i TR 3 1
M, RYER N 5] %, IL-18 . IL-6 , TNF-a %542
REFHAKFRZ T, AW EE R IR, R
PERE N 90 RN, PR HE R A B 8 I P e R &
A3 A IR 254 T DA 40 e PR AT R AR
PR S IE RN o PR AR 2 1 43 Hh 1 22 8 ] LA i AL
TR RAE , I/ 2R WA T A i, 28 T A B B 22 19 Ty
B o BRIAT AT B BT 2 R A R, 35K 2 o3 AN AN AT
DIl it RAEM o Ak, FIR (R BTl
BABRI . BTS2 AT 2 pLA i 2 E
FZ ;4145 L-18 \TNF-a IL-6 7K ¥ F [ .

PUAAE RTS8 TR, 11 CVA
HAL T RO IR B N R R s R JETE IR R
HEM R AE 1652 i 1 R B8 X T 2% i { Fb B A T
PR, ARWEIEEE R BN, il 2 B RE O W
O i B TR RE R R . A AT R L R AT 2l
EAE LRSS O ae e o KR AT DL G
P AE MG WA EAE e K. BN, fE



1074 - AT SRITARE 2024456 H %5164 #5619 T Mol Diagn Ther, June 2024, Vol. 16 No. 6

F B A FL 1t Dy, T e e e I S I 0 B ]
Tl 2RI . AT, = HA BN
Je A ARIG R 2 S, U W I8 35T CVA J5 Bk
LAV

L LTI RH LR N £ A B (e R
1RY7 CVA J5 R YT 250 . 2 L 68 W] I 48 158 i
R AT R BRAR SR AE N, B3 M0 T T B 358 o 228 2
Ak, 259 il 2 sty o

S % 3Lk

(1] ZER XVt B, A5 AT 5 I He i s i 28 2 7 v AR G
i 4 o 5L R R B S B R BR A B [T ] BV R A R A
2023, 52(1) : 62-66.

[2]  Karachintseva NV, Mozheyko EY. The Application of Phys-
iotherapy in Cerebral Stroke from the Evidence-Based Medi-
cine Standtpoint[J]. Bullet Restorat Med, 2021,20(1) : 27-
34.

(3] JESEZF, RN, PSR AF . H T JAAE i i A o s
Bty 0] E R BEAE R, 2022,29(2) £ 138-140.

(4] ZEOGn . 39 ) £ < F% I 68 J5 A 7 i 7 v ) 8 f i R
STRONEELT ] T E BE 2546 R, 2014, 12(33) : 275-276.

(5] AR P . kBl i I A b DR R 1 AR v
Hey \UA | 44 48 b3 FIA 0 2 68 19 728 16 S I R 2 LT )L 1

[10]

[11]

[12]

[13]

[14]

[15]

M EE24, 2020, 31(20) :2602-2604.

BHEE, K BT RS AT S8R v B 2
ZWbREGRAT) [T]. I Eh P B 456 243, 2006,26(10)
948-949.

EME ke f g P RN ENE Wiz T e R ) [T ].
T EFRELL , 2000(11) :25-26.

THEA, EOR, SR ANAL - v 2558 24 0F o Sy A [T .
T2 2 S IR 2, 2004, 15(5) :365-368.

Heo SK, Yun HJ, Noh EK, et al. Emodin and rhein inhibit
LIGHT - induced monocytes migration by blocking of ROS
production[J ]. Vascul Pharmacol, 2010,53(1-2) :28-37.
EARAT TR, AR, A5 L v SO T S T AR e iR A
WRNGEESYEI I h ey B2 5 G 4k,
2012,34(5) :372-374.

XWRGE , W BT8O AT S R T i A S
TR AR [T, v R R R 24, 2022,31(23) :83-85.
K BUEE REE, S B ARG IA SRR R
D6 YA I WA A 28 U A A G R FE [T ). TN b s 2
Kez2Edik, 2020,37(7) :1235-1240.

Wk =E A, RIS, FARIE . IR A Ak 27 i 53 B 245 B TR 92
HERE[T]. B 2244z, 2021,49(2) :93-97.

HBrn B TR R- 2 EE 7 ] by,
2021,53(10) : 5-6.

A AR 3R ML R g R (1], R R
2021,50(20) :3571-3575.

(L% 1069 )

[3] Takase KI. Cardiogenic cerebral infarction in the parietal lobe
predicts the development of post-stroke epilepsy[J]. Seizure,
2020,80(1) :196-200.

[4] Kawanishi K, Coker JK, Grunddal KV, et al. Dietary
Neu5Ac Intervention Protects Against Atherosclerosis Associ-
ated With Human-Like Neu5Gc Loss-Brief Report[J]. Arte-
rioscler Thromb Vasc Biol, 2021,41(11) :2730-2739.

[5]  Zcubin 0% €%, 55 LT NeuSAc \MIP-1a 5 & 1k
AU D7 BB R 0 D R RIS A0 il R S K O R A
BrLT ). BEMEG 2% ks, 2023,22(8) : 829-834.

[6] Yang M, Xiao Z, Chen Z, et al. S1I00A1 is Involved in Myo-
cardial Injury Induced by Exhaustive Exercise[J]. Int J Sports
Med, 2022,43(5) :444-454.

(7] AR SMEor o, AR R S 2P 20 2 43 22 I il
B AR P R 2R TR TS 2018[ 7], hAE
MRl ek, 2018,51(9) : 666-682.

[8] Ogunmodede AF, Sanusi AA, Idowu AO, et al. Challenges
to Thrombolysis in A Resource-Poor Setting- A Case Report
[T]. West Afr J Med, 2023,40(12):1378-1382.

(9] RmOAG, =A%, AHHE R0 . 56 T Bt R Rankin 4 237020 Hr
T AT 0 A T BB TS AN R A S (K R LT ).
I A = A= 2% 7k, 2023,51(10) : 1164-1166.

[10]

(1]

[12]

[13]

[14]

[15]

Fan ZX, Liu RX, Liu GZ. Development and refinement of di-
agnostic and therapeutic strategies for managing patients with
cardiogenic stroke: An arduous journey [J]. World J Clin
Cases, 2023,11(4):719-724.

Xiang P, Chen Q, Chen L, et al. Metabolite Neu5Ac triggers
SLC3A2 degradation promoting vascular endothelial ferropto-
sis and aggravates atherosclerosis progression in ApoE-/-mice
[J]. Theranostics, 2023,13(14) :4993-5016.

Hu W, Xie J, Zhu T, et al. Serum N-Acetylneuraminic Acid
Is Associated with Atrial Fibrillation and Left Atrial Enlarge-
ment[J]. Cardiol Res Pract, 2020,2020(1) : 1358098.

AR, KR L IS NeusAc 7K1 5 20b e bk 25 4 i ™ 2 7
JEFNTUS B OCER [T]. PR B B~ A4k, 2022,43(6) : 726-
729+733.

Fan L, Liu B, Guo R, et al. Elevated plasma S100A1 level
is a risk factor for ST-segment elevation myocardial infarction
and associated with post-infarction cardiac function [J]. Int J
Med Sci, 2019,16(8):1171-1179.

Hong G, Li T, Zhao H, et al. Diagnostic value and mecha-
nism of plasma S100A1 protein in acute ischemic stroke: a
prospective and observational study [J]. Peer]J, 2023, 11:
e14440.



NP2 SRIT ARG 2024456 H %5164 4561 T Mol Diagn Ther, June 2024, Vol. 16 No. 6

1075 -

o A PR H 58 9% 18 M3 5 AR I 9 25 0 5 2 1 O e 1. 15
GGT/ALP FELAR T P il & g

B BB R HEKT KM O LERT

[ ZE] B8 WIS A0S R BR 5 A & 2L 1 D0 B LT -2 S I A A/ P ol
fitf (GGT/ALP) lL A M AL AE . ik BEH 2021 4F 11 H & 2023 4F 10 H T 11 8 K2 55 6 1 B N 12
5t 132 52 12 P B I 28 WT B AR T 1) 124 145 A MRN8 58 B 3% . R 2 B % Logistic i& 25 [0l 13 M1 45 41 4
JIF 5 4% 8 NS B R R A D RIE W S A R 2R 5 LU I A IV GGT L ALP 7K °F K GGT/ALP WA s R 32
K H TAEEME (ROC) It 2 T4 GGT . ALP . GGT/ALP {8 % 4% 17 14 0 3% 48 H 3 W6 B B R U % A O e
PITMANE . Z5R 124 145 A PEIR 3% R B MR W B AR 5 I B R AE R 0.68% (12/124) o I KA AL4F
%260 % A BT AR L BAEREE R >5 mm AHEE = A DORE IHZE = X AR TFARBLA K 95248 h R
T WBC 7K F->15%10° (14 o L3 T Ie 0 R4, 25 5 A i 22 2 L (P<0.05) . Z K Logistic [F1JH 537 i
7, MHBERE LR >5 mm IH2E = A KRG 04 — M X AR S ORTT WBC 7K F->15x 10" 245 A 048 4 i 5 18
WS A G AR I R WA ST fE I I 2 (P<0.05) o JTRAELL M GGT \ALP /K°F- &% GGT/ALP LU fH ¥ T8
IEEEYL, 2254 G124 X (P<0.05) . GGT ., ALP BN 45 1 AR 58 5 8 IR I B ARG % L8 I &0 1 ih £&
THEF(AUC) 5514 0.852.0.747 Ik F GGT/ALP EL{E TN (0.901) . 518  GGT/ALP HL{E 045 1 0 3%
SR E M BEAR G KA I R REBA — 8 W TN A, o7 4 8 v A8 A B0 A2

[EiA] 25 avESER R B IMBE I BRAR 5 y-25 2O BE G K Al v i 12 Al L

The incidence of postoperative complications of laparoscopic calculous cholecystitis and the
predictive efficacy of serum GGT/ALP ratio

LV Wanzhi', GU Teng', SONG Wei', HU Guobing®, ZHU Shuai', MA Deming'*

(1. Department of Hepatobiliary Surgery, 2. Department of Pharmacy, Shandong University Qilu Hospital De-
zhou Hospital, Dezhou, Shandong, China, 253075)

[ABSTRACT] Objective To investigate the incidence of postoperative complications of laparoscopic
calculous cholecystitis and the predictive efficacy of serum amma- glutamyltranspeptidase/alkaline phosphatase
(GGT/ALP) ratio. Methods A total of 124 cases of calculous cholecystitis who received laparoscopic chole-
cystectomy at Shandong University Qilu Hospital Dezhou Hospital from November 2021 to October 2023 were
retrospectively selected. They were divided into two groups: a complication group (n=12) and a non-complica-
tion group (n=112) based on whether complications occurred within 28 days after surgery. The influencing fac-
tors of postoperative complications for laparoscopic calculous cholecystitis were explored using multivariate lo-
gistic stepwise regression analysis. Serum levels of GGT and ALP, and GGT/ALP ratio, were compared be-
tween the two groups. The predictive value of GGT, ALP, and the GGT/ALP ratio for postoperative complica-
tions in patients with laparoscopic calculous cholecystitis was evaluated using ROC analysis. Results The com-

plication rate of 124 patients with laparoscopic cholecystitis was 9.68% (12/124). The proportion of patients
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aged =60 years, with a history of abdominal surgery, gallbladder wall thickness =5 mm, gallbladder triangle ad-
hesion, gallbladder triangle variation, operation time >48 h, and preoperative WBC level =15x10’ in the com-
plication group was higher than that in the non-complication group, with statistical significance (P<0.05). Gall-
bladder wall thickness =5 mm, gallbladder triangle adhesion, gallbladder triangle variation and preoperative
WBC level >15%10” were identified as independent risk factors for postoperative complications in cases of lapa-
roscopic cholecystitis (P<0.05). The levels of serum GGT, ALP, and GGT/ALP ratio in the complication
group were higher than those in the non-complication group, with statistical significance (P<0.05). The area un-
der the curve (AUC) predicted by GGT and ALP for postoperative complications in patients with laparoscopic
calculous cholecystitis were 0.852 and (.747, respectively, which were lower than that predicted by the GGT/
ALP ratio (0.901). Conclusion The GGT/ALP ratio has a certain predictive value for postoperative complica-

tions in cases of laparoscopic calculous cholecystitis and can be used as a potential predictive marker.
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Table 1 Univariate analysis of postoperative complications
in cases with calculous cholecystitis undergoing laparoscopic
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Table 2 logistic regression analysis of postoperative complications in cases with calculous cholecystitis undergoing laparoscopic
surgery
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Table 4 Predictive value of GGT, ALP, and GGT/ALP
ratio for postoperative complications in patients with calculous

cholecystitis undergoing laparoscopic surgery
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fIE 3% = IXORG 3% 3% =/ X A8 5 R B WBC /K
F215x10° 2 45 1 M R 2 R BB 38 W8 s R 5 &k AR 9T
RAE Wk ST S PR 2R X 5 REAE I 9T 45 SR AR A
3 M 5B 2 T2k AR E TS, I B BE 2 3 i 4
JENES = O L e ESE AN | =82 2 2 VA RS AN A
ATETFARBAER A TR S R A 2L A, AT =
R JG I R A RS BT HAE = A R
T ERF 2 3980 I 5 TR 1 B, 5 5 A I R A Bk
R B AR S5 B i RS, I HL AT RE PR 42 IR
E T PIBDNIEIFIEE 37815 NEE. 27 F- ik
= X AR S ] RE S il B AR A TR ERAERT R YR
Tk AR S B0 & E KA
B LRI . A AT WBC 7K 5 156 B B 3 1R P 4
SiE I LR X R R T RMEEE KRS
FEAE AT I 2 B 75 04 - R E KU o

GGT/ALP LA & — AT L% 25 20 245 W I 987
RUARIC Y, 76 BB 9532 W Jr T B — i #.
Ouyang % ""HF 58 k& B, GGT/ALP FLAE Al /5 2 1)
JHF9ER ARy M T DD B B3 TS 2B b i, oot e
PR B B (OS) MG AL A7 (TFS) T .
ARHFFE L5 B3R GGT/ALP HAE T 55 45 4 1k I 4
RIBHEEIEGEA G KEIFKAEA L. GGT &AM
BRI S B ok B v 1) — b i Ak 6 , 76 JH 240 i
T R W T 2 AN B P i =g i B Il S S
AT SAE R R T R E AR ORI
JeHJR AR B 2 B SOE A N TS T, GGT 15
RN AT R A AL E ™ . ALP & —Fh 3220k
U5 ERE B K e il , T S 54T AR AT fE
S AR . MW &KL, L7 GGT \ALP
KOV 55 R 58 A8 e 17 )™ B R A O
EAEFRAT ,GGT  ALP Z R4S HE RS, 45
PERREE 58 K& AE e, R A SE il T SR 42 BE 3
JERNERZE 5 R AREAERE , s AR HEVS 32 BH, ATl

1% GGT \ALP ZK~F-Ft & . 1 liLi GGT . ALP 7KF-
7 U B 45 A e R0 8 8 o 1 ™ i, RS O
SiE JX B 5 =5 . GGT/ALP M 2 M 4l GGT.
ALP Bt B s o0y HAE S5 A PRI R B %
L B R 5 O e T v B B A . A
7% ROC £k 15 GGT/ALP FUAE T 45 4 1k AR 4 48
BB I B R S A T ROE B AN (B B L AR
U, R A IE RIG YT B AR B AT SR A

Zr LTIk 45 A TR R BB E R E GRS &
A I R RE 5 AR BE JEL R A — A DXORY 4 IR —
X AR ORHT WBC KA1 & . GGT/ALP LB X
45 0 1 IR A AR A8 T B R I e A O e B —
JE B T, AR S AR R S AR IC )

S 3% 3k

[1]  Kolomiytsev V, Terletskiy O, Bufan M, et al. Efficacy of
evaluation of microRNA-122 and microRNA-21 levels in the
role of biomarkers of oligosymptomatic choledocholithiasis in
patients with acute calculous cholecystitis [T]. Pol Merkur Lek-
arski, 2021,49(290) :108-113.

(2] APl ke, ket Ak g £ PR IH 4 58 0 % Ik e E
PEVIBRA o 5 FF I TR 10 5% o 5 32 43 A L0 1. o Il i IR P2
A2k, 2022,50(12) : 1474-1476.

[3] Vargheese S, Nelson T, Akhtarkhavari A, et al. Laparoscopic
Cholecystectomy in Acute Calculous Cholecystitis: A Second-
ary Center Experience[J |. Cureus, 2023,15(6) :e41114.

[4] LiJ, Tao H, Zhang E, et al. Diagnostic value of gamma-glu-
tamyl transpeptidase to alkaline phosphatase ratio combined
with gamma- glutamyl transpeptidase to aspartate aminotrans-
ferase ratio and alanine aminotransferase to aspartate amino-
transferase ratio in alpha - fetoprotein - negative hepatocellular
carcinomalJ]. Cancer Med, 2021,10(14) : 4844-4854.

[5] AR A g & 02, AR R 2 AU 27 2 22 T T
PRI IR . S P NI 4% IR A5 A2 YT LR
WL(2018 %) [T]. AEiH LR, 2019,39(2) : 73-79.

(o] JEAl . &4 o N 0 5 N A2 VI BR AR U5 I 0 1 fe s D 3R 4
Bl ILIREE 2, 2019,45(5) : 538-539.

[7]  Di Martino M, Mora-Guzman I, Jodra VV, et al. How to
Predict Postoperative Complications After Early Laparoscopic
Cholecystectomy for Acute Cholecystitis: the Chole - Risk
Score[ J ]. J Gastrointest Surg, 2021 25(11) : 2814-2822.

[8] I, Bk, skol, 55 . BAALIE BN AL VIR I I 20 K
SR AT [T ] SRR, 2020,25(2):114-117.

(9] XU/NIS  WROGHE 36 Ik vk 2 A P IE 20 4% 28 0 s 5 JIEL 4 )
Bk AR ST I HILXT I A RE Y 52 0 K Hb e O I A 62 1R 3R 23 B
[T] IR IRIRIZ BRI L 2020,33(7) : 62-66.

[10]  VEEL fR@l], 54 QorEgiar PRI 5877 I8 I B IR 48 )
R A I A2 RE A 6 8 DS 2R 43 A B XU T A 8 ity e [T ).
FREZ, 2022,26(10) : 2068-2071.

(T 4% 1082 1)



NP2 SRIT ARG 2024456 H %5164 4561 T Mol Diagn Ther, June 2024, Vol. 16 No. 6

1079 -

CK7.TTF-1 Bz Ki-67 TE il 98 H 1) 26 328 S Il AR 2% 5

IEX ORI ORAMEN ERTF

[(# Z] BHM HirHiMAED 7(CK7) HURBREF S+ 1(TTF-1) A& Ki67 25 11 (ki-67) TE i
BRd R 26k RO IR 3 S . 73k BEHR 2020 4F 4 A % 2023 45 1 A bt i K% XA R E B fOE 19 131
1511l Bt 98 FR VR R IR SR G o X Ll Bt 98 20 20 5 9 55 4 20 CK7 VTTF-1 J ki-67 (3R 351 B 5 43 Hr fili it
P 5B BLFRIE 5 CK7 . TTF-1 M ki-67 335 Z (A1 A ¢ & 5 43 7 CK7 . TTE-1 K ki-67 Sl il A B¢ 4 XF
ili Ji 96 432 T R BE 5 40 M CK7 . TTF-1 K ki-67 Bl 46 00 LA K B 4 12 W07 Bili IR o 19 — B0 . 45 B2
CK7 . TTF-1 K ki-67 75 Jifi I 88 41 21 rfr 32 3k 1) PR 236 B 25 8 T S5 A4, 2 5 G it 2% 8 L (P<0.05) 5
ASTe) o 43300 s ELAS 0 AR AR i B e R 3 1 CK7  TTF-1 J% ki-67 PHEF K R i, 22 7 L4 it 2F
L (P>0.05) 5 A ik B 45 7 7% 1) il B 08 8 % CK7 . TTE-1 K ki-67 FHYE RN R 5 TN E 45 ¥ % B,
ERA G X (P<0.05) ; CK7 TTF-1 . ki-67 B4 A5 DU il B8 19 28 BRE e Sk e 2% | B o Tl i
D R )P 00 A8 2 8 T = 48 AR S MU T (P<0.05) 3 CK7 . TTR-1 & ki-67 Sophks I L K 1€ 45 32 W il st 9
5595 THL 2 K8 A 45 R i — B0 Kappa {873 910 0.734.0.763 .0.719.0.935, £ CK7.TTE-1 X ki-67 7&
i 8 4 40 e B R RS AR AR T B2 W R, A e PRI T i e 4 I T S AR

[XBR] WMPMAEN7; TR R T 1; Kio7 H 5 IligiE

Expression and clinical significance of CK7, TTF-1 and Ki-67 in lung adenocarcinoma
WANG Hui*, ZHENG Xiang, WEN Zuochuan, WANG Yongping
(Department of Thoracic Vascular Surgery , Daxing District People’s Hospital, Beijing, China, 102600)

[ABSTRACT] Objective To investigate the expression and clinical significance of cytokeratin 7
(CK7), thyroid transcription factor 1 (TTF-1) and recombinant Ki-67 (Ki-67) in lung adenocarcinoma. Meth-
ods A total of 131 patients with lung adenocarcinoma who were admitted to the People’s Hospital of Daxing
District, in Beijing from April 2020 to January 2023 were selected as study subjects. The objectives of the study
were to compare the expression of CK7, TTF-1 and Ki-67 in lung adenocarcinoma tissues with that in paracan-
cerous tissues, analyze the relationship between pathological features and the expression of CK7, TTF-1, and
Ki-67 in patients with lung adenocarcinoma, assess the diagnostic efficacy of CK7, TTF-1, and Ki-67 alone
and in combination for lung adenocarcinoma, and evaluate the consistency of the diagnostics of lung adenocarci-
noma using the analysis of CK7, TTF-1, and Ki-67 alone and in combination. The consistency of CK7, TTF-1,
and Ki-67 alone and in combination was analyzed. Results The positive rates of CK7, TTF-1, and Ki-67 ex-
pression in lung adenocarcinoma tissues were significantly higher than that in paracancerous tissues, and the dif-
ference was statistically significant (P<0.05). There was no significant difference in the positive expression rates
of CK7, TTF-1, and Ki-67 among different stages, tumor diameters and differentiation degrees of lung adeno-
carcinoma (P>0.05). The positive expression rates of CK7, TTF-1, and Ki-67 with lymph node metastasis were
higher than those without lymph node metastasis, and the difference was statistically significant (P<0.05). The
sensitivity, specificity, accuracy, positive predictive value, and negative predictive value of the combined de-
tection of lung adenocarcinoma by CK7, TTF-1, and Ki-67 were higher than those of CK7, TTF-1, and Ki-67

alone (P<0.05). The concordance Kappa values for the diagnosis of lung adenocarcinoma and the pathological
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findings by CK7, TTF-1, and Ki-67 alone and in combination were 0.734, 0.763, 0.719, and 0.935, respectively.

Conclusion CK7, TTF-1, and Ki-67 are highly expressed in lung adenocarcinoma tissues. The three indicators

can assist in the diagnosis of lung adenocarcinoma and provide a reliable basis for clinical diagnosis of the disease.
[KEY WORDS] CK7; TTF-1; Ki-67; Lung adenocarcinoma
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Prognostic value of D -dimer and C -reactive protein/prealbumin ratio in patients with
craniocerebral trauma

ZHOU Ziyang, GAO Shan, NI Meng, LI Yanwu*

(Department of Neurosurgery, Suzhou High-tech Zone People’s Hospital, Suzhou, Jiangsu, China, 215000)

[ABSTRACT] Objective To investigate the prognostic value of D-dimer and C-reactive protein/preal-
bumin (CRP/PA) ratio in patients with craniocerebral trauma. Methods A total of 100 patients with cranioce-
rebral trauma treated at Suzhou High-tech District People’s Hospital from January 2019 to August 2023 were ret-
rospectively selected and divided into a poor prognosis group (32 cases) and a good prognosis group (68 cases)
based on their prognosis at a 3-month post-operation follow-up. Clinical data, D-dimer levels and CRP/PA lev-
els of the two groups were compared. A multivariate logistic regression model was used to analyze the factors af-
fecting the prognosis of patients with craniocerebral trauma, and a receiver operating characteristic (ROC)
curve was drawn to evaluate the predictive value of D-dimer and CRP/PA levels on the prognosis of these pa-
tients with craniocerebral trauma. Results Compared to the group with a good prognosis, the group with a
poor prognosis had a higher proportion of injuries with treatment times =6 hours and a higher the proportion of
cerebral hernia formation, withstatistically significant differences ( ;52=7.448, 6.553, P<0.05). Additionally,
the poor prognosis group had higher levels of D-D, CRP, and CRP/PA, and lower levels of PA compared to the
good prognosis group , with statistical significance (=6.795, 5.008, 6.945, 13.829, P<0.05). Multivariate lo-
gistic regression analysis showed that the proportion of patients with =6 hours, formation of cerebral hernia,

high levels of D-D, CRP, CRP/PA, and low levels of PA were all risk factors for a poor prognosis in patients
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with craniocerebral trauma (P<0.05). The ROC curve showed that the area under the curve (AUC) for D-di-

mer, CRP/PA, and their combination in predicting the prognosis of patients with craniocerebral trauma were

0.830, 0.853 and 0.914, respectively. Conclusion Both D-dimer and CRP/PA levels can predict the prognosis

of patients with craniocerebral trauma. When used in combination, they provide a more accurate prediction.

[KEY WORDS] Craniocerebral trauma; D dimer; C-reactive protein/prealbumin
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1.2.3 ML A

ABE 30 min PR A B AN # K L 5 mL, 2R
FHA F 30 B (Fiy £ 2, CS-5100) LA L ik 45
I D-D 7K ;3 000 r/min 5.0 10 min (B0 42K
13.5 cm) , WEE 138 , >R FH [ETRH e O il I A 72 T o3k
S CRP & i, 120 &0k B iR AE YRR
BN 7] 5 SR ST I 0o i R I PA 7K P 37 &5 1 B
i SO A BRA L 1L CRP/PA {H .
1.2.4 Bty S e vEAl 4

P BB 58 B3 A BT, AR e e — IR B
Vilh GCS #1431 R Wi)E , iR B4 1~5 47,
BEET I 1 40 M AR At 2 4 BRI 3
o7, R 4 0 WKE RIF R 555 4~5 57 E T
EWE R, 368 4], 1~3 & Bia AR, 3L 324,
1.3 Gtk

K0G8 3T 22 5k SPSS 21.0 347 B 5 i1 4y
Bro IEESMAITR TR (2s) ik, L
K B B R n (%) FiR, HEECR o
K5 56 5 751 fiki &0 453 B 2 TS 52 i R R 2 IR &
Logistic 1] 5 #% 8 73 #r 5 > H] 52 10 % T AF FF 1E
(ROC) £k 43 M D-D . CRP/PA X i figi #1135 5 75
JEEITRIMNE . DA P<0.05 %R 25 R A G258 L,
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2 HR

2.1 ARG B 4L R TR g

[) 701 Je £ 2 M) AR S BMIL i A0 475 25 A8
ZUIRH 2 kG BE 2R TG R (P>
0.05) ; il J5 A R4 B35 52 46 2 RAR I A >6 h # 4
Lo TR B R TS RArdl, 2 R A%
P2 L (P<0.05), W1,

1 HEARASHERFAREGFKERLE

[(xxs),n(%)]

Table 1 Comparison of clinical data between the poor prog-

nosis group and the good prognosis group [ (x=s),n(%) ]

TiE RAF4 B A R4

MH (n=68) (n=32) 2 P
531 0.054  0.816
% 43(63.24)  21(65.63)

i 25(36.76)  11(34.38)
R () 37.56+10.37  40.37+9.89 1283 0.203
BMI (kg/m?®) 22.73+1.29  23.29+1.41 1.965  0.052
Z iR 0.034  0.983
23 F ik 23(33.82)  11(34.37)
a8 BA Y 16(23.53) 7(21.88)
A5 29(42.65)  14(43.75)
Z 5 2 ROA R A 7.448  0.006
>6 h 29(42.65)  23(71.88)
<6 h 39(57.35) 9(28.12)
Hiki 45 24 54 5.154  0.161
i T 45140 16(23.53) 6(18.75)
i 44 2440 27(39.71)  10(31.25)
T 55 1 18(26.47) 7(21.88)
BRI g 7(10.29) 9(28.12)
% ki 1.968  0.161
= 26(38.24)  17(53.13)
& 42(61.76)  15(46.88)
kT T B 6.553  0.011
= 26(38.24)  21(65.63)
= 42(61.76) 11(34.37)

2.2 A[EFiE #3 D-D .CRP/PA L5
i J5 A K 4H B3 D-D .CRP .CRP/PA /K- &
F UG R UF20 , PA KK F 7l 5 R 4Fd, 22 5

BAS 2 L (P<0.05), W2,

®2 WERIFAMBERRASZE D- R .CRP/PA
PE3 (x+s)
Table 2 Comparison of D-dimer and CRP/PA between the

good prognosis group and the poor prognosis group (x =s)

25

n D-D(mg/L) CRP(mg/L) PA(mg/L)

CRP/PA

WG R4F4 68 0.93+0.26  9.42+3.59 212.60+10.84 0.048+0.012
13.47+4.14 182.34+8.67 0.07420.023
13.829
<0.001

WG ANEY 32 1.42+0.46
6.795
P4 <0.001

i

5.008
<0.001

7.439

<0.001

2.3 ZI[H % Logistic [ 75347

AR 8 R BT 3 4 A WSSO, B A8 E98A
G5 R 22 5 B Geit o LRy de b, DL AT
Z K &K Logistic [71 50 #7 , &5 5F 7R 52 105 2 ROA B
[] =6 h ik i JE 1% | &5 7K °F- CRP . D-D . CRP/PA Al
PA I 7K - 25 2 5 305 il A0 7 e TR R R A
[ R % (P<0.05), WL 3.

®3  FURIMG B E UG & E R 89 Logistic [E1Y3 43 #7

Table 3 Logistic regression analysis of prognostic factors in

patients with craniocerebral trauma

EWKNE B SEM Waldfi OR{H 95% CI Pl
ﬁ%iﬁiﬁ 0.243  0.103 5566 1.275 1.042~1.560 0.018
AE g 0769 0334 5301 2158 1.121~4.152 0.021
CRP 1219 0437 7.781 3.384 1.437~7.969 0.005
PA -1.326 0485 7475 0.266 0.103~0.687 0.006
D-D 1318 0412 10234 3.736 1.666~8.377 0.001
CRP/PA 0972 0371 6.864 2.643 1.277~5469 0.009

2.4 ROC ks #r

D-D . CRP/PA {5 —# G k5 U A il £ T AR
0.914, & T 3 BAIN (P<0.05), W& 4 Kl 1.
F 4 D-D.CRP/PA #& il X il it S5 2235 T J5 B9 F50 U 491
Table 4 Value of D-dimer and CRP/PA detection in predict-

ing prognosis of patients with craniocerebral trauma

e o YT RURE RSN
i REAUC Jew “(g) "(q)

D-D  1.205 0.830 0.574 824 75.0
CRP/PA 0.065 0.853 0.566  94.1 62.5

95% CI PH

0.728~0.933 <0.001
0.764~0.941 <0.001

A A 0914 0.738 94.1  84.4 0.835~0.992 <0.001
. £k U5
- D EIk
i -+ CRPPA
=g - A A
& " =]
4011
20 _
0' 20 40 60 80 100
145 54k
BE1 ROC #h&k
Figure 1 ROC curve
AJ ‘
3 itig

FE B PR 25 FB AL A0 05 458 0 T, G Ak 43 L
10%~20% , 8.5 Pl J5 AN R BRI T- B HERAE
S B AN SR A T R R EE A (BEIT IR R
ST YR R (B = = o O O N T s A O
G &1 58 2 R T BOAS WO | 30 4F R i S0 5 5
FEAAT P BE A, AR5 50 43 FE 3 R A A R 1 i 461
A, % BF T RE AR T RE AR, 5 R B R 1 EL
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B TSR IR PRI R TAE 30— KMEE . PRI AR
G 03 £ A TS AR DG e PR 2R SR Ak T
B 0 T T4 s 5 A /M7 1 PR SR8 T R

i 5 477 A IR R ek R e B I T R
KEEEEH TR EWEHEZEZN, D-D &
2 Y B8 (B 0 R S W, HOKOE S T R R
B MILAAR B8 I - 2T 72 0 V- Ml & A6 2L, il v s 56 £
WUk HLA B e KU PN A 05 R A
T3 G SUEE A I i i R R A7 45,
PER AR B 2 Z R A P T3 L A
AN JEIHGER , (5 £5 AN B I ML % S TS L S5
T B I 8 A8 S, i A5 BB D-D /K- TH i,
B I ARG S DT R R Jom o o 2H 29 doke o A BT
341, 7K F- D-D Rl RE T E Ny 9T S0 i R AR
AR i It I 3 BN g 2, T T R e A A S it Y A
IR [ B 348 B 00T S Ab IO B o7, i 2 I A5 - T AL
B A B A AT AR BELAS DG £ 2t A3t in o R
Wl , AF T ERFEWE"™ . CRPE—FEZEMZ
PR AH B L, AT I 40 i 53, 2 5 LR i
R AT, IEH SO AR CRP ZKSEAR A, {H 24
BLAAR T 32 60 1 o B A By R AR v ARORE 515 O
IF, AT K AR IR, CRP 7K ¥ S I 7] P {8 AT 22
J R i A 05 AR LA I Ak ™ R
A, HAKP CRPIF 2B KF-3RiE . PA [FIFE
= A A B — B B S AR 1, A AR Y
F R v, e R, R AR 48 h, K AR 4
A EE B (1 CEREI>21 d) 3 gk, ol LR
D7 8B iy SRR T BRI 9 R X T
Z FARIG YT 1Y = ALK 405 %, D-D .CRP . PA
L% 5 AR AT ELAE TR0 (%) A AL 8 A g T T X AR
WS AT I DA A B 3 L CRP/
PA [ B4 B S5 J2 W 7KF- I i XU 517 B R
HET A SCMG A5 T 5% 3R BH A8 A g A0 40 f8
CRP/PA #H Et CRP 1 PA 5. — 85 X 8 5 1% i &
) o000 R R R AR S B T, 6T CRP/PA I 48 M
DU AT LR e S W 1 A2 Ak, mT LLYE S GCS 143
K CT Ak I B T 1) P (R WL B2 46 A o AR AF 5 45
RAE BR324 ZHAA =6 h iR B 555 IR X
BE TG A W, 5 BEE 5T R A —BC
J R AT REAE T 52 405 28 ROIA B RD R K, AL AR 6] 495 g
TR IV R B2 I ) R A 1R A e R A Ry L 5 1
TV IS i Al S5 25 s 1 30 B S 2 TRIT R 4R,
B W EIE R TS -

Zi LRI s A 0 fRE TS 5 R R R
2%, ARAFROR I I E K i i . D-D .CRP/PA ¥
HHBEWEARME, D-D.CRP/PA X} & # it 1
Jo AT — 2 WU AR, 3 A nT DL R T T
(IR RE . A FE AT A7 78 Jmy BRE |, R FH 5 s 11 05
PERFSY , HAEAREAA IR B0 A %R SE Tt AT B
FEAEAR AR , A 5 155 7 R R FEAS (2 vt IR IE P
5% 3 — 2 5iE D-D . CRP/PA Ji fixi 451 403 2 &% T
{4 T A1 1

5% ik
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[ 38 8 75 Bk A 1L CEA A AFP A IAE 1~ 55 NI Sfor
Wb P

KREB* KFE XAHA

[ E] B BUTBHIEBSBRA S B IRUR (CEA) R R 8 H (AFP) K 7E 5 IR 5207
PR (EIC) Wi BN . sk BEICL A KRR A RS Bt 4712 Wi A9 B 81 BIC 3 102 61 R 1 58
Xp G2, AT BT R 75 G A, T A T ML CEA L AFP /K. R I ROC [l £k 43 #7 IfiL ¥ CEA . AFP /K-t EIC
B2 W (8 5 SR FH DU 246 15 40 Br —JEG &% BIC B2 Wi B . 455 BIC FHPE £ 5 17 CEAAFP /K
WEE T4, Z S 451173 L (P<0.05) ;1-AFS 4331 11~ IV 1 /Y EIC BRI #3115 CEA . AFP 7K
R FEE T 1~ WA 2, 22 8 it 2% 78 X (P<0.05) ; 1liL3 CEA . AFP /K F-i2 Wi EIC it ROC i £E F
Tk 0.813,0.778 5 2 BAE M8 7 A 2 BIC FHAME: 72 6], B4 30 il 5 BF 8 8 75 BX 4 17 CEA L AFP 12 I8 19 £
JOPE | R E 2 3 T = M2 R (P<0.05) , = FHBEA 12 WS AR kS i — U B S (Kappa=
0.703,P<0.001) . £53& B M54 M CEA L AFP &I 75 EIC 12 W v (4 57 P (i %5 v , 7l i — 40 42
T+ EIC 12 Wi B A8 R ERA M D RIS R

[RBIR]  PIEES; EIRPUR,; FIRE N T8 NI 2 i

The value of transvaginal ultrasound combined with serum CEA and AFP detection in the
diagnosis of endometriotic cysts

ZHANG Yujun* , ZHANG Qing, LIU Dandan

(Department of Ultrasound Medicine, Taihe County People’s Hospital of Anhui Province (Taihe Hospital Af-
filiated to Wannan Medical College ), Fuyang, Anhui, China, 236600)

[ABSTRACT] Objective To explore the application value of vaginal ultrasound combined with serum
carcinoembryonic antigen (CEA) and alpha fetoprotein (AFP) detection in the diagnosis of endometriotic cysts.
Methods A total of 102 patients with suspected EIC who were diagnosed at Taihe County People’s Hospital in
Anhui Province were selected as the research subjects. Vaginal ultrasound examinations were conducted, and se-
rum CEA and AFP levels were measured. ROC curves were used to analyze the diagnostic value of serum CEA
and AFP levels for EIC. The four-fold table method was used to analyze the diagnostic value of the combination
of three factors for EIC. Results The serum CEA and AFP levels in patients with positive endometriotic cysts
were significantly higher than those in the negative group, the difference was statistically significant (P<0.05).
The serum CEA and AFP levels in patients with endometriotic cysts with r-AFS staging of stage ll~IV were sig-
nificantly higher than those in patients with stage I ~ Il positive cysts, the difference was statistically signifi-
cant (P<0.05). The area under the ROC curve for serum CEA and AFP levels in diagnosing EIC was 0.813 and
0.778. Transvaginal ultrasound examination showed 72 cases of positive EIC and 30 cases of negative EIC. The
sensitivity and accuracy of vaginal ultrasound combined with serum CEA and AFP were significantly higher
than those of the three alone (P<0.05), with high consistency between the combined diagnosis and the gold
standard diagnosis (Kappa=0.703, P<0.001). Conclusion Vaginal ultrasound combined with serum CEA and
AFP detection has a high application value in diagnosing endometriotic cysts. This combination can enhance the
sensitivity and accuracy of diagnosis, ultimately reducing the rate of missed diagnoses.

[KEY WORDS] Vaginal ultrasound ; Carcinoembryonic antigen; Alpha fetoprotein; Endometrial cyst
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B N IR 5 %€ i (endometrial implantation
cyst, EIC) J& 1 & WK A i W Z5 5 4E, 5
DA I S 7 3 v Rl i ] LA 2L P 3, IR T — i R
PERG S, AR A S LR T g i i B R 3 (HH
B AR A K SR S5, S F a4
I W N R NI W1 =i 3 B o195 R
PR, % AT B I S Ay 52 Wi e i R IR Y7 rh 2256
L BB AR A RS WiR s R B (B
S 28 ] T8 R 75 ARG A R IO H B AT BB s R A 2 i A RR
oF KEE e I — MR A R B B, S BU2 Wz B R
il , ZHERZERIZIE L . PR (carcinoem-
bryonic antigen, CEA) |, H Jii 75 I (serum alpha-feto-
protein, AFP) & & UL (% IfiL i il g b 75 4 , AT 2 5 )Y
U9 W RRTRE R N SR S Y LR K RE
7 %70 B EE R R S b ELA R A RE
BT K Xk B 18 75 1A I i CEA L AFP A I 75
EIC 2 Wi h A ELEA TR T, LA R 4 5 EIC 12 Wt
U RE S e RS

1 MRMNKREFE

1.1 BFsEx 4

PEE 2021 4F 1 7 % 2023 4F 12 A T2 HE KM
H R EBEHATIZ W SE L EIC 35 102 1 A 357
X5 T ARG ATIESS  EIC FEPE 87 4], BT 15
B, A5 W4 - 1 (32.15+10.11) %, 1K & 48 B0F 1
(24.12+3.75) kg/m’, %&b £z K 42 H 34~89 (61.24%
20.16)mm, AR FEE A= F P2 (retrospective- Ameri-
can Fertility Association, r-AFS) " 436 EIC FH:
Forh 1~ 11341 B 5 M~ IV IH 46 191] . 90 ABRIE
O I A BT G HEAT T AR AR A HAT A
KALWIbRIE s @A WF 7T X G 35 n] 3547 38 75 K
2 ORFE RE B A RSB E S, HbRir
e OB IFEIEME R ; @ ARFNE—AH R RTAEC
GPNEITE s OO BT RE A 234 ; %I D) 6E
WIS o I AR B B2 AR S 51 2t
1.2 ik
121 HAEKA

K 712 WA (il B = A A ], A5 - Medi-
son XG)Xf (& BB P TR AT, 158 & 5.0~7.5 MHz Jiil
B BE I H 2 M, R B T
WA AL R SRR A ) B 18 0 A
BEIIE , YT K] R SEAN R £ B AT S
EEEIDUIE S 1L Y A= S N N 1 SN I oo v}

P W A ARET B 7 75 5y — M s s
— A AR R A R LR G S 2L, &
T ANEEIN], S el P R TE R R 2, BERERR,
FURE A G, 16 stk 22, ol 5 8 R 28 4 AR .
1.2.2 IS FR ARk

A B 58 X R AE AR TR A £ T15 = 6: 00~
10:00 2 [A] %5 fE R A FHIK I 4 mL, 3 000 t/min 175
O, BN 12 em, B[R] A 10 min, 45 FiE R ED N
M3 R o R4 A Sh5siE BTl (36 EHERS
7y ), ALY £ i2000SR) Kz 0 7 CEA | AFP /K -,
FEAR I I N CEA | AFP R [R5 450 & CRERE 525 |
A B T B T AT ARE , 25 CEA AFP il
AORRAE I S o B I R AS A R i L 00 o I A AR A
450 nm AR OGEEAE, 71511 CEA (AFP K-,
1.3 Siit2F ik

K FH SPSS 21.0 04 48 T 4 kA7 43 4, THEL
TRERH n (%) s A LB R, 15 5%
B (xxs) Fom , R K50, SR H ROC it 4k 43 #r
I35 CEA AFP Xt EIC 32 Wi ; 5% FH U Fe A% v
A3 AT 8 BF AR P RG A LA % 2 9 T R P A A A I
% CEA , AFP /K F- %} EIC fi2 Wi i s R JH Kappa
K ge B = H W25 R S ShniEr — 3k, PLp<
0.05 h2ZERA LI E L.

2 HR

2.1  WiZH I CEA . AFP /K V43 #r

EIC P B 3% 1l 7 CEA. AFP & 2 &5 T 911
W, ZFAGIFE X (P<0.05), WFE1,
2.2 K[A r-AFS 43 ] EIC PH ¥ 8 % 175 CEA.
AFP K- A

r-AFS 43 3 0 T~ IV 31 (1% BIC BH 4 & 4 1 i
CEA AFP KPR EE T I~ MHMERE, 25
HY it L (P<0.05), L2,
2.3 [fiLi& CEA \AFP /K V-2 7 EIC [ M E 7 BT

ML 3% CEA £ W EIC A9 ROC (il & F mm X >
0.813, fHURME K 0.529, H5 5 ME 4 0.938, S £ AL KT
{84 30.86 ng/mL; Il i AFP i2 Wi EIC ) ROC [k
N A A 0778, BUBYE R 0.793, K 5 PE R 0.733,
e AEABT M 11.02 ng/mL., WK 1,
2.4 L BHEME AR LT CEA | AFP /K- 5k
W & = F WA 12 W EIC 25

25 )38 68 A R A 45 R S EIC FHME: 72 461, B
P 30 4, 5 4 bR i B A — 2P (Kappa=0.480, P<
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F1 THME CEAAFPKELLE (x+5)
Table 1 Comparison of serum CEA and AFP levels between

the two groups (x+s)

2H 5 n CEA (ng/mL) AFP(ng/mL)
BA-: 87 34.19+9.08 13.12+3.98
[ 15 25.23+7.23 9.10+2.57
A 3.624 3.770
PAE <0.001 <0.001

£2 7[Er-AFS 439 EIC PAM % & CEA . AFP
KFLE (x+s)
Table 2 Comparison of serum CEA and AFP levels in EIC
positive patients with different r-AFS stages (x+s)

2H 5] n CEA (ng/mL) AFP(ng/mL)
I[~11 41 30.51+7.61 11.11+3.24
I ~1V 41 46 37.47+8.59 14.92+4.56

t{H 3.979 4.442

PAE <0.001 <0.001

0.001) ; IfiL 75 CEA AFP {5 £ 25 1 5 S hn iy A
— H M (Kappa=0.434..0.550, P 14]<0.001) ; = # Bk
G WS 4 bR — B85 (Kappa=0.703 , P<
0.001), WLFR 3.

08 1

0.6 [ i

HHURTE

04

02

0 02 04 06 08 10
L5

Bl 1 1% CEA.AFP 7k Fi2 i EIC # ROC #i £k
Figure I ROC curve of serum CEA and AFP levels in the
diagnosis of EIC

2.5 KWy A%t EIC (2 Wik fig o4
SIS W I AR 34 I 3 A TR

Z W (P<0.05) , = FH WA 12 B 0 fE o PR 2 10 2

T4 2 T (P<0.05) , W 4.

3 g

FTEHNERMZRETE R LM EICTEF R
PE R IR R 15% , T0%~80% 3 23 A 7]
PSR, 2808 F WA 4255 kA
87 S NI § 1 e S S = g (2:3 - A PN s A
PR IS % EIC /9 B2 W, 457 S T3, o
ST RdcE BUR SRAE TSR T R . BT, R
BiJE 12 W BIC W fEF B (Ui TH)E THAF
B OOFEM BN G5 AR E 2 IR

®3 ZPEBFRE.MECEAAFPR=FEKAKE
EIC &8
Table 3 EIC results were examined by transvaginal

ultrasound, serum CEA, AFP and their combination

Kot g2k AR A AR (AR At

B (n=87)  Bitk(n=15) (n=102)
CEA [{EEES 46 1 47
[ 41 14 55
AFP PH 69 4 73
3 18 11 29
ZBEB A P 63 4 72
B 19 11 30
=HE H 79 3 82
3R 8 12 20

F4 FiSHI X EIC B2 BT SRR LB
Table 4 The diagnostic efficacy of each diagnostic method

for EIC was compared

Z Wi = TR TSk TR P
CEA 0.529(46/87)" 0.933(14/15) 0.588(60/102)"
AFP 0.793(69/87)* 0.733(11/15) 0.784.(80/102)"

ZPLE KA 0.782(68/87)" 0.733(11/15)  0.775(79/102)*
G 0.908(79/87) 0.800(12/15) 0.892(91/102)

W5 =R BRA 2 L, P<0.05,

A 2 0 F B 4 BB R A B A 2 W
WAk R (58 B, 45 AR 1 B 7 i, O HLAE A ot # v
AT LR FE I M e R A, AT 4 G A 1 ) DR
BEIREY . WM SR AN IR R, 4B A
TR XS B BP B BIC HAA EEE L, AR E
7N, 45 9] 38 M K A BIC 19 U ME N 0.782 (68/
87) RSk M2 R 0.733.,0.775, R 42 ]
TE B 75 R A X BIC A — % B2 B

CEA J2& — i 241 it oA RS B K o3 Bl A e
W) AE NG LW 18 41 20R0 b Bz e Jed 40 e vh bl kB
S H UL 04 IV P IR A R A, o S 0 O L 5 B B
RMEgm HA — 2 WiIERM(E" . Shinmura '
WEIE &I, L7 CEA XF AR H X 43T 5 P9 5 37 i
AH G DI 53958 RN 12 PN RS 6 R DG B9 S5 5% i )12 Wi
HAE®REME. BREFYHREN, TENKS
A RE B LT CEA 7K PR I i T IE & A, H
M~V ERFAKEE T I~T W ERE. AR
R BIR, EIC PHME B35 17 CEA & F B B &,
H. r-AFS 433014 T~ IV 39 () 757 P9 B8 5 67 B f 2
M35 CEA KFEm T 1~ W f g, X 58
LR AR — 3. 2P ROC #h £k BRIl
15 CEA 12 W EIC (¥ i £~ AR 0.813, #Us
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HRH 15 35 45 553 Ry BAPE AL 31 i) BAAE A 71 90, AR 408 1 B 301 ) 2 5 38 7 0 BB T2 41 9 i) A7 T 41 93
A3AT IE S50 TR DA 20 AT RRAE LA 2 21 M3 4 48 A O LA 35 48 B 7K S 28 A6 B0 5 >R FH Pearson #H ¢
ST TE BB 5 O UG 3 7K V- 5 R A 38 A 09 AH G 5 SR FH 45 2% Logistic % 25 [ 43 Hr 441 1E &
FHWRMEMER, &GR 102 #] IE B # 1MH55 BHMHER R 69.61%(71/102) o FHPE A I KL H ¥ -«
(TNF-a) ./ F (IL-2) . F 4 F -6 (IL-6) . WL # [5] T8 (CK-MB) \ WLR2 3 il (CK) . 2L B & iy
(LDH) ¥ TBATEA , 22 4 481t 73 L (P<0.05) . Pearson A8 520 M7 i 75, IE H.# 113 CK-MB ,CK ,LDH
K5 TNF-a | IL-2 \IL-6 4 5 1EAH 56 (P<0.05) o FET- AR >60 % i b B RS 52 5 b O D RE 43 4% T ~
IV 5 L O BEZE A ) K/N=15 mm 5 L 4252 FRA YT o5 [ TNF-a  IL-2  IL-6 .CK-MB .CK . LDH 7K *f-
T T4 R LT 8 K TR 4L, 2R A 500 X (P<0.05) o 2 KW BIEH s, O REF Y
K/h=15 mm AR L2135 K 55 CK-MB 7K 55 CK 7K LDH 7K & 2 [E 83 S A2 7 fE 5 R 2%
(P<0.05). 53¢ 1B HE 0 IR T DL 22 PHPE TR 0 =, Al ok W 00 JTL oA 335 70 S Sk ) B st s 1 ™ B A
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Analysis of pathogenic bacteria characteristics, myocardial enzyme profile and disease
outcome factors in patients with infective endocarditis

XU Ke', WANG Shanshan', YANG Hui', SONG Li', WANG Gang', SAI Lintao"**

(1. Department of Infectious Disease, Qilu Hospital of Shandong University, Jinan, Shandong, China,
250012; 2. Department of Hospital Infection-Control, Yingjisha County People’s Hospital, Kashgar, Xinjiang
Uygur Autonomous Region, China, 844500)

[ABSTRACT] Objective To investigate the characteristics of pathogenic bacteria, the level of myocar-
dial enzymes and the outcome factors of infectious endocarditis (IE). Methods 102 IE patients admitted to Qilu
Hospital of Shandong University from March 2021 to December 2023 were selected. Based on the blood culture
results, they were divided into two groups: negative group (31 cases), and positive group (71 cases). According
to whether the patients died during hospitalization, they were divided into the death group (9 cases) and the sur-
vival group (93 cases). The distribution characteristics of pathogenic bacteria in IE patients were analyzed, and
the changes of serum inflammatory index and myocardial enzyme spectrum index between the negative group and
positive group were compared. The correlation between the level of myocardial enzyme spectrum and inflamma-
tion index in IE patients were explored by Pearson correlation analysis. The prognostic factors of IE patients were

explored by Binary logistic stepwise regression. Results The positive blood culture rate in 102 IE patients was
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69.61% (71/102). Tumor necrosis factor-a (TNF-a ), interleukin-2 (IL-2), interleukin-6 (IL-6), creatine ki-
nase isoenzyme (CK-MB) , creatine kinase (CK) and lactate dehydrogenase (LDH) levels in the positive
group were higher than those in the negative group, with statistical significance (P<0.05). Pearson correlation
analysis showed that the serum levels of CK-MB, CK, and LDH in IE patients were positively correlated with
TNF-«a, IL-2, and IL-6 (P<0.05). The proportion of age > 60 years in death group, the proportion of diabetes
history, the proportion of cardiac function grade Ill to IV, the proportion of cardiac neoplasma size >15 mm,
the proportion receiving surgical treatment, the level of TNF-a, IL-2, IL-6, CK-MB, CK, and LDH were
higher than those in the survival group, and the hemoglobin level was lower than that in the survival group,
with statistical significance (P<0.05). Multivariate regression analysis showed that the size of cardiac neo-
plasms >15 mm, low hemoglobin levels, high CK-MB levels, high CK levels and high LDH levels were inde-
pendent risk factors for prognosis in IE patients (P<0.05). Conclusion The main pathogens in IE patients are
gram-positive bacteria. The severity of the disease can be determined by monitoring the levels of myocardial en-

zymes. The size of cardiac neoplasms, hemoglobin and myocardial enzyme profile are all factors related to the

prognosis of IE patients.
[KEY WORDS]
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Table 1 Distribution characteristics of pathogens in IE patients
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IREAr S M~V 2% 5 b O BEZE A ) K /=15 mm
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Table 4 Univariate analysis of prognosis in IE patients
[(n(%), (x£5)]
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Table 3 Correlation between myocardial enzyme profile 2T 40 IR 2 (mm/h) 20 13+4.12 30.07+4.46 0.649 0518
levels and inflammatory markers in IE patients TNF-a (pg/mL) 20.42+3.13  33.81x4.05 11.937<0.001
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Table 2 Comparison of inflammatory indicators and myocardial enzyme profile levels between the two groups of patients (x +s)
5 n TNF-a(pg/mL) IL-2(pg/mL) IL-6(pg/mL) CK-MB (ng/mL) CK(U/L) LDH(U/L)
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Table 5 Binary logistic stepwise regression analysis of prognosis in IE patients
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PR IKCOE HB, G IR A R L <flht B R A< DE 8 SR R AL, 2 R A G122 B L (F=45.678,49.246
43.017.122.661.64.022.66.978, P 3<0.05) . FHIMESFHTZ5 M iR , miR-29a S5 F2 25 16 0Bl (% %% B g
H AN ZE CART L IEAC, 5 B /MR it 220K F 2 70 56 (7.=0.447,0.346 ,0.423 ,0.572 . —0.559, P<
0.05) . Logistic FIH¥EA BT 25 R R, B/ NBRUEST 2 AT 2 C  miR-29a 52 il 48796 248 & Az 14 i 57 FE B [
£ . ROC HHZR 2 7 45 5 /%, miR-29a A B {4 30.65 B, PEA #2800 75 28 19 AUC 9 0.89., £518
DN i # miR-29a /K F-Fh i , 5 585 1 R B 2 DO AE G , R Ry il Bl 46 B P74l DIN R 3 Bl im A7 9 2%

[ ] WA B s miR-29a; fL I 455 48

Correlation between serum miR -29a level and microangiopathy in diabetic nephropathy
patients

YAN Wenbo*, ZHU Huiqi, DU Jia, LIU Zhenzhen

(Henan Pingmei What Medical Group General Hospital Endocrine Two District, Pingdingshan, Henan, China,
467000)

[ABSTRACT] Objective To investigate the correlation between serum miR-29a level and microangi-
opathy in diabetic nephropathy (DN) patients. Methods A total of 204 patients with DN admitted to Henan
Pingmei What Medical Group General Hospital were selected as the observation group, and 204 healthy subjects
were selected as the control group during the same period. General data and miR-29a levels were compared be-
tween the two groups. According to the urinary protein excretion rate (UAER) level, DN patients were divided
into clinical albuminuria (microangiopaopathy) group (69 cases) , microalbuminuria group (86 cases) and nor-
mal albuminuria group (49 cases). General data and miR-29a levels were compared, and the correlation be-
tween miR-29a and indicators with statistical difference of single factor was analyzed in the observation group.
Logistic regression was used to analyze the influencing factors of microangiopathy. ROC curve analysis was

used to evaluate the clinical value of miR-29a in the assessment of microvascular diseases. Results Compared
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to the control group, the observation group had higher levels of systolic blood pressure, diastolic blood pres-
sure, fasting blood glucose, glycated hemoglobin, total cholesterol, triglycerides, uric acid, serum creatinine,
cystatin C and miR-29a. Conversely, the levels of low-density lipoprotein and glomerular filtration rate were
lower (1=9.475, 6.296, 35.083, 39.770, 9.548, 6.073, 44.190, 22.329, 28.088, 14.560, 14.479, 8.600, P<
0.05). When comparing the disease course, fasting blood glucose, cystatin C and miR-29a levels among differ-
ent urinary protein groups, it was found that the clinical albuminuria group > microalbuminuria group > normal
albuminuria group. When comparing the levels of low -density lipoprotein and glomerular filtration rate: the
clinical albuminuria group < microalbuminuria group < normal albuminuria group (F=45.678, 49.246, 43.017,
122.661, 64.022, 66.978, P<0.05). Correlation analysis showed that miR -29a was positively correlated with
the disease course, fasting blood glucose, low-density lipoprotein and cystatin C levels, but negatively corre-
lated with glomerular filtration rate (r=0.447.0.346.,0.423.0.572,—0.559, P<0.05). Logistic regression analy-
sis showed that glomerular filtration rate, cystatin C and miR-29a were independent risk factors for microangi-
opathy. The ROC curve analysis results showed that when the cut-off value of miR-29a was 30.65, the AUC for
evaluating patients with microangiopathy was 0.89. Conclusion The increased levels of miR-29a in DN pa-

tients are closely related to the severity of their disease. This bopmarker can serve as an additional indicator to as-

sess microangiopathy in DN patients.
[KEY WORDS]

Bl JR 9% ' (diabetic nephropathy, DN) J& ¥
PRI EBIF RIEZ — , R AR E RN E
B R TRAT R 2R BER R , ] 30%~40% W
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U R A AR A A S A B . HOAT, IR
T o A I A 9 AR 1 UR R R A DN, XY R
& PR R 2 E PR R H A R 2300 mg/24
h) B, B UM 2 240 Tz A2 B . BRI
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FIEH & IRA (P<0.05) . L& 2,
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®1 AA—RERRE miR-29a KPLEE [n(%), (x+s)]
Table 1 General data and comparison of miR-29a levels

between 2 groups [n( %), (x+s) ]

. k¥4 o} BB 4] ;
i tr e T
5]

) 113(55.39)  106(51.96)  0.023  0.880

& 91(44.61)  88(43.14)
AR (%) 54.4%3.9 54.9+4.2 1.246 0213
ﬁ?ﬁ?ﬁﬂ 24.55+1.39  24.28+1.42  1.941 0.053
i (mmHg) 129.17+10.24 119.44+10.50 9.475 <0.001
& 7K & (mmHg ) 84.11+7.29  79.26£824  6.296 <0.001
25 & 1A (mmol/L)  9.53+1.59 5.32+0.64  35.083 <0.001
WALIMAE (%) 7.4120.72 5.13£0.39  39.770 <0.001
HAREBEE (mmol/L)  5.65+0.80 4.85£0.80  9.548 <0.001
Hih =M (mmol/L)  1.32+0.39 1.07+0.44  6.073  <0.001
ffnf“niﬂf)ﬁﬁ 3.530.55 2.79+0.48  14.479 <0.001
JR 2 (umol/L) 466.42+75.31 209.26+35.17 44.190 <0.001
1 AL ( wmol/L ) 144.98+38.42 82.21+11.66 22.329 <0.001
iﬂ;ﬁcﬁfn 2 08.49+7.78  106.83x11.46 8.600 <0.001
A& C(mg/L) 1.37+0.33 0.64£0.17  28.088 <0.001
miR-29a 26.78+6.84  18.40%4.56 14.560 <0.001

2.4 Logistic [/1I5 53 B4k 5

XL R A M B it o 22 5 935 A5 (miR-
29a M FE A MR bE B R E A IR C.
B /NBR uE of #2) #E — 20 i 47 £ JT Logistic 7] 14 43
Br, 45 58 s, B /KL R BRI R C . miR-29a
S WIS AR R A il ST e B P ER (P<0.05) o
W 4,

T2 BHE—MBERE miR-29aKELLE [ (v+s),n(%) ]

Table 2 Comparison of general data and miR-29a levels in each groups [ (x+s),n(%) ]

izt IIREAIRH (n=69)  HEEARA (n=86) EHEARA (n=49) FAH P1H

R (%) 54.6+2.6 54.2+3.0 54.3+3.2 0.372 0.690
51

% 38(55.07) 46(53.49) 29(59.18) 0.414 0.813

5’y 31(44.93) 40(46.51) 20(40.82)
BT 5 A (kg/m®) 24.61+1.27 24.48+1.15 24.50+1.29 0.233 0.792
P (4F) 12.19+2.34® 10.17+2.31° 7.65+3.12 45.678 <0.001
Wi s (mmHg) 130.44+8.72 129.23+8.91 129.35+7.89 0.422 0.656
#F5KJE (mmHg) 84.56+6.51 83.94+6.83 83.79+7.04 0.234 0.792
25 [ 1 B% (mmol/L ) 10.22+1.02" 9.36+0.84" 8.62+0.69 49.246 <0.001
B (%) 7.47+0.61 7.34+0.46 7.41+0.59 1.093 0.337
S5 IR [ P2 ( mmol/L ) 5.72+0.67 5.58+0.62 5.61£0.65 0.950 0.388
“H 7t =% (mmol/L ) 1.3420.32 1.27+0.35 1.31+0.28 0.906 0.406
{1 %% B 5 25 11 (mmol/L ) 3.68+0.24" 3.51+0.21° 3.20+0.24 64.022 <0.001
JR 2 (umol/L) 467.22+68.59 466.15+64.38 466.01£65.09 0.007 0.993
1fit LAEF ( mol/L) 145.12+33.25 144.44+32.99 144.80+33.51 0.008 0.992
B /R 3E 32 >R (ml/min/1.73m?) 95.92+3.35™ 97.23+3.94° 102.97+2.28 66.978 <0.001
B Cc(mg/L) 1.49+0.21" 1.25+0.24* 1.13+0.19 43.017 <0.001
miR-29a 33.34+4.45% 24.7424.61° 20.51+4.89 122.661 <0.001

T S IEH A R 8, P<0.05 3 5 3R 2R 11 IR 41 He 85, PP<0.05.,
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Table 3 Results of correlation analysis

seir miR-29a
r{H PAE
it (4F) 0.447 0.008
25 6 1l 8% (mmol/L ) 0.346 0.014
1% B B £ 11 (mmol/L ) 0.423 0.002
B /R g i3 K (mL/min/1.73 m®) -0.559 <0.001
B % C(mg/L) 0.572 <0.001

& 4 Logistic BIIIHNHER

Table 4 Logistic regression analysis results

Eizgan B SE{H Wald{i OR{E 95% CI  P1H

B /INER g %R
(mL/min/1.73 m*)
BEMZE C(mg/L) 2.994 1.131 11.244 19.77 3.42~26.01 <0.001

miR-29a 0.066 0.025 10.579 1.29 1.14~2.39 <0.001

2918 1.052 10.081 4.53 3.10~6.92 <0.001

2.5 ROC {257

gE L IR 24 miR-29a #WHE R 30.67 B, PFAl
HBH O % A8 B AUC K 0.89(0.83~0.96) , R 4
Bk 0.88, R 5 091, DLIE 1.
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Figure 1 ROC curve results
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Influence of transversus abdominis plane block on serum S - 1003, NSE and oxidative
stress in patients with laparoscopic cholecystectomy

ZHAO Qiaoyun* , GAO Hua, XIAO Xiaoer

(Department of Anesthesiology, Wuwei City People’s Hospital, Wuhu, Anhui, China, 238300)

[ABSTRACT] Objective To explore the influence of transversus abdominis plane block on serum cen-
tral nervous specific protein (S-1008), neuron specific enolase (NSE) and oxidative stress in patients undergo-
ing laparoscopic cholecystectomy. Methods 130 patients undergoing laparoscopic cholecystectomy at Wuwei
City People’s Hospital were enrolled as the research subjects from June 2020 to January 2023. Using a simple
randomization method, they were divided into an observation group and a control group with 65 cases in each
group. The control group received conventional intubation anesthesia before surgery, while the observation
group received transversus abdominis plane block anesthesia based on the control group. Changes in serum S-
1003, NSE, oxidative stress indicators [ cortisol (Cor), epinephrine] and inflammatory mediators [ serum C-re-
active protein (CRP), interleukin-6 (IL-6), interleukin-2 (IL-2) | were compared before and after surgery. Re-
covery time, postoperative pain levels and incidence rates of adverse symptoms were recorded. Results The
levels of serum S-1003, NSE, Cor and epinephrine in the observation group after surgery were lower than those
in the control group (P<0.05). The levels of inflammatory factors of CRP, IL-6, and IL-2 were significantly
lower in the observation group (P<0.05). The VAS score and incidence rates of adverse symptoms in the obser-
vation group after surgery were significantly lower compared to the control group, and the recovery time was

significantly shorter than that in the control group (P<0.05). Conclusion The transversus abdominis plane
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block has a significant effect on patients undergoing laparoscopic cholecystectomy, and it can effectively allevi-

ate inflammatory injury and stress response.
[KEY WORDS]

J#5 i 5% 10 4 D Bk R (1aparoscopic cholecystecto-
my, LC) & IH #4547 J 5 Im K b TRy 5 &,
LC HAXHUAGI 05/ 88 AR JF R ARAFEO L 2K
il BT PR S EAERKIH A 20 LC Y
Dy WVCRR A A U DA R L Rl 22 2 AT 5 1 AR S
JEZURIR L BEAE 22 R 42 B R 7 Xt 47 LC L, (H 4
R 8 B A D7 I8 1 B R )RR R JE R
JiE A JIL - T L iy 2 T R VR I T, O i
7G| AT R A 22 B BAT U SR 4 GE
IV I A8 A A o XUt AR O S R 5 I A L
Y- TET IEL 9 ) M S 5 I 20 U IR AR S L P A e 22

585 1 (serum central nervous specific protein,
S-100B) . #1282 JC HF 5 14 M 5 4L i (neuron specific
enolase, NSE) X S A0 0 7K - B 52 ), LA 4y i IR

Transversus abdominis plane block; LC; Oxidative stress level; Inflammatory mediators

WIS AR, BUR AT ST 45 R GBI F o
1 #AREHZE

1.1 —BgER

PEEL 2020 4F 6 H 2 2023 4E 1 H T AR
& B k12 1 130 61147 18 s a0 3L VT bR R B VE
IR, 48 161 S B HL A 53 Sy UG 20 o BR 4
TUL45 65 0] . MAbRIE: OB H BB 2Z LCRIA
J7 s QBEBE > BAE T~ 2% ; Q4FE I 7E 35~65 % 5
@ FE R & . HEBRARE - O3 A7 BT 7 2 25 Yy
FH 3 QF AR X IAEAE XU sl RAEH ;B F
I P g 25 5 (OB Il B A o T AR — R
IRBER LR 22 5 g it 24 8 L (P>0.05) . W& 1,
ABIF Y O ) S B AR DG AR B 25 B 23w it

®1 WA—MEREE [(vxs),n(%)]

Table 1 Comparison of general data between the two groups [ (x=s),n(%) ]
P51 JRR 53 )
A IR () BMI(kg/m®)
& v R i 5 1 I I It

W2 65 49.89+6.36 24.11+1.06 39(60.00) 26(40.00) 15(23.08) 28(43.07) 22(33.85)
X R 2H 65 51.26+6.55 24.30+1.12 34(52.31) 31(47.69) 17(26.15) 25(38.46) 23(35.39)
VA kI:! 1.209 0.993 0.781 0.317

PiH 0.228 0.322 0.376 0.853

1.2 Jrk 1.3 WS IR

B AT AR E 5 T 0 A G bk g, W
O MRS, Z 5T L4 BRI, SIS
FTEAT JRR B 175 5, A v G &7 25 KJe (N A (1
I i 25 Ml A7 BR B2 4F 28w, B 25 45 H20030115,
20 mL:0.2 g*5 3 {5 B PR IR (e db il 24 11
7y A BR 2N W1, [ 25 1 7 H20103495, 2.5 mL: 25 mg
T ) BEAT 5 SRR . Al 70 3 43 5 R 0.3 g/
kg.2.5 mg/kg . 0.6 mg/kg. AEHE , ML E TR
AR B 5 B 55 K Je 445 bR IR 80 2%, JH: 7]t 92 1l
£ 3.6 pg/mL 4.0 ng/mL,

FEXT IR IERE b WS4 A7 4 B BRIE IS 1 1 A
LR AT S 1T BELIT L A6 88 75 515 160 9 ) S
WU EREWL . AR s T 75 R LA 2% 5 1 Ak
WU 21 0 = £ X8, Y 7E R N ARHUL S IE R ULz [ [m]
i JC A TE M, VS 2 IR R PR (Fi i AstraZeneca
AB, I HIES H20140763, 10 mL: 100 mg*5 37 14t
)20 mL. T A S RRE 2 TR B LC RIBYT .

1.3.1 Il S-100B .NSE #: il
FFARAT TR T8 BT 2 WA kA A o 5
mL, 1 500 r/min .0 10 min (Z.02£48 10 cm) , B
IR AE-80CH B TR E R . R W Ab2: &
ek A L7 S-1008 \NSE K.
1.3.2 LR AR bR

T FARAT T AR 58 B 2 R 5 5B kO 4
ml, 3 000 r/min 550> 5 min( &.02FE42 10 cm) , B B
15 W AE —80CER I Hh R A7 RF I 57 T il BB 0 73 Wi
T 3 A5 T V9 4 L R R KT R Ak 2 R Tk
K Bz J i ( cortisol , Cor) .
1.3.3 RYAR

T FARAT TR T8 BT 2 W A ik o A o 5
mL, 3 000 r/min &> 5 min (F 042 10 em) , B B
TH W AE-80OT IR BT R A I 38 ok il 9K £ 72 1%
B3 A DN A8 3 1L 3 C 2 1 2 1 (C-reactive protein,,
CRP) . 14 % -6 (interleukin-6, IL-6) . [T/ £ -2
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(interleukin-2,1L-2) /K-
1.3.4 FARIEMN
10 5% PR 2 T3 RIS ), R S 24 h i A 0 55 40

PF 43 %% (visual analogue score, VAS) " PEAl i 9K
FATEOL . VAS 53 10 90, B4d h 143, 159508
FETR P B R 20

1.35 ARAER

TSR P AW | B B A5 RLRE AR A A 8
gt
fdi 1 SPSS 23.0 G it A o0 A bl i 3 1F
ARG AN T 22 R R AR H (R 2 s) Kon 2N
FLAATBEXT ¢ A5, 2 ) X6 FL AT I S FEAS ¢ K 5 5 1)
BEAEH n(%) 2R AT ) Kide . P<0.05 KR 257
Agit=E L.

2 R

PIZH LIS S-1008 \NSE /K- b

AR 4L S-1008 \NSE [ 4% 22 % L4 it
ST L (P>0.05) 5 AR PR AL R 48 bR 24 B 4
E AR T XA, 2R A st %E X (P<
0.05), WL#FE2,

1.4

2.1

2 WAME S-1008 NSE /K FELLE (x+5, ng/mL)
Table 2 Comparison of serum S-1008 and NSE levels

between the two groups (x+s, ng/mL)

S-1008 NSE
21 53] n — N N ;
AT RIF AH N
WEEH 65  0.2120.04  0.43+0.10°  6.35£0.85 13.52+1.25"
YLD 65 0.20+0.03  0.51+0.12°  6.42+0.79 15.60+1.30°
1 1.612 4.129 0.486 9.298
Pii 0.109 <0.001 0.627 <0.001

T SRR 7 AT LA, *P<0.05.

(e AR €= A A

RAETPIAHE IR ZE | Cor /K 8 22 55 483t
FRE(P>0.05) ; KRG PIAL'E 2  Cor ¥ 5,
HR AR T XA, 2R A5t E X (P<
0.05), W33,

2.2

®3 MAFRUMHIERLEER (xxs)
Table 3 Comparison of oxidative stress indicators between

the two groups (x+s)

a1l B IR (ng/L) Cor(ng/mL)
£ n
' A AR5 Al R

MEELH 65 119.36+21.65 135.76225.24* 156.96+10.30 212.42+16.26"

Xif T4 65 122.48+20.55 147.88+24.36" 154.78+12.66 235.30+20.26"
A 0.842 2.785 1.076 7.100
P 0.401 0.006 0.283 <0.001

T 5 RGP AL, *P<0.05,

2.3 MAHRMA I

AR HTPI 4 CRP . IL-6 . IL-2 /K L4 22 R L4
T2 L (P>0.05) 5 AR J5 W6 4 138 48 Bk 7K 7 35 B
TR SRR T X R, 2 R A G X
(P<0.05). WLz 4.
2.4 WA TR

W22 2H 75 I B[R] 35 T X IR AL R S K
W EMM T A, Z9 A5 %8 X (P<
0.05). L5,

RO5MABERE REEBERILE (vxs)
Table 5 Comparison of recovery time and postoperative pain

status between the two groups (x+s)

2151 n PR ] (min) VAS W45 (43)
WML 65 18.79+4.06 3.6520.74
X A2 65 23.60+5.11 5.26+0.80
HH 5.941 11.910
P1H <0.001 <0.001

2.5 WA RN A A R ILE
WL 2] AR 5 AN ROE IR & A 3R g 3 K T X g
M, 2ZRAHGFEITFE XL (P<0.05), g6,

3 it

LC & o F U0 0 3 i AR b R T 2%
S L W1 3 ol P TR AR, e BRCH R R A ) 2 22
CSESR{u NES RS A NS E N AR SR X
H0 B AAE , B IA T A o R I B AOR

R4 WARENRELE (vxs5)

Table 4 Comparison of inflammatory mediators between the two groups (x+s)

a1 . CRP(mg/L) IL-6(pg/L) IL-2(ng/L)
AHiT ARG AHi NS A Hip N
WMEE L 65 5.89+1.30 16.49+2.63" 1.75+0.62 5.68+1.13" 0.23+0.09 0.34+0.10°
X A2 65 5.93+1.28 20.42+2.42° 1.70+0.54 7.49+1.55" 0.25+0.06 0.41+0.07*
HH 0.176 8.887 0.490 7.607 1.490 4.623
P1a 0.859 <0.001 0.624 <0.001 0.138 <0.001

W 5 RIALIRYT I AL, *P<0.05,
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Fo MAAFARERRERLE [n(%)]
Table 6 Comparison of incidence rates of adverse symptoms

between the two groups [(n(%)]

Ml n O AIX it WERME  BRIEE MRER
WEEH 65 3(4.62) 2(3.08) 1(1.53) 000.00) 6(9.23)

XAl 65 6(9.23) 5(7.69) 3(4.62) 2(3.08) 16(24.62)
Pakl:! 5.471
PAiA 0.019

XFLC RJE W HA EE . DA I PR
K A AT HEAT 4 SRR, 38 a4 ) K e
T i A3 SR VR R U S R . R R
JER I 7 2XOE DA 22 % B T TR U0 0077 AR B R AR IR
S, TR AT 3 AR P L AS B B 285 08 3 R i R,
€ SN EZ I NP1 N IVA) 8 VAR O |1 AN
W 9% % 5E E & FILRR I 3 Al - X A5 WL A LS T L
WL T AT LC B I RR B RUR

S ST I 5 vl RE 58 o, iE ABLIA, 15
Jis 1 T Ji CO, 48 M8 s 8 ALV, F5-m_F LC R
Ja rE AT BRI R R PR I TR AR A
it T R, R LR T R s 2 R A
TR 7K A3 405 B AU, PR A7 I I B R R
o H KM 0 1 O 2 I R YR 9T S
S-1008 .NSE J& T i PR 45 5 & 1, 38 5 1R i e
PG A AR AR . AP A R R WA
ARJG MLTE S-1008 NSE K T % B2, 156 I U 1 o
PR B B M A JJLF- 1 BELS 1T 97 LC SR E ik 41 4L
Wi, HE— o oR , AR E AL R KR T
XA, UL T A R EERE IR AT LC BE AR
Weo A AT IR R LY e B 3 ok A 25T B B b
e A G ARG ST AT AR P AR 22 R
BE A% sl a2 AN AU e R 28 A TR B TR
AR, TR] B 7R AT il 2 JBR P 245 40 ) 8 A, 28 T ik 20>
TR 258 K T A S 200 i B0 S 5 e A
TZBELIBT 7 2 148 ] /D A Hp R R O & A R
H I E AR F AR R PR e, i
1 G W A JULF 1 BEL VS JRR I 7 3k Wl ek A7 LC fR AR
rh N ORISR R ol B IO B ) R IR
PRIFT- , 2 10 a2 R i 483 403 IS

CRP .IL-6 IL-2 7] iz B ATL (A 5 1A 1 28 P 460 4
FEV ORBESY R, WA AR J§ CRP . IL-6,IL-2
K- 2 2K B 156 BH A 4 R IR B 5 TR
H JULF T8 BEL 4 AT 98/ 47 LC B RAEFAG . A
Ji P < 3 kA A LR A7 S 1w BELVRE 4 T

/DM RE I 22 1) 5 1 i, T R BE 2 LC AR
FHAG NI Z LRI BB L 5 Z XY
B R S SR 28 1 A% S A A e, 5
S 109 A A Jo o B ap AV, AT A 280 2% fie J) L 1
PERE S ANARRIIE R AL E AN RAER
T A AR TN B 0 IO A R T K 5 PR A
JULSF- T BEL 7 A AT 9 20 BIL A B 58 P 45 05, 38 T ik
ARG AN BB H B, 30 8 AR S B A H]

L3 b Ak AR JULF- i E # ] T AT I B
IR 3] N ey R T N S 1 AR S KR K
L P BN 3 e AT I

&k
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M. IL-6 . KLF2. SP-D 5@ JL A PR Bl 25
AIE P PR K B A S P

WwHkH* B EF Fa

(5 ZE] BH HBRILEHAMEAN F-6(1L-6) Kriippel FEFE 5 K 1 2(KLF2) | I35 i 2 1 75 M 8 A
D(SP-D) 5 ¥4 JL &tk P 738 25 A fiF (ARDS) 5 A% B L U5 ARGk . Ak /i 20224F 1 H &
2023 4E 6 F 191 (8] b 50 T N X SR B ISR 1Y ARDS %86} 224 4] ; KR 98 S 5 50K ARDS 488 LAy %
M (n=87) M EH (n=74) MEJEH (n=63) ; R BILL 53 TG RAFA (n=145) MBS A R4 (n=79) ,
LA [ g 1 7 T A% B 8 LIV IL-6 . KLF2 , SP-D 7K 22 5 5 43 T 1L IL-6 . KLF2 ,SP-D /K~F- 5 %45 £
AHICHE: J X ARDS SBULTUS S M. 4558 B ARDS L1 N I3 IL-6.. SP-D 7K V3 i 7+
T, KLF2 /K28 T B, 22 51 B 412738 X (F=155.041,56.005.,198.070, P<0.05) ; K FL HUR R 4740 , 15
Ja AN R LG IL-6..SP-D /K P B8 &, KLF2 K- BEAIL, 22 7 B 4e it 2 1 X (1=8.681.8.038.7.823, P<
0.05) ; ARDS &)L 1t ™ B AR EE 5 1L IL-6 . SP-D 7K-F- IEAH 2 (r=0.823.0.786, P<0.05) , 5 KLF2 7K-F- i ¢
(r==0.761,P<0.05) ,ROC [l 4 25 J 7~ = 2 Pl S 45 K6 I T 00 ARDS £ LT 19 i 26 R i AL 4300
0.806.0.794.,0.767.0.914, {£ T F—HKl (P<0.05) . &5  IML7H IL-6 . KLF2 SP-D /K58 A LA ET-IE 38
LA TER I T AR UIASE X ARDS LU HoA — & AN, =38 564 R HLoA 58 s B sk e

[EEA] 2AMMPREELEAIE; Bl MRS D; MR % -6; Krippel FE%sRF T 2

Correlation of serum IL-6, KLF2, and SP-D with the severity and prognosis of neonatal
acute respiratory distress syndrome

YAO Qiuyu*, YANG Li, XI Lei, LU Xu

(Department of Neonatology , Beijing Tongzhou Maternal and Child Health Hospital, Beijing, China, 101100)

[ABSTRACT] Objective To explore the correlation between serum interleukin-6 (IL-6), Kruppel-like
transcription factor 2 (KLF2), serum pulmonary surfactant protein D (SP-D), and the severity and prognosis of
neonatal acute respiratory distress syndrome (ARDS). Methods A total of 224 children with ARDS were
admitted to Tongzhou District Maternal and Child Health Hospital from January 2022 to June 2023 and were
retrospectively selected. Based on their oxygen index, the ARDS group was divided into three categories: mild
group (87 cases) , moderate group (74 cases) and severe group (63 cases). Additionally, based on prognosis,
the ARDS group was divided into two groups: a good prognosis group (145 cases) and a poor prognosis group
(79 cases). The serum levels of IL-6, KLF2, and SP-D were compared among children with different severity of
the disease. Theaim was to analyze the correlation between serum IL-6, KLF2, SP-D levels, and oxygen index
and the prognostic value of ARDS children. Results Serum IL-6 and SP-D levels increased gradually, while
KLF2 levels decreased with the worsening of ARDS, showing statistical significance (F=155.041, 56.005,
198.070, P<0.05). Serum IL-6 and SP-D levels were higher in the poor prognosis group than those in the good
prognosis group, and KLF2 levels were lower than those in the good prognosis group, with statistical
significance (r=8.681, 8.038, 7.823, P<0.05). The severity of ARDS in children was positively correlated with
serum IL-6 and SP-D levels (r=0.823, 0.786, P<0.05), and negatively correlated with KLF2 level (r=-0.761,

AAF A A T ad M K ARG %A A (KJ2022CX055)
A& A5 db T A N X a4 AR A B AT A LA, b 101100
*BAZVEE AT, E-mail : yaoqiuyu1989@163.com
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P<0.05). Results from ROC curve analysis indicated that the areas under the curve for the three independent and
combined detection to predict the prognosis of ARDS children were: 0.806, 0.794, 0.767 and 0.914,

respectively, which weresuperior to individual tests (P<0.05). Conclusion Serum IL-6, KLF2 and SP-D levels

are closely related to the severity of neonatal acute respiratory distress syndrome, and have prognostic value for

children with ARDS. The combined detection of these three factors has higher predictive efficiency.

[KEY WORDS]
leukin-6; Kruppel-like transcription factor 2

B L2V B 38 25 5 4iF (acute respiratory
distress syndrome , ARDS ) J&—Fh X #r A= LA iy 4 4=
ELA ™ U 0 R G 2 S EIE AL R TR
HEREP S 25 RSERE . RIS WOT R
PR A BRI, LAa il 1 & e B 1k
1% %Ak, F T2 s ARDS & LT , FERH R T
R, FIRBUZ B IR T8 A JL ARDS S s ™ B A
JEVEAG BYHEREFE A , (H AR B T H AL R kT R e
Sl o3BT L ARG Lo A i LR ] AR Aw] s
OUT AW e " IR TOA S HLE | HLIln R FoBn 2k L
Bk AR A — & RIME™ , ORI 42 )L ARDS
I 1 PPl s BRI B R B8 hR . B A L
ARDS =55 FILEEAMl 75 T4 B Ml il = 38 40 5 e
LVERR . BRI AL/ 3R 6(Interleukin-6,
IL-6) . Kriippel £ 4% 5 X - 2 (Kriippel-like factor 2,
KLF2)7E 5 P g8 55 & A Jiiod i v 49y 1
LA 2% 117 M 25 11 D (Surfactant Protein
D, SP-D) i 44 JE SCI&A7AE T il 6 24 T 7% 4 e o i) —
TREE L, 08 T s S 5 7 A | S i S I I A 4 Al £
feted BA BB . BT, AT B AERTT I
{if IL-6 . KLF2 ,SP-D /K- 53§ /2 JL. ARDS 517 ™
FREEMIOC AR, L KRB LTS Bs2 e, LU I R 12
SrHeis % BARSE RE T .

1 wHESHE

1.1 W4

5 {5 BAL T N XA 4R {5 2022 4F 1
A 2 2023 4 6 J WY iA ) ARDS &L 224 ) i
FFOFST A 35 121 B 2 103 Bl B Hik 1 2= 7
K, F-¥1(3.86£1.02) K 5 & T 2 400~4 000 g, 71
AR TE (3018+255.13) g 5 B0 It N A0 45 : FR S A 54
5] e 5 AE 24 41 577 66 4] GE AR LA L 55 1)
S B 25 ]

94 A b5 i - D ARDS LA & A 5612 Wi b
HE s A7 B B B8 AT BE A I DR 5 003 375 DR v 5 L == 8

Acute respiratory distress syndrome ; Newborn; Pulmonary surfactant protein D; Inter-

JEEW A S, 2ok RAERT T <7 K, gh kil <o M 25
B R AR AL | M3 X 2R S o XU 7 W R
X A BB A QA B A LR & A A
T AIES 5AMIE . HEBRARE : OF A LS KMl
0 K M BE SEAEAE WY s QP A S Pk O e B 5
S A ™ H Dy B R A s DT AE J LT B I 34 e 5 |
R ) T W TR K P e A A s DI IR RS 8
B o WS O AT A T E N X E 2 R B A
PR B W (18 P45 : 2022-TZFY-010-01)
1.2 Wk
1.2.1  [fiL{ IL-6 \KLF2 ,SP-D £ {il]

i o TR A R A T A R JL AN JE i 5 mL
(T ABERIZ]) , 3 000 r/min £.0> 10 min (5.0 2F 4%
13.5 cm) J5 W 4E BRI , T-80CUKAH R AF A5 K
M7 TL-6 . KLF2  SP-D £ ] 77 12 ¥4 Ay i B 4 98 Wt
B g (ELISA ) i, il &t 22 W A R A BR A
AR 4 BN S Ul B AT R
1.2.2  ARDS /& LA ™ 5 %2 B K 75 4320

s 1 7 AR VAL R R R B[ O1= (T A
AL 7 M TR *100) /1L 840 TR TREAY HOLR
1%, T ARDS B LA fEBAE JLEAE 3 2 05 | Ik
25 T HLGE BT T PPAG . EAE B0 HEH A
FEHUAE 8-16 X 0]y i B, G 8 B4 (H /T 8 10
SRR, HEREA S 63 BB IL, B4 74 B, BB
20 871, M4 ARDS B ILGS IR/ W IE 45
BeE M ATG B4, 2 145 1 ; BILFET: JRIE G
ERERFIRIT HENATG AR, 3L 79 .
1.3 Giilsrik

BOYE 4y B K SPSS 21.0 Gi it 244k 4 . i &
PR (x+5) TR AT e K00, Z 41 HLA R 5 22
I3 5 L3 IL-6 \KLF2 . SP-D 7K ¥ 5 ARDS ¥ 1§ /™
R ) 26 2 5K HH Pearson #H M43 ¥ 5 3218 T
YEFRAE (ROC) il £k 43 H7 IfiL % 1L-6 . KLF2 . SP-D 7K
X ARDS LTS () AN . P<0.05 Fon 22
SHEHAGIFE XL,
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2 #HR

2.1 AT ARDS B LM IL-6 . KLF2 . SP-D
IKAF L

B ARDS /&)L 1% i 72 2 5, Hol % IL-6.
SP-D /K B [ FH a4 R A < A < 3
20 5 1M 7F KLF2 7K1 DU i 55 17 (%) Jom 261717 328 7 T %
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Table 1 Comparison of serum IL-6, KLF2 and SP-D levels
in ARDS children with different severity (x+s)

21 5] n  IL-6(ng/mL) KLF2(pg/mL)  SP-D(g/L)
BIEH 87 34.56%4.61 1.95+0.59 54.66%5.44
hEFg 74 42.13%5.80° 1.49+0.43 65.34+6.94"
EEH 63 50.49+6.16™" 1.13+0.32"* 76.42+7.68"

F1{& 155.041 56.005 198.070

P1H <0.001 <0.001 <0.001

T 5 A  #P<0.05; 5 R AL L ' P<0.05
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R RGhE P e
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SHAGEE L (P<0.05), WL#E2,

%*2 AEHEARDS BJLME IL-6.KLF2,SP-D K F
Lt ﬁ (xs)
Table 2 Comparison of serum IL-6, KLF2 and SP-D levels
in ARDS children with poor prognosis group and good

prognosis group (x+s)

21 5] n IL-6(ng/mL) KLF2(pg/mL) SP-D(g/L)
PG AR 79  47.43+7.63 1.25+0.34 71.63+11.25
TG B4 145 38.34+7.41 1.74+0.48 60.32+9.81

A 8.681 8.038 7.823

PAE <0.001 <0.001 <0.001

2.4 [IL7E IL-6 .KLF2 .SP-D /K 14t ARDS £ JL
s M
H4 10175 1L-6 . KLF2 . SP-D 7K - 1E b 46 36 A5

ARDS BILTG B AE MRS & (0=TF AR,
1=1J5 K47 ) 2] ROC #h £ 3F 4k =35 %l ARDS
FBILTUS A, 455 BoR - 3% IL-6 . KLF2 ,SP-D
K- ARDS LTS A R4 F AL (AUC)
43 91K 0.806.,0.794 . 0.767, = B4 K I (9 AUC
R 0.914, H R EE K ke 5 B3R, 40 3R 86.0%
90.6% , I, F B — Kz (P<0.05) . W33 K 1.

%3 I IL-6.KLF2,SP-D 7k 3t ARDS £ JLFEH
i E
Table 3 Predictive value of serum IL-6, KLF2 and SP-D
levels for prognosis of ARDS children

= 4 B

S&bR IR AUC f;ﬁ ﬁ%’;‘f? ﬁ;ﬂ{g
IL-6 46.03 0.806 0.516 66.7 84.9 0.736~0.876 <0.001
KLF2 1.54 0.794.0.502 84.2 66.0 0.726~0.862 <0.001
SP-D 70.66 0.767 0412 54.4 86.8 0.691~0.843 <0.001

95% CI Pl

i iRl 0.914 0.766 86.0  90.6 0.900~0.973 <0.001
100 i 2 5
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Figure I ROC curve of serum IL-6, KLF2 and SP-D levels

predicting prognosis of ARDS children
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A6 3 2022 4F 12 H WM 7R 25 B K27 Bt 5 — B e w12 04 T J P o Il e 8 3 ekt 122 ). ARG
IR 5L B kA5 5 45 43 Ry Al g i 21 (77 45 AN etk sh o AR 4. (45 6] , IFARSE Gensini PF43K 64k 30 ik
AR SRS R B (14 ) i BE AL (18 491) , EEEE AL (13 491)) o LA P AL A8 35 1lL3 NQO1 .CRP/ApoAl .
SRAGE 7K 22 53 ; Pearson A1 ¢ ¥ 4 58 43 #T NQO1 . CRP/ApoAl . sRAGE 5 Gensini W43 )& & ; Z N &
Logistic [ R 5347 i 1R 8 35 IF A RS w2 fsgmm I R . 55R I78 4L B WO & 08 s o
Ll T B4R I R 4 (*=22.215,9.872, P<0.05) ;55 A8 21 8 5 5 1 RS R i e &7 3K & | Il CRP.CRP/
ApoAl 2 T 24l 55 140 (1=7.539.6.192 ,10.923 ,24.049 ,17.362,, P<0.05) ; 55 2520 & % NQO1 . sRAGE {i§
Tt il R 41 (.=11.530,6.746, P<0.05) ; Pearson 43 HT i /% 1fiL 7§ NQO1 . sRAGE 5 Gensini i 43 7 # 3¢
(P<0.001) ,CRP/ApoA1l M| 5 Gensini #E43 5 1FAH 5% (P<0.001) , Z K 2 Logistic 171 13434 8718 5 5 00 46 1%
EP9K IR BERRSE S L L7 CRP . ApoAl .NQO1 .CRP/ApoAl . sRAGE 2 H: Jf: % 5e Ik 5 ok s 742 1) 5% e PRl 2%
(P<0.05). #E1& &M 8 6 IF 5 R 3l ko 28 3 1M ¥ NQO1L . sRAGE 7K - 5 9 45 i B2 17 A ¢
CRP/ApoAl 5 AR5 BE WEAH DG, vl 1Ay e i 8 35 5 bk 3l Dk s 22 T 64
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Correlation between serum NQO1, CRP/ApoAl, sRAGE and coronary artery disease in
patients with essential hypertension

ZHANG Bin', CHEN Bishan®, HUANG Xuming', SHI Yihua', ZHANG Mingxing'*

(1. Department of Rehabilitation Medicine, the First Affiliated Hospital of Guangdong Pharmaceutical Univer-
sity, Guangzhou, Guangdong, China, 510699; 2. Department of Clinical Pharmacology, the First Affiliated
Hospital of Guangdong Pharmaceutical University , Guangzhou, Guangdong, China, 510699)

[ABSTRACT] Objective  To investigate the correlation between serum quinone oxidoreductase
(NQO1), C-reactive protein to apolipoprotein Al ratio (CRP/ApoAl) and soluble advanced glycation end-
product receptor (SRAGE) and coronary artery disease in patients with essential hypertension. Methods The
data of 122 patients with essential hypertension from the First Affiliated Hospital of Guangdong Pharmaceutical
University from June 2021 to December 2022 were retrospectively analyzed. Patients with coronary artery dis-
ease were divided into two groups: the simple hypertension group (77 cases) and the coronary artery disease
group (45 cases) based on whether they were complicated with coronary artery disease. Within the coronary ar-

tery disease group, patients were further divided into mild (14 cases), moderate (18 cases) and severe group
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(13 cases) groups according to the Gensini score. Serum levels of NQO1, CRP/ApoAl, and sSRAGE were com-
pared between the two groups. The correlations between NQO1, CRP/ApoAl, sRAGE, and Gensini scores
were analyzed using the Pearson correlation test. A multivariate logistic regression model was used to analyze
the influencing factors of coronary artery disease in hypertensive patients. Results Compared to the simple hy-
pertension group, the proportion of smoking and diabetes in the pathological change group was significantly
higher (4*=22.215, 9.872, P<0.05). The duration of hypertension, systolic blood pressure, diastolic blood pres-
sure, serum CRP, and CRP/ApoAl in the lesion group were higher than those in the simple hypertension group
significantly (t=7.539, 6.192, 10.923, 24.049, 17.362, P<0.05), while the NQO1 and sRAGE in the lesion
group were significantly lower (t=11.530, 6.746, P<0.05). Pearson analysis showed that serum NQOI and
sRAGE were negatively correlated with the Gensini score (P<0.001), while CRP/ApoAl was positively corre-
lated with the Gensini score (P<0.001). Multivariate logistic regression analysis showed that systolic blood pres-
sure, diastolic blood pressure, diabetes history, serum CRP, ApoAl, NQO1, CRP/ApoAl, and sSRAGE were
all influential factors for complicated coronary artery disease (P<0.05). Conclusion In patients with essential
hypertension complicated by coronary artery disease, serum NQOI and sRAGE show a negative correlation

with the severity of lesions. Conversely, CRP/ApoAl demonstrates a positive correlation with the lesion sever-

ity,, suggesting it can be used as a predictor of coronary artery disease in hypertension patients.
[KEY WORDS] Essential hypertension; Coronary artery disease; NQO1; CRP/ApoAl; SRAGE
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Table 1 Comparison of general clinical data between pa-

tients with simple hypertension and patients with coronary

artery disease [n(%), (x£s) ]

Bl a2 TR B o A

#ir (77 fi) (asp) P
4 51 0.135  0.714
5 42(54.55) 23(51.11)
e 35(45.45) 22(48.89)
(%) 54.95£10.87  56.49+11.43  0.741 0.460
LA FE(AE)  5.14+1.64 7.531.78 7.539  <0.001
46 (mmHg)  142.32+8.97 153271015  6.192  <0.001
75K (mmHg)  92.56+5.93 105.47+6.88  10.923 <0.001
S 22215 <0.001
el 21(27.27) 32(71.11)
i 56(72.73) 13(28.89)
Wl PRI s 9.872  0.002
e} 27(35.06) 29(64.44)
¥ 50(64.94) 16(35.56)
ApoAl(g/L) 1.28+0.27 1.02+0.16 5.773  <0.001
CRP(g/L) 1.75+0.23 3.18+0.43 24.049 <0.001
NQO1 (pg/L) 4.14+1.16 1.81+0.91 11.530 <0.001
CRP/ApoAl(%)  1.45+0.42 3.18+0.68  17.362 <0.001
SRAGE (p.g/L) 2.42+1.02 1.36+0.34 6.746  <0.001

®2 ARREEBRIKFEREMFNQOI.CRP/
ApoAl.sRAGE 7Kk F L &

Table 2 Comparison of serum levels of NQO1, CRP/

ApoAl and sRAGE in patients with different degrees of

coronary artery disease

@l n Gfapsini NQOI1 CRP/ApoAl  sRAGE
Py (pg/L) (%) (pg/L)
IRIE 14 18.7524.26 2.85+0.34 2462025  1.74+0.12
R4 18 46.5626.80  1.80£0.40°  3.1520.22°  1.37+0.10°
HEH 13 72.00£9.28 0.69+0.0.22° 4.01+0.45° 0.92+0.12"
FAH 195.812 136.055 83.024 190.574
P1E <0.01 <0.01 <0.01 <0.01

T SRR B AL 'P<0.01; 5 P EE AL HE 45 - "P<0.01
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Table 3 Multivariate Logistic regression analysis of coronary

artery disease in patients with essential hypertension

5SS B S.E  Wald OR1{H 95% CI P

FILERGFE  0.834 0.576 2.096 2.303
HE N 0.231 0.117 3.898 1.26  1.002~1.585 0.048
&Pk R 0.384 0.168 5224 1468 1.056~2.041 0.022
R 0.976 1.345 0.527 2.654 0.190~37.048 0.468
BEPRFE L 0236 0.135 3.056 1.266  0.972~1.650  0.080
ApoAl 1.056 0.459 5.293 2.875 1.169~7.068 0.021

CRP 1.336 0.589 5.145 3.804 1.199~12.067 0.023
NQO1 -1.187 0.419 8.026 0.305 0.134~0.694 0.005

CRP/ApoAl 1.217 0463 6.909 3377 1.363~8.369 0.009

sRAGE 1.131 0.328 11.890 3.099 1.629~5.894 0.001

0.745~7.120  0.148
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S A i NLRP3 e/ MA B s IL1R . IL18 KP4
2 RIBE IR B IR VRS LRI G &

BRI RBE FTHE RHE AL

(¥ ZE] BH H5HME M T NOD #E2Z R M1 45 F 380 JC B 11-3 (NLRP3) RAE/IMA K 1ML 35 11
M ZF-1B(IL-1B) . AR -18(IL-18) /K F- 5 2 BUBE R (T2DM) G IF A R 6 R . ik WBPE
A3HT 2022 4F- 3 H 2 2023 4F 2 H A Z)E 58 B BEURIR AY 60 1 T2DM A 118 M & 4 3 A I IR kL, #
JLAL MBI AL, TR) o B AL 3% R A 5 60 44 (e AR AR, 15 o % R, X HR AL AN R4 A 3, TR T 4l itk 47
BOCHAE T REERIAYT . B ALIBIT AT NLRP3 RAE/MA (IL-18 IL-18. HEGAIT LA T 697 1A
J& BT 2 S AT 4 JE U NLE 40 K SF (NLRP3 i /M IL-18 \IL-18) LA . A J& 175 i A2 4k, £ 1]
Pearson 1% 53 MY 4 Ji I NLRP3 95 /MA K- 5 IL-18 | IL-18 \FPG .PBG .PD . PLI, AL . BI fi A1 e 4
LR IGYTUL NLRP3 JRE/MA (IL-18 IL-18 ¥ & T X IR AL, 22 5 34 G it 24 X (P<0.05) 536975 iR
J7 41 NLRP3 48 % /IVMA \IL-18 . IL-18 .PD .PLI. AL .BI ¥{X T4 YT R , B4 4R KW Bl VA 7 i R AIG , 22 55
YA G B X (P<0.05) ;167 J5 VA Y7 41 FPG .PBG 5447 Tl i, Z S L& it & X (P>0.05) ;
Pearson 57 BT 45 S W78, NLRP3 4 E /MA K- 5 1L-18 \IL-18 \FPG .PBG .PD . PLI . AL . BI ] & 1IE A
Ktk (P<0.05), &5t T2DM & I8 2F B 4 B8 NLRP3 4855 /IMA IL-18 . IL-18 /K ¥ 5% T1& . NLRP3 if
BEFTREIEHE T T2DM 5 18 5 J 48 3 A it 2

[XEiIA] 2 AVBEIRIG ; 18Pk JH & ; NOD #f Z R (I 25 M M S B/ A1-35 A & -1B; B
#%-18

Relationship between peripheral blood NLRP3 inflammasome, serum IL-1(, IL-18 levels

and type 2 diabetes mellitus with chronic periodontitis
XIAN Mengmeng*, SONG Can, LI Xuemei, ZHAO Meng, LIU Xiangya
(Department of Stomatology, Shijiazhuang Second Hospital, Shijiazhuang, Hebei, China, 050051)

[ABSTRACT] Objective To investigate the relationship between NOD - like receptor pyrin domain
containing 3 (NLRP3) inflammasome in peripheral blood, serum interleukin-18 (IL-1f), interleukin-18 (IL-
18) levels and type 2 diabetes mellitus (T2DM) with chronic periodontitis. Methods The clinical data of 60
patients with T2DM complicated by chronic periodontitis admitted to Shijiazhuang Second Hospital from March
2022 to February 2023 were retrospectively analyzed. These patients were designated as the treatment group. 60
healthy people who went through physical examinations at our hospital were randomly selected as the control
group. The control group did not receive any treatment, while the observation group underwent erbium laser
therapy combined with basic periodontal treatment. The levels of NLRP3 inflammasome, IL-1(3, and IL-18 be-
tween the two groups before treatment were analyzed. In the treatment group, changes in serum inflammation
levels (NLRP3 inflammasome, 1L-18, IL-18), blood glucoselevels, and periodontal conditions were compared
before treatment and after 1 week, 2 weeks, and 4 weeks of treatment. The Pearson method was used to analyze
the correlation between NLRPJ3 inflammasome level and IL-1f3, IL-18, FPG, PBG, PD, PLI, AL, BI after 4
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weeks of treatment. Results The levels of NLRP3 inflammasome, IL-1$, and IL-18 in the treatment group

were higher than those in the control group (P<0.05). After treatment, NLRP3 inflammasome, IL-13, IL-18,

PD, PLI, AL, and BI in the treatment group were lower than before treatment, and the levels decreased with

treatment time (P<0.05). After treatment, there were no statistical differences in FPG and PBG in the treatment

group compared with before treatment (P>0.05). Pearson method analysis showed that the level of NLRP3 in-
flammasome was positively correlated with IL-18, IL-18, FPG, PBG, PD, PLI, AL, and BI (P<0.05). Con-
clusion The levels of NLRP3 inflammasome, IL-1f, and IL-18 in T2DM patients with chronic periodontitis

were found to be abnormally elevated. The NLRP3 pathway may play a role in promoting the pathogenesis of

chronic periodontitis in patients with T2DM.
[KEY WORDS]
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x1 WA-MABLLR [(xxs), n(%)]
Table 1 Comparison of general data between the two groups

of patients [ (x+s), n(%) ]

P51 ) T2DM 8k
am n - ’ AT T
(4F) ()

JRIT A 60 39(65.00) 21(35.00) 49.45£7.57 5.64+1.06 7.15+1.57
X ARZH 60 42(70.00) 18(30.00) 48.81+7.04 5.33+1.24 6.98+1.69
t{H 0.342 0.629 1.472 0.571
P{E 0.559 0.530 0.144 0.569

WA Bl B L AT B 1 AL AR v A
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1M #¥ (2 hour postprandial plasma glucose, PBG) 7K
V-5 36 9T 2 R A 2F R AR BT AT R AR
W2 A 6 2 JR 812 T B (probing depth, PD) | [
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Table 2 Comparison of serum inflammation levels between

the two groups (x+s)

0 n  NLRP3 ®AE/MA IL-1B(pg/mL) IL-18(pg/mL)
WBIFA 60 1.9420.28 35.27+8.54 56.98+11.67
X4 60 1.02+0.09 28.36+7.35 12.25+3.08
il 24.230 5.083 28.707
PiE <0.001 <0.001 <0.001
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Table 3 Comparison of serum inflammation levels at

different time points in the treatment group (x+s)

- , NLRP3 RAE IL-18 IL-18
YIS (pg/mL) (pg/mL)
NEEAR] 60 1.94+0.28 35.27+8.54 56.98+11.67
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Table 4 Comparison of blood glucose at different time
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Table 5 Comparison of periodontal conditions at different
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PiH <0.001 <0.001 <0.001 <0.001
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Effect of early hyperbaric oxygen combined with edaravone on the levels of serum NT -

proBNP, NLR and PLR in the treatment of acute carbon monoxide poisoning

GAO Shunhua*, YANG Shuo, TANG Feng

(Department of Emergency Department, Guangde Hospital of Traditional Chinese Medicine, Guangde, Anhui,
China, 242200)

[ABSTRACT] Objective To investigate the efficacy of early hyperbaric oxygen combined with edara-
vone in the treatment of acute carbon monoxide poisoning and the effects on the levels of serum N-terminal brain
natriuretic peptide (NT-proBNP) , platelet-lymphocyte ratio (PLR) and neutrophil/lymphocyte ratio (NLR) in
patients. Methods 102 patients with severe acute carbon monoxide from February 2020 to October 2023 admit-
ted to the Guangde Hospital of Traditional Chinese Medicine were retrospectively selected and divided into a
control group (48 cases) and a combination group (54 cases) based on the treatment plan. Both groups received
conventional treatment, while the control group received early hyperbaric oxygen therapy on this basis. The
combined group was treated with edaravone on the basis of the control group. The clinical efficacy, serum NT-
proBNP, NLR and PLR levels and adverse reactions were compared between the two groups. Results Com-
pared with the control group, the total effective rate of the combined group was significantly higher (y°=4.262,
P<0.05). Additionally, the levels of serum NT-proBNP, NLR, and PLR after treatment in both groups de-
creased, and the levels of the above indicators in the combination group were significantly lower (1=7.363,
6.870, 3.489, P<0.05). Compared with the control group, the total incidence of complications at 3 months of

follow-up, the incidence of adverse reactions during treatment in the combination group were significantly lower
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*EAEVEE . R4 | E-mail : 18792218899@163.com

it

e



- 1118 - AT SRITARE 2024456 H %5164 #5619 T Mol Diagn Ther, June 2024, Vol. 16 No. 6

(°=1.021, 3.474, P>0.05). Conclusion Early hyperbaric oxygen therapy combined with edaravone is effective

in treating acute carbon monoxide poisoning. This treatment can significantly reduce the levels of NT-proBNP,

NLR, and PLR in patients, decrease the incidence of complications in the short term, and is considered safe.

[KEY WORDS]

Acute carbon monoxide poisoning; Early hyperbaric oxygen; Edaravone; N-terminal

brain natriuretic peptide; Neutrophil-lymphocyte ratio; Platelet-lymphocyte ratio
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Table 1 Comparison of total effective rate between control

group and combination group [ (%) ]
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P! 4.262
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Table 3 Comparison of complication rate between control

group and combination group [n(%) ]

as a o e e LA pmers
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Table 4 Comparison of the incidence of adverse reactions

between the two groups during treatment [7( %) ]
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Table 2 Comparison of serum NT-proBNP, NLR and PLR levels between control group and combination group before and

after treatment (x+s)

151 . NT-proBNP (ng/L) NLR PLR
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1l 0.537 7.363 0.121 6.870 0.425 3.489
P 0.592 <0.001 0.904 <0.001 0.672 0.001

T - HRYTHTELAL - °P<0.05.
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Comparison of value of STER and ESD in treating upper gastrointestinal submucosal tu-
mors based on the changes of gastrointestinal hormones

ZHANG Xinzhu, LING Ansheng* , WU Ping, LI Feng

(Department of Gastroenterology , Anqing First People’s Hospital, Anhui, Anging, China, 246000)

[ABSTRACT] Objective o study and compare the value of STER and ESD in the treatment of upper
gastrointestinal submucosal tumors (SMT) based on the changes of gastrointestinal hormones. Methods The
clinical data of 70 patients with SMT admitted to department of gastroenterology of Anqing First People’s Hos-
pital from January 2020 to January 2023 were retrospectively analyzed, and the patients were divided into
STER group (n=34, STER resection of tumor) and ESD group (n=36, ESD stripping of tumor) according to
surgical methods. The clinical efficacy, perioperative indicators, wound recovery, gastrointestinal function re-
covery, gastrointestinal hormones levels and complications were compared between the two groups. Results
There was no statistical significance in clinical efficacy between the two groups (P>0.05). The intraoperative
blood loss and postoperative hospital stay in STER group were less or shorter than those in ESD group, and the
hospitalization cost was higher than that in ESD group (P<0.05). The wound length, wound healing time,
first anal exhaust time and first defecation time were shorter in STER group than those in ESD group (P<
0.05). The level of gastrin-17 in STER group was lower while the levels of pepsinogen I and pepsinogen II
were higher than those in ESD group (P<0.05). There were no statistical differences in the incidence rates of
surgical complications between the two groups (P>0.05). Conclusion Both ESD and STER have good clini-
cal efficacy in the treatment of SMT. Compared with ESD, STER is more helpful to improve perioperative in-
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dicators and postoperative gastrointestinal hormones levels and shorten the rehabilitation process, and it has

fewer postoperative complications, but the hospitalization cost is relatively high. It is recommended that doc-

tors and patients should choose the surgical method according to the actual situation.

[KEY WORDS]

per gastrointestinal submucosal tumors ; Gastrointestinal hormones

& 9H Ak 18 %&b B R M (submucosal tumor,
SMT) B L AETERE B A F ZHRBEETEMN
JH IR, 22 Oy B RSP A, BB R T B IR I AR E
AR A EOE 2 B A TE HY L R AR A
AR 917 e 2 v s ) 2 1 R AR OB Tt 0 S T A
W ot PR 5 7 O ORE  fE R AR g A
H AT G ARG T SMT FBAd 5 FARIBYT TSR IT
o FiRIT KAE IR 55 o BEE PHEOR T, N4
ARG WA WEE T TR U2 4 A3
RIS PE B )iz W Tl R, By SMT | 32 %2
LW G T . BB T 3R (endoscop-
ic submucosal dissection, ESD) 2 i T H A%, 3= B4}
X EE AL E R IUZ SRR 2 R IR K SMT, %
ARREA R 5 B AR R 5 et LURTEAR S B
B A B H A ARERR TR SMT &4, H.
FETE S A o PN 58 00K T % 3 i o 010 B R
(submucosaltunnel endoscopic resection, STER) &
M 2012 24 Y — TN B S IR T EOR , BT 2
T4 A WUZ 89, Ho KA 2 U B
JIev 9 1 [] s AT DA PR AR R0 5 5 R P B T /) S R
S, STER M ESD J& H i SMT A7 I B 57
S ASHIEFE K U 23 BT 70 5] SMIT J8 35 I R B¢
B AT T B 1 R 22 LT AL STER 5 ESD
1RYT L IH AR IE R I B 08, B TN I RR
7 T B RS R BUARE IR .

1 X&5hF%

1.1 R4
o] B A3 T 22 R T AR — R IS B Ttk N B
2020 4F 1 H & 2023 41 A WA ) SMT &, Lk

Submucosal tunneling endoscopic resection; Endoscopic submucosal dissection; Up-

99 il 5 &, HEBR S AT ™ B B B L g
T iR 0 40 4 55 T R R I SY 45 SR 20 B R E TS
g A 70 B WCEE 43 BT 70 491 SMT B8 35 IIfe IR ¢
Bo AR E . DFL SMT £ ; Q4E i 18~80
%5 QM B, EAR<3 em, TCAMR K54 FS ;
(@) T HoAth 3 1 Bz s O IR BT 528 o HEBR AR
O™ BB Ol IS 0 FB 2 ; QU iR 1A
7 QBE M 78 @TCIE TN Z N TR .
$ Hide T K J7 ¥4 STER 4H 34 15 F11 ESD 4 36
1], 2 BEER PR} LA 25 R R Ge i 3 L (P>0.05)
W1, AR LB L 2E R P2 B SR
1.2 U 5AS

1, 7 5 4% (Olympus , GiF-Q260J ) . # 75 Sl 18 3
(Olympus, MAJ-935) | i 7 N %% (Olympus, EU -
M2000) . {3 55 5t (B & 2, IN02-22423180) , A
¥ 4 (Olympus,, FD-410LR ) | [k Ifil & (22 78 B, AG-
5106 - 1950 - 135-9) | [& £ % ( & Hi , AMH -
SNER242518) . fri 4 Hi, Y1) %% # (ERBE, VIO 200D) .
Dual 7] (Olympus, KD -650L . KD -650Q) , IT J]
(Olympus, KD -611L) . & 2 T % [# #% (ERBE,
APC2) . 1% W iE (Olympus, D-201-10704) . N 55 —
AT (CO,) 16 e B (R, CR4500 A )
1.3 Jr¥k ESD K STER F AR )7 i 2 A1 56 SCHk
I‘/j‘é‘ﬁ [6]
1.4 WEFEHR

DI RIT R KR BB IRYT 5 2 A 1 s
HEATPEAR , BB R PN T 0 S 1 T A k4 R T Ok
h5E AR SR 5 LR K AR I B 45 N R OK T
30% R &8 51 G fifk 5 e 4o kK AR B SR A H B4R
AMER IR BB AG R B R TR B 2 kE R AR Y R

x1 FWABRZABEE (2(%),(x£5)]

Table 1 Comparison of baseline data between the two groups [1(%), (x£s) ]

4 51 I AL 07
215 n o % AR (%) I A K/ (em) o 5 o
STER 4 34 19(55.88) 15(44.12) 53.59+9.22 2.15+0.43 21(61.76) 3(8.82) 10(29.41)
ESD 41 36 17(47.22) 19(52.78) 54.11x11.99 2.03+0.37 18(50.00) 5(13.89) 13(36.11)
PRl 3.725 0.203 1.254 1.070
PAd 0.054 0.840 0.214 0.587
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AN 2K T 20% 558 3 7R 9 3008 9 A Ry %
b, A Ry 58 4 G ik 9 B0 T o3 2 ek 9 8o
ZAHE . QFEARBIHE AR U WA T AR B ] AR
N (1T N =R E o i N Q& o U =S W o NG ST D YN
BERAETE UG I 3 5 A e 1 phy TR B A 3 2k WL
LI RN SRS TIEAL . @B TR Z 1K L«
W A P 2H B T KA O T A I TR 5 6 T A A oA
RTCA B RS I, B e E . DE B
DIRER G 00 - WCEE WAL 3 AR5 B AT T T HEARS
0] S HEfE R B . & B B R AT BT B EIR
JTRIG B I % -17(Gastrin-17,G-17) . B H R 1
(pepsinogen I,PG 1) , & % 1 /i )5 Il (pepsinogen II ,
PG I ) AKF-BERE, 43 3 367 R 5 il BUE 2 3mL )i
FRIKIML , 28 15 em 2502148 3 000 r/min 8503805 B
O ARIE 15 min 5L, KA R FH 4 A 3 A1k
AT A CRERE) |, R B M Ak 22 ROtk G-17, R
g PRI PG 1 (PG I, iR & ¥ [ T 1 ifF
REEY . @I KAE  BEWAH ARG TR
S R AR gL AR IR AORE R AR B
1.5 Hil2Eirik

K FH SPSS 23.0 Ge it 8 # 5 5 73 B ficdis
TPECFE RN [0 (%) 1278 AT K55 1 5k
(% +s) Fm 47 K00 5 LA P<0.05 o 22 5 HAg 4i it
FE

2 R

2.1 PIZLIG IRYT R A

STER 41 5 ESD 41 i/ J7 B A &% 4 5
91.18% F1 88.89%, Lt % 2% 5% L 4 it 2¢ & X (P>
0.05), WLFE2,
2.2 M FIAR IR bR LA

P2 TR B ) b8 22 S 4 0 2R B L (P>
0.05) , STER 2 AR i 1 it AR J5 £ B K ¥ >+
ESD 41, ¥ P25 T ESD 4, 2 B A G it 22 X
(P<0.05), W3,

®2 MWMAWRKTHER [(2(%)]
Table 2 Comparison of clinical efficacy between the two

groups [n(%) ]

5 o LW Wogim O B BARCR

STER 40 34 23(67.65) 8(23.53) 3(8.82) 0(0.00) 31(91.18)
ESDZH 36 19(50.00) 13(27.78) 4(22.22) 0(0.00) 32(88.89)
ul* 0.102
P4 0.750

F3 FWHEBEARBPIERILER (x+5)
Table 3 Comparison of perioperative indicators between the

two groups (x+s)

TRWE] AR ARGAERER L fERE 2

ALl (min)  (mL) (d) (Fi %)
STERZH 34 48.40+9.46 1524399  7.11+1.48  2.11+0.32
ESD4]l 36 44.38£9.24 21.77+4.65  8.76£1.68  1.69+0.28
A 1.798 6.288 4.350 5.853
Pii 0.077 <0.001 <0.001 <0.001

2.3 WALATH A E WD ek 2 B b

STER 21 61 ifii 1 42 . B il A A B[] 1 R AL ]
HEAHT ] B R HE(E B [ 44K F ESD 4, 22 394
it L (P<0.05) . W4,

x4 WMALERSEHINERERRILE (xs)
Table 4 Comparison of wound and gastrointestinal function

recovery between the two groups (x+s)

Bl A2 QARG EORALTTHE ERAEE

45| (em) WEICH) BRI R (h)
STER#H 34 1.74+0.39 4.15+0.89  42.26x9.26  53.35+10.48
ESD#l 36 221+0.57 5.78+1.08 48.95+#9.71  58.62+10.87

t{H 4.003 6.869 2.946 2.063

PfA <0.001  <0.001 0.004 0.043

2.4 WA B BHMEKFELE

16975 , STER 41 G-17 /K VM %: T ESD 41 &
fi%,STER 41 PG I PG Il /K-F-AH% T ESD 41 & &,
ZRAGIFE X (P<0.05), W#ES5,
2.5 WIAARJGIFRIE L

P IF RIER R L 22 R B g it 8 X
(P>0.05), W#6,

x5 FMABBHEKTEHEER (xzs)

Table 5 Comparison of gastrointestinal hormones levels between the two groups (x +s)

G-17(pg/mL)
24133 n be

PG I (ng/mL) PG Il (ng/mL)

I TR RIT AT ifIT)R RYTHT fIr)R
STER 21 34 21.05%3.01 17.46+3.05" 101.32+15.34 112.06+14.99" 15.63+4.12 14.77+3.11°
ESD 41 36 21.63+2.99 19.14%3.07° 102.09+15.22 104.0715.01° 15.48+4.07 13.25+3.08°
i 1.068 3.032 0.211 2.227 0.202 2.054
Pl 0.289 0.003 0.834 0.029 0.840 0.044

1 5 RYT AT S, P<0.05,
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xo WMAHFRERBREE (n(%)]
Table 6 Comparison of complications between the two

groups [n(%) ]

2151 no JEFAM O AREHImM RPEFL kL
STER4 34  2(5.88) 1(2.94) 0(0.00)  3(8.82)
ESDZ 36  0(0.00) 2(5.55)  4(11.11) 6(16.67)

2 EH 0.960

P1H 0.327

3 itig

HMBFF AR B 5 1 B VI R VR YT SMT 1%
G IR TR BEA mEANE, SR E ARG
W, Ao kEmA ks BeE RS
iE 101 B M 45 T AR AN BE VR 0 0 AR L A )
PR A K (1R 96 A8 T A R PN B A i B 5 A R DD B
I A% JE L OE # L2 T B, B 1 i s R E O &
i AU AR, B N B R 1 R TR
MIXF A B i B B9 B 0L, SMT B4 K58 4F T,
STER 5 ESD 7 SMT (1) i FH 3% i 344 £ HLIG JT 5K
AT, 5 SRS R ESD IR YT 67 il & 4R
SMT, B He U] 5 %0 100% , I &4 & HE %K 3.0%,
KU B % . EEFEE" R H STER JA
7 24 1] SMT, B L UI B 3k 89.29% , X 2 i & 4
RNRFM ARG TR K R .

ASBIF 5% 45 FE F O, P AL I IR A SR i 2
STG 5 X STER 20 AR b M i & AR5 4 B
KA T ESD 4, B 1K A2 S B 1w A A 1 1) g
ESD 4. %W STER 5 ESD Y& B lfy7 3k, W5t
SR W A7 N RS A5 R — 3 {H STER X F
SMT [T & , 5 REIs A i i B AR AY K A2
i A IR . T HJEIN L ESD 2 BV TR R i
B, SE V) SRR A 5 B AT, B SR YRR
o VIBRVE B K VB R RAK IE R AE DS A
A B AT SR . STER TE T4 AL 56 2 15 [
B NUZ Z 18] F 7 RS, AT R AR Ab AT DI B,
A7 1= 0 e U B S ) Ry 11N s P94 B I PSP S e
Qb B ASACAT DAY/ H I ol 4 A 3 R L 3 T 3
1o 5 P B LR A T A S B AT i £ 5
FLEY & 35 Bh 46 /N T AR sl /D A Hp s
HE TR SO T A A 5 4 e A B e )

AW 5% 45 5 % B0, STER 41 1 R AL 1] HE < it
6] 7 U B ] 25 5T ESD 40, 697 J5 STER 41
G-17 ik T"ESD 41 ,PG I .PG 11 /K *F-/& T ESD 41,
I EAER N L L 2 R RTS8 . RIAR

FH STER X+ SMT B & 1 & , e 5 B i %
KA HOR S 380 IF B &A% . R e AE T -
ESD A7 B FE A 30 1 28 AL R AE 3R BRI 4 5
FL AT R f AL 4% 88 4 IR e e b BT AT A0 oy
FIL AT 2 F I, 5 5 BOE 68 R 8 E SRR
g, ARG B B RE IR R B T RES | AR
Je . T STER 38 a3 BB T & & 1 8 28
I BRI KA ik AR T 2R AL R A s Rl
FH A BRSO B SMT B35 AR 5 IR B IR AR
W R FH R T AT BB P Lk i S . R Y A
USRS T NEREE R g SN o 2 (A N = |
Jo Ty e o 0 B2 B, DA Bh 4k R AT E MR
7J( \/[mio

Zi | Tk ,ESD 5 STER 1497 SMT #4 # it
FIIG R 3% . 5 ESD A Lt , STER HE A7 Bl ek 55 [
AR R S ARG BIME KT GRS R, AR
Ja It K E A AR BE B FH AR v, @ R S R
AR S B G R S, DL Bl 4R e A A
B ARG HRE .

S % 3k
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15 M R R HTID 5 AR ¥ 167 e 01 £ 45098 SR8 07 380 B
IfiL{% VEGE . TGF-B1 K F-I 55
CAW' BAY XE®R' kRE

[(# ZE] BA HOMEE A BT /I IE YT IR B8 (BC) M YT A Rt i 35 i 48 9 Je 2B K
KT (VEGF) F b4 K T (TGF-B1) K152 . Frik  #EHL 2020 4F 5 A % 2022 4 5 A = # & Mg
I B #0312 19 120 (6 3 BC B3, R A BEHL 20 41 50 A W ER AL (n=60) A5t BRA (n=60) . X BEZH R £ 42
R+ FR IR A W+ I T S AT, R E A 7 o M 2 B St i DA s AR B YA L B3R 3 R AR
PRI RYT AL L 1L VEGF \TGF-B1 /KT | IfiL i e s s ¥y [ I bt i (CEA) OBl 28 B J5E 199 (CA199) JHil
HEAPUR 50(CA50) K IIRERS PESY AR R AR, BV AR, LR WAL . &8 6
75 WSR2 W 1 EC SR 1 2% L2 ik S0 AN e 5 1l 38 1 T AL, 22 B R i L (P<0.05) 5 TR YT
J5i , FI4L ) VEGF . TGF-B1 7K-F ¥ {% T 597 A, EUWES AR T X B4, 25 5% A4 4o 1124 5 L (P<0.05) 51697
Jii , FI4L ) CEA \CA199 , CA50 ZK-F 344K TI6 77 1, HOW SR AR T X R4, 22 B Gi it 24 2 L (P<0.05) ;
HITIE , AR R IRII R IR S S i TIRIT AT, FOWER A T-5F B4, 25 R G324 5 L (P<0.05) s P4
B BC & 0B BRI ) LA R | B B IS RN T D) B AR 405 A5 BN R RN R A R L 25 S R
B (P>0.05), Bl 1AF, WELAL A AE 46 0], SE T 14 51 5 X5F BR4H A= 7 35 1) AL T 25 5], P 20 A A O L
BERBGI#E L (f=4.596,P=0.032) . & {5 FRPUECAfLy7 1T 52 5 M BC 835 19 IR RYT 4L
MIEEIRES , BEAR B34 135 VEGF . TGF-B1 /K ¥,

[RBIR] (HaRIRGT; WIS, MENEERRE T BIEKET

Curative effect of sintilimab combined with chemotherapy and its influences on serum

VEGF and TGF-$31 in patients with advanced esophageal cancer

ZENG Chunli', GAO Jie**, WEN Haibo', ZHANG Ruodan’

(1. Department of Pharmacy, Mianyang Fulin Hospital, Mianyang, Sichuan, China, 621000; 2. Pharmaceuti-
cal Department, Yunnan Cancer Hospital (the Third Affiliated Hospital of Kunming Medical University ) , kun-
ming, Yunnan, China, 650118; 3. Pharmaceutical Department, Mianyang 404 Hospital, Mianyang, Sichuan,
China, 621000)

[ABSTRACT] Objective To explore the curative effect of sintilimab combined with chemotherapy
and its influences on levels of serum vascular endothelial growth factor (VEGF) and transforming growth factor
B1 (TGF-B1) in patients with advanced esophageal cancer (EC). Methods A total of 120 patients with ad-
vanced EC confirmed at Yunnan Cancer Hospital were enrolled between May 2020 and May 2022. Using a ran-
dom grouping method, they were divided into an observation group (n=60) and a control group (n=60). The
control group received treatment with paclitaxel + fluorouracil + cisplatin, while the observation group received
additional treatment with sintilimab. All patients underwent 3 cycles of treatment. The clinical curative effect,

levels of serum VEGF, TGF-B1, tumor markers [ carcinoembryonic antigen (CEA ), carbohydrate antigen 199

AT B vl B EFAY 2 RB(EE)ERAHRE(2021TC34)
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(CA199), carbohydrate antigen 50 (CA50) |, score of Karnofsky performance status (KPS) scores, and inci-
dence of adverse reactions were compared between the two groups. After 1 year of follow-up, the survival status
of the patients in both groups was compared. Results After treatment, the objective response rate and disease
control rate in the observation group were higher than those in the control group (P<0.05). After treatment, lev-
els of VEGF and TGF-1 in both groups decreased, with lower levels observed in the observation group com-
pared to the control group (P<0.05). Levels of CEA, CA199, and CA50 also decreased, with the observation
group showing lower levels than the than control group (P<0.05). Furthermore, KPS scores increased, with
higher scores in the observation group compared to the control group (P<0.05). There was no significant differ-
ence in the total incidence of adverse reactions (bone marrow suppression, muscle soreness, gastrointestinal dis-
comfort, liver function injury) between the two groups (P>0.05). After 1 year of follow-up, there were 46 sur-
vival cases and 14 death cases in the observation group, while there were 35 survival cases and 25 death cases in

the control group. The difference in survival status between the two groups was statistically significant (=

4.596, P=0.032). Conclusion

Sintilimab combined with chemotherapy can improve clinical outcomes and

functional status in patients with advanced EC. Additionally, it can reduce levels of serum VEGF and TGF-31.

[KEY WORDS] Sintilimab; EC; VEGF; TGF-B1

9% (Esophageal cancer, EC)/E N H A 1R72
PE B A I — R A B R I AR IE
AR FUBICE AR ZBURFEERIZRT T
RIERT], BA AR RHE . B ETIGIR
WK ARY Y O 23697 BC, (BB & ALy 7 B 14 m
BT EC R SRR 25 1E . [ ) B
HA R A d 2 4 AN TR S BR AR 1 4 g B bt
I, R G BETR YT IR i B A I A N AR
1 [Al ¥ (vascular endothelial growth factor, VEGF) {E
o LIRS TR R B R AE N R Z R R Y
A RN . I F g Ak A2 K BT (Transforming
Growth Factor-B1, TGF-B1) 1] X LA i Jeg 4 i 11 4=
ZMEAA N R EH . AR B EER G
F BT A AR TT IR Y7 M BC 235 107 % I
VEGF . TGF-B1 ZKF-i 52, BT .

1 ARSHE

1.1 —Bwek

VEH 2020 4E 5 H & 2022 4E 5 H T = F4 IhJg
P B 12 1 120 i 30 BEC 823 . g9 AbRitE . D5
GCEERAELSYT 5 1) T 6T EC 1912 Brbs
HE, 2 P2 BYO A0 B A K A R 2 R B, TNM
SN M~V 3 ; @ BE A% — ksl —ZRIG )Tk
W, HOR 45 32 A5 b A TR T s @4 R BE AR L2
Biosilad, A W EC BB KR KR A T R
Zla , REHEBERE . HERRARAE: OO D
e S s Q& I K s . O 5596 55 LA M o
QA M B N J3 1 R G s @O o] 1E i 16

F1 WMABRKABER((%), (xs)]
Table 1 Comparison of baseline data between the two

groups [n(%), (x+s) ]

P51 Ji I B A

AR (%)
PE & ’ =5 cm <5cm

WL 60 43(71.67) 17(28.33) 61.25+5.72 38(63.33) 22(36.67)

XHEZ 60 39(65.00) 21(35.00) 60.18+4.96 42(70.00) 18(30.00)

t{H 0.616 1.095 0.600
P {E 0.432 0.276 0.439
1.2 Jiik

Xof R 2 SR FH 58 A2 I+ 980 DR W5 W + ILATTIG 9T« LA
21 d 2 — M ARS7 R, VS AL B S (A7)
o DI T 2 ey A RS w5 e S0 < [ 24
HE T H20203702 ; #LA% - 5 mL: 30 mg*1 32 ) 135 mg/
m®, 1 YK/1 JE BT 5 0 S R W g (A 77 ) K am KR
A R WA A RA A #HESCS . FA T
H20181113; HLk% : 0.25g*%1 37 ) 750 mg/m?, 5 ¥K/1 J&
995 RSP S (AT KM AT A
BN ) 5 4tk o S5 2 [ 2 1fE 7 H20030675 5 R A%
20 mL:20 mg)75 mg/m’ , 1 ¥/1 J&Y],

W52 20 78 X BE AT SE Ak b, o LA 3k R R v
P AT 58 AR IR R 254 BR S ) 5 4tk v S
S [ 25 1 $20180016; ML A% : 10 mL: 100 mg)
200 mg, 1 ¥/1 J&3, DL 21 d S —A~ g7 JE 30 .

P2 B B2R T 3 4R .
1.3 WMEFER
1.3.1  IGRITRL

BT 3R R WA MG IRIT AL, &%
(WHO SIS RPN bR ) HEAT A OGN 43
564G i EB AT G i RS E R e 4 A
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Po BN HA= (58 R+ i ) 191 550 S 5 e x
100% , B 7 il Z= (58 A +HB 40 e ff+ IR AR E )
118 B EL X 100%
1.3.2  [MiFFRA

A3 TR YT ET IR YT 3 A S R A 2 B
HR R B IM 5 mL, R A IV R ) B0 A
I3 (1 000 r/m, 10 min, &0 48 20 cm) . W
I FFHE W FHA BR 2 w42 3 3 B AR
R &, I Tl E A 5 W B A Ul 3 VEGEF |
TGF-31 K. K Aeroset 4 H 35 A 1k 7 B {X
(36 EHERS 2 R ) 00 FH 005 4 95 12k A6 ) i 35 ik 98
br & ¥ [ 9@ I $T JBL (carcinoembryonic antigen,
CEA) . ¥ 25 T J& 199 (Carbohydrate antigen199,
CA199) ¥ 25 1 Pt i 50 (Glycoprotein antigen 50,
CA50) 7K
1.3.3 UifgkE

S TRITET AT 3RS R R R RE
RSV PEAE L ) D REARAS™ KPS 4324 11 905,
BV 100 43, PEABRE 5 AR R AR 2 TEAH DG
1.3.4 ARRNKEESR

G973 RIS B BE A S AR A AT )
DESE 00 S S R S (WA AY 0 N O N D 1)
REP 1 bm U - FEARYT I, % A il A IR 21 2K OF 2
R g, HEE 2RI B
1.3.5  BVEAFRAICHE R AAT AT

BEDT 1 4F 10 5 B AR IS R R YT 10 A Y
AR KA, BETTA TR B R, TS
FARYT G ) Ee A5 5 Bt vs 7 3R FHW D BR R B
ViR TR B 17 45 5 K. LSR8 BEC A AR AT
LT E I
1.4 Giiterhb

K SPSS 22.0 Ge b2 8 A% 43 A Bt 1 ¢
BERH (x£5) 2R R PIREA I ST ¢ K550, THECSE
BERH n (%) £, 47 1 K5, 2R H Kaplan-Meier
Irids il B B AR 4, 18] 22 5% R H Log-rank
K95 #r , A P<0.05 M ES A ZIHFE L.

2 FR

2.1 PIALIEIRT 7k e Ak

AT IR LG LELI % LR R 1 2
TR, ZZ R A G E R L (P<0.05) . WL 2.
2.2 PR R

IRYTHT , M2 VEGF . TGF-B1 /K- HL 45 2 5+
TG it L (P>0.05) ;1097 Ja , P41 VEGF,
TGF-B1 /KP4 T35 )7 A , H W% 40 IR T X i
M, ZRAHITEE X (P<0.05) . LK 3,

®3 WAMBFKELER (kzs)
Table 3 Comparison on levels of serological indexes

between the two groups (x +s)

VEGF (ng/L) TGF-B1(ng/mL)
IGRIT T GIT G IRYT T GIT IR
WELH 60 230.31x18.62 160.12+18.64" 60.18+8.45 49.82+5.49°
YR 60 225.84+17.59 180.43+17.59° 57.94+7.72 52.63+6.13"
18 1.352 6.138 1.516 2.645
P{H 0.179 <0.001 0.132 0.009

5 [E AL T AT A, *P<0.05,

2.3 A I bR A AR KT LA

JRIT R, 4L CEA .CA199 , CA50 25 IfiL i fif
AR BT FL 25 5 TG i 24 3 L (P>0.05) ;
BIT T W4 CEA LCA199 ,CAS50 7KK T4
ST, 2R A %122 5 L (P<0.05), W34,
2.4 W R IRIIBEREIT A i

IBITHT, BALIE I EC B 0 LR 2 7 L4
TR L (P>0.05) 53697 )5, AL ITE 5 = TR )T
HIL 25 A G L (P<0.05), W35,
2.5 MUIAR RN EERHIE

A2 1) B T ) ULIR R O L R EE AT
DRE 0 45 BN RN & AR IR 25 5 e g1t 2
= (P>0.05), WLFE6.
2.6 WAIELEN

BET 14, WEL L A A7 46 1), FET= 14 4] ; X} IR
HAEAE 35 1 BET 25 ), PRAL A A7 1% D LE 3R 25 5%
AGiHr R L (x'=4.596, P=0.032)

AR n

®2 FWARKTHEEE [0(%) ]

Table 2 Comparison of clinical curative effect between the two groups [n(%) ]

21 5] n 565l 5 2% fi PR R P i %W il R P o
WL 2 60 12(20.00) 13(21.67) 21(35.00) 14(23.33) 25(41.67) 46(76.67)
PO RN 60 6(10.00) 11(18.33) 18(30.00) 25(41.67) 17(28.33) 35(58.33)

2 1H 6.000 4.596

P 0.014 0.032
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F4 MAMBHERSWAFILE (x£5)

Table 4 Comparison on levels of serum tumor markers between the two groups (x +s)

15 . CEA (ng/mL) CA199(U/mL) CA50(U/mL)
AT HIT I SEEALi[) GIT A bEEARl) BT IR
WEE 21 60 6.65+1.58 4.12+1.04* 59.72+10.34 35.82+8.15" 42.49+10.61 21.75+5.42"
Xof 20 60 6.43+1.51 5.63+1.38° 58.46+10.17 42.36+9.67" 40.84+10.22 29.63+7.39"
1l 0.780 6.769 0.673 4.006 0.868 6.660
Pii 0.437 <0.001 0.502 <0.001 0.387 <0.001

- 5 R4 B H A, P<0.05,

#5 PMAFRMERTTEDLE (x+5)

Table 5 Comparison of KPS scores between 2 groups (x +s)

251 n TRYT T WHIT A 1 P
WELH 60 59.56%5.43  72.31x7.18°  10.971  <0.001
XTHRZHE 60 61.25%4.86  66.85£6.93'  5.125  <0.001

1l 1.796 4.238

Pl 0.075 <0.001

- 5 R AL BT H A, P<0.05,

®o WMATARKMEREELILE [n(%)]
Table 6 Comparison on the incidence of adverse reactions

between the two groups [n(%) ]

215 B H&Fﬁ %‘%iﬁ AFohg E\T‘\Efiﬁj
ELIKE iz g Nl LUl KR
WMELH 0(0.00) 2(3.33)  1(1.67) 0(0.00) 3(5.00)
XHIEL 1(1.67) 3(5.00) 2(3.33) 0(0.00) 6(10.00)
2 EH 1.081
PH 0.298

3 it

EC R WIAE R A B i, Z 8B FH st 2 b F
H I, AR AT I BEC B E TR (b)Y
RE N8 A R0F G0 8 S I o3 40 e 2 AR A6 T, 4
P IR B A A {ELTR] B A A K A TR 25 7 LR
B 52 1z 9 181 R A

FEAWEIE 3R Y7 J5 LS AL I R T 30 F Xt
WA Al R BT E AU 2 MRS sk 8 1 G
(IgG4) #4470 PD-1 Hog BEdUIAR , T 3d i 454 PD-1 Jf
FEIT PD-1 5 PD-L1 Fl PD-L2 (94545, 76 iRt
P55 0 G N7 ) TR) ERE 38 T 40 M D BE L B SR T 40 i
T i 96 441 e ) fe 928 W L R 0 LR 3 BE 0, T
A= IR G e N s o %o BRZHL BT SR FH A AR ST O gl
T 2R LA T MO B G2 359, AT ik 2] L 11 98 40 it
SRR E . RS BN, EAb T 3
fitlh 56 A1 a1 R ST 6 &2 % B EC 1 T i 98 2
o7 B G-, R A 0 A K 5 K B EC R E R AR A
B[], T BIF 98 45 SR 5 AR F 9 245 SR 3 o — 3, B BH AT
FEALYT BLh 3G 5 R B ATIR YT M BC A .

TEARMFFE 697 5 WEE4H Y VEGF \ TGF-B1 7KF
PR T X 4l . VEGF 2 Il 45 B hi i it A 1 i
T, R AR Kk R R B 0 ] PR S Al
Az KO G, 78 DR T I A TR RD 4k T ol A R
AR AR R AR . TGF-B1 M S L Fh &
PEA T KA R T 72 4R IS 5 2R SO0 R B
B 925 YT, Y 2 2 FRE SR 5 . 7E BC M
TGE-B1 114755 235 AT 7105 240 1t K7 41 3 IR 2%
e — 2 TR R ALK ) e s DI Re L R R
A A P R b P8 %) A K A i 9 4 e
(R TR 58 o A SCHE— W 9E 45 R Won IR )T
Ji W2 20 ) CEA . CA199 . CAS50 7K - H4 I T % I
20 . CEA.CA199 CA50 A& i IiL 5 I I8 b 5 4
3% CEA JiZ A 1ETH AL R G M b, oK P AR 4k
5405y AT B O R B LT CAL199 S kil
i3 R SRS ) — AR R, B B AR
FEAEMLYE T 5 LT CASO0 T8 Z2 ROl o v 52 v 3%
ko ARG WS R, L CEA .CA199,CA50
A A T B 1 EC B P R () 3G B K, 5
NI St B

FEARBEIE W IG YT SR LS 4L R R ) e RS 1F
gy e TR R, PR RE A ] LR R LB
TEASSE AU D) RE 405 45 B BRI & AR R A 2
SEGIE L ENEERTRRRRENE
BEVF o b, e 400 E 5 A FR A KT 2 IE A
Ko (A RyURIRE A B0 A EH S NFE R
RERRAE [, WA T 7 23R YT R EC AR 3 mT 1Yok
PR ORI R .

g5 LTIk 5 R SR BT ER A AR T IR T AT
B EC A 1 I RTT RO T RERAS | ¥R 7 0 E) T
W A% 1l 75 VEGF . TGF-B1 7K °F- & CEA.CA199.
CAS50 4 IMiL 15 g bn iR 1 7K F- o

Sk
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FIETHE ARTEMRXT ACS G ATBYY i NT-proBNP.
D-D J Fg 7K P55 M

Bk ok AW Him RS RAR® am!

[ ZE] B SWFAMRIIE Bk 2k mE ks & E (ACS) A AIRIT A N i B 15 i £ Ak i
& (NT-proBNP) .D- - EfA&(D-D) KA A FE VR (Fg) /KR . Fik  dEa B R BBt 202045 7 7 &
2023 4F 2 7 A AT 28 1% TER BT ATATT Y ACS HE 142 101, 08 B0 5 50 AR SR IG T O /AR 43
S BRE 70 31 (T LAAREEMGAYT ) 5 ER A 72 0 (T ARIMRIDEEIAYT ) o X HE AL AR AL g AT H i =
ik (TG) B EEL(TC) KR NS A IH [51E2 (LDL-C) | 85 % B B 5 141 IH[%] i (HDL-C) ] .NT-proBNP.D-D
Fg /K-, L 9 20 B 300 ) 0 B A4 0 LA AS R = DL S 2 ) (RS LRy & /B . R SR ALiRYT
JE R R A R R s T R, 25 A BE i3 L (P<0.05) 51697 3 HJE , 41 TG . TC .LDL-C .HDL-C 7K
YRR, HOMERAAR TX R4, 2 A G5 X (P<0.05) ;1697 31 A J5 , HiZH NT-proBNP . D-D . Fg /K1)
TR, B SR T RHRA , 22 A G278 L (P<0.05) ; WAL AEIRT7 I IGO0 A B R Bk AR
RALT TR, 22 57 GoiT2# 2 L (P<0.05) s WUERZH 75 1 24 B 0] 1 B AS RIS (4 R A R AT R, 25 57
AYet2# R (P<0.05) . Z5i8 15 ACS BEN AIBIT)G W AT BER TG 7 AR AR T8 O 2, JOn A 3%
st SR I B K BRI D RE IO A AN RS0 & A KU, HLEA — 2 e 4t

[RER] FLIBE; 4K ACS; A ATRYT ; NT-proBNP; D-D; Fg

Effect of rivaroxaban and warfarin on NT-proBNP, D-D and Fg levels after intervention
in ACS patients

XIA Juntao'™, LI Feng', YU Kuai’, HU Li', CHEN Li’, ZHOU Leling', TIAN Lin'

(1. Department of Pharmacy, Wusheng People’s Hospital, Guangan, Sichuan, China, 638400; 2. Department
of Clinical Laboratory, Wusheng People’s Hospital, Guangan, Sichuan, China, 638400; 3. Department of
Medical Imaging, Wusheng People’s Hospital, Guangan, Sichuan, China, 638400)

[ABSTRACT] Objective To analyze the effects of rivaroxaban and warfarin on the levels of N-termi-
nal pro-B-type natriuretic peptide (NT-proBNP) , D-dimer (D-D) and fibrinogen (Fg) in patients with acute
coronary syndromes (ACS) after intervention. Methods A total of 142 patients with ACS who underwent per-
cutaneous coronary intervention were selected from Wusheng County People’s Hospital from July 2020 to Febru-
ary 2023. Following the principle of the single - blind method, they were divided into a control group of 70
(treated with warfarin) and an observation group of 72 (treated with rivaroxaban) , based on different treatment
regimens. Clinical efficacy, lipid levels [triglyceride (TG), total cholesterol (TC), low density lipoproteins
cholesterol (LDL-C), high density lipoproteins cholesterol (HDL-C) ], NT-proBNP, D-D, Fg levels, adverse
cardiovascular events during the follow-up period and adverse events during the administration of the drug were
compared between the two groups. The study also evaluated density lipoproteins cholesterol (HDL-C) ], NT-

proBNP, D-D, and Fg levels, adverse cardiovascular events during follow-up, and the occurrence of adverse re-

A AR A ve ) A %R B (2022YFS0027)
M. L R BEARE RS A A, w7~ % 638400
2. KR ARERARA, W, )~ % 638400
3.RBEARKERESFZBEA, W, % 638400
*YSBASAEE AR, E-mail : eveeforee632@163.com
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actions during drug administration. Results The clinical effective rate of the observation group after treatment

was higher than that of the control group(P<0.05). After 3 months of treatment, the levels of TG, TC, LDL-C,

and HDL-C of the two groups decreased, and the observation group was lower than the control group (P<0.05).

After 3 months of treatment, the levels of NT-proBNP, D-D, and Fg decreased in both groups, with the onser-

vation group showing lower levels than in the control group, a statistically significant difference (P<0.05). The

total incidence of cardiovascular adverse events during treatment was lower in the observation group than in the

control group (14.28%) , with a statistically significant difference (P<0.05). The overall incidence of adverse

reactions during drug administration was lower in the observation group than in the control group (P<0.05).

Conclusion The therapeutic effect of applying rivaroxaban after interventional therapy in ACS patients is more

significant. It can effectively improve the blood lipid level and coagulation function of patients, as well as re-

duce the risk of cardiovascular adverse events.
[KEY WORDS]

21 5 ik 2% & 1iE (Acute coronary syndromes,
ACS) &I IR 3R WA —Z8 0 ISR | 0N
S YR T b IR By Ik ok A A Ak, S 00 W I v AL Y A7
BHL, AT 51 & — FR AN ImRIE R . ACS S0 &
AR A E R B, H ) S BRI R
THIFRIRAE , B 2l s AE Ak, ACS I R AR %
BB I 4 NS Ad R R Bl . BEE BETT
HARBIAWIE A | 28 B R Bk A AR TT7E ACS &
FHGIT T N o AR TR RE R, K
ACS BETERZ A NIRYT IR USRS BOF A, B
AT i 25 A8 FR O IEAS B S50 A ARG, PR IG5
FHEHCEEIRIT S . REMOR R G RPN, KA
A PUEERCR , S m R T T T A% 1) 22 4 24
Yo RIS PR — o B A 1 ARpEE 2, FLRR
S 5EY YR EMEAEN GRS Z 2
Pz RS WFIEIESE, ML P N i B 76 40 ik
A & (N - terminalpro - B - typenatriuretic peptide , NT-
proBNP) /K- 1] 1l ACS 8 #12 Wi & W5 PE 1)
F8FRE . D- K (D-dimer, D-D) I A] F F 2 AL
PRI 5 IR BPIR 2 5 27 48 25 1 )5 (Fibrinogen,
Fo) W& —RhEEi [+, v] = 5EEm a2, AXE
TE BT AR UD BE AR EMRXT ACS BE N ABYIT )R
NT-proBNP .D-D J& Fg 7K~V 0500 , SRR B 41T .

1 #ABEFE

1.1 — ok

JEHGR I E R EE BE 2020 4F 7 A & 2023 4E2 A
B ESIR AT 28 B2 S AR Bl kA AR Y7 Y ACS i
142 f51] , A B 1k SN AR HE6R YT I AN [A) 43 Ry Xt
REZH 70 191 (3 DAARIE MG TT ) 5 EE 2 72 1] (7 LA
AR PRIGRYTY ) o Horboxd AL 43 491, 4 27 ] 5 °F-

Rivaroxaban; Warfarin; ACS; Intervention; NT-proBNP; D-D; Fg

V4RI (63.92+3.37) & 5 AP0 WIRESE 31 4, AFR
FE L0 30 Bl AR 44 15, £ 28 5] ;1Y
IS (64.27£3.19) % 5 2otk 0 WILEEBE 344, AN Ea e
L0 38 6], g A brifE : DY 2 ACS By AH &
LW Q& B LR ER AL QMIIEA
T @IGIRBER E 8 s @O H M KB %8
TR . HEBRbRE : O G I A B MR @4
Be IR AET % ; QH Z 4 H DI RE RS & s DR 17 %
W QO EBRREE ., ARG EREHEE RS

HEMER) = .
1.2 ik

XFHEZH T DAAR AR (AR < 2.5 mg/ 5 207
7% B EAFEE AT A RA A E AT
H31022123)i697 , S ABIT 5 s 5 d 9,3 /K,
LR/, B JE IR Z5 B0 2 Yk/d, 3 S8ERYT 34 H .

WEL A - T LA VD HE (RLAS - 20 mg/ F 5 A2 ™
J7 R B R 250l e A A BR A FD 2 o
H20213247)i697 , / ARSI 5 UG 1 H N, 5 mg/
W, 1R/, 279 1% 5 22 ) AT 38 i 245 ) i 2 10 mg/
WL IESRIT 3 H .

NT-proBNP .D-D Fg K Ifit fig 4  : 36 97 11
IGIT 3 AN H 5 Sl O 4 A S E R ki 5 mL, 2
0> (3 000 r/min, #0242 8 cm, 10 min) , B F 75 &
Frf o >R SR 580 4G I NT-proBNP (i 1 Hy
FREE il 2R 2w R AL ) D-D GRAR) b B | 42
HE) |, R e Lk vk A DU Fe (3R] B B3 5 2
AL ), R H B 7 A& K I H 90 = BE (Triglyceride,,
TG) . j& B [ B (Total Cholesterol, TC) . 5% F fiff Lt
8 3 A I ARG %% B Big 28 11 IE [ 5 (Low density lipo-
proteins cholesterol , LDL-C) . /5 % & Jig 8 1 A [#] fi2
(H igh density lipoproteins cholesterol, HDL-C) (i
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BT B R w AR AL ) o A I R A i TR
iR REC (o
BEVS : Bt Be s L BEVS 6 L BE VT #LIE &=

F1 FARKTHER [2(%) ]
Table 1 Comparison of clinical outcomes between the two

groups [n(%) ]

2023 4F 8 7 84 H I BE B4 10, GEHFE R T iﬂﬂfgﬂ " (M‘ : f’*ﬁ : (%’*‘ﬁ : f&ﬂ“)
N 2w N . . . . XUEZ 70 30(42.86) 32(45.71) 8(11.43) 62(88.57
e il A 2 T e J L A LA Rl 2 v 260 1 AN R WELH 72 37(51.39)  33(45.83) 2(2.78)  70(97.22)
AR K A G B, T TR S e 24 300 ] 95 41 AR P} 4.057
P1E 0.044

HHTYE ENAN RN, ke JEE %O
M e W = B A
1.3 WEHEIR

Xof B 2 B I PR 488 S R0« B e o) S I R
FIAT VL & ol okl AR it 80% 5 A 2L i
PR ¢ PR 4035 72 JE AE 50%~79% 22 18] 5 ToRK - Il IR 2
P FR AR T 49% 5 AT 2R =0 AR+ 8K
R S I X L R 2L 7 B 7 B T 0 o0 i A
A R = B 4 A 25 ) A R R0 R A
1.4 Git2Eirik

K SPSS 22.0 48 i 28 54 43 Mg dle , F it 5%
AR Goxs) HEAR R ¢ K236 5 THECEAE I n (%) %

2.3 NT-proBNP .D-D Fg /KF

RT3 A G, W24 NT-proBNP . D-D  Fg /K-
TR IR, 2 A Gt L (P<0.05), W33,
2.4 LIMEANRFEF

R 2% 20 7 Bt 17 391 1) 1 BLAG O I R R SRR
SRR X IR, 22 A Gei L (P<0.05) .
W4,

®4 WMAERFHAEBHANOCODERREFLE (2(%)]
Table 4 Comparison of adverse cardiovascular events during

follow-up between the two groups [1(%) ]

LR R L P<0.05 22 S A Gt e E L alml on MR WEKIME BT BRER
XFHR4 70 2(2.85) 3(4.29) 5(7.14) 10(14.28)
2 #R WEEdl 72 0 1(1.39)  2(277)  3(4.16)
P! 4.369
2.1 ImIRIFRL Pl 0.036

WAL LH IR 97 I 0 I IR A SR & T X IR, 2
SAGIFE L (P<0.05), WK1,
2.2 Mg /K

2.5 AR AAER
WS LA TE FH 285 30 1) 1 BLAY AN RS I A9 6 R AR

BIT 3 MG, WS4 TG . TC .LDL-C .HDL-C 7K R T X B, Z5H G %3 L (P<0.05)
AR TXT AL, 23 G L (P<0.05), W2, s,

*x2 WHMAEKXFLLE (x+s5, mmol/L)

Table 2 Comparison of lipid levels between the two groups (x s, mmol/L)

G131 TG TC LDL-C HDL-C
- n RV >, — >, VN >, — >, VN >, — > VN >, —
IRYT T BT 3N HIE IHITH WIF3AHIE  IRITH BT 3 HE WITHT W3
XFHEZH 70 4.76+0.73 4.33+1.02° 5.72+1.26 4.46+0.95" 4.11£1.16 2.41+0.44° 3.68+1.14 2.26x0.69"
Mg 72 4.80+0.70 3.67+0.91° 5.77+1.28 3.53+0.72° 4.07+1.18 2.17+0.31* 3.77£1.25 1.84+0.37°
t{H 0.333 4.071 0.234 6.586 0.204 3.766 0.447 4.537
PAA 0.739 <0.001 0.815 <0.001 0.839 <0.001 0.655 <0.001
1 5 RRYFHT L, *P<0.05,
#£3 FHNT-proBNP.D-D.Fg /K FELLE (v +s)
Table 3 Comparison of NT-proBNP, D-D and Fg levels between the two groups (x+s)
- NT-proBNP (pg/mL) D-D(mg/L) Fg(g/L)
ZHO7 n N o y y o N N N y
IRYT I BT 3G TRYTHI BT 3 HE 1RYT I BT 3 HE
X el 70 3165.39+452.88 2018.57+352.94" 1.69+0.27 0.84+0.12° 5.24+0.75 3.65+0.52"
W5 72 3087.25+461.55 1856.82+358.33" 1.71+0.32 0.56x0.17" 5.18+0.77 2.97+0.38"
il 1.018 2.709 0.402 11.310 0.470 8.915
PAH 0.310 0.008 0.688 <0.001 0.639 <0.001

T SRR T AT AL, *P<0.05.
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®5 MAERGHPENAIRRELZERFRLEE (%) ]
Table 5 Comparison of the occurrence of adverse reactions

during the administration of the drug between 2 groups [ n(% ) ]

ST e
agl ono kmoms o m AR mp grrs

XHEZH 70 3(4.29) 4(5.71) 4(5.71) 1(1.44) 2(2.85) 14(20.00)
Mg 72 2(2.77) 1(1.39) 1(1.39) 2(2.77) 0(0.00) 6(8.32)

P! 3.992
PAd 0.045
3 T

ACS J& — Pl 20PEO I 8 S50, 3l 23 B 21
B A A BRI B AR B T R & e
L H ACS JBEIGIT G & A O A A R K
B AR IH & = AN R o ACS B9 & 9w ML 5k &2 2%, 1
A BB I8 4 RIS, AR OCHRGE AR, AT BB 5 2 0E R
AR S iy A R R A

A ANIGIT 2 ACS B EERIRIT ik (0
AT ARAE S F AR B2 B 45, B — 2R
F 1048 A AE T A I 3 e ) I A AT SO B
AF 25 S 20 A8 B0 AR AE , DA s O LRI L IR BT
G5, I, FE ACS B HEAT A ARYT SR 18 N
5 T HLUE Y AR LA S BT A TE BLIR YT o AR5
R VRIF 3N H A, B4l TG .TC ,.LDL-C \HDL-C
KRR, HRESR T X IR, 5 g ge
H ORI EE AL . UL AR B R AR A, R
PEVE Y 1M1 g A B RO AR . R VD BEASAL T [
B L 38 W] T RE R, FLAEPT AR A A4 T B
P/ B 4L 45y T HL A TR S BRI 2 Ak, A
VP PEAAT B 1E A RE T RAEF AL

NT-proBNP Sz i 44 JIK 15 42 2 fift Ay 1o 494 Bk Bsf Jor
FEHE I — P BT, A WS FR , NT-proBNP 5 ACS &
FIRIT A B0 A N B ¢, A B )& ACS
BERKOEUMIET-H M EF", D-D R
Ik &F 2 2 11 70 7™ A 1 — FloRe S K L 4 AL
PRTE BTG 3 1 I 4 DL K £F %532 B iE, D-D k2 ok
AT, WO 2K T D-D K B T s E HLIR
TETE D BEIRAS AR DA e 4k & PELT R . Fg J2: 1%
W I 2 R BRI T, 7E L A AR R
M ACS B 1kt P A Fe, 480 bk o Bz 40 i 2
ES| KR i N S e S A e e S B ANt [ R
57 Fe ALK AR E N, Ll — R )G ™
% L R T AT E ACS B I R R ARk
WF 5T 45 B4R R MR TP BEXT ACS B3 ARUR B 4

OIMT IR T < AR bR T )5 AR RS i, (EHC AR
28, 2 AR Y 22 5 52 IR BE A RCR: s BLARTE MR AT
TE—5E I %A U, AR 2 e PR, S 808
IR 245 18 T DA A A I R g o7 P BR i 5K
171 ) A3 BE R A 00 o P SRR LA A, AT
e BE I DIRE , T HIE LA 5 5 B R, )b
PERA BUBERICR 3R LR L S i 1 P25
DU HA, b 0 ) ot/ B SR R A RO R R
BE AN, VD IERRR E VS , A5 B LA 25 W) i
BAHEAR Y . ZFRB A P2 F R AE AT
Bl T R S R e b B AT A AR R AR RO I 7 =
PRI 2 A2 B, SASIR B TE 45 R AR . A, WL
LA P24 300 ) B AR AN RSO B4 e A R AT R
PR 4875 R AP FE Y &8 A AR X B35

£i LTIk e ACS E N AIRIT A, DI A&
YO BERG T RO SN 2 2, AT A A R I
i1 N 3 187 = RN | = 2 N S R <9 e
W, HARA — Lt

5% Uk

(1]  #da, W WS, %= K, % UA DD M HCY 7K 4F 2P it
Bk &i Ak 5 PCI AR G R DA g ma [T]. 7 T2 5
VAT 24, 2021,13(1) :91-94+98.

(2] D, i 52 HUN0E R X 2@ R Ik & A A iR
B2 AR B Bk AR JE TR s 1], b [ B B K2
2£4%, 2020,49(9) : 803-806.

(3] ZE3EdE, sk 0de, AhaE 45 F Ph i FHBoe R B N A i
MRBCBE 1 I 0 252802 Fn 254 3 Jy 25w (7). o ] o 24 2
&, 2020,45(19) : 4740-4745.
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COMPASS A 5 Hv [ 37 26 43 #r [T ]. o #8000 1l 87 5 2 3k,
2021,49(9) : 873-879.
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PCT.IGF-1 Je HBP 5¥i/1: )L GBS <44 Fr AL e 11 Mivi
MR &

BFene AE3e IR

[ ZE] B %9384 )L B EHERRTE (GBS ) B UL Ir £k e i 155 42 (PM) ML 375 0 A 36 7 v o 5
FIE(PCT) B & FHEA KB F (IGF) -1 M E 45 & F A (HBP) M R KT KIGIRE L. ik HEE
2019 4F 5 A & 2023 4 5 H i 7K T\ B B BRI #Y 446 CBS 2% 9 PMET AR JLAE R PM 4, 3 e B[]
BEAL, PM BT L 44 I1E R 3 BB 2, F A B4 K PM A [l 15 A 138 8L AN [R) 19 A ) LI 375 R G 6 T v
M52 5 (PCT) i B A K+ (IGF)-1 MJF R S5 & & 1 (HBP) Rk K 10 7 45 8 , FIH ROC 43#Hr
I3 A i PCT (IGF-1 J& HBP 7K - 5051 J Z2 LI Tl 8 A= )L GBS JIr s PM BBULINFUS I B . 2R
PM 41 1fiL % PCT \HBP 7K -3 i T X4 BRZH , IGF-1 7K 1L T 6 BR 2, figi B PCT \HBP \IGF-1 7K V-3 i T X
WA, 25 A Ge it X (P<0.05) . TEAEZLIALTS PCT \HBP 7K-F-2 i T4 RE 40, IGF-1 /KPR T80k 4
%5 #i PCT .IGF-1 HBP7kﬂ?ﬁJm%¢1f“?ﬂ ZESYA G X (P<0.05) 44 6] PM BILTUGE AR &4
K 27.27% , WJa A RALIMTE PCT HBP /K-35 T3 R A4, IGF-1 KA T R 441, 5 W PCT.
IGF-1 HBP /K V-3 FHUG R4, 22 5 511245 L (P<0.05) . ROC 145t o , 115 K I i
PCT.IGF-1 . HBP /K- HLIG 5 EAT T GBS B irE PM AL TS M H (P<0.05) o IMIETEARER S T 55
i VR AR AR IS T AUC {H He 8525 7 BG4 2 L (P>0.05) . 518 IfiL 3 Ak ¥ PCT . IGF-1 .HBP
FIRK AR GBS T/ PM 28 JUIR B RE B B TG AR DG, mI Ko 5 2 B B 190 i 264 T P4k ATt

[XBIR] B EEEEKEE; /LM ; Brd: )L

Clinical significance of PCT, IGF-1 and HBP in serum and cerebrospinal fluid in neonates
with purulent meningitis induced by GBS infection

XI Yanxiao*, REN Cuizheng, WANG Chao

(Department of Neonatology , Hengshui People’s Hospital, Hengshui, Hebei, China, 053000)

[ABSTRACT] Objective To explore the expression levels and clinical significance of procalcitonin
(PCT), insulin-like growth factor (IGF)-1 and heparin-binding protein (HBP) in serum and cerebrospinal fluid
in neonates with purulent meningitis (PM) induced by group B streptococcus (GBS ) infection. Methods A to-
tal of 44 neonates with PM induced by GBS infection and 44 neonates with suspected PM in the hospital were en-
rolled as the PM group and the control group between May 2019 and May 2023, respectively. The expression
levels of PCT, IGF-1 and HBP in serum and cerebrospinal fluid were detected and compared between the two
groups, and differences in neonates with varying disease severity were observed. After treatment, the prognosis
of PM neonates was evaluated. The prognostic value of the three indexes was analyzed using ROC curves.
Results The levels of serum PCT and HBP in the PM group were higher than those in the control group, while
IGF-1 was lower than in the control group, and levels of PCT, HBP and IGF-1 in cerebrospinal fluid were
higher in the PM group compared to the control group (P<0.05). The levels of serum PCT and HBP in neonates
with severe PM were higher than those with mild PM, while IGF-1 was lower than that with mild PM, and lev-

L AR T E E A5 R4 (20191781)
A S5 K T AR E BT A LA, AT 3k, 4K 053000
*BAEAEE . BT, E-mail : 15731810286@163.com
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els of PCT, IGF-1 and HBP in cerebrospinal fluid were all higher than those with mild PM (P<0.05). Among
the 44 PM neonates, the incidence of poor prognosis was 27.27%. The levels of serum PCT and HBP in neo-

nates with poor prognosis were higher than those with good prognosis, IGF-1 was lower than that with good

prognosis, and levels of PCT, IGF-1 and HBP in cerebrospinal fluid were all higher than those with good prog-
nosis (P<0.05). ROC curve analysis showed that PCT, IGF-1 and HBP in both serum and cerebrospinal fluid

were prognostic indicators (P<0.05). There was no significant difference in AUC between the combined serum

indicators and combined cerebrospinal fluid indicators (P>0.05). Conclusion The changes of PCT, IGF-1 and

HBP in serum and cerebrospinal fluid are correlated with disease severity and prognosis. These changes can help

evaluate and predict the severity and prognosis of neonates with PM induced by GBS infection.

[KEY WORDS]

Ak Jie 4 Figi B & (purulent meningitis , PM ) 42 5
AU UL 2P e . B T 5% BR A (Group
B Streptococcus , GBS ) & 5| 2 PM [ 3 %2 B A, J&&
eIk 25% ' o Z BTG PMUE L AT REAFAE
P IIRE 5 BUE , 0B LIE®E KB AR, AR, 4
T Az Wy 2 AE TR R R R P T A 32 R L A
Ry o — S A ) R 114 KT A2 Ak AT R 9 s e 1
TG FEAT VRS AT, HOBAA BB B R . B
5 2% it (procalcitonin, PCT) | Jil & 2 A £ K K+
(insulin-like growth factor, IGF)-1 & #% Bk £: 1 5%
WESE 5 PM & AR FIERR A G X PM A 5
A —E G IRNE, B = R k. PR A
1 (Heparin-binding protein, HBP) J& 1 4F & #1 5 4
PR A G LR W bm i ), 2 1 i 4 P e 4
i3 375 P RN AL A WA I AR D RE A R
IRV 248 TR TR e P i R A% 28 3 v A B kT e
o R O L ELA R PM R S AR W A AR bR
VST o ASHIESE XS B A JL GBS B4 i 80 PM IfiL Vi
FIUKH W T PCT IGF-1 J¢ HBP ik /K P R k145
F, U I R 7 S R A S , sk .

1AM

1.1 —geR

VEHR 2019 4F 5 H % 2023 4F 5 A ik i AR B2
BE S IA 1 44 1 P CBS J& e i) PM i A= JLAE A PM
H, M AFRHE: QRS PM 2R E" ; @ 295 5 4
K128 GBS By s @Jo = Bl ; @)L
PO AR B GE N A e LA R4 . HEBR bR
e - DA S R AE 4 ip X BT 2 5 At S 7Y i i
RH ;QF F RN NI R G ol e R G
PR s @A TF N I @G I 2 B PR e
W . Hid B 24 4, Zc 20 1], SF ¥ 6 # (38.59+
1.48)w, V-3 H % (5.39+2.24)d, 43 1 07 =X 55 7

Group B streptococcus; Purulent meningitis; Neonate

26 i), MLy 18 f41] , - 345 Hh A= 44 T 4 (3.08+0.25 ) kg o
VR [R] A &8 0L PM B A L 44 B4 6 HREH &
p RS D AN VY = S 11 5
2228 S A S G DU HE I it R g, i 6 191]
PR E R 38 1 Horh B 22 5], 4 22 451, R
#%(38.71£1.12)w, ¥ H % (5.47+1.98)d, 4315 77 =
HE 7 18 M), W™ 26 5], 7359 AR AR T i (311
0.19)kg. P4l JLIEAE R LR 22 7 LS T2
B (P>0.05) . AW AGECREZ: A & i%imad .
1.2 RIT TR

PM 8 LY T LLE FUE 0 324 OB R SRR O
LRI Pi A RGBT AR E R RN K.
A 2GR Rt 25k () A BRA | LSS
] 24 i 7 H13021634; #LA% - 80 J1/3% 5 % : 20~60
T u/kg, 2~3 /d [+ AN [ T 5%« A 254 Al v
w2k (A ) A R B ik e SC 5 - [ 2 1fE
H13022881 ; ¥LA% : 1 ¢/ 3 5 ¥ : 50~100 mg/kg ,
1 YR/ V3K A e T v |, RF 22 14~28 d, 1 TR AR 48 AR
ILTE S A B A
1.3 Fabrta il
LT I | R0 i < o = v N L

FEIR T T R L ZS IE ## KM 6 mL, 43 5 1
75 (3 500 r/min, 10 min, &5.0242 8 cm) , 7£ T &%
4 T 2 il BB 8 U, —80C 451 FARAE ke . 2R
FH ELISA ¥ & I 1fiL ¥ #1 i A % PCT . IGF-1 . HBP
FikKF-. PCT IGF-1 57 & ¥ W H 2 36 B
FE A MR By 2 7, HBP AR 7 &% [ b i JE Ak
YR A RA A
1.3.2 I IEAL

PM 2 JLAR 35 rf HX foh 22 1) 16 e A 2 R R4
55 PEAS I 40 S FEOE 2 AV RE 2, FERE R Bk B ik
TBR | RF 22 I IR N B A 5 R R TR A
FIH K B E S A
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1.3.3  TJEITAH" IR TR RE 4L, ¥ 7 PCT . IGF-1 HBP 7K 5

TRITES R , PM B LARFE#% $7 10755 (Glasgow )
o Jay g e VE o EAT UG PEAG I R TS R AR 4R
WiE A R 41, Glasgow 45 Jai i K IFE 5 1~5 53, >4 53
MG B, <4 0 MG AR .
1.4 Git2pab i

K SPSS 21.0 45 12 544 X £ 40 35 47 46 46
W IS A o 255 BT PERER I (v 2s) 3
IR AT R TFECR B LA n (%) F#om AT K
ROC 43 #7 IfiL %5 M i & ¥ PCT ,IGF-1 & HBP /K -
B R Z2 TR A TN BT A L GBS T ECPM LY
TS ME, LA P<0.05 2258 G it# 5 .

2 HR

VR 2B 3 % i A B 7K E g
PM 41 IfiL & PCT .HBP /KF- & T Xt i 41, IGF-1
AR T 55 R 40, i A ¥ PCT . IGF-1 . HBP /K5
TXTHRA, 22 F A g 2# 58 L (P<0.05), W& 1,
2.2 KA IEREE GBS YL PM LI TE X ik #
AR bR KT H R
HAE A I3 PCT .HBP /K -1 T X BR 41, IGF-1

2.1

TRAEA, 2R AT E L (P<0.05), WL#2,
2.3 A[H Wi GBS J#&e PM LI IE Kk 6 i 45
P 7K L3

UG A B4 13 PCT JHBP /K -2 1 Tl BT
4, IGF-1 KR T HilJ5 R A4F4, 4% PCT IGF-1,
HBP K F-¥ 8 TG Rirdl, 2R WA G FE X
(P<0.05), WL3%3.
2.4 ROC &4 13 F ik W PCT . IGF-1 &
HBP il GBS &4 PM &L W5 i (i

K H Logistic 8113 43 H1 45 5 &7 1l 7% $8 A5 5%
A I A A S AR A T Y AUC 43 R
0.953 F10.948, 34 5 T HRLIGU A8 bRk I, H 13 48 A
KK U (L 5 1 5 VR A 10k A T b A 22 R
Giit i L (Z2=1.127,P=0.899) ., WFE4,K 1,

iTie
GBS J& — Fi LAY () &5 22 [ B PEAT I, 32 2 40
AT ARG AETEE S B MILER EFERIE, 2

| R A LA B i 2 ) 2 B R
A G| R G G E AR o R ORI 2

3

®1 WANBERMERBERAFILE (x+5)
Table 1 Comparison of serum and cerebrospinal fluid indexes between the two groups (x +s)
13 JIIRE) i 5 VK
ZH ) n
PCT (ng/mL) IGF-1(mg/L) HBP(ng/mL) PCT(ng/mL) IGF-1(mg/L) HBP(ng/mL)
PM 2 44 9.57+3.24 20.57+3.54 116.58+45.36 11.48+2.17 15.24+2.18 99.35+22.35
X R4 44 1.24+0.56 48.24+9.67 1.55£0.16 2.21+0.49 3.5720.36 1.9020.51
t1H 16.805 17.791 16.821 27.641 35.035 28.915
Pl <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

®2 FEFERE GBS B PM BILMF R E GIEIRKFELLER (xxs)

Table 2 Comparison of serum and cerebrospinal fluid indexes in neonates with different disease severity (x+s)

LR IG5
2151 n
PCT(ng/mL) IGF-1(mg/L) HBP(ng/mL) PCT(ng/mL) IGF-1 (mg/L) HBP(ng/mL)
B4 29 8.15+2.56 22.81+2.54 99.57+29.58 10.25+1.68 12.54+2.13 85.19+£21.27
TEAE AL 15 12.32+4.35 16.25+3.65 149.48+31.24 13.86+2.65 20.47+3.54 126.74+15.68
tfH 4.013 6.946 5.026 5.524 9.191 6.671
P1H <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

%3 FEIFESEDERMERIERATE LR (G0)

Table 3 Comparison of serum and cerebrospinal fluid indexes in neonates with different prognosis (x +s)

a1l Il 3% G
PCT(ng/mL) IGF-1(mg/L) HBP(ng/mL) PCT(ng/mL) IGF-1(mg/L) HBP(ng/mL)
Tl B4l 32 8.37+3.21 22.54+3.62 98.69+31.26 10.95+2.13 13.50£2.23 88.45+31.25
E A R4 12 12.78+4.26 15.3242.27 164.29+25.65 12.90+1.98 19.89+3.37 128.43+19.87
i 3.706 6.425 6.483 2.754 7.323 3.702
PE 0.001 <0.001 <0.001 <0.001 <0.001 0.001
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Table 4 Results of ROC curve analysis

41591 AUC  95% CI  fJURRE ¢ 53 p MUbifE P H
JIIRTE)
PCT 0.701 0.544~0.829 91.70 43.70 >8.25 0.017
IGF-1 0.831 0.687~0.927 75.00 87.50 <19.42 <0.001
HBP 0.878 0.744~0.957 91.70 84.40 >129.75 <0.001
hNERlid
PCT 0.872 0.737~0.954 100.00 71.87 >11.47 <0.001
IGF-1 0.880 0.747~0.958 91.67 75.00 >14.29 <0.001
HBP 0.846 0.706~0.937 75.00 84.40 >105 <0.001
ek
m%;ﬁ*m 0.953 0.843~0.994 100.00 81.25 <0.001
&}
RS S A
L ﬁﬂ%&iu$ﬁ 0.948 0.836~0.992 100.00 87.50 <0.001
=
Z/P MRS | o)
BA vs IH W 0.899
WA
100 100
80 80
2w % 60
= =
40 40
20 20t TR
’ i
0 20 40 60 80 100 0 20 40 60 80 100

10045 5 i
1 ROC H &5 17 E

Figure 1 diagrams of ROC curve analysis
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Relationship between Blimp - 1 expression in peripheral blood and Treg/Th17 imbalance
and prognosis of aplastic anemia patients

WU Angi', NING Xiaokang®, ZHANG Li**

(1. Practice Teaching Center of Shaanxi Energy Vocational and Technical College , Xianyang, Shaanxi, China,
7120005 2. Department of Blood Purification, Affiliated Hospital of Shaanxi University of Traditional Chinese
Medicine, Xianyang, Shaanxi, China, 712000)

[ABSTRACT] Objective To investigate the relationship between the expression of B-lymphocyte in-
duced maturation protein-1 (Blimp-1) in peripheral blood and the imbalance of T regulatory cells (Treg)/T
helper cell 17 (Th17) and prognosis of aplastic anemia patients. Methods 140 patients diagnosed with aplastic
anemia at the Affiliated Hospital of Shaanxi University of Traditional Chinese Medicine from March 2020 to
March 2023 were selected as the observation group, and 110 healthy volunteers who underwent physical exami-
nations during the same period were selected as the control group. The expression level of Blimp-1 in peripheral
blood, the quantities of Treg and Th17 cells, and the levels of interleukin-6 (IL-6) , interleukin-10(IL-10) and
interleukin-17 (IL-17) in serum were measured. The disease condition of the observation group was evaluated

and divided into severe and mild cases. T tests were used to compare the difference of Blimp-1, Treg, Th17, in

OB A3l A R A A 8 (W]2019M203)

A5 1L TR T AR IR L R R RS b B/, AR 712000
2. ¥ E 2K MR E R ik AR B, R TE 712000

*BAZVEE TR, E-mail : 273290881@qq.com



SFEWEIEITE 20244E 6 16#: Z oM T Mol Diagn Ther, June 2024, Vol. 16 No. 6

+ 1139 -

peripheral blood and IL-6, IL-10, IL-17 in serum between the two groups. Pearson test was used to analyze the
correlation between Blimp-1 in peripheral blood and Treg, Th17, IL-6, IL-10, IL-17. The prognosis of aplastic
anemia patients was followed up and the incidence of poor prognosis was calculated. K-M curve was used to
compare the incidence of adverse prognoses between the two groups. Results The expression level of Blimp-1
in peripheral blood, Treg number, Treg/Th17 ratio and serum IL-10 level in the observation group were lower
than those in the control group, and the Th17 number, serum IL-6 and IL-17 levels were higher in the observa-
tion group compared to the control group, the difference was statistically significant (P<0.05). The expression
level of Blimp-1 in peripheral blood of patients in the observation group was positively correlated with Treg num-
ber, Treg/Th17 ratio and IL-10 level (r=0.351, 0.376, 0.328, P<0.05), and negatively correlated with Th17
number and IL-6 and IL-17 levels (r=-0.338, —0.409, P<0.05). The expression level of Blimp-1 in peripheral
blood, Treg number, Treg/Th17 ratio and serum IL-10 level in severe patients were lower than those in mild pa-
tients, and the Th17 number, serum IL-6 and IL-17 levels were higher than those in mild patients, the differ-
ence was statistically significant (P<0.05). In the observation group, the incidence of poor prognosis in patients
with high Blimp-1 expression was lower than that in patients with low Blimp-1 expression, the difference was
statistically significant (P<0.05). Conclusion The decreased expression of Blimp-1 in the peripheral blood of
patients with aplastic anemia may lead to an imbalance between Treg/Th17 cells, worsening the disease and re-
sulting in a poor prognosis.
[KEY WORDS ] Aplastic anemia; Blimp-1; Treg; Th17
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JE M B 5 G T 55— AR S B ) # 28 N B =06 IX. 2020 4F 1 2 2023 4F 9 3 ISIG 1Y 114 1] 224 ke i 1
AP T K ARG T B B T G o MK A R AR % Ak 4 S WA A (kA= HT 12 461]) (%F
WA (R & A HT, 102 ) o LW 4 AR 10— B R S5 1 PRERE 167 SR T2 22 0 A8 i g A i 2tk
i o P A b I A 0 22 TR e A b, R A2 30 AR R AE i 2k (ROC) e Kz 56 T80 R 25 1) 23
LR VU4 NIHSS W50 A R AT B /N ARG 9T L0 L 25 RA et L (P<0.05) . ZIRE
Logistic [543 M7 .7~ , NTHSS 3435 2Pk Sl il Pk 2 o ks 48 1 1 5% A 52 B 52 1E A 56 (OR=1.140 , P<
0.05) . NIHSS /-4 5 HT % ROC i £~ i FX 0.79, SURE N 83% , F57 53 B N 64% , 4B F5 50N 0.47,
Z5i%  NIHSS 431 e 2 2k B i PE 2 v i DR A% Y im 4 £k 0 2y <7 35000 A7
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Study on predictive factors of hemorrhagic transformation in intravenous

thrombolysis in acute ischemic stroke

WANG Yi', SUN Zhongwu®, YANG Yuhong', ZHOU Xia**

(1. Department of Neurology , Chuzhou First People’s Hospital, Chuzhou, Anhui, China, 239001 ; 2. Depart-
ment of Neurology, The First Affiliated Hospital of Anhui Medical University, Hefei, Anhui, China, 230022)

[ABSTRACT] Objective To study the predictive factors for hemorrhagic transformation in acute isch-
emic stroke patients undergoing intravenous thrombolysis. Methods A total of 114 patients with acute isch-
emic stroke treated with intravenous thrombolysis in the Neurology Department of the Affiliated Chuzhou Hos-
pital of Anhui Medical University (Chuzhou First People’s Hospital) from January 2020 to September 2023
were selected as the research subjects. They were divided into observation group (HT, 12 cases) and control
group (no HT, 102 cases) according to whether bleeding transformation occurred. The general and clinical
data of the two groups of patients were compared, variables with statistically significant differences were in-
cluded in the multifactor analysis affecting hemorrhagic transformation in acute ischemic stroke, the efficacy of
predictive factors was tested using the Receiver Operating Characteristic (ROC) curve. Results There were
significant differences in NIHSS score, age, and preoperative antiplatelet therapy proportion between the ob-
servation group and the control group (P<0.05). Multifactor Logistic regression analysis showed a significant
positive correlation between NIHSS score and hemorrhagic transformation in acute ischemic stroke treated with
intravenous thrombolysis (OR=1.140, P<0.05). The area under ROC curve of NIHSS score predicted HT was
0.79, with a sensitivity of 83%, specificity of 64%, and Youden index of 0.47. Conclusion NIHSS score
may be an independent predictive factor for hemorrhagic transformation in acute ischemic stroke patients under-
going intravenous thrombolysis.

[KEY WORDS] Acute ischemic stroke; Intravenous thrombolysis ; Hemorrhagic transformation
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A g2 AL A I A B 2E SR 54 B0k 28 T g
50— 20 o 6 (4 B 55 = YR BE DR T JIt 4y A9 %
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SRR NN A RS W S 3 TS Y= o e Y=
R AR VR R R e R IR R R
R . AIS H FT 2 A 5 A RUAIR YT 2 I 8] 70 9
48 TF IR YT, 33X H b AL 45 i Pk %5 42 (intravenous
thrombolysis , IVT) i& J7 1 3l ik #1L A K2 (Mechani-
cal thrombectomy , MT)JG97 . H:' ,MT H &2/
ATFAR, HiE T 200 K i 24 ALS B3 .
M IVT 38 T R85 AIS i3, HEAERT 5, 2 i
PR R R R ALS B3R YT 7 ik . HIVT J&— i
RS MR YT 7E T RE AR 25 19 Rl B , AF A — R AR
J7 I R AE . AIS J5 19 1 #% 4k (hemorrhagic trans-
formation , HT ) 45 14 /2 1% S¥. 4] ZE 1l 48 1 9 K 2 7 3
P AP I, R DL A AR FE AR AR AL A AT DL AR AE
Fiit A A2 B R AL o A AT TV Fr Eh fi 2 HAth 56467
S, BT 26 R b e 50 B I & 5E , # A nT
REFECEIRINE , S HUE A RZEA G, Hi, bt
G 20T Sl IR AR R R B 1T 5000 = A BT
BT AT VPAS B3, 4R A DT AR G B, AT A T
& RImIK, B YT . HurE WA —2 2k
SR I A R KA R HT T ASE AR ) (E I A e
FREE > o ARG 53 HT IVT B35 A SR 50 48 b 55 4K
A WLELFE A B B RN B AR A FE AR, F ST HT
A1, 45 S IVT BE RS B,

1 X&E5hF%

1.1 WX 4

6 U2 RIS B R A B i T M B B IR M T 26
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e o oy F IR R IRYT s @0 IR sE ) H INR>1.7
5 PT>15 #5548 /INF P FHE 1l g 00 7 570 5 X a
PR 41 1) 551, B 4% b 52 46 2 K A R (40 APTT.
INR /MR ECT TT 88 X a il P E 45 ) ;
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1.2 Bk
121 RPNk

A A R A ¥ 37 B2 il ( Boehringer In-
gelheim Pharma GmbH & Co. KG, S20160055, i
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Bl N ER KA VE , TR 90% 25 HEFFEERRIKIEA 17N o
122 WHIrE
1221 8T RERREE A LS CT 2R
KAHT 4 2 40 A HT 4, 36 12 61, 3% W
43R %A HT 41, 38 102 41, 350 % IR .
1222 WEAER MR AER AR KEELK
(Body Mass Index, BMI) .~ A 50 (A= s (WA
YOI ) A IE R IR B PRI 5 B et O ) T
PR T 2450 00 (Be i/l SR 45 e T T) LA e
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(National Institutes of Health Stroke Scale, NIHSS)
P43 M AL 47 B B K BF 43 (Glasgow coma scale,
GCS) AW ) | it 259 i (0.9 mg/kg 5(
0.6 mg/kg) 5 2% 145 B A (R IE A S5 T8 28 ) (i
R I Fe VA A T I VA 39 8 A (1 20 M 34
R A 7 oy N R A i Ve N N (WA NY 7
B 20 4 B 4y A Y8 B (red cell distribution width,
RDW) JJLEF  JR & B3P 2 C (cystatin C, CysC) .
AIVER 5% R | % PR 4k b (international normalized ra-
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terol, TC) I % J& IR 25 11 IH [&] % (low density lipo-
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1.3 geitehb

N Ge 84 SPSS 27.0 X B 15 e iy
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THECFORHH n (%) $ili3k , TR O K 55 0 — 4026
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(AUC) 7R iz B A% 7Y ROC #1 £& F i F2 0.79,
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Table 1 Comparison of general data and test indicators

between the two groups [ (x+s),n(%) ]

I %< 4] i R 4] ;
A 003 (wo M P
AR iy 7542+9.62  67.60x11.61 2.241 0.027
PR CH & ) 6(50.00) 66(64.70)  1.119 0.318
ENEEY 64.42+11.56  66.51+11.45 —0.597 0.552
BMI 24.0622.52  24.32+3.11 -1.276 0.783
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BusE 0(0.00) 1(0.98) 0.119 0.730
7T 1(8.33) 8(7.84) 0.004 0.953
NIHSS P43 11.00+7.58 5.13+4.93 2.619 0.022
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;EZ;‘%H@/ 3.26+4.32 3.70£5.56  —0.263 0.793
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RDW 42.5022.10  42.20%3.09  0.309 0.758
NS 72.27+19.59  75.89+25.60 —0.343 0.733
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INR 1.02+0.98 1.0420.21  —0.299 0.766
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x2 MEAFER
Table 2 assignment plan
G5 AR i [ER WS
X1 NIHSS 145 SEPRE
X2 A SEPRE
X3 AR T/ NIRRT 1=4&;0=1%
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Table 3 Results of binary univariate Logistic regression

analysis of prognosis of intravenous thrombolysis in acute

ischemic stroke

SES B SE  Wald P{H ORfH  95%CI
NIHSS 3743 0.131 0.044 9.007 0.003 1.140 1.047~1.242
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Bl & S h VT 0 e A SChE T8¢ |22 T SR & AR HOUAR
JE 44 BDNF . 5-HT .FGF-22 . ACTH /K *J-[1%) 55 )

HE FAt 't kET B

[ ZE] HE® BT ERIT o BIECS SCRLIRAE 22 R0 A7 A RE F8 25 i Uk b 2 A K )
T (BDNF) . 5- 2 (0 i (5-HT) | N EF 2 40 A8 1 R F--22 (FGF-22) 1L 51 IR B2 i % (ACTH) /K- 1Y 82
W, FAiE BEHC20224F 1 A % 2023 4F 6 I MK A LN RSB 19 8 A IARSE [R5 110 1], >R F Rl AL
BF RN A LB SR TR A2 B, n=55) A K B 41 (B X SE T TBR A SR , n=55) , ¥ 4L 1k
FiRYT 12 8 . WWERPIAIRYT 12 J 5 G R 2L, LB ALIA 7 AT A YT 12 J8 )5 [iLE BDNF . 5-HT \FGF-22
ACTH /K- 0 3RAS S PEFE bR T35 [C A TC A2 5 28 (WMS-RC) TEAY, 488 W 2H A [ I i) 5 90 5 i 4 0 1 36
(HAMD) . V25 IR IR BT S #6480 (PSQD T4y . &8 BAMIGIK B ARE S T AH, ER AL E XL
(P<0.05) . SiAY7HT AL, B 4LIMTE ACTH K F-3¥IREAL, B B 4048 T A 41, 1L i BDNF,5-HT \FGF-22 /K
- SIUECREL (TP) L IE % RR B 45122 (SDNN) | =45 (HF) IG5 (LF) \WMS-RC &4~ 9153 37, H B 41
BT AL EZRAGFE L (P0.05) . 5IRI7HTHE, I6IT 3~12 JE 5 41 HAMD  PSQI B4 24 314 1 [%
i, A BAMRT A4l ZRAHGEI 2B X (P<0.05), 418 WX SERITTHA SCHk S BE W Bl Z AR 1
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Effects of agomelatine combined with venlafaxine and placebo on levels of BDNF, 5- HT,
FGF-22 and ACTH in elderly patients with depression

DU Ying', LI Xudan'*, ZHANG Shiqiao', MA Zhanping®

(1. Department of Psychiatry, Hengshui Seventh People’s Hospital, Hengshui, Hebei, China, 053000; 2. De-
partment of Psychology, Hengshui Seventh People’s Hospital, Hengshui, Hebei, China, 05300)

[ABSTRACT] Objective To analyze the effects of agomelatine combined with venlafaxine and pla-
cebo on the levels of brain-derived nerve growth factor (BDNF), serotonin (5-HT), fibroblast growth factor-22
(FGF-22) and adrenocorticotropic hormone (ACTH) in elderly patients with depression. Methods 110 elderly
patients with depression were admitted to the Seventh People’s Hospital of Hengshui City from January 2022 to
June 2023. They were divided into two groups: group A (agomelatine combined with a placebo, n=55) and
group B (agomelatine combined with venlafaxine, n=55) using the random number table method. All patients
received continuous treatment for 12 weeks. The clinical efficacy after 12 weeks of treatment, levels of serum
BDNF, 5-HT, FGF-22, ACTH, heart rate variability index, scores of the Wechsler Adult Memory Scale
(WMS-RC) before and after 12 weeks of treatment, Hamilton Depression Scale (HAMD) and Pittsburgh Sleep
Quality Index (PSQI) at different time points were compared between the two groups. Results The clinical to-
tal effective rate in group B was higher than that in group A, and the difference was statistically significant (P<

0.05). Compared to before treatment, the levels of serum ACTH in both groups decreased. Additionally, the lev-
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els of serum BDNF, 5-HT, FGF-22, total value of frequency domain (TP), standard deviation of normal RR
interval (SDNN), high frequency (HF), low frequency (LF) and WMS-RC all increased in group B, and the

differences were statistically significant (P<0.05). Compared to before treatment, after 3 to 12 weeks of treat-

ment, the scores of HAMD and PSQI in both groups gradually decreased. The difference in group B was lower

than that in group A (P<0.05). Conclusion The combination of agomelatine and venlafaxine could enhance

the heart rate variability, regulate levels of nervous system related factors, improve sleep quality, reduce depres-

sion, and enhance cognitive function.
[KEY WORDS]

AR ARAE B TG IR Bk 5 i, H e F
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JE G R BT, ok AL (B S SE Ry T e A e Bt
n=55) LA S B 4 (B X SE R ITHR & Lk , n=55) o
Sy T LB 1L A 4L PR i35 50 (Body
mass index, BMI -1 (22.17+1.22)kg/m’; 4F -1
(72.01£1.78) % 3 Ji 2 F- 1 (3.97+0.52) 4F 5 J 29 fi]
1 26 ) 5 A R R 20 B PR 17 i) R
J& 9. B 4l BMI 4 (22.21+1.25) kg/m*; 5 31
B, Ze 24 B 5 96 72 F 2 (4.1220.55) 4F 5 45§ - 1
(71.93+1.59) % 5 i 1 /™ 5 8 B < 52 B 31 9 L v

Venlafaxine; Agomelatine; BDNF; Serotonin; FGF-22; Corticotrophin; ACTH

16 ) EEFE 8 il . WALl — M WERL LA 22 S oS it
XL (P>0.05) o GHABRAE  £F 5 (i RS i e
SR G2 WR ) OC T IR AE i AH OGN 5
ARSI 65 % MIRETE A L REIE B A R AR HEATAH
I P Ab 3 R K A A . HEBRARME - B 0T N I R
Ge " E B 5 X AR ST BT AR A 25 4 i B el A
M 52 5 5 A I WPk b I8 e 2 5 B JF 25 W) i s
HiA R E S AR EKTE EAR
2 ¢ 5 24 10 BT 57 2% B3 A v
1.2 ik

AT VTSR 52 2R 25 M0 48 A BR S 7 2R 72 1Y
By e SERLTT (HLAS < 25 mg, [H 25 15 H20143375 ) fiE
HE T IRIG YT L 25 mg/ik L 1 IR/d, BA 22 B3 47 1
MRIGIT 3 B 237 DA BT S S hr 7T B i IR VAT, 25
mg/IK , 1 R/d, B AT 2 A 250 A PR /A 77 1Y
S ([ 25 75 H20243070, MUK : 75 mg) AR
J& OIRIGIT 75 mg/ik, 1 k/d. PEALY i Le A TR
P12 5. A RS B 4l SCR sk 1AL
YR % IRZ I ] R A — 2
1.3 WMEIE
1.3.1  IHIRITHL

BT 12 A5, HR I 10 40 AR % (Hamil-
tondepressionscale, HAMD) 1 43" I 43 3% 0 4% 5
WG IRYT R, [ GRITRT—I6YT 12 RS ) PF4r AR 7 i
135 1 X100%= 1853 %, W 25 19 53 BUOR>T5% h¥a
A5 0825 0 0 BUOR =50%  <75% N S8 850 Ik 25 19 43
BE 225% . <50% A R ; 185 143 HR <25% Ny
TR A RCR=1-T0R0%
1.3.2 IfiL{& BDNF.5-HT .FGF-22 . ACTH /K F-

BITH IR 12 A5 #CGER A 2 mL A5 18 i
Jok it , 43 25 BOAS L 3 ( LA 2 500 r/min F R 850 1Y
B, DL 8 rAE AL AE, LA 10 min £E R B0 )
iRl ok 4 B 3h A2 4k 53 H1 4 KEA-TR100 24 ]
5E I 74 BDNF . 5-HT .FGF-22 #il ACTH /K, {¥ #%
Az 7 ) R DU BT R AR A BR F
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1.3.3 LFRBFMESRR

WBITHT AT 12 A S, B LHL I A i AY
CMS6600 7Y A6 il £ 4 1E % RR [A] ] 4 1fE 22 (Stan-
dard deviation of all sinus R-R intervals, SDNN) .45
I 2 {H (Total value of frequency domain, TP) i
(Low-frequency, LF) il 4 (High-frequency, HF)
KV ALERA TN T R R B 2 R G (B2 2 5 IRty
HIRAH]
1.3.4 HAMD ¥4

IRITHT JRYT 3.6 F1 12 JA 5, HOE I 46 i
J HAMD 353 #EA7 VEAR , 503 0~68 43, 4B &
A 24 Bk ™ o
1.3.5  VL2% LR HEHIR 57 5 45 22 ( Pittsburgh sleep qual-
ity index, PSQI)"*'$F-43

RITHT IAIT 3.6 A1 12 JE S, HE B OR JT i2
I PSQIIFA AT PEAR , B4 0~21 43, 43 (EUHK 5, i
R BT Tt A 25
1.3.6 5 R IC A2 5 3 (Wechslermemoryscale-
revisedinChina, WMS-RC)"' 343

BT HT AT 12 B R, B A A T ae g
WMS-RC W73 #E A7 VA - SR IC 12 B %212 | S
R ILAL AL, £ AT H 4335 Bl 0~40
g1 FBE AT 0B s W) R s A I Tl RE AL S A
1.4 Geit2Eirik

I SPSS 26.0 Gt i1 2 B4 X K dls AT 4E i
THECTE R DL n (%) FRoR , R ¢ R e iR 47 L5
THE TR (PG IER ) H (x £5) o, ] 3K

T UV S AEAS R g, AN AT AT XS ¢ R 5
PA P<0.05 R85 HA G L.

2 HR

2.1 PHALIG A2
HIT 12 R B AR S ARCER T AH, 2%
FAGI R (P<0.05). W&,
®1 MARKTRELE [2(%) ]
Table 1 Comparison of clinical efficacy between the two

groups [1(%) ]

A5 n PR 3 B Tk B

A4 55 23(41.82) 15(27.27) 7(12.73) 10(18.18) 45(81.82)
B# 55 28(50.91) 17(30.91) 8(14.55) 2(3.64) 53(96.36)
P AH 5.986
Py 0.014

2.2 WZHIfI% BDNF, 5-HT FGF-22 ACTH /K- 45

BT 12 JA S BAIGIT AT, B 4175 ACTH 7K °F-
ST A4, L7 5-HT .BDNF . FGF-22 /K F- & T A
4, EZR A E L (P<0.05), k2,
2.3 WYL RAR SR AR LA

1R 12 J8 5 BR T T, B 41 SDNN . TP\ LF,
HF = T A4, 2 5 A % it 2% & XL (P<0.05) .
L2 3,
2.4 W4 HAMD 3153 8%

BHRIT AT IRIT 3~12 JA G P 41 HAMD ¥4 3
Wi, HBAMR T AL, ZF A% %2 X
(P<0.05). W34,

%2 WA BDNF,5-HT.FGF-22 ACTH 7K F b8 (v +5)
Table 2 Comparison of levels of serum BDNF, 5-HT, FGF-22 and ACTH between the two groups (x +s)

a3 BDNF(g/L) 5-HT (ng/mL) FGF-22(ng/mL) ACTH (pg/dL)
- n RV > . > RV >, > RV > S, JEVN 5,
IBIT T RIT 12 A IGIT T BT 12 A IGIT T HIT 12 A IBIT T VAT 12 JH IS
A% 55  22.76x554  40.65%5.57°  86.65£7.76  96.65%9.51°  175.76x17.52  188.43x12.53"  16.76+3.43 7.93+1.18"
B#l 55  22.61+5.63  48.02+6.87°  86.74+7.82 107.76+12.65" 176.65+17.94  206.76+13.87°  16.68+3.49 3.96+1.11°
i 0.141 6.180 0.061 5.206 0.263 7.273 0.121 18.174
Pia 0.888 <0.001 0.952 <0.001 0.793 <0.001 0.904 <0.001
R4 IR TR, “P<0.05,
x3 WHEOETRMEIEMRER (x2s)
Table 3 Comparison of heart rate variability between the two groups (x£s)
o SDNN (ms) TP(ms’/Hz) LF(ms*/Hz ) HF (ms*/Hz )
Hon n A, ; S : S N A -
JRYT R AT 12 WA IRIT R YT 12 JH S JRYT R AT 12 WA SEEARI] RIT 12 A
A4l 55 107.43+15.98 121.96+21.63" 2917.87+23.54 3122.65+37.55" 585.65+21.65 820.65+23.58" 521.46+32.04 607.02+21.33"
B4 55 106.50£15.95 137.01+24.72° 2918.02+23.57 3383.01%38.01" 586.76£22.62 918.04%24.65" 516.19+31.98 634.02+30.45"
il 0.305 3.398 0.033 36.139 0.263 21.173 0.863 5.386
P14 0.761 0.001 0.973 <0.001 0.793 <0.001 0.390 <0.001

E B R AR TR, P<0.05.
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F4 FHAHAMDIENLLE (x+s5,57)
Table 4 Comparison of scores of HAMD between the two
groups (x +s, minute)
HH n RITHT WIT3REE I AE AT 12 s
A4l 55 33.85+4.67 28.65+3.43° 20.54+2.43" 13.54+1.59"

B4l 55 34.16+4.98 22.87+2.87" 15.65+1.54" 8.65+0.83"™
A 0.337 9.585 12.606 20.219
P14 0.737 <0.001 <0.001 <0.001

BRI IR IR, *P<0.05; 52 R 413497 3 iR, °P<0.05; 32 [F 41 R
JT 6 JE i, °P<0.05,
2.5 WitH PSQI ¥4y ik

BHRITHT 16T 3~12 [ 5 B 41 PSQI ¥/ IK T
A, EZFAHG IR X (P<0.05), LS5,

®5 FHPSQUIESLLE (v+s,7)
Table 5 Comparison of scores of PSQI between the two

groups (x +s, minute )

A5 n WITHT RIS AE WIre s RIY 12 )5

A4l 55 18.65+2.12 14.87+1.17° 10.32+0.84"  7.71x0.53"™
B4 55 18.70+2.13 11.90+1.20° 6.07+0.39®  4.31+0.52"°
HH 0.123 13.142 34.033 33.960
P14 0.902 <0.001 <0.001 <0.001

B AL TT T, *P<0.05 B R ALIATT 3 R L PP<0.05 ; B[ 413
J7 6 {5, °P<0.05.
2.6 M1 WMS-RC 143 [

1T 12 JAJSEIAITHT, B 41 WMS-RC & I0T-43
AN, 2ZRAESITFE X (P<0.05), W&o,

3 1ig

EAFAMARAE 32 B B 45 R | IR R B AT K
D) RE R AT A5 W PRAFALE , 560 8 A7 6 A L A o
SEAT N o BT SERLTT PIA Rk 4 245 B oS AL ], i
TR RR FRHOR AR 1 SRR R 2 7 A A B
FH A 5-HT, 38 2 A IR AE 9 A4 9 1, il 2
WAL RIAL , RAFGCMARE T o (E T 1 ™ S /Y
EAFEIMARAE B, il T 250307 A A
I, BE 5 — b2 A R WG T T 5 N B — 4
R S AFIMARAE J 2 TS B T

HAMD 343 B8 & W AF AR AE A8 2 1 I 1
2 , PSQI DY 43 W i 6% Jiz e 2 AT 41 AR i B 2 1Y) i R
JoTfe o 38 A BN [T YT I ) B AR T I
FEWLER , EfE Xt b b 0 20 25 90 K [R)3A 7 7 15 iR
AT O B R HIR G A 52 . PR 2B B 25 A I
RIGYT &5, IR T I AT 3.6.12 JE N
HAMD PSQI - 43 () A B 8] 45 i o SCRIik A
TE PR R M il 5-HT , Ze BE 44 W) mT Lol 2 B B A
FOM5-HT, 8 0] LI F 8 B 3244, il #h 28 o0 %8
ik B 71 25 R BB ER L 5-HT 403, 8 A LR 1Y
B -2 AU, B HTIIAR A ORI 4
AR N BT SE R VTR & SCHLIL F BB S 2B &
AT RIS B MR B 0 et R AL MAR S 2 , 42 i iR
N ) RE Y R s 7 AN

A PIAR B 1 B v - AR - B 1 R (Hypotha-
lamic pituitary adrenal axic, HPA) #li I §E 17 1£ f=
i3, B, 25 5 51 HLA S AL B 38, 5 30 ACTH 7K
-3 SO R B P o WA AR ZE AL n R R
AR AHEWFSR' R, FGF-22 2 5 T g5
P28 T0 24 A TR S il IR T 1, HL 2 A SRR A8 2 AL
N LG FGE-22 W] W AR fE v —KEBEA) 2
FEIK M HR 2B FE T, BDNFE /K- 2 35 7E S AR E &
A RGBT R R EE AR, G0 H T ITAG A&
OGS AL T 5-HT By REAIR [ 5 4 ARAE 1) A& A=
WUIM ™, AR, AHE T A4, B 4l
BDNF . 5-HT .FGF-22 7K *}- \SDNN TP .LF .HF &
{5, L3 ACTH 7K P BE AR 2 75 Bl 3 S5 R 7T 3k
B SCHL A N B A M0 8 AT I ARAE B O R AR
SR R E M ARG CH T KF. ik
PR, SCHE 2 T o BHLBE 5-HT A2 441 % #2470 3
RO, N 2 R B R 28 M T A 5-HT ik
B b AR W 25 HE R RR R A IR B S 55
T Ml & ¥ 97 R, V8 L SO ZS TR R B R
i, £ 5-HT .BDNF .FGF-22 /K V- B il , 15— &
FEBE 0 R AR R

*®6 TFLHWMSRCIESELE (x+5,40)

Table 6 Comparison of scores of WMS-RC between the two groups (x +s, minute )

o B2t TRt Bk i SERBLIE I
WITH T 2R AT o 2R AT o 2R rE oy 12JiE
A4 55 9.46%2.04 14.54+3.13" 6.27+1.06 15.54+3.13" 5.46x0.54 11.26+2.57" 6.32+1.14 12.71+1.53"
B # 55 9.13£1.96 22.19+4.98" 6.54+1.25 21.63£3.05" 5.39+0.55 17.72+3.64° 6.27x1.19 16.31+2.62°
1fH 0.865 9.645 1.222 10.334 0.674 10.752 0.225 8.800
P1H 0.389 <0.001 0.224 <0.001 0.502 <0.001 0.822 <0.001

T - B R LRI R, *P<0.05.
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iR 1k O 2SRRI A RS 16YY ASOPP A 1)I7 &L
B W ShE . i PCT . CHE Al CRP K 3500

WA MAE REF RELR

(7 E] BH HITEERIL S EA S S TRYT 20 B UL T 3 (ASOPP) & 5 1997 4L
R B T BE L3 R4S R R (PCT) L IRBH BE A (CHE ) .C [0 & 11 (CRP) K FRYS2m . J7i% SR AHBEDLEL
FRUNG 2018 4F 1 1 & 2023 45 1 Mg a2 2 e B e KA B ICTA 14 100 45 20t 55 B A WL Th B A 4
R MEEA (n=50) FIXT B (n=50) . WAL LAH BIAR YT, X B4l 3 LA MRS 2, AR 4L 7 LR IR I 2
Z ik R GA R W R K B VR T L LU ALVR YT RCR VR YT A JE B T AR [ i W5 LA (Ser) L B2- Bk R H
(B2-MG) B ZE C(Cys-C) | JAITHIJF CHE .PCT .CRP AN RO, R  IAI7 )5, WEE4L CHE 1%
A3 1R LA B A3 g B R 6 6 R AL, 9 R i T IR AL, 22 B A Ge i 2 2 L (P<0.05) 3097 5, R4
Scr.B2-MG , Cys-C .PCT ,CRP 7K V- T % B 20 , CHE /& T A BE A, 25 A B85 78 L (P<0.05) 5 M 41
R R LS LA 25 BG4 L (P>0.05) . £5iE  EhBRIN £ 28 B & S ik 72 VR )T T 4R
ASOPP L35 1ML 7% CHE 1614 , 4 IR T I [], W03 B DR (AR PCT .CRP /K P, AN S IR B .

[XBiIR] #HLo e, SMmuse; AP ; CHE

Curative effect of penehyclidine hydrochloride combined with pralidoxime chloride and its
influences on renal function, serum PCT, CHE and CRP in patients with acute severe
organophosphorus pesticides poisoning

SUN Jie, HU Ziting, ZHANG Qingxue, ZHAO Shuguang*®

(Department of Emergency Medicine, Taihe Hospital Affiliated to Wannan Medical College, Fuyang, Anhui,
China, 236600)

[ABSTRACT] Objective To explore the curative effect of penchyclidine hydrochloride combined
with pralidoxime chloride and its influences on renal function, serum procalcitonin (PCT) , cholinesterase
(CHE) and C -reactive protein (CRP) in patients with acute severe organophosphorus pesticides poisoning
(ASOPP). Methods According to the random number table method, 100 patients with ASOPP were admitted
to Taihe Hospital Affiliated with Wannan Medical College and were divided into an observation group (n=50)
and a control group (n=50) between January 2018 and January 2023. The control group received routine treat-
ment along with pralidoxime chloride, while the observation group received treatment with penehyclidine hydro-
chloride in addition to pralidoxime chloride. The effectiveness of the treatment was compared between the two
groups. Results  After treatment, the recovery time of CHE and hospitalization time in the observation group
were shorter than those in the control group. The cure rate was also higher in the observation group compared to
the control group, and the difference was statistically significant (P<0.05). After treatment, levels of serum cre-
atinine (Scr), B2-microglobulin (B2-MG), cystatin C (Cys-C), PCT, and CRP in the observation group were
lower than those in control group. Conversely, CHE levels were higher in the observation group compared to the

control group, with a statistically significant difference (P<0.05). There was no significant difference in the oc-

A B A E R EATR S I AT R A (201904d11020045)
W Eln e BEF R G KA ER &Y B A, %8, % M 236600
B R E R, E-mail : shuguang6139@163.com
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currence of adverse reactions between the two groups (P>0.05). Conclusion Penehyclidine hydrochloride,

when combined with pralidoxime chloride, can increase the activity of serum CHE, shorten treatment time, im-

prove renal function, and reduce levels of serum PCT and CRP in ASOPP patients. These effects are achieved

without increasing adverse reactions.
[KEY WORDS]

2Pk A BLWE R 25 b 3 (acute severe or-
ganophosphorus pesticides poisoning, ASOPP) /2 I[fi
PRE DL B A5 2 AT , 9 1 2 R U3, m] i 3 it 2
R Uine, FEURE B IR PR R E S
SE R, B2 ECONE N B RS 2 R R AR S 40
HAB S BIER" s 2 IG K LIy ASOPP
B IR 258, FLT DU R i B I ARE IR
(BAERYT 25 i ] A P P BRI S I, A B
ZW RN 45245, A e 4 B 2H U R B K R
AR TG EhER I 28 fif 2 —Fhogr B iR
BREZS Y, HA A S O R D
WA IRITRCR C AR I IR _EA5 8]z kT
AT IR R I £ 42 KR 45 S8 W 52 X ASOPP
B HATIRYT R Holh R T 88 SO0t 8 B D RE
MM 7# %% 2 Ji (procalcitonin, PCT) | H B 5 i ( cho-
linesterase , CHE ) . C J% ) £ [1 (C-reactive protein,
CRP) /KRS0 . SRR GBI T 45 RE T .

1 MR

1.1 IGIR TR

ST 4R PR T 2018 4F 1 H 2 2023 451 H fig
T P 2 B B T A R B e 03 19 100 9] St S A
ML B . AR IE : O (R A LB R
P B2 R IR R L F IR (2016)) Hi2 ;@A
Py v 5 s K i AR g ORE R T B AR v B R L
@IFHY 18~60 & ; B H S @ MG R & . HEBRAS
#E: OAPBE 4 h WIET: ; @B H A 254 5 E 1 R4k
2R s QXA YT 25 ik B DT B A i R AR )
e 55 s ©F i 28 R G5 0 5 @ FF % 1 I
I W s FLIA AR o SR B ATLE 7 33 45 S O

Penehyclidine hydrochloride ; Pralidoxime chloride; SOPP; CHE

FL2 (n=50) Xt B4 (n=50) . 1GIT T, PI2H FE Lk
PR 22 F RS B X (P>0.05) , IR 1, A&
9% O i 2 e AR 2 B 23 o it
1.2 RIT R

(RS aT A = N 1 AN &= A U S Al =
A5 H FRIG T, i TR S BT A R R
B 2.0~4.0 g, P 4.0~100 g, E E PR
10.0~20.0 g, AR 45 9 1% B 5~10 min F & 25 24 , fii /B
R TRV TR AN = o NIRRT EANN
B D BT R LR L T KL A0 3 90~100 IR/
57 BG4 T dE R i, B P B 0.5 mg/a~6 h, P
FEHhEE 0.5~1 mg/2~4 h, & & P EE 0.5~1 mg/1~2 h,
i R AT J 28 A0 D i 2 A . R AT AL PR A AR
s (A KB ERAEY R A BRA R,
A% 2 mL: 0.5 g, [ 25 i 5 H22022456) , B K 7
o REPE05~1.0 g, PIEPE 1.0~2.0 g, EEH
7 1.5~3.0 g, BlJ5 0.5~1.0 g/ .1 K/2 h, 3% 22 )
3~5d. fEXTHBALIERE b, VB LA 1 5 R AR R
SBT3 N B8 2L A BN W RS
2 mL: 2 mg, [H 24 #i 7 H20163223) , | K7 & .
B E 1.0~2.0 mg, T 2.0~4.0 mg, EE
HEE 4.0~6.0 mg, G4 2552 1 mg/12 h,
I~ 1~2 mg/Ik , 8~12 /AR . 15 1k 25 25 bs o
CHE i J1>60% HIfi PRAERARAE LA TE R
1.3 WEAE R

D1ic 5% W 41 CHE Yk & b [a] (P& & % 1E # {H
4 620 U/L Frgistfa)) A2 Bt a] AR GA @ e
§ CHE I J1 i 80% , A= Ay ARAE £, S R IL A TH
K)o QREIRITHT JAITIE 1 dF kI 10 mL, =
UL F#HE 30 min, A 3 000 r/min &5 .0> 15 min, & .02F

RIFWABTHEEABLLE (2(%), (xxs) ]

Table 1 Comparison of baseline data between the two groups before treatment [n( %), (x+s) |
qam o e ER(H) R A LU= :
5 L P e e SRR X} T
WEA 50 20(40.00) 30(60.00) 45.64+3.67 3.12+1.62 10(20.00) 27(54.00) 8(16.00) 5(10.00)
popilesil 50 17(34.00) 33(66.00) 45.83+4.17 2.82+1.44 12(24.00) 26(52.00) 6(12.00) 6(12.00)
VA &I 0.386 0.242 0.979 0.577
PAH 0.534 0.809 0.330 0.902
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R 15 em, b A B S AL BT A () 5 K D
S S R SRR ] S AUS800) A N I v AL
(serum creatinine, Scr) . B2-f# ¥k & 4 (B2 - micro-
globulin, B2-MG) . Bt fill & C (cystatin C, Cys-C) /K
-, Tt IBG 0 958 W B 9 A I 3 CHE . PCT . CRP 7K
o WH G [ BV s A YR A R F L R 2
WU . QML P R ZE G AE I a2 |
it AR Bl T R AN RSO A T L
1.4 Geitehbm

K FH SPSS 24.0 Ge 127 844 53 B Bcdlis , 115509
B n (%) Ron R ke tH 7R DL (r+s) 3R
TRLAT R . DA P<0.05 N EFHA S AE L.

2 HR

[LEREE IS E AR

WLER A 36 AR 5 T 6 B 4, CHE Kk &2 1t ]
Bt s [B] X5 b X B 4, 25 S5+ Se i 2k L (P<
0.05), W&E2,

2.2 MALRITHTE EYRe thag

IBIT R, PIALIMLYE Ser.B2-MG ., Cys-C H#5 %

2.1

F2 MABTHRER [n(%),(xs)]
Table 2 Comparison of curative effect between the two

groups [n(%), (xs) ]

21 5 n  CHEWEWN(d) (EBEFEI(D) AR
WEEH 50 8.86%3.54 9.31+2.24 40(80.0)
YR 50 13.17+3.87 13.76+2.85 31(62.0)
P AL 5.811 8.681 3.934

P 0.000 0.000 0.047

SR F 3 L (P>0.05) 3677 5 , 4L L Scr,

NV
=]

B2-MG .Cys-C ¥ ILIGIT I K ,, 2 R A Git =
(P<0.05). W73,
2.3 Wi4lIAJ7Hi)5 CHE .PCT .CRP L%

YAYT AT, W41 CHE .CRP . PCT /K F [t 5 2% &

T Ge it 2E 3 L (P>0.05) , P 43R 7 i B WL 4% 4

CHE Ft & , H W41 & T X% B 41 ; PCT ,CRP, fX F
TR, 22 S5 A Geit22 2 L (P<0.05) . WLk 4.
2.4 WA R JNAE O

ER N SR e NI VA S-S B = 5% B N B U I
Il R A B R A EZ A R .

B RO K A R B 22 5 LG i T L (P>

0.05), WLF5,

®3 WMARTHEEDRELE (x£5)

Table 3 Comparison of renal function between the two groups before and after treatment (x +s)

. . Scr(wmol/L) B2-MG (mg/L) Cys-C(mg/L)
TRITHT HIT A IRITHT BIT IS IRITH HIT A
WL 50 87.78+£15.25 72.13%11.37° 3.26x1.47 2.47+0.68" 2.21+0.82 1.44+0.45"
X el 50 88.42+15.46 78.87+11.86" 3.31x1.54 2.76+0.74* 2.18+0.74 1.72+0.47"
tff 0.208 2.901 0.166 2.040 0.192 3.043
P{E 0.835 0.005 0.868 0.044 0.848 0.003

5 R YRR L, °P<0.05,

R4 BFBIE® 4 CHE.PCT.CRP L% (x+s)
Table 4 Comparison of CHE, PCT and CRP between the two groups before and after treatment (x +s)
a3 CHE(U/L) PCT(ng/mL) CRP(mg/L)
ZH ! n N o N N . N N sl N
IBYT T BT R VR IT I BIT IR YRYT I BT R
WL 50 2371.82+365.43 6636.82+517.48" 5.53+1.36 0.88£0.15" 156.84+29.04  51.43%13.37"
X} HE 20 50 2376.57+363.29 5447.24+423.85" 5.49+1.29 1.25+0.17 156.67+28.92  73.28+15.41°
ol 0.065 12.575 0.151 11.540 0.029 7.573
PlE 0.948 0.000 0.880 0.000 0.977 0.000
W SR RIT T L, *P<0.05,
Fx5 MALRRKFERLEE (n(%)]
Table 5 Comparison of adverse reactions between the two groups [n(%) ]
215 n pE ZR AL - W, 3 iy Jity Ay e Bl ad 1= A Bk
WL 50 2(4.00) 4(8.00) 7(14.00) 12(24.00) 12(24.00) 16(32.00)
X AL 50 3(6.00) 7(14.00) 8(16.00) 10(20.00) 15(30.00) 20(40.00)
P! 0.694
PAE 0.405
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3 Wi

A AL A 25 B AL b AT ML 5 CHE 45 &
SEATEIR R T BEGE O A R S BRAR R, 5L
2Tk RRLBAE AT AR PN R i 5 R, ) AR IR B BB A 28T
iof B Ay, REURH Bk N, BT
WFFE s, 7R TR &k AR 0 T A h B A v, A HLEE
e 25 EE kAR R, B2 W 56T R BRI
FET SR O™ UMWl 2 R IR L8 R YT
2, N2 O L Stk CHE A BAE T,
YK & CHE 76 1 , 42 2F 2 B AR A o0 o (5 i T H g
VMG i i R s 2 BHLA LR A KB, PR BRI R
IRIT B AR T B 45 25 A R ORI H 7R o b
KRG, uor R ERRERY . iRk
AR B EPUINGZ5 Y, fE98 5 M N JIHi%3Z
KA & FE TP AR SN R FEBCIRGRAE T, AT DL 4
17 HL A 30 2% i A HLBE TP B 0 RREIR o R R I
AR K RIER D, T RUR R R
NI A Yk FE BT AL AL, 76 ASOPP & Z0f b &
BEEREEMERY . RS R BN, WA B E IR
R T BR A, CHE 9 &2 1sf [ 43 e Bk 1] 541K %
WA, Salifg A WSS . DA g R R L
MR I 2, 248 Tk Bk A 0 o R A8 R 4 DR R VE T, B
ETE R RPN I 1B - =

A LA 25 0 ARG T 7 B RS AL, AT
ELREAE T B /N R ZNER T LA 23 el A8 B I .
T, SECE /NE L AR SE K B /NER E i R
R AR B D RE AR K IR N 24, & 580 ASOPP
BEFTWIREZ - Ht, AV h s, R
WO R B D4 = B AR AR G . A
X2, L3 Scr.p2-MG Cys-C /K5 B /NekjE i
FRBEYVR G, X B W2 P ELAT 8 B A st AR S
PE, TR DI R 2 Wi 6 & AR B s i e hs .
AHFFE LS RV ER R IR £ ZE lk v] AR 3 B DRk

R MR, KA LR 253 AN
A WS R N S R G, R Bl S LSO AR A
SNE T R 43, AT BE 2 51 4 B S0 IV 25
HAE, ELE TR S B E SR8 R AT Re B AT,
FALAEBG . PCT J2& B 45 R ai iR Ak, A kg
TRt AE A 9 R i A 9 HE NIV, PCT /K -
T, 7% I RRE SN M ™ . CRPJEAMERT A& 1,
HUA B Ge  RAE S AT I, B
JE RURAE , R PCT . CRP X 1 W HILAA 26 i 72 i 2L

BEEME" ., ZEEFHRELN, HRILS
Zs ik A 0% A3 &0 % ASOPP (8 & & 5E I I, 4 1F
BEWRE , SAMR AR —8 XTRERE N
R R I £ 45 Tk AT LA DR/ 5 RE A0 it ) SR B0 R
i DR B0 7 A 5 R, DR I A ke 3 AL AR 98 S
JE R E R EER . AN, AR R R K
AR IO B 25 5, KR IR I & 28 Tk 5 S s o
A 2GR AR SR BB, &8 4k AT o

25 BT, SR I £ 45 ik Ik A S R R T
ASOPP (B #J7 i iy, vl Bl 3 % B Ih Ak, Ik &R
CHE 7 1 , B AR 1ML 75 PCT . CRP /K, 47 8% 4 Jd
A, ek B A

S % 3k

(1] T, B, 40 SR I I 6 17 I a0 v
WUAR B TR YT A A A HLBE T R R IR R 2r A [0 ). 4R
2 {4, 2022, 28(3) : 664-669.

[2]  WuJH, Ma XH, Dong JH, et al. Evaluation and use of or-
gans from donors poisoned by organophosphorus pesticide[J ].
Ann Transpl, 2023, 28:e939343.

(3] ZRbWl, skBEN, RV . KRBT Ry Biny7r 2t EEA
BIL w8 A 25 i 2 2008 0 I R A 58 (7). 3R 88 5 L B2 2%,
2022,39(5) : 556-560.

(4]  PEERDZZZEMS 2 A A PR Z 2R iR
LFRIR(2016)[T]. 2R, 2016,36(12):1057-1065.

(5]  wifEm, BEEsE . IRbE M BB 6 . dbat: AR BA IR
1, 2004 10.

(6]  skixZ, 90E, v . BTG AL e & R B Y7 2 ME A DBk
RGP EERIEIRMELT ] 52N B2, 2022,46(3) :406-407.

(7] BB, s S, 3 AL . 2018-2020 4E 5 7 A M A HLB Ak
2 b R R B S I D R LT ] R s ek
2021,20(9) : 850-854.

(8]  REML, 294 B = 4 5k 5 Ul e B4 1 OHE
X A A MLBR AR 25 T B S OF IR AT B B R [0,
AR EE ¥, 2021,49(3) :313-316.

(9] sk, FEZEMK . R 2 45 BRI 5 B R B 4T it X 2 M HLBE A
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NT-proBNP . TSP-2 . hs-CRP {1 E#ifi% Pk HEEF i85
H ity & s B e IO s v 7 11

7

[ ZE]1 BB F5F N 5w 0BT & (NT-proBNP) | IfiL /MM W BfF 25 1 2 (TSP-2) M  C f v 26
F1 (hs-CRP ) 7E AJ: e JIE 14 5 1L 2 50 B A o0 77 58 38 (HFCEF ) JB 3% P 1 326 38 % x5 30 U 100 {1 .
Tk GEEL 2018 4F 1 A & 2021 4F 12 J KRN K225 — B 12 B Wioia 1 120 441l % I8 M HFXEF f8. 35 24
HFEF 21 , 60 {1 4 7 5 4 5 1fi 43 %5 {% 8 0> )1 52 38 (HFpEF ) 5 %% & HEpEF 21 , 60 f4i].0> 3 fig 1E % 0 J1 38
v (HF) H % 4 B4, X 16 = 41 NT-proBNP , TSP-2 . hs-CRP 7K F- ; # $i8 .0 31 fiE 73 9 4% HF(EF 20 i %
Sbiae 19 ooae 94l Yse IV 204, Jf XF b = 20 NT-proBNP |, TSP-2 | hs-CRP 7K - 5 43
BT NT-proBNP . TSP-2 . hs-CRP 4% 4§ 75 22 [H] /) AH OGP 5 #2415 Bl 17 25 SR 4% HFrEF 41 58 3% 43 s B 440
FIUFIS A BL2H , I % W 4H 5 2% NT-proBNP , TSP-2 . hs-CRP 7K *F- ; 43 #7150l HErEF ¥ W5 I 2 W &
3BT NT-proBNP , TSP-2 X HFrEF £ 3 (09 8 Hi #ilJ5 A (. 4558 — 41 NT-proBNP , TSP-2 .hs-CRP 7K
V-4 : HFtEF 21 >HFpEF 41> %] B, 2% 5 A 4o 127 72 L (P<0.05) 5 120 f-E ¢ B P HEEF 835 v, 0 e
1T % 38 61 (31.67%) 0> D1 fiE T % 46 191 (38.33% ) 0> LI AE IV 4% 36 5] (30.00% ) ; = 41 NT-proBNP , TSP-2
hs-CRP /KP4 0 T RE IV SR 4 >0 D RE M 4 41 >0 D i 1T 940, 22 A7 B8 124 8 3L (P<0.05) 5 3R IR
HFEF {3 Il 7% NT-proBNP 5 TSP-2 .hs-CRP &2 1E A 3¢ (P<0.05) ;120 {4 M5t HFEF B o, s B
U 79 11 (65.83% ) T i A K 41 4] (34.17% ) ; H2 % NT-proBNP , TSP-2 . hs-CRP /K4 : T A B 4> T s
R, 22 70 g it 2% 3 L (P<0.05) ; Logistic [0 I 43 7 45 5 i 7% , NT-proBNP , TSP-2  hs-CRP 5 %35 /&
JEMEIBETE HECEF 8% BUR A R AR 3 (P<0.05) s NT-proBNP  TSP-2  hs-CRP HLf 5 1 & FUI0 1 e 2
1 HFrEF 8 3% H5 fi AUC 4 0.779.,0.907 ,0.898,0.948 , B & Tl I /Y AUC & T NT-proBNP | TSP-2 .
hs-CRP , 22 % 47 4i i1 % 5 L (P<0.05) . #51i& NT-proBNP TSP-2 hs-CRP 7£ il ¢ fi 1 HFrEF & %
R R IA , AR ARIBE A R DU BE R A T A A I U .

[T G or BB A0 S 3238 5 AERIEME O R 5 N st il 0 R i 0 5 /DA T2 o 2 P9 2

Expression of NT-proBNP, TSP-2, and hs-CRP in patients with non-valvular HFrEF and
their predictive value for short-term prognosis

LUO Hong

(Cardiovascular Surgery Department, the First Affiliated Hospital of Zhengzhou University, Zhengzhou,
Henan, China, 450052)

[ABSTRACT] Objective To investigate the expression of N-terminal brain natriuretic peptide precur-
sor (NT-proBNP) , platelet adsorbed protein 2 (TSP-2), and ultrasensitive C-reactive protein (hs-CRP) in pa-
tients with nonvalvular heart failure with reduced ejection fraction (HFrEF) and their predictive value for short-
term prognosis. Methods One hundred and twenty non-valvular HFrEF patients admitted to the First Affiliated
Hospital of Zhengzhou University from January 2018 to December 2021 were selected as the HFrEF group, 60
non-valvular ejection fraction-preserved heart failure (HFpEF) patients were selected as the HFpEF group, and
60 patients with normal cardiac function in heart failure (HF) were selected as the control group. The NT -

proBNP, TSP-2, and hs-CRP levels of patients in the three groups were tested and compared respectively. Pa-

A A E E A L %) T B (SBGJ202003049)
VEH L M KFS — B ER S RE SN, T, #6011 450052
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tients in the HFrEF group were divided into cardiac function class Il , cardiac function classIll , and cardiac func-
tion class IV groups based on cardiac function classification, and the NT-proBNP, TSP-2, and hs-CRP levels of
patients in the three groups were compared. The correlation between the NT-proBNP, TSP-2, and hs-CRP indi-
cators was analyzed. The correlation between the NT-proBNP, TSP-2, and hs-CRP indicators was determined
according to follow-up. The correlation between the NT-proBNP, TSP-2, and hs-CRP indicators was deter-
mined according to follow-up. The multifactorial factors affecting the prognosis of HFrEF patients, and the short-
term prognostic predictive value of NT-proBNP and TSP-2 for HFrEF patients were analyzed. Results The
levels of NT-proBNP, TSP-2 and hs-CRP in the three groups were HFrEF group > HFpEF group > control
group, and the difference was statistically significant (P<0.05). Among the 120 patients with non - valvular
HFrEF, 38 cases (31.67%) were in cardiac class Il , 46 cases (38.33%) were in cardiac class Il , and 36 cases
(30.00%) were in cardiac class IV (P<0.05). The levels of NT-proBNP, TSP-2 and hs-CRP in the three groups
were in cardiac classIV group > cardiac class Il group > cardiac class Il group, and the difference was statistically
significant (P<0.05). Serum NT-proBNP was positively correlated with TSP-2 and hs-CRP in patients with non-
valvular HFrEF (P<0.05). Out of 120 cases of non-valvular HFrEF patients, 79 cases (65.83%) had a good
prognosis and 41 cases (34.17%) had a poor prognosis. The levels of NT-proBNP, TSP-2, and hs-CRP in the
patients were in the poor prognosis group > good prognosis group, and the difference was statistically significant
(P<0.05). The results of logistic regression analysis showed that high expression of NT-proBNP, TSP-2, and hs-
CRP was the main cause of non-valvular HFrEF. High CRP expression was a risk factor for poor prognosis in pa-
tients with non-valvular HFrEF (P<0.05). The AUCs of NT-proBNP, TSP-2, and hs-CRP alone and in combi-
nation for predicting prognosis in patients with nonvalvular HFrEF were 0.779, 0.907, 0.898, and 0.948, re-
spectively, with the combined prediction being higher than that of NT-proBNP, TSP-2 and hs-CRP alone (P<
0.05). Conclusion NT-proBNP, TSP-2 and hs-CRP are highly expressed in patients with non-valvular HFrEF.
The combination of these biomarkers can better predict the short-term prognosis of patients.

[KEY WORDS] Reduced ejection fraction heart failure; Non-valvular heart disease; N-terminal brain

natriuretic peptide precursor; Thrombospondin-2

> 77 %5 8 (heart failure, HF ) 200 JIIF 92 95 24 K

1 ARS
Wy 21 - % e 8RR T % 5E 6 T 5 i HE S MSTTiE

FAEE 5 AR AL ARIL 50% " . ARIREYE HF ik
MO T &, B R BN IR R K =
145 ] 43 R A A R S 0l 43 2 % 1K HF (heart fail-
ure with reduced ejection fraction, HFrEF) | 3F Ji ix
P B 1ML 43 % B HF (heart failure with preserved
ejection fraction, HFpEF) ., AHX} HAhZS A HF, AE
JEEAE HErER (85 ET- A8 i o N Iy il 470 3K A
(n-terminal brain natriuretic peptide precursor, NT-
proBNP) J& H #iIi2 Wi HF 1) SUSFE #5 , A 2 55
W], NT-proBNP 5 HF J* 2 X R & V). 1M/
M B 25 1 2 (thrombospondin-2, TSP-2) J& 5 Ifil i}
BURE ARG, 2 S AN EW R RN,
TSP-2 J& HF O L SE T A B A 5. HF 2 b i
PEBE S IE &R N E RS AE , 8 8 C B AR H (hyper-
sensitive C-reactive protein, hs-CRP) AJ T il.(» Ifi 45
F kAT AR B EHTT NT-proBNP  TSP-2
hs-CRP 75 A 1 HErEF £ v i 2 1k Kon] 4 3]
S R BN . BRI .

1.1 — gk

YEHL 2018 4E 1 F & 2021 4F 12 A H M K244
— B I I e MO39 120 51 A B HFPEF (8 & 0
HFrEF 41, [F 1 6 1) 60 6 3E ¢ 544 HFpEF (& %
& HFpEF 41, 60 f].0> U RE 1E. % HF & Ry Xf BR 4 .
Yy AFRifE . DS IECESC 280 1 IR W 51k
JY 48R )" T HF B2 Wibs o, 183 A P 0 IR e |
Jok T T R o0 R >120 YR /min (11 TR 22 B, 0 1
HFrEF H & 42 % 81 1M 43 %1 (left ventricular ejection
fraction, LVEF) <50%, iF i i ¥+ HFpEF H &
LVEF>50% ; @ 8 & - % 45~80 % , .0 IO fig 1T 9 LA
b @B EHFHIE R E . HEBRbRAE - A IF i 48
PR LR RGeS D K ™ B O 2
FH Qi 6 ™ H A A O NI LR B . A
38 3 R N R 2 55— B i B e A 3L 2 2 S it
1.2 ik
1.2 JRIT Ik

R B A 5 O W R M | G SRR 25T R
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HARAMA RIBEEEIRIT A AEEBRIB D XIETR
7, 45 T U0 PR EL AV A RIS R A5 25 iR T,
B S T O NE R AR TT AL SR 52 R
OO NERE M A . W5 ELE R Y J& HFEF Ml HFpER
B IR IT 7 58 T BEAR Y5 ELAR (115 DL FHRE AR 4T
AMAbE ], IR I E AR, ISR IR YT ACR .
1.2.2 LIREST

A RSP HFCEF B3 AR 40 [ 4 2000 DR 24 &5
(new york heart association, NYHA )" .(» 3 G843 2%
AT A D ER IR iE s R RS2 ), 22
T JCE R R B, H B IS 2N 5 v 0 I R K %
Z PRI T AR J736 s W 32 R, Rl sl i 20
il 25 B LA LR 5 IV 22 R E SEACR BB EA T AT ]
H 816 8, iR N ] sl Rtk
1.2.3 WA

X 120 i EAR ISP HFCEF & % g Ba T 2 2022
12 A BEVII RN N B ST I HF CHALO 15
FAEFABE R UG A R RS TC AR AR
J T RAF A B E TR 2 H &
1.2.4  SEREFE ARk

F WU F #E ki 5 mL, LA 3 000 r/min & .0
10 min (#0428 8 cm) , B B3 , B H B F-80TC
VKEE AR . SR O AR YR A BR S R A e
i) ELISA 5 £ 4% il NT-proBNP, TSP-2 . hs-CRP
IRV 7 A 4 B 6 20 TR U I A T4 A
1.3 Stk

K FH SPSS 24.0 Ge b2 844 43 A B, 1F i %
B (x+£5) Fom , Z 410 LB 7 225081, 4] L
B e K56 s BB A n (%) ok, LB 2 K
%, & H Pearson 73 T NT-proBNP , TSP-2 . hs-CRP
48 bn Z ] A G, R FH Logstic [ 43 # 52
HFrEF 8 & W5 M 2 R &R |, 26l 28 TAERRE
ith 2& (ROC) 43 ¥t NT-proBNP . TSP-2 %} HFrEF # #
B 5 W BUS BN . DL P<0.05 A 225344 Guit2#

2 FR

2.1 KL TR

SRR TR LR 22 R R g o 2 L (P>
0.05), WK1,

2.2 NT-proBNP ,TSP-2 hs-CRP /K-

— 4] NT-proBNP, TSP-2 hs-CRP 7K ¥} :
HFrEF 2] >HFpEF 41>Xf l 4], 22 R A Gi il 22 X
(P<0.05)., WL#%E2,

%2 =43 NT-proBNP.TSP-2.hs-CRP /K FELL 5 (x25)
Table 2 Comparison of NT-proBNP, TSP-2, and hs-CRP

levels among the three groups (x =)

A% n NT-proBNP(pg/mL) TSP-2(ng/mL) hs-CRP(mg/L)
HFEF 41 120 2 042.81+184.43™  23.62+5.32° 14.77+3.74™"""

HFpEF 4] 60 1676.53x167.64°  20.84+5.13"  11.84%2.53"
XHEZE 60 551.34+103.53 14.64+3.17 1.35+0.63
FA4 1677.984 69.370 419.423
Py <0.001 <0.001 <0.001

1 5 R 2H L #E L *P<0.05 5 55 HFpEF FL#% ,°P<0.05 .

2.3 AN[Ale Py BE 2 ) f8 H NT-proBNP , TSP-2 |
hs-CRP /K3
= 2 NT-proBNP , TSP-2 . hs-CRP 7K ¥} : .0
e Vg Ad>oTae Mg >oTne 1 g4, 2
SAEGI R X (P<0.05), W% 3.
2.4 NT-proBNP TSP-2  hs-CRP #H S 20Hr
4k M B ¥ HFEF & 2% Il 7§ NT-proBNP 5
TSP-2 . hs-CRP £ IEAHE(P<0.05) . W3k 4.
2.5 AT ##E NT-proBNP TSP-2 hs-CRP 7K
4 NT-proBNP TSP-2 hs-CRP /KNy FilJ A
RA>TE RIFA, 225 A 50 T2Ea X (P<0.05), WE&S5,
2.6 SZN BT S 2 & Logstic 11443 #r
F4AE MR PE HFCEF 8 3% 1S B4 5 A5 o R AR
i, L) NT-proBNP , TSP-2 . hs-CRP N [ 7% #& , 3 3F
FTWRAE , % 2 A & Logistic [F1J3 2087, 45 R Bow
NT-proBNP, TSP-2 . hs-CRP & % ik J2& 4k i 5 4
HFrEF 8 & 15 A R Ek HER (P<0.05) . W6,

K1 ZHEZERLE (1(%),(xxs)]

Table 1 Comparison of baseline information among the three groups [1(%), (x+s) ]

. PE . " , -
21531 n 5 % AEI TR R %1 W2 S DR s
HFrEF 41 120 65(54.17) 55(45.83) 68.65+10.42 23.23+1.64 31(25.83) 35(29.17)
HFpEF 41 60 33(55.00) 27(45.00) 68.46+10.31 23.26+1.61 14(23.33) 16(26.67)
POpiEE | 60 30(50.00)  30(50.00) 68.68+10.44 23.21+1.58 12(20.00) 13(21.67)

Fii 0.368 0.008 0.015 0.759 1.151

P{H 0.832 0.992 0.986 0.684 0.563
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x3 AEDOIEES S BE NT-proBNP, TSP-2 . hs-CRP
KELRE (xxs)
Table 3 Comparison of NT-proBNP, TSP-2, and hs-CRP

levels in patients with different cardiac function classes (x =s)

#5 AEWIFEHEZEZ NT-proBNP,TSP-2, hs-CRP 7K F b 7
(x+xs)
Table 5 Comparison of NT-proBNP, TSP-2, and hs-CRP

levels in patients with different prognoses (x +s)

NT-proBNP TSP-2 hs-CRP NT-proBNP TSP-2 hs-CRP
A5 i p
I " (pg/mL) (ng/mL) (mg/L) AL " (pg/mL) (ng/mL) (mg/L)
DIRE T 244 38 1423.52£108.43  19.84+2.41  10.85+1.47 WE R4l 79 1896.94+246.53  21.82+2.62  12.87+1.23
LDINREM Y4 46 2136.71x154.84°  23.43+3.63" 14.97+3.13" WG AKR4] 41 2323.88+404.84 27.09+3.51  18.43+4.33
DIFENVYH 36 2576.52+191.34° 27.85+5.12" 18.65+3.44° i 7.169 9.275 10.651
FA 528.095 40.306 70.559 P <0.001 <0.001 <0.001
P <0.001 <0.001 <0.001
100 — NT-prOBNP
TE: 50 The 9 b4, *P<0.05 ;5.0 D g I 9041 L 5L, "P<0.05. ‘ — Tsp-2
80k e S e hs-CRP X £
I P LRSI
%4 NT-proBNP.TSP-2.hs-CRP 48 % M 43 #7 g
. . =40
Table 4 Correlation analysis of NT-proBNP, TSP-2,
20
hs-CRP
) NT-proBNP TSP-2 hs-CRP 0 20 40 60 80 100
HH 15
r8 PHE & P rfH PHE
NT-proBNP 0.543  0.001 0675 <0.001 El1 ROC %
TSP-2 0.543  0.001 0.451  0.002 Figure 1 ROC curve
hs-CRP 0.675 <0.001 0451  0.002

2.7 NT-proBNP,TSP-2 hs-CRP i il 9} i & 1
HFrEF {835 15 1) ROC i £k

NT-proBNP , TSP-2 , hs-CRP Bk 45 15 ] I 3 i
P HFrEF 8 % 15 £9 AUC A 0.948 , & T B - 461
(2=3.685.2.372,P<0.05), WFE7. K1,

3 Wi

AR RSP HFrEF 3222 2% 0 LIS 45 T Re B 1 5|
VBTG £ 11 A [T = G D PN 1 N || £ =55
FRIE Y HF 8 WA , 5 HF 19 50% 2247, 38T
R, FRIE R TS AT AR P ITAG AR
JE % HFrEF & & 105 16 00, X B AR JE 3 5 P

HFrEF B #HPE3 FEABE 38 SCH R,

% 44 BK (brain natriuretic peptide, BNP)J& /0> JIlL
S B 3 D6 1) — FhOIE RIS, PR A R S A
I8, A AR 244#% 4 NT-proBNP
FE BN . NT-proBNP JoA: 916 M, 2 = 1)
B e, A2 5 R TR, w] TR A
OIIEE O LB UG TE 0L . B NS HF 3697 1R
R 47N NT-proBNP & E A7 48 R lff IRIGIT 19 45 5=
P HERR G TSP-2 S A 2 P9 TR S 4
A BRI, W2 5 0RO A R AE L R RN,
A F 0 UE 25 4 S B R IR T B, 7 Z2 Fhoe JE 92 9
ik ¥ T AR X e AR O U R R
FET- R EA WAER . hs-CRP J& 3B R 57 M SAE AR

Fo HMBEWEH % ERE Logstic @F 247

Table 6 Multifactorial Logstic regression analysis affecting patients’ prognosis

ARt NIz B S.Efi Wald 2> i ORH 95% CI Pl
NT-proBNP EH#=0, 8 m=1 -0.986 0.421 5.485 0.373 0.163~0.851 0.020
TSP-2 E4=0, =1 -1.032 0.428 5.814 0.356 0.154~0.824 0.016
hs-CRP TE =0, =1 -0.937 0.386 5.983 2.552 1.198~5.439 0.016

% 7 NT-proBNP.TSP-2 Tl il I #l & {4 HFrEF £ 2 /5 #9 ROC £
Table 7 ROC curves of NT-proBNP and TSP-2 predicting prognosis in patients with nonvalvular HFrEF

iH AUC SE 95%CI cut-off EAREE R URE (%) TR (%) PAi
NT-proBNP 0.779 0.050 0.694~0.850 2345.58 0.510 56.1 94.9 <0.001
TSP-2 0.907 0.034 0.840~0.952 26.470 0.729 80.5 924 <0.001
hs-CRP 0.898 0.037 0.829~0.946 14.24 0.730 78.1 94.9 <0.001
A 0.948" 0.019 0.891~0.980 0.789 90.2 88.6 <0.001

1 : 55 NT-proBNP, [ # *P<0.05; 5 hs-CRP [ 4%, °P<0.05,
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T P o R i, e 1 .45 1. 35 ox-LDL.. sdLDL-C /K *J
Be Ll A 5

% EY F4E kM AR

(¥ E] B& S0 e e & 7E (TIA) B3 M A A0 4 (5% 15 I8 2 11 (ox-LDL) /N 2 fIK
% B IR AR I B (sdLDL-C) K MR IR B S, AiE #2021 4F 4 J & 2022 4 9 H I % K2 s
[ e MSCIA 114 216 91 Jod B 1A o e it % 4 (TTA) SB35 % A WLEE 4, AR 3 ABCD-3 1140 ¥ WL 41 /R 3 o ARG
WM (n=77) APFEH (n=93) M E MG H (n=46) , 53 % [7] WA BE (10 {8 ARG 3 150 2 A5 BEZL o X e 4 D)
T WAL A 6] ABCD-3 P43 #3441l 3 ox-LDL , sdLDL-C 7K 3 ; 5% il Pearson #1155 £ %03 ¥7 1l ox-LDL .
sdLDL-C /K°F- 5 ABCD3 1145 (W AH G ; &9 i B U H A 147 AR 2 75 & AR e i 14 Mg 47 v CATS ) H W 5%
20 BB A ALS 4 (n=43) AR AIS 41 (n=173) , WAL P21 13 ox-LDL . sdLDL-C 7K ; 5k 52 i & TAF
i1 £& 43 H7 1L %5 ox-LDL | sdLDL-C 7K - X} TIA & 35 i B o AIS W Bl M {8 . &6 5R  WLE 41 il v 1
ox-LDL ,sdLDL-C 7K & 35 = X5 JR 2, 22 5 e 127 5 L (P<0.05) 5 IfiL 3 ox-LDL sdLDL-C /K : R f&
H<h <@ A, 257 51 2% 2 X (P<0.05) ; Pearson % 25050 ¥ i 7, TIA B3 17 ox-LDL .
sdLDL-C 7K°F- 5 ABCD-3 143 & il 3 1F A8 ¢ (P<0.05) 5 AIS 41 IfiL % ox-LDL ,sdLDL-C /K - i 2 & T3k
AIS 4, 22 5 A i 7 L (P<0.05) ; ROC [ £ 437 7% , 1L ¥ ox-LDL . sdLDL-C 7K - 5l K 1 A 1)
TIA B 5 UEE N AIS BB M 0.791,0.814,0.954, 45 F ¥ 4 0.751 . 0.636 . 0.624., AUC 4y 0.789 .0.792
0.872, 45t TIA B H L% ox-LDL sdLDL-C /K -3 5 i 3R ik, H 5 8 E01H W 3 41 0C, ZH8 bR X) TIA
B E R ATS HA 81 1 T AN

[RBIR] RS & AR S PEAR S BN A 5 /N 25 05 3 i 2 11 R o

Levels and clinical significance of serum ox-LDL and sdLDL-C in patients with transient
ischemic attack

SHANG Xuefeng, WANG Juan, ZHANG Pengxuan*

(Department of Neurology, Yan’ an University Affiliated Hospital, Yan’ an, Shaanxi, China, 716000)

[ABSTRACT] Objective To explore the levels and clinical significance of serum oxidized low density
lipoprotein (ox-LDL) and small dense low density lipoprotein cholesterol (sdLDL-C) in patients with transient
ischemic attack (TIA). Methods 216 patients with TIA at Yan’ an University Affiliated Hospital from April
2021 to September 2022 were enrolled in the observation group. Based on the ABCD-3 score, the patients in the
observation group were classified into the low-risk group (n=77), the middle-risk group (n=93) and the high-
risk group (n=46). 150 healthy subjects who underwent physical examinations during the same period were se-
lected as the control group. The levels of serum ox-LDL and sdLDL-C were compared between the two groups
and among patients with different ABCD-3 scores in the observation group. Pearson correlation coefficient was
used to analyze the correlation between serum ox-LDL and sdLDL-C levels and ABCD-3 score. The patients in
the observation group were followed up for 1 year after disease onset and were divided into the AIS group (n=
43) and the non-AIS group (n=173) based on the presence or absence of acute ischemic stroke (AIS). Serum

levels of ox-LDL and sdLDL-C were compared. Receiver operating curve was applied to analyze the predictive
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*BAZAE K TR M A, E-mail : 13309119625@163.com
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value of serum ox-LDL and sdLDL-C levels on progression of TIA patients to AIS. Results Serum levels of

ox-LDL and sdLDL-C in the observation group were significantly higher than those in the control group (P<

0.05). The levels of serum ox-LDL and sdLDL-C were manifested as low-risk group <middle-risk group <high-

risk group (P<0.05). Pearson correlation coefficient analysis showed that the levels of serum ox-LDL and

sdLDL-C in patients with TIA were significantly positively correlated with the ABCD-3 score (P<0.05). The lev-

els of serum ox-LDL and sdLDL-C were significantly higher in the AIS group than in the non-AIS group (P<

0.05). ROC curve analysis revealed that the sensitivities of serum ox-LDL and sdLDL-C levels alone and in com-

bination to predict the progression of TIA patients to AIS were 0.791, 0.814 and 0.954, respectively. The speci-
ficities were 0.751, 0.636 and 0.624, and the AUCs were 0.789, 0.792 and 0.872 respectively. Conclusion The
levels of serum ox-LDL and sdLDL-C in TIA patients are highly expressed, and are strongly correlated with the

disease condition. Both indicators have a high predictive value for the progression of TIA to AIS patients.

[KEY WORDS] TIA; ox-LDL; sdLDL-C

68 PR i Bk 1 & AF (transient ischemic atack,
TIA ) sz ik PR b5 D 1% a5 ot P A ol A58 , 22502
B8 A R S R O B Jey P e 5 | RS ) A 25 1) i
5, B R AT SR R R AR
BN AERHAR . M EOLT  TIA BE T LW 30
min AR TEH , 24 h iR v] S8 40 % B 2
P G Bt 1 7T S ok — AR A I A L Ak T | kA
Zyme R R BN, 5EE SRR AL,
TIA FE 7 e oAy i A v i XU R38O, BRI 448
¢ TIA KI5 AR OC A B2 e 5 J8 3 1 JRe il 4 vh i)
AASCHEXS PRI IRYT S Py g SCE K™ A AR 2
i g % H (oxidized low-density lipoprotein, oxLDL )
SRR B E ALY, 27 A TR AR RO T L TT
AR 100 A8 P B A 0 R A IR R AR R B,
SO WU SE £ 1L oxLDL /KB g - iH , HH:
A B e BB AS E ME Y /0N T % I % B AR AR 1 I [
fi¥ (small dense low -density lipoprotein cholesterol,
sd LDL-C ) & % £ I 2 1 18 [ it 9 W 2 0 2 —
Ho o W R A HE A S i 8 BE L ELAA P Bk A 0 4
K2 RS &, 5 7Ky sd LDL-C J2: 3l bk ok
FEREAL R I FE I DR 2R o ASBIFTE 4800 A e A
e i, % VE fE 3 1M ox-LDL . sdLDL-C /KF-48 1k &
H5 B EWRIE MBS OCER , HRIE T

1 #ABEFE

1.1 — ok

PEHL 2021 4F 4 H & 2022 4F 9 H 4iE % K24
= B IR 117 216 ) TIA A& NI TR 4, 3 0 WgE
M. PAFRAE: OFF S TIA I RIS WibRE ™, 206 PR
TSR WITRIL AR >40 2 B IR0 s OB
TCREPEREIG o HEBRBRUE : DA FH Ik g iR 45

FoAb G @6 I HERRIF B D ig A 4 @/ IF
PRI 0 B ™ B AN R 5 DT 4T AT I 7103
s T AR s s A IFBE I X R RE RS H # . 216
BT 12361, 20 93 141, 4734 (61.18+6.84) %5 .
FB150 2 ARG A B, o 58 83 44, % 67
Z AR (60.59£7.63) % o AL — I R B9k} EL
B, ER L X (P>0.05) . RUFFRZERAE
PRZE S WA, T A A2 S R =
1.2 FHik
1.2.1  Ifil# ox-LDL sdLDL-C 7K *F- 45 il

BE ABE G R A2 I K 5 mL, EDTA #i
%, 3 500 rpm/min &5.0> 10 min 5355 ML , B 0242
10 em, SR R 56 A 58 W BRE 00 S 9k N Al
sdLDL-C [ A /)1 % % % B A & 11 I8 [ B
(sdLDL-C)ELISA {7 &, SR EYRHE A R
/N ), ZK-4090 ] L ox-LDL [ A %8 Ak A% % B i 25 A
(OXLDL)ELISA X | & , B TAEY AR A,
5. D711063 |k,
1.2.2 it EH R

B ABE 24 h 2K ABCD-3 PF4r WA 5
W1, T2 B MAE RS (60 2490 1 43) I s (U4
J£>140 mmHg 8§ & 7k £ >90 mmHg ic 1 43) | Il &
AR CERN I T390 1 43, B 0 A1 1R T R AT IS 2
A3 ) IRE R L2 T ] (10~59 min 3T 143, 260 min i
20 ) A IR IRE (1 43) JOLEE TIA (2 43) 152
T (4 53) PEATPRAS , B4 d5e s o 13 43, Hidh 0~3
S NARSIEH , 4~T 53 e, 8~13 43 A fE A .
1.2.3  TiJm AW

LR G LAFE e i Fe it R T 12 8 15 4¢
THIT A W28 20 FR 3 2 5 R A= a1 i A v (acute
ischemic stroke, AIS )", HiH & A4 AIS &0 AIS 41,
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KK AIS FHIHAE AIS 4l . ARWF5E 216 ] TIA B3
BEDT 1 AE N 43 Bl E e ATS 173 IR N ATS .
1.3 Stk

IV ] SPSS 26.0 Gt i+ H A X Bl i 47 Ge it 22 4y
Mt , 11 7R 4 i Kolmogorov-Smirnov ¥ 5 , 57 &
ERSG, LA (x£5) 3R AT e K5, Z 41 0] L ECR
PR 2T 225001 s THECFERL A (%) 7R AT 1 K,
K H Pearson #15& 22 853 #7 ML1E ox-LDL,sdLDL-C
JKF-5 ABCD-3 1143 ARG s R I ROC 1 £ 4Bt
I 7% ox-LDL sdLDL-C 7KF-X TIA & 3t 4 AIS
HIFMANE , L P<0.05 25 5 A Giit s .
2 #R
2.1 LRI BEZH 1M ox-LDL ,sdLDL-C /K- e #5

WL EE 4 1M 7 ox-LDL . sdLDL-C 7K V- & & & T
XTHRAH , 22 A Seit2e L (P<0.05) . W3 1.

£1 WHME ox-LDL.sdLDL-C 7K F L (x+s)

Table 1 Comparison of serum ox-LDL and sdLDL-C levels

between 2 groups (x+s)

215 n ox-LDL(mg/L) sdLDL-C (mmol/L)
ML 216 453.27+59.15 1.38+0.35
pOpilsEs) 150 286.46+46.33 0.68+0.21

1l 28.920 21.904

P <0.001 <0.001

2.2 N[RIR I ™ 5 AR AY TIA B 1L ox-LDL |
sdLDL-C /K b 45

1ML ox-LDL ,sdLDL-C 7K« fi% f& 41 <7 /& 41
< fEdl, ZFA G FE XL (P<0.05), k2,

®2 ARERBEFERER TIA BF MF ox-LDL,
sdLDL-C 7K FLL 8 (x+s)
Table 2 Comparison of serum ox-LDL and sdLDL-C levels

among TIA patients with different severities (x +s)

203 n ox-LDL(mg/L) sdLDL-C (mmol/L)
RfE 4 77 423.92+52.43 1.21+0.31
&4l 93 462.53+60.38" 1.39+0.36"
el 46 483.68+49.22" 1.64+0.41%°

F1i 18.995 21.243

Pl <0.001 <0.001

1 SR E A 8L, °P<0.05 5 5 T G 4l %L, *P<0.05.,

2.3 TIA # & Il % ox-LDL, sdLDL-C /K% 5
ABCD-3 P-4 1 A P 50 By

Pearson H1 & R E A 7~ , TIA B35 L5
ox-LDL ., sdLDL-C 7K °F- 55 ABCD-3 ¥4 & . % 1E
A2 (r=0.734..0.767, P<0.05) .

2.4 AIS Z1HI-[E AIS 411 #f ox-LDL .sdLDL-C /K
FHe g

AIS 41 1f1 7% ox-LDL . sdLDL-C /K F & & & T
JE AIS 4, 2 5 A geit e L (P<0.05) . W3R 3.

&3 AIS HFIE AIS A M E ox-LDLsdLDL-C 7k F tb 82
(x+s)
Table 3 Comparison of serum ox-LDL and sdLDL-C levels
between AIS group and non-AlS group (x+s)

205 n ox-LDL (mg/L) sdLDL-C (mmol/L)
AIS 41 43 499.03+48.37 1.67+0.39
Ak AIS 41 173 441.90+56.12 1.31%0.33
HH 6.131 6.166
PH <0.001 <0.001

2.5 L% ox-LDL . sdLDL-C /K %f TIA H % if i
R AIS [ FUI A 53 B

ROC £k 5> M 7% , IfiL 7% ox-LDL,sdLDL-C
KF B A T TIA 3 o A ALS # AUC
0.872, KB 2WH N T & (P<0.05) . W3R 4,141,

F4 7% ox-LDL.sdLDL-C 7K 3¢ TIA & i#t R H AIS
BTN E (v £5)
Table 4 Predictive value of serum ox-LDL and sdLDL-C
levels on progression of TIA to AIS (x+s)

Y%

$5FF  AUC  Cut-off {fi  HURE 55 g %I
5]

ox-LDL 0.789 482.540 mg/L. 0.791 0.751 0.542 0.714~0.865
sdLDL-C 0.792 1.415 mmol/L 0.814 0.636 0.450 0.726~9.857
BEA R 0.872 0.954  0.624 0.578 0.816~0.929

T ke
—--o0x-LDL
sdLDL-C
S giall]
SHL

0 02 04 06 08 10
1-45 5

El1 ROC #iZ
Figure 1 ROC curve
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Evaluation value of serum CYR61, IL-17 and Klotho protein in patients with Graves eye
disease

WANG Fang, ZHANG Huan, FU Zhiyuan, BU Zhanyun"’

(Department of Ophthalmology, the First Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To evaluate the value of serum homocysteine protein 61 (CYR61), interleu-
kin-17 (IL-17) and unidirectional transmembrane protein (Klotho) in Graves ophthalmopathy (GO). Meth-
ods The clinical data of 103 patients treated in Department 5 of Ophthalmology at the First Affiliated Hospital
of Zhengzhou University from January 2020 to October 2023 were retrospectively collected as the study sub-
jects. The condition of 103 patients was evaluated based on their clinical activity score (CAS), and they were di-
vided into the active group (42 cases) and the inactive group (61 cases). The general data and clinical basic indi-
cators (tumor necrosis factor-a (TNF-a) , interferon-y (IFN-v), thyrotropin (TSH) , free triiodothyronine
(FT3) , free thyroxine (FT4) and TSH) of the two groups were compared. The levels of receptor antibody
(TRADb), CYR61, IL-17, Klotho protein and CAS score were analyzed, and the related influencing factors and
predictive value of GO eye disease activity were analyzed by multivariate regression analysis and ROC curve.
Results Klotho, TSH, FT3, FT4, TRAb, TNF alpha, IFN-gamma, CYRG61 levels, and CAS score of the ac-
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tive group were higher than those of the inactive group, the difference was statistically significant (1=7.953,
4.364, 5232, 6.100, 4.364, 7.344, 4.890, 6.541, 6.995, 13.283, P<0.05). Multivariate regression analysis
showed that TSH, FT3, FT4, TRAb, TNF-«, IFN-vy, IL-17, Klotho, CYR61 combined with CAS score were
independent risk factors affecting the active stage of GO eye disease (OR=1.730, 1.667, 1.689, 1.692, 1.742,
1.791, 1.863, 1.887, 1.828, 1.842, P<0.05). The combined predictive value of CYR61, IL-17, and Klotho for
GO activity was higher than that of the three individual tests, and the area under the curve (AUC) was 0.943,

0.827, 0.817 and 0.866, respectively (P<0.05). Conclusion

Serum CYR61, IL-17 and Klotho proteins are

closely related to the stage of GO activity. The combined detection of the three proteins is effective in predicting

GO disease, with an accurate evaluation value.
[KEY WORDS]
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Table 1

FE—RER G KE MIEAR R IE IL-17 Klotho

Comparison of general data, clinical routine index-

es and serum levels of IL-17, Klotho and CYR61 between

2 groups [n(%), (x+s)]

GEIEN

AR5 84l

VTR (n=42) (n=61) M P
AR (%) 43.68+8.59 44.21+7.88 0323 0.747
o B 19(42.86) 29(47.54) 0.053  0.818

ik 23(54.76) 32(54.10)
JREE(H) 40.25%13.16 39.66+12.87  0.219 0.827
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M AR EE (mm) 19.38+2.65 19.99+2.81 1.108  0.271
1fiL # (mmol/1) 1.28+0.25 1.39+0.32 1.869  0.065
[fi.£% (mmol/1 ) 2.21+0.56 2.43+0.61 1.859  0.066
TSH(mIU/L) 0.041+0.008 0.048+0.008  4.364 <0.001
FT3(pg/mL) 6.28+1.23 5.32+0.56 5.352 <0.001
FT4(pg/mL) 4.010.52 3.45+0.41 6.100 <0.001
TRAb(%) 72.55+10.64 62.74+6.34 5.855 <0.001
TNF-a(ng/L) 149.38+20.54  121.55+17.69  7.344 <0.001
IFN-vy (ng/mL) 5.48+1.29 4.44+0.87 4.890 <0.001
IL-17(pg/mL) 14.55%2.96 11.31+2.07 6.541 <0.001
Klotho(ng/mL)  48.39+10.21 33.44+8.76 7.953 <0.001
CYRG1(pg/ml) 1284743644  88.37+21.65  6.995 <0.001
CAS(41) 4.18+0.85 2.51+0.41 13.283 <0.001
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Table 2 Independent factors influencing the active stage of

GO eye disease in multi-factor analysis

— ekl BIH SE{H Wald {5 ORH 95% CIfH P1i
FT3 0511 0233  4.810 1667 1.056~2.632 0.028
FT4 0524 0252 4324 1639 1.031~2.767 0.038
TSH 0548 0272  4.059 1730 1.015~2.948 0.044
TRAb  0.526 0.239  4.844  1.692 1.059~2.703 0.028
TNF-a  0.554 0239 5373  1.742 1.089~2.780 0.020
IFN-y  0.583 0247 5571  1.791 1.104~2.907 0.018
IL-17  0.622 0219 8067  1.863 1.213~2.861 0.005
Klotho  0.635 0.263  5.830  1.887 1.127~3.160 0.016
CYR61 0.603 0288  4.384  1.828 1.039~3.214 0.036
CAS 0611 0289 4470  1.842 1.046~3.246 0.034

58 5 N 85.7% K 98.4% , 4 f& T IL- 17, Klotho .
CYRG61 BA—FG1l (P<0.05)., W3 . E1.

# 3 IL-17.Klotho.CYR61 Bk & Tl GO BRFF & s HA K9
ROC #F1E
Table 3 ROC characteristics of IL-17, Klotho and CYR61

combination to predict the active phase of GO eye disease
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2 SAE - [
2151 HEAE %) (%) 95% CI AUC Pl
1L-17 13.52 pg/mL 714 85.2 0.726~0.908 0.817 <0.001
Klotho 40.88 ng/mL  81.0 82.0 0.791~0.940 0.866 <0.001
CYR61 123.77 pg/mL  69.0 96.7 0.737~0.918 0.827 <0.001
IL-17+
Klotho+ 85.7 98.4  0.895~0.992 0.943 <0.001
CYR61
B iy £ 5
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Figure 1 ROC characteristics of IL-17, Klotho, and
CYRG61 combined prediction of GO eye disease activity
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miR-203 .CREB1 {E 2 & ki g b3k b 5
ISR

IRy REST HEHF LEP LEE HRE

(# Z] BH® HrisEivh RNA-203 (miR- 20%) IRWE IR I S JoF 454 8511 1(CREBL) 7R
ZREEHIEEETNRERETENCR. Ak EE2017 4 6 H 2 2020 4 6 H MM K5 1S
1= B Wi Y 182 i 22 & M B B S8R B VR S I ST X 42, SR T 9O o 1 R G il S g vk A T s 22 R M
BB IR 4 20 K IE B 44U miR-203 . CREBImRNA () 3 ik K . 697 o X 8 & b 47 3 4R Bl 5, ok
Kaplan-Meier A4 [l e #E 474 2538 , IR I Cox BIHSr e UG s (R #4508 . &R 2 RMH
BEJE 412111 miR-203 235K T 1E % 4141, CREBImRNA 23k 5 T 1E # 4141 (1=29.412 ,49.955, ¥ P<0.05) ;
Cox 71730 M7 @75 , 1SS 3] . miR-203 $% ik & CREBIMRNA F ik 48 £ % Vh B 6 o Lk A1 5
BAAFH I E R R 2R (P<0.05) ; Kaplan-Meier A= 7y 1 28 20 HT 45 4 7R, miR-203 15 3635 R4 ot e A fr R
R A A 234 5 T miR-203 [k 3834 B 3 (P<0.05) ; CREBImRNA K38 15 (8 3% T HF 8 25 17 28 I S A A R 1Y
% T CREBImMRNA (5 £k B (P<0.05) . i £ &M 46 B34 1 miR-203 335K VB IK, CREBI
FkKF T, —F S 2 R E SR R TS TSR E
(871 Z R M/ RNA-203; FRREI IR R B o4& 1 1

Expression of miR - 203 and CREBI1 in patients with multiple myeloma and their
relationship with prognosis

WANG Yiyang, SONG Chunge*, YANG Yuxiu, MA Ruojin, MA Yunyun, YANG Xiaoyu

(Department of Hematology, the Fifth Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To study the expression of microRNA-203 (miR-203) and cyclic adenosine
monophosphate response element binding protein 1 (CREB1) in multiple myeloma patients and their relation-
ship with prognosis. Methods A total of 182 patients with multiple myeloma admitted to the Fifth Affiliated
Hospital of Zhengzhou University from June 2017 to June 2020 were retrospectively selected as the research sub-
jects. The expression levels of miR-203 and CREBI mRNA in patients with multiple myeloma and normal tis-
sues were detected using fluorescence quantitative polymerase chain reaction. The patients were followed up for
3 years after treatment. Kaplan-Meier life curve was used for survival analysis, and cox regression analysis was
used to analyze the prognostic factors. Results The expression of miR-203 in multiple myeloma tissues was
lower than that in normal tissues, while the expression of CREBI mRNA was higher than that in normal tissues
(1=29.412, 49.955, P<0.05). Cox regression analysis showed that ISS stage, miR-203 expression and CREBI
mRNA expression were risk factors for progression-free survival and overall survival of multiple myeloma pa-
tients (P<0.05). Kaplan-Meier life curve analysis showed that progression-free survival and overall survival in
patients with high miR-203 expression were higher than those with low miR-203 expression (P<0.05). The pro-
gression-free survival rate and overall survival rate of patients with low CREB1 mRNA expression were higher
than those with high CREBI mRNA expression (P<0.05). Conclusion The expression level of miR-203 de-
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creased, while CREBImRNA increased in patients with multiple myeloma. Both of these factors are related to

the prognosis of patients with multiple myeloma.

[KEY WORDS ] Multiple myeloma; MicroRNA-203; CREB1

2 e B B R 2 — Rl B DN A S R
51 A X P R i PR A ik 26 B AR B L e
LAY TR B A D RE N AR i Tz B
B, A B R B H 5y i RS, S BORR o SR
LI EAL T, AR T ARSI AR
PRXT TR TY 2 K1k B B U T BORIERE  (Eif 2y
P i 52 R S i AT S 52 k) S8 AR A T Y
BERED . B, AR ST 2 &Pk B B 1 41 HL
il X G I T AW S AR I TR e v AR
FHEAFRAAEEE L. /) RNA-203 (MicroR-
NA-203, miR-203) & — IR 2 i RNA 735, Hil
it 254 L R mRNA ] DA 28 56 R e SR O i 2R3k
K-, T2 2 SR AN LR 5 O AL s B A5 A
R . AHCWESE I , miR-203 76 B B
68 I JE TR K AR A5 22 R R B R 4 A o AT
v R VR AR R REAS 1) o A0 AT RS R 2R
YANESE S OR N T ) SR e R S B
(Cyclic adenosine monophosphate response element
binding protein 1, CREB1 ) J& ML {4 Py T %2 [ i Ji 3
EZ TR A b Rk m T IR R
5 R 20 L e B R 2R AR A AR W A AT O B DT
P, HEDW T miR-203 . CREB1 Xf £ & P #ii i
AR FHAIL AR 6 R DA, R DUAH SCHRIE o DR, A
JLiE 43 BT miR-203 .CREB1 1 22 & PE B i 8
PRI S S TR IR ER , NIRIRSAES B L

1 AwHSHE

1.1 WX

PEHL 2017 4F 6 H 2 2020 4F 6 H HBM K 2#55 1
B T = e W v 1 182 15 22 J 1k B i R B AR Sk
FEXT G o Horp 5 08 91, 2t 84 41 ; F ¥ AF iy
(58.49+8.73) % . W AbRifE: DTG L2 & VB3
S HIZ W bR s QI PR LA B9 kL 52 8, BB L & B
Vi s @R ATIT T B R PERYT s DB EH XK
BB AE R R HEBR AR Q& IR ; @A
I HC At 1l R GE BN 5 @A ™ F R e T 0
@DFITAE M D) REREAS ; @R IR I i FL Lotk A
AF 5 38 o 4B M R~ 20 T B s e A B 2 B &
¥ (18 B4 5 . KY2024010)

1.2 WRIT A

FIr AT BB B TR AR YT RS SIRYT L A
A i T 40 R AR LR VAT I 4B R IR YT IRIT &
FEIEAT PG R T 05 B 438 B 00 A5 X RE SR
WSIRIT 7 2 VA = 250G T 58 CHE 1 AR 0 1) 5] +
G P58 T R+ M SE R ) Sy |, Bk FH 254 R il
AR K, T B R 0 K Bl R i Tt 24 AT 3 3 R IS B e
BEAR, T 5T Bk A G 3 A AR AT Ak Y 24
Yo WESIRIT S8R HEAT B R EE T 40 R AR A
T, B AE Bl 51 5 28 358 FH A B8 T e + 4 4 4 7 T UL
BRI F A I T 20 M8 A8 A 7 08 FH A 20175 =
J7 F AT TLEIE YT 2~4 A J7 RS, T e o0 R A 44
K DR BE i ORI BE e i AT AERR IR YT
1.3 miR-203 5 CREBImRNA £l

TFIRYTT IR A 2 KM B iR 41 20 5598 55 1 IE
WA IR A>3 om, 55 T A & IR AR 4 41
AR FRA . {# F miRNeasy i 57 & (76 50 # FBl oo
YR RA ], 525 217004) $2 80 & Ve B
oA 215 0E R A 21 B RNA MRS R 8 Sk ) &
( H A TaKaRa 23 #l , 525 RRO36A) i B 5 17 2
5 S L cDNA L DL 6 it 3R A Ml =X R vk
o i 22 P iR 41 21 5 0E H 412U miR-203 5
CREBImMRNA 1) ik 7K ¥ . miR-203 JZ i £ {4
T : 95TV 30 53 55°CIE K 30 53 72°CHEM 30 s, 4L
40 NMEFF . CREBIMRNA JZ J 4t F : 95C A8
P 15 5360CiE Kk 60 s; 70 CHEMH 60 s, I 40 NEFR
miR-203 LA U6 i N2, CREBImRNA L) B-actin
WZ, 51 FHILE 1, DL 2 3 E miR-203 5
CREBImMRNA fY A X Rk .
1.4 BV 5ORHICSE

D28 & BIGHK RS XERIT 4G
XF R AT WIBE T , BE DT K 3 4F sl 1)
BLAE T, Bl U7 K k5 A] A 2023 4F 6 H 30 H . i
Sk BB & G iF e A A7 1] (Progression free survival,
PFS) 5 B4 18] (Overall survival, OS) . PFS 35 M
W12 25— IR e B AL 1 2Z W] (Y B 1] ; OS 4
MHHIZ B FE T Z (B (B E) WO AT RE 2 ) 22 kP
B BRI BE LR T BUS M OR AR AE S M
5 By K 5 48 %0 (Body mass index , BMI) .M # [
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Table 1 Primers sequence
HEH E¥WES 1Y ElE
miR-203 5'-ACACTCCAGCTGGGGTGAAA-3' 5'-TGGTGTCAGCTGGGGTGAAA-3'
[8[6} 5'-GCTTCGGCAGCACATATACTAAAAT-3' 5'-CGCTTCACGAATTTGCGTGTCAT-3’
CREBImRNA 5'-CGCGGATCCAAATGGACTGGCTTGG-3' 5'-CGGAATTCTGCCCTATGGAAGAGCTG-3'

B-actin 5'-CCAACC-GCGAGAAGATGA-3'

5‘-CCAGAG-GCGTACAGGGATAG-3’

oy (1gG AL (IgA H TgM Y K HoA 43 #9) ' [l B
4K & (International staging system,1SS) ( T 3 |
03I & 2 kM3 Rl 8 4120 5 0F % 4140
miR-203 . CREBImRNA 5§
1.5 Hit2Eirik

] SPSS 21.0 ZEit73# . IEAS 3 BT
B (3 £5) TR ATISIAEA e K50 5 THECFOR N n( %)
RN AT K s Kaplan-Meier 4= fiy {128 4347, Log -
Rank ki35 45 2L A A7 R H Cox [RIHBRIYEF T HA. |
ZHNRIHT. L P<0.05 FREFAGHFRE XL

2 R

21 ZRMHEHEEALE
203 . CREBImRNA 7K F- [ 55
2 & VEB BE T 41 410 miR-203 F kK T I &
2141, CREBImMRNA ik m TIEH AL, 25 A5
¥ X (P<0.05), W2,
2.2 W Z kM REE B PFS B R AT
FR R Cox UGS LY 451 101 U5 43 B i 75, 1SS 43
] .miR-203 } CREBImRNA ik 5 £ % 1t & 97
35 PFS 5 X (P<0.05) 5 Z A % Cox [l 15 43 41 ik
7, ISS 73 \miR-203 & CREBImRNA &% & 1 &
HasR f 2 PFS B fER R 2 (P<0.05) . WL 3.
2.3 W R R EHE OS MR AN
HLP 2 Cox KU EL 48] 150 09 43 B 7 , 1SS 43
] . miR-203 } CREBImRNA % ik 5 £ & 1k 5
Jo R OS A5 K (P<0.05) ; Z K 2 Cox [R5 437

Jf 55 1E 21 211 miR-

K3 HMEBLEEHE

®2 ZRAUEHEEARSESERARAN mMR-203,
CREBImRNA 7K FLLE (v+s)
Table 2 Comparison of miR-203 and CREBImRNA levels
between multiple myeloma tissues and adjacent normal tissues

(x£s)

AR n miR-203 CREBImRNA
Z K ﬁﬂ’“fa?éﬂ,ﬂ 182 0.62+0.16 3.27+0.59
9o 55 1E WY 41 182 1.01%0.08 1.0620.09
t {E 29.412 49.955
PAE <0.001 <0.001

7, ISS 43 W] . miR-203 2 CREBImRNA & £ % 1
R R E OS TSI N & (P<0.05) . W 4.
2.4 KA miR-203 2 CREBImRNA ik £ & M
#fiJRd B Kaplan-Meier A5 iy {1 260 B
SAEREUT A R WoR %%‘mﬂﬁﬁﬁL% 841 ,

TC ik B A A7 RN 53.85% ; ST 58 ), BAETE RN
68.13 ., Kaplan-Meier 4 iy fi] 28 43 #r 45 R 0w,
miR-203 5 3K Ik 8 35 To i JR AR A7 R N RV fR R
1 T miR-203 flk & ik & # (P<0.05) ; CREBImRNA

MELSERELHRBEGELBEAERY ST
CREBImRNA {5 3Rk 45 (P<0.05), W5,
3 iTig

2 Rk I R T — A I R G E M | A
KT, MEWEER, B&Shs
[F) 2 B 11 3 1ML D i 5 S SRR D ek e , e I AT X
BFHEAT R X PEIR T B 23 ™ FE 52 e £8 3 Y AR A T

598 £ & PFS B8 . % [E & Cox KU Lb 6] @] Y3 R 2

Table 3 Univariate and multivariate Cox proportional regression models of risk affecting PFS in patients with multiple myeloma

. HLIR R T EAnE S i
Sl Wt fF

HR 95% CI P14 HR 95% CI P

51 W=, &=2 1.654 0.697~4.331 0.238 - - -

A <60 % =1,260 % =2 1.124 0.431~2.658 0.812 - - -

BMI <24 kg/m’=1, BMI>24 kg/m*=2 1.852 0.615~5.581 0.273 - - -

M & 1437 IgG Kl=1,1gA =2 ,1gM %l=3 1.798 0.661~4.886 0.250 - - -
ISS 434 IH=1, MiH=2, M=3 3.801 2.156~6.701 0.000 2.115 1.154~3.876 0.015
miR-203 >0.620.16=1,<0.62+0.16=2 14.997 6.012~37.407 0.000 1.684 1.524~1.735 0.000
CREBImRNA <3.27+0.59=1, >3.27+0.59=2 9.234 4.909~17.370 0.000 1.570 1.462~1.687 0.003
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Table 4 Univariate and multivariate Cox proportional regression models of risk affecting OS in patients with multiple myeloma

N Gl EAES e
P # VA -

HR 95% CI PH HR 95% CI P14

51 B=1,4=2 1.011 0.993~1.010 0.235 - - -

AR i <60 % =1,>60 % =2 1.712 0.511~5.731 0.383 - - -

BMI <24 kg/m’=1, BMI>24 kg/m*=2 1.229 0.912~1.654 0.175 - - -

M H 53R IgG fi=1,TgA #=2,1gM #i=3 1.446 0.886~2.360 0.140 - - -
ISS 434 I #1=1, T Wi=2, T =3 0.236 0.098~0.618 0.003 0.330 0.130~0.840 0.020
miR-203 20.62+0.16=1 , <0.62+0.16=2 3.839 1.989~7.408 0.000 0.908 0.832~0.991 0.030
CREBImRNA <3.27+0.59=1, >3.27+0.59=2 1.270 1.102~1.473 0.001 3.513 1.502~8.217 0.004

£ 5 A[E miR-203 B CREBImMRNA Rix& XM B FEE
£& Kaplan-Meier £ @& S HER [n(%) ]

Table 5 Kaplan-Meier life curve analysis results of multiple
myeloma patients with different miR-203 and CREBImRNA

expressions [1(%) |

iz K- n KHFRAFRE BEFEE
miR-203 <0.62+0.16 89 36(40.45) 48(53.93)
>0.62+0.16 93 62(66.67) 76(81.72)
O AH 12.578 16.173
P 0.000 0.000
CREBImRNA <3.27+0.59 92 61(61.48) 74.(80.43)
>3.27+0.59 90 37(38.33) 50(55.56)
Pl 11.618 12.969
P 0.001 0.000

SN . MOCRAT R F AR R,
2 MBI 2 IR R G R 1Y 14% , 2020
A2 R M RE R Y Ak R e R A B 1.78/10 TN
U IR R B TR 3 A I IR X 2 &
BB O A BN BIRT R BB E R R R
DL o R G A R AN T . Ik, SRS 2%
PR B8 IR A o AL AR 5 1 A= b B, v REA AT
P B PIRTT RO S GE R AT

BB AN T W KR Y B2 TR EE L 1SS 4
ST v £, S IR S AN R 7 A b, N
T B FUS 09", miR-203 & —FE b 44
HRE S IR I N TR MR g SN T T
14q32.33 I+, i 25 1 4 5 2 (5] [7] DNA 751 4 i, e
F25E o DNA A RAH G Sk N+ R EEH,
5 g 4 i 384 G o3 Ak AR 2GRS R R T A
PR IR AE S ST S Y, miR-203 S Bh 2 W I
W2 0 0 P e 1 B AR AR, SRR R 1 I Y
miR-203 FRIR 7KV B AL Tfat bl AHE, 1M B miR-203
eIk ) BB A A A, TS 1 DA ERAR . ki
SRS K B, miR-203 1 22 Ok M BE R 41 R
{4 & 38 AP T 1E 3 2R 4, miR-203 32 2k fE 1%

T 22 2P e A 6 1 e R 200 S B e . AT
A2 05 A oY R M i % 4 miR-203mimic 1 i
miR-203 [ 2% 35 7K F- 5. 0% 100 il 12 45 004 96 20 L 3R 19
TR R AR 78, Uk 27 I Jes (1) D0 P O R I 3 R v AR
BT, A ROE K B A . AR ST 45 R iR
7~ miR-203 54 F IR 1T 85 2 K B iR iR s
ANRA KA BCH 2 KRR U5 A Yhr S
W1 AT A TR AN LASRIE

CREBI J& — i 75 JE X % S i 88 1 5
JEFrRaARPEEARGE A Z —, KW
PAAE T Ui 0 3 DR 1 2R 58 2 5 40 i 1) 14 4 3 4k, X
HUAR ZFh A BT Re B AT 252" . CREBI1 7
iR () & A P A AR . WRANZESE Y
& 111, CREB1 i & 1k 23 {2 fff £ 48798 200 it 385 3 531k
T /0 AR T AR R A R L R
SRS & B, CREB 2 R i3 05 & &2 & ME 45
Jed N L 2R AR A 1 BE O B A O T A7 BH AR AR
Yy2f ot FERY 5, H miR-203/CREB1 15 5 A 34T
XF 22 P IR A0 M A B AR Y A AR B
AR, 83 T CREBI W K REAE M il 2 & 1
B R R A M R AT RPN TR . AR R
IR, 2 Rk 868 4121 1) CREBImRNA £ ik &
TIEHHL ., X0 e/2E K CREBI Retg {2 i Mg
41 i 7 A% AH DG FE PR A 22 38 U0 Ik Jeg 4 it A 56 ik
DAL f10 2t Sy a0 Ao e 200 285 B SR 4 00 i 40 g
P8 T DA By s A i S S | 0 T 2 & M
R 0 K Rk R R o AR HE— 2 B R
i} 7R, CREBImRNA fif 32 ik J 3% Jo 0k J A= A7 R I
MATER Y E T CREBIMRNA H#£ KB #H . 158
CREBI £kl 62 5 £ A M B 868 £ & 15,
B BRI 75 2 — 25T

25 LITiR , 2 R MR R TS 2 2 2 A
[H % 50, miR-203 5 CREB1 1] RE K £ & 1k E 36
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(#5 ZE] BH WO/ RNA-34a(miR-34a) . 40 2 18 (IL-18) M IRFE N 1 o
(TNF-o0) XA 0] 520 27 B RSB E BUR IPAIME . ik BEI20194 1 A % 2023 4F 6 JifEp s — AR
[ BE i 1) 88 A ] 52 M A8 9 SR M 0120 (n=88) , 77 BE A1 TR Be R A () 60 44 e B A Jy X HE 2 (n=
60), LLHF ML MY miR-34a IL-1B 15 TNF-o 7K i B4R H HEF T8 HIEYT 16T 45 34 7 Ja iR Al Bl 45
RO MIUE RIFH (n=67) 5 A RA (n=21). RHZHE Logistic MIA5-HTA 1] 52 M2 8 % B 3# 5 HIE
SPGB IA H 25, 37421 ROC TR 2347 M 3% miR-34a . IL-18 \TNF-a 7K F-%f /S ] 55 P 1 46 s 2w A
BT TS A BTG, 2558 SEIZHAYI0E miR-34a.IL-1B 55 TNF-a K -1 7 TR AL, 25 A Sii
X (1=14.715.18.881.,21.318, % P<0.05) ; Z H & Logistic [01F 2047 B , ARMOEIE 5 i B 5 b 4 88 J 2 €4,
S FE AT (0 LT miR-34a 5 3K IL-1B KET1E & TNF-a KT R 4R AR AT S M B 4 s Ay v iR
AN R ST fE R P (P<0.05) ;ROC BHZRA3 T B, 1L miR-34a . IL-18  TNF-a /K- B I5e-A 46 iy i 2% i
F(AUC) 435124 0.873.,0.805.0.780,0.947, A Rl L T B — K (P<0.05) . 518 1M miR-34a . IL-1B &
TNF-o 0GR AN T] S PE SR 48 S8 38 th Fah AP T, AT BE W BT HUS A R % B P Al 4647

[RBIR] AAEMEABER; /D RNA-34a; HAIIEAFR 185 MEARIEHE T o

Value of serum miR-34a, IL-1p and TNF-a combined detection in patients with irretrievable
pulpitis

XU Xiaoqgian'*, XIA Yong®, SUN Weiguo', ZHU Ying'

[ 1. Department of Stomatology, the First Affiliated Hospital of Anhui University of Science and Technology
(Huainan First People’s Hospital ), Huainan, Anhui, 232001; 2. Department of Stomatology, Yijishan Hospi-
tal, the First Affiliated Hospital of Wannan Medical College, Wuhu, Anhui, 241000, China ]

[ABSTRACT] Objective To evaluate the prognostic value of serum microRNA - 34A (miR -34a) ,
interleukin-13 (IL-1B) and tumor necrosis factor & (TNF-a) in patients with irreversible pulpitis. Methods
88 patients with irreversible pulpitis admitted to Huainan First People’s Hospital from January 2019 to June 2023
were selected as the study subjects and referred to as the case group (n=88), and 60 healthy individuals who
underwent physical examinations at our hospital during the same period were chosen as the control group (n=
60). Serum levels of miR-34a, IL-1B, and TNF-a were compared between the two groups. Patients in the case
group received conventional treatment, and were divided into the good prognosis group (n=67) and the poor
prognosis group (n=21) based on follow-up results three months after the end of treatment. Multivariate logistic
regression was used to analyze the influencing factors of poor prognosis in patients with irreversible pulpitis after
conventional treatment, an ROC curve was drawn to analyze the predictive value of serum miR-34a, IL-1f3,
and TNF-a levels for poor prognosis in patients with irreversible pulpitis after conventional treatment. Results

The serum levels of miR-34a, IL-1B, and TNF-«a in the case group were higher than those in the control group,

ERATR A B A A ZA R R B (20169k1208)
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and the differences were statistically significant (r=14.715, 18.881, 21.318, P<0.05). Multivariate logistic

regression analysis showed that no crown repair, soft texture of detrus, light yellow/yellow color of detrus, high

expression of serum miR-34a, elevated IL-1( level and elevated TNF-a level were all irreversible independent risk

factors for the poor prognosis of patients with pulpitis after conventional treatment (P<0.05). ROC curve analysis
showed that the levels of serum miR-34a, IL-18, and TNF-a and the AUC of combined detection were 0.873,
0.805, 0.780 and 0.947, respectively. Combined detection was superior to single detection (P<0.05). Conclusion

The expression levels of serum miR-34a, IL-1B, and TNF-« are increased in patients with irreversible pulpitis. The

combined detection may serve as an auxiliary indicator to evaluate the poor prognosis of treatment.

[KEY WORDS]
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Table 1 Comparison of miR-34a, IL-1$ and TNF-a levels
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Table 2 Univariate analysis of prognosis of patients with

irreducible pulpitis after routine treatment [1n(%), (x+s) ]
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Table 3 Multivariate Logistic regression analysis of adverse prognostic factors in patients with irretrievable pulpitis after

conventional treatment

IS W AE B1H S.E1H Wald {4 OR 1 95% CI Pl
EBE FA=0, & =1 0.723 0.251 8.207 2.060 1.260~3.370 0.004
6 55 Hh =0, =1 0.648 0.192 11.391 1.912 1.312~2.785 0.001
VR R W/ {0 =0, ki (/B (=1 0.677 0.213 10.102 1.968 1.296~2.988 0.001
miR-34a LA 0.726 0.237 9.384. 2.067 1.299~3.289 0.002
IL-1B (pg/mL) LA i 0.689 0.226 0.204 1.992 1.279~3.102 0.002
TNF-a(pg/mL) L 0.636 0.204 9.720 1.889 1.266~2.817 0.002

%4 IMiE miR-34a,IL-1B3 TNF-o 7K X3 R AT & 14 ZF 85 4
BEEIRTHEARRITMMNE
Table 4 Prognostic value of serum levels of miR-34a,
IL-1B and TNF-a for poor prognosis of patients with

irreducible pulpitis after conventional treatment

Krdghr #REE  AUC  95% CI  HUREE RSB PH

miR-34a 1.84 0.873 0.781~0.965 0.806  0.762 <0.001
IL-1B 3297  0.805 0.689~0.920 0.761 0.667 <0.001
TNF-a 44.51  0.780 0.661~0.898 0.716  0.619 <0.001

I SERiTAlll 0.947 0.903~0.992 0.851  0.810 <0.001

- miR34a
- LIB
 TNF«
R ey oall]
- 5E4

0 02 04 06 08 1.0

14550
E1 ROC Hizk
Figure 1 ROC curve
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Evaluation value of combined detection of serum CYFRA21-1, CAR and IL-6 in the
efficacy of concurrent chemoradiotherapy in esophageal cancer

ZHANG Zhen, WANG Guangming, LIU Yuping*, CHANG Juanjuan

(Ward 3, Department of Radiotherapy, Fuyang Cancer Hospital, Fuyang, Anhui, China, 236000)

[ABSTRACT] Objective To evaluate the efficacy of simultaneous chemoradiotherapy in esophageal
carcinoma (EC) with serum cytokeratin 19 fragment antigen 21-1(CYFRA21-1), C-reactive protein to albumin
ratio (CAR) and interleukin-6 (IL-6). Methods A total of 93 patients diagnosed with esophageal cancer by pa-
thology were selected as the study subjects from January 7, 2020 to July 20, 2023 in the Radiotherapy depart-
ment at Fuyang Cancer Hospital, Anhui Province. Based on the pathological changes of tumor tissues after treat-
ment, they were divided into an effective group (n=62) and an ineffective group (n=31). The clinical data and
laboratory indicators of the two groups were compared, and the correlation between serum CYFRA21-1, CAR
and IL-6 and the efficacy of concurrent chemoradiotherapy for esophageal cancer was analyzed using multivari-
ate logistic analysis. A receiver operating characteristic curve (ROC) was drawn to evaluate the diagnostic value
of the combined detection of serum CYFRA21-1, CAR and IL-6 on the efficacy of concurrent chemoradio-
therapy for esophageal cancer. Results Two groups of patients were compared based on age, lymph node me-
tastasis, clinical stage, and serum levels of CYFRA21-1, CAR, and IL-6. The differences were statistically sig-
nificant (P<0.05). Multivariate logistic regression analysis showed that increasing age, lymph node metastasis,

clinical stage Il , and higher serum levels of CYFRA21-1, CAR, and IL-6 were all independent risk factors af-
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fecting the efficacy of concurrent chemoradiotherapy for EC (P<0.05). The ROC curve showed that the area un-
der the curve for serum CYFRA21-1, CAR, IL-6, and the combined detection of the three were 0.989, 0.726,
0.727 and 0.995, respectively. Conclusion Serum CYFRA21-1, CAR, and IL-6 can effectively predict the ef-

ficacy of concurrent chemoradiotherapy for esophageal cancer. The combined use of the three markers has a

higher predictive value.

[KEY WORDS] Serum cytokeratin 19; CAR; IL-6
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2.1

1 ECRALTHUTITHMERZN (n(%), (xxs)]
Table 1

chemoradiotherapy for esophageal cancer [1n(%), (x+s) ]

Univariate analysis of the efficacy of concurrent

WAL TR

LR (n=62) (n=31) Zifd P
AR () 27.999  0.000
40~56 45  41(66.13)  4(12.90)
57~73 20 13(20.97)  7(22.58)
74~89 28 8(12.90) 20(64.52)
51 0.127  0.721
5 73 48(45.16)  25(58.06)
'y 20 14(54.84)  6(41.94)
2 iR 1.384  0.239
& 50 36(58.06)  14(45.16)
= 43 26(41.94)  17(54.84)
v eli] 0.204  0.652
= 36 25(40.32)  11(35.48)
i 57  37(59.68)  20(64.52)
i 98 o7 ¥ 1.751 0417
= LR 32 22(3548)  10(32.26)
aE B 28 16(25.81)  12(38.71)
T o 33 24(38.71)  9(29.03)
Ji9d 5z K42 (em) 0.194  0.660
>3 cm 48 33(53.23)  15(48.39)
<3 cm 45 29(46.77)  16(51.61)
SRR
531k 24(38.71)  11(3548) 0.093 0.762
s oAk 38(61.29)  20(64.52)
I AR 43 18 17.099  0.000
I~T4 52 44(70.97)  8(25.81)
T 4] 41 18(29.03)  23(74.19)
WS 25.720  0.000
2 38 14(22.58)  24(77.42)
i 55 48(77.42)  7(22.58)
I EHL 3 A 0.199  0.656
5 PR 2 it 9 54 35(56.45)  19(61.29)
3] 39  27(43.55)  12(38.71)
CAR 0.13£0.05  0.18%0.06 4.248 0.000
CYFRA21-1(ug/L) 3.36£0.89  6.13x1.13 12.907 0.000
IL-6(ng/L) 65.16+14.36  78.26x16.13 3.979 0.000
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Table 2 Multivariate Logistic regression analysis of the efficacy of concurrent chemoradiotherapy for esophageal cancer

A A RIS B1H S.EAH Wald OR 95% CI P

I (%) 40~56 % =0,57~73 % =1,74~89 % =2 1.564 0.413 14.341 4.778 2.127 ~ 10.735 0.000

1 R 4330 [ ~1 =0, M =1 1.465 0.351 17.420 4.328 2.175 ~ 8.610 0.000
NS5 =03 &=1 1.675 0.353 22515 5.339 2.673 ~ 10.664 0.000
CAR LA i 1.695 0.384 19.484 5.447 2.566 ~ 11.561 0.000
CYFRA21-1(ug/L) FEBLAL 1.744 0.422 17.079 5.720 2.501 ~ 13.080 0.000
IL-6(ng/L) VEBEAR 1.667 0.449 13.784 5.296 2.197 ~ 12.769 0.000




NP2 SRIT ARG 2024456 H %5164 4561 T Mol Diagn Ther, June 2024, Vol. 16 No. 6 - 1181 -

®3 BHMWMEZRIT ECBE MBS HNE
Table 3 Diagnostic value of influencing factors for EC

concurrent chemoradiotherapy

R

LioRUUE TR o AUC  95% CI  HURE 45 P
CAR 0.155 0.726 0.613~0.838 0.774  0.613 0.000
CYFRA2I-L ) 250 0089 0.075-1.000 0952 0.903 0.000
(pg/l)
IL-6(ng/L) 71.845 0.727 0.618~0.837 0.677 0.645 0.000
iRl 0.995 0.987~1.000 0.968 0.968 0.000
L0 T —
: = 1 25 75
0.8 r/;f“ --CAR
/," CYFRA21-1
0.6 i “m6
# - SRR
Boa] o - 5%
0.2 ,//‘

0 02 04 06 08 10
1-45 54

1 ROC B Zk 5> #f
Figure 1 ROC curve analysis
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M s 22 5 5 225 e

FEdaEh ' BRAYAY ARakiE ARGk

[ ZE] B8y HF5E0H L6 Rh MRS D55 cE B BTG % 550 T A YA 8 e, Rz i
B I PR 42 A LB AL SE IR ARG o 3k SR IR IR 5 VA X J8 38 21 41 L i 4T ABO \RhDCcEe $i Jit 14 45
€ (R I R PO A8 3 R AT I TR A A%, T N BRI I O 2 S U 4T 4 5 SR i PCR-SSP 1 X RhDCcEe
(RhD .RhC .Rhc \RRE Rhe ) FE R B FEAT R 5 = AR &AM 5 B AR X RHD/RHCE R 3 5 35470 15 53 BT
2R SR RA %2 ABO .RhD \RhCcEe Il BT 4580 : AP (=) B HLJR (=) .RhD(1+) .RhC
(4+) \Rhe(1+) \RhE(1+) \Rhe (4+) Xf 4L (=) ; i 45 % ABO RhD \RhCcEe Hit J5i % 22 i% & £ AN
APFLJF (=) B I (-) .RhD(w+) \RhC(4+) .Rhe(w+) .RhE(w+) Rhe (4+) , %} IE45 (=) s L ABRE 1
R A FE R R 4 BA 1 s PCR-SSP 45 IfiL 1 3 [K] 43 5 RhDCcEe 45 % : RhD (+) \RhC(+) .Rhe(+) .RhE
(+) .Rhe(+) ; RHD/RHCE FE [N 45 . RHD PR 1 N AN B 1 1-10 B4 | i 24544 2 4k &7 RHD-CE
FEHEFEMA @A, BN EH AN RAD-CE(3-7)-D 2 S AE SN T 2(2.20238-20312 Z [1] ) , & fH fE4b
1T 8(249184-50480 2 8] ) , [] Bf RHCE FE R 2f 6 A1 Y T 17 18 38 il 3 15 R AF RHCE*cE(827C>A) . #5if
RHD-CE(3-7)-D ¥ B 41 Fil & 5 RHCE*cE(827C>A ) #i 45 v K K 5 A8 AT REB L D . cE I B4 i 55 £ ik
SRyl A 2 At I B AL TR Y S IR R S RE

[X%2@] RhD/CE 59H1)5; RHD-CE(3-7)-D T4 ; RHCE*cE(827C>A) ; =K M)F

Serological and molecular biological analysis of a patient with RHD-CE (3-7)-D gene
recombination and RHCE*cE variant

TANG Bingdi'?, CAI Zhongren®, DENG Yongshi', WU Changlin'**

(1. Guangdong Medical University, Zhanjiang, Guangdong, China, 524023 ; 2. Department of Blood Transfu-
sion, Huizhou Third People’s Hospital, Huizhou, Guangdong, China, 516002; 3. Department of Blood Trans-
fusion, Third People’s Hospital of Shenzhen Longgang District, Shenzhen, Guangdong, China, 518116;4. De-
partment of Blood Transfusion, Shenzhen Second People’s Hospital, Shenzhen, Guangdong, China, 518035)

[ABSTRACT] Objective To investgate a case of RHD - CE (3-7) - D gene recombination and
RHCE*cE variant for serological and molecular biological characteristics, to provide experimental basis for the
clinical safe blood transfusion. Methods ABO, RhD, and RhCcEe antigens were identified using the micro-
column gel card method. Blood group was determined using the blood test tube method, and irregular antibodies
were screened using the anti-human globulin card method. The genotypes of RhD, RhC, Rhc, RhE, and Rhe
were detected using PCR-SSP, and the entire sequence of the RHD/RHCE gene was analyzed using three-genera-
tion full-length sequencing. Results ABO, RhD, and RhCcEe blood group antigens were tested as follows :
A(=), B(=) , RhD(1+) , RhC(4+) , Rhc(1+) , RhE (1+) , Rhe (4+) using a micro-column gel card. Upon
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repeating the test using the test tube method, the results were A(=) , B(=), RhD (w+), RhC (4+), RhC
(w+), RhE (w+) , RhE (4+). Anti-human globulin card screening for irregular antibody was negative. Geno-
typing results of RhDCcEe by PCR-SSP: RHD(+), RHC(+), RHc(+), RHE(+), RHe(+). Analysis of the
RHD/RHCE gene showed that RHD haploid 1 had a complete deletion in exons 1-10, while haploid 2 exons
showed a RHD-CE gene recombination, it was confirmed that its recombination type was RHD-CE (3-7)-D.
The starting point of this recombination was identified in exon 2 (g. 20238-20312), and the end point was deter-
mined in exon 8 (g. 49184-50480). Additionally, a new base point mutation was found in exon 6 of the RHCE
gene (827C >A). Conclusion RHD-CE (3-7)-D gene recombination and RHCE*cE (827C > A) novel allele

mutation may cause weak expression of D and CE blood group antigens. This provides a foundation for safe

blood transfusions in clinical settings.

[KEY WORDS] RHD/CE weak antigens; RHD-CE (3-7)-D recombination; RHCE*cE (827C >A) vari-

ant; Three-generation full-length sequencing

H 7 ISBT (The International Society of Blood
Transfusion, B [Fr i ML 32> ) #4119 Rh(Rhesus Ma-
cacus, Rh Il Y) Ifil B4 447 56 4>, Hf D . C.c .E
Fl e U JEAE G AR S 1 BT F 2 Y, Rhoi AT
Jir [ b i = A ) [ AP R i LR 324 R
1k, #3160 M RHCE S5 55 P] ] fE 5 2L Rh 1 2472
SR 0 Rh P 55 R 35 e RIS EOR R
iK™, Rh I A5 R AT e R bR A8 1k
PRI I 4 B 55 Jt R R B R) Rb G gt 7 AR  SE mIifs
PRA 54 . AR SCHRGE 1) RHD-CE(3-7)-D BE K
15 RHCE*cE(827C>A) i %72 33 RhDCcEe $15
S9RIBME ], AR G DAY Il 7 2% . DNA K 5 2
B 91 43 17 45 7 T8 3 BT 1 28 #5 RhDCcEe 47T Ji7 55 3%
SZAN G111 A /K 20 1] 1707 N o T (1B iy

1 #RFFZE

1.1 FEASK IR A0 2]

FEA BE A B B I 1Y) 1 61055 D A 9155 cE HLlR R
384, & DU, G R a2 W Rk AR . SR
% [ MagNA Pure 24 4 H 3l ¥ iR 26 A A0 42 U5
S1JE 1. DNA , DNA & JE 50 ng/pL, A, /A,,>1.8.
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#: (PCR-SSP, sequence specific primer PCR) .
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7:1227A; 8:DCT: NS Bifa; SP:FEA
E 2 RhD £ [F 52 PCR 7= ¥ i 5 A5 #5158 B BB ik [
Figure 2 Agarose gel electrophoresis of PCR products for
RhD genotyping

C c E e

434 bp —

« 427 bp CT
218 bp — 317 bp SP
194 bp —

3 RhCcEe £ [F 43 2! PCR 7= 41 B 5 i 48 5 A FE ik [
Figure 3 Agarose gel electrophoresis of RhCcEe genotyping
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Figure 4 Results of RHD/CE gene detection by

third-generation sequencing technology
3 it

T AT [E] PN 45K B2 B A 24K T ¢ RhDCcEe il Y 22
P LRSI, X A o A o A 7 AR AR | (ELAS [] 174 i
RUBT AT N B B Ty O I 280 O R 28 AR 4 2%
SR 2 0T fE 5% i) RhDCcEe $t J50 A I A% o B 4 ,
2 PR 4> B 1Y R R 25 RO VR SR R R
RhDCcEe 4% 5 5 43 F A= 9 24 A I 452 R 43 A7
PRI Ik, 308 93 b 2 Jam AL iy R B 784 366 PR 43 R0 A B 1 1
PRZE A4 LA B, 0] A I3 27 7 PR A Bh ks .



- 1186 - AW 56T 48

20244F6 H #5164 #i61] J Mol Diagn Ther, June 2024, Vol. 16 No. 6

&4t PCR-SSP 3t [K 73 4% R 17 RH S5 v 5
PR AR I DR [ 5 | 40 18 3 T 6 3 50004 11 P e i A1
BIPER AF = AR B a0 1 P 2 K Rk
100 kb, J2& A B9 50 475 LA L, 5 R0 e offe i o
B T i e B PR | 22 ik DR B A X TR U
5 W) R, 2 A I 2 R DR AG I A7 M 455 L 1 A
TR, R = AR BRI Y 42 R #6417 RHCE/RHD %
43 A B RHCE/RHD i %5 3£ K 43t RHCE/
RHD 75 514 5 115 PR 22 4 1t J ok ] B> o

e FRATT A BT 1 490 i ot AR i 7Y i v 2 4
H:0% RhD,Ccy,E, e, NHIUHARAME, ZH
IR PEAT 1% 55 B9 PCR-SSP 3 [H 73 1 4% 5 Dd/
CcEe , JER 43 1 5 1 1 24 45 5 (55 D .C BHE 55 ¢
55 E Fl e BHM:) A7 #8453 22 5, PCR-SSP 45 R To ik 43
Br b 3055 D 55 cE 9 I A, 75 38 ek B PR kA T
53 Hr . PCR FE R4 34 4 AR 5 A AR = 04 4 il 2
JE , E ] B S AG I v i At R B B E D A
— WL R BRI . WA R R A K
T Hi AR X} RHD/RHCE 3% Kt 471 ¥ 43 A , RHCE
FE D 45 SR R IS 6 AM S T A TE — AT 0 i 3
JLGE7E 827C>A s RHD FE[H BAF5 1R 1 M 4h i F 1~10
S T AR 2 AP T 45 5 % B RHD-CE #: 7
# A , % IE [ 5] RHD/CE 5191 % |, il Ho i 2l
K RHD-CE(3-7)-D , % %875 5 5 41 fil &5 B AE
ISBT 45 12 it A K B0 . X HU IR 9T & B i 35 IH i 41
A AESN BT 2(2.20238-20312 Z 1] ), K& [H 8 4] &%
SR FE AR A T 8(g49184-50480 22 J8] ) .

I 784 55 R i 56 R e s A TG PR 20 58 H
4477 2 530 RHD/RHCE %55 3: R 2 281 i
DLHLAI, iz AL AT RE 51 i i 2% 50 5 & h
RHD/RHCE Ifit B4t J5 55 3R i 8 2 7 [N 2 — , RHCE
FE IR A 70T LBk RED PR e 24X, AT fE (A 1f A
P J 2 0 245+ A Ak S B FRY B S5 A R AR 2 A
J1uE5 . A1l th RHD/RHCE 3845 (v 3 X v R
S EAE NNk~ s Nk = N IRk Y =
|G &k (I T (| - = Dk AR i e
3 2o P AR R ) R AR R R S AT IR A G AT -
H a3 ATH#E N RHD-CE(3-7)-D 2N EH @A 5
827C>A i i pi 585 ] g 4 W]/ 3 2 Rh i 784 1fi,
R P D c EVUREIRIL . MiE¥ k5
PR3 R0 5 DR R AR R 45 R R A R
PR AR SARBIEFE I —Fp Rl A7 vk

AR PR R e 3 P 2 AR R 2

DX 3l e 5 PR A B o O IX el 28 52 2 45 ) Y 2 A
Sr B 05 T, A — AR R BOR JO Ik AR R
DL, A AL A7 A 3 R A A w85l i ) B P 7
RUGE 5 ML 27 45 R — 255 A A B v
S5 1 5 R DRI B AR AR L2545 i R A A
iy 80 PR R A 23 A IF 5T, B G 1 v B AR R
(14 . 789 5 DR RSB0 I K T DR i o a2 e I 4
B S A S

S % 3k

[1]  Westhoff CM. Blood group genotyping[J]. Blood, 2019, 133
(17):1814-1820.

[2]  Moussa H, Tsochandaridis M, Kacem N. RHD positive
among C/E+and D - negative blood donors in Tunisia [J].
Transfus Clin Biol, 2014,21(6) : 320-323.

[3]  Barrittau CM, Lindholm PF, Hartman K, et al. RHD geno-
typing to resolve weak and discrepant RhD patient phenotypes
[J]. Transfusion, 2022,62(11) :2194-2199.

[4]  Sandler SG, Chen LN, Flegel WA. Serological weak D phe-
notypes: a review and guidance for interpreting the RhD
blood type using the RHD genotype [J]. Br J Haematol,
2017,179(1) :10-19.

[5]  Khosroshahi BN, Oodi A, Namjou S, et al. RHD Genotyp-
ing by Molecular Analysis of Hybrid Rhesus box in RhD -
Negative Blood Donors from Iran[ J].Indian J Hematol Blood
Transfus, 2019,35(1):119-124.

[6] Dezan MR, Oliveira VB, Conrado MCAV, et al. Variant
genotypes associated with reduced expression of RhCE anti-
gens among Brazilian blood donors [J]. Transfusion, 2021, 61
(6):1923-1931.

[7]  Pedini P, Filosa L, Bichel N, et al. Five- Years Review of
RHCE Alleles Detected after Weak and/or Discrepant C Re-
sults in Southern France[J]. Genes(Basel), 2022,13(6) :1058.

[8] Zhang Z, An HH, Vege S, et al. Accurate long -read se-
quencing allows assembly of the duplicated RHD and RHCE
genes harboring variants relevant to blood transfusion[J]. Am
J Human Genet, 2022,109(1) :180-191.

[9]  Fichou Y, Berlivet I, Richard G, et al. Defining Blood
Group Gene Reference Alleles by Long - Read Sequencing:
Proof ofConcept in the ACKR1 Gene Encoding the Duffy An-
tigens[J |. Transfus Med Hemother, 2020,47(1) :23-32.

[10] Stef M, Fennell K, Apraiz I, et al. RH genotyping by non-
specific quantitative next- generation sequencing [J . Transfu-
sion, 2020,60(11):2691-2701.

[11] Dezan MR, Ribeiro IH, Oliveira VB, et al. RHD and RHCE
genotyping by next-generation sequencing is an effective strat-
egy to identify molecular variants within sickle cell disease pa-

tients[ J]. Blood Cells Mol Dis, 2017,65:8-15.
(F#% 1190 T)



NP2 SRIT ARG 2024456 H %5164 4561 T Mol Diagn Ther, June 2024, Vol. 16 No. 6 1187

RS S ROCHARHEDR 5 Wi i) iz ki

Maeda' Ak Rokrl o dkEM ERER WET
[ ZE] REAFROCAIE) R HFRERA L5 ST ELE SN 550 R E B 4RI, T
J& ATE SEARLRISE S ATE #4037 0 A4 AR 2 5 8 1 2 S8 SO R A BT R . BAT ATE %00 BT
RGO RLSE IR T AL GESO AR R SRS TN BUZOEIE KRN B A 2, Hh R ) R SE AL A RE AL 34l I
TERIHR 2 Wk DN BB AT ER AT T, I C R 20T R T . A SCREERETE T A0 B E R
[RIM] REET R PIRISWT; BAELR; IR
Progress in the application of aggregation - induced luminescent materials in disease
diagnosis
CHEN Changxu', CHEN Xiangyun', ZHANG Bingyang', LIN Guanfeng', WU Yingsong', HE An"*
(1. School of Laboratory and Biotechnology, Southern Medical University, Guangzhou, Guangdong, China,

510515; 2. Laboratory Medicine Center, Chenzhou First People’s Hospital, Chenzhou, Hunan, China, 423000)

[ABSTRACT]

mician Tang Benzhong in China and followed up by foreign scientists. Developing new AIE materials and expand-

Aggregation-induced emission (AIE) is a new scientific research field pioneered by acade-

ing their applications is a frontier hot spot in the cross-integration of materials science and laboratory medicine.
New fluorescent materials with AIE effect overcome the deficiency of fluorescence quenching in the aggregation
state of traditional fluorescent materials. Their unique luminous mechanism and performance advantages make
them have great application potential in disease diagnosis and detection, and they have been widely developed and
applied. This review focuses on the application of aggregation-induced luminescence materials in infectious dis-
eases and tumors to provide a reference for the development of a new generation of disease diagnosis technology.

[KEY WORDS] AIE; Molecular diagnosis; Infectious diseases; Tumor
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Figure 1  Application diagram of AIE in the diagnosis of

infectious diseases
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Figure 2 Application diagram of AIE in tumor diagnosis
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