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Requirements and key points for stability evaluation of in vitro diagnostic reagent samples

WU Haonan, XIONG Yuting*

(Yangtze River Delta Center for Medical Device Evaluation and Inspection of NMPA, Shanghai, China,

201210)

[ABSTRACT]

The focus of manufacturers is how to evaluate the stability of in vitro diagnostic reagent

samples. This paper aims to expound on the requirements for sample stability research, according to the re-

quirements and instructions for registration and application materials of in vitro diagnostic reagents. The evalua-

tion scheme should consider selecting different time points under the “worst conditions” for correct result com-

parison. Additionally, it is important to use the same batch of reagents within their validity period to avoid ran-

dom errors caused by other factors. Scientific and reasonable selection should be made in different sample

types, concentrations, and quantities.
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Proficiency testing for molecular detection of mycobacterium tuberculosis in 2022

SHI Dawei', LIU Zeyuan®’, ZHANG Ao’, XUE Zhongtan', WANG Yufeng', FENG Yu', ZHONG Cheng®,
XU Sihong'*

(1. Division II of Diagnostic for Infectious Diseases, China National Institutes for Food and Drug Control,
Beijing, China, 100050; 2. College of Biological Engineering, Tianjin University of Science and Technology,
Tianjin, China, 300457; 3. Chemical Engineering Research Center, School of Chemical Engineering and
Technology, Tianjin University, Tianjin, China, 300350; 4. National Clinical Laboratory for Tuberculosis,
Beijing Chest Hospital, Capital Medical University , Beijing, China, 101149)

[ABSTRACT] Objective To understand the current status of tuberculosis molecular testing capabili-
ties of laboratories in China through proficiency testing. Methods In 2022, relevant laboratories were invited
to participate in proficiency testing. Samples were prepared and distributed to these laboratories. Statistical
analysis was then conducted on various aspects, including the geographical distribution of participating labora-
tories, types of laboratories, reported results, and types of errors. This analysis aimed to assess their capabili-
ties in tuberculosis molecular testing and their overall management level. Results A total of 20 laboratories
from 11 provinces participated in this proficiency testing, resulting in an overall satisfaction rate of 89.5%. The
primary reason for dissatisfaction was the misidentification of negative samples as positive. Some laboratories
also faced challenges with reporting inaccurate results and managing their laboratories. Conclusion Most labo-
ratories participating in this proficiency testing demonstrated good capabilities in tuberculosis molecular testing.
However, some laboratories need to pay attention to nucleic acid cross-contamination and laboratory quality
management. This proficiency testing contributes to enhancing the tuberculosis molecular testing capabilities of
laboratories in China even further.

[KEY WORDS] Tuberculosis; Proficiency testing; Molecular diagnosis
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Figure 1 Schematic diagram of sample packaging method
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Figure 2 Composition analysis of participating laboratories

2.2 REJIERIESE R by

FE VAR B R T 17 RS = A i 4
RGPS R — 3, S5 RN W . MRS
B =R B4 RS WA R — 8, RN
R BRILZAM , A 1 KK = 5 4
HHEE, KAe DA HEBR A A R 2
Hh AT SR BRI BOARIR R ) B0 45 AR
Bt R 89.5% (17/19) o

TEAYR R T 3o Uk, 28 Ry AN 7 T 58 52
565 % 359 R P AR AR R TR A 45 o BE M T fili
P30 F SR A 5 PCR ko I K25 = 42
ENE RS GESE S P S S T AL S a )
SPEPE. WL 3. 45 504 SE 50 =l A S
SE L FEAKG IG5 5 1Y Ce <39 MR Ry B . %5
55 == HOBH M 45 R 0 CofE 43 51 A 15.47, 18.83 Al
18.61, T 1B BH 1 45 5 i Ct {8 ] &y 35.37 5 36.33,
9 889 LI %= il FH A & BLE , FEAR Ct{E <38

B P

A 350
300
200

g
2 150 |
100 |

500 L

24681012 14 16 18 20 22 24 26 28 30 32 34 36 38 40 42 44
[iEZR-
B 3575 B 8454 NN 8956 HEE 6334 HEN 7593 M 627

Ampfifcation Plot

2 4 6 8101214 16 18 20 22 24 26 28 30 32 34 36 38 40
Cycle

TE: f SR RN BTSSR AP Rtk . A W25 504 AYSEH % 4K
Al & B S AR A R AR IR 5 B 25 889 AY 5L B % AR B i Y IR
SEARIA
B3 AHEEERNRBERREEE
Figure 3  Original paper reports screenshot of the

unsatisfactory result



BT SIRITARE 20244511 H 164 S5 113 J Mol Diagn Ther, November 2024, Vol. 16 No. 11 - 2015 -

RS A B o 1050 = ELBHMEAEAR Y CL (B 551 R
18.90,15.98 F119.40, B FATEZE R 1) CtfEH 38.74.

I3 A1 IS P4 [) A2 38 4 55 6 2 1) 45 SR 4 4 i
FEFEGN N R0 : 1 G850 50 38 R IE B B S AR A 4 5 1T
B H R TCRAE e 5 7 5 S 50 5 R IR AT 5 B AR 4
51 R = AR BT R E TICA 4 T RE ) e
BRI OERE ot N

3 g

] PN T R 118 45 A 43 A6 0 149 B 7 6 TIF k2 [
Jo VT 2 B R A Sk I AL R 4% 5 i T B 4 ol v
O A SE B0 2 TF R BRI Aol S 6 2 — A b
SN ARWAE T BAIETE B REHPEH Tk A 114
B BT 20 KK = S5 %4 TR RE 1, S sk
g2 p AR PR AL S A EE R 60% . R, AR
A8 1 3SR ST X T A% 3R A SE G E= W S5 o
R BE 77 AR s LR OK R B A E X

AR YRRE 1 50 IE (1) B AT Rk 89.5%, LT
Shu 557 (24 2/3) FIZEHE 5™ (84.5%) 45 L LT
Ou 45 "(95% FiA7) o X RIS INAKBE 1 55 10E 1)
N RS e g A 3 i o a1 G A S S =
RORATRES W F R A 2 DA RE F7 50 31F A 46 0 150
HoREE . A W8 s e 51K RE 7 48 1 3
NS e N S RPN N = (A R B /1l =
Qi IR UEREA N N HE R 41 DNA, &30 5 2 A
WA X BE 77 96 UF AR AR T A A% R £ B, ATk 2 1 A
S 2R PRI R BN T LRI g,
2 W S5 T R A BE T BRI 9T R N TR RE A ik
BN 84.5%, 1 Du 55 I J& 19 2= 8] i 1F R A A%
FREEAS , 3 B R 1K 100% .. QB 52565 il 7K
PR o ASTHRI S NS5 = KA A R
27 MUK DL B A5 A B 7 0 DA 7 TS 1) il 52 56
o OuSE PRI K B S8 S A S 8] SR 14 43
BT I WA S B 1 AT 3R (PR 97 % [ 22 93% ) -

FEZR YR BE 1 BT A W 51 S 5 w0 T N
BF A %) B A s i A 1 Ok BHME |, EL T 08 P ik 88
g F-EhAG I A A B PCR e, i T RE R g 52
B HAT W 5 Y 52 0 R NS T AR A 14 B 1
PE AR TR B K A 58 SUYS G DT S SO PH P 45
TR0 TR I HE AR PH 5 SR A D DR T R R T SR
SEALEIRIT Y. XA R SR R
5 S 00 2 1 24 5 o S S0 4R A A IR 58 XI5 Y Y
il o B8RRI IT R 2 K B S5 A B OC 1Y

— LB [R BN AR UCRE ) 96U A BL R S0 L
e 45 3 AP AE R IE B B RE AR S 5 R IR 27 i
TR S5 4T A5 T A, 3K B 78 25 00 5 38 8 gt — A5
FRTE LI 5 i A B

ARE Rt A HR RYE . B, PR L
b 7 ARG I 235 2R CRR PR sl B ), O R S 31 1
Z5R(Cof) o HU, AR BE T BiE TR 2 n 52 5 %
SECE AR B AR Ou 55T SR i BIFFE (100
RFE) V. wla, 27 BT (G 46 B R B ) F
P T 7 A i ALY A58 B ) S B 4 B R 2 g T
AE ) 03Ik , AR BE 7 460 19 25 2R TR A SO e ik
SEIR A ARSI AE T AR K

25 L FTA sl A R BE I, R 2B SN sk
B 2 U T R {EE o S 5 A 0 B BH
245 R P SFUHR R 0% 458 1] R i 7R 5 58 1 TS S 0 8
PR A8 S5 G ) 4 1l 0 12 T 52 56 s A A B K
o AHTSE g R — 2 4 i T 45 A A I S
= PRI RE T A B BRI T AR 51 R

S % 3k

(1] World Health Organization. Global tuberculosis report 2020.
[EB/OL |. Geneva: World Health Organization , 2020. https ://
www.who.int/publications/i/item/9789240013131

[2]  Heyckendorf J, Georghiou SB, Frahm N, et al. Tuberculosis
Treatment Monitoring and Outcome Measures: New Interest
and New Strategies [J]. Clin Microbiol Rev, 2022, 35(3) :
€0022721.

[3] World Health Organization (WHO). WHO consolidated
guidelines on tuberculosis: Module 3: diagnosis-rapid diag-
nostics for tuberculosis detection [EB/OL]. Geneva: World
Health Organization, 2021.https : //www.who.int/publications/i/
item/9789240029415

(4] AR NRSERIEE S B AT . =0 R E B R
MAIT]. AP S £ R EA IR, 2017,24(5) ¢ 1-5.

[5] v [ K pR AL B B2 512y . GBIT 27043-2012 56T &
ey Sl PR (S . Jb T P R ARAE ) R4, 2012

[6]  mEA#ITE E KN & b1 2 . CNAS-GL003: 2018 fE )1
B E B Al 24 50 MR AR E 1 OV 4 78 B [EB/OL]. 2018.
https : //www.cnas.org.cn/fwzl/nlyzzl/nlyzxgzcyzl/images/2018/
03/29/CD1AF8A3AB4BA3057804911E38DF55F1.pdf.

[7]  ShuW, DulJ, Liu Y, et al. External quality control of pheno-
typic drug susceptibility testing for Mycobacterium tuberculo-
sis in China [J]. Eur J Clin Microbiol Infect Dis, 2020, 39
(5):871-875.

(8] 2, ARA R AP, 55 IR 48 45 B0k 7 T2 Wb R g
I UESE A T LY. I WG PR 2 A0, 2018, 29(10)

749-751.
(F#:% 2020 )



- 2016 - B SRIT ARG 20244511 H B 164 S5 113 J Mol Diagn Ther, November 2024, Vol. 16 No. 11

< e
.«I/a ;ﬂé—o

SCC-Ag . HPV 4 U A p53 K AE 25 259 Yo 1010
HrryiZ e

gk FHEE? O RFFD okt Imwd

(#5 E] B SWrBRR40IE DR (SCC-Ag) \HPV AFL LI 8 (HPV ) 23 BUBE 4 1L 3% p53 4
et 5 R ARG 7 B SR R DI A R B2 TR . TR RN T AE N IR R B 2022 4F 5 H & 2023 4F
5 7B S Lok A5 R BT S AR, 0 BT ST R I RE Lk 43 5] Dy B A Bk i RE 4, O e BCTR] B AR e 44
K rP O 8 B R G 75 B 42 44 g W IR 4, % = 4 SCC-Ag \HPV 73 1 K p53 (446 I 45 5 5 20 B 4 ey B
AR SRR SRR 2 HPV 40 45 5L | LI B2 T & bR vl , 20 SCC-Ag HPV 43 4 ] p53 il 81— L
K BE A2 W e S0 1 — 2ok s 254 ROC 4R, 73 #r SCC-Ag \HPV 43 1 p53 B — J7 B 45 4G ) oF 25 2508 (14
BWiskRE. SR EHUEA SCC-Ag /K1 T8 4 [ MR 41 4 BRAL HPV 4350 p53 FHTE R A Bl 2
TE R R A N BB A, 22 SR Gt T L (P<0.05) 5 B SR 4 5 1 30 TR J e oK g T ey A R A i
AL AL W ARG T 1R PEIR AL, 22 3 i L (P<0.05) ; SCC-Ag (HPV 433 ¢ p53 fi— K
A5 0 A 2 2908 50 B~ A A 245 TR 1Y — B0k Kappa {391 4 £ 0.767 .0.729 ,0.712 ,0.932 ; ROC £k R,
SCC-Ag+HPV 43 #l+p53 I & 45l 12 W ey 809 19 % BLRE R B L AUC 433914 92.76% . 87.28% . 0.906 , H
BET =FHB N (P<0.05), it SCC-Ag HPV 73 BIEA p53 K I 12 W SR /i T = & Ba— 46,
PR WA RN R B SR A 07 A IS WS RE L T I R IR YT T SRR SRR .

[£48i7] SCC-Ag; HPV 435I ; p53; & %

Diagnostic efficacy of SCC - Ag, HPV typing combined with p53 test in early cervical

cancer screening

MA Haiying', LI Yuanyuan®*, ZHU Xuefang®, JI Yan', WANG Lina’

(1. Department of Gynecology , Yangzhou Second People’s Hospital, Yangzhou, Jiangsu, China, 225002 ;
2. Cervical clinic, Subei People’s Hospital Affiliated to Yangzhou University, Yangzhou, Jiangsu, China,
225002; 3. Department of Reproductive Health, Yangzhou Maternal and Child Health Care Hospital, Yang-
zhou, Jiangsu, China, 225002; 4. Department of Clinical Laboratory, Yangzhou Second People’s Hospital,
Yangzhou, Jiangsu, China, 225002)

[ABSTRACT] Objective To analyze the diagnostic efficacy of squamous cell carcinoma antigen
(SCC-Ag) , HPV human papilloma virus (HPV) typing combined with serum p53 oncogene testing in the
early screening of cervical cancer. Methods In this study, a retrospective method was used to select 45
women with cervical cancer from May 2022 to May 2023 at Yangzhou Second People’s Hospital for the cervi-
cal cancer group. Additionally, 43 women with cervical benign tumors were selected as the cervical benign tu-
mor group, and 42 healthy volunteers from the physical examination center of our hospital during the same pe-
riod were chosen as the control group. The SCC-Ag, HPV typing, and p53 detection results of the three

groups were compared. The results of HPV typing in the cervical cancer group and cervical benign tumor group
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were analyzed. The consistency of SCC-Ag, HPV typing and p53 detection in single and combined diagnoses
of cervical cancer was analyzed with pathological diagnosis as the gold standard. The ROC curve was drawn to
analyze the diagnostic efficacy of SCC-Ag, HPV typing, p53 single and combined detection for cervical can-
cer. Results The SCC-Ag level in the cervical cancer group was higher than that in the cervical benign tumor
group and the control group. Additionally, the number of cases with HPV typing and p53 positive expression
was greater in the cervical cancer group compared to the cervical benign tumor group and the control group,
with statistically significant differences (P<0.05). The infection rate of high-risk HPV subtypes in the cervical
cancer group was also higher than that in the benign tumor group, while the infection rate of low-risk subtypes
was lower in the cervical cancer group benign tumor group. These differences were statistically significant (P<
0.05). The consistency Kappa values for SCC-Ag, HPV typing, and p53 single and combined screening in cer-
vical cancer compared to pathological examination results were 0.767, 0.729, 0.712, and 0.932, respectively.
The ROC curve indicated that the sensitivity, specificity, and AUC of SCC-Ag + HPV typing + p53 combined
detection in diagnosing cervical cancer were 92.76%, 87.28% and 0.906, respectively. These values were signifi-
cantly higher than those of single detection methods (P<0.05). Conclusion The diagnostic efficacy of SCC-Ag
and HPV typing combined with p53 detection is higher than that of the three single detections. This suggests that

the combined detection of the three can significantly improve the diagnostic efficacy of early screening for cervi-

cal cancer. This finding can provide a reference for the development of clinical treatment programs.
[KEY WORDS] SCC-Ag; HPV typing; p53; Cervical cancer
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Figure 1 ROC curve of single and combined SCC-Ag, HPV

typing and p53 detection for cervical cancer diagnosis

fiff 75 30 % B AR A5 0 R TR ME , B 9 2 ek 5 - At
WL ORISR IR VS . HPV B B s S nY £
R Z — , it HPV i i 76 L 0 Ey 30008 i 2 v o5
THEZHA S RN T A AL B RO F
S8 5 HAARS A5 5 s, Ferb i e b kR P e 7
FEE A2 W AU DA R A E E AR

SCC-Ag J& —FpEE M M dr &, EZHF
ARG T R0 s 0 it R 48 L 9 P FEAE IR RN, SCC-Ag
TEIEF G OU T REAFAE T8 5 i SE 4 2L iR T
B 20 B B R 2 R A e A g AR I R T A
I 35 ) A0 D0 S5 M, e R A0 2 7 AR R BRI
SCC-Ag MLy, T2l i H SCC-Ag By 7K I
FH T SR T A K 2 HCR B TG R R
SCC-Ag 1E R 'E 33 12 Wi A I A9 B B AR 2 —
P53 Sz — 0 E B ik e o S R, L4 A5 1 p53 B
FI7E 2 4R A0 IR RS AT 1k 9 28 vh & 5 3 SC A
B S ) R N R SR AR v p53 SR 1 28 AR A
PG EH WA FFH A2 — i ps3 5 Rk ol 5
AR AT SR 0 L O A A2 R b A R R
ZWikhe, Ly — A EEA iR bR . PR R
B2 2 p53 B e A S8 A s AR TR I, 25 R B0 i
FA AR DTS n B XU o AR A HPV AR )2
TEFNECEE RE , W LUK L2 Ry i A1 AR e,
fe B HPV J& 5 S0 1) £ 200 B, miIKfE & HPV &

SRALFTRE S| & B BUKAS (BRI SEHE " B0 K
B ARG AR . B HPV 20 BUR I, AT LA s A2
Y T S fE B HPV, AT 214l G A8 B 3309 1 XL
W, —IZEGr M WoR™  HPV i 28 XF T8 259 7
o7 AR R 2 R A 2 A 1) 2 £, 3R S ok HPV 4
RURI , AT T A U B R S XU AR
AT SE BRI T I6 YT o FEASRBIE S, B e
4 SCC-Ag K- T3 20 Kk Mg 4l % B4,
HPV 43 %1 p53 PR A BB T8 800 R PR 24
X R4, 4178 SCC-Ag  HPV Z3 Al p53 Al BE X &
HE B — TR A M AE . 7 ROC 20 #r vh & BEL,
SCC-Ag+HPV 53 Bl+p53 Bk A A6 il 12 W e S8 1) R
HUE FESE  AUC 535 92.76% . 87.28% . 0.906,
A e 1 =3 BRG], 2 AR R A A T i pe
"B IR U A 10 MR A AT SR A A Y RN A B
PEUMKHE . Aok, N — DRI SR Y 7 %, 5
KEEA S JF#E T Z2 Pl Im RS, LIES) SCC-Ag.
HPV 7384} p53 Tk PREZE 8y iz 1 1

25 b Tk, SCC-Ag HPV 43 HIEEA p53 Kl i
ZWIRLRE TR — A, B R = A R D AT
5 v U R 0 A 2 W s RE T R R I
RIGTT T SRt — 2 S % kK4

5% Uk

(1] BFWE, WAL, kB, % . 7 Bmi-1.SCC-Ag X HPV-
DNA 43 B I A5 R I 6] 5 20098 (912 W A0 (8 [ 7). 11 PR 0 55 36
BE2 2k, 2022,21(7) : 762-765.

[2]  Bouvard V, Wentzensen N, Mackie A, et al. The IARC Per-
spective on Cervical Cancer Screening [J].N Engl J Med,
2021,385(20) : 1908-1918.

(3] SRR, SAMERY , A . LTS 9 S LA b R e 1 7=
bR I Ak 2 5 2 0F R A3 (0], rh AR R 2 R R A
i, 2024,23(2):211-215.

(4] BRFPE.skmE: JRMCE . 90 52 % HPV-E6/ETmRNA HPV-
DNA K I Bz it R & LT 1. A B A ) i, 2021, 36(20) :
4808-4811.

(5] R R IR 1A fil B 2% 01 2> B SR 2T M
(20184FRR) [T]. MRIZEAIRYTHL 2435, 2020,6(3) :33-43.

(6]  BRIB, % RIFE, 5. TCT HPV ,SCC-Ag 7£ &5 U it
A 9T I5 BT R I R [T ). S R AE 2% 3, 2020, 35
(11):1797-1801.

(7] WM, B80T B, 55w e TSR 2 5 W
2 200 6 2 A A A 1B £ G ) 7 SR TP AR O A R 2
MABELT]. IR 4R 24 5, 2020,48(11):1311-1313.

(8]  Forlh, WmHiH, 23, P16 2 (KB4 HR-HPV \TCT 7¢
B S R AR KCE BV W B LT R S e e
i, 2023,43(4) : 660-669.



- 2020 - B SRIT ARG 20244511 H B 164 S5 113 J Mol Diagn Ther, November 2024, Vol. 16 No. 11

[9]  EHH,BRIEELT . IC BCA CCRT Xm0 301 B 208 17 40 % 2020, 38(6) : 982-987.

DRV [T ] AR B 2= 5 528, 2023, 20(8) :43-46. [13]  F/NA, 34 | Il 15 4% %5 B /K SF . HPV-DNA 43 75 % 5L 41

[10] #Zut. TCT . HR-HPV B4 BHIH B2 & 80006 K 76 & S0 BRI W T ], S5 AR 24, 2022,37(4) : 675-
i PR32 W M B LT ). 43 F 12 W 53R 97 243, 2020, 12 678.

(7):944-947. [14] Yang L, Wang S, Huang Y. An exploration for quantifica-

[10] VG4, 2, BEAR U, 45 . AN [m) AG: DN 36 W& A 1 1S WL b X B tion of overdiagnosis and its effect for breast cancer screening
FUIE G A P R A S (0], IR 2 2 R (R 2R [J]. Chin J Cancer Res, 2020, 32(1) :26-35.

2022,53(5) : 896-903. [15] TR, EHREY , f ke, 45 . WA I I8 T R 38 3 MDM2/

[12] #6969, NG . CT KRR IS I3 I8 A =5 4 X 77 S50 10 D53 3 I R s £ A 9 A0 L T P T PRI LT . R
I L) Ik L 2 G R B2 (B [T ). S AR R S50k 2, AW g, 2023,20(1) £ 56-62.

(E#EF 2011 1)

S & ik org.cn//flfg/zdyz/fbg/fbgtwsj/20210929091534848 html

(1] vhtie AR L [ [ 52 0 W B A 0 K s 2R iR A B Wi (o] MR AM 12 W ol 300 I PR 32 36 B O 77 B A 7 1 AT 4 (o] i
7 IR TR L A L (BT ) A 1 B4y s R IE i LA [ EB/OLJ. 2021-08-27 https: //www.cmde.org.cn//splt/ltgxwt/
i FAEESR : GB/T 20791.1-2013[ S |. 2013. 20210827092408866.html.

(2] EREHGEEETILE . ROMSREST aaiksiiswy (101 RERWSEERIRER . AW REAR IS5 Sl : GBIT
AREE A YY/T 1579-2018[ S 1. 2018, 39768-2021[8 J. 2021.

[3] [E) 86 b 25 0 W B B . 6 TN AR AR A2 W ) 1 Ee [11] CLSL Interference Testing in Clinical Chemistry , 3rd Edition.
0l SR L M TIE S PR AR 2 A 25 (2021 AR AR 122 CLSI guideline EP07 - A3 [S]. Wayne, PA: Clinical and
=) [EB . 2021-09-30. Laboratory Standards Institute, 2018.

(4] 96 IMBEE, fhas i . VT s — R AMS R0 1R 0 i (12 PR I0L 9 45 1A A 36 A B AR B E - WSIT 806-2022( S .
UL ) AN A3 M (T ). b B R T AR AR S, 2023, 29 2022.

(3):10-12+45. (13]  AF3CAT, B . RIRAE A — S0/ Hr i vk (7], s

(5] CREE, ZE9606, WREE, 45 b A 5 RSN WA BI7 A A B L 2019,25(17) 3.

VE M R R LD BT LI ) s e 4] EERITG R IR B R . A MR IR - GB/T
,2023,15(8) : 1465-1468. 39767-2021[S ]. 2021.

(6] s BRI fAoh 12 WE R0 4007 1k B P I o g g [15) SR, BTSN 5 10 R R AR A GRATHRON
(2022 %5 32 5 ) [EB/OL]. https: //www.cmde.org.cn//flfg/ AL DRAP O HUBR (D . AR 755 41, 2023, 39(2) £ 477-
zdyz/zdyzwbk/20221008092521132.html. 483.

(7] PRI A 10 WA 0 40 0T 1 A M g s (161 SRETL A ARST 2 IR S50 ARG A D A 2R K DL ]
(2022 4% 36 %) [EB/OL]. https : //www.cmde.org.cn//flfg/ L ARig e AT 51 PR, 2023,30(12) :2139-2141.
2zdyz/zdyzwbk/20221008110559100.html. [17]  (RAMES W RURE AR B2 MR A 5T T RE A I3 24 T 05 % JE i [

(8] HEIZ 24 WaJo 06 T & AR M A2 Wit 35 s G 56 £ AR 4 T i F &1t 4 [EB/OL]. 2022-05-10 , https : //www.cmde.org.cn/
T 4 3 45 (2021 4E 45 72 %) [EB/OL]. https: //www.cmde. splt/ltgxwt/20220606093732155.html.

(45 2015 /)

(9] BATEH T HESG . VLVY4 FACSE A% S0 00 % 4 FIi2 Wik R [12] Ou X, Xia H, Wang S, et al. National Proficiency Testing of
fie ST SR SE Rt [T]. 5000 5 R 50 IR 42, 2020, 38(6) : Molecular Diagnostics for Tuberculosis and Drug Resistance
1104-1106. Detection - China, 2014-2019[J ]. China CDC Wkly, 2021,3

[10] B R T A: £l B2 2 W DR AG: 56 v« €4 G R ARG 96 25 1) (12):247-251.

PF 4y H1 3 ¢ ) [EB/OL]. 2020. https : //srv. clinet.com. cn/lab- [13] TR, BT 584,56 s TR H CAP Jlf ke i %
new/home/add. i) 5 PF 3% 22 8 AR 45 A #T (7). hric Sy 0 5 IR R,

(10] vl G 0 A B 2 Wt 9 5 I B AN vl . 6 T & A (2024 2020,27(10):1767-1771.

AF B v ] G 50 A 2 A A5 0 5 B W AN 0 R ) B e T [14] DulJ, Shu W, Liu Y, et al. Multicenter feasibility study to

R 45 )3l 1 [ EB/OL 1. 2024, https : //www.acas.com.cn/in-
troduce/ downloadparticulars? type=download & id =172427085
9097006081

assess external quality panels for molecular diagnostics for tu-
berculosis in China [J]. Eur J Clin Microbiol Infect Dis,
2020,39(2) :339-343.



BT SIRITARE 20244511 H 164 S5 113 J Mol Diagn Ther, November 2024, Vol. 16 No. 11

+ 2021

B/ i B MYEOV ik K - 51 R FEAIE
I RINE 2

KAkt EWE RS RAEK

(# ZE] BH HiMEHERRBER (MYEOV) 7836 /N i It i (NSCLC ) 8 % 1 R s 540, 3F
S SRR B R R . Ak EHR 2021 4F 9 H & 2023 4F 2 A 75 1% 1 0 B B Y0A 1Y 100 1)
NSCLC £ R WG G2 , 2R FH G 32 AL AR 3 K 0 g 41 280 B 0 5 2H 20 ( R 5 i 11 2%20.5 cm) H MYEOV
TR IE Y 4E NSCLC B 1911 PR BLARAE , JF 43 #T MYEOV ik 5 NSCLC i & i IRFFAE L T 1) 56
Fo BR NSCLC B EHFHLI MYEOV & £k & 0@ T sr 8, 2R A G5 L (x'=48.447, P<
0.05) ; 7EA [F) bk L 4555 5%  TNM 23031 BRI A9 NSCLC B T MYEOV BB R IR Z A ST X
(1=7.981.12.780.,15.260, P<0.05), AMF5¢ NSCLC & H) 1 4E MAEFR N 71.00%. Cox [R50 B, il
ELE5 8 (TNM 20 3 70 (L R &  MYEOV 5 2% 35 4 J2& 5% il NSCLC & & T 1 0 37 [H 2 (P<0.05) .
Kaplan-Meier 45 5 75 ,NSCLC [ # MYEOV 31k LAFAEfE R R BB E TN, ZFARITHFE X
(Log-rank=58.354, P<0.05). #5it MYEOV & [17E NSCLC & a2 b i 260k 16 R ) I 4556 5% |
TNM 53] AR B2 A9 NSCLC B e 22 540, L MYEOV B £k B ARG 1 AEABET KU i .

[EEIA] B/ s B SRl Rk S 5 G IRAR1E s TS

The relationship between MYEOYV expression level and clinical characteristics and progno-
sis in non-small cell lung cancer patients

SONG Luhong'*, WANG Ye’, ZHAO Peng’, ZHANG Chunling**

[ 1. Medical Science Center of Qingdao University, Qingdao, Shandong, China, 266075; 2. Department of
Clinical Laboratory, Qingdao Cancer Hospital, Qingdao Central Hospital, Rehabilitation University, Qing-
dao, Shandong, China, 266075; 3. Qingdao Central Hospital of Rehabilitation University (Qingdao Central
Hospital ), Qingdao Cancer Hospital Biotherapy Center, Qingdao, Shandong, China, 266075 ; 4. Department
of Respiratory and Critical Care Medicine, Qingdao Central Hospital of Rehabilitation University, Qingdao
Cancer Hospital, Qingdao, Shandong, China, 266075 |

[ABSTRACT] Objective To investigate the expression of myeloma overexpressed gene (MYEOV )
expression in patients with non-small cell lung cancer (NSCLC) and to analyze its relationship with clinical
features and prognosis. Methods One hundred NSCLC patients admitted to Qingdao Central Hospital from
September 2021 to February 2023 were selected for the study. Immunohistochemistry was used to detect
MYEOV protein expression in cancer tissues and paracancerous tissues (i.e.>0.5 cm from the tumor margin).
Clinicopathological characteristics of NSCLC patients were collected, and the relationship between MYEOV
expression, clinical characteristics, and prognosis of NSCLC patients was analyzed. Results The high expres-

sion of MYEOV in cancer tissues of NSCLC patients was higher than that in paracancerous tissues, and the dif-
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ference was statistically significant ( y*=48.447, P<0.05). There was a statistically significant difference in the
comparison of MYEOV high expression rates in NSCLC patients with different lymph node metastasis, TNM
stage, and differentiation degree (x°=7.981, 12.780, 15.260, P<0.05). The 1-year overall survival rate of
NSCLC patients in this study was 71.00%. Cox regression analysis showed that lymph node metastasis, TNM
stage, degree of differentiation, and high expression of MYEOV were all independent factors affecting the
prognosis of NSCLC patients (P<0.05). Kaplan - Meier results indicated that NSCLC patients with high
MYEOV expression had a lower 1-year survival rate compared to patients with a low MYEOV expression, and
The MYEOV protein is
highly expressed in the cancer tissues of NSCLC patients, differentially in NSCLC patients with different

the difference was statistically significant (Log-rank=58.354, P<0.05). Conclusions

lymph node metastasis, TNM stage, and degree of differentiation. Patients with high MYEOV expression have

an elevated risk of death within one year after surgery.
[KEY WORDS]
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Table 3 Cox regression analysis affecting patient prognosis
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Analysis of fracture risk and related influencing factors in elderly patients with
rheumatoid arthritis and osteoporosis

HUA Rong, WANG Yuanhong*, HAN Shanhang, WANG Ran

( Department of Rheumatology , Jiangsu Provincial Hospital of Traditional Chinese Medicine , Nanjing ,
Jiangsu, China, 210000)

[ABSTRACT] Objective To analyze the risk of fracture and related factors in elderly patients with
rheumatoid arthritis (RA) and osteoporosis (OP). Methods 2954 elderly patients with RA combined with OP
admitted to Jiangsu Hospital of Traditional Chinese Medicine from January 2021 to December 2023 were retro-
spectively selected as the study subjects. The fracture risk assessment tool (FRAX) was used to assess the risk of
fracture within the next 10 years and categorize patients into low-risk,, medium-risk, and high-risk groups. Basic
data was collected, and multivariate logistic regression was employed to analyze the factors influencing fracture
risk in elderly patients with RA and OP over a 10-year period. Results FRAX evaluation showed that 64.93%
(1918/2954) of the patients were in the low-risk group, 28.06% (829/2954) were in the medium-risk group,
and 7.01% (207/2954) were in the high-risk group. There were significant differences in gender, age, duration
of disease, body mass index (BMI) , fracture history, and glucocorticoid use among the three groups (y’=
67.110, 133.590, 93.176, 59.301, 96.498, 83.292, P<0.05). Multi-classification ordered logistic regression
analysis indicated that being female, age =70 years, disease duration >10 years, BMI <24 kg/m®, history of
fracture, and glucocorticoid use were all independent risk factors for fractures in elderly RA patients with OP
within 10 years (P<0.05). Specifically, being female (OR=2.040), age =70 years (OR=1.998) , disease dura-
tion >10 years (OR=1.988) , BMI <24 kg/m’ (OR=2.059), history of fracture (OR=1.902), and glucocorticoid

use(OR=2.234) were identified as independent risk factors of fractures within 10 years in elderly RA patients with
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OP (P<0.05). Conclusion The fracture risk of elderly RA patients with OP ix influenced by numerous factors.

Targeted interventions should be implemented based on these risk factors to decrease the likelihood of fractures.
[KEY WORDS] The elderly ; Rheumatoid arthritis ; Osteoporosis; Fracture risk
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I 1873 1121(58.45) 583(70.33) 169(81.64)

(%) 133.590 <0.001
<70 1574 1144(59.65) 387(46.68) 43(20.77)
>70 1 380 774(40.35) 442(53.32) 164(79.23)

T (4F) 03.176 <0.001
<10 1759 1 163(60.64) 537(64.78) 59(28.50)
>10 1195 755(39.36) 202(35.22) 148(71.50)

BMI(kg/m*) 59.301 <0.001
<24 1648 974(50.78) 527(63.57) 147(71.01)
>24 1306 944.(49.22) 302(36.43) 60(28.99)

R 96.498 <0.001
H 901 569(29.67) 208(25.09) 124(59.90)
g 2053 1349(70.33) 621(74.91) 83(40.10)

ARSI 0.860 0.650
el 394 264(13.76) 104(12.55) 26(12.56)
Jc 2 560 1 654(86.24) 725(87.45) 181(87.44)

e 3.009 0.222
f 1124 711(37.07) 336(40.53) 77(37.20)
T 1830 1207(62.93) 493(59.47) 130(62.80)

lyelikd 3.188 0.203
el 881 562(29.30) 246(29.67) 73(35.27)
o 2073 1 356(70.70) 583(70.33) 134(64.73)

e AL 2.564 0.277
el 653 441(22.99) 171(20.63) 41(19.81)
7 2 301 1477(77.01) 658(79.37) 166(80.19)

R I 3.634 0.162
el 586 396(20.65) 146(17.61) 44(21.26)
" 2 368 1522(79.35) 683(82.39) 163(78.74)

SO 1.618 0.445
) 390 246(12.83) 111(13.39) 33(15.94)
T 2 564 1672(87.17) 718(86.61) 174(84.06)

i tRPT R 2 H 2.699 0.259
H 2 620 1714(89.36) 727(87.70) 179(86.47)
" 334 204(10.64) 102(12.30) 28(13.53)

BURIE 25 iR T 3.592 0.166
H 2 529 1631(85.04) 712(85.89) 186(89.86)
¥ 425 287(14.96) 117(14.11) 21(10.14)

PUE FHi A 25 H 2.656 0.265
H 2 587 1 682(87.70) 731(88.18) 174(84.06)
" 367 236(12.30) 98(11.82) 33(15.94)

Wz B R IR 83.292 <0.001
H 1 345 764(39.83) 443(53.44) 138(66.67)
Jc 1 609 1154(60.17) 386(46.56) 69(33.33)
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=70 % JRFE=10 4F  BMI<24 kg/m* A B LA
W B 5 % 2% I ¥ 2 4F RA B JF OP J 3% 10 4F

N E T & A RS B ST A B PR 2 (P<0.05) o
W2,

R2 BERAGHOPEEZEIVENBINEAEREZIEZEK L 5 EKEFF logistic BT 4

Table 2 Multi-classification ordered logistic regression analysis of factors influencing fracture risk in elderly patients with RA

and OP within 10 years

(S R B1H S.EAf Wald {H ORH 95% CI P1H
FR AU
51 HPE=0, L PE=1 0.682 0.211 10.447 1.978 1.308~2.991 0.001
I (%) <70=0,>70=1 0.783 0.232 11.391 2.188 1.389~3.448 0.001
T (4F) <10=0,>10=1 0.741 0.246 9.073 2.098 1.295~3.397 0.003
BMI (kg/m®) >24=0,<24=1 0.593 0.187 10.056 1.809 1.254~2.610 0.002
B J=0,4=1 0.834 0.301 7.677 2.303 1.276~4.154 0.006
W R 5 R IR J6=0,4=1 0.764 0.258 8.769 2.147 1.295~3.559 0.003
R R
5 BEE=0, & k=1 0.713 0.249 8.199 2.040 1.252~3.324 0.004
IR (L) <70=0,>70=1 0.692 0.204 11.507 1.998 1.339~2.980 0.001
I B2 (4F) <10=0,>10=1 0.687 0.191 12.937 1.988 1.367~2.890 0.001
BMI (kg/m®) >24=0,<24=1 0.722 0.224 10.389 2.059 1.327~3.193 0.001
B J6=0,4=1 0.643 0.216 8.862 1.902 1.246~2.904 0.003
W R I J6=0,4=1 0.804 0.279 8.304 2.234 1.293~3.861 0.004
3 Wi J1iR Ak, FECE RN, B A S kAR E . AR

OP ZRABHMHE WA IFEZ —. R
R AERRA HBE I & OP IR RN 27.6%, T 3%
RA B# I & OP BB FH 37.67% , 1L & T4 5K
SEEKF . BEgETE e IR B A T R AR
PHPRFFRE ) T #1553k 17.1%~33.0% 1115 5T
B PESE T B TE VAR INBET S, 2 49.4% AY45 5
AR FESi B T B 4 SR NBET . BRI, 20 Hr
ZAE RA B I OP (B 10 4F NH- I A A XU K52 i)
R AR E SRS s U HA B E .

AWK FH FRAX P4 £ 4F RA A1 OP (4
10 4F P9 3T & A2 KUR: |, 465 SR 7 A 3 2 IR KL
B, AE v g RURS: BB B K L R N 2 TG
HAE RA B IF OP B E ¥ R AE XS . MEW 2
1 Z AR REAE AR 1 B 20 B, B Sk PR T
0 SR B 20 L A, 3 2o i S A 2 o ) O
T-H G 775 FaE AT AR R D
N, ERE V0VENETTRERNE S TEM. &
A A M RRAE R PA 19 EE J8 25 K Y o A 8 8 T R
R S BRI VR R ES  AR f RE A N
TRl B AR AR ol o i i — 2P 5 R M
i, SECET R AE RGN AR AR B AR
1%>70 % BB 10 4N BT & AE XU B R . 3K AT
A PR A 2 A BB 1 B R T B i B A % 184 o g
TR AL H BT G R B R KT AL
J 5 W WA T e A S [ 8, 5 R B8 S i AR

WFFE 45 R BoR W =10 4E 0 B 10 4E BT kA4
JRURS: B v, S8 SCUB A5 Y — B A LR AT g
JEIR FR LK 2 BT AR R R G Rl R
JERRAR , J& RA 54k % OP (UG R N &, gE i3 m
A BT & A KUK . BMI X 15 B fdt i B A i B
SN, BMI 3G N5 87 ) o %% 1 38 i AR G, (X 33
77 A XU, 1 LA DG 3R o AR B SO I A
F 5 22 B, e o FAE PR ol B A 18 %) 0 fr 3800,
" 0 6 ) R e Sh 3 Rl T . AR
7% 45 B R, BMI<24 kg/m? 23 B4 34 10 B 3 XL
o $E78 BMIFRIRAS 2 5 LB , AR T4 d5 i
BEOREE . AW SR BN B S R mEE 10 4
PO AT R A KU B v o SRR R R AR YR — B
S AT I PR 0] BB T R T B s R R AR, T8
B T AR PR S TR ) 2 A KR . e
R R KR AR R M R S S R
AR5 R DI RETCHE | 50 85 FRAE S5 90 , 3 — 25 i OP
FEMR SRR A E T A AR E R R, A
W LS R BN, A3 05 B T R IR 9 iR 10 42
BT AR &, 5 R —8 B RS R
3 3 1 T R TR B T AR e e R, R
it VAR B2 T 3R S B i i e A KU e
g5 LTk A RA S I OP &35 5 4t KU 2
] AR R BMI 7 S KOs R R R IR
SZR AR 4 AR G G B PR 2R SR B X 5 it T
T, DAREAR A AR AU
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I i UL P9 BT D73 BRURE B85 1 T LXRo . SREBP-1c
KO-S54 RIEYRES G &

BN &Lk KRG FX O FRR

[ E] Bey FITERDAT IR IR EUE (ICP) B L3 AP X 3214 o (LXRa) | B [ B 38 35 0
1255 811 -1c(SREBP-1¢) /K- 5 A RATIRZS R R . FiE EE 2020 4F 5 A % 2023 4F 10 H 754k id
L BE BECIA 1Y 116 6] ICP [ 3, M4 M8 38 AN R I R 45 R I A R 45 = R R4 (n=35) 5 4T iR 45 5 L 4f
20 (n=81) o XF HLPIAL M LXRa . SREBP-1c 7K, 2R H 22 il 4 TAER¢ 1 (ROC) Hh 4 7F- 41 1l 7 LXRar
SREBP-1c Xf ICP 3 % A: R KA UR 45 J5 (0 PFAd M, SR 22 R 2 Togistic [71JH 43 BT #81F ICP £ 3 4T R 45
JABR N R . BREUREE R A B R 0T LXRa A T iR UR S5 ) B 474 . SREBP-1c /K V5 F
WURES R RAr 4, 252 A ot 2238 L (P<0.05) o Ifl7% LXRa . SREBP-1c L4 K 9 3 B A5 K I PF-Ak ICP £ &
KA R IRSS R AUC(95%CT) 435 M 0.804.(0.759~0.854) , 0.759(0.714~0.807) ,0.910(0.865~0.956) .
UEPREE R A B 20 BB 4R 3% =35 2 L) JIB VR =40 wmol/L L9 \ICP 58 1i% 52 LU 40l v T AT Uk 45 = B 4f 40 , 2%
S G L (P<0.05) , ZHZE BIHSHT BIR, AE =35 % (OR=2.361,95%CI : 1.196~4.660) , JIH {1 iR
7K 240 pmol/L (OR=3.010, 95%CI: 1.332~6.803) , Ifil 7 LXRa<11.04 pg/mL (OR=4.375, 95%CI: 2.221~
8.621) , Ifil & SREBP-1c>12.97 pg/L(OR=2.951,95%CI:1.579~5.514) & ICP f & & 4= A K IR 45 = 19 5
Wi 38 (P<0.05) , 58  ICP SR IlLi% LXRa /K V- FEAIK . SREBP-1c /K V- T i 5 HOR R AR U 25 Jmy %% V) AH
5, I PR AT ST 0 5 A R KT DA BRAROR B AR RS R A R

[RBIR] RPN IR IRFUE s 7 X A28 o IR B 1 DG/ 25 65 8 1 -1 IR S

Relationship between serum LXRa and SREBP-1c levels and adverse pregnancy outcomes
in patients with intrahepatic cholestasis of pregnancy

LV Menggiao, LU Huiying, ZHANG Jing*, LI Qin, NIU Weiwei

(Department of Obstetrics, Northwest Women and Children’s Hospital, Xi’an, Shaanxi, China, 710000)

[ABSTRACT] Objective To investigate the relationship between serum levels of liver X receptor «
(LXRa), cholesterol regulatory element binding protein-1c (SREBP-1c) and adverse pregnancy outcomes in
cases with intrahepatic cholestasis of pregnancy (ICP). Methods 116 ICP patients admitted to Northwest
Women’s and Children’s Hospital from May 2020 to October 2023 were selected. Two groups were established
on their pregnancy outcomes: a group with poor pregnancy outcomes (n=35) and a group with good preg-
nancy outcomes (n=81). The levels of serum LXR « and SREBP-1c were compared between the two groups to
evaluate their value in assessing adverse pregnancy outcomes in ICP patients using receiver operating character-
istic (ROC) curves. Additionally, multiple logistic regression analysis was conducted to explore the influenc-
ing factors of pregnancy outcomes in ICP patients. Results The serum LXRa level in the adverse pregnancy
outcome group was lower than that in the good pregnancy outcome group, and the serum SREBP-1c level was
higher than that in the good pregnancy outcome group, the difference is statistically significant (P<0.05). The
AUC (95%CI) of serum LXRa, SREBP-1c, and their combined detection for evaluating adverse pregnancy
outcomes in ICP patients were 0.804 (0.759~0.854), 0.759 (0.714~0.807) , and 0.910 (0.865~0.956) , respec-

AR B G s EA L %R A (2023-YBSF-519)
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tively. The proportion of individuals aged >35 years old, with bile acid levels 240 wmol/L, and family history of

ICP in the adverse pregnancy outcome group were higher than those in the good pregnancy outcome group, and
the difference is statistically significant (P<0.05). Age >35 years (OR=2.361, 95%CI: 1.196—4.660) , bile acid
level 240 pmol/L (OR=3.010, 95%CI: 1.332—6.803), serum LXRa <11.04 pg/mL (OR=4.375, 95%CI : 2.221~
8.621), serum SBP-1C >12.97 pg/L (OR=2.951, 95%CI: 1.579~5.514) were identified as influencing factors

for adverse pregnancy outcomes in ICP cases (P<0.05). Conclusion The decrease in serum LXRa levels and

the increase in SREBP-1c levels in ICP cases are closely related to adverse pregnancy outcomes. Monitoring the

expression levels of these two indicators early on can help reduce the occurrence of adverse pregnancy outcomes.

[KEY WORDS]

ment binding protein-1c; Pregnancy outcome

UE ORI PN IE T 32 BUAE (Intrahepaticcholestasis
of pregnancy , ICP ) J& A FFA (1) —F RS , 322
AR JPE IR B T 3 A B - I VT 7R R AR, OF:
S ML BRI o ICP AU R 22 11 Y
A TR R, 10 S RAEYRES JRy S UIAHOC , 7™ B i B
B S A e A o AR, BEAE XS ICP s BLAL ]
AR AMIFFE , I IR A A i A Gl 7 ICP KA Kk
Jee i AR I Bl dE 7R o IF X 3214 a(recombinant
liver x receptor alpha, LXRa) j&— % 2 {4, 2 5%
KT HFNE 7B AR i 20 21, 2 5 0 IR B AR
BT UM R YRR G ™ o AH B 5 oo 4 &
[ - 1c (sterol regulatory element binding protein 1,
SREBP-1c) j& —Ff S HE A9 IR o0 & iU s I8 -, 2%
ST IR AR IR DT R AH W =R A . AR
F W™ LXRa . SREBP-1c i i 5 i 5 X 18 45 ik
1825 U R0 v LR ) R A R T, EL ARG ™
PRI G o A SCF AR ICP 1ML LXRa
SREBP-1c K-V 58 RIEIRSE R G & B .

1 BwHSHE

1.1 —RwR

PEHL 2020 4F 5 F & 2023 4F 10 A PGk L
FE B IIA Y 116 1] ICP B F 1 AT 6t 4. 9
AR UE - OFF G CUE R 1 o9 R IR BRE 1297 48
F ) ICP B2 Wi bR 5 QI R B8} 5 3 Te i 2k
QNG UL I ; DA G I AL LT IR BT &0 ; @8
Jo % J@ 35 T0 O\ H A RS B L AT IE R A G
HEBR bR U - QF e <20 2 ; QR RGP H ;
56 KT D fg 5 5 G I JH At T R 28 95 9 71
@) ifgd 2 5 Q0 E L IIE B 0 45 22 I 4% 2
BEAN 2 ; @25l & @R 8 5 @ 5 .
BHENFE NI FZ R E, BRI R
B A A HEAR AT ST .

Intrahepatic cholestasis of pregnancy; Liver X receptor a; Cholesterol regulatory ele-

1.2 ik
1.2 BORpIcgE

W4 116 61 ICP 83 A I IR B8k}, f 46 - A%
By VAP AR T i 4E %X (body mass index, BMI) 4%
R/ O R I Ly = VN IR Wl A X I
SCAEARBE BT R KT ICP Kk .
1.2.2  FEhnkai

P B A B H I R R A 25 1 A1 JE i ik i
4 mL, % i & 8 min, L1 3 000 rpm £5.0> 10 min (&5
AR 10 om) S WA T TR , ofF FH K G 328 WL
fff#: (enzyme-linked immunoSorbent assay, ELISA)
R G AL T BB IML7E LXRa . SREBP-1c¢ & 43
KA, Gal5R) & BIERA A= YRk A IR FDD .
1.2.3 srdibriE

TN BL U R 45 J5) 2 46 96 BRI 4R O 5 kA 4 08 0
KA, FEALEE AR R EKIE g R R
REJL B RJL B G ILF S IR R R
U2 FR A A R R 4 e 2o AR AR, T BH S O R E
BB g AR O R4, 5 A B F RS 5 W bm o
HRAE ICP B & I IRES 5 o AR RS s AN R4l
UEURZE R R4l .
1.3 Giil=5 bt

K FH SPSS 24.0 Ge b2 4 b BEECHE |, it T
BERH (R +5) 2R AT e K565 THECRORER FH n(%)
TR AT RS . R ZIE TAER % (ROC)
2R M) 1ML 7% LXRa . SREBP-1c %} ICP & & /B AR
K AT UR 45 J5 (0 PEAS A (B, R FH .43 2§ Logistic % 2
] U5 43 B R F ICP AR 35 4T UR 45 J5 1 5% ) [ 3%
DL P<0.05 FRnERA LI E L.

2 R

2.1 W4 I LXRa . SREBP-1¢ /K H 4%
IR 25 J A B 2H B 34 1% LXRo 7K1 T4
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R4 5 B AT-20 . SREBP-1c /K Vi TR IR 45 =) B 4F
H, ERAG% 2 L (P<0.05), W#E1.

*x1
Table 1

#4810 7% LXRa . SREBP-1c K F LLEE (% +5)
Comparison of serum LXRa and SREBP-1c levels

between the two groups (x+s)

21 n  LXRa(pg/mL)  SREBP-lc(pg/L)
HIRG AR 35 6.53+1.14 20.75+4.31
IR/ R4l 81 16.79+2.38 8.23+1.27

i 24.284 23.962

PAH <0.001 <0.001

2.2 IfiL7 LXRa . SREBP-1c % ICP % A B i Uk
25 )R VAL

1M 7% LXRa . SREBP-1 UL & W & B4 PEAL ICP
BH R AN RAEIRES R AUC (95%CI) 43 51 K
0.804 (0.759~0.854) , 0.759 (0.714~0.807) , 0.910
(0.865~0.956) ., W.F%2 K 1.

%2 IMi&LXRa.SREBP-1c RAEBKEI ICP EERR
R4 R BTN E
Table 2 The evaluation value of serum LXR aand SREBP-1c¢
and their combination for adverse pregnancy outcomes in

ICP patients

A6 P4 At AUC  95% CI MAE FRRE REE
LXRa 0.804 0.759~0.854 11.04pg/mL  0.556  0.904:
SREBP-1c 0.759 0.714~0.807 12.97png/L  0.640  0.904
LXRa+SREBP-1¢c 0.910 0.865~0.956 0.854  0.857
/
P — LXRa+SREBP-1¢
R LXRa
—~ SREBP-I¢
— BH L
021 J' 7
i
0 02 04 06 08 1.0
15 5
Bl 1 ROC gk
Figure 1 The ROC curve

2.3 ICP AN R AR URES R () 5 2 4Bt
WIZH 1Y B i VA2 HT BMIL 220K P2 IR o 22 )
O3 U6 T 2N TG s ] SO R B LA, 25 R
TGt L (P>0.05), IR A R4 B &
AEIE =35 % ] IR R K SF->40 mol/L H 5 \ICP
FE L L v TR ORES Jmy RGP, 2 R A it e &
X (P<0.05). W33,
2.4 ICP B H AN RIUTIRSS )/ ny £ [ & Logistic [7]
53 B

PLICP (B & KA B AT YRS, R Ry R AR

Rx3 ICPEEFREREBMNEAEREZNH (%), (F=s)]

Table 3 Univariate analysis of adverse pregnancy outcomes
in ICP patients [n(%), (x £s) ]
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Table 4 Multivariate logistic regression analysis of adverse pregnancy outcomes in ICP patients
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LXRa <11.04 pg/mL=1;>11.04 wg/mL=0 1.476 0.346 18.198 <0.001 4.375(2.221~8.621)
SREBP-1c >12.97 pg/L=1;<12.97 pg/L=0 1.082 0.319 11.505 0.001 2.951(1.579~5.514))
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Collaborative calibration and verification of a national reference panel for HPA genotyping
HU Zebin', WANG Hongmei’, SUN Binyu', DUAN Shengbao®*, ZHANG Hezhan'*

[ 1. National Institutes for Food and Drug Control, NMPA Key Laboratory for Quality Research and Evalua-
tion of In vitro Diagnostic Reagents, Beijing, China, 100050; 2. Suzhou Institute of Biomedical Engineering

and Technology (SIBET), Chinese Academy of Sciences (CAS), Suzhou, Jiangsu, China, 215163 ]

[ABSTRACT] Objective To accurately determine the values and further verify the uniformity and
stability of the first batch of national reference panel for HPA genotyping. Methods Five laboratories with
strong qualifications were chosen to participate in a joint calibration process based on a unified collaborative
calibration plan. The PCR-SSP method, PCR fluorescence probe method, fluorescence PCR dye method, fluo-
rescence PCR melting curve method, PCR-SBT sequencing method, and NGS sequencing method were all
used for this collaborative calibration effort. The stability and uniformity of the HPA panel were examined at
a quantitative level using the PCR SSP method, fluorescence PCR method, and SBT sequencing method.
Result The results of the collaborative calibration of multiple methodologies by 5 laboratories were com-
pletely consistent. The HPA-1-29 antigen genotyping results were accurately determined for the HPA national
reference panel. The reference panel exhibited good uniformity both between and within the bottles, as well as
good freeze-thaw stability. The results were entirely consistent with the typing results of normal samples stored
at —20°C. Conclusion The accuracy, uniformity, and stability of the HPA genotyping national reference
panel meet the necessary requirements. It can be used for evaluating the product quality of various HPA geno-
typing detection kits that are based on PCR methods, each with different detection ranges.

[KEY WORDS] HPA; Collaborative calibration; Accuracy ; Quality evaluation; IVD
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HPA-1~HPA-29 antigen genotyping results of the HPA national reference panel
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Analysis of the predictive value of systemic immune inflammation index in the recurrence
of chronic sinusitis after endoscopic sinus surgery

GAO Wenhao, HU Wei, CHENG Jie, WANG Lulu, ZHAO Rui*

(Department of Otolaryngology, Head and Neck Surgery, Xi’an Daxing Hospital, Xi’an, Shaanxi, China,
710000)

[ABSTRACT] Objective To investigate the value of systemic immune inflammation index (SII) in
predicting the recurrence of chronic sinusitis (CRS) after endoscopic sinus surgery. Methods 96 patients
with CRS who underwent nasal endoscopic treatment at Xi’an Daxing Hospital from January 2021 to June 2023
were included in the study. Preoperative hematological indicators, including neutrophil, lymphocyte, and
platelet levels, were collected from all patients, and the SII was calculated. The patients were divided into two
groups based on whether they experienced recurrence within 12 months after the operation: 29 cases in the re-
lapse group and 67 cases in the non-recurrence group. The predictive value of SII for postoperative recurrence
in patients with CRS after nasal endoscopy was assessed using ROC analysis, and potential influencing factors
were examined through multivariate logistic stepwise-regression analysis. Results The neutrophil count, SII,
platelet count, and lymphocyte count in the relapsed group were all higher than those in the non-relapsed group
(P<0.05). The AUC (95%CI) for predicting postoperative recurrence in CRS patients using platelet count,
neutrophil count, lymphocyte count, and SII were 0.712 (0.667~0.757), 0.750 (0.705~0.795) , 0.834 (0.789~
0.884) , and 0.938(0.893~0.983) , respectively. The ratio of age =45 years, operation time >2 hours, com-
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bined with asthma, allergic rhinitis, and no postoperative comprehensive treatment in the recurrence group was

higher than that in the non-recurrence group, and the eosinophil count was also higher than that in the non-re-

currence group (P<0.05). High eosinophil count (OR=2.334, 95%CI: 1.370~4.011), no comprehensive treat-
ment after surgery (OR=2.502, 95%CI: 1.297~4.824) , SII>1012.09 (OR=3.854, 95%CI: 1.873-7.927) were

the influential factors of postoperative recurrence in cases with CRS (P<0.05). Conclusion A high preopera-

tive SII serves as an independent predictor of postoperative recurrence in patients with CRS. It holds significant

value in predicting postoperative recurrence in such patients and is deserving of clinical promotion.
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Table 2 Predictive value of SII for postoperative recurrence

in CRS patients undergoing endoscopic sinus surgery
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Figure 1 The ROC curve
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Table 4 Multivariate logistic regression analysis of postoperative recurrence in CRS patients undergoing nasal endoscopy
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I i 1 s 240 3 ff=0; /=1 0.852 0.274 9.669 0.002 2.334(1.370~4.011)
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SII <1 012.09=0;>1 012.09=1 1.349 0.368 13.438 <0.001 3.854(1.873~7.927)
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Analysis of the predictive value of D-dimer/troponin I ratio for poor prognosis in patients
undergoing mitral valve replacement surgery

ZHU Yu™, QIN Xinxin

(Department of Cardiovascular Surgery, Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan, China,
450000)

[ABSTRACT] Objective To explore the prognostic value of D-dimer/troponin I ratio (D-D/cTnl) in
patients with mitral valvuloplasty. Methods 86 patients who underwent mitral valve replacement surgery at
the Seventh People’s Hospital of Zhengzhou from August 2020 to August 2022 were selected as the study sub-
jects. The patients were then divided into two groups: the good prognosis group (n=61) and the poor progno-
sis group (n=25) based on their follow-up results. After mitral valvuloplasty , D-dimer and troponin I levels
were measured in all patients, and ratios were calculated. Additionally, other clinical data were collected for
all patients. The predictive value of the D-dimer/troponin I ratio in determining poor prognosis after mitral val-
vuloplasty was assessed using a receiver operating characteristic (ROC) curve. Multivariate logistic regression
analysis was conducted to identify prognostic factors for patients after mitral valve plasty. Results The propor-
tion of patients aged =60 years with mechanical ventilation time >48 hours in the group with a poor prognosis
was higher than in the group with a good prognosis. These differences were statistically significant ( ¥*=6.919,
12.397, P<0.05). The levels of D-D, ¢Tnl, and D-D/cTnl in patients with a poor prognosis were higher than
in patients with a good prognosis, and these differences were statistically significant (r=19.859, 16.764,
43.805, P<0.05). Binary logistic stepwise regression analysis showed that age =60 years (OR=4.076, 95%ClI :
1.727~9.616) , mechanical ventilation time =48 hours( OR=3.121, 95%CI: 1.505~6.470), and D-D/cTnI>8.34
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(OR=5.333, 95%CI: 2.086~13.638) were risk factors affecting the prognosis of patients undergoing mitral

valve replacement surgery (P<0.05). The AUC of D-D, cTnl, and D-D/cTnl predicting the prognosis of pa-

tients undergoing mitral valve replacement surgery were 0.813, 0.764, and 0.908, respectively. Conclusion

The high level of D-D/cTnl is a prognostic factor for patients undergoing mitral valvuloplasty, and it has a cer-

tain predictive value in assessing the poor prognosis of these patients.

[KEY WORDS] Mitral valve plasty ; D-dimer/troponin | ratio; Prognosis; Predictive value
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Table 1 Comparison of clinical data between the two groups

[n(%),(xxs)]
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Table 2 Comparison of Two Groups of D-D, ¢Tnl, and
D-D/cTnl (x+s)
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Table 4 Predictive value of D-D, ¢Tnl, and D-D/cTnl for

the prognosis of patients undergoing mitral valve replacement

surgery
Kill#gbr AUC  95% CI  #0ME REUE (%) F5E (%)
D-D 0.813 0.768~0.803  2.06 90.31 55.32
cTnl 0.764 0.719~0.809 0.21 90.31 65.47
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Figure 1 The ROC curves
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Table 3 Multivariate logistic regression analysis on the prognosis of patients undergoing mitral valve replacement surgery

iSES Wt EVEEY:s bRz Wald y* i P OR(95%CI) 1l
AR <60 % =0;>60 % =1 1.405 0.438 10.290 0.001 4.076(1.727~9.616)
HUMRE A B ] <48 h=0;>48 h=1 1.138 0.372 9.358 0.002 3.121(1.505~6.470)
D-D/cTnl <8.34=0;>8.34=1 1.674 0.479 12.213 <0.001 5.333(2.086~13.638)




SFFEWIEIRITRE 20244E11 0 16k

#5111 J Mol Diagn Ther, November 2024, Vol. 16 No. 11

© 2045 -

TR, WGA B4 % D-D.cTnl }2 D-D/cTnl 7K
TR TR R4 B, Ui D-D . cTnl & D-D/
cTnl K5 QM WY A S8 35 10 15 25 VIAH O .
PRV LR, A B AR 5 i J5 AN R 4 A8 3 b
A I T R RS AR A A 1 R S 1 2 4 1k i U
S AL IR T M, kel BE S &0 S e, X
Tl I B0 7 2 0 AR 5 5 | RS B 28 DN 0 D6 R 4 R U
TG DA 21 2 B 1 A AN I 2R 0 - () 3L, AT
FE D-D KB B Mg b Y AT AR AR
TEARBS, FA AT 82 F B 0 WLER
M- PR T LA SR 5 O T REAR 4, X Se 4R ] LA 5 |
T LT B 45405 , 4 ¢ Tl M AZ 4R B IRBE 4.0 L4
Ji R B E A MR AG IR TR AN R B R R
W2 B0 F7 580, 5 200 MUK Bt 1] &b w3 7 S0CER
5, 0 WL 40 B 35 45 R 98 RE B B ARl T 2 Y
Tl HFEA M o [RI, R0 258 RS i 30 2 0ad 20 1)
e SRR = K-8 & W T T W
] I 5 A 0 0 S T ) 3 0 o, DA T -5 BOK B0
B s AL B o deke 42 TCN JUL 40 B 5 405 AR B fifi
cTnl /KR FEHL BT 4Kk F , D-D/cTnl 7] LA
VER R IE A G PG A RV, HAR b
RENE Ryl R s 2B Rt U W5 5 TR SR 2408
J7 o WS K I, D-D/cTnl 15 I — 42 3 18 % A
B UG A R AUC A 0.908, R ¥ H 88.63%
H.>8.34 2520 —RMMBIE ARG B & WG ARG
B2 . #2785 D-D/cTnl A] 7 R B — 23 i A
BE TG B RE bR . AHCIRE R BAE A
PRI BUE A J5 13 28 A7 5 5 B3 B B e
RV ARG I e H AR I A 7™ E 5
Wi o e A, K B T 8 AT A A RS R 5 33 i A %, il
SO RS L AT R, — A A AT AR
A HEME R GE R BE 3G K RS I RRE i R A
JLRBER WA AR Z TR . X TR
>60 % , HLAGE SNHA] =48 h fY B A 3 ik
A3 3R S W, A B TS A b R BURL 2R A B B IR
R EARRAN KL 45 Ja 2 4 BT KUK A5 A D 451

25 I it it , D-D/cTnl 7£ 43 Wi E K J5 ¥l J5
AR PR R R, AR S S i
Y e

S 3k
[1] Zyrianov A, Spirito P, Abete R, et al. Impact of secondary
mitral valve chordal cutting on valve geometry in obstructive

hypertrophic cardiomyopathy with marked septal hypertrophy

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

(18]

[J]. Eur Heart J Cardiovasc Imaging, 2023,24(5) : 678-686.
PN, 27 4 SCKL, 25 . Caprini IR JRURS 250455 A R I3
D- B LTI B i R R A IR L
RIERA ALY ). rhAE @A, 2022, 37(1):26-30.
AN, B TLGR VP D- TR AR ORI e R A R i
ARBTEEVR 7 b i M AN (B [T ] e PR B 2%, 2021,
27(1):32-35.

FE S BRI ZNM LS B 1 KPS B SO U A
28 B TR F KA ARG ST B E W U A [T WA 2
fEEAES AR, 2022, 28(1) :54-57.

XISCHE, m A e, BRI AL, 2 D- R IR S LS T L
{812 W S Ve 1 s PR A e R L A (L L0 . 75 bR B 2%
2023, 44(7) :1820-1823.

Ya’Qoub L, Alkhouli M, Elgendy IY. Symptomatic improve-
ment using the New York Heart Association classification as a
predictor for survival after transcatheter edge-to-edge repair of
the mitral valve[J]. Int J Cardiol,, 2022, 353 :49-50.

FLBRER, DT XA, 55 . IR AR R =2 iUE
ARG IRAT I I P A 4G I P RE =0 S 3 Y
PRECRLI ] S i AR 2% 7, 2023,31(9) :87-90.

W IE R KRB BREIL, 45 1 3% D- 2R KCOP X At Bl il
P 2 PP 3l K ok A R A A L A 2 ) T AR (LT ]
I AT RS 2023, 32(1):9-13.

BB AR, 2T, 2K 2%, 5 MIF A 4R A5, D- R Rk
% I T Sy kR R T B SRS R A K S A 2 i S
MAELY . A8 5 1 A A AR RS, 2023, 9(2) :214-219.
ARLLI, FMFUT , XA Z L ¢Tnl, CK-MB, CRP, IL-6 /K
5 Ak WUREBE 57 e T THRAT TR R R [T ] K
BE2E 5 R, 2022(13) :1757-1760.

BEHL, P, M E L, % . cTnl, CKMB, Myo, UA, BNP
52 4F CHF 5 O YR/ P &R Sl IR 2 X [T). 4 7
LW SIRIT 24, 2023, 15(6) :1042-1046.

Zweck E, Spieker M, Horn P, et al. Machine Learning Iden-
tifies Clinical Parameters to Predict Mortality in Patients Un-
dergoing Transcatheter Mitral Valve Repair[J |. JACC Cardio-
vasc Interv, 2021,14(18) :2027-2036.

Zwane NL, Ponnusamy S, Naidoo DP. The spectrum of rheu-
matic mitral valve regurgitation presenting to Inkosi Albert
Luthuli Central Hospital, KwaZulu-Natal, over a 10-year pe-
riod[J]. Cardiovasc J Afr, 2021,32(2) : 62-69.

&, HE R EAE L cTol, NT-proBNP 5 2 M0 ) 5
SR80 JULAE et 0 R R T 1 6 R L0 ] I PR R 5 5
BEpgei, 2023, 22(11):1132-1136.

AR, X, 5 A58 . 1V BNP Tl Kz .O LR 7K F-
G 7 P g g B PN IR (7], 2R AR 2R
2024,31(3) : 64-66.

ETL WL, AV BRI R R R - A R S O U
KRBT ], i B AR R LR, 2023,21(2) :139-141.
B Sl R Ay B v AR AT Mk TR AL T A RUE A
MR LT] P EEE 2, 2022,17(9) :1291-1296.

Tr AT . BT Logistic [ V85 73 47 — S e AR BUS A
R KR ID ] )M 7 ERER A, 2023



- 2046 - B SRIT ARG 20244511 H B 164 S5 113 J Mol Diagn Ther, November 2024, Vol. 16 No. 11

< e
.«I/a ;ﬂé—o

WSOV 27 55— B0k T 0897 I L3 Bel-2.
Bax . Fas 5 Hl i 0 AH S P

WA HEL KW

(# E] BB ol B 5 EE v B 40k B8 -2 5 (Bel-2) (Bel-2 AH5¢ X # 1 (Bax) .
H AR SCH T (Fas) 52— R BB AL IRIT HUS BUAHCHE . Ak #E#£ 2019481 A £ 2023 44 A7
AR BN REREIETS — A7 19 72 5 6 30] B 8 Fa B R 0E AT 1 4R Rl , BE T 01 8] 77
BB AR TR R4 (n=48) JET-W BBV TUG A R4 (n=24) . HCE WAL F IR YT 1045 WUl IR
%ok K I Bel-2  Bax |, Fas /K19 25 5, 5% ] logistic [[1 VA 43 87 B (49 5% i R 25, % 1324k 3% T AR R 1F
(ROC) il Z& 43 #7 1ML ¥ Bel-2 ,Bax \Fas X U (I M ZLRE . &R TR ARMAMBEE S KBRSk
I7 YA AT B LT i IR BT BE 28 BT R 199\ Bel-2 K TG R 4L, 25 A ST 8 L (1=4.749
5.032.6.033, P<0.05) ; IfiL ¥ Bax ,Fas KPR F UG R4, 2724 S E L (1=5.067.7.018, P<0.05) .
TRITHT MG Bel-2 7K F T i A2 W) B e 8 8 S — IR A AR TR 7 UG N R B AL RS [ % |, Bax \Fas 7K°F
Tl 2 R A S — RS T IR YT BUG A R R4 R 2 (P<0.05) . Il Bel-2,Bax Fas JZ Ifil
1% Bel-2+Bax+Fas Y7 %F 0 0] 5 i J 5 S — I B G407 307 W 5 B B E , 1L 7S Bel-2+Bax+Fas
TN T 16 B R SR RN 87.5% . Z518 LT Bel-2 B4 Bax 1 Fas FFL S G B 5 S — I
WA IRIT IR R R C, IRY7 B LTE Bel-2+Bax+Fas X 15 HAA HUNANE .

[RBIR] MW EE; S —K2E; BAMIMEIRE-2 HE; Bel-2 4 X HE1H; ARMEXEF

Correlation between serum Bcl-2, Bax, Fas in patients with advanced gastric cancer and

the prognosis of Shenyi Capsule combined with chemotherapy
XU Lijun'*, HAN Maomao, ZHENG Chang
(Department of Internal Medicine, Yingshang County People’s Hospital , Fuyang, Anhui, China, 236200 )

[ABSTRACT] Objective To investigate the correlation between serum B-cell lymphoma-2 gene
(Bcl-2), Bcl-2 associated X protein (Bax) , factor associated suicide (Fas) in advanced gastric cancer pa-
tients and prognosis of Sheny capsule combined with chemotherapy. Methods A total of 72 patients with ad-
vanced gastric cancer who received Sheny capsules combined with chemotherapy at Yingshang County People’s
Hospital in Anhui Province from January 2019 to April 2023 were selected and followed up for 1 year. Patients
who survived during the follow-up period were included in the good prognosis group (n=48), while those who
died were included in the poor prognosis group (n=24). The differences in clinical data and serum Bcl-2,
Bax, and Fas levels before treatment were compared between the two groups. The influencing factors of prog-
nosis were analyzed by logistic regression, and the predictive efficacy of serum Bcl-2, Bax, and Fas on prog-
nosis was assessed using a receiver operating characteristic (ROC) curve. Results The serum levels of car-
cinoembryonic antigen, carbohydrate antigen 199, and Bcl-2 in the group of advanced patients with a poor
prognosis were higher than those in the group with a good prognosis (1=4.749, 5.032, 6.033, P<0.05). Addi-
tionally, the serum levels of Bax and Fas were lower in the poor prognosis group compared to the good progno-

sis group, showing statistical significance (#=5.067, 7.018, P<0.05). An increase in serum Bcl-2 levels before
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treatment was identified as a risk factor for poor prognosis in patients with advanced gastric cancer who were
treated with Shenyi capsule combined with chemotherapy. Conversely, an increase in Bax and Fas levels was
found to be a protective factor for poor prognosis in patients with advanced gastric cancer treated with Shenyi
capsule combined with chemotherapy (P<0.05). Serum Bcl-2, Bax, Fas, and the combination of serum Bcl-
2+Bax+Fas all demonstrated predictive value for the prognosis of advanced gastric cancer patients treated with
Shenyi capsule combined with chemotherapy. The sensitivity and specificity of serum Bcl-2+Bax+Fas in pre-
dicting prognosis were 87.5%. Conclusion The increase in serum Bcl-2 and the decrease in Bax and Fas are

associated with a poor prognosis of advanced gastric cancer patients treated with Shenyi capsule combined with

chemotherapy. The levels of Serum Bcl-2+Bax+Fas before treatment have predictive value for prognosis.

[KEY WORDS] Advanced gastric cancer; Shenyi capsule; B-cell lymphoma-2 gene; Bcl-2 associated

X protein; Factor associated suicide
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T BE BEE RN S . AR OFfF 518/
G U B R A2 W AR TE S Q@2 B AR R A SR
SR AT YIS W R T 0 I DR 23 B IV S B
WIATER =3 A F s @82 5 — IR B A TT
GOWMEELREMERZ, EEMERE .

HEBR bR s O I A A oz s @ A2 Fir 272 3
AR YT B AT MR R T Q0 P T REAS 4
ez Ol o = NI BN 2] (97 N (B L A s
1.2 ik
1.2 YTk

I R 3 35 e BE 22 7 A B B S AR Y 7 &R
HATARYT , Z P (L AR ST & Hl 25 A RA A
75 mg/m® A (1L 2R 556 6 254 BR A F] ) 75 mg/m?
K T, AR 3 R ARY 1wk, R AT 4 kYT .
IT SR E TS — IR, S — 3% CGEARE
B2 e A BR A FE D) 2 B/ L2 R, E IR
2 Ji AR SR 12 4.
1.2.2 [fiL{ Bcl-2 . Bax . Fas [t 6 il

IBITHT 1 KR SIRIT 45 AT, SR 4 58 35 19 25 i
Jok i 5 mL, AR IR 250 A4 B 5% 38 3 000 r/min |
10 cm 5.0 10 min, B 2 17 SR FH BEER G52
B 2 30 & (b v il B A ) B A RS | A
Bcl-2 .Bax . Fas [ 7KF .
1.2.3 I KRBERH A

SR B A T A WU B I ROk A 46 4
W PR BRAE e ol K PR e e S S R
BRAL AR EE iR T 4300, 38T R I e bR Ak
Y9 IR BT I (Carcinoembryonic antigen, CEA)  #Z&
P 199(carbohydrate antigen 199,CA199) 7K,
1.2.4 FiEkE D

AN Y RIF R IEAT RV, R 22 BF [a] 1 4F 0 %
B B ARG O, BE D9 IR AE TG B R AR S TS
R FET- B EE N IS AN R4
1.3 Geilsfabr

K I SPSS 25.0 # AP HEAT 1T F A B, i i Y
Bk (R 2s) FoR , AT PRSI AEAS ¢ K 50 5 7207k
FH n(%) 3R, 47 R I7 K 5 5 >R logistic 22 A
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2R Ao A TS B R R R 2l #E T AR
F#AiE (ROC) il 4 0 A 25 46 s X8 U5 14 F5T000 24 FE
P<0.05 R 225 A Giit 0 Lo

2 R

2.1 WS R R A BV TR

72 {51 6 9] 0 AR A 12 S — IR A TR
I BRI SR AT RE VT, TG A R 24 61 L A L
33.33% ; T )5 R4 53 48 4] 5 1 66.67% .
2.2 PRI IRGERIAY L

TG AN 20 e 01 A8 3 2 — I S B A AR ST IR T
HTAY ML CEA .CA199 K-/ THUE AR 4L, 25
A Gt L (P<0.05) 5 1 25 5 I PR B8 89 Lo
B ESHIGIFE L (P>0.05), WE1,

x1 WARKZERBER [(z£5), n(%)]
Table 1 Comparison of clinical databetween the two groups
[(x£s), n(%) ]

mF R A RA, 2258 5028 X (P<0.05) ;
IM.¥% Bax \Fas K AL F 5 AR AL, 2R A ST
BN (P<0.05), WFE2,
24 MMIEEEES - RERALITIRIT UGN
FAlSE R

DL o B S — BRI A AT IR YT R T
Ja AE R PR B (TS B 4r=0  HiUs A R=1), IR
i A9 1L 7 CEA .CA199 . Bel-2 . Bax . Fas 1E b 748
i, 4T 2 [ & logistic 7119437, 45 5 2R 1R I7
I3 Bel-2 7K 7T i 2 e 0] B i i = — I i
A ALIT IR YT UG A BB fER H # , Bax \Fas /K F
Fh 2 B R S - RS TR T TS
ANEAYHZE (P<0.05), L& 3,

®3 BHBSESEEFES-—RERKSUTETRENZIEEZR
Table 3 Factors influencing prognosis of patients with
advanced gastric cancer treated with Shenyi capsule

combined with chemotherapy

- WA ANRA Bn R4l
nH (n=24) (n=48) iyt P

Y (%) 55.18+5.94 54.39+528  0.574  0.567
PE

5 13(54.17) 29(60.42) 0.257  0.612

i 11(45.83) 19(39.58)
o IR 11(45.83) 20(41.67) 0462  0.497
T8 R 95 9(37.50) 15(31.25) 0.281  0.596
EE I S 6(25.00) 8(16.67) 0.709  0.400
Ji g AL

vE] 10(41.67) 23(47.92) 0.252  0.616

Bk 14(58.33) 25(52.08)
LR
ok 8(33.33) 11(22.92) 0.804  0.344
LRk e 16(66.67) 37(77.08)
fih 983 T 4311

T1-2 10(41.67) 27(56.25) 1.362  0.243

T3-4 14(58.33) 21(43.75)
CEA (pg/L) 29.49+5.23 24.51+3.58  4.749 <0.001
CA199(U/mL)  85.59+12.59  70.38+11.84  5.032 <0.001

2.3 T AR AP B4 007 Bel-2,Bax .
Fas %) 55
EITHT MR IT S , PiUE A B4 1T Bel-2 /K

NZE  W{E  Bfi SEH Wald{i P{i ORfH 95% CI
CEA HZEH 0372 0228 1.038 0.175 1.451 0.768~2.385
CA199 # L%/ 0.229 0.185 1.283 0.137 1.257 0.841~1.997
Bel-2 #EZ:AFH 1.351 0.614 4.839 0.028 3.862 1.159~12.875
GEEEAR R -11.6194.245 7492 0.006 0.000 0.000~0.037
S —0.418 0.119 12.278 <0.001 0.658 0.521~0.832

2.5 i3 Bel-2 . Bax . Fas T 0 310 & 95 B % = —
JREBERR A AL IT IR T BUG A9 ROC 4R 20 B

$4 VA 7 B UMW Bel-2 . Bax | Fas /K - 1F Jy 46 56
Ap g, TS OO RS AR B (WE R 4F=0 . Hi5
AR=1), % ROC MZ I 50, 45 R BoR « i
Bcl-2 . Bax .Fas J Ifil } Bel-2+Bax+Fas 14 % i ]
i A S — AR A YT IR YT 1) TS B B0 A
{H, I3 Bel-2+Bax+Fas 7 I 7 J5 (1% 52 555 Ry
FE R 87.5% . WA K1,

3 g

H 253097 AN LRE RS DR 07 JIE 4% D RE e AL )T
250 BT RO, BA DR ARV ; i B B A P

Fz2 W4HME Bel-2.Bax Fas BIEEEE (x+5)

Table 2 Comparison of serum Bcl-2, Bax and Fasbetween the two groups (x#s)

3 ; bEbagin] bEbid =
Bcl-2 Bax Fas Bcl-2 Bax Fas
T AN R4 24 3.82+0.84 0.65+0.15 35.00+4.09 2.67+0.52 0.85+0.11 41.51+6.62
e A4l 48 2.89+0.47 0.84+0.15 42.01+3.94 1.57+0.32 1.25+0.15 50.95+6.84
HE 6.033 5.067 7.018 11.083 11.582 5.579
P1H <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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F4 IiE Bel-2.Bax Fas I BB EEES —REK
BUTIRITHUERIRAE

Table 4 The efficacy of serum Bcl-2, Bax, Fas in predict-

ing the prognosis of advanced gastric cancer patients treated

with Shenyi capsule combined with chemotherapy

R

B2 AUC 95% CI Pfi B RPJE R 57

Bcl-2 0.739 0.600~0.877 0.001 3.513 8542 54.17

Bax 0.826 0.718~0.934 <0.001 0.777 70.83 83.33
Fas 0.892 0.815~0.968 <0.001 38.40 83.33 79.17
Bcl-2+Bax+Fas 0.958 0.918~0.997 <0.001 87.50  87.50
100
" | —Bel2
80 — Bax
| — Fas
% 60 — Bcl-2+Bax+Fas
E oo b B
20 [
0 2‘() 4-;) 6;) 8;) 100
155 32
Bl ROC %

Figure 1 The ROC curve

ARG AT BB RS AEY TN BA
PO SRR B RANS BT
Rg3, O A7 I R 58 IR S 2 — I 4 Bk A A0 IT IR YT
R I & N QR 2 N = A = (11
1576 A 4 b 1) e e D) S 0 AR A 12 S — IR
IFIRIT UG ANME . GBI TR T S
PRAE (T 1 T8 b B0 TS X R S 2 IR IT TR
HBAEEE X,

' 90 S TH A T W P i e A O Y BE Ak T IR S
Z— R EE W NS B Re3 A Z 4t
BT R . B, A S BT Re3 b 3 40 i 9 4 Y
OB A B AR IR SR AR T A S
LT Rg3 b 25 5 s 4 i XAk T 245 1 i Sk
N2 R AF Rg3 X 4198 16 1k 5 18 3% Bel-2 , Bax , Fas
SRR LR B FR IR A S Bel-2 Hil Bax J& — X i
P R AR IR AR T T 0 43, T A0 Lok A b
M8 3R C BB BT B HT A T S AR AR
SRR TS 4E s Fas 2 RS0 T 2 AR 12 &
W5y F, SECARES G )5 8 3T Ui g O 42 i
A T, BRI TR R, B T Bel-2 ik
K hn . Bax Fl Fas &3k FEAR 505 2L & L0 AN R
AH O Pl Bel-2 F ik LA S 38 il Bax | Fas 3 ik g %
AT HmAME. U B4R E7R Bel-2 Bax  Fas 52
YT H R IR TR AR A AR ARIE IR 1A
Jo B 15 1 O W i fs L 5 T R A Y G )

N

£
I

B R, PR AN R 1Y IS Bel-2 K-8
Bax Fll Fas 7K VI, £ 7 i 1A 15 0 R85 1A P b
WP T FNFE T 2 R A P T AL T A2 A iR
Al REFECHUG AN R, AT e AL 2 06 40 08 T sz 41
il 23 52 ) 2 — Jie 8 0K A0 T X8 i 40 B 1 A O R
FH T S R 8O IS A R .

] P AH S I 5t ) v 24 3 0 B AT R T
W30 15 98 1 T 52 e B 2R R O A, B R 4 AR R
PR PR T 531 W e 1 55 6 00 1 s R o £ Lk
B A ST IR T B TS A G T b 43 1 o
B SE IR IR GRS R AN AE G . AF s, Tl s
AR GG RO EE B AL o AR B i
T MY TR E 25 . F—2 8 logistic 7]
VA 53 B R S5 < VA Y7 A ILE Bel-2 7K 7 F i 2 FilJ5 A
K &S &, 1 Bax  Fas KT+ 2 S A B Y
TAP B K 5 231 ROC i £ 43 7 7 | 1L 7% Bel-2.
Bax .Fas X il f5 HA TN GE , = Ibr R P4 il
{14 R AR RN S B A L B —FE AR A . DA 14
PERIBIT R ILIT Bel-2 4% \Bax Al Fas # ik, Mt
B2 S RS T IR T UG B 2% IR
7R — I BRI A A T P 2 i e

25 iR, I3 Bel-2 34 i1 . Bax F1 Fas (£t 5
MBI ERE S - IRERAS T IRIT IR ARA
X% 167 BT AL Bel-2+Bax+Fas X 7 i EL A Fi i #y
{8, A B T 45 5 i R ) e 40] 5 98 1 S AR AR 9T

E

R
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RERFIR AP A 15 Sk S Ak FEAE9 ¥ X 5%
Fe R MRS 0y 1 280 ML i DR 1283 ) 55 M

HLEY KT FHFXE LA

[(# E] BH Hi REABRRPIE T 5 8 ki AR A7 B 8E T RIRTEE R R
BB BT RO MU T3R0S . Ak YR 2020 4F 1 H F 2023 4F 1 H 7EH N K254 B s 1 a4
2R YT I 88 0 52 e /54 7% 1k e S50 S ) AR AT I 5, AR VA T O o AR R (n=41) 5B (n=47) ,
i B 20 SR 1 B bk AR FEAR T IA T, WLESAE 7R X IR 4 A A B IBE A R Fe A BR BB AT IR T
LB W ALIR YT IS 6 A I Y7 80 B B RN & A 0 5 E A8 19 436 7 i i T o 54 [ 5 hR 40 e 98 Bt
JH(SCC-Ag) P 125 (CA-125) @ MEHE I (CEA) 1 b T bk B4 40 g S 8% 2% 4k 5 46 30 &0 J& 1L 380/ RNA
(miR)-367 .miR-383 Rk FF AT LR . ER EXTIRLAIAA L, LS 4 5 L2 i S5 R i 44 Tl 236 1) B
BREERA G E L (=4.756,4.342, P<0.05) , WS4 B 8640 51 B i/ A s 20 19 k2B S AR
EFA G E L (=4.641,4.128, P<0.05) . SIGITRIAH L, 4] SCC-Ag . CA-125 CEA & i [&4%, A
WL AR TR IR2H , 22 A BT B L (1=15.668,9.641,10.787, P<0.05) . M 4] CD4".CD8",CD4*/CD8"
A AR , W22 CD4* . CD4'/CD8' /K -1 T4 IR 21 , CD8 /K Ik T X IR 2 , 2% 5 A7 Bi 24 75 X (1=2.690,
7.674,3.592,P<0.05) . Wil miR-367 .miR-383 MIXT Fik i b, LS4 38 v X R4l , 2 7
Gt X (1=7.372,9.273, P<0.05) . £t REGFIZREPLIK A T 5 h kA AR 2097 7% F B0
EIRYT G 2 RS B g i), I LI miR-367 .miR-383 (W335 , Mgy 8 v 3% .

[REIR]  RIWAIZREDL; 75 AN AR AT ; 5 R AEFENEE S8 5 miR-383; miR-367

Effect of carrelizumab combined with uterine artery interventional chemoembolization on
the efficacy and serum factor expression of recurrent or metastatic cervical cancer

XU Liguo™, LIN Yachao, HUANG Wenhao , FENG Guangsen

(Department of Interventional Radiology, the Second Affiliated Hospital of Zhengzhou, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To investigate the effect of carrelizumab combined with uterine artery inter-
ventional chemoembolization on the efficacy and serum factor expression of recurrent or metastatic cervical
cancer. Methods A retrospective analysis was conducted on 88 patients with recurrent/metastatic cervical can-
cer admitted to the Second Affiliated Hospital of Zhengzhou University from January 2020 to January 2023.
The patients were divided into two groups: a control group (n=41) and an observation group (n=47) based on
their treatment method. The control group received uterine artery interventional chemoembolization, while the
observation group received carrelizumab in addition to the control group’s treatment. Short-term efficacy and
adverse reactions were compared between the two groups 6 months after treatment. Changes in tumor markers :
squamous cell carcinoma antigen (SCC-Ag) , cancer antigen 125 (CA-125) , carcinoembryonic antigen
(CEA), and T lymphocyte subsets before and after treatment were compared between the two groups. The ex-
pression levels of miR-367 and miR-383 in peripheral blood were detected and compared between the two

groups. Results After 6 months of follow-up, the objective remission rate and disease control rate in the ob-

KeRA T E T HFEREEIHAB (yxke2020037)
A AL FRN K S B E RS AN, 7T, #7H 450000
*iBAEAE K 5 E , E-mail : xuliguo8@sohu.com
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servation group were significantly improved compared to the control group (¥°’=4.756, 4.342, P<0.05). The
incidence of bone marrow suppression and thrombocytopenia in the observation group was lower, with a statis-
tically significant difference (y°’=4.641, 4.128, P<0.05). The levels of SCC-Ag, CA-125, and CEA in both
groups decreased compared to before treatment, with the observation group showing lower levels than the con-
trol group, and these differences were statistically significant (r=15.668, 9.641, 10.787, P<0.05). CD4",
CD8", and CD4'/CD8" levels in both groups were significantly reduced, but CD4" and CD4'/CD8" were signifi-
cantly increased in the observation group compared to the control group, while CD8" was significantly reduced
(1=2.690, 7.674, 3.592, P<0.05). The levels of miR-367 and miR-383 in both groups increased, with the ob-
servation group showing significantly higher levels than the control group (r=7.372,9.273, P<0.05). Conclu-
sion The combination of carrelizumab and uterine artery embolization chemotherapy can help alleviate immu-

nosuppression in patients with recurrence or metastasis of cervical cancer after their initial treatment. This com-

bination also promotes the expression of miR-367 and miR-383, showing significant antitumor efficacy.

[KEY WORDS] Carrelizumab; Uterine artery interventional chemoembolization ; Recurrent/metastatic

cervical cancer; MiR-383; MiR-367

B SRR A R H DL IR R R
EYE RS keg e A e R VAN = i i
AR RAE R A G T R R e PR
L) ey a0 S 28 AR OR DI R 5 B oy Ak T
AU BT 80 A R SR R 38 11%~12%" .
Il PR FH 22 PU At B (FEIA 2 B 45 AT 25 W0t & /i
B B AT BT B AT RN 10%~
30%* . B, X T2 R AL E SUmAT T B 0 24
YSA NG IT B sk At 2E4yT 2
— 3 o A ZE R BH ZE AL N R B Ik, JE K AR
I7 25 ) B B A] B v R AR 2 W Tk B, AT B A AL
2 BE 9 A0 G O iR o R R R A AT T A2 AR
(Programmed cell death receptor-1, PD-1/PD-L1) i
] 7] 2 — 2T B A A A A R BE A 0O
Yo P8 2 G Sk 0k R At i, B T AE
JHF g B T A 2 P A g eh Tz N
AW B AR D E 77 PD-1 40 i 77 45 3 ) 2k 24T
BB 5 sl ko AR ZEAL T X8 80 8 R YT R
8RR B T U T R 2R A AR Ak
1 IGERER
1.1 —EvERt

PEHL 2020 4F 1 H % 2023 45 1 H 76 AR K220
I BE B 4 2 VA T 1) 88 19 2 K 1L RS S i
o ) BEAT BIESE AR A 10T O ok P2 o R R
(41 1) ) 4E 15 34~62(54.32+4.65) %, Jli9s 1 151) , 9
40 171 o WLELZH (47 1)) 4F % 35~67 (56.01+£4.96 %)
L WRdE 3, B 44 191, PIZH AR IS e BRI 55—
I R PR} LA TE 22 5 (P>0.05) o

BRI OFF G CE FUm 297 MG (2018 4
JiO) YR B S 12 W bR o, H A B AR 2
QMR HEF ARG EEwR R E L @T s
3 N BRI N SR AL RS . HEBRARAE - DX
I AR 25 W ek B @A T HABSEE IR s B
A BRI E N B B A A . A S i
PRz Bl ottt , H AR Y O A i Rl S 40,
1.2 ik
121 RPNk
1211 FEIPAN ARIERIT X B E A
B LS 1 S DL B R 28 B 1 sl ik ik g ) R
F SF Ifi 48 8 i 5708 3H L K SF Yashiro 545 M A
I SUI S NAT B DK I 5%, 5 2 P "5 3l Tk Y
FFEEN, B 2TF S8 15 shkor b 5
T, 18 AALTT 2590 (AN 60 mg/m® +5- 560K W4 e
750 mg/m*+100 mL A= 3ERIK ), B L SE be A+l Ak
TR 5 L) 55 B e T 2 O i iR A VR A T A 3
T 52 30 R AL a0 g PR R A ZE T . % R
HEEJH 25 1,21 d o 17 k2 7 R
1.2.1.2  RERIBRBHUEYT WSS TEXT B ik
THTELS T 200 mg/AR R E AR EAGT, T TERS ] 30 min/
YRR 3 JRIATE 1R, 21 d — N7 2k 2 i
1.2.2 JTROTAN

Fie HRSTAAR b 988 57 RO b vfE 2R A7 0 B g A
TH K R 58 4 2% % (Complete remission, CR ) ; J k144
KT 4T 50% N R 2% fi# (Partial remission,
PR) ; i kAR BN T 50% e ] (Stable disease,
SD) ; 5 kb A4 FR 3G R sl A7 W7 o kb s 30 Sy o 17 2 e
(Progression of disease,PD) . % W 2% fi# % (Objec-
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tive response rate, ORR) = ( 5¢ 4= 4% i 5 %5 + =y &
S i 49 K50 ) 155 9] B x100% , %= 9% 5 il ZE (Disease
control rate, DCR) = ( 5¢ 4= ¢ fiff (9] %5 + Jai 3 2% fit 151
R #H1E0 LB EL x100% o
1.2.3 A1 ifi A6z

O I RS A - SR 4 W0 4 25 A0 R R K i
5 mL, AR 234 AR A SR 42 A 3 ifn 40 i 23 A A
(Siemens, ADVIA 21201) # 17 Il 5 ALAG A, 10 5% 1ML
VAN TN TN VA2 1 8 - G T Ol W N R A
TE < R I X 40 A (v Rk A B B A R
], BD FACSCanto ) £ Il 4> Ifi 4 A< 43 4k 2 32 J
HLJE 4 ( Cluster of differentiation 4, CD4*) . CD8",
() 8l % #0843 A R FH e 3 B30 MLZE AT 250 10 min
(3 500 r/min, #0242 5 cm) , B BUIML 7 JF & T
=80T PRAERERS o I Y8 I A A 40 < SR FH IO £
95 W R 4K 56 0 i v R A v el R A0 R Bt R
(Squamous cell careinoma antigen, SCC-Ag) . % it
Jii 125 (Cancer antigen, CA -125) | J& At i IR
( Carcinoembryonic antigen, CEA) , ik 7 & 4 3£ T
JE s PR A 254 B A A5V E AR U RH A3 57T
@R 9 52 B 7 1 3R A Bl % S 1 A ) miR-367
miR-383 FA X 2 1k 5t | H Trizol 12t 71 $2 B 8 &
RNA, JZ ¥ 5%} ¢cDNA, Jf F| ] PCR 4" $# {3 17
Py, LLUs fER NS MG 222 115 miR-367
miR-383 AT F ik & . miR-367 519 ¥ 51 : - Vi
5141 5'-ACTGCAACAAACGGTTTTCCC-3', Fiji#5|
¥ 5’ GGCGCGGAACACTGAGATGT-3'. miR-383
51975 . EF5149 5'-TCAGAAGGTGATTGTG-

GC-3', Fii#51 % : 5'-GAACATGTCTGCGTATCTC
-3 WESIYFS: LiES1% 5'-GCTTCGGCAG-
CACATATACTAAAAT-3', Fiif 5% 5 -CGCT
TCACGAATTTGCGTGTCAT-3' .
1.3 AR

WAL WAL Y S B T S R R
11N 7 A R v 1 bV A - R
1.4 SGeit2Frik

V4 5HE H SPSS 23.0 AT e it o b, T
TR (x25) Z6om , FH e K056 5 TP BB n (%)
Fon AR LA P<0.05 WESH G FE XL,

2 H#R

2.1 PALIEIRIT R

WM< ORR \DCR ¥ T X IR , 22 R A Se it
U (P<0.05), W1,
2.2 AR bR AR A

553697 00 A EE , T AL bR bR A W K B A
WAL 2 o AR T XA, Z R A5 22E L (P<
0.05). WL&E2,
2.3 UL T Ik 2 40 I A Eb gt

IBITE, WAL T Ik L 40 B S K P RAEC i oue
FZ41 CD4" .CD4"/CD8 7K V-3 % R 2 /&7 , CD8 7K -
BN HRAUIG , 22 A ST L (P<0.05) . WL 3,
2.4 W4 miR-367 .miR-383 AN} ik L4

AT AR L, P4 miR-367 .miR-383 FH X 3%
ikt b, HOWEA 2 TR, 2 R A 41t
U (P<0.05), W4,

&1 WARKTHEEE (0(%) ]

Table 1 Comparison of therapeutic effect of two groups [n(%) ]

205 n CR PR SD PD ORR DCR
X} HE 41 41 0(0.00) 10(24.39) 16(39.02) 15(36.59) 10(24.39) 26(63.41)
WLEE ] 47 2(4.26) 20(42.55) 17(36.17) 8(17.02) 22(46.80) 39(82.98)

P! 4.756 4.342

PAH 0.029 0.037

*F2 FWHEMBMBIREDILE (x+5)
Table 2 Comparison of serum tumor markers between the two groups (x +s)
. SCC-Ag(ng/mL) CA-125(U/mL) CEA (ng/mL)
Ao n A - . - A :
MEEARI] GIT I IBIT T RIT I MEEARI] GIT IR

Xf HEZH 41 6.89+1.76 3.89+0.36" 38.46+4.37 31.12+3.03" 28.24+3.46 19.12+2.39"
WEE 47 6.56+1.32 2.72+0.34* 36.96+4.88 25.03+2.89" 28.75+3.51 15.29:0.44°

tfH 1.002 15.668 1.510 9.641 0.684 10.787

P14 0.319 <0.001 0.135 <0.001 0.496 <0.001

5 R IRYT T AL, “P<0.05,
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%3 W4 CD4’.CD8"CD4/CD8 RiEEMR (x+5)
Table 3 Expression of serum CD4",CD8" CD4'/CD8" subsets between the two groups (x+s)

a1 . CD4" (%) CD8" (%) CD4'/CD8" (%)
YRYT T RIT A JRYT T R IE VRIT BT R
X R H 41 45.42+4.42 31.69+3.23" 26.56+2.46 24.95+3.78" 1.71+0.45 1.27+0.12°
ML 47 44.98+4.01 33.51+3.11° 26.61+2.78 21.97+3.97" 1.69+0.33 1.45+0.10°
HH 0.490 2.690 0.089 3.592 0.240 7.674
P1a 0.626 0.009 0.930 <0.001 0.811 <0.001

T - 5 R LR 7 R LA, *P<0.05.

R4 TAmMIR-367.miR-383 AN RIXBLILE (7xs)
Table 4 Comparison of the levels of serum miR-367 |

miR-383 between the two groups (x+s)

miR-367 miR-383
4151 e e
VRIT I RIT A PEPARI] BT A
YR 41 0.45+0.12  0.74+0.15°  0.67+0.14  0.81+0.11°
WML 47 0.46+0.15  0.96+0.13"  0.66x0.12  1.050.13"
il 0.342 7.372 0.361 9.273
Py 0.733 <0.001 0.719 <0.001

T - 5 R LR 7 R LA, *P<0.05.

2.5 YIRS K

L Z2 2 H 0B A0 ) B ot /N A /D 1 15 1
RFXIRAL, 22 7 A Gt E X (P<0.05) s 4l
D =N A VAN | RO e O A R =R s
TR FHEXEF(P>0.05)., WES,

x5 WMALRRRKRREILE [2(%)]
Table 5 Comparison of adverse reactions between the two

groups [n(%) ]

o H I i s e MR e
ZE?JIJ i HRZ'{ %%@ﬁﬂfﬁﬂ M//l\ 25%”&&

XFRELL 41 4(9.76) 13(31.70) 13(31.70) 10(24.39) 12(29.27)
WAL 47 6(12.76) 9(19.15) 6(12.77) 4(8.51) 11(23.40)

Q(Z{E 0.012 1.842 4.641 4.128 0.390
P1{E 0.912 0.175 0.031 0.042 0.532
3 itig

ICIs 7] LA BH 1k /83 20 B ) PDL-1 5 T 48 it 19
PD-1 45 &, DI fiff B 98 200 BE 1 e ik ik, 35 3 R 103
JHRE T AL R EG AR PR PRI E A BRI
PD-1 4l 551, Xk Z2 P M Ao Jeg 26 B R 47 197 3
Kotz Ak . Huang 55 LI B K] 2R 365¢4 Bl i
B e Xt TR 9T 8 K MEE 0 1 R H SR Al by Y
T A%, H B0 2% i R T Ik 5] 55.6% , s gk R A A
WK 2= 884 H .

AW 5T 45 5 B, WA A BB A 1 & WL 2R it %
AV 42 1 2 B 2 4R =, 20 0o 46.80% . 82.98%
HWEE4H SCC-Ag .CA-125 . CEA B B R A%, KWk

T M BR BGRB8 B kA AR ZE4bT7 X iR E T
RO D), T I 2 A R AR . LR
T b8 % 200 J60 ST T A Sy S0 P e e 240 e 1) 22 i 2
N2 772X, CDA AT & w2 20 it S 2 1 L LK 32 v
XoF g %) 2% O LA R B VE A, 1T CD8 45 i 1) 35
A7 I T 9 40 M A 38 5 L %, CDA/CD8 Y T [ 4
TR PE TR AZ BN, AR MR R AR
WFFE &8 R 167 5 P4 T 3k B 40 it 37 7 K S
WA, WLEZ2H CD4* . CDA/CD8 7K F- &5 T X B4,
CD8' 7K VI T %F A AL, 13 B I & IR U7 R 08 D 42 1k
I7 24 ) X AN B G 2 T RE A R . HLRT RE A I A
A8 FEARYT 250 A | 5- 360 DR 1 W A HE AR At dgle
B B ok O € N e 2 N O i R T S
LA G R Ge e AR s, AT S BRI RE R T
B RN A e W s 400 o T 5 R B A BR BT I A
FH BB 0% 2 ik S e 304 7K - A1 4 B 928 440 L P9 3805
7 I A7 5% i 200 P9 G 28 06 35, 145 5 T ok 3 48 L 174
SUHIGERE T . EES N EZEES R HA 2R
PUIBEHH & B, I 3 A1 2R BT ] 3 3§ 1) 45 & PD-1,
FHISTFC 5 PD-L1 454, f BRAILIAR S e I 4E 15
5T 4 MG TR A 52 G i AN D) RE , 394 5 S 2 10 25 B
H1, GARWITEEE R — 5, miR-367 J&— R fih 453 AH 5
KT, 5 2 Flope i 19 & A S s AR 3 PIAH G s miR-383
20 i 358 5 R0 I A5 A R T k¥ AR L A O
xR miR-367 .miR-383 165 i AR5 B &K
B RARR IR, AR R e S 1 & LS
FIAEDIbR G . 45AARFITEE R, AR B v
miR-367 .miR-383 7K V- kb 3 = T-Xf B4, L PR v g
&R H R BRBRPUICA T8 Sk Ak 22 4L T e
18 miR-367 .miR-383 K (1) 3 35 MM 4101 il B 962 20
M A R BB RE ), X 5 5 SRR
AHARL, HA kB B9 f8 35 VR 9T J5 miR-367 .miR-383
K L R A bR R L Ak R TT
7 1% B A5 5% AU B B 400 o) B /N Ak 2D 1) & A
HABAF 02 4k
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A% B 1% AP ACS J & 56 Wk A AR i i ¢ Tl .
NT-proBNP }2 CKMB 7K *F-1i% 5 Wi

FEET A NE OEE RAK

(# ZE] BH WS 2w ikes A (ACS) A A ARG I35 LS 2 H (cTnl) , N ¥
B ! 15 44 JB i 14 (NT-proBNP ) Iz JUL B2 38 fff [F) 20 fiff (CK-MB) K F [0 . Fik  wEH 2022 4F 6 A =
2023 4F 11 AT & 17 tho0 BE BE WA AT 48 1 bk gl ik A AR 97 19 ACS [ 35 126 1], SR FH I HLECT 2 2044
126 A~ £ 5 43 R X BRAL 62 1 (3> LLH FLIG YT ) 5 484 64 161 (7 LU AR B 18 T6 97 ) o X HE RS 41 1 g 7K
SELH il =g (TG) R IH [E i (TC) A% B N 2K (4 I [& i (LDL-C) ] . ¢TnI \NT-proBNP , CK-MB 7K - |
I/ INH 3 4R Ty g [ il /MR B 38 4 5% (MPAR ) \P2Y 12 2 i B2 (PRU) | 0 IS AS BL =54 DA KOS B R w7
KA., &8 YT 64N A5, W4l TG . TC .LDL-C .cTnl .NT-proBNP . CK-MB 7K F- £ FAI% , H W 2<41
K BRI, 22 57 A4 G312 38 L (P<0.05) 57397 6 A~ H G , B4l MPAR PRU 4 B4k , HL LR 21 7K
T B4, 22 54 GE it 27 75 X (P<0.05) 5 WLEE4H (4.68% ) 75 B 17 391 16] HH B A0 AN BLCo I S ) o 1R
fRFXTRA (16.13%) , 274 Gl & X (P<0.05) ; P26 A 25 B a1 35 0 9™ B A R OB, PRZL AN R
JNE &SRR, 2 3 G L (P>0.05) . G518 B B i vl A 20 K ACS & v A F AR5 1 i
Jig K-, H 0t /NBR SR AR T RE L AR RO IR 0 R A KUK, AT — s 2 Ak

[£gR]  FMFii; ACS; cTnl; NT-proBNP; CK-MB

Effect of Ticagrelor on serum cTnl, NT - proBNP and CKMB levels after coronary
intervention in patients with ACS

QI Suxia*, SU Ran, LIU Ying, WANG Ying, ZHU Lingling

(Department of Cardiology , Xingtai Central Hospital, Xingtai, Hebei, China, 054000)

[ABSTRACT] Objective To investigate the impact of Ticagrelor on serum markers (cTnI, NT -
proBNP, CK-MB) in ACS patients following coronary intervention. Methods A total of 126 ACS patients
who underwent percutaneous coronary intervention were selected from June 2022 to November 2023. They
were divided into two groups: 62 cases in the control group (treated with conventional therapy) and 64 cases
in the observation group (treated with Ticagrelor) based on the different therapeutic regimens. The comparison
included lipid levels (triglyceride (TG), total cholesterol (TC), low density lipoproteins cholesterol (LDL-C) ,
cTnl, NT - proBNP, CK - MB levels, platelet aggregation function (Maximum platelet aggregation rate
(MPAR) , P2Y12 reaction unit (PRU) , adverse cardiovascular events, and the occurrence of adverse reac-
tions. Results  After 6 months of treatment, the levels of TG, TC, LDL-C, cTnl, NT-proBNP, and CK-MB
were reduced in both groups. The levels in the observation group were lower than those in the control group,
the difference was statistically significant (P<0.05). Additionally, after 6 months of treatment, MPAR and
PRU were reduced in both groups. The levels in the observation group were lower than those in the control
group, the difference was statistically significant (P<0.05). The overall incidence of adverse cardiac events
during follow-up was lower in the observation group (4.68%) than in the control group (16.13% ) , the differ-

ence was statistically significant (P<0.05). Adverse reactions occurred in both groups during the treatment pe-
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riod, but there was no statistical significance in the incidence of adverse reactions between the two groups (P>

0.05). Conclusion Ticagrelor effectively reduces lipid levels, improves platelet aggregation function, and

reduces the risk of adverse cardiac events in ACS patients after interventional procedures. It also has a favor-

able safety profile.
[HEY WORDS]

2 1 5 Ik 2% & 1iE (Acute coronary syndromes,
ACS ) 25 UL I 5, et TR 3 ok o A s Ak g
As ] BRI, 58— R ANIG KRR . ACS
BAE s, vl 800 DU TR AR IR AL, 5 B 15T
M, ACS 2R 28 Je 5 IR 3 ik AR H#EATIR
7 ARG A CHGEFR ", ZHUREEEZ AN ANIRTT
S B B SRR L I T AN BRARL, LTI 3¢ v O IEAS R 3
PR o BRI, A A8k D RSB A AR R AN R
ONEFF R CH S, Bk mis 2 — Mo AL P2Y 12
ZARFEBU , H AT LRG| 0 /) B SR 2
SRR A TE PCIAR IR AR 21 I ™ . BF5E e
S I A ) N it B 75 £ A T AR (N -terminalpro-
B -typenatriuretic peptide, NT-proBNP) /K *F 1] 1§ Ky
ACS 2 W S 1 s PR 1 48 b5 o LSS 2 H (Cardiac
troponin I, cTnl) | JLER i /i [7] 2] /i ( Creatine kinase-
MB , CK-MB ) 7K -0 ] fz e c LR o AL, A%
CE TE 4T T A B 1% X ACS B E A ARG Tl |
NT-proBNP ;2 CK-MB 7K - {1 51

1 —REAR

1.1 RSk

eI 2022 4F 6 H & 2023 4 11 A& i o
B2 BE s in B9 AT 28 Kb IR B kA AR YT Y ACS B3
126 ], R FHBEMLEC 7R354 126 BIA 5 57 R o
Skt B 62 1] (7 LLE IR YT ) 5 AR 64 491 (T
DIBAEERIIRYT ) o Hoh X BEZL Y 39 91, 4 23 {5l ;°F
BIAE#S (63.81£3.46) % . WAL T 39 f41], £ 25 il ;
FHJAENE (64.1623.38) % o W AbRHE: DF3H 2 ACS
PRS2 s H &5 L =R A2 ; @35k
A A FAR, HF AR Ol R 5%k 5%
@ X IRIT AN S B @3 A4 H R T i e
BESIEIGIT o HEBRARIE : O B B e &
QI IR FE R AT QFE LA E VI Ae i & ;
DR W s O HIRY . AT 4 B R fe H
TR SR BEREEFEAERE.
1.2 Jiik
1.21 JRIT TR

X HRAH - A A TF ARG T AR R DS MO 5 A (fl

Ticagrelor; ACS; c¢Tnl; NT-proBNP; CK-MB

A A A A [ 2515 120171021 5 #L4% 4 100
mg/F ) 150 mg/WR + B FE A A0 VT 85 F- (A 5t 58 bR 24
b B oy A BN WD 5 1 2 1 7 H19990258 5 #LAE Sy 10
mg/ F) 10 mg/K + iR E A MK B (B8R (bt
M) 2548 BRZA A, [ 2 E 5 H20056410 5 BEAS Ky
75 mg/F) 300 mg/¥, R 1 do AR W
2550 5, BT A VAR ¥ R HE 2 50 mg/IR , B R &
GAMEAR B REE 75 mg/ik . ESERIT 6 T H .

NLEZEH < 70T R p Sl [, WL i Y 7
AT ARR L d, FRRE A B i CH VL IF 240 B
By A BRS W  [E 2 5 H20193252 5 Bk A 90 mg/
F)180 mg/ik o A ATF ARG - 85 245 1 59 5 K A
B B U T B 90mI/ Yk, 2 YR/d, B ) VT Ak
W 5 R S AR B 0 24 R Ty 58 TR G
W, EEIRIT 6 H .
1.2.2  FEhrk

WL 5390 3097 8 AT 6 A H 5 Sl i
ki 8 mL, If-44 Fo o R w4y o — Oy IR AT 0
A3 (3 000 1/min, 5 min, .04 8 cm) , B
W, R 2806 5 98 J2 Bt 43 BT AR DI NT -proBNP
¢Tnl 1 D-D, 2k H K AE 464X AU5800 £ illl CK-MB,
K ALK Ag S Ar . B — 1 R H
XT4000i 43 A7 AL LA K Bt it /Nl 36 7 K6 0 2R 48 43 5
R 1L /NP i R SR B R D B P2Y 12 i IO AL
1.2.3 BVt

P B I e S SR T o 6 A iR T, B
Vi 1k 3 2024 4F 6 A |, 7 3 ) R B E A A
H TR [0 B R A7 B A PEAL o IR GE T AR e IY 1R]
H BN RO IR 2 A R (R O LR BE 0
T Uy LA RO [ O B0 ) L Gl SR U Skw VS T
MK 792 4N R RN L o
1.3 WEHE bR

&8 W5 2H ¢Tnl . NT-proBNP . CK-MB . Ifil i &
I /N SR 4 Dy i 5 I %o B A 4 I 35 400 1) PR A
AN R FE A DA AN B R R A A O
1.4 Git#Jrik

K 1 SPSS 22.0 Gt i 27 5 A 43 A s L 6T Ak
MIER A i 2 i, R (x £5) IR, is R



SFFEWIEIRITRE 20244E11 0 16k

%5118 J Mol Diagn Ther, November 2024, Vol. 16 No. 11 - 2057 -

SEREA e K56 5 T ECEORE i n (%) T, R 2K
5 LA P<0.05 B EZRBFHITHE L.

2 HR

2.1 WA K H
BT 6 A )G, W4l TG .\ TC .LDL-C 7K - #)¢

i, HOWER K Fex BIRAAAIG , 2 7 A G2 &

(P<0.05). WL#E1,

2.2 W4 cTnl NT-proBNP ,CK-MB /K~ H #5
1897 6 ™ HJ5 , W4 ¢Tnl .NT-proBNP ,CK-MB

B E R, OSSR T X B4, 2 5 A 45

it X (P<0.05), WL 2,

F1 FHAMAEKFLLE [ (x+s), mmol/L ]

Table 1 Comparison of lipid levels between the two groups [ (¥ +s) , mmol/L ]
TG TC LDL-C
11 n — — — — — e
bER A wIre M HIE IRYTT wIre N HIE TRYTT wIr 6 H e
Xt A 2] 62 6.31+1.23 4.24+1.02° 2.54+0.45 2.25+0.40" 4.04+0.47 3.50+0.50"
WLEL 40 64 6.20+1.29 3.67+0.91" 2.49+0.47 1.89+0.37* 4.09+0.42 2.42+0.47"
1l 0.489 3.312 0.609 5.247 0.630 12.496
P 0.625 0.001 0.543 <0.001 0.529 <0.001
Y 15 R ALAYY AT AR, *P<0.05.
2 W cTnl NT-proBNP,CK-MB 7K ELLE (R +5)
Table 2 Comparison of ¢Tnl, NT-proBNP and CK-MB levels between the two groups (x =s)
.- cTnl(pg/L) NT-proBNP (ng/L) CK-MB (ng/mL)
o n N o N N o N N o N
IRIT BT 6 M A IHIT BT 6 M A IRITR BT 6~ H A
X R ZH 62 3.47+0.63 2.66+0.37° 1105.39+252.88 618.57+62.94° 288.17+78.20 224.03+60.36"
ML 64 3.31+0.55 2.11+0.28° 1087.25£261.55 556.82+58.33" 279.10+£78.13 187.08+53.06"
1l 1.520 9.428 0.395 5.714 0.651 3.652
P 0.131 0.008 0.693 0.008 0.516 <0.001

5 RILIRYT I AL, “P<0.05,

2.3 P/ MR A DI fE LA
IRIT 64 A S, B4l MPAR \PRU HJF&{i%, LR
ALK R T XA, 25 7 A ge it L (P<
0.05). WLF 3.
®3 MWAMNMRRBEINGELER (=)
Table 3 Comparison of platelet aggregation function

between the two groups (x+s)

MPAR(%) PRU(U)
g n BT e rd
V- AT - T
W erpm TP oA

YHRZH 62 61.23+4.07 37.31£3.05" 240.15£18.31 144.97+11.22°
WMELAH 64 61.55+4.10 30.11+2.45" 241.20+18.65 113.43£10.13"
t{H 0.439 14.631 0.318 16.572
P{E 0.661 <0.001 0.750 <0.001

W 5 RALRYT T AL, ©P<0.05,

2.4 WA RONEFH

WL 4 (4.68% ) 15 Bl 1 199 1] HH B0 AS B0 i
F B KA SRR T X AL (16.13%) , 2 5% 1 4
o X (P<0.05), W4,
2.5 WYL R RN A AL

WIZEAE AT AN RS (R PR A R
N RAER R, 22 5 TG 2E B L (P>0.05), W5,

x4 FAERBHEHAHAROESEHILE (%) ]
Table 4 Comparison of adverse cardiac events during

follow-up between the two groups [1(%) ]

Ml n OWUESE O EE VO EOR R
YR 62 4(6.45) 3(4.84) 3(4.84) 10(16.13)
WML 64 2(3.12) 1(1.56) 0(0.00) 3(4.68)

P! 4.455

PH 0.034

®5 MAERGHENARREZERTRILE (2(%)]
Table 5 Comparison of the occurrence of adverse reactions

during the administration of the drug in the two groups

[n(%)]

Ml n k7 s G R RkAER
XTI 62 2(3.22) 0(0.00) 1(1.61) 1(1.61) 4(6.44)
WELH 64 2(3.12) 1(1.56) 1(1.56) 2(3.12) 6(9.36)
Paki] 0.368
P1E 0.544

3 it

S AT ARSI ACS U7 7 1% A B
L AR K, e L 0, 8 K
P ST R B . (B AT ARBAERRIR,
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TR AMERRAE , SB35 I, 51 & 9 6E S N A
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1) 2 A R W R L 0 15 i TR ) S B ) T

AR LM, WEEHBIT 6 A5 TG.TC.
LDL-C 7KK T X BB 41, 2% B 20 % i 94 ] 0199 1l
Jl§. TG.TC.HDL-C 2 Ifil g W5l 5C# 6 b , S Re it
R An g M A 56 . ACS 2 1 I i /K S T
15 BT T AR At 7T 0 ) ARG A R, O I SR
UL RNZERE R B, BTHR ALY T  EAS BRI RS
iR, T 1 5 By R VR, 388 v B G At 7T 06 v
iR, 9 ACS HFRAEASUATT .

cTnl J& — Ffr = B0 M AN 4 52 1k A9 A8 ) s 3
Y, TR RS . 2 IEH ARAETN , Tl #
B il 760 UL A0 B P, M DA 2R A I o fELO LA £
Bf, Tl 23 B 2 W P, 1l 3% A Tl 7K 7 i 3
T, NT-proBNP J2 P U 4 1) 4 ik (1) 8 22 A%
B ARG 1 iz W i G EVE T . SR O LA
FL 3 00, U 25 70 i 356 J00T R 43 006 2 30, 2 WO g
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CYP3A4+*1G F£ A 2 5Pk b I 158 52 V4 B oK T BR TG 97
AP Z R RS RIA (IVF) B35 1 2% e 5 11 s i)

FmA' SAERT WA R-EAXH' KL FET

(8 E] BM i CYP3A4*1 G HH LA VEX IR 72 N MAERIGTT RS Z K- BR B R A (TVE)
BAE MW RN, ik BEH20224F 3 H % 12 A 178 S8 AR SF i a2 (e £ i i AR 2 3 B b falsk 26
YIREIIRYT RSN Z RS -G RS (IVE-ET) (19 45 B0 F 5 N AIFSE X 42, il PCR A1 Sanger 73 A K
M CYP3A4*1 G F P BAZ AT TR 22 450 , f FH R s RCRORH £33 - 30 15056 A (UPLC-MIS/MS ) W A £ 5 FH 24 5 I
T R TR 27 VA B MRRCSR ) I 20 B, 7 3k R A 1 1 22 A5 M 5 I T 2 R B MRk Il 245 9k B2 L AR 3 3 K
FZMP KR, SR A A M S IR 52 79 S MROGOk AR 1 il 4k 7 B2 Y=1.879 *e” #X+3.352 *¢*
(R*=0.999 3) , ZR I B 2225 R B AR GUOSRAE 0.1~100 ng/mL e BEVE Bl 5 RLAF IR IE R R . CYP3A4*1G ARl AL
] 43 75 18 25 A ffT FH B TR 2 TN Bt PR TR i AN T B [0 s T 78 S TR o P B PRl it 245 e 2 L 22 e e v
R L (P>0.05) o {H CYP3A4*1G AR 3 R 5L A 5 fiT FH IS TR 7 N B AR OSB3 B HR AR AR AR 1% 0 A T
S E R A B (LH) B (B2) 3 3 K 7 AN [ 2 R op g 22 o GE 122 38 L (P<0.05) . 458
AT 5 3 37 11 8 1 A0 TR A (0 3 - SO i KO P T2 v T 5, T R 1 2 AT B PRSP i 24 v JEE A T
CYP3A4%1G SR 2351 SRR e N B GIOKIG T )i 8 LH B2 S KA — 2 I AH DG
[KEBIR]  CYP3A4*1G; BERZE N B ARk s N2 ARSI ZHG-IRRG RS M 5 1M 25k E

Effect of CYP3A4*1G gene polymorphism on serum concentration of leuprelin acetate
microspheres in vitro fertilization embryo transfer (IVF) patients

LI Lihua', LV Jiayan®, DI NAREER Dilidaxi', CHEN Yanmei', GUO Xin'*

(1. Department of Pharmacy, Maternal and Child Care Service Center of Urumgqi, Urumgqi, Xinjiang, China,
830011; 2. Department of Reproductive Medicine, Maternal and Child Care Service Center of Urumqi,
Urumgqi, Xinjiang, China, 830011 )

[ABSTRACT] Objective To investigate the effect of CYP3A4*IG gene polymorphism on the phar-
macodynamics and efficacy of leuprelin acetate microspheres in vitro fertilization-embryo transfer (IVF) pa-
tients. Methods A total of 45 infertility patients who underwent leuprelin downregulation treatment for in vi-
tro fertilization and embryo transfer (IVF-ET) at Urumgqi Maternal and Child Health Hospital from March to
December 2022 were selected as the study subjects. The single nucleotide polymorphism of the CYP3A4*1G
gene was detected using PCR and Sanger sequencing technology. Ultra-high-performance liquid chromatogra-
phy-mass spectrometry (UPLC-MS/MS) was used to detect the blood concentration of leuprelin acetate micro-
spheres in the serum of patients after treatment. The relationship between gene single nucleotide polymor-
phism, blood concentration of leuprelin acetate microspheres, and hormone levels of patients was analyzed.
Results The standard curve equation for leuprelin acetate microspheres in human serum was determined to be
Y=1.879 *e-2 *X+3.352 *e-4 (R*=0.999 3). It was demonstrated that leuprelin acetate microspheres exhibited

a strong linear relationship within the concentration range of 0.1~100 ng/mL. There was no significant differ-
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ence in serum leuprelin acetate microspheres concentration among patients with varying genotypes of

CYP3A4%1G following treatment with leuprelin acetate microspheres at different time points (P>0.05). How-

ever, when patients with different genotypes of CYP3A4*1G were treated with leuprelin acetate microspheres,

the levels of luteinizing hormone (LH) and estradiol (E2) varied significantly across genotypes (P<0.05).

Conclusion The ultra-high performance liquid chromatography-mass spectrometry method is accurate and re-

liable, making it suitable for determining the concentration of leuprelin acetate microspheres in human blood.

The CYP3A4*1G gene polymorphism was found to be correlated with LH and E2 hormone levels in patients un-

dergoing treatment with leuprelin acetate microspheres.
[KEY WORDS]

bryo transplantation ; Blood concentration

S DA SV B, 2R ILA 29 17.5%
S0 S N - N2 N = P 5 = AL [P S B o o N
AN RE K A R A (R AR
K B i ¥ & ¥ 3 77 (Gonadotropin releasing hor-
mone agonist, GnRH-a) & F T &4h 52 4 - IR Ja # A
(In vitro fertilization-embryo transplantion, IVF-ET)
BEBIRITY . WS R SETN Bn ARBLER B TR ALY
GnRH-a, i JI T T8 WIS OAE T 5 WU A
TERNBREE B . W I S IR 52 TN Fif MR Bk
R 00 AR 22 57 AT R s A% 2 A — i A Ok L 25
P i R A 3 e il 1) i PR 22 2 M 2 X B IR AR
R —E R A A CYP3A4*
1G IR Z 251 BT CYP3A4%1G 3R Z 45 M X%t
i 92 & A i PR G0k 245 ) A8 B 7 R0y 52 il LA
Ay e Rl FH I 1R 5 TN B PRAOBRIB 9T IVF - 45 24
T RGNt —E S%  WHRENT .

1 X&E5hF%

1.1 RS

PEHL 2022 4F 3 H £ 12 A T B8 AR5 A40%
it e R4 7 T 19 5 TR B AR ER RT3 7 1 TVE-ET &
PEHE 45 0 BFFE R4, g A bl : DAEIRTE 22 % ~
38 % ; @K T 45 5 BMI<25 kg/m*; @ AN H 2 £ %
ALHG O R T E NS AE | HEBR A | O SR
K B HERERE ;@ R E . HEBR bRk
OFERHEHE  FERIE T IURLE KT 78
WU VB AL 1 s QA RN R 22035 @I E I pRA
G # s @B sk Y ok Fow s OA B A s
AREE SHE BT IRAS BOIE s @G M 8 D5 1™
L I VCEBRE . TP A Lot B 45 61,7
B4R (32.3443.72) % HA DU 30 1611 (65.62%)
Yo IR 8 491(18.75% ) , i 41611 (9.37%) , WA % S I
301(6.25%) . CYP3A4*1G FEN LM THOLN -

CYP3A4*1G; Leuprolide acetate microsphere; Infertility; In vitro fertilization-em-

GG WA A4l 5 F 25 6] (55% ) \GA AR & F
911(20%) AA FEAERIAGF 1111(25%) .

A S AR PR A, TR Sz B A E
TR
1.2 T

BEANAT W H CYP3A4*1G B H R 47
R, HEE GG 41 .GA 4 . AA Z AN [R] 43 41 8 3 I
1.3 M

95 TR B R T S T R S T B bR AR Bk
(b ¥ T K ) 25 40 BR > ), Ao S B 2
H20093852, #LA% : 3.75 mg) #4167, THREH &
JEEAFF AR 55 1 R 452, it 3.75 mg, |2 T 4T,
14~21 K J K 25 R R R o
1.4 FRAR AR K DNA 425

K AR BE 25 HT## Pk L AE 4 mL, ¥ F EDTA
P, R H R AR (b s A RA A
DNA $EBGA N &, #e FEEEH 5 2 B4 U DNA . SR
£ B 2500 J5 AEDUBE MR FEAS 4 mL, $E47 097
Jili% 2 (follicle stimulating hormone , FSH) |, # {& /=
A% % (luteinizing hormone , LH) . #f — % (estradiol
E2) FiIZ2 i ( progesterone , P )il 5E .

1.5 St ea

fifi 1 Oligo7 ¥ F B¢ 31 PCR 519, 51 ¥ fa 4=
TAY TRERCEE) BB ARAFEG M. Wk,
1.6 PCR ¥4 % Sanger il J3*

# 2xSuper Taq PCR Master Mix 25 wL . 1F [/
5% 1 pL .DNA 4 1 wL.ddH,0 21 pL &
AL KN A 0.2 mL 9 i PCR JZ b 3 H, 52 I A
& F1h 50 wLo PCR J2 B 2% £F 4 : 94C 3 min;
94C 30 s.,5527C 30 s, 72C 17 s, 35 1 ¥ ;
72 min 5 min; 4C{#R , i /] ABI Quant Studio™ 6
PCR System §" 1
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x1 EASIWFT

Table 1 The Primer sequences of Gene

LA 1975 (5-3")

CYP3A4*1G F:CTCCTTTCAGCTCTGTCCGA
R:TTCTCCTGGGAAGTGGTGAG
GAPDH F:ACTTTGGTATCGTGGAAGGACTCAT

R:GTTTTTCTAGACGGCAGGTCAGG

1.7 R I M B I S Ty () ST B IR
1.7.1 25550

T 5 T 92 5 TN it AR AR BRI V6 T Bk o 245
FRS A, AR 77415 - A230501 , i 305« [ 2 i o7
H200093852. HI g \ H s34k (o ali o BT hr i AR,
KiEECHEY S :MB1005-1,
1.7.2 {43

TSQ QUANTIS #i /= &5 Wi AH {5 15 — 5 DU B AT
FRIDR I - FEBR QA R B (P D) A R A 5 5
AL : Sigma 23 7], 5 4-K5L 5 1 HEAL « 78 [ IKA
v ), A MS 3 basic; KOV 2 T A A 4
BAS224S .
1.7.3 (A% J AR A o Ak 2R
1731 g & @il Tk N bR i
7% #£ Waters BEH C18(2.1 mm*100 mm, 1.7 pm) ,
ESI+/SRM #i 3 , H: 3 : 35°C, YERERE 5 WL, HE
% U 2 3.5 KV B AR AR E : 325,

TAA A 01% H R, W sl tH B R B B ; Ui
A 0.3 mLemin” , B PEMFEIT :0~1.0 min, 20%B ;
1.0~2.0 min, 20%~60% B ; 2.0~2.6 min, 60%B ; 2.6~
4.0 min, 60%~80% B;4.0~4.2 min, 80% B;4.2~4.3
min, 80%~98% B ;4.3~5.0 min, 98%B ; 5.0~5.1 min;
98%~20% B ; 5.1~6.0 min, 20%B , Lt il JI-F& 75 1k 1

NEEEA
1.7.3.2  VFIRCBCH] o oh il R o 42 9 ) 1

25 Pk BRI 2 52 TN it AR GOBR B M 10 mg T
5 mL 25, IR 4l K AT i T AR R %
B, il £ 1 2.0 mg - mL" B 6E A5 o PR I TR I
o BRI 7 Hi MO BEE 5 mg BT 5 mL A =l
rh N S K AT TR R R 2 B T AR
1.0 mg-mL" A6 350, I BRI B 10 pug - mL!
FA) BT i PR R

1.7.3.3  IMVEFESL AL EE BV URAE S A = R T A
U, BB 300 WL ML 3KFE 30 WL PIbR IR (B 47 iy
MO K 1500 WL NERA T 2 mL .08 0, WiER S
10 min, 15 000 r &[> 10 min, & .24 4 15 cm,

B R TEOE D AR T T40CRER
T AR GE WP A 300 wL HEE K - H R =60 :
40: 0.08 (AFL L) & %5, 15 000 r B> 10 min, B
BT A SRR, R IE S HL 5 WL HERE V0% .
1.7.4 kg%
1.74.1 EJEME R LIRS Tk, 430
M3 3 R 5 AR B IR G W I 3 Fl 4y
Br ¥ AT bR 0 28 I 25 25 05 0 S8 3 I 2% 1
PIAR I T
1.7.4.2 bRk 5 & T BRSO % RIS
% 25 VA H PR ACBR B v 10 mg B T 5 mL & Bl
N R Al K AT O R A B A AR
2.0 mg-mL" O AH &R . AR BV (FF oK T iR =
60:40:0.08, AL ) X AT 2 90 B, TE il 15 7R
S TN Bty PR AHCBR 2 3 s o VS VR PV R AR U R 0.50
2.0.5.0,10.0,20.0,50.0 £1100.0 ng-mL". LLFF
Yyvie B R A A B R T ) 5 P9 A A Y 0 TR L AE
AR, R /N ik AT I A A A5
BRI 7 AR, B R A ofe i £
1.7.5 42 Ja I 245 VR E B 5%

BEAYG A Z)54h,14d.21 d.28 d
Jok SR L, B R BAL 4 mL T AR &, 3 000 rpm 2
L 10 min, B 02K 15 em, 0 & L2 M3,
—-80CHEA7 75 H o >R AT S 19 HPLC 150 &2 1M 785
TS T2 2 TN S AR 1 R B
1.8 GiiteEsrth

K HI SPSS 19.0 A AT 13 # , TR GORHA
(=) TR, 2 I0] LR FH ¢ G056, 222 TR 8kl LR
FH 7 2653 00 D54k s NAE G 2253 B 9% ] Kruskal -
Wallis H ¥ 5 ; LA Hardy-Weinberg -6 6 £¥ FEAS 2
TEA BRI ERNE, DL P<0.05 HE A G H 5 L,

2 &R

2.1 UPLC-MS/MS % g1

UPLC 75 (B35 254, PR A 0 T2 2 TR it PR
21| =R 1R S 170 e o = S G 3 3
DL
2.2 UPLC-MS/MS B:FEA b ofi iy £k

DA R 2 TN B PR ek 35K e 1T AR 5PN A 0 T
U2 WX ik BE A e v Il )3, 25 0 L E O A2
Y=1.879 *e* *X+3.352 *e"' (R*=0.999 3) , 7£ 0.1~
100 ng/mL ¥k FEJE I 2 RAFA &G R, 2 T IR
0.1 ng/mL., WK 2,
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Figure 1

LBRL

Y=1879-2X+3.352¢-45 R?: 0.9993 5 Origin; Ignores W: 1/X: Area
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B 2 UPLC #Ri#E #h £k B

Figure 2 The high performance liquid of standard curve

80 100

diagram

2.3 SE KK A R Fl Hardy-Weinberg ~F-fii A6 56
N B CYP3A4*1G S JE R 3, fli ke
FEARSF & Hardy-Weinberg “F-ffif 2E £ (P>0.05)
2.4 A[EEFE CYP3A4*1G A ) 5 K B £ 35 itk i
S TN Bty MBCR i 275 v B2 17 4
AN ) B R AR RG34 32 0 5 P S T2 2 T B PR A
BRIAIT G 4h.14d. 28 d .35 d I 251k & L4 4 57
TG it#E L (P>0.05), WE1,

®1 FEAE CYP3A4+1G AR EEE B EBER S H
HEAEKMZG K EE RS [M(P25,P75) ,ng/mL ]

Table 1
CYP3A4*1G patients with different genotypes at different

time [M(P25,P75) ,ng/mL ]

Comparison of serum leprerelin concentration in

1sf ] GG GA AA Hfi P14

12.47 17.33 7.62
(9.47,16.09)  (17.33,17.35)  (5.88,21.04)

14.d 1.10(1.05,1.31) 1.06(1.06,1.08) 1.11(0.94,1.37) 0.104.0.949
28.d 0.77(0.60,0.77) 0.71(0.71,0.73) 0.74(0.65,0.86) 0.2780.870
35d 0.08(0.06,0.09) 0.07(0.07,0.09) 0.09(0.06,0.09) 0.9330.627

4 h 2.4550.293

2.5 CYP3A4*1G A [] 3 A
TOERIG ST AR KPR L
SR [A R R A B R OK O LR = RS
P L (P>0.05), W2,
2.6 CYP3A4*1G AN[A) 2 A AU £8 34 5 2 52 1 B AR
WOKIGTT IS R AR O
AN ] LH VE2 3 R K P e 22 5 A 40

T i8I R 58 TN B P

RREARNMRBSRRERIE-REKAREE

The high performance liquid chromatography datomycin of Leuprolide

x2 AREEEBEERRSAHRAMIKIGTIIREKTE
B (x+s)
Table 2 Hormone levels in patients with different genotypes

before leprerelin treatment (x +s)

WMEFEIR GG GA AA F{i P{i
FSH 7.79+2.09 6.41+4.30 6.16x£2.54  1.050 0.363
LH 3.82+1.61  3.7322.33  4.10x3.30 0.060 0.942
E2 81.00+49.49  66.55+£52.66 72.79+42.88 0.210 0.812
P 1.38x1.01  1.07¢0.92  1.00£0.74 0.630 0.542

22 2 L (P<0.05) , AN [F] & (5 &L [H] FSH P i 38 K
T W2 7 TG B L (P>0.05) , ARSIl 3 4
79 7 IR 38R K P e 22 S T i B (P B>
0.05). W#%3.

x3 ARERBEBERRERHMMIKETEREKE
B (Fxs)
Table 3 Hormone levels in patients with different genotypes

after leprerelin treatment (x +s)

E bR GG GA AA F§ Pfi
FSH 3.26+2.00 2.92+0.68 3.1621.39 5.760  0.050
LH 1.12+0.75 0.84+0.17 1.10+x0.69 7.041  0.030
E2 17.69+£12.02 14.60+£3.97 29.32+16.38 11.946 0.003
P 151147  0.7620.52 0.9120.97 4.343 0.114

2.7 WS TR AL TN B MAERIA T J5 AN [A) B2 IR v o o

Tt
Y7 2~4 mm () 503 (5 75.29%, 1697 )5 i
53.21% , 225+ 41 Gt 22 8 X (P<0.05) 5 iR J7 Rl 4.1~
6 mm i 15.29% ¥ 77 )i i 42.21% , 22 57 A G it
HE(P<0.05), W4,
1 WERRERAGAT R R EEMA S E
Table 4 Percentage of follicles with different diameters

before and after leprerelin treatment

s} (1] 2~4mm(%) 41~6mm(%) 6.1mmlLl (%)
VYT 75.29 15.29 9.05
BT IR 53.21 42.21 4.58

P! 9.639 17.887 1.229

P{H 0.002 <0.001 0.268
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3 Wi

WFFE R, /N i Y GnRH-a fE %4 7F 3 {4
S3 Wb, ok BN BRI T i B AR IR . B S
Fig AR A0k AT LA 22 B 960 o0 98 3R R B R AR LR
GG S e oD = RN 177 N = 3 D] N N
T B WIEJEEE \FSH \LH \E2 P 1 A Wi 00 [ 18 30 SR
PR SR 3.75 mg £ 4 GnRH-a TR [0 1 f5
PEAT IVE-ET, A8 9% 78 R 14 fin Gn 7] 5 1B 8] 1) 4%
F S S R N 1 BN N = S - = T N B A
PE B 5 AL IR RS 7 R

1 T4 8] X GnRH-a [ 8 SUR A7 AE 24 5
AN TR FE A ARAS 1 IR AR BRI ROR N . BT R
% 2 PE (Single Nucleotide Polymorphisms, SNPs)
B AE A T 3 JAS (] A 1A 25 0 A S0 1k S )™
AR, B MG e 5 B CYP3A4 FE R A7 A
FHZ M, T E AR CYP3A4%3 . CYP3A4*4
CYP3A4*5 Fll CYP3A4*18 N CYP3A4 T 5 7% R Ik
B, CYP3A4*1G & CYP3A4 W45 5L, 76
FE DU B A S AR AR R 22.1%~37% " o 1R 1B 1k
SRS R B, CYP3A4*1G 7% B iy H 25 X K
4 it 32 R AR, T R g o R v T S
A 25 e T AR 2R Y R S . Hutson 513 1o
2155 22 P03 30 A 00 1 2 2 TR B MR AR IR T T S
HBH CYP3A4 TGV, Z 25 W) 35 CYP3A4 1%
PEAR AL B R B A 1] AR AR AR K o

EN AT RN I EASEY N € SE T =
AN TR 5 DR A £ 3 o il 24 9k BE A TR TR, GA ALYR YT
4 hJ5 AABIIRYTY 14 d J5 GG AR YT 28 d J7 L AA
RIIGYT 35 d Jo 124 ¥ B 0 3ol 4 45 4 P de e L (R L
WEF TG FE X %R 6 SHFFE B A
TR B O HU R ) 366 DR A A8 3 32 2 I TR
SN ERAR R IA Y AT FSH \LH \E2 | P i Z 15 br7E 1k
T, KA EFBAGIFE L MREATT A
BB WME KPR, & GG RUE A LH M E
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i gk k% B E LT miR-146a 36357286 Bl Rk 325 S
T HE xar WLZ F4h O WHE

[(# ZE] B8 FITMIE miR-146a 3235 K- 5 16 2 il 25 82 & AL A AH DG M R IR & L. ik
BEHL 2019 4F 5 JT 2 2020 4F 12 J] 1Bk 7 44 25 120 By 16 B 5012 10 25 422 00 R A T 1k AR SRR O 2 127 f61) (U e
2H) I Bl I 2 A% R 140 ) 0 Sh PRI 25 A 4 ) (06 S P il 25 4% e 3 127 1) (IR TR sh ik il 4 A% 1) B W)
Al B RS 5 135 44 (PR 4L) o K I ML miR-146a . (A4 -6 (IL-6) | 45 % 5 (PCT) .C- X Wi & M
(CRP) K- R Mt , >R FH 22 B 3% Logistic 1119 43873 sl P il 45 4% 5 M OCHR AR 190G 3R 5 32 1R 3% TAERRAE
(ROC) 453 BT miR-146a G S IS5 2 Wi . 85 R  LP0 M il IL-6 .PCT .CRP A /K-y
1o IR R Sy SR 20 > T Sl M il 45 4% A > AR 6 S PR Il 5 4% 20> 00 BEAL, 10T miR-146a 3235 7K i 210K
UK X IRZH >SRN B M Il 25 A% 4 > T Sl Ml S A A >, 22 389 Geit 2438 L(P<0.05) o TR SliPE Il 4h 4%
998 U3 B R I 19T R I ¥ TL-6 . PCT \CRP &35 /K - B 8 5 TR IR BAME: | I3 miR-146a 2235 /K- B AL T8
WHIME, ZRA G20 L (P<0.05) o TEShPEIS5 % B E1RYT 5 ML A i IL-6 . PCT .CRP Fik7K -2 il
RTFIRIF AT, ML miR-146a 335K V- 8 5 TIRI7 AT, 2 5 A8 G4 5 (P<0.05) . ZH K Logistic [H
A BT 45 5 W, T S LT PCT .CRP \miR-146a Y558 H 301G )P fili 45 42 1) 52 il Rl 32 (P<0.05) . ROC 45
R YIR , miR-146a 12 Wi T hVE It 45 4% 19 AUC N 0.848 (95%CI ; 0.799~0.896) , R EE o 0.843, 5 5 FE
0.764. L5 miR-146a TEFZ5A% O LT H 0 238 7K B 5 B AIG, HERRAIR S IR B VA 2% o

[RBIR] Mi%5#; miR-146a; FKik; IHIKE X

The change of serum miR-146a expression in patients with pulmonary tuberculosis and its
clinical significance
FEI Jingmeng, LIU Hongyan*, JI Wenlan, LI Wei, HU Ping

(Department of Tuberculosis, Shaanxi Tuberculosis Prevention and Treatment Hospital, Xi’an, Shaanxi,
China, 710100)

[ABSTRACT] Objective To investigate the relationship between serum miR-146a expression and the
occurrence of active pulmonary tuberculosis and its clinical significance. Methods A total of 127 cases with
latent infection of Mycobacterium tuberculosis (infection group) , 140 cases of active pulmonary tuberculosis
(active pulmonary tuberculosis group) , 127 cases of inactive pulmonary tuberculosis (inactive pulmonary tu-
berculosis group) and 135 cases of individuals undergoing healthy physical examinations (control group) were
selected at our hospital from May 2019 to December 2020. Serum levels of miR-146a, interleukin-6 (IL-6) ,
procalcitonin (PCT) , C-reactive protein (CRP) , and ESR were examined. Multivariate logistic regression
analysis was used to analyze the relationship between active pulmonary tuberculosis and the related indicators.
The diagnostic value of miR-146a for active tuberculosis was assessed using a receiver operating characteristic
(ROC) curve. Results ESR and serum IL-6, PCT, and CRP expression levels were ranked in the following
order from high to low : infection group > active pulmonary tuberculosis group > inactive pulmonary tuberculo-
sis group > control group, and serum miR - I46a expression levels were in the following order from high to

low: control group > inactive pulmonary tuberculosis group > active pulmonary tuberculosis group > infection

AR A BB E AL XA B (20238F-276)
A A5 R TG K 5 A IR B s T 4 A AL B, B % 710100
*iBAZVE A X 403, E-mail : liuhongyan5673@sina.com
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group, there was a significant difference between the two groups (P<0.05). ESR and the expression levels of
serum IL-6, PCT, and CRP in patients with positive sputum smear were significantly higher than those in pa-
tients with negative sputum smear (P<0.05). The expression level of serum miR-146a was significantly lower
in patients with positive sputum smear, with statistically significant differences (P<0.05). After treatment,
ESR and the expression levels of serum IL-6, PCT, and CRP in patients with active pulmonary tuberculosis
were significantly lower than before treatment (P<0.05) , and the expression level of serum miR-146a was sig-
nificantly higher than those before treatment, the differences are statistically significant (P<0.05). Multivariate
logistic regression analysis showed that ESR, serum PCT, CRP, and miR-146a were all influential factors in
the occurrence of active pulmonary tuberculosis (P<0.05). The ROC results showed that the AUC of miR-146a
for the diagnosis of active tuberculosis was 0.848 (95% CI:0.799-0.896) , with a sensitivity of 0.843 and a

specificity of 0.764. Conclusion The expression level of miR-146a in the serum of patients with pulmonary

tuberculosis was significantly decreased, and this decrease was found to be the positive sputum smear.
[KEY WORDS] Pulmonary tuberculosis ; MiR-146a; Expression; Clinical significance

SEA%I S — P R S5 A% 23 AT TR 5 R 14 9 M
W T A Y PR |, H 2R I AR, L 445 A% Jak
PORE LY B RIS IR T = )
W2 PRI X A5 bR, 7 B i) S8 A ) A i 4 e A T T
o PRI, BB ER 9 I P AL X T S5 R R
T TAE R A EZE Y, i/ RNA (microRNA,
miRNA) J& ) 2 A 76 T B A4 i N i — 28R g b
g RNA, 3 B3 o 5 3 e 81 A5 A 59 O X
PRI AH OCHE L IR Y 3R 5K AE A ML A 3G Bl LR T L4
fLAFE 2 MY B R EEEN . TR
WFFE R miRNA 5 851000 () & 4 Kk Bk R %
Yl miR-146a /& miRNA 1 [ — b, 5 ML 1)
R 7 K R B Y), FLFR IR BEAR 5 LA 4 5 S 1 fin
A KRR miR-146a 55 45 BE R %),
AW TR AE T AW ST B FE Al LK 5T miR-146a 1 fili
S5 BB A I TP 2RI S LI R A, A A I R
6T Il 45 A H A L B

1 W&EEFE

1.1 W4

YEFE 2019 4F 5 1 2 2020 4F 12 J TBEVE 4 45
95 B 16 BE W12 0145 32 1697 1 140 1 15 2 7 i 25
W B K T Bl 25 A% 4, 7 B4 i (43.78%
8.30) % ; WMk 78 19, Lot 62 il . 3k B ) 3 A e &%
W o BT B T AR R e 3 127 BiVE R e 4, AR TG 3
PRl E5 A% B3 127 B R BTG sl 25 A% A1, K AR
IRKG 135 45 %t BRA o JRR 20 1 34 4R 0% (43.02+
9.84) % ; TAE 71 B, Ltk 56 91 . AR 1S s Al 46 A%
20 H4F iy (42.89+9.37) % 5 Bk 69 B, & Pk 58
], X HRZH S B AR I (43.65+10.29) % 5 B 75 4],

Pk 60 B . AT IY 48 Bf 18 AR P2 5y A it o
i, ELAFoE U i s JE i g ] s T 48

G AR y-T IR BHOLR Z5 R 2
BRAE L ICAS A SE AR IRAE 548 5 SRR 8 09 s
B o T Sl il 2 A 4 Al A A o - QO JIr A il 45 4% AR
HHA AR ZRE XEEEEWm2, /A5
S Wis R QRS M R B LR A
IE 45 5 B o)™ 5T B Ty AR R A I R B R SR R
A0 B PRIl 25 i A AR - O PURR G (0
W R AN RSB R R EAN @4 X
LKAkt A A @FF & (Il IR I2 6 48 B < P
W F A ) TR AR DS W AR M . B 2 R Bl
S5 % B HEBR bR v - DI WA B s QR %8
Jit 58 S5 AR ARLR A 0 5 0 5 DI SIS o ARV Bl ik
il 25 4 A HEBR AR I - OREAE A 258000 3 QF A 3
b Jili 5 25 905 5 A W IR 5 0 s A A ™
1.2 WFRITk
1.2.1  —BseRhlicsE

SN 1 - 7 v O N 1| BN NV T =
B PRED (23 1 1M BE=7.0 mmol/L 8% 7 24 B 71 iy ik
55 2 h IfBE=11.1 mmol/L) M W4 (3L 6 4~ A N & H
WA 22 /0 1 S
1.2.2 I IRRE i P4k FE

YL 2 IE Sk I 45 A% 28 AR 35 B i 45 4% 4
FIRTTHT, X B A T AR B R A s I A S ik i
3 mL, I R 4 1% sh M il 45 R 4 B E 697 6 N A
Jo 25 B8 Ah JE Bk i 3 mL, = R #E 20 min 5
16 5180 r/m . B0 2F 42 10 em ACHY 510 F &5 0
10 min, Y2 1MiL35 T -80 C KA AR A7 4 H o
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1.2.3 i miR-146a 113235 7K A6

FIH RNA $& B & (Jb st Z ok R A R
Z8 FDBRBUZ R L A RNA, FH 6 skl ) & (dE
TR F R IR\ ) i 4% 5845 3] cDNA, R H]
ST 2% G A€ & PCR ¥ (real-time fluorescence quanti-
tative PCR, qRT-PCR) Xf miR-146a #:174 4 . qRT-
PCR S W {4 % (20 wL) : miScript SYBR Green Mix
10 pL,50 ng/wL B cDNA 2 uL, F#E5147 (10 pM)
1 pL, FH#F51% 1 pL,ddH,0 6.0 pL. JZ I & 1F
95 CHlAEH: 90 5;95CAEH: 30 s .62TIR 2k 30 5,40 4
PEIR; T2CHEM 15 s SR 2T IEXFILTE miR-146a
TRV AT 5T o miR-146a L NS U6 175
YIFF S i e TAY TRARA R G Wk,
1.2.4  HCAEARAL

K FH IR £ 22 % B} 512 56 ( Enzyme linked immu-
nosorbent assay, ELISA ) 7 4 4 % -6 ( interleu-
kin-6,IL-6) . [% %5 & Ji (procalcitonin, PCT) . C- 2
W #E 1 (C-reactive protein, CRP) ff] & ik 7K F .
PR DR b 4 B 45 F R S Ui 5k T TL-6.
PCT .CRP il & 730 A Jb U R R R A PR
A BEER A )R BR A B K BT B A R
ARAR . R IGE E T .
1.3 Gl J5ik

FIH SPSS 23.0 e it# o it . 2 IES
AT R BB (x £5) 3R 4R FEBCR 1 K
Ky, 22 20 [6] H AR B R 5 22 73 B, R T SNK-¢
AT PP B EC 5 AR O A A A I i R
[M(P,,P.,) 3k, & Mann-Whitney U K55, £
21 [8) Fe 8K FH Kruskal-Wallis H K535, >R F Nemenyi
2 2 W RO R T n (%) 3538 AT o K

K H 2 &K Logistic M5 7081 i gh M 25 4% 5 40 ¢
T8 An B9 E & 5 32 10 E TR 7 1E (receiver operating
characteristic, ROC) [l £k 43 ¥1 miR - 146a X} 1% s P
fili 5 2N . P<0.05 M 22 A G iT#E X,

2 HR

2.1 U BRI

DU 2 A7 0% A 5 S B R 55 1 O IR A
LA, 2 5 G2 L (P>0.05) . L2,
2.2 VUM EFE AR A

IMLYT X L3 TL-6 . PCT ,CRP 7£ 4 41 3Z ik &
(1) 22 T8 K AR IR Sy < SR 21 > 1% 3 1 il 45 4% 41 >k
T Sl i 485 % 40 >3 BE AL, 1L 75 miR-146a 1F 4 452
A I BB AKOPAR YN < X B > TR 1 )M fili 45
1% 20 > 16 )y P il 405 A% 21 > SR e 4, W EL R 25 S 8
HE 223 L (P<0.05), WLF 3,
2.3 ISl AR VR M S B I 4 A
R

T oIy A s 245 A2 98 Uk P A B3 L0 B 1L ¥ TL-6
PCT . CRP % ik /K F B W & F % ¥ B M, 1 v
miR-146a ik /K- AL TR R BAYE , 2R A 45
i2F 7 X (P<0.05), W4,
2.4 WG SNEI A% B AR T RIS 09 T8 bR AR

T Sl M il 45 A% BB 3 IR T R LT B LY TL-6
PCT . CRP % ik 7K °F- ¥ B W ik T8 97 10, M ¥
miR-146a 3K 7KF- W 0 & TIRITHT, 2 5 A 48t
N (P<0.05), W5,
2.5 Z I[N K Logistic [ )53 Hr % 2l M il 25 4% 5 4
KAGFR I K R

DL A BT Sk il 5 4% o R AR i, DL IL-6

%1 gRT-PCR3|#F 75!

Table 1 gqRT-PCR primer sequence
it 1Em 514 5'-3' S w5453
miR-146a GTGCAGGGTCCGAGGT CGGCGGTGAGAACTGAATTCC
U6 GCTTCGGCAGCACATATACTAAAAT CTCACACCGTGTCGTTCCA
F2 MA—BERLE [(xxs),n(%) ]
Table 2 Comparison of general data of subjects in the four groups [ (x=s),n(%) ]
2H 51 n AR (%) Bk PR 54 £ (kg/m?) Wl PR W A
Xt HE 2 135 43.65£10.29 75(55.56) 22.05+1.50 18(13.33) 31(22.96)
TR AL 127 43.02+9.84 71(55.91) 21.77+1.38 19(14.96) 40(31.50)
T Bl i 5 A% 40 140 43.78+8.30 78(55.71) 21.98+1.29 24(17.14) 45(32.14)
A 1% Bl il 45 A% 41 127 42.89+9.37 69(54.33) 22.13+1.47 20(15.75) 39(30.71)
)f/F{E 0.293 0.079 1.526 0.800 3.581
PiH 0.830 0.994 0.207 0.849 0.310
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*3 MAMBFEREE (M(P25,P75),(x+s) ]
Table 3 Comparison of serum indexes of subjects in the four groups [M(P25,P75),(x+s) ]
2151 n IL-6(ng/L) PCT(p.g/L) 19T (mm/h ) CRP(mg/L) miR-146a
Xof 2] 135 29.14(22.07, 35.97) 0.11(0.03, 0.15) 12.97+4.18 1.34(1.02, 1.86) 1.02+0.26
YL 2H 127 92.58(71.26, 108.33)* 0.49(0.16, 0.67)* 50.89+13.03" 6.28(4.57, 6.95)* 0.3120.08"
1% Sl Al 25 R L 140 76.67(64.99, 88.52)® 0.42(0.14, 0.56)™ 44.62+12.85"  5.71(4.38, 6.60)™ 0.38+0.10™
AEE B 127 51.09(43.93, 58.69)* 0.25(0.08, 0.39)™* 31.50£9.24™  3.50(2.27, 4.39)™  0.72+0.23"*
HIF 1 127.163 239.910 341.484 184.542 420.546
P{i <0.001 <0.001 <0.001 <0.001 <0.001
T 5 B LA, *P<0.05 5 5 R A LG, P<0.05 5 5 16 Sl Al 45 % 41 L 8% L ©P<0.05
FTa EEMEZREAPESHEERE MFIEIRILE (M(P25,P75),(x+5) ]

Table 4 Comparison of serum indexes between negative and positive patients with active pulmonary tuberculosis sputum smear
[M(P25,P75),(x+5) ]

2151 n IL-6(ng/L) PCT(pg/L) 1l %t (mm/h) CRP(mg/L) miR-146a
PRV B 35 62.88(50.14, 75.31) 0.30(0.09, 0.43) 37.03+10.36 4.41(3.06, 5.93) 0.5420.16
PRV B 105 81.27(67.35, 90.29) 0.46(0.18, 0.59) 47.15+13.68 6.14(4.82, 7.07) 0.33+0.08

Uit {8 6.249 6.457 4.007 5.926 10.198

Py <0.001 <0.001 <0.001 <0.001 <0.001

R5 EHEMEZBERTARMEERLE (M(P25,P75),(x+5) ]
Table 5 Comparison of serum indexes in patients with active pulmonary tuberculosis before and after treatment
[M(P25,P75),(x+5) ]

NEEEginl n IL-6(ng/L) PCT(pg/L) MM (mm/h) CRP(mg/L) miR-146a
JRITHT 140 76.67(64.99, 88.52) 0.42(0.14,, 0.56) 44.62+12.85 5.71(4.38, 6.60) 0.38+0.10
RIT A 140 54.21(40.73, 60.11) 0.29(0.10, 0.42) 35.27+8.91 4.05(2.94, 5.13) 0.59+0.16
U/t 3.808 7.056 7.075 3.197 13.169
PA{H <0.001 <0.001 <0.001 <0.001 <0.001
PCT. [fi{Jii .CRP.miR-146a K H " ., B ERAG L
2 25 X A5 (IL-6 \PCT . (L3 .CRP miR-146a) w|
A 4 — e S #® /
S AN AHEAT I 23 0, 45 50 7 K 3 Foe|
PCT ,CRP . miR-146a 7K -1 J2- 1 B 1 20 VE it 45 4% o | [
Egﬁﬁnﬁ%(P<005)o JI_JA%‘:_{ 60 02 /

2.6 miR-146a X1 sl VE i 45 4% 112 Wi (6

ROC %5 % /R , miR-146a 12 Wr G 3l M il 45 4%
) AUC 4 0.848 (95%CI : 0.799~0.896 ) , i J& & Hy
0.843, R 52N 0.764 , FWHH R 0.55. WLIE 1.

Wit

il 45 4% 2 S5 A% o BT TR R R 5 R A P I AR
gy, 2 % T B4 N N8 1 W GHE S 55

3

0 0.2 0.4 0.6

145 50
1 ROC HiZ&[E
The ROC curve

0.8 Lo

Figure 1

AHIEFE B TER DT 5 Il 45 B A0 O I 48 A, il Bl il R
PEAT LW B TS PEAS

miRNA J& — & /N E G i RNA , S 4 J 1 58 .
A RE T A 2 R Al TR Sl R Y L

#F6 HEZE Logistic MIFRHENEMEZEEXIERPXER

Table 6 Multivariate Logistic regression analysis of the relationship between active pulmonary tuberculosis and related indicators

A5 it B1H SE i Wald y* {8 Pt OR i 95% CI
IL-6 SR B 0.345 0.413 0.698 0.404 1.412 0.628~3.172
PCT SR 0.561 0.226 6.157 0.013 1.752 1.125~2.728
LT EBEAR B 0.931 0.328 8.056 0.005 2.537 1.334~4.825
CRP FEBEAR B 0.679 0.169 16.145 0.020 1.972 1.416~2.746
miR-146a VSR -0.55 0.025 493.064 <0.001 0.547 0.603~0.574
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R 2R R R RS R R E
BAEH . miR-146a /& miRNA FEH5 N, BA B
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S5 8 KR AT — 8 AR DG HE " ARBIFSY 25 AR
R, LG miR-146a 33k 7Kt 85 2K R < Xt
WL > Bl M Ml 45 A% 4 > 1% Bl Ml 25 A% 4 > Tk e 4
LY Sl i 235 A 998 1k B B8 35 ML miR-146a F2ik
IKFH R U B R A {5 T IL-6 . CRP\PCT 454 Jifg
R Rk 5 5 Z A K . 1L-6 .CRP . PCT 45 A
TR A A M G g 0 Bl oA B, HR A K
B T s A A T R SRR R e Y R
A ZE RS miR-146a IL-6 . PCT .CRP 5 iii4h
R0 28 A D) T B Ml 25 4% BB B A A K

E— L WF IR B, TE S A5 B BT R
I 370 K 1ML 7 IL-6 . PCT . CRP 2 ik 7K 3 ) B 5 ik
TIEIF R, T MLE miR-146a F2 ik K EF 5 . 454
Z A % Logistic 8] 4 43t 45 >k F , PCT . CRP |
miR - 146a % 35 7K - ¥ 2 1% 2 M il 45 4% 0 52 Tl
%o #F—2F ROC M 73 #r 45 R BIR , miR-146a 12
Wr % 301 il 45 4% ) AUC i 0.848 (95%CI : 0.799~
0.806) , HURKFE 2 0.843, K8 5 B8 0.764. 278 1ML
5 miR-146a X 1 o) il 45 4 B — 2 1912 Wi i
{8, 38 33 4G miR- 146a 5 57 15 45 4% 43 BT B s AR
JERYL K 1w T B Ml 45 R A B S

ZE L BT ik, miR-146a 75 il 45 1 8 & 103 5 8y
FIRIKOP 0 35 A, IR S R IR BRI A G

S 2% Uk
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Effect of frailty on outcome after total hip replacement in elderly patients

CHEN Simin'*, ZHANG Nan®, ZHANG Lei*, ZHANG Yusheng®, ZHANG Maoyin®*

(1. School of Anesthesiology, Xuzhou Medical University, Xuzhou, Jiangsu, China, 221000; 2. Jiangsu Xu-
zhou Medical University Affiliated Hospital, Department of Anesthesiology, Xuzhou, Jiangsu, China,
221000)

[ABSTRACT] Objective To investigate the effect of preoperative frailty on the outcome of total hip
arthroplasty in elderly patients. Methods A total of 116 elderly patients undergoing total hip replacement at
the Affiliated Hospital of Xuzhou Medical University from January 2020 to September 2023 were divided into
the FRAIL group (37 cases) and the non-frail group (79 cases) based on the Frail screening Scale (FRAIL).
Knee functional recovery, pain levels, knee flexion and serum interleukin-18 (IL-1f) and interleukin-21
(IL-21) levels were compared between the two groups at different time points. The correlations between the
FRAIL level and knee functional recovery, AKS, knee flexion, pain, IL-13 and IL-21 levels were analyzed.
Results The American Knee Association Rating Scale (AKS) scores and knee flexion increased in both groups
at 14 days, 1 month and 3 months after surgery (P<0.05). The AKS score and knee flexion in the asthenic
group were lower than those in the non-asthenic group at all time points, with statistical significance (P<0.05).
The scores of the revised Facial Expression Pain Scale (FPS-R) decreased in both groups at 3 days, 7 days,
14 days, 1 month, and 3 months after surgery (P<0.05). The FPS-R scores in the asthenic group were lower

than those in the non-asthenic group at each time point. The difference was statistically significant (P<0.05).
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There was no significant difference in IL-1f and IL-21 levels between the two groups before surgery (P<

0.05). However, the levels of IL-13 and IL-21 in the two groups increased at 3 and 7 days after surgery,

while the levels of IL-1$3 and IL-21 in the two groups decreased at 14 days, 1 month, and 3 months after sur-

gery, and the difference was statistically significant (P<0.05). There were statistically significant differences

between the level of the asthenic group and the non-asthenic group at 3d, 7d, 14d and 1 month after surgery (P

<0.05). The FRAIL score was negatively correlated with AKS score and knee flexion at each time point (P<
0.05) , while the levels of FRS-R, IL-18 and I1-21 were positively correlated (P<0.05). Conclusion Frailty

is associated with pain and an inflammatory response after total hip replacement in elderly patients. This sug-

gests that an evaluation of frailty should be performed prior to the total hip replacement procedure.
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Effect of monascus preparation on serum APOB, LDL-C and leptin levels in patients with
hyperlipidemia and its relationship with atherosclerosis

HE Weishi'*, LI Menggian®, ZHANG Fan®, HUA Jinyong®, ZHANG Yixin®

(1. Department of Traditional Chinese Medicine, Zhengzhou Central Hospital Affiliated to Zhengzhou Univer-
sity, Zhengzhou, Henan, China, 450000; 2. Department of Traditional Chinese Medicine, Xinzheng Public
People’s Hospital, Zhengzhou, Henan, China, 450000; 3. Department of Clinical Laboratory, Zhengzhou
Central Hospital Affiliated to Zhengzhou University , Zhengzhou, Henan, China, 450000 )

[ABSTRACT] Objective To analyze the effect of monascus preparation on serum apolipoprotein B
(APOB) , low-density lipoprotein cholesterol (LDL-C) and leptin levels in patients with hyperlipidemia and
the relationship between monascus preparation and atherosclerosis. Methods A total of 151 patients with hy-
perlipidemia and atherosclerotic cardiovascular disease risk were admitted to Zhengzhou Central Hospital Affili-
ated to Zhengzhou University from January 2020 to September 2022 and were selected as the research subjects.
They were divided into two groups based on different treatment regimens : the control group (75 cases treated
with atorvastatin calcium tablets ) and the observation group (76 cases treated with Zhibitai capsule ).The levels
of APOB, LDL-C, leptin, atherosclerosis index, incidence of cardiovascular and cerebrovascular events, and
incidence of complications were compared between the two groups. Additionally, the correlation between

APOB, LDL-C, leptin, and atherosclerosis was analyzed using the Pearson correlation coefficient. Results
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After a prolonged period of treatment, the levels of APOB, LDL-C, and leptin in the two groups decreased. The

levels of APOB, LDL-C, and leptin in the observation group after 12 and 18 months of treatment were lower

than those in the control group (P<0.05). The coronary artery calcification score and carotid intima-media thick-

ness were as follows: 18 months after treatment<12 months after treatment<before treatment (P<0.05). Accord-

ing to Pearson correlation analysis, APOB, LDL-C, and leptin were positively correlated with the coronary ar-

tery calcification score and carotid intima-media thickness (P<0.05). The total incidence of cardiovascular and

cerebrovascular events and adverse reactions in the observation group were lower than those in the control

group, and the difference was statistically significant (P<0.05). Conclusion APOB, LDL-C, and leptin are

related to the occurrence and development of atherosclerosis to a certain extent. Zhibitai capsule, a preparation

of monosaccharide, can effectively improve fat metabolism and atherosclerosis in patients with hyperlipidemia

accompanied by carotid atherosclerosis. It can also reduce the incidence of cardiovascular and cerebrovascular

events, with reasonable safety.
[KEY WORDS]
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PEHL 2020 4F 1 H & 2022 4F 9 H AR K 24K s
R s B2 B A B 151 48] v i B R R S Bk s R
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X HRZH c 1 IR BT A VT S (5 B 2
(V) A BR 2 E] 5 B 25 4E 5 H20193143 , #E 4%
J9:10 mg) , 1 d/¥K, 20 mg/ik , MR IR . IR
JF 181 H .

WREE 20 - W B A 20 it By 1) B 2 28 1 2 (K
R B JLBARN 2 ) 5 B 25 e 251022196 5 FILAE R -
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O i 1 A5 A e A R DA R O ORE R A
1.4 Guil2Fik
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THECFORHE L n(% )RR R Ki% ; R H Pearson
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SN ; LA P<0.05 2R BA G T4 ,

2 #£R
Wizl APOB .LDL-C .J8 £ /K b
WBIT IS, W4 APOB.LDL-C 8 Z /K ¥
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8 RO AKCE IR T X IRA , ZRA G FE X

2.1
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KMk

H4 Pearson AH 43 #7145 : APOB \LDL-C .
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Table 3 Correlation between APOB, LDL-C, leptin and
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Table 1 Comparison of APOB, LDL-C and leptin levels between the two groups (x+s)
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Table 2 Comparison of atherosclerosis indexes between the two groups (x+s)
. seb AR B K AL AR A (4 320 Ik oA B 2 JEL 2 (mm)
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B Jic s B ik 21 ik 25 55 H B MLST 43 %4 53 #r
WA Ewedh EEA BB

[ E] BM HAHDWXZAMYIOZ B KRR (GBS) M 251 i 253 K J MLST 43 B4 A4,
MRS E, ik WE 2021 1 A 212 IR KEFEER (F5) M2 a2 E-EhE T
1573 0%, 73 B K5 35 5 04 T TR R 6 2 RN 2 B0, % J5 S LT 24 3 R RS R 3L R E A 738 LT, 5 MLST
OB PEEAT XT3RS ST /0, B8R /0% HH GBS Tk 63 Bk, N 4.01% , X552 A&7
MR 2 B O R 41 T 2 R AR T ermB K R AR, DR 80.00% , B MRS R 2 B pE D
linB #i K i, } 6.38% ; MLST 43 B4 52t 16 Fl ST %Y, Hirp ST10 /&5 Fe & &1, 4 33.33% , FLAS[R] MLST 43+ %4
DERRXTPURR 2R A D A BP0 VD B Tl 25 3 LU R 22 R e i 2 B L (5°=33.221 ,49.137 ,49.137, P<0.05) ,
N[ MLST 43 B B X TS 25 3 5 ermB L erm C WO HEH 3 H AL 22 5 A e i1 B L (4°=16.504,25.705, P<0.05)
ANTA) MLST 43 B B Bk 22 18] (1) Z2 T i 24 2R L 4 22 53 BB B2 5 X (£°=18.858.31.819.,26.706, P<0.05) .
it FHHXZERME L GBS MERRAE 2 EL TMIKT-,(H GBS WkkZ BN L FlAsS ., FHR A
PEMATIR ITAE R BTG 2P E L GBS YL i —2R 254, % 75 5 Mo IX I PR GBS A B2 A S B 5 X,
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Analysis of antibiotic resistance, antibiotic resistance genes and MLST typing of group B
streptococcus

YANG Yanyan', WANG Xiaowei’, WANG Zehua', DU Huizhen'*

[ 1. Department of Clinical Laboratory, Qilu Hospital of Shandong University (Qingdao), Qingdao, Shan-
dong, China, 266035; 2. Qingdao Norson Biotech Co., Ltd, Qingdao, Shandong, China, 266736 ]

[ABSTRACT] Objective To investigate characteristics of antibiotic resistance, antibiotic resistance
genes and MLST typing of group B streptococcus (GBS) in late pregnant women in Qingdao as a source of
clinical reference. Methods 1,573 vaginal-rectal swabs were collected from late pregnant women at Qilu Hos-
pital of Shandong University (Qingdao) from January to December 2021. After isolation and culture, the
strains were identified and underwent antimicrobial susceptibility testing. The antibiotic resistance genes and
housekeeping genes of GBS strains were amplified and sequenced, then compared with the MLST database to
obtain ST typing. Results A total of 63 strains of GBS were isolated and identified, resulting in a coloniza-
tion rate of 4.01%. All screened strains were found to be sensitive to penicillin, ampicillin, linezolid, and van-
comycin. The detection rate of ermB in erythromycin-resistant strains was 80.00% , the highest among all detec-
tion rates. LinB was detected in clindamycin-resistant strains at a rate of 6.38%. Through MLST typing, a total
of 16 ST types were identified. the most common ST typing was ST10, accounting for 33.33% of the total.
There were statistically significant differences in resistance rates to tetracycline, levofloxacin, and moxifloxa-
cin among different MLST types ( ¥°=33.221, 49.137, 49.137, P<0.05). The carrier rates of the antibiotic re-
sistance genes ermB and ermC also showed statistically significant differences among different MLST typings
(x’=16.504,, 25.705, P<0.05). Additionally, there were statistically significant differences in multidrug resis-
tance rates among different MLST typings ( ¥’=18.858, 31.819, 26.706, P<0.05). Conclusion The coloniza-
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tion rate of GBS in late pregnant women in Qingdao was low compared to other regions in the country. How-

ever, the proportion of multidrug-resistant GBS strains in this area was high. Despite this, penicillin and ampi-

cillin could still be used as first-line drugs for preventing and treating GBS infection in late pregnant women.

This information has significant implications for the rational use of drugs in clinical GBS cases in Qingdao.

[KEY WORD]

B J% #% BR B (Group B Streptococcus, GBS) &
— P B~ I A 22 TG BH PR T, AT A T B AR
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H AT, BN b EZER 22 B LR 25 (American
Academy of Pediatrics, APP)fIZE[E {H/=F} = Ili2f 2
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MLST) B i A 798 = AT 43 o0 A, B TE R im K B e
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1 MR57AE

1.1 MR
111 FEHRIER

AR 2021 421 H E 12 A INAR KR8 ERE(E
B ) AT 7 WA A 1) A2 e 91 43 2 BB A B b
FEH Y GBS BRE 1573 1y o ASWFFE il 2 Be 25 2418
P Lot 2l K B C A E M Rl 1.
1.1.2  FEZUE

VITEK2® COMPACT 4 H 3l 41 1 4 & M 245 ¢
TR CGEEAEYM IR AR ) s ME e )
A=) o R R e (36 1R A B S 1B ORI | ) 5
PCR ¥ # 1% T100 . BIO-RAD H, Uk 1% (ff1 5 4 i 5
SrE i (R ) A R A s FCM 256 ffb s &
He 1% Z 45 (3¢ [ ProteinSimple A ) .

Group B Streptococcus; Antibiotic resistance; Antibiotic resistance gene; MLST typing

1.1.3  EZRAF

S H W I 5 5% LR M-H BR85S 37 3 0 T i
T/EY) (GBS I {055 37 L T8N & By L 244
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BUAH &0 F A 2w 9.
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FH A A I PR = I s 22 e S5 4+ T s 4 A
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R e R S RS R D — B
FEBEATITH 2~3 cm & B TS 2~3 | sl e — 4
TREE N, T 2 h PR AL 35056 % N BHER
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TR CATHR AZERYDE YR a%%.
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K B 4 5% 28 5 B (Polymerase Chain Reac-
tion, PCR) $f K %I GBS 1 2§ % [H ermA . ermB .
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2y - A P 94°C Smin 28 PE 94T 30 s, 1B K
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72°C 10 min""’, SRR I 7 R AT B W R I
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x1 WHERFT

Table 1  Antibiotic resistance gene sequence

ifit 24 P ) IR R
S S1YPH1(5'-3") KiE (0

, CCCGAAAAATACGCAAAATTTCAT oo o
ermA  CCCTGTTTACCCATTTATAAACG P oL

TGGTATTCCAAATGCGTAATG

emB T GTCCTATGGCGGGTAAGT “5bp 53.5C
e CAGAAGTTAAACGATITGTTTGT 3% 54T
TR T CAGCACCTGTCTTAATTGAT  1000P 515T
M GCTGTTCCAATGCTACGG  P1TPP 545T
B T AACGTTACTCTCCTATTC 5% 41T

1.2.4 MLST /3% ¢

FIF PCR £ AR X} 48 & 3 A adhP | pheS . atr .
glnA .sdhA . glcK Rl tht HEATH 34 W93 7=y % A
TAEY () ety A1 BR 2 B #EA T F L 9 LA DNA-
STAR # - & 1F J5 5 MLST ‘B [ 504 B L %o i
G ARAG 45 G I S B R RN ST 437
1.3 Guiffabsg

KM SPSS 23.0 84758115347 , K Fisher
B VI R 32 43 B MLST 43 284 5 it 25 P | i 24 3 [
B SR T ECR R L n (%) R RAR R,
DL P<0.05 H 2R A G5 L.

2 H#R

2.1 GBS HEMIEH

1 573 1] 27 i 199 2 19 L i A 14 GBS FHPE 22 10
63 5l , GBS TR E A 4.01%
2.2 GBS WZ5HEt 5

fifi & 4 63 ¥k GBS B bk X5 B 2 &
PR R A s e | 3 it B 38 38 O R, X e MR AT
TR DU RN 25 8B, 40 74.6% . 71.43% .
65.08% . W32,

X2 GBS EHKMZAEDHF

Table 2  Analysis of antibiotic resistance of GBS strains

biEE T 245 TR A AR it 25%.( % )
TIME R 47 74.60
AHER 45 71.43
U2 41 65.08
Lo SE D A 35 55.56
TPV A 35 55.56
HEH 0 0
R PEAR 0 0
I 2% W iz 0 0
Tl ER 0 0

2.3 GBS 1 24 Ak K4S I

i 326 th 1Y 63 Pk GBS T bk H 41 %5 3R T 24 T4 Ak
45t , SRR ZR M 25 TR AR 47 ko 0l X 4L R R
2 M o bR R BRI 24 B bR R AT T 25 5 DR, e
21 % R 25 B AR TP ermB K 1 R0 8, Ol 80.00%
(36/45) , #5417 2 A 21 55 R Wl 25 56 DI A ) R Oh
55.50% (25/45) , #5747 FL 21 B 3 1 25 3 DA 1 R
N 33.33% (15/45) ; SOMEE ZR M 25 TR AR T linB K i
HH 6.38%(3/47), ILFK 3,

®3 GBS EHMZGEE KNS5
Table 3 Detection and analysis of antibiotic resistance genes
of GBS strains

LA %7

S5 przen e
LI RN 2 (n=45)  ermA 4 889
ermB 36 80.00
ermC 17 37.78
ermTR 4 8.89
mefA/E 7 15.56
ermA+ermB+ermTR+mefA/E 1 2.22
ermA+ermTR+mefA/E 1 2.22
ermB+ermC 16 35.56
ermA+ermTR 2 4.44
ermB+mefA/E 5 11.11
LSS 15  33.33
MR R 24 (n=47) linB 3 638

2.4 GBS Wk MLST 4324 [ 55t 245 1 g 24 35 A
(1 SR 73 BT
2.41 GBS @tk MLST 73 %

X} i 15 H Y 63 Bk GBS Bk E £ MLST 43 1,
e 16 F ST R, bbb B g 19 = A3 R 7 43 J31)
J& ST10 %4 (33.33%) . ST19 #1(19.04% ) . ST529 #
(14.29%) . W3 4,

4 GBSHEH MLST HELR
Table 4 MLST typing of GBS strains

MLST %37 (733 FI R HE (9% )
ST10 21 33.33
ST19 12 19.04

ST529 9 14.29
STI2 4 6.35
ST1 3 4.76
ST23 2 3.17
ST949 2 3.17
ST651 2 3.17
ST3 1 1.59
ST4 1 1.59
ST17 1 1.59
ST27 1 1.59
ST498 1 1.59
ST751 1 1.59
ST862 1 1.59
ST1945 1 1.59
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2.4.2 GBS W #k MLST 43 & 5 i 25 ¥ | ifi 24 3k [H]
) IR 2 BT

ASTE] MLST 43 B B Bk X DU 3R 2| 22 e S8 70
BOEP RN 2R R 2E R AR FE X (=
33.221.49.137.49.137, P<0.05) , A [d] MLST 43 %4
BT 25 5L N ermB .ermC W ER R L 2 HH
it 2% 2 X (4=16.504 ., 25.705, P<0.05) ., H i,
ST10 F1 ST19 X 5 B i A= 28 £ 77 A= AN [] 78 B 1Y i
21, ST19 BUAARXT DU IR 2 | 22 S R VD B N 5295 v
B 25 R 10 100% (12/12) , ST529 il ST12 B 15
PRXT LT 85 2 T MEE 2R DU A K i 25 324 4 100%
(9/9, 4/4) , X 22 S Vb 2 R0 B v R 45 fORR
ST10 ¥ #7 it 25 3 K ermB Hl ermC ¥k 66.67%,
ST529.ST12 Fl ST19 4 47 i 25 KL K ermB 43 51l Ky
100% .75.00% .33.33% . UW.5% 5. AN[A] MLST 43 %l
bR Z P ZEbT 2R LR 2R A gt #E X
(4=18.858. 31.819 . 26.706, P<0.05) , ST19, ST529
M ST12 RUFE MRS Z F 25 itk W3 6.

&5 GBS HEk MLST 43 B 5T 25 1% | W 25 5 & K Bk i
Table 5 The relationship of MLST typing, antibiotic resis-

tance and antibiotic resistance genes of GBS strains

ST10 ST19 ST529 ST12 HAi#!

A (n=21) (n=12) (n=9) (n=4) (n=17) 7 P
EIINAEE
FA::5 16 6 9 4 10 9457 0.05
SEMREE 16 7 9 4 11 7.009 0.137
UfEZNE 4 12 9 4 12 33.221 <0.001
EERWAE 20 12 0 0 3 49.137 <0.001
sPEYL R 20 12 0 0 3 49.137 <0.001
[DESEYS]
ermA 0 3 0 0 1 9331 0.066
ermB 14 4 9 3 5  16.504 0.001
ermC 14 1 0 0 2 25.705 <0.001
ermTR 0 3 0 0 1 9331 0.066
mefA/E 1 2 1 1 1 2663 0.469
linB 0 1 0 1 1 5497 0.184

®6 GBSHEHHMLST RS EMZA XK
Table 6 The relationship of MLST typing and multidrug

resistance of GBS strains

fifhiA3 STI0  STI9 ST529 STI2 HAths)#l P
Kt (n=21) (n=12) (n=9) (n=4) (n=17) *

5 Ff 1 6 0 0 1 18.858 0.003

4 Ff 15 1 0 0 1 31.819 <0.001

3 fp 2 5 9 4 8 26.706 <0.001
3 itit

2R I 1A 4 GBS 7 AR 2 28 I I IR 10 | L
B0 R BOR AR LRk B GBS I LAY T2

RZ—, I, 2 T #4210 GBS Mg IE oL, X
Tph T B R G LA R . 454 E N4 GBS i
FHF A 7R, GBS i Ha 5 R A% s 3sl A4 A
ZM 5, ) PN 45 i DX T8 A R AR PRl XA [ £
TERR 22 . AR BN, 5 X 22130 GBS &
FE N 4.01% , % FCHR BH T A9 12.03% 4 JH 1 1Y
5.40% " AT 8.04% " Ab TR K .

b G S ERPUA R W) N, i E L B A
Db X B 8 3T R R UR BRI
GBS FkE", M1, GBS FRkI 251 B E AN 45
Mo ARWFFE 25350 25 5 om0k (1) GBS B i
POR= & S =1 Y N1 P Y T S S R
VRN TDORREEN (¥ 5 SEAR: & 10 PR 2l = [ )
74.6% .71.43% , XM RE S H R  wHKERIENT
B 2 R BOCE DL A 2 AR TR 25 T g D A G

H Al e 0L B9 GBS XK BR 4 5 2 245 W 1Y
it 245 AL 32 2 SRl 3 B ermA | ermB | ermC
ermRT 55 55 [F G 5 1 A% BE A BB A6 s AR B4R 1B 1 5 |
ETR 24, IR AL 58 5 mefA/E %5 52 N dn i A HERE 1, 6
Y TR 1R PN 1) 24 ) B AR A 7 A X6 245 ) T A2 1
AW, 2155 ZE i 245 11 GBS T FR A 45 Bk , i 24
L] F K ermB(80.00% ) , H 418 R it 25 5 [N &
DLSEPRZH A 2 0 IR, ] I 4 2 o K2 L i 24 6k
5 55.56% , H i ermBrermC 3E K 4H & 5 b
64% ; FLARTEE Z Mt 2 11 GBS T Mk 47 Bk, Hh linB
K RN 6.38% ., bR 21 %5 2R v bR K it 24 K
P 5% 45 L 5 [ PN A0 R A 4 A R — 3
X ] 85 A [) b DX TS 24 AL ) 2 B 2025 S A o .

GBS T bk BT 25 PE FHEHT 1T 25 56 MLST 43
RURTRI 5, A F 8 2L 5 ) 16 Fp ST A, b ST10
#1(33.33%) 5 LA o it 2451 7 1, ST19.ST529 il
ST12 % B Ak ¥4 %5 P4 24 2 it 25 (100%) , ST529 Al
STI12 BB HRIE XS L1 8 R Se MR 3R T 25 (100% ) , 111
XA SR TR B AN G VD R i 25 Y £ 2E ST A2 ST19
(100%) #11 ST10(95.24%) , H. ST19,ST529 F1 ST12
RIBREIY) hy 22 BN 2 R4k L 3X 55 Liang 55 He3H (1925
TR, vt 25 5L K U7 1T, ST10 BY B ik Jor 485
M 25 3L A ermB Al ermC 3, ST529 . ST12 B
WRETHEF T 2535 K LA ermB Ky 3, 3% 78 [ P /MR 4%
PR R R -SSR . — X S GBS &k
Y HA — o W HLIX PR 22 A 5%, O3 — 5 T AT fig /2
TN MLST AY() GBS Btk HA i 254 22 5, H &
BLGATI ST BRI £ 5 2 S ifih 25 R bk , (A5 L i 254
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FE TR M At R e, i T T 2 R PR R TR T o

25 b RRIR 75 5 X GBS B Ak E M R AE 4 [
S F AR KT o T8 2K R VAT R W AE R B
16 2P W30 22 10 GBS IR YL i — LR 25, X 35 5 b IX.
It /K GBS & B 25 HAT B A i 45 58 3L,
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AT v 5 AH AR B B AT A R e &5 R 5 M

R BREME OEHA' KL E? KRR MTEWC

~

20

[# ZE] BM % GB/T 30433-2021 A ZCHE 9 0 2 80, B 78 A T o R0OH 8 3% 4
Fik R B S SOR ARG T AR B EEK % O S A 4 (402 60, 50150, 55:45) , A [ 3 i
(0.20 mL/min, 0.22 mL/min, 0.25 mL/min, 0.28 mL/min, 0.30 mL/min) , /~ [a] #f &£ & (0.1 wL, 0.2 L) X &
SROBOHH €035 R A RCRE 1 5% 5 b5 R R R = 0AH R 48 (1290 Infinity 1T A1 APUS Plus) , 76 W5 FAS [/ €475
BR(ORES R —: CREIKEWE=40: 60, 3 55=0.5 mL/min , #EREFE=1.0 wL; (035 S50 — : W/ K W=
5050, Jit & =0.20 mL/min, #EAE =02 wL) T, % 5 R AH @35 A A R RE AR BLE R A sg i . 25 R
[ — B e 2O AR 2R G, TE H K I W L 6 502 50, Vi H A 0.20 mL/min, $EARE 5 0.2 wL 4 f8 3% 25
T e SO T R AT R K BRI MR A A5 AR 5 AN TR e OO €3 R T R K B AR O A 4
REFHERK. it AFBEESORHERGE T AR TR PR H A0 45 5 bR 32 654 1 5 P fg
CTESEN R, 385 F2 50 BRI #5556 e 1R 1 4 56

[SEiA ] s B mRURAH 635 AERRE s BB HREL AR HREL

The influence of different ultra-high performance liquid chromatography systems on the
determination results of chromatographic column efficiency

XU Suhua'*, QIU Xuemei®, LU Hansheng', LIN Shanyun®, CHEN Huayan', HE Jiali®

(Guangdong Medical Devices Quality Surveillance and Test Institute, Guangzhou, Guangdong, China,
51066; Shenzhen BGI Biomedical Engineering Co., Ltd., Shenzhen, Guangdong, China, 518083)

[ABSTRACT] Objective To explore whether the test parameters for column efficiency in GB/T
30433-2021 are applicable to high-performance liquid chromatography columns. Methods The effects of dif-
ferent methanol/water solution mobile phase ratios (40: 60, 50:50, 55:45) , flow rates (0.20 mL/min, 0.22
mL/min, 0.25 mL/min, 0.28 mL/min, 0.30 mL/min) , and injection volumes (0.1 wlL, 0.2 ML) on the col-
umn efficiency of high-performance liquid chromatography under the same ultra-high performance liquid chro-
matography system were compared. The effects of two ultra-high performance liquid chromatography systems
(1290 Infinity I and APUS Plus) on the theoretical number of plates per meter in high-performance liquid
chromatography under two different chromatographic parameters ( Chromatographic parameter 1: acetonitrile/
aqueous solution=40:60, flow rate=0.5 mL/min, injection rate=1.0 pwL; Chromatographic parameter 2: etha-
nol/aqueous solution=50: 50, flow rate=0.20 mL/min, injection rate=0.2 wL) were evaluated. Results Un-
der the same ultra-high performance liquid chromatography system, with a methanol/water solution ratio of 50:
50, a flow rate of 0.20 mL/min, and an injection volume of 0.2 pL, the column efficiency per meter of theo-
retical plates is improved. The test results show that the theoretical plates per meter vary greatly under different
ultra- high performance liquid chromatography systems. Conclusion The determination of theoretical plate
number per meter of column efficiency in different ultra-high performance liquid chromatography systems is in-
fluenced not only by the performance of the chromatographic column itself and chromatographic parameter con-

ditions, but also by the system and detector hardware outside the column.

AARB ) KA &SNS AHAIL AR B (2023YDZ08)

HH AL AHEST B E R EARBA, &K, 7 M 510663
2RI RABE AN EF TARFMRNI, S A, EI 518083

*EAZAEH AR R4, E-mail : 549561374@qq.com



BT SIRITARE 20244511 H 164 S5 113 J Mol Diagn Ther, November 2024, Vol. 16 No. 11 - 2083 -

[KEY WORDS]
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S —— WA AR RS R O NET, R ST
A% B E B i B N IETT A W e
T BEAL B S5 AS TR B4 40 S5 A [ S A R s A
] 43 e 22 5, DR O A 60 3% 0 33 A v A5 3 2
0 T 118 R KRR B R T A X 4 R 1
BIRE ST RV T A R R Y T ELAE AR, AR RLEE Y
B i R B IE BB F R 12

o IS AR I A A5 SRR S A A B
PERBAT OC, 10 5 (A3 S 80 A R G0 K 2% 45 A
HMRONEAH G o AR IRAT [ SR X I B AR LI
AR VR R B 55 53 2 40 (GB/T 30433-2021 Xif
T 5 pm, 4.6x250 mm A5 E €35 A, BEE DR R
Lt 85: 15 A% B Bt/ 7K %5 W 0 3 3 AH L 1.0 mL/min it
SR FE VR, DEREARR 10 pL, R A 30°C) ¥k
R, DLV 0 3% 2 B0 B A B0 o 25 SR
S R AR R I | A B S A
P A B B 2 e 0 2 SR R RE A . R, B
A S RE PEAN (0 — B0k 42 22 , 17 R AT RE M s /N
AR S YRR B A B AR 2B T T 22—

I T 15 50RO €2 3 A 7 i OB i A i o
(i Y PN & P )7 oAl I = R ERE SR S e 2 0
FESFAIR A T Ak R AROROR T AL A1
TR 1, 5 R 8 A5 A AN, o v 30T 3
FEFRVS AR EIN R 152 o (HIAT I AR A
o SRR € T e T ARG I S 5, B E SC AR AL e A R
i o AESE KB, A TR] 0 S5OBH £ 1A AR AN )
RORAR O 22 50 N AR BRI AR B2, SR AT Bk 2
S, PR AR SCHR R — i 1 R R = S5OBOH (3
RG0S AOR T R AT PR RE Y S S5,
RO R B8 T AR 2 Ik T R S %

1 MR ERE
1.1 ETLES G SR

M ORI R4 LU RIFRRSE 1) I A
% [ 2R R AT BRA A (LA AR 22418 ), 1Y
54 1290 Infinity 1T 7] A% I 4G 7 5 48 = 250 AR
iR G 2( LT RIFR RS 2) 0 H E B &R A
PR F]CLATF fai FR B %) , 145 APUS Plus; Ji 43
HL T KO- [ 38 2 A () SR 5 A R Al 7
524 SECURA224-1CN ; %5 - FH 55 Y (VR0 AH €8, 335 1)

K 5 FH V% WObR ME 9 I GBW (E) 130167) 1 [
T B 2= U5 B PR WE (43 B 4l) 14 [ Sigma-al-
drich; FH s ({635 400) ) B Merck; 2N ({635 400 ) 1y
H Merck; 52 40 % FH /K O B 4K 5 B35 A 1: L%
Column-U01 2.7 pm, 2.1x50 mm ( LA F fdj #f U01) ;
O3 2 BAE Column-U04 3 wm, 2.1%50 mm( L) F
A PR U04) 5 (3 A 1 F1 354 2 245328 BGIU,
IR RILH Y B2 TRA R A A A ™.
1.2 SEEB M Iy ik
1.2.1  FEWEC I

J7 43 LT RFEFREL0.010 g JR s e 85 ) 25 4
o, FH /D B W RS 0T R 22 10 mL 250, A
FEEPE AR 3 KA HFERI AR G ERE
10 mL FE4MR A 1X107 g/mL A4 bR W IE A7 . 75
B 50 WL 19 10 g/mL FR W BEf# A 2 5 mL 25 5
JIA 110" g/mL A9 Z5-H BSAOE 45 2 5 mL, 7250 1R
S1JE R 1X10°g/mL RIERE 110" g/mL ZEFRERS I
1.2.2 Z55L0E

A TS R G, A TR TR 2 30T,
Rl K15k 254 nm. FFRGeRE T i 1x10°g/mL
PRUEWE [ 1x10"g/mL ZERifER W, 15 2 35 &
1.2.3 iR RBE VRN v

B M B e 28 201 TH AR 28 (0 3 0 1) B IR Al
B, FEAR AR T B AR BRI AR, B K PRI B
=FIS M X (1 000 mm=+4E £ mm) |, &K IS 5L
SRR RE A B T B FE AR

= 5.54(“) (1)

Wh/z

KH:n PRASARCEL s (o —— DR B IS ), B
343 (min) s W,,,—2 #1& 58, 5107443 (min) .
i B - FH 1.3.2 h BSOS B 2R gk ] e
A3 2 TR AR 4 R
WO.OSh
2, (2)

K T—H B K 5 W, 5,—0.05 I & 4k
(I 5, BAAT R4 (min ) 5 d, —— I K 28 Wi (1 48 22
] A BE 25, 5037 4 43 (min)

MR 5 B0 4T [ Z bR ME GB/T 30433-2021 T A (1
THEASCI 32 FH o 7 2 T A A R A L 250 mm K [ A
Y 0 1 R 1 A 50 RE I S /N T 18 000 (4 55 1) 4K
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S B B A /N F 72 000) A R T W AE 0.90~
1.20 JE [ N o ek, [A] s 25 ) B8 B[] | ~f 0 B 4
R RES H I T b o
1.2.4  FLShAH LA XA S5 fE 1Y 52 T

HERERG A U0 gk, i
=SS, W KR A A3 ) R A=
40:60; A2=50:50; A3=55:45, ) 0.5 mL/min [}
HEAT, HE 1.2.2 85 50 Jr b A S B g 1A
1.2.5  Jit i XA RE A9 52

HERERS 1, voa Sk ik, LUk
FRHE 50250 (1% F s /K B WA M sh Al H A 4
Wi S5, W 4 i A - B1=0.20; B1=0.22; Bl=
0.25;B1=0.28; B1=0.30 ( }i.{i , mL/min) , #% 1.2.2 %}
M E Ty A AR B AR A
1.2.6  EAE 6 35 AR AT KRR Y 52

RS, H U0 g A Ak, LA
R BLUE 500 50 (1 B EE /K W WOPE S I sh A, A
0.25 mL/min BRI B 1T, LR A HF A o 551,
FEHE 50 - C1=0.1; C2=0.2 (447 , wL) , % 1.2.2
S5 E Ty ik R A B Ak R
1.2.7 8 AOHORE 22 G0 0 8 1 A A R RE 1Y 52 T

AR IR RS A 1.1 T A kA
A3 R INGR . PR WA R 8 0l 15 R R (1
SRR, PR S S B 1. T R AL
WA 2 e AfE AR R 35 2 80ny il g 410 0 3k 2.
Fie 1.2.2 25 M@ e 15 8] gk A

x1 FWWHALSH
Table 1 Two types of liquid chromatography parameters

(R WA (ARE) Wi (mL/min) #EEE(pL)
%S E— 40:60 [ LG /K R R 0.50 1.0
O3S 5050 0 HT I/ KI5 W 0.20 0.2

®2 AHBSHRERSERERRIESHNIKEA
Table 2 Experimental group for two ultra-high performance
liquid chromatography systems using the same

chromatographic parameters

S5 41 5] WA R 5 [ENE= 254
D1 24 1290 Infinity 11 1% 5 B —
D2 %t APUS Plus
D3 ZHEAE 1290 Infinity 11 (ENTE S -
D4 T %% APUS Plus
2 #R

2.1 A H X (AL AL AL RE A
Wt & W s AR A HUAR L i 39, 36 R I 1A
Frdseag , BRBe AR B N, W 3.

x3 MIAEARELLG T REEEVNREVESR
Table 3 Results of chromatographic column efficiency

determination under different mobile phase ratios

SRy ZEARE I Sl g HEAL

4151 (min) B sy TERAT
Al 1.291 0.226 3700 1.7
A2 4.159 0.274 26 580 1.0
A3 4.539 0.185 72 200 1.0

2.2 JEN AR BRI
T/, O BT R, S e B AR O [ I
A BT RERMIEREER R . WK 4.
x4 ARMETERIEEHEAENESER
Table 4 Determination results of chromatographic column

efficiency under different flow rates

S FRRBN e HEAk i)
415 (min) T (RS ARED) R
Bl 6.717 0.264 77 000 1.0
B2 6.090 0.244 71 000 1.0
B3 5.289 0.221 67 700 1.1
B4 4.702 0.206 61 000 1.0
B5 4.369 0.198 59 320 1.0

2.3 JEAE X O T AR A SRR Y R
Pl R A B 25T, R s oK B AR T A
Ko W5,
*5 AREBHHFEETRIEHERENESER
Table 5 Results of chromatographic column efficiency deter-

mination under different injection rates

g ZRARE IR U GE FERL i

ikl (min) T (EERIIERED) HT
C1 5.289 0.221 67 700 1.1
C2 5.304 0.221 68 020 1.0

2.4 RSO 22 B8 % €0 3% B AL SR RE Y R i)

S H— 0, R R G 100, P (5 b
(25 BB RS ME , IF H U04 @A ke X
A 27040; AESH W CRHAZ I MRS 2, £
AT A AR ERLE I B IR X P R G
AR AR B AR Rt R P o B . L 6.
3 itig

] — 8 R R A R G, B K B R 7 T
S AH EE AT L G R R B K, AR RS A PR F
REBFFEOIESH T, LIEERE 1, B ER
45 2 A5 P R RUAK €0 3 A 00 B S RE 38 A A TIE
GB/T 30433-2021 % T & K #L e A BOK T 72 000
(R AT SR 38 F o O RS A . R A B
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Table 6 Determination results of chromatographic column efficiency under different ultra-high performance liquid

chromatography systems

S5 21 ) Ol MR A R 52 (URF YR ZE A B3 i] B] (min ) I B FERL (KR AR ) iR+
DI1-1 2484 1290 Infinity 1T Uo1 3.681 0.166 59 480 1.0
S nrini

D1-2 c ¥ U04 2.215 0.154 27 040 1.0

D2-1 . uo1 3.779 0.110 130 782 1.1
F7%¢ APUS Plus

D2-2 Uo4 2.283 0.085 79 954 1.1

D3-1 N " Uo1 14.559 0.429 130 940 1.0

LA 1290 Infinity 1T

D3-2 U04 6.717 0.264 77 000 1.0

D4-1 . Uo1 12.618 0.369 129 432 1.1
F7%4¢ APUS Plus

D4-2 uo4 6.084 0.227 79 830 1.2

FE R A T e AR R G T, R A e T 4
SR SRR T AR R

AR BB RS R 1k S5t
U048, 3135 A 14 FE 280 22 BE A K, 38 WA A1 24 1 X
BB AR B (35 I FR P PP S 1 A W] 2R
Mo BARBHIT A2 55 I B BWRRE AR % il 3 4
NPT = 4 3 (S R T AR N1 NN A 5
RS A RCRE B e (B B AN T RE S AR
BRAE SN B R . Yoachim 55 AN [ 45
RRURT i 3 A A SD A3 X 4 A WS 1) S i I R A
P FR 23 RS o D0k R SR R T8RN . B I A
SEUCAR TR AR SN PR AR AT I E , o 28 i ) A
ARSI AP 5IA THAMEA B>
S8, IS LR BA A TR A P U AR BR A AR A5 B A
NIER MBI 25 R AT RE . EeATOF 5T 4R
AT SR AR B0 2 05 R AR SN B L AT
SLHEASERY AT I R SRR
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AN IR A= i PRV L P LI s I A 9 PRAFAIE I 5

W . By AR
(4 E] BH o0 AR G R gL B 0 I OW BREE . ik R LRl Je il

B — N BEBE 2019 4F 1 H % 2023 4F 12 7 188 {41 £ 35 i M LR i 2B 35 I PR Rk, #e AF % R [R) 43k 2B
B AR A A X A R I R B AR A T S e A g . SR AR F WA,
A5 R PR 43 301 BE R R B 2 A B R T M I PR 43 9T b e v LA I AL, 22 A SR e L (P<0.05) .
AUy R R VA R AR AL 2 0] 22 7 C G 24 7 L(P>0.05) . A B W14, ER FH P SR AK T HoAb M
2, Ki-67 283k th il T H A4, 25 A G it 27 X (P<0.05) . PR FHM:S HER-2 KA I 43 T 45 1
FAIZF TG X (P<0.05) . G518 5 HAbA: & A A ZLIR A L, 28 30 LA g s R 23 J e e
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Clinicopathological characteristics of female breast cancer in different life cycles
CAO Ming, XU Man, YANG Xiaomiao, HUAI Jianguo™*
(Department of Pathology , Wuhu First People’s Hospital, Wuhu, Anhui, China, 241001)

[ABSTRACT]
patients in different life cycles. Methods

Objective To analyze the clinicopathological characteristics of female breast cancer
The clinical data of 188 women with invasive breast cancer were
collected and divided into the fertility group, the menopause group and the menopause group according to age.
Results

clinical staging were significantly higher compared to the other two groups (P<0.05). There was no statisti-

In the reproductive age group, the rates of higher tumor staging, lymph node metastasis, and later

cally significant difference in organizational credit type and histological grading among the groups (P>0.05).
Additionally, in the reproductive age group, the ER positivity rate was lower than the other two groups, and
the proportion of Ki-67 high expression was higher than the other two groups, with statistical significance (P<
0.05). There were no significant differences in PR positivity rate, HER-2 status, and molecular typing among
the groups (P>0.05). Conclusion Compared to breast cancer in other stages of life,, breast cancer during the
reproductive period tends to present at a later clinical stage and has a higher rate of lymph node metastasis, in-
dicating a more aggressive nature. Therefore, it should be approached differently in terms of prevention and
treatment compared to breast cancer at other stages of life.

[KEY WORDS] Breast cancer; Clinicopathology ; Immunohistochemistry ; TN staging
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h 55 B A, ARWEIE T AN [ AR i R I 3L RO
e PR A B 9 22 S, 2 i %ok 7L B e )7 K2y
Rft—EmZ% . T ILEW 5 EF LI %
FE WL, BEATEARBTSEIEE AN

1 ARSI

1.1 Wk

TE LS B e T A — N RVES BE 2019 4F 1
H % 2023 412 Atz izl 2 RS, 1T
G VI B 2ot B K 188 ] . 4F- 1% 28~83 &, h i
R 52 & i A R AR B gy o AR A
(26~45 % ) 41 1] (21.81%) , F 4F B 41 (46~55 %)
81 #i (43.09%) , 4t 2 Wi 41 ( >55 % ) 66 {4
(35.10%) , % £ 41 5 19 I PR B0 RF AiF 2F 17 48
THEE o BT e . A BF 5T Ol Je T 2 — AN IR
= B A8 0 22 01 23 ¥ A%, 0 20 i RS B B RS 4
W, R ANHBFETER . AHFCEEA
1A &
1.2 ik

FARMIEFRAS , 1 109% s VEFR R DAKRE 2
WL A B AT S Ak 2R Y, Y (4R
Wik . BR PUik (FEpES SP1) (PR Hiiik (b5
1E2) \HER-2 $L{& (52 B 5 4B5) i Hii 1 % [K A W]
Pt Ki-67 (vi &5 8F1) i i) g 845 R 2 w0
7 g B 404 3 — 25 ¥ UltraView HRP-Multimer
DBA & 2857 & . Reaction Buffer 2% P it 2535 h Bt
+ 2 RA R, b Y S K4 H 3l
1 8 2H 4146 % {Y (Roche BenchMark ULTRA ) 1 ik
17 PIA4 R s LA b 38 R 0 %) 55 R0 BT 7 M e
BEAALY) AT IR R, 45 KR B AR 2F TR,
XTI T 43491 N 4330 i R o 10 (ZH 42 s 2
A0 R A A5 I PR s BRARFAE E AT 09 28, E M e 124 4y
B b PR 2% 4% 2 () 25 5%
1.3 SRS dbnifE

J 9 T N 43 3 S PR 43 1K i 2017 4 36 E
i OE B8 5 2= 61 2> (American Joint Committee on
Cancer, AJCC) %5 8 it 7L i 98 i BE 2 43 W A v
M T ASHESE T3 W H 30 F T2 915 T3 W1H K
—4 . #2019 Jit WHO FLER b Fz W50 e 525 )
FL AR v M S A e 0 O 3L R R g R R R R
T 5 2L R /N I AR A U R L RR R v T R R R S R
20 42 43 94 fd ) Nottingham 22 487, B i 43
[N RN (1 S = A R o K SN P S e R NG

I —FF St e Ak 25 AR R K T g2
CHLIR 1297 $8 1 (2022 W) ) 3 72 AH AR E™, X
ER PR HER-2 ¥ Ki-67 ik 1E Wi 171425, HER-2
2+, 4 U i E IR A 4% 38 (FISH ) A8 I HIE 52
A HER-2 B Y34 1, 14 2 HER-2 FHAE 5 UE 55 K
HER-2 B: R P#81Y , 3 4 HER-2 £ £ i5 . Ki-67
<20% 3 A K % 35, Ki-67>20% V3 4 & %3k .
] B, A0 4 fe 95 A Ak 0 52 25 SR E AT 4 F o AL gy
200y F Ay R IE 5 R 4 50 R - Luminal A AU
Luminal B # \HER-2 [ 4 (HR FH%) \HER-2 FH 14
(HR B ) F1 = 914 .
1.4 Guifepabsg

& HI SPSS 29.0.1.0 4t it B 4 #E 17 58 1 22 4k
Mo THECERH n (%) #5381 ¢ K5 . P<0.05 4
EZRAFRIFE L,

2 #£R
2.1 WFFTIR I i
AHIF I 15 BRI DL 1

x1 FARAEIERFREFERBSHER (n(%) ]

Table 1 Distribution of cases with different clinical and

pathological characteristics in this study [7(%) ]

I PR 975 B AR FIE gl 15155
gl ?*@ﬁﬁﬁﬁ T1(<2 cm) 94(50.0)
cm)
T2(2~5cm)+T3(>5cm)  94(50.0)
N L3 76(40.43)
KR 112(59.57)
I PR 43 19 T 66(35.11)
I 4] 81(43.09)
I 4 41(21.80)
P AR S | B[RS <3ii] 176(93.62)
FRRR A 12(6.38)
I A 135(71.81)
4 53(28.19)
RpEdfk ER P 102(54.26)
Bk 86(45.74)
PR PR 88(46.81)
Bk 100(53.19)
HER-2 PH M 50(26.60)
fk3=ik 71(37.77)
[R5 67(35.63)
Ki-67 [SE 32 107(56.91)
3=k 81(43.09)
Gy F o Luminal A % 62(32.98)
Luminal B %! 28(14.89)
HER-2 [H: (HR BFHME) B 16(8.51)
HER-2 [H4E (HR [I#E) & 34(18.09)
—HIE 48(25.53)
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2.2 IR A A LR TN 4330 oA

T 53 1 Lo 3 - 26 & 1A 41 20 IR o s 91 v, T2+T3
SRR S T HAM Y, 2R BA 528 X
(P<0.05) . W L5 N . 4 & WL
TR B R OSSR R m T HAL A, 22 R BA
Gt # R L (P<0.05) . RS (TN) i A F
1 ZL AR 0, R I R o B (T e T

HoAh w4l , 22 5% B Gt % & X (P<0.05) .

W2,

2.3 IRl A FA I LR AR 0 212 AR
AR R A 2 ) B R 2 R

TG 2# 8 X (P<0.05) . HEUF0 g K454

FLAR IR ) Z ), A2 0y 9 22 S/ RG22 B X

(P<0.05). WLZ& 3,

F2 AEEAEBHIIRE TN SHLLE (2(%) ]

Table 2 Comparison of clinical and pathological stages of breast cancer in different life cycles [1n(%) ]

4 Ji g fe K E A% SR 15 PR 43 19
- T1 T2+T3 s KEGH I I Il|
A H M 11(26.83) 30(73.17) 24.(58.54) 17(41.46) 9(21.95) 15(36.59) 17(41.46)
AR 1) 51(62.96) 30(37.04) 30(37.04) 51(62.96) 31(38.27) 37(45.68) 13(16.05)
24 22 1) 32(48.48) 34(51.52) 22(33.33) 44(66.67) 26(39.40) 29(43.94) 11(16.66)
71 14.31 7.349 12.432
PH <0.001 0.025 0.014

*3 AEAEGERARIBRBEARZRE (2(%)]
Table 3 Histological comparison of breast cancer in different
life cycles [n(%) ]

o H YA EERAEE
) AERFR AL HRIRIY - m oAk K54k
W 37(90.24) 4(9.76) 29(70.73)  12(29.27)
WA 77(95.06) 4(4.94) 63(77.78)  18(22.22)
A2 62(93.94) 4(6.06) 43(65.15)  23(34.85)
P! 1.075 2.523
P4 0.584 0.283

®5 AREREAHIBRESFIELILE (%) ]
Table 5 Comparison of molecular typing of breast cancer in
different life cycles [n(%) ]

Luminal HER-2 fH#: HER-2 BHA%

Luminal — RH
A Ta 0w Bm (MREME) (MR O
AHEW 9(21.95) 6(14.63)  2(4.89) 8(19.51) 16(39.02)

AR 32(39.51) 10(12.35) 10(12.35)  14(17.28) 15(18.51)

#2219 21(31.82) 12(18.18)  4(6.06)  12(18.18) 17(25.76)
71 10.481
PAii 0.233

2.4 IR A i B LR e S e 2H AR 25 R TR
ER: 4= & W40 ZL 96 05 9 b ER PHPE LT
oAb, 22 5% HA Geit 2% L (P<0.05) . PR: 4%
21z ], PR PH MR 22 R 41t 2% B L (P<0.05) .
HER-2: 4541 Z [d] ,HER-2 RS 2 R G i3 L
(P<0.05) . 20 3% 5 45 B0 (Ki-67) : A= & 10 2L AR i
Bl Ki-67 m Rk R T HAL A, 255 A
HY it L (P<0.05), W4,
2.5 IR AE A JE LR o - o B LA
Sz, T oaiER Lg% E X (P>
0.05). W5,

3 itig

S ROl TN B (9T WS BN e R VA
fER R o ABFFE B, A WA I AR AR,
B T oW (T2 T3 3] (kL4 56 B8 J 3 L il s
HARIIA e A, A5 RS EAMIT SO — B
ABEFEAE B WAL 41 0], BV R 2 B
VT AR RS AR B RKSE AL DB F B A
T, He il TR o o A A WL e e A
Ew L, o KRR, BURTETEAE . HEURS A
ST, =2 R ) O 2 5

R4 AREGEAPHIAREREANLILLE (2(%) ]

Table 4 Immunohistochemical comparison of breast cancer in different life cycles [(n(%) ]
W ER PR HER-2 Ki-67
FH 4 144 FH 44 B FHAE ik 144k ik filk#ik

EFH W 14(34.15)  27(65.85) 17(41.46) 24(58.54) 10(24.39) 15(35.59) 16(39.02) 31(75.61) 10(24.39)
FAEW 51(62.96)  30(37.04) 43(53.09) 38(46.91) 24(29.63) 31(3827) 26(32.10) 42(51.85)  39(48.15)
a2 37(56.06) 29(43.94) 28(42.42) 38(57.58) 16(24.24) 25(37.88) 25(37.88) 35(53.03) 31(46.97)

P! 9.241 2.262 1.023 7.097

Pl 0.010 0.323 0.906 0.029
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MR A2 1R (ER) BEWE S HEI R 45 &, NI 51 &
— Z BN AR (A5 5 A% Tl B | 2 175 0 240 i 1) A=
Yrfad #t o AEFUIRIE D MESCR 32 IR FH I Bk e 2
JHL 08 i 7 R 95 2R P SRR AR A RN EARE
i, A WIZH ER BRI S A T B AR ] | 48 28 10
M, HESAEGITFE L TSR ZERBEY
FLMR I B A IR YT — R IR IT T B
T R Z ARG S R m R BRI R
XoF s 200 S P SRSV P, DA T 0 o 98 4 L g A A R
B AR EIFLUIRE ER BHME AR, 328 H = 7L
PR e, HE MBS AN R TR K. Rl d
WA= B I FL Y T BB AEAE R 23 F AL . PR FHAE
F N HER-2 RS =AM LG 2 - 255, 5id s
EREERA FrRR . s i A A 4l i
TS AR A AR AR P REAR 548 3 SR 7= A AN
IS T2Aas R A, A F 4L Ki-67 Mkt
BlRC AR A A, S AR R A SR —
A E U R R R L RIE L
IRIE SR S A FLIRIE 7 o B R A St
RS (A T = LR LR T
SRR AL e A S A IR A SIS R A
Geiter i A ATRE S AR EAC SR M

SRy Ao gL A E AL £
Sy B A 1 BRI U IR, AN ) 5 A FL R R b e X
5ro AEE WLPE A SRR R A . RS AT
KT A5 % VL Bt ABE, 545 A e e e 2L
AT AR o RN AR ML R AR I A4S T THT
M, R M AR IR S . LR R R,
YT A B WIRLERE IS B R A R
WO LR R . A WU B A R
1R 28R TG 22 5 A WA R AE I PRI X 2 AT
NEANPASGH:  JFAESRT 297 Lt g b 2.
RS RN  HER-2 (KRR FLIRIER VAT IS —
SEVERE  ARWFIEAE T A2 35.59% FLARJE B E it
ARAS XN JE S U TR T TR S 55

EE e NI RE T S el = N S el 7 N
WM SR TS R N A I R R
1o i R U, in s O A ) B R 2 A
FUIR R A BRI g RIATT .
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[(# ZE] B W26 B s b ia 97 xH 24 2 il (CRF) B & 5 D168 Ll 2F 4 40 i 2k
KN F-23 (FGF-23) K R PR F B0 . sk B 2021 4F 4 H & 2023 45 11 A 9541 AR EBEIih
{) CRF {5 72 0, YR IR 97 7 26 i 22 S Hooy S ek BB 4 (7 LA I IRGB MR )T, n=35) 5 WA 4 (F A 2%
AR EARTRYT  n=37) o LI PALIG IRYT 2% B ThRe [ im fR 2 20 (BUN) . ifit JLEF (SCr) . It LI 35 B
R (Cer) ] \FGF-23 K RAEHN F7KFE[ AN ZE-6(1L-6) IR N F-a (TNF-) . C JZ 1 % 1 (CRP) |
IV AR B0 T B, TR EE 11 (B,-MG) AR S5 IR 2 (PTH) | [W] L2 B 2 2 (Hey ) | A R T & E &
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Effect of heterogeneous blood purification therapy on renal function, FGF - 23 and

inflammatory factors in patients with chronic renal failure
XU Wanting , ZHU Xiaojing, ZHANG Aihong, LUO Yangui*
(Blood purification center, Xi’an People’s Hospital/Xi’an Fourth Hospital, Xi’an, Shaanxi, China, 710004)

[ABSTRACT] Objective To investigate the effects of heterogeneous blood purification therapy on re-
nal function, fibroblast growth factor-23 (FGF-23) and inflammatory factors in patients with chronic renal fail-
ure (CRF). Methods Seventy-two patients with CRF admitted to our hospital from April 2021 to November
2023 were selected for the study. They were divided into two groups: the control group (treated with hemodi-
alysis, n=35) and the observation group (treated with heterogeneous hemodialysis, n=37) based on the differ-
ences in treatment protocols. Clinical efficacy, renal function markers [ blood urea nitrogen (BUN) , serum
creatinine (SCr), serum creatinine clearance (Ccr) ], FGF-23 levels, inflammatory factors [interleukin-6 (IL-6) ,
tumor necrosis factor-a (TNF-a), C-reactive protein (CRP) |, blood purification markers [ serum B2 micro-
globulin (B2-mg) , parathyroid hormone (CRP) ] PTH) , homocysteine (Hcy) , and complications were as-
sessed. Results The total effective rate of the observation group (94.59%) was significantly higher than that
of the control group (77.14%) (P<0.05). After treatment, the levels of BUN, SCr, IL-6, TNF-«a, CRP, B,-MG,
PTH, and Hcy decreased, and the levels of Ccr, ALB, TP, and Hb increased in both groups. Additionally,
the levels of BUN, SCr, IL-6, TNF-a, CRP, B,-MG, PTH, and Hcy in the observation group were lower
than those in the control group, while the levels of Ccr, ALB, TP, and Hb were higher than those of the con-
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trol group (P<0.05). There was no statistically significant difference in the total complication rate between the

two groups (P>0.05). Conclusion Heterogeneous blood purification therapy has shown significant clinical ef-

ficacy in patients with CRF. This therapy can effectively improve renal function, reduce the levels of FGF-23

and inflammatory factors, and enhance the effect of blood purification.
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Table 2 Comparison of renal function between the two groups (x =s)
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AT IR 7 i TG R TG
X R 2 35 25.96+3.72 16.04+2.51° 831.59+24.82 368.09+13.29" 28.29+2.57 36.71+2.35"
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P 0.726 <0.001 0.665 <0.001 0.362 <0.001
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&3 WHFGF-23 RRMEEFKFELE (3s)
Table 3 Comparison of FGF-23 and inflammatory factor levels between the two groups (x +s)
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PAH 0.528 <0.001 0.859 <0.001 0.642 <0.001 0.848 <0.001

0« AL AT IS R, *P<0.05,



ST LIRS

20244F11 H #5164 #5113 J Mol Diagn Ther, November 2024, Vol. 16 No. 11 - 2093 -

F4 MAMBEUBRLER (xxs5)

Table 4 Comparison of blood purification between the two groups (X +s)
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Alterations of serum SAA, sST2 and sCD40L in patients with stable coronary artery
disease and their predictive value for adverse cardiovascular events

WEI Xin', SHEN Liaoliao®*, CUI Han', WANG Yuyan', SUN Ying'

(1. Department of Clinical Laboratory, Xi’an Fengcheng Hospital, Xi’an, Shaanxi, China, 710016; 2. De-
partment of Clinical Laboratory, the First Affiliated Hospital of Xi’an Jiaotong University, Yulin Hospital,
Yulin, Shaanxi, China, 719000)

[ABSTRACT] Objective To analyze the changes in serum amyloid A (SAA), soluble growth stimu-
lating gene 2 protein (sST2) , and soluble leukocyte differentiation antigen 40 ligand (sCD40L) in patients
with stable coronary heart disease (SCAD) , and explore their predictive value for adverse cardiovascular
events. Methods A total of 284 patients with SCAD were admitted to Xi’an Fengcheng Hospital from Janu-
ary 2020 to June 2023. They were enrolled as research subjects. Based on Gensini scores, they were divided
into the mild group (<26 points, n=93), the moderate group (27-40 points, n=158) and the severe group (>
40 points, n=33). The concentrations of serum SAA, sST2 and sCD40L were compared among the three
groups, and their predictive value for major adverse cardiovascular events (MACE) was analyzed. Results
The concentrations of serum SAA, sST2, and sCD40L in the severe group were higher than those in the mod-
erate group and higher than those in the mild group (P<0.05). They were also higher in the MACE group com-
pared to the non-MACE group (P<0.05). Logistic regression analysis showed that diabetes mellitus, elevated
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low-density lipoprotein cholesterol (LDL) , elevated SAA, elevated sST2, and elevated sCD40L were inde-
pendent risk factors for MACE in SCAD patients (P<0.05). ROC curve analysis showed that the AUC of se-
rum SAA combined with sST2 and sCD40L for predicting MACE was 0.837, greater than that of each bio-
marker individually (P<0.05). Conclusion The levels of serum SAA, sST2, and sCD40L are correlated

with the severity of coronary lesions in patients with SCAD. These three levels have a high predictive value for

MACE, making them a potential way to predict prognosis.
[KEY WORDS]

Stable coronary artery disease; Serum amyloid A; Soluble growth stimulation ex-

pressed gene 2; Soluble cluster of differentiation 40 ligand ; Adverse cardiovascular event
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2.1 A [A 5 Bk ok A8 #2 B SCAD M 34 IfiL 7 SAA.
sST2 .sCD40L /K - [t %%

1M SAA . sST2 . sCD40L 7K - : T J& 4 > J&F
>R EY, 25 A %% 2 X (P<0.05) .
k1,

£1 AEEEFERZE SCAD B MiF SAAsST2.
sCD40L 7K *F LE 7 (%)

Table 1 Comparison of serum levels of SAA, sST2 and

sCD40L in patients with SCAD with different degrees of

coronary lesions (X#s)

205 n SAA(mg/L) sST2(pg/L)  sCD4OL(g/L)
B4 93 3.26+0.83" 22.49+5.63" 3.66+0.57%
hEELH 158 4.01+0.99° 31.67+7.85" 4.88+0.92"
HEH 33 5.93+1.20 42.0610.14 5.27+1.34

F1{4 92.470 79.521 68.780

P{H <0.001 <0.001 <0.001

5 A, P<0.05; S ¥ 4 b5, °P<0.05,

2.2 MACE 4 #i1dF MACE 4 Ifil 7 SAA . sST2.
sCD40L 7K b5

BV 1 4F, 95 4] f 35 & 4 MACE. MACE 4
IML7% SAA sST2 ,sCD40L /K ¥ = TJE MACE 41, %
SHGIFE X (P<0.05), W2,

%2 MACE A M3IE MACE 4117 SAA sST2,sCD40L
KELLE (x+s)
Table 2 Comparison of serum levels of SAA, sST2 and
sCD40L between MACE group and non-MACE group (x+s)

205 n SAA(mg/L) sST2(pg/L) sCD40L(wg/L)
MACE#H 95  4.75x1.39  34.75%9.82 5.03+1.13
JEMACE4 189  3.6020.95  27.41+8.60 4.27+0.95
18 8.126 6.456 5.915
P{A <0.001 <0.001 <0.001

2.3 MACE 4 #19F MACE 4 Il PR %Sk} He #5¢
MACE 4 f19E MACE 41 4F i#% . B JR 9% . TC .
LDL [b#, 2 7 BAA g4 8 L (P<0.05) , R4k
S W AR v I E D e A 42 \FBG . TG HDL. [
g2 R e N AR e p ki I 8 o R W10 R o
ER TG FEL(P>0.05), L3,
2.4 Logistic [ 447 SCAD 3 % - MACE 1
R R R
BR2.3THEHAZRITHEXWEENA
Logistic [ 5 7317 , 25 5 W/, 8 G W /R %% . LDL
= SAA Tt sST2 Tt i  sCD4OL T & 34 hy 5%

%3 MACE HAMIEMACE AEKERILLE [n(%), (x2s) ]
Table 3 Comparison of clinical data between MACE group
and non-MACE group [1n(%), (x+s) ]

MACE 4] FEMACE4 ,

A (n=03)  (n=1g9) X/ P
(%) 5.537 0.019
>65 116 48(50.53) 68(35.98)
<65 168 47(49.47) 121(64.02)
4 5] 0.347 0.556
% 206 71(74.74) 135(71.43)
© 78 24(25.26) 54(28.57)
W A 1.153 0.283
el 116 43(45.26) 73(38.62)
o 168 52(54.74) 116(61.38)
= LR 2.677 0.102
H 139 53(55.79) 86(45.50)
J 145 42(44.21) 103(54.50)
T R s 15.001 <0.001
el 81 41(43.16) 40(21.16)
T 203 54(56.84) 149(78.84)
B IR 4 1.412 0.235
el 63 25(26.32) 38(20.11)
X 221 70(73.68) 151(79.89)

FBG (mmol/L) 5.53+1.62  5.46x1.48 0.364 0.716
TC (mmol/L) 5.16£1.08 4.74+0.89 3.488 0.001
TG (mmol/L) 1.59+0.27 1.55£0.26 1.208 0.228
HDL (mmol/L) 1.1420.32  1.09£0.38 1.101 0.272
LDL(mmol/L) 3.27+0.77  2.7520.59 6.307 <0.001
M 203 £k (x10771) 6.62+1.4  6.44+1.37 1.037 0.301
e o B

qﬂ&fi'm@ﬁﬁ 4.69+0.93  4.52+0.99 1.393 0.165
(x10°/L)

N e

(X10'IL) 1.740.53  1.58+0.50 1.870 0.062

SCAD ¥ % 4= MACE [l 57 fE K 2 (P<0.05) o
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BT SRR A I (P<0.05) . W5 K1,

3 Wi

ek 5 A L AET T e 7 i H 2 51 s LR i,
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I R AR AT A SR —RRUAL

SAA EA 2 7 Z b 40 M [R5 6 B IR 1~ 3k
SRHPER], 0T 21818 2 5 LS P R AE LA K
PR FEREAL S AR o AR, ML SAA K-
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#F 4 Logistic B34 4 SCAD 2% % £ MACE K

HImE R

Table 4 Logistic regression analysis of the influencing factors of MACE in patients with SCAD

B2 T A B1E SEH Wald 5" {8 OR1H 95% CI P1E
AE A >65 % =1;<65=0 0.438 0.352 1.550 1.550 0.778~3.088 0.213
W R 9 H=1;7=0 1.100 0.374 8.639 3.003 1.442~6.251 0.003
TC VIR B A 0.301 0.191 2477 1.351 0.929~1.964 0.116
LDL VUREE B A 0.925 0.260 12.685 2.521 1.516~4.194 0.000
SAA VIR EU(E B i A 0.865 0.163 28.280 2.374 1.726~3.265 0.000
sST2 VAR EUE B i A 0.077 0.019 16.651 1.080 1.041~1.121 0.000
sCD40L VUSRS B A 0.829 0.173 22.964 2.291 1.632~3.216 0.000

%5 & SAA.sST2.sCD40L 3t SCAD #£#& MACE K
&
Table 5 Predictive value of serum SAA, sST2 and sCD40L
for MACE in patients with SCAD

Eisn I AUC  95% ¢ URE R
SAA 4.43 0.748 0.693~0.797  0.684  0.661
sST2 33.47 0.716 0.660~0.768  0.547  0.820
sCD40L 4.53 0.703  0.646~0.755  0.610  0.693
SHIE 0.837 0.789~0.878  0.842  0.630

iy £k

—~SAA

--sST2

sCD40L

- S HES

— By

0 02 04 06 08 10
145

B 1 IniE SAA.sST2.sCD40L 3t SCAD F#& MACE il
B9 ROC %k

ROC curve of serum SAA, sST2 and sCD40L for

MACE prediction in patients with SCAD

Figure 1
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50T B A A I A ML, I AR Tl ok 3 22 B 3R, LU AN [l ik 3 22 i 3R 0T 2L o 00 I 1 400 ) 28 8 5 e PRSI B 5
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Mechanism of curcumin regulating PTEN/miR-182-5p axis to inhibit the occurrence and
development of breast cancer

CHEN Jing', GAO Yanchun’*

(1. Department of Biochemistry, School of Basic and Forensic Medicine, North Sichuan Medical University ,
Nanchong, Sichuan, China, 637100; 2. Department of Thoracic Surgery, the Affiliated Hospital of North
Sichuan Medical College, Nanchong, Sichuan, China, 637000)

[ABSTRACT] Objective To explore the mechanism by which curcumin regulates the phosphatase
and tensin homologous gene (PTEN) of human chromosome 10 deletion (PTEN) PTEN/miR-182-5p axis to in-
hibit the occurrence and development of breast cancer. Methods The human breast cancer cell line MCF-7
was cultured in vitro, and logarithmic growth cells were obtained, and different concentrations of curcumin
were added to compare the inhibitory efficiency of different concentrations of curcumin on breast cancer cells.
According to the experimental requirements, the MCF-7 cells cultured in vitro were divided into the normal
control group, group A (curcumin treatment) , group B (curcumin + transfection of miR-182-5p mimics) ,
and group C (curcumin + transfection of PTEN inhibitor BpV+miR-182-5p inhibitor). The expression levels of
PTEN and miR-182-5p were detected by RT-PCR. The expression levels of KI67, Caspase 3, matrix metallo-
proteinase-2 (MMP-2) and MMP-9 proteins related to cell proliferation, apoptosis, metastasis and invasion

were detected by Western blot. Results Curcumin treatment for 24 and 48 hours inhibited the proliferation of
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MCF-7 breast cancer cells, and the inhibition rate increased with the increase of curcumin concentration: The
inhibition rate was 80 wmol/L >60 wmol/L >40 pwmol/L >20 wmol/L (F=276.512, 255.478, P<0.05). Com-
pared to the normal control group, the expression level of PTEN in groups A, B and C was increased (F=
11.536, P<0.05), while the expression level of miR-182-5p was decreased (F=10.896, P<0.05). Compared
to the normal control group, the protein expressions of KI67, MMP-2, and MMP-9 in groups A, B, and C de-
creased (F=10.569, 10.412, 8.210, P<0.05) , and the expression of caspase 3 increased (F=11.911, P<
0.05). Conclusion Curcumin can inhibit the occurrence and development of breast cancer by regulating the
PTEN/miR-182-5p axis, promoting the expression of the apoptosis factor caspase 3, and inhibiting the expres-

sion of proteins related to cell proliferation, metastasis and invasion.

[KEY WORDS]

man chromosome 10; miR-182-5p
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miR-182-5p W43 5 GAPDH U6 3:A . 51¥1)%
I 1, ROV Z1F 95T R 5 min,95C4M:10s,

55CHE PE 3 05, 72°CHE i1 30 s, 58 W 40 G .
3 244 PTEN .1miR-182-5p (AN # A&

#&1 RT-PCRSI#FFI
Table 1 Sequence of primers for RT-PCR

HH L3514 (57-3") TSI (5-3")
PTEN 5'-ATAGCACGACGAGAGCAAACG-3' 5'-TTGTGATTATCGGCAGCGTC-3’
miR-182-5p 5'-TGCGGTTTGGCAATGGTAGAAC-3' 5'-CCAGTGCAGGGTCCGAGGT-3'
GAPDH 5'-TCGCTGAAGATTCTGACGAA-3' 5'-AGATCGACAAGCGATAGATT-3’'
U6 5'-CCAGTGCAGGGTCCGAGGT-3’ 5'-CCAGTGCAGGGTCCGAGGT-3'

1.2.5 Western blot £l

il iF Western blot 77 125 46: il - 2H 41 Jif 5 14 8
T e R IR 2R AN R A HE 1 - K67~ BE 2 R 8 H
fif} 3(Caspase 3) . FE Ji 4 J& & F1 i -2 (MMP-2) L4 J
MMP-9 #ik . WHE A AL A0 R R 1, 58 L vk %
B —PUE VR PR e ERAE S L m
AR MAAF ECL #F 47 i A 84, B-actin fEN S, R
HH A BandScan5.0 4341 5O % B AR 70 1H
1.3 Stz

K G2 SPSS 24.0 HE4T S84 #r ,
1z Shapiro-Wilk ¥ fll Levene’s 1 X 115 9 B} 1T 1E
AT 2ZEFFPER I , R AT A R H (e £5) %
7N, P[] L3R M ST FEAS 4G 56, 22 20 (7] L AR
22500 P<0.05 %R 25 5 BA G225 L.

2 HR

2.1 AN[R) e B 22 85 2% 6 MCF-7 41 g 33 5 /1) 52 i)

F vl Z A FRLHAE ] 24 h .48 h 20 K0 1) %
1 TS5 %k IR 2H (P<0.05) 5 H. 5 7 42 41 30 ) %
TR 4L (P<0.05) ; £ ZEH 48 h 5 24 h
X} MCF-7 4 Jf 33 58 (%) 30 i 7 T L 38, AN BAT e it
2R (P>0.05), WFE2,

2.2 FHWEX MCF-7 41/l PTNE .miR-182-5p %
oy A

A .B.C =41 PTEN K ik /K ¥ ¥ & T X i 41
(P<0.05) , miR-182-5p 5K ik /K P AIK T XJ f 41 (P<
0.05) ; B 24 PTEN .miR-182-5p 35 /K 38 T AL
C4H(P<0.05), W3,

2.3 LW FEN MCF-7 41 s P 1 1R 78
AH IR 1 235 1 52 1)

HXMALRK £ ZHRZMBAB.CA
KI67 .MMP-2 . MMP-9 % [ 3 ik ¥ F % (P<0.05) ,
Caspase 3 ik FTH(P<0.05) ;B 41 iR R ikK
1 B 722 AR B2 5 K (P<0.05) 0 WLk 4.

®2 AREREZEHEREIFLIREMME%K MCF-7 4 iiE3E
HIHIHIZ [ (x+s) ,n=6]
Table 2 Inhibitory rates of curcumin at different concentra-

tions on the proliferation of breast cancer cell line MCF-7

[(x+s),n=6]

ap UEC e s i el
S Yol IR 0 0.12+0.01 0.14+0.03  1.549 0.152
B g 20 18.96+2.06"°  21.83+2.75" 2.046 0.068
B o 40 27.83+2.43"  30.86+2.49" 2.133 0.059
e 60 39.06+3.15™ 42.33%3.69™ 1.651 0.130
LHER 80 48.74%4.25" 51.57+4.34" 1.141 0.280

FAH 276.512 255.478

P{H <0.001 <0.001

T 2 5 5056 % BRZH F 8, *P<0.055 5 20 wmol/L 25 8% K41 L, bP<
0.05; 5 40 pmol/L % #% F £ HL 45, °P<0.05; 55 60 wmol/L % #% K 4
H#5,4P<0.05,

%3 EHEEI MCF-7 408 PTNE . miR-182-5p Fik 7K F#Y
2 [ (x+s),n=6]
Table 3 Effects of curcumin on expression levels of
PTNE and miR-182-5p in MCF-7 cells [ (x +s5) ,n=6]

205 PTEN miR-182-5p
PO RN 0.18+0.05 0.84+0.03
A 0.29+0.05" 0.67+0.12°
B4 0.46x0.11" 0.72+0.09"
c4 0.31£0.09° 0.58+0.05"
F1{a 11.536 10.896
PH <0.001 <0.001

T 5 AL L A, *P<0.05 5 5 A 4] LE 3, PP<0.05; 5 C Al L #K
‘P<0.05.

3 it

IR ER —ERE LRI T RERT
R H ki  BUS M BT B MRIE RS H
B g e B8 A2 e ) SR EE R B 10%~30% 2
L, FUBR I RS 5 AE O AR fE R AR B, IR AR
Sk, Hp s 24 ol G PRYGRYT I A L B
FEAE LT, Z2 e 24 4 B 6T 400 ] i g i A
i 96 A48 B A K A A, 9% A i RE R AT S ROR
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F4 EFEWMCF-7HEEE VAT . BRBEEEMEX
EARIZMEM [(R+s),n=6]
Table 4 Effects of curcumin on the expression of protein
related to proliferation, apoptosis, metastasis and invasion
of MCF-7 cells [ (x5s),n=6]

205 KI67 Caspase 3 MMP-2 MMP-9
XFIRLL 0.34+0.08 0.27+0.05 0.67+0.09 0.56+0.08
A4l 0.26+0.05°  0.34+0.07°  0.54+0.08"  0.46+0.07"
B4  0.18+0.03™  0.46+0.06™ 0.41x0.06™  0.35+0.05"
C#4  0.23+0.02"  0.31+0.05°  0.52+0.09"°  0.48+0.09"
F1a 10.569 11.911 10.412 8.210

P {E <0.001 <0.001 0.001
SRR R, *P<0.05; 5 A Al H B, PP<0.05; 5 C 4l iR,
P<0.05,

<0.001

ARG ANTE S5 7 T A ROR

REALAF 5T 22 ), 22 38 25 4 B 30008 5 D S
T 2 g IV A5 22 P e Pl ygg vl 3 ot 2 a8 e R
S R O T A0 ) A B A RS AR 2 A A AR A
R4 DR 2 38 A AR AR R A o) ek e 2 TR A
TEFLIR i v, 25 3% RIOR X LR 00 & 4 kR A
S E RV BT e PR 2 R T LA i R
& N miR-19/PTEN/AKT/p53 %l 5 B %k MCF-7 41 ity
B BE AN o AR I AR SN A0 S 06 4 SR s 4% TR
J 3% ¥ 2 3R] X MCF-7 41 g 38 5 7= A 4 skl 7R
L2 IR AR, 400 ) 4 P B v 5 344 o 5
HEBEA RS RGP RIE T EE R XA
g 2 A R R A VR o

PTEN H A3 XU B 2 [ 35 1 , o7 A&k A= 40 {5
AL R T RS AR 3, 4- R i i IR VLB
(PIP2) LA J¢ 3,4, 5- = B W A5 Ik LI (PIP3 ) 25
iR A, JE 1 175 5 CDK 3G 1 570 P27 (19 16 4 , fff
75 40 e JE 300 455 i A G, DA T SEL OB 200 i 24 0 ek
P, R MR . b4h, PTEN 5 40 g B 22 A%
vk E A BA —E R EN, - RE LIRS
20 B AR A R R e A i e A LA R R
HEMH DI RE . AW A A B R T4
I th miR-182-5p Al &L N PR AH OC 3L P K G8 TS
Wnt/B -catenin {75 5 38 H 55 7% 72 1 18 9 40 M 1Y 1
T AR A MRS (R, R ULE T A
5B AR T T miR-182-5p 1E 3L i 40 i
HHVE T, 45 8 B R miR-182-5p 16 3L R 6 240 i
SEE ARk, Al A ) 4 EP300 2K 1 A
DL 2 20 I o 4 L A 12 28 5 38 . AR IR RS R 10
7N, 28 & ] LI #F MCF-7 FL I 9% 40 it b PTEN
(835 , TRl Xt miR-182-5p 1) 3¢ 35 HAT I/

X7 22 5 R A 0] BE I o JH 4% PTEN/miR-182-5p
Bl DL R FEAM LR R A R R AE Y o AW SR 45
LA 5 7 35 5 2 40 P S MCF-7 L1 98 4 At 33 52 4
KA KI67 . i 7% Fil 4= 28 AH OC 2 111 MMP-2 Al
MMP-9 F ik 7Kl 2 AL, P T-AH G 1 Caspase 3
A B 2 BT, LR miR-182-5p ik B T
iR 22 B 2K M0 IR PTEN 28 34 X 5, 1 988 40 it 4%
Pl AT O A DG B (1 Rk i B AE A, el A
T 22 8 20 L g R AR R TR I o A Rl
185 PTEN/miR-182-5p Sl SC B . % A A 20
WF 5% 5 7~ 76 FL R i B2 54 b PTEN Hl miR-182-5p 1+
135 5%, H PTEN X} miR-182-5p H. 4 # i) 41
R, 5 A 5% 45 5 AT AR BEPAIE

Zi bk, W E XU A R e R A7
22 HLAA AR, v 83 i I8 45 PTEN/miR-182-5p
B, OWG PTEN 2635 4] miR-182-5p 23K 3 1 41
il R A B 1 KI67 . MMP-2 MMP-9 % ik , 2 &
Caspase 3 F& 3K K45 %0 LM 4 2E 2 e i il VE T

S %

(1] B IR mE e , B0 . s Tl Lo P I L 39U A5 77
PR AT [T]. AR TR 52, 2023,49(11) :1373-1377.

[2] RIS, Sk EHMF, X EE . MTAL PTEN PD-L1 46l 7 % 4F fil
TR 8 R A D e B e B IR R ELLT ). 2 118
Wi 5iR97 2=k, 2023,15(9) :1622-1626.
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2 PRI R B % TFF3 .NF-xB /K S HiGR % &

MRk WHER S T ELE*

(8 E] HE S AarkBR R (AP) B m i = B F X%k 3 (TFF3) K 55 N F-«B
(NF-kB) R XK T ZH SRR, Aix EIR20184F 3 H 2 2019 4F 9 ] T4 %38 KFH
— Bt Bs BEEA T IR YT 1 2 AR 28 (AP) FR A 243 BIVE N BIFIE X 4 A4 AP B3 T R FE 43 M AE AP
(MAP 41,1n=120) . HJit AP(MSAP 4 ,n=67) FIH it AP(SAP 41 ,n=56) , W 5 H- 4 3 A 21 /B 5 JEAC TR
JEAG I 45 2 1M h TRR3 \NF-«kB 357K o MRIGA AL SLFF B 0 W e RIFAURMBUS A R4l R
Pearson 1% 43 1 AP i 45 IfiL i TFF3 \NF-«B 3K ik 7K - 5 i K48 5 09 A OGPk 5 5% 1 3200 TARRRE il 4
(ROC) 4717 TFF3 NF-kB X} AP J 35 T J5 il i fl . 458 1li¥ TC . TG .LDL-C } TNF-a.CRP 7K
S APACHE Il 143 L) X% L3 TFF3 .NF-«kB 7K - : MAP 2 <MSAP 4 <SAP 4 , 24 % Gi it 2% X (P<0.05) ;
2 Pearson WEAHIEMEHT , AP U I3 TFF3 \NF-kB 157K 75 TC . TG .LDL-C . TNF-a ,CRP } APACHE II
WA 2 A (P<0.05) , ROC 2025 S 7R , I TRR3 Tl AP A U5 i 4~ AL (AUC) 4 0.804
(95%CI:0.729~0.878) , Ifil.i& NF-«B H Il AP [ 35 T i) AUC 24 0.715(95%CI : 0.627~0.803 ) , B & 45 I 731
W AP 5 % Fi 5 1 AUC H 0.828(95%CI:0.756~0.899) , 4518 B AP &% ™ & FL A #4011 3% TFE3
NF-«B /KT, Pt brxt AP B35 FUE PPAG BA — & BN A, 0 = W HES 5 AP IR AR R

[REBIR] SRR =T RIEK 3, 5% HF-«B

Relationship between serum TFF3 and NF-kB levels and prognosis in patients with acute
pancreatitis

XING Binyu, SHEN Cunyi, LIN Ting, LI Xiaoning, TAN Wenjun*

(Department of Surgery Intensive Care Unit, the First Affiliated Hospital of Xi’an Jiaotong University, Xi’an,
Shaanxi, China, 710061 )

[ABSTRACT] Objective To analyze the expression levels of serum trefoil factor family peptide 3
(TFF3) and nuclear transcription factor-kB (NF-kB) in patients with acute pancreatitis (AP), and to explore
their relationship with prognosis. Methods A total of 243 patients with acute pancreatitis (AP) who were
treated at the First Affiliated Hospital of Xi’an Jiaotong University were included as the research subjects.
Based on the severity of AP, the patients were divided into three groups: mild AP (MAP group, n=120) ,
moderate and severe AP (MSAP group, n=67) and severe AP (SAP group, n=56). All patients were ran-
domly assigned to either a survival group or a death group based on their outcomes. Basic patient data was col-
lected, and ELISA was used to measure the levels of serum TFF3 and NF-«kB in each group. The Pearson
method was used to analyze the correlation between serum TFF3, NF-«kB expression levels and clinical indica-
tors in patients with AP. The receiver operating characteristic (ROC) curve was used to analyze the predictive
value of serum TFF3 and NF-«kB for the prognosis of AP patients. Results The serum levels of TC, TG,
LDL-C, TNF-a, CRP, the APACHE II score, and the serum levels of TFF3 and NF-kB in the MSAP group
and SAP group were higher, with the order being MAP group <MSAP group <SAP group (P<0.05). Correla-

tion analysis was performed using the Pearson method, revealing that the expression levels of serum TFF3 and

A AR B GG AL X R A (2023-YBSF-421)
ke mE B K FH— W ERIMEEEFA, G, % 710000
*BAZAE A % L&, E-mail : 18709240140@163.com
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NF-kB in patients with AP were positively correlated with TC, TG, LDL-C, TNF-a, CRP, and APACHE Il
scores (P<0.05). The results of ROC analysis showed that the area under the curve (AUC) of serum TFF3 for
predicting the prognosis of AP patients was 0.804 (95%CI: 0.729~0.878) , the AUC of serum NF-kB for pre-
dicting the prognosis of AP patients was 0.715 (95%CI: 0.627~0.803) , and the AUC of combined detection to
predict the prognosis of AP patients was 0.828 (95%CI: 0.756~0.899 ). Conclusion As the severity of AP in-

creases, the serum TFF3 and NF-«B levels also increase, showing predictive value for evaluating the progno-

sis of AP patients. It is speculated that these levels may play a role in the onset and progression of AP.

[KEY WORDS]

2V IR 92 (acute pancreatitis , AP) 5 H £ Fh
o DRI 75 | A TR e A o 0 b, e AR R 2 24 7 1 R
FEB , IR WG AE 2 —"" . 4R, AP K
R T , Hp §iE AP(severe AP, SAP)SET:
REIA 30%' . =M F K%K 3 (Trefoil factor
family peptide 3, TFF3) /& —ff 6.5 KDa f Z ik , 1&
W 718 e B AR GR L FER BB B d FE b 2 5 4
R b R B B 2B B 8% S -« B (Nuclear
factor kappa B, NF-«B ) j& — i fig P30 7% 3% [N 7% S 1
B, IO R I ARE G 28 KN AR OC 14 R HE FE [
HLA NF-«B 456 3, H0E vl 14 58 98 0F 240 Mo (9 55
AR FIAR R AE A BT 1Y 77 A, 5 ARE 92 9 i 1 1F R L
HEDIXRR", W kB, SAP KM G NF-«B
I T E R BROR B, £83A 97 J5 ILVE NF-xB 7K
VR, AP 1 KA R S5 NF-«B /K- A7 K& At
FEK 1 43 M TFF3 il NF-xB 7F AP (% h k1
DL, ARV 38 X5 SAP KA K & R TS IS, | A
AR SAP (1B 16 B AR

1 #ABERE

1.1 ARG

FEHL 2018 4F 3 H % 2019 4F 9 H 794 3838 K2
o5 — W8 B BEIG 1Y 243 1) AP B3, Hid 3B 160
], 2 83 7], I AEHA (42.61£5.69) % s AW E 3k
MEAEHZ R SF A, A RE A S
JFE B E R A5

gy bR e - DX = g T AP, HAF A MG
ZWiAR R e br e QA B E IR R
I, I T JCTH AL IE B B N IR R B &
Joi 2 A BE B (8] <48 hs @I PR 58k} 52 3%, H 8 5k
5 )@ 2 B AV [ A 5 HEBR bR o - DI IR 98B
SERE, s IR B IR A @G I A T E AR
AUIREBE R A O IRBI I AL s @B I A
B R IR B R G s A I 12 M AR 4% 45 I
SR P e o AR T R R R A R

Acute pancreatitis ; Trefoil factor family peptide 3 ; Nuclear transcription factor-xB

AP(MAP 4 ,n=120) . H i AP(MSAP 4, n=67)
MIHEAE AP(SAP 4, n=56) . R4 28d i )5 1% 0 7>
h HiUE B2 (146 61 AU AN R 4107 #1) , H
PG A R A ESET: 25 ], Bl 2 48 B DI g 508
32 ), &G 21 1) K Jige B ey 5 O A 19 91145 ; TS
R AR IT 5 b B
1.2 STk
1.2.1  [fiL#% TFF3 \NF-kB 7K 46

T ABE G 24 P8l HUAZ 380 25 16 il B fk ot
5mL,3 000 r/min &5.0> 15 min, FIX B0 77 4 000xg,
BLOEAR 15 om, 4r B ILYE , W B E W, —80C I}
fE#5 o Af ] ELISA 3 4 I 1fi % TFF3 . NF-«B
IR, B iy B bR U i 2 15 UL AG 56, 38 ok Tl s (SRS
DS BEAA, IF 2 il b o i 26, 1153 TFF3 \NF-«k B
MR . HARERAE ik S O & B k7.
TFF3 \NF-kB ELISA i & ¥ H R IE R AEY
B A R 2 7] (525 EH0282 . EH3422) ; ifi 1 1%
(A5 HBS-1096C) W4 [ 7 5% 18 2% 52 40 i 4 A B
NI
1.2.2 — BRI
W AR 2R AR Y e R R T A
(BMI) & I JE Rk 56 LA K I s | AR L P40 i 3T
B (WB) .C i % 1 (CRP) | IfiL 35 IR SR 56 H -
(TNF-a) | 20 A 30 518 1 £l B (Acute Physiology ,
Age and Chronic Health Evaluation, APACHE II )
A
1.3 Geil2#or bt

& SPSS 22.0 8 A 43 M B , £ A T2 40 A
TGRSR (v +s) Fm AT K050 5 THBUEUE R
(%) o, IR A ¢ K5 5 R Pearson ¥ 73
Hr AP 3 IfiL 3 TFF3 .NF-kB % ik /K F 5 It R 38
B B HH S&HE 5 22 ROC fbEdh £, 3T i 4 F i
FL(AUC) , 20 #7 Il 7% TFF3 . NE-kB 7K - 8l K7 B¢
A B M LD P<0.05 N 2% R BOA 48t
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APACHE Il #£/} : MAP 41 <MSAP #{<SAP 4 , 22 &

Gt X (P<0.05), = AR MR A IF 5

21 YR R Bl B R BMIL I FRAE e 48 25 57 RS i 5
=41 TC.TG.LDL-C } TNF-a.CRP KF K X (P>0.05). W 1.

£1 ZA—REBILE (329)

Table 1 Comparison of three groups of general data (x +s)

2 HR

WH MAP 2 (n=120) MSAP 2 (n=67) SAP 41 (n=56) ZIFAH PAH
5B 1) 81/39 43/24 36/20 0.289 0.865
(%) 43.98+5.26 42.65+5.36 44.85+5.31 2.745 0.066
G IR (/1) 52/68 25/42 21/35 0.643 0.423
L (d) 4.25+1.06 4.16x1.12 4.30+1.08 0.274 0.761
BMI(kg/m*) 24.25+3.35 24.39+3.62 24.68+3.41 0.298 0.742
i (mmHg) 151.61£20.54 154.68+21.24 152.47+16.35 0.517 0.597
&7 7K £ (mmHg) 95.37+5.62 95.67+5.31 94.19+6.28 1.160 0.315
TC (mmol/L) 3.65+1.85 4.73+1.87" 5.72+1.93% 24.576 <0.001
TG (mmol/L) 3.74+1.14 4.74%1.26° 5.82+1.39® 56.026 <0.001
LDL-C (mmol/L) 1.13+0.62 2.13+0.89° 3.25+1.15% 124.206 <0.001
TNF-a(ng/L) 75.26+20.32 90.15+21.13" 112.62+21.67° 61.741 <0.001
CRP(mg/L) 65.32+10.67 77.89£11.28° 84.62x11.35" 67.079 <0.001
APACHEII #F-4> (43) 10.65£3.32 14.42+3.41° 18.23+3.55" 98.835 <0.001

15 MAP 4 &, *P<0.05; 5 MSAP 41 ¢ ,°P<0.05.

*£3 AP EEIME TFF3.NF-kB XLk ESIEKIERDN
HEM

Table 3 Correlation between serum TFF3, NF-kB expres-

2.2  —4IE TFF3 \NF-kB ik KV
=24 Il 7% TFF3 . NF-«kB: MAP 4 <MSAP 4 <
SAP A , 2 %A Fit 2 F L (P<0.05) . W% 2,
%2 Z4HME TFF3 NF-kB RiZKFLLE (x+5)

sion levels and clinical indexes in AP patients

Table 2 Comparison of serum TFF3 and NF-kB expression I R 5 A% TFES NF-<B
_ r i P r i PAH
levels among three groups (¥ +s)

TC 0.381 <0.001 0.445 <0.001
2151 n TFF3(ng/mL) NF-«kB (pg/mL) TG 0.523 <0.001 0.390 <0.001
MAP 4 120 32.54+7.35 8.65+1.86 LDL-C 0.512 <0.001 0.647 <0.001
MSAP 2 67 49.67+9.43" 12.84+2.17* TNF-a 0.609 <0.001 0.500 <0.001
SAP 4l 56 73.95+11.56™ 16.98+3.61" CRP 0.366  <0.001 0.581  <0.001
FH 404.523 230.489 APACHEII 1143 0.438 <0.001 0.532 <0.001

P1H <0.001 <0.001

x4 TERFEAFMBMEARRAMF TFF3 \NF-«B Fix
KELLE (x+s)

Table 4 Comparison of serum TFF3 and NF-kB expression

5 MAP 4 AL, *P<0.05; 5 MSAP 4 H 48, °P<0.05.

2.3 AP B #H I TFF3 NF-kB % ik K 51l IR
FE AT R AH G

AP %% Il 7 TFF3 . NF-«B % ik /K F 5 TC.
TG .LDL-C ,TNF-a,CRP X APACHE Il 314 &

levels between good prognosis group and poor prognosis

group (x£s)

2059 n TFF3(ng/mL) NF-kB(pg/mL)
1EAHE (P<0.05)., WL 3, S 146 36.08+10.05 9.01+2.03
2.4 WG K4 MBS A B4 1iL7E TFF3 \NF-«B B A K2R 97 62.95+10.12 15.81£2.31

. - N HH 20.354 24.191
RIBIKF LA Pl <0.001 <0.001

i 5 B U240 5 3% 1 7 TFF3  NF-kB #157K F

HBMTHEARA, ZRA%1F%E L (P<
0.05), W4,
2.5 ROC /3 #rifiL i TFF3 K NF-kB /K X} 1 (1
T (e

ROC 7 #1 @71 , IfiL 7% TFF3 il AP & WG

B R 28 T L (AUC) A 0.804 (95%CI: 0.729~
0.878) , Wt A 59.012 ng/mL , HUREEH 0.786 ,
SEJE N 0.757; L7 NF-«B Tl AP & % 1 J5 19
AUC K 0.715 (95%CI: 0.627~0.803) , & W7 18 Ky
16.208 pg/mL, UK R 0.557, FF 5 & R 0.914,
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e A K 7 AP FR 3 T J5 A9 AUC S 0.828
(95%CI : 0.756~0.899 ) , FU i~ 0.814, ¢ 55 & hy
0.814, WE 1,

1.0 —r

,,,,, e ith £ 4 5
0.8 r= TFF3
[ “"NF-kB
w06 | J4 T mR
E o4l

0.2 |f

0 02 04 06 08 10
1-455 1k

1 ROC ##1 % TFF3 % NF-«B 7k 3¢ SAP By F i/ &
Figure 1 Predictive value of serum TFF3 and NF-kB levels
in SAP by ROC analysis
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7N, BF KRR (LT sHLA- T 7K SFJ2& PIH B E I IR 25 A R B A7 52 IR 25 (P<0.05) . 518 sHLA- [ 28
I3 T HEHERA TN PIH K 79 R 301 58 35 IO GE UR 45 R, A R T H 20 R S8 R 2 A1 KPR IA T
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Significance of the expression of HLA -class I molecules in patients with gestational hyper-
tension and preeclampsia and its relationship with pregnancy outcome

LU Wei, ZHU Yuanyuan, QIU Ju*, WU Xiaomei, DING Liyun

(Obstetrics Department, Rugao People’s Hospital, Rugao, Jiangsu, China, 226599)

[ABSTRACT] Objective To analyze the expression of human leukocyte antigen class I molecules
(HLA-I) class I molecules in patients with gestational hypertension (PIH) and preeclampsia and their relation-
ship with pregnancy outcome. Methods 100 cases of PIH patients admitted to Rugao People’s Hospital from
January 2019 to January 2023 were selected. They were divided into two groups: the PIH group (40 cases)
and the preeclampsia group (60 cases) based on whether they were combined with eclampsia. Additionally, 37
normal pregnant women who came to the hospital for a physical examination were selected as the control
group. Blood was taken from the umbilical cord vein and sHLA-I molecules were detected using the ELISA
method. Immunohistochemistry was performed on placental tissues to analyze the levels of sHLA-I molecules
and the rate of positive cells in the patients. The study aimed to compare adverse pregnancy outcomes in the
PIH group and the early eclampsia group, analyze the effects of blood pressure and sHLA-I molecules on ad-
verse pregnancy outcomes based on pregnancy outcome grouping, and conduct logistic regression analysis on
statistically significant indexes to observe the relationship between the sHLA -1 molecules and pregnancy out-
comes. Results Results showed that sHLA-I levels, HLA-E, HLA-F, and HLA-G levels, as well as the pro-
portion of positive cells, were in the following order: early eclampsia group <PIH group <control group, the

differences were statistically significant (P<0.05). The rate of poor outcomes was lower in the PIH group com-
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pared to the pre-eclampsia group, and the difference was also statistically significant (P<0.05). Patients in the
group with a poor pregnancy outcome exhibited lower sHLA-I levels, HLA-E, and HLA-G levels, as well as
lower systolic and diastolic blood pressure, compared to those with a normal outcome. HLA-F, HLA-G lev-
els, systolic blood pressure, and diastolic blood pressure were significantly lower in the group with a poor
pregnancy outcome compared to those with a normal outcome, and these differences were statistically signifi-
cant (P<0.05). Logistic multifactorial regression analysis revealed that diastolic blood pressure and serum

SHLA -1 levels were independent influencing factors of poor pregnancy outcomes in PIH patients (P<0.05).

Conclusion sHLA-class I molecules can accurately predict pregnancy outcomes in patients with PIH and pre-

eclampsia, facilitating early diagnosis and targeted treatment.

[KEY WORDS] HLA-I; Gestational hypertension ; Preeclampsia; Maternal and infant outcomes

U O 5 1l 1% (pregnancy- | nduced hyperten-
sion, PIH)J& DA Il Fe (26 R 4> B DI g 25 6L K
FEREAR , A] BB K e Ry TR AT T 2 R L N
AR PIH & JR R B e Y L AE S R R
g5y R AT IR AT BT W NS
1 41 9§t J5L ( soluble human leukocyte antigen I,
sHLA- | ) 252 FEHALUHA TR & —4
PR, FEAM T AL, AKAHEH
Jii-E (human leukocyte antigen-E, HLA-E) . AZ5
2 ffg $. )5 -F (human leukocyte antigen-F, HLA-F) |
N2 40 B 4T ) - G (human leukocyte antigen-G,
HLA-G) ZIF 4 M HLA- 1 , X HLA-G & &8 H
T PIH /) KL 10042 W #1539, & PIH (1) B 22 7l J5 48
PR ABEFERS PIH T BY A AT sHLA- 1
Koy FHEATRCIM , 23 B AH OC 53 1K T 5 R R
K& ARG R R .

1 AwHESHE

1.1 —RwR

PEEL 2019 4F 1 A & 202341 A s AR
B B W i2 19 PIH 3% 100 4], AR I8 2 & & 0 7
i 0, W B 4y o PIH 4 (40 151, 1 T I 40
(60 1] ), & W [F] 39 1F 5 2 Be (A6 22 7= 10 37 &4
X RE2H
1.2 Y AbRE S HEBR AR

g AR - OPIH 4 T /i3 41 4% & CHE 3t
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s QA IR P s @ E HE RN T TR

ARSI BRI ILR B . AR BN B

SRR LA, IR F OB SR E .

1.3 ik
1.3.1  TERbkcAE

WA A2 X G I DR BERE , AL 48 N H 2R s
(AFE (22K 2R BMI) | A B i 2B Ay AR AE (e 4
JE PR IE ) IS BECUE IR A = 1l R B 2R 48
(2020) )" | I Y 40 =5 i 5 9 i 45 B R AR
(2019) )", XF kb PIH 41 79 15 99 240 7 43 PIH A 5%
ARG R0 R AR R R BAE LT .
FokESHE JFE R GILES A LEE K
WA AR L) SRR .
1.3.2  [MiEFEARIE

TESZ A3 o0 W S, OB i Bk O 5 mL, 4°C
¥ E 30 min, &.0> 10 min (3 000 r/min, & .0 4%
6 cm) [R5 FEW W, A4 H 3 E AL B AL H Sr
woE R (), B oz 7180 Y, [ B vE BE
20172400678 ] ¥ sHLA- T (ELISA %) , i 5] &
H LERA YR .
1.3.3 Ryl bds brill

MG R 20 sHLA- T A& 00 BUf 8440 3 cm?, DL
WEAR Eh SR v e, VI 1 em? 25 o BAK 5 86 .
DA% 21220 B 15 7 W 11 2 5 @28 1K e i s e fa
MR EEOR K, R E ] @A A Y
(4 wm) .60CHKE T ; & FH AWM RS K ; © 1%
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Hibl IgG(1:1 000) —#i,37CIRE 30 min; 00 5 £, |
B R WK GBS R E R 4T
SN IR S IS I Foe N =R L K7 O b P a1l
B, BZ 35 R il & 00 B R AE L S AR T
Z%, Yo 25 SLOR AR 0 AR R BH M | T Bl B 38 B



ST LIRS

202411 H Flok

%5118 J Mol Diagn Ther, November 2024, Vol. 16 No. 11

+ 2109 -

5 ANHREF D R BRI AR, IR B sk R Y
BH A (5 0 5 2 L, AT 20 A7 £ L 3R KK F
1.3.4  ZiXFH WA 45 )7 K5 sHLA- 1 2850 7By
Ktk

R U W 45 R F PIHL B8 45 73 Ry 1E H IR R 45 R
4 A REEIRES RAL, 0 Fr il i sHLA- T 2873 5 %F
A RAEIRES RS2, S sHLA- 1 2870 1 5 4t Uk

LRI R R o
1.4 Giilrik

K FH SPSS 24.0 Ge T2 844 53 B B A, 11450
B (%) Fom R P RR, iR (v +s) R
7~ ] LR ¢ K0, 22 A [R] L3R O 220
Mro R H Logistic [711H 43 #r PIH & # A R 4T IR 25
JE ST R R 2, L P<0.05 M2 S A G X,

2 R

B RERE LR
S HARWS 2R 2R BMI HLEE 24 53 0801
BL(P>0.05) i s ET 5K R ZKF- < X R ZH<PTH 21
< FAH , ZRA G E X (P<0.05). W1,
2.2 =41 sHLA- | 5T 7KF FH A0 R L
sHLA- I 7K*F,HLA-E .HLA-F .HLA-G /K~F &
PH P 20 %« 7 L 1 2 <PTH 4 <X BB 4, 22 5 7
GiitapE L (P<0.05), W2,
2.3 PIHA .7 P IHAA R AEIRSS L4
PIH 20N R 25 )5 AR TR AT A, 2 7 A 40
P2 L (P<0.05), W3,

2.1

x3 MATRERE[BER [n(%) ]
Table 3 Comparison of adverse pregnancy outcomes

between the two groups [(n(%)]
R

PIH 41

AHE (n=10)  (n=c0) XM P
G 8L 3(5.00)
Ry 2(5.00) 6(10.00)
Fl A= JLAET 1(1.67)
PR 4(10.00) 7(11.67)
7 e i 4(10.00) 6(10.00)
G JLE 3(7.50) 4(6.67)
FAEILEL 4(10.00) 7(11.67)
1% H A AT L 1(2.50) 5(8.11)
BIFRARZE )% 18(45.00)  39(65.00)  3.917 0.048

2.4 RIRMEYRSE R PIH H & 1L & sHLA- 1 2843
FIKF R

UE R 25 B AN B 40 sHLA- 1 2540 F /K7 ik 4
JE Bk R B R T ARG R B W 4L, 2R A
GiiteFm L (P<0.05), W 4.
2.5 PIH & 4L IR %5 J5 5% e K] 3% %) Logistic [ 1
ST

DI IRES i AN RO AR i, % 4 P Gt 2
B AE bR RAEAE R B AR (GRS i), A
Logistic [0l 45 7Y I Ji& 22 [ 28 70 A, 45 28 B s &7 5k
JE (LT sHLA- T 7K/ PIH (35 RS B A K AY
ML R (P<0.05), W5,

3 Wi

T & PIH fig % B JF RAE 2 — o WEIT K

Rl ZH—MEEMER (x£s)
Table 1 Comparison of general information among the three groups (¥ +s)

2 5] n ARy ZER Zf2i] BMI(kg/m*) W46 = (mmHg ) &7 3K (mmHg)

PIH 21 40 26.70+2.88 1.03+0.77 23.18+1.88 137.65+12.62 91.28+4.43
BB/ K 60 26.92+2.87 1.08+0.62 23.08+1.95 152.63+9.47" 117.02+5.54"

X A 37 26.51+2.99 1.05+0.57 23.16+2.09 119.38+15.82" 79.05+7.34

F1H 0.23 0.07 0.04 83.13 542.81

P 0.791 0.930 0.964 <0.001 <0.001

.5 PIH 4 [, *P<0.05; 5 T R 41 1L, °P<0.05,

F2 Z=HsHLA- | KEFKE PAEMMELE (x+s)
Table 2 Comparison of sHLA-class I factor levels and positive cell rates among the three groups (x +s)
- _ =4 % - 4] = _ 4] 23
w3 , SHLA-I HLA-E AR o oy HLAF AR e o HLAG ISFT 1 441 i 3 HLA-G /K-
(U/mL) (%) (%) (%)
PIH 4 40 17.3324.07 35.18+7.57 2.12+0.28 54.55+7.48 2.81+0.26 21.20+1.71 1.18+0.27
Fh R4 60  6.98+1.90° 8.63+1.82° 0.5420.12° 10.92+1.80° 0.53+0.25" 8.65+1.46° 0.45+0.10°
X R 2] 37 4.76+8.64™ 77.41+7.45" 4.33+0.27" 70.59+7.38" 3.73+0.28" 37.46+2.85% 2.60£0.25™
FAH 69.21 1638.11 3377.45 1450.44 1949.60 2400.10 1248.94

PE <0.001 <0.001 <0.001

<0.001 <0.001 <0.001 <0.001
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F4 AEIFIRER PIH BE M sHLA- [ EHFARFLRE (x+5)
Table 4 Comparison of maternal sSHLA class I molecular levels at different pregnancy outcomes (x+s)
2151 n Y 45 i (mmHg ) &7 5K £ (mmHg) HLA-E/KF-  HLA-F/KF  HLA-G/KF  sHLA-T (U/mL)
TR URES 7 EF A 41 142.73+14.80 103.12+13.30 1.19+0.79 1.45+1.16 0.78+0.25 14.54+6.13
MIRG AR 59 149.36+11.04 109.22+13.46 1.1420.83 1.43£1.16 0.71+0.49 8.75+4.37
tfH 2.566 2.240 0.302 0.085 0.841 5.517
PiE 0.012 0.027 0.763 0.933 0.402 <0.001
®5 AMIBEBREARREEEZER Logistic @357
Table 5 Logistic regression analysis of risk factors for poor prognosis in AMI patients
FAITISES [R(ED B1H SE{H  Wald 14 PE OR 8 95% CI
W 4 1R <152.63 mmHg=0;>152.63 mmHg=1 —-0.010 0.023 0.174 0.677 0.990 0.946-1.037
&5k Ik <117.02 mmHg=0;>117.02 mmHg=1 —-0.138 0.041 11.134 0.001 0.872 0.804-0.945
sHLA- [ <6.98 U/mL=0;>6.98 U/mL=1 —-0.539 0.124 18.798 0.000 0.584 0.458-0.744
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T VE A% . Logisti 22 24007 7R, 47
M3 sHLA- 1 7K 2 PIH & 3 I IR 45 R A B A5
Mg PR 2R 4% SR 5 X0 T T AR Y R o2 A — K,
NS R 1 S NS S Rl el S WS T ol (2 |
PIH, sHLA- [ 7K V-2 38 78 10 % 14 &k J |, B0
Guit ek AR, 0T Ja SL 5T i — AL BRHIE
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WHaF =S I PERE AN o T3k SRITMPRE A0 SR A= A 4 A AN e X 3 A0k A= T i 4R, 145 S [F) DNA B
#1(50% ,40% ,30% ,20% ,10%) ) HRD [E 5 5% i . 44§ HILH 4] DNA FTW, 647 4240 5705 (WES) B4R
PRI B AT AT o 1 A 0 DUBEE B (CNV) RIS T 10 Mb X35, B B IX [RIR . 48 44 X ]
PR A3 BLIRe /NS A5, GET 145719 s R AR T a5 o 45 ZE ARG R A, 3 ST Ao S R AR R DL B (ASCN V)
FRifEsR . fiiH scarHRD {57 LOH . LST M TALAR#ESE . Z55R  ASCNV ARG 19 sk A 2>50%
BT, B S AT A K =3 Mb, @37 TEZS% M0 LOH . LST X TAI = MERRRMELE . 4518 HRD
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National reference materials for homologous recombination deficiency detection
ZHANG Mi, ZHANG Wenxin, SUN Nan, YU Ting, HU Zebin, HUANG Jie, QU Shoufang*
(National Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To prepare national reference materials for homologous recombination repair
defect detection (HRD) and establish its standard set for performance evaluation of HRD in vitro diagnostic re-
agent products. Methods Immortalized cells from tumor tissue and paired white blood cells are used to prepare
HRD national reference materials with different DNA ratios (50%, 40%, 30%, 20%, 10%). The genomic DNA
is then broken down, and whole exome sequencing (WES) is performed to obtain and analyze the sequencing
data. The detection regions of copy number variation larger than 10Mb are merged, and an interval tree is con-
structed. This interval tree is then split into minimum nodes and the detection frequency of each node and the de-
tection frequency of each type in the node are counted to establish an ASCNV standard set. The scarHRD soft-
ware is used to acquire the standard set for LOH, LST, and TAI indicators. Results The ASCNYV standard set
includes nodes with a type of detection frequency of =50%, and a merged length of =3 Mb. The standard set is es-
tablished for LOH, LST, and TAI Conclusion The HRD national reference and standard set provides technical
support for evaluating the performance of kits for detecting defects in homologous recombination repair.

[KEY WORDS] Homologous recombination deficiency (HRD) ; Poly (ADP-ribose) polymerase In-
hibitor; Tumor markers; Next generation sequencing; Whole exon sequence; Standard set; Single nucleotide

polymorphism

[ i T 41 1& &2 (Homologous recombination re- 2 ikt 5 (Homologous recombination deficiency,
pair, HRR) J2& 4 Jifl & 58 DNA SU4# Wi 2L (double  HRD) S 2 i 87 20 g %o 40 2 Ak 77 265 W) s 2 flURke
strand break , DSB) i E 2 &G X . [F IR B 4118 [Fi] B ol P 408 i) e e 247 0 SR B — W R A B SR 5

AEE P B A &SR TR XEH AT EAE (G))S-2022-2-1)
P A s B 4 b 25 b AT SR, AL 100050

*iEAEAE A W F %, E-mail : qushoufang@126.com

TRoR Fo IR AT 25 4 F — 1



BT SIRITARE 20244511 H 164 S5 113 J Mol Diagn Ther, November 2024, Vol. 16 No. 11 - 2113 -
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A fiff Jib JE 40 B 5 BLERAE . HET &R A 2
PARP il 5 A5t b i, 56 152 i 24 o B 48 3 )
( Food and Drug Administration , FDA )t ¥ i) B2 7
M1 #1] (Olaparib ) . )5 - if F1] (Rucaparib ) . J& $7 i1 £
(Niraparib ) F14l 7 B8 1A 1] ( Talazoparib ) 45 , 5 58 24
mi Wi 7B 48 B1LJR) (National Medical Products Adminis-
tration, NMPA ) #1t ¥ (1) % 14 11 #1] ( Fluzoparib ) F1 ifi
KA F] (Pamiparib ) 4, JH T 51 519 11 41 i e |
L. P 9 R 98 A5 MR IR YT o Ik HRD 2 48 B
Ry B g 36 97 0 1] 265 9 PARP 114 57096 97 AH G )
BEYREY Z

HRD 6 2 5 37 T 35 DX 21 R AE 53 >k S0
I HRD R 25 K AR B2 A 3P4 K 22 . HRD & AL
il &2 2% , LA DN 7 B AR 8 43 2= T A R AR R A
FEPRI A 1 7 A 1) 5 SR K ) 40 MY PN 1) 118 52 1) 45 £
JEE H &, RIS HRR AH G Kk PR 5878 5 FBE AR AG I |
“IE PR AR IR A (R R A S AR P B R A A
SRR ) (I fEPE (RADS T KGN JL K2, 7F
Xy vk e, B AT DR R R ok HE R R R SR
AT E P A B i, 38 3 A X 5 A R HE A D 4
AFETE SRR « HE A 4H 2 5 PR 12k (Loss of Hetero-
zygosity , LOH) | 3 F7 55 43 3 KA °F- 7 ( Telomeric
Allelic Imbalance , TAI) . K J Bt iE # (Large-scales-
tate Transition, LST) , & F ~ — 48 )7 (Next Gen-
eration Sequencing , NGS) £ #ll 5 15 21| 2 [H 21 A %2
EVEARZS 1 4318 (HRD score ) , HAAR (i 1< % 40
s N PR 1 R £ 25 1 (Single nucleotide polymor-
phism , SNP) o s 47 4 0 A H A5 o

B AT 2 FZARIMZ WA A Rl HE NGS F &
JF & T HRD ka7 5 (Panel) , 25 2838050 & 19
5 2 Al LAY (cut-off) 4 A AR . HRD 4% 4~
FEAR A SCRAL A — A BB e/ B D S i /b
T B IS REAE X U2 TR E HRD £
D75 i e () 3B DD TR R o 2 24 ot A 2 F 5T
Bt 400l T[] 5% 248 A i B A U [ 5K 2 2% A
HESE , RV HRD #5257 & (Panel) O RE -

1 MRE57AE

1.1 B

10 XJ e XF 19 7k 2 £k 40 g &2 (HRD-01~HRD-
10) , B — X7 4 i 2 o U5 W] — A8 N, A 3% i 4H
27K A AR T 200 R RN BC T 1 40 AR R A b B4 A

1.2 0 5

Hieff NGS Ultima DNA Library Prep Kit for
MGI, B 2 A PR (L) e A BR S /) A 7=

TANBead 4= H 3% 2 £ BUIX , 5 185 5] A5 43 oK
e R IF K& A B2 7 A2 77 s NanoDrop 8000 43t &
it , % [# Thermo Scientific 2 & 4= 7= ; Qubit 4.0 %
e A, 52 [H Invitrogen 23 7 42 7 ; LE220 75 i
A, € [ Covaris 23 F] 4= 7 5 Labchip GX Touch 73
WAE B YN UK &80, 32 [E PerkinElmer 23 7] 4 77
DNBSeq T7 il J5 A% , BRI A KA 8 B i 4 A B
IEETR
1.3 Fhik
1.3.1 EZRZSHHH%

TEFE 10 X FC X6 4 Hf 2R, 645 i 97 2H Z0F0 e %o
140 B R A= AL 40 R . HRD [ % 5% b b
Y R AR 6 BRI L3 R LRI A 1 PR R (L R
A0 % . F A TANBead 4= [ 3% iR 2 BUSOM 40 it
ZF P EEUE [ 41 DNA . 38 i3 NanoDrop 8000 43
6 FETH AT Qubit 4.0 9% % 7 AL TE 260 nm (A260)
F1 280 nm (A280) &b W 15t W2 't B Sk PF Al 2 A 241
DNA [ 21 B Fk B . AR 4 ATCC B A1 Ath 41 fifg
F N B YR P PR Y STR 43 589, o 40 i 25 5L A 41
DNA # 17 % 52 B¢ 5 &2 ¥ 51 (short tandem repeat,
STR) 73 RV M€, W e A ML R 75 5 M 20 M R 4
HUAY 5L A 20 DNA JORF B 31 50 ng/wL. #F 10 XF
4l il 2 (HRD-01~HRD-10) (1) 3 [X 2 DNA $% & it
St HEATIR A I8 20 i 5 R 4 DNA BT o /) L 451
235K 100% , 50% ,40% , 30% , 20% , 10% , Bt %F 11 41
Jitd 3% B 41 DNA BT 5 19 B 41 43 5918 0, 50% . 60%
70%.80% .90%. AN DNA B E RS20
1.3.2 FRifESEREST

% 2% [ P K [A] HRD £z I it 7] &5 (Panel) 11
SNP X [H], 531 T E RS2 i (1) hrdwes #8455
T#519.1 77 SNP i i . B4 il 5% DNA A AY
A 800 ng, il FH LE220 # 7 il i 43 7 ¢
DNA, 3f{# JH Hieff NGS Ultima DNA Library Prep
Kit for MGI Xf T i i) DNA #E47 K imis 5  A- BB
TR RN Sk 3% 32 . B 000 ng B DNA, fifi J] 22 il 59
HRD R EF AT SCPER 3R . AR5 B 3 il 4k 0 SC %
fifi F Labchip GX Touch f3{ it #2574 457 HEL Uk & G2 X
DNA #47 BT & #5 il o Al Qubit 4.0 21 5E 1t A
fr3CE 2. SRJE 101 DNBSeq T7 il FE A% [ %
Z: 2% it A7 4 40 0¥ (Whole-exome sequenc-
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ing, WES)l /5 , 7 3 BE >1000% , B4 FEA &2
Kol 2 %, #4315 0 WES Ul r R 45 6 5 554
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specific copy number, ASCNV) Fl #5 U & X T Y
HRD 55,

BEXTARI AR P2 AR T 72 4 WES A8 4R Sk N
A g 6 B B9 4H 4 (100% , 50% , 40% , 30% , 20% ,
10% ) B EEA Y 2 A4 I 5 52 A 7S A~ WES (14>
42 DX 8] 43 B A1 5 > HRD K 328 7710 407 i X Ja] 43
Mr) il S e TR e Al 2R R et
R CNV 35 R IR A T . IR K Il
Y #5 D1 %048 5 (Copy number variation, CNV ) £ Il
KT 10 Mb X35, I B 78 44 5 DX, A e ol X ]
B o B DX [R5 o3 i TG 7 55 (overlap) fe /N1 45, 18
SRR T A AL, Gt X A 451 G
RR BT P 45 R RGO o A — B R
MR T w5 (5 B 19 ASCNV FRifidE . K5 i &
1T I scarHRD $1 4, i i1 45 240 Mg & 9 LOH . LST J
TATAIN X 8], 57 = AR bR AIbR L

2 HR

21 HEZERSHHAMEA STR 8

2 L 2R 1 STR 43 18U 2% S 3R W IC %o 114 248 L 3% oF¢
P [A] — A4, o HRD-01 40 g 28 19 45 1 R
Jidh 95 44 s (HRD-01-TUMER ) 1 Fit X 4 il (HRD-01-
CONTROL) 7f THO1. D21S11. D5S818. vWA %
STR {37 . Ak , 4 BRAH X R (e . DL I&T 1,

HRD-01-TUMOR HRD-01-CONTROL

1 ExRZ%&HRD-01 41/ STR 5 R
Figure 1 STR result of HRD-01 cell in the national reference

material

2.2 Frifitk

ASCNV Fr 4R A 45 757 S04 H IR 32 >50% 1Y 15
AL HWAEASIEKE=3 Mb, 15T 10 41
Z 1) ASCNV ,LOH, LST DA & TAI b #4517 i AH
I Y £ [X 6] 1Y) #% U1 %4 (copy number, CN) , H:
HRD-01 41 g R AT 15 YRR CN 2558 iR 2
CN } 4,¥X % CN 2} 0 fl2, LOH ~-1, LST k-2,
TALAKE CN, WLE 2,

01

copy number
n

o
- - -

1A AR B ONL SR R ONL 21 3 /83 LOH 1 CN,
IR LST M0 CN, TR UIELSE TAL CN. 2. % CN {7 5t
DA B P DUBCRA X 5 22 5 S CON 2y S5 87 PH) A B8 1) 80 X 4/
95 DL&; B CN (ASCNV) 2 2 CN K Z CN Al
B2 ExRS%mMHRD-0l AREREEER
Figure 2 Standard set result of HRD-01 cell in the national

reference material
3 iTtig

7£ DNA XUHE Wi 24 15 52 38 #% b, BRCAI H
BRCA2 K& PR J2 [m] 5t o 20 16 5 38 6 b 1 7 1 OC B
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AR BRCAL JE R A 3l 7 & A W LAk, DL & At
B A B 0 D R SR 2 51 HRD, 5 BO8E R 240 A8
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(B i 3 SR 7 5 2O SR B SR N )
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HRD score) A Bl F B %k £ [ 4 F516 97 77 R U
13K B B A IR T RUR

HRD K5 il 5% F NGS 77 ¥ , i % 00 5 B4~ 35
53 BRCA1/2 7R RS I FE TR A A e MRS R 1T
41 (genomic instability score, GIS) , ¥ # HRD ¥
Iy FEEMAZYE )R (FDA) B2l T M
A~ F HRD 0 (%) 7 & , Myriad myChoice CDx
FI FoundationFocus ™ CDx BRCA LOH. Myriad
myChoice CDx il i1 4l BRCA %€ 7% Fl = Fh e K 2]
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FI Y oA b B (H N B B A e R 1 2% B B2
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J2 [ [ 5 b o F AR A 58 T 4 415 (%) DNA bRifE 2%
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16S rDNA A AL AR 4§ B2 W7 Ko F L 1 3 1
e BB J i v v H
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[# ZE] B 51T 16S rDNA TR EF AR 76 K A 5 40 1A im0 2% 4 93 Ji 2 12 W v 199 17
M. ik REPLICEE 2023 4 i o M0 £ 3 19 00 2% DL R & Dk I 4 4% 20 6, R I K5 3% L 16S rDNA
SCEEAN AL AR 5 16S rDNA w3 2 0 4 A [ I8 I AR A o %) TR, Ll =Ry e A 0 25 SR 1 — Sk
FIEREFE bR o HE— 20 HL A B LT & SR 4 (SMIIG) il B — R 41 (SIG) B FH M FE B . &R it
— HOE M R PR R REHE AT W1 S & W, 16S rDNA S E 4 AR % 45 5 — 50% R 80.00% , R U K
88.24% , F¢ 71N 33.3% . 16S rDNA 5 3l 12l )3 5 R 19 45 SR — 0%y 70.00% , REUE N 82.35% . i
K-M A 77 #2844 7, B IR A SR e 40 £8 3 AOATE Be BHK A B PCT MR L I % Bf 4 W el 7o T B —Jak e 4]
HESAGIH#E X (P<0.05), i SERIR A 0B iR g B 094 B B 5 5 T 31— A0 1
TG R, HUFIH 16S rDNA SCE R4 E 15 A RE 05 A7 2040 Bh 1355 3% 45 AR 12 WK 98 R i O Ja 6 DAL 1, el
B RS B 2 AT e e i 3 JER e R 3 o S RS HE 12T T &

[E8IA] MMRYY s KGR 40T 16S tDNA ; & 38 7 I F 4 AR

Application of 16S rDNA library construction technology in assisting the diagnosis of
pathogenic bacteria causing bloodstream infections in patients with long disease course

WU Geng', FENG Lin®, YIN He’, DANG Tiantian’, LI Guangqi*, ZHAO Zhijun*">*

(1. The First Clinical Medical College, Ningxia Medical University, Yinchuan, Ningxia Hui Autonomous
Region, China, 750004; 2. Mechanical Manufacturing and Automation Laboratory, Beihang University,
Beijing, China, 100000; 3. Medical Laboratory Center, General Hospital of Ningxia Medical University,
Yinchuan, Ningxia Hui Autonomous Region, China, 750004; 4. Ningxia Key Laboratory of Clinical
Pathogenic Microbiology, General Hospital of Ningxia Medical University, Yinchuan, Ningxia Hui
Autonomous Region, China, 750004; 5. Medical Education Administration, General Hospital of Ningxia
Medical University, Yinchuan, Ningxia Hui Autonomous Region, China, 750004)

[ABSTRACT] Objective To explore the application value of 16S rDNA library construction technol-
ogy in the etiological diagnosis of bacterial bloodstream infections in patients with long disease course.
Methods In 2023, 20 plasma and 20 venous blood samples were randomly collected from sepsis patients.
Blood culture, 16S rDNA library construction technology, and 16S rDNA high-throughput sequencing technol-
ogy were used to simultaneously detect pathogens in the samples. The study aimed to compare the consistency
and performance indicators of the three methods’ detection results. Additionally, the prognosis of patients

in the suspected mixed infection group (SMIG) was compared to those in the single infection group (SIG).
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Results After conducting a consistency evaluation and analyzing the clinical performance index, it was found
that the consistency rate of the 16S rDNA library construction technology was 80.00%, with a sensitivity of
88.24% , and a specificity of 33.3%. The consistency rate of the 16S rDNA high-throughput sequencing technol-
ogy was 70.00% , with a sensitivity of 82.35%. Based on the K-M survival curve analysis, it was determined
that the length of hospital stay and PCT recovery time in the suspected mixed infection group were significantly
longer than those in the single infection group, and the difference was statistically significant (P<0.05).
Conclusion Patients suspected of having mixed bacterial bloodstream infections experience longer hospital
stays and disease durations compared to those with single bacterial bloodstream infections. The utilization of
16S rDNA library construction technology can significantly aid blood culture technology in identifying patho-

gens associated with prolonged bloodstream infections. This assistance enables clinical doctors to formulate

more precise diagnosis and treatment strategies for patients with extended bloodstream infections.
[KEY WORDS] Bloodstream infection; Blood culture; Bacterial 16S rDNA; High - throughput se-

quencing
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The role of musculoskeletal ultrasound and serum CRP, MMP-3 and COMP in evaluating

the recovery of thigh muscle strain
ZHU Wenfeng, ZHU Na, CUI Lei, LI Weizhi*
(Department of Ultrasound Diagnosis, Xianyang Central Hospital, Xianyang, Shaanxi, China, 712000 )

[ABSTRACT] Objective To explore the application value of musculoskeletal ultrasound and serum
CRP, MMP-3 and COMP in evaluating the recovery of thigh muscle injury. Methods From April 2022 to
June 2023, 94 patients diagnosed with thigh muscle strain were selected as the research subjects. They were di-
vided into two groups based on their muscle strength score and joint mobility : the good recovery group and the
poor recovery group. General data, musculoskeletal ultrasound findings and serum CRP, MMP-3 and COMP
levels were compared between the two groups. A binary logistic regression model was used to analyze the risk
factors affecting the poor recovery of thigh muscle strain. An ROC curve was drawn, the AUC was calculated,
and the value of musculoskeletal ultrasound and serum CRP, MMP-3, and COMP in evaluating the recovery
of thigh muscle injury was assessed. Results Among the 94 patients with thigh muscle strain, 76 cases
(80.85% ) were in the good recovery group, while 18 cases (19.15%) were in the poor recovery group. There
was no significant difference in gender, age, degree of injury and location between the two groups (P>0.05).

The muscle texture blur, poor muscle fiber continuity, high proportion of scar/fibrosis degree, serum CRP,
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MMP-3, and COMP levels in the poor recovery group were significantly higher than those in the good recov-

ery group, and the differences were statistically significant (P<0.05). The binary logistic regression model

showed that blurred muscle texture, poor continuity of muscle fibers, high degree of scar/fibrosis, and el-

evated serum CRP, MMP-3, and COMP levels were risk factors for poor recovery of thigh muscle injury (P<

0.05). The AUC (95%CI) , sensitivity and specificity of musculoskeletal ultrasound combined with serum
CRP, MMP-3, and COMP in evaluating the recovery of thigh muscle injury were 0.934 (0.857~0.972) ,
90.25% and 92.78% , respectively, which were significantly higher than those of musculoskeletal ultrasound
combined with serum CRP, MMP-3, and COMP (P<0.05). Conclusion Musculoskeletal ultrasound, serum
CRP, MMP-3, and COMP are of great value for evaluating the recovery of thigh muscle injuries. The com-

bined evaluation can more accurately assess the recovery of thigh muscle injuries and provide strong support

for clinical decision-making.
[KEY WORDS]

Thigh muscle strain
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KBH T3R8 77 ) R OCT5 % 3l B2 (O 5 TR OG5 E 30/
B 395 BB, A4 0°~120° )8 | 0°~135° ) 7 41 .
WK AL LA =4 9%, 67 1% 3h BE R IE
WREAS KA : LA <4 9, 36 s 5 32 B .
1.3 Gtk

iz JH SPSS 24.0 Ge it 28 5/ o3 Mgl o T i
S BB LA (3 2 5) S8, il 1 ST AR AR
t R T ECHE R LA n(%) o, 2 K06 i —
JC Logistic [l I 452 78 43 7 5% i 2K R UL 1A o7 49 K 422
NEER K2 2% ROC 4k, 115 AUC, 1AL
WL 8 75 5 1L CRP.MMP-3 & COMP 7 i K
BB UL PR B 45 K A2 e %) R FH A (B 5 P<0.05 3Rm 25 5%
HAGE .

2 HR

21 YRR

o4 51 R L IR B 43 B 2 P R R A4 76
i (80.85% ) K AN K2 Ry 18 4911 (19.15% ) , P 4
PRSI AR PR B R L #, 25 / TG
B X (P>0.05), W#FE1,

®1 BWA-MABER [(2(%), (3s) ]

2.2 PR AR B AR
WS AN B2 LN SO PEASORT  JUL A 21 4 32 25 1
B2 IR/ HEACRERE o L 2 TR R
M, 225 BA G E L (P<0.05). W32,
x2 MANBERRALE [(n(%)]
Table 2 Comparison of musculoskeletal ultrasound findings

between the two groups [1(%) ]

Wipgen  FERIALBEARE g gy
LA 23 11.854 <0.001
T Mt 68(89.47) 10(55.56)
A 8(10.53) 8(44.44)
JIUITA) £F 4 % 22 1 8.456 0.003
ER/4 70(92.10) 12(66.67)
LIE 6(7.90) 6(33.33)
K e T AR 5.375  0.204
> 72(94.74) 14(77.78)
AN IR 4(5.26) 4(22.22)
W /47 i A A 31.602 <0.001
fi% 74(97.37) 9(50.00)
= 2(2.63) 9(50.00)

2.3 Wi M % CRP .MMP-3 }2 COMP /K F- 4%

YR ZAS K 4L 1ML 7 CRP . MMP-3 }2 COMP 7K
BESTRE RIFH, 25 HASI¥E L (P<
0.05), W33,

Table 1  Comparison of general data between the two groups %3 FAME CRP.MMP-3 & COMP 7K F L& (v+s)
[n(%),(x+5)] Table 2 Comparison of erum CRP, MMP-3 and COMP

5 WA RGFH IEARA Vel P levels between the two groups (¥ +s)

-~ (n=76) (n=18) x

51 0232 0.629 2151 n CRP MMP-3 comp
5 51(67.11)  11(61.11) (mg/L) (ng/mL) (p.g/mL)
4 25(32.89) 7(38.89) WMERIFH 76 327x1.15  45.88+10.09  6.55+1.68

AR (R) 33.58+4.13 33.20+4.07 0.351  0.725 WRE RN R4 18 6.84+2.06 72.49+11.83 9.20+2.26

W R 2132 0.344 18 9.979 9.729 5.612
7 20(38.16) 5(27.78) P{E <0.001 <0.001 <0.001
I 30(39.47)  6(33.33) , . -

i 17(2237)  7(38.89) 2.4 52 R AL A7 A VK A2 AN B 1 e s PR 2R 43 A
B 3164 0205 % — 9% Logistic [T I 61 %0 7] I, JL pA) 450 341 i
Je 0y Sk LR A% 50(65.79) 8(44.45) . . . . .

ST U e b M ds 22 g /4T Y R e
Bt e s 0 UL £ 40 i 5 P e 2 IR/ 4 A RS
LAl 8(1053)  4(2222) I CRP . MMP-3 } COMP 7K - F} & 2 5% il K i L
Sl N .
LA PR R B IR a8 2 (P<0.05) . WL 4.
F4 EMARBRNARNGHRERNRNEREZSHT
Table 3  Analysis of risk factors affecting poor recovery of thigh muscle strain
% IR AE BE SE {8 Wald »* {8 Pt OR(95% CI 4
WA e T W =0 , AR =1 0.567 0.128 11.256 <0.001 1.754 (1.382-2.234)
WL 2T 4 it 2 1 R =0, %=1 0.821 0.156 10.934 <0.001 2.270 (1.691-3.063)
PRI /2T 2 AL =0, 5=1 0.690 0.137 12.710 <0.001 1.994(1.530-12.598 )
CRP(mg/L) T =0, FFm=1 0.388 0.106 10.376 <0.001 1.465 (1.183-1.829)
MMP-3(ng/mL) FRE=0, Tl =1 0.712 0.147 12.669 <0.001 2.048 (1.547-2.705)
COMP (pg/mL) =0, FFm=1 0.299 0.096 10.235 <0.001 1.347 (1.112-1.616)
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2.5 WUE#A 5 IL CRP .MMP-3 & COMP £ 1T
Al R IR AL PR A 52 v i) g

WL # 7 5 1M 7% CRP .MMP-3 & COMP Bk &
PEAR IR WL A P45 0K &2 1) AUC (95% CT) | ik
KR 5 43 A 0.934.(0.857~0.972) L 90.25%
92.78% , 0 3 = T WUEHE A 5 1L CRP . MMP-3 J
COMP . — ¥ Al 19 1. FH  fH (P<0.05) . WL 3%
5.F 1.

x5 NEEFE5ME CRP.MMP-3 & COMP 7£ 1 fl X At
BN P 55 Wk &5 R Y Rz AR A 1B

Table 5 Application value of musculoskeletal ultrasound and

serum CRP, MMP-3 and COMP in evaluating the recovery of

thigh muscle injury

KAk AUC  95% CI  HUBRIE (%) FH5RIE(%) P
WA 0.754 0.725~0.797 70.78 72.28 <0.001
CRP  0.626 0.608~0.702 65.77 66.35 <0.001
MMP-3  0.680 0.655~0.731 68.30 7010  <0.001
COMP  0.609 0.600~0.698 63.65 63.80  <0.001
B4 0934 0.857~0.972 90.25 92.78  <0.001

100

— sy
80 = Ui
.-e CRP
)
z 00 - MMP-3
U I A comp
g 2 - Bt
20 i
l' T T T T 1
0 20 40 60 80 100
1-4¢ 5
1 ROC Hi%
Figure 1 The ROC curve
3 ifig

LB 68 75 2 To A L S | o R R R
RETH M7 e LA LR 307 55 R 2H 2R 454, ml Oy
KR JIU A A% B 40192 W 40 00 DF-Ail e B 52 M N 42
PR B IR R WL S U A LA
Wi AR 5 MRIZ5 2R 5 B — 3. CRP 7E & AF M4
LR B U Ty, 5 A R B RV 2 I ] & O
KK FR . MMP-3 1] LML A U 2 ol A, X
PEAG YK & I i oA EZEAE . A KR WLIA L
P 52 W 1), COMP 7K ~F- 78 Ak AT LA i e WL PR K &)
Pl 20 201 40 403 2 B2 R B2 RS, R DA R &2 50
RAESZN ) KRR LR, WKEA R AN L
PHASOR | UL IR £ 4 % M 2% IR /27 e AL R i
Lt K2 1fiL & CRP .MMP-3 ,COMP 7K -4 I} 2 & F 1k
HRIFA, 5 E WIS R EA - 30

HIK SZAS R AE LR B3 )5, 98 0E R 35 T K A
5y 4 Ah I BB A2 A7 L, BEL AR A
o TR AL : LA S BB 5 21 4 7 2 2%
s E B KL AR R, S S5 4 5 )
AE. QmEBIR/LF 44l , vl REIS T 2 0E 1 B L 4 i Ty
A S0 BN )RS BRI DI RE R 2 . Bl CRP .,
MMP-3 J COMP 7K -7 , UiE 5% 48 i Ff 22 | F o1 b
fiff T 1 2R AT B 200 L b R oA A A 3 [ S 3K
RN

A58 3 — A . JC Logistic [ 545 A4 43 #1
7, LD S BRSO | LA 41 4 3% 2k P A 22 R IR/
2 Yk 2 JE & Il CRP . MMP-3 K COMP /K °F

S A N YN TR =0 N = Wi B A |

., 5 0 1E EANE g — 8 3R R R RE 2
IVANE 95 i AR O S e R VR =R = u)
(SR R G S o N TR L R R = ]
7 AT U R R WL S0 B RY | AT 4 i gk Pk 2
oK i 4 25 ¥ A8 Ak, B PFAk R RE R AT it EE
Fa G A R B AT R PR o B — RO il T FE
i X DA 4 T PE Al O R UL PR 4 4 A R, PR
itz WL &S 225 8 o AR BRI~
5 1.3 CRP .MMP-3 [ COMP Bt & PEAf i AUC
ik 0.934 (95% CI: 0.857~0.972) , $ & J& 90.25% ,
SRR 92.78% LT B — 5 ik SRR BEA TEAL
fiE i 5 HE = VAN E R M DR I2 Als 2, R
HPEAE T AT S 2 .

zi b, UE A 5 1L CRP .MMP-3 & COMP
TEVEAL BRI A fr A 52 v 34 B E S E , B
WK A5 DY Ak W T A S R DR R UL PR R A3 ) R AR
W] RS R Y S S

5% Uk

(1] MRIE 2 PG, &5 . S0 L3 ik o A K 98 1064nm
WOGCTE AR R A TR A R T[T B (RAE (B, 2023,
24(1) : 54-58.

(2] FWE ¥, 230k & U B S 8 o GO 28R
W RABAE T RS MERIE R LT ). b 1 B2 25 S i,
2021, 18(34) :148-151.

(3] 25, Sl 7R SCHR , 45 . MMP 3 78 DAl WUE SC T 26 1
15 e A I PR N LI ] A A g A T S R, 2023, 30
(11):1853-1858.

(4] Bgkss 2720 2837 5 I 3 0 4 R 5 -3 12 G
J& R 51T 8 1 Bl BE B 93 491 % BRATE 58 [0 ] A 58 2% 2 5 1l
K, 2023, 20(15) :2268-2271.
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BEAC IR AR L)y 2P BOR PR MR S B 1Ry i
Wl E S AT B Be et b i 0 1 55 i

F mmL KAB ARz mk”

[ ZE] BB BRI 40 M T 245 9 USRS IR 5 R IR 97 0 G 3 g i 18 3 A A7 TS 2
BhEEFR R . AE LL20224F 1 H F 2023 4F 4 H 7EAE R R340 — M@ 5 B sk 2 14 107 161 16 3 9
i R TSR G, % AR ALY 57 200 I WEE2H (n=41 191)) FN %k IR ZH (n=66 1] ) . WL - JF AR Beh i 40
ARI7 25 Wy SO R A 5 R EA TR ST 5 X6 B AT - 322 5% FOLFOX4 (I V0 ] #1+5- G5 R W5 15 + 30 1 iR 46 ) 7 2
37 b6 12 o A W2 58 4 i (CR) BB Mt (PR) (K& PE 9 (SD) Tk (PD) , 444
AR i %% (ORR) FHE 5 45 1 %8 (DCR ) 5 Lb %5 0 20 Jie 8 s ks 49 [ 880K - i 4 AR i 0 B (SCC) A IR 47 i
(CEA) WHEPUE 125(CA125) 4 H £ 1 - BE 19(CYFRA21-1) ] ; % H Kaplan-Meier £ i # £ £ 4721
fEoHi. &R W% ORR 5 DCR 1y b 25 m T-XF A , 25 5 A Gt 2 L (P<0.05) . &IRYT, M
#H 1M 7 SCC .CEA \CA125 55 CYFRA21-1 /K F-#AH I R % (P<0.05) , HWLZLLA AR T X BREH , 22 7 A et
7 X (P<0.05) . Kaplan-Meier 4 iy tH 2870 M1 45 S B, WS4 PFS ,OS 54 IR 4] H A 22 2 A S22 5 X
(P<0.05). Z5i&  JFUAR MR 40 i Ah 7 25 9 SOBPE RS DN R 5 R IR YT IR SRR AE | 1530 AR 3 TS, %o 98 e e 10
MEAGIRIT R BA —E R FIMME.

[Egim] TR A ; b7 25 a0Us: ; MleE ; AEER s IR AR AR

Effects of primary tumor cell chemotherapeutic drug sensitivity detection guided treatment
on survival prognosis and tumor markers in advanced cancer patients

LI Dan, YANG Xiongwen, CHEN Danjun, FU Chengfang, YANG Bo*

(Department of Pharmacy, the First Affiliated Hospital of University of South China, Hengyang, Hunan,
China, 421001)

[ABSTRACT] Objective To investigate the effects of primary tumor cell chemotherapy drug sensitiv-
ity detection on survival prognosis and tumor markers in advanced cancer patients. Methods A total of 107
patients with advanced cancer were treated at the First Affiliated Hospital of South China University from Janu-
ary 2022 to April 2023. They were divided into an observation group and a control group based on different
chemotherapy regimens. The observation group consisted of 41 cases, where primary tumor cells were sub-
jected to chemotherapy drug sensitivity detection under the guidance of chemotherapy. The control group in-
cluded 66 patients who received the FOLFOX4 regimen (oxaliplatin + 5-fluorouracil + calcium folinate ) and
were followed up for 12 months. The study observed the complete response (CR) , partial response (PR),
stable disease (SD) and disease progression (PD) of both groups. It also calculated and compared the effective
response rate (ORR) and disease control rate (DCR ). Additionally, tumor markers (squamous cell carcinoma
antigen (SCC) , carcinoembryonic antigen (CEA) , carbohydrate antigen 125 (CA125) and cytokeratin frag-

ment 19 (CYFRA21-1) were compared between the two groups. Kaplan-Meier life curve was used for survival

AR B L H G ERE T3 AR H 3] F R B (2021SK51806) ; 3 da B B KA sk A A 25 52 A 4 (2023)]60494 ) ;
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analysis. Results The ORR rate and DCR rate in the observation group were significantly higher than those in

the control group, and the difference was statistically significant (P<0.05). After treatment, serum levels of
SCC, CEA, CA125, and CYFRA21-1 decreased in both groups (P<0.05), with the observation group show-

ing lower levels than the control group (P<0.05). Kaplan-Meier survival curve analysis showed that PFS and

OS in the observation group were significantly different from those in the control group (P<0.05). Conclusion

The treatment of advanced cancer guided by primary tumor cell chemotherapy drug sensitivity detection, can

improve patients’ prognosis and has a certain value in guiding individualized treatment for advanced cancer.

[KEY WORDS]

prognosis; Tumor marker

ey T8 R 2 I e R M A ) R R
7 OTIE N o GRDR R E IR 3 B S S 7 2 R D B 7S
PEIEAE 09 B VR OT IR o TR R A 5
KWE 2 VRIS R AL A R i'_lkb”i%
IR S B R AN R v R R T L 2
P Iﬁt,ﬁ@ﬁﬁw%kﬁaﬂgﬂt%%%ﬁﬁ%%
PRI TS 9 AT 25 .l i I Rz
Tl PR LS HEIR YT Z A, SR i T 25y A 1 AL A
Wi PR ASE 28 ) G AE , iR = Ry S P 5 DR] Bl 2 ) 8 5 o
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Ko PRI, MR A0 24 Wy SO A 0 RT LA 4 ) e
IR 240 e X 25 ) B R 1R SRR T, e —
Fift EA 1l PRS2 TP A7 200 B 2R T TR . R
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HEAT BB U S 5 57 ) e 20 ey T N
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&0y B T 90% VL BRI, # T 25 B0
TEMPRE G ST SO FEh A PR B . AR5
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B I8 2 BE 12 1 107 13]G 019 i S8 5 M F SR X 42
Fe AN RARIT I7 8 o I ML 4 (n=41 5] ) A1 T IR 241
(n=66 ) o 2 AFRHE : D438 3 I AR 322 5B
412 R AE , g TNM 433 (tumor node metasta-
sis, TNM) 43 8 T # ~ IV 81 @442 52 (b y7 iR
I7 5 QI IR G583 5 @A B 58 01 R &L OF
BG4 o HEBRARHE - OFF A 32 B
5 A% Qe VR0 5 5 A7 77 At 9% 1A 1k 952 05 18
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Primary tumor cells; Chemotherapy drug sensitivity; Advanced cancer; Survival

@RGPl S TR S AN R & . 2 Bk

AR A — i BT ﬂtl:iﬁa%én#ﬂﬁéﬁfr*‘“ﬁX(P>
0.05) W3 1. ARWF5EEid i oy 1 R B I oF —
EEBefC B2 b1 st A% .

®1 MA—BEABLER [(2(%)]

Table 1 Comparison of general data between the two groups

[(n(%)]

(%) <60 23(56.10)  30(45.45) 3.192 0.203
60~75 15(36.59)  23(34.85)
>75 3(7.32) 13(19.70)

4 51 5 29(70.73)  42(63.64) 0.570 0.450
0 12(29.27)  24(36.36)

SRR Mg, 3(7.32)  14(21.21) 4.314 0.505
ok e 1(2.44) 3(4.55)
25 d 8(19.51)  10(15.15)
fex=2l] 25(60.98)  33(50.00)
HkE 3(7.32) 4(6.06)
Al 1(2.44) 2(3.03)

B Bz Jry s HeE 3 9(21.95)  14(21.12) 0.008 0.929
Rk 32(78.05) 52(78.79)

R B AL JCAM R4S 32(78.05)  42(63.64) 2.463 0.117
Jiti 13(31.71)  21(31.82) 0.000 1.000
o 5(12.20) 7(10.61)  0.064 0.800
(=g 3(7.32) 7(10.61)  0.323 0.570
15 i 9(21.95) 17(25.76) 0.199 0.656

TNM 43 I 4] 8(19.51)  14(21.21) 0.045 0.832
Vi 33(80.49) 52(78.79)

fox (s KFA 25(60.98) 49(74.24) 2.087 0.149
RIFEkRk  16(39.02) 17(25.76)

It K AE i 28(68.29) 38(57.58) 1.229 0.268
I 13(31.71)  28(42.42)

1.2 ik

1.21 BIT Tk

X} B4 < 2R Fl FOLFOXA4 AL 7 5 St ATiR 9T 46
L d it I S SR Vb R 5 6 25 (g R ) A R
A, E 25T H20093168,0.1 g1, 85 mg/m* & ki i1
2 h; 55 1~2 d: ffi ] 5-%0UK W 0E (R e 2 e
BR8], [ 25 4 H12020959, 10 mL: 0.25 g) , 600
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mg/m” F K 1, RF 22 22 hy £l R A 1 S
(VL 75 15 S = 25 By A IR A ), B 25 0 5
H20000584,10 mL:0.1g) , 200 mg/m* &l 2 h.
PLE 2 8 1k, 4 8 AR, AT 34 .

WLEZ L - OFEAS AR < JEAR W8 40 ALy 7 259
TR R 4 5 T AT AT o RAE BB T A
H  BERA N 0.5~1.0 cm , 4% 0] FH F 95 34 5 B
M A 3R K v Pk, & T JC I Dhank’s ¥ 1 {2
££,30 min WHETT 4> BB 95 . @385 57411k : Dhank’s
TR VE 2~3 WK, BT R SRR, R FHIH ARG 92 15 64T
JE AR 3% %, SR FH Tl J3 4 i i 3k R M B R L L A
37°C . 5% CO, 1 161 F1 9% FE 3% 3% 46 N i 47 2l 1k K
o @R K MTT 2% vE 41 . 53515 2
B4 S AR i R 240 B ) B TR A2V, A I A 106/mL 5 i
FE 43 R iR T S S 40 (40 B TR B W 100 wL/AL+1k
J7 2590 10 L/l +35E £ PE 55 952 3 00 wL/fL) LA
Pk B 2H (20 i R 2 W 100 L/ L + 36k £ 8% 5%
100 wL/AL) 25 1% BE 4L (i 4 i 32k 26 1k 8%
F% 3 200 wWL/AL ), T AH BL 5% 78 (9 3% 5% 46 v 35 5%
48 h J5 , A MTT I, B3 4 h, B0 MU 2,
P 9] = B 100 pL, 37°C R i i, i
FRASC o, G A, W R =[1-GR 7
SO L A (E/FPE X R AL A E) 1x100% ; = B 4
JE < A 3 >50% , Hh FE B 10 R 30~50% , Ti
25 AR <30%" o M 245 4 BB I G 0 45 2R 3
B AT in T R T — 2 Stk
BIT . IRIT 3 RIT A
1.2.2 B bR A

i3 s 7 P R N < >R FH 42 A Bl AR A (L AR 1l
W T RHE A RA R, LS HM-96A ) i o fiff 16
9 W o6 32k Az ) g >fR: I Bz 44 93 Bt )i (squamous cell
carcinoma antigen, SCC) . Jig IR Bt IR (carcinoembry-
onic antigen, CEA) B4 il 125 (carbohydrate an-
tigen 125, CA125) 4il ffd /i 25 1 A Bt 19 (cytokeratin
19 fragment antigen21-1, CYFRA21-1) /K~ , il 7] &
W [ R A R A BR A D

1.3 WESEIR
WL % T 41 5¢ 4 2% f# (complete response , CR) |
W 4 2% fi# (pertialremission , PR) | & 52 1 $5 9% (sta-
bledisease, SD) . i 1 i# Ji€ (progressivedisease,
PD) , il 5 5 % 2% f# % (obgressiveresponserate ,
ORR ) F1 % ¥% % il % (disease control rate , DCR) ,
IEHEAT LA, PPAG AR 225 SR 5 L 35 9 20 i g
br @ ¥ 5 R JH Kaplan-Meier 4 iy il £k #F 17 2E 7
I3

7 RVEAL - 2 MRS AK  J 97 RO M bR AET
CR EFFZ—1 H DL B0y kb9 58 25 5% ; PR &
8 3 AR A 5 A B 50% B9 8 g — >
H o SD & THm st #e g — A H DL b dw k46 7
25% LA b ; PD J2& i AL 4 /N BUHE R 25% LA L .
ORR= (CR+PR)/f J 4] x100% ; DCR= (CR+PR+
SD) /9 51x100% o

BE DT S AR T AR EIR YT 3 RIS
HEATRE DT, B DT 07 2 o AR R DT B 12 A
L RE3AH BT 1R, LIBET I BETTZ 5, B8
1k H 1k 2024 4F 6 H 30 H , ic s 2B 5 84 77 1)
(overall survival, OS) 5 JC 17 @ 4= 17 (progression
free survival,, PFS)
1.4 Geitsorik

fli 41 SPSS 26.0 #AF#EAT G0 M o 3BT
B (x 2s) Fon, PI ELRCH o« K 36 5 109 R
n(%) 3w, LA K58 ; Kaplan-Meier 1= iy 1 £
WANIE ,Log—Rankxzi‘ﬁgﬁ%‘?Eftﬁ%o P<0.05 25
BAgt#E L.

2 HR

PAZH T 85 LA

WM %<2 ORR % 5 DCR #1535 3 T B4

ZRAGIFEE L (P<0.05), WLFE2,

2.2 PHALIAYT FI I I0LYE R AR 2 P K- R
ZNRIT , WAL S AH R B, HOWER AR T

XA, Z 5 A 52 E L (P<0.05) . L3k 3.

2.1

Fx2 WAEIWFTHILER (%))

Table 2 Comparison of objective efficacy between the two groups [n(%) ]

2151 n CR PR SD PD ORR DCR
MEEH 41 4(9.76) 10(24.39) 19(46.34) 8(19.51) 14.(34.15) 33(80.49)
pOpilsEa:] 66 1(1.52) 6(9.09) 27(40.91) 32(48.48) 7(10.61) 34(51.52)

2 H 8.884 9.069

P 0.003 0.003
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x3 WARTHELEMERSWAFILE (x£5)

Table 3 Comparison of serum tumor markers before and after treatment between the two groups (x+s)

. SCC(ng/mL) CEA (ng/mL) CA125(U/mL) CYFRA21-1(ng/mL)
IRIT R WRIT A YRYT T AT A IRITRT AT IE IRIT R RIT A
WML 41 6.83£2.02 3.21+1.23" 9.13+2.11 3.76+1.02° 271.38+18.64 49.63+5.58" 12.26+3.34 6.34%2.35°
XHRA 66  6.91+2.05 3.95+1.68" 9.20+2.18 5.43+1.13°  273.52+19.58 72.51+6.17" 13.29+3.37 7.78+3.14*
HE 0.197 2.441 0.134 7.709 0.560 19.331 1.542 2.528
P4 0.844 0.016 0.871 0.000 0.577 0.000 0.126 0.013

TE: 5IRITHT LA, "P<0.05,

2.3 WAL

W 5% 40 47 PRS A 9(95%CI - 7.43~10.57) >
A, E KRAETER K 21.95% (9/41) , % B 21 v 7
PFS 4 5(95%CI:3.16~6.84) 1~ H , L& K HEFEFR K
4.55%(3/66) ; P 41 LA H A 1 3 25 5 (Log-Rank x°
=14.554, P=0.000) ; ML 4 H i OS N 10(95%CI :
8.43~11.57) 4~ H , BV AEAF % 29.27% (12/41) , %F
M H A7 OS H 6(95%CI:4.16~7.84) ™ H |, AT
FH10.61% (7/66) , B LI R A G253 X
(Log-Rank »’=12.924.,P=0.000) ., W& 1.

4L 1T

S 08 -~ WEEAL 08
= XHA-M e
E 0.6 MWEEA-M% 2 06
E 0.4 'ﬁ 0.4
ﬁ 0.2 = 02
0 2 4 6 8 10 12 0 2 4 6 8 10 12
HAERE () HAF I CH )

1 7 4H Kaplan-Meier & 77 B £k

Figure 1 Kaplan-Meier survival curve of the two groups
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Expression and significance of NLRP3, Caspase-1 and IL-1f in peripheral blood of HF pa-

tients with acute myocardial infarction after PCI
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[ABSTRACT] Objective To explore the expression and significance of nucleotide-binding oligomer-
ization domain-like receptor protein 3 (NLRP3), cysteine aspartate proteolytic enzyme-1 (Caspase-1) and in-

terleukin-1@ (IL-1f) in peripheral blood of patients with heart failure after percutaneous coronary intervention
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(PCI) for acute myocardial infarction (AMI). Methods 82 patients with AMI who underwent PCI at
Xuchang Hospital from May 2018 to May 2023 were selected. They were divided into two groups: the HF
group (33 cases) and the non-HF group (49 cases) based on whether HF occurred after surgery. The mRNA ex-
pression levels of peripheral blood NLRP3, Caspase-1 and IL-18 as well as echocardiographic indicators (left
ventricular ejection fraction (LVEF) , left ventricular time to peak ejection rate (LVT-PER), left ventricular
peak ejection rate (LVPER) and myocardial injury markers creatine kinase isoenzyme (CK-MB), cardiac tropo-
nin (¢Tnl), myoglobin (Mb) were compared between both groups. The correlation between the expression lev-
els of peripheral blood NLRP3, Caspase-1 and IL-1( and echocardiographic indicators and myocardial injury
markers, as well as the predictive value for the occurrence of HF in patients with AMI after PCI were analyzed.
Results The mRNA levels of peripheral blood NLRP3, Caspase-1, and IL-1( in the HF group were higher
than those in the non-HF group (P<0.05). There was a significant positive correlation among the levels of pe-
ripheral blood NLRP3, caspase-1, and IL-1f in patients with AMI (P<0.05). LVEF and LVT-PER in the HF
group were lower than those in the non-HF group while LVPER, CK-MB, cTnl, and Mb were higher than
those in the non-HF group (P<0.05). The levels of NLRP3, Caspase-1, and IL-18 in the peripheral blood of pa-
tients with AMI were significantly negatively correlated with LVEF and LVT-PER, and significantly positively
correlated with LVPER, CK-MB, cTnl, and Mb (P<0.05). ROC curve analysis revealed that peripheral blood
NLRP3, Caspase-1, IL-1(3, and their combination had predictive efficiency on HF occurrence after PCI in AMI
patients (P<0.05), with AUCs of 0.800, 0.930, 0.978 and 0.994 respectively. The combination had the highest
efficiency , with a sensitivity and specificity of 96.97% and 95.92%. Conclusion The levels of NLRP3,
Caspase-1, and IL-1f in the peripheral blood of AMI patients with HF increase after PCI. These three indicators
can predict the occurrence of postoperative HF, and when combined, they have the highest predictive efficiency.

[KEY WORDS] Acute myocardial infarction; Percutaneous coronary intervention; Heart failure;
Nucleotide-binding oligomerization domain-like receptor protein 3; Cysteine aspartate proteolytic enzyme-1;
Interleukin-103
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Table 1 Upstream and downstream primer sequences
HEA 519 (5'-3") EIGED
NLRP3 CACGCTAATGATCGACTTCAATG TCGAAACACGTGCATTATCTGAAC
Caspase-1 CCGAAGGTGATCATCATCCA ATAGCATCATCCTCAAACTCTTCTG
IL-1B8 ACAGATGAAGTGCTCCTTCCAG CAGCATCTTCCTCAGCTTGTC

GAPDH

CAAGGTCATCCATGACAACTTTG

GTCCACCACCCTGTTGCTGTAG
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#2 WHASNEM NLRP3 . Caspase-1,IL-18 B mRNA Fix
PE3 (x+s)
Table 2 Comparison of mRNA expressions of NLRP3,
Caspase-1 and IL-1 in peripheral blood between the two

groups (x+s)

x5 SMEML NLRP3, Caspase-1.,IL-158 i mRNA Fi%k 7k F
5BE 03 EIER GO AR GRS R E XS
Table 5 Correlation between mRNA expression levels of
peripheral blood NLRP3, Caspase-1 and IL-13 and

echocardiographic indicators and myocardial injury markers

gl n NLRP3 Caspase-1 IL-1B
HF 2 33 4.11%1.13 3.76+0.98 4.54%1.11
JEHFZ 49 2.92+0.82 2.17+0.57 2.31+0.61

t1H 5.542 9.269 11.706

P{H <0.001 <0.001 <0.001

%3 SMEM NLRP3 . Caspase-1,IL-18 B mRNA Fik 7K F
Z BB R
Table 3 Correlation among mRNA expression levels of
peripheral blood NLRP3, Caspase-1 and IL-183

e NLRP3 Caspase-1 IL-1B
Eizzn
r{l PE  rfi P rfH P
NLRP3 0.407 <0.001 0.479 <0.001
Caspase-1 0.407  <0.001 0.612 <0.001
IL-1B8 0.479  <0.001 0.612 <0.001

2.4 4hE I NLRP3 | Caspase-1.IL-18 ] mRNA 3
IR IKF- 5 75 O Bl B A8 b O L 15 B 7 i A
Ktk
Pearson AH P70 H1 & 81, /35 AN A I NLRP3 |
Caspase-1.,IL-1B 57K -5 LVEF .LVT-PER 17
75 i % 5 AH 24k, 55 LVPER .CK-MB .cTn I \Mb
FEAE 35 IE A 56 (P<0.05) . WL 5,
2.5 4FE I NLRP3 | Caspase-1.IL-18 ) mRNA 3
IKIKEXT AMI 845 PCL AR J5 HF & A= (%) 0 A (B
ROC k37 i , M I NLRP3 , Caspase-1
IL-1B VI J B A X AMI 3% PCI AR J5 HF & AE A

. NLRP3 Caspase-1 IL-1B

r5 PH i PHE 8 PMH
LVEF -0.347 0.001 -0.635 <0.001 -0.600 <0.001
LVT-PER -0.452 <0.001 -0.648 <0.001 -0.760 <0.001
LVPER 0.375  0.001  0.577 <0.001 0.665 <0.001
CK-MB 0.372  0.001  0.289 0.008 0465 <0.001
cTn I 0.355  0.001  0.332  0.002 0.300 <0.001
Mb 0.490 <0.001 0.688 <0.001 0.771 <0.001

T %4 fE (P<0.05) , H: AUC 43 51 2 0.800.0.930 .
0.978. 0.994, H: Bt & 3 fE B =, OB R
96.97% , 5 51 R 95.92% ., WK 6. K 1.

— NLRP3
- Caspase-1

s [ 1B

R AN
Sl
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100-4¢ 54

B 1 ROC HiZkE
Figure 1 The ROC curves
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NLRP3 4 AE /INA B9 35 175 0T S 25080 1) 41 g 46
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Table 4 Comparison of echocardiographic indicators and myocardial injury markers between the two groups

(x+s)
2151 n LVEF(%) LVT-PER(EDV-s") LVPER(ms) CK-MB(ng-mL"')  ¢Tnl (ng-mL') Mb(ng-mL")
HF 41 33 43.32£5.33 1.70£0.08 218.32+15.62 37.35£7.33 4.97+1.80 205.23£2.19
4 HF 41 49 56.03+2.98 2.58+0.20 184.79+11.29 30.54%6.38 3.66+0.99 153.83+11.65
i 13.820 23.790 11.281 4.466 4.242 25.002
PH <0.001 <0.001 <0.001 <0.001 <0.001

Fz 6 SMNEM NLRP3 . Caspase-1.IL-13 B mRNA FRixKFE3F AMI £ PCI R g HF & &£ BN M 1E
Table 6 Predictive value of mRNA expression levels of peripheral blood NLRP3, Caspase-1 and IL-1 on occurrence of HF

in patients with AMI after PCI

Eizg TR E EORE ST AUC 95% CI TR (%) R (%) VAL P{A
NLRP3 4.004 0.575 0.800 0.697~0.880 63.64 93.88 5.390 <0.001
Caspase-1 2.594 0.756 0.930 0.852~0.975 93.94 81.63 12.870 <0.001
IL-1B8 3.001 0.837 0.978 0.919~0.998 93.94 89.80 41.918 <0.001
IS 0.929 0.994 0.945~1.000 96.97 95.92 111.702 <0.001
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Survey of gastrointestinal symptom cluster and risk factors in NSCLC chemotherapy

patients and construction of nomogram model
WANG Wen*, FAN Guoxia, CUI Kexin, ZHANG Tong
(Department of Internal Medicine, Peking University People’s Hospital , Beijing, China, 100044)

[ABSTRACT] Objective To explore the gastrointestinal symptom cluster and sentinel symptom in pa-
tients with advanced non-small cell lung cancer (NSCLC) undergoing chemotherapy, and to perform Nomo-
gram modeling based on the risk factors of sentinel symptom. Methods A total of 102 patients with advanced
NSCLC who received chemotherapy at the People’s Hospital of Peking University from November 2020 to
January 2024 were included as study subjects. General information and disease characteristics of the patients
were collected. The gastrointestinal symptom cluster of advanced NSCLC chemotherapy patients was extracted
using the lung cancer-specific module of the M. D. Anderson Symptom Inventory-lung Cancer (MDASI-LC)
and exploratory factor analysis. The sentinel symptom within this symptom cluster was determined based on the
Apriori algorithm. Patients were divided into a high symptom group (71 cases) and a low symptom group (31
cases) according to the severity of nausea during chemotherapy. Univariate and binary logistic regression analy-
ses were used to screen for troubling factors for high nausea symptoms during chemotherapy in patients with ad-
vanced NSCLC, and to construct a Nomogram prediction model. Results The gastrointestinal symptom clus-
ter in patients undergoing chemotherapy for advanced NSCLC includes nausea, vomiting, constipation, and
lack of appetite, with nausea being a key sentinel symptom within this cluster. Univariate and binary logistic re-
gression multivariate analyses showed that age, lack of alcohol consumption history, sense of coherence

(SOC) scale scores, and the use of platinum-containing chemotherapeutic agents were troubling factors for the
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high degree of nausea symptoms in these patients undergoing chemotherapy for advanced NSCLC (P<0.05).

Conclusion Healthcare professionals are advised to use nausea as a starting point for assessing gastrointesti-

nal symptom clusters in patients receiving chemotherapy for advanced NSCLC. It is important to intervene pro-

actively in their clinical practice.
[KEY WORDS]

ters; Sentinel symptoms; Predictive modeling
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2.1 HACIEAERAE IR

i T R 43 A, 2 ECH R NSCLC 1k
VIg e RIE  SIERNR N i TR S NN A1 N S K
o WLFEL.2,

F1 BHINSCLC T BEFERBEERFANER (n=102)
Table 1 Results of factor analysis of symptom clusters in

patients with advanced NSCLC chemotherapy (n=102)

EIERIN HF1 HF 2 HF 3 HF 4
PIATN 0.717 0.116 0.173 0.174
WX - 0.668 0.249 0.209 0.153
ez B 0.793 0.235 0.216 0.145
B F 0.742 0.107 0.204 0.135
%95 0.251 0.765 0.301 0.129
% Wk 0.304 0.804 0.261 0.134
A 0.362 0.743 0.214 0.162
R TR 0.053 0.265 0.705 0.140
f=Ri 0.049 0.139 0.687 0.148
YEIR 0.078 0.142 0.207 0.681
W i 0.033 0.197 0.209 0.628
FRAC IR 0.269 0.143 0.216 0.647
I 5 0.415 0.102 0.193 0.673

TE T 1R A AR 5 T 2 S IR I TR R 5 T 3 O IR
200 FEIRAE s I 4 S AR MR AR

K2 BHANSCLC LT BE BB RERBE A Apriori H ik
AER (n=102, %)
Table 2 Results of Apriori algorithm analysis within the GI
symptom cluster in patients undergoing chemotherapy for
advanced NSCLC (n=102, %)
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Table 3 Results of single factor analysis [(xzs),n(%) ]

5B ) 24/7 51/20 0.346 0.556
(%) 61.71+5.25  54.07%5.59 6464  <0.001
AR E 0.701 0.736
INFETLLTF 18(58.06) 37(52.11)
g 12(38.71) 29(40.85)
Keg KUk 1(3.23) 5(7.04)
W R s (A7 78) 20/7 60/15 1.467 0.226
RIS (5 /18) 23/4 46/29 5.227 0.022
SOCHE4F(4F)  73.68+6.61  58.76x8.84 8417  <0.001
A7 FRIH (A4) 4.9620.90 4.89+0.87  0.370 0.712
fI7 254 28.656  <0.001
RGeS 4(12.90) 50(70.42)
N ES 27(87.10) 21(29.58)
P Ty R 2.657 0.643
ik 12(38.71) 27(38.03)
iR 55 g 6(19.35) 20(28.17)
i R 200 it 9(29.03) 16(22.54)
KA g 1(3.23) 5(7.04)
HAlb 3(9.68) 3(9.68)

K8 18, K H —Jt logistics [/ 5 43 #7 X4 5 G112 &
SCH B ER i, AR5 F T R4 I 5] NSCLC k)T
SR L IR R R RO R IR A B 2 2 Z=—4.187—
1.187x 4F % —0.513x 1% ¥ % -1.187xSOC ¥ 4
+1.616X% & FSS /B AT 259 . o kil SR
A7 2549 1) 72 WA A « A KO s =1, JC AR s =
0; 1bIT 25 S H 25 =1, A& 412E=0, W% 4.
T 4 TR PR 2R 43 37 Nomogram T AR A | 7K
T s RIS 24 W 0% A s 2 0% 7 38 43 T 43
UL 1. I 2R ) — 3k 48 5k 0.854.(95% CI:
0.776~0.861) . WK 2, ROC Hli £k F 1 4~ 0.805
(95% CI:0.755~0.853) . WK 3.

R4 it logistics @I

Table 4 Binary logistics regression analysis
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Figure 1 Nomogram prediction model for advanced NSCLC

chemotherapy patients presenting with high nausea symptom
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Figure 2  Calibration curve verification of Nomogram model
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Figure 3 ROC curve verification of Nomogram model
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EMS " 5 2 i 5 41 ] 1l miR-214 /K -5 41 56 (r=-0.481, P<0.001) , 5 TGF-B 7K & 1A 56 (r=0.532,
P<0.001) ; Z A Z FIHHT B8, r-AFS S T~V 3, S8 1 miR-214 /K F-FEAIK . TGF-B /K- Tt &3 EMS
R A SRR 2 WO 4 ST A B PRI R (P<0.05) s ROC Ik 43 BT S8 7R , miR-214 ' TGF-B LA — F A Kl 11
M AL (AUC) 25 514 0.839,0.790 LA K 0.900, ELBEA K BUMAN (i i . 2538 EMS H% 4h A I
'H miR-214 F1 TGF-B 7KF-3 38 i 3Rk Z5 AL, IF 38 5 EMS S5 s I oF S 2% D) OCIBE , H 35 156 kil
EMS FBH AR U 1R 2 LAY T 4 e 4 e o
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Changes of miR-214 and TGF-f3 levels in peripheral blood of patients with endometriosis
and their clinical significance

BUHAIQIEMU Kadeer, CHEN Ligiao, CHEN Zhifang*

(Department of Gynecology , the First Affiliated Hospital of Xinjiang Medical University , Urumgqi, Xinjiang,
China, 830054 )

[ABSTRACT] Objective To investigate the changes of micrornas (Mir-214) and transforming
growth factor-B (TGF-@) levels in peripheral blood of patients with endometriosis (EMS) and their clinical
significance. Methods A total of 116 EMS patients with fertility needs admitted to the First Affiliated Hospi-
tal of Xinjiang Medical University in China from January 2022 to June 2023 were selected for the EMS group.
They were divided into three groups based on severity : mild (n=42) , moderate (n=44) and severe (n=30)
according to the staging criteria (r- AFS) set by the American Society for Reproductive Medicine. Healthy
women who underwent physical examinations at our hospital during the same period were chosen as the healthy
group (n=40). The levels of miR-214 and TGF- in peripheral blood were compared among the 4 groups. The
Spearman method was used to analyze the correlation between miR-214 and TGF-{ levels in peripheral blood

and the severity of EMS. In addition, EMS patients were categorized into two groups based on natural preg-

AERA 52 hbBRE A RAFAL B (2018D01CISS)
ke . HBEAKRF S —WEERER, #8254 K5 830054
*BAZVEE A, E-mail : 645286940@qq.com

.3t

e



- 2140 - DTEWSIBIF ARG 20244118 1ok

#5111 J Mol Diagn Ther, November 2024, Vol. 16 No. 11

nancy outcomes post-discharge : the natural pregnancy success group (n=76) and the natural pregnancy failure
group (n=40). Multivariate logistic analysis was conducted to explore the relationship between miR-214 and
TGF-f levels in peripheral blood and natural pregnancy failure in EMS patients. The predictive efficacy of pe-
ripheral blood miR-214 and TGF-f3 levels on spontaneous pregnancy failure in EMS patients was assessed using
a receiver operating characteristic curve (ROC). Results The expression of miR-214 was compared among
the healthy group, mild group moderate group, and severe group (F=14.894, P<0.001). TGF-@ expression
was also compared among these groups, showing a pattern of healthy group <mild group <moderate group <se-
vere group (F=11.863, P<0.001). Spearman correlation analysis revealed a negative correlation between EMA
severity and miR-214 levels in peripheral blood (r=-0.481, P<0.001), and a positive correlation with TGF-3
levels (r=0.532, P<0.001). Multifactor regression analysis showed that r-AFS stage Il to IV, decreased
miR-214 levels, and increased TGF- levels in peripheral blood were independent risk factors for natural preg-
nancy failure in EMS patients (P<0.05). ROC curve analysis demonstrated that the area under the curve
(AUC) for miR-214, TGF-B, and their combined detection were 0.839, 0.790, and 0.900, respectively, with
the combined detection showing the best predictive value. Conclusion The expression of miR-214 and TGF-3
levels in the peripheral blood of EMS patients was significantly dysregulated, and both were closely associated

with the progression of the disease in EMS patients. Moreover, the combined detection of miR-214 and TGF-f3

in EMS patients had high predictive efficacy.
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@R FH 56 i) 2% ot o 1 3R A 5% I B R (Real -
Time Fluorescent Quantitative PCR, RT-PCR) £ il
miR-214 32k K, LA Trizol 42 B RNA, cDNA
B AR BR300 SR & (Qiagen 24 W) 1 U W] 43
17, U5 cDNA ] T PCR #7384 . " 11k & . cDNA
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mix Ex TaqTM 10 L, JITA JoAZ% R il (1) 40 7K fff e ¢
R 20 pLo ¥4 5% 4F:95C #EF 10 min; 95C
TAEVE 55,60 CIE K IFAEAH 30 s, BRI E A
40 K o BEAFER I E 3 AN EHEE AL, IF BT
3. VL U6 TIHE miR-214 N2, B REAH 3 IRk
R e alfE, LA 24 AR R A & . miR-214 7]
Y1 ¥ %) (5 -3") , F %ii : TATACATCAAACAGCAG-
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U6 51 #1751 (5'-3") , F %ty : CGCTTCGGCAGCA-
CATATAC;R % : CAGGGGCCATGCTAATCTT,
1.2.3  ZrdibriE
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R (n=40) .
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K 2 3 E TR R il £ (ROC) 43 #1 A1 J i
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RIEER (x+5)
Table 1  Expression of miR-214 and TGF- in peripheral
blood of EMS group and healthy group (x+s)

2151 n miR-214 TGF-B(ng/L)
BEH 42 0.95+0.11° 182.44+40.57"
TR 44 0.90+0.09" 201.06+44.13%
A 30 0.85+0.12" 222.37+46.55™
Frags s 40 1.000.08 163.72+42.73

F1{i 14.894 11.863

P1H <0.001 <0.001

T SR AL L, 'P<0.05; S5 AL AL, PP<0.05; 5 P 41 H
& ,°P<0.05,

2.2 AN I miR-214 .\ TGF-B ik 5 EMS i 1% &
JEE B4 FH

Spearman #H 3¢ 43 1 . 7~ , EMS J% 5 2 )& 5 4b
JA Il miR-214 7K ~F- 52 A 3¢ (r=-0.481, P<0.001) ,
5 TGF-B /K& IEA X (r=0.532, P<0.001) o
2.3 EMS B HRMEIRSS )5 i 5] R o br

B SR AT O L T 45 2 AL 7E r-AFS 3 1, 41
I miR-214 \ TGF-B /KF Ly &8, 22 % A ge it 2%
B (¥ P<0.05), WFK2,

®2 EMSBEBRIBREBHBERERSN [n(%), (32s) ]

Table 2 Univariate analysis of natural pregnancy outcomes
in EMS patients [7( %), (x+s) ]

i ﬂ?ﬁ%%ﬁﬁiﬂﬂﬂﬁ%ﬁﬁi&)ﬁ&?ﬂﬁtﬁ Pl

S

(n=76)
AR (%) 0.634  0.426
>25 61 42(55.26) 19(47.50)
<25 55 34.(44.74) 21(52.50)
r-AFS 7 4.966 0.026
I~T# 42 33(43.42) 9(22.50)
Im~1v 74 43(56.58) 31(77.50)
R 0.691 0.406
1 92 62(81.58) 30(75.00)
Jc 24 14(18.42) 10(25.00)
BMI(kg/m®) 23.72+1.90 23.50£1.84  0.599 0.550
miR-214 0.95+0.10 0.82+0.07 7.325 <0.001

TGF-B(ng/L) 181.52+49.20 234.62+43.09  5.759 <0.001

2.4 ZHEKHSHTEMS B H ORI IR KWW 5
K%

LLEMS [ [ AR IR R WOl R AR L 17 2
KA. 45588, r-AFS 2 M~V 31, 4hJE 1
miR-214 7K V-FEAK TGF-B /K F-THE53 4 EMS & A
SRAT RISk 37 f B PR 2R (35 P<0.05) . L3 3.
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Table 3 Multi-factor analysis of factors affecting natural pregnancy failure in EMS patients

% It A Bia S.EfH Wald 1§ OR 1l 95% CI P
r-AFS 433 M~IVHi=1, T~ Hi=0 0.763 0.174 19.229 2.145 1.525~3.016 <0.001
miR-214 PSR AR 0.692 0.152 20.726 1.998 1.483~2.691 <0.001
TGF-B(ng/L) BURA Ty 0.634 0.145 22.252 1.982 1.492~2.633 <0.001

2.5 ANE I miR-214 . TGE-B /K EXF EMS B # [
SR AT IR 2 DL %) LI 54
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& K i ROC T AR 43 51 2 0.839. 0.790 LA M
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0.05), WLFE4 K1,

F 4  SMEM miR-214, TGF-B /K3t EMS £ B 4 Tk
% T B T 0 35 R
Table 4 Prediction efficacy of miR-214 and TGF-f levels in

peripheral blood on spontaneous pregnancy failure in EMS

patients
RlIE AR éﬁ% AUC  95% CI  HUSJE #50E PIf

miR-214 0.865 0.839 0.770~0.909 0.724 0.725 <0.001
TGE-B(ng/L) 207.500 0.790 0.706~0.875 0.711 0.725 <0.001
i il 0.900 0.843~0.956 0.855 0.800 <0.001
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Figure 1 ROC curve analysis
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Application of transcutaneous acupoint electrical stimulation during the perioperative
period on the analgesic effect and the effects of HR, SBP, DBP, and MAP in patients
undergoing thoracoscopic lobectomy

LIU Jinmin, ZHANG Peng, DENG Fangfang, ZHU Degang*

( Anesthesiology Department, Wuhan No.1 Hospital, Wuhan, Hubei, China, 430000 )

[ABSTRACT] Objective To study the impact of applying transcutaneous electrical acupoint stimula-
tion (TEAS) in the perioperative period on analgesic effect, heart rate (HR), systolic blood pressure (SBP),
diastolic blood pressure (DBP) and mean arterial pressure (MAP) of patients undergoing thoracoscopic lobec-
tomy. Methods A total of 98 patients who underwent thoracoscopic lobectomy at Wuhan No.1 Hospital from
January to June 2023 were randomly divided into two groups: the TEAS group and the control group, each
consisting of 49 cases. The TEAS group received TEAS 30 minutes before surgery, while the control group did
not receive any electrical stimulation. Both groups received the same anesthesia. Surgical conditions, analgesic
effects, hemodynamics, postoperative recovery, and adverse reactions were compared between the two
groups. Results The dosages of sufentanil, remifentanil, and propofol in the TEAS group were lower than
those in the control group, and the differences were statistically significant (7=9.504, 4.632, 10.512, P<
0.05). The Visual Analogue Scale (VAS) scores of both groups were lower at 48 hours after surgery than 24
hours after surgery. VAS scores at 24 hours and 48 hours after surgery, and the times of analgesic pump press-

ing within 48 hours in TEAS group were lower than those in the control group, with statistically significant dif-
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ferences (1=16.027, 21.472, 15.502, P<0.05). At T,, T,, T, and T,, there were no statistically significant
differences between groups in terms of HR (1=1.879, 1.019, 0.054, 0.982) , SBP (1=0.323, 0.856, 1.217,
0.363), DBP (r=0.474, 0.315, 0.632, 0.452), and MAP (¢=0.423, 1.728, 1.609, 0.472) (P>0.05). Com-

pared with the control group, there were decreases in postoperative recovery time, hospital stay and time to off-

bed activities in the TEAS group, and the differences were statistically significant (1=10.718, 4.778, 11.310,

P<0.05). The total incidence of adverse reactions within 48 hours after surgery in the TEAS group was lower

than that in the control group (x°=4.009, P<0.05). Conclusion TEAS can reduce the dosage of anesthetic

drugs in patients undergoing VATS, alleviate pain, decrease the risk of postoperative adverse reactions, and

promote postoperative recovery.
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assisted thoracic surgery, VATS) B4 G115 /)N .1k &2
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MBI IRY . SRR IAN  TEAS F AR 7E B AR HH
FH AT 9805 R J5 50 o A AR 9 WL 5 1L R 0
TEAS Xf VATS & 7 898 %0 R S 0> % (heart rate,
HR) Y& 4 & (systolic blood pressure , SBP) & 5K &
(diastolic blood pressure , DBP) 4 5 Jik /& (mean
arterial pressure , MAP) [ 521 , S VATS &34 19 [F
AP R LRIt 5% |

1 #ABERE

1.1 —RFR

ABIFFE 2 DT — BE BE 2023 4F 1 7 2 2023
A6 A UG 98 1] VATS & I fiif s b ML Ak 1 43
i TEAS 20 W BREH, 5520 49 15 . TEAS 455 1% 30
B, Lot 19 1], A4 -1 (51.37+7.33) & 5 SRk it i
F& %0 (BMI) -1 (21.3041.95) kg/m?; #8919 4] | i
I 30 1) 5 L & i 9gd /N (Primary Tumor, T) 2 31 ik
% %% #% (Regional Lymph Nodes, N) it &b #3% 'B #%
# (Distant Metastasis, M) 23] T 81 21 1] . T &) 28
) 5 52 [ PR e = Ui 5 25 ( American society of anes-
thesiology , ASA) 7 2% 1 2% 12 5] . 11 2% 29 5] | Il 2%
81 o XFHRZH 55 ¥ 22 4], 2 1k 27 ], 4F % 3

Transcutaneous electrical acupoint stimulation ; Thoracoscopic surgery ; Pain

(49.12+6.35) % ; BMI “F- ¥ (20.97+2.01 ) kg/m*;
fig% 55 14191 B 9EE 35 1915 I Jed TNM 4349 1 HH 18 f3i)
T30 151 ; ASA 734 T 9 13451, [ 4% 30145 <% 6 451,
P — R 25 5 TR 24 L (P>0.05) .
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g 1 ~MM%%"° ; @BE1EJC TEAS 1697 0 ; @3 &
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St HAbIE PRI o WF 08 o T — B BE
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R BEST 25 A BR 2\ 7] , Rehamaster 25 J2 1 25 1, 0198
10, OS5 48— N e— 5 B — 338 1R YT 30 min,
Wi 2~100 Hz, HL 50 DL T 52 B (10 mA A2
Fi)o XTHRAL 5 TEAS A AHIE (BN 7L

TR BRI 34 2R F &7 25 K Je + TR0 B+ 2 e 5
BT 5T T R, Fi oF K e + TR TH I 4E R IR
M R T B 87 25 K e H AR, T EE 2 mL/h,
bolus 2 mL, 4 % B [8] 10 min, $F4E 48 h,
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1.3.2 FEIRACR

K AL 8 AL PE 43 15 (VAS) PEAR T VAS 4%
T 0 53 ~J9FE 10 43, VM 15 S AR S5 24 h 48 h,
G ARG 48 h BRI H B .
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SPSS 26.0 34 ab B s . THEFORIT A IES
O3 AE B 22550, (R +s) o, R e K56, Horp
I3 ) 7 2 2R FH 3 52 00 5 25 40 B, P L R
JH LSD-t #5565 5 T A T8 AL LA n (%) #5348, 47 2 K256

2 HR

2.1 AT ARG AL
TEAS 25 v HT (%) J8R I 25 1) 37 2 1 3 0K 1 % 1R
W, EZR AR X (P<0.05), WFKI1,
2.2 W4 VAS P43 L B U G R U 3R
ML AR J5 48 h VAS 1F 4338 24 h VAS 153 [%
i, TEAS 20 & R J5 24 .48 h F Y VAS 34
R AT R B B E LT X A, 2 5 A gt
X (P<0.05), WFEK2.,

R1 FAFRABERILE (=5)

Table 1 Comparison of surgical conditions between the two groups (x+s)
e . - TR 25 4 55
2H 51 n F AR [E] (min) A i i (mL) A (ne) HAE (ne) A (me)
TEAS 4 49 149.0+22.3 130.2+18.6 45.15%6.23 1.02+0.16 510.36+40.22
Xf HE 21 49 150.4+30.6 137.3+20.7 58.45+7.56 1.20+0.22 625.58+65.34
tfH 0.259 1.786 9.504 4.632 10.512
P1{E 0.796 0.08 <0.001 <0.001 <0.001

®2 MAVASTHS HBERBERHLILE (x+5)
Table 2 Comparison of VAS scores and analgesic pump

pressing times between the two groups (x+s)

VAS P53 (43)

2151 n B B HR R R B (R
24 h 48 h
TEAS#H 49 1.80+0.33  1.03+0.16" 2.91+1.42
YHIRLZL 49 3.51+0.67  2.38+0.41° 8.36+2.01
tE 16.027 21.472 15.502
P <0.001 <0.001 <0.001

1 5 H 4 24 h i HEE, *P<0.05

2.3 WYL B )2 A

W4l T,.T,.T,. T,4 4~ B[] 55 ) HR . MAP,
HR .DBP £ R L4142 X (P>0.05), W33,
2.4 WHHARJEIRE EOL R

5t B 20 A L, TEAS 4 38 R 5 75 B A Ja]

A JE A B¢ Bsf 6] B B 8 46 4, FF 46 T 3015 s A [a) &
HRAT, ERAGITFE L (P<0.05), k4,

x4 FWHARBEMREBRIEER (x+s)
Table 4 Comparison of postoperative recovery between the

two groups (x+s)

AH n ARJFHEE(min) FFHTHIESI(d) RIGHLE (D)
TEAS 41 49 13.01+2.12 1.26+0.24 8.17+1.62
XPREL 49 19.21+3.45 2.20+0.53 9.71+1.57
t{H 10.718 11.310 4.778
PiH <0.001 <0.001 <0.001

2.5 MWHARJE 48 h WA R B Ol b s

TEAS 41K J5 48 h A K R L & A2 3R I 3
ik T MZH 22 B 483t 2% & L (P<0.05) .
WK 5,

®3 WANRINAFLEE (3+s)

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

28 531) n Hif R] HR (K/43) SBP(mmHg) DBP(mmHg) MAP(mmHg)

TEAS % 49 T, 72.16+9.02 120.15+13.26 80.21+9.35 90.19+10.26
T, 60.24+7.38" 108.47+11.56" 70.87+8.24°" 88.14+8.74"

T, 62.15+7.36" 110.23+12.34" 72.24+7.10" 89.23+9.47

T, 70.56+8.19" 118.56+13.14" 78.62+8.35"™ 89.50+8.14

X HE 2L 49 T, 75.34+7.68 119.32+12.18 79.35+8.61 89.36+9.15
T, 61.76+7.38" 110.64+13.47" 71.42+9.03" 85.12+8.56"

T, 62.23+7.24° 113.25+12.23" 73.16+7.32" 86.34+8.27

T 72.17+8.04" 117.56+14.13" 77.87+8.06™ 88.749.03"

3

TE 5 T, A HEAL, °P<0.055 15 T, IR LU %2, *P<0.05 5 5 T, I 8] LL 5, °P<0.05.
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®5 WMAARFI8hHRRREFERLE [2(%)]
Table 5 Comparison of adverse reactions within 48 h after

surgery between the two groups [n(%) ]

n on D WKek o RXE DRI SR AL

TEASZ] 49 1(2.04) 0(0) 1(2.04) 0(0) 2(2.04)
XHHEZH 49 2(4.08) 1(2.04) 3(6.12) 2(2.04)  8(16.32)
718 4.009
P1H 0.045
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D195433 AT A 8.2 1) 43 1A 02N S5 o B

BA BERE AEKR MTRAE BT
[ T] B# A D19S433 LT A S ALHE N 8.2, 4 F AW T7 0k  RIE 4, Xf 58

Y R A e RN U T b~ - A A7/ DOl 5 W N B~ 3 S B il - 1 1L v 11 S 7 11
J¥ A3 )7 5 5 D19S433 HE PR i BE il )32 50 64T LU XS 0T . 25 Goldeneye DNA 20A #il AGCU EX22
T RGNS RI A L, 5 R R 58 R B 43 B AR o) 2 Ah (Off-ladder, OL) Y %5 {3 3 [A]
S D198433 FE TR BE A A SF AL IE R o 48 BUSE RS AL (B THRLZ A A L R Ry 8.2 )T s 43 B HL 8 2 ) 4
W A AL O 82 Toik . 4518 X STR 43 28 v & B A% A 45 L JE B A7 00 )%, 3 B L= &2 )7 401,
AT RAAEAG % FL AT A 44, 00 B S PR S AR (A L 2 E b B OCEE STR 2R 1R B .

[£8iA] STR; Mifa 7 3LHN ; D19S433 JEN A 5 Off-ladder

Molecular biology confirmation and analysis of rare allele 8.2 of D195S433
CAllJie, LU Yuting, DU Hailin, HE Chengtao, RUI Xue*
(Nanjing Red Cross Blood Center Laboratory , Nanjing, Jiangsu, China, 210003)

[ABSTRACT]

firm and analyze the location of the mutation using molecular biology methods. Methods

Objective To validate the naming of the rare allele 8.2 at the D195433 locus and con-
Primers were de-
signed to amplify the rare allele, then sequence it to confirm the conventional nomenclature. the sequenced al-
After the detection of both the Gold-

eneye DNA 20A and AGCU EX22 paternity systems, the off-ladder discovered in the paternity test was con-

lele with the reference sequence of locus D195433 was aligned. Results

firmed as a rare allele in the locus D195433.The rare allele was named as 8.2 using conventional calculation
methods, and the correction of the name was confirmed by sequence analysis. Conclusion Sequencing the
rare alleles discovered in STR genotyping allows for accurate naming of the rare alleles by analyzing the repeti-
tive sequence. This process also involves locating the mutation site of the rare allele. Rich Chinese STR data in-
formation is available for reference.

[KEY WORDS] STR; Rare allele; D195433 locus; Off-ladder
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% HB BB B & JF %)) (short tandem repeat, STR) ,
JEHE7E DNA JF 9, K B | % 22 (tandem) B &
WA FF . STR B R A 45 A ik PR 45 78 5 3l
B BRI A STR P8 A8 5+ o i A5 254
LR B &8 5 i 800 . STR A i 5 kA 4%
W BNASIL : oA EE & 7 Be AR AE , 7 DNA & il i)
5y 1 WA G EE S R AR BE R A I . Y IR R
if, 7E DNA &K g (9 AE FH T, F5 AL &8 5315 2 57 9]

AR A @ W T EFAHLER B (YKK21173)
R e+ F iR TSR E, LA, @R 210003
*EAEHEH . ¥ F, E-mail : ruixuekaixin@sina.com
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1652 % A AR B A, 4k i v B A R B U 2 1
ZHan® #1571 DNA 5578 STR {37 15343 )% 91
PR ER B . 7E STR AN, S48 b A 4
25 A7 L PR IR 2 78 g B Ladder JG 32 iy 44 I, 43 #1 5k
F 0D e 25 37 3 [ FR 30 o OL. il ad A A T sk
F T S A L, AT DAHEBR T Rk ) o R
BRI RS | B 2 R i A SR L3R R . OL W 3 i 2 %
KIETHE B ik T B a4 .
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STR 37 41, (I 5875 3% Z2 TR R B RE I, R HEE RN
WH/NT 1%, B ATEF N = 22 5 . 7ER
2k B — Xt BE T A9 STR 43 B 45 3L | [ i 78
D1954.33 v B H PLH HY Ladder f5 /1N [l 6 45 o7
AL, BRic o OL. i ik BT vk 1 F A e 1 S i A
b 8.2, [l il 3 43 F AR 2 T B 2 SR A T
IR 8.2 iR, KNI AR A T

1 MRE5REE

1.1 ME

A 2T S IR 0 9 S BT R B — X
B F B 1L, FH Chelex-100 #£ 5 DNA ., A#F5EE
BTN o Wy s 1|7 RPN (g AR I R (B 1 BU
ZRACEECNERES).
1.2 Jiik
1.2.1 A5 STR 43 B & 43 45 28 e x)

03 | Goldeneye DNA 20A B i3 %5 R 4t
(At 5 NN R A PR |] ) F1 AGCU EX22(
By RS AE Y EARA R E) 1T STRE G
H4, ABI 3130XL % 8t 1% 43 #7 4 FiL ik , GeneMapper
ID-X V1.4 5 [H 23 by A 53 A7 i 7 45 3L 4 w3 1Y)
STR 43 RIZE JE AT U XT o
1.2.2  HiAq S 3L A 438 S

& ¥ STRbase Core Loci ¥ %1 ¥¢ 38 , & Wk
DI19S433 i i W9 ¥ 51 W, 5l W ¥ 50 ik .
D198433-F:5'-CCTGGGCAACAGAATAAGAT-3',
DI198433-R:5 -TAGGTTTTTAAGGAACAGGTGG-
3" PCR 43I B+ F P AFEAS , 50 WL S0 1R &
(10 pmolP1 1.0 wL, 10 pmolP 2 1.0 pL, 10 mM each
dNTP 1.0 pL, 10xMg* 5 pL, 10xtaq buffer 5.0 pL,
taq 0.5 wL, A wL, H,0 #h5F) . 7E ABI9700 [ ¥
4, 94CAE P 3 min J5,94C 30 5.55C 30 5,72C
30 s, 30 M H , 72°C H 4E F+ 10 min, 4C R & o
1.5% Byt Hi 0 58 e FEL K B IA PCR 9738 7 ), [l

S

PCR ¥ ¥4 7= ¥ 1% A T-vector 1, ¥ {6 A KW+ &
DHb5a J&3Z S 4l v, i A T2 R Ptk LB Bifis F
M b, 37CHEIE 5 5 S BURA T 978 7 By
Fvn RETE VK L 16 DAY TR BRA /LT .
1.2.3  Mif S S 1

5 OL % 55 Ladder X} 7 1% 19 75 K¢ 1 15
CEIL I E X A

Ll Goldeneye DNA 20A & 1)) % 5 R 4t STR 43
AUBHE A1

ELHTEE 25 S5 3L 14 13 24 101.04 bp, OL I
83.42 bp, LI 1. %I H HE Ladder H A9 543 3 A
13 °47 101.69 bp, 5 OL 1% X 41 A% Ladder %5437 3 [F 9
4 85.64 bp. WL 2, &I,

81=S,,-L,,=101.04-101.69=—0.65

82=S,,-L,=83.42-85.64=-2.22

c=| (-0.65)-(-2.22) | =1.57

50 OL I H 25 37 3£ 9 /N 1.57 bp, #0H% OL
Uiy 44 4 8.2

B % T4 FE M 16.2 24 115.96 bp, OL 1§ Ky
83.64 bp, W& 1, % 5L K Ladder H i) 55 {3 5 H
16.2 24 115.98bp, 5 OL W4 4B 1) Ladder 45 3 2 [A]
9 4 85.64 bp, WLIKI 2, &ITH .

81=S,,,-L,,,=115.96-115.98=—0.02

82=S,,-L,=83.64-85.64=—2

c=| (-0.02)-(-2) | =1.98

F U OL 04 Fb 25 v 3£ 1] 9 71 1.98 bp, HLK; OL
Wi 45 4 8.2
2 #HR
21 PIZE TR &4 Rxt

KR BT P AAE D19S433 K 3 34
UK T8 1 Ladder $5c /N 3 Bl A9 56 07 56 PR 28 725
Goldeneye DNA 20A B iy % 72 R 4t (b 50 5 S
MEEARA RS H]) A AGCU EX22 (JC 8 Hh 7 56 Bk

BT

20A v1.71

20A v1.71

[ D195433 ]

[ D195433 |

100 120

84 98 112 126

1

OL 13
83.42 101.04

oL 16.2
83.64 115.96

B 1 Goldeneye DNA 20A XFI & BEMBETF DI19S433 BEEHEIER

Figure 1

D195433 STR profile of mother and kids using Goldeneye DNA 20A Kit
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108

l() 11 13 14- ’)
89.04 93.68 ()870 l()l ()9 105.7 3 109.87

85(4 11291 H 92

12.2 13.2 14.2 15.2 16.2 17.2
99.69 103.71 1107.70  [111.85| |115.98 |120.00

B2 Goldeneye DNA 20A iR F & D195433 B E FE Ladder 4 B K /)
Figure 2 D195433 STR profile of Ladder using Goldeneye DNA 20A Kit

AW B AR A BR 2w PG50 S D, A B LT
Goldeneye DNA 20A i 5| & £ 35 Fl ¥ + D195433
FE R R BRI ZE L DL 1, Fil AGCU EX22 5] & B
R D19S433 Fe A B o3 Y25 AR A R . I

2%

K 3, K% D19S433 45 v K& R 43 B R /)
(OL,13) , ke 1% T D195433 2 (v FE K 43 /)N
(OL,16.2) o HI 5 % 55 v & M 58 45 0 # A 55 1
FH,

#%r

AGCU EX22 STR Kit v3.2

AGCU EX22 STR Kit v3.2

[ D19S433 ]

[ D19S433 |

105 135 165 120 160
A AA A AA A A
I 1 4 I ’ i .
OL 13 OL 16.2
112.53 130.08 112.60 144.35

B3 AGCUEX22ikFI &£

BF DI9S433 BERES BRI R

Figure 3 DI195433 STR profile of mother and kids using AGCU EX22 Kit

2.2 BEERITET DI19S433 FLH Y- 1 5 45 5
i X W R 45 R b D195433 3N i B

G B8 AT 43 M, BF S5 FEAR 1 D19S433 H& K ) ) Y
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Correlation analysis of systemic inflammatory response index and malnutrition risk in
newly diagnosed stage IV lung cancer patients

SHI Xiaoxiao', MIAO Yuanshu'*, ZHANG Yan*, CHEN Lei’, ZHANG Ling’

(1. Department of Emergency, Nantong Tumor Hospital, Nantong, Jiangsu, China, 226361 ; 2. Department
of Critical Medicine, Nantong Tumor Hospital, Nantong, Jiangsu, China, 226361 ; 3. Department of Radio-
therapy , Nantong Tumor Hospital, Nantong, Jiangsu, China, 226361 )

[ABSTRACT] Objective To explore the correlation between the systemic inflammatory response in-
dex (SIRI) and the risk of malnutrition in newly diagnosed patients with stage VI lung cancer. Methods 102
newly diagnosed stage VI lung cancer patients admitted to Nantong Cancer Hospital from February 2021 to Feb-
ruary 2024 were selected as the research subjects. These 102 patients were divided into a non - malnutrition
group (62 patients with a PG-SGA score <4 points) and a malnutrition group (40 patients with a PG-SGA
score >4 points) according to the Subjective Global Assessment Scale for Patients (PG-SGA) score. Mean-
while, the clinical data, demographic information, and clinical biochemical data of all patients were collected.
Pearson correlation analysis was employed to investigate the correlation between SIRI and the PG-SGA score.

The value of SIRI in assessing the risk of malnutrition in newly diagnosed stage VI lung cancer patients were
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evaluated by ROC analysis, and the influencing factors of malnutrition risk in newly diagnosed stage VI lung
cancer patients were explored through multivariate logistic regression. Results The SIRI in the malnutrition
group was higher compared to the non-malnutrition group, the difference is statistically significant (P<0.05).
SIRI was positively correlated with the PG-SGA score in newly diagnosed stage VI lung cancer patients (r=
0.579, P<0.001). The AUC (95% CI) for neutrophil count, monocyte count, lymphocyte count, and SIRI in
assessing of malnutrition risk in newly diagnosed stage VI lung cancer patients were 0.726 (0.681~0.776) ,
0.813 (0.763~0.862) , 0.741 (0.791~0.786) , and 0.939 (0.894~0.984) , respectively. The proportions of pa-
tients aged =55 years old, BMI <18.5 kg/m?, monthly income <2 000 yuan, and ferritin level in the malnutri-
tion group were higher than those in the non-malnutrition group, while the albumin level was lower than that in
the non-malnutrition group, the difference is statistically significant (P<0.05). BMI <18.5 kg/m* (OR=2.573,
95%CI: 1.355~4.884) , monthly income <2 000 yuan (OR=2.155, 95%CI: 1.214~3.828), and SIRI>3.1x10°/L
(OR=3.377, 95%CI: 1.772~6.436) were identified as risk factors for malnutrition in newly diagnosed patients
with stage IV lung cancer, the difference is statistically significant (P<0.05). Conclusion High SIRI values

are closely associated with an increased risk of malnutrition in newly diagnosed stage VI lung cancer patients

and can serve as an independent risk factor.

[KEY WORDS] Lung tumor; Systemic inflammatory response index ; Malnutrition
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Table 4 Multivariate logistic regression analysis of malnutrition risk in initially diagnosed stage IV lung cancer patients
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SIRI <3.1x10°/L=0;>3.1X10°/L=1 1.217 0.329 13.683 <0.001 3.377(1.772~6.436)
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FEAH, Gal-13 KPR TR R4, 22 34 G it 2 2 X (P<0.05) . IfiL 7% Gal-13 \FGF-21 /K- #ph K — H B4
PEAG T A0 1 R (9 AUC 239010 0.856,0.784.,0.919, Gal-13>9.39 ng/mlL J2& T~ Bl 11455 15 T2 12 & &
Sy AR R R (P<0.05) , FGF-21>270.76 wg/L S T B 3108 175 72 1 & 8 Sy v/ o 5 1 b ST f B TR
F(P<0.05). £t TR AT M0 Gal-13 7T BT, FGF-21 AT FH i, 3 WA K I vl 45 502 Wi 7
okl TS, [ s ) e R B R AT A o

[E@IAM] TR ; LFMEEEE 13 e dEgn A K B +-21

The value of serum Gal-13 and FGF-21 levels in diagnosing preeclampsia and evaluating

the condition

KANG Hui', BO Yaoyang', WANG Chunjing', ZHANG Zan', LEI Xiaojuan®*

(1. Department of Obstetrics and Gynecology, Yan’an University Xianyang Hospital, Xianyang, Shaanxi,
China, 712000; 2. Department of Gynecology, General Global Xi’an Xihang Hospital, Xi’an, Shaanxi,
China, 710021)

[ABSTRACT] Objective To observe the expression of serum galectin-13 (Gal-13) and fibroblast
growth factor-21 (FGF-21) in patients with preeclampsia and explore the value of Gal-13 and FGF-21 in diag-
nosing preeclampsia and evaluating the condition of preeclampsia. Methods A total of 95 patients with pre-
eclampsia admitted to Xianyang Hospital of Yan’an University from December 2020 to October 2023 were in-
cluded in the preeclampsia group. The general data of patients were collected, and patients were divided into a
mild group (52 cases) and a moderate/severe group (43 cases) according to the severity of the disease. Mean-
while, 92 normal pregnant women were selected for the healthy control group. The levels of Gal-13 and FGF-
21 in serum were detected using enzyme-linked immunosorbent assay (ELISA). The diagnostic value of serum
Gal-13 and FGF-21 levels in preeclampsia, and the evaluation value for the severity of preeclampsia, were ana-

lyzed using the ROC curve. Multivariate logistic regression analysis was applied to examine the influencing fac-
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tors of the severity of preeclampsia. Results The serum FGF-21 level in the preeclampsia group was higher
than that in the healthy control group, while the serum Gal-13 level was lower than that in the healthy control
group, the difference is statistically significant (P<0.05). The AUC for diagnosing preeclampsia using serum
Gal-13 and FGF-21 levels alone or in combination was 0.780, 0.848, and 0.884, respectively. The proportions
of individuals over 30 years old, with a body mass index >23 kg/m’, with moderate/severe preeclampsia were
higher than those in the mild group. The level of Gal-13 was lower compared to the in mild group. These differ-
ences are statistically significant (P<0.05). The AUC for serum Gal-13 and FGF-21 levels in evaluating the se-
verity of preeclampsia was 0.856, 0.784., and 0.919, respectively. Gal-13 >9.39 ng/mL was found to be a pro-
while an FGF-21>

270.76 pg/L was identified as an independent risk factor for the severity of preeclampsia progressing to moder-

tective factor for the severity of preeclampsia progressing to moderate/severe (P<0.05) ,

ate/severe (P<0.05). Conclusion The level of serum Gal-13 in patients with preeclampsia is decreased,

while the level of FGF-21 is increased. The combined detection of the two markers can effectively diagnose pre-

eclampsia and evaluate the severity of the disease.
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Table 1 Comparison of serum Gal-13 and FGF-21 levels be-

tween healthy control group and preeclampsia group (¥ +s)

415 n

Gal-13(ng/mL)  FGF-21(ng/L)
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Table 2 Diagnostic value of serum Gal-13 and FGF-21

levels in preeclampsia
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Table 3 Comparison of clinical data and serum Gal-13 and
FGF-21 levels in patients with preeclampsia with different

disease levels [n(%), (x+s) ]
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Figure 1

ROC curve of serum Gal-13 and FGF-21 levels in

the diagnosis of preeclampsia
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Table 4 Value of serum Gal-13 and FGF-21 levels in

evaluating the severity of preeclampsia

st AUC  95% CI HURBEE FRSeRE i
Gal-13  0.856 0.780~0.933 0.791  0.827  9.39 ng/mL
FGF-21  0.784 0.692~0.876  0.814  0.654 270.76 pg/L
THBEA 0919 0.867~0.972  0.744  0.942
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Figure 2 ROC curve of serum Gal-13 and FGF-21 levels to

assess the severity of preeclampsia
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Table 5 Logistic regression analysis of factors influencing the severity of preeclampsia

A1 RN B i SEH Wald P1i OR i 95% CI
Gal-13 >9.39 ng/mL=0,<9.39 ng/mL=1 -0.217 0.082 6.998 0.008 0.805 0.685~0.945
FGF-21 <270.76 ng/L=0,>270.76 pg/L=1 1.008 0.335 9.046 0.003 2.739 1.420~5.281

AR <30 #=0,>30 %=1 0.108 0.129 0.700 0.403 1.114 0.865~1.434
[ENGRE <23 kg/m?=0,>23 kg/m’=1 0.088 0.131 0.451 0.502 1.092 0.845~1.412
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The value of serum ferritin, Cys-C and their combination on vascular calcification in main-
tenance hemodialysis

ZHU Shenging, WANG Hongmei, LI Hongyu, WANG Yanqin*

(Department of Hemodialysis, Fengxian District Central Hospital, Shanghai, China, 201406)

[ABSTRACT] Objective To explore the value of serum ferritin, cystatin C (Cys—C) , and their com-
bination in evaluating vascular calcification in maintenance hemodialysis (MHD) patients. Methods 136
MHD cases in our hospital from January 2020 to August 2023 were selected. The cases were divided into a cal-
cification group (93 cases) and a non-calcification group (43 cases) based on the presence of vascular calcifi-
cation. Additionally, the cases were further categorized into mild (29 cases) , moderate (46 cases) and severe
(18 cases) groups based on the degree of vascular calcification. Pearson correlation analysis was used to ex-
plore the relationship between serum ferritin, Cys-C levels, blood calcium, and blood phosphorus in MHD
cases with VC. The predictive value of serum ferritin and Cys-C for VC in MHD cases was assessed using
ROC analysis. Results The age of dialysis for the calcified group is higher than that of the non - calcified
group. Additionally, the levels of blood calcium, blood phosphorus, and ferritin in the calcified group were
higher compared to the non-calcified group, with statistically significant differences (P<0.05). The levels of
serum ferritin and Cys-C were found to be lower in the mild group, followed by the moderate group and the se-

vere group, with significant differences (P<0.05). Furthermore, serum ferritin and Cys-C levels showed a
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positive correlation with serum calcium and blood phosphorus in MHD patients with vascular calcification (P<

0.05). The area under the curve (AUC) (95%CI) of serum ferritin, Cys-C, and their combination for predict-
ing vascular calcification in MHD patients was 0.866 (0.851~0.917), 0.752 (0.701~0.803 ), and 0.901 (0.850-
0.952) , respectively. The respective cut-off values were 272.48 ng/mL and 1.54 mg/L. The specificity for se-

rum ferritin, Cys-C, and their combination was 0.652, 0.560, and 0.869, respectively, while the sensitivity

was 0.904, 0.904, and 0.855, respectively. Conclusion Increased levels of serum ferritin and Cys-C are cor-

related with vascular calcification in MHD patients. These markers can be used as predictors of vascular calcifi-

cation in MHD patients, and their combined predictive efficiency is higher.
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Table 1 Comparison of general information between the two

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

T e

A (n=43) (nzo3) 7TA PMA
550 (1))
5 23(53.49)  52(55.91) 0,070 0.701
‘e 20(46.51)  41(44.09)
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1l (mmol/L.) 1.17+£0.22  1.7320.31  10.660 <0.001
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Cys-C(mg/L) 1.13+0.18 1.94+0.26  18.468 <0.001
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Table 2 Comparison of serum ferritin and Cys-C levels in

patients with different degrees of vascular calcification
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Table 4 The value of serum ferritin and Cys-C for vascular
calcification in MHD patients
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Figure 1 The ROC curve
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Analysis of the characteristics of fever outpatient cases and pathogen characteristics of
fever outpatient patients in a third-class hospital from 2020 to 2022

HAN Lu', WANG Xiangging', LI Xiaoying', HAN Xin*, MA Wenjing'*

(1. Department of Orthopedics, Tangdu Hospital, the Air Force Medical University, Xi’an, Shaanxi, China,
710032 ; 2. Infection Department II of Xi’an Eighth Hospital, Xi’an, Shaanxi, China, 710061)

[ABSTRACT] Objective To analyze the characteristics of fever outpatient cases and the distribution
of pathogens from 2020 to 2022, to provide a scientific basis for disease prevention and treatment. Method
Medical records, laboratory tests, pathogen tests, and other clinical data from the fever clinic of the Second
Affiliated Hospital of the Air Force Medical University in Bagiao District were collected between January 1,
2020, and December 31, 2022. The characteristics of the cases and pathogens were analyzed. Results From
2020 to 2022, a total of 38,901 patients were seen in fever clinics, consisting of 55.03% males and 44.97% fe-
males, with ages ranging from 14 to 96 years old. Among the fever outpatient cases, 27, 563 patients
(71.09% ) presented with fever symptoms, most commonly experiencing low-grade fevers (55.23% ). The top
four symptoms reported were fatigue (38.05%) , sore throat (33.24%) , cough (29.49%) , and headache
(24.49% ). The median time from onset of fever to seeking medical treatment was 2 (1,4) days, and 43.25%

of patients sought treatment within the first day. Acute upper respiratory tract infections were the most fre-
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quently diagnosed conditions (36.39% ). Of the patients, 9, 172 patients had pathogen samples collected for

identification, with 954 fever outpatient patients testing positive for pathogens, resulting in a detection rate of

10.40% (954/9172 cases). A total of 1, 328 pathogenic bacteria were identified, predominantly bacteria

(93.75% ) with a small proportion of fungi (6.25% ). The most common Gram-negative bacteria were Pseudo-

monas aeruginosa (19.13%) , Klebsiella pneumoniae (14.31% ) , and Escherichia coli (11.37% ). Among the

Gram - positive bacteria, Staphylococcus aureus (12.80% ) and Streptococcus pneumoniae (7.15%) were the

most prevalent. The main fungi identified were Candida albicans (4.29% ). Conclusion

Fever outpatient

cases remain common and frequently encountered, often presenting with complex and variable conditions.

Clinical medical personnel must have a thorough understanding of the characteristics of fever outpatient medi-

cal records and pathogenic bacteria. This knowledge is essential for providing timely and effective treatment,

as well as disease prevention and control for patients.
[KEY WORDS]

KN T2 0 K A B T 1, R AT R
o B 4 FIRIE ST (0 B SRR . R AR TIS EST, B
EINERENIbPy EROE U Ak BEY S e R S Ll RS
ALY R B A2 I LR AR YT, DL
il 1 e DR TS e P e A1 B e b i o7 e RO
A5, I B KRR BE L AP AR R P2 B E . R
7132 % W1 T A 2 g 14 B 1 e 3 1 2% I B T 1
™o RN, KR8 51 32 2 UG B o 32
1115 RS TR (o I B R A2 2, AR R B RS T
PR R A 2 AW T, e S B AN TR, A
[ M DX 1= B I T ) AR T2 S0 TR R i DL B
I B o A AN AR . PRI, AR BT R 2020 4F
—2022 AT 1 A A2 - A R (91 B0k}
HEAT WA 0 HC o 910 i LA R DL o A 15 0 1A 7
I3, DI 4R R AR B2 P KRS

1 #ABERE

1.1 BORBRIE

PEHC 2020 4E 1 A 1 H & 2022 4 12 A 31 H
WIIE], 25 R e K AR B R I T2 82 10 &
PRI (B8 ) H 3007 W 3 R R0 3 18 5 491 9 s iR AT
Mo KIFRUE: 58— ORI 100 T AR
TR IR >37.3C BIh KA o Fie & 3GRR O [R) 4y
R (<38°C) | T EE & R (38.1~39C ) Al iy #A
(39.1~41C) o WFHEIEREIRFE MR | RZIRK %8 g o]
FINE RIMESE o A A bR : DAE IR =14 2 ; Q&
LS R EBE  HEBR AR - B R TR AN 5 4
AW FY 48 B A0 BT A 23 0 S Ao, LR A Y
B R
1.2 Rk

AR H 21 28 3 48— 55 )1 R A% 0 R A B 5E

Fever clinic; Case characteristics ; Infectious diseases; Pathogenic bacteria

T AT TI2 B2 0 B I R BRI AT I AR IE
SR o T A R B L DD B PR R e AR A AR
M9 DR S, T B Itk 24 PRSI AR IS AR AR
TR AR D7 0 SRR BB B s i ] R A
T 0L ARSI R 205 B, X B 09 JR 2=
A 45 A I R TR TR AR T
1.3 Gil2E ik

K FH EpiData 3.1 8 5% Al PR 58 6L £ 40, il
JH SPSS 21.0 et 43 Hr&icdli . &I 129 191 85
JEC TR A 5 L S T HBCRERE A n 5 (% ) o, A1) B
BRI 2RI . VL P<0.05 N 2= S A 555 X,

2 HR

2.1 EEARMEN

2020 4F-2022 4F H [], g A & #0112 0 8k
28 38 901 1], Horp, S8 A K BRI B2 1
DA RN 2(1,4) K. 21 407 A(55.03%) , &
17 494 N (44.97%) ; SR E ] 14~96 % . i 5
DLRE IR R 2 #4(71.09% ), Hofth 4 FoiEiRAR vk o =
$1(38.05% ) WA (33.24% ) %K (29.49% ) F1 3k
(24.49% ) . H & R E 5812 0y v 67 {8 B [E] 2k
2(1,4) K, 34 16 824 1 (43.25% ) &7 1d WK
BistiZ . KIMTTL BEZWIER DLt L
Bz, A kT2 AT 36.39% (14 158
@), 2t B R 2R R R SR -
WRER MR ARG IR RGP MR,
2.2 RINTS B R TR HE O

H 9172151 (23.58% ) K112 B E R EW IR
PRAE A A7 05 Do 2 B 7, G vk o T 1 S
954 ] , 9% JE B A R 10.40% (954/9 172 ] )
L3k 2,



BT SIRITARE 20244511 H 164 S5 113 J Mol Diagn Ther, November 2024, Vol. 16 No. 11 - 2167 -

x1 RARBENRESEMEL (n,%)
Table 1 Composition ratio of etiological classification of

fever patients (n, %)

P PP n Fa B L (%)
Sk LR A R 14 158 36.39
aMEmR 6072 15.61
2 e Pk AR R 3310 8.51
AHRE-XARER 2 628 6.76
Jiti % 1923 4.94
K 1537 3.95
W IR 2 G R 1465 3.77
fE YL 923 2.37
HAlb 6 885 17.70

F2 ERNLERENREEREER (n,%)

Table 2 Detection of Pathogens in Fever Outpatient Patients

(n,%)
miH n M EE (%) i %
P51
% 5338 58.20 547
i 3 834 41.80 407
R ()
14~17 1184 12.91 134
18~29 1827 19.92 142
30~39 1625 17.72 153
40~49 1567 17.08 167
50~59 1021 11.13 115
60~69 923 10.06 109
70~79 691 7.53 89
>80 334 3.64 45
4 4 632 50.50 558
ik 2 894 31.55 276
B 1 646 17.95 120
A
2020 4F 3063 33.40 287
2021 4F 2819 30.73 304
2022 4F 3290 35.87 363
KR
H 1972 21.50 145
= 3109 33.90 423
Fk 2 624 28.61 276
L3 1467 15.99 110
W] (d)
<1 3846 41.93 356
1~2 2193 23.91 221
3~6 1 849 20.16 219
>7 1284 14.00 158

2.3 IR ERHIE S BT

2020-2022 4[] , 954 ) & #4112 o Sk
1 328 BRI B, H b B — g T TR JER Y 684 4]
(71.70%) ; XE YL 195 1] (20.44% ) ; = K L) |
B £ &Y 75 Bl (7.86%) . F E R 40 @
(93.75%) , /L B (6.25%) o 4B PRI 22 B

PEBE & H 5, H 62.35%, 35 B LA 41 P N T
(19.13%) Jili & 5 B 1A B (14.31% ) Fl K B 352 7 14
(11.37%) M . F 22 MR (31.40% ) 5 2R 42
0 7 2 2R R (12.80% ) A1 fili R 85 BR B (7.15% ) -
FLB LA AR 22 BT (4.29% ) M £ WL 1.

i SRR AIE 23 A

HAit = 1.87%
P B2 LR m1.22%
{1 24 i B 5139,
L —F 2%
Hifly ™ 1.14%
Wil = 1.30%
FE AR =-.3.01%
DR Bk w—3.75%
fifi 96 Bk —.92%
AW A Bk —2.87%
WL ——— 28.99%
Hfh ™1.38%
B16 A7 ™ 1.30%
RS  ™2.69%
I (L FF ) -—3.91%
5 AN B —.84%
K Yo A 1] em—0.03%
i 2 Sl A —5.61%
ol O — 2 1.00%
2 T 02.79%

0.00% 100.00%  20.00% 30.00%  40.00% 50.00%  60.00%  70.00%
B1 20202022 EAMT2EENKEERREERDHT
[n(%)]

Figure 1  Analysis of pathogen detection results in fever

outpatient patients from 2020 to 2022 [n(% ) ]
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LA S S PR AR B B TLR7 . IL-23 . IL-1715
SR PR Y S

RIFS EFRM EATS EfE

(8 ZE] BH HEW0 0 BREERG T % M a0 (PV) 3% Toll #£2Z & 7(TLR7) . H 41l 4
F-23(IL-23) HAMEN R-17(L-17)E S @AW . Fik PR b P B 25 K2 2 km R
2022 4 6 A & 2023 4 6 A IR 1Y 100 4] PV 55 HEAT 20 BT, R4 2 5 O & E B I A B 4 41 )
Fe I A 59 B o BL A A AL HR A B 0 v AR % e T R B 48 B (PAST) A T [T bk 2 40 i W (CDA4”
CD8") Ay Bk & 11 (Ig) A JgG | K 4 5E HF [ IR SR8 1 F o (TNF-a) , Tt F -y (IFN-y) \IL-23 .IL-17]
K-, AP 21 TLR7 mRNA ik f AR (4 %5 4, il i Spearman 43 #7 TLR7 \IL-23 \IL-17 55 PASI i
Kk, &R YA PASI T4 CDA' .CD8' . IgA 1gG ¥ s FIE# 41, 22 5 A Gt 2% 3 L (P<0.05) ; &
Y2l TNF-o \IFN-y IL-23 \IL-17 \ TLR7 mRNA Fik B MIEH R AR S TIEFA, ZRAHITHE X
(P<0.05) ; £ Spearman | 56 73 #r {75 , PASI J% CD4* . CD8" \IgG . IgA 5 TLR7 & H % ik it 5 IE#H 5&
(P<0.05) , 5 TLR7 mRNA ik & 5 1F 4 ¢ (P<0.05) , 5 1L-23 2 1F 40 56 (P<0.05) , 5 IL-17 & iF 41 5%
(P<0.05)., %1 HFEEIG PV BFH AN MM TLRT Fik 8 K M7 IL-23 . IL-17 K FETHe , BS540
AR P28 90 IR S 5 1 2 DI AH G o

[ ]  EBERYL; TR IEMEN; Tol BEZIK 7; A1 2-23; HAIfiN£-17

Effects of fungal infection on TLR7, IL-23 and IL-17 signaling pathways in patients with
psoriasis vulgaris

ZHANG Yidan', DONG Xiaoyi', WANG Renke®, WANG Heping®*

(1. Heilongjiang University of Chinese Medicine, Harbin, Heilongjiang, China, 150040; 2. Academy of Sci-
ences, Heilongjiang Provincial Hospital of Traditional Chinese Medicine, Harbin, Heilongjiang, China,
150040; 3. The First Affiliated Hospital of Heilongjiang University of Chinese Medicine , Harbin, Heilongji-
ang, China, 150040)

[ABSTRACT] Objective To investigate the effects of fungal infection on Toll - like receptor 7
(TLR7), interleukin-23 (IL-23) and interleukin-17 (IL-17) signaling pathways in patients with psoriasis vul-
garis (PV). Methods 100 cases of PV patients were admitted to the Department of Dermatology , at Hei-
longjiang University of Chinese Medicine from June 2022 to June 2023. They were retrospectively analyzed
and divided into two groups: the infected group (41 cases) and the normal group (59 cases) based on whether
they were complicated by fungal infection. The skin area and severity index (PASI), immune function [T lym-
phocyte subsets (CD4", CD8") were compared between the two groups /CD8") , immunoglobulin (Ig) A,
IgG) and inflammatory factors [ tumor necrosis factor a (TNF-a ), interferon-y (IFN-vy), IL-23, IL-17] lev-
els. TLR7 mRNA expression and protein expression levels were compared between the two groups. The correla-

tion between TLR7, IL-23, IL-17 and PASI was analyzed using Spearman’s correlation. Results The PASI
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score, CD4", CD8", IgA, and IgG levels in the infected group were higher than those in the normal group,
with statistical significance (P<0.05). The mRNA and protein expressions of TNF-a, IFN-vy, IL-23, IL-17,
and TLR7 in the infection group were higher than those in normal group, with statistical significance ( P<
0.05). Spearman correlation analysis showed that PASI, CD4", CD8", IgG, IgA, and TLR7 protein ex-
pression were positively correlated ( P<0.05). There was a positive correlation with TLR7 mRNA expression
(P<0.05) , and a positive correlation with IL-23 (P<0.05) , was positively correlated with IL-17 (P<
0.05). Conclusion The expression of TLR7 in mononuclear cells and the levels of IL.-23 and IL-17 in the se-

rum of PV patients after fungal infection were increased, which was closely related to the immune inflamma-

tory state and overall disease progression in the body.
[KEY WORDS]
leukin-17

T PE4R JE % (psoriasis vulgaris,, PV) J& — Ffi
DAt Jo P 21 B | B 2R Ay i DR 2 B0 1) 18 1k 52 Pk R
PE B R, Bz 504k 60 T3k Bz PO, AT
oA B RN B i B AR M
TN R AL FEAE SR, 27 5 Ak o et AL L4
B R SERRIR R RTRE SR T, i
AERMFIE R B, PV R E BT TR AT A B 22 5
TR YL AT AR Sy 238 AT IR SO B I 5 | & SR R ik
RAE e ZZ AL, SE AR SE b B A EE AR
I IR A Y SE RN, 5 PV A LE A BLAR B Y OC
Foo MEFEUUESE, LLT Wk EL 40 A 32 00 A0 i A
Y D) RE 5 2 PV R B9 A% OB, H 4
4 % -23 (Interleurkin-23, 1L-23) . 140 i /v & -17
(Interleukin-17, IL-17 ) 7F 2 3¢ fo 5 - My v 4% 22
fEH . Toll ££2Z A& 7 (Toll like receptors, TLR7) &
— P55 e T 2 R, AR T O 0 20 M P g AR
JBE b, % A0 S I AR A B AR . AR SR IR o
Br LR IR Y 4 PV SR ¥ TLR7 \IL-23 \IL-17 {5 53
B2 ARGE A .

1 ARSHE

1.1 —Bgek

T8 R R VT e 24 K2 K R B 2022 4F 6 H
2 2023 4F 6 H WA R 100 7] PV B EH AT 007, 4R
P& 15 I K B BGY 7 A IR 4 A1 5 B OE R 40 59
i, M AFFUE : DFFA PV 2 bR E™ , Bz 451 36 90 st
Bl QYL BT A B 2 Wi bR v I 2 BL T B K B
B, QIR R SR, S FEAERE . Hkk
B s OA I HoA B M 05 ; @4 I WL s 1)y
FE B i 2R 5 T A FH 3 e L B 24 | e 410 il 55
BH . HIBRPRE : OB B s @ ANEL G 58
BAHDCKE AT o SRR 2l 53 M 22 3], 2ot 19 i), 4R i

Fungal infection ; Psoriasis vulgaris ; Toll-like receptor 7 ; Interleukin-23 ; Inter-

35~46 % , V-1 (43.32+5.33) & ; 1E & 41 55 1k 22 4],
LMk 27 B, AR IR 36~48 %, V14 (44.39+5.41) %,
ARG ITH B2 AR 2 51 St R
1.2 Fik

1.2.1 WiE " HBRE

K AR B R R B E B R ™ R R 4R 4K
( Psoriasis area and severity index , PAST) "™ 3P4 i 5
FEE AR RS L B R IR AN R R AT
TE4, Fz 450 7™ B AR B LA £1 B 9 ) S 9= i 0 £ T
M, BRI O~4 53, B2 TR LA 0~6 433143, Jz 64
PRV 5 H ot i A B R SR L R R
AKX+ 4 A 2 PAST ¥4, FE KK L 10% . 20% .
30% 40% i LI B4, B4 0~72 43
1.2.2 TLR7 ¥ )7 %

KA B TE RAME S EF KLY 5 mL ¥ T
K2EDTA H 8t (0 >R 48 T, 388 A0 Ja] i ik T2 40 At
Iy B WY B BN I, TRizol ¥5 HE B RNA 38 i
S spa ) (FE R G R B A R | i A7
5%, L CF2001 8 PCR %'t fi 40 BT (36 [E D v
SO PEAT IR, UL GAPDH VE NFr b NS | 5L
DR A 6 2 38 B 1T A8 07 kR 27 TLR7 514917 % I
i 5'CCCCATTTCCTTGTGCGCCG3' , it 5'AC-
CATCTTGGGGGCACATGCT3; GAPDH5' 5| ¥ JF
5] F i 5'CCTCTGACTTCAACAGCGACA3', N ijif
5'TGGTCCAGGGGTCTTACTCC3' . Jz I % 1 4%
M 7148 P£ 95T 15 min; 28 4 95T 20 s; 1R Kk 55T
20 s, 72C HE i 30 s, 1 2 40 &5 = N 56 % o
Ll Western blot ¥4 ill TLR7 25 1 AH X} F ik &, 1
PRI A 9% [ Abcam 23 7, LAEE F 24 AR BB R H
EAT A i, 28 BE I FL UK S R AR IR R 1, 10% MLRR
Wik BT 2 h, L GAPDH 347 4 X 26 38 5 4% 1F
WAL S I & R R BE AL



BT SIRITARE 20244511 H 164 S5 113 J Mol Diagn Ther, November 2024, Vol. 16 No. 11 - 2171 -

1.2.3 bt

KA B H T IRANE = I E KN ZT 5 mL & T 5
K2EDTA HBER| AR A&, R H] FACS-calibur i
ML (3 BD 2w 2 #r AR A CD4* .CD8’
e, SR A A SR AT AR 1IgA 1gG & it .
1.2.4 RIEHTF

KA BT RARPUEE SR 25 IR IK 02 5 mL,
B0 10 min (B O 2FE A8 12 cm, F3 3 000 r/min ) ,
B 2% it 35 A I 988 SR FE IR - o (tumor necrosis
factor-a, TNF-a) , T4 & -y (interferon-v, IFN-vy) |
IL-23 (IL-17 /K P, ™ 4% 2 B8 il I5¢ £ 92 W BfJ 3 51
& (M REAE Y H R A R A A w17 B
4R
1.3 Giitseorik

% ] IMB SPSS 25.0 %f £ 48 e i+ 43 #r . it &
TERLA (% £5) R AT K55 TR R n(% ) 3
7N L AT o K 5 i i Spearman 43 Mt TLR7 235 & |
IL-23 \IL-17 55 PASI R A hRE B AH et . LA P<
0.05 F/R2ZRA G X

2 R

2.1 W41 PAST P43 K S Ui s

5 0F W, YL 4 PASI 4> & CD4" |
CD8" . IgA . IgG K VTt &, Z 5 A BRI ¥4 E &
(P<0.001), WF1,

®1 WAPASIHSRERINBELLER (x+5)
Table 1 Comparison of PASI scores and immune function

between the two groups (X +s)

TIEWH, ZR A G2 L (P<0.001), W32,
2.3 TLR7.IL-23 . 1L-17 /K5 &Y 4 PASI ¥ 43
R A 5 L) RE 1) AH G

2t Spearman AT 7R , TLR7 FIXTEE H %
AR .mRNA Fik# IL-23.1L-17 5 PASI & CD4",
CD8" .IgG . IgA H2 IEAH M (P<0.05) . WLEK 3,

%3 TLR7.IL-23.IL-17 58 PASI £ R BB I dE
HYHE K
Table 3  Correlation between TLR7, IL-23, IL-17 and

PASI score and immune function in infected group

1L-23 IL-17 TLR7 mRNA TLR7#H

MW W PE cE PE r P M P

PAST 43 0.651 <0.001 0.698 <0.001 0.672 <0.001 0.639 <0.001
CD4"  0.695 <0.001 0.599 <0.001 0.604 <0.001 0.556 0.009
CD8"  0.672 <0.001 0.536 <0.001 0.611 <0.001 0.569 <0.001
IgG  0.583 0.006 0.642 <0.001 0.635 <0.001 0.612 <0.001
IgA  0.597 <0.001 0.612 <0.001 0.583 <0.001 0.633 <0.001

PASI#4F CD4"  CD8"  IgA 1eG
AL om0 (%) (%) (gn) (L)

JERYYL A1 16.7822.39 26.98+1.5433.38+2.338.95+1.0014.35+2.13
IEHA 59 12.33+2.01 24.17+1.1939.68+2.748.52+1.0210.63£1.67
tH 10.071 10.284 12.008 2.090 9.776
P <0.001 <0.001 <0.001  <0.001  <0.001

2.2 PHZHRAE 7K F L TLR7 3Rk it L
JRYLH TNF-o JFN-y IL-23 IL-17 K B4
4 TLR7 M%) mRNA ik fildE H R# A B 5

3 it

A W) PV Pt I A & R I 2R 2 —
itk T R HAE PV B R o B VR AL, A BF
ST 1 TR M B LT PV B TLR7.1L-23
IL-17 5 53l B 00 52 0, LAY A IR K | PV EL B J%
YL B TR Pk B R T T AR IR S

AWML R B, B4 B CD4" .CDS",
IgA | IgG M PASI ¥V 43 ¥ i T X B 20 , 5 De
Jests-Gil 25" W57 45 AL . $ 7~ B B T B
WAL 5 PV R ML A e N T B0
JNEE . IL-23/IL-17 {5 53 B2 PV A% 0 K Bl
il ST Y ER T e AR R R 2H 2R SRk 4
I3 WA K it IL-23 48 #F P29 2 Ji€ , 175 5 Th17 . Thl 4%
i B 53 Ak 5 7= AR o ) TNF-o  IL-17 28 R PEAY
JoT, DT 4T 1% B 28 P-4 o 2o 5 ) IL-17 \ TNF- o i
KT HUARSAE N, AR A T B4 B A2 T,
T LLHE W5 TEN-y ZEHLAAR S i 25 v R 3%
FEAEH], T 2 Fh A 2R R = AR R
AR Y 5 T R A e, LK AR AR R

Fx2 MWMAREREFKERTLRTRIEZZLLE (T+5)

Table 2 Comparison of the levels of inflammatory factors and TLR7 expression between the two groups (x+s)

21531 n  TNF-a(ng/mL)  IFN-y(pg/mL) IL-17(pg/mL) IL-23(pg/mL) TLR7 FEH TLR7 mRNA
&Y 41 23.76%5.24 19.91+3.36 326.37+45.68 666.32+63.41 1.05+0.13 1.08+0.21
IEHH 59 23.36+3.33 15.15£3.32 192.22+21.36 426.57+43.14 0.780.11 0.48+0.06

t{H 12.134 7.017 19.700 22.516 11.200 20.799

P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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YA g B AR . TLR7 S 32 A S T
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B 0 1) 6 R G i B N T e B U st [
ARG e B, BERE 7 € B 3 e 40 PN A Toll
B A2 VA 5 3 5500 98 e 400 R R 9 RN A SO A
PRI BE , AT R JE AT ) RAE RN . 53 Ah , AR ST 4
WKW, IL-17 .IL-23 \.TLR7 55 CD4" .CD8" .IgA .IgG
S PAST V53 A AEAE — 5 AHCPE X AT RE R 5 HLA
JBY I, TLR7/IL-23/1L-17 {55 538 B3 i 1% Ak, LA
b F R 50 RAS A R T HIE R ANUA , T 2001
RGIEDIRE S, I — 25 i

Zi LTk IR T B R PV B s U hE
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L& miR-597 . miR-3188 /K V-5 W 101 1 95 N Bi &l T
HHEARGE RN LR

AT k'™ T FEa’

(5 ZE] BH HiTMFEM/N RNA-597 (miR-597) . f#/]s RNA-3188(miR-3188) /K V-5 519 B i 4
BREBETHEARARE LN LR, Fikx  EI20174F 6 H & 2020 4F 6 H W8] T 52 3 i 8 B e A2 B adb AT
Bk R BB R R0 T g R A2 I IR A AR R S E B M E R (n=37) A E KA
(n=435) , 55 P [F 1] 106 51 5E 2% ' 5 HE 5 209 RS T UE 52 O 1 28 10 3 4V X HB 4 . R ] qQRT-PCR
R L7 miR-597 .miR-3188 ik K- ; 43 M1 5 & S8 1L miR-597 .miR-3188 /K- B Ifii PR 9 B B 1L
55 FHZ % Logistic 1A 247 5% mi 5109 98 8 3 R S5 52 A& A G R 2 532 FH ROC #4843 17 100 15 o A
H ML miR-597 .miR-3188 M AR JG B R MW GE . &R WEALILNE miR-597 .miR-3188 F& ik K- i
EARF X IR, 22 74 Gt 8 L (P<0.05) ; W W B9 ARG 2 K 4LILTE miR-597 .miR-3188 /K V- AKX+
RE LM, FE TR O e TARERH, 258 5172 X (P<0.05) ; LI miR-597 .miR-3188 .12
T VR R LI R RS B R RS TR 25 (P<0.05) 5 LI miR-597 .miR-3188 J% — 3 W4 T L 19
it B ARG B & B IR R BT AL (AUC) 43 9114 0.880.,0.881 ,0.914 , T 45 FH BAIMIN (Z e o inser=2-044
Z s rminng=2-140, P=0.041 . P=0.032) , 51 I BB H MG miR-597 \miR-3188 31k /K V- ¥4 W] b e
1%, P84 5 B N BE R T R B ARG & & BB A O, G A X 38 AR5 & B e i TR0 AR g .

[£giR]  HWE M /D RNA-597; /N RNA-3188; PIEEEEIRE T 38 R

Relationship between serum miR-597 and miR-3188 levels and recurrence after endoscopic
submucosal dissection in early gastric cancer

GONG Xiangping', SHEN Yue'*, LuUO Fan', LI Yazhou”

(1. Department of Gastroenterology , Baoji High-tech Hospital, Baoji, Shanxi, China, 721000; 2. Department
of Pain, Baoji High-tech Hospital, Baoji, Shanxi, China, 721000 )

[ABSTRACT] Objective To explore the relationship between serum levels of microRNA-597 (miR-
597) and microRNA-3188 (miR-3188) and recurrence after endoscopic submucosal dissection of early gastric
cancer. Methods A total of 472 early gastric cancer patients who underwent endoscopic submucosal dissec-
tion at Baoji Gaoxin hospital from June 2017 to June 2020 were included in the study. They were divided into a
recurrence group (n=37) and a non-recurrence group (n=435) based on whether they experienced a recur-
rence. Additionally, 106 patients with normal gastric mucosa confirmed by pathological examination were in-
cluded as the reference group. The qRT-PCR method was applied to measure the expression levels of serum
miR-597 and miR-3188. Analysis was conducted to compare the serum miR-597 and miR-3188 levels in recur-
rent patients with clinical and pathological data. Multivariate logistic regression was performed to identify fac-
tors influencing postoperative recurrence in early gastric cancer patients. The ROC curve was applied to assess
the predictive value of serum miR-597 and miR-3188 levels for postoperative recurrence in early gastric cancer

patients. Results The expression levels of serum miR-597 and miR-3188 in the monitored group were signifi-
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cantly lower than those in the reference group, and the difference was statistically significant (P<0.05). Addi-
tionally, the serum levels of miR-597 and miR-3188 in the postoperative recurrence group were notably lower
than those in the non-recurrence group. Conversely, the proportion of submucosal infiltration was significantly
higher than that in the non-recurrence group, and the difference was statistically significant (P<0.05). Serum miR-
597, miR-3188, and infiltration depth were identified as influencing factors for postoperative recurrence in early
gastric cancer patients (P<0.05). The area under the curve (AUC) for serum miR-597, miR-3188, and their com-
bined prediction for postoperative recurrence in early gastric cancer patients were 0.880, 0.881, and 0.914, re-
spectively. These combined predictions were superior to their individual predictions (Zwmhmcdpmdm",m,R,59,=2.044,

=2.140, P=0.041, P=0.032). Conclusion The levels of serum miR-597 and miR-3188 ex-

pression are significantly decreased in early gastric cancer patients, and this reduction is closely related to post-

‘combined prediction - miR-3188

operative recurrence in patients who have undergone endoscopic submucosal dissection. The combination of the
two factors has a strong predictive ability for postoperative recurrence in patients.
[KEY WORDS] Early gastric cancer; Micro RNA-597; Micro RNA-3188; Endoscopic submucosal

dissection
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(Ct MG BIE) T35 B WL miR-597 .miR-3188
(A AE X 2 6

%1 qRT-PCR3|# %!

Table 1 gRT-PCR primer sequence
FED LS4 573 TSI 53
miR-597 ACACTCCAGCTGGGTGTGTCACTCGATGAC TGGTGTCGTGGAGTCG
miR-3188 ATCGCATACTATCAGTCTGA GTCACACTGTCGATCTGAAT
U6 CTCGCTTCGGCAGCACA AACGCTTCACGAATTTGCGT
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PR B AR R CT B T AE L Ak N B L AR
W52 2 Bt 17 52 A 5 D 5 B R o R R (n=3T7)
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B n (%) 1378, 1 K56 5 {8 H 2 & logistic
BT B R R ARG E LR mEE ;2
JH ROC 14 43 BT 1ML 3G miR-597 . miR-3188 %} . il
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Table 2 7 Comparison of serum miR-597 and miR-3188

levels between the two groups (¥ +s)

215 n miR-597 miR-3188
WL e 472 0.84+0.19 0.77+0.18
X HE 20 106 1.04+0.18 1.02+0.23

1 9.886 12.236

P <0.001 <0.001
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Table 3 Comparison of expression levels and clinicopatho-
logical features of miR-597 and miR-3188 between the
relapsed group and the non-relapsed group [(x+s),n(%) ]
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4 24(64.86 337(77.47

A ( ) ( ) 3.013 0.083
Bante 13(35.14) 98(22.53)
miR-597 0.62+0.15 0.86+0.20 7128  <0.001
miR-3188 0.57+0.12 0.79+0.18 7.294  <0.001
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F4 ZEFHlogistic MEARHZMEHBEEEARERNEXER

Table 4 Multivariate logistic regression analysis of related factors affecting postoperative recurrence in patients with

early gastric cancer

AT EN [N BIH SE Wald 8 P OR 1Y 95% CI
miR-597 BURA Ny -0.731 0.321 5.196 0.023 0.481 0.256~0.902
miR-3188 FEBLAR i -0.596 0.218 7.475 0.006 0.551 0.359~0.845
B FIE T =1, FEHN=0 0.785 0.279 7.922 0.005 2.193 1.269~3.789
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®5 MiEmiR-597.miR-3188 W R BRMEERETERN
o 34 e
Table 5 Prediction efficacy of serum miR-597 and miR-3188
on postoperative recurrence in patients with early gastric

cancer
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Figure 1 The ROC curve
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i, 251 Gt L (F=94.317, P<0.05) ; 5IA Y7 AT LB, —41RY7 )5 JAK2 STAT3 .p-STAT3mRNA ik
A TR, HECA A TR i, 257 50012572 L (F=40.489, 37.680,30.759, P<0.05) ; i 97 )5 , =41
JAK2 (STAT3 .p-STAT3 A Kk A TR, BEA A TR RH T, 29451125 L (P<0.05), 4it
R IBTIZ T P 20 S0 I /DN AR I 3 BB 1 48 R AR T AT A 0 LR DL 8 B R RE S R
JEAMH JAK2/STATS 38 5 AH IC B 1 RS R (1 323k o

[X8ER] & MRm S ; M8 HOREE i s RAEN T B2 R IEY 2/5 518 7 55 5%
P R T3

Effects of platelet-rich plasma combined with triamcinolone on inflammatory factors and
JAK2/STAT3 pathway in patients with herpes zoster neuralgia

NI Jing', LIU Hailin **

(1. Department of Pain, the First Affiliated Hospital of Huaian, Nanjing Medical University , Huaian, Jiangsu,
China, 223300; 2. Department of Anesthesiology, the First Affiliated Hospital of Huaian, Nanjing Medical
University, Huaian, Jiangsu, China, 223300)

[ABSTRACT] Objective To evaluate the effects of ultrasound-guided platelet-rich plasma combined
with triamcinolone on inflammatory factors and tyrosine kinase 2/signaling and transcriptional activator T3
(JAK2/STAT3) pathways in patients with herpes zoster neuralgia. Methods 100 patients with herpes zoster
neuralgia were selected and divided into 3 groups by random number table method: triamcinolone acetonide
group (n=33), platelet-rich plasma group (n=32) and platelet-rich plasma combined triamcinolone acetonide
group (n=35). Triamcinolone, platelet-rich plasma, and platelet-rich plasma combined with triamcinolone
were injected respectively under ultrasound guidance in three groups. Visual analogue Scale (VAS) scores, in-
flammatory factors [ interleukin (IL-2 ), IL-10, tumor necrosis factor-a ( TNF-« ) ], JAK2, STAT3,
p-STAT3 protein and mRNA expression levels were observed in 3 groups before and after treatment. Results

Compared to before treatment, the VAS score, IL-10, and TNF-« levels in the three groups decreased after
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treatment, and the decrease was most significant in the combined group, with statistical significance (F=
94.317, 27.737, 66.622, P<0.05). Compared to before treatment, the IL-2 level increased in all three groups
after treatment, and the increase was most significant in combination group, with statistical significance (F=
94.317, P<0.05). Compared to before treatment, the mRNA expressions of JAK2, STAT3 and P-STAT3 in
the three groups decreased after treatment, and the decrease was most significant in the combined group (F=
40.489, 37.680, 30.759, P<0.05). After treatment, the protein expressions of JAK2, STAT3 and P-STATS3 in

the three groups decreased, and the decrease was most obvious in the combined group, with statistical signifi-

cance (P<0.05). Conclusion

In patients with herpes zoster neuralgia, a combination of plateletrich plasma

and triamcinolone therapy can effectively improve pain conditions, reduce inflammatory responses, and inhibit

the expression of proteins and genes related to the JAK2/STAT3 pathway.

[KEY WORDS]

Tyrosine kinase 2/Signaling and transcriptional activator T3 pathway
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(postherpetic neuralgia, PHN) Ji5 it i , H & A4 K]
ik 12.7%~40% , T 51 2 10 6 v o | 70 104 45 R
FUPIR , Hom ik PO F M T KRS 1 AR D) b X
A 0 A PEAILRE B AR TR 2 O N ) g
H 1l PHN [ A& 9% i A B, A TR o5 A0 2 R E
¥ 5| R B JR 8 R M RN, 5 #h 4T R RIS —
RN S, IR R UESE™ 20 B A7
TE & 22 iR 14 ifF 2 (Janus kinase 2,JAK2)/fE 51655
5% 3075 R F 3 (signal transducers and activators of
transcription 3, STAT3) i [ i B2 30 o il 28 2 1
J& PHN 85 5 FH Y — Fhopf 28 BH wir e 5 25, v] R 4%
KA AP RAE - o 8 /N I 3R A — o
PRI A PRI B0 AR IR S R v B I /N Al i i
W RN 2 B U R G i
G HAEREUS R MR DR Ry 8 90T I N A AU IR
A o ASBIEFERT PHN SR & I/ il 3% 385 A i
LRRMIRTT , B — D WA B A FH 2% PHN 3
SAEH F I JAK2/STAT3 S B RS20, ARIE LN T

1 #ABERE

1.1 — sk

BB HURE 3 5 R K 2 B I v 28 5 — IR e T B
2022 4F 2 H %] 2023 4F 12 H UiA A9 PHN #3601
100 191, 43 Sy ith 22 2 0 33 9] & i/ I3 40 32
@i BE A 35 . A ARRIE : DFF A PHN 12 Wi
W B0 W SR R @ R IS TR S AT
SRFFELEIR 4 AL s @B FH & B R &
@ A B A1 b #5548 2 2 (visual analogue scale, VAS)
26 437 HEBRARUE : OB I B B R RETEB ; Q%

Platelet-rich plasma; Triamcinolone ; Herpes zoster ; Neuralgia ; Inflammatory factors;

SR AT R 95 B R g . DRI i P 2R sl e
REMHI R L BEAH 18 A, & 15 A ,F
VI (58.26£6.77) % JFE V44 (7.3522.11) H 3 &
/NI 18 N, 2 14 N, 3 4E 1% (58.89+
6.43) % R FE V-1 (7.4122.28) A ;BG4 5 20 A,
715 N, AR (58.7426.39) % i A2 P-4 (7.52+
2.29) 1,3 BH R EZ R G E L
(P>0.05) . AW EEREME 2 bt 2 AL
1.2 ik

WHIGIT : A D RERRR i D 2 R (254
AR 2450k, 4iE5 - H 10960106) , 100 mg/F |, & H
1R, 100 mg/IK , J 22 AR 41 A< 9 22 i 1 0 W] R 8 &2
50 mg, VAS<3 43 I AT 45 24 o R R A 1% 5 R
(Y1 BRIk 250 47 BR BE AT 28w, 4165 . H 20010451,
150 mg/fi) , B H 2 K, 5K 300 mg, 2 H 25— .

122 3 B - B 3 BUMEME , R = 2 HS60 #
T2 W ASCH 2 e 22 B 1 B3 R 2 A A, R K o A
LRBEIR AL, T BB 0T i [ 7 i R | e s
I T AL i P G T P X, o i o A A 5 [
B, FETC Il  TEG B TE RS P R E A
W[5 mL 2% F 2K K 45 mL B B2 #h 2 25 78 5
CHTTAl T 25 e 4 AT BR A W] L #iE45 : H33020762) +5
mL A= BEERIK 13~5 mL, 45 3~4 PR 25 SRS .
TR 1R, 30 LT R, AYT 1T R

B I/ I 2 < R A AR AR R I 15 mL B
£ 10 min (E5.02£42 10 cm, 1 500 t/min) , 735 b i
W a2 LA ET 2 mm, B0 8 min (F5 .0
4210 cm, 3 200 r/min) fiz 5 25 1 B Z W AK 1 mL,
C A (AN 1A DT B S N (iR 7 S R E R E T
I R T LA HE S AR R I R s, T
Xof I ME [T FL AR SRILAC, 814k T il JC S5, AR 2 A 1
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VA R AR A, SR I /AR I K 2 mL
BRI AR 57 FE R il e A5

BRA 21 - 45 7 20 43 AEOR I/ A il S B
BT, PR TR 22 25 1B | I /NP I S 4 — K
RIS 7 R 6] il 2 2 7, BEURIR YT 45 RS B
BE BN E A, T LA G el U SR .
1.3 WESE IR
1.3.1 IR

PLVAS & 2T IEAG B4 0~10 43, 3F 43
N TC e 1) AR 3
1.3.2 RIEHT

B S 1 R 25 IR K AN 4 mL, B0 10 min (5
242 10 cm, 3 500 r/min ) 2R I BE G075 W FFF 2 6
11 YR P20 M Ay £ -2 (Interleukin-2, IL-2) | FI 20
4~ % -10 (Interleukin-10, IL-10) } fith 58 ¥R € [H 1 -«
( Tumor necrosis factor-alpha, TNF-a ) 7K -, 357 5
Y 4 #1] Bender Medsystems 2 ] , H A& 38 1 #2257
EULIA AT
1.3.3 JAK2/STATS il i 2 4 13 K K60

JAK2 STAT3 . p-STAT3 & 4 | 5% ] West-
ern Blot 3%, Jiik 404 A 3E [E CST A= Wk, B &
AN L3 55 A% AL, LA R 1 i T A0 R B
HEAT R it R BERE FRLUK S FE AR iC A 11, 10% MiAE )
K& 2 h, DL B-actin /E AR HEIL NS, F 3 43 BT 8k
553 B 4% B 11 5% KB {1 . mRNA AH X 3R 35
DL 9 B A i DU S, Trizol 12 B A% 4N
JiLEL RNA SR FH B s gy 3 33 0 & 147 308 e S
I RT-qPCR 34 [ i , 150 & 340 A 938 1128 %
Wy, RN S TR PE 95°C 2 min; 28 95°C 15 s;
1Bk 55 35 s, 1EH 72°C 30 s, TEF 40 YT N 5E MK
FERMIXTRGA R TR RN 22 5IUEENE 1,
1.4 Git2edrik

K IMB SPSS 25.0 X} 845 Ge i+ i . i1 =
TR (x +£5) TR, 224100 LR O 220, 4l

®1 5l4MF5
Table 1  Primers sequence
e JP5(5'-3")

JAK?2 F#i  AGCA AGCAAATCAGGA ATGCTC
T  CCCGTCAATTA ACGACACA AATG
STAT3 i CTGCACCTGATCACCTTTGAGAC
Fi%#  GCCCAAGCATTAGGCATCTG
Smad3 F#f  AGTATTGTCGGCCAGAGAGC
T  GACATCGGCAGGTCAATGGT
B-actin i  GGAGATTACTGCCCTGGCTCCTA
Fi%  GACTCATCGTACTCCTGCTTGCTG

N LR T S REAS ¢ A6 56 5 TH R R LA n (%)
FoR AT KR LA P<0.05 A EF A GRS,

2 HR

2.1 KRG O LA

SHRIT IS VAS W ARG, kA4
B A e, 22 A G243 L (P<0.05) , 1% 4
520 FVE I /N AR 2R ZH IR 9T T VAS T LA,
ZR TG FE X (P>0.05), WFK2,

®2 ZHAKRBBERER (xxs)

Table 2 Comparison of pain among three groupss (x +s)

15 . - Lms(%) -
MEp R wIT R
2 il 33 7.03+0.82 3.51+0.41°
w5 I/ I 21 32 7.21+0.84 3.67+0.46"
BAa 35 7.18+0.84 2.49+0.32°
FAH 0.441 94.317
P 0.645 <0.001

1 S E LRI RIAH E L *P<0.05,

22 ZHRIEHTHE

=AEIT R IL-2 KA T kA 4
ThEr e W i, TL-10 . TNF-o 7K - 94 B, Hod Bk
BB, 22 A G2 8 L (P<0.05) ;
i 2 7% A5 21 RN & I /N BRI 3K 43R 9T IS 4 RE R T
ZRB TG I2EE L (P>0.05), WL 3.

x3 ZHRERTFRE (vs)

Table 3 Comparison of inflammatory factors among three groups (x +s)

IL-2(pg/mL)

IL-10(pg/mL) TNF-a(ng/mL)

Q =}
A ! IBYTH BIT S BT BTG BT BTG
M2 il 33 10.03+1.12 14.34+1.54* 24.23+3.46 17.46%2.06° 57.11+6.17 40.12+5.41°
/IR I 2 AL 32 10.35+1.17 14.67+1.43" 24.25+3.47 16.93+2.09° 57.63+6.32 42.35+5.46"
A 35 10.22+1.14 19.29£1.69° 24.42+3.52 14.11£1.85° 57.406.22 29.19+4.18"°
FA4 0.646 107.347 0.031 27.737 0.057 66.622
P 0.527 <0.001 0.970 <0.001 0.945 <0.001

T SRR AR L, 'P<0.05,
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2.3 41 JAK2/STATS il i 25 [ Fl 3L PH ik 1B 1
R

=R YT J5 STAT3 . p-STAT3 . JAK2 & [ I
mRNA &35 1 A AR, R I A 21 B AR e W]

2 S G L (P<0.05) 5 il 22 25 18 20 FE 1L
JNAR I 4H G 97 J5 STAT3  p-STAT3 . JAK2 45 [
Fl mRNA 33k & 22 S BTGt 35 L (P>0.05) .
W4,

R4 = JAK2/STAT3 E B mRNA RiKER LR (v+5)
Table 4 Comparison of mRNA expression of JAK2/STAT3 pathway among three groups (x +s)

-~ . STAT3 mRNA p-STAT3 mRNA JAK2 mRNA
VRIT T BIT IR IRIT T RIT IR TRIT T BIT IR
142 A 7 2H 33 98.52+10.16 80.15+6.02" 113.33+12.25 89.63+8.20" 94.25+9.17 75.26+6.31°
B /AR I 3 210 32 98.14+10.27 81.96+6.17" 112.49£12.27 88.36+8.22" 93.38+9.22 76.11£6.45"
i AN 35 97.25%10.22 70.31£5.69° 111.68+12.31 75.88+7.62" 95.04+9.13 64.39£5.21°
FH 0.139 37.680 0.153 30.759 0.274 40.489
P 0.870 <0.001 0.858 <0.001 0.761 <0.001

W2 5 R 4G IFRTAR L L *P<0.05, =41 ] L% °P<0.05,

3 it

A 3] 25 ORI P 22 2 P AT e 2 B R T A
R AR PHN S8 VAS 373 R AE 5K F o 9
12 R AE A LR I I K i AL TR R
RSBV TGO o AWTSEEE R, 6 /R I
IR R AR YT R I RERE IR & VAS
o, BRI TR W, 5 R A
SERARAAT , B8 & /S SR 2 A AR T AT
DA B RO, o i 22 2 1 T e o DR A A R A
J5 7 BEL VBT B JPR A1 o o 28 ) 5 TR AR SR AR
RIIZ oy N RN B 2 R R AL , (Rl A #4 4
il L ZUK i AR 22 1507 18 52 78 e 4 il 5 i 4 2
VR ol A 1130 2 52 458 o 28 8 g BRI e, BT ik 2>
Jr SRR 2R A A A TR /NI 3 IR
e JRE G M AR PR LR 2~4 %, WS e TR /M R
AT A A IR A 22 A A TR 1 1 LR S E BV
fle w22 AR A EUE S T AR T VR T

ARBFFEA R BRA H E E W, 4RR
UL/ SR R 2 A R T R A s A LR
RAE LN o TL-2 A 8 2 4 5 40 0 75 1 T itk 2 40 g
R 95 M A HE BT RE A T L IL-10 AT 400 4 B 44 T 28
JE 1 e R S A0 ML B 3 AR R IL-2 B 2 R
TNF-a A 2 5 i # PHN 835 410 JE 1 40005 A0 7
FEF , (2 E AR H S AR R — o Al e
S GURIBNER RYEA T 2 2x P8 n] il 3 &
LRI T3 B AW R A N 73 O BT R AT,
308 2o A0 A 9 W S O A RN RS B, DA BEL BT 4
I AT PRI E MG PR PR I I/ A i R R
A L9 P L /I Al B L R 4 ot/ A VR T

FREA AR, #nT LUTE 2 09 B i TNF-o 55 A T
BCET 4240 0, DT A 2 40 A3 B

WE5E > F5 h, STAT Rl ¥R TAUL T, 2 B R
PER T, HSE o U5 5 s SR AR e SZ AR 2
SRR N, JAK2  STAT3 #3401 I & A W e
b, 557 2R AN A% DY, 55 I DR AR 5 6 T XA 5G9
S DR B G s A TR NI 2 5 M 8 i e il 2
BeR A ARG W, STATS J2 4 AH S i B A5
5 T T RN SR DR, L R Ak vT AR A AR TR
IR . BT M L JAK2 £ RIS
WAL, FEAL 5 S e U STATS itk , $3( p-STAT3
S NNTTE SSREECE L E=R A GRSy
M) B . AFR Ry, —HiRiTE
STAT3 . P-STAT3 . JAK2 &5 H fIFE H Rk w4
R, HLICE R B A B R R I AR E
A I % 5 TR YT T AT 2O i PHN A3 HLAK JAK2/
STATS3 {5 5 i B0 L 3 nl RE 2 RN R BIR YT &
T BSRPTRAER > T X JAK2/STAT3 5%
3 PEAE DG PR 1 R PRI S 6 AR, ATl T JAK2/
STATS3 {55 518 & 1A G FAE S A M o il A

Zi I, PHN &5l 8 75 5 5 1 & /N i
WA Ih L Z 838 Y7 1T A R0 LR A O, I
U R AE SR, I TAK2/STATS 3 [ A1 ¢ 2
R SEE P A 3k
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It BT B DR Z A LTl APPL K E- S5 BE NS At % s
5 F KA AR A S Pk

BmAdE m—IF MK REE

[ ZE] BH WIS IRMHIRA (GDM) 42 I I i 85 R 1% 2 MR 15 B2 8 11 (APPL1) /KT S5 85I A8
W I F KA AR AR S T . iR YRR 2021 4F 7 & 2023 4F 7 A H B F EE B CA Y 100 1]
GDM Z IR g 5 (3 20, 57 16 B ) 30 0 74 B P2 G 1) 100 47 4t BRE 2 LA Sy ok A2 o e A6 0 2 — S f DR W
23 JiE IR (FBG) | 25 8 i 1% 25 (FINS) H il =15 (TG) I [ B (TC) | i %5 )3 I8 2 141 JIH [ B (HDL-C) |
15 25 ) i 2K 141 I [ i (LDL-C) | B 5% K P18 50 (HOMA-IR ) & APPLI1 /K, 5% ] Pearson #H J& 1 43 #7
GDM 2 IfiL i APPL1 5 & 48 bR HOCH: . 858 % 41 FBG.FINS . TG.TC.LDL-C .HOMA-IR }%
APPL1 K-35 TXTHRAL, 22 57 BA Geit2# 5 X (1=12.468, 6.324,4.593,4.003, 6.420,11.416, 8.895, P<
0.05) ; 9 19l 21 HDL-C /K 7 & AR T X5 B4, 22 5% B Geit 2% 3 X (1=5.501, P<0.05) . %4 Pearson fH Je P
43#1, APPL1 5 FBG .FINS \LDL-C \HOMA-IR % IF #H 5 (#=0.847,0.620,0.306 .0.655, P<0.05) , 5 HDL-C
S (r=—0.277, P<0.05) , APPL1 5 TG . TC JG W] W # 5¢ % (P>0.05) . 453  GDM Z I 1L APPL1
AOFH R, S AR IR AR 260 R i R AP WA G

[RBIR] A URBIBEION 5 B2 I S PR 1ETH2 25 10 BERE AR s JBR & B AKHe 5 Al OCPE 7 #r

Correlation of serum APPL1 level with glucose and lipid metabolism and insulin level in
pregnant women with diabetes in pregnancy

WEN Yuting, YAN Yidan, CHEN Yan, CAI Ximei*

(Department of Obstetrics, Changshu Hospital of Traditional Chinese Medicine, Changshu, Jiangsu, China,
215516)

[ABSTRACT] Objective To investigate the correlation between serum levels of phosphotyrosine
binding protein (APPL1) and alterations in carbohydrate and lipid metabolism, as well as insulin levels, in
pregnant women diagnosed with gestational diabetes mellitus (GDM ). Methods 100 GDM patients treated at
Changshu City Traditional Chinese Medicine Hospital from July 2021 to July 2023 were selected as the case
group, while another 100 healthy pregnant women undergoing prenatal checks at the same institution were cho-
sen as the control group. This study compared both groups on various clinical parameters, including fasting
blood glucose (FBG), fasting insulin (FINS), triglycerides (TG ), total cholesterol (TC), high-density lipo-
protein cholesterol (HDL-C), low-density lipoprotein cholesterol (LDL-C), insulin resistance index (HOMA-
IR), and APPLI levels were compared between the two groups. Pearson correlation analysis was used to evalu-
ate the correlation between serum APPL1 and various indicators in GDM pregnant women. Results The case
group exhibited significantly higher levels of FBG, FINS, TG, TC, LDL-C, HOMA-IR, and APPL1 com-
pared to the control group (t=12.468, 6.324, 4.593, 4.003, 6.420, 11.416, 8.895, P<0.05). In contrast,
HDL-C levels were significantly reduced in the case group, with a noteworthy statistical difference (#=5.501,
P<0.05). APPL1 levels were significantly positively correlated with FBG, FINS, LDL-C, and HOMA-IR (r=

FARB R LA EE R A XA B (csws202104)
Ve fas o AT R B R F AL, T R 3k 215516
*iBAE MK R E M, E-mail : cscaiximei@126.com
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0.847, 0.620, 0.306, 0.655, P<0.05), and significantly negatively correlated with HDL-C (r=—0.277, P<
0.05) , with no significant correlation between APPL1 and TG or TC (P>0.05). Conclusion Serum APPL1

levels are elevated in GDM pregnant women and are closely related to glucose and lipid metabolism disorders

and insulin resistance.
[KEY WORDS]

tance; Correlation analysis

i Bk W B PR 9 (Gestational diabetes mellitus,
GDM ) J& 18 B AL L IR W12 W A g e o, X 1
GDM i K 25 4 21.8%"" . GDM 1 % 9% J5 A &=
5 2 L VAR DN IR A B IR B R R Y
SR O, S AR A R R AR SR SR K
Thn 23X 19 5 22 B9 L™ A A i 28R, DT 48
TBEIRIE B XU . GDM SR B 5% Fi G L i fid
J5RE ALY L T B 3 T RE G IR SR R e 2 A
W DR s L I 1) XU 2 PRt 0 B 5 b
i AR 2 LR e B R AR BUA K02 T bR S N
T GDM W2 if BAY B2 S IV B IR 14 2 TR
%5 #% % A (Adaptor protein, phosphotyrosine inter-
action, PH domain and leucine zipper containing 1,
APPL1) J&— M40 & Z Rl DI RE45 M BRI T 2R
TENRIR R MR & R A5 S Sl w2 AR . AF
FERW, APPL1 1] 2 5 2 BUME JR i LR 5 K 4K
PO s H AR B W 5 B R AR T Y
ZMAE T TAHEAER, w8 R AE 5%
3, T U 45 0 X A 2 A W SCRT A o AR WF
FE B TER 1T GDM 3 IfL7E APPL1 7K1 5 4% g AR
B B 5 R ARPT 2 [0) 9 5 3R, A 32 5 T PR
piia e =% .

1 M&E5F*

1.1 WHsEx4

Ve 2021 45 7 H 2 2023 48 7 A e AT E
BE i B9 100 451 GDM J8 25 15 S i 19 28, ) 39 40 A
100 44 felt 22 3 o BRA o 49 A b - D 11 201
ZE AT YR ) 24~28 JA MR 230 48 B E IR B2
GDM "™, Hl1 %5 i [fiL #% ( Fasting plasma glucose , FBG)
>5.1 mmol/L; 5% 75 g [ iz % %5 4 it & P i (Oral
glucose tolerance test, OGTT ) {H 5 % : IR M5 1.
2 /N A OB 435312 T 10.0 mmol/L, 8.5 mmol/L;
@ 321 1 o B I 1R 5 O 7 A il s) Bl IR B
BE 58 s @2 S 5K @ B HE [l 5 HEBR bR v
4 i A BE PRI s @242 1 2l 42 1914 1 A A 5

Gestational diabetes mellitus; APPL1; Glucose and lipid metabolism; Insulin resis-

PRSP 43 W6 5, W i e L B R R DD Re A L 2
FONHE LR AR ; QU WA B a8k e 55 N Bl
T @ AAAERE IR A W I L 4 IF 0 i
B GG R . AR O BE B B
ZREH
1.2 ik
1.2 BokRhlicAE

W B A2 0 B I DR R, A A5 AR S 2 e
ZEHT B AR AR A IR 2 0 A R o A 4k
(Body mass index, BMI) W 45 Fs &7 7% & B AR A
W48 Hr : FBG | H il = B8 (Triglyceride , TG ) . & IH [#]
fi (Total cholesterol, TC) . /55 %5 B ig 45 1 IH [#] 1
(High-density lipoprotein cholesterol , HDL-C ) ff{ %
J& B 75 11 I [&] 5 ( Low-density lipoprotein cholester-
ol, LDL-C) } 75§ i &% % (Fasting insulin, FINS)
Jik 5% 25 HK P 48 %X (Homeostatic model assessment for
insulin resistance , HOMA-IR ) \APPL1 4515 B, .
1.2.2 IR AR A

WAPPLI K £  « >R 45 22 Ji] Oy 24~28 Ji] 14
ZE U R oS IE & K L 5 mL, B3 mL 4 1l A AR i
7850 10 min (3 500 r/min, &4 5 cm) , 705
MLYE 2 A7 BT =80C o R F Tl 6 fe 2 Wi P v
(Enzyme-linked immunosorbent assay , ELISA ) £ {ll]
APPL1, #4537 & (3¢ FH , R&D Systems, Inc.) i)t
WY 5 M B R L S B I S AR A HR AR I S (T
TR T 4520 TR IR AR (BRI A B A
PR PR VR M B S R A (B R
KRB A A S Multskan FC) 332 MU
{E, iF 545 2] APPLL 9k B . QB ig AL 5 45 br
o I+ BSOS 4% ot B B 0 S BT S 43, R 4 H
Bl A A A (TR I B B2 7 B PR AT PR &, AL
BS-2000M) £ 1] FBG . FINS . TG . TC . HDL-C
LDL-C, 4% 2 X HOMA -IR= (FBGXFINS )/22.5,
114315 %] HOMA-IR,
1.3 Giitehbi

K FH SPSS 26.0 B A #EAT GE 124 70 B L 45 & 1E
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BT ERE A (X +s) FBos , A7 T BEA ¢ /6
9o UL n(%) 2R AT 2500, R
Pearson AH 5¢ V£ 43 #1 1ML 7 APPL1 /K ~F 55 B AR 15 5
b g 5 32 KF 19 6 & 5 D P<0.05 KR 2 7 A 40
-9
2R
T 2H — it PR Rk E gt
9 2H — I PR 0 R 5 A % 22 17 BMI YR 4

N A SR Yl U S5 G R = 2 ) W< 1 =
B (P>0.05). WFE1,

2

2.1

2.2 MZBERR A SR K AR

Y3 19141 FBG .FINS . TG . TC ,LDL-C .HOMA-IR
S APPLL /K V- 34 1 2 & T X IR, 2 R A 40
T2 B L (P<0.05) o 9 5 20 HDL-C 7K 7 i 3%
TXTRA, 2R A G R X (P0.05), W2,
2.3 IiL{F APPL1 /K5 2455 1 AH M 53 A

Pearson AH 5¢ 4 70 #r 45 B 2 7x , 9% 460 4
APPL1 7K ¥ 5 FBG .FINS .LDL-C .HOMA-IR {7~
IEAH GG & (P<0.05) , 5 HDL-C 7= i A O C &R
(P<0.05) , APPL1 5 TG, TC J& B & A 5 7% (P>
0.05), W33,

®1 PMA—RERZBLER [(z£5),n(%) ]
Table 1 Comparison of general data between the two groups of patients [ (x+s),n(%) ]
o ; ZE 71 ()
2H ) n AR (%) Zf1i BMI(kg/m*) W46 & (mmHg ) &7 5K & (mmHg) -
I Z
s 191 20 100 27.82+4.87 23.36£2.35 121.38£12.35 81.56£6.27 42(42.00) 58(58.00)
X HE 20 100 26.93+3.65 23.87+2.16 119.59+11.42 78.92+7.14 39(39.00) 61(61.00)
/8 1.462 1.597 1.064 1.725 0.186
PiE 0.145 0.111 0.288 0.085 0.665
*2 FARBERBERREREKELE (xs)
Table 1 Comparison of glucose and lipid metabolism indicators and insulin levels between the two groups (x +s)
FBG FINS TG TC HDL-C LDL-C APPL1
20 -
4L " (mmol/L) (mU/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L) HOMA-IR (pg/mL)
RBIAL 100 5.89+1.27 15.59+5.27 1.71+£0.24 5.23+1.87 0.98+0.54 3.21+0.75 2.68+x1.56  80.69+16.24
XHAEZH 100 4.21+0.45 11.28+4.32 1.58+0.15 4.25+1.58 1.42+0.59 2.56+0.68 0.82+0.47  63.05+11.38
tH 12.468 6.324 4.593 4.003 5.501 6.420 11.416 8.895
P1E <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

&3 I APPLI KT 5 Mg tR 918 X S 47
Table 3 Correlation analysis of serum APPL1 levels with

various indicators

. AAPPLl (pg/mL) A

r{H P{E
FBG (mmol/L) 0.847 <0.001
FINS (mU/L) 0.620 <0.001
HDL-C (mmol/L) -0.277 <0.001
LDL-C(mmol/L) 0.306 <0.001
HOMA-IR 0.655 <0.001

TG (mmol/L) 1.564 0.884.

TC (mmol/L) 1.357 0.809

3 Tt

WP 38 2 R AR £ 488 A0 AT L 2 R G R 1) 1E R E
7, A8 [ Bsf s 5 508 B 3R A s e I B T
B 28 e 5 RARBT o A7 DL B AR TG 12 AH 107 b 154
T 5 2R B 0 W DA 4 R DE RS AKCE |, W) AT BB 5
BN S Z= AL, & k& iy GDM., GDM AU

I 2 T T A R B o R L
7 R B AU, i ] BB B L e R Y L &
BAR K=& RE T, Fik, #1015 GDM & fk
HLHIAE G 0 A= b 2 9, % 42 75 GDM 1 A1 2
W% AR 9T T 58 DL Sk 3 B B 1 s 2o
RHEZEME X

EN e S T NN AR R AW e 7
% /K (FBG . FINS \HDL-C ,LDL-C ,HOMA-IR)
25 W, KW GDM A2 1 bE Ig Al =0 S
R ww TR A E, o RKH Ry, 2
A TE AT U P e B0, B S AL 2L IS bk B R AE
M 28 M 22, 5 BUBR B 220 A 30N ek 55 2 1T 5 |
RS Z L. 5 ILFIE, GDM 22 I i 5 2 5 il
FREERE J1 08055 , I 2 BOMHRI ZE 0L . RS R K
PUA A e B A, 42 v5 )05 07 AR s AR
e AR LE T, R FACHT AT A AR 7 4 A
PR3 e TR0 0L v U A U R ) R B U0
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I U7 T T LA I I 5 A Sk A1 %% 5 i 2 1 R H il —
(LRI 1 ([ N T 22 0 R AW
Bilo BV RAE IR IR R B, GDM S T IR
AR BEAG T IE 5 09 1l BE AR, #F— 25 Rl 1 BE AR
A ZE L, 0 R S = AKBT . M AT 45, GDM
ZE A RERRACI 25 0L 5 R S R ARhT = 8] R AR
AHH 500

APPLI X} i 5 R A5 S A2 U0 ke, BRES B
SRS E 2RI YA EAER , it ) AKT
SRR PRI NP B I SR (UK (U S
EIEHEBR T, SRS HZIKREG G, SR
APPL1 5% KRG W4 &, dEmifil & — ZR 5 FiFR
N, WA 1A A A2 B 2% 4 (GLUT4) [ 5% 32 2 41 i
B, H5 T 4 B o) 4 2 W A R AR R A
2 RUBE R FHIE ik £ 25 v BB LI Y APPLL 2R M
FoIk W E B R OF HAER AL R AR AL, SR
Bifi % A T , APPL (163K P& MK, Schmid %57
W DR Bk K B 2% 31 B &R B e APPL ) 335
IR 1E 5 R R AR, AR 28 i 15 R IR Y7 e ks 1
JH o ABIZE R BILLILTE APPLY /K- i 3 15 1% R
4, H. APPL1 5 FBG ,FINS .LDL-C . HOMA-IR & &
FIEAM S, 5 HDL-C 2 B MA¢, SHREHF
R —%, R RESE , 7F GDM B F R 2R
BT T BB 5 Z T RE 240, Tovk A Bk i 12
ML, TR OB KT I X0 B A E Ak

SO Bl TR S FEARPTA BN, R P T e AR

fPEMLE 3 I APPLY () 335 , {2 #F APPL1 5 i 1)
B2 KU T WA ELAE T, DT 2 o e 5 3%
BOURMES, Wi, B % APPLI KP4 s i e 3, 4
FRFNIRYT IO T A5 5% 7 444 it Jk 5 2R A0 1k A ol 5
B AC 2L, R AR R AF e ik e IR A
iz sh 5 Bk 8 ) ARIEPIR A

25 TR, GDM i APPL1 KFE#m, HS
W i A5 25 L R e ) ZE AR VAR G, ] 5 Rk
APPL1 K A 7T WE 48 b , LA GDM &8 3
1) i A RN B 2 %

5% 3k

(1] bl e, SRR, S, 45 . 2R i 1 T 15 400 5 4 R 200
PR SCBEPE 5T [T ], 4R 1 T By 5 2%, 2023,49(7) -
872-875.

(2]

[10]

(1]

[12]

[13]

[14]

[15]

P, ok T, FMIE, 55 . SR R AT DR A8 16 TR 32 B W 401 85
A X AN R4 W% 25 Jay 52 WA B BIF T (T ] P AR DR A% 35
2023,15(10) :933-940.

PR, 6%, BN 45 | 2 ] APPLI KK 28 28 it 807
AR P Y AR TR RO . PR I AU, 2021, 37
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AR SRR, 2020,36(2) : 117-120.

A LLBE 5 PR . U U DM PR BRI A5 R AR AR
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DPR S PR 82 ke e TR
W EEF KRR wmar WHT

[# ZE] B8 HifD-Z K (D-D)/If/M (PLT) HAEH (DPR) X 12 14 5 i 38 48 P4 i g8 (MPNs)
B MBI, ik PEHL20204F 12 A 2 2023 45 12 A T4 EEE REH 8 B2
[ 116 f5] MPNs (85 1E R WF58 X 4, MR 2 A5 A LR T8 1050 R T8 )4 34 ) Fn i # JE n 20 82 141] .
oz 0 W5 20 A Be B D-D \PLT, - 1155 DPR, W04 M 21 6 DR 95 kE o R A 32 308 TAE SR8 (ROC) iy £k 151
DPR % MPNs % A2 JE B8 o 5% H =402 Logistic & 45 [ 1943 BT 451 MPNs 25 2 104 JE i i 5% i
HE., &R A% DPR B & & TR %4, 25 A 5112 8 XL (P<0.05), ROC 453 BIR,
D-D . PLT LA Jz DPR Tl illl MPNs i & ifiL #8 FE i i AUC (95%CT) 4351 4 0.819(0.774~0.869) . 0.754.(0.709~
0.799) .0.926(0.876~0.971) . IMLA&JE A AL4F #3260 % PV | i A REAE S & i 52 Fe il AN 2T 8 3 40
JHL i A AR RO T AR AT A, 22 A e L (P<0.05) o 2 Z A 7304 o« ARk >
60 % (OR=2.522,95%CI : 1.323~4.806) . A Ifil #: FE 1T 2! (OR=3.013,95%CI : 1.468~6.186) . DPR>1.40 (OR=
4.424,95%CI: 2.092~9.353 ) j&= MPNs & & Il F2 T2 A 52 0 R R (P<0.05) . 4538 DPR = %35 /& MPNs &
AR TR R AE RS PR 2R, RTAE S TN MPNs I A2 T8 186 ) A 0 2 A s 0

[SEBIA ] 1BV BERG AR Ik gg 5 M AR 185 D- 3R/l LU AR

The value of D-dimer/platelet ratio in predicting thrombosis in patients with chronic myelo-
proliferative tumors

HE Yuan, REN Guoping, ZHANG Cuiyan, TIAN Tian*, HU Jingyu

(Department of Hematological, the Second Affiliated Hospital of Air Force Military Medical University, Xi’an,
Shaanxi, China, 710038)

[ABSTRACT] Objective To investigate the value of D-dimer (D-D)/platelet (PLT) ratio (DPR) in
predicting thrombosis in patients with chronic myeloproliferative tumors (MPNs). Methods 116 patients
with MPNs diagnosed at the Second Affiliated Hospital of Air Force Medical University from December 2020
to December 2023 were selected as the research subjects. They were divided into a thrombosis group of 34
cases and a non-thrombosis group of 82 cases based on the presence of thrombosis. D-D and PLT levels were
detected at admission for both groups, and DPR was calculated. Clinical data for both groups were collected.
The value of DPR in predicting thrombosis in MPNs patients was determined using ROC analysis. The influenc-
ing factors of thrombosis in MPNs patients were explored through binary logistic stepwise regression. Results
The DPR in the thrombosis group was higher than that in the non-thrombosis group (P<0.05). The ROC re-
sults showed that the AUC (95% CI) for predicting thrombosis in MPNs patients using D-D, PLT, and DPR
were 0.819 (0.774~0.869) , 0.754 (0.709~0.799) , and 0.926 (0.876~0.971) , respectively. The thrombosis
group had a higher proportion of patients aged>60 years, PV, history of thrombosis, history of hypertension,
as well as higher levels of hemoglobin, white blood cell count, and fibrinogen compared to the non-thrombosis
group, and the differences were statistically significant (P<0.05). Age =60 years old (OR=2.522, 95%CI :
1.323~4.806) , history of thrombosis (OR=3.013, 95%CI: 1.468~6.186) , DPR >1.40 (OR=4.424, 95%ClI:
2.092~9.353) were identified as influencing factors of thrombosis in MPNs patients (P<0.05). Conclusion A

KA A B EEAL R AR B (2023SF-197)
kPl . 2R EERFH WEERLEZAM, kG, ®% 710038
YSEAZAEE |, E-mail : tiant202406@163.com
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high expression of DPR is a risk factor for thrombosis in MPNs patients and can serve as a biological marker

for predicting thrombosis in MPNs.

[KEY WORDS] Chronic myeloproliferative tumor ; Thrombosis ; D-dimer/platelet ratio

12 M E B4 BE PE P JR (Myeloproliferative ,
MPNGs ) & — 21 5o B 1 385 1l T 20 B e o, 2 A4
ELVE 2T 40 M9 % £ JiE (Polycythemia vera, PV) | Ji &
P 1fi 7]y H2 3% £ 5iE (Essential thrombocythemia, ET)
H1H 86 21 4k 4k (Primary myelofibrosis, PMF)!"',
T 10040 A KR BE I, MPNs 8 35 11 Iifs 1L 4 2
BT 22 B O AT, ™ EE S ) SR A Y AR I T R AR
fir e 4, K (D-dimer, D-D) 2 Ifil #& JE 1 F
ZF 2 B U O R AR AR, K T R
P2 7R R N A7 A 05 BRI AR TR R RN U O R
It D-D 81z H T 12 W 00 000 i A4 AH DG B0 o
ML/ (platelet, PLT ) 7 1A% & pladt 72 H ki 5 A% 0
YER A S 50190k i) 78 8 2o R ik e e
JOT I O I RGN A IR T B . DPR 45
1 D-D Al PLT, Al 42 4 5 42 1 ) ¥ 45 1 0k 151
0 i A2 T 184 XU o 7 DPR AT RS 7 1 P4 [ 5 77
T fe 15 L33 1R I/ S 86 4 22, MPNs I A AU
B o ARWFSE 2 EEHR T DPR X MPNs (8 4 114 JE
B FRIAN A, HRE Q1T .

1 M&E5F*

1.1 RS

YEHL 2020 4F 12 H & 2023 4 12 H T 25 424
BE K245 IR BE BE 2 10 116 ) MPNs f& % 1
RARMF TG, HA 5 61 #], & 55 6, 4 it 26~
78 %, Y AE R (59.47£12.63) % . 44 A b i
(DMPN L4 K 43 B9 45 4 WHO % T MPN (1) 2 Wi
P o5 QI PR BTk 2 H s @ FT A WF S A R K
BT EE WIS B R E . HERaE: OF
I At A e 8 5 5 (2 At 2 TR it 38 A P R
@0 i 45 H B AR D) e B AT @A A B
A O T AR IR 2L ©F #R
Wi . AR O L E BRI ZE W A .
1.2 ik
121 PeRhlgE

WCAE 116 BB 5% X6 4 1 1 PR 8t , A 435 4 1
PR T S B (BMID) L2086 A 4T 4L
A R S O[5l N 111 o i N N &
s A (R I A PR e L] IR ) o

1.2.2  JredbriE

H 45 116 5] MPNs (8 34 A B 5 9112 2 75 A 1
Fe I WL o3 o R T G RN A AR I8 2l . il As =
248 38 o T LT ZE A IR R SR
B Ik 1 52 W1 B 12 W 19 20 ok B8 kil # o 2l ik i
o DA% 9E (38 3 3k 5 CT 8 MRT DA A9 B 1Pk 95
A5 O WU ZE (F5 5 LT 2 /0 30 (D LY i i A
AR s @t BBl ST B dh i 88T K A2 RS2 A% S BHL T
@0 LB O3 br W Tt =) 1 B B ik P41 2 (G 2ot i
1 52 5% CT L5 AR B N 19 3l ik PA 28 ) 46 5 ik
I A« fitiAe: 2E (J 3R CT i 48 1 52 W7 il 3 bk 72 28
B ) TR ORR ZE (IS 5 CT s MRI 7R [ T##
JVk 72 Gt 36 A kA1) T R Dk ol e R R Bk oRa
SRS AT R 4 BRI ] P ) 45
1.2.3 I AL FE PRI e

A BEWR H 5 f= R A i A7 883 25 I i Dk ol A A
5 mL, &> 15 min (#0242 8 em, #53# 3 500 1/
min) J5 B EVE W, BT UKFE AR, SR A A hin
T 53 BT A K G T 22 3500 A ) i A S 3 PLT ZKF
K FH A 92 L s ks U BT A7 fR 3 D-D K, I T
DPR(D-D/PLT) .
1.3 GEiteEarth

K HI SPSS 23.0 e it A F 3t it T H i Dokt
Ph(x+5) R AT e K30 THECE B n(% ) 2R AT
Ry, R TAEREE (ROC) 4 fitilll DPR
X} MPNs S8 A TE B . SR =532 Logistic
ZAHHT (o, =0.05 ., =0.10) 451 MPNs 4 1L
AN E . P<0.05 HZEFAGHTHE L,

2 HR

2.1 iZi DPR 3%
ML W41 DPR i 25 & T AR il A2 2 4, 2%
BB G E L (P<0.05), WK1,

®1 FEDPRLEK (v+s)
Table 1 Comparison of DPR between the two groups (x+s)

21 5] n

D-D(mg-L"') PLT(x10°L") DPR(x107)

AeMmIE LA 82 0.81x0.12 176.45£19.39  0.4620.07

MmaEldl 34 2.93+0.47  110.77 £12.15  2.66+0.39
il 38.161 18.292 49.482
PH <0.001 <0.001 <0.001
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2.2 DPR X MPNs &35 [l A2 T2 B i) 10 47 18

ROC %5 % 4§ 78 , D-D ., PLT L) }% DPR Fiil {il]
MPNs £ # A& TE i #Y AUC (95%CT) 43514 0.819
(0.774~0.869) . 0.754 (0.709~0.799) . 0.926 (0.876~
0.971)., W2 K1,

%2 DPR X MPNs 835 #8725 B9 i 49 &
Table 2 Predictive value of DPR on thrombosis formation in
MPNs patients

K$gks  AUC 95% CI HUSE REE RFrRE
D-D 0.819  0.774~0.869  1.70 0917  0.564
PLT 0.754  0.709~0.799  139.90 0917  0.655
DPR 0.926  0.876~0.971 1.40 0.867  0.855

—- DPR

—-D-D

————— PLT

— By

i T T T T
0 02 04 06 08 10
1455

E1 ROC Hi%k

Figure 1 The ROC curve

2.3 MPNs /& IR 2 B 5 K2R 7 A

Wi 411 5] BMILET L i . PMF Lt ] | 2K 7
s A e (R I Fe R DR e | e EL T A S )
o) A 22 S o e it 2 7 L (P>0.05) 5 I JE A%
A =60 % PV I AE REA: 5 & I 58 E 9] A
I £T 8 L 4 25 2 4 8 A R K COF & TR
e A, 2 %A 4 it 2 & X (P<0.05) .
W3,
2.4 MPNs B MR TE BT 2 K2 534

¢ MPNs 25 & 5 &k A i #e =5 4E h R AR i
(#5=0, m=1) K 2 S AT A AR b M DPR 1R
A A 78 4T Logistic [F1H 43 #H7 , 45 R BoR 4% >
60 % (0R=2.522, 95%CI : 1.323~4.806) . A Ifil #4: B%
£ 51 (OR=3.013, 95%CI : 1.468~6.186) . DPR>1.40
(OR=4.424, 95%CI ; 2.092~9.353) /& MPNs H # Ifil
FeIE WA 52 e R 2R (P<0.05) o BLEE 4.

&3 MPNs BEMBREEHBERSN (n(%), (xxs) ]

Table 3 Univariate analysis of thrombosis in MPNs patients

[n(%),(iis)]
AE 6.830  0.009
=60 % 29(35.37) 21(61.76)
<60 % 53(64.63) 13(38.24)
451 0.002  0.961
5 43(52.44) 18(52.94)
© 39(47.56) 16(47.06)
BMI (kg/m?) 22.17+3.63  23.20%#4.25 1437 0.153
L2128 A (g/L) 145.12+14.62 165.18+15.60 6.596 <0.001
FANEITH 8 (x10°L)  12.23+1.37  14.51x1.98 7.114 <0.001
R4 i (g/L) 3.39+0.27 3.56£0.31  2.954  0.004
JR R I
PV 22(26.83) 16(47.06) 4.465 0.035
ET 32(39.02) 9(26.47) 1.658 0.198
PMF 28(34.15) 9(26.47)  0.652 0.419
IREIVRELE 8.960 0.003
) 8(9.76) 11(32.35)
g 74.(90.24) 23(67.65)
2 A s 24(29.27) 15(44.12) 2.375 0.123
R S 17(20.73) 9(26.47)  0.455 0.500
Ll g
R IR 20(24.39) 17(50.00)  7.257 0.007
A IR 8(9.76) 3(8.82)  0.024 0.876
e JIE I I 19(23.17) 7(20.59)  0.092 0.761
3 itig

MPNSs & — R Il 28 52 b8 1R 5 i PR 32 22
RAAEH 201 s WK EREET e
Ji S MPNs F DL A AE , o252 0 28 B 9
FNER . A RWITERY AR JAE L/ 1
TE MPN's & o A B LA 2 b A7 3 224
AN S 7 qe o Y R TRIUE =R 29 R R RCie s 2l =
I F8 A I R

E ML TE KL FE v, D-D £F 2 28 A A i —
FA B S A I R, 2 RS AE Y AT 4 £ SR AR AR
S I AR B E LR 2 . D-D TG
It e 2 A5 LA A DG BRI B s A2 W A e, H:
IR T o 38 B s VAR PR A T R A I A T BRI
fife "o A OCHESE R, D-D K- 7E X M i 3 1
M B F PR TR M A2 . PLT 2 447 14

F4 MPNs BEMBREERMEZEEZNH

Table 4 Multivariate analysis of thrombosis in MPNs patients

*{i (e EYEEY FrifEiR Wald y* P1H OR(95% CI)
A <60 %=0,260 %=1 0.925 0.329 7.905 0.005 2.522(1.323~4.806)
I A A =0, =1 1.103 0.367 9.033 0.003 3.013(1.468~6.186)
DPR <1.40=0, >1.40=1 1.487 0.382 15.153 <0.001 4.424(2.092~9.353)
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>MPE #1>BPE 4 , % FH 4312 5 X (F=11.392 ,9.382, P<0.05) ; = #4113 APTT /K°F ) L % , TPE 41
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3% APTT /K-F- 5 i 7k ADA 7K F- 5 M8 3¢ (r=-0.375, P<0.05) , 5 ) 7K LDH 7K - 5 1E 40 5 (r=0.412, P<
0.05) ; PAI, YKL-40 #1 APTT 2 i TPE () ROC i & AUC 73 %4 0.789.0.724,0.627 , Bt £+ 2 Wi TPE (1)
ROC [lfi£k AUC 7 0.859, Bk G2 Wi Y AUC 3 T 2 Wi (Z2=5.492 ,6.029 . 7.114, P<0.05) , #5i® TPE /&
F MK PAT J YKL-40 /K340 APTT /K V- F#AIK, =T 4545 % TPE A 2 Wi H -
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Changes of PAI, YKL-40 and APTT levels in tuberculous pleural effusion and their clini-

cal values
WANG Xingchang*, SUN Liqgin, LI Zhengguo, XI Caixia, YANG Ting, YANG Shangxue, WANG Bin
(Department of Pharmacy , Wuwei Tumor Hospital, Wuwei, Gansu, China, 733000)

[ABSTRACT] Objective To investigate the changes of plasminogen activator inhibitor (PAI) , chi-
tinase-3-Like protein 1 (YKL-40) and activated partial thrombin time (APTT) levels and their clinical value in
patients with tuberculous pleural effusion (TPE). Methods A total of 128 patients with pleural effusion
treated from March 2021 to June 2023 were selected as the study subjects and divided into three groups: the
TPE group (n=42) , the malignant pleural effusion (MPE) group (n=48) and the bacterial pleural effusion
(BPE) group (n=38) based on diagnosis. Plasma levels of PAI, YKL-40 and APTT, and adenosine deami-
nase (ADA) and lactate dehydrogenase (LDH) in pleural effusion were measured. The correlation between
PAI, YKL-40, APTT, ADA, LDH, and the diagnostic value of PAI, YKL-40 and APTT in TPE were ana-
lyzed. Results The comparison of plasma PAI and YKL-40 among the three groups was TPE group >MPE
group >BPE group (F=11.392, 9.382, P<0.05), and the comparison of plasma APTT level among the three
groups was TPE group <MPE group <BPE group, (F=7.785, P<0.05) and the difference was statistically sig-
nificant. The levels of PAI, YKL-40, and APTT in the TPE group were positively correlated with ADA level
in pleura (r=0.324., 0.409, P<0.05), and negatively correlated with LDH level in pleura (r=-0.384, —0.342,
P<0.05), plasma APTT level was negatively correlated with ADA levels in the pleura (r=—0.375, P<0.05),
and positively correlated with LDH levels in the pleura (r=0.412, P<0.05). The ROC curve AUC of PAI,
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YKL-40, and APTT was 0.789, 0.724., 0.627 diagnosis of TPE was respectively, and the ROC curve AUC of
combined diagnosis of TPE was 0.859, and the AUC of combined diagnosis was higher than that of single diag-

nosis (Z=5.492, 6.029, 7.114, P<0.05). Conclusion

The plasma levels of PAI and YKL-40 increased,

while APTT levels decreased in patients with TPE. These three indicators are valuable for the diagnosing TPE.
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tein 1; Activated partial thrombin time
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s K 2 o 85 A P M s RROUR A0 S e g Y R
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x1 ZH-MABBPEER (vs)

Table 1 Comparison of general data among 3 groups (x+s)

aml PR AR it s RO R B 1A i ki
(H1#) (%) (mL) (kg/m*)
TPE4l 42 26/16 53.57+7.96 561.32+76.53  21.09+2.85
BPE#]l 48 28/20 54.42+8.12 549.58+78.48  21.84+2.77
MPE4 38 22/16 54.09+7.68 538.52+79.14  21.18+2.46
2 IF A 1.231 0.351 0.641 0.225
P{A 0.241 0.696 0.495 0.708

2.2 =i PAI.YKL-40 F1 APTT /K A9 L 4%

=41 1M 3¢ PAT, YKL-40 1 [t #% , TPE 240 >MPE
Z>BPE 41, 2 7 A1 G it % B L (P<0.05) ; =411l
$ APTT /K1Y %8, TPE 240 <MPE 4 <BPE 4 , %
SH G L (P<0.05) ., WL#E 2,

F2 =AM PAI.YKL-40 1 APTT K EHILLE (x+s)
Table 2 Comparison of plasma PAI, YKL-40 and APTT

levels among 3 groups (¥ =s)

2 51 n  PAI(ng/mL) YKL-40(pg/mL)  APTT(s)
TPE4]l 42 1.220.17 121.23+17.93 29.26%5.39
BPE4l 48 1.05£0.13 108.86x12.12 31.36+3.47
MPE4] 38 1.05+0.16 104.28+20.42 34.25+4.51
LIFE 11.392 9.382 7.785

P{H <0.001 <0.001 <0.001

2.3 =4k ADA LDH /KFf Ho 4%

TPE 41 (1) g 7k ADA 7K*F->BPE 41>MPE 4 , 2=
SA G L (P<0.05) ; BPE 4 5 MPE 41 (/) i 7K
ADA JKF- L3, 22 55 4 it 24 B X (P>0.05) . BPE
ZH 1 i 7k LDH 7K F->MPE 41 >TPE 4 , 22 %4 4i it
2% 7 X (P<0.05) ; TPE 415 MPE 41 /1% i /K LDH 7K
T, 2R Is i E L(P>0.05), W3R 3.

%3 Z4HMI/k ADALDH KFMLLE (x£s)
Table 3 Comparison of ADA and LDH levels in pleural

effusion among 3 groups (¥ =s)

2151 n ADA(U/L) LDH(U/L)
TPE 41 42 43.94%6.41 312.57+67.94
BPE 41 48 13.02:1.94 573.45+82.38
MPE 41 38 12.31£2.29 319.24+65.48
2IFfE 453.392 104.581

P <0.001 <0.001

2.4 TPE 4 857 3K 4505 5 M /K 8 bR i AH DG PE
TPE £H 5 3 1fil 3% PAI. YKL-40 5 i /K ADA 7K
S5 TFE A K (,.=0.324.,0.409, P<0.05) , 5 g 7k LDH
K 5 A 5% (r=—0.384., -0.342, P<0.05) , TPE
20 B M APTT 7KF- 5 7K ADA 7K 5 R ¢
(r=-0.375, P<0.05) , 5 iy 7k LDH 7K *F- & IF AH 3¢

(r=0.412, P<0.05) . 2.5 PAI, YKL-40 il APTT X
TPE (2 Wi (A

PAI.YKL-40 fl APTT i2 Wi TPE i) ROC HH £k
AUC 4354 0.789,0.724,0.627, B 4 12 Wi TPE #Y
ROC H £k AUC 4 0.859, B4 2 Wi AUC & T
M2 W (Z2=5.492 .6.029,7.114., P<0.05) , B 4512 Wi
1Y R R TR S B 43 0l Ry 86.05% F1 80.95% . UL
F4 E1,

%4 PAI.YKL-40 #1 APTT X} TPE Bi2 B i (&

Table 4 The value of PAI, YKL-40 and APTT in the
diagnosis of TPE

i H AUC Z{d P
BB 2 0.859
PAI 0.789 5.492 0.05
YKL-40 0.724 6.029 0.05
APTT 0.627 7.114 0.05
- = PAI — YKL-40 — APTT
— AW — %%
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HHURE (%)
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20

. R R
0 20 10 60 80 100
1-HF 5 (%)

B 1 ROC ik
Figure 1 The ROC curves
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T 10 B 20 40 I, 7 B 5 s 1 BB A 2 1E AR A AT i
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AN PAT I S AE RN VR S I NF-kB & 1%
ARG, T YKL-40 30 R A4E R VR A5 Rl IL-8
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Prognostic value of peripheral blood adropin, IL-6 and NLR in patients with acute cere-

bral hemorrhage

TANG Yongfeng'*, QIU Xiuying®, WU Guopei’, SONG Huangcheng'

(1. Department of Neurosurgery, Haimen District People’s Hospital of Nantong, Nantong, Jiangsu, China,
226000; 2. Department of Neurology, Haimen District People’s Hospital of Nantong, Nantong, Jiangsu,
China, 226000; 3. Department of Neurosurgery, Nantong Ruici Hospital, Nantong, Jiangsu, China, 226000 )

[ABSTRACT] Objective To investigate the prognostic value of peripheral blood adropin protein, in-
terleukin-6 (IL-6) and neutrophil to lymphocyte ratio (NLR) in patients with acute cerebral hemorrhage.
Methods 82 patients from September 2018 to September 2023 with acute cerebral hemorrhage admitted to
Haimen District People’s Hospital in Nantong City were analyzed. They were classified into a good prognosis
group (49 cases) and a poor prognosis group (33 cases) based on their modified rankin scale score three
months after treatment. Baseline data, including clinical examination, imaging and laboratory indicators, were
compared between the two groups upon admission to identify factors influencing short-term prognosis. The pre-
dictive value of peripheral blood adropin, IL-6, and NLR levels on patient prognosis was assessed using re-
ceiver operating characteristic (ROC) curves. Results Age, proportion of patients with hypertension, propor-

tion of patients with diabetes, proportion of alcohol drinkers, proportion of patients with hemorrhage into ven-
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tricle, NIHSS score at admission, blood loss, and peripheral blood IL-6 and NLR levels in the poor prognosis
group were higher than those in the good prognosis group with statistical significance (x°=5.722, 9.175,
4.192, 4.058, t=3.456, 6.907, 3.377, 6.760, 6.165, P<0.05). Meanwhile, the peripheral blood adropin level
in the poor prognosis group was significantly lower (1=6.430, P<0.05). Multivariate logistic regression analy-
sis showed that age, NIHSS score at admission, decreased adropin level in peripheral blood, and increased
IL-6 and NLR levels were independent risk factors for poor prognosis of patients with acute cerebral hemor-
rhage ( P<0.05). The ROC curve results showed that the area under the curve of peripheral blood adropin ,
IL-6, and NLR combined to predict poor prognosis of patients was 0.943, which was superior to that of single

detection (P<0.05). Conclusion Peripheral blood levels of adropin, IL-6, and NLR can predict the progno-

sis of patients with acute cerebral hemorrhage.

[KEY WORDS] Cerebral hemorrhage; Energy balance related proteins; Interleukin; Neutrophil to

lymphocyte ratio
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The diagnostic value of serum PCT/ALB, CRP/PA and ST2 in uremic hemodialysis pa-
tients with bacterial infection

ZHANG Tao', LIU Shengfeng', LI Jie**

(1. Hemodialysis Center, Nanjing Central Hospital, Nanjing, Jiangsu, China, 210000; 2. Science and Educa-
tion, Nanjing Central Hospital, Nanjing, Jiangsu, China, 210000 )

[ABSTRACT] Objective To investigate the diagnostic value of serum procalcitonin (PCT )/albumin
(ALB), C-reactive protein (CRP)/prealbumin (PA) and growth stimulation expressed gene 2 protein (ST2)
in uremic hemodialysis (HD) patients with bacterial infection. Methods One hundred and two uremic pa-
tients undergoing HD at the Hemodialysis Center of Nanjing Central Hospital from June 2020 to May 2023
were selected. They were divided into two groups: an infection group (40 cases) and a non-infection group
(62 cases) based on whether bacterial infection occurred. Serum levels of PCT, ALB, CRP, PA, PCT/ALB,
CRP/PA, and ST2 were compared between the two groups. Clinical data was collected, and the relationship
between the above indicators and bacterial infection in hemodialysis patients with uremia was analyzed. ROC

analysis was used to analyze the diagnostic value of serum PCT/ALB, CRP/PA, ST2, and their combination
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for bacterial infection in hemodialysis patients with uremia. Results The levels of PCT and CRP in the infec-
tion group were higher than those in the non-infection group, while ALB and PA were lower than those in the
non-infection group, and the differences were statistically significant (P<0.05). The levels of PCT/ALB, CRP/
PA and ST2 in the infection group were higher than those in the non-infection group, and the differences were
statistically significant (P<0.05). PCT, CRP, PCT/ALB, CRP/PA, ST2, hemodialysis duration and WBC
were identified as risk factors for bacterial infection in uremic HD patients, while ALB, PA and Ca were pro-
tective factors for bacterial infection in uremic HD patients (P<0.05). When using PCT/ALB, CRP/PA, and
ST2 to diagnose bacterial infection in uremic HD patients, the AUC of CRP/PA was the highest at 0.924) with
a sensitivity of 81.82% and specificity of 90.32%, respectively. The AUC for PCT/ALB and ST2 were 0.900
and 0.798, respectively. Combination all three factors resulted in an AUC of 0.986, with a sensitivity of
93.18% and specificity of 95.16%. Conclusions The levels of serum PCT/ALB, CRP/PA, and ST2 are

closely related to bacterial infection in uremic HD patients. These levels can be used as effective indicators for

diagnosing bacterial infections in uremic HD patients and have good clinical value.

[KEY WORDS] Uremia hemodialysis; Bacterial infection; Procalcitonin/albumin; C-reactive protein/

prealbumin; Growth Stimulation expressed gene 2 protein
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Table 1 Comparison of serum PCT/ALB, CRP/PA and ST2

levels between the two groups (¥ +s)

Ei=R Y (n=40) AR (n=62) fi P{H

PCT (ng/mL)  21.44%2.17 18.32#2.35  7.716 <0.001
ALB (g/L) 32.97+4.53 39.20+4.77 6567 <0.001
PCT/ALB 0.67+0.14 0.47£0.09 8.762 <0.001
CRP (mg/L)  20.52+4.25 15.83+3.83  5.783 <0.001
PA (mg/L)  139.50+28.77  184.02+27.52  7.836 <0.001
CRP/PA 0.150.04 0.0920.02 9.885 <0.001

ST2 (ng/mL)  27.119.12 16.84+7.71  6.110 <0.001

F2 REEHD BEARBEMNBEERESN (n(%),(xxs) ]

Table 2 Univariate analysis of bacterial infection in uremic
HD patients [n(%), (x+s) ]
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g 28R 2 (5.00) 3(4.84)
Ca(mmol/L) 2.12+0.20 2.37+0.24 5.473 <0.001
P(mmol/L) 1.45+0.37 1.61+0.43 1.935 0.056
Hb(g/L) 76.27+17.33 82.02+16.70  1.673 0.612
BNP(ng/L) 2 507.50+838.87 2 103.68+692.60 2.644 0.010
WBC(x10%/L) 10.61+1.23 7.93£1.91 7.876 <0.001
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*3 REEHD BEMERLEHN S EE Logistic BT 47
Table 3 Multivariate Logistic regression analysis of bacterial

infection in HD patients with uremia

EFZE pIE FREIR Wald{i PfH ORMHE  95% CI
PCT  0.700 0235 8.897 0.003 2.013 1.271~3.188
ALB  -0.226 0.105 4.658 0.031 0.798 0.650~0.979

PCT/ALB 0.154 0.044 12.124 <0.001 1.166 1.070~1.272
CRP 0495 0.172 8290 0.004 1.640 1.171~2.296
PA  —0.105 0.030 12.190 <0.001 0.900 0.848~0.955

CRP/PA  0.758 0.196 14902 <0.001 2.133 1.452~3.134
ST2 0.175  0.064 7451  0.006 1.192 1.051~1.351
HD I 0.731  0.364  4.026  0.045 2.077 1.017~4.240

Ca =5.777 1.681 11.815 0.001 0.003 0.000~0.083
BNP -0.343 0.197  3.027  0.082 0.710 0.482~1.044
WBC 1.105 0.250 19.599 <0.001 3.019 1.851~4.924
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#£4 IMiEPCT/ALB.CRP/PA.ST2 KBS Xt F R FE HD B & 4 B 2L B2 B 3L BE
Table 4 Diagnostic efficacy of PCT/ALB, CRP/PA, ST2 and their combination for bacterial infection in uremic HD patients

it AUC FrifEiR 95 CI I A WURSE (%) TR (%)  ZPBIE% PH
PCT/ALB 0.900 0.031 0.839~ 0.960 0.57 79.55 90.32 0.699 <0.001
CRP/PA 0.924 0.025 0.875~0.974 0.12 81.82 90.32 0.721 <0.001
ST2 0.798 0.043 0.714~0.881 14.75 ng/mL 97.73 48.39 0.461 <0.001
1A T 0.986 0.008 0.972~1.000 93.18 95.16 0.883 <0.001
PCT 0.836 0.040 0.758~0.914 20.795 68.20 87.10 0.553 <0.001
CRP 0.792 0.044 0.706~0.878 19.489 63.60 85.50 0.491 <0.001
ST2 0.798 0.043 0.714~0.881 14.75 ng/mL 97.73 48.39 0.461 <0.001
154 T 0.961 0.016 0.930~0.992 79.50 96.80 0.763 <0.001
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Figure 1 The ROC curves
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The application value of serum TC, TG and ApoB in monitoring lipid metabolism after
blood transfusion

ZANG Xuanyue', WANG Mingxing** , ZHANG Liugian', WEN Ke*

(1. Department of Blood Transfusion, Huaian First Hospital Affiliated to Nanjing Medical University,
Huaian, Jiangsu, China, 223300; 2. Department of Clinical Laboratory, Huaian First Hospital Affiliated to
Nanjing Medical University, Huaian, Jiangsu, China, 223300)

[ABSTRACT] Objective To explore the application value of serum total cholesterol (TC) ,
triglyceride (TG) and apolipoprotein B (ApoB) in the monitoring of lipid metabolism after blood transfusion.
Methods A total of 152 patients with traumatic hemorrhagic shock were admitted to Huai’an First Hospital
Affiliated with Nanjing Medical University from July 2022 to October 2023. These patients were
retrospectively included in the study. Based on the diagnostic criteria for lipid metabolism, the patients were
divided into two groups: those with normal lipid metabolism group (n=86) and those with abnormal lipid
metabolism group (n=66). General data, TC, TG, and ApoB levels were compared between the two groups.

The study also analyzed the risk factors associated with abnormal lipid metabolism after blood transfusion.
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Additionally, a ROC curve was created to assess the predictive value of single and combined detection of TC,
TG, and ApoB on abnormal lipid metabolism following blood transfusion. Results There were no significant
differences in age, sex, smoking history, drinking history, history of diabetes, history of hypertension and
blood transfusion between the two groups (P>0.05). The level of high-density lipoprotein cholesterol in the
abnormal lipid metabolism group was lower than that in the normal lipid metabolism group, and the level of
low-density lipoprotein cholesterol was higher than that in the normal lipid metabolism group, the differences
were statistically significant (P<0.05). The levels of TC, TG, and ApoB in the abnormal lipid metabolism
group were significantly higher than those in the normal lipid metabolism group (P<0.05). Logistic multivariate
analysis showed that high density lipoprotein cholesterol ( male <0.91 mmol/L, female <1.I mmol/L ) ,
low-density lipoprotein cholesterol (>4.14 mmol/L), TC (5.7 mmol/L), TG (1.8 mmol/L) and ApoB (male
1.28 g/L, female 1.12 g/L) were risk factors for abnormal lipid metabolism after blood transfusion (P<0.05).
According to the ROC curve, the sensitivity and specificity of TC, TG, and ApoB combined to predict
abnormal lipid metabolism after blood transfusion were 89.84% and 88.24% , respectively, and the AUC was
0.898, which was higher than that of the three indicators alone (P<0.05). Conclusion TC, TG, and ApoB
are highly expressed in patients with abnormal lipid metabolism after a blood transfusion. The combined

detection of these three indicators can comprehensively and objectively reflect abnormal lipid metabolism after

a blood transfusion, providing a more accurate and reliable basis for clinical diagnosis and treatment.

[KEY WORDS]

metabolism
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2151 n TC(mmol/L) TG(mmol/L) ApoB(g/L)
BEARHIE W4 86 3.49+1.21 1.25+0.25 0.82+0.15
JEBCI RH A 66 5.21£2.09 2.14+1.47 1.58+0.18

HH 6.370 5.516 28.374

Py <0.001 <0.001 <0.001
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2% logistic 22 R 2R /0 BT i 7 « i %% i g A 3 L [
Fi (531 <0.91 mmol/L, & 1 <1.1 mmol/L) k%% &
JI§ 7 11 1B [# B (>4.14 mmol/L) . TC (<2.4 mmol/L ,
>5.7 mmol/L) . TG ( <0.4 mmol/L, >1.8 mmol/L)
ApoB ( 5 11:<0.43 /L, >1.28 /L, % 1 <0.42 g/L,
>1.12 g/L) J2 5% W i 10 S Ji Jo % 15 5 1 £ 1 1A
#(P<0.05). W3,

T R A i G it 2.4 TC.TG K ApoB I Ifil f& B BT 435 5 & (4 93
T H EH 4L Swdl el Pl N
(n=86) (n=66) EgIE!
AR (%) 57.58+4.17  57.10+4.37 0.688 0.492 {4 ROC #I £ T 1, TC . TG A ApoB Bk & il
‘@Z’g S, 2.8130.093 e 1 5 B o A e S 1) R B R S 0 oy
. B . N, — —
e 34(27.91) 28(42.42) 89.84% .88.24% , AUC 4 0.898, & T = $8 b ol 6
Wi 58(67.44)  42(63.64)  0.240 0.624 M (P<0.05), WFE4. K1,
R 55(63.95) 40(60.61)  0.178 0.672
PR AR 47(54.65)  35(53.03) 0147 0.700 3 iFig
o I 5 55(63.95) 40(60.61)  0.178 0.672
i 104t (mL) 791.53+15.88  789.73x14.64 0.716 0.474 HFFTHE il sk A b sk L T RE R
o R A e S .
H[_EJE%(?nmol/L) 1.28+0.59 0.7820.22  6.540 <0.001 IR Ry VR INLEE— R I RGE, i B
Py iiil=t > 18R jS 0 T A
EENBEA oo aumass i coom SSRGS IR TAL
_ b 110 J %5 0D 5 1 R A IR B AR DU s 2, TC
*x3 wmMEERRERENERESE
Table 3 Risk factors of abnormal lipid metabolism after transfusion
H % VA BIE  SEME Wald {8 P4 OR(95% CI{4
o o e B T s B >0.91 mmol/L , % #£>1.1 mmol/L=0, _ . .
1 % i 1 JIE 1 H-<0.01 mmol/L . & #E<1.1 mmol/L=1 0.754  0.373 6.238 0.015  2.624(1.333~7.523)
V2 i 2 1 <4.14 mmol/L=0,>4.14 mmol/L=1 0.761  0.337 5.110 0.024  2.141(1.106~4.142)
2.4~5.7 mmol/L=0,<2.4 mmol/L, -
TC iy 0.827  0.354 7.135 0.019  2.341(1.107~4.911)
0.4~1.8 mmol/L=0, <0.4 mmol/L, .
TG 18 mmol/L=1 0.674  0.265 6.147 <0.001  2.016(1.152~3.487)
ApoB TAE043~1.28 gL, THE042-112 g/L=0, THE (00 (007 (597 0021 2.104(1.169~3.495)

<0.43 g/L,>1.28 g/L, & :<0.42 g/L,>1.12 g/L=1
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F4 TC.TG K ApoB X%l /5 B BT X i = & B9 LU 1 (&
Table 4 The predictive value of TC, TG and ApoB on lipid

metabolism abnormalities after transfusion

A7 B (%) FEFE(%) AUC  95% CI P

TC 77.78 72.85 0.760  0.660~0.859 <0.001
TG 79.24 78.52 0.720  0.618~0.822 <0.001
ApoB 82.14 79.19 0.805 0.713~0.897 <0.001
kA 89.84 88.24 0.898 0.826~0.970 <0.001
100 7

A

...... TG

..... TC

-------- ApoB

— T T T
0 20 40 60 80 100
5 TE

B1 ROC #h&
Figure 1 The ROC curves

J2 I BRI A A% O FE AR 2 — o A SR AR iRE
TC /K- 58 T e 8 R e i oz A i 25 L, mT e
S I G Wi E  A RVR o 1 o ) 2
5, TC /K- XF g A i S % HL A7 o 22 1 70 40
B o AHFIE 4R WoR IR B 5 % 41 TC K
00 5 T R BRI IE % 41, TC (<2.4 mmol/L,
>5.7 mmol/L ) J2& 5 Wi #i 1fi )5 I8 A% 35 55 0 10 1 16
PR 25, Uk B i IS R AR O 5 PT RE S TC K1Y
SHEBHAEVIKFR . AR AR B
R BLT A4 P REL ] 74 A5 B T RE 2 B SEORG  X AT
e 5 2 15 [ A B A4 5% 58l (4 HMG-CoA if J5
it ) (16035 PR 184 A 6, S SN ] P i A4 4 I 1 IEL
P 1) 2 Al S B bR . 55 — D T, AR AR R AR
A BE3Z B BLAT , U HORACE NS R A Z kT Rg 2
P, 2 5 IR B G A R G TR A RO
B, DA M T AR BB 1T 30 TC KT

TG J2& I8 A i 22 4 i 43, Ho T v vl g
F1 % Mg i e RS AT 32 IR R
RIZI7 H6 /e (2023 B 48 Y, Rk 60% B IER
W% # BOA B IR ILAE , 3k TC % B G 8 A H
[ B S 3% TG KT Th i o ARRIFSE & 3, Bg o AR
SH UL TG KW 8 TR A e # 4L, 43
JE R e F IR, AR MRS
FIEATVE IS, T AT RE 23000 TG A i % 5 H
UK, B I AT 5 0 i 2 1 B A S A T M e R K
-, S ECE A H I =R IR & B b AR
A A IR Pl B B (R 2B, TG KT

ApoB J& —FP KRBV 1, 7] 5 5 B 45 508 i
MR A E AW, HE 3l bk ok A A Ak i 5 22 15 16 1
F L [ AR I o e R VR AT i
£ 1L 75 ApoB 7K -5 i IfiLJim Mg AR 50 (6 &%
45 5 PR IS B AT S R R UL ApoB 7K
L Rk, IR R AT 4 R 2R, SR R R AR
T ApoB J& Ik % B g 2 1 0y FE BEEE R B, AR
5 i B 1R LY A8 el R ) A
ML, W ER BRI S5 3, e 2 IR T A
R A, 0T RE 4 T BN IR R A LU BR Y
SEH L UEMAAE R ApoB KT E

A% ROC i1 £ 7] 1, TC . TG 2 ApoB Fil il i
I B oA A BURE RE R AUC & T
B AR LA I , 15E BH = 4 A I A A 0 B R 4 v
iy T 000 o g AR S R O

25 BTk, TC . TG M ApoB 1 i ifil J g 5 A
PR RE TP R E R, SR AR AR T 4
0 Hb 2 B it e R BT AR R RIS O, A I R 12
Wr 3697 SR BN ER | AT AR A9 TE

5% 30k
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miR-1197 TEI R H I iF 58 3E g

®H R BHENT HBF
[ ZE] miR-1197 2% E LA /N > TAE S S RNA, 76 2 GO B rh 7 7 W] 2 Y Rk 22 5%
miR-1197 FRIKZ B EEE 4% RNA FIERIR RNA BT, )32 250 ME R IR0 A5 R AT VA 9]
AL Bl ) SETE PR D RE AR A Fop (9 A ) K e R R . miR-1197 S i RFLIE N Bl ) 2 2 S
AR T AR B JRAE SN SEFE AR IR IIRE . miR-1197 SRR 10 A AR iC Y, S PTG
BB SC R B Y], CYOENTR 2GR ShIK AR Al AR AT RREHE 5] B 18 S B Y B R TR
[RSIE]  miR-1197; BAERE 5 W0 20 5 A=W D) fiE

Research Progress of miR-1197 in Diseases

HOU Dan, YU Dan*, YANG Guoshuai*, HU Yujie

(Department of Neurology, Haikou Affiliated Hospital of Central South University Xiangya School of Medi-
cine, Haikou, Hainan, China, 570208)

[ABSTRACT]
ease models. MiR-1197 is regulated by long-chain non-coding RNA and circular RNA, playing a vital role in the

MiR-1197 is a crucial miRNA with significantly different expression levels in various dis-

development of diseases like malignant tumors, cerebrovascular disease, degenerative intervertebral disc dis-
ease, and animal reproductive regulation. MiR-1197 is involved in numerous biological functions such as apopto-
sis, oxidative stress, inflammation, proliferation, and invasion by inhibiting the translation of target genes. It

serves as a biomarker for some cancers, closely linked to anti-cancer drug sensitivity, and is a key therapeutic

target for multiple malignant tumors, atherosclerosis, degenerative lumbar disc disease, and other conditions.

[KEY WORDS]]

/N ¥% B #% 18 (MicroRNAs, miRNAs) +& —
FKKIE R 17~22 DA IR 1Y AR 9 i RNA |, 78 5% 5%
Jo R R HEOCEE T AR . B AT BR T A
MG R, )RR TANA S,
ZEH) F R TR 51 5 mRNA 37K I 3R B 1% X
4k 4 8 7% mRNA. miR-1197 J& dF % & % )
miRNA , ‘& 78 g | 0 I8 2 il 21 4 4k | A 5
ARG GBI R AR R EEZ MO AR
#E miR-1197 745 R Gu i (M W 9% i e A — 2538 .

1 miR-1197 &N
2007 4F , ZE VK SE 2 IR B T miR-1197, 7E

MiR-1197; Malignant tumor; Cerebrovascular disease ; Biological function

4 (Bos taurus, bta), 111 (Capra hircus, chi), 4
(Ovis aries, oar) , /) (Mus musculus, mmu) , K
P2 12 (Gorilla gorilla, ggo) , & (Equus caballus,
eca) , SR JE (Pan troglodytes , ptr) %5 £ f A4 9 {4
rh 8% & P15 A\ 2 (Homo sapiens , hsa) miR-1197
AL B m RS By SN E ], KR 5 -
UAGGACACAUGGUCUACUUCU-3' . A [a] 4 Fih
], miR-1197 73 - A4 e (0 K 56 DA A7 B B A F .
Horpr, O VR 5 BRI ) miR-1197 5k A 14
Sk, N R miR-1197 3K [ 12 5 4L @ik,
2 A4 B miR - 1197 2k H 21 5 4 8 1k
W1,

KAeRA kb B T AT LA AR B (21A200361) ; 1 h B XA K 2 5 B (822MS204) 5 % & 6 £ & #F & W A

(ZDYF2023SHFZ105)

Ak fto P R AR E F R MG 0 B R AP 2 WAL, i, 5 & 570208
*iBAEAEE . A9, E-mail : yudanyuyue@163.com; # B ), E-mail : youngester4213@sina.com
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K1 B miR-1197 FIEERLEBIEGE

Table 1 Sequence information and chromosomal location of miR-1197 from each species
Pyl Fe oA KL PO R A

hsa-miR-1197 UAGGACACAUGGUCUACUUCU chrl4 101025564-101025651 [ +]
mmu-miR-1197-3p UAGGACACAUGGUCUACUUCU chrl2 109712317-109712436 [ +]

ggo-miR-1197 UAGGACACAUGGUCUACUUC chrl4 85048882-85048991 [ +]
chi-miR-1197-3p UAGGACACAUGGUCUACUUCU chr21 67103896-67104024 [ +]
oar-miR-1197-3p UAGGACACAUGGUCUACUUCU chrl8 64524697-64524825 [ +]

bta-miR-1197 UAGGACACAUGGUCUACUUCU chr2l 67843672-67843768 [ +]

eca-miR-1197 UAGGACACAUGGUCUACUUCU chr24 42898113-42898232 [ +]

ptr-miR-1197 UAGGACACAUGGUCUACUUCU chrl4 86274065-86274151 [ +]

i : AJ% (Homo sapiens, Hsa) ; /)y Bl (Mus musculus, mmu) ; K25 (Gorilla gorilla, ggo) ; 1113 (Capra hircus, chi) ; & 3- (Ovis aries, oar) ;
“F (Bos taurus, bta) ; &5 (Equus caballus,eca) ; 225 %% (Pan troglodytes , ptr) .

2 miR-1197 8 5& 2GS EBUIERS

2.1 miR-1197 5 MR 16 &

miR-1197 |71z 2 5 Z PP iE i o e i 78, 78
JibTE 240 e B B 5 R T AR R4 28 A A W A
KYEFERBEIIAE . miR-1197 76 950 40 i b 55 3 3k,
circ_0004018 iffi i+ miR-1197/PTEN/PI3K/AKT 15 %
WO, 0 A KG 5 R i B2Y . RIPKI
rs17548629 C>T 5375 5 fitifi 9 AU, b 25 AH G, 58
A5 R BT, hsa-miR-1197 5 rs17548629 A1 HAE M
il RIPK1 119 B0 35 K, 4 2 Bl 98 1 & A2 &
i F38 miR-1197 /] 14 55 [ij 51) B 967 20 J s 355 28
T Az 28 68 J1 , vl g J2 i 5T hsa_circ_0075542/
miR-1197/HOXC11 il & (2 MR VE ™ .

AL, miR-1197 A5 by #1098 25 DX 7 ' 440 i 2
Y7L T8 AR /N R g 02 B 9 S S R Rk A
YEH] . miR-1197 7E NONO-TFES3 Filt4 55 X 5 241 it g
2235, 1 #2358 miR-1197 W] #1240 O 3 5 4R V%
F1 i 988 BRIE 1, , CireMET W] #2 [71] 45 4 miR-1197 14
¥ SMAD3 () 35" . Delta 2F ¥ 3k 8 %5 % (Delta
bovine papillomaviruses, SBPV) & B YL 4= I 5] i
Y7k . SBPVs i E5 E6 Ml E7 £U# JE A,
it F 3K B6 1) NIH/3T3 4l ig 'h miR-1197 B B K&
ik, Al BEJE BPV E6 BUE MR, 459 B3 g
o miR-1197 F A KF- 5 g PR R B2 R AH OG5 55
iG55 41 4L AL, miR-1197 15 45 1 9 fith 93 28 4 vp 1]
WARFE ; 5 AR R R L, kAR 1 i
JeE 21 miR-1197 W] B AN 35, #2785 miR-1197 [y
SRR SE MmN kAR REVIMEG, Mm%
ik miR-1197, W] 4100 45 iz 9 240 B i 35 5 R 28 L 1E
FERE J7 S S T4 A JA 0 1 R4, LML) 32 2 E
it miR-1197/Smad3 W ZFEIEER"Y . &F% ¥

18 4] 4E /Iy 21 Bfd fili %% (non - smallcellLungcancer,
NSCLC) £ # Fl 18 91| 18 A ML FE A i 47 RNA U
¥, &P miR-1197 7 NSCLC H 3 ifiL i b I AR %
Ik 38 B AT R B S R E AR DGR AR IR
) FE PSR RT ORS00 Y 22 BB T S AT K .
miR-1197 75 NSCLC 2 it & F1 20 21 v i, W] Ik %
ik, i 1F Circ_0000429/miR-1197/MADD {5 5-if %
PR 1 3k miR-1197 ] #l il NSCLC 40 ifg 5 3451
FEEFEY . PNE TS R I, 12 %58 miR-1197 T3
TIAF1 2 [ KRG, f2 2 NSCLC A549 41 ffd i) 4
T2, ML EE T circRNA AAMDC/miR-1197/
TIAF1 {5 53 #8511 . D& Wk 5% K B,
miR-1197 7€ NSCLC W %1k B, B0 1EH .
WFFE 45 RAA—2, flif5 miR-1197 J&7F51E A NSCLC
098 3 PR A A — o WL, AT T B — 2B 5
FEAE 19 miRNA 76 R & A= & J i f v 3k kK
VS RF S AR | 0] TR B 3 I R T R E AH DG FE R Y
ik, miR-1197 A4 A 84 s I R 12 W A0 3 s
FIWT 08 AL AR R AESR b5 o WF 90 BB BT 7 4F K
KA IR 1 Barrett B FEA 5 BT 3~4 4FJ5 K4
a7 FORE A BEAT LU 8L, & P miR-1197 %5 12 N3 1
TE R AR A8 0 N B AR SR A, X — FRAE AT R
A 5y F ik e A 9 E 1 Barrett 8 B, W E N —
ol B A 0 W 0 T L 9 57 Barrett €545 9 E R, FEAIG
BRI AR MUY (Tumor depos-
its, TDs) B I\ S J& 45 EL 7 95 19 il 57 £8 1 191 ) TR
RGO AR S B R R RS
ok e AR ', miR-1197 . miR-614 . miR-3136 .
miR-4770 . miR-3173 Fl miR-4636 £ 4= {5 15l 15 45
{55 3 [ AF DG, 3X 6 A REAIE I DR 2181 4% (51 7
ARHT TDs AR VEARL b I 7 AR L 1 I R T 14 A
HERGPE S IR A IR 98 P miR-1197 . miR-218-2
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I 55 235 , miR-487a B 1 fIL 355 , F#1E 1) miRNA
FEIR R, A2 AIA MU B A L0 R A g
BHE DA A TR S B2z G M)
R A Y B0 g i M SR VR E IS AR b
YT, B AT, miR-1197 Al 4E N IR B
i 8 MR | 4 L o A S IR e PR T 32
FHIWT 15 08 FE AR AR AMEE W BRI ) o

TESEREIR YT I P, miR-1197 YRk K 541
FEZG WU B VINIDE . miR-1197 16 A R 441
H R ERIE , HOBPERR B, Rk . miR-1197
AT 455 O - H AL S IEE RS DNA H BL G RS il , oo
P8 miR-1197, AT A U T~ 5 R0 ARG S JRg 11 344
B, B R X e e 1) 24 AU AN it
25 O S 20 SUREAS R miR-1197 3k R, X
VGl T2 TR 24 110 f B8 40 P miR-1197 63k i, 3
PR IRV 5 12 57 35 VO M AT 0 IR B BB TS
FLHEAR G, FLHL ] & miR-1197 3 40 1) 45 & A SF-fif
i ia R PR LR | 5 i g 248 LX) 5 0 At v 1Y)
PRI, T 175 ) 245 4 AR | U B miR-1197 75 i i
957 40 M D RAR A M i 24 PO EE AR L I IR R
HALTT R K e PRl LA R
2.2 miR-1197 551 il 48 %0 1 ¢ &

miR-1197 FEM M RGE )2 AE, S 5N
2 7 5 a0 e 2 A R R e L A e 1Y)
KR, RSN koK REAE Ak 41 A5 has-miR-
1197 Wl AR IR o LA 45 SR AE It IR K 4t g 55
55 rh e A5 20 55 UE |, 5 fat R A A A LSl ik ok R A Ak
B M FEA TP miR-1197 235 T 2.13 17 ; 5%t
ML A AH L, miR-1197 /K F-7E 50~100 wg/mL ¥ &
AL 2 B B R A BE A I A S T LA0 R R 1
1.42~2.13 f% . NCK1-AS1/miR-1197/COX10 %l 7
Sk RERE AL & F ol B b R E AR o kA
miR-1197 X718 AILAT P K2 20 0 0 3458 8 172 Fl 9 i
J5 7 e 3] F AR s/ gl Jkos A R AR TR B
miR-1197 i ] 75 i 1.4 DIk, Stylli 4= W g2 ]
ok D) ST M L A 2 A i A R AR R R S R
i i 7 9 25 1) £ 3 A AR W i 1Y) CSF miRNA H#11E
Hrr miR-1197 B AR5 , IA R 3% 28 miRNA )45
b 7T RE S BOE BT LS A R AR RS
miRNA BT A 2 1 10500 B IR A5, an s ik
SRR AL | IS ROE AR 5 Bk ZE R KUEE TR
b e i L R i 7 BT AR S R BB AR e B8 UL ¢
F miRNA 7KF i 2% & A 81k, miR-1197 J& 45 7] i

Sk TR R I S o B A 3 A A A T M RN A
HITRYT BERE e Bt — DA TR ™
2.3 miR-1197 5 sh ¥ BHH 1 X R

miR-1197 520 ) B A D) Re , 32 B AL 45 7E 52
I3 Wb KA 1 B T B P L B B ) e A A A
Wyt B b R PR AR AE R o O P B 32 0 R T
FE A0 AE P JE T, miR-1197-3p 38 32 #2 J7] 3 481k 4 iy
A 18 5 W) WO 32 AR y TS B 1 o (PPARG
coactivator 1 alpha, PPARGCIA) W& ki A i P
SR E T AR AR O L S B R AR SURE 20 MR T %
AT, 3 miR-1197-3p Al #4711 PPARGC1A
EILy S EANINE Sy g fab U1k vied | I 0 S O M 7 i)
SHREYA T, A RO LA O R B R SR g Tk
Az o TR K W I miR-1197-3p f 263k 7K, W] fETE
T BJ7 B S5 Ty fig B Ak v o 3] AR A T e Ak, B AR
B SRR 7R miR-1197-3p 775 22 vk 223k, T BE
TELR A 2 BHH AR ) h R A5 CHEE ™. PPARGCIA
JEVF 22 5 S [ AR R G 1 2 53 PR 7 1 i R T
[K-F ,PPARGC1A #E [ 7ES2 I AR 2R e A,
miR-1197-3p (YRR , W] 1o 41 ) 1) 5 52 0 a) o 4 i
Hi) PPARGCIA 23 T PPARGCIA J K S [
A SR G L R (STAR ., CYPIIAI 1 3BHSD ) ff) 3
ik, BN S2E A R . miR-1197-3p AJAE A 1L 252000
S RN ST e R Y R T I | S 1 o0 N
IncRNA LOC102176306 A if 12 # [1] miR-1197-3p
{2 PPARGCIA f3R3A , NS0 LU = 52 AU 8] B4
it P 25 [ T G £ B B RN SRR O 3R
2.4 miR-1197 5 HAE I 1Y ¢ R

miR-1197 [ 52 Wl Ji 5F & AE i 0487 5 s L ¢
B R 4 A R R R e R AN R A B 1 AR
FRic ¥ s ia 7 A . ILYE P miR-1197 1Y 1k K
AR TR AR G MR g 2 A e e ok v 25 R B2 K
AR 5 IE G IR LA Eb F IR R DG IR s 2 4
B MWAEA T miR-1197 fE4E B35 & 235, Ui W]
miR-1197 A §8 2 5 B AR R AH OC PR IR 9 19 & s
BUY S A M 98 38 A2 R fii 2k S AR FE R /N B
miR-1197-3p B g 1= &35, #E I miR-1197-3p A fig
RSV LS 58 EXNERBENHAES
1 Ak 3B A7 M A ] 4 4 40P miR-1197 BH & i 3%
ik, A Ah it 2635 miR-1197 B, IR IR AR 1 1L R AE TR
I ERME T SOX9 FRIR /b, [ fifk 240 Jfd A1 55 o 11 25
i 40 MMP3 . MMP13 . ADAMTS4 #1 ADAMTS5 %
KB, 3 % 3K cire SPG21 7] i@ i miR - 1197/
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ATP1B3 il 2% 18 b6 42 41 it 8 T sk 20 240 g 1 3k
J R A, 156 B circ SPG21 . miR-1197 1] 1 Ay iR 47
i [1) 285995 28 VR LE VR YT R
3 R4

2 L ATk , miR-1197 55 3% BboJgd | i 1fi 45 952
g RAT A ] S0 A8 | Bl ) B A 2N IR I R
AR REERE VML, miR-1197 ) 255 LM
i 1) 2 R Ak AR AR i I PR T 32 W A R
Tl J5 (0 A b ac B, i A A 40 g AR A6 i R A
PE g R R FEE BT RR 38 5 PR 25 ) Uk
PEBVIAH S . miR-1197 J2& 24N g 5 . 3h
I S AP B A | R A T ] 285 72 45 s 1 O
TGITHE N, miR-1197 78/ [ 4 i 3 1 #0016 AN [ 1)
R 2 2 50T RN R SN B
(R AR IRE S 25 miR-1197 JE k7
1) miRNA , 7£ K 4 52 9% 3 G5 1 A0 O 43 F AL il
A )12 B IA) BT 20k —— 30, 1 2L miR-1197
SR RO 1) 245 AR 2 A I I Y B S

2% Sk
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