* 2862 - EfrtdbE 2% 2024 5 12 A% 45 %% 23 1 Int ] Lab Med,December 2024, Vol. 45,No. 23

miEFE ANXAT ANXA2 F FE R EREEEHALENLTT
MR ERESTENEXER’

REEL.EL OB, a¥ye
1. #RER T % — E R, AL AR 05600052, HRER T 05 E & A & a4, 7T L #R$R 056000
3. MK FWEEREA, TIERZ 050031

H E.HA HTeFBEZEAa AIANXAD BKEE S A2(ANXA2) £ b W £ (EOC) & &4 %
WP M AR LS GH XA, Fik #®IR2017F6 A% 2020 F 6 A LML TH— ERKEH
125 41 EOC &% ARBAL T 5720, B F 5 AR (81 #1) Ao dt 25 20 (44 #1), Wi M A6 K T H A & iF
ANXALI,ANXA2 KF, KM % B & Logistic MM 54 EOC &4k athedFmB &, RAZRE
IAEHFAE W 25 547 o 75 ANXAL,ANXA2 Faml EOC & % 40 £ 4057 & 25 69 14, K B Kaplan-Meier & 4 ¥ £
S EOC BFWMMEBHL, R 126 #HEFH T RF R4 E AR ogtbsr 7 884 81 #) .t 2h 4
4144, SHERAARL,HHEFIGO 2 M ~NH L e85 Lk hF ANXA2 KFEEA (P
0.05), f2iF ANXAL K-F B FBAL(P<0.05) ;2% ANXA2 K-FH 3 .o iF ANXAL K-F B2 EOC & %44
EAFT w256 5 B & (P<<0.05); f 75 ANXAL ANXA2 # kR A Fa EOC & E4 £ at s & T
@A A A 0.687(95%CI :0.405~0.973).0.763(95%CI :0. 618~0.901).0. 832(95%CI :0. 720~0. 948) , s
& ANXAT,ANXAZ2 B A4 ] 89 T 26 46 45 F 2 5 40l (P <<0. 05) ; Kaplan-Meier £ & ¥ & % &, ANXA1 1%
REM3FEAERERITAKT ANXAL S REMA(P<0.05,ANXA2 S R&E 43 FELAEHEEHBIKT
ANXA2 & &k 20(P<C0.05), & fiF ANXAL KF FH ANXA2 KFHZ 5 EOC & 44 £ 57 0 25 &
TG R B A K, =% A BAF A BTN 48 AL ST A 2h 6 TR IS 4R,

KEIW EREEZEG Al; BERES A2; LEERMEIFEE; taars; e

DOI:10. 3969/]. issn. 1673-4130. 2024. 23. 009 REESE S R737. 31

XERS:1673-4130(2024)23-2862-06 MHEFRERD A

Evaluation value of serum ANXA1 and ANXA?Z in platinum-based chemotherapy resistance
in patients with epithelial ovarian cancer and their relationship with prognosis”
ZHANG Xingxing' \ZWANG Bei® ,BAI Shasha®"
1. Department of Gynaecology s Handan First Hospital , Handan » Hebei 056000,China ;2. Department o f
Gynaecology s Handan Integrated Traditional Chinese and Western Medicine Hospital ,
Handan , Hebei 056000,China ;3. Department of Gynaecology » Hebei University
Affiliated Hospital ,Baoding » Hebei 050031,China

Abstract: Objective To study the value of serum annexin A1 (ANXA1) and annexin A2 (ANXA2) in the
evaluation of platinum-based chemotherapy resistance in patients with epithelial ovarian cancer (EOC) and
their relationship with prognosis. Methods A total of 125 EOC patients who were admitted to Handan First
Hospital from June 2017 to June 2020 were selected. According to the chemotherapy efficacy, patients were di-
vided into sensitive group (81 cases) and drug-resistant group (44 cases). The clinical data, serum ANXAI1
and ANXAZ2 levels were compared between two groups. The influencing factors of platinum-based chemother-
apy resistance in EOC patients were analyzed by multivariate Logistic regression model. The value of serum
ANXAI and ANXA2 in predicting platinum-based chemotherapy resistance in EOC patients were analyzed by
receiver operating characteristic curve. The prognosis of EOC patients was analyzed by Kaplan-Meier survival
curve. Results A total of 125 patients completed surgery+ platinum-based chemotherapy,there were 81 cases
in sensitive group and 44 cases in drug-resistant group. Compared with sensitive group,the proportion of FI-

GO stage [ — IV ,the proportion of lymph node metastasis,serum ANXAZ2 level in drug-resistant group were
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significantly increased (P<C0.05),and serum ANXA1 level was significantly decreased (P <C0. 05). Elevated
serum ANXAZ2 level and decreased serum ANXAT1 level were risk factors for platinum-based chemotherapy re-
sistance in EOC patients (P<Z0. 05). The area under the curve of serum ANXA1 and ANXAZ2 alone or in com-
bination for predicting platinum-based chemotherapy resistance in EOC patients was 0. 687 (95%CI ;0. 405—
0.973),0.763 (95%CI:0.618—0.901),0.832 (95%CI :0.720—0. 948) respectively,and the predictive effica-
cy of combined detection of serum ANXA1 and ANXA2 was better than that of single detection (P<C0. 05).
Kaplan-Meier survival curve showed that the 3-year overall survival rate in ANXA1 low expression group was
significantly lower than that in ANXAT high expression group (P <C0. 05) ,and the 3-year overall survival rate
in ANXAZ2 high expression group was significantly lower than that in ANXA2 low expression group (P <<
0.05). Conclusion The decrease of serum ANXAI level and the increase of ANXAZ2 level are related to plati-

num-based chemotherapy resistance and poor prognosis in EOC patients,which are expected to be used as ear-

ly warning indicators to predict platinum-based chemotherapy resistance.
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 ZE:HHN WithFA NeZFAHARCML HFEL46BEKEKEF(HBEGF) ., = k& Ak B4
(DPP-4) 5 & & 5% (CHD) & 9F 2 B 48 iy (T2DM) & % &K 3 bk s & Ao 2 K AR S IRAAN(PCD RE LR A A
*EASRIM X %, Hik #HI 2019 F 1 A £ 2022 F 12 A#Ek4% PCI R 749 CHD 45F T2DM & &
3B[0BI AT Z  ANRBEEAKRDRA LR AT XK FEF S AL L RETHC98 H)) R Jm T A (134
B, % $mEM8 ), ¥l feim CML,HB-EGF ,DPP-4 K-, PCl K& 1 $Ki7 . HIELE LA ISR K &
#5# ISR 41.(65 #)) e 9 ISR 40 (285 #1) ., KA % W % Logistic @2 44 CHD 43 T2DM % % PCl R
ISR 89 e B & .- W& K 7] & B R 422, KA %K F T4 (ROC) W & 4 47 Tl 42 & sF CHD 4 3f
T2DM %4 PCI K& ISR ¢zt ., &R % Lm T4 CML . HBEGF.DPP-4 K -F 3 TR L s K4,
2 EAREM(P<0.05), A LA LT A AE CML.HB-EGF.DPP-4 K+ & F#% ¥ 5m %20 (P<0.05), ISR 41
7# CML.HB-EGF.DPP-4 /K F & F4F ISR 46 (P <C0.05), & SYNTAX # % . % CML,HB-EGF,DPP-4 K
% CHD 43t T2DM &% PCI K5 ISR #9 % % £ B & (P<0.05), ROC & 544 R 2 +,SYNTAX #
% .CML,HB-EGF ,DPP-4 K F % 7| & B A m AL & 64 wh & F & A2 5 %1 4 0. 806.,0. 644.,0. 760,0. 769.,0. 931,
Bootstrap % (B=1 000) s 5| & B FAM AR R /T A FRIEZ T R EWKX SR ABEARTLS, —HBIBEHEA
0.863, LA FAMAL NI4T, A WX R 7, ZERGRABEFEEH 0.01~0.93. L4 KREFE>0. 5 THEL
4, #Ei® #E CML.HB-EGF.DPP-4 K% CHD 43 T2DM & # &K 3 bksm % \PCI KJ& ISR A %,
M5 8 5) & B TR AR R 2+ PCI KJG ISR A B 4F 69 TR 1A,
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Relationship between serum CML ., HB-EGF,DPP-4 and coronary artery disease
and in-stent restenosis after PCI in patients with coronary heart
disease combine with type 2 diabetes mellitus”
YANG Xiaolong s ZHAO Wei“ ,JIN Long sMA Hong'en ,XU Shudi
Department of Cardiovascular Diseases,Xi'an Ninth Hospital ,Xi'an ,Shaanxi 710054 ,China
Abstract: Objective To explore the relationship between serum Ne-carboxymethyl lysine (CML) , hepa-
rin-binding epidermal growth factor (HB-EGF), dipeptidyl peptidase-4 (DPP-4) and coronary artery disease
and in-stent restenosis (ISR) after percutaneous coronary intervention (PCI) in patients with coronary heart
disease (CHD) combine with type 2 diabetes mellitus (T2DM). Methods A total of 350 patients with CHD
combine with T2DM who underwent PCI in the hospital from January 2019 to December 2022 were selected as
the research objects,according to the number of vessels involved in coronary artery disease before operation,
patients were divided into single-vessel disease group (198 cases) ,double-vessel disease group (134 cases) and
multi-vessel disease group (18 cases). The levels of serum CML, HB-EGF and DPP-4 were detected. The pa-
tients were followed up for 1 year after PCI,according to whether ISR occurred, patients were divided into ISR
group (65 cases) and non-ISR group (285 cases). The risk factors of ISR after PCI in patients with CHD com-

bine with T2DM were analyzed by multivariate Logistic regression,the risk nomogram prediction model was
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