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Abstract:Objective To investigate the levels of serum angiopoietin-like protein 8 (ANGPTLS) ,comple-
ment Clg/tumor necrosis factor-related protein 12 (CTRP12) in patients with polycystic ovary syndrome (P-
COS) and their correlation with sex hormone levels and insulin resistance. Methods One hundred and six P-
COS patients who visited the hospital from January 2021 to January 2023 were selected and divided into an
obese group (49 cases) and a non obese group (57 cases) based on their body mass index (BMI) ; Another 60
healthy women who underwent physical examination during the same period were selected as the control
group. Compare the general information of the subjects and the serum levels of CTRP12 and ANGPTLS. The
Pearson method was used to analyze the correlation between the levels of CTRP12 and ANGPTLS with sexual
hormone indicators and insulin resistance in patients with PCOS. Multiple linear regression was used to ana-
lyze the influencing factors of serum ANGPTLS8 and CTRP12 levels in patients with PCOS. Results Com-
pared with the control group,the levels of diastolic blood pressure (DBP) ,asting blood glucose (FPG) ,systol-
ic blood pressure (SBP), fasting insulin (FINS), triacylglycerol (TG), low-density lipoprotein cholesterol
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(LDL-C),2 h postprandial blood glucose (2hPG) , homeostasis model assessment of insulin resistance (HO-
MA-IR) ,luteinizing hormone (LH) ,total cholesterol (TC) ,follicle-stimulating hormone (FSH) ,testosterone
(T),estradiol (E2),and ANGPTLS in the obese and non-obese groups were higher, the difference was statisti-
cally significant (P<C0. 05) ,serum CTRPI12 and high-density lipoprotein cholesterol (HDL-C) were lower, the
difference was statistically significant (P <C0. 05), compared with the non-obese group,the obese group had
higher levels of BMI, waist-hip ratio (WHR),SBP,DBP,FPG,2hPG,FINS,TC, HOMA-IR, LDL-C, TG, AN-
GPTLS, the difference was statistically significant(P<C0. 05) ,and lower serum CTRP12,HDL-C (P<C0. 05).
Pearson analysis showed that CTRP12 was positively correlated with HDI.-C (P <C0. 05) ,and negatively cor-
related with FPG, HOMA-IR, FINS, LDL-C, TC and TG (P <{0. 05); ANGPTLS8 was positively correlated
with FPG,FINS, TC,LDL-C,TG,HOMA-IR, the difference was statistically significant (P <C0. 05) ,and nega-
tively correlated with HDL-C (P <C0. 05). Multiple linear regression analysis showed that decreased HDL-C,
increased FPG,increased FINS, increased TC,increased TG, increased HOMA-IR and increased LDL-C were
the influencing factors of ANGPTLS and CTRP12 levels (P<C0. 05). Conclusion The level of CTRP12 in P-
COS patients decreases,while the level of serum ANGPTLS increases. ANGPTLS and CTRP12 are related to

glucose and lipid metabolism and insulin resistance,but have no correlation with LH,FSH,E2,and T.
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FINS.TC.LDL-C.TG.HOMA-IR.LH.FSH.E2.T
KPR 25 A Gih 2R 3 L (P <C0. 05), HDL-C /K
AR, Z R A G E X (P<0.05) , 53R AL 4L 4
H. BB BE 40 BMI, WHR, SBP, DBP. FPG, 2hPG,

FINS.TC.LDL-C. TG.HOMA-IR /K F4& &, £ % FH
Bt L (P<<0.05), HDL-C K FE®K, Z R A S
2 E X (P<<0.05), L3 1,

1 SHRERLEMM MABREMEKFLE (L)

20 51 AEAELH (n=49) AL (n=5T) X IR 4 (n =60) F P

IS 25.06+4.93 24.02+4. 56 24.35+4. 62 0.667 0.515
BMI(kg/m?) 27.19+£1.71% 22.3641.63 22.2441.66 149. 166 <0. 001
WHR(cm/cm) 0.86+0.10" 0.81+0.09 0.82+0.09 4.184 0.017
SBP(mmHg) 129. 8949, 97% 118.38-+7.69° 114. 0647, 08 51.055 <<0. 001
DBP(mmHg) 80. 4548, 95% 72.28+5. 38" 67.0645.13 56. 434 <0. 001
FPG(mmol/L) 5.7740.58" 5.160. 53" 4.19240.56 113.011 <0. 001
2hPG (mmol/L) 8.7241.57% 7.2740.79" 6.2540. 65 75. 403 <0. 001
FINS(mIU/L) 25.07 5. 46% 18. 4243, 61" 7.64+1.56 301. 296 <0. 001
TC(mmol/L) 5.0540.51% 4. 6840, 48" 4.4840.43 19. 943 <0.001
LDL-C(mmol/L) 2.584-0.32% 2.41+0. 30" 2.21+0.29 20. 406 <0. 001
HDL-C(mmol/L) 0.9740.11% 1.1940. 14° 1.36+0. 26 59.018 <0.001
TG(mmol/L) 3.3240. 97" 2.3740.75" 1. 860, 42 54,566 <0. 001
HOMA-IR(IU) 6.51+1.79® 1.2941. 03" 1.6240.52 232,342 <<0. 001
LH(U/L) 14.234-2. 81" 13.45+2.51° 4.15+0.96 372.328 <<0. 001
FSH(U/L) 6.660. 75" 6.55-+0.81° 3.834+0.65 270. 664 <<0. 001
E2(pmol/L) 61.58+13.31° 65. 0412, 92° 49.26+11. 65 25.276 <<0. 001
T(mmol/L) 0.9840. 12" 0.95+0.11° 0.67+0.10 138. 651 <0.001
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4159 n ANGPTLS(pg/L) CTRP12(ng/mL)
HE JrE 21 49 0.6440.12% 2.8740. 64"
P A i 21 57 0.57+0.11° 5.2940.61°
Xf HE 41 60 0.3640.10 6.88=+0.95

F 99. 006 378.535
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FINS, TC, TG, HOMA-IR, LDL-C £ fi #§ 3 (P <
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EEN
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FPG —0.561 <0. 001 0.568 <0. 001
FINS —0.527 <20. 001 0.574 <20. 001
HOMA-IR —0.574 <<0. 001 0. 585 <20. 001
TC —0.516 <0. 001 0.527 <<0. 001
LDL-C —0.531 <20. 001 0.518 <20. 001
TG —0.513 0. 001 0.526 0. 001
HDL-C 0.492 <<0. 001 —0.473 <<0. 001
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AHEME(P<C0.05), WL 4,
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AR AR X E ST
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=
r P r P

LH —0.227 0.231 0.231 0.165
FSH —0.201 0.261 0.226 0.238
E2 —0.182 0.308 0.168 0. 366
T —0.113 0.454 0.131 0.415
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2.5 Il ANGPTLS.,CTRP12 7K 3 f# £ 70 4% 1 [l
H3Hr 3B LL I ANGPTLS,CTRP12 /KN
A4, ) HDL-C, FPG,. FINS, TC., TG, HOMA-IR,
LDL-C.LH.FSH.E2.T i A A & i 17 £ Ju 4 4 1ol )4
SR 5 R R . HDL-C R# Ik .FPG Ft 5 FINS F+& .

TC JF &% . TG F+# . HOMA-IR J+ % . LDL-C J} &% /&
ANGPTLS8 7K - 9 5% i [ & (P << 0. 05), W3 5;
HDL-C [ \FPG F}#& .FINS F+& . TC 7+ & . TG 7+
# HOMA-IR J+# . LDL-C 7} # & CTRP12 /K 1y
LR R (P<C0.05), L% 6,

x5 ANGPTLS /K FH ST B A5
EES B SE brEAL B t P 95%CI
g 124.167 1.674 — 73.861 <20. 001 119. 826~130. 058
HDL-C —0.183 0.076 —0.015 —1.919 0.042 —0.316~—0.005
FPG 0. 607 0.228 0.239 10. 372 <0. 001 0.163~1.015
FINS 0.574 0. 206 0.211 8. 126 <20. 001 0.151~0.936
TC 0.636 0.251 0. 249 6.673 <20.001 0.139~0. 814
TG 0.502 0.173 0.188 4,037 <20. 001 0.083~0. 626
HOMA-IR 0.693 0.236 0.619 12.726 <20. 001 0.171~1.138
LDL-C 0.337 0. 087 0.312 2.759 0.031 0.008~0. 261
LH 0.033 0.029 0.017 0. 606 0. 358 —0.117~0.035
FSH 0.016 0.017 0.014 0.529 0. 446 —0.135~0. 201
E2 0. 006 0.012 0.012 0.483 0.517 —0.102~0.108
T 0. 004 0.008 0.010 0.479 0.561 —0.014~0.026
e — RN TEE .
x6 CTRP12 K EM E T &R TSR

= B SE WRuEfL p t P 95 %CI
g 109. 366 1.528 — 61.674 <20. 001 98.667~119. 305
HDL-C 0.116 0. 059 0. 208 2.384 0.031 0.008~0. 314
FPG —0.705 0. 044 —0.712 —8.651 <20. 001 —0.925~—0.637
Flns —0.593 0.039 —0.581 —5.093 <20.001 —1.286~—0.584
TC —0. 326 0.057 —0.236 —4.059 <0. 001 —0.434~—0.006
TG —0.172 0. 069 —0.017 —2.372 0.043 —0.358~—0.005
HOMA-IR —0.819 0. 046 —0.747 —11. 376 <20.001 —0.818~—0.659
LDL-C —0.642 0.051 —0.609 —6.107 <20. 001 —1.069~—0. 600
LH —0.053 0.039 —0.173 —2.984 0.056 —0.097~<20. 001
FSH —0. 044 0.025 —0.152 —1.736 0.073 —0.146~1.018
E2 —0.038 0.033 —0.168 —1.872 0. 095 —0.259~1. 375
T —0.021 0. 046 —0.027 —1.019 0.138 —0.343~0.169

W

T R NE B 2H AR S P4 HDL-C ik 7 X5 B4, 3%

PCOS 5 BRIL I B AL HEBE IR AC 3 55 L
ZeN IS A A WS AR IR R B R L S
MUAEf& PCOS H 3 5 5 1 R R B . W AT iR 244k
.24, 5% ) PCOS B & f7 e AR I S 8. 7. 590 ~
10. 0% PCOS fBFH A A 2 BB IR .1 HOMA J&
PCOS H % B 5 % B9 SC B IR L 38 7 B e i
o ARSI 53 0 A 0T PCOS &4 A#Fse
N HEBE4E AR AR B4 SBPLFPG, 2hPG, DBP, FINS,
TC.LDL-C.TG.HOMA-IR.LH.FSH.E2.T /K&

W] PCOS f& & f£ 16 B & | #L i, TC. TG, LDL-C,
HDL-C #845 M LH.FSH.E2.T 4845 5% .

CTRP12 24 %555 A0 05 AR S5 A0 4300 98 5 7500
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NF-«B 15 5 1 % 52 Wi 40 i 5 9 I g ma A, A w5
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W 2 T 38 ANGPTLS /] fig 2 i PCOS &
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H HDL-C F#fi .FPG F+ & FINS F+ &% . TC 7+ . TG
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SERIEL I A 2, $E5 ANGPTLS A] RE 521 PCOS #
R AT B i g 8 L 4T, ANGPTLS 7] B i
I VR R 7 A A R L 2 TS SO0 A0 AR A G 48 A
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