HIES 2026 FE 5% 4855 1488

1 & PGRMC1. GDF-8 7K
Z BINH G S22 AT RE BN
AR PED AT

JLEH FF RE ERRE

)

[HE] BM WTMBEZHRZEEAD 1(PGRMCT) (EKDLEF-8(GDF-8)KE5 L BIPLLRETE (PCOS) 23T Ik
HLREMERM, FiE AIEMIE 202354 B E 2024 F5 BME T RO ERBUAR 16061 PCOS 213 (PCOSA ) , IXEEAA T 1
80 BEBRE AN R (MEBA) , RIBIIKRE R PCOSZAD AFRAFMRIFA, WNFTEFMHAIR MFPGRMC1.GDF-87K
L ERSEEIE G RER ZIRRE LK (HOMA-IR) . X H Spearman # 48 % 4 #7 PCOS 22 {311 & PGRMC1.GDF-8 /K £ 5
HOMA-IR By4E 3% 1 ; R A 2 B & logistic B33 g2 i PCOS Z2 173 Ik 45 /Y F % ; 22 %I ROC fh 2k 7 4 /& PGRMC1.GDF-8 /K3
FUMPCOS B2 RER AR, &R SWRALLE,PCOSAMEPGRMCT. GDF-8KEMHOMA- IR BEHS (B P<
0.05), PCOS Z{d 1% PGRMC1.GDF-8 7K 5 HOMA- IR £ IF M % (¥ P<0.01), 160%IPCOSZ{ITRERATRE X
40.63%(65/160), 5 RIFALLE, RRAMEPGRMC1.GDF-8 KEFIHOMA-IRFE (19 P<0.05), PCOSZ{FIT ik E/ARR
B9 S7 fERS R 3R o AR A B R MR IR B A R \HOMA- IR R % EBE & BB E & .PGRMC1.GDF-8(# P<0.05), [7&PGRMC1.
GDF-8 /KB AN PCOS Z AT Ik 45 /AR B A9 AUC £ F 35 PGRMC 1 . GDF-8 /K B3 ¥l (9 P<0.05) . #if PCOSZ 1
Mm% PGRMC1.GDF-8 KFEHE, 5B EIMIMME R AR RITIRE BHIH 75 PGRMC1 . GDF-8 /K EE &M PCOS Z2 {3 1T ik 4
BEBESME.

[ kiR ] ZBEBWESAM;Z2HEZEEAY ;£ K EEF-8; RS TR TRES

Correlation analysis of serum PGRMC1 and GDF-8.levels with pregnancy outcome of pregnant women with polycystic ovary
syndrome
Kong Yuling, Li Juan, Zhao Gang, Dong Shuxiao
Authors' address: Department of Obstetrics and Gynecology, Xingtai Ceniral Hospital, Xingtai 054000, China
Corresponding author: Kong Yuling, E—mail: kongyuling1102@]63.com

[ Abstract ] Objective To. investigate the correlation of serum progesterone receptor membrane component 1
(PGRMC1) and growth differentiation factor—8 (GDF-8) levels with pregnancy outcome in pregnant women with polycystic
ovary syndrome (PCOS). “ Methods A total of 160 pregnant women with PCOS (PCOS group ) admitted to Xingtai Central
Hospital from April 2023 to May 2024 were prospectively collected, and 80 healthy pregnant women delivered in the same
hospital during the same, period were selected as the control group. According to the pregnancy outcome, the pregnant
women with PCOS ‘were divided into poor outcome group and good outcome group. The levels of serum PGRMC1 and
GDF- 8 in_all subjects were detected, and the homeostasis model assessment of insulin resistance (HOMA- IR) was
calculated.»Spearman rank correlation was used to analyze the correlation between serum PGRMC1 and GDF-8 levels and
HOMA-IR.in"PCOS pregnant women. Multivariate logistic regression analysis was used to analyze the factors affecting the
pregnancy outcome of PCOS pregnant women. ROC curve was drawn to analyze the predictive efficacy of serum PGRMC1
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and GDF-8 levels on adverse pregnancy outcomes in PCOS pregnant women. Results Compared with the control group,
the levels of serum PGRMC1, GDF-8 and HOMA-IR in the PCOS group were increased (all P<<0.05). The levels of serum
PGRMC1 and GDF- 8 in PCOS pregnant women were positively correlated with HOMA- IR (both P<0.01). The adverse
pregnancy outcome rate of 160 PCOS pregnant women was 40.63% (65/160). Compared with the good outcome group, the
serum levels of PGRMC1, GDF-8 and HOMA-IR in the poor outcome group were increased (all P<0.05). The independent risk
factors of poor pregnancy outcome in PCOS pregnant women were luteinizing hormone/follicle stimulating hormone, HOMA £
IR, low density lipoprotein cholesterol, PGRMC1 and GDF-8 (all P<0.05). The AUC of combined prediction of serum
PGRMC1 and GDF-8 levels for poor pregnancy outcomes in PCOS pregnant women was better than that of serum PGRMCH1
and GDF-8 levels alone (both P<0.05).
are increased, which are related to the aggravation of insulin resistance and adverse pregnancy outcomes. The combination

Conclusion The levels of serum PGRMC1 and GDF-8 in PCOS pregnant women

of serum PGRMC1 and GDF-8 levels has a high efficiency in predicting the pregnancy outcome of PCOS preghant women.

[ Key words ] Polycystic ovary syndrome; Progesterone receptor membrane component 1; Growth(differentiation factor—

8; Insulin resistance; Pregnancy outcome

ZHEYN FHLESE (polycystic ovary syndrome , PCOS)
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{LCHZAS H 37, 895 7180) FIRCAESA TGN 23 JHE 1 (fast—
ing plasma glucose, FPG) &5 E S £ (fasting insulin,
FINS) , H5 52 B PP Al 1 19 15 R 8145 28 (homeo-
stasis model assessment of insulin resistance , HOMA-IR ),
HOMA-IR=FPG x FINS/22.5"",
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2.1 PCOS MR BRZH It R WAL L UL i PGRMC1 . GDF-
8T Ib#  HXf M4 AL, PCOS 40 LH  LH/FSH , %
fi] \FPG . FINS \HOMA-IR | 2 JJEL [Tt | il =i AR s
fig & H A & B5 (low—density lipoprotein cholesterol , LDL—
C) \PGRMC1.GDF-8 /K- 1.3 ey , W I 220 | vy %
B A5 & A [E B (high— density lipoprotein cholesterol
HDL-C) 7KV i AR, 2 WA gt L (B P<
0.05), =1,

%2 PCOSZHINE PGRMCL .GDF-8 /K- 5
HOMA-IR A1 &1

F5hr rAl P
PGRMC1 0.690 <0.001
GDF-8 0.683 <0.001
T : PCOS i 2 42 Bl S 25 G 1F ; HOMA-IR iy F2 A5 B DT Al i)

JBE £ ZEALHTHE B0 PGRMCL 282 3% 32 B8 20 43 1 ; GDF-8 7
KA -8,

PCOS AT IRES i N B #%8°h 40.63%(65/160) . FRLIK 3R
31 5 7%, LH, FSH ., LH/FSH , FPG, FINSCHOMA-1IR
TG.LDL-C .PGRMC1 .GDF-8 3] 5 PCOS 2 {H 4T W 45 =)
AEAXKIIP<0.05), I3,

£R3  PCOSZIITIREE &) 1Y 2. R K oy My

1 PCOS £H Fxs BRIl R BRI 1M PGRMCL
GDF-8 /K- b 4%
ekt PCOSZ(n=160) XfHEZA(n=80) #Z{i P{d
() 27.92+2.97 2765+3.04  0.656 0512
AR E R EL 25.06 +2.17 23.86+1.73 4649 <0.001
(kg/m*)
ZEJ () 8.00(7.00,9.00) 8.00(7.00,9.00) -0.141 0.888
LH(TU/L) 7.57(6.20,8.68) 2.35(2.00,2.72) 12318 <0.001
FSH(TU/L) 530+ 1.64 5.10 = 1.06 1111 0.268
LH/FSH 1.41(1.05,1.83) 0.45(0.39,0.59) 11.820 <0.001
M — P (ng/L) 137.18(115.73, 386.09(312.24, -22.289 <0.001
160.04) 448.10)
ZAfi (nmol/1) 53.96 +11.26 59.02+£10.57 -3.420 ~0.001
S2 (nmol/L) 1.15+0.13 1.02 +£0.12 6.989 '<0.001
FPG(mmol/L) 6.23+0.94 517+0.84 7 8818 <0.001
FINS(mIU/L) 11.95+3.33 9.54+287, 5536 <0.001
HOMA-IR 3.12(2.55,3.92) 2.19(1.57,2.60)" 7.841 <0.001
IR (mmol/L) 5.00 +0.61 450 + 0.68 5.759 <0.001
H i =g (mmol/L) 2.04 +0.63 1.65+0.55 4.687 <0.001
HDL~C(mmol/T.) 1.08 £0.18 122+020 -5.244 <0.001
LDL-C(mmol/L) 2.81+042 249 +0.41 5582  <0.001
PGRMC1(ng/L) 914557.253.67 59259 +160.19 11.831 <0.001
GDF-8(ng/L) 5038 1.98 279+1.10 11241 <0.001

SES ARAM=65) Rt (n=95) uZ{E PE
AR (%) 28.08'+ 3.08 2781+290 0557 0.579
ZE A AL (kg/m?) 2528 + 2.12 2491220  1.059 0291
ZEJE () 8.00(8.00,9.00) 8.00(7.00,9.00) -1.277 0.202
R (4F) 3.00(2.00,4.00) 3.00(2.00,3.00) 1244 0.213
LH(IUAL) 8.68(6.89,9.91) 7.18(5.56,8.30) 5.057 <0.001
FSH(IU/L) 4.62+ 147 576160 -4.553 <0.001
LH/FSH 1.67(1.41,2.49) 1.25(0.94,1.49) 6.065 <0.001
B (ng/L) 131.18(107.28,  141.10(118.74, -1.784 0.074
154.74) 166.17)
ZER (nmol/1.) 5535+1449  53.00+831 1.184 0.239
S (nmol/L) 1.17+0.16 1.13+0.11  1.836 0.069
FPG(mmol/L) 6.64 +0.76 594095 4980 <0.001
FINS(mIU/L) 13.36 +3.44 1099 £2.89 4559 <0.001
HOMA-IR 3.63(3.08,4.81) 2.81(2.22,3.52) 5.726 <0.001
LR B (mmol /L) 5.10+0.62 493+059 1762 0.080
“Hith =& (mmol/L) 2.15+0.73 1.96+0.54  1.848 0.063
HDL-C(mmol/L) 1.03+0.16 1.11+£0.19  -2.681 0.008
LDL~C(mmol/L) 2.94+0.42 271039 3538  0.001
PGRMC1(ng/L) 1086.99 +212.89 796.59 +208.25 8585 <0.001
GDF-8(ng/L) 6.31+1.59 415+173  8.000 <0.001

1 :PCOS N £ HEUN SLLEA1F s LH N i A 4 i 25 FSH b 412 By

T : PCOS N LGP HLLFAAE s LH 8 A /E s ; FSH A 2 5P
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T A5 AR RS A 1) 8 12 3R FIR BT 1 45 HDL-C o i %% 3 i 2 (9 AR
[EE S LDL-C A {0 2 B i 25 11 0 [ 1% s PGRMC 1 H 22 0 3 32
] 531 ; GDF-8 M E K43 -8

2.2 PCOSZ#iA IfiL 7 PGRMC1 . GDF-8 /K - 5 HOMA-
IR YA EE  Spearman FRAH S0 45 5L /1 , PCOS 2
1175 PGRMC1,GDF-8 /K- 5 HOMA-IR #4 5 1EAH 5%
(¥1P<0.05), W2,

2.3 M PCOS Z2 A UE YR 45 Jsy () B R 3 B 160 il

WL 2 FPG g 23 i A 5 FINS Jy 28 I8 J i) %5 ; HOMA-IR
FAZSASE R T Al 11 JB 1 3R HEHU 8 450 HDL-C hy 8 %% B i 2 1
[ B 5 LDL-C A {16 % 3 B 4K (1 JE 5 B PGRMC 1 o 22 3 R 7 1k
4153 15 GDF-8 Ry A= K A fhH 7 -8,

24 5 PCOS ZZ OGRS R 2 & 43 LA LH/
FSH .HOMA-IR .HDL-C .LDL-C .PGRMC1.GDF-8 )
A (JRAE A ), PCOS AT IR ES Ry (N R oM 1, BAf
4 0) Sk B AE 5t 3 47 2 I &R logistic 14 . LH/FSH.,
HOMA-IR %3/ i LH .FSH F1 FPG \FINS fiTAE ik , Jr 25
BERK DR 715 =5 ORI, g b 2Kk 12 <

+ 1513 -



5. 459 R, LH/FSH % \HOMA-IR & .LDL-C J} & .
PGRMC1 15 .GDF-8 Ft i 4 & 5% M) PCOS 22 I U Wik 45
JR AN R s fal 2R (34 P<0.05) , L3k 4.

2.5 il PGRMC1.GDF-8 /K FXF PCOS Z AT YR 45 )=
ARMIRLEE  ROC L Wos, I3 PGRMC1 .GDF-
8 7K K T B4 T PCOS Z2 AT R4S S5 B AUC
47 0.834,0.814.,0.910, W & Bk & I F 1L PGRMCI .
GDF-8 /K- P i 24 i ( 2=3.179, P=0.002 ; Z=3.620,
P<0.001), WL 1 fIZR 5.

3 it

PCOS 5istf& (IR SR R AT 56, A& HE
B B | o A P 3R IMLE S5 I R AR AN 2 F B e
K HEBN S TCHESR , 1A BE M o 0 KA 5 R S RE T BUR
RAFIRZE R, ARHFSEH 40.63% 11 PCOS Z2 10 H B
R AL IR 45 )7, 5 BE AT B 90 4k 18 (36.7% ~63.4% ) M
VT R OR PCOS ZE IR R 25 Jm) A FHAR . R, it
UM PCOS 22 4T YR 45 Ja , %o el s B 2 Wi s 2L A 22

PGRMCI1 & —F B AH JC 8 11, 72 UP 8L B8 i S5 4
ZUrh Rk, Al aE 5 0 8 A2 O B R T IR AR
W, IF 3 o 98 T S 5 e B LA A WY R B,
PGRMC1 A i i A B i 4 7 , BB -5 10K %% 1 g SR 32 Ak
ol ] AL A2 TR 4 A ELVE T fR g L A D G o
JE JBE B L ; il 5 PGRMC 1 m 40 il /55 AR Ok 2375 1 g o
FRFZEELY . PGRMC 1 RE SIS SR BRAT RO TT R4 &
B UE i L R B R 0 T AR PR IR il 2Rk, 1
sif SR S A i) TR /DN BRI B ARCASE Z5 8L . ARBIFGE &
P, PCOS Z& 1 1L 37 H PGRMCIZKAE 715, 5 HOMA-
IR 2 IEA &, H PGRMCI KTt i R 4 R 45 AN B Y
M7 fER 2R . XA L SF9TE PCOS B 8 20 21 rp i g
| ) PGRMC1 1R RAE AR — 3,k — P L T

WIS 2026 5 48 B 145

PGRMC1 7£ PCOS Z s MLl iy CsEVE T . E A BF5R
R I, PGRMC 1 2 22 [l 41 1] B 90 & B A A0k 240 Jifd 55 1A%
A B EGE B A, S 5 IR L R URE 48 i
4B, 7E PCOS KRR AL op | R 98 PGRMC1 fE 31 il
TR £ 6 154 B 5 A T A0 6 0R T, DATT 2 i) B9 S T
g™, HHIJET PGRMCI 5 PCOS #E U 45 J=) i AL ikt
H 5 A WG, HED AT AE 5 DL R ML 6 . PGRMCTRE
5% B R B 1 2 AR R B e s B 4 AHLEE
3 3 A A P S A RN o A RO 14 558 TR S5 i i 4 2
G R B R 52 1, S 3 PCOS 22 I T R 25 )5 N B XU
BN, PGRMC RE NG U8 1155 (e 2k U 55 504 40
JEL R T, 400 ) U 20 6 oAb 5 B R, R e B R4
Ji 5 R IG &% B0 PCOS ZH AR K AT 1R 45 JR X
5, PGRMC1 BEA ML IG 45 0 7% 12 40 Mo 434k, BE 1k iR
FO B IY UM TN e RE , s G £k B IR &
IR, #E— 25 BN AS R AT W45 ey XU

GDF-8 J&) {2 ik TH 8¢ LA IR 5L G % g 1
JHF W S AR — Fh LA AR A R 7, RR i a JE T £
S T ORI TE TR, 00 1) 0K 200 i 8 5 L B L &
TVRER T B T R EEZERY, MRE
L, GDF-8 AL AE L TG Smad2/3 15 5 &AMl LA &
A, 3 BEA S Tk AL —3— I8 it/ 25 11 Kt B/ A A A
M ds SR 48 I DD TR I 2R R T 1 A 2 R B,
M AR B IR™ . 7E AR 2R A A R BUBE AL R
GDF-8 fig 3 5 i R 1k 25 11 UG B /K-, 00 i & = A5
S S LI B S LR R R BB R DT A3
BEARIIZEFLRY . AWFSE & I, PCOS 22 1 1l 3% o GDF-
8 /K # T e, I 5 HOMA-IR 2 iF A6 , GDF-8 7K
TR R AR IRES SR R R a2, 275 1178 GDF-8 /K
STt 5 PCOS Z2 I TR Jin 8 M AN B4 iR &5 ey A % o
X5 Lin 22 18 GDF-8 Jx H. &2 (7 PCOS 5 L 52 )y
M R IR AT . EA IR B, GDF-8 BETE 1k

R4 SR PCOS ZL AT IR R £ I 2 34T

(S J7 Z Ik T b{H SE Wald {8 ORH 95%CI Pl
LH/ESH 1.168 1.038 0.456 5.184 2.823 1.155~6.898 0.023
HOMA=IR 1.114 1.462 0.381 14.739 4313 2.045~9.097 <0.001
HDL~C 1.041 -0.286 0.199 2.074 0.751 0.509~1.109 0.150
LDL-C 1.076 0.209 0.081 6.569 1.232 1.050~1.445 0.010
PGRMC1 1.174 0.007 0.002 15.693 1.007 1.004~1.011 <0.001
GDF-8 1.129 0.999 0.250 16.020 2.716 1.665~4.431 <0.001
W - -21.926 4.842 20.504 <0.001 - <0.001

H:PCOS N ZFEUPSLEAAE s LH My #5441l 28 FSH AR By A4F il 2 s HOMA-TR b B 2SR R PEAk (10 58 1% 2P 5 850 LDL-C
R 1 6 2 1 AL B s PGRMC T Ry 2233 2 Sz R IR ZH 43 15 GDF-8 A K43 fL IR 7 -8
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IRV 54 5 B U AL
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DT R 45 o) B B s e o (HASHIF 52 o B 0 S
PEWFIE , FEA B AR XS A R, H AR RE 31 & PFA PGRMCT
GDF-8 /K VP L ST IRES Rk & . Jast ol £
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DAHRE S 58 25 A R 2E M Rl R Fe - (e
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