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(BE] HH @BIAEDRLFZHFERES ZE7 L% 5/E(PCOS) K kA8 % 69 3K B 5 £ 97 £ Bk a0 it
Pt AT GE, A iR PCOS B A FAREMNRBEAL . ik 4 5 vk GSE34526 #= GSE137684 4 4% %& 4k A4 9l
GEABIEE BLEFEAEAOH PR AR ERFEARNL SN ELE PCOSEmEEMAN A EMALAR, K
J& i it % X F TS AE(ROC) W & 3F L FAM A3 AT B0, MIRE A TR AR FRKEER®S 4 PCOS &
# 30 #) (PCOS 41) 5 4k PCOS £ % 27 #] (A B4 AR £, B A RT-qPCR 324 #kx 2w e F 4700 A B 69 &
kKPR A Spearman A8 X Fe § LK MW A A K E AR EL &6 RAZ G4 XM, vk ROC v & 547
B ARERESTHPCOSH L Wit REEFYHA LB EHCARMEGRAKTE, GR X T H
1888 AN Z 4 RAEE 89 M EHAMAXARF 366 MK ER AR XLRE, @FREZZLLR A ROC ¥ LIk R
W3R AF A B B S BEAUBE-4,5- —BE R 3B fE L Bk v(PIK3CG), RT-qPCR % % 2+ PCOS 288 4 @ i,
¥ 45 PIK3CG £ i5 ¥ % F #4828 (P <0.05), Spearman #8 % 5 # £ 7, PIK3CG & ik K F 5 BMI, €8 (T).
= By (FINS) R B 233 (HOMA-IR) 2 E48 % (P<0.05), % L& MHw 2454 2 5,PCOS &4
# FINS.HOMA-IR .BMI 4 % PIK3CG mRNA #8F & ik K-F 8 F & @3 m(P<0.05) . ROC & 54 2
T, B B PIK3CG mRNA 483t £ ik K F a5 # 0F PCOS 89 ROC & F@AA 0.659 3, Sk 2T
W PCOS 28 AL+ 69 PIK3CG B REHREA G, &8 PIK3CG TH 5 PCOS & H — £ 648
e
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[Abstract] Objective To explore the genes related to the pathogenesis of polycystic ovary syndrome
(PCOS) through bioinformatics methods and verify them in ovarian granulosa cells, providing a reference for
screening potential molecular markers of PCOS. Methods The GSE34526 and GSE137684 datasets were re-
spectively used as the training set and validation set. The inflammation-related genes potentially associated
with the onset of PCOS were explored through differential expression analysis and weighted gene co-expres-
sion network analysis. Subsequently,their predictive value was verified through the receiver operating charac-
teristic (ROC) curve. Thirty patients with PCOS (the PCOS group) and 27 patients without PCOS (the con-
trol group) who were treated in Affiliated Hospital of Youjiang Medical University for Nationalities were se-
lected as the research objects. RT-qPCR was applied to verify the expression level of core genes in granular

cells. Spearman correlation and multiple linear regression were used to analyze the correlation between the ex-
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pression level of core genes and various clinical parameters,and the ROC curve was used to analyze the diag-
nostic efficacy of the expression level of core genes for PCOS. Finally, the protein expression level of core
genes was verified on animal models. Results A total of 1 888 differentially expressed genes,89 module-relat-
ed genes and 366 inflammatory response-related genes were identified. The core gene phosphatidylinositol-4,5-
diphosphate 3-kinase catalytic subunit ¥ (PIK3CG) was ultimately obtained by taking co-expressed genes and
verifying with the ROC curve. RT-qPCR results showed that the expression level of PIK3CG in granulosa cells
of the PCOS group was higher than that of the control group (P<C0. 05). Spearman correlation analysis
showed that the expression level of PIK3CG was positively correlated with BMI, testosterone (T) ,fasting in-
sulin (FINS), and insulin resistance index (HOMA-IR, P <{0. 05). Multivariate linear regression analysis
showed that FINS, HOMA-IR and BMI were increased with the increasing of PIK3CG expression level (P <C
0.05). ROC curve analysis showed that the area under the curve for diagnosing PCOS patients with PIK3CG
mRNA expression levels in granulosa cells was 0. 659 3. The immunohistochemical results showed that the ex-

pression of PIK3CG protein in the ovarian tissues of mice in the PCOS group was significantly increased. Con-

clusion PIK3CG may be potentially associated with the pathogenesis of PCOS.
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% %% 90 85 25 51 (polyceystic ovary syndrome, P-
COS) J& — Fl & 2% 19 N 3 WA 92 95 » 52 Wkl 36 42 8K 500 ~
20 % B IR B LT . PCOS iy i B4R AE 2 7772 AN [
TR 11 v T UB R IR L R 8 2R KT A HE B D) e B
I R 22 30 A o 8 R FRAE (2 B VBRI &) VA &
RS TCHAZRWHELRIEES . PCOS #4458 LA
R HE B R G S (H IR AE BN g 2 — b 5 I e A G
A ZE B , 238 2 TROWH PR 9 RO I A5 952 95 1Y
S A RVBR S, T R R i LV R AR T RN E AR
B0,

RAES 5 T MR 2 BOBE FR A A0 1l 45 952 9% 55 2
g i 19 & A A K F 58 3R W X 28 505 5 PCOS
WY BRI PCOS 5 & P 4 E 8 2
RN TAFTHEA LY, LIU & 058 R T &K1
TR T A T R AR P R S 2R G i P R -
kB(nuclear factor kappa-B, NF-«B)/JIg iz & H 2
(lipocalin-2, LCN-2) 1 I i i &% 3 %Z & (insulin re-
ceptor, Insr) /Ji# & 2 3Z & Ji§ #-1 Cinsulin receptor
substrate-1,Irs-1) /% 4§ M ¥5 12 25 H 4 (glucose trans-
porter 4,Glutd) K ik, FE 35 PCOS S5 R
R LU0 5L fiE Oy 1 & HERINME . LIU & &
P PCOS #3507 b 1L-1p A1 1L-18 7K F B & T
= NF-«B i #% 75 PCOS B & 090 B2 5 i R b #k i
15, JF B NLRP3 & AE /M 18, #1151 & — R I R AE
QUKL 33X B8 A E [ N AT e B O B SR 4H 20 T AR
5 . 5 W) BP S UKL 40 ML 09 B RE, T ORI IE W K F
FBP 5L 3R 09 4 Wb, [A) B s AT R S e AL A4 Y 4
iy AR B A AR 4 L N T X PCOS 19 & A & T 7= A=
WEEN, HRix PCOS JAE J b A 5¢ 5 A 19 1 55
HLACA PR . PRIt , 0 2 i AH DG 25 PR 1Y 3% ¢ 4 1t AF 52 ]
REA BT T PCOS 5RAEZ MIMMELR .

AW FEiE i AR W AR B D7k ik S PCOS &
393 VR E AH 5C 1) A R AH DG DR, 1) R 0 00 A 78U Ak T

ML I IE GeneMANIA T Zh G, #E— 2 N
RT-qPCR 56 UE 8 JE B ULEE -4, 5- B AR 3-8 Al A 1k I
#£ v (phosphatidylinositol-4, 5-bisphosphate 3-kinase
catalytic subunit v, PIK3CG) £ PCOS & 54k P-
COS 835 b1 50K 20 i br A oy (9 3R 5K 22 A 0, IR AT
HZRIKIKF 5 25 i PR 2 500 #8 S M Xt PCOS 1y T
AN AR, [7) B 6 S PR 7Y 1 6 UE 20 JE R B 11 3R 3k
KA RERE PCOS 1 A i L 4 AL 9 SEL i
1 #ZREFE
1.1 —#&%H

Ve 2022 4F 9 H 2023 4F 9 A 7E AT R R
e B ) B2 e 2E B 2 24 rhu 2 1 PCOS JE1E ) P-
COS 41 .12 Witm S MR BRI A= 50 MR JIG B2 57 25 55 56
HFE Y 2003 AF il B9 AR PR ED L R ) 3047
LA R B2 AR PCOS BEAE X B4, A &
JEIHEEL A 2 E 0 (28 £ 7) d ] HE R IE H L FERE N 4>
WA 5 T W S R JC O OO S . i R R R
3ANH WM E KW IR A 2. TR BE 25 . T4 5 2 AR
TR I 3R BOR) L BE IR 2R A 2R T . A BF ST
A VL R 5 2 B B s 5 o 15 A A0 3 22 D1 o it R it
S YYFY-LL-2022-61) .
1.2 7%
1.2.1 EZ&XA

P L A0 23 B R (A e SR RO R A ) 5 3
¥ % W ( ToloScript All-in-one RT EasyMix for
qPCR, Bt G2 # AV B A R A R BUR W [2 X
Q3 SYBR qPCR Master mix (Universal), | ¥ i £
WAEYRH AR A A ] RT-qPCR 519 i1 A T 4R
) TR R W4 G PTG PIK3CG £ 78 BB ik (R
WA YHEAREGRAFD .,
1.2.2  #4BRRBEF AL 5

GEO ¥ % (https: //www. ncbi. nlm. nih. gov/
geo/ ) E—AT Iz AH A E PR A LB L, B TTH T
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7 £t 7o 200 2 [N % 38 R 6 UL IR A 2 s L A
5t GEO %4 JE T 4 GSE34526 Fl GSE137684 %
g . H B4k GSE34526 fE N IIZEE, 65
ZARINZ G PCOS Lt (n =T7) g B 1 (0 =3)
F%) SR, 200 1L 2 S L B HlE . BUHIE SR GSE137684 1F 5
WEAE AR B b E X, o T8 il PCOS i
FOR A4 ) R ZE B B AUORE A A SR A s . B At
ffiFHl QuickGO 7E £ £ 45 2 Chttps://www. ebi. ac.
uk/QuickGO/), LI “inflammatory response-related
genes” A KHER FEAT R & L IF PR BR 2~ Homo sa-
piens, iR &R 13 T 366 4~ 5 R AE 2 W A1 & FE A (in-
flammatory response related genes,IRRGs),

BEJ5 8 it R4 3.1 B E X GSE34526 %l 4R it
ATRIE I — A Ak 335 5 5 L P ID, Al Limma” £
T B B 4R i 22 5 R 38 3 I (differentially ex-
pressed genes, DEGs), fx J5. R #E P << 0. 05,
[log, FC|>0. 5 14 14 {F i 126 % s 5 19 DEGs, - fif
H1 ggplot2 LMl pheatmap £ 43 511 H Al 446 4 k1l
1.2.3 MK B & & W% 5 # (weighted gene co-
expression network analysis, WGCNA)

WGCNA #] U B A 8 24 W) 2% 0 ¢ P iy 4t 3k
IR PBEHL, JF DAl 55 058 95 AR G 1Y kPR I 2% 22 ] 1Y 56
He, fiff AT R4, 3. 1 8 MF By WGCNA T H., Xf
GSE34526 $4 4 #E 17 WGCNA, i i7 WGCNA 41
Hi1) pick soft threshold T.H ok # & 38 1 7 H , DL
TG 1~20 WHYTC R M 48 R 58 .
1.2.4  HS AR R A fo g ik

] R4. 3. 1 ¥ % B VennDiagram £ X}
GSE34526 %4 4 /1 () DEGs. )\ GO ¥ /& 3% Uiy
IRRGs M WGCNA ' salmon & B 1) 5 K i 47 38 4E
SIHT, NS B0 B, L GSE34526 %4l 46 i)l
Zx8E . LI GSE137684 K4 4 46 k4R L {1 ] R4. 3. 1
“pROC "B jiF #% 0> JE N 19 32 38 & T AE F# 1 (receiver
operating characteristic, ROC) i £& .
1.2.5 B ARGEAGR-% 48R ZAFM % (Protein-
protein interaction network of hub genes,PPID)

GeneMANIA (http://genemania. org) J& — |~ R
T 1 W sy o AT T A B BN ) R AR A AT AR I 51 3R
IR Re ot i e R L e g, e — DA AR
312, GeneMANIA 23 i) F R i 5 (K] 4“7 Fl 2 H 5
AR R D REAR LAY FE N L AP R Gen-
eMANIA Xf #%.0 3 Bl #E4T PP 347 .
1.2.6 P8 BF R0 09 R

THCHE H 28 B S 5] ST Bl szl By IR
T 4 2R B T B 9 VR R T W R R O ¢, 0 %5 ]
B 40 i 5 Bk B SR (3 E L R DG, B 4 5],
Joil Rl — 2% 375 Wi A 2 . i O el e R 24 i S B
SPPAR B ATAR 43 A1, S5 %% 6 2 E O B 440 i S L Ah O 5
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ZERECERR . S5 % A B 5E BUHS B S . WAE
A B0 I O B A i /0 1 B D F 50 mL
B BCE T oK G IR PR AT B Uk 20 i
438, T8 2 5E B0 (300~400 r/min,5 min) YLIE
TR v O o R 11 7 N 9l S A [
A2 TR LABA PR s A 2l v, B8 UOE 9 /b o 90 i 48
TS K B0 JE B DT TE W BORL 20 ) 55 38 & PBS o4y
TR 5) DATC & 40 M B . e 5 0 FH Ok O 240 B o3 5
5 P A6 J3E A 5 30 AT 4 o (] )22 JOURE A48 ifL , PBS BRI 3
WA,
1.2.7 RT-qPCR #& M # < K A mRNA K-F

K TRIzol 32 # BUWURL 40 g 19 5 RNA, i ]
T B SRR R R AT 3 A ik L e R R B U B A o A
#LE RNA 1000 ng, H W AR R U 25 X All-in-
one RT Buffer IR 4 L, All-in-one Enzyme Mix
PR 1 pL, i RNA 1 gL, 2 RNA &K 14
pl, RWFWF:50 °C 15 min, fiJ5 85 °C 5 s )X
2R, KM 2XQ3 SYBR qPCR Master mix (Uni-
versaD) #E47 RT-qPCR, Jw MR Z I F :2X Q3 SYBR
qPCR Master mix (Universal) 10 pL, IEE 5|4 0. 4
pL, I 5% 0. 4 pl., Template DNA/cDNA 1. 0
pL,ddH, O 8.2 pL. W 45F:95 C 3 min 48 #
J& 95 °C 10 5,60 C 30 s #E4T 40 MEH ., 51975
J9 PIK3CG F#%:5-GGA ATA GGC GAC AGA
CAC AAT GAC-3"; Fiif:5-GGG TTA GCA CAA
ATG GCA CTC TC-3'., GAPDH L i#: 5'-CGG
GAA ACT GTG GCG TGA T-3"; F ¥f: 5-TGC
TCA GTG TAG CCC AGG ATG -3',GAPDH X
NS IR B A R 2 23 BRI X ek &,
1.2.8 =%
1.2.8.1 sHHERGE I H5H

12 H 3 JE s fd HE b C57BL/6 /N4> % IR 2H
A PCOS 4. 541 6 K, XFIE4IHE4F 0. 1 mL 2 ki,
PCOS 4 S 0.1 mL Z Ry -+ WA M S (6 mg/
100 @), i %E 21 d Je M. WSS 13 X4 . &
RREBE R 7 W &G B I Fr 2 10 d. WA 5 Ab
BE/INBRIT BN S L AT [ A i ) R b B,
FT O 40 HE Yo f e s 44k . sh ¥ 52 5658 it
AT RO BE B OH 2 & b ME CHF L S
2024030802) .
1.2.8.2 9P RALR %EAL

4 51 S 2 200 Fr AT B 0 K A b B S L AEOK IR
BdomAET b EBEE . 3% H,0, £ 5T Kk
B LABH B P U8 2 o A AR i R TR L RS L A —
Pt PIK3CG(1 : 1 0000, Jf7E 4 CTFWHHF IR, WH
J&i o JH PBS ZEA7 Pk L B 5 U8 0 52 0 3G 58 VL O E = TR
TEE 20 min, B A PBS YE¥ 5 . AR B A9
YT E A A BRI AT B .
e Ja . L E SRR G oh gk , 1T 98 R R & e MR IR k1T
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o BE BB 7K L3 B Ak B O Bt R B &7E T BBE T O
IR,
1.3 %itzan

¥ M GraphPadPrism9. 4. 1 F1 SPSS27. 0 # 4 %}
SCIG G R K AT A BN GE 2E a br, EAF A E S
SRR, o s RN ST A LU RCR F ¢
KR s A A IER MU M(Q,,Q,) Fw, 4l [H
BRHAES B BLMA 5 . R Spearman M6, £
TR ] 05 43 B 8 38 I R $8 A5 Z B AH G M. DL P <<
0.05 WEFAGIT¥E L,
2 & ES
2.1 DEGs # /i

Bl 4E GSE23426 JL% € H 1 888 4~ DEGs, H
F4I4E 1271 4 F# DEGs #1617 4~ F 4 DEGs, M
W FEAET 15 4 DEGs /& PIK3CG.CD163,MRC1
EPB41L3., HMOX1. PECAMI1, TGFBI, KCNE3,
HTATSF1P2, PTPR]. MAFB, FCGRIBP, OLR1,

FTREF 2025 F 8 AFHS4LEFESH

TREM2 #l SORLI,
2.2 WGCNA

el 22 MR BN AT HE P, s 8 Z K
25N HEAT 4 M. BB FEEGHE R THEARSK
B, BEME R 9(R?=0. 8) , LI 2 TC A5 B [ 4%, WL
K1,
2.3 HOARE T RE

i R A Y VennDiagram £ %F GO %4
1 888 4~ DEGs, WGCNA ik 21 5 5 v 1y 89 4> 3t
K F1 366 1~ IRRGs #4738 5 70 B » e 2445 3] T A% 0 2
LB PIK3CG, W E 2A., A T % iE PIK3CG Xf P-
COS By i I 8 1 Fl GSE34526 %48 4 7 4 VIl 45
££,GSE137684 1F 4 58 iIF 48 ¥E 17 ROC fh £k 2 #7 .
ROC #i£k 2 Fr 2 W1, 78 VIl 2k 5 F 56 3F 4 1, PIK3CG
XF PCOS HAR g Y 700 25 SR [ 1t 26 F 1 2 (area under
the curve, AUC) 4358 1. 00 #1 0. 757, W& 2B,

10 12 14 16 18 20 1
6789
0.8 s ° '8 1 500
) 4
L6
o 3
gﬂk i1 000
% 0.4+ ey )
e .
B 0.2 Hi
v 1 500 — 3
R 2 .
0 5
7
1 0 8910 12 14 16 18 20
T T T T T T T T
5 10 15 20 5 10 15 20
A A (D) B SREE ()
A RJETC KM B P& .
1 WGCNA 4 #1 &
WGCNA
P[E2%= WES
1.0 1.0
28 0.8 0.8 4I—,7
0.6 0.6
& &
M 0. 4 - M 0. 4-
0.2 0.2
(ps2 DEGs 0 0.2 0.4 0.6 0.8 1.0 0 0.2 04 06 08 1.0
A B 1-H5RE 1-$5RE

A BE B IR B HIE 4 b PIK3CG i ROC i £k .

B 2 ol B E i & E FI8E

2.4 PIKSCG H5EXZARNZMH LML

FIH GeneMANIA $4 5 73 #1 1 PIK3CG 5 H:
AR B EAE R 4%, PIK3CG A A7 T 40 B AE
W46 () rhe, DUIRL 3, 3% 20 AN 3 PR3 o ) BEORE B4
FH SRR IR R0 5 A 3 A5 AR B L E B A 3k
MR 45 M B, 5 PIK3CG JE N LW BV £ &,
5 PIK3CG X B B & & 19 2 [ @ 4§ PIK3R5,
PIK3R6,PIK3CD,BCR,ERAS,EPHAS,GNG2,FC-

ER1G., PRKCB, GNBI1, KIT, PIK3CB, PIK3CA,
SYK,RAB8SA.,GP6,CXCR4, FPRI1, PDE3B, GABI,
PIK3CG 5 WBC 1k . r ki 40 ff iF 7% | A 5T 18 1
X i = 2R R L H ol B AR W B s AR L AR IR UL
fig 3-1% B (phosphatidylinositide 3-kinases, PI3K) 1§
51 S FIURL 20 L A SR D RE A G .
2.5 AR F 0GR H

LWL O LW AR A< 57 i, Hh PCOS 41 30 1,
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X BT 27 ], WF SR X G I R AE IL 3R 1, HEBR T 4F
% . BMI FIR 2% 2R T, P94 B 2% 2 A 22 ) (]
{2 BP9 4= A & (follicle stimulating hormone, FSH) |
25 WS s ORI B DRI AR AT L, 2 R RS
SL(P>0.05), PCOS 4 HfiL 75 H 4t B 1 4= iU &K (lute-
inizing hormone, LH) Fl 22| (testosterone, T) . L &

@

e 9 @

PRKCB

1775

45 ¥ 2 (anti-Miillerian hormone, AMH) | %5 i i %
Z (fasting insulin, FINS) | Jif & Z #3145 2 (homeostasis
model assessment, HOMA-IR) ,LH/FSH . 52 JF 0. £ . 3%
GRR J BR B E RS2 ORE DA T R VR R A e T X
MR ZZ R A E X (P<<0.05), )Wk 1.

@ @@@

R 2
@ R E
B
UM E4E
@35 s
Bl
B
HEEELEE
e
" WBCHE{L
@ SRR
" R
ESER
" R A R
mop| 3Kiﬁﬂ§
" KRR

3 PIK3CG By PP1 M 4% &

=1 PCOS 48 5 3 I8 45 9 Il PR 45 1iE LL 82

i X R (n=27) PCOS 4 (n=30) t/Z P P*
HEW (T Es. %) 32.1843. 20 31.4344.39 —0. 744 0. 460
BMILM(Q, .Q,) ,kg/m"] 22.03(19.56,24. 65) 25.31(20.61,28.67) —2.326 0. 020
AZEERIIM(Q, »Q4) + 4F] 3(1,6) 3(2.4) —0.324 0.746 0. 481
FIEEIMQ,.Q;) 4] 12(9,15) 27(25,30) —6.388  <C0.001  <<0.001
LH[M(Q,.Q,>.1U/L] 4.27(3.12,5.70) 4.78(3.26,8.60) 0.228 0.228 0.038
FSH(x +5.IU/L) 7.12+2.96 5.82+2.33 —1.853 0.069 0.074
LH/FSH(x +5) 0.6820. 24 1.1020. 64 3.315 0.002  <<0.001
TIM(Q, Q) pg/1) ] 0.39(0.28,0.47) 0.90(0.48,1.00) —5.061  <<0.001  <C0.001
AMH[M(Q,.Q;) .ng/mL] 2.62(1.51,4.10) 6.01(4.27,8.94) —5.139  <€0.001  <C0.001
FINS[M(Q,,Q,) ,pmol/L] 50.00(39. 00,68. 00) 61.10(55.76,97. 30) —3.070 0. 002 0. 029
HOMA-IR[M(Q, Q)] 1.55(1.21,2.09) 1.86(1.71,3.34) —3.181 0.001 0.016
2= 5 14 (= &5 , mmol /L) 4.7840. 43 4.96+0.53 1.463 0.149 0.322
PO (x£5,1) 14.1546.58 20, 4748.71 3.036 0.003 0. 001
BB (s, ) 11.56+£6. 11 17.80£7.95 3.296 0.002  <<0.001
W ZR B ( £5 .1 8.93+5.23 12.90+6.51 2.523 0.015 0.016
IR IM(Q,.Q4) 4] 5(2,6) 5(4,8) —1.235 0.217 0.114
TR R RG A (2 £ 5, 8.41+5.06 13.03+6. 24 3. 504 0.003 0.003
PR (x+5, %) 60.18+18.78 50.43+26.13 —1.602 0.115 0. 246

PR 2 = ORI %/ 7T R R R 0O X100 %65 HEBR T 4F 3% . BMI IR ¢ IR TS .
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2.6 PIK3CG & M2 %8 % Hktm o oy k ik

PCOS 35 Ul W 0k: 20 i b PIK3CG mRNA
AT R TR K TR IR . 2 R A S T2 L (P <<
0.05), WK 4,

5—
a
BE 4
% ;
|
#®
& 3 H
=z
2 o
< .
Z 2
E .
8
2
= ] - . .
= bt -
o:_ o®
0 1
popitaz] PCOSZH

“.P<C0.05,
B 4 PCOS A 53t B4 PIK3CG mRNA By 3t % ik Kk E

2.7 BB mE PIK3CG mRNA £ ik K-F 5k
& % L E A

Spearman A 5& 4 #7455 i . PCOS 20 50k 21 i
i PIK3CG mRNA [ % ik 7K F 5 BMI, T, FINS,
HOMA-IR £ IFE A5, 508 2 fA & (P<<0. 05) ,
L% 25 % BELH UK 40 it PIK3CG mRNA 23k 7K
-5 &I RS B H ek (P =>0. 05) . L3 3,
x2 PCOS 4 57 31 & B 41 48 B2 PIK3CG mRNA R ik 7k F

5l k5 88 X1

wiH r P

AR 0.003 0. 989
BMI 0. 425 0.019
ANHAER —0.012 0. 950
LN UR A 0.208 0.270
FSH —0.050 0.795
LH 0.070 0.715
LH/FSH 0.019 0.919
T 0. 435 0.016
AMH 0.103 0. 586
FINS 0.542 0. 002
HOMA-IR 0.618 <<0. 001
75 I 1Ak 0.013 0.946
R INEL 0.223 0.236
JRUEA P L 0. 167 0.379
1E W 520K R 0. 245 0.192
e iR 55 —0.077 0. 688
] A G 5L 0. 232 0.218
LS —0. 405 0.026

2.8 A& )asdr
LI PIK3CG mRNA ik /KR H 2 &, 4 31 LA

FTREF 2025 F 8 A% 54 5% S

PCOS ## % BMI, T.FINS,HOMA-IR i It & Jy [A
A, AT 2 on S v I A3 A, 25 R BoR L HERR T AR
% BMI SR 22 £ T4 )5 . PCOS B # ) FINS(B=
0.710,P<20.001) \ HOMA-IR(8=0.591,P =0. 005)
fifi % PIK3CG mRNA 23k 7K - (5 7t = imi 48 i, i % T
IR R I 0 (P =>0. 05) ; f{EBR T 4E #& . T, FINS,
HOMA-IR MR 24 K & T #L /5. PCOS £ 3 [ BMI
(B=0.727,P<C0. 001) fi & PIK3CG mRNA %} %
IKIKF B T e G
x3 X B8 28 U ;8 R WAL 4H A PIK3CG mRNA %%
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ANHRAE R —0.210 0.292
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FSH —0.251 0. 270
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FHATSENZW AR EY BT A B A EEE L,
AW L AR 5 40 M DX Rk Ak PR B A AR 1 v
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KM ET N EZ . ARG R LY AE B 2E D5 0
PEOF 8 € T PCOS AH ¢ /9 1 76 OC 8 & AiF &
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fe. RIMHZ5 WBC ¥k . b Mhi 41 i 12 %% | g B &
T X IR 5 2R RN T B i A B s R RN R A

XFAIF 58 X5 G ) I DR 0% 8k i2E 47 L 8¢, FF HE BR 4F 15
BMI SEiR 2« R )5, £ 8 PCOS 4119 LH. T,
AMH.LH/FSH.FINS.HOMA-IR . E W& T
XFRRAH L 22 A BLit 2+ 8 L (P <<0. 05) . fF & PCOS
MESER it 2 | 0P B 2 B AR 1) 2 BERRAE , A AT A
PR ER A W S BRI 3R L 4R R 3 IR I 5 X
S H AR, RS8R o 45 R T 5. AR AR

JH RT-qPCR ¢ A K W 1l PR A A 51 36 3 90 6: 20 A v
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Py LR S OB B E | AT W W Top S LY
R IR 1 PR 7K F , PIK3CG £E PCOS 41 1y 5 9
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H— 243 B PCOS 41 50Uk 20 it PIK3CG mR-
NA RBEKF 5K S B WM, 48 8 R
PIK3CG #ik/KF 5 BMI, T.FINS fil HOMA-IR £
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O B IR A0 e A R I RE OB R I A
Zouk R H A Bon  HEfR TR R TG,
FINS.HOMA-IR.BMI fii5 PIK3CG mRNA #ik/K
S G AL $E R PIK3CG 5 PCOS % IR 1L
WEEL A &, KOBAYASHI Y #F 98 & 3, il
Fr PIK3CG FHE R A HE it /Iy B3R B 4 B B 0 3R sk
PEU] W TR R RAF S 12 Y 5, PIK3CG
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mRNA LK 5 BMI £ A, 5 A 0757 45 3
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