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WE. A6 WESWFHEARE EIRI - % £97 £ % 54 (Polycystic ovary syndrome — Insulin resistance , PCOS —
IR) K M & & % 4k &4 — 1 (Insulin receptor substrate — 1,IRS — 1) #= %) &) 4% 4 i85 & & 4 ( Glucose transporter type 4,
GLUTA) 1 588849 %vm . 7 ik # 60 3 SPF 2tk SD K&, MMy AT G4, B A, EWFH A & KA T4, =F
SN, A28 12 R, TR G4, Bpb & 28 5% R % F i2 44 Bt & & A4 B ( Dehydroisoandrosterone , DHEA ) B¢ A 2 i 43 #H v 7r
MARFPCOS - IR BEA 7w G UEHRFERGARLK H420d, BHRTRE, ERLTELRRA LY, 4527
B A FAIR(0.265 g - kg™ ) BEM S5 (10.82.21.64 g - kg '), E LB 28 d, i FZ A AAKRRE LA, KAL
G B, RD BT S F) 5 4862 X % (Intraperitoneal glucose tolerance test, IPGTT) , ++ F- ik 8 & 4k 3% 35 4 ( Ho-
meostatic model assessment of insulin resistance, HOMA — IR) & s #% # £ & #2 ( Area under the curve, GAUC) ; 5K B I Ak —
4# 41 (Hematoxylin — Eosin staining, HE) ¢ &, 97 £ 2047, 045 T AL K K9P £, 46340 B0 i 40 R 9P W 4 L v 3 9P WL 445
B B 2, 9% 2R MY 7% ( Enzyme — Linked immunosorbent assay , ELISA) i & & 28 X R fe 7 & 4k 2 %, % ( Luteinizing hormone , LH) |
42 97 38,38 & (Follicle — stimulating hormone , FSH) | ¥ #A ( Testosterone, T )  # — 8% ( Estradiol , E2) | 3t 4 %) % % &% ( Anti -
Miillerianhormone , AMH) % % 2 (Insulin, INS) /K F; & & %, J2 6P i sk 4 M K R 97 3£ 2842 & IRS1 . 55 fis BL UL 3 i B
( Phosphatidylinositol 3 — hydroxy kinase, PI3K) | £ £,B8/ 7 & BR & & % % ( Serine/ Threonine kinase Proteins, AKT) ,GLUT4
WMEGERK, &% H5rguki BA AKX KRGS IPGTT . HOMA - IR f= GAUC X3 2 Z M 4+& , LH/FSH T E2 .
INS KF 2 HI %, R IPEAA R Y, A EHRFR %, 0 LA F IRSI & g KA KF L F I %, PBKAKT,
GLUT4 Z & R ERTFREBEK(P<0.05.P<0.01); 5EAA R, ERFEFTSHNETL, —FRIRAKX KKK Z.
IPGTT HOMA - IR #= GAUC K -F 3 2% F (P <0.05.P<0.01) , %M 357 & F) S A K KR I 0HA R 5 RHA
AR B Y, = F SN B3R B N E A K R ih B2 T \LH/FSH K- 2 3% 4K, 97 2842 F IRS1 & & Kk
AP B HE &, PBKAKT GLUT4 & & & A KF B FBAK(P <0.05,P <0.01) ; 5 = F RN, B W $5% & 7 &
20 IPGTT ,HOMA - IR F= GAUC R-FPA 214K, W F5#7% 5 7 24 T LH/FSH /K % F 4K, 97 3 28 2% P PI3K,AKT,
GLUT4 &G K XA RS H(P<0.05,P<0.01) , EEWFH A SN FTAE it TRGU, it EHFRIRADK
% PCOS - IR R R 97 £ 7 Ak, L ALH) T 4 &5 #74) IRS1/PIBK/AKT/GLUTA 43 5 i@ 3448 % .
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Mechanism of Cangfu Daotan Decoction (& ff-5%7%) in Improving Ovarian
Function in PCOS - IR Rats through IRS1/GLUT4 Pathway
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(1. General Hospital of Central Theater Command of PLA , Wuhan 430064 , Hubei , China;
2. College of Basic Medical Sciences,Hubei University of Chinese Medicine , Wuhan 430065 , Hubei , China)

Abstract; Objective To observe the effect of Cangfu Daotan Decoction ( & [ff %1% ) on the insulin receptor substrate — 1
(IRS-1) and glucose transporter type 4( GLUT4) signaling pathways in rats with polycystic ovary syndrome — insulin resistance
(PCOS -1R). Methods Sixty SPF — grade female SD rats were randomly divided into blank group,model group, Cangfu Daotan
Decoction high — dose group, Cangfu Daotan Decoction low — dose group and metformin group,with 12 rats in each group. Except

for the blank group, the other groups were induced PCOS - IR mdoel by subcutaneous injection of dehydroepiandrosterone
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(DHEA) combined with a high — fat diet for 20 days,while the blank group was injected with an equal volume of physiological
saline. After the model was established , the rats in each group were administered the respective drugs by gavage for 28 days: met-
formin (0.265 g + kg ') and Cangfu Daotan Decoction(10.82,21.64 g - kg™'). The changes in body weight were recorded , and
the samples were collected after the last administration. The intraperitoneal glucose tolerance test(IPGTT) was performed using a
blood glucose meter to calculate the homeostatic model assessment of insulin resistance( HOMA — IR) and the area under the glu-
cose curve( GAUC). Hematoxylin — eosin( HE) staining was used to observe ovarian tissue under a light microscope and to count
the numbers of primary follicles, secondary follicles and mature follicles. Enzyme — linked immunosorbent assay ( ELISA) was
used to measure serum levels of luteinizing hormone (LH) ,follicle — stimulating hormone (FSH) , testosterone ( T) , estradiol ( E2)
and insulin(INS). The protein expression levels of IRS1, phosphatidylinositol 3 — hydroxy kinase ( PI3K) , serine/threonine ki-
nase proteins( AKT) and GLUT4 in ovarian tissue were detected by Western blot. Results Compared with the blank group, the
model group had significantly higher body weight and levels of IPGTT,HOMA - IR and GAUC, significantly lower serum AMH
levels, significantly higher levels of LH,FSH,T,E2 and INS, significantly fewer primary follicles, significantly more mature folli-
cles, significantly higher IRS1 protein expression in ovarian tissue,and significantly lower protein expression levels of PI3K, AKT
and GLUT4(P <0.05,P <0.01). Compared with the model group,the Cangfu Daotan Decoction high — dose group and metform-
in group showed significantly lower body weight and levels of IPGTT, HOMA - IR and GAUC. The Cangfu Daotan Decoction
high — dose group had significantly more primary follicles and significantly fewer mature follicles, while the metformin group and
Cangfu Daotan Decoction high — dose group had significantly lower serum levels of E2,LH /FSH and T, significantly higher IRS1
protein expression in ovarian tissue, and significantly lower protein expression levels of PI3K, AKT and GLUT4 (P <0.05,P <
0.01). Compared with the metformin group,the Cangfu Daotan Decoction high — dose group showed significantly lower levels of
I[PGTT ,HOMA - IR and GAUC,significantly lower levels of LH/FSH and T,and significantly higher protein expression levels of
PI3K, AKT and GLUT4 in ovarian tissue( P <0.05,P <0.01). The result in the Cangfu Daotan Decoction high — dose group was
closer to that in the blank group. Conclusion Cangfu Daotan Decoction significantly improves ovarian function in PCOS - IR rats,
and its mechanism may be related to the inhibition of the IRS1/PI3K/AKT/GLUT4 signaling pathway.

Keywords : Cangfu Daotan Decoction( 4% [ff 55577 ) ; insulin resistance — polycystic ovary syndrome;follicle count;insulin

receptor substrate — 1/glucose transporter type 4 signaling pathway

ZHEGN BLEGAE (Polycystic ovary syndrome, PCOS) J& 5 %
WAL R WA AR 22—, o AW, s R Lotk &
RTE A ER A S R B A P A O R
PCOS HY Kl R B ARG KO, FR 1= F e W 0 2o b U =08
4.5% ~10.2% 0 AR 9K R 2%, S 223530 (Insulin re-
sistance,, IR) 175 A AR BNy J& PCOS K Y5 BRAIL T =2
— R R GRS A I R A2 IR - 1 (Tnsu-
lin receptor substrate — 1, 1RSI ) [ % Z0 R B ER AL , DA TTIT B84 15 W g
R ILEE 3 i ( Phosphatidylinositol 3 — hydroxy kinase, PI3K) #£
R/ TR R 1 I i ( Serine/ Threonine kinase proteins, AKT)

S5 S IR IR A A %18 % 1 4 AU (Glucose transporter
typed , GLUT4 ) b (37 11 240 Jifd P 485 % W 485 JBC, Xof 3 HILAA o AR ~F- A
4 2 e F & PCOS RGPl 2 — ),

G R A R L RHSTR R T ) B TR IR L
TFESRARZ T3, R BURIAYT PCOS By HERE 252 T, I AR
F¥ R BRIFL ] AT i L ol P I S £ 1 S R 2 LA ik
R A U/ N L R LA O % e R B SR AR, 1R YT P-
COS BRI R B2, (HH A ML $ [ GLUT4 & 1
FHMANE RS SCPE R T Bl b, A% 92 3058 2o WL AR A5 B8
Xt PCOS BB FLOP HL2H 2 GLUTA A S A 45 2 A A 1 A 52
Wi , i — PR R AS BT 98 197897 PCOS BB
1 I
L1 s34 6~8 ik SPF ZuMErE SD K 60 H, 145 i
180 ~220 g, iy 3L T =k K27 5 ) S g vty , 5 4% IE 5 SCXK
(58)2017 0012, 45 3% T- WAL v 5 25 K2z L g gh ¥ vp oo SPF

PR 5l VR AT IE 4 5 SCXK (5F) 2023 - 0067, i A&
(23 £2)C A 40% ~60% LIRS ] 45K 7 : 00—19 : 00,
FUEPEIE SR, B B YOK 7 do AR SERE o 1L i B 2 K2
FIYeIEH L, A H A4S . HUCMS202202023

1.2 #&BEERA BHSRG(EAR 20 g, BEEH 20 ¢,
IOB5E12 ¢ BREZ9 ¢ K215 ¢ IBRIAE 6 o, E H 56 g, Ffif
15 @), i) —J5 i 25 B2 w SR AU IC 7 J0RL$% BE 491 T 1 i
T (- BABR 25543 i A 202209003 ,202210011,202209014
202209002 ,202210013,202210012, 202207003 , 202207011 ) ; /2
PR S A PR AR S 45X, URAHERE I RERY 6.3 A%
il PRAFRIGR] 5, BRI B 588 1 IR it = 103 ¢/60 kg x 6.3 =
10.82 g - kg ™' B MK AL, & MR R 4L 4
R R IR AL 2 £5(10.82 x2 =21.64 g - kg™ ), %
WK 2 iy 2 g - mL ™ B H 2500, 4 ©C AT
Mo TR B (0.5 ¢/ F, 36 bt 5t 5 i 254 R
23] A5 H20023370) 5 X1 A X B G450 ( R A )RR R
/3] 45 : BA4000 \BA4007 ) 5 Ju {5, RIPA ZLAf U B FR 1L 25 111
FEA R 5] BCA 1t R 70 & 3 Ol SRR AR 2% R
(DU R EWRHEA R W), 525 : 62002 ,G2007 , G2026
G2075) ;ECL B A W (b KK ER AR A A, #t 5
PE0010) ; 3 AKg — P21 4t 4 15 ( Hematoxylin — Eosin staining,
HE) e 03500 & (L R F AR WRHCA R A F]L G1120) 5 K
FRL B2 18 2% ( Testosterone , T) BEFESE G928 W ff 25 ( Enzyme — Linked
immunosorbent assay , ELISA ) 177 & . K B #8044 i & (Lu-
teinizing hormone, LH ) ELISA i 7] & . K Bl Pt & 8 & i =
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( Anti — Miillerianhormone , AMH) 7£ 5 ELISA i 7| & . K B —
fi ( Estradiol, E2 ) ELISA 2 7 & K R A2 09 1 2E i %=
(Follicle — stimulating hormone , FSH ) ELISA i & . K B 5
2 (Insulin, INS) ELISA iR F| & (£ 4 W, 185 CSB -
E05100r ,CSB - E12654r .CSB - E11162r ,CSB — E05110r ,CSB -
F06869r ,CSB — E05070r) ; R BATLEPT GAPDH [\ Hiik ( £ H
Abcam /N 1], 585 ab8245) ; % Z i 1RSI # /A ( 95 [E abcam 2%
] 4it'5 ab5599) ; % AKT $p {4 ( CST, fit 5 #4691 ) ; PI3K i {%&
( Affinity, HE 5 AF3241)

1.3 E£ZEM#E  E100 B ( HARHEAH); CR21G &
HBLOHLCH A H AR GA -3 BUMBRAL ( =324 15 ik
WA 5000 ( R aEFER A E R AR ;
KZ — I - F 74 e ARG il 20 2R AN (iR I ZE 4 /R A LA
FRZHE]) s DYCZ - 40 BY i 3% 4% (Jb 50 N — X4 ) 5 Multiskan
FC RURGHRA (1 i 2 BR /R BHECA BRZA ) ) s RM2016 5 31
TR HLC Btk R AR A R A ) 5 TB - PS AL (CIRBUER A
HL AR A sNikonDS - U3 R RGE( HAJE A H]) o

2 FHiE

2.1 KHE PCOS-IR ## 77k BERAIK R, w IR RS 0
I, T HE P T v 5 R & HEER ( Dehydroisoandrosterone,
DHEA)6 mg/100 ¢ +0.2 mL V5", %48 20 d; 25 (A4
KRB, 0 PR TR , T30 & H R 4 0. 2 mL 346 A AR,
BTIELL20 do BRI, RS IR TR dE R . iR
Ja 5 d, MEERRPIE R 20 M R0 AR L s B4 G 17 IR I
T AP 350 56 ( Intraperitoneal glucose tolerance test, IPGTT) |
REALZEER 1 HR BB O 81, HE J% 48 5 5045 T I8¢ ) & o
AN B i, R Bl 1 A AL, U0 SR 2 AR U,
IPGTT 25 5T W 5 Ay e By R AT — 2L OW HLL7-BAE ( Poly-
cystic ovary syndrome — Insulin resistance, PCOS — IR ) ¥& #%i
.

2.2 QURTIGE EHREIEH KRB N2 A B
A B AR R IR, AR R4S 12 H.
U 4 T AR R ORI E 5 (0.265 ¢ - kg™ ) T
B2 = AL 43 ) 45 T A 589 10,82 .21. 64 g -
kg™ VEH s AL BRALE H 4 TSR IIEKIER . 1%/
d, HZ36Y7 28 d,

2.3 KE@EEELE FH EA9:00—9 30 Frif K RIKR
i, Il R

2.4 KRFEAMEN HH8:00 ok BMEE T THIA
B A I, T B 12,24 h UEER 1 Kk K RIHIE T A 4l
i TR A, F A BRER /K, A2 A A R BT 38 P 00 g 1
VL U AR A8 5 1) O 7 A0 M S 43 A 240 S0 TR KT 3 38
Fr b R AR R G320 i X A X B G50 e 0, 7t
M T ISR BB IE b B 40 MR 25, i oK B sl 17 )
o KEEhG RIS R 20 4 ~ 5 d, 43 R S aiT i sl
B S S SR R . AR ST AT A A% B
FZ A, 18 T/ 5 A AL, 2 17 ~ 21 hy Shig i 28k T
AL s P A /D b R A, 522 9 ~ 15 h 3l e
AR LA i A% b R AN ] L, #5410 ~ 14 h; 3%
(B < D0 a1 4 2D o B A RN TR, 3722 60 ~ 70 b, 5%
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THEL IR T 12 h S ol A W 4, S5 Bt 24 h
HEPRTIE R A ER AR S R EL. it rik &
AL B (B RITIAE I R /AR FUB x 1009 Y
2.5 HEBRHITHE CRA IPCGTT S ZHPHE L (Homeo-
static model assessment of insulin resistance, HOMA — IR) % Ifi B
M ZR 10 F2 ( Area under the curve, GAUC) PPl A i C 15, 256
NEEIK 12 h, R H AT IPGTT, BESHBKEM 0. 5 mlL , 460045 I M
(Fasting blood glucose, FBG) & %5 iff Jif & 2 ( Fasting serum lisu-
lin, FINS) ; Ji Fis T 5 50% A MR S, Fe R I 45 25 (2 g -
kg™'),120 min J5 55— M HE # Bk UM 0. 5 mL, #6048 )5 120
min [ F14E 5 120 min i & 2, 7F H it HOMA - IR %
GAUC, 15401 F, HOMA - IR = FBG (mmol/L) x FINS
(mU/L)/22. 5; GAUC = ( FBG + PBG60 )/2 + (PBG60 ~ +
PBG120) /2.
2.6 ELISA M & A F fuy% LH.FSH,T E2 AMH INS X F
3% LB H R AR T (30 g - kg ™) L JE F B KL, 3000 1/
min B0 20 min (4 °C) B EJZ M, - 80 C vKA 17 % .
SR ELISA G716, R 45 I F8 A , J™ 4% 4 JR 45 170 G B B
A
2.7 HERGBMEARNELZITARFERL 4% ZREE
B S 72 h 5 K A 4 pm Y] B HE Y6,
B WK RO S U B Ak S IR R B O, FEN AR
BRI ) S 20 20 G R Y B30 R R O LB L A IR A T
2.8 Western Blot 77 3 # M| 4 41 & & 97 £ 41 41 IRS1, PI3K |
AKT GLUT4 & & K-F IO HLA1Z, in A RIPA 24 i 2 L
HEE T, BCA N | e 8 AR IR 4 0 1 1 e
BUINAGE JF A B (A _EARGE I, WK A8 1 15 min, - 80 C K
FETRAF £ 5 SDS — PAGE H yk | % JBE, 35 P15 fin AL IRS1 (1 -
1000) \AKT(1:1000) \GLUT4(1 :1000) \PI3K (1 :1000) .8 -
actin (1:5000) —$i,4 CHFHFEIR A ; TBST YEikJG , IMABR
M it S AL B AR 0 A 1L S0 (1 5000) Z 40t & , TBST PE¥k,
ECL 2GR B GE# . FIH Image J #AFIHT3HH AR %
B, 5N B - actin 54l K EE(HIY FUAH BEAT LU AL
2.9 SitFrE SPSS 23.0 FHATHHH T, SLER B LI 1Y
B+ ARUEDE (x 2 5) R, AFA IE S35 A7 24 55 U i 2 PR 3%
5 22T LUAE , NPT G RS 400 85 5 25 A8 55 R R RIS 56 L
B,P<0.05 G R L.
3 g#R
3.1 X PCOS-IR ARGKAEWHH BHEE, S5A4HT
G TERS Y 4 4R UK BTt 1 3 T (P <0.01) s &5
BIT AR, SR A, B AR TR e MG R K —H X
JIREH K U T it R (P <0.05) o WLAG DIV 1,
3.2 X PCOS-IR KRB EAMMY Y SALIE, K
FUZH R B 16 3l 19 R 3R | Sl IR A A R T 5 S
I 3, AR B B AL — BB 4L K BUIE % a1 A
WA T KR AR s 5 SUIRA e, AR i e )
LI R IE T i GERRPFRAR, DA VI 2,
3.3 % PCOS —IR & § FBG.% & 2 h 1 4% ( postprandial blood
glucose,PBG) KT By % 575 41 i, BRI 41 K B FBG
PBG30’ . PBG60’ ., PBG90’ , PBG120’ 7k - #4 i 2 F} & (P <
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0.01), HHBIH WE, AR T e H &4 FBG,PBG30’
PBG60' .PBG90’ ,PBG120" /K- it R (P <0.01) ; T AR F %
% F 4 41 FBG ., PBG30', PBG90’ 7K - f& % (P < 0.05),
PBG60’ .PBG120" 7K - i 2 [ (P < 0. 01) ; — F XUk 4] FBG
KA (P <0.05) , PBG30’ . PBG60’ . PBG90’ . PBG120" 7K 3
BEBRK(P <0.01) , 5STHIIMA LT, B AR SHE AR &
20 PBG120" /K - 8 35 |4 {15 (P < 0. 01) , FBG . PBG30’ . PBG60’
PBGIO 7K PR (P <0.05) . WAHTTIXE 3,
3.4 3t PCOS-IR k& HOMA - IR .GAUC kT wy%mw Hz=
FI4H Ho %, #5530 40 K B FINS, %8 J5 2 h INS, HOMA - IR A
GAUC /K2 NI (P <0.01) ; S AU 2 L 55, — F BUIR
HHMEARAFHEHM. mAEA KR FINS,E/F 2 h INS,
HOMA - IR 1 GAUC /K- B3 N (P <0.01) ; 5 F XU
L3, BAR T = 7 i 4 K B HOMA - IR K7 i 25 A%
(P<0.01) % )5 2 h INS,FINS ,GAUC 7K &{% (P <0.05)
TAGTTIXE 4,
3.5 X PCOS-TR ARMELZWEHENYH FOLKR
SNIE R A R ATt O UTE v 1) 0k < I - ANy =Y ko)
FZAHAR BRI R BRI L 42 S AR iR, ISt AR ARG X, O
SITURL AN M 25 FAPA R —HYSUNRZEL K SR 58 B 5t e i A 21
WL, BRYERBE N s 4 AR T 5 A I A 2K B R LR 2 254
5 ZRRUIZH AR 5 35 AR 595875 i 70 12 4 R BRL O 82 750 40 B 4%
B B B B EIRE L., AR X B 5. 5
25 20 PR, AR 20 K BRI BV 5] 0 2D D B TR
GBI (P <0.01) ; 5HIA AL, B AR 35 5 7l &=
ZHA9TE5 B L L YR % O L O 2 R B B B 2 (P <
0.01) , # AR TR AT 2 20 ) 9 519 0 BR s/ (P < 0.05) , —
FOBUNRZE A0 2 3. R R B 20 L S IR 22 (P < 0. 05) 5
55 HOSUIRA LA, 4 AR 5958 1 v 7)o 2 ) 0 P 10 B S 020>
FUEATEII I Z (P <0.01) , RGIPIEIE (P <0.05), T
X E 6,
3.6 st PCOS-IR kX § fy# T .E2 LH/FSH K F & & 5
25 A LA B2 R BRI B2 . T\ LH/FSH /K340 g 7 &
(P<0.01) ; GHERIA AL, 35 AR 5837 8 ) 4 4 K BRI 7
E2 T LH/FSH /K- 18 3 A (P <0.01) , 5 R 57 IR0 &=
21K FRUMYE E2 T LH/FSH /K F-FEAR (P <0.05) , — FI XUIR4L
KM E2 .LH/FSH 7K F-FEAIL (P <0.05) 5 5 — F XUIR4L L
8BRS G @R A KR MG E2. T, LH/FSH 7K 7 B A%
(P<0.05), VLifivi X [# 7,
3.7 xt PCOS - IR K R 9F £ 41 48 # 1RSI ,PI3K ,AKT GLUT4
BEaAKFHEH SEA4 0, BRG] IRSI PI3K AKT FI
GLUTA 25 3Rk B FRIL(P <0.01) . SR LA, 75 b5
P R4 IRS1 PIBK AKT #l GLUT4 Rk BET
(P<0.01); & M 38 A K i 41 IRS1 PBK R (4 Rk T
(P<0.05) AKT [ FRiE R ETH& (P <0.01) ; —H B4
IRSI 35T+ (P <0.05) ,PIBK AKT f1 GLUT4 E [k R %
FHE (P <0.01), 57 H XKL FL %, 15 598 3 i rl b 4
IRS1 GLUT4 & 1 Z2iA KT (P <0.05) , WLAHTIXIE 8,
4 iFig

PCOS 1A BRI R I METR I . 2 R0 , X & 8 2o PE 2R 7

DI B T e B A, RE R RN 4.5% ~
10.2% o % IR 19w ik 85% o HBTIR R I, i
T HOUIRE 259545 PCOS - IR (97 1, (H I 2K 25 M 3 77
TEIG B ABAR, W 18 S BRSSP AR 048 A7 e 24
ARl R, R 2R PCOS — IR 367 W80 A, ok 1 %%
UHTTF RO EBURG ZE0E 11 1 B ZHRHLE PCOS - IR 9T
LRGBS, MBS 2 A5 S BRI, T AR TR A R
BRI 115

PCOS - IR J& THE" HAGH7 & RZ" il
SEVEWE . ARG R A AR S R ST Sk R AIAR J AT, EE L
ALFE R B B B VB S DR R T R T
MERR AL ELIAYT A S IR G983 77 rh 7 BB AT B
BRI (I, MR B B RE AL R A
EERRALEE K K H AN R R Z . % BTN
BRI, TR B R TR RE , £ B A £ A
VBRI DU ) R O AR, DO N 2 S B A 4
PHE T B 2GRS e, A B A0 1 2 2 T A
[LEIREE /1M AN S S AL L B Y AR 7 B B
PI3K/AKT {55 5 B35 IT 2 3 O 525 43 10T P e 5 % HEHi i o
KA AR - BT A T PIBK/AKT 5 558 i, AT 52
B S AR I S DR T AU R S HE R k0
PR R R E 2 A LR RIRIT PCOS IPE™ . R
T S T S R AR kI A R B —
SEV IR, ATHFIES R DR, S0 PR e I3 T E2 .
LH/FSH 7K, #75 PCOS — IR I RO 5L & 2 I dcie

FRIT, YF 2 WP 5 A, ML 25 0 75 2 PCOS 11 3¢ f J A
T S 2 T LR A U G O 1) 2 A, 402 HE S5 B 0 T R v g
SR IFAEMR A S IR0 IR A R 10 10 182 5 2552 1A ple e
PIAL A I TR MG , LTI 2 R A5 S S, TR R R . A
WFFEEE S TR , M TR RENS B 03k PCOS - IR K RUA R
i, &A% IPGTT . HOMA - IR LA K. GAUC 7K, i 3 £ 184y . %
HELS JE AT PCOS — TR BRI AR UM NS FQ AR S, 754 v B S il 1
W, 5 TR R A R

BEFERFFOE % 8L, IR 4 3 PCOS (3 T8 N GLUT4
TS 52K 5 S5 S TR RIBEMET >, PCoS &k
TENGIT AU B TR This X 52 5 IR ML, T
P S AEFREE S R A5 S W B P IRS — 1/GLUT4 JEN £k, 1F
i3 PCOS — TR A LB S S R 7 i & 451 AT o [RIRE, AR F
F KB PCOS KUY GLUTA B3 F4AI%, 3 B IR &7k, PI3K/
AKT J2: 41— 4% 15 B i T LI A 6 1) 28 B35 53 B , 76
55 200 0 LA R 0 A A Y v P R Y . PIBKY
AKT {5 558U S 5 T 5 2 ACHHE T, 15 215 009 19 7
P05 A 05 T I S, T M BT 360 A B 4 o
51 PCOS, FEINHE R M AL GLUT4 Jy PI3K/AKT
WL A, R T 4 2 50% ~ 80% [ A A5 WE Y A8,
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