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HFPI3K-Aki-mTORA&PI3K-Aki-GLUT4
EEERRITES RS HERIRIT
SENEHZESMEXRBIIERILE"

AR, TAM
(LAmd P EHRFHE-GREFR, M AN 4500465
2AETEHERFH-MBER, Td M 450099)

[#%] B8 & TARALEE 348 (PI3K) & @ 3 BB (Akt) —"H 5L 30 40 & 4 & & 2% & (mTOR ) A PI3K -
Akt-F) H#3E K G4(CLUTA)E 5@ BAT KR B £ 7 697 % 97 £ 42842 (PCOS) K 9 4F A HLH] o 7
e AR65 RMEPESD K R P REALIE 10 RAE A s BB 20, EF B ER IR, Bl ASS R R Rk Wek B A 3 i M5 S
SPCOSK AR B AR 2 09 K AL AR = F SUIRZE (0.1 kg ) B EE BARA Z2(1.8 g/kg) K
FEEFHETUM3.6gke) KEREHANZTUM(T2 gkg), FAI0R A BAAFHAUMX R TARLERET, L4
BT 3 2, 1R/, E 421 doIB KA AR AR HER LI 76 &5 T AL s AU M = I o 45
(FBG ) /KT ; B 3% %, R M X 35 (ELISA ) ik AA ) ofe 7 97 6 k8 (FSH) . # A % F (LH) i & (E,) & 8
(T).H ik =85 (TG ) &2 B BL(TC) . & MM & % (FINS) A%, it A A A4 A 3745 1k B £ 484745 4 (HOMA-IR ) ;
Real-time PCRi&AM 97 £ 122 PI3K mRNA. Akt mRNA.mTOR mRNAKGLUT4 mRNAF & K-F;Western blotting
Al 97 £ 20 22 PI3K Akt mTORAGLUT4 % & Ak KPR A BA K R IP RAREMEKEF; HpEa
PO BRI K RIP R AR E S MR T SRR MK, KEBFRAZTH KAXBE AT EXREES
FFHAR TSN KR R IP LR S AR T REARA X AARRE TG TC. T.LH.FBG.FINSZHOMA-IR
¥ & F 3 BB (P<0.05), FSHAEK-F 3 4& T 5 BB AL(P<0.05); K5 BB P HZHA KB T HH U= F R
MK R AR Z TG TC.T.LH.FBG .FINSZHOMA-IR ¥ 4& T 45 41 28 ( P<0.05) , FSH&E, K -F 3 & T AR 48 ( P<
0.05) AR 28 K H 97 £ 28 22PI3K mRNA Akt mRNA .mTOR mRNAZGLUT4 mRNAAET£ & & 3448 T *F 18 40
(P<0.05); EAXEF P A8 KAR TS ZAA = FAURA KR IF £ 8 22PI3K mRNA Akt mRNA .mTOR
mRNAZGLUT4 mRNAABT & ik &3 & TR A(P<0.05) AR 48 K K IF £ 20 2 PI3K Akt .mTORZAGLUT4% & 48
2 F A B IART IR P<0.05); KR E P Al 4 KRR S H TAA =T UKL K K9P £ 28 22 PI3K Akt
mTORZAGLUTA% & 483t £ iA F 34 & TR (P<0.05) 4536 R B0l & 7 a8k o 3R A 3 s 405 5
A9 PCOS K AE MR KA 1 536 90 75 & 5, 34 MR By 48T, AU 7T 4k 5 30 7% PI3K-Akt-mTOR % PI3K -
Akt-GLUT41Z 5 i@ %548 % .

[(X423E) % EIP Eorbde; KEIR B & 7 s PI3BK-Akt-mTORAZ 5 il % ; PI3BK-Akt-GLUT445 5 il 5% ; K &,
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[Abstract] Objective: To explore the mechanism of Qiling Wenshen Xiaonang prescription (X5 Bl &
77) in treating polycystic ovary syndrome (PCOS) based on the expression of phosphoinositide 3-kinase (PI3K) —
protein kinase B (Akt) —mammalian target of rapamycin (mammalian target of rapamycin) rapamycin (mTOR) and
PI3K-Akt—glucose transporter type4 (GLUT4) signaling pathway. Methods: Among 65 female SD rats, 10 rats
were randomly selected as the control group and fed with normal diet. The remaining 55 rats were used to
establish the PCOS model by letrozole combined with high—fat diet. The successful model rats were randomly
divided into model group, metformin group (0.1 g/kg), Qiling Wenshen low—dose group (1.8 g/kg), Qiling Wenshen
medium—dose group (3.6 g/kg), and Qiling Wenshen high—dose group (7.2 g/kg), with 10 rats in each group. The
rats in the control group and the model group were given normal saline by gavage, and the other groups were
given corresponding drugs once a day for 21 consecutive days. The body weight of rats in each group was
recorded. HE staining was used to observe ovarian morphological changes. Fasting blood glucose (FBG) was
measured with a blood glucose meter. The levels of serum follicle stimulating hormone (FSH), luteinizing
hormone (LH), estrogen (E,), total testosterone (T), triglyceride (TG), total cholesterol (TC) and fasting insulin (FINS)
(HOMA-IR)
was calculated. Real-time PCR was used to detect the expression of PI3K mRNA, Akt mRNA, mTOR mRNA

were detected by enzyme-linked immunosorbent assay (ELISA), and the insulin resistance index

and GLUT4 mRNA in ovarian tissue. Western blotting was used to detect the expression levels of PI3K, Akt,
mTOR and GLUT4 proteins in ovarian tissues. Results: The ovarian tissue structure was basically normal in
control group. Compared with the control group, the ovarian tissue of the model group showed polycystic
changes. Compared with the model group, the polycystic changes of ovarian tissue were improved in the Qiling
Wenshen low —dose group, Qiling Wenshen medium —dose group, Qiling Wenshen high —dose group and
metformin group. The model group showed higher body weight, TG, TC, T, LH, FBG, FINS and HOMA-IR
than control group (P<0.05), while lower levels of FSH and E, than control group (P<0.05). Qiling Wenshen
medium—dose group, Qiling Wenshen high—dose group and metformin group showed lower body weight, TG, TC,
T, LH, FBG, FINS and HOMA-IR than model group (P<0.05), while higher levels of FSH and E, than model
group (P<0.05). The model group showed lower relative expression levels of PI3K mRNA, Akt mRNA, mTOR
mRNA and GLUT4 mRNA in ovarian tissue than control group (P<0.05). The Qiling Wenshen medium-dose
group, Qiling Wenshen high —dose group and metformin group showed higher relative expression of PI3K
mRNA, Akt mRNA, mTOR mRNA and GLUT4 mRNA than model group (P<0.05). The model group showed
lower relative expression levels of PI3K, Akt, mTOR and GLUT4 protein in ovarian tissue than control group
(P<0.05). The Qiling Wenshen medium—dose group, Qiling Wenshen high-dose group and metformin group
showed higher relative expression of PI3K, Akt, mTOR and GLUT4 protein in ovarian tissue than model group
(P <0.05). Conclusion: Qiling Wenshen Xiaonang prescription can improve glucose and lipid metabolism,
endocrine and ovarian morphology and inhibit insulin resistance in PCOS rats induced by letrozole and high-
fat diet, which may be related to the activation of PI3K-Akt-mTOR and PI3K-Aki—-GLUT4 signaling pathways.

[Keywords] polycystic ovary syndrome; Qiling Wenshen Xiaonang prescription; PI3K-Akt-mTOR signaling

pathway; PI3K-Aki—GLUT4 signaling pathway; rat

L OP HLLEAAE (polyeystic ovary syndrome,PCOS)JEH
B0 L i L P 2B B A 0 S AR ZE LM | o LRI
[ 5 Z BT (insulin resistance, TR) . S MERLZE LA  FHAG1C
S O Z R UE HEDP BRGNS PCOSAER A
HA%~20% , H [ KA 56912 4F 1T 210.01%, H A
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240 2 DR AT PR R 1 5 2 [ 51,

TR 2EIFTEPCOSZ 4 , A F AR I PR HORE LA
CRZETCRERET TR A TP F N L DL K
A L BIEHHIEE IE PCOS . B R R IR IEAE PCOS B &
T R e BB T AR 44 T BB A PCOS Y T B R
Bk “ P2 ey, B R 3R B Sr 2 TR B T 2 iR
JTPCOS. BEAS TR B 48 5 P AR H AR , TR B 28 AT R
TIESE 2 B 98 v AR PCOSAE 35 10 8 M 3% I , 34

BRI, 0 1E 5 F AL, A A A P A KSR {2 2k H 22

WRAZ TR A -9 AH AR FAIL ] i AS B D0 245 24 B~
FER I, Wi UL 3 - 4 (phosphoinositide 3—kinase, PI3K ) —
HHMWB (protein kinase B, Akt)-WiFLsh¥ 7 ihe R HLEH
M (mammalian target of rapamycin,mTOR )& PI3K-Akt—] %]
W% 12 4 (glucose transporter typed, GLUT4) W] fig /& (& &F
T B #5187 PCOS R HEAE F B 5 0, 25 T It , AR
AT EEPCOSHK BUBAY , WREIA 43 JEPUKP T S R
B 5 5 X PCOS YR FH K L X PI3K - Akt-mTOR . PI3K -
Aki=GLUTH S8 B A2, DAY PCOSHRBERTIIRY TR A
1 #R5FE
1.1 SREshth 65 HSPRASDHEMRER ATTE(20026+20.43) g,
8 S, W 1 VT e i B A R A B A ) L sl AR VR TR
51 (45)2022-0008; B i it A& IR 5 :430727281106404748 .
R BR A3 981 35 AT R 4 T R 2O e S B T 3R w4k
12 WIS 38, 2= IR 21 ~24 °C, AR h 45% ~60% o A< 5
B ARAFT G A T Bs 25 05T B AR B2 B 25 4L vfE ( HNTCMDW —
20230716).
12 Zap5aRA KRB IHE A 15 g B
12 g, 1-%9 o, BARI12 g, 1215 g (L5 : 2408012) 7B
7 (#H5 :240707) K ZE (HE 5 2409016) B A (HE 5
2408014) . J+2 (5 :2407010) "R 254 ¥ [ 2308~
YRR A RS ) 2T R s 2 K25 — B I B B AR 2
DI F S8 A T il o T R 2 R — S I Bt AR I 671
TR RAR T2

ERR — HOUUI CBRSE Rl 258 R w45 : 120227043 )
S s CH V0 1E 2500 I3 A8 PR 71, 5 : H20133109) 5 2
FIEAF A R A QR SE A R FRA B, #1655 19004324 ) ; %
A B (luteinizing, LH ) B 528 W7 BHAS (enzyme-linked
immunosorbent assy, ELISA IR & (4it5 : SP13577) . BRI 4l
## (follicle stimulating hormone, FSH)ELISA {51 & (H#E5
SP13464 ) . H it = 1 (triglyceride , TG )ELISA I 7] & (#L5 .
SP12560) . st 1 [ B (total cholesterol , TC)ELISA 2t 7 & (#t
5 :SP12535 ) \ ME 3% F (estrogen , E, ) ELISA i 71| & (H#t 5 -
SP13503 ) . 22 [ (total testosterone , T ) ELISA IR F] & (L5 .
SP12645) | Ji: £ Z ELISA IR & (45 :SP13565) #1 H 3iX
FERE AR BRA ] Sbi R BRPI3K P4 (L5 : K23002)
BBl R RAKSUAHLS : YT636) . febi K RmTORITIA (LS :
721264) SRETK RGLUTAYUA (L5 : ZN0602) 41 H AL BT H
PSR R A R A ) 2 AR BOL N & (S E-BC-
E002) BCAE IV & & i rili7 & (% : E-BC-K318-M)

B RO S HR R A RN A BRA W ECLE UR B
(2 Biogen s Al , #it45 : HY-K1005) ; SR AR R YL 3 (L5 -
BL700A-1) 41 Ye3 (L5 : BL700A-2) 380 F H [ Biosharp
NaEl RE e (AT EREARAR, #5:
P11011); HRPARICEDT R BTG (HE5 : A0218 ) \HRP#R
TR EPLRIG (HE5 - A0236) . —HiH B (4L : PO023A) .
—PUH B (LS . P0023D) .GAPDHBT A (L5 : AG019) 3
WA A iR KA YEARF BRA A 9O B PCRIAH & (16
M F AR A R E L S PHO120) 5 38 466 (20955
. 70%8 K ALE ) 10% 0817, #it*5 :STHF37) . & Ag ik
(20% %5 H 2% 0 [ B 30% WK AL A ) 48% 5 1, L5 .
XTHF45 )40 [ FRM T 47K X 52 4F L6 2 AR50

13 EZME EESEHALE P EERE A PR F R
51 ZRX-24210) 5 HLIAVIE IR 5% 5746 (32 DA W HL 7 XA A R
]S MIX-50) 5 -80 CHEIRIRKAR (Th RS AR B
DL-178-86) ; i (I REFEARF BR A, 75 :6362D ) ;
MR O 7R B AR BRI A A BR A 7], 1S G—425-2) s 1
HTAES (Y ER A RA R, B YUIE-1950) ; b
L (ZEEBio TekAT], BIS :Epoch) ; FLIKAY ( 32 E Bio—rad 2
Al 5 Power HC); 26652 S PCRIX (Vg NS AR WIRH A
FRA ], 205 018000 ; U1 A EHI(H AR EM L F 22X &
1, F5 : NanoZoomer S60); 362 B 8% (Nikon A F] , RIS
ECLIPSE E100).

1.4 #EL 5w 65 HSDAR RGN PEFFR UG, BELGE R
10 BAE Rt B4R, Ay 55 2 BESCRR DT k00 250R 4 7 488 o ok
AR AT 196 04022 PR AT A 2y, R B B Rt 1 mgkg,
1R/, 725221 do X BRZH K R 738 8 AR R %21 d, @R R
TR RS2 do5E22~25K (R R 3h 1% I b4 )
SRAGAAFsE A FER AR RS BOK R (Rl BB A ) B3 1 Je
U AR T R R s 1 R BB I - R R A Ak
PG I, H R B HT RE L S H A  E18 0 15 9%
Jo 5 ARG B LU X HRAH A5 N 1,96 Fr ik 25, TR Ry i A
B o P BEAILATRS 200 B A 9 51 R AT A R4 | —
FHOBUITCA P T B i 4 RS IR B R A XS R
R, A 10 2 A L R R BRI SE AL

1.5 2% AR E AT SUICZ A SR 1 b
AR R 2, I3 1:2:4 H )3 B P TR B T 2 {1
WA U R R T ORI B, 0.1 gike; 65
TR EFARG v ) 2 R B 0 AR (1.8 g/kg) P
(3.6 glkg) 3T (7.2 g/kg ) EE S TR TH B8 0 VB | 5 W R
20 IR B T70.99% AL R B 45 213545 H 20:00:00
M L1 d.

1.6 B A RERKSG G, H52K08:00:00 581K 5T & ,
LA SORGE N A , R s 1 55 13 2 22401 (40 mg/kg ) IR, B 32
Bl KIBCIAL , 1V R A S5 7 20 B BRI B9 55, 2% B 2 1 A
Jei  BEHLA R 2 REAS , — (3 B A B AR VKA L 53 — 10 A 4%
2RI TR

1.7 MLEIEAR

1.7.1 KREMAEFEE S/ = . 87508:00:00—09:00:00F%
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BRI,

172 BREUEA  KIRERSETREE WK s, R R R
5 pm, B S ATHEYL (@, THGBE N LR U0 S SUB Ik T
EUGRAE

173 If3EFSH .LH .E,.T. TG .TC . 55§85 5% % (fasting insulin,
FINS ) 7KF- 5% 73 2 1l 8% (fasting blood glucose, FBG)7K - #%
FRELISA U & Ul B A3 3R , M K BRIV H FSH \LH . E, .
T.TG .TC . FINS/KF-, BpRA 00 5 4 FLAE450 nmAbROGREAA
IR RER & & R MR FBG , I S AR S BT
Al B 5% ZZ KA FE 80 (homeostasis model assessment of insulin
resistance , HOMA-IR ) cHOMA-IR=FBGxXFINS/22.5,

174 B4 PI3K mRNA Akt mRNA .mTOR mRNA &
GLUT4 mRNA#EE R Real-time PCRAGINGY L4 ZIPI3K
mRNA .Akt mRNA .mTOR mRNAXGLUT4 mRNAZKKIE.
BUE S U5 1) 90 B4 SUF A TRIzolIR S BURNA , T-7K
1 R 555 eDNA, ¥ GAPDHAE A N S HEA T 1, 938 25k -
95 CHIAEM:30 595 CAES 5,60 CiB k30 s, HEF 74016
R it 2220 i % 41 FPISK. mRNA Akt mRNA .mTOR
mRNA X GLUT4 mRNAFAXTZRIAE GIYFHN IR, i
LR A YR A B ) A

#1 5YF5

IR 5155 =3") TR MRBEREb

PI3K 3514 AGAGCTTGGAGGACGATGACG 174
T 4. TGGACTGGGCTATCTCACTTCG

Akt 4#519): CCACGTAGCCATTGTGAAGGAG 173
T4 ATTGTGCCACTGAGAAGTTGTTG

mTOR #3197 CTCTGACTACAGCACCAGTGAAATG 169
T4 CAGGGACTTGAAGATGAAGGTGAT

GLDT4 L4E5187: GCCTCAAGGATGAGAAACGGAAGT 255
T4 : ACTAAGAGCACCGAGACCAACG

GAPDH 475197 : CTGGAGAAACCTGCCAAGTATG 138

T4 : GGTGGAAGAATGGGAGTTGCT

1.7.5 BREALPIBK Akt .mTOR X GLUT43E FH3EiL R
Western blotting 3% £ Il K KR 59 5 2H 21 PI3K . Akt .mTOR &
GLUTAE R/ R BRUOPEFR Bt IS 5198, A 10F5 5
HAYRTPAZIFR , BT VK F2 hRIEH 7R3 %4# ,4 °C 15000 v/min
(B A2 410 em) B0 10 min. BCATERIN - 7% W P 28 1 vk
FE i RE R 5 SDS-PAGESE (M L BEZE 4 1: L IO FR ELTR &
¥157,10% SDS-PAGESF B FIFERG , 5% EPVDF#IAS |-, ™
M BB B INA—PT . P, LTBSTIR 3G , BN INECLIR
FLE IR, FHAIWBwell TMER 45087 EE . GAPDH A NS
1.8 %t RASPSS 2608 AT 8RS, T &
OB BB bRt 227 (s ) Fo0R  TTRBERIF & IES 4010 B
Jr 2255, R FHANOVA AT Z 40 8] Hu 85 , Wi 26 18] L 48R FHLSD
%, P<0.05 S A GITEE L.
2 % B
2.1 BAXEMARREE BT, SRR R A
Vi 1 T T, 25 AR BUA BT i 2 T i3 BRI K
MR b 3 T4 B2 (P<0.05 ) 5 TEZR IR B sl 4]  FE XS IR
1o 791 2 R — R BB R B R ot 1K AR AL 2 ( P<0.05) 5
TR R B m LR A RS Ut 22 % 648

64

AR L (P>0.05) . (WLIET)

B )/ )8

E BAEA M, P<0.05; 5 = F UKL IB 3R, PP<0.05,

E1 SEAXBERELE (n=10)
22 XKRAIPRALHBE XIRHAKFINEHAZEAE
B AWM Al 0L, kR 2 HOE R R4, TR 40 i &
B I HLEE 55 5 A5 R 2 A BB 5 4 2 P B 0 O v B I
T, 2R 50 IR S A R AN R HES G B 5
RS KRS PR EA KSR T SRR &
T OBUNIER TR R O S 2 N ] DL J A R, P B v B
SRy Uk 40 )2 E0 0, B IR SR E A
SRR (WLE2)

A
X B BAL R A IR A

_— p 7

s =2 U e (RN LY
SRR PR Ol
B2 KRSEEARAS (HE,x100)

23 AWK R E KR i BRI R BRI FSH.,
EJKEAR TR AL, M 7S LH T T B4, 22 R A 4
TR P<0.05) 5 BEESIR B IR 240 K BRI FSHLLE, LH
TR SHAIA g, 22 R LG8 X (P>0.05) ; TE X IR
B p 2 SR g e ORI ZE K BRI IS FSH
E /K44 5 T AR 20 (P<0.05 ), L3 LH TR - Y% T AR 78
20 (P<0.05) ; —H U K FRUMLIE FSH \E /K P TR IR B
rhF A, M LH TR T SRS P, 2R A
G 2FE L (P<0.05) . (LEI3)

FSH /K /(1U/mLL)

= E
= E]
z = 2
s =,
= ] B,
B % 3
T =
=
DA IR, VI
K FHFSHFTHF &S
‘ﬁ”‘%& \0\;@ *
& s
fi B
S

E BRIV IEL P<0.05; 5 = F IR AR, PP<0.05
3 FHEXRMBEEEKELER

(x%s,n=10)
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24 %4 K A FBG.FINS Z HOMA -IR st 42 #5580 25 K
FBG .FINS &2 HOMA -IR¥J 15 X HRZH ( P<0.05 ) ; FEZE R BFAIL
FIEH A RFBG JFINSHOMA-TR S RIZ LU , 2RI TG
THAE SL(P>0.05) ;s EEZIR B bRl R4  EEETR B w ) i  &
— XA 4 K B FBG . FINS & HOMA —1R 34 % T 45 54 4
(P<0.05); FEZF IR B = 77 B 20 K BUFBG . FINS X HOMA-IR 5
MU EeAs, 22 R TSR R L(P>0.05) o (ILEl4)

FINS/(mIUIL)
HOMA-IR

i B LA, *P<0.055 5 = F AINE AR, P P>0.050
B4 AKX FBG.FINS & HOMA-IR tb%  (xs,n=10)

25 BAKR MR E BRI KETC. TCKFER T
X BEZH (P<0.05 ) 5 FEA IR B AIRF)  2H K B TC . TG/K T 5 A 1Y
A, Z R G R X (P>0.05) ; TEX IR B il a1
KRB R A B U K BUTC TGRS TR A 4
(P<0.05); EEX IR B AR B TC TG /K P45 Z H U4
R, 23 TG E L (P>0.05) . (WLEl5)

TC/(mmol/L)

VE HEEAN AR 2P<0.05 5 5 = F N2 HE AR, P P>0.05
5 FBHEKXBIMASKFLLEE
2.6 BAKRINEALPIBK mRNA Akt mRNA.mTOR mRNA
A GLUT4 mRNAABXT £ A F sk AIRIZK RN S 21 PI3K
mRNA Akt mRNA .mTOR mRNA & GLUT4 mRNA X} ik
LT X R ZH (P<0.05 ) 5 BEX IR B IR ) 42 4 K R BR 5E.4H 41
PI3K mRNA.Akt mRNA.mTOR mRNA X GLUT4 mRNA #H X}
Tk GHBA R, 27 AT EE X (P>0.05); KRS
PR TR B R A K U K B B S 4H 41 PI3K
mRNA Akt mRNA .mTOR mRNA & GLUT4 mRNAM X # ik
TR (P<0.05); FEE T B e 7 e 2 K RO SR 2 41
PI3K mRNA.Akt mRNA.mTOR mRNAKGLUT4 mRNAHIX#
a5 T HOBUIRA LA, 25 s A SL(P0.05) . (TLEl6 )
2.7 AR AIPELALRPI3K Akt.mTORAGLUT4% & A8t &
AT sk BRI R O L4 21 PI3K . Akt .mTOR } GLUT4
BB FH AR ek AR T X IR A1 (P<0.05) 5 BEZS R IR B 21 K
RN B 20 21 PI3K . Akt .mTOR M GLUTA R [ FH X 3R ik # 5 18
UL O, 2 R TG E L (P>0.05) ; EEX5IR B Fl f 4 |

(xs,n=10)

FEE TR B T 2 B U K LB 2 4 40 PI3K L Ake
mTOR ¢ GLUTA4 [ A X 34 5 34 5 T B 20 ( P<0.05) 5
TEZS IR B T 70 2 R LT S ZH 2 PI3K L Akt .mTOR & GLUT4
FEEMRERS O s, 2R L8R E (P
0.05).(W.IE7~8)

zZ

K58 R mTOR mRNAZEK Y
N

F S > > F B >

o o S
ST S~ PN ¢ F g & S S E
& & & s &1 &
S @t 7 SRS o
i g qu ,F%v e d
& A

A4 RAR 2P<0.055 5 = T SUIRZLFL 3R, P P>0.05
6 BRAKXRIVEAL PI3K mRNA Akt mRNA,
mTOR mRNA %% GLUT4 mRNA B3R EELLIR  (as,n=10)

CLUTY W W St S Gmma Sy g ),

MTOR Gy v A A S— 0D
A (D e S cnss GEED Sy 0:D:

PI3K —-— . " 110 kDa

GADPH Wime WP YD Sy sy S LD

Ol Kid i Rl Rod Ul
£ ¢ & & © ¢
& & &S
){,@* & e '

E7 ®EAXRINELAL PI3K,Akt.mTOR & GLUT4
EHRIE Western blotting [

s o oo -
DR A=

KBRSk Akt & 1 25K F

KR GB AL mTOR H (4 24 KT

KW RACLUTAR B ik kP

& ARV LAR 2 P<0.05; 5 = F MU LA, P P>0.05
B8 &AKXRINELALA PI3K Aki.mTOR & GLUT4 ERH
WX RIZBLE  (xss5,0=10)

3 8

BNERZA, TG ARKEE AHAEHAR, S
I Y2 R B, ) BRI S L IR N R TE R 1)
FURE AR ARFHE S RN - ZAKORTE AR
B Z YR B, T (LRI ED T It aa A,
ZLPATIANE T, W2 5 MM 2B S 2 e, " 8 VB 2 Vi Y
HeLI , BRI i , S50 BT AN REAREAS A2 ph AR R IR U 3 S5 AN A
BT, WO PEAR A H SR B L, B R A
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PRI, HRIBIE R PCOS B I HERE s = i 2R
29 1563.7% o FRIRBE A PCOS I T ZLHE A 2, 7R H 2 200
e (K ) - ZRKGRERE  “IRAT B <, L
TR, RESCRORS , 05 T G K, TR B, ZKORS Y
A, AIAT KR TE &l L = SAER
bR RE T LA 57 4 B o AR ) 28 B o VAR s PR SBHETH b
S NARAERRGN BT, R K - 2 5 8 L e R 2 A R 3001
WAL HESKRBGSTTTE ST P08 H ARUF AR AL, B 2
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