- 230 - o [ PP RS A 44 2014 4F 2 A4 34 455 2 1] CJITWM, February 2014, Vol. 34, No. 2

#NEFAL R T %) 22 8 B B 25 A AE R S R AR PT
Akt T8 5 IR 15 A S 6 AT 5T
FEHW X R

WE BB RTANEE % 97 £ 42442 (polycystic ovarian syndrome,PCOS) 44 X & 97
SAMRBERESHEFLTWIAE, FiE Wistar ¥R 50 R, AL AR 1B AR A 5K 4
(5.406 g/kg) . 2hH ¥ &20(10.812 g/kg) . ¥ 24 & 7 &41(21.624 g/kg) , #4110 R, M E XK =M
W R B F KT, SRR S F RIS (HOMA-IR) ; RT-PCR # AR A& | 48 & 4 &, B i B — 3B
(GSK-3B) . # &) #4452 % & 4(GLUT-4) Sk B & 2Rk -1 (IRS-1) AR B BE 3G FEAR S E T y
(PPAR-y) & ik ,Western blot x4l 7 3£ Wk B F 15 544540 T % 9% B(AKt) ki, R LHias
xR, A 20 HOMA-IR & PPAR-y mRNA kA 9 29+ 3, 97 £ GSK-3B.GLUT-4.IRS-1 mRNA
Fik B Akt.p-Akt B R XA IHAK, ZFH A LITFEL(P<0.05), SAEAmkE, PHHHTH
HOMA-IR # 2 41%,GSK- 3B .GLUT-4 .IRS-1 mRNA %k % Akt & & kL3 2 %573 ,p-Akt &G kik
RARZE, ZFHA%TFEL(P<0.05, P<0.01); ¥ 254&. P+ 4l F4L GSK-3B.GLUT-4 mRNA 2 %7
% ,PPAR-y MRNA 8] 2 &4k, £ 7 A 43t % & L (P <0.05) ; & &7 541 p-Akt B G Rk 25, £
FAGTFENL(P<0.05), &it PCOS # A R & LM &HFWHK, FHEIF RALETEREFFF,
ANBACHE T RS & PCOS K Rk By Z AL, SR B E R T HF o TEORAWAREA £,

KEE S EIPE G AVEALE T B G NEE B B Mk 5 AR

Effect of Bushen Huatan Recipe on the Akt Signal Pathway in Polycystic Ovarian Syndrome Model
Rats with Insulin Resistance: an Experimental Research HONG Yan-li and WU Fei Department
of Gynecology, First clinical College, Nanjing University of Chinese Medicine,Nanjing (210046 ), China
ABSTRACT Objective To observe the effect of Bushen Huatan Recipe (BHR) on the Akt signal
pathway in polycystic ovarian syndrome (PCOS) model rats with insulin resistance (IR). Methods Fifty
Wistar female PCOS rats were randomly and equally divided into 5 groups, i.e., the control group, the
model group, the low dose BHR group (5. 406 g/kg), the medium dose BHR group (10.812 g/kg), and
the high dose BHR group (21.624 g/kg), 10 in each group. Levels of fasting blood glucose (FBG) and in-
sulin were detected to calculate homeostasis model assessment of insulin resistance (HOMA-IR). The
expression of insulin receptor substrate 1 (IRS-1), glycogen synthetase kinase-3p (GSK-3B), glucose
transporter 4 (GLUT-4), and peroxisome proliferator activated receptor (PPAR-y) mRNA were detected
by RT-PCR. The expression of insulin signal transduction molecular kinase B ( Akt) was detected by
Western blot. Results Compared with the control group, HOMA-IR and the mRNA expression of PPAR-y
mRNA significantly increased, the mRNA expression of GSK-3p3, GLUT-4, and IRS-1, protein expression
of Akt and p-Akt significantly decreased in the model group (P <0.05). Compared with the model group,
HOMA -IR significantly decreased, the mRNA expression of GSK-33, GLUT-4, IRS-1, and Akt protein sig-
nificantly increased in the high dose BHR group (P <0.05, P <0.01). The mRNA expression of p-Akt pro-
tein increased more obviously (P <0.05, P <0.01). mRNA expression of GSK-33 and GLUT-4 signifi-
cantly increased (P <0.05), while the mRNA expression of PPAR-y significantly decreased in the low
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and middle BHR groups (P <0.05). The expression of p-Akt significantly increased in the low dose BHR

group (P <0.05). Conclusions

IR and abnormal insulin signal pathway existed in PCOS model rats. BHR

could improve IR of PCOS rats, which was correlated with regulating protein expression of insulin signal

transduction molecules.
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PPAR-y A: 5 -3 CACAGACTCGGCACTCG 264
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T340, BE 38R x s Fom, 4L IR) He 45 R F K Al
K5, 22 20 ) bR S R 7 22 0 B P <0.05
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