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[Abstract] Objective: To explore the mechanism of Qiling Wenshen Xiaonang prescription (¥ %5 B /K 4%
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/lkg), 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)
were detected by enzyme-linked immunosorbent assay (ELISA), and the insulin resistance index (HOMA-IR)
was calculated. Real-time PCR was used to detect the expression of PI3K mRNA, Akt mRNA, mTOR mRNA
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-Akt-GLUT4 signaling pathways.

[Keywords] polycystic ovary syndrome; Qiling Wenshen Xiaonang prescription; PI3K-Akt-mTOR signaling
pathway; PI3K-Akt-GLUT4 signaling pathway; rat
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AR UL B IA—PT . — 0, RTBSTUEIR 3G , S MECLIK
FILRFEIFHAIE, FHATW Bwel TMER 45347 % . GAPDH AN S
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(P<0.05) 5 FEA5R B = 71l 4 K BRFBG W FINS X HOMA-IR 5
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