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Effect of Gegen Qinlian Decoction ( ) on IRS2/PI3K-Akt Pathway in Islet Cells of Type 2 Diabetes
Model Rats

ZHOU Qi' ZHU Xiangdong' TONG Xiaolin® WANG Ye' Sl Xiaoli' WANG Yan'
(1. Gansu University of Chinese Medicine Lanzhou 730000; Guanganmen Hospital China Academy of Chinese Medical Sciences)
ABSTRACT Objective To explore the possible mechanism of Gegen Qinlian Decoction ( ) in protecting
islet cells of newly diagnosed type 2 diabetic rats. Methods A total of 24 male ZDF ( fa/fa) rats were given high—
fat diet to induce type 2 diabetes mellitus. After the model was successfully established the rats were randomly divided
into Gegen Qinlian Decoction group metformin group model group with 8 rats in each group. 8 male ZDF (fa/ +)
rats were used as negative control group. The model group and negative control group were given by gavage with normal
saline 10ml/kg and Gegen Qinlian Decoction group was given by gavage with Gegen Qinlian Decoction 13. 8 g/kg.
Metformin group was given by gavage with metformin 300 mg/kg. After 8 weeks of administration the expression of
IRS2 PI3K p85 Akt2 pdRS2 p-PI3K p85 and p-Aki2 in the pancreas was detected by Western blot. The expres—
sion of IRS2 PI3K p85 and Aki2 mRNA was detected by RT-qPCR. The content of FINS was determined by
ELISA. The percentage of HbAlc was determined by TINIA. Results Compared with model group the FPG level
FINS levels and HbAlc ratio was declined and IRS2 PI3K Akt protein expression  mRNA expression ( P <0. 05
or P<0.01) and pdRS2 p-PI3K p85 p-Aki2 protein expression ( P <0.01) was increased in Gegen Qinlian
Decoction group. Conclusion Gegen Qinlian Decoction may be through the enhancement of IRS2/PI3K-Akt path—
way to achieve the role of protection of pancreatic B-cells.
Keywords Gegen Qinlian Decoction ( ) ; diabetes mellitus type 2; IRS2; PI3K; Akt
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