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ABSTRACT Objective To observe the effect of heat-clearing gi-replenishing herb Coptis and Gin-
seng on the expression of adiponectin and its receptors in rats with spontaneous type 2 diabetes. Meth-
ods The spontaneous T2DM rat model was established with the GK rats induced by high calorie high fat
diet. The rats were randomly divided into two groups: the model group and the Coptis Ginseng group (10
in each group) ; Meanwhile 10 male Wistar rats were recruited as a normal control group. Coptis Ginseng
aqueous solution (1.9 g crude drug per milliliter) was administered to the rats in the Coptis Ginseng
group [3.8 g/(kg - d)]. Rats in the normal control group and the model group were fed with the same a-
mount of distilled water for 4 weeks . OGTT was performed before and after treatment. After treatment,
The islet fibrosis was observed by pancrentic masson staining. The level of ADPN and the expression of
ADPNR were also detected. Results Compared with the normal control group, FPG and 2h PG were in-
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creased in the model group (P <0.01) before treatment. After treatment, the body weight, FPG and 2h
PG in the model group were higher than those in the normal control group (P <0.01), while the body
weight and 2h PG of the Coptis Ginseng group were lower than the model group (P <0.05). Compared
with the normal control group, the expression level of ADPNR1 in the islets was decreased and the con-
tent of fibrous connective tissue in the islets was increased (P <0.01) in the model group. Compared with
the model group, the expression level of ADPNR1 in the islet and the content of fibrous connective tissue
was decreased (P <0.05) in the Coptis Ginseng group. There was no significant difference in the level of
ADPN and the expression of ADPNR2 among the three groups (P > 0.05). Conclusion
and qi-replenishing herb Coptis and Ginseng may alleviate the islet fibrosis and promote islet repairment

Heat-clearing

through uprising the expression of ADPNR1 and increasing the bioavailability of ADPN .
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8 'h J5, Wk, I = sh PkIm, # % 2 h j5 4 °C,
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FE B A1, A S H P AAGIE 5 8 A7 7E , AT R BN AR
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