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[ Abstract ] Objective: To observe the effect of serum containing Jiangzhi Pinggan decoction on insulin
resistance (IR) in HepG2 cell line. Method: The model of IR in HepG2 cell line was established, and the serum
of normal rats and rosiglitazone was colledted as the control, then the changes of IR related indexes in HepG2 cell
line induced by Jiangzhi Pinggan decoction containing serum were detected with method of cell culture, PAS and
glucose uptake analysis. Result; The model of IR in HepG2 cell line was established successfully, and compared
with the model of IR, in Jiangzhi Pinggan decoction containing serum group and rosiglitazone group, the glucose
uptake, glycogen content and glycogen granules in cells were elevated significantly both in the basic state and in
insulin stimulate state, the differences were statistically significant (P <0.05). Conclusion: IR in HepG2 cell
line could be alleviated with Jiangzhi Pinggan decoction containing serum.
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