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Effect and mechanism of tanshinone I in insulin resistance-HepG2 cells
Cai Shuangpeng Li Jun Huang Cheng et al
( School of Pharmacy Anhui Medical University; Institute for Liver Diseases
of Anhui Medical University; Anhui Institute of Innovative Drugs Hefei 230032)

Abstract Objective To explore effect and molecular mechanism of improved insulin resistance( IR) in HepG2
cells by tanshinone [ . Methods 1R-HepG2 was induced by high concentrations of insulin. The appropriate con—
centrations of tanshinone | were determined by MTT assay. The glucose consumption was detected by glucose as—
say kit. The expressions of protein tyrosine phosphatase 1B( PTP1B) P-AKT AKT were determined by Western
blot. Results The IR-HepG2 cells were established successfully by incubating with 10~ mol/L insulin for 24
hours. The ultimate concentrations of tanshinone [ were determined as 78 156 312 ng/ml and tanshinone [
concentration-dependently increased glucose consumption of IR-HepG2 cells. Western blot showed increased ex—
pression of PTP1B and decreased expression of P-AKT in model group compared with the normal group. Moreover
tanshinone [ concentration-dependently decreased expression of PTP1B and increased expression of P-AKT com—
pared with the model group. Conclusion Tanshinone [ improved IR in HepG2 cells. The putative mechanism is
that tanshinone [ decrease expression of PTP1B and promotes activation of P-AKT/AKT signaling pathway.
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