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Abstract: Objective
Methods

To investigate the mechanism of matrine in regulating autophagy of hepatocellular carcinoma cell line HepG2.
HepG2 cells were cultured in wvitro, 48 h after exposure to matrine, the cells were collected and divided into high, middle
and low dose matrine group and the control group(the matrine concentration was 2.0, 1.0, 0.5, 0 g/L), the monodansylcadaverine
(MDC) staining was used to observe matrine —induced HepG2 autophagy. Reverse transcription — polymerase chain reaction(RT - PCR)
was used to detect the mRNA expression of Akt, mMTOR and LC3B. Western Blot was used to detect the protein levels of Akt, p — Akt,
mTOR and LC3B. Results Compared with the control group, the fluorescence intensity of HepG2 cells was significantly increased, the
expression levels of mTOR mRNA and protein and p — Akt protein were significantly decreased, the expression levels of LC3B mRNA
and protein were significantly increased in the high, middle and low dose groups, but the expression levels of Akt mRNA and protein
were not significantly changed in the high, middle and low dose groups( P > 0.05). Conclusion Matrine can promote autophagy of
hepatocellular carcinoma cell line HepG2 by inhibiting PI3K/Akt/mTOR pathway.
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