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The role of autophagy in human hepatocarcinoma cell

line HepG2 induced by melatonin
Fan Wenjie Jia Zhenya Cao Jing et al
(Dept of Medical Oncology The First Affiliated Hospital of Anhui Medical University Hefei 230022)
Abstract Objective
duced by melatonin (MT) and to explore the role of autophagy in MT-induced cell death. Methods
noma cancer cell line HepG2 was treated with different concentrations of MT(10™" 107> 10> mol/L). The ex—

To investigate the change in function of autophagy in hepatocarcinoma cell line HepG2 in—

Hepatocarci—

pression of autophagy-related protein LC3 (LC3-] /LC3-II ) during MT-induced cell death was analysed by Western
blot assay autophgosomes and autolysosomes in HepG2 cells were detected by Monodansylcadaverin( MDC) staining
under laser scanning confocal microscope (LLSCM). The viability of HepG2 cells was examined by MTT assay after
treated either with different concentrations of MT alone or in combination with the autophagy inhibitor 3-methylade—
nine (3-MA) or chloroquine (CQ). The expression of LC3 in MT-reated HepG2 cells was analysed by Western blot
assay before and after 3-MA or C() treatment. Results Western blot assay demonstrated that MT could dose-de—
pendently increased LC3-I expression and the formation of autophagosomes in HepG2 cells after MT treatment
could be observed under LSCM. Compared with the control group MT treatment significantly inhibited cell growth
which was further enhanced by combined use of autolysosome inhibitor 3-MA or CQ the ratio of LC3-II /B-actin
was decreased markedly after 3-MA treatment while after CQ treatment the ratio of LC3-II /B-actin was increased
markedly. Conclusion MT can enhance the function of autophagy in HepG2 cells and induce an increased forma-
tion of autophagosomes. The autolysosome inhibitor 3-MA or CQ can significantly enhance the effect of MT-induced
proliferative inhibition in HepG2 cells by blocking MT-induced autophagy pathway indicating autophagy is likely to
be a mechanism for HepG2 cells to avoid MT-induced cell death.
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