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Abstract  Objective: To investigate whether chloroquine can inhibit the proliferation of prostate cancer cell
line PC3 in high glucose condition via autophagy and reactive oxygen species (ROS) pathways. Methods: PC3 cells
were divided into four groups: normal glucose group, high glucose group, normal glucose-+chloroquine group and
high glucose+chloroquine group. CCK-8 assay was applied to assess the effect of proliferation. The protein ex-
pression of LC3 related to autophagy was detected with Western blot. ROS levels were detected using DCFH-DA
staining in PC3 cells. JC-1 staining was performed to investigate the depolarization of mitochondrial membrane in
PC3 cells. Results: CCK-8 assay showed that the proliferation of PC3 cells were significantly inhibited by chloro-
quine in high glucose condition. Western blot assay indicated that the LC3- 1l / | expression of PC3 cells were ele-
vated by chloroquine in high glucose condition, which illustrated that chloroquine inhibited the autophagy of PC3
cells. DCFH-DA staining assay showed that the ROS levels in PC3 cells were up-regulated by chloroquine in high
glucose condition. Furthermore, results of JC-1 assay demonstrated that chloroquine induced the depolarization of
mitochondrial membrane of PC3 cells in high glucose condition. Conclusion: Chloroquine can inhibit the prolifera-
tion of prostate cancer cell line PC3 in high glucose condition via autophagy and ROS pathways.
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