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Abstract: Objective To study the effects and molecular mechanism of asiatic acid (AA) on prostate cancer PC-3 cells. Method
CCKS8 assay was used to detect the effect of AA (5, 10, 20, 40, 80, and 160 pmolL™") on PC-3 cell proliferation. Hochest assay and
Annexin V/PI assay were used to detect the effect of AA (20, 30, and 40 pmol-L™") on PC-3 cell apoptosis. JC-1 method was used to
detect the effect of AA on mitochondrial membrane potential of PC-3 cells. Western blotting was used to detect the effect of AA on
the expression level of mitochondrial apoptosis pathway and JAK2/STAT3 signaling pathway related proteins in PC-3 cells. Annexin
V/PI method, JC-1 method and Western blotting method were used to detect the effects of JAK2 agonist Coumermycin Al (C-Al)
on mitochondrial apoptosis and expression of related proteins in PC-3 cells induced by AA. Results Compared with control group,
AA significantly inhibited the proliferation of PC-3 cells in a concentration-dependent and time-dependent manner, the difference of
20—160 pumol-L™" group was significant (P < 0.01). and the IC,, value was 29.98, 23.04 and 13.81 umol-L™" after 24, 48 and 72 h.
AA significantly induced the apoptosis of PC-3 cells compared with control group (P < 0.05 and 0.01). AA also changed the MMP in

PC-3 cells. AA significantly up-regulated mitochondrial apoptosis-related Bax and cleaved Caspase 3 expression compared with
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control group (P < 0.05 and 0.01), and significantly down-regulated mitochondrial apoptosis-related Bcl-2 expression (P < 0.05 and
0.01). The phosphorylation levels of JAK2 and STAT3 in JAK2/STAT3 signaling pathway were also significantly inhibited by AA
(P <0.05 and 0.01) compared with control group. Compared with AA group, AA+C-Al significantly inhibited the apoptosis of PC-3

cells (P < 0.01), inhibited the MMP in PC-3 cells significantly, significantly down-regulated Bax and cleaved Caspase 3 expression

in PC-3 cells (P < 0.01), and significantly up-regulated Bcl-2 expression (P < 0.01), as well as significantly increased the

phosphorylation levels of JAK2 and STAT3 (P < 0.01). Conclusion AA could induce mitochondrial apoptosis in prostate cancer

cells by inhibiting JAK2/STAT3 signaling pathway, and finally play an anti-prostate cancer role.
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