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[ Abstract] Objective:To explore the inhibitory effect of a-MMC on the proliferation of Oral Squamous Cell Carcinoma HSC-3
cells and explain its molecular mechanism of regulating apoptosis by activating cell signaling pathways. Methods: CCK-8 method was
used to explore the inhibitory effect of a-MMC on the proliferation of HSC-3 cells. PI, Annexin V-FITC/PI,JC-1 fluorescence dye and
flow cytometry were used to detect the effects of a-MMC on the cell cycle proportion, mitochondrial membrane potential and apoptosis of
HSC-3 cells. Western blot was used to detect the expression of apoptosis-related and signal pathway-related proteins in HSC-3 cells trea-
ted with a-MMC. Results;: CCK-8 analysis showed that «-MMC inhibited the proliferation of HSC-3 cells in a concentration-dependent
and time-dependent manner, and its IC50 values at 24 h and 48 h were 50.38 pg/mL and 20. 17 pwg/mL,respectively. The results from
flow cytometry showed that a-MMC increased the proportion of G2/M, decreased the mitochondrial membrane potential , and induced ap-
optosis in HSC-3 cells. Western blot showed that a-MMC could down-regulate the expression of Mcl-1, up-regulate the expression of
Bim, p-MKK4, p-JNK and p-c-Jun. Conclusion; a-MMC can inhibit the proliferation of Oral Squamous Cell Carcinoma HSC-3 cells, and
the possible mechanism is that «-MMC activates JNK signaling pathway to induce apoptosis of HSC-3 cells by mitochondrial pathway
and G2/M arrest.
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