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Effect of TSA on apoptosis of K7M2 wt cells by autophagy pathway "
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[Abstract] Objective

(TSA) on the proliferation of mouse osteosarcoma K7M2 wt cells and explore its mechanism. Methods

To investigate the inhibitory effect of histone deacetylase inhibitor trichostatin A
CCK-
8 assay was used to detect the proliferation of K7M2 wt cells, the flow cytometry (FCM) was used to detect
the opoptosis of K7M2 wt cells, Western blot was used to detct the expression leaves of the proteins related
with apoptosis and autophagy. After joining autophagy inhibitors, the effect of autophagy on apoptosis was
studied. Results CCK-8 assay showed that TSA could significantly inhibit the proliferation of K7TM2 wt cells,
which was dose- and time-dependent manners; FCM indicated that TSA induced K7M2 wt cells apoptosis;
Western blot results showed that TSA up-regulated the expression of caspase-3 and Bax,down-regulated the
expression of Bcl-2. Meanwhile, TSA increased the expression of Beclin-1 and LC3-]] ; after using autophagy
inhibitors, it could induce apoptosis of K7M2 wt cells by TSA. Conclusion Autophagy is involved in the
process of TSA-induced apoptosis of K7M2 wt cells,and it protects cells during this process.
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