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Abstract Objective To investigate the expression of gasdermin protein E (GSDME) in small cell lung cancer (SCLC) cells and
the mechanism of GSMDE enhanced the sensitivity of SCLC to paclitaxel. Methods RT - qPCR was used to detect the mRNA and pro-
tein expressions of GSDME in SCLC cell lines, including H69, H146, H209, H446, H1688 and H2227. The proliferation and pyroptosis
of H69 — GSDME"®" cell were analyzed by CCK —8 and WB after treated with different concentrations or times of paclitaxel. The pyroptosis
of H69 — GSDME"*" cells was detected by LDH and flow cytometry. Blocking caspase3 or p53 activation by their inhibitors, the pyroptosis
of H69 — GSDME"*" cell were analyzed by WB. Results The expressions of GSDME on SCLC cell lines were significantly lower than nor-
mal group (P <0.01). Paclitaxel significantly inhibited the growth of H69 — GSDME"*" cells ( P <0.05) and promoted GSDME to be
cleavage (P <0.05) in a dose dependent manner. The paclitaxel could induced H69 — GSDME"*" cells to pyroptosis. Both caspase3 in-
hibitors or p53 inhibitors could significantly reduced paclitaxel — induced GSDME activation( P <0.01). Conclusion GSDME was low
expressed in SCLC. GSDME, which overexpressed in cells, could effectively enhance the sensitivity of SCLC cells to paclitaxel, and the
p53 or caspase3 activation was involved in this process.
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