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GSDME influences sensitivity of breast cancer MCF-7 cells to paclitaxel by regu-
lating cell pyroptosis

SHI Ying**, REN Jingjing’, LIANG Chen’, WANG Fang’, LI Wei*, LI Xiaofu® (a. Clinical Laboratory;b. Department of Laboratory Ex-
amination, the Third Affiliated Hospital of Zhengzhou University , Zhengzhou 450052, Henan, China)

[Abstract] Objective: To investigate whether GSDME affects the sensitivity of breast cancer MCF-7 cells to paclitaxel (PTX) by regu-
lating cell pyroptosis. Methods: GSDME was knocked-down in MCF-7 cells by RNA interference technique. CCK-8 assay, flow cy-
tometry, lactate dehydrogenase (LDH) release method and Wb were respectively used to detect cell proliferation, pyroptotic rate, LDH
release, GSDME-N-terminal protein and cleaved-caspase-3 protein levels in PTX-treated MCF-7 cells before and after GSDME knock-
down. Results: Compared with the control group, the pyroptotic rate, LDH release, GSDME-N-terminal protein and cleaved-caspase-3
protein levels in the PTX-treatment group significantly increased (all P<0.01). Compared with the si-NC group, the PTX-sensitivity of
si-GSDME group decreased, and the pyroptotic rate, LDH release and GSDME-N-terminal protein all significantly decreased (all P<
0.01). Conclusion: Knock-down of GSDME in MCF-7 cells significantly inhibited cell pyroptosis and reduced drug sensitivity of MCF-
7 cells to PTX.
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A: CCK-8 assay for cell inhibition rate of proliferation after PTX treatment for 24 h; B: Representative microscopic images after 48
nmol/LPTX treatment for 24 h(arrows indicate pyroptotic cells, x200); C: Flow cytometry and LDH release results after 48 nmol/L
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