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Effect of CB-103 on pyroptosis in oral squamous cell carcinoma cells via the
ROS/caspase-3/GSDME signaling pathway
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Abstract Objective To explore the effect of CB-103 on pyroptosis in oral squamous cell carcinoma (OSCC) cells via the reactive
oxygen species (ROS)/caspase-3/gasdermin-E (GSDME) signaling pathway. Methods The OSCC cell line SCC-7 was treated with
varying concentrations of CB-103 (0,20,40,60,80,and 100 we/mL) . The proliferation activity of CB-103 cells was measured using cell
counting kit-8 (CCK-8) assay. The cell migration was assessed using a wound-healing assay. Morphological changes in the cells were
observed under an inverted microscope. Western blotting was performed to evaluate the protein expression of GSDME, GSDME-N ter-
minal , and cleaved caspase-3. ATP release was measured using an ATP detection kit. The levels of intracellular high-mobility group box 1
(HMGB1) and ROS were quantified by immunofluorescence. Results Compared to the control group, CB-103 inhibited the proliferation
and migration of SCC-7 cells. Additionally, CB-103 increased ROS levels and upregulated the expression of cleaved caspase-3 protein.
Furthermore , CB-103 promoted the cleavage of GSDME and increased the number of GSDME-N terminal fragments (all P < 0.05), thereby
inducing pyroptosis in SCC-7 cells. Conclusion CB-103 promotes pyroptosis in OSCC cells by activating the ROS/caspase-3/GSDME
pathway.
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Fig.1 Effects of CB-103 on the migration of SCC-7 cells x 10
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Fig.2 Effects of CB-103 on the growth and morphological changes of SCC-7 cells
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A, expression levels of GSDME, GSDME-N, and cleaved caspase-3 in SCC-7 cells following CB-103 treatment; B, results of the statistical analysis.

1,0 pe/mL CB-103;2,50 pg/mL CB-103;3, 100 pg/mL CB-103. * P < 0.05.
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Fig.3 Effects of CB-103 on the expression levels of GSDME, GSDME-N, and cleaved caspase-3 proteins in SCC-7 cells
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Fig.4 Effects of CB-103 on ATP and HMGB1 levels in SCC-7 cells
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Fig.5 Effect of CB-103 on ROS release levels in SCC-7 cells x 20
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