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Figure S1. Okanin and cisplatin inhibit the viability of OSCC Cells. 

 
Figure S2. Treatment of oral squamous cell carcinoma (OSCC) with okanin induces morphological 
characteristics typical of pyroptosis, such as cell swelling, membrane rupture, and the formation of 
pyroptotic bodies. 

Biochemical Markers: We evaluated the activation of pyroptosis-specific markers, in-
cluding caspase-1 and gasdermin D cleavage. Western blot analysis, and qPCR analysis 
were performed. These observations have been added to the revised manuscript in the 
Supplementary Figures S2-S4. 
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Figure S3. Treating oral squamous cell carcinoma (OSCC) with okanin induces GSDM familiesʹ gene 
expression changes. (A) GSDMB mRNA expression fold change. (B) GSDMD mRNA expression fold 
change (C) GSDMC mRNA expression fold change. (D) GSDME mRNA expression fold change in 
oral cancer cell lines. 

 
Figure S4. Treating oral squamous cell carcinoma (OSCC) with okanin induces GSDM familiesʹ gene 
expression changes. (A) CASP1 mRNA expression fold change. (B) CASP3 mRNA expression fold 
change (C) CASP11 mRNA expression fold change in oral cancer cell lines. 



Cancers 2024, 16, 3195 3 of 5 
 

 

 
Figure S5. Treating oral squamous cell carcinoma (OSCC) with okanin induces caspase1 (CASP1) 
expression changes in oral cancer cell lines. 
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Figure S6. ROS assay for okanin treatment. 
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Figure S7. Mitochondrial membrane potential assay for okanin treatment. 


