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Figure S1 The waterfall plot shows the SNV levels of TLR-related genes in different human 
cancers, with different colors indicating different mutation characteristics.
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Figure S2 Correlation between model gene IFNAR2 with clinical features. Box plots show the relationship between IFNAR2 gene and clark (A), cancer tissue expression (B), stage (C), metastasis (D), and immune checkpoint blocker 
efficacy (E-H) in SKCM patients, the p values are shown above.
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Figure S3 Correlation between model genes LBP and MAPK10 with clinical features. Box plots show the relationship between LBP gene and cancer tissue expression (A), stage (B), metastasis 
(C)in SKCM patients; the relationship between MAPK10 gene and clark (D), stage (E), cancer tissue expression (F)and immune checkpoint blocker efficacy (G,H)in SKCM patients, the p values 
are shown above.
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Figure S4 Correlation between model genes RAC1 and TLR2 with clinical features. Box plots show the relationship between RAC1 gene and clark (A), cancer tissue expression (B), stage (C), 
immune checkpoint blocker efficacy (D)in SKCM patients; the relationship between TLR2 gene and clark (E), cancer tissue expression (F), stage (G), metastasis (H), and immune checkpoint blocker 
efficacy (I-L) in SKCM patients, the p values are shown above. 


