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Table 3: Novel Driver Genes in early cSCC formation. (SES=sun exposed
skin, NSES=non-sun exposed skin, NS=normal skin, AK=actinic keratosis,
KIN=keratinocyte intraepithelial neoplasia, cSCC=cutaneous squamous cell
carcinoma, cSCCIS=cSCC in situ, IC=immunocompentent,
IS=immunosuppressed). *refers to a non-deregulation description




