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The interplay of
caspase-8 and pd3
IN Mmalignant
melanoma

ABSTRACT

Mutations in p53 is a hallmark of tumor development
leading to loss-of-function or gain-of-function.
Consequently, cancer cells resist p53-dependent cell
cycle checkpoints and intrinsic apoptosis. Intriguingly,
the residual 50% of tumors can still progress with
wildtype (wt)p53 indicating that these tumor cells
have adapted alternative mechanisms suppressing
wtp53 functions.
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wtp53. Integration of these different molecular
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