CIC: overview in cancer

Proliferation and/or differentiation | Cancer mutations within CIC
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This figure denotes a receptor tyrosine kinase pathway, in which binding of an external
stimulus leads to activation of RAS, RAF, MEK1, MEK2, and ERK. ERK is able to
phosphorylate the capicua protein within the nucleus, causing a release of the ETV1/4/5
DNA promotors by capicua. In cancer, mutations occur within capicua that interfere with
DNA binding, leading to activation of ETV1/4/5 promoters without external stimulus
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