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A driver mutation is causally implicated in oncogenesis. It has conferred
growth advantage on the cancer cell and has been positively selected in
the microenvironment of the tissue in which the cancer arises. A driver
mutation need not be required for maintenance of the final cancer
(although it often is) but it must have been selected at

some point along the lineage of cancer development.

A passenger mutation has not been selected, has not conferred clonal
growth advantage and has therefore not contributed to cancer
development. Passenger mutations are found within cancer genomes
because somatic mutations without functional consequences often occur
during cell division.

(Stratton MR et al)
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POHUVEIZ 2 $E: Gate keeper gene & Care taker gene

ENAIRIDEVRR (BDAZRERR) DIREERF (Cancer susceptibility
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Caretaker: 7/ AR EHIZHEE T 5ELEF. TOEEIZEH> T Y/ LFREM
NEL. EEFLEEOEBENIMESNS, E45]|:BRCA1, MLH1
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Somatic mutation/germline variation[ZDU\T
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Somatic mutation frequency (/Mb)
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