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Caspase-2 as a tumor suppressor
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Sharad Kumar MSc, PhD

Head, Molecular Regulation Laboratory, NHMRC Senior Principal Research Fellow Co-director,

Centre for Cancer Biology, Adelaide, Australia

The seminar will cover recent investigations from my laboratory that implicate
caspase-2, the most evolutionarily conserved member of the caspase family, in
tumor suppression. We discovered that deficiency of caspase-2 enhances tumor
development in various mouse models. We further found that high
chromosomal instability (CIN) and aneuploidy are characteristics of
caspase-2-deficient cells and tumors and proposed that these could be linked
to its tumor suppressor function. | will discuss the possible models of caspase-2
function in restraining the survival and proliferative capacity of cells
experiencing mitotic errors (also referred to as mitotic catastrophe) in order to

limit aneuploidy and tumorigenesis.
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