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Abstract

PDZ-binding-kinase/T-LAK cell-originated
protein kinase (PBK/TOPK) is a recently
identified 322-amino acid serine/threonine kinase
involved in cell cycle and proliferative regulation
of malignant cells. PBK/TOPK promotes tumor
cell proliferation through p38 MAPK activity
and regulation of the DNA damage repair
response. New studies indicate that PBK/TOPK
have a important potential to induce malignant
transformation, suggesting a potential target for
chemotherapeutic treatment of cancer.
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