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ABSTRACT: The cell cycle checkpoint kinase 2 (CHK2) is a serine / threonine kinase encoded by the tumor suppressor gene
CHK2, which is widely found in mammals. It can be involved in DNA repair response after DNA double strand breaks and act as an
important signal transduction protein to block cell cycle progression, promoting DNA repair or inducing apoptosis. At present, CHK2 is
found in a variety of malignant tumors such as lung cancer, breast cancer, colorectal cancer and so on. The researchers found that CHK2
is a good target for enhancing the therapeutic effect of DNA damage treatment in cancer. CHK2 gene as an important research target for
tumor therapy, for the treatment of cancer provides a new direction. This article summarizes the current research progress of CHK2 in
tumor.
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