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Abstract: GINS2 gene is a member of GINS family,which is closely related to DNA replication
and damage. It also plays an important role in multiple biological processes such as cell cycle reg-
ulation , proliferation and apoptosis ;therefore,it is closely associated with tumorigenesis. Studies
have shown that GINS2 is an oncogene,which is highly expressed in many malignant tumors and
promotes the occurrence and development of tumors. This review focuses on the research progress

on the roles of GINS2 in various cancers.
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