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[Abstract] DNA damage-inducible transcript 4 (DDIT4) is a gene activated under stress conditions, par-
ticipating in cell growth,apoptosis. metabolism,and oxidative stress. In recent years, significant progress has
been made in the research on the mechanism of DDIT4 in tumorigenesis and development. It has been con-
firmed that it is involved in regulating processes such as apoptosis, proliferation, migration and invasion of
tumor cells,and is also involved in multiple key biological processes such as tumor microenvironment remode-
ling,autophagy regulation and drug resistance formation. Targeting DDIT4 may potentially become an effec-
tive therapeutic option for inhibiting the tumorigenesis and tumour progression. Targeting DDIT4 is expected to be
an effective therapeutic option to inhibit the tumorigenesis and progression. This article reviews the research progress
on the role and regulatory mechanisms of DDIT4 in cancer.
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