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Abstract: CDGSH iron—sulfur domain 2(CISD2) is a conserved protein localized to the endoplasmic reticulum (ER), mitochondrial
outer membrane (MOM), and mitochondria—associated membrane (MAM), and plays a key role in regulating cytoplasmic Ca2+
homeostasis, iron metabolism, ER integrity, and mitochondrial function. Recently, it has been reported that the abnormal expression
of CISD2 is closely related to the proliferation, differentiation, metastasis and invasion of various cancer cells, however the regulatory
mechanism of tumorigenesis remains unclear. Therefore, the expression and biological function of CISD2 may be a potential target
for the treatment of tumor—related diseases. In this paper, the mechanisms of CISD2 in various tumor diseases in recent years were
collected from Pubmed to provide theoretical evidence for related studies.
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