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Abstract: As a novel apoptotic protein,cell death inducing p53 target 1 (CDIP1) participates in the extrin-
sic pathway, the intrinsic pathway,and the pyroptosis related pathway,and plays an important role as an apop-
tosis moderator in multiple pathways. In recent years,research has found that CDIP1 has been linked to the e-
mergence and progression of a number of tumors and cardiovascular diseases by binding to apoptotic factors.
However, the molecular mechanism of CDIP1 in regulating cell apoptosis,upstream and downstream regular-
tory factors,and the mechanism of CDIP1 in various types of tumors and diseases need to be studied and ex-
plored further. This review discusses the research progress on function of CDIP1 in the apoptosis pathway,
how various apoptosis routes interact with B-cell receptor-associated protein 31 (BAP31), apoptosis-linked
gene 2 (ALG2) ,and other protein molecules,as well as CDIP1's significance in various diseases.
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Abstract ;

Vulvovaginal candidiasis is a type of symptomatic vaginal inflammation caused mainly by

Candida albicans. Nearly 40% of patients will relapse,some patients even develop recurrent vulvovaginal can-

EIS1EE . E-mail:306255115@qq. com,

M &E X http://kns. cnki. net/kems/detail/50. 1176. R. 20230824. 1627. 004, html(2023-08-25)



