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Abstract: As one of the common malignant tumors, prostate cancer has become an increasingly serious
men's health problem worldwidely and a leading cause of cancer-related deaths in recent years. Prostate-specif-
ic antigen testing and magnetic resonance imaging for prostate cancer are now widely available in clinical prac-
tice,and the use of the second-generation prostate cancer-related genetic screening tests is gradually increas-
ing. Prostate cancer-related oncogenes are complex and diverse,and this article explores the effects of mutation
or deletion of breast cancer susceptibility genes 1/2 (BRCA1/2) ,androgen receptor (AR),MYC genes,phos-
phatase and tensin homologous genes (PTEN), P53 tumor protein (TP53) genes,and WNT pathway genes
through signaling pathways and regulation of expression levels of related proteins on prostate cancer,as well
as the important role in diagnosis,targeted therapy,drug resistance and prognosis in prostate cancer.
drug resistance; prognostic treatment
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155 38 BBl 2 o T 2% 6 B ot 24 w40 R E AR
T2 3 % , 56 20 DNA I 43 #7 .7n CTNNBI 7 7£
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WANG 259 BF 58 & B, WNT 155 18 8% b i 355 X (fg
F& CTNNBD 7E JF % 4 B b s e 5 3 e A i 24 B8 3
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