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Abstract Objective: To explore the mutation map of TP53 gene in prostate cancer, and the relationship be-
tween TP53 mutation and clinicopathological characteristics as well as prognosis of prostate cancer patients. Meth-
ods: The basic characteristics, next-generation sequencing (NGS) results and long-term follow-up of 97 prostate
cancer patients who were diagnosed and treated in the department of urology, Affiliated Cancer Hospital of Nan-
jing Medical University from August 2011 to February 2022 were retrospectively collected. The clinicopathological
features and survival outcomes of TP53 mutant and wild-type patients were compared. The effects of TP53 muta-
tion on overall survival and time to castration-resistant prostate cancer (CRPC) were analyzed by univariate and
multivariate Cox regression analyses. Results; In this study, the mutation rate of TP53 was 21. 65% (21/97),

5 was the most susceptible to mutation (26. 67 %, 8/30). The most common mutation type was mis-

and exon
sense mutation (46. 67 % , 14/30), and the sensitivity of tissue to detect mutations was significantly higher than
that of peripheral blood. Compared with TP53 wild-type. TP53 mutant patients had younger age at diagnosis and
higher clinical T, N and M stages. Survival analyses showed that TP53 mutant patients had shorter overall surviv-
al and time to CRPC. TP53 mutation was an independent risk factor affecting time to CRPC. Conclusion: In pros-
tate cancer, TP53 mutation was significantly associated with early age at diagnosis, poor pathological features,
and worse prognosis. In addition, TP53 mutation was an independent risk factor affecting the time to CRPC. Pro-

spective, multi-center and large sample studies are needed to verify the results of this study in the future.
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