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Abstract: Objective: Based on the gene data set of TCGA, this study analyzed the relevant data of prostate cancer and
gene spop, in order to lay a foundation for gene therapy and final determination of molecular markers of prostate cancer.
Methods: the data of normal tissues and prostate cancer tissues were obtained from TCGA public omics database. SPSS 23.0
software was used for data processing, t-test y° test and nonparametric test were used to analyze and compare the detection
indexes, and the difference was statistically significant (P < 0.05). Results: 1. The expression of spop in prostate cancer was
based on different indicators, including different sample types, age, race, Gleason score, lymph node metastasis and TP53
metastasis. The expression results were different: the expression of spop in normal tissues was significantly higher than that
in primary tumors (P = 1.05e-06 < 0.01); The expression of spop in normal group vs Caucasian group and normal group vs
African American group, P = 5.437¢-04 < 0.01 and P = 5.382¢-03 < 0.01, respectively, the difference was very significant and

statistically significant (P < 0.01); The expression of spop was significantly different between the normal group and the groups
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with Gleason score equal to 6, 7, 8 and 9 (P < 0.01); The comparison of spop expression between normal group, non regional

lymph node metastasis group and regional lymph node metastasis group was 1.390e-06 and 4.244¢-07, respectively, with

significant difference (P < 0.01); The P values of spop expression between normal group, TP53 mutation group and TP53 non

mutation group were 3.620e-06 and 9.703e-07, respectively, with significant difference (P < 0.01). 2. Compared with log rank

test, the expression level of spop in patients based on Gleason score is an adverse factor of prognosis, and the difference is

very significant (P < 0.01). Conclusion: 1. Spop exists as a tumor suppressor gene in prostate cancer. This gene mutation will

promote the occurrence and development of prostate cancer. 2. The morbidity and mortality of patients with prostate cancer

are closely related to their region and race. 3. Clinical diagnosis should pay attention to spop mutation detection.
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Expression of SPOP in PRAD based on Sample types
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Expression of SPOP in PRAD based on TP53 muation status
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Effect of SPOP expression level an PRAD patient survival
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