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Abstract: Objective  To investigate the expression and clinical significance of centromere protein K
(CENPK) gene in prostate cancer. Methods By downloading relevant data from TCGA and GEPIA databas-
es,mRNA expression level and clinical information of 498 patients with prostate cancer were obtained,among
which 52 patients had paired cancer tissues and adjacent tissues. To analyze the mRNA expression levels of
CENPK gene in prostate cancer tissues,analyze the mRNA expression levels of CENPK gene in prostate canc-
er patients with different characteristics,and compare the overall survival time (OS) and progression-free sur-
vival (DFS) between CENPK gene high expression group and CENPK gene low expression group. The signal
pathways related to CENPK gene regulation were identified by gene enrichment analysis. Results The expres-
sion levels of CENPK gene mRNA in prostate cancer and adjacent tissues of the 498 prostate cancer samples
were 3.924 7£1. 092 9 and 3. 406 6 1. 154 5 respectively, the difference was statistically significant (z =
3.235,P=0.001). The expression levels of CENPK gene mRNA in 52 matched prostate cancer and adjacent
tissues were 8. 207 1£0. 295 2 and 3. 406 6= 1. 154 5 respectively, the difference was statistically significant
(r=28.309,P<C0.001). Receiver operation characteristic (ROC) curve analysis indicated that CENPK gene

could be used as a diagnostic index with high sensitivity and specificity for prostate cancer (sensitivity was
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60. 8% »specificity was 63. 5%, AUC was 0. 625,95% CI was 0. 785—0. 852). The high mRNA expression
rates of CENPK gene in prostate cancer patients with biochemical recurrence, PSA >4 ng/mL, Gleason
score=>7,residual tumor, T stage T3— T4 and lymph node metastasis were significantly higher than those of
prostate cancer patients with low biochemical recurrence, PSA<C4 ng/mlL, Gleason score < 7,no tumor resi-
due, T stage T1—T2b and no lymph node metastasis, with statistical significance (P <C0. 05). The OS and
DFS of the CENPK high-expression group were significantly lower than those of the CENPK low-expression
group,the differences were statistically significant (P =0. 045,0. 003). Gene enrichment analysis showed that
CENPK might affect the development of prostate cancer through pathways such as base excision repair,nucle-
otide excision repair, DNA replication, splicecosome and mismatch repair. Conclusion CENPK gene expresses

highly in prostate cancer tissue,and relates closely to clinical features and prognosis. It could be used as a good

diagnostic marker for prostate cancer.
Key words: prostate cancer; CENPK gene;
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