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Clinical significance and prognostic value of CLDN23 gene in colon cancer

ZHANG Zheng, ZHENG Dong, YIN Jingping, ZHU Qiongfang, FENG Bing, LIANG Yuting, HUANG Huifang , QIU Jun ( Clinical La-
boratory Center, the First Affiliated Hospital of Soochow University, Suzhou 215006, Jiangsu, China)

Abstract: Objective To investigate the expression level of CLDN23 gene in colon cancer and analyze its clinical significance and
prognostic value. Methods The transcript sequencing data and the corresponding clinicopathological data of the patients with colon
cancer were downloaded from the cancer genome atlas (TCGA) database, and the expression status of CLDN23 gene in colon cancer
was extracted and analyzed by the R 3.6.0 software. Based on the median value of CLDN23 expression, the patients with colon cancer
were divided into high and low expression groups. The correlation between the expression level of CLDN23 gene and clinicopathological
parameters was analyzed by the Chi-square test, and the difference in overall survival between CLDN23 high and low expression groups
by the Log rank test. The prognostic value of CLDN23 in colon cancer was evaluated by the univariate and multivariate Cox regression a-
nalysis. Results Compared with normal tissues, the expression level of CLDN23 gene in colon cancer tissues was significantly down-
regulated (P<0.001). Log rank test results indicated that the overall survival rate of the patients with low expression of CLDN23 was
lower than that with high expression of CLDN23 (P=0.018). Multivariate Cox regression analysis showed that CLDN23 gene could be
used as an independent prognostic factor of colon cancer patients (HR=1.47, 95%CI.1.09-1.96,P=0.01). Conclusion The expres-
sion of CLDN23 gene is down-regulated in colon cancer tissues, which may be associated with the malignant progression of colon canc-
er, and can be used as a prognostic factor and potential molecular marker of colon cancer.
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