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FEREAE L GSEA #RFE4 T CLCAL ANJR 2R SL A & 450 HT. 438t CLCAT mRNA 7E CRC 4141 535541
ZUR 2 R RIR IS IR AR ERHE R St . SR e Uk~ e B 35438 CLCAL 7 CRC ZURIE
HHATZER, FR  CRC YL CLCAL FikBym 544 BRI, CRC 42U Gy gl Uk 4 e (@i 4y
TR Z] (2.46 £1.09) 4% vs (5.65 £0.49) 43t =6.458,P =0.000] , J#354141 1) CLCAl mRNA ik
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[ Abstract] Objective To explore the expression of calcium-activated chloride channel regulator 1 ( CLCAI)
in colorectal cancer( CRC) and its relationship with clinicopathological characteristics and prognosis, and to analyze its
gene set enrichment. Methods The data of CLCA1 messenger RNA(mRNA) expression were downloaded from the Cancer
Genome Atlas(TCGA) database, and the gene set enrichment analysis of different phenotypes of CLCA1 was performed
by using GSEA software. The differential expression of CLCA1 mRNA between the CRC tissues and the adjacent tis-
sues was analyzed, and its correlation with clinicopathological characteristics was analyzed. The difference of CLCA1
between the CRC tissues and the adjacent tissues was analyzed by immunohistochemistry. Results = The expression of
CLCA1 in the CRC tissues was significantly lower than that in the adjacent tissues. The immunohistochemical staining
scores of the CRC tissues were significantly lower than those of the adjacent tissues[ (2. 46 £ 1.09)scores vs (5. 65 +
0.49)scores; t =6.458, P=0.000]. The level of CLCA1 mRNA expression in the adjacent tissues was significantly
higher than that in the CRC tissues in clinical stage I -1l and clinical stage -1V (P <0.05), and the level of CLCA1
mRNA expression in the CRC tissues in clinical stage [ -1 was significantly higher than that in the CRC tissues in
clinical stage -1V (P <0.05). The proportion of the patients in the CLCA1 high expression group with clinical stage
I-1I, N, stage(N staging) and M, stage( M staging) was significantly greater than that in the CLCAI low expression
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group( P <0.05). The survival prognosis of the CLCA1 high expression group was significantly better than that of the

CLCAI low expression group(y’ =8.200, P =0.004). The results of gene set enrichment analysis showed that 19

gene sets were significantly enriched in the CLCA1 high expression phenotypes, and that no gene sets were found to

be significantly enriched in the CLCA1 low expression phenotypes. Conclusion

CLCALI is down-regulated in the

CRC tissues and is related to the patients’ clinicopathological characteristics and prognoses. It has the potential as a

marker for the diagnosis, treatment and outcome prediction of CRC.
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