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Abstract Objective To investigate the expression and clinical significance of calpain small subunit 1 ( CAPN4) in colorectal
cancer( CRC). Methods The expression of CAPN4 was detected by immunohistochemistry in 10 cases of CRC tissues and the adjacent
non — tumor tissues and 74 samples CRC tissues. Clinicopathological data was analyzed to reveal the correlation between CAPN4 expres-
sion and clinicopathological characteristics and prognosis of CRC patients. Results Immunohistochemistry analysis showed that CAPN4
expression in CRC tissues was higher than that in adjacent non — tumor tissues. CAPN4 expression was significantly correlated with Dukes’
stages (P =0.000), TNM stages (P =0.000) , histopathological grading (P =0.021) and prognosis (P =0.04), whereas CAPN4 ex-

pression was not correlated with patient age and gender. Kaplan — Meier analysis demonstrated that high CAPN4 expression was correlated

with a short survival time. Colocusion The increased expression of CAPN4 was significantly correlated with Dukes’ stages, TNM stages,

histopathological grading and prognosis in CRC, indicating that it may play a role in the oncogenesis and development of CRC.
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