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Expression and Pathological Significance of Nek8 in Colorectal Carcinoma Tissues
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[ Abstract] Objective: To investigate the expression and significance of Nek8 in colorectal carcinoma
tissues. Methods: Adopting IHC SP method tested and paired 40 cases of colorectal carcinoma tissues
and healthy colorectal mucosa tissues, 18 cases colorectal chronic inflammation, 18 cases of colorectal
tubular adenoma, and Nek8 protein expression level of 50 cases of colorectal tubular adenocarcinoma
(Level IT) ; adopting Spearman to analyze expression level of Nek8 and correlation among colorectal
carcinoma tissues, healthy colorectal mucosa tissues and chronic inflammation tissues. Results: Posi-
tive expression rates of Nek8 protein in colorectal carcinoma(62.5% ) was higher than those in healthy
colorectal mucosa(15.0% ,P <0.05)in 40 paired samples; positive expression rates of Nek8 protein
increased in colorectal tubular adenoma and colorectal tubular adenocarcinoma(83.3% ,84.0% ) were
obviously higher than those of colorectal mucosal chronic inflammatory (22.2% , P <0.05). There
was positive correlation among Nek8 expression in chronic inflammation, colorectal tubular adenoma
and colorectal tubular adenocarcinoma(r, =0.442 P <0.001) ; there was no correlation between Nek8
protein expression level in colorectal carcinoma tissue and sex, age, depth of invasion, tumor staging,
five year survival rate, metastasis of the patient (P >0.05). Conclusion; The expression of Nek8 is
up — regulated in colorectal carcinoma tissues, which may be involved in tumorigenesis and develop-
ment of colorectal carcinoma.
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Expression of Nek8 protein in three colorectal tissues
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