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Abstract: Objective To Investigate the relationship between methylation of BCL6B gene promoter region and colon can-
cer. Methods The cancer tissues and paracancerous tissues from 53 patients with colon cancer diagnosed by pathological
examination between January 2013 and January 2015 in Wuhan General Hospital of Guangzhou Military Region, the colon
cancer cell line from the hospital laboratory, the peripheral blood lymphocytes and the normal colon mucosa tissues from
healthy subjects were selected. The methylation statuse of BCLOB in colon cancer tissues, paracancerous tissues and normal
colon mucosa tissues were compared. BCLOB expressions and immune staining scores were compared between colon cancer
tissues and paracancerous tissues. The impact of the pathological parameters on BCL6B methylation of colon cancer tissues
was analyzed. Results BCL6B gene promoter region methylation occurred in colon cancer tissues of 41 cases out of 53 ca-
ses,so the methylation rate was 77. 36% . In colon cancer cell line, RKO and HT29 were complete methylation, and
SW480,SW620,HCT116,DLD1,LOVO were hemimethylation. No BCL6B methylation was found in normal colon tissues.
BCL6B presented low expression or loss of expression in the colon cancer tissues of 45 cases(84.91% ) ,and BCLOB pres-
ented low expression or loss of expression in paracancerous tissues of 9 cases(16.98% ) ,and there was significant differ-
ence in BCLOB expression between the two tissues (P <0.05). The immune staining score in colon cancer tissues was sig-
nificantly lower than that in paracancerous tissues (4.35 £2.15 vs 6. 28 £3.46,P <0.05). The BCL6B methylation rates
in patients with lymph node metastasis , high TNM staging and low differentiation degree were significantly higher than those
in patients without lymph node metastasis, with low TNM staging and high differentiation degree(all P <0.05). Conclusion

The methylation level of BCLOB gene promoter region in colon carcinoma tissues is higher than those in paracancerous

tissues and normal colon mucosa tissues,,and BCL6B methylation is correlated with lymph node metastasis, TNM staging and
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differentiation degree.

Key words: Colon cancer; BCL6B gene methylation; Paracancerous tissues; Colon cancer cell line; Lymph node me-

tastasis; TNM staging; Differentiation degree
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