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Abstract

AIM: To investigate the clinicopathological sig-
nificance of expression of histone deacetylase 1
(HDAC1) and HDAC2 in colorectal adenoma
and carcinoma.

METHODS: The expression of HDACI and
HDAC2 in normal colorectal tissue, colorectal
adenoma and carcinoma was determined by
immunohistochemistry. Immunoreactivity was
evaluated semiquantitatively using a staining in-
dex (SI). The correlation of the expression of the
two epigenetic biomarkers with various clinical-

www. wjgnet.com

pathological parameters in colorectal adenoma
and carcinoma, such as age, tumor size and
stage, was analyzed, and survival curves were
calculated by the Kaplan-Meier method and the
Log-rank test.

RESULTS: The expression of HDAC1 and
HDAC?2 was significantly lower in normal colorec-
tal tissue than in colorectal adenoma and carci-
noma (14.3 £ 9.3 vs 22.4 £ 124 and 22.8 £ 85; 5.6
£33 vs123 £4.2 and 16.2 + 9.7, all P < 0.05). The
expression of HDAC?2 increased in the following
order: normal colorectal tissue, colorectal adenoma
and carcinoma. The expression of HDAC1 was
significantly higher in tumors =5 cm than in those
<5cm (25.1+8.2vs20.4+8.5, P <0.05).

CONCLUSION: Up-regulation of HDAC1 and
HDACQC?2 expression plays a significant role in the
development and progression of colorectal carci-
noma.

Key Words: Colorectal carcinoma; Histone deacety-
lase; Histone deacetylase 1; Histone deacetylase 2;
Immunohistochemistry
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