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Abstract

AIM: To investigate epigenetic changes of the
chromodomain helicase DNA-binding protein 5
(CHD?5) gene during esophageal carcinogenesis,
and to explore the possibility of using CHD5
promoter methylation as a marker for human
esophageal cancer.

METHODS: Methylation-specific polymerase
chain reaction (MSP) was used to detect the
methylation status of CHD5 in 72 cases of
esophageal cancer and matched tumor-adjacent
tissue, 9 cases of normal esophageal mucosa,
and 4 esophageal cancer cell lines. Reverse tran-
scription-polymerase chain reaction (RT-PCR)
was performed to detect the expression of CHD5
in esophageal cancer cell lines mentioned above.

RESULTS: CHD5 methylation was detected in
69% (50/72) of cases of esophageal cancer and
32% (23/72) of cases of matched tumor-adjacent
tissue (X2 = 20.254, P < 0.05), but not detected in
9 cases of normal esophageal mucosa. Loss of
CHD?5 expression was found in 2 esophageal
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cancer cell lines which showed CHD5 promoter
methylation, and after treatment with 5-aza-
deoxycytidine for 96 h, CHD5 was re-expressed.

CONCLUSION: CHDS? is frequently methylated
in esophageal cancer. Epigenetic change may be
an important mechanism for regulation of CHD5
expression, and CHD5 promoter methylation may
be used as a marker for human esophageal cancer.
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