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(}:*)  Human colon tumor cells (colo 205)
was selected for co-treated with (experimental
group) or without (control group) dialyl sulfide
for 24 hr.  Then total RNA was extracted and
used for differential display RT-PCR to human
gene expression. The results demonstrated that
cytochrome C oxidase subunit | and Il gene
were down-regulated. This phenomena may be
lead to cell death that caused by diallyl sulfide.
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