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Abstract

The structurally related 5 —diketone, such

as  Dibenzoylmethane  (DBM),  hydroxy
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-dibenzoylmethane (HDB),
-dibenzoylmethane (HMDB), were able to
COL0205

colorectal cancer cells. Thus, the effect of

hydroxymethyl

induced apoptosis in human

structurally related /3 —diketone on cell viability,
DNA fragmentation and Caspase activity was
assessed. Treatment these compounds caused
Caspase 3 activity increase by dose-dependent
and stimulated proteolytic cleavage of poly
(ADP-ribose) polymerase (PARP). The potency
of these compounds on these features of
apoptosis were in the order of : HDB>HMDB
>DBM in COLO205 cell.

indicate the HDB induced COLO205 cancer cell
apoptosis through mitochondria pathway The

Overall, our results

induction of apoptosis by dibenzoylmethane
analogs may provide a pivotal mechanism for its

cancer chemopreventive action.
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