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The tumor suppressor p53 plays an_important role for anti-tumor activity and
has been referred to as the “ guardian of the genome” . Therefore, the compounds that reactivate

the p53 mutant can be the drug leads for cancer therapy. To search for the drug candidates from
natural resources, we applied the methods reported by Aggarwal. However, we could not repeat the
same results using phenethyl isothiocyanate or PRIMA-1.
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