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Over the pass decade, advances in understanding carcinogenesis have made possible the
identification of the candidates of chemopreventive agents that are being developed to hit the key
molecular targets. Plant anthocyanins are important part of diet because of their effects on

modulating carcinogenesis and cardiovascular disease. Mulberry fruit has abundant anthocyanins
(MAC), and our laboratory has been quantified and calculated that Mulberry fruit contains 85-95%
anthocyanin by HPLC experiment. Next, we used MTT assay, flow cytometery, DAPI assay and
Western blot to analyze the antitumor effect of MACs. Mulberry anthocyanins (MACs) were
isolated from the dried fruit of Mulberry to find the effect of MACs caused cancer cell apoptosis.
And then the study revealed that AGS cells underwent DNA fragmentation, flow cytometric
analysis and morphological changes characteristic of apoptosis after treatment with MACs. We
further used SB203580 (p38 inhibitor), PD98059 (MEK inhibitor), and wortmannin
(phosphatidylinositol 3-kinase; PI-3K inhibitor) to evaluate their effect on the MAC-induced AGS
death. The data showed that only SB203580 had strong potential in inhibiting AGS cell apoptosis
and aso revealed increased phosphorylation in p38 and c-Jun, cytochrome c release, and
expression of tBid, Fas and FasL in the MAC-treated AGS cells. Therefore, we suggested that
MAC mediated AGS apoptosis via the p38-FasL and Bid pathway.



The results of these studies may be used to (1) develop a new chemopreventive agent. ; (2)
demonstrate the mechanisms of action of MAC in anticarcinogenesis.
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