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Study the molecular mechanisms of (-)-vitisin B on the induction of
apoptosis in human leukemia cells
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Vitis thunbergii var. taiwaniana (VTT) is a Taiwan original wild grape, and has been
used as a folk medicine in Taiwan. VTT is rich in polyphenols, especially quercetin
and resveratrol’s derivatives, which have been demonstrated that exhibited an
inhibitory activity on the carcinogenesis and prevented some of neurodegenerative
diseases.

(-)-vitisin B is a resveratrol’s derivative and extracted from VTT. In this study, we
have investigated the mechanisms of (-)-vitisin B on the induction of apoptosis in
human HL-60 promyelocytic leukemia cells. First, we found that (-)-vitisin B
significantly inhibited cell proliferation and induced cell apoptosis. This effect
appears to occur in a time- and dose-dependent manner. Cell cycle distribution was
also examined and found that

(-)-vitisin B significantly induced SubG1 population in a dose-dependent manner. In



addition, (-)-vitisin B markedly increased the cell cycle population in S and G2/M
phases at 6.25?0%[’. These results indicated that (-)-vitisin B might alter cell cycle
distribution in HL-60 cells. When analyzing the expression of cell apoptosis-related
proteins, we found that (-)-vitisin B dose-dependently induced PARP cleavage,
activated caspase-3, -8, and -9, and increased proapoptotic bax protein expression.
Moreover,

(-)-vitisin B treatment also resulted in the increase of phosphorylation of JNK and p38,
and FasL expression. These results suggest that (-)-vitisin B -induced cell apoptosis
might be mediated through the activation of JNK and p38 and Fas death signal
transduction.



