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Study for anti-tumor and neuroprotection of extract from bamboo leaf
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Abstract: Objective In this study, we selected two types of tumor cell lines, HepG2 (VEGF-dependent) and SH-SY5Y (VEGF-
independent) to investigate the anti-tumor activity of flavones extract from bamboo leaf (bamboo-leaf flavones) and their molecular
mechanism. Methods The bamboo-Ileaf flavones were used to treat HepG2 and SH-SY5Y cells. The activity of bamboo-leaf flavones in
inhibition of the proliferation of HepG2 and SH-SY5Y cells was determined by MTT method. Gene expression of VEGF and VEGFR2 in
HepG2 and SH-SY5Y cells was determined by RT-PCR method, so did gene expression of VEGF in HepG2 cells and NGF in SH-SY5Y
cells after cells treated by bamboo-leaf flavones. Outgrowth of neurite in SH-SY5Y cells after treated by bamboo-leaf flavones was
investigated by inverted fluorescence microscope. Results Data showed that bamboo-leaf flavones had a significantly higher inhibition to
the proliferation of HepG2 cells than that of SH-SY5Y cells. We further observed that HepG2 cells expressed higher levels of VEGF and
VEGFR2 cells than those of SH-SY5Y cells and bamboo-leaf flavones down-regulated VEGF expression in HepG2 cells. In addition, we
also found bamboo-leaf flavones stimulate the neurite outgrowth in SH-SY5Ycells and up-regulated their NGF expression. Conclusion
Bamboo-leaf flavones could inhibit the proliferation of VEGF-dependent tumor cells by the probable down-regulation of VEGF
expression. Meanwhile, bamboo-leaf flavones could stimulate the neurite outgrowth of neurons by the probable up-regulation of the NGF
expression. Therefore, bamboo-leaf flavones probably have the dual functions in anti-tumor and neuroprotection.
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Fig. 1 Inhibition of bamboo-leaf flavones on proliferation of SH-SY5Y (A) and HepG2 (B) cells (x +s ,n=3)
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Fig. 2 Difference analysis of VEGF and VEGFR2 expression in HepG2 and SH-SY5Y cells (x +s ,n=3)
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Fig. 3 Effect of bamboo-leaf extract on VEGF expression in HepG2 cells (x +s ,n = 3)
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Fig. 4 Stimulation of bamboo-leaf extract on neurite outgrowth
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Fig. 5 Effect of bamboo-Ileaf extract on expression of NGF
in SH-SY5Y cells (x s ,n=3)
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