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ABSTRACT Objective: To investigate the effects of asiaticoside on apoptosis and expression level of vascular endothelial growth
factor (VEGF) and basic fibroblast growth factor (bFGF) in MCF-7 cells during the treatment of the Mammary cancer. Methods: Human
breast cancer MCF-7 cell lines were cultivated in vitro and then divided into control and treatment groups based on whether application
of asiaticoside intervention. After the application of asiaticoside intervention, cell morphological changes were stained by HE staining
method and observed by optical microscopy. TUNEL method was used to detect the cell apoptosis and immuno fluorescence method was
used to detect the expression levels of VEGF and bFGF after the intervention 24 h, 48 h and 72 h by asiaticoside. Results: (1) Compared
with control group, breast cancer MCF-7 cells presented vacuoles, cytoplasm spillover, nucleus shrinkage, cell broken and so on apopto-
sis phenomenons in the treatment group. (2) The TUNEL assay confirmed the asiaticoside treatment could improve human breast cancer
cell apoptosis rate, and the rate presented time-dependent relations. Besides, the rate was significantly higher than that in control group
(P<0.05); (3) The positive expression of VEGF and bFGF in cells after asiaticoside intervention were time-dependent and significantly
lower than that in the control group (P<0.05); Conclusion: The asiaticoside could not only significantly promote the apoptosis of breast
cancer cells, but also could reduce the expression of VEGF and bFGF.
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Fig.1 Cavitation in MCF-7 cell
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Fig.2 The apoptotic body in MCF-7 cell
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Table 1 Comparisons of MCF-7 cell apoptosis rate between two groups

Groups 24 h(%) 48 h(%) 72 h(%)
Experimental group 15.68+ 2.35% 21.4++ 3.58% 32.63% 5.87**
Control group 227+ 0.61 2.44+ 0.57 2.67+ 0.84

i+ 5XTERA LR P<0.05;" 51E5F 24 h #HLE P<0.05;* S51E5% 48 h #HLL P<0.05,
Note : *Compared with the control group P<0.05; “Compared with values at incubation 24 h P<0.05; * Compared with values at incubation 48 h P<0.05.
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Table 2 Comparison of the positive rate VEGF protein expression between two group

24 h(%) 48 h(%)

Groups 72 h(%)

Experimental group 5827+ 10.17* 34.85% 8.24** 21.88% 7.53%#

Control group 9247+ 15.84 91.28+ 18.83 93.26+ 17.62

i 5XERALLE, *P<0.05;" 51EFF 24 h #8LE P<0.05;* 53E5r 48h #HEE P<0.05,
Note: Compared with the control group, ¥*P<0.05; *Compared with values at incubation 24 h P<0.05; * Compared with values at incubation 48 h P<0.05.

% 3 F¢H MCF-7 0B bFGF & A RAFREZ R LR

Table 3 Comparison of the positive rate bFGF protein expression between two group

Groups 24 h(%) 48 h(%) 72 h(%)
Experimental group 56.21% 9.65* 38.29% 6.64* 21.26% 6.78%*
Control group 84.71+ 10.63 87.28% 12.68 82.97+ 11.69

i SXERALLE, *P<0.05;" 5525 24 h #8LE P<0.05;* 5155F 48h 46k P<0.05,
Note: Compared with the control group, *P<0.05; “Compared with values at incubation 24 h P<0.05; * Compared with values at incubation 48 h P<0.05.
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