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[ Abstract] Objective To explore the effects of oncogene RhoA on protein expression of vascular
epithelial growth factor ( VEGF) and exocytosis in breast cancer cell line MDA-MB-231 and its potential
molecular mechanism. Methods RhoA-overexpressed plasmid pcDNA3. 0-V14RhoA, control plasmid
pcDNA3. 0 and RhoA-silencing plasmid pcDNA3. 0-shRhoA were transfected into MDA-MB-231 cells. After
that, VEGF protein expression was detected by Western blot and ELISA assay. The effects of RhoA on p53
expression and on VEGF regulation were examined by Western blot or real-time PCR. The means were
compared using ¢ text, and the measurement data were expressed as x+s and processed using analysis of
variance. Results  After up-regulating RhoA in MDA-MB-231 cells, intracellular VEGF protein level and
extracellular secretion level were significantly increased compared with the control group ( F =4.020, P =
0.032), while after down-regulating RhoA in MDA-MB-231 cells, intracellular VEGF protein level and
extracellular secretion level were significantly decreased compared with the control group ( F =5.131,P =
0.001). Compared with the control group, the upregulation of RhoA could inhibit p53 expression (48 h;F=
3.231,P=0.043)and the decrease of p53 expression could promote VEGF expression (48 h; F=3.226,P=
0.015). Conclusion In breast cancer MDA-MB-231 cells, the change of RhoA expression can cause the
change of intracellular and extracellular VEGF expression, and RhoA may promote VEGE expression through
inhibiting p53 expression.
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