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The Antiangiogenic Effect of the Qingjiefuzheng Granules on HUVEC in Vitro”
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Abstract: Objective: To investigate the effect of the Q ingjiefuzheng granules on the regenaration of HUVEC in vitro and the
possible antiangiogenic mechanism. Method: HUVEC was used as the research object, and the morphological changes were observed after
different concentrations of QFG. The cell viability was detected by MTT, the cell migration ability was detected by scratch test, and the
angiogenic ability of cells was detected by lumen formation test, and the protein expression of pro-angiogenic factor, VEGFR-2, VEGF-A,
MMP-2, MMP-9 in treated HUVEC was evaluated by western blot. Results: QFG had no significant effect on HUVEC morphology and
cell growth, but significantly inhibited the HUVEC viability, migration ability and in vitro angiogenic ability. Furtherly, QFG significantly
inhibited the expression of VEGF-A, MMP-2, MMP-9. Conclusion: QFG has an inhibitory effect on angiogenesis of HUVEC in vitro, and
its mechanism is related to its inhibition of expression of VEFG-A, MMP-2 and MMP-9.
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