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Effects of platelet rich plasma on angiogenesis in mice with hindlimb ischemia”
YUAN Yuan', ZHANG Xiao' \SHAO Ju',SUN Fang'.LI Rong*"
(1. School of Basic Medical ;2. Drug and Functional Food Research Center ,Southwest
Medical University s Luzhou,Sichuan 646000,China)
[Abstract] Objective To investigate the effects and mechanisms of platelet rich plasma (PRP) on an-
giogenesis in hindlimb-ischemia mice. Methods 12 male C57BL/6] mice were randomly divided into two
groups after the ligation of left hindlimb femoral artery. Laser Doppler scanner was used to monitor the blood
perfusion of the hindlimb pre- and post-artery ligation at different time points. Mice were sacrificed after 14
days after surgery and the gastrocnemius muscle were harvested to evahuate angiogenesis in muscle. Vascular
endothelial growth factor-A (VEGF-A), platelet-derived growth factor-BB (PDGF-BB) expressions were
measured. Results Compared with the control group,blood flow perfusion in the PRP group significantly in-
creased. There were differences of CD31 and «~-SMA expressions in ischemic muscle between the PRP group
and the control group (P>>0. 05). And their VEGF-A,PDGF-BB expressions were significantly different (P<C
0. 05). Conclusion PRP can promote angiogenesis and blood flow recovery in the ischemic hindlimb.
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