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ABSTRACT Objective: This study was to evaluate the effect of eNOS gene therapy on neovascularization in ischemic hindlimb of
SD rat. Methods: Thirty ischemic hindlimb models of male SD rats were made under anesthesia. They were randomly divided into
experiment and control group. Each group had 15 rats. One week later, experiment group received eNOS gene therapy and control group
received normal saline therapy. Neovascularization in ischemic hindlimb was evaluated 4 weeks post gene therapy. Assessment of
ischemic hindlimbs included ankle artery pressure, microcirculation perfusion, digital subtraction arteriography, histological capillary
count, and eNOS protein expression. Results: Compared with control group, ischemic hindlimbs which received eNOS gene tharapy
showed better blood recovery(ankle artery pressure (mmHg): 58.2+ 4.7 vs 86.8+ 4.3, P<0.01; tissue microcirculation perfusion: 142.0%
*+ 21.5% vs 219.6%% 26.2%, P<0.01), lateral branch opening and angiogenesis (digital subtraction arteriography: 6.7+ 1.1 vs 14.4+ 1.7,
P<0.01; capillary/muscle fibers ratio: 0.34% 0.03 vs 0.56% 0.02, P<0.01), and higher eNOS expression (0.46% 0.02 vs 0.73% 0.02, P<
0.01). Conclusions: eNOS gene therapy can enhance neovascularization in ischemic hindlimb of SD rat.
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