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[ ABSTRACT ] Aim To evaluate the ability of capillary network formation of HUCB-late EPCs in vitro and in rat hind limb
ischemic tissues, after transfected with rAAV-CXCR4 and rAAV-GFP. Methods HUCB-late EPCs were infected with
rAAV,-CXCR4 rAAV,-GFP, and the expression of CXCR4 protein was detected by Western Blot analysis. In vitro,evaluate the
ability of capillary network formation on Matrigel between the three groups. The mode of mouse hind limb ischemia was set up,
by ligating the femoral artery and its branches. Following successful establishment, 18 rats were divided into three groups ran-
domly: blank group were intramuscularly injected with 500 pL. EGM-2 at 6 hours following injury,and control group were intra-
muscularly injected with 500 wL. EGM-2 at 6 hours following injury (contain 1X10° non-gene transfected HUCB-late EPCs) , and
experiment group were intramuscularly injected with 500 wL EGM-2 at 6 hours following injury (contain 1x10° CXCR4-gene
transfected HUCB-late EPCs). After 28 days, capillary network in hind limb muscles and next to muscles were detected by HE
stain assay,and CD31 expressed in neovascularization endothelial cells were detected by immune histochemistry assay,and calcu-
late the number of CD31 positive neovascularization, and calculate the number of CD31 positive neovascularization. Results
Compared with infected rAAV6-GFP and non-infected group, the expression of CXCR4 protein was up-regulated after infected
rAAV-CXCR4. In vitro, there is no significance of tube area in unit area among three types of HUCB-late EPCs (P>0.05).
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In the mode of mouse hind limb ischemia, compared with blank group and control group, CD31 positive cells of new capillary

network in experimental group increased obviously (P<0.05).

could promote neovascularization in rat hind limb ischemic tissues.
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Figure 1. Three types of expression of CXCR4 protein by

Western Blot
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Figure 2. The amount of expression of CXCR4 protein in

three groups of cells
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Figure 3. Structure of three groups of cells into blood vessels in vitro(x100)

0.0

XA AAV-GFPZE AAV-CXCRAZE
4. = AZARERI R SR M B E AR

Figure 4. Area of three groups of cells into blood vessels

in vitro
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Figure 5. Surface appearance of ischemic limb after different treatment
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Figure 6. The number of neovascularization in hind limb muscles and next to muscles( x100)
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Figure 7. The number of CD31 positive neovascularization in hind limb muscles and next to muscles( x100)
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% 1. ZEHAAEFALASE CD31" RN EBME L (v2s)
Table 1. The number of CD31 positive neovascularization in

hind limb muscles and next to muscles( x+s)

il WLPATE] ML 5%
ZEHMHA(n=15) 2.32+0.90" 5.32+0.93°
XHEZH (n=15) 5.18+0.86" 8.12+0.95"
S (n=18) 8.39+0.91" 12.45+1.01"™

a: P<0.05, 5RIZ LA ME b, P<0.05, 525 14 4
c: P<0.05, 5% B4 b Es
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