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[ Abstract] Objective To investigate the influence of the vascular endothelial growth factor( VEGF)
antibody targeted vascular therapy on the expression of human collagen type [ in hyperplastic scar of nude
mice. Methods The hyperplastic scar from one femal burn patient with 1% TBSA deep-partial thickness
burns were implanted into subcutaneous skin of scapular region of 48 nude mice. Three weeks later, the
nude mice were divide into large dose (LA), medium dose (MD), small dose (SD) and control groups,
with 12 mice in each group. The mice in LA,MD and SD groups were injected with 200 ul of 15,10, 5 pg/ml
VEGF monoclonal antibody diluted in 0.01 mol/L PBS, respectively in the scar twice a week for 3 weeks,
while those in C group were injected with equal amount of 0. 01 mol/L PBS. The area and volume of the scar
in each group were calculated and histological changes were observed, and the expression of collagen type [
mRNA and its protein in each group were determined 3 days after treatment.  Results The volume of scar
in LA, MD, SD and C groups were (55.3 +4.1, 67.9 5.7, 78.9 5.5, 85.0+7.3) mm’, respective-
ly. Compared with that in C group, the volume of the scar were significantly decreased in AD and MD groups
( P <0.05). A few number of vessels and fibroblasts were observed in LD, MD groups, with decreased
number of collagen fibers arranged in order. Compared with that in C group ,The expression of procollagen
type I mRNA and its protein in C group was obviously higher than those in LD and MD groups( P <
0.05) , but it was similar to those in SD group. Conclusion VEGF targeted vascular therapy is beneficial
for the inhibition of the angiopoiesis of hyperplastic scar, the expression of collagen , and the growth of scar.
[Key words]  Vascular endothelial growth factors; Collagen type I ; Endothelial cell-targeted
therapy; Hypertrophic scar
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