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Transudation of phVEGF165 into sclerotic skin to promote hair growth and regenera-

tion in mice

LI Zhi, YAN Guo-fu, HE Wei, HE Yun-zhi, HUANG Hai (Depariment of Dermatology, Xingiao Hospital, Third Military Medical Uni-

versity, Chongging 400037, China)

Abstract: Objective To study the effect of VEGF on the hair growth in mice with scleroderma. Methods
phVEGF165 was transuded into the skin of the back of mice with scleroderma. The length of the hairs was measured

and the changes of the skin were observed with optical microscopy. The expression of VEGF was determined with im-

munohistochemical assay and in situ hybridization. Results VEGF exerted significant effect on the growth of hairs.

The transdution of the plasmids of phVEGF165 into the skin of mice with scleroderma promoted the increase of hair

follicles. Expression of VEGF mRNA and protein occurred in the dermis and hair follicles in the area with transuda-
tion of phVEGF165 vector. Conclusion VEGF can significantly promote the growth and regeneration of the hair fol-

licles in the mice with scleroderma.
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Tab 1 The hair length of the scleroderma mouse and control mouse
at different weeks (//mm, x + )

Group Ist week 2nd week 3rd week 4th week
A 0.8+0.1 1.7£0.4 2.5120.3 3.4+0.2°
B 0 0 0 0
C 1.120.2 2.320.2 3.220.3 4.1:0.2%
D 0.5+0.2 1.1£0.3 1.6+0.3 2.320.1

*: P<0.05, vs B group; A: P<0.05, vs D group
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Fig 1 Histology of the sclerotic skin transfected with VEGF in sclero-
derma mouse (HE x 100)
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Fig 2 VEGEF protein expression in the sclerotic skin transfected with
VEGF in scleroderma mouse (S-P x 200)
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Fig3 VEGF mRNA expression detected by in sifu hybridization in
the sclerotic skin transfected with VEGF in scleroderma mouse

(NBT x 200)
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