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Establishment of alopecia animal model induced by imiquimod in multi-strain
mice
DU Jia, et d
{ Department of Dermoto—venereology ,the First Affiliated Hospital, Chongqing Medical University)
[ Abstract ] Objectives : To establish a novel alopecia animal model in multi-strain mice. Methods : BARB/c mice, 129 mice, C57mice and
C3H/HeJ] mice were purchased at the age of 6 to 8 weeks. 30 mice of each kind were divided into control and experimental groups
randomly. The control group were treated with vehicle alone. The experimental groups were treated with imiquimod cream with colton swaps
for back skin 3 times a week. The existence of TLR7 on skin was examined by immunohistochemistry (IHC ). Results : Alopecia lesions

were observed in all the mice in experimental group, but mice in control group could not induce by imiquimod. The aggregation of TLR7

BB A 121983 ), &, i+ were observed in hair follicle. Conclusions: Imiquimod can
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stably induce non-inflammatory alopecia in BARB/c mice, 129

mice, C57mice and C3H/He] mice by activating TLR7.
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