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WNT10A knock out mice can be a model for androgenetic alopecia.
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Recently, WNT10A is attracting attention as one of genetic risk for
androgenetic alopecia. We experimented with conventional male and female WNT10A-KO mice we created.
In WNT10A-KO mice, no significant morphological changes in hair follicles were observed compared to
the wild type mice. However, the hair shaft was thin and the number of capillaries around the hair
follicles was reduced. By ELISA kit, 17 beta-estradiol (female hormone) was lower, and testosterone
(male hormone) was significantly higher. cytochrome P450 19A1, an enzyme that converts androgens to
female hormones, was decrease in WNT10A-KO mice compared to the wild type mice.
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