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Meisl regulates epidermal stem cells and is required for skin tumorigenesis
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We uncover two roles for Meisl in the epidermis: as a critical regulator of epider
mal homeostasis in normal tissues and as a proto-oncogenic factor in neoplastic tissues. In normal epiderm
is, we show that Meisl is predominantly expressed in the bulge region of the hair follicles where multipot
ent adult stem cells reside, and that the number of these stem cells is reduced when Meisl is deleted in t
he epidermal tissue of mice. Mice with epidermal deletion of Meisl developed significantl¥ fewer DMBA/TPA-
induced benign and malignant tumors compared with wild-type mice, suggesting that Meisl plays a role in bo
th tumor development and malignant progression. This is consistent with the observation that Meisl express
ion increases as tumors progress from benign papillomas to malignant carcinomas.
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