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Identification and analysis of molecules involved in the susceptibility of
melanocytes to oxidative stress in vitiligo pathogenesis
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Environmental factors such as infections and oxidative stress (0S) are
involved in the pathogenesis and maintenance of vitiligo (VL). We have reported that the membrane
protein GPNMB (Glycoprotein nonmetastatic melanoma protein B) expression is lost in the basal layer
keratinocytes (KC) of VL lesions and are downregulated by IFN-y . In this study, we investigated the

physiological role of GPNMB in KC and its involvement in VL pathogenesis and maintenance of the
disease state. As a result, this study showed that GPNMB contributes as an OS resistance in KC and
is involved in differentiation, stratum corneum maturation, cell adhesion, and regulation of
carcinogenesis-related gene expression, suggesting that GPNMB contribute to melanocyte floating and

carcinogenesis risk.
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