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There is no gold standard treatment for palmoplantar pustulosis yet because the pathogenesis of the
disease is still unknown. Based on the recent finding that the acrosyringium is the main site of the
vesicle formation in palmoplantar pustulosis, the role of skin innate immune systems in this disease
such as TLRs, IL-17 relating cytokines, the antimicrobial peptide in pustule, and KLKs was
observed. This investigation shows that the pathogenesis in palmoplantar pustulosis includes the
different manner in the skin innate immune reactions.
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