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The development a new treatment for Palmoplantar pustulosis with improving the
abnormal antimicrobial peptide expression
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The abnormal fragment of hCAP-18 in PPP vesicle was searched with several

experiments, and TLN-58 was confirmed. The responsible proteinase was searched with MASCOT database,

and neutrophilic elastase was found in the database. As a proteinase inhibitor for it, alpha one
antitrypsin was selected and tested if it could suppress the protein processing of hCAP-18 to
TLN-58, and we could confirm the prevention of processing. TLN-58 synthetic peptide induces the
inflammatory response in primary keratinocyte culture and LSE, but not in sweat gland cells
(NCL-SG3), especially for IL-8, comparing with LL-37. In the mouse model, the peptide could induce
inflammatory changes in skin tissue, too. However, the proteinase inhibitor induced inflammatory
response as an irritant, so that we failed to establish it as a new treatment for PPP.
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The abnormal fragment of hCAP-18 in PPP vesicle was searched with several experiments, and TLN-58
was confirmed. The responsible proteinase was searched with MASCOT database, and neutrophilic
elastase was found in the database. As a proteinase inhibitor for it, alpha one antitrypsin was selected
and tested if it could suppress the protein processing of hCAP-18 to TLN-58, and we could confirm the
prevention of processing. TLN-58 synthetic peptide induces the inflammatory response in primary
keratinocyte culture and LSE, but not in sweat gland cells (NCL-SG3), especialy for IL-8, comparing
with LL-37. In the mouse model, the peptide could induce inflammatory changes in skin tissue, too.
However, the proteinase inhibitor induced inflammatory response as an irritant, so that we failed to
establish it as a new treatment for PPP.



