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Development of peptide drugs for a new alternative treatment of aortic aneurysm
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Rupture of aortic aneurysms (AA) causes exceedingly high mortality rate.

Surgical repair is effective treatment to prevent rupture, however, surgical repair in elderly and
high-risk patients increase the risk of surgical mortality and perioperative complications. In this

study, administration of recombinant protein of secretory leukocyte proteinase inhibitor (SLPI),
which has anti-inflammatory properties, attenuated AA growth in mice. To create new peptide drugs,
we designed 120 patterns of short-chain peptides which were referenced from amino acids sequence of
SLPI by in silico screening. Some short-chain peptides exhibited low level of nitoric oxide (NO)
secreted from inflammatory macrophages. However, it is necessary to review cell culture conditions,
evaluation system, and desi?n of peptides due to weak anti—inflammatorx effects of short-chain
peptides. The reviewed results worked as a system for evaluation of short-chain peptides.
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