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Designing a seed compound to inhibit inflammation-related molecules exacerbating
infectious diseases

Hara, Hideki
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_ The drug resistance of various Eathogenic bacteria, such as Staphylococcus
aureus, has become a significant medical problem, and the urgent development of new treatment

methods is necessary. We found that the inflammasome, an innate immune system, exacerbates
Gram-positive bacteria infection. Therefore, in this study, we investigated whether inhibiting the
inflammasome response could improve the infection and designed a new inhibitory seed compound. When
we infected inflammasome-deficient mice with methicillin-resistant Staphylococcus aureus clinical
isolates, the bacterial growth in vivo decreased compared with wild-type mice. Since the aggregation
of ASC is essential for the inflammasome activation, we designed an inhibiting compound and
introduced it into macrophages, resulting in the observed inhibition of the inflammasome response.
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