ADS032, a novel dual NLRP1/3
Inflammasome inhibitor for the
treatment of lung inflammation
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ﬁAcute Respiratory Distress Syndrome (ARDS)
Shock and Multiorgan Dysfunction

ADSO032 represents the first small molecule inhibitor that specifically binds to and inhibits the activation
of both NLRP1 and NLRP3. ADS032 is being developed as an inhaled delivery to the lung.
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Summary

Direct binding of both NLRP1 and NLRP3
* Demonstrated by direct competition and binding: MS analysis

NLRP1 and NLRP3 inhibition

Saline treated ADS032 treated

=Demonstrated in human bronchial epithelial cells and human alveolar Microdose ADSO3Z or - Withdraw A (LS,
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Intranasal delivery in mice 2000 - Saline treated
=\Well tolerated, no induction of inflammation T 1eon.
*Demonstrates efficacy in various lung inflammatory models (flu, silicosis) g
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=Drug rapidly taken up in both immune and epithelial cells 200~
*"Inflammasome inhibition demonstrated 0-
Pilot toxicology in rats LPSinigericin |- -+ | 4+
*SC (7 day), PO and IV delivery of high doses well tolerated ADS032 - -+
*Rapid systemic clearance demonstrated A[_)SOBZ red_uce_s NLRPB-mediated
Inflammation in ex vivo human

lungs

Christopher Murphy

V.P. Research and Development cmurphy@adisotx.com

2023 BLUE KNIGHT Symposium



	Slide 1

