Fatty acid synthase (FASN) inhibitors decreased sebum lipids in human sebocytes via

iInhibition of de novo lipogenesis, supporting FASN as a target for ache treatment
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Conclusions
* Human sebocyte cells (SZ95) were treated

with FASNi (TVB-3567 and TVB-3664) and
acetyl-coA carboxylase inhibitor (ACCi, PF-
05175157) for 48 hours +/- insulin and the

cellular lipids were analyzed by Lipidyzer * In preclinical studies, FASN inhibitors reduced sebum-related lipids in human sebocytes, underscoring that FASN inhibition offers a potential mechanism of action to
platform (TNO) for lipidomic profiling treat acne

S795 cells; all concentrations were in 300 nM; PF-05175157: ACC inhibitor

FASN inhibitor denifanstat’s clinical benefit for the treatment of moderate to severe acne was demonstrated in a 12-week Phase 3 clinical trial

TPhase 3 study (ASC40-303) conducted by Sagimet’s license partner for China, Ascletis
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