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Novel Small Molecule ROCK Inhibitor GNS-3595 Attenuates Idiopathic Pulmonary Fibrosis Progression in Preclinical Models
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ROCK and Fibrosis GNS-3595 inhibits ROCK-dependent signaling pathway Suppression of fibrosis-related gene expression by GNS-3595
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exhibited excellent oral bioavailability and drug-like properties. Furthermore, GNS-3595 suppressed
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stronger inhibitory effect against ROCK2 than against LATS2.
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