RKER-050, a novel inhibitor of TGF-B superfamily signaling, increased platelet production

Blake S. Moses, Remya Nathan, ffolliott M. Fisher, Claire C. Tseng, Wei Feng, Harveen Natarajan, Samuel M. Cadena, Jasbir Seehra, Jennifer L. Lachey
Keros Therapeutics, Lexington, MA, United States
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potentially promising approach for patients with MDS, myelofibrosis and other hematological diseases where ineffective

hematopoiesis occurs KER-050 is designed to bind and block select inhibitory TGF- superfamily

ligands, potentially causing an increase in thrombopoiesis
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