RKER-012, a Novel Activin Receptor Type IIB (ActRIIB) Ligand Trap, Reduced Cardiac and Pulmonary
Pathology in a Sugen/Hypoxia (SH) Model of Pulmonary Arterial Hypertension (PAH)
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« Human Pulmonary Arterial Endothelial Cells (HPAECSs) were treated with RKER-012 (10 ¥ 0__IfI._._._ 2 0- Figure 5. (A) Kp deter_mlned_ b.y Surface Plasmpn Resonance on Blacc_)r_e
ug/mL) and placed into normoxia (21% O,) or hypoxia (1% O.,). After 48 hours, cell culture T200. KER-012 had high affinity for SMAD2/3 ligands and reduced affinity Contact
supernatant was collected for Activin A ELISA and RNA was extracted from cells for g°PCR Figure 3. Vehicle-treated Hx rats had elevated RV expression of (A) atrial natriuretic for BMP-9 compared to ActRIIA. HPAECs exposed to 1% O, for 48 hours
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