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BACKGROUND RESULTS

» Abnormal signaling of PDGFa/f3, CSF1R, and c-KIT, as well as BMPR2 deficiency Target Engagement Pharmacodynamics: Epigenetic Immunoprofiling
drive cellular overgrowth in the lung vasculature and play key roles in the

 Seralutinib inhibits CSF1R receptor internalization in PAH subjects at 5 min post inhalation demonstrating successful target engagement at the dose levels studied (Figure 2)
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Hochberg correction was used as the adjustment method for calculating p-values with
significance cut-off at <0.05 level Figure 3. Gene expression profiles at day 14 relative to baseline are supportive of pharmacodynamic modulation by seralutinib (N=7, evaluable). A. Volcano plot shows differentially expressed genes from baseline ACKNOWLEDGEMENTS

: . - : : to day 14. Genes are colored if they meet criteria for significance (FDR-adjusted p-value <0.05) or effect size (absolute log2 fold-change (FC) >0.5). Genes meeting both p-value and FC criteria are colored red and The authors would like to thank the study investigators, study coordinators, and especially the patients and families who participated in this study
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