Quantitative Immunohistochemistry of PDGFRo, PDGFRp, c-KIT and CSF1R in Human PAH Lung Samples DAA143
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BACKGROUND RESULTS
- New therapies targeting inflammatory, proliferative, and fibrotic kinase-mediated signaling are under Figure 1. Representative photomicrographs of expression of PDGFRa (A, E), PDGFRp (B, F), CSF1R (C, G), and c-KIT (D, H) in control (n=10) and Figure 3. Correlation analysis between integrated intensity and area for PDGFRo, PDGFRp,
development for pulmonary arterial hypertension (PAH) iPAH (n=10) human lungs. Scale bars: 100 ym (G), 200 um (A-E, H), 300 um (F). CSF1R and c-KIT, in iPAH lung sections compared to controls
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Controls ranged from 25 — 56 years of age, included 5 females and 4 males, were white (6), Asian (1), or of unknown race (2), and either of non-hispanic (6) or ContrOI IPAH REFERENCES
hispanic or latino (3) ethnicity. CO, cardiac output; APAH (meth/CHD), methamphetamine-/congenital heart disease-associated PAH; FPAH, familial PAH; 1. Galkin A, Sitapara R, Clemons B, et al. Inhaled Seralutinib Exhibits Potent Efficacy in Models of
IPAH, idiopathic PAH; IV, intravenous; mPAP, mean pulmonary arterial pressure; PCWP, pulmonary capillary wedge pressure; PH, pulmonary hypertension; Pulmonary Arterial Hypertension. Eur Respir J 2022; DOI: 10.1183/13993003.02356-2021. ERS s neither responsible
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