Evexomostat/SDX-7320 Significantly Enhances the Efficacy of Nintedanib in Models of Bleomycin-Induced Lung Fibrosis
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For both studies, quantification of fibrosis (% collagen, pulmonary , SNGEE
density and % fibrotic foci) was performed using imaging assay Morpho- 7 ‘*f W
Quant®-Lung from digitalized scans of picosirius red (PSR)-stained lung ' :
sections (Biocellvia).
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