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RESULTS Figure 4. Hydroxyproline Quantification as a Surrogate of Collagen Deposition and Marker of a measure of fibrosis. EDP-305 30 mpk decreases collagen-targeted molecular MRI.
Fibrosis. (A) CDAHFD mice treated with OCA had more hydroxyproline than positive control (CDAHFD),
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Figure 6. Histologic Sections of BDL Treated Rats. H&E (A-C) and Sirius Red (D-F) histology of BDL

- — S AT e ae rats without drug (A, D), treated with EDP-305 30 mpk (B, E), and OCA 10 mpk (C, F). EDP-305-treated « EDP-305 reduced liver fibrosis in CDAHFD and BDL rodent models of fibrosis
s - . vo. - - Lon rats have less fibrosis than BDL only and OCA groups. OCA-treated mice have markedly more fibrosis
compared to other groups.
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the EDP-305 groups had less fibrosis than positive controls.




