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Background Results and discussion
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782 treated mouse (bottom). Quantification of edema in both the injured leg (pinched) and
contralateral leg (not pinched), measured by T2-weighted MRI on day 8 post-injury of all 6
mice/group shown in graph. Right panel: representative uCT images of an untreated control mouse
(top, HO pseudo-colored in red) and a BLU-782 treated mouse (bottom). Quantification of the HO
volume measured by uCT on day 17 post-injury of all 6 mice/group shown in graph.
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SMAD1-P highlighting the nearly identical 1C., values of BLU-782 for each ALK2 mutant.

dosed prophylactically with BLU-782 before receiving a pinch injury to one leg. Animals were
sacrificed 2, 4, 7, or 10 days post-pinch. Pinched legs were harvested and processed for
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