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Abstract Results: ATYR1923 Modulates Histopathological Endpoints in Models of SSc and CHP Summary

Rationale: ATYR1923 is a novel immunomodulatory therapeutic protein that consists of the histidyl-tRNA synthetase Results: In the scl cGvHD model, low-dose ATYR1923 (0.4 mg/kg) significantly decreased both skin and lung fibrosis as P . Fibrosi BALT
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All data are shown as mean + SEM. * p < 0.05; ™ p < 0.0, p < 0.001; *** p < 0.0001 Single cell suspensions from lung were analyzed by flow cytometry for different myeloid cell subsets as well as B and T cells. One-Way ANOVA with Dunn’s multiple comparisons test — Vehicle 1923.




