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Introduction

Figure 1: tRNA Synthetase Drug Discovery Platform
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Figure 2: LTBP-1 Is a Binding Partner of ATYR0101
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(A) Structure of ATYR0101. (B) Human embryonic lung fibroblasts (WI-38 cells) were treated with TGFB1 for 6 days to deposit extracellular matrix (ECM). Cells were removed and ECM were stained with ATYR0101 or a control protein in green and LTBP-1 in red. ATYR0101 showed colocalization with LTBP-1 on the
ECM deposited by TGFB1 activated WI-38 cells. (C) ATYR0101 lost binding to the ECM deposited from LTBP-1 knockdown WI-38 myofibroblasts. TGFB1 activated WI-38 cell were treated with control siRNA (top) or LTBP-1 siRNA (bottom panel) in a protocol as described in (B). (D) A direct interaction between
ATYR0101 and recombinant human LTBP-1 was confirmed by AlphaLISA protein-protein interaction assay.

Figure 4: ATYR0101 Inhibits Anchorage-dependent Focal Adhesion Kinase (FAK) Activation
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Figure 6: ATYR0101 Reduces Renal Fibrosis
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Conclusions

 ATYRO0101 demonstrates potential as a novel anti-fibrotic therapeutic candidate with a unique mechanism of action.
 ATYRO101 induces myofibroblast apoptosis via a novel binding interaction with LTBP-1 resulting in a significant reduction of fibrosis in lung and kidney models.
 ATYRO0101 has significant promise as an innovative pharmacological approach to restore tissue homeostasis through depletion of pathogenic myofibroblasts.

Acknowledgements: This work was supported by aTyr Pharma, Inc.



	Slide Number 1

