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Item 7.01 Regulation FD Disclosure.

aTyr Pharma, Inc. (the “Company™) is participating at the 2019 American Thoracic Society (ATS) Annual Meeting held in Dallas, Texas from May 17 — 22, 2019. During the ATS Annual Meeting, the Company is
presenting a poster presentation entitled, “ATYR1923 Modulates the Inflammatory Response in Experimental Models of Interstitial Lung Disease.” The poster presentation [has been posted] on the Company’s website and is attached

hereto as Exhibit 99.1.

The information under this Item 7.01, including Exhibit 99.1 hereto, is being furnished herewith and shall not be deemed “filed” for the purposes of Section 18 of the Securities Exchange Act of 1934, as amended (the
“Exchange Act”), or otherwise subject to the liabilities of that section, nor shall such information be deemed incorporated by reference into any filing under the Securities Act of 1933, as amended, or the Exchange Act, except as expressly

set forth by specific reference in such filing.
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@ ATYR1923 Modula

Lung Disease

C. Burkart, M. Seikkula, L. Eide, S. Paz, D. Ch
alyr Pharma, San Diego, CA

Abstract

Rationale: ATYR1923 is a novel immunomodulatory therapeutic protein that consists of the histidyl-tRNA synthetase
(HARS) N-terminal immunomodulatory (iMod) domain fused to human IgG1 Fc which extends the circulating half-life of the
molecule resulting in a longer pharmacological duration of action. We have previously shown that secreted forms of the
HARS iMod domain reduce bleomycin-induced lung fibrosis in rodents and reduce activation of human T cells in vifro.
Based on this knowledge, we hypothesized that ATYR1923 might also modulate inflammatory and fibrotic processes in

other rodent models of interstitial lung disease (ILD).

Methods: ATYR1923 was evaluated in the following murine models of ILD: Sclerodermatous chronic graft-versus-host
disease (scl cGvHD), Saccharopolyspora rectivirgula-induced chronic hypersensitivity pneumonitis (CHP),
Propionibacterium acnes-induced pulmonary fibrosis (sarcoidosis)and SKG mice [rheumatoid arthritis-associated
interstitial lung disease, (RA-ILD)]. ATYR1923 was given intravenously once a week at 0.4 - 3 mg/kg. At study termination,
lung tissue was collected for protein and histopathological analysis. Lung homogenates were analyzed for cytokines and
chemokines implicated in lung fibrosis using a multiplex immunoassay platform (Luminex) Lung-derived single cell

suspensions were immunophenotyped by flow cytometry.
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All data are shown as mean + SEM. * p < 0.05;* p <0.01;* p < 0.001;*** p < 0.0001







