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< Clinical study >

A Phase 3 study in patients with acute exacerbation of idiopathic pulmonary fibrosis (AE-IPF)
is currently being performed in Japan. The objective of the study is to assess the efficacy and
safety of ART-123 in a multicenter, randomized, double-blind, placebo-controlled, parallel group
comparison study. The primary endpoint is survival rate at Day 90 and secondary endpoints
include overall survival, P/F ratio, and survival time up to Day 90. Preparations for the study
began in 2015. With the aim of enrolling 74 patients, patient recruitment was initiated in May,
2016 and enrollment concluded in May 2018. A new drug application (NDA) is planned to be
filed based on obtaining positive efficacy and an acceptable safety profile.

A study commissioned by the Ministry of Health, Labor and Welfare found that the mean
survival length after experiencing AE-IPF is 1.67 months, demonstrating the severity of the
disease yet still no treatment exists worldwide. ART-123, if proven effective, will provide a
therapeutic option that may improve life expectancy for patients who currently have no effective
treatment. Furthermore, ART-123 will contribute to an improved QOL for patients.

Very few prospective clinical trials in patients with AE-IPF have ever been performed and
data generated from this study are expected to provide further elucidation of the pathophysiology
and assessments of therapeutic methods of AE-IPF. Asahi Kasei Pharma believes that results of
this research and development are significant and will lead to the improvement of public health

and medical standards.

<Non-clinical study >
(1) Primary pharmacodynamics
We have established an animal model for acute exacerbation of idiopathic pulmonary fibrosis
(AE-IPF) which present with acute respiratory dysfunction and investigated the effects of
ART-123 on the animal model. We have demonstrated that ART-123 prevents the development of



respiratory dysfunction in the model.

(2) Mechanism of action and its publication

To explore the mechanism of action of ART-123 on AE-IPF in detail, we have examined
anti-inflammatory effects of ART-123. We have demonstrated that ART-123 exerts the inhibitory
effect for neutrophil migration and endothelial hyperpermeability in vitro. These results were

published on Thrombosis Research in 2016 and 2017.



