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Idiopathic Pulmonary Fibrosis (IPF) is an intractable, progressive pulmonary
fibrosis of unknown cause with an extremely poor prognosis, with an average survival of 3 to 5
years after diagnosis is confirmed. Currently, there are anti-fibrotic agents such as pirfenidone
and nintedanib as treatments, but they only slow the progression of the disease, and even under
treatment, the 2-year survival rate is as low as 62%. Therefore, overcoming this disease has become
a social need.
In this study, IPF was induced in mice lacking the gene for the immune receptor DNAM-1 and wild-type
mice, and the pathology was significantly reduced in DNAM-1-deficient mice. In addition, when
anti-DNAM-1 neutralizing antibodies was administered, the group of mice treated with anti-DNAM-1
neutralizing antibodies showed improvement in disease condition compared to the control group. These
results suggest that DNAM-1 is involved in the pathogenesis of IPF.
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