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Role of immune checkpoint molecules and macrophages in inflammatory myopathies
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The clinical and pathological features of myositis as a side effect of
immune checkpoint inhibitors (irAE myositis) were analyzed in 12 cases to clarify the role of immune
checkpoint molecules and macrophages. Similar pathology to irAE myositis was shown to be present in
Graft-versus-host disease (GvHD) related myositis, revealing that immune checkpoint abnormalities
are also involved in chronic GvHD myositis.In RNA-sequencing analysis of muscle samples from
patients with inclusion body myositis (IBM) or polymyositis, it was revealed that, CDH1, which
?E&odes the epidermal cell junction protein cadherin 1, was ectopically expressed in the muscles of
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