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[ Abstract] Idiopathic inflammatory myopathy is a group of systemic autoimmune inflammatory diseases characterized by proximal

muscle weakness and increased muscle enzymes. Cardiac involvement is one of the main factors for its poor prognosis. However, the clinical

symptoms of cardiac involvement in patients with idiopathic inflammatory myopathy are insidious, and the diagnostic methods and treatment

methods are limited. Therefore , early detection and timely treatment are essential to improve the prognosis. Cardiac magnetic resonance ,a non-

invasive gold standard for evaluating cardiac structural morphology , vascular system , myocardial perfusion,, metabolism and function, is valuable

for diagnosing cardiac involvement in patients with idiopathic inflammatory myopathy. This article reviews the research progress of cardiac

magnetic resonance in evaluating cardiac involvement in patients with idiopathic inflammatory myopathy.
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