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Abstract  Chronic inflammatory cardiomyopathy is a type of chronic cardiovascular disease arising from persistent
unresolved myocarditis, characterized by ongoing myocardial inflammatory response and ventricular remodeling. Its clinical
manifestations are diverse, presenting as either a dilated cardiomyopathy phenotype or as non-dilated cardiac dysfunction,
and frequently leading to refractory chronic heart failure and life-threatening arrhythmias. Common etiologies include viral
infection, systemic autoimmune diseases, and other rare inflammatory or parasitic diseases, with pathogenesis driven by a
combination of genetic susceptibility and immune dysregulation. Endomyocardial biopsy is the gold standard for diagnosis,
demonstrating myocardial inflammatory cell infiltration and fibrosis pathologically. Although standard anti-heart failure

pharmacotherapy may partially alleviate symptoms, it fails to halt disease progression. In recent years, for patients with virus-
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negative inflammation-driven mechanisms, immunosuppressive therapy (such as prednisone combined with azathioprine) and
novel immunomodulatory treatments (such as hydroxychloroquine combined with prednisolone) have shown significant effica-
cy in improving left ventricular function and reducing adverse outcomes, with relatively controllable safety profiles. However,
a subset of patients remains unresponsive to immunosuppression, indicating the need for further research into genetic back-
grounds, virus-negative infections, and non-classical immune mechanisms. Future clinical management should emphasize in-
dividualized risk stratification, the development of sensitive novel biomarkers and non-invasive diagnostic approaches, and
the exploration of multi-targeted, precise immunomodulatory and combination treatment strategies. Large-scale, prospective,

randomized controlled trials and integrative multi-omics analyses are expected to provide solid evidence for improving the

long-term prognosis in patients with chronic inflammatory cardiomyopathy.
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