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[ Abstract ] Cardiac injury is a serious complication of idiopathic inflammatory myopathies (1IM) and its detection rate continues to

increase. Early diagnosis and intervention can help improve the clinical outcome of patients. Cardiac markers ( troponin and traditional

creatine kinase) are convenient,sensitive and non-invasive indicators of myocardial damage, however, the value of assessing cardiac injury

in patients with IIM remains unclear. This article will review the role of myocardial markers in the evaluation of cardiac involvement in IIM.
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