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Overview of cardiac involvement in ANCA-associated vasculitis
ZHAN Yaping HUANG Qin REN Hao YANG Min
(Department of Rheumatology, Nanfang Hospital, Southern Medical University, Guangzhou,
510515, China)

Summary Antineutrophil cytoplasmic antibody ( ANCA)-associated vasculitisCAAV) is a systemic small-ves-
sel vasculitis, which usually presents with multi-organ damage such as life-threatening kidney failure or pulmonary
hemorrhage, causing a high mortality rate. However,cardiac involvement in AAV is rare and may present as arte-
rial stenosis, aneurysmal disease, aortic dissection, aortic rupture. and aortic regurgitation. Of the three clinical
types of AAV, cardiac involvement is the most common in eosinophilic granulomatosis (EGPA) while has been
scarcely occurred in microscopic polyangiitisCtMPA). Moreover, drugs used in the therapy of vasculitis including

induction agents and maintenance agents may influence the risk of developing cardiovascular events in AAV pa-
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tients., However, the pathogenesis of cardiac involvement in AAV requires further studies.
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