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[Abstract] Objective To analyze the clinical data of patients with anti-neutrophil cytoplasmic antibody
associated vasculitis (AAV) complicated with myocarditis,in order to reinforce understanding of the disease.
Methods The clinical data, treatment and prognosis of 14 hospitalized patients diagnosed with AAV compli-
cated with myocarditis from January 2012 to June 2017 in Peking Union Medical College Hospital were retro-
spectively analyzed,and the characteristics of AAV complicated with myocarditis were summarized. Results
No correlation was observed between myocardial injury indicators.including N-terminal-brain natriuretic pep-
tide (NT-proBNP), troponin, ejection fraction (EF), and erythrocyte sedimentation rate, C-reactive protein
(CRP) ,Birmingham vasculitis activity index score and 5-factor score (P>>0. 05). The level of troponin in pa-
tients with eosinophilic granulomatous with polyangiitis (EGPA) was significantly elevated, compared with
that in patients with microscopic polyangiitis (MPA) and granulomatous with polyangiitis (GPA) (P =
0.032). The 5-factor score in death patients with AAV complicated with myocarditis was higher than that of
those survivors (P=0. 035). Conclusion AAYV complicated with myocarditis occurs in the active stage of the
disease,and the condition is serious. Early diagnosis and active treatment are the key to improve the progno-
sis.
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