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[ Abstract ] Vasculitis is a disease which involves vessels and adjacent tissues, accompanies with inflammatory cells infiltration and
vascular injury, and causes secondary damage to nearby organs. According to the recent studies, vasculitis can influence the heart and
becomes one of the main lethal factors for vasculitic patients. Pharmacotherapeutic schemes are already mature today but the effects of

surgical therapies for those vasculitic patients who face fatal cardiovascular risks are uncertain. Our article cites some common types of

vasculitis with coronary lesion and reviews the progress in surgical therapies of these vasculitis.
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