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[ Abstract]
segment elevation in electrocardiogram and caused by coronary artery spasm. However, it is not yet

Variant angina is a special type of angina pectoris characterized by transient ST

entirely clear that how coronary spasm produces and maintains, which might involve a variety of
mechanisms such as coronary artery endothelial impairment, autonomic nervous dysfunction and
magnesium deficiency. In this article we reviewed the current understanding of the pathogenesis of variant
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angina pectoris.
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A S R BT JR N R D RE 2 B T B B &
GIUANEIN, AR EEAR B R 2R 1) e A A T
Toyo-Oka 5PV 5T & B, A8 R0 i B AT R
TR I bR K 32 A K M. ET-1 R 43 ) S xt 1t
Mt 2.6 £5F0 171 5, i HAC TR B kg 222
ET-1 fGH i (2.274£0.14) pg/ml [ 4 (1.76+0.14)
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