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A new mechanism of coronary spastic angina: Possible role of beta-arrestin
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To elucidate the mechanism of coronary spastic angina, we focused on the
role of beta-arrestin on vascular smooth muscle cells. The increase of intracellular calcium
concentration in response to acetylcholine, an inducer of coronary spasm, was enhanced by
beta-arrestin 1 knockdown (the concentration of intracellular calcium is commonly correlated with
the strength of smooth muscle cell contraction). In contrast, overexpression of beta-arrestin 1
reduced the enhancement of intracellular calcium concentration in response to acetylcholine. Thus,
beta-arrestin 1 may have inhibitory effect for coronary spasm.
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