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PFFER R DOBEE (3£30) : G protein-coupled receptor kinases (GRKs) were initially identified
as molecules that phosphorylate G-protein coupled receptors, leading to their
desensitization. We first found that GRK5 expression was significantly increased in the
infarct area of left ventricle after myocardial infarction (MI). We next examined the mortality
rate of WT and B-arrestin2 KO mice after MI. GRK5 KO mice were more prone to die than

WT mice after MI.
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