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Abstract: B-adrenergic receptors, particularly the B1 and the B2 subtypes, are the most important regulators of
cardiac function. Here, we review the roles of -adrenergic receptor subtype signaling in heart physiology and heart

failure, and summarize how genetic polymorphism in some of the key proteins in the B-adrenergic system could
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affect susceptibility, prognosis and responses to drug treatment in human heart failure. Finally, we discuss how the

concept of functional selectivity and a genomic approach could be applied in the discovery of new targets and new

drugs for heart failure, and help set the stage for personalized medicine.

Key words: 1 adrenergic receptor; B2 adrenergic receptor; G protein-coupled receptor kinase; signal transduction;

genetic polymorphism; heart failure; drug treatment
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PEARAE T, A AT 41 (LT AR R AL
BEDCTIR M 41 A7 s R R Ak [N Y 1 B
FHS A B BEL BT 770 9 6 22 i) . iX BL A5 5% GRKS
2542 DN AL 5 K 5 AR s s B b GRKS (3R
O NUIERAE =2 43 B, GRKS 180 AR FALELAT)
it — PR R

3 ETPE EREZHEYOITELFNETT FR

FURI, O o 5 38 28 K88 93 10 AR 58 29 VR 9T
FEARZIRTT DR ROR BT, Hilt TR
OB AE BRI S =, R B IR T S
RRW LM 30 Ei, BT 0 ERI) T E
P& S BB S B BELITS T I8 R T AL
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