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Fig. 14.15 General scheme for a G protein—coupled receptor consist-
ing of receptor, the heterotrimeric G protein, and the effector unit.
{Reprinted with permission from Bers DM. Cardiac excitation-contraction
coupling. Nature 2002;415:198-205. Copyright MacMillan Magazines Ltd)
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TABLE 14,1 Actions of Hormones on Cardiac Function

Hormone Receptor Cardiac Action Increase (+) or Decrease (~) With CHF
Adrenomedullin GPCR + Inotropy/+ chronotropy +
Aldosterone Cytosolic or nuclear MR +
Anglotensin GPCR + Inotropy/+ chronotropy +
Endothelin GPCR +
Natriuretic peptides GCCR

ANP (ANF) +
BNP +
Neuropeptide Y* GPCR ~ Inotropy +
Vasopressin GPCR + Inotropy/+ chronotropy +
Vasoactive intestinal peptide’ GPCR + Inotropy No
Estrogen ERwWERA Indirect No
Testosterone AR Indirect No
Progesterone PR Indirect No
Thyroid hormones NR + Inotropy/+ chronotropy -
Growth hormones IGF-1 + Inotropy/+ chronotropy -

ANF, Atrial natriuretic factor; ANP, atrlal natrluretic peptide; AR, androgen recepior; BNP, B-type natriuretic peptide; CHF, congestive hean failure; ER, estrogen
receptor; GCCR, guanylyl cyclase-coupled receptor; GPCR, G protein-coupled receptor; IGF-1, insulin growth factoe 1; MR, mineralocorticoid receptor; N&,
nuclear receptor; PR, progesterone receptor.

*Data from Grundemar L, Hakanson R Multiple neuropeptide Y receptars are involved in cardiovasaudar requlation. Peripheral and central mechanisms. Gen
Pharmacol. 1993,24:785~796; and Maisel AS, Scott NA, Motulsky HJ, et al. Elevation of plasma neurcpeptide Y levels in congestive heart failure. Am J Med
198986:43-48.

Data from Henning RJ, Sawmiller DR Vasoactive intestinal peptide. cardiovascular effects. Cardiovasc Res 2001,49:27-37
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Fig. 14.19 Anatomic configuration of the baroreceptor reflex. Pressure receptors in the wall of the carotid sinuses and aorta detect changes in arte-
rial pressure in the circulation. These signals are conveyed to afferent receptive regions of the medulla through the Hering and vagus nerves. Output
from effector portions of the medulla modulates peripheral tone and heart rate. The increase in blood pressure results in increased activation of
the reflex (right), which affects a decrease in blood pressure. (From Campagna JA, Carter C. Clinical relevance of the Bezold-Jarisch reflex. Anesthesiology.
2003;98:1250-1260)
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