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doubtedly continue to further our abilities
tcombat this condition. Yet we have not
fully capitalized on what we already know:
much cardiovascular risk is modifiable, Effec-
tve control of the risk factors described ear-
ferremaing a critical component to tame Lhis
global scourge. 11 is here that the patient-
physician relationship and the role of med-
leal professionals as community leaders ad-
vocating healthy lifestvles remain of candinal
importance.

SUMMARY

1 The normal arterial wall is 4 three-lavered
structure, kev aspects of which include a
single endothelial laver in the intima,
smooth muscle cells in the media, and
the outer adventitia (see Fig. 5.1),
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Figure 9.7. The pressure-volume loop in systolic and diastolic dysfunction. A. The normal pressure-volume
loco (salid line} is compared with one demanstrating systalic dysfunction (dashed line). In systolic dysfunction caused
by decressed cardiac contractility, the end-systolic pressure-volume relation is shifted downward ard rightward (fram
line 1 1o line 2). As a result, the end-systolic volume (ESV is increased larrowd. As normal venous return is added ta
that greater-than-normal ESY, there s an obligatary increase in the end-diastolic volume (EDV) and pressure (pre-
loacd}y, which sarves a compensatory function by partially elevating stroke volums toward normal via the Frank-
starting mechanism. B, The pressure-volume loop of diastolic dysfunction resulting from increased stiffriess of tha
vantricle {(dashed ling). The passive diastolic pressure-volume curve is shifted upward (from line 1 o fine 23 such that
al any diastolic volume, the ventrcular pressure is higher than narmal, The result is 2 decreased EO {arrow) because
ol reduced filling of the stiffened ventricle at a ligher-than-normal end-diastoli Pressure.
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Figure 9.9. Compensatory neurohormonal stimulation develops in responsé
to the reduced forward cardiac output and blood pressure of heart failure. In-
creased activity of the sympathetic narous system, renin-angiotensin-aldosterone sys-
tem, and antidiuretic harmene serve to support the cardiac output and blood pres-
sure (boxes). Howewver, adverse consequences of these activations (dashed lines)
include an increase in afterload from excessive vasoconstriction (wihich may then im-
pede cardiac output) and excess flud retention, which contributés to penpheral
edema and pulimonary congestion
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