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Wis discussed in detail in Chapter 29.) Aneurysms
occur in the thoracic or abdominal aorta.
particularly susceptible to aneurysm formation
ganstant stress on the vessel wall and the absence
i vasa vasorum in the media layer (Figure 30-4,
ted that up to 10% of older individuals have
peurysm, and about 15,000 persons in the United
aortic aneurysm rupture annually.® Arteri
i hypertension are found in more than half of all
Bwith ancurysms. Chronic hypertension results in
fland shear forces that contribute to remodeling
faing of the vessel wall. Atherosclerosis is a com
of aneurysms because plaque formation erodes

Figure 30-3 Pressure-tensian and wall thickness relations in blood vessels or cardiac chambers (Laplace’s law).

304 Aneurysms. A, Abdominal aortic atherosclerothc ancurysm. B, In & long-axis view of the left ventricle there is a large
palled apical aneurysm that does not contain thrombus, (From Damjanoy |, Linder |, editors Anderson’s patioligy, ed 10, St Louis,

the vessel wall. Infections, such as syphilis, collagen disorders
(such as Marfan syndrome), and traumatic injury to the chest
or abdomen, also can B for those aor-
tic aneurysms not clearly related to atherosclerosis, infection,
Marfan syndrome or trauma, or numerous genetic susceptibil-
ities have been identified including genes polymorphisms for
the production of growth factors, myosin, and proteases, ™"
Inflammation, with the production of toxic oxygen radicals,
activates matrix degrading proteins and smooth muscle cell
apoptosis resulting in loss of medial elastic lamellae and thin-

ning of the tunica media. Autoimmunity and the production
of metalloproteinases and ¢l further contribute to the
degradation of the vessel wall.

18



| NUTRITION

P, nportant for Health Promotion
A& MR E A o AT
wrMT e  |f
kaif &, RE
q 6 Bk &

19



! KEY TERMS

% k14 KA 4
& WG, 4k
R EHo

20



& . MG

(—) ARGLEH 4 %

(=) ARGBMAtF T GHKF
(=) BG4+ &

(w) HibFFHGK4

21



vt it !

B izt RGALFAR
AfsetPAlIXH
HEFSAHMARF G KB

22



