Atherosclerosis
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Incidence

Vascular didease is one of the most dangerous diseases within the western population, he main problem is atherosclerosis, stroke and coronary artery disease. In the men age  25 - 34 is morbidity 1:10 000, at age 55 - 64 nearly 1 : 100. In Finland, every 3rd men over 35 years is in high risk for death of stroke and AIM as well, due to aterosclerosis. End every 3rd men, who died after 35 th year, had the brain aneurysma with atherocsclerotic ethiology.

Etiology:

The risk factors:

1. hypertension

2. elevated serum lipids

3. cigarette smoking

4. diabetes mellitus

5. obesity

6. male sex

7. elevated serum  homocystein

Pathogenesis

Ateriosclerosis is generalized. All  the arteries develop hypertrophy of the media and subintimal fibrosis with hyaline degradation, in big arteries as well as in microcirculation. During aging process. fibrosis and some intimal thickning develops along with weakening and disruption of the elastic lamellae in the walls of the great arteries. The media ( smooth muscle coat) atrophies to certain extent, and lumen of aorta or bigger arteries widens (aneurysm, ectasia). It may have also the genetic basis. Difuse light calcification takes place, with loss of elasticity of all vessels. Hemodynamically, the pulse pressure widens and systolic pressure increase. The intmal injury can develops, followed by thrombus organisation and embolism or complete thrombosis.

The most important pathologic lesion of atherosclerosis is atherom. Allreqady at little child, in the intima we  can see the lipid depositas. Later they change to fibrous streakes. The initial leason , can be cause by many factors - turbulence, hypoxia, turbulence, homocystein . After that injury, the smooth muscle proliferate and some migrate to intima , where they are affected by platelets and lipoproteins.  Lipoproteins (LDL) attach to smooth muscle and stimulate their growth. Also collagen, elastin and other proteins take part on building the atherom. It can growth circulary around the lumen of the artery, or just unilateraly. Te hemorhagia of atherom , its ulceration and releasing the atherom is causing or microembilsations to the brain, or to the coronary arteries or to renal arteries.

Clinical picture:

Atherosclerosis is a silent disease, until stenosis, thrombosis, aneurysma or embolus appears.

We can find than very typically lower periferal pulsations, retinal artery atherosclerosis, cold hands and legs.

Common is hyperlipidemia, hypercholesterolemia, hyperhomocysteinemia.

Prophylaxy and Therapy:

Stopping the smoking, fet less diet, active sport, propriet treatement of diabetes, weight correction, antilipidemics - clofibrat and statins ( Lipostat, Isolipan,), B12 vitamin and folic acid.

When obliteration of big artery is complete, then surgery corection is necessary. Endarterectomy or by-pass of arteries, wherever in the body, can be done. However, there is always high risk of the imunologic reaction against the prothes or if the patient does not keep the healthy regimen, return of the obliteration.

Control questions:

1. What is atherom ?

2. Describe the pathogenesis of atherosclerosis.

3. What are the risk factors of atherosclerosis.

4. What is the prophylaxis and therapy of atherosclerosis.  
