Complications of Atheroma

The symptoms of atheroma formation generally occur during ones 40’s or slightly later.  Plaque formation may be so severe as to significantly or totally occlude the vessel, decreasing or ceasing blood supply to tissue or an entire organ system.  This is usually evident in smaller arteries.

An example of this complication is the incidence of MI following occlusion of a coronary vessel and consequent ischemia distal to the atheroma.  Decreased perfusion of the kidney can result in renal failure.  Decreased perfusion of extremities can result in proliferation of anaerobic bacteria ( gangrene.  One of the most common is the occlusion of the femoral artery manifesting in white, numb tissue – this tissue must be reperfused within 6 hours.

Thickening of the plaque and hence increased involvement of the tunica media will weaken the vessel wall – especially in larger vessels.  This may result in aneurysm (‘a balloon like swelling in the wall of the artery’) and possible rupture of the vessel.  This weakness of the wall will also increase the risk of thrombus formation.

Rupture of the atheromatous plaque can result in the release of cholesterol or atheroemboli into the circulation, which may then become lodged in smaller vessels ( ischemia of tissues.  Rupture may also expose ECM and via thrombogenic factors result in thrombus formation.  These may further occlude the vessel by either incorporating into the atheroma or by overlying it.  Injury to the fibrotic cap or neovasculature of the atheroma will cause haemorrhage into the plaque which in turn may result weaken the plaque and cause it to rupture.   Calcification of the plaque will decrease the elasticity and increase brittleness of the vessel wall.  As a consequence the vessel can no longer alter diameter to meet the nutrient demands of tissues.  This is very common in the coronary arteries.

Treatment of Tuberculosis

This was not covered in the tutorial last week so I thought it would be a good idea to mention that the current regime for the treatment of TB involves the drugs: 

1. isoniazid - antibiotic inhibiting the synthesis of a componant of the bacterial wall – mycoloic acid 

2. rifampicin - an anti mycobacterial drug however has interactions with HIV therapy 

3. pyrazinamide - antimycobacterial dosage is based on weight 

4. streptomycin 

5. ethambutol - antimycobacterial and 

6. thioacetazone - antimycobacterial severe dermatitis reaction seen in patients on HIV therapy.  

Drug combination therapy will be dependant on status of the patient with respect to level of disease, resistance of organism and the presence or absence of HIV.

There is an initial intensive phase of 2 months followed by a continuation phase of 4-6 months.
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