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[Abstract] Objective To analyse the histopathological features of degenerative calcific aortic valvular disease (DCAVD).
Methods  Histological and immunohistochemical studies were performed on 55 aortic valves. Cardiovascular related risk factors
Results  Sigmificant thickening of the basal third of leaflet could he seen for each case of DCAVD.
Thickening was characleized by the presence of intracellular and exiracellular neulral lipids, protein and fine, stippled

were recorded for rach case.

mineralization in subendothelial space on the aortic side of the leaflet and adjacent fibrous layer. Accumulation of the materils
increased with the degree of lesions. Tmmunohistochemical studies showed hat clustered mono-macrophages ( anti-CDGB). T
Iymphocytes {anti-CD3) , neoformative capillaries surrounded by endothelial cells (ani-CD31 ). and osteoblasts (anti-OPN) could
be seen hoth in mild to moderate lesions and in severe lesions of DCAVD. Control valves showed none of these abnormalities.
Fxpression of shove mentioned anlibodies increased from mild to severe cases. Drevalence of smoking, hyperdipidemia,
hypertension, and coronary heart disease in DCAVD with clinical aortic sienosis in severe DCAYD were significantly higher than
those in mild to moderate DCAVD.  Conclusion  DCAVD is an active inflammatory process with some similarities (such as lipid
deposition, macrophage and T-eell infiloration, neoformative capillary proliferation, osteoblast formation) to atherosclerosis.
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