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Abstract .

Atrial fibrillation ( Af) is the most common clinically relevant arrhythmia, however the methods available for treating Af

and its complications (of which the most important is thrombogenesis) , as well as for assessing Af risk and underlying pathophysiology, are

largely limited. Emerging clinical and basic evidence suggests that inflammation may contribute to both the occurrence/maintenance of Af.

Inflammation is suggested to be linked to various pathological processes that promote Af substrate formation such as oxidative stress, apoptosis

and fibrosis. Inflammation has also been associated with endothelial dysfunction,platelet activation and coagulation cascade activation, lead-

ing to thrombogenesis. The role of inflammation and inflammatory biomarkers in the risk management and treatment of Af is reviewed in this

article.
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Abstract: The pathological mechanism behind the occurrence and development of coronary heart disease( CHD) is a topic that is con-
sistently researched in efforts to reduce cardiac events. The methodology has focused on vulnerable lesions, plaques and patients. Intravascu-
lar ultrasound virtual histology is one of the simplest and most effective means to study coronary artery lesion characteristics. The recent virtu-
al histology intravascular ultrasound study about acute coronary syndrome shows that thin-cap fibroatheroma plaques are associated with long-
term adverse cardiovascular events. Vulnerable plaques, occur along different stages of coronary artery risk. Cigarette smoking and high cho-
lesterol are both associated with plaque instability. Statins/medicines can reduce plaque volume, but the impact on the plaque composition is
still uncertain. There are still no serological markers that show coronary artery plaque vulnerability.

Key words: acute coronary syndrome ;intravascular ultrasound ;virtual histology
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