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Carotid Artery Disease

Chun-Wei Lee'2, Shu-I Lin'2, Chung-Wei Cheng'2, Chun-Chieh Liu'2, and Ta-Chuan Hung'?

"Division of Coronary and Vascular Intervention, Division of Cardiology, Cardiovascular Center /
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Carotid artery disease is the narrowing or blockage of the carotid arteries. Carotid artery disease is caused by
atherosclerosis, or hardening of the arteries. Narrowing or blockage of the carotid arteries can prevent blood from
reaching parts of the brain. This lack of blood can cause shortages of oxygen that can result in transient ischemic
attacks (TIAs), also called mini-strokes, or strokes. Treatment of carotid artery disease includes lifestyle changes,
medications, or surgical procedures. (J Intern Med Taiwan 2017; 28: 206-212)



