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Study on the hemodynamics of carotid artery stenosis
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Abstract Objective: To study the movement of fat particles in different degrees of carotid artery stenosis and its influence on blood
vessel and hemodynamics. Methods: Based on the angiographic technique, CFD was used to simulate and analyze 2D carotid bifurcation
vessel model. Results: The movement of fat particles in carotid artery was related to the degree of stenosis and the amount of fat particles. In
addition, its presence would increase the wall shear force. Conclusion: The degree of carotid stenosis can affect the movement of fat
particles, and the region behind the stenosis could easily generate backflow and thrombosis; meanwhile, the movement of fat particles can

increase the degree of stenosis and the wall shear force, and might lead to the formation of embolism which would promote the further

development of the disease.
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Fig1 Schematic representation of the carotid
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Fig 6 Location of two fat particles at different times for different degree of stenosis
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Fig7 Location of fat particle with different diameter at different times
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