A Study of the Hemodynamic Hypotheses for the
Progression of Atherosclerosis
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ig. 1 Various stenosed blood vessels
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(a) normal (b) stenosis1 (c) stenosis2 (d) remodel (e) remodel
model -ling 1 -ling 2
Fig.2 Schematic diagrams for the constructed of
stenosis models

Fig. 3 Reconstructed models with the stenotic lesion for
the human arteries; (a) normat model (b) stenosis 1
(c) stenosis 2 (d) remodelling 1 (¢) remodelling 2
(f) coronary image
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Fig. 4 Differential geometry approach using compensating
block-intensity
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(&) normat case
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Fig.5 3-D velocity contours and wall shear stress
distributions in the coronary artery

(b) stemsss case (c) remodelling case (d) clinical data
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(a) velocity contours (b) wall shear stress
Fig. 6 3-D velocity contours and wall shear stress
distributions in the carotid artery

(a) velocity contours
Fig.7

(b) wall shear stress
3-D velocity contours and wall shear stress
distributions in the abdominal artery
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