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Abstract : Localized hypoxia, due to the diminished O2 supply. is reported to cause necrosis of the arterial cell and to signi-
ficantly decrease resistances to physiologic distending pressures. In the present study, in order to understand the mechanism
of localized hypoxia which might result in the rupture of the aneurysm, O2 transport phenomena across intraluminal thrombus
in axisymmetric aneurysms under steady laminar flow condition were numerically analyzed using the Fick’s law and the
analogy with the fluid-solid heat transfer. For computational models, varying the thickness of intraluminal thrombus, nume-
rical results showed that for the axisymmetric aneurysm with intraluminal thrombus, O2 concentration became minimal at the
aneurysm wall. With increased thickness of the intraluminal thrombus in the aneurysm, regions of low O2 concentration were
widely distributed near the aneurysm wall, which resulted in the possibility of localized hypoxia. The present study verifis
that intraluminal thrombus influences Oz transport to the aneurysm wall, depending on its size and structure.
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Table. 1. Models for the present study
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