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Abstract

A numerical study of a hemodynamical model for the tumor angiogenis is carried out. The tumor angiogenic process is
comprised of a sequence of events; secretion of tumor angiogenesis factor(TAF) from the solid tumor, degradation of the
basement membrane of nearby blood vessels, migration and proliferation of the endothelial cells. The model takes into account
the effect of TAF concentration and endothelial cell density, and their conservation equations are represented as a set of
one-dimensional initial boundary value problems. These equations are discretized by using a finite difference method in which
the second order schemes both in time and in space are used. The effects of the parameters contained in the model are
investigated extensively through the numerical simulation of the discretized model. The result for the typical case compares very

well with the known result.
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Fig. 1. Evolution of TAF concentration and endothelial
cell density for the standard condition( = 10,

y=1, A=1, D=0.001, »=0.75, x=100,

B=4, c"=0.2 ).
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Fig. 2. Dependence of chemotactic coefficient, x» and the

proliferation coefficient, p on the endothelial cell
reaching time.
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