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Introduction
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(arterial, portal, and = nodes, where each node represents a bifurcation and . - The following is explained by the changes in the liver blood
venous) in the liver ﬁ,' their connections - vessels/ducts. Arrows show the k . L flow in the corresponding lobes.

0 2 4 6 8 10 12 14 16

volume with the fixed T AR AR DR flow direction. L 5 & 4 © &

_t_ f th . Time, [min] Time, [min] O tl I
pOSI Ions O eir Fig.1 A) Comparison of the drug concentration and its half-life in the hepatic artery (arterial tree), u oo

mai 1 branches_ (portal tree), liver tissue (terminal nodes), hepatic vein (venous tree) and common bile duct (biliary
tree). Administration of the drug was simulated so its pharmacokinetic profiles in the inflow vascular trees
were the same. B) Dependence of the drug concentration on the value of total liver flow, where increase in
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[t takes less than 2 minutes to simulate
15-minutes pharmacokinetics along the tree with
more than 100 bifurcations.

whole body model.

Conclusions

The established workflow for simulating the spatial distribution and heterogeneity of anti-cancer medication provides a
basis for the following research, including coupling with sorafenib PBPK model and can provide important information
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1o’ 1o for individual HCC treatment planning.
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