Analysis of the heart muscle ischemia using a 3D virtual heart
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Fig. 1 3D model of virtual heart.

Fig. 2 Fiber orientation and computational grid for 3D virtual
heart.
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(a) Schematic of electric conduction system in heart
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(c) L-type calcium currentsiLeft:normal, Right: ischemia)
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(b} Purkinje fiber networks in ventricle
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(d) ATP-dependent potassium current {c) Muscle excitation by the eletric conduction system

Fig. 4 Electric conduction systems.
Fig. 3 Electrophysiological resuits of the ventricular cell.
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(a) Normal state of the ventricle

(b} Ischemia state of ventricle
Fig. 5 Electric propogation in the 3D ventricle model at t=250
msec.
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