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Understanding of the Hepatitis B virus via System

Dynamics Model
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—| Abstract |

A conceptual system dynamics model is developed to represent the dynamic
mechanism between the number of hepatitis B virus and the defense system of the
body. The simulation results shows that the model behaves within the reasonable
ranges.

The developed conceptual model is a first attempt to gquantify the dynamic
mechanisms of the hepatitis B virus, where only feedback structures are considered
without bio-organism data. The next step would be to incorporate the model with
bio-organism theory and to carry out case studies to identify personal
characteristics.

Since the current model is a conceptual model where quantitative results are not
based on the sound background, the usage is limited only within the qualitative
basis. It could be a effective educational tool for the patients. It also shows

what-to-do lists in order to be used for forecast purposes.

* This study was funded by "the Korea Research Foundation Grant"
(KRF-2004-042-KE00147) in 2004.
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