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e RO (FE30) : For the defense mechanisms of gastrointestinal and respiratory mucosa to
work properly, pH of the luminal fluid must be kept neutral~alkaline. The present study demonstrated
that the cell membrane transportsome containing CFTR and NHES3 plays a key role in transmucosal
HCOj secretion. A mathematical model of HCO; secretion was constructed using MATLAB/Simulink.
The kinetic model of each ion channel/transporter/pump was mounted in the basolateral and apical
membranes of the model cell.
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Pancreatic duct model using MATLAB / Simulink
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