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PURPOSE RESULTS CONCLUSIONS
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been success in predicting bile acid transporter inhibitor- inhibitor. The effect of increasing the drug-BSEP rate of the drug for BSEP over protein hypothesis may accurately reflect the system;
mediated DILI with DILIsym (1,2), which uses total drug constant is different from the effect of decreasing the bt Intoraatials o ffect i however, if these affinities are different, the free-drug
concentration to represent the transporter inhibition. The role drug-binding protein rate constant even though the 10 100 1000 10000 100000 OTE [EEMOVTESE] WEDn (e 6t hypothesis may underestimate the inhibition that Is
_ _ _ _ _ _ _ _ _ . . protein constant is decreased (orange)
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impact of drug and bile acid binding kinetics on BSEP 2. The concentration of binding protein in the system
Inhibition using a mechanistic QSP model. : del was also shown to be an important consideration, as
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