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Searching of early predictive marker in sorafenib-induced
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WFZERE SR OMEEE (Z3C) @ The purpose of this study was to explore the predictive marker
for liver injury caused by sorafenib—treatment. From the results using hepatoma cells,
it showed that sorafenib itself was due to occurring liver injury. Inaddition, sorafenib
MN-oxide also showed cytotoxicity, which Aoxide might convert to sorafenib in cells.
Sorafenib is metabolized to sorafenib AMNoxide via CYP3A4 in human liver. Combined
together, when CYP3A4 function decreased in a patient, sorafenib convert ration
maintained high level in serum. Therefore, this pharmacokinetic profile may be a key
role for causing liver injury.
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Sorafenib 0.1 0.100 97 -0z  Sorafenib 0.1 0.095 38 43
1 0.987 20 1.4 1 0.967 37 35
10 9.778 6.7 -23 10 11.382 1.0 121
Sorafenib 0.1 0.093 66 -7.3  Sorafenib 0.1 0.092 29 93
N-oxide 1 1.031 89 31 N-oxide 1 1.000 93 0.0
10 10.494 56 47 10 10.327 13 32
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