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Physiological situation based prediction of

the adverse effects associated with molecular|y-targeted drugs.
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F i rxF—EHERKTKD TH 5 erlotinib 1 X O sunitinib

R BT 2 fE 2 ORWERIL, off-target ¥ 7 —1, STK10 & L U PHKG1/2 (257

HIRELZBETHZ L THHARTHLZ WAL LR o5T, TKIIZ X DRIWEHREET
PN X, BRER M P2 2815 off-target T — VP DOILERLE/TAZLNHBD CHEETHIHEE
A BT,

WFIEER R OB (3530) : Various adverse effects associated with tyrosine kinase inhibitors,
erlotinib or sunitinib, has been elucidated to link to the inhibition of off-target kinases,
STK10 or PHKG1/2. Inhibition rate of off-target kinases under clinical concentration is
potentially critical to predict the development of adverse effect.
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