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5. Induction of cytochrome P450 3A4 by docetaxel
in peripheral mononuclear cells and its expres-
sion in lung cancer
(FEa2x ML 5RBNEZIRICETIZF MY

[/ P450 3A4 REF ML S5 TICHHEERICH T3
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7. Promoter hypermethylation of MGMT and hMLH1
in gastric carcinoma
(B&EICHTS MGMT & hMLH1 O7O0F¥—%—

$EI D X FILE)
K Lk H F (RHEEE)
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8. Quantification of coronary artery calcium using
multidetector CT and a retrospective ECG-gating
reconstruction algorithm
(ZHH5I8 CT &L bOXNRT T ¢ T EXEH
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9. Inhibition of the Wnt signaling pathway by Idax, a

novel Dv1-binding protein
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10. Apoptosis is not increased in myocardium over-
expressing type 2 angiotensin Il receptor in
transgenic mice
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11. Suppression by estrogen receptor 5 of AP-1
mediated transactivation through estrogen
receptor «
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