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Inhibition of the purine

—

HGPRT de novo syntheses
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Incorporation in DNA
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6-MP; 6-mercaptopurine: TPMT; thiopurine S-methyltransferase: ITPase; inosine
triphosphate pyrophosphatase: TIMP; thioinosine monophosphate: TITP;
thioinosine triphosphate: TGNs; thioguanine nucleotides: HGPRT; hypoxanthine-
guanine phosphoribosyltransferase
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5-FU; 5-fluorouracil: FUMP; fluorouridine monophosphate: FUTP; fluorouridine
triphosphate: dUMP; deoxyuridine monophosphate: dTMP; deoxythymidine

monophosphate: DPD; dihydropyrimidine dehydrogenase: TS; thymidylate
synthase: mTHEF; 5,10-methylene tetrahydrofolate: DHF; dihydrofolate
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CPT-11; irinotecan: SN-38G; SN-38 glucuronide: CES; carboxyesterase: UGT; UDP

glucuronosyltransferase
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EGF; epidermal growth factor
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