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Abstract: Differences of the individual toxic effects of antitumor drugs have been a concern in clinical
treatment of cancers. The drug toxicity was not only related to the age, sex, and drug interactions, but also to
the expression of protein involved in the metabolism, targets and transporters of drugs. Drug transporter
mediates the absorption, distribution and elimination of some drugs, which exhibits a great significance in
pharmacology and clinical practice. The purpose of this review is to provide information regarding transporter-
medicated toxic effects of antitumor drugs in order to reduce or avoid the transporter-medicated toxic effects, and
to promote reasonable drug use and individualized application of antitumor drugs in clinics.
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Figure 2 The expression of OCT2 and MATE-2K in normal renal cells and renal carcinoma cells and their effects on oxaliplatin uptake
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Table 1 Toxic effects of antitumor drugs based on drug trans-
porters

Ad d
Drug vers§ e Transporter Ref
reaction
Methotrexate Hepatotoxicity =~ MDRI, MRP2, MRP3 31, 52
Fluorouracil Hematological ~MRPI1 53
toxicity
Cyclophosphamide  Gastrointestinal MRP4 54
toxicity
Carboplatin Nephrotoxicity CTRI1, CTR2 55
Paclitaxel Hepatotoxicity =~ OATP1B3, P-gp, MRP2 56, 38
Docetaxel Neutropenia MRP6, BCRP 57
Hepatotoxicity = OATP1B3, MRP2, P-gp 56, 38
Gefitinib Rash BCRP, P-gp 57
Sorafenib Cardiotoxicity =~ OCTN2 58
3 RE

29U A5 PR oy A AR E L AN AR T, X 24
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