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Abstract ; Irinotecan (CPT-11) is used widely for the treatment of patients with cancers. Howev-
er,its possible serious toxicities often hinder its clinical use. Some studies have shown that or-
ganic anion transport protein 1Bl (OATP1BI1) distributed specifically in lateral region of
basement membrane can significantly affect the serum drug concentration of CPT-11 and its ac-
tive product SN-38,and also affect its toxicities .This paper reviews the relationship between
the toxicities caused by CPT-11 and gene polymorphism of SLCOIBI which takes charge of
coding OATP1B1.
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