
Figure 2.  Evaluation of Investigational Drugs as UGT Substrates 
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1 In an in vitro system capable of informing contribution by UGT and non-UGT enzymes (e.g., hepatocytes or 
microsomes supplemented with appropriate co-factors). 
2 Main UGTs recommended to be studied:  UGT1A1, 1A3, 1A4, 1A6, 1A9, 2B7, and 2B15.  
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