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INTRODUCTION SIGNIFICANCE

UGT1A1 plays a crucial role in bilirubin metabolism and e We conducted a comprehensive analysis on the prevalence of UGT1A1 genetic variants using a large diverse cohort.
detoxification of many drugs such as irinotecan and atazanavir. e We identified significant differences in the prevalence of UGT1A1 TA-repeat variants among five continental genetic ancestries.
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e Annotation and in silico functional analysis of UGT1A1 variants
were performed using ANNOVAR (5).
e Six race/ethnicity categories — Non-Hispanic (NH) Black, NH

e 62 exonic variants are predicted to change the UGT1A71 enzyme activity
by in silico functional analysis.

Figure 8. UGT1A1 metabolizer phenotypes of the cohort.
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