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Model Informed Drug Development Approaches in Clinical Drug Development of

Ipragliflozin
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Exposure Pharmacological Effect Time Course for Endpoint Parameters
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Symbols; observations in 3 clinical studies
Lines; schematic plots
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Glucose Filtration Rate (mg/min) = FPG (mg/dL)/100 x GFR (mL/min)
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Red line: median of prediction. Pink zone: 95% prediction interval (2.5"-97.5" percentile).
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Renal impairment stage
Stage 1: Normal (90= eGFR)
Stage 2: Mild (60< eGFR <90)
Stage 3: Moderate (30< eGFR <60)

0.0 Stage 4: Severe (eGFR <30)
T j;ﬂ\\_ o Led line;
0.5 1 By Ipraglifiozin, normal Loess line of individual observations

(grey circle) in ipragliflozin studies.

Symbols (&, 4,0, )
Mean HbA1c¢ decrease in each study.
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Change from baseline in HbA1c (%) at 52 weeks

- Symbol size shows study sample size.
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Glucose Filtration Rate (mg/min) = FPG(mg/dL)/100 * GFR(mL/min)
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