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Kidney volume and renal function in ADPKD
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Subject disposition in TEMPO3 and 156-05-002 trials

TEMPO3 (158-04-250)
47 patients underwent screening
46 subjects met inclusion criteria

46 entered titration period

46 entered fixed dose period
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156-05-002
18 patients underwent screening

17 subjects met inclusion criteria

22 assigned to 45/15 mg split-dose
daily regimen tolvaptan

24 assigned to 60/30 mg split-dose
daily regimen tolvaptan®
(*5 down-titrated during this period)

17 assigned to 15/15 mg split-dose
daily regimen tolvaptan

4 withdrew* prior to month 36
—>| 3 due to adverse event
1 met withdrawal criteria

3 withdrew* prior to month 36
1 lost to follow-up

1 subject withdrew consent
(1 withdrawn suject had down-titrated)

1 due to adverse event <

5 withdrew * prior to month 36
2 due to adverse event
1 met withdrawal criteria
2 subjects withdrew consent

18 assigned to 45/15 mg tolvaptan
completed 36 months of therapy

21assigned to 60/30 mg tolvaptan
completed 36 months of therapy
(4 previously down-titrated subjects completed)

12 assigned to 15/15 mg tolvaptan
completed 36 months of therapy

*Detailed withdrawal information may be found in supplementary material
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