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a Treatment
—O— Molidustat starting dose 25 mg daily  -v--Molidustat starting dose 25 mg twice daily
(g/dL) —o— Molidustat starting dose 50 mg daily ~-#--Molidustat starting dose 50 mg twice daily
12.5 9 —>— Molidustat starting dose 75 mg daily —@— Placebo

12.0-
11.5-
11.01
105
10.0
9.5
9.0
ol — : . :

Mean (SE)local Hb level

Visit
b Treatment

(g/dL) 2 Molidustat starting dose 25 mg daily ~—¢—Molidustat starting dose 75 mg daily
?2 B —O— Molidustat starting dose 50 mg daily = —e—Darbepoetin

12.0 1
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11.0

10.5 1

Mean (SE)local Hb level
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c Treatment
(g/dL) —0— Molidustat start!ng dose 25 mg daily  --v--Molidustat starting dose 150 mg daily
12.0 —0— Molidustat starting dose 50 mg daily —e—Epoetin
' —O— Molidustat starting dose 75 mg daily
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Mean (SE)local Hb level
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4 Molidustat (C& % Hb {EDHF (5 I H:5%)
a : DIALOGUE-T : BrENFRAEDOREHY CKD BFEZWRE ULZEER T V¥ AMELLERHER
b : DIALOGUE-2 : BHEIAEHDFREFE CKD BEZ R E Uiz ESA hS DY) D& X iR
c : DIALOGUE-4 : BHEIMARFOMARETEBEEZTRE Uiz ESA S D)0 & X fERFER
(Macdougall IC, et al : Effects of Molidustat in the Treatment of Anemia in CKD. Clin ] Am Soc Nephrol
14 : 28-39, 2019 X ) 31 )
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