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The Utility of Tolvaptan and Midodrine Combined Therapy
in Decompensated Liver Cirrhosis Patients
with Refractory Ascites and Renal Dysfunction
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Hironori OcHi, Shunji TAkecHI, Tomoyuki YokoTa and Kouji Joko
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AIM: Tolvaptan is considered to be a novel therapeutic option for refractory ascites.
However some liver cirrhosis patients with refractory ascites insufficiently respond to diuretic
therapy and require administration of diuretics at high doses that can cause adverse events such
as renal dysfunction. Hepatorenal syndrome (HRS) to be effectively treated by a complication that
often affects cirrhotic patients with ascites, is considered midodrine, an orally available o-
adrenergic drug. Therefore, we investigated whether tolvaptan and midodrine combined therapy
for refractory ascites prevents renal function exacerbation.

METHODS : Liver cirrhosis patients with insufficient response to a conventional diuretic
therapy were enrolled in this study. The patients were divided into 2 groups: group 1, which
was treated with tolvaptan alone (n=17) and group 2, which was treated with a tolvaptan and
midodrine combined therapy (n=21). Liver functional test, renal functional test, body weight and
blood pressure were compared in group 1 and group 2.

RESULTS: No significant differences in background characteristics or baseline laboratory
findings were observed between the two groups. Estimated glomerular filtration rate (eGFR)
significantly decreased on day 7 in group 1 (p=0.0446), but there was not a significant difference
in group 2. Serious adverse effects were not observed.

CONCLUSION : Refractory ascites can be treated without renal dysfunction exacerbation by

tolvaptan and midodrine combined therapy.
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