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Results

Demographics and baseline characteristics

 Among patients with comorbidities, fewer patients in the terlipressin group (vs the placebo group) needed
RRT by Day 30 (P = .049), Day 60 (P = .046), and Day 90 (P = .104) (Figure 3)

Background

« Hepatorenal syndrome (HRS) is a rapid kidney failure that occurs in patients with decompensated
cirrhosis and ascites’

Table 2. Summary of adverse events among patients with HRS and AH, SIRS, or MAP < 70 mmHg; pooled
safety population.

Event

Terlipressin (n = 231)

Placebo (n = 156)

* |In the pooled population, 64.8% (394/608) of patients were identified as having comorbidities, and 35.2%

Figure 3. Need for RRT among patients with HRS and AH, SIRS, or low MAP; pooled ITT population.
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AH, low MAP, or SIRS No AH, low MAP, or SIRS

AH, alcohol-related hepatitis; Cl, confidence interval; HRS, hepatorenal syndrome; ITT, intent-to-treat; MAP, mean arterial pressure; SIRS, systemic inflammatory response syndrome.

®|f after day 3 SCr had decreased, but by less than 30%, then the terlipressin dose could be increased to 2 mg Q6H.

AH, alcohol-related hepatitis; AKI, acute kidney injury; HRS, hepatorenal syndrome; |V, intravenous; MAP, mean arterial pressure; Q6H, every 6 hours; RRT, renal replacement
therapy; SCr, serum creatinine; SIRS, systemic inflammatory response syndrome.

 Significantly more patients who received terlipressin versus placebo had permanent study drug withdrawal
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