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The Advance in Management of Hepatorenal Syndrome---the
Experience in Terlipressin Treatment

Chi-Chiang Chang, Tun-Jun Tsai*
Department of Internal Medicine, Tao-Yan General Hospital, Department of Health,
the Executive Yuan, Taiwan

*Division of Nephrology, National Taiwan University Hospital, Taipei, Taiwan

Abstract:

Type I hepatorenal syndrome (HRS) is a serious disease characterized by
advanced liver failure with severe portal hypertension, rapid progressed renal function
deterioration, systemic arterial hypotension, and high mortality. It can only be
diagnosed by exclusion. Here, we report a 40-year-old male, who hospitalized owing
to HBV-related liver cirrhosis with acute exacerbation, was noted to develop oliguria

and progressive azotemia. After serial work up to exclude volume depletion, postrenal



and renal factors, he was diagnosed as type I HRS. Under one day of terlipressin
treatment, the patient’s urine amount and renal function improved dramatically, but
complicated abdominal pain made us discontinue it in the 2" day. Renal function
deteriorated later, and he died of septic shock on the 16™ day of HRS. Since type I
HRS has a much poorer prognosis than hepatic failure without HRS, attempt to
reverse the process of HRS becomes an important issue. The preliminary result of
terlipressin treatment in HRS is encouraging. We discussed the pathogenesis,
differential diagnosis, and advance in treatment of HRS.
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