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The Clinical Significance of Hypouricemia in Patients with Liver Cirrhosis

Sun Young Yi
Department of Internal Medicine, College of Medicine, Ewha Womans University

Background / Aims : Since the liver is the central organ of uric acid metabofism, I investigated
the utlity of serum uric acid level as an indicator of the residual kiver function and prediction of
survival in patients with liver cirrhosis.

Method : I measured the liver function test including uric acid level in the patients with
chronic liver disease(41 patients with chronic hepatitis and 66 patients with liver cirrhosis). The
serun uric acid level was analyzed for prognostic value.

Results : The serum uric acid level was significant decreased in patients with Child-Pugh
class B and C group(group III) compared with Child-Pugh class A(group II) or chronic
hepatitis(group I)(p<0.001). There was no difference of the level of uric acid between
alcoholic and nonalcoholic cirrhotic patients(p=0.09). The serun uric acid level was correlated
inversley with serum bilirubin level in patients with cirrhosis. The sensitivity and specificity of
hypouricemia in detecting liver function status in patients with liver cirrhosis were 62.5% and
100%, repectively.

Conclusion : The hypouricemia is one of sensitive factors to assess liver fanction and pre-
dictive value of survival in liver cirrhosis.

KEY WORDS : Hypouricemia - Liver cirthosis - Hepatic failure.
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Table 1. Patients characteristics with chronic liver diease
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Chronic  Compensated Decompensated
hepatitis Lc LC**
No. of patients 41 30 36
Sex(M/F) 19/11 29/12 17719
Age(mean)(YT) 56.4 39.6 54.5
range (34-85 (19-61) (36~ 66)
Causes
Viral 41 20 22
Alcohol 0 6 11
Unknown 0 4 3
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*Compensated LC ; Child-Pugh class A liver cirrhosis
**Decmpensated LC : Child-Pugh class B or C liver cir-
rhosis

Fig. 1. Scatterplots of serum uric acid levels. Group [ ; the
patients with chronic hepatitis. Group 1 ; child a liv-
er cirthosis. Group 11 ; child B & C liver cirrhosis.
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Fig. 2. Scatterplots of serum uric acid levels. Group I ; al-
coholic liver cirrthosis. Group 1T ; non-alcohlic liver
cirrhosis.
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Bilirubin level(mg%)

Uric acid level(mg%)

Fig. 3. Relationship between serum uric acid and biliru-
bine level in cirrhotic patient studied.
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