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Diagnostic value of ADA, LDH, total cholesterol and serum-ascites albumin gradient in ascites of various causes
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Abstract: Objective To explore the activity levels of ADA.,LDH, total chotesterol(TC).,and serum-ascites albumin gradient
(SAAG) in ascites of various causes and to determine the diagnostic value. Methods 107 cases with ascites were recruited, the
ADA.LDH.TC level of ascites and SAAG were tested. Results The average level of ADA,LDH,TC and SAAG with liver cirrho-
sis,spontaneous bacterial peritonitis, liver cirrhosis complicating hepatocellular carcinoma, tuberculous peritonitis and malignant
tumors were respectively: ADA(4,3+1.2,10.4+2.5,6.2+1.9,32.3+12.8,15.4+7.2)u/L,LDH(51.4+23.2,94. 2+38.7,63.
1425.2,174.3468.6,630. 24281, 5)u/L,TC(0. 34+0.16.0. 6040. 21,0. 4340, 18,2. 18 £0. 76,2. 30 1. 35) mmol/L.SAAG
(22.44+6.7,17. 44+6.0,20. 8+5.3,6.53+3. 28,8. 27+ 4. 51) g/L. The overwhelming majority of tuberculous peritonitis held
ADA level higher than 30 u/L and LDH level less than 400u/L, whereas the malignant tumors ascites was conversed. The ascites
concentration of TC in tuberculous peritonitis and malignant tumors was higher than 1. 2 mmol/L. these indicators between liver
cirrhosis and hepatocellular carcinoma were approximate. Conclusion The combination of ADA,LDH,TC and SAAG are helpful to
differential diagnosis of ascites.
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