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The clinical significance of plasma fibrin degradation products and D-dimer in patients with type B hepatitis and liver cirrhosis

Li Xiaofei
(Department of Clinical Laboratory ,Infectious Disease Hospital of Qingdao,Shandong 266033 ,China)

Abstract: Objective To investigate the clinical significance of plasma fibrin degradation products (FDP) and D-dimer in hepati-
tis and liver cirrhosis,and the mechanism of coagulation disorders in patients with liver disease. Methods Plasma FDP and D-dimer
were detected in 35 cases of patients with acute hepatitis, 38 cases with chronic hepatitis, 33 cases with liver cirrhosis and 40 healthy
controls. Results There were statistical differences of FDP between liver cirrhosis group and the other groups (P<C0. 01). There
were also statistical differences of D-dimer between chronic hepatitis group and acute hepatitis group (P<C0. 05) and between the
other groups (P<C0.01). The concentrations of plasma FDP and D-dimer were in ascending order from acute hepatitis, chronic hep-
atitis, to liver cirrhosis. Conclusion Plasma D-dimer and FDP could be effective indicators for the judgement of the severity of liver
diseases and have certain instructive value in the diagnosis and prognosis of diseases.
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