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Abstract: Objective We investigate the possible effect of inflammative indicator C reactive protein(CRP) ,interleukin-6 (1L.-6)
and procalcitonin(PCT) on the outcome of HBV infection. Methods The clinical data and peripheral serum of 48 patients with
HBYV related hepatocellular carcinoma and 48 patients with decompensated cirrhosis were collected, HBV copy numbers.PCT,1L.-6.
CRP.,ALT,AST,prothrombin time(PT) and other indicators were tested for comparison and correlative analysis. Results HBV
copy numbers, PCT,CRP,lymphocytes and mononuclear cells showed no significant difference between primary hepatocellular car-
cinoma and decompensated cirrhosis group;however,1L-6 level was significantly higher in decompensated liver cirrhosis than in hep-
atocellular carcinoma,as opposed to the absolute number of neutrophils. Conclusion II.-6 increase may be related to final outcome
of HBV infection,dynamic monitoring 11.-6 is helpful to evaluate the prognosis of HBV infection.
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