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The Study of Cytokine Level in Sera and Culture Medium of Peripheral Blood Mononuclear Cells in Patients with Hepatitis B Virus Infection.
Tang Zuming, Wang Shouming ,Zheng Jishan. State Key Laboratory for Bioelectronics, Southeast University , Jiangsu 210096, China

Abstract Objective To investigate cytokine levels in serum and culture medium of peripheral blood mononuclear cells ( PBMC)
from patients with hepatitis B virus( HBV ) infection. Methods PBMCs isolated from fresh heparinized blood were cultured and stimulated
with rHBcAg. After 72h at 37°C 5% CO, in air, the culture supernatant was collected. Levels of interferon — gamma (IFN —+y) and inter-
leukin (IL) -4 in blood serum in spontaneous and supernatant were measured by enzyme — linked immunosorbent assay ( ELISA). Re-
sults Serum IFN - vy levels in patients with acute self — limited hepatitis B(AH) and chronic hapetiti B(CHB) were significantly higher
than those in normal control( NC) (P <0.0land P <0.05) ,but there was significent difference between two HBV infection groups. Serum
IL —4 levels in AH and CHB were significantly higher those in NC(P <0. 01 ) and asymptomatic HBV carriers (P <0.05). IFN -~/ IL
—4 ratio in AH was closed to that in NC, but IFN -/ IL — 4 ratio in CHB showed significant decrease (P <0.01). CHB groups showed
significant decrease in IFN -~/ IL —4 ratio than that in NC. IFN — v/ IL —4 ratio had no significant differences between every two groups,
except CHB. Compared with NC and HBV carriers, AH and CHB showed significant increase in supernatant IFN — vy levels, but three
HBYV infection groups showed no significant changes in supernatant IL —4 levels. Conclusion (1) Compared with culture supernatant oh-
tained from stimulated with rHBcAg, spontaneous serum cytokine levels may be closer to real immune responses. (2) The elevated IFN — vy
level and immune balance of cytokine profile exert a profound influence on the prognosis of HBV infections.
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