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[ABSTRACT] AIM: In order to study the effect of endogenous interferon system and Thl response modes on hep-
atitis B virus infection, the 2’, 5’ oligoadenylate synthetase (2 —50AS), IL —2 and IL — 12 were selected as the research
parameters. METHODS; The activity of 2 —50AS in peripheral blood mononeuclear cells was determined by sensitive ra-
dioenzymatic assay. IL —2 and IL — 12 were determined by ELISA. RESULTS: Compared to normal control, the 2 —
50AS, IL -2 or IL - 12 were not significantly changed (P >0.05) in the asymptomatic HBsAg carricer group. The 2 —
50AS, IL -2 and IL - 12 were significantly up — regulated ( P <0.01) in the group of acute hepatitis, but in the groups of
chronic hepatitis, liver cirrhosis and hepatocellular carcinoma, the 2 —50AS, IL -2, IL - 12 were significantly down —
regulated (P <0.05). Moreover, with the progression of patient’s conditions and with the complications of liver cirrhosis
and hepatocellular carcinoma, the 2 —50AS, IL -2 and IL — 12 decreased progressively, the 2 —50AS, IL -2, IL -12
were the lowest in guoups of liver cirrhosis and hepatocellular carcinoma (ws each groups of chronic hepatitis, P <0.05).
CONCLUSION: The endogenous interferon system and Thl response are significantly alterable in the different period of
hepatitis B virus infection and among the different clinical types. The cellular immunity plays an important role in recovery
from HBV infection.
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£1 &B HBV B44H2-50AS.IL -2 #1 IL - 12 g E 45 R
Tab 1 Changes of 2 —-50AS, IL -2 and IL - 12 in HBV infections (% +s)

Group n 2 - 50AS( counts/min) IL -2(ng/L) IL -12(ng/L)
Disease control 20 8126 £1 748" 186.15 +37.56*" 134.17 £37.23*"
Normal control 20 3282+ 858 85.89 £22.63 39.92 +11.40
ASC 40 3084 +1 026 82.18 +30.89 38.18 +11.38
AHB 20 6749 £2 173" 156.41 £29.62*" 124.19 +48.28*"
CHB (mind) 30 2 496 + 532° 79.24 £13.10" 36.75 +11.31"
CHB (moderate) 30 2 409 + 463" 66.09 +16.31" 35.28 +8.35"
CHB ( severe) 30 2319 + 404 74.02 £12.95° 33.36 £9.14"
CSH 30 2 047 £ 544™° 56.98 +9.53** 31.36 +7.76"
LC 30 1631+ 56574 50.03 £17.00** 4 25.04+6.71°*4
HCC 30 1456 + 508" 46.69 +19.36* 24.87 +6.717*°
*P<0.05,** P <0.01 vs normal control group; “P <0.05 vs CHB groups.

Disease control (mealse), ASC (asymptomatic carricer) , AHB ( acute hepatitis) , CHB ( chronic hepatitis) , CSH ( chronic severe

hepatitis) ,LC(liver cirrhosis) , HCC (hepatic cellular cancer)
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