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Expression of serum Th1/Th2 cytokines in different stages of hepatitis B and its clinical significance”
SHEN Yili' ,YU Xiayun' ,FENG Bin', HUANG Zuxing® ,\WANG Lin'>
(1. Clinical Testing Center of the First Af filiated Hospital of Suzhou University ,Suzhou,
Jiangsu 215000, China ;2. Suzhou University ,Suzhou, Jiangsu 215000,China)

Abstract : Objective To investigate the expression levels of IFN-vy,1L.-4,1L-6 in the plasma of HBV chro-
nic patients. To acknowledge the correlation between the immune function of T-cell with chronic hepatitis B
virus. Methods The expression levels of IFN-y,11.-4,11.-6 in the plasma were determined by ELISA in 42 ca-
ses of chronic hepatitis B (CHB group), 30 cases of cirrhosis (LC group), 30 cases of primary liver cancer
(HCC group) and 30 cases of health control (NC group). Combine with the load of HBV DNA , HBeAg and
ALT,the expression levels of IFN-y,11.-4,11.-6 were re-analysed. Results The expression levels of IFN-y,IL-
4 and IL-6 in the researched groups were statistically significantly different. The expression levels of IFN-v,
1L-4,1L-6 in CHB,LC and HCC groups were higher than NC group with significance. The expression level of
11.-4 in the CHB group was higher than [.C and HCC groups with significance. The expression level of II.-6 in
the HCC group was higher than CHB and LC groups with significance. Compared with the control group.,the
ratio of IFN-y / IL.-4 in CHB, LLC and HCC groups were decreased with significance. There was significantly
positive correlation between the expression level of I1.-4 with the load of HBV DNA (»=0. 757, P<C0. 001).
The expression level of IFN-y had negative correlation between the load of HBV DNA (= —0. 786, P <
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0.001) with the level of ALT(r=—0.713,P<C0. 001) with significance. There was no significant correlation
between HBeAg with the cytokines in the serum of patients with chronic HBV. Conclusion The results
showed the immune function of T-cell play important role in chronic HBV patients. That would provide a good
basis on CHB treatment. The expression levels of I1.-6 were higher in HCC group with significance, which pro-

vided the direction for the deep study of liver cancer.
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