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Expression of tumor necrosis factor-a and interleukin-1 in the serum and hepatic tissues of patients
with chronic hepatitis B or primary hepatic cancer
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Abstract: Objective To study the expression of tumor necrosis factor-a ( TNF-a) and interleukin-13 (IL-1B) in the
serum and hepatic tissues of patients with chronic hepatitis B( CHB) or primary hepatic cancer( PHC). Methods The levels
of serum TNF-a and IL-1B in 45 patients with CHB( CHB group) ,45 patients with PHC(PHC group) and 45 healthy people
(control group) were detected by enzyme-linked immunosorbent assay. The expression of TNF-a and IL-13 in CHB and PHC
tissues were detected by immunohistochemistry method. The results were compared among the three groups. Results The
levels of serum TNF-a and IL-1B in CHB group were significantly higher than those in control group(P =0.000). The levels
of serum TNF-a and IL-1B in PHC group were significantly higher than those in CHB group( P =0.000). The positive expre-
ssion of TNF-a and IL-1@3 in PHC tissues was significantly higher than that in CHB tissues( P =0.000). Conclusion TNF-«
and IL-1B as the important proinflammatory cytokines, play an important role in the process of liver injury in patients with CHB

or PHC,and can be used as clinical biological treatment targets.
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Fig.1 Expression of TNF-« in CHB and PHC tissues ( im-

munohistochemistry, x400)
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Fig.2 Expression of IL-1g in CHB and PHC tissues ( im-

munohistochemistry, x400)

Tab.2 Expression of TNF-« and IL-1p in CHB and PHC tissues

TNF-o/ {3 IL-18/44
251 n
- + + o+ + o+ + X P - + + + + o+ + X P
CHB#{ 45 7 17 16 7 14 18 6
9.235 0.000 7.635  0.000
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