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Abstract Objective To observe the expression of SOCS3, IFN — v and IL -4 in serum of patients with nonalcoholic fatty liver dis-
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ease, and to discuss the association between them. Methods The expression of IFN — v and IL —4 in serum of thirty patients with nonal-

coholic fatty liver disease and in thirty healthy adults were detected by ELISA technique. SOCS3 mRNA levels in blood mononuclear cells
were analyzed by RT — PCR technique. Rusults = The levels of IFN -y and SOCS3 mRNA of NAFLD group were obviously higher than

those of control group(P <0.01, P <0.01, respectively) , but the level of IL — 4 was not different between the two groups. Conclusion
Th1 is primary at the early satge of NAFLD. SOCS3 is a risk factor of NAFLD.
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