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scriptional program expressed by tumor-associated macrophages

Effects of Schistosoma japonicum infection on fatty liver

and insulin resistance of C57BL/6J mice
Zhao Na' Li Sumei' Wang Wei’ et al
(' Dept of Endocrinology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001 ;
* Dept of Parasitology Anhui Medical University Hefei 230032)

Abstract Objective To observe the effects of schistosoma inflection on fatty liver of C57BL/6]J mice induced by
highfat diet in which the following factors are considered: liver tissue structure and function tumor necrosis fac—
tor-o (TNF-o) nuclear factorkappa B (NF+«B) and Ym-. Besides to explore infunce and possible mechanism
of macrophages alternative activation to liver and insulin resistance in obese mice. Methods High-fat-diet with
Schistosoma japonicum infected mice were obtained. The levels of fasting blood glucose (FBG) fasting plasma in—
sulin (FINS) were measured and insulin insulin resistance index (HOMA-R) was calculated. Then the contents
of liver homogenate alanine aminotransferase (ALT) triglyceride (TG) and cholesterol (TC) were detected. Fi-
nally the pathological changes of liver were observed by HE staining. At the same time TNF-o« NF-«B and Ym-

mRNA were detected by RTPCR. Results (D By the end of 6th week after infection the weight of HF and HSj
group achieved a 20% rise in comparison with the NC group. Combined with the pathological of liver obesity and
fatty liver of mice were obtained. (2) Compared with the same period of HF group hepatic steatosis inflammatory
cell infiltration and HOMA-R were weaken in HSj group at 6th and 12th week after infection(P <0. 05). 3 The
expression of TNF-a and NF-«B mRNA in HF group were higher than HSj group and NC group by the end of 6th
and 12th week after infection (P <0.05). And the expression of Ym- mRNA in HF group was higher than NC
group and HSj group by the end of 6th week (P <0.05). The expression intensity of HSj group was higher than
that of HF and NC group by the end of 12th week (P <0.05) and higher than before (P <0.05).@ A positive
and significant correlation was observed between the HOMA-HR and TNF-o mRNA of HF mice(r =0. 680 P =

0.018) no relationship with NF-«B mRNA. Meanwhile negatively relationship was found between HOMA-R and
Ym-d mRNA of HSj mice(r = -0.724 P =0.015). Conclusion There is a certain relationship between the ex—
pression of TNF-oo NF—+«B and the development of insulin resistance of obese mice. Schistosoma japonicum infec—
tion increases expression of Ym-l which is one of the markers of alternatively activated macrophage at the same
time reduces the expression of TNF-oe and NF+«B in addition improves insulin resistance in obese mice. This may
provid a new idea for prevention of diabetes mellitus.
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