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Macrophages regulate liver lipid metabolism to promote liver injury caused by Schistosoma japonicum infection
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* %%

Key Laboratory of Tropical Diseases Prevention and Control sMinistry of Education s Sun Yat-sen University)

Objective To clarify the mechanism that macrophages inhibit liver injury caused by Schistosoma japoni-
cum infection via regulating liver lipid metabolism. Methods FEighteen BALB/c male mice of clean-grade were randomly
divided into Control group, Infected group treated with PBS (Infected-PBS group), Infected group treated with macro-
phage scavenger (Infected-LipClod group). Each mouse in the infected group was infected with (15 1) S. japonicum cer-
cariae. On the 28th day of infection,the depleted efficiency of macrophages was detected by flow cytometry. HE staining
and Masson staining were used to detect hepatic granulomatous reaction and fibrosis formation. Blood was collectedfor de-
tecting triglyceride (TG) and cholesterol (CHOL) levels by automated biochemical analyzer. Transcription levels of genes
related to lipid metabolism were detected by qRT-PCR.  Results The ratio of macrophages was 28.45% in the Infected-
PBS group and 8. 25% in the Infected-LipClod group,The difference between these groups is statistically significant(The
t-values are4. 681, P<C0. 01) , which indicated that macrophages were depleted by LipClod liposomes effectively. Compared

with the Infected-PBS group,the liver was ruddy,and the number of egg nodules was decreased significantly in Infected-
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LipClod group. HE and Masson stanings showed that the number and area of liver granuloma all decreased significantly in
the Infected-LipClod group,and the fibrosis also decreased significantly(The z-values are 5. 661,7. 686,2. 708, P<C0. 05 or
P<C0.01). Compared with the Control group,the serum TG and CHOL levels in the Infected-PBS group were decreased
(The F-values are 12. 959 and 43. 764, P <C0. 01). In addition, the lipid biosynthesis related genes were decreased (The F-
values are 55.463,P<C0. 01. The lipid catabolism related genes CPT1 and CD36 mRNA expression were increased, and
FABP mRNA was decreased (The F-values are 13.460,123.674,11.282,P<C0.001). However,in comparison with the
control group,the serum levels of TG and CHOL increased in Infected-LipClod group(The F-values are 12. 959, The F-
values are 43. 764, P<C0.01). In addition,the lipid biosynthesis related genes FASN ,ACC1 and ACLY mRNA(The F2-

values are 22. 765, 26. 319, 55. 463, P <<0. 01). but the lipid catabolism related genes decreased (The F-values are

123.674,P<70.01).

fection via regulating liver lipid metabolism.
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Conclusion Macrophages could promote the liver injury progression caused by S. japonicum in-
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Fig. 3 The effect of macrophage depletion on liver pathological injury
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