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[Abstract] Objective

regulating the macrophage polarization in systemic lupus erythematosus and its curative effects on experimental SLE mice. Methods

To investigate the role of tumor necrosis factor (TNF)-alpha-induced protein 8-like 2 (TIPE2) for

The mice were treated with activated lymphocytes derived DNA (ALD-DNA) for inducing mice model, randomly divided into
AAV-scr control group and AAV-TIPE2 experimental group.,and injected with AAV-TIPE2 or AAV-scr virus solution from the
tail vein of mice. The expression of TIPE2 mRNA and protein in polarized macrophages,serum dsDNA antibody titer,urine protein
(1) The TIPE2 expression level of TIPE2 mRNA and protein in AAV-TIPE2-
transfected cells was 13. 5% 1. 6 times and 10. 8 £ 1. 6 times of AAV-scr control group respectively. (2) M2 macrophage specific
molecule MGL " was 59. 6% in AAV-TIPE2 group and MGL" cells in the AAV-scr group was 8.4 %. M2/MI1 odds ratio of AAV-
TIPE2 experimental group to AAV-scr control group was 16. (3) The recombinant TIPE2 adenovirus related vector could stably

and renal pathological index were detected. Results

expressed in transfected HEK-293. In vitro and in vivo experiments confirmed that AAV-TIPE2 was able to induce M2 polarization
of macrophages in ALD-DNA-induced lupus mice. (4) The serum anti-dsDNA antibody, urinary protein and renal pathology in the
AAV-TIPE2 group were significantly lower than those in the AAV-scr group(P<C0. 01). Conclusion TIPEZ2 alleviates the disease
condition of ALD-DNA induced SLE mice through induction of macrophage polarization to M2 phenotype,which may be used as a
promising therapeutic method for ALD-DNA induced SLE mice.
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