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The protective effect and mechanism of IL-17 monoclonal antibody on
Henoch-Schonlein purpura mice

GUI Lin', WU Xiao-lin', ZHU Song-bai', ZHENG Rong-hao', SHU Lan', ZHU Hong-fei**, WANG
Zhi-tao*, WANG Yong® (1. Department of Pediatric kidney disease , Maternal and Child Health Hospi-
tal of Hubei Province, Wuhan 430000, China; 2. Department of Anesthesiology . Hubei Hospital of
Traditional Chinese Medicine, Wuhan 430000, China; 3. Hubei Institute of Traditional Chinese Medi-
cine, Wuhan 430000, China; 4. Department of Paediatrics, Wuchang Hospital of Wuhan, Wuhan
430000, China; 5. Animal Laboratory Center of Wuhan University , Wuhan 430000, China)

Abstract: To investigate the protective effect and mechanism of 11.-17 monoclonal antibody on Henoch-Schonlein purpura (HSP)
mice, 50 C57BL/6 mice were randomly divided into normal control group, HSP model group, isotype control group, I1L-17
mAb group and cimetidine positive control group, with 10 mice in each group. 4 HSP groups of mice were subjected to a 14-
week HSP model construction. We detected the serum circulating immune complex (CIC) to verify whether the model was
made successfully. Once we had HSP mice, they were subjected to 3 weeks of drug intervention. After the intervention, 24-
hour urine volume of each group was collected and the urinary protein content was measured. The function of mononuclear
phagocytic system(MPS) was evaluated by the method of carbon particles clearance. The levels of secretory IgE (S-IgE), IL-
17, Thl-associated cytokine IFN-y and Th2-related cytokine I1.-4 in serum were detected by ELISA. Western blotting was car-
ried out to detect the expression of IL.-17 protein in the skin and kidney for each group; HE staining was used to evaluate the
pathological changes in the skin and kidney. Our results showed that compared with the HSP group, I1.-17 mAb significantly
reduced the urine protein content in HSP mice (P <C 0. 01), enhanced MPS function (phagocytic index K and phagocytic coeffi-
cient o) (all P < 0.01), reduced serum S-IgE, 1L-17, IL-4 levels (all P < 0. 01), increased serum IFN-v level and IFN-y/IL-
4 ratio (all P <C 0.01). In addition, IL.-17 mAb significantly improved the pathological changes of skin and kidney in HSP mice
and reduced the expression of 1L-17 protein (P <C 0. 01). Taken together, IL-17 mAb has a significant protective effect on
HSP mice. and its mechanism may be related to the reduction of 1I.-17 protein expression who mediated Th1/Th2 balance regulation.
Key words: I1.-17 monoclonal antibody; Henoch-Schonlein purpura; circulating immune complex; mononuclear phagocytic

system; Thl/Th2 balance





