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Role of chemokine receptor 2 inhibitor in mouse model of acute gout Xuan Dandan , Zhao Li,

Xue Yu,Zhao Tianyi,Cao Ling ,Wan Weiguo. Department of Rheumatology , Huashan Hospital Affiliated to
Fudan University ,Shanghai 200040 , China

[ Abstract] Objective To explore the role of chemokine receptor 2( CXCR2) inhibitor in mouse
model of acute gout. Methods Pawls model of acute gout mice: 12 C57BL/6 male mice aged 6 to 8
weeks old were randomly divided into 3 groups(4 mice in each group). Mice in control group were injected
with saline in the right hind pawl. Mice in experimental group were injected with MSU in the right hind
pawl to establish pawls model of acute gout. Mice in intervention group were injected with MSU and
CXCR2 inhibitor SB225002 in the right hind pawl. Right/left hind paw thickness ratio of mice in 3 groups
was measured 8 h after injection. Degree of mice paw joint inflammation was assessed by hematoxylin-eosin
(HE) staining. Interleukin(IL) -1 level was measured by western blotting. Peritoneal model of acute gout
mice:9 C57BL/6 male mice aged 6 to 8 weeks old were randomly divided into 3 groups(3 mice in each
group) : Mice in control group were injected with saline intraperitoneally ,mice in experimental group were
injected with MSU intraperitoneally to establish peritoneal model of acute gout,mice in intervention group
were injected with MSU and CXCR2 inhibitor SB225002 intraperitoneally. Intraperitoneal lavage fluid was
collected for detection of neutrophil density and proportion, IL-1 and chemokines levels 4 h after MSU
injection. Results In pawls model of acute gout mice,right/left hind paw thickness ratio in experimental
group was higher than that in control group, and the ratio in intervention group was lower than that in
experimental group( P <0.05) ;compared with the control group,infiltration degree of inflammatory cell in
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pawl was significantly increased in experimental group, while compared with experimental group, it was

significantly reduced in intervention group;IL-1 level of paw tissue was higher in experimental group than

that in control group,and the intervention group was lower than that in experimental group. In peritoneal

model of acute gout mice, density and proportion of neutrophil of peritoneal lavage fluid in experimental

group were higher than those in control group, and above indexes in intervention group were lower than
those in experimental group (P <0. 001 or P < 0. 05) ; levels of IL-1, CXCL1, CXCL2 and CXCL8 in
experimental group were significantly higher than those in control group,and levels of CXCL1,CXCL2 and
CXCL8 were lower in intervention group than those in experimental group(P <0.05). Conclusion Inhibition
of CXCR2 can reduce acute inflammatory response in mouse model of acute gout. CXCR2 may be a viable

target to inhibit acute inflammation in the treatment of acute gout.
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