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Clinical significance of CXCL9 expression in peripheral blood of patients with systemic lupus erythematosus
Ye Xiaoyan',Dai Yongjiang®® sMeng Bingxin' sWang yuanzhi' ,Liang Xiong an®
(1. Department of Dermatology s Hainan People’s Hospital , Haikous Hainan 570102 ,China;2. Department o f
Dermatology.the Af filiated Hospital of Hainan Medical College  Haikou, Hainan 570311 .,China)
Abstract; Objective
Methods

To investigate the expression and significance of CXCL9 in systemic lupus erythematosus (SLE).
The level of CXCL9 in peripheral blood from 20 patients with SLE and 20 normal controls were measured by enzyme
linked immunosorbent assay. Compare the difference of the expression level of CXCL9 in peripheral blood between two groups and
The level of CXCL9 in peripheral
blood in patients with systemic lupus erythematosus was(1 549. 14=+362. 74) pg/L,but in normal controls was(602. 54483. 70) pg/

analyzed their correlation with ages, duration, SLE diseases activity index (SLEDAI). Results

L. The level of CXCL9 in peripheral blood in patients with systemic lupus erythematosus was obviously higher than that in controls
by statistical analysis, there was significant difference between the two groups (P<C0. 01). The expression level of CXCL9 in pe-

ripheral blood of patients with systemic lupus erythematosus was positively correlated with SLEDAI (»=0. 892, P<0. 01). Conclu-

sion CXCL9 may be involved in the pathogenesis of systemic lupus erythematosus.

Key words: lupus erythematosus, systemic;chemokine ; CXCL9 ; peripheral blood
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