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Abstract:Objective To determine the levels of serum interleukin-17 (IL-17) and monocyte chemotactic
protein-1(MCP-1) in patients with systemic lupus erythematosus (SLE),so as to explore their relationships
with subclinical atherosclerosis. Methods The cross-sectional study was undertaken on 64 patients with SLE
(SLE group) who were admitted in Shiyan Taihe Hospital from December 2014 to December 2016 and 30
healthy contols (control group) ,both carotid and lower extremity atherosclerosis were assessed by Doppler ul-
trasound for assessment of atherosclerosis. According to intima-media thickness (IMT), SLE patients were

classified into subclinical atherosclerosis group (AS group,34 cases) and non-subclinical atherosclerosis group
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(non-AS group, 30 cases). ELISA was used to detect the levels of serum I11.-17 and MCP-1 for all subjects,
pathogenesis, body mass index(BMI) , homeostasis model assessment of insulin resistance (HOMA-IR) , lupus
erythematosus disease activity index (SLEDAID) ,fasting blood glucose(FBG) . lipids.,serum uric acid(UA) ,e-
rythrocyte sedimentation rate (ESR), high sensitivity C-reactive protein (hs-CRP), and serum complement
C3,C4 were also determined and recorded. Spearman analysis was used to explore the relationship between IL-
17 and MCP-1 in patients with SLE. Receiver operating characteristic curves were plotted,and area under the
curve (ROC-AUC) was used to assess diagnostic value about serum 1L.-17 and MCP-1 in SLE patients for ath-
erosclerosis,and Logistic regression analysis was used to analyze the risk factors of SLE patients complicated
Levels of serum IL.-17 in AS group [ (39. 34, 34+11.17) ng/L] and
non-AS group [ (36.21+18. 34) ng/L ] were significantly increased compared with control group [ (5. 34 =+

with subclinical atherosclerosis. Results

2.12)ng/L] (P<C0.05),while there was no significant difference between AS group and non-AS group (P>
0.05). The level of serum MCP-1 was significantly increased in AS group [ (57. 34+20.56) ng/L] compared
with non-AS group [(19. 28£8. 22) ng/L],and serum levels of MCP-1 in non-AS group was significantly in-
creased compared with control group [ (8.34=%3.19) ng/L].and the differences were statistically significant
(F=12.31,P<C0.01). The serum IL.-17 level was positively correlated with MCP-1 in patients with SLE (+=
0.321,P<C0.05). The performance of 11.-17 as a marker for diagnosis of AS in patients with SLE was 0. 654,
and had a specificity/sensitivity of 65. 67 %/66. 67 % ,while the performance of MCP-1 as a marker for diagno-
sis of AS in patients with SLE was 0. 670,and had a specificity/sensitivity of 74. 63%/59. 38%. According to
Logistic regression analysis, pathogenesis, MCP-1 and HOMA-IR were the independent risk factors for sub-
clinical atherosclerosis in patients with SLE. Conclusion The increased levels of serum 11.-17 and MCP-1 were

closely correlated with the incidence of subclinical atherosclerosis in patients with SLE,and the combined detection of

I1-17 and MCP-1 have some predictive significance for atherosclerotic cardio-cerebrovascular disease.
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