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Expression and clinical significance of peripheral blood miR-132,
IL-17 in patients with ankylosing spondylitis "
GUO Tuanmao .YANG Zhengguang .CHEN Zhongning . XING Yanli® ,ZHU Haiyun
(Department of Orthopaedic , Xianyang Central Hospital , Xianyang ,» Shaanxi 712000,China )

Abstract: Objective To investigate the expression and clinical significance of peripheral blood miR-132
and IL-17 in patients with ankylosing spondylitis CAS). Methods Totally 189 patients with AS and 105
healthy volunteers in the same period were enrolled from August 2013 to August 2017 in the hospital. Periph-
eral blood was collected from patients with AS and healthy volunteers. The expression level of miR-132 was
detected by RT-qPCR., while the expression level of 11.-17 was detected by ELISA. Then the correlation be-
tween miR-132 and I1.-17 was analyzed by Pearson. Receiver operating characteristic curve (ROC curve) was
used to analyze the diagnostic value of miR-132 expression level in peripheral blood for AS. Results Com-
pared with the control group,miR-132 and I1.-17 levels in peripheral blood of patients in AS group were signif-
icantly increased(P <C0. 05). Correlation analysis showed that miR-132 in peripheral blood of AS patients was
positively correlated with 11.-17 (r=0.713,95%CI:0.635—0. 777, P<C0. 01). ROC analysis showed that the
sensitivity and specificity of miR-132mRNA in peripheral blood for the diagnosis of AS were 90. 5% and
91. 0% .respectively. Conclusion 1L-17 and miR-132 play important roles in the pathogenesis of AS,and the
peripheral blood miR-132 is a potential biomarker for the diagnosis of AS.
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1) AS B () I35 HLA-B27 BHME; (3) 21 40 i i
FHC RN AR WG R . HERRARE: (D
UT 3 AN H H B S5 (2) % H A LR R DR 9 R
Fs )AL G s () G IF BB ER. AS
HF 5152 f], % 37 B Al 19~56 %, P2y
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MAGMELDBERAE KRBT RE, ASTENA S
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dE— 2B 58 K B TL-17 SR TG s 0 AS 5 R 4P
WP . RN RER T IL-17 78 AS JIR 1 &
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