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The differential diagnosis value of serum miR-29 combined with IncRNA TUG1 and ADMA in ischemic stroke
Guo Pan, Liu Xiaolin . Mu Junping. Department of Laboratory, Xianyang Hospital , Yanwan University ,
Xianyang Shanxi 712000
[Abstract] Objective To explore the differential diagnosis value of serum microRNA-29 (miR-29) com-
bined with long non-coding RNA (IncRNA) TUG1 and asymmetric dimethylarginine (ADMA) in ischemic
stroke. Methods 110 patients with ischemic stroke diagnosed in our hospital from June 2017 to July 2018 were
collected. 80 patients with hemorrhagic stroke were selected, and 100 healthy people were included in our hos-
pital during the same period. Real-time PCR (RT-PCR) was used to detect the expression levels of serum miR-
29 and LncRNA TUGI1, and enzyme-linked immunosorbent assay (ELISA) was used to detect the level of ser-
um ADMA. Results Compared with hemorrhagic stroke[ miR-29; (60. 7 £ 4. 3) — log, LncRNA TUGT; (16. 4
+1.4) —log, ADMA; (6.3 *0.7) mIU/mL ]and healthy controls (miR-29; (62.3 £ 4. 8) — log, LncRNA
TUG1:(15.9%1.3) — log, ADMA.: (6.4 £ 0.6) mIU/mL], serum LncRNA TUG1(43.5 % 3.5) — log and
ADMAC(11. 4%+ 1. 4) mIU/mL levels in patients with ischemic stroke were significantly increased (P<C0. 05),
and the level of serum miR-29(31. 4 £ 2, 1( — log) ) was significantly decreased (P<C0. 05). The levels of serum
miR-29, LncRNA TUG1 and ADMA were not significantly different between hemorrhagic stroke and healthy
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controls (P>>0. 05). Spearman correlation analysis showed that serum levels of LncRNA TUG1 and ADMA

were positively correlated with NIHSS score (LncRNA TUG1:7=0.538, P=0.002; ADMA:r=0.566, P=
0.001), while serum level of miR-29 was negatively correlated with NIHSS score (mir-29:»= —0.545,P =
0.001). The AUC of serum miR-29, LLncRNA TUG1 and ADMA for ischemic stroke and non-ischemic stroke
(hemorrhagic stroke and healthy controls) were 0. 863 (95% CI =0.800~0. 944, P<C0.001), 0.912 (95%

CI=0.833~0.977, P<<0.001) and 0. 764 (95% CI = 0. 688~0. 887, P<C0.001); sensitivity and specificity
were 85.3%/82. 1%, 94.2%/73.5% and 76.8%/81.2%. The corresponding critical values were 48.6( —
log), 33.2(—1log) and 9.5 mIU/mL. When combined with serum miR-29, LncRNA TUG1 and ADMA, the
AUC of ischemic stroke and non-ischemic stroke was 0. 945 (95%CI = 0. 932~0. 998, P<C0.001), and the
sensitivity was 83. 8%, the specificity was 97. 3%. Conclusion Combined serum miR-29, LncRNA TUG1 and

ADMA had potential diagnostic value in ischemic stroke.
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