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[ ABSTRACT] Aim Detection of relative expression levels of plasma miR-21 by a case-control study of acute aortic
dissection (AAD), combined with receiver operating curve (ROC) and related clinical data to evaluate the diagnostic
value of miR-21 for AAD. Methods 30 samples of AAD patients, 30 samples of angina patients, 29 patients with a-
cute myocardial infarction (AMI) and 29 patients in the control group, clinical data of each group were also collected.
The plasma levels of miR-21 and housekeeping gene miR-16 in each group were identified by quantitative reverse tran-
scriptase polymerase amplification reaction, and the relative expression of miR-21 was calculated. Results Compared
with the control group, the relative expression level of miR-21 in plasma of AAD group were significantly increased (P<
0.05). There was no significant difference in plasma miR-21 expression between angina pectoralis group vs AAD group
and AMI group vs AAD group (P>0.05). ROC curve analysis showed that the area under the curve (AUC) was 0. 664.
The 95% confidence interval was 0.520 ~0. 809, and the sensitivity of plasma miR-21 to AAD diagnosis was 40% , and
the specificity was 96.6% . When the comparative expression of miR-21 was 0.034, the sensitivity of plasma miR-21 to
AAD diagnosis was 80% , and the specificity was 20.7% . Conclusion The detection of plasma miR-21 has definite
clinical value for the diagnosis of AAD, but it is not enough to support miR-21 as an ideal molecular diagnostic marker

for AAD.
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% 1. miR-16 & miR-21 E T35 #1551
Table 1. The upstream and downstream primer sequences
of miR-16 and miR-21

Gene

hsa-miR-16  RT

Primer Sequence 5'—3’
GTCGTATCCAGTGCAGGGTCCGAGG-
TATTCGCACTGGATACGACCGCCAA
AS  GCTTGTAGCAGCACGTAAATATTG
hsa-miR-21 RT  GTCGTATCCAGTGCAGGGTCCGAGG-
TATTCGCACTGGATACGACTCAACA
AS  ATGAGCCGTTAGCTTATCAGACTG

F2. BHEB—RIGKRF LR

Table 2. Comparison of general clinical data among groups
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PER (/40 22/8 25/4 25/5 24/5 0.88 0.35 0.09 0.76 0.00 0.95
FR () 54.50£5.39 53.8%5.7 49.2%9.63 50.79+6.84 2.98 0.00 2.68 0.0l -0.73 0.47
BIOUE(R/%) 228 19/10 23/7 21/8 0.09 0.77 0.8 0.3¢ 0.14 0.71
WIRR (/B 7/23 7/22 4/26 1/28 .00 0.32 114 029 1.86 0.17
ELAS(R/B)  15/15 12/17 8/22 6/23 3.46 0.06 1.42  0.23  0.29 0.59
WA (/) 16/14 18/11 12/18 1217 1.07  0.30 2.87 0.09 0.0l 0.91
W (R/) 327 2/27 3/27 4/25 0.00 1.00 0.18 0.67 0.20 0.65
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Table 3. Comparison of the fold change in the relative ex-

pression of miR-21 between groups
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Figure 1. Comparison of miR-21 among groups
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Figure 2. The ROC curve analysis of miR-21 relative expres-

sion
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