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Abstract: Objective To analyze the correlation between serum levels of long non-coding RNA cyclin-de-
pendent kinase inhibitor 2B antisense RNA 1 (IncRNA CDKN2B-AS1).and microRNA-184 (miR-184) in pa-
tients with acute coronary syndrome (ACS) and the occurrence of coronary artery restenosis (RS) after percu-
taneous coronary intervention (PCI) treatment. Methods A total of 288 ACS patients who underwent PCI
treatment in the hospital from February 2020 to March 2023 were selected. According to the results of follow-
up angiography at 6 months after surgery,they were separated into a RS group of 96 cases and a non RS group
of 192 cases. The quantitative real-time PCR (qRT-PCR) method was applied to detect the relative expression
levels of serum IncRNA CDKN2B-AS] and miR-184. Pearson correlation was applied to analyze the correlation
between serum IncRNA CDKN2B-AS1 and miR-184. The factors affecting the occurrence of RS in ACS pa-
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tients after PCI were analyzed using multivariate Logistic regression analysis. Receiver operating characteristic
(ROC) curve was applied to analyze the evaluation value of serum IncRNA CDKN2B-AS1 and miR-184 for the
occurrence of RS in ACS patients after PCI. Results Compared with the non RS group,the serum IncRNA
CDKN2B-AS1 level in the RS group was obviously increased, while the miR-184 level was obviously reduced
(P<C0.05). There were statistically significant differences in the levels of high-sensitivity C-reactive protein
(hs-CRP) , interleukin-18 (IL-18), total bilirubin (TBIL), and cardiac troponin I (¢Tnl) between the two
groups (P<C0.05). Pearson correlation analysis showed that there was a obvious negative correlation (r =—
0.427,P <0. 05) between the expression levels of serum IncRNA CDKN2B-AS1 and miR-184 in ACS pa-
tients. Multivariate Logistic regression analysis results showed that IncRNA CDKN2B-AS1, hs-CRP, I.-18,
and cTnl were risk factors affecting the occurrence of RS in ACS patients after PCI, while miR-184 and TBIL
were protective factors affecting the occurrence of RS in ACS patients after PCI (P <C0. 05). ROC curve re-
sults showed that the area under the curve (AUC) of serum IncRNA CDKN2B-AS1,miR-184,and their com-
bination in evaluating the occurrence of RS in ACS patients after PCI was 0. 787,0. 844 ,and 0. 929, respective-
ly,and the AUC of the combined evaluation the occurrence of RS in ACS patients after PCI was obviously
higher than those of serum IncRNA CDKN2B-AS1 and miR-184 alone (Z .mpimationinerNa chrNebast — 4. 490,
Z combinationmir 151 — 3. 429 ,all P<C0. 05). Conclusion The serum IncRNA CDKN2B-AS1 level in ACS patients is
obviously elevated, while miR-184 level is obviously reduced, which is correlated with the occurrence of RS in

ACS patients after PCI. Both are factors that affect the occurrence of RS in ACS patients after PCI, and the

combination of the two has better evaluation effect on the occurrence of RS in ACS patients after PCI.
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! 9.473 9.412
P <20. 001 <0. 001
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TC(mmol/L) 5.1940.75 5. 360, 82 1.757  0.080
TG(mmol /L) 3.63240.57 3.59740. 41 0.613  0.541
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TBIL —0.662 0.167 15. 697 <20.001 0.516 0.372~0.716
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