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Abstract: Objective: To explore the diagnostic value of carotid artery ultrasound combined with serum long non cod-
ing RNA (IncRNA) prostate cancer antigen 3 (IncRNA PCA3), and long non coding RNA nexilin antisense RNA1
(IncRNA NEXN — AS1) for carotid vulnerable plaques in patients with coronary heart disease (CHD). Methods:
This cross — sectional study enrolled 158 patients with CHD admitted to Chengdu Pidu District People’s Hospital be-
tween December 2022 and December 2024. According to digital subtraction angiography results, patients were classi-
fied into stable group (n =66) and vulnerable group (n =92). Quantitative real — time polymerase chain reaction
(qRT = PCR) was used to determine the relative expression of serum IncRNA PCA3 and IncRNA NEXN — AS1. The
receiver operating characteristic (ROC) curve was used to analyze the diagnostic value of carotid artery ultrasound,
serum IncRNA PCA3 and IncRNA NEXN — AS1 expression in assessing carotid vulnerable plaques. Results: Com-
pared to patients in the stable group, those in the vulnerable group had significantly higher proportion of smoking
history (44.6% vs. 28.8%) . low — density lipoprotein cholesterol [ (3. 46 0. 48) mmol/L vs. (3. 29 £0.45) mmol/
L], left atrial volume index [ (25.56 £5.28) ml/m* vs. (23.79+3.47) ml/m*], significantly lower serum IncRNA
PCA3 [ (0.63%0.15) vs. (0.86+0.18)] and IncRNA NEXN - AS1 [ (0.72£0.15) vs. (0.90%0.17)] (P<C0.05
or <<0.01). ROC analysis showed that a combination of carotid ultrasound and IncRNA PCA3, IncRNA NEXN —
AS1 detection had a significantly larger area under the curve (AUC) of 0. 901 (95% CI 0. 854 — 0. 947) than carotid
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ultrasound 0. 840 (95%CI 0. 771 —0.908) . serum IncRNA PCA3 (AUC 0. 783, 95%CI 0. 708 — 0. 859) and IncRNA
NEXN - AS1 (AUC 0. 756, 95%CI 0.678 — 0. 834) alone (Z=1.992, 2.904, 1. 965, P<<0.05 or <C0.01). Conclu-
sion: Carotid ultrasound combined with serum IncRNA PCA3, IncRNA NEXN — AS1 detection had good perform-

ance in evaluating carotid vulnerable plaques in patients with coronary heart disease.
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Therapeutic effect of sleep intervention in patients with coronary heart disease and insomnia: a meta —
analysis/REN Shang-pan, LAI Li-hong//College of Clinical Medicine, Henan University of Science and Technology,
Luoyang, Henan, 471003, China
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Abstract: Objective: To investigate the efficacy of sleep intervention on patients with coronary heart disease and in-
somnia. Methods: We searched the CNKI, Wanfang Data, PubMed, EMbase and The Cochrane Library databases-
for randomized controlled trials comparing the effect upon insomnia between sleep intervention and routine inter-
vention in patients with coronary heart disease before April 2025. Pooled odds ratio (OR ) or mean difference (MD

) with 95% confidence interval (CI) were calculated using the Rev— Man 5. 4 software. Results: A total of 14 eligi-
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