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THE CORRELATIONS BETWEEN LEVELS OF SERUM miR—-23b AND
miR—-34a AND INTIMA-MEDIA THICKNESS OF COMMON CAROTID
ARTERY IN PATIENTS WITH ACUTE CEREBRAL INFARCTION

LI Yu-mi, TANG Yong

( Emergency department of Chengdu Second People's Hospital Chengdu 610011, Sichuan China )

Abstract: Objective:To explore the correlations between the levels of serum microRNA-23b (miR-23b), microRNA-34a
(miR-34a) and carotid intima—media thickness (IMT) in patients with acute cerebral infarction (ACI). Methods: 168 patients
with ACI admitted to our hospital from June 2016 to January 2019 were selected as the ACI group; 172 cases of normal physical
examination in our hospital during the same period were collected for the comparative study, which was called the control group.
The general data of the two groups were compared and analyzed; the levels of serum miR-23b, miR—34a, vascular cell adhesion
molecule—1 (VCAM-1) and tumor necrosis factor—a (TNF-o) were measured by real—time fluorescence quantitative PCR (qRT-
PCR); IMT was detected by color Doppler ultrasound; the relationships between levels of serum miR-23b, miR-34a, IMT and
VCAM-1, TNF—a, and the correlations between levels of miR—23b, miR-34a and IMT in ACI patients were analyzed; Logistic re—
gression was used to analyze the influencing factors of ACI. Results: The levels of serum total cholesterol, triglyceride, low densi—
ty lipoprotein, miR-23b, miR-34a, IMT, VCAM-1 and TNF-a in ACI group were higher than those in control group (all P <
0.05), and high density lipoprotein was lower than that in control group (P < 0.05); the levels of serum miR—23b, miR-34a and
IMT were positively correlated with levels of VCAM-1, TNF-o, miR-23b and miR-34a in ACI patients (all P < 0.05); low density
lipoprotein, miR—23h, miR-34a, IMT, VCAM-1 and TNF-a were risk factors for ACI (P < 0.05). Conclusions: The levels of se—
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rum miR—23b and miR-34a in patients with ACI are high, both of them are positively correlated with IMT, and miR—23b and

miR-34a may interact with IMT and affect the development of ACI.
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tery; correlation
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BMI(kg/m®) 22.63+2.38 2284+245 0802 0423
I [
IELT 4.54 +1.05 528+1.24  5.943 0.000
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