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ABSTRACT Objective: To study the relationship between carotid plaque vulnerability and blood lipids, inflammatory factors and
coronary heart disease. Methods: 95 patients with carotid artery plaque who were treated in our hospital from January 2018 to January
2016 were selected as the subjects. All the patients were examined by carotid ultrasound, and the patients were divided into stable group
(n=43) and unstable group (n=52) according to the plaque character of ultrasonic examination results. Blood lipid indexes such as total
cholesterol (TC), triglyceride (TG), high density lipoprotein cholesterol (HDL-C) and low density lipoprotein cholesterol (LDL-C) in two
groups were detected. The serum levels of interleukin-8 (IL-8), hypersensitive C reactive protein (hs-CRP), celladhesion factor -1 (ICAM-1)
and chemokine (RANTES) were compared in the two groups, and the incidence of coronary heart disease in the two groups was statisti-
cally analyzed. Results: The TC, TG and LDL-C of the patients in the unstable group were higher than those in the stable group, while
HDL-C was lower than that in the stable group, and the differences between the two groups were statistically significant (P<0.05). The
levels of IL-8, hs-CRP, ICAM-1 and RANTES in the unstable group were all higher than those in the stable group, and the difference be-
tween the two groups was statistically significant (P<0.05). The incidence of coronary heart disease in the stable group was 53.49%
(23/43), and the incidence of coronary heart disease in the vulnerable group was 78.85% (41/52), there was a significant difference in the
incidence of coronary heart disease in the two groups (P<0.05). Conclusion: The vulnerability of carotid plaque can lead to further deteri-
oration of blood lipid index and serum inflammatory factor index, and also increase the incidence of coronary heart disease.
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Table 1 Comparison of general data in two groups

Gender Body mass index Complication
Groups n Age (years) N
Male Female (kg/m’) Hypertension Hyperglycemia

Stable group 43 20 23 59.13% 1145 22.09+ 1.98 12 11

Unstable group 52 29 23 57.56x 11.47 23.68+ 2.02 15 17
t/x? - 0.808 0.665 0.872 0.150
P - 0.369 0.508 0.452 0.698
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Table 2 Comparison of blood lipid indexes in two groups(x s)

Groups n TC(mmol/L) TG(mmol/L) LDL-C(mmol/L) HDL-C(mmol/L)
Stable group 43 3.46x 1.09 2.01% 0.67 2.12+ 0.68 1.39+ 0.42
Unstable group 52 442+ 1.24 2.54+ 0.78 2.67+ 0.82 1.05% 0.33
t - 3.965 3.113 3.511 4418
P - 0.000 0.002 0.001 0.000
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Table 3 Comparison of serum inflammatory factors in two groups of patients(x+ s)

Groups n IL-8(ng/L) hs-CRP(mg/L) ICAM-1(mg/L) RANTES(ng/L)
Stable group 43 198.28+ 21.12 4.14 1.07 1.02 0.42 2,97+ 0.61
Unstable group 52 287.18% 31.56 7.51% 1.78 2.01% 0.67 5.61% 0.97
t - 15.773 10.889 8.414 15.486
P - 0.000 0.000 0.001 0.000
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