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The Risk Factors for Carotid Atherosclerotic Plaque Occurrence
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ABSTRACT Objective: To study the risk factors for carotid atherosclerotic plaque occurrence and the relationship with cerebral
infarction. Methods: 120 cases (the study group) with infarction were selected in our hospital from July 2013 to July 2014, 120 cases (the
control group) of non cerebral infarction or healthy were also selected, the inductees of all were given neck intravascular ultrasound, the
blood glucose, plasma fibrinogen and blood lipids of all inductees were detected, the number and location of carotid atherosclerotic
plaques, carotid artery diameter of two groups were compared and risk factors of cerebral infarction were analyzed. Results: The plaque
detection rate and the number of patches of the study group were significantly higher than that of the control group, the difference was
statistically significant (P<0.05); Carotid artery diameter of the study group were significantly shorter than in the control group, the
difference was statistically significant (P<0.05); The plaque present in the common carotid artery were the most, and had ipsilateral
correlation with infarction site(P<0.05); The age, hypertension, diabetes and lipids, fibrinogen (FIB) of the study group were significantly
higher than the control group, the difference was statistically significant (P<0.05). Conclusion: There is a close relationship between
carotid atherosclerotic plaques,and the cerebral infarction, age, diabetes, hypertension, FIB and lipids were the risk factors for carotid
atherosclerotic plaque occurrence.
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Table 1 Comparison of the plaque and carotid artery diameter in two groups(x+ s)

1 E Bk A2 ( mm ) Carotid artery diameter

351 BESREL BEbR#G H 2R (%)
Groups Number of patches Plaque detection rate(%) £ Left # Right
3FB82H Control group 0.35+ 0.03 34(28.3) 7.92+ 0.13 7.99+ 0.32
3 4H Study group 1.93+ 0.04 94(78.3) 7.28+ 0.16 7.48+ 0.18
t/x? 8.967 13.892 9.058 8.996
P 0.032 0.021 0.025 0.029
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Table 2 Comparison of the general data in two groups

F5%% Indexes XFHB4H Control group W3 4R Study group t/ x? P
FE# (% ) Age(years) 59.5¢ 0.5 69.9+ 0.4 7.983 0.038
B I /% (n) Hypertension 49(40.8) 84(70.0) 13.084 0.017
#EFRJ® (n) Diabetes 22(18.3) 57(47.5) 12.782 0.024
TG(mmol/L) 1.52+ 0.01 1.79+ 0.32 8.956 0.025
TC(mmol/L) 4.62+ 0.28 5.83+ 0.17 9.058 0.024
LDL-C(mmol/L) 2.12+ 0.05 3.38+ 0.25 8.698 0.027
FIB(g/L) 493+ 1.03 6.83% 0.18 9.883 0.023
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