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Effect of carotid stenosis degree and plasma
myeoloperoxidase level on cerebral ischemic stroke
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Abstract Objective: To explore the effect of carotid stenosis degree and plasma level of myeoloperoxidase (MPO) on

the occurrence of cerebral ischemic stroke. Methods: A total of 120 patients with carotid stenosis confirmed
by carotid artery ultrasound were included. Computer tomography scan was performed to identify if there was

infarction in all patients. These patients were divided into a high MPO group (n=57) and a normal MPO group
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(n=63) according to the plasma MPO level, and the incidence of cerebral infarction was compared in the 2 groups.
Meanwhile, all patients were also divided into 3 groups according to the degree of carotid stenosis: the low degree
of stenosis group (< 50%, n=68), the medium degree of stenosis group (51%—69%, n=36) and the high degree of
stenosis group (=70%, n=16). The correlation between the carotid stenosis degree and the incidence of ipsilateral
cerebral infarction was analyzed. If the carotid stenosis degree was same, the relationship between the plasma MPO
levels and the incidence of cerebral infarction was determined. Results: In 57 patients of the high MPO group,
43 patients suffered infarction (75.43%), while in the 63 patients of the normal MPO group, only 33 displayed
infarction (52.38%). The difference between these two groups was significant (P<0.05). The incidences of cerebral
infarction were 63.23%, 63.89%, and 62.50% in the low, medium and high degree of stenosis group, respectively.
The difference among these three groups was not significant (P>0.05). In the 68 patients of the low degree of
stenosis group, the MPO level was increased in 32 patients and normal in 36 patients. Among them, 26 patients
(26/32, 81.25%) and 17 patients (17/36, 47.22%) showed infarction, respectively, with significant difference
(P<0.05). Conclusion: In the patients with carotid stenosis, the risk of cerebral ischemic stroke in patients with

elevated MPO level was higher than that with the normal MPO level. However, there was no significant correlation

between the carotid stenosis degree and the occurrence of cerebral ischemic stroke.
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Table 1 Comparison of infarctions between patient with different MPO levels and carotid stenosis degree
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Table 2 Comparison of infarctions among patients with different MPO levels
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Table 3 Comparison of infarctions in patients with different degree of carotid stenosis
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Table 4 Comparison of infarctions in the same degree of stenosis between the normal MPO group and the elevated MPO group
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