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Association between the pattern of carotid artery calcification and the short-term prognosis of patients with acute
cerebral infarction WANG Jianwei, YAO Yu, ZHANG Meixia , et al. (Department of Neurology , Affiliated Jinhua Hospi-
tal , Zhejiang University School of Medicine , Jinhua 321000, China )

Abstract:  Objective

prognosis of patients with acute cerebral infarction after 3 months of treatment. Methods

To investigate the association between the pattern of carotid artery calcification and the
A total of 112 patients who were
diagnosed with acute ischemic stroke (AIS) in our hospital from March 2021 to September 2022 were enrolled as subjects.
CT angiography was performed within 24 hours after admission, and the carotid artery was assessed in terms of
calcification pattern (no calcification, intimal calcification, and medial calcification) and calcification load (low and high
calcification). After 7 days of treatment, CT reexamination was performed to evaluate hemorrhagic transformation and
infarct volume. The patients were followed up for 3 months, and according to the modified Rankin Scale (mRS) score,
they were divided into good prognosis group (82 patients with an mRS score of <3 points) and poor prognosis group
(30 patients with an mRS score of >3 points). Results
group had a significantly higher proportion of patients with an age of =70 years, a mean systolic blood pressure of >
165 mmHg, a fasting blood glucose level of =7. 5 mmol/L., an NIHSS score of =12 on admission, intimal calcification,

Compared with the good prognosis group, the poor prognosis

medial calcification, high calcification, hemorrhagic transformation, and an infarct volume of =50 mm® (P<0.05). The
multivariate logistic regression analysis showed that NIHSS score =12 on admission, intimal calcification, hemorrhagic
transformation, and infarct volume >50 mm’ were risk factors for poor prognosis (P<0.05). Conclusion Intimal
calcification of the carotid artery may be associated with the poor short-term prognosis of AIS patients, which can be used
as a new noninvasive indicator for predicting prognosis.
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