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Analysis on clinical characteristics and cerebral angiography results of artery
dissection and large-artery atherosclerosis cerebral infarction
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Abstract: Objective To investigate the clinical characteristics of intracranial feeding artery dissection(IFAD) cerebral infarc-
tion and large-artery atherosclerosis(LLAA) cerebral infarction and the similarities and differences of lesion vessels by the digital
subtraction angiography(DSA). Methods The patients with acute cerebral infarction in the hospital from July 2011 to September
2015 were selected as the research subjects and divided into the LAA group and IFAD group. The clinical data,DSA vessels differ-
ences and common risk factors of cerebral diseases were retrospectively performed the statistical analysis. Results The two groups
were similar in clinical manifestations and both started with stroke-like episodes. But the proportion of headache or neck pain in the
IFAD group was higher, whereas the proportion of diabetes in the LAA group was higher. The levels of fasting blood glucose, gly-
cosylated hemoglobin and LDL-C in the LAA group were significantly higher than those in the IFAD group.especially in the pa-
tients with severe stenosis of the LAA group. The DSA revealed that the lesion vessel in the two groups mainly involved in anterior
circulation, the severe stenosis was common. The extracranial single vascular involvement in the IFAD group was predominant, the
common vascular lesions were the internal carotid artery and vertebral artery; in the LAA group, the intracranial multivessels in-
volvements were predominant, which were the internal carotid artery, middle cerebral artery, vertebral artery and basilar artery. Con-
clusion The high levels of fasting blood glucose, glycosylated hemoglobin and LLDL-C in cerebral infarction may suggest LAA, es-
pecially severe stenosis in LAA. IFAD is mainly severe stenosis of single vessel. Headache or neck pain is an important prompt
symptom to identify IFAD and LAA.
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