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The Distribution of Cerebral Atherosclerosis in the Patients with Acute Ischemic Stroke
DING Jian-ping » HUA Yang , WANG Yong-jun ., et al

( Department of Neurology ., Xuanwu Hospital s The Capital Medical University, Beijing 100053 ,China)
[Abstract] Objective To direct the therapy and the prevention of cerebrovascular disease, we analyzed the state and
distribution of arteriosclerosis of intracranial and extracranial arteries in the patients with acute ischemic stroke. Meth-
There were 75 cases (37 %) with

the stenosis of intracranial arteries and their branches and 50 cases (25%) with more than 50% stenosis of extracranial

ods The intracranial and extracranial arteries were checked by and Duplex. Results

arteries. 12 case(6%) of patients had carotid occlusion. The diabetes is one of the risk factors of the stenosis of in-
tracranial and extracranial arteries. Conclusion The main cause of ischemic stroke is stenosis of intracranail arteries ,

and more cases of stroke have abnormal extracranial arteries.
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MRI and CT in the Diagnosis of Sturge-Weber Syndrome
FAN Guo-guang s FENG Yan-hua WU Zhen-hua » et al
(No. 2 Affiliated Hospital of China Medical University ., Shenyang 110003 ,China)

[Abstract] Objective To compare the efficacy of CT and MRI in the diagnosis of Sturge-Weber syndrome in nine ca-
ses. Methods Nine children suffered from Sturge-Weber syndrome were included in this study. Routine CT and MR
examination were performed in all nine cases. In 2 cases, a contrast-enhanced T1-weighted SE sequence was carried
out. Results (O CT findings: CT showed abnormal cerebral involvement which were bilateral in two cases, ipsilateral
in six, except in one case with normal appearance. Among them, cerebral lobar atrophy was moderate and marked in
five cases. In 8 of all 9 cases, cerebral calcifications were demonstrated within cortical areas. The choroid plexus was
enlarged with respect to the contralateral plexus in only two patients. Enlarged vessel was present in deep cerebral re-
gion in one case. And the interfaces between gray matter and white matter were blur in three cases. @ MRI findings:
The cerebral lobar involvement showed bilateral in four cases, ipsilateral in five. Atrophy was slight in four cases;
moderate in three; marked in two. Calcification was demonstrated in only two cases while no cortical calcification was
seen in seven other cases. The choroid plexus was enlarged with respect to the contralateral plexus in five patients. The
interfaces between gray matter and white matter were blur in eight cases. Moreover, enlarged vessels were present in
the subependymal and periventricular regions in four cases. The thickness of cranial diploe was present in three cases.
After contrast administration in two cases, enhancement was noted within involved cortical areas. Conclusion MRI ,

combined with CT plays an important role in the diagnosis of Sturge-Weber syndrome.
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