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Angiographical Study of Lenticulostriate Arteries in Cerebrovascular Disease

Hiroshi Takahashi*, Koichi Yamaguchi*, Kazuo Uemura®,
Hiroshi Kawakami**, Masayoshi Kowada%##
Division of Radiology*, Internal Medicine** and Neurosurgery***
Research Institute of Brain and Blood Vessels, Akita, JAPAN

In order to examine the pathological significance of the invisibility of lenticulostriate arteries on cere-
bral angiogram of cerebrovascular diseases, altogether 453 single shot angiograms and 48 serial angiograms
were observed. These material selected from the cases shown in Table 1 were classified as following,

1. Controls (289 single shot angiograms) : 251 angiograms of non-apoplectic diseases except subdural
haematoma and 38 angiograms on opposite side of the lesion in apoplectic diseases.

2. Apoplectic group: 164 single shot angiograms of patients with capsular hemiplegia.

3. Acute apoplectic group (Table II): 48 serial angiograms examined within 3 weeks after stroke.

Results

1. There was no significant difference of visibility of lenticulostriate arteries on A-P view between
controls and apoplectic group (Table III), and between two type of contrast media (Table VI).

2. About two-thirds of the cases without delineation of lenticulostriate arteries on A-P view showed
distinct contrast fillings of its arteries on lateral view as shown Table IV,

3. In serial angiographic study with good fixation of head and optimal exposure, lenticulostriate
arteries were well demonstrated on A-P view in most cases (Table V).

From these results, it might be considered that the delineation of lenticulostriate arteries was more
dependent on the physical and technical factors in image forming processes of radiograms, such as fixation

of head, exposure factors, etc., rather than the pathological conditions in its region.
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Table 1. Subjects (single shot group)

A. Non-apoplectic diseases 175 patients

(a). Subdural haematoma 6
(b). Hypertension 31
(c). Cerebral arteriosclerosis 36
(d). Headache 25
(e). Trauma 27
(f). Epilepsy 13
(g). Tremor 20
(h). Cerebral palsy 9
(i). Brain Tumor 4
(j). Others 4
B. Cerebrovascular diseases 233 patients

(a). Transient cerebral ischemia 15
(b). Subarachnoid haemorrhage 32
(c). Cerebral infarction

1. Occlusion of the cerebral

arteries identified 10

2. Occlusion of the cerebral
arteries not identified 67
(d). Cerebral haemorrhage 13

(e). Differentiation between
cerebral haemorrhage and
infarction impossible 96

* In cerebrovascular diseases, 164 patients were
diagnosed to be cerebral haemorrhage or infarc-
tion in hasal ganglia and internal capsule by
neurological signs.
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Table 2. Contents of 48 patients of acute
cerebral apoplexy (serial group)

a, Haemorrhage in basalganglia

and internal capsule 24 patients

b. Infarction in basal ganglia

and internal capsule 24 paticnts
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Fig. 1. Good demonstration of lenticulostriate
arteries in A-F projection.
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Table 3. Delination of lenticulostriate arteries

on A-P view.

Visible mﬁgmq Total

|
Controls | 182(62.9%) 107 | 289 angiograms

70 | 164 angiograms

Apoplectic .
group 94(57.3%)
I '
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Table 4. Contrast filling of lenticulostriate arteries
on lateral view------, only about the cases without
delineation of its arteries on A-P view.

Visible on
lateral view

Invisible on
A-P view

Controls 107 73 (73/107=:68.29)
Apoplectic 3 ,
group 70 52 (52/70=74.22)
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Table 5. Delineation of lenticulostriate arteries
on A-P view in acute apoplectic group
examined by serial angiography

Visible | Invisible Total \
Cerebral 23 1 24
haemorrhage angiograms |
Cerebral 29 9 24
infarction angiograms

Table 6. Delineation of lenticulostriate arteries
by contrast media. (Single shot group,
Sampled from controls)

‘thh‘lmmmh Total

L 100
Conray 602 65 \ 35 angiograms

Conraxin-L N 100
tideos ’ 7l ‘ 29 angiograms
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