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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.

171—(55)

hB X5 THHTROBMEE Lo kR
ElBbhbboFE T

(20 WEIs X ORI o H il ¥ fo i
ELBBRSEAT, PREGEIROEE H21R
BDHRION T LICHRPERLY S TR E LS
B3 51, 43 1 B b BOUnE S % 1647 L
feiR o> 2 BED TS TR AR OER Ko 1t
g fricod.

Table 1 ic/RE ez ok, WAk X
ORI % 23 ige & Bbh % 164
Ha & h EiFte, SRR FEE Table 115w
SRl R (AL, WIE T miEA R )
16EGID 5 B, -l % fe kTl o BRI ©
Tickhhic 2514F, B XJOWE, FMILEEEES o
HAM & 7oVl gE & b AL ZHERC & ) o 35 B2
177 4> hu Fo38HER, 381, 31 280fF% 807 L
fo. T LT D2 THRESETINR D& R D FF
fifize _Esf o 20 < AT 7o\ &5 & Table 3 w3 L
7z,

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 '

Table 3 yn< 14l b DG4, HBRETOHE
WE0362.9%, MAEARRECIRGT. 3% CilBEC A,
DFETTD LRt

(3)  IEWF{ Tl &Rk O E 2 R
BTHBIE2bbY, s shs Lo
BErRERLORHS. 20k 5 IEFEED
2HRC 2w T R~%B & Table 4 0 1< T Ho
fo. IEHR THSGAEIIR DGR o R
BE 1070, BRI OGS E 25 L, WiE
T73M: (68.2%) . thE 1352 (74.2%) &k
METIIR D B i g v il te. Lk X b IFE
BTEEGRIF L O, B XOFHETCERRY
PAUEER TR O, WEHRTED 2 Bico



172—(56)

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

DEFRCHEBOEYHDHZ LIXTERV LW
SfERE B, ¥ RIEWES TGRS RIE
FlORHGE AR5 &, EBEYZRZD L\ ED]
i D OEIGHREDD LS Z LIk, BEEO
B, %o contrast, FYS&M S X0
o timing NRERERY DL LEZ,
FRIEXE L TH B 3 EBDNORNES X OARMEE
JEEAZHR o> H I % 7o VR AHEE & M S BT, PR
Ay FTREEL, BPEGYER LGy«
HiqT Loz,

i AR OEF R, HiBEs X OHER
3, 0% L EofERE B, TiobbidirgEih
Ry, ERERCIAAKRRE DL
Ez bh, PREEEINRDOEFGIED DRI
L LB ERY S LA EIINRERE
THEWRERAR.

£

PR BIIR DA EE, AR X UKL
B oRRIZ L X DIk, WEROHORE, HiY
%, 3 X UHRE O timing %, MBERAYER TR
E{EAER, PREGBIROEVGEIED LR
Wz kR, BbicimERErS5 25 T LikiE
FHRET S L) RERAE



Bifm4642 5 H25H

x O’

1) FERE=Ah : A F 28 0 RE, BARERN
$#, 1290 (1961). 9—19.

2) FRYLTEEE B4l E M R S AL o RE
B3 5 RIES AW 98, 18 M RS2 25, 55 (1964).
857—879.

3) Biemond, A.: Occlusion of the middle cereb-
ral artery. Brain disease (1968), 525--526.
Elserier publishing company.

4) Herman, L.H. et al.: Perforating branches
of the middle cerebral artery. Arch neurol,
8 (1963), 48—-50.

S) nlllwesk @ FmE ERKRE R 35 3 BHEKD

7

3)

173—(57)

ROBETMIT S, W&, 22 (1970), 426—
429,

Krayentriihl, H., Yasargil, M.G.: Cerebral
angiography. (1968), 56—59. Butterworth &
Co. (publishers) LTD.

Lois, A. Gillian.: The arterial and venous
blood supplies to the forebrain (including the
internal capsule) of primates. Neurology 18
(1968), 653—670.

Rl © Basal ganglia o4y 5 B
O v o, BLfEE, 15 (1963). $5—
a8,




