|

) <

The University of Osaka
Institutional Knowledge Archive

S

MmEEE

X

Title NMERSICH T2 “BEE" OmRET - X
ERFRELT

Author(s) |&=#5, 5h; LLO, B—; L&, X

Citation | HAREZMRIIRFSMEE. 1972, 32(4), p. 279-285

Version Type|VoR

URL https://hdl.handle.net/11094/20621

rights

Note

The University of Osaka Institutional Knowledge Archive : OUKA

https://ir. library. osaka-u. ac. jp/

The University of Osaka



WA fn474£ 7 B 250 279-(1)

I A A Fs 0 A AR DM
— RMmEEEL R L LT —

B R R A DR O SR
A A oo & — K f ok

(WRFn474 3 A27 A &)

Study on intermediate phase of cerebral angiography

in cerebrovascular accidents.
by

Hiroshi Takahashi, Koichi Yamaguchi and Kazuo Uemura
Division of Radiology, Research Institute of Brain and Blood Vessels, Akita, Japan

Research Cﬂﬂ’;-Na..: 55.
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In order to evaluate diagnostic significance of intermediate phase in cerebrovascular accidents,
the intermediate phase of lateral carotid angiograms of various cases in Table 1 was examined by TV
subtraction method.

Serial carotid angiogram was performed as following; four ml. of contrast media (conray or
conraxin-L) was injected into common carotid artery within 1 sec. with automatic injector and
serial exposures were made with the rate of 2 films/sec. for 7 seconds in order to take an optimal in-
termediate phase.

The intermediate phase in cerebrovascular accidents was analysed on the basis of the normal
appearance as shown in Fig. 1.

The results was as followings;

l. Seven cases with arterial occlusion or slowing demonstrated no wavy appearance in in-
farcted area and one case with localized edema showed an isolated avascular area with slightly
defined margin probably due to cerebral ischemia (Table 2, Fig. 3, 4, 5).

Even in 5 out of 24 cases without any occlusive findings mottled avascular areas with hazy
margin were demonstrated in parietal region (Table 2, Fig. 2).

2. In 12 of 21 cases with basal ganglionic haemorrhage, an isolated avascular area with re-
latively well defined margin was recognized in parietotemporal region (Table 3, Fig. 6). This avascular
area could not be differentiated from that in localized edema.

From these results it might be said that the appearance of intermediate phase was of great

value in radiological diagnosis of cerebrovascular accidents.
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Table 1, Subjects

A, controls 19 Patients |

(a) traumatic disorder 9 #

(b) cerebral arteriosclerosis 2 Vs

(c) headache 3 ”

(d) vertigo due to unknown :
orgin 5 & |

|
B. cerebrovascular accidents |
|
|
1

(a) cerebral infarction 34 pati_ents

(b) hypertensive cerebral
haemorrhage
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Fig. 1. Normal case (lateral view)
(a) The intermediate phase of normal case is
characterized by a wavy appearance correspo-
nding with the pattern of the gyri and sulci.

Operculum appears as a denser area.

(b) A wavy appearance in the occipital region
is not demonstrated in the case of no opacific-
ation of posterior cerebral artery and poor fil-
ling of temporal artery.
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(i) Kiegisnc Pekissg o 1l (Fig. 1a)

BRI KINERE D Suleus %, 25 L aY
D OEAY Gyrus EbT EWVbRT 5.
AUk Gyrus X b Suleus ([CERE 300~ 500 D
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(1) FPEEHR v flhod A2 1 b N REEDH
(Fig. 1a)
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T\, BB IMATE & e b L BT
510 Lis LI« OB T KIMEIRS GG &
Rl W 24 S FH IR 4 1M 234 U &k
B Fedote. eI MIm S CRMEE 5 3
\~» Negative shadow & L THZEE s L oifid
BHHID U L4 OEFITIL oD X 5 fefid
BE 5L Dikichof. L LREHEICE 2T
M DligEi 4 & 5 Medullary vein, Longitu-
dinal caudate vein® HHEL - % & fllEE0 T
TR BB A, (NS H4HS Negative shadow
LR IPAF AN ER) ol
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Table 2. Findings in intermediate phase of 34
cases with cerebral infarction in group
division according to ordinory angio-
graphic findings.

Ordinary angiographic
findings

Findings in
intermediate phase

1. no abnormality 24 5 out of 24 :
avascular area in
parietal region

2. abnormality 10

(a) occlusion of 4 | all of 4 : avascular
middle cerebral area in obstructed
artery area

(b) slowing in 3 | all of 3 : avascular
branches of area in infarcted
middle cerebral area
artery

(c) localized edema 1 1 : avascular
in parietal area in parietal
region region

(d) early venous 2 | no visibility of
filling with avascular area
capillary blush

3, 0% Table 2 izm L7,

Jid it AR S C BRI o RS B ivig b ot
245E O b A B2 Uiz, SN IER o il
HToORT R EEAT 53 ki hodc. Ll
5 HEFIC A T IMZE T O A R & ek i
B4 iste (Fig. 2). o 5IEFIORER, 4,
T RIED BIMINERY E Co R & hREHETD
FrA & DRl MFHEE 1o, ERALDIs oD

Fig. 2. A 76-year-old man with cerebral infar-
ction

(a) The left carotid angiogram shows no signi-
ficant abnormality.
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(b) The intermediate phase reveals no cortical Fig. 4. A 64-year-old man with slow passage of
structures (1) in parietal region. contrast media in frontoparietal region. The
intermediate phase no increase of density in

BHME % Bou 23k ke a0, frontoparietal region.

HrR BTG EPASE 2 7R L, & o ok Bk
BURIC FIMATEE 2370\ FEG) Tix, AP MBIIR S,
Eiﬂﬁﬁiiiiﬂiiﬁﬂﬂéi%imﬁ‘&fﬂﬁﬂu”fﬁ &g T
- SRR IABYIR AU B AT # & R B IERI T
%,dmn%%mTﬂM®HMKﬁwm®%&®
ME D BRI BZE L TR O R, BT
B D S IE T I §8 B 1 % BIRBR I o Bk in
ote (Fig. 3), [k, shREXBIIR © Sk
Fig. 5. A 68-ycar-old man with cerebral infarc-
tion
(a) Right carotid angiogram shows mass sign

of supra-,y]vlan duc to locallad edema.

B
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Fig. 3. A 39-year-old man with total occlusion
and retrograde filling of middle cerebral arte-
ry. The intermediate phase shows no wavy ap-
pearance in parictotemporal region.

Slowing!1P2 2 4B G Ty, F D4k JE P
I ERHIOBRE O E 0 ILERFNCEZELTY
b biviehvofz (Fig. 4), Parietal region (o
Mass sign %75 L, Localized edemal™ k25X

(b) Avascular area with sllghtly deﬁncd margin
is recognized in the same region in intermed-

RIHEFITLX, Mass 238 5 & Bt ic 48 ifiy iate phase.
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W EZEX - (Fig. 5). Capillary blush % ff
fe A Early venous filling'™20 % ;R3-5E T
W, 7 35 2 a vikEw Hvic { T Capillary
blush (3 X7 4+ s ETHBHBR, V7 5 2
¥ a VT & b O BIZ2 B ik 2 85 B 7x T
Rixiehoilz,

3. B c o EHEO PR

Bt B 21 5EGE, A e R R TN

Fig. 6. A 63-year-old woman with basal gangl-
ionic haemorrhage (a).

e Viudk

(b) The intermediate phase shows avascular area
with relatively well defined margin in parietotem-
poral region

A i Mass sign AR Lich D TH D,
Z O TR BEE—ME BFE L, YK
E7e, o LCHER G Hilseat W a4 i 70T A el 2%
Ehic (Fig. 6). Z OFF RILMIEIERED Localized
edema |2 G8 B e MG IMAEET & FER/R S O TH D
Wi O INIATE T H oz, Table 312k LI
<, W mBEUEGIF, 124 G 85 A EF 3
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Table 3. Findings in intermediate phase of
21 cases with hypertensive cerebral
haemorrhage

Findings in

Angiographic findings intermediate phase

12 out of?2] :

mass sign in basal
; y avascular area in
ganglia 21 parietotemporal
region
=i i
v oz =

I8 i 5 CBIRAH & B RAH O R, B
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