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Radiological Evaluation of Multiple Progressive Intracranial Arterial Occlusion

Byung Whan Park, M.D., Byung lhn Choi, M.D., Sung Whan Ha, M.D.

Department of Radiology, Capital Armed Forces General Hospital.

Multiple Progressive Intracranial Arterial Occlusion (MPIAO) is a rare cerebrovascular disease and its clinical

diagnosis is nearly impossible and diagnosis depends upon neuroradiological studies.

Among neuroradiological stuides, cerebral angiography is mandatory in diagnosis and in localization of

stenotic or occlusive vascular lesion, visualization of collateral channels and aid the surgical management.

Five cases MPIAO which were proved by cerebral angiography at Capital Armed Forces General Hospital

during last 5 years are presented, with analysis of radiological findings as well as clinical assessment.

The results are as follows;
1. Age distribution ranges from 23 to 46.

For cases are male and one female.

2. Cardinal clinical symptoms are headache and vomiting, and neurological manifestations are hemiplegia

and speech disturbance.

3. All cases show the characteristic angiographic findings of MPIAO which are occlusion or stenosis at the

distal internal carotid artery, proximal part of anterior and middle cerebral arteries with fine collateral

network in basal ganglia area, leptomeningeal anastomosis and transdural external - internal carotid ana-

stomoses. The major region of occlusion or stenosis is first portion of anterior and middle cerebral arter-

ies. In one case, the lesion is seen in cervical portion of internal carotid artery.

There is no evidence of occulusion or stenosis in vertebral angiogram.

4. In 2 cases, computed tomography was done.

One case shows the findings of cerebral infarction and the other intracerebral hematoma.
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Table 1. Cardinal Clinical Symptoms and Signs of MPIAO
Case I I I v y
Age 23 23 32 46 39
Sex Male Male Male Female Male
Onset Abrupt Abrupt Abrupt Abrupt Abrupt
Chief Complaint| Hemiplegia Vomiting Unconsciousness|Unconsciousness| Hemiplegia
Weakness of Left Left Left Right Left
Extremities
Speech Disturb- + + + + _
ance
Facial Weakness + = = _ +
Papilledema + + - = —
Meningeal Irrit- - + + + b
ation sign
Preangiographic [Conversion Intracranial Intracranial Intracranial Rupture of
Clinical Impre- | reaction hemorrhage hemorrhage hemorrhage aneurysm
ssion
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Fig. 1. (Case I):Right carotid angiogram shows occlusion of ICA at cervical segment. B and C:
Occlusion of left first portion of ACA and MCA with visualization of left distal ACA

and MCA branches via fine collateral network in basal ganglia area.

Right ACA and M

CA are visualized via anterior communicating artery.

Table 2. Cardinal Radiological Findings of

MPIAO
Case Involved Artery Anastomosis
Right: Cervical seg- 1. TCA
1 ment of ICA 9 1A
Left: Al and M1 3. CNBG
4. Filling of right
ACA & MCA

via ant. comm-
unicating a.

Right : Not perform- 1. TCA
I ed 2. LA
Left: Al and Ml 3. CNBG
1. TCA(?)
I Both: Al and M1 2. LA
3. CNBG
1. TCA
V  Both:Al and M1 2. LA
3. CNBG
Right: Al and M1 1. TCAL?)
v Left: Negative 2. LA
3. CNBG

# ICA : Internal carotid artery.

Al : First portion of anterior cerebral artery

M1 : First portion of middle cerebral artery

TCA : Transdural external - internal carotid
anastomosis

LA : Leptomeningeal anastomosis

CNBG : Fine collateral network in basal gang-
lia area.
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Fig. 2. (Case [V): Carotid angiogram shows sm-
all tortuous abnormal vessels in basal
ganglia area supplying distal branches
of ACA and MCA. Anastomosis of an-
terior and posterior choroidal arteries
are well visualized.
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Fig. 3. (Case [V): Irregular low density area is
noted in the right parietal lobe.

Fig.4.(Case V): Homogeneous high density wi-
th irregular margin is seen in the right
parietal lobe.
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