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Clinical study on so-called moyamoya diseases
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Table 1. Clinical summary of the cases
Cﬁiﬁ’s ii; Past History Syn;%togdsmisfsﬁn Involved Artery CT findings Others

1 M/13 healthy SAH both carotid —

2 M/ 6 TIA & PRIND hemiparesis both carotid —

3  M/48 headache headache right carotid focal infaction

4 F/22 dull mentality, Sz. dull mentality, Sz. right carotid diffuse atrophy

5 TF/24 personality change personality change both carotid —

6 M/ 7 TIA & PRIND hemiparesis both carotid diffuse atrophy

7 M/26 personality change SAH, hemiparesis both carotid hemispheric

atrophy

8 M/23 healthy hemiplegia both carotid focal atrophy EIAB

9 M/ 4 TIA, PRIND & stroke hemiparesis, Sz. both carotid —

10 F/9 TIA & PRIND monoparesis both carotid focal atrophy
11  F/ 9 healthy SAH, hemiparesis both carotid focal infarction
12 F /36 healthy SAH, quadriparesis both catotid, PCA —

13 M/31 TIA & PRIND aphasia, Sz. both carotid, PCA —

14 F/41 healthy SAH, hemiplegia right carotid — ICH
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15 F/11 healthy SAH both carotid IVH
16 M/ 8 TIA SAH, hemiparesis left carotid — aneurysm
17 F /29 healthy hemiplegia both carotid IVH
18 F/47 healthy SAH, hemiplegia right carotid — autopsy
19 M/45 stroke hemiparesis, visual Sx.  both carotid diffuse atrophy pituitary

adenoma
20 M/ 4 TIA hemiparesis, Sz. both carotid, PCA  hemispheric

atrophy

21 M/25 TIA hemiparesis right carotid focal atrophy
22 M/ 1 TIA Sz., hemiparesis right carotid focal alrophy
23 M/14 healthy hemiparesis, aphasia both carotid focal atrophy
24 M/27 Thealthy hemiparesis, dysphasia  both carotid diffuse atrophy EIAB
25 F/28 healthy SAH both carotid, PCA SAH
26 F/24 healthy hemiparesis both carotid ICH

SAH: subarachnoid hemorrhage, TIA: transient ischemic attack, PRIND: prolonged reversible ischemic
neurologic deficit, Sz.: seizure, EIAB: extracranial intracranial arterial bypass ,ICH: intracerebral hematoma,
IVH: intraventricular hematoma, PCA: posterior cerebral artery
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Table 3. Age distribution of clinical onset in past-
& b Table 4. Age groups and past-history

history TR et ane pRstARmr oo
T L T T Prevmusly Ischemic
Age Male Female Total Age Healthy ‘Symptoms Total
1~10 6 4 10 1~10 2 6 8
11~20 1 1 2 11~20 2 1 3
21~30 4 4 8 21~30 4 5 9
31~40 1 2 3 31~40 1 1 2
41~50 2 1 3 41~50 2 2 4
Total 14 12 26 Total 11 15 26
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Table 5 Age groups and clinical state on admlssmn

age hemorrhaglc Sk ischemic Sx total
1~16 2 6 8
11~20 2 1 3
21~30 1 5 9
31~40 1 1 2
41~50 2 2 4
Total 11 15 26

Table 6 Past- lustory and cllmcal state on admission

Chmcal state on adm.
No. case -

Hemorrhaglc Ischcmlc

Past-history

Prevnous}y healthy 11 9 2
Ischemic symptoms 15 2 13

Total 26 11 15
oAl (82%)7F SN 23w gdatgdent, AP
HAE FAL A 15 F g o (14%)nr 284
FAer 4959t (Table 6).
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Table 7. Arterial involvement in angiogram

Involved arter1es

No. of cases

UmlateraI ICA 8
Bilateral ICA 14
Bilateral ICA+Poster10r Circulation 4

Total 26

Table 8. Fmdmgs on CT

Flndmgs No. of cases

Hemorrhage (SAH, ICH, or IVH) 4
Atrophic change 11
diffuse or hemispheric 6
focal 5
Recent focal infarction 2
Normal findings 0

Total 17
7F 64 (3525,
7} 5ol (29. 595),
gl vl (Table 8).
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—ABSTRACT—

Clinical Study on so-called Moyamoya
diseases

Hyun Jip Kim and Kil Soo Choi
Department of Neurosurgery, College of Medicine,
Secul National University, Secul, Korea

A large number of so-called moyamoya disease,
characterized by peculiar clinical and radiological
features, had been reported. But in spite of such a
large number of published cases, its etiology and
pathogenesis are still unknown.

We analysed clinical and radiological findings in
26 ceses of so-called moyamoya disease which we
had experienced during last 12 years at the Depart-
ment of Neurosurgery, Seoul National University
Hospital, Seoul, Korea. The results were as follows:

1. 14 cases were male and 12 cases female.

2. Age distribution was ranged from 1 to 48.
There were two peaks of incidence in age distribu-
tion, at the first decade and the third decade.

3. We classified the past history into two groups,
previously-healthy group and ischemic-symptom gro-
up. There were 11(429%) cases of previously-healthy
group and 15(58%) cases of ischemic-symptom group.

4. Clinical features on admission were divided
into hemorrhagic group and ischemic symptom gro-
up. There were 11(42%) cases of hemorrhagic group
and 15(58%) cases of ischemic group. And there

were high incidence of ischemic features in the first
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decade, but nearly equal incidence in other age
groups.

.

5. All cases showed the characteristic angiographic
18(6975)

cases were of bilateral carotid artery involvement,

findings of so-called moyamoya disease.

and 8(319%) cases were of unilateral involvement.
And there were 4(15%) cases of posterior cerebral
artery invovement and two cases of associated an-
eurysm.

6. All cases checked with CT scan shewed abno-
rmal findings, which were atrophic(65%), hemorrh-

agic(24%) and of recent focal infarction(11%5).
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