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A Study on the Pattern and Risk Factors
of Atherothrombotic Occlusive Cerebrovascular Diseases

Jae Hong Lee, Jong Sung Kim, Myoung Chong Lee
Department of Neurology, University of Ulsan College of Medicine, Asan Medical Center

To study the etiologic characteristics of intracranial and extracranial artery occlusive
disease in Korea, we analyzed risk factor data from 40 patients(32 men and 8 women
with a mean age of 52.0 years) with symptomatic, angiographically proven atherosclerotic
cerebrovascular disease from September 1991 to November 1992. Thirty-four patients had
an intracranial arterial lesion, while 9 had an extracranial one. Middle cerebral artery
(MCA) occlusion or stenosis was found in 24 patients in which 18 had an isolated MCA
lesion(17 had a MCA trunk lesion and 1 had a branch occlusion). Distal internal carotid
artery(ICA), anterior cerebral artery, and vertebro-basilar artery occlusion or stenosis
were seen in 6, 3, and 9 patients, respectively. Only three patients with intracranial
artery disease had a significant stenosis or occlusion in the proximal ICA at the same
time. Among the risk factors, hypertension(76%) and longstanding cigarette smoking(62
%) were the most significant predictors of the presence of intracranial arterial occlusive
disease, while hypertension and diabetes were the most significant in the extracranial dis-
ease. The predominance of intracranial artery occlusive diseases in Koreans may be relat-
ed to the difference in risk factors compared with the Caucasians.
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Occlusive disease, Risk factors.
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19919 9¥EE 1992 119714 15714 E 9t
of Y MEFYEY AABAA o Aidg @&
#G(CTYoly 27 +4 AF(MRDoZ HEA o
AAZ Agg @3 HEFdes AP 5679
25 FAYW £2 FAY A5 FHold o
ME 1ol 40%g Yo dAWH JAEE,
CTy MRI&A 281 HEFY APdA & =
Absl 2otk 4079 85 bz 329, oAk 8
Holg HvholE 5204tk FAY HEFuw
HEal Zulu S (middle cerebral artery), Adj
¥ 5wl (anterior cerebral artery), %9 (pos-
terior cerebral artery)& X 3sgoem WAz 4
% & (cavernous and supraclinoid portions of inter-
nal carotid artery), &Z% 9 ¢ H(distal verte-
bral artery) ¥ 7]4 %W (basilar artery)® ¥33} 4
. FA49 HEgHores WAFH 295 (proximal
internal carotid artery)$} FHE9 293 (proxi-
mal vertebral artery)& E 83t o& FAEL
BR7F ARAS wyol glom AARHA AF
25370408 vAda HAYD BAERA M
E ) A& A Z(cerebral embolism)d] <8k Hel& ujA)
HAL o9 HFA W¥WHEE FYASF (arterio-
sclerosis) o] o & ez 7H3al ATt HE A HAH
ofuf o A% Mo W CT E+= MRIS
Al gl X9 HAE Lotr gttt FuiHF
Hdel HAENE 2 A% A7 wEt ohg o
YAz ERIFA.

1) 7148 e A48 9ad AM(basal ganglia
or subcortical white matter infarct), 2) £u] %5
g Ao AM(large MCA infarct), 3) s ZF
F-EAA(MCA wedge infarct), 4) AAAY HA
(border-zone infarct).

HEP# G 1 E trans—femoral 4 vessel an-
giography & Al&stA ot oA aFelu &8
A ATE ol R Ay 3 RFIEMR angi-
ography) 2 diAlatgrt. HEd Hwe AAEE
Y Ev Ao ie DA g el
& ARE FAs G HEHAS JHUAA
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I 1. Risk factors

1. Prev TIA ( Yes, No ) 1A. When ?2 ( / / )
2. Prev stroke 1) infarct 2) hemorrhage
2A. When ? ( / /)
3. HT duration 1. <5 yr 2. 5—10 yr 3. >10 yr
3A. HT 1) treated 2) untreated 3) irregularly treated
4. Heart dis 1) MI 2) Angina 3) Af 4) valvular
5) Others
4A. Others
5. DM duration 1. <5 yr 2. 5—~10 yr 3. >10 yr
5A. DM 1) treated ((D diet, @) med, (3 insulin)
2) untreated 3) irregulary treated
6. Hyperlipidemia(Chol >250 or TG >200) —(Yes, No)
7. High hematocrit( >50) — (Yes, No)
8. High fibrinogen( >300) — (Yes, No)
9. High uric acid( >7.0) — (Yes, No)
10. Smoking 1) minimal 2) below 1 pack/d
. 3) above 1 pack/d
10A. duration of smoking ( yrs)
11. Obesity (WT: HT: )
12. Oral pill (Yes, No)
13. Alcohol 1) mild 2) chronic 3) compulsive
14. Family history of stroke (Yes, No)
15. Migraine (Yes, No)
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Table 1. Patients (N=40)

Male Female Me?;esjs)a ge

1) Intracranial lesion 23 8 499 + 123
2) Extracranial lesion 6 0 55.8 + 11.1
31+ 2) 3 0 66.0 + 6.1
Total 32 8 520 £ 11.9

29 F4E 404 Pab 321, oA 859
o $Abe] A& MAFE TBAZAZ FFAge
52044tk #& #a7h =AU HeHAsd T
9 HEAARE P A2 e ASde 49
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gAe FAY HEHA8d FAe HEdAas
B ZEA 2 QA th(Table 1).

2. Hgppiol 22 3 Mak(Table 2)

FAN Heddgene FUHFH #HwWo|
2492 7 Bt 1597 A4 gl 947t
oIt 29X e FHHEHY 7N R ¢
A Aol FFFAC AdHEHe) F4L 349
A AdL FF7|AFEAL HHE 92 847}
HYo|L(FUHAFY 4o, AAF FIFFH 49) 1
o7t ZIAEH FFolnt. AT WAFH B
& 6o A 497k F&, 297 HAH ol T4
AR AL 99F 897 WATY 7127 ol
Rom ol FFol bqf, Aol e gtk YA 1
o FEFY 7AF Ao g

Table 2. Lesion distribution

MCA ACA V-B ICA(D)ICA(P) Vert(P)

Stenosis 9 0 1 4 5 0
Occlusion 15 3 8

Total 24 3 9 6 8 1

MCA =middle cerebral artery,
ACA=anterior cerebral artery,
V—B=vertebro—basilar system,
ICA(D)=distal internal carotid artery,
ICA(P)=proximal internal carotid artery,
Vert(P) =proximal vertebral artery

3. Zi |-z 2| e (Table 3)
ZUdFge] AR VAR FFol HA o
EYWS B A 1742 714 Bdu FuHF
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Table 3. Arterial lesions of MCA (N=24)

MCA trunk 17
MCA branch 1
Combined with ACA 1
Combined with distal ICA 4
Combined wn,h prox1mal ICA 1
4. 298 HHZYO Hi(Table 4)

LHF WASY dEor Wws 1 oy A

A 8o 592 7% ok, 29+ AdiyEdd,

ld &
%,

FHHFH 714 Zhd FbE WWg R

Table 4. Arterial Ieswns of proximal ICA (N:8)

[solated lcsnon

Combined with distal ICA
Combined with MCA trunk
Combined with MCA branch
Combined with ACA

DD = O

5 SCH=SY s Y HeloMo CT E£= MRI
22 (Table 5)
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Table 5. CT and/or MRI findings in MCA
occlusive lesions (N=24)

1) Basal ganglia or subcortical white matter infarct 11
2) Large MCA infarct 3
3) MCA wedge infarct 5
4) Borderzone infarct 1
5) Normal 1
6) Others (SAH, IVH) 3

SAH=subarachnoid hemorrhage,
[VH=intraventricular hemorrhage
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Table 6. Risk factors

Intracranial FXLracramdl

(N=34) (N=9)
1) hypertension 26 6
2) diabetes 9 5
3) smoking(>30 pack-years) 21 4
4) hypercholesterolemia 9 1
5) previous stroke 10 3
6) preceding TIA 8 2
7) antiphospholipid Ab 3 0
8) Buerger's disease 0 1
9) high hematoerit(>50) 0 0
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