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system.

Internal Carotid Artery System;

measured by transcranial doppler (TCD) .

Artery Occlusion;

Cerebral Blood Flow; Tran-

Collateral Circulation;

Aim To assess collateral compensative capacity in patients with artery occlusion of internal carotid artery
Methods In 213 patients with artery occlusion of internal carotid artery system, collateral circulation pathway was
Results With extracranial internal carotid artery occlusion, TCD showed ophthalmic

artery collateral pathway (OA) in 58% , anterior communicating artery collateral pathway (ACoA) in 93% , and posterior commu-

nicating artery collateral pathway (PCoA) in 60% of patients.

15% , ACoA in 51% , and PCoA in 61% of patients.

With distal internal carotid artery occlusion, TCD showed OA in

In all middle cerebral artery stem occlusion, TCD showed leptomeningeal

anastomoses collateral pathway, blood flow velocity compensative acceleration of the lesion side anterior cerebral artery in 91%,

blood flow velocity compensative acceleration of the lesion side posterior cerebral artery in 9% of patients.

was found in 15 patients (7%) .

lateral pathway, and 11 patients (5% ) with 3 collateral pathway.

al compensative capacity of patients with artery occlusion of internal carotid artery system.

Absent collateral flow

The study found 108 patients (55% ) with 1 collateral pathway, 79 patients (40% ) with 2 col-

Conclusions TCD might further help to know the collater-
It was suggested that TCD might be an

important and objective index in evaluating the treatment effect and the prognosis.
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#1(38%) , 31 A ) fik 7 BX ( DICA) ] & 41 #1(19%) ,
KR B ik (MCA) £ T W & 92 7] (43%) . 32
(15%) 3 A 3 Bk RS B 1) 28 6 =3 O A e i o 4 o 4K
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Table 1. Collateral circulation pathway of patients with artery

occlusion of internal carotid artery system

PH] 2 A n 0A ACoA PCoA LA
MCA 2 0(0) 0(0) 0(0) 92 (100%)
DICA 41 6 (15%) 21 (51%) 25(61%)  0(0)

EICA 80 46 (58%)" 74 (93%)" 48 (60%) 0 (0)

a: P< 0.05, 5 DICA HLEL%%.
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