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Abstract:

Objective: We analyzed the factors of occlusion intolerance in cases of cervical internal carotid artery (ICA) stenosis
treated with percutaneous transluminal angioplasty (PTA), and discussed the possibility of the prediction of occlu-
sion intolerance by our evaluation system of pre-PTA examinations.

Methods: The present study was based on 20 patients with symptomatic cervical ICA stenosis treated with PTA. All
patients had no large cerebral infarction, and PTA was performed under consciousness. In this study we prescribed
the occlusion intolerance that consciousness disturbance, hemiparesis, or seizure appeared within 30 seconds after
balloon inflation and they disappeared immediately after balloon deflation. We analyzed pre-PTA cerebral blood
flow (CBF) and angioarchitecture. It was evaluated numerically using following five factors. Ipsilateral CBF
(28ml1/100g/min and over: 0, under: 1), Contralateral CBF (28ml/100g/min and over: 0, under: 1), Main vascular ter-
ritory (3 branches under: 0, and over: 1), Anterior communicating artery (cross flow + or indirect existence finding+:
0, good collateral flow: -1, nonexistent: 1), Posterior communicating artery (adult type, transitional type, functioning
as collateral channel: 0, good collateral flow: -1, fetal type: 1).

Results: Seven of the 20 patients were intolerable. Each Factors: Ipsilateral CBF 1 point; 5 cases and 3 of 5 (60%)
were intolerable. Contralateral CBF 1 point; 3 cases and all (100%) cases were intolerable. Main vascular territory 1
point; 6 cases and 5 of 6 (83.3%) were intolerable. Anterior communicating artery 1 point; 7 cases and 4 of 7 (57%)
were intolerable. Posterior communicating artery 1 point; 8 cases and 5 of 8 (62.5%) were intolerable. The overall
points : 1 point and less ; 12 cases all cases were tolerable (100%), 2 points : 4 cases and 3 of 4 (75%) were intolera-
ble. 3 points or over: 4 cases and all cases were intolerable. '

Conclusions: We can predict occlusion intolerance in high probability with overall points of our evaluation system.
Single factor analysis can predict occlusion intolerance in some degree (57-100%) but cannot cover all the patients.

This evaluation system is also useful to evaluate the perioperative ischemic risk of carotid endarterectomy.
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