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Fig.1
A:T2WI shows cerebral infarction in the left watershed zone.
B:MRA shows decline of intensity of the intracranial left ICA.

C:MRA shows severe stenosis of the left ICA.

Fig.2

A:DWI shows a new hyper-intensity in the left parietal lobe.
B,C:Left carotid angiography shows pseudo-occlusion of the left
ICA.

D:After PTA left carotid angiography shows partial dilation of
the lesion and improvement of the left ICA flow.

E,F:After CAS the lesion was dilated by stenting sufficiently and
the left ICA flow was improved.

G:DWI shows hyper-intensity in the left parietal cortex.

Fig.3 Changes of rest CBF on 123]-IMP SPECT

A:CBF in the left MCA territory decreases on 8 days after PTA.
B:CBF in the left MCA territory increases on 5 days after CAS.

C:Crosswise difference of CBF decreases on 13 days after CAS.

D:Changes of rest CBF ratio (affected side/unaffected side) in
the total MCA territory(solid line), MCA anterior branch
territory(dotted line) and MCA posterior branch territory(broken

line).
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