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LWo IR BT, AHTHOREEE L TILE RIS EDN DN
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Fig. 1

A: Right common carotid MRA shows internal carotid artery
stenosis at the origin on February 200X.

B: Right common carotid MRA shows prognosis of internal

carotid artery stenosis on October 200X+6.

Fig. 2

A: A black blood T1 weighted MRI revealed isointense plaque in
the right internal carotid artery.

B: A black blood T2 weighted MRI revealed a hyperintense area

in i1sointense plaque.

Fig. 3

A: Right common carotid CTA shows internal carotid artery
stenosis and calcification.

B: Carotid ultrasound examination revealed calcified and
echogenic plaque.

C: 3-DCTA of the aortic arch to the cerebral artery shows



the right common carotid artery angled steeply away from

the right subclavian artery.

Fig. 4
Right common carotid angiogram shows internal carotid artery
stenosis at the origin on February 200X. A: medial view, B:

lateral view.

Fig. 5
Right common carotid angiogram shows prognosis of internal
carotid artery stenosis before treatment on October 200X+6. A:

medial view, B: lateral view.

Fig. 6
Right internal carotid artery stenosis was dilated by

stenting. A: medial view, B: lateral view.
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