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Fig. 1 CT and MRI of the brain on admission.
Dilated intracranial artery is seen on brain CT (A). Hyper intense lesion is seen at paramedian artery of pons on DWI (axial, 1.5 T;
TR 4,000 ms, TE 101 ms) (B). Hyper signal of basilar artery wall is seen on T, weighted images (T,WI) (axial, 1.5 T; TR 623 ms,
TE 15 ms) and fluid-attenuated inversion recovery (FLAIR) (axial, 1.5 T; TR 8,000 ms, TE 89 ms) (C, D), suspecting intramural
thrombus. T,* weighted images (T,*WI) (axial, 1.5 T; TR 589 ms, TE 18 ms) shows multiple microbleeds on pons, basal ganglia and

subcortical white matter (E, F).

Fig. 2 MRA on admission.
MRA shows dilated, elongated and tortuous intracranial artery

(A: frontal view B: lateral view).
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Fig. 3 MRI at the time of cerebral infarction recurrence.

Hyper intense lesion is seen at paramedian artery of pons on DWI (axial, 1.5 T; TR 5,200 ms, TE 81 ms)

at the second stroke (A). Hyper intense lesion is seen at the posterior limb of internal capsule on DWI
(axial, 1.5 T; TR 4,000 ms, TE 101 ms) (B) and hyper signal of internal carotid arterial wall is seen on
FLAIR (axial, 1.5 T; TR 8,000 ms, TE 89 ms) at the third stroke (C) (arrow). Hyper intense lesion is seen
at paramedian artery of pons on DWI (axial, 1.5 T; TR 5,200 ms, TE 81 ms) at the forth stroke (D).
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Fig. 4 T,*WL
Progressive enlargement of the basilar artery is seen. The diameter of the basilar artery is 15.2 mm on admission (axial, 1.5 T; TR
589 ms, TE 18 ms) (A), 20.7 mm 90 days after first stroke (axial, 1.5 T; TR 800 ms, TE 25 ms) (B), 24.6 mm 175 days after first stroke

(axial, 1.5 T; TR 800 ms, TE 25 ms) (C).

Fig. 5 T,WI (axial, 1.5 T; TR 450 ms, TE 10 ms) 175 days after
first stroke.
Hyper intense lesion is seen between arterial wall and organized
thrombus.
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Table 1 Summary of thrombolytic therapy for cerebral infarction of IADE (this patient and reported cases).
Diameter of NIHSS NIHSS
Reference Age Sex Symptoms Lesion BA (mm) Treatment before after Effectiveness
treatment treatmet
16) 60 M right hand clumsiness, slurred bilateral pons, right middle ND IV urokinase ND ND effective
speach, ataxia cerebellar peduncle, right
midbrain, right cerebellar
hemisphere
17) 69 M  internuclear ophthalmoplegia, right cerebellar hemisphere 26 IV rt-PA 7 0 effective
left hemiparesis, ataxia
17)* 69 M  decreased consiousness, left cerebellar hemisphere ND IV rt-PA 21 0 effective
oculomotor dysfunction,
anarthria, ataxia, right
hemiparesis
18) 59 F  left hemiplegia, left facial palsy =~ no MRI hyperintensity lesion ND IV rt-PA 9 ND effective
(no sequelae)
present case 78 M right hemiparesis, right facial left pons 15.2 IV rt-PA 8 3 effective
palsy, dysarthria
present case 78 M right hemiparesis, right facial left pons 20.7 IV rt-PA 5 4 effective
palsy, dysarthria
ND: not described. IV: intravenous infusion. BA: basilar artery. *: second admission.
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A case of intracranial arterial dolichoectasia with 4 repeated cerebral infarctions in 6 months and
enlargement of basilar artery

Hideyuki Moriyoshi, M.D."”, Soma Furukawa, M.D.”, Mai Iwata, M.D.", Junichiro Suzuki, M.D., Ph.D.",
Noriyoshi Nakai, M.D."?, Suguru Nishida, M.D." and Yasuhiro Ito, M.D., Ph.D."

YDepartment of Neurology, Stroke Center, TOYOTA Memorial Hospital
“Department of Stroke Treatment, Shonan Kamakura General Hospital Stroke Center

A 78-year-old man was admitted to our hospital because of sudden right hemiparesis and dysarthria. His cranial MRI
showed an area of hyperintensity in left pons on DWI and MRA revealed dilated, elongated and tortuous intracranial
artery. We diagnosed as acute phase ischemic stroke and intracranial arterial dolichoectasia (IADE). Intravenous infusion

of rt-PA was performed 157 minutes after the onset of symptoms, and his hemiparesis improved. However, he

subsequently suffered from cerebral infarction 4 times in 6 months, and we treated him twice with thrombolytic therapy.
Although thrombolytic therapy was effective in the short term and antithrombotic therapy was continued, he had
bilateral hemiplegia and severe dysphagia because of repeated cerebral infarctions. Hence basilar artery was dilated with

intramural hemorrhage over 6 months, and we discontinued antithrombolytic therapy. It is possible that antithrombolytic

therapy affects enlargement of IADE. Antithrombolytic therapy for IADE should be done carefully.
(Rinsho Shinkeigaku (Clin Neurol) 2017;57:124-129)
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