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Summary: We report a case of arteriovenous malformation (AVM) with symptomatic venous outflow Key words:

impairment, which improved following percutaneous transluminal angioplasty (PTA). A 48-year-old + arteriovenous

woman, diagnosed with Spetzler-Martin Grade 4 AVM, was admitted to our hospital for an epileptic malformation

seizure. Magnetic resonance imaging (MRI) demonstrated AVM in the left frontal lobe with edema. - venous drainage

The edema was not observed earlier. Angiography revealed severe stenosis of the superior sagittal si- - stenosis

nus (SSS), which is the main drainage route of AVM. Comparison with angiography that was per- - edema

formed one month prior to admission revealed that the SSS stenosis had progressed. We performed : pel:#;i)nlﬁgztsytransmmmal

PTA to decrease the risk of hemorrhage and improve the symptoms. After PTA, patient’s aphasia, par-
esthesia, and headache improved within a day. These observations suggest that for AVM with symp-
tomatic venous outflow impairment, especially in inoperable or difficult cases, PTA is a valid ap- Surg Cereb Stroke

proach. (Jpn) 48: 217-222, 2020
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Fig. 1 Magnetic resonance imaging (FLAIR) revealed AVM surrounded by edema
in the left frontal lobe.
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Fig. 2 Angiography revealed severe stenosis of the superior sagittal sinus (SSS),
which is the main drainage route of AVM.
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Fig. 3 Angiography that was performed one month prior to admission revealed
superior sagittal sinus (SSS) stenosis. A: frontal view, B: lateral view.
Angiography on admission revealed that the SSS stenosis had progressed.
C: medial view, D: lateral view, E: oblique view.
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Fig. 4 A: Before the percutaneous transluminal angioplasty (PTA), there was severe
superior sagittal sinus (SSS) stenosis.
B: A 0.014-inch guidewire (ASAHI CHIKAI) was placed at the distal portion of the
stenosis lesion.
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C: Dilatation was performed using a Gateway (3 mm X 15 mm).

D: After the dilatation using a Gateway (3 mm x 15 mm), SSS stenosis improved.
E: Additional dilatation was performed using a Sterling (4 mm X 20 mm).

F: After the dilatation using a Sterling (4 mm X 20 mm), SSS stenosis further im-

proved.
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Fig.5 After the percutaneous transluminal angioplasty (PTA), severe superior
sagittal sinus (SSS) had restored patency, and venous outflow impair-
ment had improved.

Fig. 6 Magnetic resonance imaging (FLAIR) nine days after percutaneous transluminal
angioplasty (PTA) showed that the edema remained but was slightly improved.
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