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@Abstract@®
Object: We describe endovascular coil embolization of an unruptured intracranial aneurysm in a patient with von Willebrand's disease (VWD).
Case presentation: A 46-year-old woman with VWD underwent a brain MR examination to screen for chronic headache. An unruptured
right internal carotid artery-posterior communicating artery aneurysm was incidentally detected. The aneurysm was irregular-shaped and
approximately 4 mm in diameter. Because of her family history of subarachnoid hemorrhage (SAH) and fear of the risk of severe SAH due
to a bleeding disorder of VWD, treatment for that aneurysm was considered. Endovascular coil embolization was chosen in preference to
neck clipping with regard to the potential risks of major surgery. To correct the bleeding disorder, factor VIII/von Willebrand factor (VWF)
concentrate was administered before and after the endovascular procedure. Embolization was performed in the usual manner and successful
aneurysm exclusion was achieved. Her postoperative course was uneventful with no perioperative bleeding or thromboembolic complication.
Conclusion: Endovascular embolization and perioperative management with the use of factor VII/VWF concentrate are considered as the
treatment options for an intracranial aneurysm in a patient with VWD.
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Fig. 1
A : MR angiogram showing an irregular-shaped right internal carotid artery- posterior communicating artery (IC-PC)

aneurysm.

B, C : 3D angiography also showing the bilobulated aneurysm arising from the IC-PC junction.

D, E, F : Series of lateral views of right internal cerebral angiogram. Views similar to that in panel C. D: right internal cerebral

angiogram before coil embolization. E and F: after coil embolization (E, non-subtraction image; F, subtraction image).

Successful aneurysm exclusion and the Pcom preservation are shown.
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Fig. 2 The role of von Willebrand factor (VWF) in platelet adhesion and aggregation. Following vascular
injury, VWF adheres to the exposed subendothelium and also binds to platelets via glycoprotein (GP)
I b/IX/ V complex. Therefore, VWEF forms a bridge between the subendothelium and platelets.
Subsequently, platelet aggregation is mediated by VWF, allowing GP I b/ I A complex to bind to VWF
and fibrinogen. Local formation of platelet-fibrin plug results in the cessation of bleeding.
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