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Cerebral Venous Infarction Due to Brachial Artery-Jugular Vein Jump

Graft in a Hemodialysis Patient

Inyoung Choi, MD, Hyung Seok Lee, MD, RVT?, Jae-Sung Lim, MD, MSc, Kyung-Ho Yu, MD, PhD

Department of Neurology, Hallym University College of Medicine, Seoul, Korea
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Hemodialysis patients rarely experience neurologic symptoms related to their vascular accesses. However, occlusion of

venous drainage induces extreme venous hypertension and in rare cases cause intracranial venous congestion. We report a

patient with cerebral venous infarction resulting from reflux flow into the cranium induced by an arteriovenous jump graft to

the internal jugular vein. Clinicians should take into account the possibility of neurologic deficit related to intracranial

venous hypertension in hemodialysis patients.
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Figure 1. Brain MRI, MRA and MRV. T2-weighted (A) and T2 FLAIR (B) images show high signal intensities in the left temporal, parietal and
occipital lobes. On axial SWI, multiple venous dark signal intensity lesions are shown at left temporoparietooccipital lobe (C). Left transverse sinus
(D) and left internal jugular vein (E) are simultaneously shown on brain MRA images (arrowheads). MRV demonstrates absent flow in the left
superior sagittal sinus and transverse sinus, however, present flow in the left sigmoid sinus and internal jugular vein (F). MRI; magnetic resonance

imaging, MRA; magnetic resonance angiography, MRV; magnetic resonance venography, FLAIR; fluid-attenuated inversion recovery, SWI;

susceptibility weighted imaging.
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Figure 2. Conventional angiography. There are filling defects from thrombus within the venous sinuses; the left sagittal sinus (A) and the left
transverse sinus (B) (arrowheads). Fistulography from vascular access in the left upper arm demonstrates the reversed venous flow extending to the

left internal jugular vein (C, D).
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