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A Case of Moyamoya Disease Associated with
Neurofibromatosis Type 1 in Patients with
Renal Artery Stenosis and Hypertension

Neurofibromatosis type 1 (NF-1) is an autosomal dominant neurocutaneous
disorder, which can affect different organs or systems of the body, including the
cardiovascular system. One of the more serious aspects of the disease relates
to arterial involvement. In particular, renal artery stenosis is one of the most
common vascular abnormalities in patients with NF-1, and the manifestations
vary, ranging from no symptoms to end-stage renal failure. Treatment usually
consists of antihypertensive drugs, percutaneous transluminal angioplasty,
or surgery. Other causes of hypertension should be ruled out and the patient
followed up for close monitoring and proper management. We report a case
of bilateral renal artery stenosis and hypertension in a patient with moyamoya
disease associated with neurofibromatosis type 1. This report discusses the
literature available on the current subject, its clinical features, diagnosis, and
treatment.
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Fig 1. (A) Encephalomalacic change with marked volume loss and ventricular dilation in left
cerebral hemisphere. (B) Consistent with advanced Moyamoya disease. Collateral vessels around

right basal cistern.

Fig. 2. (A) Bilateral renal artery stenosis, proximal portion(arrow). Decreased size of right kidney
with compensatory hypertrophy of left kidney. (B) Stent placement in both renal arteries (arrow).
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