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Clinical Overview of Pediatric Moyamoya Disease ZHANG Xincheng, LIU Yuan, HUANG Yimin, LIU
Yanchao, HE Xuejun, MA Xiaopeng, ZHANG Huaqiu. Department of Neurosurgery, Tongji Hospital, Tongji
Medical College, Huazhong University of Science and Technology, Wuhan 430030, China

Abstract Moyamoya disease is a cerebrovascular disease characterized by chronic and progressive occlusion of
the distal internal carotid artery. As the disease progresses, it often leads to ischemic or hemorrhagic stroke. The
incidence of moyamoya disease is high in East Asia, with cases occurring in both children and adults. It is a
relatively common cause of pediatric stroke. Moyamoya disease can be diagnosed through specific imaging
findings on cerebral angiography. Effective pharmacological interventions to reverse or decelerate the progression
of the disease are currently lacking. The primary treatment option for moyamoya disease is revascularization
surgery, which significantly reduces the risk of stroke in patients. Previous studies mainly focused on the clinical
aspects and treatments of moyamoya disease in adults. However, children with moyamoya disease exhibit
differences from adults in clinical manifestations, surgical treatment strategies, and perioperative management.
This review summarizes relevant literature on the epidemiology, etiology, clinical manifestations, and treatment
approaches of pediatric moyamoya disease.

Keywords moyamoya disease; pediatric neurosurgery; revascularization

M %5 9% (Moyamoya disease, MMD) J&— Ff1 5
AN A 08 M o AE P ZE PR R L H AR SE
Takeuchi Al Shimizu T 1957 4F 1 YA iR, HAFAE 2
PN B KR B KA T 20 Jok 1 DK ik o 30 Jk e 4 B XL
A7 B ZE , 1A R S 0 S 1 A8 9 T
DR PR B M0 7871 52 T Re LGS BB 7 1l 48 fi ik
Pl e M IS T AL H 3 — 2R 55 " TS 4
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P b DX AL 49 J L 6 TR )L I 1t A
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SRR, JF B ILRM 2 RGP AE T 1Y 24
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[, AR L3R 320G )L #E MMD R TA TR 2 e
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JLFE MMD J657 55 BRI BT L
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AR AN 2 O B AR 19 & i B MMID (1) R
W2 iR, MMD 75 4 BR 70 ] P9 5 26 R 2R
S IUBAE T R SR A AR S 7 v R
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