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Research progress of nervous system damage in Pompe disease

ZHANG Wen-Chao, MAO Ying-Ying, CHEN Qian. Department of Neurology, Children's Hospital, Capital Institute of
Pediatrics, Beijing 100020, China (Chen Q, Email: dr_chengian@163.com)

Abstract: Pompe disease, also known as glycogen storage disease type II, is a rare autosomal recessive disease.
With the application of enzyme replacement therapy, more and more patients with Pompe disease can survive to
adulthood, and nervous system-related clinical manifestations gradually emerge. Nervous system involvement seriously
affects the quality of life of patients with Pompe disease, and a systematic understanding of the clinical manifestations,
imaging features and pathological changes of nervous system injury in Pompe disease is of great significance for the
early identification and intervention of Pompe disease. This article reviews the research progress of neurological damage

in Pompe disease.
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