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Application status of 'H-MRS in children’s neurometabolic diseases
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[ Abstract] In recent years,the incidence of neurometabolic diseases in children is increasing,the clinical
diagnosis of this disease is lack of specificity,easy to occur missed diagnosis, misdiagnosis,which brings heavy
mental and economic burden to society and family. Hydrogen proton magnetic resonance spectroscopy (' H-
MRS) can non-invasive detection and quantitative analysis of brain metabolite content, indirectly reflect the
changes in brain metabolic state,and thus provide imaging basis for the early diagnosis and differential diagno-
sis of neurometabolic diseases in children, playing an increasingly important role in clinical diagnosis and treat-
ment. This article focuses on the application of ' H-MRS in the diagnosis,treatment and prognosis assessment
of neurometabolic diseases in children.
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