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Table. Proton Magnetic Resonance Intensities of Metabolites in Urine Samples
during Acetonemic Vomiting and at Recovery

Metabolite resonances

During acetonemic

CV%

(/creatinine NCHs peak ratio) vomiting At recovery (n=5)
3-hydroxybutyrate CHs 5.00+4.22 0.08+0.08 8.3
Acetylcarnitine OCOCH3 0.17+0.14 0.00+0.00 3.7
Citrate CHz 0.06+0.07 0.19+0.11 6.2
Carnitine N (CHz3)3 0.03+0.04 0.07+0.05 5.5
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Proton NMR Spectrum Profile of Urine during Acetonemic Vomiting

Hiroaki NAKAJIMA

Department of pediatrics, Hamamatsu University School of Medicine
3600 Handa-cho, Hamamatsu 431-31

Proton NMR spectra were analyzed to elucidate metabolites in urine samples during acetonemic
vomiting (23 cases) and at recovery (14/23 cases). In order to water-resonance suppression, the
urine samples were dissolved in D20 after lyophilized and the spectra were acquired by the applica-
tion of homogated decoupling method. Intense resonances of 3-hydroxybutyrate, acetate, acetylcar-
nitine, citrate, creatinine, carnitine, betaine, glycine and other metabolites, were clearly detected in
the NMR spectra of urine samples collected during acetonemic vomiting. Citrate CHz/creatinine
NCH3 peak ratio during acetonemic vomiting was significantly lower than that at recovery (Wilcox-
on, p<5 %). 3-hydroxybutyrate CHs/creatinine NCHs peak ratio during acetonemic vomiting was
high in clinically severe cases. However, the increase in acetylcarnitine OCOCHs/creatinine NCHs
peak ratio and the decrease in citrate CHz/creatinine NCH3 peak ratio during acetonemic vomiting
depended more on the time course than on the severity of the disease.
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