Amino acid and nucleotide profile in plasma, kidney,
and liver of mice with Huntington's disease
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Concentration of ATP, NAD and NADP nucleotides in the liver of mice with Huntington's
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Plasma amino acid concentrations following administration of Nicotinamide Riboside in decreased in the kidney medulla of mice with Hunﬂng’ron’s diseqse.
MATERIAL AND METHODS Huntington's Disease Mice.
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mice and Cb57BL/J control mice were used for the study. Nucleofides H HH H ﬂ ﬂ ﬂ m H ﬂ m ﬁ m
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Liver amino acid concentration in mice with Hunfington'’s disease.
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