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A study on the inhibitory effect of aspartic acid salt on skeletal muscle atrophy
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Skeletal muscle atrophy from aging, inactivity, weightlessness, disease and malnutrition causes
social problems due to associated physical dysfunction, a decrease in QOL, and risk of death.
As a means of alleviating skeletal muscle atrophy, appropriate exercise and nutrition therapy is
required. However, nourishment therapy is especially important for a person in a situation where
exercise is not feasible for maintaining skeletal muscle mass and muscular strength. Therefore,
the authors studied the inhibitory effect of aspartic acid magnesium salt on disuse muscle atrophy.
Herein we have described three of the mechanisms of action of aspartic acid magnesium on disuse
muscle atrophy suppression. Initially, inactivity causes a decrease in capillary and oxygen supply,
inhibits ATP synthesis, and produces active oxygen. As a result, the proteolysis system is activated
and muscle atrophy progresses. Asp increased protein synthsis in muscle, and decreased mRNA
expression of muscle atrophy F-box. We have described the effect of aspartic acid magnesium
uptake on the suppression mechanism of muscle atrophy, and the imbalance of the intracellular
mineral with the inactive proteolysis system. The above is the content of this review.
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GLAST : Glutamate Aspartate Transporter
EAAT1 : Excitatory Amino Acid Transporterl
GLAST : Glutamate/Aspartate Transporter
GLT-1 : Glutamate Transporter-1

EAAT1-5 : SLC1A3, SLC1AZ2, SLC1A1, SLC1A6, SLC1AT

: 5’Adenosine Monophosphate-activated Protein Kinase

EAACL : Excitatory Amino acid carrier 1
FOXO1 : Forkhead box protein O1
MuRF1 : Muscle RING-Finger Protein-1
AMPK

mTOR

: Mammalian Target of Rapamycin (mTOR)
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