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Product Information 
Alternate Names:      N/A 

Size:        10.0mg 

Format/Appearance:     Lyophilized, white/off-white powder 

Sequence: NH2 - Met - Arg - Trp - Gln - Glu - Met - Gly - Tyr - Ile - 
Phe - Tyr - Pro - Arg - Lys - Leu - Arg – COOH 

Purity:       >98% 

Recommended Diluent:     Bacteriostatic Water 

 

Description 
MOTS‐c is a peptide of 16 amino acids expressed by a mitochondrial gene. Research by Pinchas Cohen and 
his colleagues at the Leonard Davis School of Gerontology at the University of Southern California provides 
evidence that mitochondria play a key role in signaling and in energy production.  

MOTS-c is known to regulate metabolic functions throughout the body, including turning glucose into usable 
energy. The first studies on MOTS-c were conducted on obese mice. They showed that the peptide helped 
boost glucose metabolism even when the mice were fed a high fat diet. These preliminary studies show 
evidence for improved control over blood sugar levels for those with type 2 diabetes and obesity. 

Cohen’s research also shows that skeletal muscle is the major target tissue of MOTS‐c. The skeletal muscle 
enhances insulin sensitivity and increases glucose uptake in myocytes (muscle cells) by activating the AMPK 
pathway and at the same time without increasing insulin. He also went on to say that it is fair to call MOTS‐c 
an exercise‐mimetic, meaning it imitates exercise on the body. Exercise also increases muscle glucose 
uptake without stimulating insulin. 

 

Indications and Benefit 
• Promotes fatty acid metabolism in the liver 
• Protects against age and diet dependent insulin resistance and obesity 
• Helps accelerate weight loss through glucose regulation 
• Improves exercise capacity 
• Helps prevent osteoporosis by promoting osteoblast formation 

 

Preparation and Storage 
Peptides should be stored in a dry, cool, dark place. For best preservation, store at 4°C or colder away from 
bright light. Dry peptides are stable at room temperature for many weeks but for long-term storage -20°C is to 
be preferred. Once reconstituted, refrigeration is essential. 
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