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1. Mechanisms of the peptides underlying the regulation
of Ca®" signaling pathways in blood vessels
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2. In silico analysis demonstrating the interaction of Trp-
His with CaM (A) and Trp-His as a new type of CaM
inhibitor (B)
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3. Vitamin B6 supplementation increasing imidazole di-
peptides of the carnosine family in heart muscle
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4. Dietary GABA as a new method for inducing imidaz-
ole dipeptide synthesis in skeletal muscle
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Healthy mouse

Kidney disease Kidney disease mouse
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(5. A new method for visualization of kidney disease and
therapy by bioactive compound (glucosyl-hesperidin (G-
Hes) treatment in live animals
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