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Inhibitory effect of procyanidins on chronic inflammation through
immune-metabolic regulation
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The purpose of this study was to clarify the mechanism by which a
procyanidin B2 (PCB2) with gallate groups, which is one of the polyphenols, suppressed the T cell
activation. PCB2 gallate suppressed mTOR / HIF-1 signaling by suppressing T cell glycolysis and
suppressed translation of the inflammatory cytokine TNF-a . Furthermore, the amount of TNF-a mRNA
bound to LDH, one of the glycolytic enzymes, was increased by PCB2 gallate. These finding suggested
that PCB2 gallate suppresses the translation of TNF-a by inhibiting the glycolytic signaling
pathway of mTOR / HIF-1 in T cells.
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