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Study on the regulatory role of fatty acid metabolism in T cell activation
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Chinese Medicine, Gannan Medical University, Ganzhou, Jiangxi 341000)

Abstract:In recent years, immunometabolism has emerged as a new research field aimed at exploring the interrelationship
between metabolism and immunity. Extensive research has shown that to meet the energy demands associated with
proliferation, activation and specific functions, T cells reprogram their metabolic patterns during differentiation. Forinstance,
the proliferation and differentiation of effector T cells require the activation of fatty acid synthesis metabolism, while the
differentiation and maturation of regulatory T cells and memory T cells primarily rely on fatty acid oxidation metabolism.
Fatty acids are not only essential components of cell membranes but also play multiple roles in biological processes. This
review summarizes the regulatory roles of two key processes in fatty acid metabolism (fatty acid synthesis and fatty acid
oxidation) in T cell proliferation, differentiation, and function, with the aim of providing new targets and strategies for the
intervention of clinical autoimmune diseases.
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S B, TR IE UDP-N- 2, B 3 b e o 34k, 1
I8 Treg 41 i (134 58 5 S e 40 &5 s o M JrE /DN BR
R K &% U B IR W BR (Long-chain fatty acids,
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B, P E A R RE DI RE . 1M SCFAs il i ] JNK1
1 p38 38 i 2 U B 18 Treg 40 M9 3G 58 , 7T DL o35
LCFAs 454 Th1 40 i -5 Th17 20 Jifd 35 58 1M 5 | & i
Ji 38 453 0, JF ik — 2D g EAE S0E |, /b il 2% 4
Pt FE R B B B ) BB RL T A R
il mTOR , 2> fdf SR J5PE IR 7 2 S AL 16, 41 1 AMPK
14 T TR A RIS L DN T AT RCAE E Treg 411 MO 1Y 73
A TR A g 0 R v, LI R 2, 3- BT AR il
(Indoleamine 2, 3-dioxygenase , IDO ) ZEHT J5 5 26 41 Y
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