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Abstract  Although immunotherapy has made a breakthrough in the treatment of cancer, the emergence of drug resistance has limited be-
nefits in most patients, and reversing immunotherapy resistance remains a hotly debated and unresolved issue. The tumor microenviron-
ment (TME) comprises a large number of T lymphocytes. During the biological processes of proliferation, activation, and the effect of tumor-
infiltrating lymphocytes (TILs), TILs face severe local metabolic stress, resulting in metabolic reprogramming to meet the markedly increased
energy demand and biosynthesis requirements. This process of adaptive changes in the metabolic pattern is closely related to the pheno-
type and function of TlLs, affecting immunotherapy efficacy and mediating immunotherapy resistance. In recent years, with the study of TIL
metabolism and the search for specific metabolic regulatory points, targeting the TIL metabolic pathway could restore the tumor-killing func-
tion and reverse immunotherapy resistance. This review explores the relationship between the metabolic reprogramming of TILs and im-
mune resistance, and provides a new strategy for reversing immune resistance.
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TEFERS IR IR, Treg L IARS Z R AL BAE 2R
it 2, BEIXT Arg RUHEHUAE ), S HIE 5 e 7 A pa) g
TR SHEE, IO S

=1 AT TILs RIS HECE

3.4 JEEEINHIR Teff QT Cs S S Mm%

FOXP3 #1 TLR J& Treg {5 & fill PI3K-Akt-mT-
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