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Abstract

GSH contributes to antioxidant and thiol equilibrium, as well as modulates the activities of many signaling molecules and redox-sensi-

Glutathione (GSH) is the most important small-molecule, active oligopeptide in the maintenance of redox balance.

tive transcription factors by S-glutathionylation. Several studies have shown that the GSH level increased in various tumors. Additional-
ly, increased GSH significantly contributes to drug resistance by eliminating ROS, detoxifying drugs, or participating in DNA repair.
GSH-related metabolic enzymes are overexpressed in resistant cells, thereby regulating cellular response to chemotherapy drugs. Deple-
tion of GSH or downregulation of GSH-related metabolic enzymes may effectively reverse drug resistance and promote resistant cells
to restore sensitivity. This potential indicates that the GSH antioxidant system plays an important role in drug resistance. The GSH anti-
oxidant system, as a potential target for antitumor therapy and reversal of drug resistance, has recently become an attractive focus in
cancer research. This paper presents a review of the role of the GSH antioxidant system in drug resistance and discusses the therapeutic
strategies targeting the GSH antioxidant system.
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TR AN L P GSH 7K ST D) ] 35 i g 40 i ke = S84k
“fifi (arsenic trioxide , As,O5) FYRBUEANE " TR A FL
iR g TS G AE0T 40 ML PN GSHL 7K P -, 306 A ek 240 e 1 i
250, GCL B GST A0l 77 T B S8 385 Jon ek &4t e ek
ZFMBIT WU o IR SCERHRAE , 0T i
Z ) JBE TR 40 i U251 9 GSR 1 Gpx 8 ik, S804
Jit % BT B0 A0 Y AN ORGSR A il SR BB A% T 0
GSH 5 R 25 W AU o 1 Gpx | AT P e B
200 B 200 A T S AR SRR IR B Al Rk
ECL I8 200 L X IR KT T BB e ok A Ak T 25
fif 52>, B Rl L, GSH LA AL 2R G X T 4 5 iR
A GSH 7 i SR AR R RS R a4 25 ) I i 1k %
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