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(Abstract] At present, the clinical treatment of gastrointestinal malignant tumors primarily relies on radiotherapy and
chemotherapy, but patients are prone to developing drug resistance to these treatments, which seriously affects their quality of life.
Studies have found that resistance to tumor chemotherapeutic drugs is caused by iron accumulation and redox homeostasis
imbalance. Perhaps the regulation of ferroptosis pathways could bring new opportunities for reducing drug resistance in
gastrointestinal malignant tumors. This paper systematically summarizes and analyzes the characteristics and regulatory mechanisms
of ferroptosis, and outlines the research progress of different ferroptosis pathways in reducing drug resistance of gastrointestinal
malignant tumor cells, aiming to provide new ideas and directions for treating patients with drug resistance of gastrointestinal
malignant tumors.
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Fig.1 Schematic diagram of ferroptosis pathway improving drug resistance in gastrointestinal malignant tumors
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Table 1 Summary of targets and mechanisms for reversing drug resistance in gastrointestinal malignant tumors
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GSH/GPx4 e #EERAE TR Wi %, CRC AIffIX; 5-FU
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J& 8l FiE 5 DNA
B TRAR DR A o2 T B A 75 2 DNA 45}
PN se T, JE i Je (Niraparib) J& T PARPi 2§
2, SHEN S8R5 & 31, JehilinJe Befig i 1 35
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