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Research progress on pharmacological mechanism of active components of
traditional Chinese medicine in reversing drug resistance of colorectal cancer
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Abstract: Colorectal cancer is the third most common cancer in China. Its morbidity and mortality are increasing year by year. Due
to the increasing reports of chemotherapy failure of colorectal cancer caused by drug resistance, it is urgent to find new drugs to
improve the efficacy of chemotherapy drugs. More and more scholars began to focus on the active components of traditional
Chinese medicine. Curcumin, resveratrol, ginsenosides and other active ingredients of traditional Chinese medicine can reverse the
drug resistance of colorectal cancer by regulating the expression of related proteins, autophagy, epithelial-mesenchymal
transformation, cancer stem cells and aerobic glycolysis. The active components of traditional Chinese medicine that reverse drug
resistance of colorectal cancer and their pharmacological mechanism were reviewed, in order to provide more theoretical reference
for colorectal cancer chemotherapy.
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WPE ) Sk 5 21 (5.25.50 pmol- L) AL BRYH A , 45
SRR Bk 552 H RE W ] HCT-116/5-FU 48 1 1)
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Jip i ok 5-FU TR 24 .

6 HiE

1 Ak T ] 2 Y i R 26 RN B T B Ok ik
L YN 2 R AT AR B AR . BEE
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