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Research progress on pharmacological mechanism of curcumin reversing
chemotherapy resistance of colorectal cancer
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Abstract: Colorectal cancer is the third most common cancer in the world. Chemotherapy runs through the whole process of cancer
treatment, but its drug resistance has become the main cause of cancer death and recurrence. Therefore, there is an urgent need to
find adjuvant chemotherapeutic drugs to increase its efficacy. Curcumin is a broad-spectrum anticancer drug recognized by the
American National Society of Oncology. its mechanism is through the regulation of related protein expression, epithelial
mesenchymal transformation molecular markers, colorectal cancer stem cell recognition markers, related signal pathways, autophagy
and related factors. Therefore, the mechanism of reversing chemotherapy resistance is reviewed in order to provide better research
ideas and application value for scientific research, clinical treatment and prevention.
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