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[ Abstract] EGFR activation and subsequent signal pathways are critical in colorectal cancer biology. Tts targeting

with specific drugs has opened a new window in the treatment of this disease. Monoclonal antibodies have a high de-

gree of efficiency opposed to the uselessness of tyrosine — kinase inhibitors. Cetuximab has efficiency from the first

line to heavily pretreated patients. In the first line, its addition may increase response rate to chemotherapy, improve

liver metastases resection rate.
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Research advancement of demethylation in cancer treatment
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[ Abstract] Epigenetic inheritance plays an important role in the appearance and development of cancer. One kind of

Epigenetic inheritance called DNA methylation has been thought to be one of mechanisms. Tumor suppressor genes u-

sually lose their function because of being highly methylated. DNA methylation state can be reversed,so demethyla-

tion might make tumor suppressor genes expressing again,which provides new ideas for the treatment of malignant
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