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lincRNA-p21 55 R 5T R

lincRNA-p21 and malignant tumors of digestive system
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2.1 1incRNA-p21 5 ¥ % (gastric cancer, GC)
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2.2 lincRNA-p21 5 If & (hepatocellular carcinoma,
HCC)
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2.3 lincRNA-p21 5 £ % 7% (esophageal cancer, EC)
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2.4 lincRNA-p21 5 %4 & # /& (colorectal cancer,
CRC)
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