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Significance and progress of differentially expressed

genes in hepatocellular carcinoma”
LI Jinghe ,SHI Zhengrong”
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Medical University ,Chongqging 400016 ,China)

[Abstract] Primary liver cancer is a common malignant tumor in clinic,and the mortality rate ranks the
top three among global malignant tumor mortality. At present,the etiology,evolution and development mech-
anism of liver cancer are not fully understood, mainly including hepatitis virus infection, alcoholic liver dam-
age,aflatoxin Bl intake,nonalcoholic fatty liver,diabetes,iron accumulation and so on. From the perspective of
molecular biology,no matter what kinds of factors,it will lead to the abnormal expression of liver cancer
genes,cause the loss of controlling the cell cycle, thereby induce the occurrence of liver cancer, which is also in
line with the general rule of malignant tumor development. Therefore,the study of gene expression related to
liver cancer is expected to fundamentally understand the occurrence and development of liver cancer molecular
levels,targeted prevention and treatment. This article mainly describes the hotspot genes of differentially ex-
pressed genes in liver cancer,including Echsl, TOP2A,nme212,CYP2D6 * 10,ecm]1,and atf5.

[Key words] hepatocellular neoplasms;differentially expressed genes;prevention;treatment
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