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The advances in the research on tumor hypoxia

environment using DNA chip technique
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Abstract: Hypoxia environment is one of the characteristics of solid tumor, which affects the tumorigenesis,
development, invasion, metastasis and chemo—resistance. But the mechanisms how the hypoxia environment
affect tumor biological behavior are not yet fully clear. According to the number of mRNA detected, DNA chip
technique can be classified to conventional expression profile chip and functional classification chip. DNA chip
technique, which can simultaneously detect the expressions of thousands of genes, has been increasingly
applied in life science research including the effect of hypoxia environment on tumor behaviors. With application
of these gene chips, besides the association of hypoxic micro—environment with tumorigenesis, and tumor
development was verified, the unknown target genes of hypoxic micro—environment and its important regulatory
factors can be screened out, and useful clues to study the molecular mechanisms of the impact of hypoxia
microenvironment on tumors are be provided. DNA chip technique is becoming one of the essential tools in this
field
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