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Progress of Dendritic Cell under Hypoxic Microenvironment
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Abstract Hypoxic microenvironment is resulted from many factors, such as embryogenesis, life on the
plateau, physical exercise, severe trauma, cardiovascular disease and tumor, and leads to the characteristic changes
of physiology and pathology. Moreover, hypoxic microenvironment may influence immunity function via immuno-
cytes directly. DC (dendritic cell) is not only the strongest APC (antigen presenting cell) in vivo, but also a “bridge”
between innate immunity and adaptive immunity. However, the roles of DC are not coincidental in different micro-
environments. Thus, the biological functions of DC in differentiation, apoptosis, migration, antigen presenting and
related gene expression under hypoxic microenvironment are reviewed in this paper.
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