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EPO decreased the mRNA expression of
inflammatory related genes in HG stimulated HUVEC
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Potential role of erythropoietin in organ protection
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Erythropoietin prevents endothelial

cells from high glucose induced injury

Summary

EPO changed the mRNA expression on HG stimulated HUVEC

HG regulated the gene expression, those are related to
multiple signal pathways

HG stimulated HUVEC were skewed toward an
inflammatory phenotype
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EPO regulated immune balance on
HG stimulated HUVEC

EPO decreased the mRNA expression of
inflammatory related genes in HG stimulated HUVEC
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