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[ Abstract]
factors that has been implicated as playing key roles in regulating cellular differentiation and tissue

Krippel-like factor 2 is one of the members of the zinc finger family of transcription

development. Over the past several years, studies support an important role of this factor in vascular

- ZRIR -

biology. This review summarized the role of Kriippel-like factor 2 in endothelial cell biology.
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