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Construction, expression and purification of pTAT-HIF-1a-PAS-B in prokaryotic

expression system
QI Hua-bing, WANG Shi-liang, WANG Feng-jun ( State Key Laboratory of Burns, Trauma, and Combined Injury, Institute ol
Burns, Southwest Hospital, Third Military Medical University, Chongging 400038, China)

Abstract: Objective To construct a prokaryotic expression vector for a fusion protein, TAT protein trans-
duction domain ( PTD) and the PAS-B domain of hypoxia inducible factor la( HIF-1a) , and then express and
purifr the fusion protein. Methods —The expression plasmids pTAT-PAS-B, pET-PAS-B and pTAT-EGFP were
constructed respectively , and transformed into E. coli. BL21(DE3) pLysS strain to be induced by IPTG. The
obtained proteins were analyzed by SDS-PAGE and Western blotting. The fusion protein were purified with Ni-
NTA-His affinity chromatography. Results  The three recombinant plasmids were constructed successfully.
The objective fusion proteins were obtained by optimizing the conditions for expression and purification. Con-
clusion The successful expression and purification of the fusion protein TAT-HIF-1aPAS-B has laid the foun-
dation for using it 10 modulate the activity of HIF-1« in vivo.
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