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Zinc Finger Protein Gene A20 Inhibits Hypoxia-inducible CD54 Expression
of Endothelial Cells

ZHANG Jian-kai'?, LI Guo-ying®, ZHU Chu-hong?, MI Jian-hong?, YING Da-jun’
( 1. Department of Anatomy, Basal Institute of Guangdong Medical College, Zhanjiang 524023, China;
2. Department of Anatomy, Biomechanics Section, The Key Lab for Biomechanics and Tissue Engineering of the
Ministry of National Education, The Third Military Medical University, Chongging 400038, China;
3. Department of Anatomy, Guangdong College of Pharmacy, Guangzhou 510224, China)

Abstract; [Objective] To explore the effectiveness of exogenous A20 gene on hypoxia-induced GD54 expression
of endothelial cells. [Methods] Human umbilical vein endothelial cells (HUVECs) were cultured and then the
hypoxic model was established. With the help of DOTAP liposome, the endothelial cells were transfected with
pcDNA3.1EHA20. The positive cell clones were selected with G418. The stable transfection and expression of A20
in the endothelial cells were determined by immunofluorescence analysis. The CD54 expression was checked by
immunohistochemistry and in situ hybridization. [Results] Abundant A20 gene can be expressed stably in endothelial
cells transfected with pcDNA3.1EHA20. Hypoxia significantly increased the expression of CD54 in endothelial cells.
Exogenous A20 gene inhibited hypoxia-induced CD54 expression by 75%, which had a significant difference (P <

0.01). [Conclusion] Exogenous A20 gene can significantly inhibit the activation of HUVECs and the expression of
hypoxia-induced CD54, which may play a protective role in hypoxia-injured endothelial cells.
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Table 1 The CD54 expression of HUVECS in

different groups (0D £5, x 10%)

Immunohistochemistry In situ hybridization

Hypoxia 24 h Normal Hypoxia 24 h Normal
Control 213+ 17" 13+2 203159 116
pcDNA3.1 218 £16Y 14x4 207+8Y  11x7
pcDNA3.IEHA20 13 +5%) 125 1069 11+6
1) P<0.01 compared with normal condition; 2) P < 0.01 compared

Group

with pcDNA3.1 group; 3) P < 0.01 compared with control group
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Fig.1 Identification of endothelial cells by Fig.2 Expression of A20 in the transfected
immunefluorescence histochemistry VII factor endothelial cells detected by immunofluorescence
related antigen ( x 200) ( % 400)

3 REBWCHAANFEFRNANEAMERSIHFS 24 h J5 CD54 FRIE
Fig.3 CDS54 expression of HUVECs checked by immunohistechemistry ( x 400)
A ;untransfected with A20 gene; B:transfected with A20 gene

B4 JRALZISEWR KR AMERESES 24 h /5 CD54 H15%i%

Fig.4 CD54 expression of HUVECs checked by in situ hybridization ( x 200)
A untransfected with A20 gene; B:transfected with A20 gene
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