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CD80-streptavidin-decorated CNE2 cells enhance cytotoxicity of T cells

LI Jin-long', CHANG Hong’, HU Zhi-ming'*, GAO Ji-min'( 1. Institute of Biotherapy, School of Biotechnology, South-
ern Medical University, Guangzhou 510515, Guangdong, China; 2. Department of Otolaryngology, No. 534 Hospital of
PLA, Luoyang 471000, Henan, China )

[ Abstract ] Objective:To prepare CD80-streptavidin ( CD80-SA ) fusion protein and immobilize it on the surface of na-
sopharyngeal carcinoma CNE2 cells ( CD80-SA-CNE2 cells ), so as to investigate the effect of CD80-SA-CNE2 cells on cy-
totoxicity of T cells. Methods: pET21a-CD80-SA-6His expression plasmid was transformed into E. coli BL21 ( DE3 ).
The CD80-SA fusion protein was induced by IPTG, purified by Ni-NTA affinity chromatography and refolded by dialysis.
The immobilization rate of CD80-SA on CNE2 cell surface was analyzed by flow cytometry, and the effect of CD80-SA-
CNE2 cells on cytotoxicity of T cells was detected by LDH assay. Results: CD80-SA fusion protein was successfully pre-
pared and purified. CD80 was lowly expressed on CNE2 cells ([ 2.233 +0.176 ]% ). CD80-SA fusion protein was effec-
tively immobilized on the surface of biotinylated-CNE2 cells, with the immobilization rate being 73% . Moreover, CD80-
SA-CNE2 cells effectively induced cytotoxicity of T cells; the cytotoxic rates of T cells were ( 37 +3.12 )% , ( 51 =
2.63 )% and (58 £2.47 )% at the E: T ratios of 1: 1, 1: 20 and 1:40, respectively, which were significantly higher than
those of control CNE2 cells (all P <0.01 ). Conclusion: CD80-SA fusion protein can be effectively immobilized on the
surface of biotinylated-CNE2 cells, enhancing the cyctotoxicty of T cells against CNE2 cells.
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Fig.1 Identification of expression, purification and
refolding of CD80-SA fusion protein
M: Marker; 1: Total protein of bacteria not induced by IPTG;
2: Total protein of bacteria induced by IPTG; 3: Inclusion
body; 4: Protein purified by Ni-NTA; 5: CD80-SA fusion

protein monomer; 6: CD80-SA fusion protein polymer
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2 Western blotting £ & CD80-SA
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Fig.2 Interaction of CD80-SA fusion protein with anti-CD80
antibody as detected by Western blotting analysis
1: CD80-SA fusion protein monomer;

2: CD80-SA fusion protein polymer
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Fig.3 Binding of CD80-SA fusion protein
on surface of biotinylated-CNE2 cells
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Fig.4 CD80-SA-decorated CNE2 cells
enhanced cytotoxicity of T cells
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