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The study of human leukemia cell K562 transfected with B7 gene
JIANG Dai-feng, ef al
{Department of Hematology, College of Clinical Medicine, Chongqing Medical University)
[Abstract] OBjective: To assess the potential of costimulatory signal molecule B7 in inducing immune effect
and the biological alternation of K562 — B7. Methods : First, insert B7 gene into eukaryotic expression plasmid
pcDNA3, 1B7, then transfect K562 with plasmid pcDNA3. 1B7 and select positive clone( K562 — B7) by (G418
{600g:g/ml). Finaly, analyse the ability of growth and proliferation of K562 — B7, The secretion of 1L.~2 was al-
50 observed in vitro. Results : pcDINA3. 1B7 can be stably expressed in K562 ,and K562 — B7 grow more slowly
than wild K562. 1n addition , 1L — 2 production per 24 hours in the supernatant stimulated by K562 — B7 was
about twice as much as that by B7 negative K562. Conclusion : K562 transfected with B7 gene grow more slowly
than K562 and K562 — B7 can activate T ¢ell to produce 1L ~2,and enhance anti ~ tumor imrmunity.
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