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[Abstract] Objective To observe the proliferation ability of cytokine-induced killer(CIK) cells and to detect surface molecule
phenotype of CIK cells and in vitro killing effect to leukemia K562 cells. Methods The cord blood lymphocytes and peripheral
blood mononuclear cells(tPBMCs) from patients were cultured by the H3 medium and added with human recombinant interferon
(IFN)-y and CD3 monoclonal antibodies(mAb) for inducing CIK cells in vitro. The H3 medium and T551 medium were respectively
added on 7 d of culture. The induction and culture were continued until 14 d. The CIK cells proliferation ability was observed by cell
count and the expressions of CD3 and CD56 were detected by flow cytometry. The killing effect of CIK cells on leukemia cells was
tested by CCK8 assays. Results The dynamic counting and phenotype analysis results revealed that the CIK cells amplification
times(including cord blood CIK total cells and autologous CIK total cells) cultured by H3 and H3+ T551 reached 76. 9 times and
62. 3 times on 14 d respectively;the CD37 CD56™ double positive cells contents of cord blood CIK cells under the two kinds of cul-
ture condition were(16. 742.7) % and(10. 842. 6) % respectively, while which of autologous CIK cells were(11.246.6) % and
(10.7+6.4) % respectively;the in vitro killing-tumor test revealed that when the effector to-target ratio was 5:1, the cell cytotoxic
activity of cord blood CIK cells cultured by H3 reached(33. 50=£9. 99) % , which was significantly higher than(20. 3+6.76) % of
cord CIK cells cultured by H3+ T551 (P =0. 011), while which of autologous CIK cells cultured by H3 + T551 were(59. 67+
27.59) % and(42.13419. 47) % respectively, but the difference was not significant(P=0. 080). Conclusion Cord blood and autol-
ogous CIK cells incubated by H3 have stronger in vitro anti-leukemia cells activity and can be used in the adoptive immunotherapy
of leukemia in clinic.
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