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Proliferation and Cytotoxity of Cytokine Induced Killer Cells Derived from Peripheral
Blood with Malignant Content Tumor
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YANG Jing-yu?, XU Yan*
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Hospital, Kunming 650032, China)

Abstract: Objective To investigate the ability to proliferate, immunity phenotype, and cytotoxity of cytokine-
induced killer (CIK) cells derived from peripheral blood of the malignant content tumor patients. Methods  CIK
cells have been generated from peripheral blood lymphocytes (PBLs) from the patients with malignant content tumor,
which incubated with rhIFN-y, rhiL- 2, and anti- CD3mAb. Cell densities were determined on the 4", 7% 10% 13"
d and the phenotypic patterns of CIK cells were characterized by flow cytometry on the 13" d of incubation. Then,
the killing experiment of CIK cells co- cultured with K562 cells was detected by methyl thiazolyl tetrazolium (MTT)
assay method test on the 4™, 7% 13" d, respectively. Results In vitro incubated with rhIFN-vy, rhIL- 2, and Anti-
CD3mADb, the amount of cells were increased 2.5+1.6 folds, 11.9+3.5 folds, 22.3+7.8 folds and 29.5+6.1 folds on
the 4™ 7% 10" 13" d, respectively; and the percentages of CD3*, CD4*, CD8", and CD3*CD16*'CD56*cells increased
significantly on the 13" d from (62.8+7.6)%, (31.5+5.8)%, (44.9+8.2)%, and (1.3+1.1)% to (89.3+9.5)%, (50.1+
7.2)%, (57.3+9.0)% and (37.0+12.7) %. The ability to lyse K562 cells was slomy increased (23.6+8.5)%, (56.4+
7.2)%, and (80.1+4.5)% on the 4%, 7% 13" day, respectively. Conclusion Our results indicate that rhIFN-vy,
rhlL-2, and anti- CD3mAb can induce PBL from with malignant content tumor patients to produce CIK cells
expressing the phenotype of CD3*CD16*CD56*, which have strong proliferation capacity and activity of kill tumor.
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