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[ Abstract ] Objective: To study the characterization of NK cell line transfected with hSCF gene. Methods: pcDNA3-
hSCF was transfected into NK-92 cell line with Lipofect AMINE , RT-PCR was used to identify NK-92-hSCF cell which ex-
press hSCF and the activity was assayed by TF-1 cell line. CD3, CD16 and CD56 molecules were tested by FACS. Re-
sults: We established NK-92-hSCF cell line which express hSCF steadily, and its proliferation increased compared with
parental cell line when incubated with rhIL-15 or rhIL-2. Conclusion: The characterization of NK-92 could be changed by
transfecting with hSCF gene, and it’s proliferation was improved, The gene transfection of NK-92 cell made it suitable for
clinical applications.
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Fig.1 RT-PCR analysis of NK cell clone which
transfected with hSCF gene
1: DNA marker; 2: NK-92-hSCF; 3: NK-92
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Fig.2 Proliferation of NK-92 and NK-92-hSCF
incubated with IL-2 or IL-15
A: IL-2; B: IL-15
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Fig.3 Proliferation of NK-92 and NK-92-hSCF incubated
with IL-2( 100 U/ml ) or IL-15( 100 U/ml )
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Fig.4 Cytotoxity of NK-92 and NK-92-hSCF against K562 cell
A:IL2; B:IL-15
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Fig.5 Effect of hSCF gene on the expression of CD56
and CD16 molecules of NK-92 cell line
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