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Specificity and efficiency of NK cells labeled by NKp46—Cre induced YFP reporter system in mice
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Abstract Objective: To detect the efficiency and specificity of YFP labeled NK cells by the NKp46—Cre mediated YFP reporting system
in mice. Methods: Two—positive genotype mice were screened by ROSA26R-YFP and NKp46—Cre mice using genotype identification.
Flow cytometry was used to detect the expression efficiency of YFP in the immune organs, spleen and bone marrow of mice, and then the
lymphocytes of spleen were labeled by cell surface antibody, and the percentage of YFP positive cells in lymphocyte population was
analyzed. Results: The mice with genotype ROSA26R-YFP  (+/+)Cre (+/-) from ROSA26R-YFP and NKp46—-Cre mice were selected as
experimental group, the mice selected ROSA26R-YFP (—/-) Cre (—/-) were the control group and the proportions of the positive cells of the
immune organs (lymph node, bone marrow, spleen) were 0.589%=1.02%,1.89%= 1.28%, 4.53%=+1.54%, the proportion of YFP positive cells
in control group were 0.008%=0.003%, 0.126%+0.08%, and 0.12%+0.004%; there were no distinct YFP positive cells 0.009%=0.0002%,
0.03%=+0.012% in the non—immune organs (heart) of the two mice, and the YFP positive percentages of each immune cell(NK cell, T cell,
B cell) in splenic lymphocyte system were 89.4%=+1.08%, 0.89%+0.56%, and 0.82%+0.82%. Conclusion: YFP marked NK cells through
NKp46—Cre induced YFP reporter system in mice may have high specificity and efficiency.
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Fig 1 The YFP genotyping results of the hybrid mice ROSA26R-
YFP(+/-) and NKp46—Cre( +/-)
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Tab 2 The genotyping results of the hybrid mice ROSA26R-YFP(+/-)
and NKp46-Cre(+/-)
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Fig 2 The expression levels of YFP in immune organs and non-immune organs
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Fig3 The percentages of YFP in spleen lymphocyte lineage of immune organ
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