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[ Abstract| Objective To study the role of nicotinamide phosphoribosyltransferase(Nampt) gene in the growth of human
embryonic stem cells. Methods CRISPR/Cas9 technology was used for Nampt gene knockout in human embryonic stem cells
by introducing frame-shift mutation to gene coding region. Then, the mutational cells were screened with gene sequencing and
observed for the growth situation under the microscope. In addition, Nampt inhibitor FK866 was introduced at different concen-
trations to interfere the growth of human embryonic stem cells, followed by the cell viability test with CCK-8 kit. Results Hu-
man embryonic stem cells gradually died after the mutation of Nampt gene with CRISPR/Cas9 technology. Likewise, Nampt in-
hibitor FK866 significantly inhibited the cell viability and gradually led to the death of cells. Conclusion Nampt gene plays an

indispensable role in maintaining the growth of human embryonic stem cells.
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