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Comparison of cell surface expressions of CD11b and CD18 in NB4 cells and HL60 cells during myeloid
differentiation
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Abstract Objective: To compare the expressions of cell surface antigen CD11b and CD18 in myeloid leukemia cell lines NB4 cells and
HLO60 cells in myeloid differentiation. Methods: NB4 cells and HL60 cells were induced to differentiate to mature granulocytes by All—-
trans retinoic acid (ATRA), and cell morphology was tested by MGG staining. Cell surface expressions of CD11b and CD18 of these two cell
lines during differentiation were tested by flowcytometry. Expression of CD18 protein of these two cell lines during differentiation was tested
by Western blot. Results: Compared with the undifferentiated cells, cell surface expressions of CD11b and CD18 were both upregulated in
differentiated NB4 cells and in differentiated HL60 cells. And these changes were more significant in differentiated NB4 cells than in
differentiated HL60 cells. Conclusion: It might be more convenient to study myeloid cells in differentiated NB4 cells than in differentiated
HL60 cells.
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Fig 1 Cell morphology of NB4 cells and HL60 cells in differentiation
(MGG, x400)
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Fig2 Cell surface expressions of CD11b of NB4 cells and HL60 cells during differentiation
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