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[Abstract] Objective To explore the mechanism of NK cell dysfunction in patients with multiple
myeloma (MM ). Methods The expression of inhibitory receptors (CD158a and CD158b) and activating
receptors NKG2D and NCRs (NKp30, NKp44 and NKp46) on CD3"CD56"NK cell of 13 MM patients and
30 healthy controls were analyzed by flow cytometry. The concentration of soluble NKG2D ligands
(MICA, MICB, ULBP1, ULBP2 and ULBP3) in serum was detected by enzyme-linked immunosorbent
assay (ELISA), and the cytotoxicity of NK cell against MM cell line by flow cytometry. Results There
are no significant differences of percentage and absolute number of NK cells, and the expression level of
CD158a and CD158b between MM patients and healthy individuals (P>0.05). No NKp44 expression was
detected on fresh isolated NK cells from both groups. There is no difference in inhibitor receptors
expression between MM patients and healthy individuals but the expression of NKG2D, NKp30 and
NKp46 on NK cells were higher in MM patients as compared with that in healthy individuals. The
concentration of soluble NKG2D ligands in serum was higher in MM patients as compared with that in
healthy individuals (P<0.05). Cultured healthy individual’ s NK cells with MM patient’ s serum could
significantly decrease its cytotoxicity against MM cell line U266 cells [ (38.5+6.5)% vs (25.4+5.9)%, P=
0.044]. Conclusion The higher level of soluble NKG2D ligands in serum may be the mechanism of NK
cell dysfunction in MM patient.
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