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ABSTRACT: Objective To investigate the role of epidermal growth factor receptor ( EGFR) expression
level in cetuximab cytotoxicity and antibody-dependent cell-mediated cytotoxicity ( ADCC) effect against A549
lung cancer cell line. Methods A549 cell line and NKTm cells were used as the target cell and the effector
cell, respectively. pEGFR-EGFP plasmids were transfected into A549 cells by nucleofector method. EGFR ex-
pression levels were measured by immunohistochemistry. The ADCC activity induced by cetuximab was assessed
by cell counting kit-8 assay. Results A549 cells transfected with pEGFR-EGFP plasmids expressed higher level
of EGFR protein on membrane and were more sensitive to ADCC activity mediated by cetuximab (P <0.05) .
The inhibition rate of A549 cells showed no significant difference between transfection group and wild-type group
when treated with cetuximab alone (P > 0.05) . Conclusion EGFR expression level influences the sensitivity

of A549 lung cancer cell line to ADCC activity mediated by cetuximab but not to cetuximab alone.
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Fig1 Immunohistochemical staining for EGFR expression ( x20)
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Table 1 Inhibition rate of antibody-dependent cell-mediated
cytotoxicity activity mediated by cetuximab on

different A549 cells (% +s,% )

4340 Group A549 pEGFR-EGFP-A549
V4 ZE B Cetuximab 16.11 £1.83 17.68 £0.92
NKTm 4iiffl NKTm cell 21.71 £2.95 20.64 +5.21
VY ZE T + NKTm 21 41.76 +3.45 52.74 £6.30°

Cetuximab + NKTm cell

5 A549 gLt 4L, P <0.05
4P <0.05 compared with A549 cell
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