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Antitumor effect of allogeneic NK cells on human multi-drug resistant nasopha-
ryngeal carcinoma cells subcutaneously transplanted in BALB/c nude mice
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[ Abstract ] Objective: To study the inhibitory effect of allogeneic natural killer ( NK ) cells on subcutaneously trans-
planted human multi-drug resistant nasopharyngeal carcinoma cells ( CNE2/DDP ) in BALB/c nude mice. Methods: Hu-
man leucocyte antigen ( HLA ) genotypes of CNE2/DDP cells and the genotypes of inhibitory killer cell immunoglobulin-
like receptor ( KIR ) in NK cells ( isolated from 3 healthy persons by immuno-magnetic microbead technique ) were ana-
lyzed by PCR-SSP. Twelve BALB/c¢ nude mice were evenly divided into 2 groups: the control group and the treatment
group. Mice in the treatment group were injected subcutaneously with 1 x 10°CNE2/DDP cells together with 3 x 107 NK
cells via the tail veins; mice in the control group were injected with 1 x 10° CNE2/DDP cells subcutaneously. The tumor
formation time, tumor formation rate and changes of tumor size were observed. Three weeks after tumor formation, all the
mice were killed and human NK cells in peripheral blood were analyzed by flow cytometry; the tumors were weighed and
the tumor inhibitory rates were calculated. Results: The HLA genotypes of CNE2/DDPcells were A2, 24, B18, 35,
Cw4, and 7; the KIR genotypes of the 3 healthy persons were KIR2DL1, KIR2DL3, KIR3DLI, and KIR3DL2. There
were mismatches between the KIRs expressed in NK cells and HLA class [ molecules expressed in the CNE2/DDP cells.
NK cells obviously inhibited the growth of CNE2/DDP xenograft in nude mice. The tumor formation periods of control
group and NK cell group were( 17.17 +1.17 ) d and ( 24.83 +1.47 ) d, respectively( P <0.01 ). The average weight of
tumors in the control group and the treatment group were ( 1.60 £0.22 ) g and ( 1.28 £0.52 ) g, respectively( P <
0.01 ). Three weeks after tumor formation, human CD45 " CD56 * cells were detected in peripheral blood of mice in the

treatment group. The inhibitor rate of tumor growth was 20% in the treatment group. H-E staining showed obvious tumor
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necrosis and lymphocytes infiltration. Pathological finding showed poorly differentiated squamous carcinoma. Conclusion :

Allogeneic NK cell can inhibit the human nasopharyngeal carcinoma xenografts in nude mice and it may be an effec-

tor cell for the treatment of nasopharyngeal carcinoma.
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Fig. 1 Inhibitory effect of NK cells against transplantable

tumor of CNE2/DDP cells in BALB/¢ nude mice
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Fig.2 Human NK cells in peripheral blood of
mice analyzed by flow cytometry
A: CNE2/DDP + NK group; B: CNE2/DDP group
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Fig.3 Pathological changes of CNE2/DDP transplanted tumor after treatment of allogenetic NK cells

A: The control group;B: Lymphocytes infiltration in the treatment group;C: Necrosis in the treatment group
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