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Effect of Adoptive Immunotherapy with Auto-cytokine In-
duced Killer Cells on Tumor Markers and Immunity of

Patients with Nasopharyngeal Carcinoma

XUE Ming,GUO Ming-kun
(Xinxiang City Central Hospital , Xinxiang 453000, China)

Abstract: [ Purpose | To investigate the changes of antibodies of EB virus and the immunity after the
CIK cells being transfused back to the patients with nasopharyngeal cancer (NPC). [ Methods ] There
were 38 cases with NPC were enrolled ,and 19 cases received chemoradiotherapy combined with im-
munotherapy with auto-cytokine induced killer cells,and the other 19 cases accepted radiochemotherapy
only. The antibodies of EB virus and the immunity index in the peripheral blood of patients were
measured and compared between the two groups. [Result] The antibodies of EB virus in combination
group were all lower and the immunity indexes were all higher than those in radiochemotherapy
group. [ Conclusion] Adoptive immunotherapy with auto-cytokine induced killer cells is safe and effec-
tive in clinical and it is able to lower antibodies of EB virus,and improves the immunity of the patients.
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Table 3 Immunity index in the two groups after chemoradiotherapy

5, K 5 /K ME «=0.05,
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Group CD3*/(%) CD4*/(%) CD8%(%)  CD4*/CD8* Thl1/Th2
Control group 52.38+2.31 26.02+3.92  25.53+2.49 1.02+0.12 0.70+0.16
Treatment group  52.41+£2.38  25.96+4.02  25.64+2.75 1.01+0.11 0.65+0.17
t 0.06 1.02 0.81 1.01 1.58
P 0.95 0.32 0.43 0.33 0.13
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Table 4 Immunity index in the two groups 3 months after chemoradiotherapy

AL ITBE A CIK 41, CIK 40

Ji [0 I, R A A AR B IR
WA UES 10 6], 19 FlEETE
BIr R R IR %

Group CD3(%) CDA4(%) CD8*(%)  CD4YCD8* Th1/Th2
Control group 55.63+3.95  32.98+3.58  25.87+3.54 127+0.04 0.90+0.31
Treatment group ~ 64.95+5.48  38.91+3.60  27.18+4.83 1.46x0.16 1.14+0.38
7.22 6.94 1.19 472 2.42
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