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Effect of Adoptive Immunotherapy with Auto-cytokine Induced Killer Cells on Tumor
Markers and General Condition of Patients with Nasopharyngeal Carcinoma
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Abstract: [Objective] To investigate the remission of the symptom and the antibodies of EB virus after the CIK cells being transfused
back to the patients with nasopharyngeal cancer. [Methods] 42 cases were enrolled, and 21 patients (group A) received not only
chemotherapy and radiotherapy but also adoptive immunotherapy with auto-cytokine induced killer cells compared with the other 21
patients (group B) who only accepted radiotherapy and chemotherapy. [Result] During the following 627 months (median: 14.5
months ), the antibodies of VCA-IgA, EA-IgA, EA-IgG, and EVB-DNA in group A were all lower than that in group B. And also was
the appetite. But in group A, the efficiency of treatment was not improved compared with group B.  [Conclusion] Adoptive
immunotherapy with auto-cytokine induced killer cells is safe and effective in clinical, and it can degrade VCA-IgA, EA-IgA, EA-
IgG, and EBV-DNA which are increased in the patients with nasopharyngeal cancer, and it also improve the quality of living of the
patients. But it did not improved the treatment efficiently.

Key words: nasopharyngeal neoplasm; adoptive immunotherapy ; auto-cytokine induced killer cells; life quality
[J SUN Yat-sen Univ(Med Sci),2011,32(4):491-494 ]

£ 9% (nasopharyngeal carcinoma) , XFR“T 7R
A7 T R H AR O BTG AT T
32 o B 97 AL, 1966 4F- Old %5 1 I Sy B il
EH WA EB Y% (Epstein-Barr virus, EBV) Fll
S MR AT L 27 DG AR 1, 22 5 SRR L T S A
R BOE R NS EBV PURRRE S 196 Hifh,

s BHA . 2011-02-28
BEE£WHE . RARHETH5 H (2009B030801119)

H:Hp VCA-IgG .EBNA-IgG \EA-IgG 14 JLA] 3F- #4375
JE B FRE B TR N EA-IeG Y FHPE R
W 528 T IR N TERE S S s s TR 4 0 5
rhIMIER] EB 85 SR AR R G R BT, K
DNA 7KV 5 Mg A ff 2 UIAE G, BB F RN 6=
K EB R AR S CTL 4005, AR5 A

{EE B XA, B AT B0, B9 05 ) R 3k SR R A AT, + A5 1E#, E-mail; liuyimnen@139.com



492 FILRAE A (B2 R

HRNE

S WA VA T 2R DGO F) D DR 5 e A6 5 00 92 Bk
BEA Gl BEE M ey o AR A ) T
FREBOR A E, IR i A= Y0367 TH U6 R 2% e
FARIGIT . BT ST =K BIGYY Z 5 5 I
by R IT AL . CIK (cytokine induced killer
cells, CIK cell) 4 g 5l 2 — b 857 29 (1) G0 938 9 P 2
JH/ONSI = O S I N N N I NI I R R R L E | oS
AU MR A R (MHC) BRI G A5, 5
oA 2R SR IR Y7 AR MR LE , FA 3 5 3 R
AT A AR, H CD3*CDS6 T
A E CIK B D 200 M, A< 52501 1A 8
i WL Il A AR CIK )5, 8 EB DA
B S VG N e N N NS F: { SN [EAR: - =
S5 ) AR RAR D HAE S R IR YT AR

1 #MAFeg ik

1.1 fRBIERE

o R 2# B i 58 B BE 2008 4F 6 H % 2010
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