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[ ZE] B#9: WE CIK Ui CD4* T 4T REDUI R G pe it . ik s IROMRCRIUSTY 3 CIK A0, FI FHREER A B R 50
WAL CIK 40y CD4* T 40MIERE . SR ML PN e Bk o Hrp Thl/Th2 B9 H 224k ; LDH B9t gL ik LA 4 h il
20 h HXF raji ZHMIARAGEH raji T, SR KRB E LR CD4 " CIK 40265 &3k 96% , Horl Thl/Th2 Ay 531 #%
PBMC 7 .35 (W22 : Thl SEHE ThO WAFEH S TH R, Th2 SEAFIC R 2748k, CD4* CIK A0 B AR ANBESE 4 h Z IR vaji 200,
{ARTAE 20 h B 7= AE[R] CD4 ~ CIK 4RI R A R A 16 PR, DOt L 0] ILILAE 4 h Z NP5 raji IRILRIIM T RS . &5t
AWFFEHER CD4 * CIK 4 EAT B A9 “ Th PR3 v LR 15 32 S e 4 M TG 44 5 [ CD4 * CIK 4H i ml i ik 375 5 e 4 i 9 1
ST ek A i AR S A5
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Antitumor Immunity of CD4" T Cells Subset in CIKs

YU Jin-pu, REN Xiu-bao, LIU Hong , ZHANG Peng, HAO Xi-shan ( Department of Immunology, Cancer Insti-
tute and Hospital of Tianjin Medical University, Tianjin 300060, China )

[ Abstract ] Objective: To observe antitumor immunity of CD4 * T cells subset in CIKs. Methods: After large scale of
amplification in vitro, CD4 " T cells subset in CIKs was isolated by magnetic beads separation columns. Distribution of
Th1/ Th2 in CD4 " T cells subset in CIKs was analysized by intracellular cytokine staining. Cytotoxicity of purified CD4 *
T cells subset in CIKs against raji cells and apoptosis of raji cells after 4 h and 20 h coculture were determined by LDH
method and fluorescent staining method. Results: Purity of enriched CD4 " T cells subset in CIKs reached 96% . Compa-
ring with PBMCs, significant increase in Thl subset and ThO subset were observed but no statistical differences were found
in Th2 subset. Few raji cells were lysed by CD4 " T cells subset in CIKs after 4 h co-incubation. But after 20 h co-incuba-
tion, the same effective lysis of raji cells as CD4™ T cells subset was obtained in CD4 ™ T cells subset in CIKs. Fluorescent
staining showed that CD4 " T cells subset in CIKs induced apoptosis of raji after 4 h coculture. Conclusion: The present
study suggested that CD4 " T cells in CIKs were not only regulatory cells capable of modulating host immune system, but
also immune effectors capable of inducing apoptosis in tumor cells.
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Fig. 1 Phenotypic alteration of autologous

CIKs pre and post culture
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Fig. 2 IFN-y and IL-4 secretion in CD4* CIKs analysized by flow cytometry
A: Purity of CD4" T cells subset enriched by magnetic beads methods; B: Distribution of Th1/Th2 in CD4* CIKs;
C: Distribution of Th1/Th2 in CD4* PBMCs

%1 CIK#85 PBMC # Thl T8 5 Th TE#MIHIEREE % )
Tab. 1 Comparision of different Th cell subsets distribution in CIK and PBMC

IFN-y " IL4 "~ IFN-y " IL4* IFN-y~ IL4*

CIK 33.93 +6.38 23.07 +8.23 10.21 £7.05

PBMC 1.18 £0.94 0.19 £0.16 17.56 +16.71
P 0.001 0.009 0.521

&2 CD4" 70 CD4~ CIK 4AE7E A E) %0 #BLL A A 5 B 18] P 3T raji B9R15 7514 % )
Tab.2 Cytotoxicity of CD4* and CD4~ CIKs at different E/T ratios and time against raji

Purified CD4 * CIK cells CD4~ CIK cells

4h 20 h 4 h 20 h
40:1 11.72 £1.16 52.29 + 8.08 41.94 £8.04 52.5+ 3.44
20:1 5.79 £1.85 29.24 £12.01 22.54 +9.64 32.19+12.0
10:1 0.79 £0.54 14.23 + 4.04 5.76 £2.23 18.91 £14.5
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Fig. 3 Fluorescent microscopical configuration of raji cells under different treatments( 200 x )
A: Negative control of raji cells; B: After 4 h co-incubation with CD4* CIK( E/T =1 ); C: After 20 h co-incubation with CD4 *
CIK(E/T=1); D: After 4 h co-incubation with CD4* CIK ( E/T=1); E: After 4 h co-incubation with CD4~ CIK( E/T=1)
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