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Immune function and life quality in patients with advanced non-small cell lung
cancer following treatment with autologous cytokine-induced Kkiller cells
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[ Abstract ] Objective:To evaluate the effectiveness and safety of autologous cytokine-induced killer cells in the treat-
ment of advanced non-small cell lung cancer ( NSCLC ) after radiotherapy and chemotherapy. Methods: A total of 72 pa-
tients with advanced NSCLC who were admitted to our department between June, 2012 and March, 2014 and had underg-
one radiotherapy and chemotherapy were enrolled. One month after the last radiotherapy and chemotherapy, 38 patients
were treated with autologous cytokine-induced killer ( CIK ) cells for two cycles ( 5 days each ) with an interval of 2 months
in addition to the optimal maintenance treatment regimen and the remaining 34 patients were given maintenance treatment
only as controls. One week before and one week after treatment with CIK cells, proportions of CD3 ", CD4*, CD8 *,
CD4*/CD8 ", and CD4 " CD25" regulatory T ( Treg ) cells in the peripheral blood were determined by flow cytometry,
levels of IL-2, 1L-12 and IFN-y were measured with ELISA, and the Karnofsky performance score ( KPS ) was calculated.
Results: The proportion of CD4 * T cells and the CD4/CD8 * T cell ratio were significantly higher ( P <0.05 ), the pro-
portion of CD4 “CD25 " Treg cells was significantly lower ( P <0.05 ), the levels of IL-12, IFN-y were significantly in-
creased ( P <0.01 ), and the KPS score was significantly higher ( P <0.05 ) in patients receiving autologous CIKs as
compared with control subjects. None of the patients suffered from transient fever or chills in the process of CIK transfu-
sion, and no other side effects were observed. Conclusion: Autologous CIKs may improve the immune function and the
quality of life in patients with advanced NSCLC, thus offering an effective and safe treatment option for NSCLC.
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Tab.1 Changes of T-lymphocyte subsets in peripheral blood of NSCLC patients

after treatment with autologous cytokine-induced killer cells( x s, % )

Control Therapy
Index
Pre-treatment Post-treatment Pre-treatment Post-treatment
CD3* 63.1109 +4.95 63.4268 +4.42 63.2811 +4.89 64.8147 +4.75
CDh4* 33.6474 £4.93 33.7782 +4.89 33.3389 +4.64 37.2832 £4.41""
CD8* 29.0374 +2.63 29.1924 +2.08 28.9989 +3.08 27.0463 £2.69"
CD4*/CD8 " 1.1725 £0.23 1.1682 +0.23 1.1663 £0.23 1.3961 £0.24" "
"P<0.05," " P<0.01 vs pre-treatment
A B
20
_ 00 100
~ 15} 7% 000 Coye® ° _
;Q % o 90:3,96 Hoagool = 80
E —oty KA -n:-g& &n 232" i o
2 e 2 = 40
S U T
= 20
Co00
L]
0 ]
| 2 3 4
D
& 1501
3 .
T = E} 00}
;'E 100 ' g '
o sl T é 50
T B
U] 0

El1 CIK #8471 /5 NSCLC £E5NE M T AR MnE FrRIE

Fig. 1 Expression levels of regulatory T cells and the cytokines in peripheral blood

of NSCLC patients after treatment with autologous cytokine-induced Killer cells

A :The measurement results of regulatory T cells; B:The measurement results of IL-2;C:The measurement results of 1L-12;

D:The measurement results of IFN-y. 1: Therapy group before treatment;2:Therapy group after treatment;3: Control group before

treatment ;4 : Control group after treatment. * P <0.05,** P <0.01 vs before treatment group;“* P <0.01 vs control group
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Tab. 2 Comparison of the Karnofsky score in two

groups before and after treatment( x +s )

Group n Score
Thereapy  Pre-treatment 38 61.32 +6.226
Post-treatment 38 65.53 £6.017" "
Control Pre-treatment 34 62.65 £6.656
Post-treatment 34 0.29 £5.766

** P <0.01 vs Pre-treatment
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