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(4 Z]1 HE:E0 DC TR T35 3 B R 408 DC activated and cytokine induced killer cell, DCIK )B& 4L iR TY
WS g TP . ¥ s TR A EE B2 2005 4E 9 A 2007 4 10 A DCIK BEAAbI7 1 21 191 e 300 i 38 8 8 W BE 3697 4,
glifky 7 Y 20 BT FR VS X IR A . BRBRYT AL B ALY R SR AR A1 A I B8 AZ 4H f( peripheral blood mononuclear cell,
PBMC ), ¥ PBMC R AMEF 4 DCIK. BEATRITALEE 2 A4 BIby7 45 35 M5 DCIK, BRalifbyy A E1T 2 R 4 B ik
I, WLEE AL ER T 000 A T i e AR B A AR A5 IR BRI O L VAT A R 42. 9% Fil 40. 0%
PR T2 R 66. 7% F160. 0% o BEATRYTHL KPS TP HIAYTFRT A HI( P <0.05 ), Safifbyrdl KPS PR BORYTHI ok P >
0.05). BEAIAITHLEE SN CD3 * CDI8* .CD3* CD56* 4 i HL ] K T+ ( P <0. 01 ); i B4l Ak 41 JC B W“{Jc( P>
0.05). BEATAYTUL 1| AEHN 2 AF A AR 8 T2l fk 7 41( 57. 1% vs 50.0% ,P <0.05;28.6% vs 15.0% ,P <0.01 ), 4571
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Clinical efficacy of DC-activated and cytokine-induced Kkiller cells combined with
chemotherapy in treatment of advanced lung cancer

MO Chen', GAO Jin’, WANG Jun-yi’, HUANG Yan-ping', WU Xiao-e', SHAN Hai-li', XU Ming-bao'( 1. No.2 Ward
for Senior Officers, General Hospital of Chinese Armed Police Forces, Beijing 100039, China; 2. Institute of Biophysics,
Chinese Academy of Sciences, Beijing 100101, China )

[ Abstract ] Objective: To evaluate the clinical efficacy of DC-activated and cytokine-induced killer cells ( DCIK ) com-
bined with chemotherapy in the treatment of advanced lung cancer patients. Methods: Twenty-one patients, who were di-
agnosed as having advanced lung cancer in General Hospital of Chinese Armed Police Forces from Sept. 2005 to Oct.
2007, were treated by DCIK combined with systemic chemotherapy ( combination therapy group ); 20 advanced lung canc-
er patients treated with chemotherapy alone served as controls. Peripheral blood mononuclear cells ( PBMC ) were isolated
from patients of combination therapy group before chemotherapy, and PBMC were induced to DCIK in vitro. DCIK were
administered to patients in the combination group after 2 periods of systemic chemotherapy. The patients in chemotherapy
group were treated with 2 periods of systemic chemotherapy alone. Short-term effect, quality of life, immunological indices
and survival rates were observed. Results: The short-term effects were not significantly different between the 2 groups,
with the clinical efficacy being 42.9% and 40.0% , disease control rates being 66.7% and 60.0% ( P >0.05 ). KPS
score was increased in the combination therapy group ( P <0.05 ) after treatment and showed no improvement in the chem-
otherapy group ( P >0.05 ). The numbers of CD3*CD18 ", CD3 " CD56 " cells in the peripheral blood of combination
therapy group were significantly increased ( P <0.01 ) after treatment, while those in the chemotherapy group had no sig-
nificant change ( P >0.05 ). The 1-year, and 2-year survival rates of the combined therapy group were higher that those of
the chemotherapy group ( 57.1% vs 50.0% , P <0.05; 28.6% wvs 15.0% , P <0.01 ). Conclusion: DCIK combined

with chemotherapy shows a better clinical efficacy in treatment of advanced lung cancer, with improved quality of life,
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immune function and survival rate.
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Tab. 1 Comparison of therapeutic outcomes between

combination therapy group and chemotherapy group ( n )

Therapeutic outcome

Effective  Disease

Group rate( % )
CR PR SD PD

control

rate( % )

DCIK + Chemo 2 7 5 7 42.9 66.7
(N=21)

Chemo 2 6 4 8 40.0 60.0
(N=20)
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PEATE TP <0.01 ). PHALE iR 560 B 3%
Guit2FE (P <0.01,%2),
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Tab. 2 Comparison of quality of life before and after therapy in 2 liver cancer groups

Therapeutic effect ( n ) Effective KPS score
Group
Highly effective  Effective ~ No effect ratel % ) Pre-therapy  Post-therapy
DCIK + Chemo ( N =21) 4 10 7 66.7 69.5+5.4 76.2+8.9°
Chemo( N =20) 2 5 13 35.0 71.5+6.0 70.5=+11.5

* P <0.05 vs chemo group
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Tab.3 Comparison of immunological index in peripheral blood before and after therapy in 2 liver cancer groups

CD3"CDI8"

CD3"CD36*

Group
Pre-therapy

Post-therapy Pre-therapy Post-therapy

DCIK + Chemo( N =21 ) 33.53+7.18

Chemo( N =20) 34.66 +8.61

45.32+£9.327" 4.85+1.16 16.30 £3.32""

36.22 +5.41 5.46 +1.65 5.71 £1.30

** P <0.01 vs pre-therapy
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