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Clinical effectiveness of autologous tumor antigen-pulsed dendritic cell-cytokine
induced Kkiller cells combined with chemotherapy in treatment of advanced lung
adenocarcinoma

YANG Jia,GU Guomin, WANG Xiuli, LI Xiaoqin,ZHAN Yiyi,LIU Chunling( The Second Wards’ Department of Pulmonary
Internal Medicine, The Affiliated Tumor Hospital of Xinjiang Medical University,Urumgqi 830011, Xinjiang, China )

[ Abstract ] Objective: To investigate the clinical efficacy and safety of autologous tumor antigen-pulsed DC-CIK ( den-
dritic cell-cytokine induced killer cell ) combined with chemotherapy in treatment of advanced lung adenocarcinoma.
Methods: 120 patients with advanced lung adenocarcinoma treated in the Affiliated Tumor Hospital of Xinjiang Medical
University from Jan 2013 to December 2013 were selected in this study; 60 patients were treated with autologous tumor an-
tigen-pulsed DC-CIK combined with chemotherapy ( combination group ), the other 60 patients were treated with chemo-
therapy only ( chemotherapy group ); the immune function, curative effect, adverse reactions, quality of life ( QOL ), pro-
gression free survival ( PFS) and overall survival ( OS ) after treatment were separately evaluated in the two groups . Re-
sults: Compared to the values of pre-treatment, there was no significant difference in peripheral blood T cell subsets in
combination group ( P >0.05 ); Compared to pre-treatment value, the post-treatment percentage of CD3 *, CD3 "CD4 ",
CD3"CD8 " and CD3 " CD56 " in peripheral blood decreased significantly in chemotherapy group, and it was significant
lower than that of combination group ( P <0.05 ); the incidences of nausea and vomiting, T[-IV degree myelosuppression

in combination group were less than that of chemotherapy group, and the difference was statistically significant ( P <
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0.05 ); after treatment, compared with chemotherapy group, the combination of sleep, appetite and physical strength in
combination group was significantly improved ( P <0.05 ). There was no significant difference in PFS between combina-
tion group and chemotherapy group ( 6 months vs 4.5 months, P >0.05 ), however, the OS of combination group was lon-
ger than that of chemotherapy group ( 16 months vs 11.5 months, P <0.05 ). Conclusion: Autologous tumor antigen-
pulsed DC-CIK combination with chemotherapy, compared with chemotherapy alone, can obviously optimize the immune

function of the patients, improve their life quality, reduce the adverse reactions, prolonged overall survival periods, and

improve the overall curative effects.
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Tab.1 Comparsion of the baseline clinical feature of

patients lung adenocarcinoma in two groups [ n( % ) ]

Parameters Combination Chemotherapy P
therapy
Gender
Male 54 28(46.67) 26(43.33) 0.646
Female 66 32(53.33) 34(56.67)
Smoking history
Yes 41 21(35)  20(33.33)
No 79 39(65) 400 66.67 )  0.698
Median age ( t/a ) 55.5 57.2
TNM stage
b 51 25(41.67) 26(43.33) 0.784
v 69 35(58.33) 34(56.67)
ECOG grade
0 54 26(43.33) 28(46.67) 0.646
1 66 34(56.67) 32(53.33)
EGFR mutation
Positive 40 19(31.67) 21(35) 0.608
Negative 80 41(68.33) 39(65)
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GM-CSF( 1 000 U/ml ), 553246 h 85 3%, CIK 41 il .
551 KAMIN CD3 B4 50 ng/ml ), VA 45K 3 d #b
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Tab.2 Changes of T cell subsets in peripheral blood of patients with lung adenocarcinoma in two groups ( x +5,% )
Groups CD3* CD3*CD4* CD3*CD8* CD3°CD56* CD3* CD56*

Combination therapy

Pre-therapy 66.09 +15.28 38.64 £9.55 24.91 +8.69 6.28 £3.76 3.73 +3.18

Post-therapy 70.54 £12.84" 39.51 +£12.82" 28.78 +8.36" 7.71 £4.94" 7.35+2.63
Chemotherapy

Pre-therapy 68.03 +14.12 38.57 +10.81 27.45 +£7.45 6.79 £4.73 4.16 £3.49

Post-therapy 51.64 £10.61% 32.25 £13.46%  19.83 +9.77% 4.38 +4.08% 1.82 +1.34

* P <0.05 vs chemotherapy group; “P <0.05 vs pre-therapy
*3 WABRPMIRERERTENEETRERE n)
Tab.3 Life quality of patients with lung adenocarcinoma after therapies in two groups ( n )
Groups Despondent Physical decline Poor sleep Loss of appetite Mass loss

Combination therapy 11 9 11 14~ 10
Chemotherapy 17 29 23 37 16

" P <0.05 vs chemotherapy group

2.3 DC-CIK FAALT7 69 R B R Y

XA L R AT 2 2T, 5 R s i
IS5 12 h P B A FE S 1 B, S XRE IR YT
JE G2, 1 B EETE RS 4 T hUE AT 3
d JG 2, TTHA™EAR R . Wk 4,

x4 HABEFHIANAIRKRE ol % )]
Tab.4 Side effects of patients with lung

adenocarcinoma in two groups] n( % ) |

IM-1V degree of

Nausea and
Groups bone marrow . Diarrhea
. vomiting
suppression
Combination therapy  4( 6.67 )* 22(36.67 )" 4(6.67)
Chemotherapy 9(15) 33(55) 7(11.67)

" P <0.05 vs chemotherapy group
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Fig.1 PFS curves of patients with lung

adenocarcinoma in two groups
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FH AR HAE B d e AR VR FTS RN A5 A L LS9 B encephalomyocarditis virus, EMCV )ERYLARIX R IFAFSY .
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