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Curative efficacy analization of autologous tumor antigen loaded DC-CIK cyto-
therapy for the patients with gastric cancer

GONG Fusheng, CHEN Luchuan, YANG Jianwei, WEI Shenghong, XIE Yunqing, LIN Xiaowei, YING Mingang,
ZHENG Qiuhong ( Fujian Provincial Key Laboratory of Tumor Biotherapy, Fujian Cancer Hospital and Cancer Hospital
Affiliated to Fujian Medical University , Fuzhou 350()14,Fujian,China)

[ Abstract ] Objective: To explore the curative effect and safety of autologous tumor antigen loaded dendritic cells com-
bined with eytokine-induced killer ( DC-CIK ) cells in the treatment of patients with gastric cancer. Methods: Two hun-
dred seventy patients who received operative resection of gastric cancer in Fujian Provincial Cancer Hospital during
January, 2005 to January, 2010 were retrospectively analyzed. Acording to wether receiving DC-CIK therapy, the patients
were divided into DC-CIK treatment group ( 120 cases ) and control group ( 150 cases ). Flow cytometry assay was used to
analyze phenotype of DC-CIK cells. Overall survival ( OS ) between both groups was compared. Advers reactions of the
DC-CIK therapy were observed. And prognostic factors of the gastric cancer were analyzed by Cox regression model.
Results: In the mature DC, the percentages of HLA-DR ™, CD8 ", CD83 " and CD86 " cells were( 96. 16 +1.51 )% ,
(96.58 £2.66 )% , (96.44 +2.20 )% , and ( 98.74 +0.76 )% respectively. In CIK cells. the proportions of CD3 ",
CD37CD4",CD3"CD8 " and CD3 "CD16 */CD56 " cells were (91.98 £5.9 )% ,(25.19 £10.5 )% ,( 71.15 +7.8 )%
and ( 18.73 7.4 )% respectively. The median OS was 77 months in the DC-CIK treatment group and compared to OS
median of 51 months in the control group, the difference was significant ( y* =4.431,P <0.05 ). DC-CIK therapy, adju-
vant chemotherapy and TNM stage are independent prognostic factors for gastric cancer. Common adverse reactions are fe-

ver, chill and weakness in the DC-CIK therapy. Conclusion: Autologous tumor antigen-loaded DC-CIK therapy could pro-

[BEETB ] ERERE LRI BTGB H 888 IR A LR Bt B0 H ;i B2 B3 RT3 B 55T H ( No. 2015-CXB4 ), Pro-
ject supported by the National Clinical Key Specialty Discipline Construction Program of China,the Key Clinical Specialty Discipline Construction Program
of Fujian Province,and the Fujian Medical Innovation Project( No. 2015-CXB4 )

[EE®A ] 2EAC1974 - ), 5 AR AEHT IO 01, B F AT 00, 2 A g S 8 A 024 5T, E-mail :290923677 @ qq. com

[BfE1EE ] FEKL( ZHENG Qiuhong, corresponding author ), E-mail : zgh2858 @ foxmail. com



- 814 -

rf [ s A Ay 2016 4E 12 H,23(6)

long OS of patients with gastric cancer after operation of gastric cancer, and have little adverse reactions as well as be safe-

ty and effective.
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IANE | N BZNEEE 7 T S 1 /A IR - DA E G RS DN A
4t 1k 240 1t 42 9% 038 - ( thGM-CSF ) J rhIL4
W F TR AR TR A R A, 3l i 42
( Beckman FC500 ) S H B A4 B Beckman 2y
Ao
1.3 DC-CIK %@ 57

Z ISR 2 1073 il BB 67 F8 3 30 i o )
21 100 ml, R PUEE 5, 20k B 00 B W B
BLO L BUAASAZ 400, F RPMI 1640 5 37 & 1%
YA, B0 PR AN M 3 KIS, 40 B 4 Bl T 8 R
W, 37 C 5% CO, R FEMIME 120 min, I
BEAN M i A% 75 ng/ml GM-CSF 1 50 ng/ml
rhIL4 1 GT-T551 5383k, & 3 R 1 K. 56
4 K% 40 pg/ml A B AR IIE H L Rl b, 56
5 KANA 50 ng/ml TNF-a, 55 7 KB Pt JF 1 2k
A5 DO, AN, BCER 43 40 3 AT O =X 40 g 3k
R4 Hr( HLA-DR* .CD8 * .CD83 * i1 CD86 * ), H:
At 240 i FH A= B ER 7K 45 1 ml DC B (4 i %k
=10 1~,DC+0.5% NILAEH ), 4 B H E K
5 bk B 2 ) L Xz R 4

W SEAE NG EEAI L, B A28 50 weg/ml CD3 44
BEIL ) 75 em® BEFEIEH, FH GT-T551 537 5L 4 41
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Tab.1 Clinical characteristics of 270 patients with

gastric cancer [ n( % ) ]

Characteristics N Control ~ DC-CIK 7 P
Gender 0.643 0.423
Male 189 108( 57.14 )81( 42.86 )
Female 81 42(51.85) 39(48.15)
Age( t/a) 0.300 0.584
<60 149 85(57.05) 64( 42.95)
>60 121 65(53.72 ) 56( 46.28 )
TNM stage 0.457 0.928
| 35 18(51.43) 17(48.57)
Il 34 18(52.94) 16( 47.06 )
m 121 69( 57.02) 52( 42.98 )
I\ 80 45(56.25) 35(43.75)
Pathological type 0.780 0.677

Intestinal type 98 57(58.16) 41(41.84)

Diffuse type 163 89( 54.60 ) 74( 49.40 )

Mixed type 9 4(44.44) 5(55.56)
Adjuvant chemotherapy 1.807 0.179
Yes 152 79(51.97) 73(48.03)
No 118 71( 60.17 ) 47( 39.83)
Chemotherapy regimen 0.491 0.483
PF/Xelox 54 26(48.15) 28(51.85)
Folfox4/PO 98 53(54.08) 45(45.92)
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Fig.1 Phenotypes of matural DC detected

by flow cytometry assay
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Fig. 4

Survival curves of the patients with TNM stage, pathological type of tumor and adjuvant chemotherapy
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Tab.3 The results of multivariate analysis

Parameter B SE Wald P HR 95.0% CI
DC-CIK therapy 0.393 0.154 6.501 0.011 1.482 1.095 ~2.005
Adjuvant chemotherapy 0.732 0.153 23.007 0.000 2.078 1.541 ~2.802
TNM stage 1.329 0.123 117.506 0.000 3.777 2.970 ~4.803
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