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Clinical efficacy of DC-CIK immunotherapy in treatment of advanced pancreatic
adenocarcinoma

SONG Dong, YANG Xiaoling, YANG Xuejing, FENG Huijing, ZHANG Junping (Department of Oncology, Shanxi Academy of Medi-
cal Science/Shanxi Dayi Hospital, Taiyuan 030032, Shanxi, China)

[Abstract] Objective: To analyze and compare the clinical efficacy and safety of dendritic cell cytokine-induced killer cells (DC-
CIK) combined with palliative therapy or chemotherapy in the treatment of advanced pancreatic carcinoma. Methods: A retrospective
study was carried on 50 patients with advanced pancreatic carcinoma who were hospitalized in department of oncology of Shanxi Dayi
Hospital during September 2012 to February 2016. The patients were divided into four groups according to the therapy they received
(palliative treatment group, palliative+DC-CIK treatment group, chemotherapy group and chemotherapy+DC-CIK treatment group); the
immunological function, quality of life and survival time of patients were analyzed; and the efficacy and safety of DC-CIK cell therapy
was also evaluated. Results: The percentages of CD8 T cells and NKT cells in DC-CIK combined therapy groups were significantly
improved compared with that of pre-treatment, and the percentages of CD3", CD8’, NK, NKT cells were increased compared with con-
trol groups (P<0.05). The quality of life of patients was significantly improved (P<0.05), while median PFS and median OS were im-
proved but without statistical significance (P>0.05). Conclusion: Compared with palliative therapy and chemotherapy alone, combined
DC-CIK immunotherapy can effectively improve the cellular immunity function and quality of life in patients with advanced pancreatic
cancer. However, there was no significant extension in overall survival.
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*1 BEEKXEZEV=50,n)
Tab. 1 Characteristics of patients (N=50, n)

Index Palliative therapy  Palliative therapy+DC-CIK ~ Chemotherapy Chemotherapy+DC-CIK

Number 12 10 13 15
Gender(Male/Female) 6/6 5/5 8/5 11/4
Average age (#/a) 66 65 61 69
ECOG grade

1~2 4 13 13

3~4 0 2
Tumor location

Head of pancreas 6 3 5

Body of pancreas 5 6 6

Tail of pancreas 1 1 2 1
Pathology type

Adenocarcinoma 2 1 5

Clinical diagnosis 10 9 8
Stage

1 1 3

v 11 12

1.2 EZRXFAAE

VST EH N GM-CSFIWH E I HFEAY T2
B A A BR A F] , IL- 4 1 H Peprotech 2 &) , % 4 FH 5
HNIFN-y I B gl EMEZAA R AR, Rt A
CD3 iAo B+ S S oL AR 7=, AL
N B2 -2 GhIL-2) VESHR I 3 b5 DA AP 256
PRA W], GT- TSS1 857200 H = H R A HR (b
HOA R A E] =48 f brad Bt F $144 ) FACS Canto
11 223 X4l B A3 4 5 55 [E BD A 7 o
1.3 DC-CIK #| & F= Jfi 42

K 50 ml FE 3 A1 JE I FBON TG 1A 12 00 8 5 0, TR X
I J2 22 3 1 5 00 A IR R A A Pl 5 SR A A
AT 1 I 200 B P P A 3 R KRR RE L AR JE N R R
S L B, P FH 2 R R B oI A R AT A
B0 JEIRAR R AR Z RN A Z AR R
(1~3) X 10°/™, 71 30 ml GT-T551 £ 927,37 'C 5%

CO, ¥5 7R 4H WE B 2 h, K B 7 20 e 7% th CFHAE CIK %
S, A B R A I N & 1 000 U/ml ft) GM-CSF Al
1 000 U/ml [ IL-4 % 5 DC, 37 ‘C 5% CO, ¥ 7546 5%
It B 3 dHRIE 1 TR TR AP 1, 55 6 RN
AH 2 40 0 TR - (4 [T B I N TFN -y , 5 5 DC B3 ; B
M E T GT-T601 F 748, I A& 1 000 U/ml
IFN-y [ GT- T551 5 35 555 9%, 24 h J5 I 50 ng /ml
CD3 B 50 FEHLAR AT 1 000 U/ml () thiL-2, 555 3 d #e
1R b 78 thIL-2 58 7 RO i# DC 91 5 CIK 41
M55 382 7~8 d, KR40 AL Al Fi -
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Fig.1 Immunophenotypic characteristics of DC-CIK cells

before and after 14 d of culture
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DC-CIK V97 B V0T 7T fa T 20 i S0 9% Dy ReAs I 5
MR B 5 gl 5G 7 AR L, B4 DC-CIK 1577
H VAT J5 CD3'.CD8 . NK. NKT 41 ffil 7 43 kb %)
A5 (P<0.05) , HE AR IT 4 357697 J5 CDS' .
NKT 20 g 526 97 1 40 M & 4> LA B B 42 & (p<
0.05) , {697 W J& Treg 40 Mo [ 5 X} FE 20 72 = 35 L 4 it
EREN(EERD,

TS 13 451 % 57 B Al Ak o7 20 AN 15 4514k 97 +DC-
CIK JA 7 I BB ¥R I 1 5 T 40 G0 22 T REAG I 7 At
RIL(E 3, MITBEA DC-CIK 1577 4 5 B alifh )y 41
Et CD3'.CDS8" . NK.NKT 41 fid 7 43 tL #545 #2 i) (P<
0.05), [FIBf B G697 B F 16T J5 CD8 W NKT 4 il 4%
TRYT TR S be A B AR S (P<0.05) , R YT A S Bk
HIRTT 2 Treg 41 M J 5 6 HE ZHAH LG40 i 7 45 LG
A HT I (P<0.05) .

2 GhRUARTTAMGE RIATT+DC-CIK RTT A B EINE I T 4R T B A9 L (ks %)
Tab.2 Changes of T cell subsets in peripheral blood of patients in palliative therapy group
and palliative therapy plus DC-CIK group (x+s, %)

Group CD3" CD4’ CDg’ NK NKT Treg
Palliative therapy (n=12)
Pre-therapy 71.15+13.42 31.63+11.52 29.65+7.01 18.75+8.09 4.73+4.25 7.68+4.01
Post-therapy 71.31+10.23 33.26+13.45 28.35+10.82 19.01+6.98 4.85+4.35 7.51+.6.38
Palliative therapy +DC-CIK (n=10)
Pre-therapy 73.25+13.28 33.25+9.38 26.31£7.93 15.21+7.26 3.26+3.18 7.65+3.78
Post-therapy 77.14+14.15 33.48+12.26 34.25+15.13™ 18.01+9.36 7.23+4.35™ 7.55+.5.52

'P<<0.05 vs Palliative post-therapy, “P<0.05 vs Palliative+DC-CIK pre-therapy



-+ 404 - PR AE IR A &, 2018, 25(4)
=3 WITRFLIT+DC-CIKEITHEEINE M T T BRI T (x£s, %)
Tab.3 Changes of T cell subsets in peripheral blood of patients in chemotherapy group
and chemotherapy plus DC-CIK group(x+s, %)
Group CD3" CDh4" CD8" NK NKT Treg

Chemotherapy (n=13)

Pre-therapy 70.25+15.41 32.05+11.63 31.04+7.91 18.02+8.11 4.13+£5.38 7.15+4.62

Post-therapy 61.14+£12.28 31.93+£10.45 26.31£10.61 14.62+6.18 3.13£3.05 7.62+.5.92
Chemotherapy +DC-CIK (n=15)

Pre-therapy 71.08+10.35 32.96+10.12 29.11+6.65 14.36+9.26 4.26+6.38 7.05+4.22

Post-therapy 78.25+12.15° 35.44+12.48 37.34+11.41™ 16.01+7.36° 8.03+5.71™ 5.38+3.08"

"P<<0.05 vs Chemotherapy post-therapy, “P<<0.05 vs Chemotherapy+DC-CIK pre-therapy
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X} DC-CIK 6 ¥7 1 5 B4l 7 H B ¥R T Al s
AR A 77 BEERIR £ 8K A 00 5 07 10 45 A v ot = R AT
ML, K I DC-CIK B AR TT H B3 5 A7 R % 1)

HASRIIX 5 T b T Bk B SR P Al 7 20 s A7 A
ANTRVRE P B ARG, D W 2 Bk B T AL B AR AP U
AAF R (R4 .

R4 4EBFERTHIRHNEEREITN (%)
Tab.4 Evaluation of life quality of patients in four groups before and after therapy(%)

Group Despondent Physical decline Poor sleep Loss of appetite Massloss
Palliative therapy 35 45 50 65 38
Palliative therapy+DC-CIK 19 25 32 30 23
Chemotherapy 40 52 56 70 40
Chemotherapy +DC-CIK 15 33 30 40 22

2.4 JFEGEN

HE 201745 A& ILBEVT, T B8 43 Ae T,
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Fig.2 PFS of patients in chemotherapy group and chemo-
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