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Clinical efficiency of dendritic cells and cytokine-induced Kkiller cells on local
advanced and advanced pancreatic cancer patients

Cai Kai, Ai Yueqin®, Zhang Chuang, Gao Yanrong, Guo Shulin, Jiang Longwei, Zhang Yan, Jia Shaochang ( Depart-
ment of Tumor Bio-therapy, Cancer Center of PLA, No. 81 Hospital of PLA, Nanjing 210002, Jiangsu, China )

[ Abstract ] Objective: To investigate the safety and efficiency of dendritic cells ( DCs ) combined with cytokine-induced
killer ( CIK ) cells in the treatment of local advanced and advanced pancreatic cancer. Methods: Peripheral blood mono-
nuclear cells ( PBMCs ) were collected from 24 pancreatic cancer patients in Il ~ IV stage from the department of tumor
bio-therapy of No. 81 Hospital of PLA during Jul. 2011 to May. 2012 and were cultured in vitro to obtain DC and CIK
cells. DCs were sensitized by PANC1 ( pancreatic cancer cell line ) cell lysates and then transfused to pancreatic cancer
patients combined with CIK cells. The changes in peripheral blood lymphocyte subsets, serum tumor markers and clinical
efficiency were evaluated before and after DC-CIK cell treatment. Results: The proportions of CD3 * T cells, CD8 *T cells
and CD4 " CD25 " Treg were significantly decreased after DC-CIK cell treatment for 3 months ( all P <0.05 ), while the ra-
tio of CD4 */CD8 * cells was significantly increased ( 1.1 0.7 vs 1.5 0.9, P <0.05). The serum tumor marker CA19-
9 level declined 1 month after-treatment ( 382. 8 +277.7 vs 213.8 +214.6, P <0.05 ) and 3 months after-treatment
(213.8 +214.6 vs 154.0 £118.2, P<0.01 ). In all the 24 patients, there was no case of complete response, 3 cases of
partial response, 4 cases of stable disease, 17 cases of progressive disease; the clinical response rate was 12. 5% and the

disease control rate was 29.2% ; the median survival time was 5.7 months; the 6- and 9-month overall survival rates were
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33% and 27% , respectively. No grade 34 adverse events were observed in all cases during treatment. Conclusion: DCs

combined with CIK cell treatment on local advanced and advanced pancreatic cancer patients are safe and feasible. DC-

CIK treatment could increase patients immune function and show clinical benefits.

[ Key words ] dendritic cell ( DC ); cytokine-induced killer ( CIK ) cell; pancreatic cancer; Treg; CA19-9
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Tab. 1 Clinical characteristics of 24 patients with pancreatic cancer

No Gender  Age Pathology type Tumor location  Stage Site of metastasis Previous therapy KPS
1 F 71 AC Head v Relapse in situ CI(3) 80
2 M 64 Clinical diagnosis Head I} None BD 80
3 M 74 Clinical diagnosis Head I} None None 60
4 F 63 Clinical diagnosis Head v Liver CT(6) 80
5 F 65 AC + SCC(10% ) Head m None Ope 90
6 F 54 Clinical diagnosis Body and tail \% Liver + lung + BrLN CT(3) 70
7 M 64 Clinical diagnosis Head m None RT+CI(5) 70
8 M 63 Clinical diagnosis Tail \Y Liver RT+CT(1) 70
9 M 55 Clinical diagnosis Tail \Y Liver ICT( 1) 70
10 F 61 AC Body and tail \Y BrLN RT+CI(2) 80
11 F 59 Clinical diagnosis Body v Liver CI(5) 70
12 F 71 AC Body and tail I} None RT 80
13 M 59 Clinical diagnosis Tail \Y multiple MET RT+CI(1) 70
14 F 75 AC Body \Y Liver Ope 80
15 F 73 Clinical diagnosis Body \Y BrLN RT 80
16 M 56 AC Tail \% Liver Pope + CT(2) 70
17 M 40 AC Head v BrLN Ope +CT(2) 80
18 F 55 Clinical diagnosis Body I} None CT(4) 70
19 M 64 AC Tail \Y Spleen CT(4) 80
20 M 33 AC Body and tail \Y BrLN RT 80
21 M 30 Clinical diagnosis Body and tail I None None 80
22 F 68 AC Head I} None None 70
23 M 46 Clinical diagnosis Tail \Y Liver + Spleen None 80
24 M 64 AC Tail \% BrLN Pope 70

BD:Biliary drainage; CT: Chemotherapy; Ope: Operation; Pope: Palliative operation; RT: Radiotherapy; ICT: Intraarterial

chemotherapy; SCC: Squamous cell carcinoma; AC: Adenocarcinoma; ( n): Indicates chemotherapy cycles; MET: Metastasis;

BrLN: Beyond regional lymph node
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Fig. 1 Schedule of immunotherapy combining DC and CIK

CE: Clinical evaluation;IE : Immunological evaluation;qod: Every other day
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Tab. 2 Changes of lymphocyte subsets in peripheral
blood of pancreatic cancer patients before and
after DC-CIK cell treatment( % )

Time after treatment ( z/month )
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Fig.2 Changes of tumor markers in peripheral blood of pancreatic cancer patients before and after DC-CIK cell treatment
“P<0.05,""P<0.01 vs 0 month
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Tab. 3 Total number of re-infused DC-CIK cell and

clinical responses of patients

Total cell number

. Clinical  Survival
DCCx107) CIK( x1g)  TePomse (/month)

1 9.22 4.45 PD 6.7
2 8.69 3.07 PD 10.1
3 4.75 4.02 PR 4.6
4 7.05 5.06 PD 4.4
5 9.59 5.75 PR 1.7
6 8.01 5.30 SD 5.3
7 6.70 6.16 PD 8.6
8 8.41 4.55 PD 6.7
9 3.25 6.34 PD 2.7
10 5.0l 5.27 PD 5.7
1 2.34 4.61 PD 11
2 5.06 3.91 PD 6.7
13 4.03 3.59 PD 3.8
14 8.54 9.40 PD 5.6
15 3.95 4.94 SD 2.5
16 3.6 5.4 PD 1.4
17 421 5.44 PD 3.5
18 8.26 4.20 PD 10.5
19 3.89 4.69 SD 5.3
0 412 5.86 PR 5.8
21 6.99 4.56 PD 8.1
2 9 5.26 PD 10.3
3 4.00 4.01 SD 4.1
24 5.3 3.56 PD 5.0

s

£

E

:

20 40 6.0 8.0 10.0 120
Time (t/month)

3 DC-CIK i rRIRIRERENEFHE

Fig. 3 Survival curve of pancreatic cancer

patients after DC-CIK cell treatment
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