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Retrospective analysis of clinical efficacy of CIK cells combined with chemother-
apy for the patients with advanced pancreatic cancer

LI Rui’ e, ZHANG Yong, WANG Zibing, SHANG Yiman, YANG Yonghao, WANG Li, GAO Quanli ( Department of
Biological Immunotherapy, Tumor Hospital Affiliated to Zhengzhou University, Zhengzhou 450008, Henan, China )

[ Abstract ] Objective: To analyze retrospectively the clinical efficacy and safety of the cytokine induced killer ( CIK )
cells combined with chemotherapy for the patients with advanced pancreatic carcinoma. Methods: Twenty eight patients
with advanced pancreatic carcinoma who were hospitalized in Department of biotherapy, Tumor Hospital Affiliated to
Zhengzhou University during September 2010 to February 2016 were collected. All of the patients received chemical treat-
ment with gemcitabine and/or S-1. CIK cells cultured in vitro were transfused into the patients within 1 to 3 days after the
chemotherapy. Rates of progressive disease ( PD ), stable disease ( SD ), partial regression ( PR ) and complete regression
( CR), median overall survival ( mOS ), rates of survival for 6 months.12 months.18 months and 24 months, disease
control rate ( DCR ) and adverse effects were observed. DCR included CR, PR and SD. Results: Among the 28 patients,
PR rate 17.86% (5 cases ), SD rate 53.57% ( 15 cases ) and PD rate 28. 57% ( 8 cases ) respectively. DCR was
71.43% . mOS was 15.41 months. Rates of survival for 6 months .12 months .18 months and 24 months respectively were
85.71% ,50.00% ,39.28% and 10.71% . The major adverse effects were myelo suppression,nausea and emeses, which
were improved after symptomatic treatments. Conclusion: The CIK cells combined with chemotherapy could be an effec-
tive and safety treatment approach for the patients with advanced pancreatic carcinoma. The patients might have little ad-
verse reactions and well toleration. The treatment approach could markedly prolong survival of the patients.
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Tab.1 Clinical features and evaluation of curative effect in the 28 patients with advanced pancreatic carcinoma

Case number ~ Age/Gender Pathologic type ~ Tumor location Metastatic location Treatment Sh;rf:::m
1 61/Female AC Body-tail Liver CIK + Chemotherapy PD
2 58/Man AC Head Liver CIK + Chemotherapy PD
3 49/Man / Head Liver CIK + Chemotherapy SD
4 49/Female MUA Head Liver, LN CIK + Chemotherapy SD
5 70/Man AC Head Lung CIK + Chemotherapy SD
6 71/Man / Body Liver, Adrenal gland ~ CIK + Chemotherapy SD
7 52/Man AC Head Stomach, Duodenum ~ CIK + Chemotherapy SD
8 79/Female / Head Liver,Bone CIK + Chemotherapy SD
9 72/Man AC Body-tail Liver CIK + Chemotherapy PR
10 74/Female / Head Lung CIK + Chemotherapy PR
11 25/Female AC Tail Liver CIK + Chemotherapy SD
12 71/Man AC Body AC CIK + Chemotherapy SD
13 66/Man / Tail Lung CIK + Chemotherapy PD
14 49/Man AC Head Liver CIK + Chemotherapy SD
15 46/Man / Head PC,Bone, LN CIK + Chemotherapy SD
16 64/Female AC Body Liver,AC CIK + Chemotherapy PD
17 58/Man AC Head Liver, AC CIK + Chemotherapy PR
18 51/Man / Head Liver CIK + Chemotherapy PR
19 54/Man AC Head Lung, Brain, GO CIK + Chemotherapy PR

20 67/Man / Head Lung CIK + Chemotherapy PD
21 54/Female AC Tail Liver, Abdominal LN CIK + Chemotherapy SD
22 70/Man / Tail Liver, Abdominal LN CIK + Chemotherapy PD
23 72/Female AC Body-tail Liver CIK + Chemotherapy SD
24 60/Man / Body-tail Liver, Abdominal LN CIK + Chemotherapy PD
25 69/Man AC Head Liver CIK + Chemotherapy PD
26 70/Man AC Head Liver CIK + Chemotherapy SD
27 59/Man / Body Liver CIK + Chemotherapy SD
28 63/Female AC body Liver, Lung CIK + Chemotherapy SD

AC: Adenocarcinoma; MUA: Mucinous adenocarcinoma; LN: Lymph nodes; AC: Abdominal cavity; PC: Pelvic cavity;

GO: Greater omentum
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Tab.2 Adverse events in the 28 patients with advanced

pancreatic carcinoma during the treatment{ n[ % ])

Adverse events Number

Myelosuppression 11(39.28% )
12 8(28.57% )
34 3(10.71% )
Digestive tract symptom 4( 14.28% )
12 3(10.71% )
34 103.57% )
Fatigue 2(7.14% )
Fever 2(7.14% )
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