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Clinical evaluation of dendritic cell-cytokine induced Killer cells immunotherapy
combined with conventional treatment in patients with renal carcinoma

XIE Yunging', CHEN Li*, YANG Jianwei’, CHEN Luchuan®, LIU Shijia", YING Mingang®, ZHENG Qiuhong'( a. Fu-
jian Provincial Key Laboratory of Tumor Biotherapy, b. Department of Abdominal Medicine, c. Department of Abdominal
Surgery; Teaching Hospital of Fujian Medical University, Fujian Provincial Tumor Hospital, Fuzhou 350014, China )

[ Abstract ] Objective:To evaluate the clinical efficacy of adjuvant dendrtic cell ( DC )-cytokine-induced killer ( CIK )
cells immunotherapy and the effect of DC-CIK cells treatment courses on the prognosis of patients with renal clear cell car-
cinoma. Methods: One hundred patients with renal clear cell carcinoma treated in Fujian Provincial Tumor Hospital from
Jan, 2004 to Jun, 2011 were included in this retrospective study; 63 patients received DC-CIK cells immunotherapy com-
bined with conventional therapy were regarded as DC-CIK cells treatment group, while the other 37 patients didnt receive
DC-CIK cells therapy were regarded as control group. The 5-year DFS and OS of the two groups were compared. The treat-
ment group was further sub-grouped according to the course > 3 and course <3, and the 5-year DFS and OS were further
compared between the two sub-groups. Results: Survival analysis showed the 5-years overall survival ( OS ) rate was sig-
nificantly higher in the DC-CIK group compared with the control group ( 81.05% wvs 60.29% , P <0.05 ), however, there
was no significant difference in 5-year DFS rate between two groups. Further subgroup analysis stratified according to the
course of DC-CIK cells treatment showed that the 5-years OS was significantly improved in the group with course greater
than 3 ( P <0.05 ), although there was no significant difference in 5-years DFS rate between two subgroups ( P >0.05 ).
Conclusion: Our results demonstrated that renal carcinoma patients could benefit from autologous DC-CIK cells immuno-
therapy in combination with conventional therapies in terms of increasing overall survival. And the course of DC-CIK cells

treatment is closely related with the prognosis of patients with renal cell carcinoma.
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Tab.1 Clinic information of DC-CIK group and control group

lem DC-CIK Control 2 P
(n=63) (n=37)

Age( t/a) 0.948 0.330
<50 23 10
=50 40 27

TNM stage 0.019 0.890
I ~1 40 24
Im~w 23 13

Operation 0.127 0.987
Yes 51 30
No 12 7

Chemotherapy 0.129 0.720
Yes 15 10
No 48 27

Radiotherapy 1.000"
Yes 8 5
No 55 32

Target therapy 0.240 0.625
Yes 8 6
No 55 31
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Fig.2 Survival curves of 5-year DFS and OS in the DC-CIK treatment group
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Fig.3 The relationship between treatment courses of DC-CIK immunotherapy with 5-year DFS and OS of patients
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