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Efficacy of the combined therapy with autologous dendritic cells-cytokine in-
duced Kkiller cells and percutaneous microwave coagulation for hepatocellular car-
cinoma

Kou Xiaoxia, Huang Yao, Yuan Zhengang, Wu Mengchao, Qian Qijun( Department of Biotherapy, Eastern Hepatobiliary
Surgical Hospital, The Second Military Medical University ,Shanghai 200438, China )

[ Abstract ] Objective:To evaluate the clinical efficacy of combined therapy using autologous dendritic cells-cytokine
induced killer cells ( DC-CIK ) and percutaneous microwave coagulation ( PMCT ) in the treatment of hepatocellular carci-
noma. Methods: Forty four patients with hepatocellular carcinoma treated with PMCT and DC-CIK ( combination group )
and 44 patients treated with PMCT alone ( control group ) were enrolled in the Department of Biotherapy of Eastern Hepa-
tobiliary Surgical Hospital from January 2012 to February 2014. For patients in the combination group, peripheral blood
mononuclear cells ( PBMCs ) were isolated on day 1 and PMCT were performed on the second day. After a ten day-cul-
ture, the DC - CIK cells were generated and transfused back to patients together with intradermal injection of DC vaccine.
The second and third course of DC-CIK therapy were given one month and two months later respectively. The AFP level,
immune function, progression-free survival, overall survival, and adverse effects were assessed for all the patients. Re-
sults: Although the level of AFP and regulatory T cells in peripheral blood decreased in the patients of both groups, their
decline in the combination group was significantly more than that of the control group ( P <0.05 ). Compared with that of
pre-treatment, the lymphocyte number and subpopulations didn’ t change significantly in the control group ( P >0.05 ),
but they did increase markedly in the combination group ( P <0.05 ). The median progression-free survival and median
overall survival were both increased in the combination group compared with that of the control group (7.1 m vs 4.9 m,

21.5 muws 14.0 m, P <0.05). Conclusion: Adoptive transfer of autologous DC-CIK in combination with PMCT is an
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effective treatment for patients with hepatocellular carcinoma. It improves the immune function, postpones the recurrence
of tumor, and prolongs the overall survival with acceptable toxicities.

[ Key words ] dendritic cells-cytokine induced killer ( DC-CIK ) cell; percutaneous microwave coagulation therapy
( PMCT ) ; hepatocellular carcinoma( HCC ) ; adoptive cellular immunotherapy( ACI )
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Tab. 1 Comparison of general data of two
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Tab. 2 Changes of immune parameters in peripheral blood of the two groups before and after treatment( % )

Group CD3* CD3*CD4*  CD3*CD8*  CD3'CD56*  CD4*/CD8* Treg
Combination( n =44 )
Pre-treatment 61.58 +14.12 33.53£12.03 31.99+9.51  2.62+2.02  1.11%0.93  7.74+3.09
Posl-treatment 73.01 £11.12% 39.42 +11.21° 37.80=11.14° 7.33+5.93" 1.71+0.86° 4.45+2.33"
Control (n=44)
Pre-treatment 62.78 +14.31 34.15+11.35 31.82+10.73 2.76+2.12  1.15+0.82  7.35£4.01
Post-treatment 63.06 £14.09 35.72+11.83 32.97+11.54 3.20+2.43  1.27+0.75  5.92+3.72
* P <0.05 vs pre-treatment in combination group
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0.001,/ 1), g or s
_g 40F 1 : 1"‘| L o
100 ~ Combination @ 20f
—Cul :
o o e 0 10 ST I
60 Time (t/month)

40

Survival rate (%)

20t e

il 10 15 20

Time (¢month)

B1 B&RTASYRA PFS LLE
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Fig.2 Comparison of OS curves between t

he combination group and control group
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