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Clinical efficacy of patients with advanced ovarian cancer treated with DC-CIK
cytotherapy
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HUANG Weiqian, GAO Yanrong, ZHAO Hua, HU Jianhua, JIA Shaochang( Department of Tumor Biotherapy, the 81th
Hospital of PLA, Nanjing 210001, Jiangsu, China )

[ Abstract ] Objective: To evaluate clinical efficacy and safety of patients with advanced ovarian cancer treated with au-
togenous DC-CIK cytotherapy. Methods: Peripheral blood mononuclear cells of 28 patients with [V stage ovarian cancer
who hospitalized in the Department of Tumor Biotherapy, the 81th Hospital of PLA during August, 2011 to January, 2016
were collected, from which DC and CIK were obtained with culture in vitro. DC sensitized by lysate of ovarian cancer HO-
8910 line cell and CIK were transfused into the patients with ovarian cancer. Before and after the treatment, clinical effi-
cacy and safety of the patients were observed. Results: After 28 patients with advanced ovarian cancer treated by DC-CIK
immunotherapy, overall response rate ( ORR ) and disease control rate ( DCR ) of the patents were 7. 1% (2/28 ) and
64.3( 18/28 ) respectively, overall survival ( OS) for 12, 36 and 50 months were 75% , 54% and 42% respectively. Af-
ter treatment of DC-CIK immunotherapy, proportion of CD3 *CD8 * in peripheral blood of the patients significantly in-
creased compared to before the treatment ([23.35+£7.52 1% wvs[29.49 £+8.16 1% ; t = —3.340, P<0.01 ), CD4 "/
CD8 * ratio obviously decreased ([ 1.61 £0.84 1% wvs [ 1.21 +0.74 1% ; t = 2.785, P <0.05 ), proportion of CD3 ",
CD3°CD4", CD3 CD56 ", CD4 "CD25 " cells and levels of CA125, CA199, TSGF did not significantly change ( all P

>0.05 ). There not were any obvious adverse reaction in all the patients after the treatment. Conclusion: DC-CIK cyto-
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therapy could be as a safe and feasible theraputic approach which might improve immune status of the patients with ad-

vanced ovarian cancer, increase mid long term survival rate of the patients, and any obvious adverse reaction did not found

in the patients treated with the immunotherapy.
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Fig. 1 Changes of lymphocyte subsets in peripheral blood of patient pre- and post-treatment
A, B and C are presenting percentages of lymphocyte subsets in peripheral blood of patient before treatment;
D, F and F are presenting percentage of lymphocyte subsets in peripheral blood of patient after treatment
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Tab. 1 Changes of lymphocyte subsets in peripheral
blood of patients pre- and post-treatment E o |
£ 60}
Lymphocyte subset  Pre-treatment ~ Post-treatment P value E
s 40+
CDh3* 77.90 £59.84 67.17 £7.64  0.513 :': 20l
CD4+ 32.84+10.88 31.23+10.00 0.461 . , R ,
N .. 10 20 30 40 50 60
CD8 23.35+7.52 29.49 £8.16" " 0.006 Time (¢month)
CD4*/ CD8* 1.61 +0.84 1.21 £0.74* 0.017
10932613 12664480 0152 B2 DC-CIK {Riafr i AR EE B EH At 4k
D3~ CD56* .93 6. .66 £4. .
D3~ €D36 * * Fig.2 Overall cumulative survival rate of patients with
CD4* CD25* 3.21 £0.75 3.12£1.09  0.690 advanced ovarian cancer after DC-CIK treatment

" P<0.05, *"P<0.01 vs pre-treatment

&2 DC-CIK Hfa%&iafralfE 8& 5 E
BERR SN x+5,% )
Tab.2 Changes in serum levels of tumor biomarker
of patients with ovarian cancer pre- and
post-DC-CIK treatment{ x +s,% )

Marker Pre-treatment Post-treatment P value
CA125 281.09 £345.43  257.63 £333.68  0.551
CA199 15.85 +12.36 14.62 +11.30 0.456
TSGF 74.14 £17.99 72.28 +14.02 0.636
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