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Natural killer cell treatment for advanced hepatocellular carcinoma patients: an
observation of recent clinical curative effect

JING Na'?,ZHANG Jinchao’, YANG Yanli’, WU Qiong’, SUN Xuedong’, ZHANG Xiaoyan’, ZHAO Laiwei’, PAN
Xin’, JIANG Hao’, DING Guoliang”, WANG Danhong’, CHEN Hu’( 1. Department of Internal Medicine, Hospital of
National Defense University of PLA, Beijing 100071, China; 2. Institution of Hematopoietic Stem Cell Transplantation,
No. 307 Hospital of PLA Affiliated to Academy of Military Medical Sciences, Beijing 100071, China )

[ Abstract ] Objective: To observe and evaluate the clinical efficacy and safety of natural killer cells ( NK ) on advanced
hepatocellular carcinoma ( HCC ), as well as its influence on the activities of lymphocyte subsets and natural killer ( NK )
cells in peripheral blood of HCC patients. Methods: We collected peripheral blood ( PB ) from 30 patients with advanced
hepatocellular carcinoma from September 2013 to September 2015 at No. 307 Hospital of PLA. The NK cells were genera-
ted through cultivation and induction in vitro, and were re-transfused into patients at the 14" and the 15" day. Two con-
secutive transfusions were regarded as one cycle, and there were totally two cycles. We detected the activities of lympho-
cyte subsets and NK cells in peripheral blood at pre-treatment and 2 weeks post-treatment for each cycle, respectively,
and observed the activity changes of the lymphocyte subsets and NK cells before and after the treatment as well as its rela-
tionship to clinical efficacy. Results: Among the 30 HCC patients, there were 4 cases of PR, 19 cases of SD and 7 cases
of PD after NK treatment; the objective response rate and disease control rate were 13.3% and 76.7 % respectively. The
lymphocyte subsets didn ‘t show obvious change, but the NK cell activity increased significantly after the treatment
([5.06+4.46 1% vs[ 6.68 +3.83 ] % , P <0.05 ). None of the 30 patients had adverse effects. Conclusion: The NK
cell immunotherapy can improve the anti-tumor and immunity effect of body and slow-down the disease progression; it is a

new and safe treatment approach for HCC patients.
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Tab.1 Demographic and clinical features of 30 patients

with hepatocellular carcinoma

Category Percentage
(% )

Gender

Male 25 83

Female 5 17
Age (- median, 1/a)

<60 (49, 34-59 ) 23 77

=60 (62, 60-88 ) 7 23
Pathologic type

Hepatocellular carcinoma 30 100
Treatment before cellular therapy

Surgery 13 43

Intervention 11 37

Radiotherapy/Targeted therapy 6 20
Sites of metastatic

Extrahepatic 12 40

Intra-hepatic 18 60
Clinical efficacy

PR 3 10

SD 20 66

PD 7 24
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Tab.2 Proportional changes of of T-lymphocyte subsets and NK cells before and after
the NK treatment in 30 HCC patients( x =5, % )

Lymphocyte subset Pre-treatment Post-treatment 13 P
CD3*CD4 " CD8 - 33.24 £10.49 32.70 £10.34 -0.106 0.915
CD3*CD4~CD8 " 31.60 £12.03 32.12 £12.41 -0.238 0.812
CD3*CDI19" 66.44 +15.01 69.50 £10.06 -0.929 0.353
CD3~CD56 *( NK) 5.06 £4.46 6.68 +3.83" -2.053 0.040

" P <0.05 pre-treatment
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