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[ Abstract | Background and purpose: Cytokine-induced killer (CIK) has both the advantages of T lympho-
cytes’ powerful anti-tumor activity and NK cells’ tumor killing capacity without MHC restriction. It could directly kill
tumor cells, regulate and enhance immune function, without damaging the structure and functions of the immune sys-
tem. Its effects on the treatment of malignant solid tumors has been widely recognized. This study aimed to evaluate the
anti-proliferation effects of CIK cells obtained and cultivated from lung cancer patients’ lymph nodes. Meanwhile, the
safety of clinical transfusion was observed. Methods: The peripheral blood and lymph nodes of 6 surgery patients with
lung cancer from Shanghai Chest Hospital were used to cultivate CIK cells for 14 days. The phenotypes of CIK cells
were detected by flow cytometry. The anti-proliferation activities of CIK cells on A549 lung cancer cells were detected
by CCKS assay. The morphological changes of CIK cells were observed by invert microscope. The expression of CEA
level and adverse events were evaluated after CIK transfusion. Results: The proportion of CD3°CD56'T lymphocyte
in two groups were both more than 30%. The CCKS8 assay showed that the suppression rate of lymph nodes group was
higher than that of peripheral blood group at each effect/target ratio(P<0.05). The adverse effect of CIK transfusion was
mild and tolerable. The expression of CEA level decreased in patients. Conclusion: Lymph nodes of surgery patients
with lung cancer can be used for cultivation of CIK cells. The anti-tumor activity of CIK isolated from lymph nodes is
better than that of CIK cells cultivated from peripheral blood. Preclinical experiments showed high safety.
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Tab. 1 Characterisitics of patients

Patient Gender  Agelyear TNM Stage ECOG Pathology Postoperative chemotherapy strategy
1 Male 64 TiNM, I, Adenocarcinoma NC
2 Male 68 T,,N, M, I, 1 Adenocarcinoma NC
3 Male 75 T,.N>M, I, 1 Adenocarcinoma NC
4 Male 56 TiN,M, I, 1 Adenocarcinoma NC
5 Female 59 T,.N,M, I, 1 Adenocarcinoma NC
6 Male 56 T,N,M, I, 1 Squamous cell carcinoma NC
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Tab.2 CIK phenotype of two groups after cultivation
for 14 d(n=6)

[(F£s5)%]
+ + - CD3'CD16CD56
Group CD3 CD4 CD8 (CD3'CD56")
Peripheral blood 95.3+4.3 1.741.2 93.0+4.2 32.940.1
Lymph nodes 96.2+2.5 8.7+2.8 82.6+4.7 31.8+3.0
P value 0.602 0.213 0.479 0.556
A B .
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Fig. 1 Proportion of CIK cells from 1 patient’s peripheral blood
and lymph nodes assayed by flow cytometry

A: CIK cells cultivated from peripheral blood group (30.2%); B:
CIK cells cultivated from lymph nodes (37.3%); CIK cells defined as
CD3'CD16CD56 cells.
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Fig.2 The morphology of CIK cells after cultivation for 14 d
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A549: CIK A549 1x10%/mL

B 3 CCK8&#MICIKARITAS49/ M =
Fig. 3 The suppression rate of CIK on A549 cells detected by
CCKS assay
A549: 1x107/mL; n=6.
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Tab.3 The variation of CEA and side effects of transfusion with the CIK cells derived from lymph nodes in patients suffering

from lung cancer

Patient Average number of CIK administered / x 10° Serum CEA Toxicity of skin/degree Non—infective fever/degree Suppression of myeloid/degree

1 2.09 — 0 0 0
2 3.80 ! I 0 0
3 1.91 ! 0 I I
4 15 — 0 i} I
5 1.8 1 I 0 I
6 3.2 1 0 I I
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39w bk, AT RE T BREE

I 92 P8 22 975 2R RN BE T 2R g S e 15407
o /N0 B B R 5 80% , HER I NI R AR
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