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Study of inhibitory effects of CIK on Lewis lung carcinoma”

LI Shu- yan!, ZHANG Chun- jing}, WANG Shu- ying, WU Qi*, ZHAO Shou- gi*, PEI Chun- ying?
(1.Department of Biochemistry, Qigihar Medical College, Qigihar, Heilongjiang 161042, P.R.China;
2.Department of Immunology, Harbin Medical University, Harbin, Heilongjiang 150080, P.R.China)

Abstract: Objiective To investigate the inhibitory effects of CIK on the proliferation of Lewis lung carcinoma
cell line and the growth of transplanted Lewis lung carcinoma in C57BL/6N mice in vivo. Methods CIK cells were
induced by culturing PBMC with regular method. The proliferation of Lewis lung carcinoma cells was measured by
MTT assay. Ultramicrostructure of Lewis lung carcinoma cells was observed under a transmission electron micro-
scope. Floncytometric analysis was used to detect cell apoptosis. ultrastructural observation expression of FasL were
individually determined by MTT and immunocytochemistry (ICC) analysis. IL- 2, IL-4, IFN-r and TNF- awere tested
by ELISA. Results Electron microscopic observations showed that CIK cells could induce the lung carcinoma cells
to apoptosis. Flow cytometric analysis demonstrated that apoptosis cells of Lewis lung carcinoma increased in CIK
group compared with those in the control group. FasL expression on CIK increased. Cytotoxicity was blocked after
addition of anti- FasmAb. Level of cytokine in CIK therapy group was higher than that of the control group. Con-
clusions CIK has inhibitory effect on Lewis lung carcinoma cells both in vitro and in vivo. CIK cells can induce the
apoptosis of Lewis lung carcinoma cells, and Fas/FasL pathway plays an important role in apoptosis of Lewis lung
carcinoma cells by CIK. The CIK therapy is possibly correlated with induction of the activation of the splenic lym-
phocytes secreting cytokine.
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	结论:  CIK(细胞因子诱导的杀伤)细胞可在体内及体外抑制Lewis 肺癌细胞增殖，诱导肿瘤细胞凋亡，Fas/ FasL 途径在其中发挥一定作用，同时CIK 细胞抗肿瘤作用可能与淋巴细胞活化和分泌细胞因子有关
	有细胞毒作用的CIK 细胞, 其发挥抗肿瘤作用的机制一方面可能是通过黏附分子LFA- 1/ICAM- 1相互结合后，分泌大量的BLT 酯酶的细胞质颗粒，进而直接穿透封闭的靶细胞膜进行胞吐作用，导致肿瘤细胞裂解；同时CIK 细胞自身还能分泌IL- 2、IL- 6、TNF- α 等细胞因子, 提高细胞毒作用，IL- 4主要参与细胞的体液免疫作用。

