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[ ABSTRACT |
killer (CIK) cells on lymphocytes of tumor-bearing patients.

AIM: To evaluate the clinical safety and discuss the activation effect of cytokine-induced
METHODS: This study was a phase I anti-
tumor clinical trial for CIK cells in tumor-bearing patients. The mononuclear cell induced CIK cells of the
peripheral blood were prepared from 21 tumor-bearing patients, and then distributed into four therapeutic groups
with different doses for observing adverse reactions, through measuring activation signs of peripheral blood
lymphocyte surface markers before and after CIK intravenous infusion. RESULTS: No severe adverse reactions
leading to abruption of the study occurred in all 21 subjects. The highest tolerance dose for CIK cells was 20.1 x
10°. Five patients with WHO-grade-2 fever and two patients with transient leukocytopenia were observed but all
of them recovered soorer or later uneventfully. Surface expressions CD25, CD38 and CD69 of subjects’
peripheral blood lymphocytes were up-regulated significantly after CIK intravenous infusion ( P < 0.01) .

CONCLUSION: CIK cells are safe with minor adverse reactions during phase I clinical trial. Besides the direct

anti-tumor activity, CIK cells might have enhanced anti-tumor effects by activating T-lymphocytes in vivo.

WA FESHRGHEE (cytokine-induced
killer cells, CIK #4fiffd) 24k E NI E R
TR KA — A E RN R R ER
RLAAML, AT EESI LRI MEETE,
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	结论:  I期临床试验表明CIK细胞(细胞因子诱导的杀伤细胞)临床应用不良反应轻微, 除了直接杀伤作用外还可能活化体内T淋巴细胞从而增强抗肿瘤活性。
	本研究受国家食品药品监督管理局的批准进行CIK细胞抗肿瘤I期临床试验, 现就临床应用CIK细胞的安全性和CIK细胞在体内淋巴细胞活化方面的作用进行报道。

