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Identification of immundogical efector celsafter autdogous cytokine induced killer cdls treatment and its
cinical implication in hepatocelular carcinoma patients SHI Ming, ZHANG Bing, TANG Zi-rong, LEl
Zhouryun , WANG Hui-fen, FENG Yong-yi , LIU Jin-chao, FAN Zherrping, LI Harrwe , MU Jinrsong, WANG
Fusheng. Division o Bidogical Enginesring, Bejing Ingtitute o Irfectious Disease, the 302 Hospita o ALA,
Beijing 100039, China

Gorregpond ng author : WANG Fur sheng

Abgract  Objective To invedigate the dteration of the celuar prdfiles of T lynmphocyte subsets and
dendritic cell subsatsin periphera blood of primary hepatocdlular carcinoma (HCC) patients ter being trand used
with autologous cytokine-induced killer cels (CIK) in patients, then to eva uate the dinicd dficacy of the immune
therapeutic drategy. Methods Periphera blood moronudear cels (FBMCs) from 13 patients with primary were
oollected usgng blood cdl separator , and expanded in the fresh AIM-V medium in the presence of cytokine cocktall
including interferon-gamma (IANY ) , nonodond antibody (mAb) againg CD3 and interleukinr2 (IL-2) . The
pherotypic patterns of CIK celswere longtudindly characterized by flow cytometryon day 0, 4, 7, 10,13 and 15
during the incubation period. FBMCs obta ned from HCC patients before or &ter CIK celstranguson into bodesto
assay the changesd proportion of DCL or DC2 in peripherd blood. Results  After in vitro incubation for 14 or 15
days, alarge of CD3" CD56" cdls were produced from their progenitors and the percentages of CD3* CD8™
D3 56" ,(D25" cells sgnificantly increased from 33.5%+10.1% , 7.7 %*2.8 %, and 12.3%*4.5%
a the begnning to 36.6%+9.0% (P<0.05) , 18.9%+6.9% (P<0.01) , and 16.4%+5.9% (P <
0.05) a the day 15, regectivdy. In oontrag , the percentages of CD3* CD4" and NK cdls diglayed ro
Jonificant difference. The percentages of CD3* , CD3" CD8™ cdlswas held a a higher levd during the wiole
incubation period , however those of the CD25" , and CD3"* CD56 " cdl's began decreasng on day 7 and day 13,
regpectively. The proportion of type  of dendrtic cells (DC1) and type  of dendrtic cdls (DC2) subssts
increasedfrom 0.59 % * 0.23 % and 0.26 % + 0. 12 % before CIK cdl trandudon to 0.85% + 0.27 % and
0.43%+0.20% (dl P<0.01) dter CIK cdl trandudon. The synptom of HCC patierts receiving the CIK cell
therapy was markedy amdiorated, and ot sSde dfect was sen in the treatment. Concluson  Our resuts
indcaed that autologous CIK cdlsis able to hoog the cdluar immurologcd function in HCC patients, which
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probably provide a potent immune thergpeutic drategy for HCC patients

Key words  Killer cdls; Pherotype; Carciroma, hepatocdluar; Dendritic cdls
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	结论:  CIK细胞(细胞因子诱导杀伤细胞)治疗可以提高肝癌患者的细胞免疫功能,提高对肿瘤细胞的杀伤作用。
	肝癌患者机体特异免疫和天然免疫功能低下 ,手术、化疗、放疗效果差,且容易复发和转移,综合治疗成为提高肝癌疗效的重要措施之一
	细胞因子诱导杀伤(CIK)细胞为一类异质细胞群,主要为共同表达CD3 + CD56 + 细胞,对肿瘤的杀伤作用具有高效和非HC 限制性特点
	研究工作表明,CIK细胞对肝癌细胞具有明显的抑制作用, 并且可以抑制裸鼠肝癌移植瘤的生长

