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Phenotypes of CIK cells prepared by ATG-F culture system and its killing effect
against K562 cells

ZHANG Yuchen, SHEN Yan, ZHANG Ping, BAI Fengxia, LOU Shifeng (Department of Hematology, the Second Aftiliated Hospital of
Medical University of Chongqing, Chongging 400010, China)

[Abstract] Objective: To investigate the function of CIK (cytokine induced killer) cells cultured using ATG-F (anti-human T lym-
phocyte rabbit immunoglobulin-Fresenius) and IFN -y, IL-2 system and its feasibility in clinical practice. Methods: Peripheral
blood mononuclear cells (PBMCs) were isolated from healthy donors and were used to culture CIK cells by different activating an-
tibodies; the total cell count was calculated on Day 7 and 14. The CIK cell composition, cell surface activation and proportion of in-
hibitory receptor molecular in ATG-F group, CD3 group and TG (Thymoglobulin) group were analyzed by Flow cytometry, and the
cytotoxicity of CIK cells against K562 cells were also determined by flow cytometry at day 14 in ATG-F high-dose group, CD3
group and TG group. Results: CIK cells were successfully cultured by ATG-F, IFN-vy, IL-2 system. The proliferation rate of ATG-
F high-dose group was significantly higher than that in TG group (27.25+1.25 vs 16.60+1.72, P<0.01), but the proportion of CD3"
CD56" cells showed no statistical difference compare with the CD3 group (P>0.05). The percentage of CD3'CD56" NK cells in
ATG-F high-dose group was significantly higher than that in TG group and CD3 group [(11.19+2.60) % vs (5.66+1.00) %, (1.42+
0.51)% , P<0.01], while the proportion of CD4 T cells was significantly lower than that in CD3, TG group [(4.35+1.47)% vs
(26.88+5.01) %, (14.52+6.22) %, P<0.01]; the proportion of CD56'CD94*, CD56"CD158a", CD56 CD158b cells was significantly
higher than those in CD3 group (all P<0.01). The ATG-F high does group showed significantly higher cytotoxicity against K562
cells than that of CD3 group at the target/effect ratio of 1: 10. Conclusion: CIK cells cultured by ATG-F culture system has
higher NK cell proportion than other ordinary culture system, and its activated receptor has more stronger cytotoxicity against
K562 cells.
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F 21 (F-L 2 , ATG-F 2 Jii 5 ¥ J& 50 ng/mD)  HH K &
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Fig.1 Effect of ATG-F on proliferation of CIK cells
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Fig.2 Effect of high mass concentration of ATG-F on the pro-

portion of CD3"CD56" cells in CIK cells
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Fig.3 Effect of high mass concentration of ATG-F on the proportion of CD3'CD56" cells in CIK cells
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1.47)% vs (26.88+5.01)%  (14.52+6.22)% ., P <
0.01].



b

FRFR, 25 ATG-F B 974K 2 1 4% CIK 2 M0 11 2 Y% i M e K562 4 i 1 A5 5 F - 901 -

50
451
40 #Day 0
35 uDay7
30
25
20
15
10

CD3CD4* cell (%)

0

CD3 TG F-H
"P<0.01 vs CD3 or TG group
4 SREIRE ATG-F %I CIK 417 CD3 CD4 4iff 5= 1% Y
g ur]
Fig.4 Effect of high mass concentration of ATG-F on the
ratio of CD3°CD4" cells in CIK cells

2.5 R ATG-F 1l %5 5 CIK 40 f g b sz 44
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Tab.1 Effect of high mass concentration of ATG-F on the
expression of activated receptor CD56°CD314" in CIK cells

[(x£s)%0]
Time(#/d)
Group 0 7 12
CD3 13.78+2.57 5.57+1.86 22.30+4.22
TG 13.78+2.57 7.71£1.04 30.44+6.18
F-H 13.78+2.57 20.99+4.20 38.37+£6.57

"P<0.05 vs TG group,**P<0.01 vs CD3 group

2.6 ==K E ATG-F 1= & CIK 8 fie ¥ 4 4] 5 4R
CD56'CD94".CD56'CD158a".CD56'CD158b #) % i&
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(11.70+£0.96)% vs (1.67+0.92)% , P<0.01]. [CD56"
CD158b: (11.44+1.66)% vs (3.30£2.000% , P<0.01].
F A =R B ATG-F i 83F CIK 20 i o 0 skl 14 52 A 1 3R
A,

*2 BRERE ATG-F 3} CIK 4R IHI 14 Z AR RIARI RN (Yo,5ts 1=6)
Tab.2 Effects of high mass concentration of ATG-F on the expression of inhibitory receptors in CIK cells(%,xts 1=6)
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0 9.97+1.83 4.19+£3.06 6.09+0.76

9.97+1.83 4.19+3.06  6.09+0.76 9.97+£1.83  4.19+£3.06  6.09+0.76
7 4.76+1.32 1.68+0.92 1.90+0.55 12.56+6.21 4.28+3.16 4.23+2.47

19.76+£7.02  11.89+£5.29 10.75£3.66

14 8.73+4.80 1.67+0.92 3.30+2.00 10.06+4.08 5.17+1.95 6.28+2.06  23.474+3.28" 11.70+0.96™ 11.44+1.66"
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(64.62+4.70)%, F-H ZH7E R LE A 110 B X K562 (1)
AMEFEHROEEES TR N 1:20 1 CD3 4
[(60.52+2.05)% vs (30.02+6.67)%, P<0.01].
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Fig.5 Effect of high mass concentration of ATG-F on CIK cells killing against K562 cells
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