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Tumor Kkilling effect of mCIK cells against leukemia K562 cells in vitro
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[/ T H: DI 7% AR SN 25 B 0% 5 95 B0 438 CIK 20X 11 106 K562 4B R it . 7
Yjé SR FH M4 At 2R R AL DA A D] 149735 B0 42 41 Jifa( peripheral blood mononuclear cell, PBMC ), g AT P KRS
FfER CIK 4000, LA CIK 4HHOFFE X R ASige st CIK ZHM A B RE 7, LDH BRI E X K562 A f Uik, 45 R
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5, WO IR S A —— AR SR 2, PN AR A
REWE B PBMC 2k [R] 55 3% 5 28 45 50 22 1 1 40
a2 e CIK AR — A G IBR 1 5 40
(Y 4ERE, FE40HE CD3 ' CD56* Al CD3* CD8* T 4il
L, AR AHMIAEAAR SN CD3 BTG 1Y T bk
2R ML HEA TR, AR B HLA 237 Rt i s 2 1 i 2
k. 4k LAK.TIL % CIK J5, 58X CIK 40 fE R —
FORTHAR AR R A A 252 2 Em A, AR B E
AP E R AR CIK 4H L, #r 65 =X CIK 2
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K562 21 M W F o = g 4 B e (b ).
RPMI1640 Il [ &3 E A A, 4= L35 14 | HyClone
/3], rHulFN-y 1 rHulL-2 ¥ [ PEPROTECH 73
A, BT CD3 B4y [ b s[5 S i 05 A R A
FRATE] 45 CIK 40 M3 75 L Rl A 75 E 5 e
PG I T, N B 40 B 43 BV R TR
FEAE I SRR BR 5T AT A, 40 2% W 9%
TRIton X-100. JiE 4 Substrate Mix ¥4 H PRO-
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MEGA A ], Tris-HCI( pH 8. 8 )y [ 2 = K E Y
ARG BbR AT AW BRI B A A A Bk B Ay
FABRAFE
1.2 4% X CIK %86 CIK %0069 3% &

SR FH 20 JfL R ATL 43 5 A I, 3845 PBMC, P
223 IR L 200 B3 5 Y AL B 0 VA S R A R
1 x10° 4~/ml, $%3% CIK 4015935 5 & B AL At
CD3 P BT (A RN 4 A 50 38005 2 5k PBMC, B 5%
W AR SR AN, B0 A K 28 30T 1 2 21 PB-
MC , ZER ZER AN AN L R A FIVER T, 204 d
FRFE T Uk 0 200 LA BTG O R G 7, TE B R 05 5
KWREE CIK 2000, IR A — 3853, o) —F o 4k 2
FiFe % 14 d. CIK 48091755 : PBMC 7E 1 000 U/
ml Y IFN-y 5E &R FRE P E 5% 24 b J5, A TL-2
300 U/ml.CD3 84 50 ng/ml, %5 3 d S a4
1Yk, IAM N IL2 300 U/ml; 1535 245 14 Rk
CIK A .
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Mt KRl 4l X FR AL BB S A E AL, E
37 °C 5% CO, FFERTP SR 4 -6 h, (ER R4 AT
45 min, ¥4 M KRR 2 AR FR 20 1E X FR 4 A
20 pl AN fR . B0 R BEFLIRE 50 wl il
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E.T. $E40H0 e KRB D RE S 2 R B4 1E 21
H,RARIEE T, o ATEH(% ) =( A-E-T)/
(T, -T)x100% .
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BERH « £5 Fon, H SPSS 17. 0 St 84k
TSI REAR Y ¢ K5, P <0.05 #om A ST
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PTGV B R MRS 3 RIF LR I BIIEAE 26 5 K
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1 K CIK {5 CIK fARRIEFEEL B x 5 )

mfE BEEC CIK 40 CIK 40/t
t{E Pl
(t/d)  ( x10%/ml) ( x10°/ml)
1 1.26 £0.25 1.21+£0.23  0.329  0.769
3 2.15+1.58 5.35+3.36  1.927 0.089
5 4.34+2.41" 12.47+6.18 2.741  0.025
14 10.68+2.55* 60.71+5.01 19.90 <0.001

* P<0.05 vs CIK 4 i
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ML 100 1B R TR PETC 22 5 P >0. 05 ),
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EEEHEFAEK( x100)
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40:1 20: 1 10:1
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¢ 3.207 3.312 1.990
P 0.007 0.004 0.06

* P<0.05 vs CIK 402
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