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Regulation of Chkl/2 on Apoptosis of Cancer Cells

HUANG Wei, ZHANG Yao-zhen, ZHOU Jian-feng, LIU Wen-li ( Department of Hematology, Tongji Hospital,
Tongji Medical College of Huazhong Science & Technology University Wuhan 430030, China )

[ Abstract ]
( BMMNC ) of leukemic patient induced by DDP and the role of antisense oligonucleotide targeting Chk1/2. Methods:

The change of cell cycle was assayed by means of flow cytometer after different interval in which the K562 cells and

Objective: To investigate the cell cycle change of K562 cells and bone marrow mononucleate cells

BMMNC of leukemia are treated by DDP. K562 cells or BMMNC are transfected with the antisense oligonucleotide comple-
mentary to Chk1/2 by lipofection. The apoptosis of K562 cells and BMMNC induced by DDP was investigated by flow cy-
tometer after transfection. Results: K562 cells and BMMNC of leukemia arrested at S phase at 10pmol/L of DDP. The
antisense oligonucleotide targeting Chkl or Chk2 could increase the apoptosis of K562 cells treated with DDP. The anti-
sense oligonucleotide targeting Chk1 could increase the apoptosis of leukemic BMMNC treated with DDP, but the antisense
oligonucleotide targeting Chk2 could not increase the apoptosis of BMMNC of leukemia induced by DDP. Conclusion:
Chkl may take part in apoptosis regulation of leukemia cells and be used as target of leukemia therapy.
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LA L4022 K562 45| [ o [ i/l 1 %
PIE L o MBS IR T 10% /N 1L RPMI-1640
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PR AR T 6 FLARCT, A DDP i 24 ) 2k 15y
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H & Chk1 .Chk2 () mRNA J# 51, 8 F AR R 31 3E AL
AT 18 M IIEAL R 2 SR AF R SE( AsODN ),
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T : Chkl 4 AsODN:5’-GGCACTGCCATGACTCCA-3',
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WER 1.5 x10°/ml, 3R F 6 FLAR Y, 4L 1 ml. B

1.5 pg Y AsODN E{ sODN %] 100 pl (9 1640 1, iR
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A JEEEW T 20 min, A5 N E 6 FLAR IR,
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binding buffer HH 27 41, I8 15 40 v B (2 ~5)
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FITC,1R%), ZEHEOEIEF 10 min, B0, 75 135, 415
FHEIF T 190 wl fF5F binding buffer H1, LA 10 pl
AL EC 20 we/ml ), CAHAEALC BD 24 &) ki,
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AT A T M A (60,33 £3.34 )% W i T4 B4 0 B AT T A 3T T S A (20,58 £2. 12 )%,

Yt Chkl 1F X ERFFHRZ( 8.59 £2.23 )%( P <0.01 ), TR Chk2 1FE X EZAFRRA(17.15 £2.04 )%
(P<0.05), UiHIHE YL Chk2 Fz SCEEAZTF IR [R)AE Al 14 hn
255 S K562 AT 1K 3 ),

E 1 10 pmol/L i DDP {EA TR

B i) & K562 20 B &) £ 43 4
Fig. 1 The analysis on cell cycle of K562 cells treated B2 AEREHR DDP £/ 24 h BIFE BB
with 10 pmol/L DDP for different time B AR A EL

Fig. 2 The analysis on cell cycle of bone marrow
mononucleate cells ( BMMNC ) of leukemia after
treated 24 h with DDP of different concentration

A: Treated with DDP for 36 h; B: Treated with DDP for 60 h

UL e Chkl f SCEERZH R mT B S 385 25 990155 5 /4 A: Treated with 10 pwmol/L DDP for 24 h;
K562 AUMIPAT . $54% Chk2 X X SERH RS 254153 B: Treated with 40 pumol/L DDP for 24 h

B3 Chkl/2 RXBEZEFET DDP iFSH K562 4HE TN
Fig.3 Influence of antisense oligonucleotide targeting Chk1l/2 on the apoptosis of K562 cells induced by DDP
A: Normal; B: Control; C: Tranfected with chkl sODN; D: Tranfected with chkl AsODN;
E: Tranfected with chk2 sODN; F: Tranfected with chk2 AsODN
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2.4 Chkl1/2 & SCSERTFRRXT DDP 5 S 1 L B 1%
AT AR

BEYY Chkl 2 SCEEAT RIS DDP 5 510 1 Iw B
T AN 20 0 T A I R T R 3R (38,23 &
3.56 )% , 7 THE Y% Chkl 1E XA RZ( 8. 34 +

3.45)%( P <0.01 ), ULHA%E Y Chkl 2 LB A R mT

B384 0 DDP i85 5 19 J5L A I 40 U T B g
Chk2 Jz X ERFR 5 DDP 755 59 20 it 5 301 7 T Fn g
WA B (8.47 £3.02)% , 5554 Chk2 1F X FE#
HRRZH( 8.72 £2.96 )% LW B2 F( P >0.05 ), Bil]
KUy Chk2 R SCEERZAT R ARG 250175 51 K562 21 i
T (E4),

4 Chkl/2 R X EZFEX DDP F 5K 8 7% &8 2 A %4 ME =%
Fig.4 Influence of antisense oligonucleotide targeting Chkl/2 on the apoptosis of BMMNC of leukemia induced by DDP
A: Normal; B: Control; C: Tranfected with chkl sODN; D: Tranfected with chkl AsODN;
E: Tranfected with chk2 sODN; F: Tranfected with chk2 AsODN
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Wr TMZ 75 5 1) Chk1 35 fL A0 58T 19 G2/M BE , DT
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PR A b ot R o ff 2 B Chk1 /2 J SC3E A% 1 R 45 57
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RFEMERE I E TR, 3t B 5 Mog s i e 1A %
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