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# ZE:BHH #rsx CTP-ODI-HA #= CTP-OD2-HA @k 4Bk Z B A imatinib f K562 @ je3g e Hoe, Ak B arHH &
#) CTP-OD1-HA #= CTP-OD2-HA @k 4Bk X 3% F| imatinib 48 A F K562 40§ 5 . B R 4 . 3% 74 & 40 g 2 b4 ) 3K ) & (MTT) L &
B X ke A s m B A L. SR MTT 42l £ 3, CTP-ODI-HA A CTP-OD2-HA &k 4Bk it % #p 4 K562 20 16,
3 74, B )0 imatinib &, 2R W B LB R RIEL R E 7 ,CTP-ODI-HA # CTP-OD2-HA T 47 %) K562 4m JtL 4k 69 5% 15 &
ft . & CTP-ODI-HA #= CTP-OD2-HA % 4k 7T 24 45 ¢ ik 47 %) K562 48 it 64 38 75 , 5F 3% Jm imatinib 49 SR 1,
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The influence of CTP-OD1-HA and CTP-OD2-HA fusion peptides or combine with imatinib on proliferation of K562 cells
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Abstract: Objective To study the influence of CTP-OD1-HA and CTP-OD2-HA fusion peptides and combined with imatinib
on proliferation of K562 cells. Methods K562 cells were treated with CTP-ODI-HA and CTP-OD2-HA peptides or together with
imatinib. The proliferation of cells were detected and compared by MTT and clone formation methods. Results
demonstrated that CTP-ODI-HA and CTP-OD2-HA peptides could inhibit the proliferation of K562 cells.and the effect was more
obvious when acted along with imatinib; Clone formation showed that CTP-OD1-HA and CTP-OD2-HA peptides suppressed the
continuous colony forming ability of K562 cells. Conclusion CTP-ODI1-HA and CTP-OD2-HA could specially inhibit the prolifera-
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tion of K562 cells,and increase the sensitivity of imatinib.
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1.4 MTT k0@l IR 48 B3 g il 2 350 4> > CTP-OD-
HA.CTP-OD1-HA ., CTP-OD2-HA ., CTP-HA #I PBS # 5 4
4, Hp CTP-OD-HA 4 BH % B8 41, CTP-HA il & jk At PBS
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OD2-HA ft & Ik 5 CTP-OD-HA 7& 48 h Bt % % 41 1 K562 41
it ke 38 09 4 T L3 Rl G K EL A A B 0 ) K562 4 i
KB BRI .

x1 CTP-ODI-HA #1 CTP-OD2-HA 7£ 7~ 6 Bt 8] 3¢ K562

ARt B LI 4E A (L)

Fisf (1] CTP- CTP CTP CT
(h) OD-HA OD1-HA OD2-HA P-HA
24 9.66£2.67 10.15£2.44 7.61£2.10 2.90+£1.97
48 34.00+=4.00 31.67%3.51 31.00%£2.65 7.67x1.53
72 7.674+1.74 12.1943.35 4.29£1.44 2.8941.17

2.2 MTT &l @l A B CML 2 2 15 46 40 1 1Y) 28 2 40 il 1
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HA 1 CTP-HA 43 515 5 i) CML #3518 115 58 40 i /& /A
48 hJ5,5 CTP-HA W&, 2 R WA 5113 & X (P<0.05),
of L3 5 3 G R VE . 6 3 4 felt BN A0 3 A )
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HA .CTP-OD2-HA X H: ¥ Jo il & 59 30 il 4E F (P>0. 05), 4%
A5 5] R bR AR 1 S B RS 5 3 ] fel N bR AR 4
B 410 ) S A - 35 {8 43 B adE AT HL L 45 O B R @l A Bk CTP-OD-
HA.CTP-ODI-HA .CTP-OD2-HA %} CML & # 18 1 3 5 %
21 W0 1 1% 5 A 0 o 4 R (P<<0. owﬂﬁﬁﬁ%@}\%%’f%ﬂ@ﬂ@iﬂ
A TG B B0 4R T, HL 3 R Rk A MK A B4 2 R T L A, 2 5
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*2,
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Tk n CTP-OD-HA CTP-ODI-HA CTP-OD2-HA CTP-HA
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ZiitE X (P>0.05), imatinib 5§ CTP-OD1-HA & CTP-
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1 CTP-OD2-HA(21. 5+4. 65) 4b Bl J5 1 41 Jfg 5 B T2 L 649 F
[, 25 B Gtk 3% L (P<C0.05), i CTP-OD1-HA fiI CTP-
OD2-HA 433815 CTP-OD-HA(14.5+4. 36) i i L 4%, 2 R T
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W FiE ik BCR-ABL #Bf LA EEWIEH. MMrF 2%
YITE IR IT I Oy T B A B R RO VR S S DL RO R M A
FE B BCR-ABL B /N3 2 IR 25 9 o8 25 i B I R
N B BT BL P 259 . %5 F BCR30-63 £ BCR1-72 {if 1k
BCR-ABL 3 72 A (i R S PEVE F L AR 00 6 52 T 040 2 2 i
IR IKN A BCR30-63 Fl BCR1-27 4 64-72 1 1] %5 ¥ fil &
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I 45 R 2% B, CTP-ODI-HA #1 CTP-OD2-HA 1] ) #)
K562 ZH ik . LA Je CML &35 18 1 A& B 4 M iy 3 56 . CTP-
ODI1-HA fil CTP-OD2-HA i 24 ¥ 2 15 P: &8 7 45 BCR1-72 4%
F4 119 BH M XF B8 CTP-OD-HA i & BRAG . KRR nT ag 55 2 A &
N TR A N S S RA B 7 =27 Y L S S

2z | TR ,CTP-OD1-HA F1 CTP-OD2-HA Fili 4 ik 34 7 4
il K562 £ Jitl ¢ i 384 58 . H. 5 imatinib 865 JH 25 )5 . AT A 2038
imatinib X & B BUSME . [RIET 2 FEl G k6 CML 18 PE 1 8 5
B 20 it T A 30 A A ) B 5 A £ L IERH T CTP-OD1-
HA F1 CTP-OD2-HA 73497 CML (3 7, Ry 4 J5 38 52 5 )
BCRI1-72 H R T/ + Z R 2593697 CML 282 T Al .
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