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MRNA expression of elIF4E and Trib2 gene in CML patients and K562 cells

HUANG Lian—fen, et d
(Department of Laboratory Medicine , Guangzhou Children Hospital , Guangzhou Women and Children Medical
Center)
[ Abstract ]JObjective: To explore the mechanism of CML-BC and the corresponding new therapeutic targets by investigating the mRNA
expression of eIF4E and trib2 gene in 9 CML patients and K562 cells. Methods: After isolation of BM mononuclear cells and the following
RNA extraction, RT-PCR was taken to show the mRNA expression of el[F4E and trib2 gene in 9 CML patients and K562 cells. Results:
Electrophoresis analysis showed that both mRNA expression of eIF4E and trib2 gene were high in some CML patients especially in
CML-BC and K562 cells, which laid foundation for further investigation on CML development. Conclusion: Both mRNA expression of
elF4E and trib2 gene were high in some CML patients and K562 cells, they may be the possible therapeutic targets for CML patients.
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PR A0 D 5 195 , f87 A 18R ( Chronic myelogenous leuke
mia, CML )& — R I T 40 M 00 G M FE R M PR PR R . 7
RE, BHEAMRIL CML £, BHELH 1-2 N N0TA,
FERIUNZ I THE AR IR R BB S 40 ek
B, LA 25 ~ 50 % (B RRFm A . CML R ENE , 4 75% ~ 85%
B CML BE7E 1 ~5 EMREPHEALTH, ~BAT)E,
LB ERHIAE 3N A NFET, (UBR G4 FEIRERE I 1
i, LR, B FEEBR B B M5 5 DR (LR
STI571) B9 R , CML 5 15 7T LU Bl — el (B R H T
B BB, INEAE T 25 1) R, Wi AR 45 1 55 25k I8 56 o 440
Bt T HL R REE ST BRI 2 CML Y87 IR, CML
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elFAE i3 35 BA B 3L EE 77, Min Zhang 2575 2006 £/
Blood F4x FHRIETE CML BEEARIIR A eIFAE FiX AL L
BCR -ABL ##i 7 2 7 %5 , Wi Topisirovic BF5T & 85 CML &
AsHAiiAE CML {1814 eIF4E FHIRKFAEY, FHHF, Karen Kee~
shan B B7R, tib2 FFE 72/ BT 4080 89 7 B B Rk v
RIS E mEE R A, AR S8 T XS T 41/ EE
A S P BRI I , AR AR 9 2 5 B L FERC/EBP
o BHAKFAE XKD, T HE CML 248 AT SR 8k
SRS IR FIAI TR AT T CML R A B R
YRREAN CML Z2UAF 40 BIAR K562 41 Mo =R A9 X W4~ 3 B iy i 5t
FikAKE, Rt — BB E T E,
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1.1 FE2XA
M-MLV 3% % 5t B Fil Taq DNA B & B§ , OligdT,dNTP,
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RNA 2 BRI % [ TaKaRa 23 7], 1640 T #5535 300 B
GIBCO Al , L- A& BEEIW B Sigma 23 #] , BG4 15 A AT
MIEZFEFAF .
1.2 3l4pikst
RGN elF4E FEH mRNA /751 (NM_001968 ) Fil trib2
[ mRNA (NM_021643) %34 A 5149, )75 L3R 1, i
b T AR, FHJCH TE Bif#ECAL 100 pmol/ w1 &AL,
-20 CHR-FF o
%1 elFAE 0 trib2 5|45 51 K =
HH 51975

5’ —acggaatctaatcaggaggt-3’
elFAE ? 246 bp

5’ —ttcccacataggetcaata—3

PR

5’ —agactcegaacttgtegeat—3
trib2 247 bp
L —cgcteaaagaacacatagget—3 :

5’ —gtggacatcegeaaagac—3’
B —actin 302 bp
5’ —anagggtetaacgcaactaa—3’

13 Fik

1.3.1 BHER AT E 2006~2007 4 HKERK
MRS —, 55 —ERIMRA CML 8 A B BEtnA 3t o 4],
ek E—D B A AT E RS Ficoll K 4 ml,
ES—BLE B PEPIEEEBE 2 ml, FEIASF R 1Y Hank’s
W RIRA R H AR R T EE NS 2N Ficoll WRAY A B4
o R A A VT A R VE BT, T 2 000 r/min KBS G 20
min, Ff B FQ IR B R R W RS AZ A 22 , TR s P BRI A 4
B IA Hank’s ¥ ,2 000 r/min B5.0> 10 min J5 , B2 BRI
YA 1K, B0 BE S TR ECE B RNA.

1.3.2 ‘EHE5 RNA $2HC  ARHE Trizol PIRHUE RNA IR,
EUEBE S RNA,

1.3.3 RT-PCR #ill] eIFAE # trib2 A mRNA ik CML %
NE SRR U RNA J5 , ML HHIE RNA
Sl PSR, BT pg & RNA, #% 88 TaKaRa M-MLV
390 27 S At e 0 O A5 8 L3 B SR AR ¢cDNA, cDNA = #7K
“20CIEFF4FH o eIFAE il trib2 B|#14: Primer Premier 5.0 5|
YR B ATIR T, eIFAE 254751 P1: 5’ -acggaate—
taatcaggaggt-3’ ,P2: 5’ —ttcccacataggetcaata—3" , H B i BL i) K
/INA7 246 bp,trib-2 FE K 5] # JF 51 P1:5’ -agactccgaacttgteg—
cat-3, P2:5’ —cgctcaaagaacacatagget-3", H M BB K/NA
247 bp, B —actin 5| ¥ F 51 B —actin 5|4 F 51 :P1:5 —gtgga—
catccgeaaagac—3' ,P2:5  —aaagggtgtaacgeaactaa-3" , H i BER
/N7 :302 bp, PCR #7384 R F 20 wl A&, A4 1 pl ¢DNA, 10
pmol 54,2 pl 10 x PCR Z& #h# ,1.6 pl 25 mmol/L. MgCl,,2
w12.5 wmol/L ANTP, Taq fiff 1 U, ¥ HKAPIHEEIN: 94C
A M 3 min, F 94°C 20 5.56°C 305.72°C 20 s 34 NMER,
T 72°C ZEf# 10 min, L B —actin IS IR R X IR, 744
FEMIZE 1.5 % BRBEWHEE RS FL UK , 7E Bio—Rad BEME LS AX X0
T o

K562 R AN 9 §1] CML B 8655 AbrAH wib2, B —actin,
elF4E 3 L RT-PCR HLUKZE RANE 1 FiR . S8 R, 78
K562 4l fifi 1 5 2 3k elFAE mRNA, 7E25 5.6.8.9 X 4655 A
1 eIFAE mRNA 251 K562 4ififl H i35 36 1% , K562 41 rh
trib2 mRNA FikE 5, 765 4.6.8.9 ] CML % A trib2 mR-
NA Fik 2Bl K562 YUY 23k , T eIF4E F trib2 mRNA
TESE 2 FIEE 4 Bl ARl B k5K, M 7ESR 6.8.9 Bl Arh
[ At S 2681 K562 4 Y ik . B AX L CML A, 6
A1 8 X BH AL T 24,9 S AL F s, HEw
NAETFI2 M. AT UL, CML i A 2 [8] 3 P35k PR A4 3 SRk
B—EER, X NEFERES CML R4 K EA XK.

M A DL2000marker, K 4 k562 40fd, 1~9 & CML g A B
BEARAS, A B .C 21510 elF4E, B —actin, trib2 JEH
B 1 K562 48R0 9 Bl CML B 8% AFRA R trib2,

B —actin, elF4E 3 & & RT-PCR Rk E

3 08

CML 1R — R34 1L 2R G R , 1% 1 30 AT LA Hp 2
T4, T m BT S B U2 LA A L, BT STIS71
it 245 4 H R, LA B 78 R e 1 L R, ANl SE SR S AR, R
R 2R IHLELLA B TR B0 4 FIR 77 LA CML 3BT /Ny
FYINFT &2 H AR .

elFAE 288 sh B+ 2 S 1K elF4F [ G ER 4, 240
MR B R A R BR AR IR, BRAE & R iR 22 1) A\ 2 e
th elFAE [yt 35, elF4E 75306 i b B 24 R
WIS B— 555, elFAE i1t 21k B 35 oo 28 T 4 i
FRY R B, I T, 5 S 0 M Ak BRI R
HRP, B e, SN 5E . CML A BUR HL L
BCR/ABL Bl &2 1 , 278 hnRNPK ik 7K &£ BCR-ABL
fcH 7 TR, 7E Hela 40 i RNA 458 H K(hnRNP K)
B TR elF4E RIKTIE T4 & A B, TTCML
Z 7%} hnRNP K 2 F{23E MYC ZE A 8139, i MYC ZEHfE
VAT elF4E L[R5 577, B 40 CML & A8 i P53 ki sk , i
P53 ZE HE 45 A MYC 2 il elF4E BRIk, 78
K562 4 g+ ,hnRNP K shRNA GEFEK elF4AE mRNA K ik7K
S, B —E AU, BUH R H Ik R B, elFAE Rk
2= S AE B AR B T 004 75 988 RE 77 110 200 B ik =2 1] 6 B
o 2006 4F 11 H {5y BLOOD Z4E%4 44 B A E , 78
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CML B BA A 225 eIFAE ZERZRIA M 200 [ 2 H BRI 1k
£ BCR/ABL ¥ 7 :\A 5 , 7E#B 4 CML WA CML 7458
TRAB BRI AR eIF4E B3k, eIF4AF B4 2 CML
AT ANEBERIRITIONR, T IF4F BiZE YW EENHAR
FB4T , TENEAR S B R R A 0O, FRATTAEI eIF4E £ CML
VLK CML 2725 B A B 3R 2% 4 P 3R aA 7K F , i3
ABRAIE—HHFEE CML FTHAI T IR LI R E,

Trib2 BB AW B RBARFOBES, N THEZER
Trib2 7E I & 4 H #)YE FH , Karen Keeshan %5 F] i 56 SR 55
e R M AE 40 P 2 3R X1 B R R P L R R AR A A
SHEMTENER, X S B R RN B AL K
71, R R & A S AERL4E M 1175 (Acute myelogencus
leukamia, AML), Trib2 fy— B B 4L THEE BT 506 C/EBP «
MAELERR, HAh,XF 285 Bl AML 5§ AR RS FERTRL 4T
RAE— LW FEP Trib2 FIXF &SR BHEN CEBPo &
oRARE S B BB R B Trib2 B M M i R A, 8
C/EBP o {55 BB IHR, CML A7 R B T8t pY sy
FHERRL R ML M, BB R A R 40 pE , F B8ORS Bk,
CML 24FJ5 C/EBP o BH/KEEARREL, BoTiRiBETR
ik C/EBPo ] LA 5 248 40 M ) IR KL 52 434k, Danilo
perrotti & B CML &AFAT, RNA 454 % H hnRNP E2 7 81i%
JKIFULER C/EBP o 23K, 33T T3 bnRNP E2 TE I RIA T L)
7S CEBP o HHZFGE_ LA, WTKE 400k 2 1L B BE
7101, hnRNP E2 BIREEAZ HBRVE T CML 21 2 45 40 Ml i
K562, K IR AH RIS FE BB 77 RIS, 40 A 1) M B hE 2R A AL OB
[6j02, Trib2 Bk HI B 4 o4k 5 E5%F AKT # C/EBPRY
WA 0,

AR B BEVR A ZHUR— MBBHMEBER A, LA
BEKL CML S8 AT, BUR CML B 2 4B, B A %
ATESEHNEE ST, ALRGIR DR K562 R 5
Fik oIFAE mRNA, TEFR M N B BEHIH1(5.6.8.9 )ell4E
mRNA £ CML 24 41tk K562 HugE KL, B,
K562 #fEH" trib2 mRNA FR8 5, AEH 4 CML S A B B4
i (4.6.8.9)uib2 mRNA Fik 2 IS K562 4RI E &
1K, T eIF4E 1 trib2 mRNA 7545 2 FIES 4 5 A Rl ki
i%, WIFESE 6.8.9 B A F R B 220 K562 4TI &
k. B50 6 T 8 XMBIRRALLFEAEH, 9 B ALTINHE
B, HERAL TR, 46 LR RATHIL BR,CML
SARGFUMBURA T, eIF4E il uib2 XA EEEE FEE
WEE, e BERmANE AR, T KS62 gtk
elFAE 1 wib2 ZEEREHEE , AWM EEMRAARS
CML R IR B BB RA . B TRAKER, EE80
BRTES SR EN. U ETRER RIS —EFER

CML S AR HLIRR S AR o b 32 BB 71 54087 B9 CML 22806
JrRAR SRR
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