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# ZE:BH HidHhbeFame(HSPOwE FA®(CFU-G ¥} AER T HOXA) AR A X H L. FALAALED
Jo s A (HCMV) # 47 F 3k, 3 37 HCMV s+ HOXA9 A B ¥ Hvh., Hix K2 @R HF CFU-G, 2 MTT # 4 0 &, HCMV-
ADyg i# JE 5 10° kB8 A 4% (PFU) /mL, 4 0.1 mL 10° PFU/mL ##3 %4k &, %8 RT-PCR # A0l & HOXA9 £ B £ ik,
R OFa MRS HOXA) AR AWMLY S 7T R AEREA.S 12 XA X 2ME; HOXA) A B £ HCMV %4 Tl (P
<0.05), it HOXAI AH AR hE RZAMELFEIRFENLLEX . RF HOXA) ABH 5K A% 2 &3 A4 X4 ; HCMV
TR HOXA9 & A ey B b, HCMV Fibtam i & % A RKREF 4 £, 827 HCMV T4kl i3 45 HOXA9 K B & ik % 51 & HSPC
B HFE .
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Expression of HOXA9 homeobox gene in Granulocyte differentiation infected with HCMV "
CHENG Ai ,CHEN Hong-ying . LIU Wen-jun”*
(Department of pediatrics Af filiated Hospital of Luzhou Medical College s Luzhou,Sichuan 646000 ,China)

Abstract; Objective To investigate the expression of HOXA9 gene on the differentiation of hematopoietic stem-progenitor cell
to colony forming unit-granulocyte of normal group and HCMV group. Methods Normal CFU-G culture was used as blank con-
trol. After MTT detection, HCMV of 10° PFU(plaque formation unit, PFU) /ml was diluted to 0. 1 mL 10° PFU/mL and added in-
to the infected group. The expression of HOXA9 gene by Real-time Quantitative Polymerase chain Reaction method. Results Com-
pared with the expression on day 3,the level of HOXA9 was obviously higher on day 7 and lower on day 12 respectively in each
group( P<C0.05). Compared with the normal group,the expression of HOXAY9 of were down-regulated by HCMV (P<C0. 05). Con-
clusion Homeobox genes(HOX) have a regulatory function in the differentiation process of hematopoiesis. The HOXA9 gene sig-
nificantly play a important role in the process of Granulocyte differentiation. HCMV (0. 1 mL 10° PFU /mL) can down-regulate the
expression of HOXAY9 and lead a suppression effect on the cell morphology,which confirm the theory that the normal hematopoietic
lineage determination and maturation rely on the stable and consistently expression of Homeobox genes.

Key words: human cytomegalovirus;colony forming unit-granulocyte; HOXA9 homeobox gene

NZEE 400 9% 7 (human cytomegalovirus, HCMV) Jg& Yt 45 HCMV S8 i & Ge 950w & A W HLH] .
SRy, AT s, HCMV JLF 0] &g AR ir 5 40 2 fm s 1 HH5FE
B R G R i 2 B — . i T A A 1.1 BORL B I bs A B A B 7= B4 43 B0 O R R ] i
(hematopoietic stem-progenitor cell, HSPC) /&2 HCMV & %t F1 PR LW R IR S B L (& P iE MK B B R 2 . HAEE
WK RO M, (KPS0 RS, HCMV AR B UL 1 i i FRAEE, ol # BUIEH  HBsAg BI4E ., % # ELISA &l Ht HC-
I AEL 240 I 490 ) DG SR 43 A S B0 I T A0 M A R W MV-1gM J PCR #il] HCMV-DNA ¥ . HCMV-AD,
I BF 5 HCMV X% 1. HSPC il /E FH i HLH B + 4> B2 W H A T B S 2 B 2 B R T 0F 5T BT B A L O B O 10° i B
M S, J LA (plaque formation unit, PFU) /mL. J I A 5 3 40 8 5
] 5 &% 3L B (homeobox genes, HOX) 5K % & — 8 7E it 1k JEB LA LA IMDM 73 5 B¢ 10 A% LAR B 10° PFU/mL 4 5
Job A v i R R ST I R TR A I ] R JR] bR AR A AR KR W, — 70 CARE vk A PR A7 45 (10° PFU/mL 7 B 10 £5 )5 0
PR & HSPC BZH /b 9 43 N . 2 5 5 i 8 75 . 5% 10° PFU/mL 5255134 AFF) . PCR #7341 (GeneAmp PCR
HSPC Byt 43k . HCMV A 5§ HOX % K 32 ik 1y s 2™ System 9600) Il [ % E PERKIN 2\ &), FTC2000 52 I ¢ )6 &
A A 2w A0 i HOX BE P 2k 48 1k . B A AN TS 48 . HEEY AU B I KNI A F], TransferMan NK2 & 77 41
A3 E BRI HSPC [n] )5 il #r 7 #H 40 M (colony forming Jitd 5 S BRAE R S B 7% E Eppendorf 24 7], IMDM #5 5% £ H
unit-granulocyte, CFU-G) 43 fb 1 #2 v HOXA9 3 [F 3 35 1% Ot X E SIGMA /A 7] (#t 5 12100-36), Trizol 2L f# W { 3£
Ph K HCMV 5 35 R 5% e s DLk — 25 B i HOXA9 Z% [F 2 Gibeo 25w o T2 41 AR 40 M 300 35 P9 bl e ) U0 3 Y TR A B
BIEPRMEREERZ — HCMV & & fig 2 m HOX 2 H 11 AR AT (S 20070301),
FARRA B . CFU-G #4458 431k, fE 3L I 2 K W2 T i 1.2 W5k
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1 BHEER TAQ man R 51415 3

HH Primer F primer R TAQ man %41

HOXA9 5'-CTTTGTCCCTGACTGACTATG -3 ' 5'- TGGCTGCTGGGTTATTGG -3 ' 5" -FAM - CCCAGCGAAGGCGCCTTCTCT - TAMRA - 3’
GAPDH 5-CCTCAAGATCATCAGCAAT-3’ 5'-CCATCCACAGTCTTCTGGGT-3' 5'- FAM - ACCACAGTCCATGCCAT CAC - TAMRA - 3’
1.2.1 Bl B4 (CBMO B 7r 8 Refr e el 5 Qe (s e BEULEE , 48 52 20 M0 D K 240 i .

G b O SR B IR A S RN T 3 mL itk B 40 B B
O CE D242 25,53 cm, 2 000 r/min &0 20 min) , 1% B E 40
MaEwEm LN E R A A ME. A BRI, 8o
Ve 2 IR(BS 024 25,52 ¢em, 800 r/min &.L» 10 min) , F |
T FH B S IMDM VR 5] 20 M, 15505 8 5% 40 i vk 2 o 2 X
10° /mL.,

1.2.2 CFU-G 38073k MRS 87 09 7 36 3647 iR 4 1
5 SN2 M B R vk m DA B . 5 9R R R O CBMC B 3 X
10° /mL .30 % i 4= 1M 3 . G-CSF(100 ng/mL) .9 10 * mmol/L
2-Fi 3k 7, (2-ME) ,0. 1 mL 10° PFU/mL HCMV-AD;, ¥ &
W 3@ it DMEM/F12, 4L 8B 1.1 mL. %% 6 fLEfL.
DL 4 i 8 R R R B B RNA A%, 20 2 21 . 25 1 )
HAM HCMV 9% 75 4 . £ DL % 5 DMEM/F12 ¥ 3% ; HC-
MV 41 HCMV-ADy , i BE 5 10° PFU/mL,$#% 0. 1 mL 10°
PFU/mL #8 TR B R F .

1.2.3 ZHfE RNA $RBC FUCEM S 45 3.7, 12 R4
Hi$2 8 RNA % F DEPC-H, O 1, i r 6 8 i it B 9wl
26 1.2 Yo B S B I f K A U 4% 4 RNA 43 Bl bR 32 J§ — 80
TR HARAT

1.2.4 cDNA % #R4E HOXA9 F 41514 TaqMan
WEHFH) . B TaKaRa 28 6 G RJF 4 B £ 0, J Primer5. 0
AR, PRt g s L WM E 10 pmol/pl F M, 2 pL
JURNALO. 9 pL BOWZBR B, 2 wL 214,1 pL MmulV
Wik W i DEPC-H, O £ B4R 8 pl, 4% % W45 3R #%
Sk cDNA, L3 1,

1.2.5 PCRARUEM GOSN S 3 K40 25 ik & 2
Jil RNA il 515 1) cDNA E g b5 o ity I 43 0606 B 308 &, 48
JG B FH 10°,10" (107 .10 F B, B H AR XS #5 DL 12X 10" (1
X10* 1X10% 1 X 10" /mL, LAAE b 3% DU B % 550 1 AL 4%
CofE A bR UG FRUETZR

1.2.6 @HPOEERER AN K 5 pL R cDNA 2
MR 0.2 mL J& 7§ # B PCR &, iy A 5 pL 10X
PCR Buffer.5 pL 25 mM MgCl, .1 pL 25 mM dNTP Mix, 10
oM LTS48 2 pL.1 pl Taq DNA B4 (5 u/pl) K
DEPC-H, O, S &R Jy 50 pL. @Y 3 &M 9 G 39 K.
1.3 itk Bl d ABI PRISM7000 B4 3CPF 58 1 - 38
Tk AR R PR P T T AR R A T R o B AR AR CfH
T FH L5 {8 0 T B 4 3 15 80 A% G 1 B vk T S A 4T 98
. DNA MIXT# L) 725 Fox, [ TWO-WAY AON-
VA A7 )5 225007 B KF R 0,05, SLEBIEU s R,
PLP<C0.05 WZERAGI#E L. 40 B350 M i H LSD
;. SPSS13. 0 G it #4458 il

2 & ®

2.1 AMIEEFRTE S CFU-G 553% 24 h )5 46480 & B i Al
TBLANNG 55 3 KA IL/NEEVR . LU B B i 58 7 Rik &
U 8K J5 BB T T I A AN R TAE T . MEVETE S 18
e B A /N O IR R R TR 1 R

2.2 SEHFEREN

2.2.1 HEHEREYHBEIKE 5 Marker LI, P39 K
/N :HOXA9 % 144 bp,GAPDH 2 141 bp. 5 Fi 22 BLig 14 K/
fra (B 1), cDNA Z 7 i Wi B % 24, RT-PCR ¥ 3%
Y

1 2 3 4 5 6 7 8 9

10 11 12 M bp

B 1 HOXA9 EEEkE(1~4 k&)

2.2.2 HOXA9 BEMEEX HIEFHWE, HCMV A
HOXA9 JEHF BT 8 T 25 A 512 L (P<0.05),
HOXA9 S:H kA uf A E Ay M 45 7 RILSE 3,12 R
R R, 2 A G R L (P<C0.05), T 3 R5%H
12 RIL#, 25 TG L (P>0.05), )3 2.

®2 HOXA9 ERAFRIEFR (BXTHENH,75,n=12)

B ] (D) 75 NI4T HCMV 41 t P

3 0.786 740.019 2* 0.710 840.018 3* # 5.78  0.034
7 0.922 54-0. 096 5* 0.780 0==0.070 1* # 6.04  0.016
12 0.827 540.024 5* 0.749 240.123 2* # 5.24  0.029

LG as R B HL A, P<T0. 055« [Al 4[] i Je) o 0 G L 48, P
<0.05,

3 it T
3.1 HCMV U fEsRE & HSPC f#tE  HCMV & AR
Z R ERE AT R HCMV (94 —15 32, HCMV &
Yo B AE J2 TS TR £ R R A P TR AR 1 K AT L L AE
R LU R T AR R 40 0L 51 B AR A R AR . HCMV
AT DL SRR AL B 1 B W T R — L g e R HCMV
B, FEREBEFEE.10% ~20% JLE LY &M ok
Y. P HCMV-1gG A P R 7E B4R J5 R 22 1 m , s A ft HC-
MV-1gG FI¥EZk 40% ~100% 5, B % HCMV B 5% (1 %
A BBTEHE L I BB 2 IR M S SR B AR S B 1)
AEMILTT AR, HCMV /] L 51 ™ &G R ek . HCMV 32 229
R TE R A ¥ 1L R 00 & HSPC, 58 18 3100 1) 200 M % 9% 375 3 4
JIEL 8 T 20 SR IV A Y AR D O A R R MR R O Ho e
o R T A S 9 L AT G A A AT G TR S A PO S O
Pl |t /NAR U G T RE L%

AR EH HOXA9 B FH S B EER ,  HCMV £ A
JBF 1. HSPC [a14E 3 52 [a) 3 78 43 fh o B, DAL g8 HCMV 2 45 g
ERT RS E 12k, 45 R Bn, A E A 10° PFU/mL
HCMV-AD, »3% 0.1 mL 10° PFU/mL #5085 32 4k £ J5 . HC-
MV 21 4 % 0 o5 A R IR AL Gl ok 2>, 48 9 4t 45 i () 1 A 4
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oHENESES S AXRALLR. MR FE, F—PuEsL
T HCMV T35 1 T g 55 55 Ho0 55 B e 36 i R 4 06 42
& HCMV 1] fig 58 1 %) HOXA9 3k B & 3% 1 9 45 7= 4 X CFU-
GHifh.

E AMIF5E & B HCMV W] B 42 5 [\] 4% 30 il it 5 HSPC 4
%I . HCMV-AD,s 1] #ll il CFU-G, CFU-E, CFU-Mix &
CFU-MK #4434k 13 51 s HCMV g e 7 L 5] i kL 5 & HSPC
UF k4 8 /& H 46t (siser chromatid exchange, SCE)M , #78 HC-
MV % HSPC ) DNA st 3 (4 16 H M EEM. TRk
HCMV 8 e S 0k7 20 g A0 I /N #5006k 2> B #% 1 i JE I 2 —57
AW 5T & B, 7 HSPC K 37 1k Z Hm A A [l 3 i HCMV-
ADys 5 B 3505 1l CFU-G, % 3l HCMV %t CFU-G £ % % 1R
A B AR R L R B HCMV i B R R i A 25 5%
A TK BB o 7 TR P T R O o A L 90 3R e R VR
P38 15 T 320 7 38 0 5 4 9 A 0 R FE HCMV R e 21 4 28 [ x)
BEAH 8 4 06, 4878 HCMV A8 WA S 0 7] 5 1 - 5 19 4L 40 i )
Hamgte,

3.2 HOXAQ F K A7F i il 40 Md 43 4k Hr i/ T HOX 2[5 25
T — 23 S R, LARD R R SR B Rt i U3 5 3
T4 ) % & e iR . 39 S A2 HOX S R 4 7%, W)
HOXA .HOXB,HOXC,HOXD, 4353 F Y2 otk 7p14.17q21,
12q13 Al 23, HOXA i F 5' A 4 4% F #% (HOXA9,
1011 I2) ARAELL F rp 22 35, T 76 R0 40 Dbk E2 400 i R % B A%
Fikik, HOXA RIE FHEE L TRER, AR,
HOXA9 E £ 1E 5 CD34 " T 40 Ml o 235 (EL B 40 i AS W7 73
LK T B TR, i HOXA9 3 H iy /N B B8 2
RMELRN) = F A M B B4 M HOXA9 B3 323k W) <5
S EAN Y 3 R AT L XS S B, 1 a5 AR p HOX %
IR fy 2235 32 2™ b B IR 455, e 0 2 3K 0 e I 48 ML 3 B L 43
e R THA 0. HOXA9 S HA/ENEHE T2 5 17719
M 75 MG 8h . Chiba'' L IE BT, A R HOXA9 % K 3 % 4 fHL 1k
JEAT S S R L0 R B AN A A A0 e A R B s . AR
HSC £ 4518 4> 1 4l il A 21 40 i, HOXA9 2 518 73 {41 i
B 3% A B T 4 B T 40 CHSO) By ™ . e k-
L AR T N (GM-CSEY B A A K 3 IETEM & T,
HOXA9 21 inmT ot B Ad B S £ 50 2% 40 M = 48 40 ffg 7k 2E
b I ST I B0 40 M A % SR R AE L Ak A N B T . Mag-
nusson %R T8 4 M 1 B R RN G0 2 T TS A1 4y i B
AL i st HOXB3/HOXB4/~ /N HOXA9/~ /N 2458
& B HOXA9/B3/B4 ' 5848 /N B, 4 I 38 1 T 440 M 1) 3 g B
RI:HOXA9/B3/B4 ' /NERAAR T B/ o AL 28 it 1) 8 ok 2>
bR SN U SO A o (N VA LI L I3 |7 A (VAT - )
HOXA9/B3/B4~/~ & # 1& i T 40 M A S e £ A (Lin™ L c-kit™ |
Sca-1" .CDI50 YW B # & ik — 4 R B &4 HOXAY /[y
¥ M T 240 i 36 30 A bt HOXA9/B3/B4 7 il T4 £ . jxuk
WFoE 45 R HOXA9 X i 1fiL T 41 g (4 3% 78 5 4 4k i 31 I 22
BIVER . HOXA9 fE6E & 4 i b 5 CYBB 2 PR ikt i e 8 +
IR TCE 45 & S HEE 5% . HOXA9 sk 4 1k 1Y 88 2 11 40 i
TERL Z 20 AR 75 L IR 7 (G-CSF) 195 % F 40 46 T I R 2 1
PR A i I Fe k2 AR . HOXA9 1 2 38 345 7 40 i B i
W 5> F I R Z — %0 F I RAE AR 4 I 3R 09 B F 98 1 % 1
It . HOXA9 72 I % &4 CD34 B 40 354 %35, i
Wt D 0t 0 ) 43 Ak, FE 3R AA TR T, Lawence 0

FTREF 201058 A% 3945 158

HiE77 (targeted interruption) [ 5 32 1 B/ B, HOXA9 3
B, /IS BRUAMJEL IL EA40 H 9hk E A  0e 3026 ~ 402
LA X G-CSF Y Sz 1 WA ARG o /0 B 6D it 7 e JEE oy 4 AR B
A/ BETORL R VLR AT B AL B E B B . ER
BARVE IR 12 d B4R VR B BB AL (CF U-spleen) B K #1
B 3% A S 15 48 il (long-term-culture initiating cells, LTC-1IC) I
T b 878 HOXAY J (] 25 3% 35 AN 28 L HSC $i i
T 32 32 52 0 5 1) 3 I #H 248 B CHPCO) 7K - I B398 & 19 ik
SR BRGT HOXAY KPR i 6 1) /I B, D) 4 1l 20 g vl 2 o 27 T 3l
B 3w HOXA9 S AL G W] B 1% 5 HISPC (44 56 43 1k
U HOXAQ S it 400 1 % 4316 BT 06 5 (g SE R T

A S5 SR IR B 7 CFU-G &9 41l . LI HCMV-AD,
PR AR Sy Ot 56 2 97 22 1 S e HSPC [l I 45 190 % 8 401 46
M85 X HCMV $2mi i il CFU-G 45 9% 50 A= K i i) /9 BF
G AL — 8 I [A) Y W AR A0 I L R T2 E it PCR SORBER A
HSPCHOXA9 E:[H i) i8R A& & HCMV @4t J5 19 A\ HSP-
CHOXAY JER B R & 5 R & B HCMV TR 505 25 )
MRZH 3, e PH B 4 40 CFU-G 48 7% 2 437 I [|) , 410 1) 48 7% 19 %
B, H HOXA9 BER W RIBTESS 3.7.12 K555 [ B4l 3
PIWL R, W HCMV Al fig 1 0l i i 95 HOXA9 i [H 1y
Fik, NI HSPC 9 1E % & & 34 58 Al o3 Ak i i ZoL
1A% 3 1fiL Dy RE 1 45 3

5Bk
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FHE i L0 ) e R R A R L T R L MR AN Y 5T
B, SRt PKDL 2 5 (4 o A2 K R MR 1 (5 5 0l
B ORS00 8 W AL T AF L. ek PKDL R iR 4 T 19
TS U H O 76 5 IR 0E A 5 8 4 B I W] PKDI 78
i g 2 AR AN g A AL L O S IR T R AR Y iR AR

AP1 2 Z R 5 5l B% 1 T e e 3 7 o DI AL 36 PMA
TE PRI 22l 03P 35 A 3 Ak DT 5 8 TR b i 9 42 0% 3 i
TPA RN Te i (TREY 254 MO&E V2 5 Il A SR JE R, 4n 44
Ffs SR 2R 4 R T B T AR Rk A A i AR L
B2 R B R AR T R R B O 3 A A 2 R
4t T PKD1 X AP 8 5% R 7l 5 2 H  f st0m 1D &
WIESEAE N2 Hela 4l i PKD1 i3 2235 W] 39 58 AP1 4% 5%
BOE (B 2) .1 5 peDNA-PKDI 33 3 3k F #¢ » pcDNA-PKDI-
DN I & 25 B Ik AP1 %% SR 8i& (& 2) . B F pcDNA-PKDI1-
DN J& 76 HAE AL 45 1 45 733 £ F 54T D733A € R, AN RE4S
& ATP, i #2527 PKDL /) # B D . Bad g R
PKDL X AP1 {145 530G &8 73 it T PKDL ) S 1

SIRNA (1 58 1] Rl S5 P 22 900 o) s A A1 P 050 e i RT3 3k 1y G
. NI EE R Invitrogen 24 &) 3 it I ik 55 B A Ml 4E A
) PKD1 Validated Stealth TM RNAi DuoPak 5 AP1 %5 k
B8 2 W 4 Bk pAPL-luc J2 1 5 9% ot 2 W IR 45 R
pRL-SV40 44t N\ Hela 4l , 25 8 K W], si-PKD1 B i @ A%
HelLa Z0Jfd w3 I8 1 PKD1 &35 (& 3D, 1 H €8 %€ 5% 2 i 4t
5 B R A I 2 B L AR Y R E PKDT 223k 0] B 1 B AIK HeLa 48
il AP B s (B 4, Bl gk — B E 52, PKD1 i@ i H
TG TE P3G SR AP B SR /R T, $278 PKDI jd i i AP1
B SRR TR I AR DG HE BRI 3k . B PKDIT J8 4519 AP L
IR LA K A g ke A o i I R 28 R B vh A T o6 A 1 T —
R

SE

[1] Wang QJ. PKD at the crossroads of DAG and PKC signa-

ling[J]. Trends Pharmacol Sci,2006,27(6):317.

[2] Rozengurt E,Rey O, Waldron RT. Protein kinase D signa-
ling[J 7. J Biol Chem,2005,280(14) ;13205.
[3] Jaggi M,Du C,Zhang W.et al. Protein kinase D1: a pro-

[4]

[5]

[6]

[7]

[8]

[9]

[10]

[11]

[12]

1947

tein of emerging translational interest[]]. Front Biosci,
2007,12: 3757.

Lopez-Bergami P, Lau E, Ronai Z. Emerging roles of
ATF2 and the dynamic AP network in cancer[]J]. Nat
Rev Cancer,2010,10(1) :65.

Shaulian E. AP-1——The Jun proteins: Oncogenes or
tumor suppressors in disguise[ J]. Cell Signal, 2010, 22
(6):894.

Eferl R, Wagner EF. AP-1: a double-edged sword in tu-
morigenesis[ ] ]. Nat Rev Cancer,2003,3(11) :859.
Trauzold A, Schmiedel S, Sipos B.et al. PKCmu prevents
CD95-mediated apoptosis and enhances proliferation in
pancreatic tumour cells [J]. Oncogene, 2003, 22 (55);
8939.

Eiseler T, Schmid MA, Topbas F,et al. PKD is recruited
to sites of actin remodelling at the leading edge and nega-
tively regulates cell migration[ J]. FEBS Lett, 2007, 581
(22):4279.

Jaggi M,Rao PS,Smith DJ,et al. E-cadherin phosphoryla-
tion by protein kinase D1/protein kinase C{mu} is associ-
ated with altered cellular aggregation and motility in pros-
tate cancer| ] ]. Cancer Res,2005,65(2) :483.

Eiseler T.Doeppler H, Yan IK, et al. Protein Kinase D1
regulates MMP expression and inhibits breast cancer cell
invasion[ ] ]. Breast Cancer Res,2009,11(1) :R13.

Kim M, Jang HR, Kim JH, et al. Epigenetic inactivation
of protein kinase D1 in gastric cancer and its role in gas-
tric cancer cell migration and invasion[ ] ]. Carcinogene-
sis,2008,29(3) :629.

Iglesias T,Cabrera-Poch N, Mitchell MP,et al. Identifica-
tion and cloning of Kidins220,a novel neuronal substrate
of protein kinase D[J]. J Biol Chem, 2000, 275 (51):
40048.

(W fi H 3 :2010-06-29)

CLHE%E 1944 TO)

et al. Overexpression of the myeloid leukemia-associated
HXOA9 gene in bonGiampaolo A, Felli N, Diverio D, et
al. Expression pattern of HOXB6 homeobox gene in my-
elomonocytic differentiation and acute myeloid leukemia
[J]. Leukemia, 2002,16(7) :1293.

Magnusson M, Brun AC, Lawrence HJ, et al. HXOA9/
hoxb3/hoxb4 compound null mice display severe hemato-
poietic defects[J]. Exp Hematol,2007,35(9) :1421.
Wagner W, Ansorge A, Wirkner U, et al. Molecular evi-

[11]

[12]
dence for stem cell function of the slow dividing fraction
among human Hematopoietic progenitor cells by genome
-wide analysis[ ] ]. Blood,2004, 104(3) :675.

[13] Calvo KR, Sykes DB, Pasillas M, et al. Hoxa9 immortali-

zes a granulocyte-macrophage colony-stimulating factor-

[14]

[15]

dependent promyelocyte capable of biphenotypic differen-
tiation to neutrophils or macrophages,independent of en-
forced meis expression [ J]. Mol Cell Biol, 2000,20(9):
3274.

Lawrence HJ. Sauvageau G, Ahmadi N, et al. Stage-and
lineage-specific expression of the HoxA10 homeobox gene
in normal and leukemic hemtopoietic cells[J]. Exp Hema-
tol,1995,2(11) . 1160.

Calvo KR, Knoepfler PS, Sykes DB, et al. Meis la sup-
presses differentiation by G-CSF and promotes prolifera-
tion by SCF: Potential mechanisms of cooperativity with
Hoxa9 in myeloid leukemia[]]. PNAS, 2001, 98 (23):
13120.

(i H B9 :2009-06-23 &8I H #9:2010-01-13)





