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Transcription factors in hematopoiesis regulation

ZHU Shou-wei, DING Kai-yang™
(Department of Hematology, Affiliated Provincial Hospital, Anhui Medical University, Hefei 230001, China)

Abstract: Hematopoiesis is an extremely complex process, inwhich transcription factors play an important role.
Transcription factors are stage and cell lineage—specific, which interact with each other and also demonstrate

specificity inhematopoietic stemcell (HSC) proliferation and differentiation, myeloid and lymphoid 1ineage cell

maturity. Inthisarticle, webriefly review study of some transcription factors inrecent years.
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1 BRETH—REHREYFIER

sk 1l WA = ANg5itil: DNA 55 450
Wl AL A5G A DR s s B A Y
ghifl . RN lid DNA S5tk 25, AHIR R
AU B 55 PR 1) DNA S5 R I LU IR IR T o e sk R 1)
DNA Zh e Sal FL AT DY P22 e — % 1 — 2 (helix—
turn—helix, HLH) %45 (zinc fingers) 2 Gy ik
(leucine zippers, bZIP) FMZE—I4A—12E (helix—loop—
helix, bHLH).

Mok N1 2P HFe e I DNA g5 58, &
I ThReEFE: (1) 4ERF DNA (25 Rl g5 445 (2) ) 3)
DNA &iil; (3) ¥HIER . AR ) sk,
e s DR ] LIAT A W0 sl bl R A o e s DR 0t
FER I PEEHZ B DNA BI85 & 8E )1 xR r
()2 15 7K LA S A DR~ 1 A0 B AR &5 I R 152
Wi o A 53 DR~ (R4 FH AT 23 Sk T 40 i R 1) 4
g A7 A

FEXG MR, ST 40 B A A R (R 73
WG AR RN 12, JF B 215
D BB AN R RIK I R AN i DA 2 Bl
SR TR AI ELAE o [ A A R 7 R -t ]
DAH AL 0] e 3 DR PR AR 2 i e i o 78 0 A s A
ARG MR P AR AL B WA 1 s

2 FEFRETFREMIREEIER

2.1 EERRRAET
2.1.1 C/EBPa (CCAAT/enhancer-binding protein ar)

C/EBPa J& T C/EBP #3% KK k. C/EBP %
W5 C uiig 35 NRAFEMRIRFETE i o MR g, B0 6 N Ik
TR — N R, X e 5 B 2 e ) [R) ) L B
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1 BREFEEMIAEPIERVE

e R F . C/EBPo filln] TERE R TR
1. FEYPATT Rl )k #E v, C/EBP o il i i 4%
PR1 RS2 A A s IR DL A A 3R R ek
FER R A filn: 7efE4n)fdd, C/EBPa
e SR A% A1 B AV AT T (monocey te—colony
stimulatory factor, M—-CSF) Rk 4 e ¥& )i R 1
(granulocyte—colony stimulatory factor, G-CSF) 2445
JAshT, IR REA ML e, seAe
A A PR 52 AR 0 A m) 5% C/EBPoL ) D RE ™ o 71
& M2 i (hematopoietic stem cells, HSC) H1a4bidt
Firh, C/EBP o 18k 41l 21 40 i 1) 540 F 155 3 il 41
LR oA TR T 22 RetHA L) 04 T 1m) o 2B
BRI - B AR A MG A 5 23 i 9 59 B 5 C/EBPa
IR g T L FRERE AT 40 i (common myeloid
precursor, CMP) 434k 77 W] C/EBPofE it 1L #H 41
b 2 IE W R L A, AR DL T AL R
Tt B4 U 1 434 . C/EBPou ik = IS BRLAE 7 41 i
TR EPAT (colony—forming unit spleen, CFU-S) Ja &
i, AU CFU B4kl CMP, {H CMP B4k Aki & /
AL Z AN (GMP) FIRE I 55, GMP 4k Htx
20 W AEVE T AT (colony—forming unit monocyte,
CFU-M) Az GMP # 4k Ay ki 4 i 82 7% T2 1 547 (colony—

forming unit granulocyte, CFU-G) [RIfE 13 iS5 .
e A AN H 0 A= o FE R, C/EBPa ik 2 Ji5 B4
J PR B 5 B8 ) 35 . AL RE USSR AT RE
C/EBPa ik = 7| 2 A% 40 Jf A v R 1 =2 Ak (M-
CSFR) fZRIE B . C/EBPa i 176 NE K 4H filg A1
WEBR R E ) B T A AR, e GMP By
B, C/EBPa [FFIAHHIRF A B AN g m b
ML A0

C/EBPou [FFEPR T AZ 5 Wi C/EBPa I 454 HI
C/EBPo mRNA RJ#Hi: tH Py A & 1 )5i: C/EBPa P42
(42 k) F1C/EBPa. P30 (30 k) . C/EBPou P30 Il C/EBPau
PA2 I S E ] . C/EBPou ¥ 2[RI 5848 1] 5%
Wi 2% (10PN %, f# C/EBPa P42 411, C/EBPa
P30 FLiLid B, &M bZIP {F ERAAMI DNA 45 &
BEfF, C/EBPo P30 3k T 0% A8 ) JF 4l % 5
IXFEE AT C/EBPa X H [ 3EF G . C/EBPa
LS 2 AR, MR AR & 2 Fh 2
FEMI o JIT LA R D50 A B30I 1) S AR I A AN AN A 3
K2 SVERERIL, /e 9E C/EBPa IR AL kIR
AH A 22 I 0 200 B A i 1 i) 7T

7t C/EBPo # i 40 L B4 7 AL 5, 156
R I D A A0 e ) AR R B 1 R (CDK) el R 7
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P21, C/EBPa [WERIETIAE P21 /K P35 20 £%,
C/EBPou JE R B 25 J5 48 P21 [R7KF T . P21 45457
# CDK2. CDK4. CDK6 [FisfgiE . C/EBPa
Al E#EE T 5 CDK2 . CDK4 54 -4 Ho ity v
PE, 5S40 M B . C/EBP o B AT i
CDK2/CDK4 M P21 ME AWML GIMEAEN, &
S N R o O o P 7 i W 1551 P 1
T RB-E2F &AWL A SWI/SNF 59 1)
fE, A E2F [ SRS E I 5 . B8 E A2 AML
W, KL C/EBPa &Il 5 NF-«B P50 AL A H 7
ST INHIIE Bel-2FRIEARANEH 40 M e

T T 0T TR A R A A L S R I, R
JiiMax 55 C/EBPou - [ (1 AH FAF F 46 5 38 R 440
AL FE I BR T C/EBPa FR%E SE 1 . g
Max BIVEFI R, C/EBP o 7650 40 i 23 Ak v i 4 )
‘0&5’5[9]0
2.1.2 PU.1 (Purine—richbox 1)

PU. 1/2Ets (E twenty—six specific) #5R T 50k
MR, 0T8I GGAA 4, C i DNA
gEAEERIER, T 85 ANEIEIR . PU. 1 AEIE IMLT-40
IR ELAELA0 R o0 B R AL A v v Rk, ARk LA
LRI 2 200 0 ) R e AR b L A . AR
PR R FIHE R AR b, PUL 132k 12 2 A6 22 40
forp Z B EE R Rk, AR . M-CSFR.
G-CSFR. GM—-CSFRo LKz IL-7Ra'%. WFSTRIN,
A5 A 25 T 2048 PU. 1 2638 R, T S0k
PR R , B AR A AN A o, AR JE b R
A>T o AR AN S A FE e, PUL 1 AR IS
LA 0 (R 2R AP AN Rl ke T 32 ifi AR 40 AN TR
(1440 T7 ) . PU. 1 £E CMP [R5 T 845 FRL i CMP
)21 2 M LR R 10904k o PUL 1 76 RL40 i P A 4044 Al
I RS SR P Y NEES T By R
HIFE AR o 7E B 40 A AN 22 40 L P 43 e A ke
TEHEVET, 7540 ZR 40 M e 2 4Ry 17 55 BT A B E
SR T2,

2.2 AFRMEXRRERET
2.2.1 AMLI (acute myeloid leukemia 1)

AML1/2PEBP2 (polyomavirus enhancer binding
protein 2) /#0245 &R T (core binding factor, CBF) H)
— o WELAT, ALFEAT T N 3 () DNA £545[X (RHD)
H1C Al DNA 454X (CBFB) , Runt J&H: DNA &%
B, AML L 538 M40 g vp 3 0k, i
M40 B IR o AR T . e/ BB, AMLL fR 2R

T T SO A0 L/ 40 B, i PR R T e R
Bmi—1 FZEIAIE N0 . AMLT 25 55 0% 40 0 A B SR
AR A, AMLL B BE, 4 FEE
WM HSCs A gk b0,

AML 1 JE R 5847 Bk m] DA AEAE N i th ] fig e 2E
75 C¥ijo RAAE C o s8R (Ct RIS 1) S8 RN
B RE RN A0 B 0 41 b R b v, B AN 2 AT
RENR, BRI A YR S I ABRE S MG
TE I O6F U BMT BB A 5T A, AML 1 S8R () A
KB4 T RHD (AML1-D171N) , XFEfRAT 4 S
A AN ok DAL RO B R . ER RG]
() C S Al (AML1-S291Fs) F R ik, 140 i
W25, B ENBERKE R, AMLL R4
WA AL R S, 0 AMLL R4S -T/Tq- #%
RIS B 5, A, FLT3. N-RAS. PTPN11
FINF1 FERI AR e AR e 0 AML T RS &
2.2.2 GATA-1(GATA binding protein 1)

GATA-1 J& T HFfR 4 i 5k 7, JLDNA 454
AL A s AR ST EER 45 1, AT C o) —A
BEFRAT L DNA 45 e 855 & L T A e 70 1), N i)
BEFR AN DNA 255 fa e o GATA-1 FI'E ()
iR FFOG-1 (friend of GATA-1) 7E4I 41 IEK
SN WERR YR AN R B AN BRI Rk F T AR T
BRVERIDT . BFT R B GATA-1 SRA5/NBUIT B8
B8 Wk S Eod N IRANY TR WA 1A 7 i N o
W 15%, FEREASBGA EAZ A Ay 1S . GATA-1
Sl SR 1D R A0 R L B A Y A AN PR AR AR N IR A
ZPp s GATA-1 I BSR4 5 L £ 40 1)
SrRE, GATA-1 DIREE K S5 A 20 41 Wa Zr fh B g
AR B, T THRYE T NSRRI 41 i
SIYN AR VR 70 T B 0k GATA-1 I 2 R I F 2%
PREBERS, JREE TN . HANE R,
GATA- 1 {121 40 B A= B 5 ST Be 1) 23k W] ik 21 40 Jifd
(RBETE, L0400 AR R T B 208 nT 5 S 40 4
PR B 4 A3 Ak 120

GATA-1 FIA R ZEAL G EA R M Thae . A
S ER N iy (R 45 84 45 DNA FTFOG-1 )
REJ) 240, MERS FH B 58 AR A8 2 [ sl /> N oy = A2
AR GATA-1s, Fik GATA-1s [RIFH40 i L0 K i
FERSAA . GATA-1s TR0 40 M FH EAZ 40 M 7 4
SKBOEEHIEE GATA-1 590 75 GATA- 1 2k 5lfE
GATA-1s fEAEMIIEOL T, B0 Mt 40 i 230 4 1Y
WA RERCDA L BRI . B4,
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GATA-1 5 FOG-1 ANRERAAHEAE T, tHa My
RSP BAR, B U308 DNA FFEE5 B AR
R, B SR Y.

6T GAGA-1 & L4 HLHI B R B (1)
FEIR AN M B B 1 D1 IR RS GATA-1 —NH 1)
FEDR; (2) GATA-1 ad i 77 40 A & 2 D (eyelin
D) —CDK4 Y (1) 335 1 Sk v 458 B A% 4 a1 A= KR 2 4%
IR (3) P16 &2 A5 A B 6l -, P16 11
FIEE Heyelin D-CDKASRE A4 BHF A R B
A% 40 M 1) 2 A5 AR T s 122
2.2.3 SCL(human stem cell leukemia gene, TAL-1)

SCL /& bHLH KRR 12—, SCL 4545 i IfiL
T-4H M) AN R G R, 2 53 140
I i A A0 A iR 2, SCL ik /b 5[k
HE R RN L R AH A0 ) B g 22 . SCL 7E 41 41 i i
B 4 it 1 e o b A B 2E/E . SCL (1) DNA 4545
S ] B 2040 B AN B R 4 M I . SCL B S
DNA 254G ¥ i s YR 28 A 48 T o 400 T ) e 2% 1t
B, MAL5DNA HEL G, 5 IHAR Y R P [
Y AT LA A FE 20 . SCL A8 e si 1 4 v g2
IE VAR AE R R P S R I VE T . AE/ N R
I3 A Hp SCLL PR aak 5 26 T8 6 1 40 I 1) o AL AR FRURK 1
Mo fEANKS62 e &b, SCL X 2140 i oy 4k i i
HAEH o FEIEH A Mg i CMP h, SCL [ 547
FIA T HNEIAN f oy b . FEEAZ A AR B, Mef2c
#& SCL I H IHE K Z —o Mef2c BRI, /N AME
ik, ARFREER, TR 12
2.2.4 Fli-1(Flightlessl)

Fli-DREts G R < —, Fli-1{E ki 40 A1 1
4 6 0 2 ot R v R A o A A - IR R
BT i BE AN AN & P 40 i R0 Az 4 A %
D, RLRFFIAL R R ECES n, C/EBPa.
G—CSF H1 GM—-CSF T2, Fli—1 JLAG 4E4520 40 Mty
TR 2040 B o A AE o A2 EPO AEAEI 4 AT
N FLE-14E B AR 20 40 i v 1) 5 il 3 A8 w0 2140
XF BPO [ B 3 A T A BIZ0 40 M i 404k, #E EPO AAF
FERMIZAT T, FLi =1 G St A FH B4 5 40 P 1R A7 4%
ReJyteml,

2.2.5 EKLF (erythroidkrUppel-likefactor)

EKLF ZFrfa R 7 KLF KGR Z—,
B B~ KA (15 8) 119 CACC %&)7 . EKLF J5 3l
THLHE 3 AN GATA-1 &A1, Hhz —2[3T
TR T AE A B SR P PR R G 8 B A 2

R, FELCA A e P ARRAE T, RIS SOnT LA A e
SR B gR M )= AR AR ER], Yoess B
1/ ZE gl (megakaryocytic/erythroidrestricted
progenitors, MEP) {3475 . EKLF s MEP 43
A T7 M AR AR e, 7 EAZ AR AN 2040 i
FEDAB SR b F11 F0 EKLE 22 [B)AH B AEH 280,

G/ EKLE [/ BRI A0 100 /)N i 250 B A 14
GpITb BHEHIM, Gata—1 FlGata—2 EHIM, Pr4
(platelet factor 4) Mpl(TPO receptor) 5514,
R 717 FERIFRIR K52 AN K. 15 B EKLE Xt
A0 M2 ma LI T RE 2 EKLF (8 A S st i,
EKLF % EA% 40 i Jik DR s A 2k, BA &%
F17 IR FRIR A o AR B & B0, B MEP 43
A ST 21 400 0 A 40 B 3 T R E mRNA 7P AT R B
HEZA MR AR &R,

EKLF 752040 A sl b i et 4% ) B- Zkik
EAERI B B0E, Gt iy, eV =
3. EKLF SREAMILE RN M, 12l 255 oD,
BREAG AL, ML i 2 i i 2Rk
WD, G ML ER TS 27 B8 % 40 B A
EME. (EEKLE /N, &k, 45 14.5 d
AINERBETS. fEZ)5 13.5 d EKLE /N, i 4n
JL IR 0k, 20 R AN e 58 il & k. %2
EKLF 2% 5% ) e K [0 36 RS £2F2, ey 1540 Mo\
G, W15 S W4k . EKLF /- FLIAZT ZRAH 40 oA G, 1]
B S WAL b2 BT, Wi £2F2 32 EKLF [
—AHKIZER, EKLF ka5l gn i s 8521
h, mEFEHMMHTHEO,

2.3 HERFERET
2.3.1 E2A

E2A ¥k bHLH G i) — b, s
bHLH 5t AN, E2A A HAWRIEA——
E12 FIE47. E2A 2 Rk TR R 40 i,
W B ZAREIYE TT 28 bHLH 2 e e — k. 1D
& HLH #ese e R, A g, Hk
DNA Z54 X . #EE12 FIE4T 1, C ¥ 1007200 N1
FERRFRFE AT TSP AU o R, ) S AR )
W, o WRE AT A 2 R R AT B, HLDNA 45
BT SEE R AL E2A 7E I [R)k ELRE Ai A
il (common 1ymphoid precursor, CLPs) 234t AB4H
JH DL K% B 40 S o3 A s R 25 AN B R A TR E o

E2A 75 B 40 M0 A= il (R W46 By BOR 545 S BEAE
Mo fEE2A #RBE/N R, B 404 il i /r pro-B
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sk pre-B 4 MUY Bt . 5 B 40 B A e 1 R B
E2A 83 4 RF B 4t Rk, 4l 1gH A F VD,
FARIAY Lg—w B H M A M . 76 E2A 6k
FARITEOL R, 1g—w BRI RE SR EAZ 8, JEHEA
BT, kAL, A pre-B4igrh, KA pre-BCR
(15 54 S W BRI A5, VpreB flCD19 KL,
HCa 5515 4 SLC (surrogate 1ight—chain) 1
CD19 MIRE IR HEEEAEH . SLCHEFI AT 4 E2A
WS, E2A S8ARME E2A ARESES AR 454, il
Xt pre-BCR Wi 54 S X A5+ VpreB #1CD19
FIEMEER, XL RIER N, Kk,
Ca? Nl SLCH CD19 BRI FRik & i it Ca?/ 4%
T AR E2A A HIAE H SEEL B2 ,

E2A A4 #E pro-B 4l pre—B 41 JfL Al
KRB B AL 74, FEAME I E2A X B 41 g 1)
[Fi) A R 2 A R A A R A A ) A AR, 2R
R B 41k S B A ) A RN A
A2 T VLSS 40 W () A e AR T~ E2A AR . 18
WEHT, E2A SRBE /N RE BE B 40 AL Ba IR
HH B 0 it L 7 RS B0 Sy o E2A SR FS 24 h ),
FSCE B 4 K R ek 0
2.3.2 PAX5(paired box—containing genes, PAX)

PAX5 & PAX KT — 0, PAX ZKJELLPD
(paired domain) N, & 128 /N2 FEME 1) DNA
G aifyi. PAXS R H & HLH By, w5 bHLH
EEEBOT AR, IR DNA 44 . N PAXS
L RIBHE HE FIPAXS 25 (H AEBSAP (B-cell specific ac—
tivator protein), PAX5 B HHIZEREIE CD19.
MyCN, PSMB5. BLK. BLNKF LEF1, F{¥0uG
eAIERIE, (A PAXS W] PDCDI Rk, B 4
ML= AR S Bt HS C 404k b CLP, G,
E2A. EBF1 #1 PAX5 HIAFAE A CLP K4 B i L.
AT AR ANB G, ER AT B 4H o Al f B A
WEY B o

7EB diiffdrt, PAXS AL AIAAAE, Horp—
SOy A LA B 4 AR P A k. IR
WOB A MIAHLL, 1B 41t pR Y, PAXS EAY
RIS T, HA R FREA R A A il
AR TR I, IR EL 98 R IE 3 (1Y) B 4 T 20k 22 Bk
HPPAXS o FEIEH B 4H0FN B 40 Sk
PAX5 WA RAX TE A W AR B . FE/N B
A, PAXS 75 B 4 a4 i) FUHB B R ik, A
B 40 M A= e B P AT IR R B R . DA AR IE

Wor, PAXS MEHZ S QMK A K, 242 4 BCP-
ALL (B-cell precursor acute lymphoblastic leukaemia)
JLE A 31. 7% {£4F PAX5 584%, 119 4 BCP-ALL
FN B TP 30% fE7E PAXS A% . il (KR &
L, BCP-ALL [/ AEAMNA PAXS REM S Y, &
5 PAXS By A G, 1 HiS KA BCP-ALL
H, H L PAXS A KRR PAXBA2 F 2 2 [6] 47
TEAEAT B,

3 HFRETZEMBEIEH

e M R, 2R s A A A B
FH 3 [ 8 4 0 ol 40 M PR 3G B R 20 Ak . e AMLL 5
PML1 45 G T2 U AW v 85 AML 1 (05 Sius AR
FH, RESBE 20 x4k 060 AML 1 5 HoAl %% S8 1,
W AP-1. C/EBPa. C-Myb. Ets—1 FflPU. 1 fE#45¢
WOE FAE A AE . AMLT g 5 GATA-1 (R4
HAEMZS5EZA K242, GATA-1" MPP
(multipotent progenitor) e/ A LLARMEINARE A
WA, 1T PU. 1 MPP JULELAT 4046 A ki 4 i, #
ZAi. WhEgnRmEe s, mARA 0 B
M. ZEANBRffE S . Pil] GATA-1" F1PU. 1* MPPs
% B R A KM IGIE A 746 CMPs F1 CLPs [)fig
71, LA GATA-1 I PU. 1 (A BB AE vk T2
REAELZ0 LK) 204k 7 11980 . GATA PR7~ 7 3 i b e v
S W) 3 I 40 B 43 A0 7 T, S 0 L ) A e g
PU. 1 FE PR S0 2 0129 . GATA-1 5 PU. 1 A H.
VER AR A, PUL 1 A FER A AT B IR GATA-1
L5 DNA 1454 T GATA-1 [IVE T, S 4r 4n
HF A ) ZELT RGN T Gata—1 FT Smad5
M EAE 5 EKLF B3RIL,  BE S 75 2040 B i) A ik
HFET, Gata—1 M4 EKLF ¥,

4 HFXETFREMIRKHR

S e NI b vl 1R N (S EE WP S
PRI R AE . Shih ZUIRESURIL, (EmAZ Wi
MDS (myelodysplastic syndromes, & g3 4= S 47
HAE) . C/EBPa HRAEH Ny 80%, {444k AML
IMDS ', C/EBPa [ISEAER A 12%. LA R
Y38 2 [ MDS AL 2 REH FH I AML FRA
MDS/AML. #£MDS/AML b AML 1 (R4S & 4=
REGE . 1 K Z B AMLT SRAF ) B35 42
JgMDS/AML. UEHIMDS/AML £ AML 1 745 1]
YE MDS KM 23 RVE ) — /N A1), MDS &
BETP R RZ 4 M. CD34" A4 A GATA-1 mRNA
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IRIE BHe . GATA-1 IRIAW DL
M /N>, SRJE & & MDS FTAML . PU. 1
MIFLi-1482 5 T 40 AW 0 & A2 . PU. 1) B 3R
AR s I R A Ak, PUL 1 $ 20 4 i
1534, {EEPO FAAEI 4T, ak n] %I 21 40 i
T, XEEH S L0 A O . P2 SR I,
Friend i FA ML505 25X F1 - A0t il S 2004 A 1
WA AML1-ETO 555 AML AHIR 1) d5c 5 WL 1)
AR BT P RilG 36D, AML1-ETO (7% MEP
oA T7 1), X R A 2 R A £ MEP H GATA-1 1
FISGRFPU. 1 HFRIEIGE . 554h, AML1I-ETO
IR Y S e 12 I 57 e 3 140 J 1) 24 7 g 7
E2A 75 B ZAH 40 Mo v BA 040 g s /e L, A
HA t(1;19) Ft (17;19) [ B-ALL tfr, E2A f)— M55
REEERER DL L E2A @GR ESS T AR &K
Ao PAXS Z—Pm A, W5 B 40 M 5w
PG BRI AR AT . B, Ak BRI PAXS
S RERIB R, fEALL MR85 5,
PAXS A7 AR L R e i SR Bl T A 2 DA 1)
ELaE
5 R
Wi A 20 A A X A 53 IR - R L 42 R B 5 A
RN, e Sie DRI 00 3 I 3R AT 1 458 AR B s IR - e i
5 I R AR 73 LR RO 2 B F A . A
o FEA0h I 0R D L R G508 a7 7
%, WEE R iR AR
(& F 3 #]
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