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(1 B RS, AKPER R SRR SR A SR A Sie s, L 2013065 2 IR RS:, KP=RE2EER R
SEIGECEE R, BT 2013065 3 _RRGEERY:, RHE G AR EPRECG I A G, B 201306)

8 F . PR S R AN R T BT ILRE A T S b A e AR R 00 e DL R DRI o X PR B
FEIGR LI 22 e AROR, o 3 AR A iR LI 2L 28 1 (HDF) FR 7K SF i R a0 I R R I E R Rz —
KEWFFKI, HOF /KF32 BCLIIA. Xmnl-HBG2 F1 HBSIL-MYB H: PR [X 455 ff) SA% 1% % 451 (single nucleotide
polymorphism, SNP) %5 [K 2 1) 52 W, v L HBSIL-MYB % [F [X 4, (¥ SNP $ 1 fe A 3. 1% gt 7
HBSIL-MYB 3[R X 35 AE A [F] 3 X FIAS @] AP b 48 5, 2 5 ML PR AR DG 1K SNP A7 50 i LI 2L 2
EIRIREI ,  FE— D 2 & B IR R] X P AR QA P e AR DhRE D8 11 X 4 SNP [ RT BE IR F AL, 42T - 6T
XA HOF R ML 2T 2 520 (Rt S0t Je il — 2k
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YANG Yu-Xi"*’, HAN Bing-She"***, WANG Yu-Cheng"**, ZHANG Jun-Fang"**

(1 Key Laboratory of Aquatic Germplasm Resources Exploration and Utilization, Ministry of Education, Shanghai Ocean
University, Shanghai 201306, China; 2 National Experimental Teaching Demonstration Center of Aquatic Science,
Shanghai Ocean University, Shanghai 201306, China; 3 International Joint Research Center for Marine Biological

Sciences, Ministry of Science and Technology of China, Shanghai Ocean University, Shanghai 201306, China)

Abstract: Thalassaemia and sickle cell anaemia are the two most common monogenic diseases in many populations
worldwide. The clinical severity of these two diseases varies greatly, and the level of fetal hemoglobin (HbF) is one
of the major factors. It is affected by the single nucleotide polymorphism (SNP) of BCLI11A4, Xmnl-HBG2 and
HBSI1L-MYB gene regions, among which the SNPs of the HBS1L-MYB gene region show the most significant effect.
This article summarizes the variations of HBS1L-MYB gene region, especially the effects of SNPs related to blood
traits on fetal hemoglobin in different regions and different races. Moreover, this article discusses the possible
mechanisms of SNP in combination with the functions of cis-acting elements in the intergenic region, and
comprehensively reviews the advances of this region in HbF and hemoglobinopathy.

Key words: HBS1L-MYB; SNP; fetal hemoglobin; hereditary hemoglobin disorders

L2125 F1 9% (hemoglobinopathy) & —2RiBt L INRRIE 2RI Z R, HP A L miE
MR, =5 B R0 IR RN L2412 4 TS5 A B A ik IRFEIZE, oh BB 7 SR AR K P8 BR IR P 248 355 17
R, DO RIARZ PRI 4 & A9, #Ho HAET, XEERIEERIG vk, N T BORIX

Ik EER: 2022-01-24; {&EIHEA: 2022-02-21

EELWHE: HEEAREESTH(81770165)
*@{E1EH: E-mail: bs-han@shou.edu.cn; Tel: 021-61900476




582 AR

344

ANHEE, BHEEN B3 IEFEAS W N AL R AL
e RR BRI TT Tk BEE A3 R AR e AR T
VZ I, AN R DXCHUM % N HE 1) HBS1L-MYB & [
[X 45 BLAZ R %2 251 (single nucleotide polymorphism,
SNP) 7 i 7 388 A% 14 1 21 2% (A %9 i 78 R
RN, R I DR 5 AR otk B A B 1 b X RN T
5.

SNP F Z 48 B AN A% 1 1R 1048 = B 5l i 1
DNA F 4 2 &1, SNP fIi e, M. J6i A FIER
RPEA T REBHEARL, TR K T5 DNA
ity ARgniY RNA J7 51 1) BT 42 F1 mRNA (1) % fif 55
HEEY) SRR, R T AR RN B R S5 0 R AR R
AF, Fom— RAAEFAETES) . W5 KB SNP 1E
NEHEF A AT ZAECE, & HHjC & DNA JP5 £
AR 90% LA b AR LK I, HBSIL-MYB
B DR [X 338 ] (1) 98 A8 A 41 R % 3 R 7 7E MYB B[R X
BRI SEG b, S T O RSN TS MYB i
B 1 58 1 A HAE LR MYB £k K, 5l
JLILZT 2 A (HOF) ik T e #E—Buf R L3,
HBSIL-MYB K[ [f] X 474E 2 A~ DNA {30k,
hRE 5 MYB Rik. N R FFAE H e A8 A1 % Fi
TS DIAR 2, 3252 HOF /K72 Fh i 41 25
U IR R B P,

1 HBSIL-MYBE[FE X1 E /)

1.1 HBSIL-MYBE[H [XiH£E#)(E1)
HBSIL-MYB B[R [H] X ;T GTP &5 & [ 1 [A]
THIER G (8% Hsp70 B WA BANHIE A 1 FEEA )

ai2ffg141] Bei|

HMIP2 (24kb) TTTom monmim imn

YmhtFE K] HBSIL (Hsp70 Subfamily B Suppressor 1-Like
protein, BY, HBSI like translational GTPase) Fll#% ¢ [A]
T c-myb 3K MYB 2 8], AbT N6 54t
14 135,054,826-135,181,308 bp X, K4 126 kb,
HBSIL-MYB 3 [l ] % 25 1% (HBSIL-MYB intergenic
polymorphism, HMIP) 7& 48 7 T P A~ & K] 2 [a] 1] —
HEpZERZ SN, 8 = A& P sk
HMIP-1. HMIP-2 ! HMIP-3, HMIP MY 5 HbF /K
T A I S, T HE S HoAth i i 4 S Hcn 2
%L MRS A S e BB R Y
1.2 HBSILS5EM ARG XFR

HBSIL X 4 ERFS. EF-la, 2% REM 5 1%
YL HBST BRI NS AR, ik B 5 EAZ A0
11 [HF eRF3 AL, {HAEARAKIL eRF3 5 M,
Bf HBSI 257 mRNA A3 PR R A4 1505 FIRE
i, AR R KB HBSIL B AT W Ihfg, EAAHRE
HEM HBSIL W] Ll 4 HBG2 (yG) ) mRNA 4 55
B2 BAZHEAR, SRR 22 00 5 A Rk R A
&, DAMEIN yG- BRER ABERIRIA P X REEFF
Hb E/B°- b Hp i 73 100 5 o 34T 4 38 DR 21 SR Bk o A
(genome wide association study, GWAS) % #l, HBSIL
BRI SNP A7 pi 5 B2 (PPRE R B E DA K 457 Xmnl-
Gy” Rl Xmnl-Gy™" % 23 V£ ) B 3 1) HBF /KP4 5%,
Hr bl HBSIL %5 —4ME 1 S'UTR X 32 £ 152297339
(C>T) ) 945 X} HbF /K “F [ 5% mi & oy 2 2% 1,
HBSIL & K 7] 68 38 A7 16 ¥ 2 HoAth 5 95 99 A1 5% 1)
SNP, 4 J& Al gt — B4R 78 H 5 i il 5 G0 A0 Fo A 1
FZHM KRR

chromosome6q23

HMIP 3 (23 kb)

kAR 75k e mmnirme
mr onmminmn
ex3 ex2 ex1 TR exla ex1 ex2  ex3
<----W: A m AH— R -->
S
——
HBS1L MYB

ex: AMETF; HMIP: HBSIL-MYBE:H M Z 3 PE

1 HBSIL-MYBE R [X 1525+
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1.3 MYBMEMARGRIXER

MYB (myeloblastosis oncogene) #&ifi Il & Gt A 4L
A ISR T U, HRIAEE A
B B2 SRS B i ), B8 06 4 RF 4T & 41 A 3 5 R0 43
e Z T8 (T4 ™ MYB (3335 52 B J30 55 (1 )5 5h 1
X P a8 BT L -80k [X 3 3 1 oo fF M A s
J5 I microRNA"" 53 4%, 78 MYB 55 540 5 1
BRIG/NE A, BREAZGE A 1 BT A R 2 e e =
AR Rk, B URIIESE T MYB 7R3 I Hp (1) 8 2
P, MYBRERMER . SO C ik SEILE
N FA L5 R 9 ECL 8 25 g o 1 S ek UL A
MmidFEd, MYB fEAHA G SEN ik, 76 1bid
BAAR, DRI MYB 2 IE SR 18RI i S5 S50RE 40 i 1 186 5
AT, 52 R A MR (AML). 181
L2 A I (CMIL) Al 2o bk L 40 i (9 1 (ALL)
L2 PRSI P W R MYB KV F¢
AN BT DR . 4T R nig g o6 U, IR
B B- BRER A RIFRIEIE I 'Y, 3-8 MYB KPR
A AT fi 38 30T 40 A ) s e T R 4% HBF K%, Xt
B AR VE L1 8 5 B A BB . MYB 1t K562
A R R A T y- BREE A R R, AL
HbF ) y- BRER ABE & om b U R4 R4,
HBSIL 1l MYB 3215 2 IEAH G, {H MYB RAEE I
Y b G, T HBSIL 1R &AL R N R IAE
#ARE U,

2 HBSIL-MYB5S I &&ERRK

2.1 HbFRFKEZMEEFMEMAERBERIRK
=M

1412 4 (hemoglobin, Hb) & ¥k & (A Al 41
RARMMMVYRAE A, HE A E 05 d P A E
MERE A EEH. NREREAFZARWIGIER, o
BRE AT 16 S ik, 4ifd HBZ (C) HBAI
(al) £l HBA2 (02); B- BR &R A FAL T 11 5 Je i,
%% % HBEI () HBGI (yA). HBG2 (yG). HBD (3)
M HBB (B 5 y- BREE (ISR T 11 54 tafk, 4
i HBGI (yA) F1 HBG2 (yG)'™. #H ji i 41 25 14 1) ¥k
HARFREER &R AN, ERILKE R,
JVR G I 21 25 1 (Q2e2/02€2/62y2) %548 i )L I 41 4K
[ (0272, HbF) ; Il AERy, L & [ ie—5
AR RAE ML A (02p2, HbA B 0262, HbA2)™,
P B 1 G TR P A A2 AN DR (10 225 4 S i G
2 FEMLLE FAHCE, 7T A ot i 2T
J5 e Hb e, andk E i WML & E E R

(Hb E) H B- Bk &5 1 B A (1) 56 26 # i+ GAG KA
N AAG G2, FEURILMNAZTIRL AR, K
AR IR PO BT I T B- B AR 2R ] mRNA BT B
WEIYIAL e, H S IEE B YA S E g, (FIEF )
(1) mRNA F=&2i/0, 1% 3V mRNA AfoE,
Rl B- PR AR A B>, WK T S SR A
BT P, Ak, Hb A Al Hb S 2 4Bk & K (1
L2188 L -

SUA £ o AN == R R e e N S S a
(thalassaemia, SCFRERER AL AR A T8 MLAE ) A8k
JI BT ML AE (sickle cell disease, SCD) Az H: A% S #Y,
S LB I o R DR R PP BB R Y TR HBF
KFAT DAYk A2 B- v v £ i diE R R 0 2 B I A
AR, 10 HOF 7K ~F = 825 e 0 4k 2p b 1) BCL1IA.
YettfR 11p ) Xmnl-HBG2 Fl4k{t ik 6q Fi) HBSIL-
MYB = AN FE R X 35 1) 3 B & R AL A2 (QTL) A
K, XL L) DNA 2 5 6ef% 5] 2 HbF 7KF (1) 2k
A3, T R HOF KF 28 5 1 20%~50%, H
W HBSIL-MYB & [ [X 38 W %% 2 Y] SNP 5 HbF 7K
IR R S B Y

iy rh 2R AE F — B AN LT 3R B Rk
sk, DL B- Hhrr g 3 RE o L, et e
RIECE P B- BREE IR R RAS KA B- Hh R T
IMSE B FAEH IR R A . BOOR B H AR S
HUXOR I, AE 2R FE S R B 7 b XA R R
A B, Hb E & 4 WM X B o LR B- BREE A
BRI RAZ R, R IE 2z 7 8 # XA P8 B
Hb E RAFMH#EH R i **. 24 Hb E 1 B- i
2T M R i 2 ZE I, Hb B S8AR K £ 5] M E )
() ) Bl = A B- b g 2T I (AR Hb E/B- Hhpifg 3
). fEZRE, B- Hbrb i 33 M5 51 K 2 4 Hb E/B-
Mg E Y, B A RN R
P 2T AN HOF /KR8 n 2%, e, p- s 2t
M AE 2 AE — 1) 2 [E 2 % (Thai) JLE HPORILRT, 3
RIFHLE]E CD41 (-C) B RAE, ANREA R TE B 1)
B- BRIk EE P, FRIE = B A 1 2 R R SRR H
16 M Hb E/B- Hi1 i 3% 15 HOF 7K1 B8 SOFE FE
I R I 2 S K B W 98 3 LA HbA2>3.4% B,
HbA2<2.6% B¢ HbF>2.0% JMbrife, il 7 3 [ 4 i
BRI 11 668 44 i g 2E MESEIE, g TR
3t (Xt AR B IS AR B B, A BT ) {4 i
Hly DXt B I PR DRI 77 5. KR
J7Vh 64 {5 EE R B- b b BT RE AR R A R, A
B AR JE T ST R K AR Bk b
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WL MCAERER,  S256 A A5 K B0 HOF /KF3G &, Il
LR E/NT 60 g/L, I/ AR 2 3R PR BT i
W EY, ATRERE b SEURIE . OB . AR
Wi~ ALY A R A B

RGN PE TR 11 S Yk b B- Bk AR
HEH S —4MNEF GAG RN GTG, SHA AR
WA BB B —Fh o e etk Bt o Y iR
P B- PR B R AR B IR i R K 2 S,
Ak SCD Zr A ARG AL, AR P I
JEILFAE L ZE PN I R FNE 27 fE DU AN 1l X () DU b LA
TR BILLE B R0 B 1 2 % 1) 58 R B f 7 B9,
b ZE N 0K 5 B RE AR RAR - B A B A R 1)
HbF 7KF 5, SCD 9 & B fe il A B9, 78 22 5F
$i SCD & L, HbF 7KV & 35 39 hn I £ e 45 20
B AN b R A T B AR A IR B 1R KR
PRAH L3 28 2 (1) HOF T il o FE b 5 2 LR &
fiE il 30 Mok T 1 R i 8 6 25 0 RORE P RE By
SCD &35 1] HbF /K- IEH ATt 5 10%~44%, 3
B2 I R S R B W T ERE 46
#IPY % LL | SCD JL 2 35 HbF /K -F 5 g ™ 5 2
FERIE &, RILWA & HOF KV IR — A a- Bk
B SN EERE,  HER R 1,
2.2 HBSIL-MYBE[FEXIGSNPSHbFRIEKFE

HBSIL-MYB F:[F [X 45, SNP 47 15 5 HbF #ik /K
SFRAHRVECAEEPE . BRI 2 R [ 3570 X
BHEFIFRE T GWAS 701, A RERHAF AN
HEFNHLIX (1) SNP A7 s R Hi % {7 5 HbF 7K
S ETR0 2 Bh i 40 i 2 8 Y (4ngn it i
R SR S EAR I IR AN AR R N I EARE g = =
I/ NBR T O B AZ AR KT ) A OE (R ). [ —4L
SSANTRI B [R5 HOF /KPR Bt A R R 2 A
WEZRE P 2441 Hb E 1) rs4895441 (G > A) A8 57+
FEASH, HbBF /K12 35 PR (p < 0.001), TI7EARRK
A5 GG BUREAd, HBF K FEZE T (p <0.001),
KAl Hh, 59399137 (T > C) 4% 7 HbF /K F i 3 [
& (p = 0.002), TfiAKRAZ K] CC Y HbF /K- 5 3 1
B (p <0.001). £ 44 + Hb E i, rs4895441 [1)
AG. GG A Y 159399137 f#] TT. TC K A
FEASTRFEJE _E 3 7R HOF 7KF o vb 45 B 4z 47 75 36 4
X “ISCD 2 (1] 528384513 fif i % for B K/ TT
FER AR, HR ) HOF ZKCF AT A b i B AR N
45 1%, i 528384513 (A > C) [ 7 5% 3% SCD
H#E (p=0.0002) FEPE SCD #E (p =0.062) F' HbF
AR S DA 5 B4, geah,  ZEVDRERT R4 B-

b e i 2R IME BB B A R BT N A 0 R R AR
FHIBT A, S 759376090, 159399137, rs4895441 .
159389269, rs9402686 F rs9494142, FEHEE B°- Hh
rFE BT ILGE $E 4 3 159399137 (T/C) M 2541 H ] C
S HOF /K°F, {H TT. TC F1 CC JE[K 4 fa)
RO B EVEZESR ; rs11759553 (A/T) f7 15 55 3%
JHE HBF 7KF (p = 0.001), HrRZEf7 3L T ATk
TERTEMER A, ATaeIARFE T T 547 5 F X%
MYB JERFIA M N R/E R s, S TR2/TR4
WAE, WS HBG ik, R R, BBEZ
ff] HbF*' ; J& H A SCD 3% 159402686 (G > A)
(p =1.23 x 10™) I 756920211 (T > C)(p = 0.017) [
HbF /KP4 ™. tah, fEEIREJLE SCD &,
SNP 1 SCD ()™ 2 FE AH 5% « 7848 B A B R 9
154895441 (A> G) A 5351129 0.06 A1 0.03 5 7528384513
(A> C) HIHZ 53 ) 0.66 F10.62; 57776054 (A > G)
(AR 43 008 F1 0.03 5 159389268 (A > G) [¥14ii
A0 0.14 F110.03 5 T 759399137 (C > T) 1Ei%EE
AR TR R AR N 1, X SCD MR A R
TFE e A 1

FIH LOVD-DASH %48 P A ey il & 0 7 50K,
EERTIE N S AN e SR SN N RA R S S B!
SNP fi7 5 ™, Horp HMIP 5825457 y5 F0. 4% 15375867652
(delC). r$6934903 (T > A). rs11759553 (A > T).
rs35959442 (C > G). rs4895440 (A>T). rs4895441
(A> G). 159402686 (G > A). rs9494142 (T > C)( 43
RMEE mHET ), XA R AR HBF /K-F- Tt
1 (p <0.001), 7R [E R B- Hbrp g 7 ME 3,
r$35959442 4 f A BN C AR E, AT RES R
o0 100 25 A 6 B B DM e o () L B- b 7T
MIAE HE 1 759494142 (T > C)(p = 0.008). 59402685
(T > C)(p = 0.012). rs6929404 (C > A)(p = 0.061).
rs11759553 (A > T)(p = 0.0669). rs76288258 (G > G)
(p =0.0719) Fl 535959442 (C > G) ( p=0.1058) fi7 14
¥) 5 HOF 858 AH %, v ReAE 915 HbF RiA
i 5 A Wb 4 . IR E = HDF AKCE TR
(1) B- iy i B I RE R85 R0 R N TR A (i 3
MR, rs4895440 (A/T) F rs9376090 (C/T) P4
B A FE ) T 5 HOF /KF T w5 B 3 VA o6
(p<0001)™, HAk, rs11036474(T>CY* H 15189984760
(A> G geAr e [ N R R IE I, 0o % R4k
AL RIRIE A BT AF A oxh 3 N R 4 S 2654
HUEE G Hb FR AR SE A HOF 7K 28 4k (8 A L o

rs9399137. rs4895441 K rs9402686 5+ [E A .
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1 HBSIL-MYBE M EMAIERERFHEXHSNPALSERER

B[R ZH A bR SNPA s S K RS

chr6:135,054,852-135,054,853 1rs2297339 A/G 0.449481,0.550519
chr6:135,055,070-135,055,071 rs28384513 A/CIG 0.743411,0.256589
chr6:135,090,089-135,090,090 1s9376090 C/T 0.146166,0.853834
chr6:135,097,496-135,097,497 1s7775698 C/T 0.943690,0.056310
chr6:135,097,777-135,097,778 rs7776054 A/G 0.789337,0.210663
chr6:135,097,879-135,097,880 rs9399137 C/T 0.153954,0.846046
chr6:135,098,492-135,098,493 1s9389268 A/G 0.795927,0.204073
chr6:135,098,549-135,098,550 rs9402685 C/T 0.225439,0.774561
chr6:135,101,157-135,101,158 rs11759553 A/T 0.727636,0.272364
chr6:135,103,040-135,103,041 1s35959442 C/G/IT 0.740620,0.259380
chr6:135,105,419-135,105,420 rs4895440 A/G/T 0.733626,0.266374
chr6:135,105,434-135,105,435 rs4895441 A/G 0.824681,0.175319
chr6:135,106,020-135,106,021 rs9389269 C/T 0.166134,0.833866
chr6:135,106,678-135,106,679 rs9402686 A/G 0.165935,0.834065
chr6:135,110,179-135,110,180 156920211 C/T 0.270367,0.729633
chr6:135,110,501-135,110,502 1s9494142 C/T 0.181510,0.818490
chr6:135,130,425-135,130,426 rs6934903 A/T 0.139377,0.860623
chr6:135,132,888-135,132,889 156929404 A/C 0.343051,0.656949
chr6:135,146,090-135,146,091 1576288258 C/G 0.988419,0.011582
chr6:135,097,899-135,097,900 1s375867652 -/C 0.210264,0.789736
chr6:135,097,494-135,097,497 1566650371 -/TAC 0.153554,0.846446

VE: BERIE T UCSCIM

KR AP 5 HOF SCH iR i 2 1 = A~ HMIP 5.
PR 22 AL s 0 IR LS 57 3 A % (minor
allele frequency, MAF) W] DL FH 5K [X 43 FEAN 25 37 2 [A]
N W EZEVEERAAL S, 7EEBR N FH ik
T & 1t &) (HapMap) 11, MAF K5 0.05 ] SNP #f
WeVE R T HE HbR. 159399137 2561 52 C HEIEE
[ A SCD &3 B b ) MAF 4 0.06, 75 4
N B 0.09, i HE 4L {e BE AR L A B oK
0.04, R HIZAL AU 20 AR SCD & 3 1) HbF
AP, LI e 5 A i R 7 = A RRC AR 5 9 54
ROs AL ok Y, 78 BB E R HL A i X - Hh
WA 35 A, A7 RS FE R C 7 () B
YA ILAE A R R 0y 0.21, 76 780 iy v i 23 L0 1)
FERBIE N 0.26 ¥, AL, 159399137 FEK AN TT
I} hn 2 7 22 [E AN 5 ok 7 W E EE Hb E/B°- M iR AT
ML E & IR B, IR 5 w32 SCD B 41 &
FKCF R A B (HAEED B B 7 W0 B- Hh P g 71
ME B, %47 A5 HOF KF T8 8 2 5Bk B,
154895441 2547 F: R G 1) MAF 7E9E % 5% [E A\ SCD &
FH4 010, 7EEPE SCD B#FHH N 0.14, 5 59399137
- H LR HOF /K7 B0 i 78 3 [ A B- b
ST IMUE fB R, AT R SR SR TR A IR 3 DR A

RfE Y, BHME L SCD B3 154895441 (A/G) AG
FERAN 159399137 (T/C) TC FE[H AU [ HOF /K-
EEHEZ E P 159402686 53 SCD 34 1M
N BT 24 21 4T A AR AR 5 B

HBSIL-MYB $: R [X 15 SNP i 7776 AN [F] 2 1)
NS rs7775698 ML =AML A rs371998411
(CTA) 3bp fik2k. 1566650371 (TAC) 3bp ik, 1555634702
(TA) 2bp 4fi \ 5 HbF /KT 56 BF 4 , dufr
A 6923 I+ 135,460,326-135,460,328 bp (] 3bp k5
rs9399137 F WL 58 A IE B, H AL 5% 3bp
R Z AR DNA F BE R A S SR, ZE
D] s e 2 1 3 130 — 0 4 i Y
2.3 HBSIL-MYBERH X I gE T AL HIRF 5

MYB F1 HBSIL [PAK/KF-3R1A5 5 HOF & &t
AU, BT MYB 7R3 L R 41
4 A B B BN IR N, B HBSIL 7536 I it
BEHMIERWMAE . AWK W, HBSIL-MYB
B[R] 6] [X 775 2 /> DNase I #8807 5 U7, DL i%
H DR o fF e 45 8 1 CTCF B4 4t o i Sk A
¥ GATAL. TAL1. LDBI 1 KLF1 25454&, 75 MYB
SR FRIL, HEmiRm HbF K7 &,

20 {4 90 4E4R, Wolff 2 P B 58 R B/ Amp-
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hotropic murine retrovirus 4070A ¥ 5% 5 1) DBA/2
/N R A M (9 L B Y (AMPH-ML) tf, HBSIL-
MYB BRI X KA THEARAE, KPR =p2z =
) AMPH-ML TE c-myb L 55 G AN RAE, S c-myb
mRNA ik 54, R S om i ailkr . (A2,
TERZ) =52 — 1 AMPH-ML 1, Ji#4fi \ HBSIL-
MYB FEHA][X . A, 22 a0y Beidi
A c-myb R EJiE 7Tk AL, c-myb FER 1A 235 T,
SRR /MRS 2 % 1E L RS ThRe ki, 4
HEM 2 -77k [X 35 0] REAF7E (1) 38 9% 78 B0 B 8,
ZH TR T c-myb 2N 1 ik Y. Zhang % Y
WFFE R I, /N B B ML 1A c-myb JE 3T LI -28k
4t DNA JeF 7] LS c-myb J5 3§ T B DNA-loop 31,
#:5%K 7 Hoxa9. Meisl Fl PU.1 454X 67t i 7o 14
BEMEE c-myb 15

TENZE M A, A7 7E AR 328 iy 1 5
P ML, Stadhouders 25 M 7E N\ 2K 4T 5 4 41 fL 1)
HBSIL-MYB B[R [W] X kL T — &5 ¥ 6 MYB Rik
L R e TR ToofE, HAEZ XA S
4L RSN T 45 &, HBSIL-MYB 3[R |A] A% 53
BEAR T R T 145 A, BRI T - B3 T3F,
S T v 3 T S ARG sh KRR A BEAE A . Li
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