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miR-1507EEMA4 B PRI ThEER 5=

(PR KA AR A 2 B & DR A AR 22 [ X R SE IR &, Kb 410078)

8 FE . miR-150 & —NEMFLEN P RIE R & 22 ME T ER I miRNA, #8380 i 400 i #0 58 BH] ) 8 R 1 4%
SHMIIGTE . AR T B A, I AR . miR-150 [ 23k /KPR I IR & A [R5 2 R0 A [7] i BE#R
A2, TG R B 5w MR REAERE % miR-150 FIZRE T %, #2278 miR-150 BERS ML R &
i, 25 T7TENREREIRE. VRGN RS H, miR-150 32 Z5E i i 2 0 H0 R 1) 308 Sk 5 i i
MR B i FE DA R &0 R4 ) . TR S TR AN, H AT O 4RE 1 miR-150 B4y T 3 A c-Myb,
Notch3. GAB1. FOXP1. Cxcrd. Prfl &5, Btz F K miR-150 75 i &k & i 2 I 50 /E — 200k .
£8217 : miRNA ; miR-150 ; EIMKE ; ke
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The function of miR-150 in hematopoietic development

PENG Yuan-Liang, SUN Zhi-Wei, HAN Xu, YANG Qin, LIU Jing*
(State Key Laboratory of Medical Genetics & School of Life Sciences, Central South University, Changsha 410078, China)

Abstract: miR-150 is a kind of miRNA which has a length of 22 nucleotides and expresses in mammals. miR-150
participates in the regulation of cell proliferation, differentiation, apoptosis and other biological processes by
inhibiting its target genes. During hematopoiesis, the expression of miR-150 is significantly distinct from different
lineages and stages. Furthermore, the hematopoietic disorders also show an abnormal expression profile of miR-
150. All the evidences indicated that miR-150 can regulate normal and malignant hematopoiesis, and a lot of
researches have showed that miR-150 involves in hematopoiesis and the maturation, activation, and function of
different hematopoietic lineages mostly through its target genes such as c-Myb, Notch3, GAB1, FOXP1, Cxcr4, and
Prfl. Here, the recent research progress of miR-150 in hematopoiesis is summarized.
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microRNAs (miRNAs) & — R ¥ & F 18~25 4~
BH R AEHR IS /N> T RNA, BRAEH KGR S
A8 mRNA _F [1)RF E A% R 7 71 B4 A BAE R R 79
FRFE W, LAY F D LD miRNAs B &
B AR, R AR s R 57 . miRNA fg
5 7R R mRNA ) 3" i JEFH1PE X (3" untranslated
regions, 3' UTRs) &54, MM FEHT4 A1 mRNA
1l I At sl T e A A, TR A G B L ol PR
R, LR EEZAERETFE. miRNAs 1R iA
5 B 5 FoKOT UL R SR K R i s P H
AIE N s A b A IS 2 000 4> miRNA B &
P E, EAE NREEAN A i B R R R E AR

miRNAs 7F & il & & o 72 & /5 H & B §r
miRNA #f 7 — Aok, HFR R, 2 miRNA
TE38 1R 6 I BEAS G B A 3 3 B B A £, 400 miR-
181a 4 A5 £ 7F /) 63 B B8 1 lineage (LIN') oK 43 1L,
iR €A, HAE B 40 (B220) Rk EiA,
FLAE 3 40 1 R s R IR K 58 CD19'B 41
Fa A= B i CD8'T 40 A iz /b & 54k, miR-
15 A1 miR-16 %= [K /£ B 2 i 2202 4 bk O 48 i 15 1fn
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(B cell chronic lymphocytic leukemia, B-CLL) ik 2k
HRIEKFRAL, $278 miR-15 F1 miR-16 1] G2
T HI LA Y kAT L, miRNA 1R I3 7R
[) FR) e g R A b 2 25 AN ], AR R il 4 5K
RIS T A BT 4E . miR-150 7EMG AW H Rk,
fEIG MK B it AR i B

1 miR-1505F &M% &§idFz

1.1 miR-1505E#%-4 Z1E 40

I T4 R m R KB 5 ALY
= OCH AT R, miRNAs & 1% 21
HEZ 5 o BUEEANM MAER S K (c-myeloblastemia,
c-Myb) R U N —FhaEE HE R PTG 5E .
W s sk R -, Hig A Z k. it
ESE, o-Myb f& miR-150 £ 57 4R, miR-150 3 %
7R c-Myb [FRIA SR mPLA L ThEE T,

Barroga %5 " Bff 7t K B, miR-150 BEFME A -
21 Z tH 41 ffi. (megakaryocyte-erythrocyte progenitors,
MEPs) [ & fhivia . @ISR N T Re s 5
(BRE) SRR R, fEEZ R R, /i
% & (thrombopoietin, TPO) & il i I i miR-150
IS BE T HIH] -Myb ik, £ MEPs [n] Ei% &
St X — R I 2 miRNA ER AL £ fig
RIS RS R E R A A Ak, DRE 5-
FIREENE (5-fluorouracil, 5-FU) {bJ7 J5, miR-150 ]
FR B BEAG 5 AN A M AR E KA M. miR-
150 {12 5 31 A% 48 23 A0 R0 It /NS AR i, (H AT R
AR T 50 B 2R A A0 R T A ) B BE 2 R
JE A M,
1.2 miR-1505 8 4%-E 40

BA% - ERY M AE AR I ERR 5 P e 2 A AORE S
MR R A B EAE ] . miR-150 78 /)8 B A O LA 2
(acute myocardial infarction, AMI) 45 173 & FJ IfiL %
R, IRIR B AMI SB35 1 5% 40 i DA K ik 25
RE 2B ML P R LR Y PR R
P, miR-150 FEHNHI FAZLN LT R R4 ) R K SE R
FHREA, RO 552 AMI i S 14045 1,
534, Manoharan 25 ! 7 8 455 53 P Kriippel £ 5457
-2 (Kriippel-like factor 2, KLF2) m& /) kit (myeKI12™7)
oy A 31 1 B R e 40 B b A I B miR-150 1
miR-124a ) &5 B & N, [H 40 &k
Ccl2.Ccl5.Cel7.Cxcll A4 A -2 (cyclooxygenase-2,
Cox-2) PL N A% -6 (interleukin-6, IL-6) &5 % i /1
Ji () mRNA 7K 3 & 3% 1. 78 KIR™ f1 KR~

/NEH, miR-150 5 Cxell FIRik R HBER LR,
B B IX miR-150 [ K 18 22 38 Cxcll ) mRNA £
KK FE, A miR-150 fE R N S H8UN R E
W 4 i Cxell [ 3RIK 3% N R, X —WF FLIE 5K,
7E B R ZH f H miR-150 2511 KLF2 A~ F: (112 &
B F 7= 4. eAh, miR-150 78 8 AH % [ 1 40
(tumor-associated macrophages, TAMs) Al 73 ¥ ) 372
(microvesicles, MVs) H1 R IA KT H BB, R
WL R, MVs H ) miR-150 ALK SN F% 1
¢ 40 M 53 1A A8 R AE G PR F (vascular endothelial
growth factor, VEGF), i i Ifin 5% A8 g U7,
1.3 miR-1505Bi# B 4HkE

TE/N B SRR A 5 103 40 i, miR-150
) S5 8 223 0 I 2 Bk B 4T PR A B2 R AR K . miR-
150 (1 3ok F 32 325 K BE 3 J5 4 B Ik E2 40 2 (pro-B)
AT B itk B2 41 B (pre-B) By Bt 1 %, 1X 3 B miR-
150 [ 2638 574 BEBHLIET Btk amp it —5 5 i
7E B itk EL 40 2 A A FE e, miR-150 4R 3R
IR TE B B bR EL 40 i DL K &k Bk P H A T A
SRR AHAN A, X PRE A R T B R R AR
X428 miR-150 25 1 B itk 40 ) 4 AL et 72,
H HAEPUR S T 107k 40 BRI Ab 3 ARt (R B i
A0 P, 7E miR-150 3 K m B /0 B, miR-
150 ()2 S8 B1 4000 (CDS'B cell) 14, Hlik{k
AR ER TR, AN, miR-150 [ i 2652 0 189 n 44k 4k
R0 pre-B AHsET: Y. AR miR-150 7E#kE
1 oA R A R R ML, P A e ) ) o)
B 5R miR-150 ()R8, DAK AR MERR c-Myb 1X
P75 THDG B b E 40 6 11 43 Aot s s P 52 T 36 A T A
F, RIAE/N AR miR-150 7EAR /N & Y [ P LA
FIEAMNE T B FRE -Myb RIE, 3l
M B bk LA R & S S Re R
1.4 miR-1505TiH B 4HpE

miR-150 75/ R AR AN R R B i R
HEEA M, 75NN I RIE CDI33" 41 T ik
EA g e, g Rk miR-150 A (2L )miR-
146 J5, RT-qPCR £ il ) 4f ffd Ikaros. CD4. CD25
LA J TCR-a 335 . 3% T+ &, 4277 miR-150 1 miR-
146a REfE1E CD133" 4 ffa ] T bk 240> fho ik
M1 (fluorescence activated cell sorter, FACS) &5 5 i
IR, SO0 AR AR F B B AR, SRR
miRNAs GeFE Ay H FUE 710 7 2 10 B AR BN 70 1 42
EANH R P,

miR-150 7£ B bk LA T 94k E 40 i i) #H. 40 fif
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H /K T 2RI% , 76 Rk B i il rp i K2R 0 Y,
TERIUE T 40H 1A N T 40 M 204k i i f b 38
BN P DRI, TS Tk
E 248 ff e 5k 2 B A W 44K miR-150 43344 3] 1fi 375+
M S8 miR-150 76 i ik B Hik, 4
WA A ) miR-150 ] DA Ay itk B2 400 Jf 7% A0 1) B b
j!:: [27-28]O

Trifari 25 ) (55 28, miR-150 255 T %
A FETE T WREE I (cytotoxic T lymphocytes, CTLs)
A AT, miR-139 AT miR-150 g 4% 2201k 1)
CTLs 41l fig N % L & (perforin, Prf). Jii /1 I &5 H
(Eomes) DA HA % -2 4K a (interleukin-2 receptor,
IL-2Ro) (315, HIGPERERE IL-2. SAE S N AL
SRR 2 AT IR AU B, 1L-2 @it
] miR-150 ¥ 23k >k F 8 CTLs 4il ffg 3% 1) CD25
[k, #E{eiE CTLs 3G, X 57812 T
W ELZH B A0 ) 4 CD8'T vk B 41 Jiid ' miR-150 ik
KPR R B4 AR P 341, Lachmann 2 BY
TEA R FEG YT 5 R 3, miRNA-150 )
i SHLT A A, e T bk T A g R L S R
MIFRIE, B 135 JE R 3 1 Ik B A 5
1.5 miR-150 5NKAINKT4Aff

miRNAs 7E H SR R A5 41 i (nature killer, NK) 1
fae M HRAA T 4P (invariant NKT, iNKT) & 5 -
R L K T RE R S A B FE o B AR A P
£ miR-150 # [ wc B /N BB B8 Y, NK 40 &
B AR B . AR, T RIE miR-150 T fg
fedkE NK M 8 e,  H NK 48 %88 L B A=
RUIER /N B 1R NK 4T 58 Rk, B2 5 S
X T4 5 ) B D R B Kim 2 BY T
KIL, miR-150 fe&s A AFUVNR Pril ZE A 3'UTR,
M N HRIE . 72N BT A NK g i, TL-15
(1853 miR-150 FI2IA T, dEmfefd Prfl &
Fik, A NK 4 0 8w A M B 5 AH N,
i 1A miR-150 Ji5 NK 4 gt Prfl FiAKT-W3E K
R, NK 4HH /T B 40 EE 80N KRS -

4k, miR-150 7E CD1d FR 1] ) Val4 52 5E P
H ARG T G0 B 7 & P G958 s 87 1 a4 v 43 v
HEME P, Zheng & P WE AR L, EAIR INKT
4 ff 2 FE Y miR-150 (RIABE I, 7E miR-
150 g Bz 71N 5P i Jig B G 41 6 2H 23 INKCT 48 A (1)
A RAZ I, [FIN INKT 40 c-Myb [ iA51,
B3 LR, XA R S BUINKT 40k & Shfa )
HEFHZ —,

Bezman 25 B 57 & B, miR-150 B Gk & 5%
AT INKT 4k E, (Hid R miR-150 [FFE2
5 300 i DA S Atk A1 S bk EE 4 2 INKTT 48 i K &
Do X RIE S AR SS RA— BN AT REJE R 2
INKT 40 % & i 2 b X miR-150 ()75 35 5 S,
IE ) miR-150 Fk KT 4EFF INKT IEH KB 1)
BN A —FREDE, 78 INKT 4% & 1
ANTFEIBY B, miR-150 [ #0 J R Fh 25 A (55 )FRIE K
AT, BARGE AT 4 J5 R i A miR-150 X iNKT 4
PR B R I B 2 M 7 K 1 S B IE B

2 miR-1505&M4ABRE

2.1 miR-1505 820w

1E % 1 miRNA FIAFEIEH 11E LK & 5 04
R REEZEEM. &, 7K mRNA £ik
W 2 P9 A 95 Y — > B B REE . Fayyad-Kazan 25 P
N TagMan {2 & 5 /- (tagMan low density array,
TLDA) £ R 7t KB, £ 2 1 fE & B L (acute
myeloid leukemia, AML) £ % ' miR-150 ~ i & N
AR . D7 AL, miR-150 76 K24 AML i
HR R IA BB M. Morris %5 Ptk B
miR-150 7£ AML F1 5 2% 12 ¥4 8 & 1 1fiL % (blast
crisis chronic myeloid leukemia, BC-CML) i 3 b 3%
KREAL, EAEERE . 8 AML 40 R 55 40
miR-150 [ 3815 /K423 T 1R i Bl I, X Le 4
B T AR . #E— D3R TR
G P A B MYB M-SRy, HAE
AML 40 il % o miR-150 %34 51 42 1240 g 7 16 5 1L
TR 52 1K a (retinoic acid receptor a, RARA) 1§ 5 i
PG ORI R IR IE S R BoR,
AML 41l ffg % HL60. PL21 F1 THP-1 4 jfd ', miR-
150 )34 47 # T CEPBA. CEBPE Pz HL At & &
G3 A R AH M R (2 2k 4m AL 734K . Machova Polakova
2 VL i 918 1 6 & (1 I (accelerated phase
chronic myeloid leukemia, AP-CML) 1 BC-CML
HHFEFE R, miR-150 FIAKFITAET 1EH A
BB T K I, miR-150 Hi#% c-Myb ££ [ Ifil
o KA R A EIEH

miR-150 MY ALERE F M55 1 & A2 K fg i 78 vh
Py E A, LRI ELGH AR I R R R DL
ERM S0 2251 KW . miRNAs EEX 5
T 55 B 2 B 45 R o, EXUBHPE. CD4” BB
PEFT CD8” B [ 4 il fi 24t it H 35 52 IR 1) miRNA
PR, SWFHPERA S T bk EL A0 B 1) ps sk A2 i Je
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3| Z M miRNA £i& Fi, Hrh miR-150 %&b
W O 2 YL Alfantis 25 MY HF 5T & B, miR-
150 HE#E A /E H T Notch 52 44k 5 1% H 1) Notch3, i
Notch SZ ARG MELE T bk EL4H A Bl 24F0 1 195 A2 i ik
PErh Py A 0, AE NS T 20 B S vk L2 4
i A 1ML (T-cell acute lymphoblastic leukemia, T-ALL)
A R, 1T EIE miR-150 J5 fE 5 £ Notch3 (19
KR, R  T- 96k B2 40 P A 389 5 5 A7 3
AEAFIFEM ., BT o-Myb fEiE &K B ISR, K5
A& T bk 40 ) 7044 DA R 3 I A O A o 4
BAER, X PR RN ) SR R 2 A3 kA2 Notch3 (1) #1711
T P I SR T ¥,

miR-150 [F] £ 2 5 0 1) 12 14 Ik 1 40 10 5 1009
(chronic lymphocytic leukemia, CLL) 41 it i) 4= & 5
3% RKEMERMN, B2 4G 58 CLL
A /A7 ) S Sl k. 7E CLL &AW,
B3k 4 GABI Al FOXP1 /& B 40 g 52 /K45 5 3 4%
() B B BE 7, T miR-150 ()7 7K T A BE PR
GABI1 Al FOXP1 4 Al ) & 3K 1 B 41 it 32 1415 5
ZEd, ] CLL 42k K 51785 s A4t
miR-150 £ CLL f85& 4% A B BEAN I L0 2H 23 o 76 4
() 3% Ak, A1 38 5 o o0y (proliferation centres, PC) [X
K 4n e b BRI I RIS, BIAE PC X ARER
AT A A 2L b i Rk, T BIC/miR-155 5 2 4H
Beo ARFRIE ) miR-150 5 =R H) BIC/miR-155 &
B-CLL i3 & Ak L Z4H 23 PC X [ — AN 8 ZRF
?_[E [45]o

TEIR A & H L (mixed lineage leukaemia, MLL)
t, 3G miR-150 7E 9 () L-F fr 5 miRNA [ 3R ik
B M, (B2, miR-150 ()26 3E I AR B i B g%
e, mMEFELZBIREROMFREGEA
(mixed lineage leukemia fusion protein, MLL-FP) LA
J¢ MLL-FP 55 H At 25 1ot 41 B 2 W A 3 s f
A/ ERRREE TS EUNS R, £ MLL &
FARN, 5 MLL/MYC f4 & [ _E i miR-150
(I 23 7 K SF, 1 J5 MY C/LIN28 fil4 2 (A ) 42
Z ) miR-150 AR, AT 5 B miR-150 (Y
FIEAKF T AEHE R miR-150 1 Jy e 400 ]
PRlF ¥ A H T Re, il BS54 MYB/FLT3 il
& 8 E R MLL fh& 8 5 355 040 i e AL AT
I 9 A= &, 33k T F $ HOXA9/MEIS1/FLT3/MYB/
MYC/LIN28 15 5 W %% . Bt 4 T —AN1E MLL
AH IR ) IR v DLRT 3 B A A R 4% el ik, R
MLL/MYC/LIN28 <4 miR-150 4 FLT3/MYB/HOXAY9/

MEIS1, miR-150 7£ 1% 4% [F] % H & 5 2 1) Jid 98 417
FEE S, B R EH MLL fh & & A R 3w
JEFEIE R R IE . RIUE, E miR-150 [IFRIEKF,
IR FEMIE Th RS, B VA YT MLL AHE (A I 1)
ERWERE. BoNEZNE, BT IER &Rt
(1 184 58 7 A A A 4 ) VB F A, miR-150 %o 1E &
Ik & R LT B sER B

g5 LFTiR, miR-150 AEH0 A5 7% 1 A I
R W A Il NN IR N NN IR F AR
.
2.2 miR-1505;#E

miR-150 7E A1 4 3k 298 (lymphoma) (1) & £ &
Je ot FE R TR RE R HE B AR A . AR IR TR BT O
T, miR-150 (54 F1Th RS 5 Ik EL8 25 70 25 1)
FHKS

25T miR-150 7EIK B 40 s R 14 3Rk, Chen
2 USRS I 3] miR-150 7E 4 FR Itk B9 40 o b 1 2655
AP ERAE AR, I K miR-150 [k E AR K
V- J&, EBV' BL [ 40 S ik 20 i 34 i 6 779k 55, HH 2R B-
AR LIS, 11 c-Myb %1% 5 miR-
150 WIGFAH 2, 28] miR-150 [ F 5 c-Myb 35
4 B 3 P4 TE A ELAE FH TR IR B8 1 TR Aot R Hh 4y v
g‘ﬁ @, [49-50] .

miR-150 7£ Kk 22 Hibk (U8 41 i 2 o 78 24 30 4]
T, KRB TN, IAETRIEMEK B 40k
ELRT AN &R R R IA BY, 7F B 4H itk B8
R RE A 50, 7E NKUT 4H 0k g, miR-150
(1) 2208 T2 5 K. IR A FE R B, NK/T 41
MEVE H, miR-150 §8 B £ 1 il DKC1 A1 AKT2 [
ik, miR-150 (1)K K 1A BT i& B i) PIBK/AKT 15
53 4 P R S O T AE S NKUT 4 it vk B 088 T i 1)
HEJFHEZ — P FAh, AT Rk T 40 itk
ELR ., miR-150 @ it 45 &k K732 4K 6 (human
chemokine receptor 6, CCR6) #1]I #l] 1 J&7 1) 1= 28 A
R, B, FIRERH, ERBAHSHLA
(mucosa-associated lymphoid tissue, MALT) ikt 83 121
Z[X miR-150 Fik B F LI, XEWKE miR-150 GEIE
N IEREVE R ) miRNA 225 MALT 7k EL8 fIHE A B
H AT, 9k T8 1 R B A 2 R B, miRNA
TE 79 EL IR0 AT R (1 22 05 A8 A 1T i A — AR U A 5
PIN A, {H miRNA 783k U8 & i F2 A (0 Th g e
FEKEMTI .
2.3 miR-1505 E At & R G fw

R 7 H LB I b B R I R O A
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miR-150 78 HAth L3 28 G859 o [5) 4 9y 5 2 22
. VrEWRRIL, EERENA RE LS
(myelodysplastic syndromes, MDS) & # /1, 5% %
% (1) miR-150. miR-221 A1 miR-222 15 4 K ) #E 43
F MYB. p27 Ml c-KIT Z M EEH S5 T IE
R A, DA R s I T R i Ok 45 AR H e HE 0
i B gk 4b, Tano % Y 58 K B, miR-150 it
Z 5/ 540 A I A B E R U I A 1% 4 i (bone
marrow-derived mononuclear cells, BM-MNCs) F#J# [fil
A GERE. f£/NRAMIBA P, KA AMI #i 45
J& 5 TLR /N BN I BM-MNCs &3 388 i, H.41
J ) miR-150 A K-F 22 T [FIRF, FACS
far il A B BM-MNCs Hia 4k 8l 52 {4 4 (chemokine
receptor type 4, Cxcrd) FH 20 i iy (& EC A7) 9 2 25 T
wre HE— BRI, 7E BM-MNCs i b miR-
150 J& Cxerd B HFKIEKF5ETHE, RULEG M
) LR Cxerd AT fE /2 miR-150 FIIRFEREAR ¢ 2
PR H 2 A R B LR IR B, miR-150 ()R 16 %%
v, I HEE Sy 7 Cxerd MBI, vE L1 Cxerd
HET 5 AR ——JE RN B T AR R -1 (stromal cell-
derived factor, SDF-1) #l B/ . miR-150/CXCR4 LA
St CXCR4/SDF-1 ) I Fift 25 BB TR A4 B2 KK T i

7 BM-MNCs {13 2 5if 4% .
3 45iE

miR-150 7Ei& Ifl & & A F Rt 2 ([l I ThRE
FrAE (B 1), miR-150 A ¢4 38 M40 i 7] B 4%
M4k, MRS5S miR-155 — 3% B 40 e f1 T

MLLMYC/LIN2S | B4IAR-2
(IL-2)
R 1 /N A R
(TPO)

—

5 Cxell I/®
i \

E#-4 ZHE40
(MEPs) [E# RS
th, BRI
(NK) K H5E5R#

\| FLT3/MYB/H
OXA9/MEIS1
DKCI1,AKT2

St R A s
(AML) , 1@l
ZAIME (CML)
EB-HE4ARERE | MaIREEH

YUMo 4. BEAh,  TE S I R AR LR A
MF) miR-150 MFRE R HE . BT miR-150 7£ & 5
M R R E R, kS miR-150 R 1A
5 et T 697 MycE v o B A IR K&
Yo i miR-150 £ 1M 2 45 T fie 0 42 24 P A 0 da
BELAS 1 I RS W 7, DR, B0 R Gt Hb A 7
miR-150 fEi Mk B R ER, FHEEE
B>, ) T 4T B miR-150 8 4% 09 48 4786
miR-150 718 Ifil & & it A% H i 7 i B RURIHE R

(& £ X #
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