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miR-381-3p £ MEfE & A b i #s
Je kb 1 11995 20 1 2 5 IR 120 5% Mg

KL, T

HE BR Wit miR-381-3p 762 MEEE £ A MG (AML) H
BIZRIE MR S R SR, LT AML 40 g 394 5l A1 i
TRBEIA, MIRIT AML B IEERSKIG . % FIAEYE
JLEE T S 25 B3R 19 miRNAs  IE AML 82 5 1 I IR
%ﬁnmmﬁzk T E A BB B BB miRNA 386K
S g2 B miRNA 5 AML 856 & |, 359 A B3 b 47
Bl , 15T SR AR (0S) FITCHR AL A7 01 ( DFS) ; fR 4h 85 357
AML 404, ¥4 2 miR-381-3p By FUkL, il AML i ik miR-
381-3p Al @ ik miR-381-3p, 43 A control , miR-381 mimics,
mimics NC ,miR-381 inhibitor , inhibitor NC Fi.4H , % F§ CCK-8
KA ARAG I AML ZHAR A IESE M T 150, &R
FAEDE B 2201 & 22 5358 1) miRNAs I 5 2400
miR-381-3p AW /T, 49 A AML H3 3L 90 i, AML 3%
miR-381 FiEAALT X AL, B4 FAB 0B 5 ¥R FIE
B ;miR-381 FRik KT B SRS AML 82 B 4RSS k51
SR AR T U 4R FAB 22 I T R HLE FRIA K
miR-381 f&# OS K DFS WK, ZRAFITHE (P <
0.05) ; AHhS2 86 52 BT B miR-381 J5 , AT 404h) AML 40 i)
VAT AR | Yot P ik miR-381 )5, "I #F AML 40 it 1Y
JATS IMEIAE. 4518  miR-381-3p 76 AML B K&k,
Hod Fk B ml g 4K 0S F1 DFS, miR-381-3p A LIAE HE
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S MERE R A ML (acute myeloid leukemia,
AML) J&—Fh B8 1% 28 2% it S B0 H UL 1ML &R 48
Bl @HEW“] SR RN FE 2R A T AT A i gge o

5513 P RIS 9 12 AML B SO I, Bod ik g
A ERIED IR X AML B3 8 i £ 24 1k
BT B i T AN RS A, (H 5 4E BT RAME T
30% . PRI, A7 e TR A AR bR R T
RIS TS HIRTRG TR

/N RNA ( microRNAs, miRNAs ) J&—Fl & A 2
22 MEHTR N IEREAE g% /)y RNA 40 ¥, il ik 5
! mRNA %) 3'-4F #1%% [X. (3" untranslated region,3’-
UTR) 254, P81 i 53t o 7K S #03 [R A 3k, B0
il 2% mRNA Vﬁ@%'ﬁﬁl‘?ﬁ%m TE AML 1 & H
RIEH, miRNA 38 i 2 Fh 7 20 248 1 miRNA &
HPHR I KA Iﬁmf;ﬂ@%ﬁﬁ\%mﬁu&
JZAEE T ALURNM B Y miRNAs 15 2 Fhye
I R 12 Wi A RIS 19 AR 0 bs Y 2 s iz oF
525 SR B AT IE miR-381 76 AML iy
Tk R B T AN A= 244 T R AR VR
BTENIGIT AML (115 PRI W7 A0 3005 B2 1L A L o5

TLR4 low expression on the expression of VE-cadherin, F-actin and RhoA and the permeability of endothelial cells.
Results the serum levels of TLR4, RhoA, interleukin-1 (IL-1),

(IL-6) and tumor necrosis factor-a( TNF-a) significantly decreased. The expression levels of VE-cadherin, F-ac-

After continuous blood treatment, interleukin-6
tin, TLR4 and RhoA in the serum intervention group after continuous hemofiltration treatment significantly de-
creased, and the cell permeability significantly decreased. Low expression of TLR4 significantly promoted the ex-
pression of VE-cadherin and F-actin, and inhibited the expression of RhoA protein. Conclusion TLR4/RhoA sig-
naling pathway is involved in the regulation of changes in vascular endothelial cell permeability induced by septic
serum after continuous hemofiltration treatment.

Key words sepsis; Toll-like receptor 4; RhoA; continuous hemofiltration therapy ;endothelial cell; burn
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1 HRSFE

1.1 AML EEMMN 4L 2014 4 6 H—2016
AR 10 H AR B 2E B o — M s R Be 112 KOs
FEBEHIZHAR L R GERIT 1) AML 35 90 BilfE 58
Y4H (AML 4H) , 55 62 i, 4 28 f51],16 ~85 %, thfiL
s 49 5 Hoh <60 % 39 fiil, =60 % 51 il H &
JRIRANAEL < 60% (1) 16 ], =60% (1) 17 4] ; Ye (AR 7
W57 B, A BE ST A FAB [ bRy B2 Wi bR
E, F5 08 FAB 432 . MO A1 3 5], M1 &l 6 {51, M2 74 30
i, M3 AU 5 f5i] M4 A2 5] M5 AU 41 5], M6 74 3 4],
[ ], 3 T - 4 4 2 30 814 A %o LA (IF &
), HA B 17 #2413 F, ARFFFEE AR
SE PR — B B e A P2 B S i (1B RS
A2021-074-01) , AZH B35 ¥ 018 W) 2 I PR 95 kL1
TSR B g D Gk AR I, B 28 iR A2 TS TR
ZAETFHEAT, B3 ~5 ml B BEW, EDTA HisEE 1
e

1.2 miRNA 15 RNA B93REL  #%1E miRNA FlE
RNA $2EGRF & 1 77 75 $2 O A B 40 B miRNA
1 RNA, I Tagman MicroRNA Jz 7% 51057 &5 Al
738 S AR B U SR 5] cDNA L L U6 N SH%
H Tagman miRNA %57 & #1 SYBR Green PCR Mas-
ter Mix & 7 & #F 47 qRT-PCR S b7, 15 2 %45
2 AR TARFE T miR-381-3p [UFRIA R,

1.3 miR-381 WRIZEEERIERZEHNXERE K
L SAPNTEI O K P IS B 087 O N
il FAB 43745 X J A SR AT R AR 7 T A T A=
1 ( disease-free survival, DFS) & A 773 (overall
survival ,0S) , 7M1 miR-381 EKIAM &K 5 B & Fls
MRRR,

1.4 HWRERIEEFT  WRARE P UL VR T AML 48
MLF oK bR AL, 5% 2 &0 ALY L 800 1/min
BEATESO , UTTE M8 ] 109% BG2E I3 DMEM K557
FLEBE FRELD SRS RIUTRE AN, B H DMEM
BiaR BB AN M E B 9%, AN Rk 80% L) B
PEATAE AR, A 1 ml R 2R BT Ak A0, 5
DMEM BiR 2 ki At B2, 5 g 0o A5 B DTTE 1y 5%
SEEBJGHR L ¢« 3 R B IR O
BT A A (8 20 8 0 S BT i 200 L, D 400 L R A7
WA B, A AR AR S BT - 80 C KA
R BB B RARE DT R

1.5 4RaFEER5y4E I/ Lipofectamine 3000 %
v miR-381-3p &7, 43 M it F ik 4 miR-381-3p mim-

ics B4 miR-381-3p inhibitor LA K2 4% [ X} 107 19 B
PEXTHR , FREE YA 24 h A THR AL P 48 h JE Il sE
YA TR LS BARF A LR 1,

®1 EHIF5I

Bk J¥3(5'3")
miRNA-381 mimics F.CCAGAUCGUAAGUGGUACCGUU
R:CUCUACACCGAACUAUAUCAGU
F.UCCUCCGUUCAGGUCACCUAA
R:ACUCAACUCGCGGAGUUTA
miRNA-381inhibitor TATCCGACTTGTAGCATTAACT
inhibitor NC CTATCCUUUUGUGUGGUAAGU
NC F:GAGGACAUUUCUGUCGAACAA

R:AAGCACUAUUCCAAUGUGCUG

mimics NC

1.6 qRT-PCR #% /8 miRNA 2 Bt 77 & F1 i
RNA £ B0 & U W1 45 82 B RNA 5, ff ] qRT-
PCR Y75 820 5 4% 4H b miR-381-3p ik, i
H Nanodrop M 22 RNA S, IR RS R E =
— UG W5 S cDNA | I 4544 :37 °C 2 min, 42
C 60 min,70 °C 5 min,4 °C 1#4F, Kiifs cDNA #%
M Tagman miRNA kit {5 & #1 SYBR Green PCR
Master Mix 12l & # 17 55 I 92 5t € 7 PCR, it
PCR 517 5 e WL 2 2, P8 &4 0.95 C 10
min,95 °C 15 5,60 °C 30 s, fEF AL 40 ¥k, 1]
2 AN AR T miIRNA .mRNA (kR

*2 5IMF3
519 FIWIFSI(5"-3")
miRNA-381-3p F:UAUACAAGGGCAAGCUCUCUGU
R: Inquiry kit
U6 F.CTCGCTTCGGCAGCACATATACT
R:ACGCTTCACGAATTTGCGTGTC
GAPDH F:TGATGACATCAAGAAGGTGGTGAAG

R:TCCTTGGAGGCCATGTGGGCCAT

1.7 SRR %5 x10°/ml WK AML 41
FIAETE 6 FLAR Y, #5208 1. 5 WAL B S (19 AML 40 i ff
FHTA (9 PBS #1345, A 16 305 £ I A5 2
fitg, 2L 800 r/min B0 5 min ﬁﬁ%ﬂiﬁJﬁ)ﬂ PBS H
ELANMIS 4325E 43 WA A PL I Annexin V-FITC ik
Je , B E T HRAL RGBT BRI

1.8 CCK-8 #illgpatasast /1 BT HO A K iy
AML ZHfE4% 5 x 10°/ml % B FiAEAE 24 FLAR H I %
EAEA R 12 h 5, BAHEE 3 R
1.5 WAL AR, A FLANA 25 wl CCK-8 &5, B,
37 CHATIEE 1.5 h, WE BFRAE 450 nm O
J& I B WG EE (absorbance , A) B, 1153 48 /i1 14 1 58
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A B
il \
type 12tYI{:MLéE GSE142700:microRNARIMRNA ] % i&
Bafevags i, .
10 JERA AML vs IE# #1, Padj<0.5
8
6
4 161+
’ 14}
~ 12+
£
T;‘ 10+
£ 8r
(=)
2
I
2k
0- T T T T T T T T T
4 3 -2 -1 0 1 2 3 4 5
log2(fold change)

1 £YEEFSTETAS AML Az RHRIER microRNAs
A 225 IR microRNAs AL B 22 53K microRNAs 8 K 1L A

o R EHER = (A -
- Apm) x100%

1.9 St ZitAa i Spss 22.0 &
4 NEEIR F GraphPad Prism 5 %4, 18 %Rkt
TTIESYER S, IS M OB & = SD o AR IE
AN TRAG Y| M (upper quartile, lower quartile) , 1F
Ao AT By 2255 WAL R SR ) Student's ¢ K 55
= Z A HEECR T 22 3 W 5 AN IE 2593 A HL
T3 ZEAFE P ] LR T Mann-Whitney U 65 56,
FRIEZS M RINBRAAGSG  THEFORHA ] LR
X KB, ] SPSS £:4fil DFS,0S, P <0.05 %/
ZRA G EE L,

2 &R

2.1 AYEEESWMEEESE AML A= 5FM%
FiXH microRNAs il i 78 GEO $4f 2 o R 3¢
T AML [ microRNA 3K 5 5 B 8 & 8088 R
GSE142700 , 7E 2 25 5 M35 1Y microRNA H T4
F| miR-381-3p, 7] LAWLER 3] 5 1F 7 41 38, AML 41
t miR-381-3p EILFRIL, WK 1A 1B,
2.2 HZEMBR FAB 4 H # miR-381-3p HIK %
HIEH 4, AML 41 miR-381 FRBHAK, 2
SRS FE L (P <0.01), WK 2A, it xf
AML 1T FAB 530,530 4 41, SIER A L, %
S miR-381 Ay IE BRI, Hirp M2 AL AML
BEFBEA, SIEFAML, 27 E ST FE X
(P<0.01), UK 2B,
2.3 miR-381-3p HIRiZ5 AML E2FIFKFRIZ

BEEZRE M T 0H miR-381 F£ik5 AML Ik R
L2 ) AR S | 45 B A AR 5 3 IR X IR 4 rp
SCM“SE-HIME +2 x bRifE 227 19 X [R]E 53 R P 4L,
miR-381 MYFRIATE AML B h S54RI PR A WL
2R (P >0.05), PI4LAME F 40 9k E 20 B
FAB 7RIt 22 S ¥ RSt ¢ B X (P >0.05) , I,
%3,

A B
151 151
B B
% %
® ®
210 210
: f
# oL
Sal Rl
E-S' & 5k " *k
0—; : ®%
2 &
E ) . E L

1 0 1
ERA sigda EH4 M2 M3 M4 M6

B2 MAABMNFEHREAML E2ER
FAB 4y H3 ¥ miR-381 BIR A {E R
A4 miR-381 [ IATH B ; B AML B3 A i) 23] b miR-381
MR RTEDL; SIEH 41 * " P <0.01

2.4 miR-381 {55 AML IR 4% ReyE XM

1E90 ] B F P 345 T 0S. DFS 1 4= 17 5, 16
AML & 5K £ 5 miR-381 AY & A L, miR-
381 mRIAMAEE RARKM 0Ss AW 7A 45
TR (P <0.05) , WLIE 3A, teAh, e BRI 3251t
¥ PFS B H] 5 miR-381 M FEAfETEIC R, 45

BRS5IKERBEmiR-381 49 B M HL , miR-381 5 %
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#3 miR3B1 WRIESBEEREARZEHNXR

pAp — mRZ38ISp
Bzt R&x wmRE P P
(n=90) 71y (n=19)
LRI (%) 0.520 0.413
<60 39 32 7
>60 51 39 12
PES 0.104 2.638
3 62 46 16
# 28 25 3
WBC( x10°/L) 0.654  0.201
<10 42 34 8
>10 48 37 11
WRELAME ( x 10°/1) 0.557  0.344
<10 000 48 39 9
>10 000 42 32 10
FAB /43%! 0.286  7.396
M1 3 2
M2 6 4 2
M3 30 15 15
M4 5 3 2
M5
M6 41 31 10
M7 3 1 2

KR HE BA K DFS HAH 22 A i 5
X (P<0.05), W& 3B,

2.5 AML AR /E miR381 RiEx 5
HS5 41AH L4, AML 4 ifs 52 HL-60 1 KG-1a H' miR-
381 YL X, ZRFARITH¥E L (P<0.05) (K
4A), & HL-60 4 ffd 5 o 5% 4% 48 h Ji5 A6 I AL N
miR-381 FYFE AT, KI5 control 4 %, miR-381
mimics 202 35 TF &5, miR-381 inhibitor £ 2 3k F &
(P<0.05) (K 4B), 1M mimics NC 215 inhibitor
NC A bi, 22 7 ogeit2¢ L (P >0.05) ., 1E KG-
la 42 TP miR-381 AL, 455 5 I R 41 iy
RER -, ZFAG I L (P <0.05) (Kl

A 1001 — {kmiR-381-3pFK ik
—— EmiR-381-3pkK ik
P=0.012
& 50
4
0 ' : :
0 20 40 60

B A1)

4C),

2.6 XX miR-381 F{EH K562 MfEAT U
&5 fitzn , AML 400 2 HL-60 38 1o kL% YL it 5 vk
B miR-381 i F K5, 5 control 4 H %, miR-
381mimics 2L -3 N, Z R A HIT¥HE X (P <
0.05) ,miR-381 inhibitor 21 FYJH T LLBIREAIL , Z 7 A
GiitE (P <0.01), £ KG-1a 4 &R P R Bl
F35 miR-381 &2 ¥E AML 40 i (9 98 T, i miR-
381 FIKFEAL, 24 H AML 4IRS JH T,

2.7 E3FRi% miR-381 5N K562 HpaiGE K6
WK1 AML 4 ] 22 HL-60 %6 YL ki 48 h, 5
miR-381 mimics ZH FL#¢, miR-381 inhibitor 41 . mimics
NC #H .inhibitor NC #H . control ZH ] {£ 3 HL-60 ZH
JBEFE (P < 0.05) ; 17 38 33 37 & 3k o # A% miR-381
Ji, 5 control 21 A %, miR-381 mimics ZH 3% 4 il
5%, miR-381 inhibitor 21 4fi ff1 3% 58 W] &, 22 B 5 G it
EE (P <0.01),

3 itig

RGNS =T ,microRNA BB 5 A FH 2
B 47 i, microRNA 76 b 988 b 19 BIF 5% A 3 7 3
Z 10 AR 5T 2 A AR o A Tk s B Rk
(%) miRNAs , 7E A 45 3 miR-381-3p 7 AML
RFk, SIEIR TR T HESS &, 131 miR-381 13
IR AML £855 0 TS, JF 38 o 4 A 2 50 0% % 0
miR-381 AJ LARIA] AML 4t jd i) 38 5 JF 4 L 1,
U miR-381 0] LAFE ] AML 40 M 536 M 3 s, R
TRYT H e S BB A

miR-381-3p 7EVF 2 I i #f S BB AR R A, K
HEHFST s miRNA-381 76 45 Fl 2 AU () 9 i Hh 2 A
R (Y IO R 7 S RN e, /70 R i

B 100 —— f[£miR-381-3pF ik
—— FmiR-381-3p& ik
P=0.005
o S0F
H
0 1 1 ]
0 20 40 60

B alH)

B3 AML £#KH OS 5 PFS
A AML B3 60 4~ A 19 0S;B: AML 52 60 4~ H (1) PFS
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* K

1.OF

Mal

HS5 HL-60 KG-la

miR-381-3plf1 ik
HL-6041 iy & FmiR-381-3p/JE ik ®
3]
KG-1a4f il % F1miR-381-3plf & ik O
3]

(0L

4 FREMEZRRAELELTR miR-381 FikFR
A ARTFYIIE R H miR-381 FRIRIE N ; B HL-60 #5445 miR-381 FiA1E M ; C: KG-1a #5445 miR-381 FRIANE I ;a: control ZH ;b : mimics NC 41 ;
¢:miR-381mimics # ;d :inhibitor NC ZH ;e:miR-381 inhibitor 2 ; 5 control 2 %% . * * P <0. 01

A B

PI
T2 3%(%)

S

mﬂﬂmﬂﬁ

C Annexin V-FITC

PI

P T2 2(%)
o
S

Annexin V-FITC

* %
0 a b ¢ d e
E5 AELLEEA AML BT ER

A B:HL-60 48 RAEALFRAH I 115 ML ; C D KG-1a 408 RASE AL IR JH 115 B ; a: control ZH ;b mimics NC £ ; ¢ : miR-381 mimics ZH ;d:
inhibitor NC ZH ;e :miR-381 inhibitor ZH ;55 control 2 H45: “ P <0.05, " * P <0. 01

A 2.0r o control4l B .51 . control4l

-=-mimics NC41 -=-mimics NC4]

-a- miR-381 mimicsZ -a- MiR-381 mimicsZ.
— inhibitor NCZ i — inhibitor NCZ

- miR-381 inhibitor4l - miR-381 inhibitor4l

* %k

—_
w

—_
[
*

<
W
T

HL-60 ODE (450 nm)
(=) —

n ) i

T T T
KG-1a ODfH (450 nm)

5} [ (h) I [ (h)

6 ARE4AEA K562 MAMILEHAETER
A s HL-60 Z il R AR AL B S FE G 10 5 B . KG-1a ML R AR IR T-A5 5 ; 5 control 4 HEL . * P <0.05,* * P <0.01
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feggs ) R RS R LR, BTE
R IR P R B miR-3813p S E ikl A
WFFEAE AML FP 250 i, FLJR R Al R 2 AN [ 28 7 1
Jiggg , GO I ] FEFIPLR & 5. b T 200
UF miR-381-3p 7E AML H1 i3RIk, AR5 R AML
BE miR-381-3p M35 B I T 1E 5 % B4 AHE,
FE Xt AML 202t 2532 T AR 45 5%, Teig ik—
S AML B35 miR-381-3p AU IR T 1F % %
M, R RATERTAEYE B g R, 8
UEB] miR-381-3p #£ AML & H k%5, #/8 miR-
381-3p fEIm IR BA B & 2 Wi (6, i 1 it —
HHRVT miR-381-3p MFRIEFE AML & T RIANE
SCARBFSE K P miR-381-3p Kk 5 B EH AR |
PRI LR AD L 20 R L A 2 (R 4 TE0C X
Li et al' " 75 B 38 O BF 58 45 SR A — 80, S AR5
SERAH— 0, I S ] 2 SR s R AT e A
PR 2 RE SRR, B /N 5 PR 38 45 SR A &5 5
#2 miR-381-3p [ZAZAk, PRI TT LB 4 Hb 37 o 1 S 3
RS E miR-381-3p X AML B0, AiE—
LIGIF miR-381-3p 5 AML (% W5 6 &, A BF
SEBETT R 60 N H & 3 miR-381-3p MRk 5B E
) OS, PFS 2 J1E #H 3¢, miR-381-3p M) = K ik 5
AML 855 0S 1 DFS FERK A K, #f — 2P 3E U] miR-
381-3p MMRE IR 5 AML AR K7l Ji EL A A o6,
X5 Huang et al'® & BL7E R AR KR 8 miR-
381 BH HAREMNTE SR —2, s
REW miR-381-3p MYFRIA 5 B F 1Y Tl 5 25 DI ARG,
{HEARBLEN T i — 20

T #E— LB AIE miR-381-3p X AML F 540,
Wt PRSNGSR AML 40 I 5 43 3% 35 5 E I miR-
381-3p X2 3 FE A JH T2 /U520, &I control
ZH I, B miR-381-3p Ji5 Al #0 ] AML 40 Jd =,
PRPERESH it 2635 miR-381-3p ] L2 AML 41
MR T MEIEsE, LA ESSRS Qiao et al' ' 7R
B & B miR-381 w3 i 815 PI3K/AKT i #40
il 20 M 3G B SRR 28 A 45 SR AH — 2, AT S
Fang et al™ % B miR-381 #[i] CULAB M ifij 4101 il
A 3 T A 28, Kong et al'® 1% B miR-
381 Ff[n] LRP6 1 fil R R LSk R 4 M 9 1 3
B 28, AR 45 R85 2 M — 2. X F miR-
381 7£ AML i 2 rh i 8 YDA F S DL 5 34— 20
Uil

25 L ik, miR-381-3p 7 Z A Mofd b 2 45 T
PR, ARG EEMGEHAE AML PR IE Tif5
JeF AML 41 ffd 338 7 R T B 52 ), 3 o s B A 5T
miRNA 75 AML [4E FAIL I B2 4 L S 8 )35 77
AML $EHEF 7 1]
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The expression of miR-381-3p in acute myeloid leukemia and its effect

on the proliferation and apoptosis of leukemia cells
Zhang Hongxia, Wang Kui, Wu Guangsheng
(Dept of Hematology, The First Affiliated Hospital of Shihezi University, Shihezi 832000) )

Abstract Objective To investigate the expression, clinical significance, progression, and prognosis of miR-381-
3p in acute myeloid leukemia ( AML), as well as its impact on AML cell proliferation and apoptosis, in order to
provide theoretical basis for the treatment of AML. Methods Bioinformatics analysis was used to identify differen-
tially expressed miRNAs, clinical data and blood samples of AML patients were collected, and the expression levels
of miRNAs in the bone marrow fluid of the included patients were measured to further elucidate the relationship be-
tween miRNAs and AML. The included patients were followed up to calculate overall survival (0S) and disease-
free survival (DFS); AML cells were cultured in vitro, miR-381-3p plasmids were constructed, miR-381-3p was
overexpressed and miR-381-3p was knocked down in AML, and they were divided into five groups: control, miR-
381 mimics, mimics NC, miR-381 inhibitor, inhibitor NC. The proliferation and apoptosis of AML cells were de-
tected using CCK-8 and flow cytometry. Results Differentially expressed miRNAs were identified using bioinfor-
matics analysis, and miR-381-3p was ultimately determined as the study molecule. A total of 90 AML patients were
included. The expression level of miR-381 in AML patients was lower than that in the control group, and all FAB
subtypes were lower than those in the normal group. The expression level of miR-381 was not related to the age,
gender, peripheral blood leukocytes, lymphocytes, and FAB typing of AML patients, and the OS and DFS of miR-
381 patients with high expression were significantly prolonged, with statistically significant differences. In vitro ex-
periments had shown that knocking down miR-381 could inhibit apoptosis and promote proliferation of AML cells.
Overexpression of miR-381 could promote apoptosis and inhibit proliferation of AML cells. Conclusion MiR-381-
3p is low expressed in AML patients, and its overexpression can significantly prolong OS and DFS. miR-381-3p can
promote apoptosis of AML cells, inhibit proliferation, and may become a targeted molecule for the treatment of
AML.
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