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ShRNA #! [ T 2k HOXA10 3L Py
kf U937 211 I 1% 57 A 8] 12 Y 535 Wi

kB REL FE)] KB

(LEMEFRWEERILA, LA EN 256603; 2. TREFAKXFILELT
BFFRATEER TR ELLRE, TR 400014)

[# ZE] BHH HIMERHEERIEN 25 %I RNA (shRNA,siRNA Fip{4) 8 [ iR HOXA10 K %} U937 41
MG AT RTE S, ik It IEf a4 2545 HOXALO ZE[H Y shRNA B KA 204, Jf-#4 @ HOXALO
FEPI Y B TORL B 4 ST 00K 43 A 2k ok e 4% L 293T 4l i, F Western blot 4610 H &l vk 35 SR fe 47 1)

1 2% TR A 2% 12 55 7% (lenti-shHOXA10) 32 U937 4 A4 A T P4 (lenti-shHOXA10) | BHYE X R AL (lenti-NC) FI
AN FRLH 38 52 I = 20 B S A2 0 s 1 X U937 40 il 1) 8% e A0 %2 JF A real-time PCR ., Western blot J5 7 il 72 X
HOXA10 SEFF A TTBRAE R 5 B QUL 05 3 21 4t T 25 b A9 728 1 s MITT 3054 00 200 JE 28 400 o) 23 5 3 2K 4 L A A 3
3HANMPAT- R, R NI T A AUIER HOXALO JE[H 1) 185 5-shRNA (&, T4l HOXA10 mRNA T
BRBCEN (92.3 £1.3) % ,EARBKTE FHEIL 1% , THA MG Z A (43.9 £0.7) % , SEAH] AL AL
M2 RA G (P <0.05) ;3 (R 8 B /R T-HULH A MO A% BT L/ A2 2 2460 L5 TR AL 40 B g =%k
(27.1 21.4) % , B3FE 5 T HPEXT IR (19.4 £1.9) % FIRAPEA R (5.5 £1.3)% (P <0.05), &it BHET
FARA 1 shRNA AT A2 E MR AR HOXATLO 5 [R] ) 23K 7K, A 80 i) U937 4 b 4 A fd s LA 77, HOXAL0 2
PRI B 8 1 I 35 BRIV 7 T A [HESRILRZE,2012,14(10) ;785 -791]
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Effect of HOXA10 gene silenced by shRNA on proliferation and apoptosis of U937 cell
line

ZHANG Yan-Jun, JIA Xiu-Hong, LI Jian-Chang, XU You-Hua. Department of Pediatrics, Affiliated Hospital of Binzhou
Medical University, Binzhow, Shandong 256603, China ( Jia X-H, Email ; jiaxiuhong001@ 163. com)

Abstract: Objective To investigate the effects of lentivirus-mediated RNA interference targeting HOXA10 gene on
the proliferation, apoptosis and morphology of leukemic cell line U937. Methods Four different shRNA plasmids were
designed and built to interfere with HOXA10 gene. The four interference plasmids were transfected into 293T cells with the
HOXA10 over expression plasmid and then the RNAI efficiency of the four interference plasmids was determined by Western
blot. The best one was chosen to transfect 293T cells with lentiviral helping plasmids to produce packaged lentivirus (lenti-
shHOXA10). U937 cells were divided into interference group (lenti-shHOXA10) , negative control group and untreated
group. After infection with the packaged lentivirus, infection efficiency of lentivirus for U937 was detected by flow
cytometry, and the expression of HOXA10 gene mRNA and protein was detected by real-time PCR and Western blot. Cell
survival was determined by MTT assay. Apoptosis rate was detected by flow cytometry. Results Lentiviral-shRNA vector of
HOXA10 gene was successfully constructed. Compared with the negative control and untreated groups, mRNA level of
HOXA10 decreased by (92.3 +1.3)% , protein levels decreased by 91. 1% , and the inhibition rate of U937 cells
[(43.9£0.7)% ]| increased in the interference group (P <0.05). Wright's staining showed that the ratio of karyon to
cytoplasm was reduced and mitotic phase was rare in the interference group. Apoptosis rate in the interference group
[(27.1£1.4)% ]| was significantly higher than in the negative [ (19.4 +1.9)% ] and untreated groups [ (5.5 +
1.3)% ] (P<0.05). Conclusions Lentivirus mediated RNAi can reduce the expression level of HOXA10, effectively
inhibit proliferation and promote apoptosis of U937 cells. HOXALO gene is expected to become a new target for the
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treatment of leukemia at gene level.
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SVERE R B I (AML) 2 DL a6 Bk 4 7 40 i
TEEBER Y AR AR 1) — LB , T3 308 1 A
MR D, A& 1 5 AR A A7 AU 40% ~50% ,
DMEST R E RGBT O dE BIE R, B s G 7
W i 2 A SR YT F B . BT, K phse R W
[FJE & 5L A10(HOXAL0) (2 = 2638 5 H I 1)
RAFHLEI TS 254 O¢, HOXA10 & KA B A
2K I A IT B R SRS L AR BT T L sk
HOXATO H PR (1A 80T 400 s 0. U8 s 3, LA
2 7 K A T & J¢ RNA (shRNA) fE
HOXAT0 HE PR 3R 35 AAJR AFAAZ A M 14 00 9 248 L
PR(U93T Ziff) , 3 HOXAL0 JE[AI Ay 3Rk, MR HL
X U937 AUIEAS IG5 AE T 15

1 #R5FE
1.1 SRwte

T4k pGC-shHOXAL0-GFP-LV (3 1) %l )
Jiki pHelper 1.0 £ pHelper 2. 0, BF {4 X} BE 18 5 25

[ Chin J Contemp Pediatr, 2012, 14(10) ;785 —791 ]

HOXA10 gene; Leukemia;Lentivirus; RNA Interference ;U937 cell

pGC-NC-GFP-LV 40l 7 | 7 L 5L I HOARAT BR 2
Al NBF R 4 R 293 4 i RN G Ak KB A 1 Uk
AN RE DHS o 200 e 50 PSR R 27 B s L =
B JLBHIT ST T 52 56 28 $ it s BORL /Nl il ) & (56
OMIGA Bio-TECH 2 ] ) 5 J5ORL A il 30 ) & (18
QIAGEN 2\ +]) ;U937 2 H H [ B 27 B 240 P2 5
Hhi N\ HOXALO0 2 5 BEHTLIA (Albcam 24 w]) , St
A a-tubulin BATEREHI{A (32 [F Cell Signaling Tech-
nology 24 ] ) , BUAR it S AL Wy AR 10 1L E- 0 S — 0
(IRBHEYIE 732 ) s RPMI-1640 \DMEM = B 3% 77
LA F-12k Jeqitl 55 57 51 B 58 [F Hyclone 24 w5
GIBCO fia I35 ( 35 [ Invitrogen 24 ] ) 5 — F1 BENE.
B (DMSO) (Sigma 2\ ] ) 5 B 8 1 F L 2 F 2K
BN & Cr B A MR R e AT BR 2 w) ) s RNA 4
W & (bt m B e AR R A BRA W) 5 S s
1R & (TaKaRa 22 7)) 5 REENE W A 5[5 Sigma 2
) ; Lipofectamine 2000 ( I B 2€ [ Invitrogen 2\ 7)) o
HOXA10 .GAPDH |- T iffe5 | 4 h 5 B3k R H AR A FR

AR

*1 KEEBH HOXAL0 EFE 4 £FHEF

fir#; 52l
shHOXA10-1 1F 5% 5"-TCTCACGGACAGACAAGTGAAACTCGAGTTTCACTTGTCTGTCCGTGAGTTTTTTC-3’
A 5'-TCGAGAAAAAACTCACGGACAGACAAGTGAAACTCGAGTTTCACTTGTCTGTCCGTGAGA-3’
shHOXA10-2 1F Y 4% 5'- TCACGGCAAAGAGTGGTCGGAACTCGAGTTCCGACCACTCTTTGCCGTGTTTTTTC-3’
2 XAk 5'-TCGAGAAAAAACACGGCAAAGAGTGGTCGGAACTCGAGTTCCGACCACTCTTTGCCGTGA-3'
shHOXA10-3 1F X 5% 5"-TGAGAGCGGCGCCTAGAGATTACTCGAGTAATCTCTAGGCGCCGCTCTCTTTTTTC-3’
J A 5'-TCGAGAAAAAAGAGAGCGGCGCCTAGAGATTACTCGAGTAATCTCTAGGCGCCGCTCTCA-3’
shHOXA104 1F 5% 5'-TAAGGAGTTTCTGTTCAATATGCTCGAGCATATTGAACAGAAACTCCTTTTTTTTC-3’
Jz A% 5'-TCGAGAAAAAAAAGGAGTTTCTGTTCAATATGCTCGAGCATATTGAACAGAAACTCCTTA-3’
1.2 ZHpaIE3E FRYEIN 0.5 g, BEFL lipofectamine 2000 {AF>

U937 4t F1 293T 4 it 73 ) # T & 10% Jif 4
ML B R FEER 2 45 100 U/mL ) RPMI1640 A1
DMEM/F-12K 35323, F 37°C 5% CO, B 544
BIFR AR, 2 ~3 d AR —K. 4R RKORE R AT,
BS54 A 7 5256
1.3 gmsa
1.3.1 Asdesaime BRI 4 &850
THe P 0 kL 43 3115 E 32 PR 11 3 30 oo %
Y2937 4iiffl, 3o Feak TR ESy JRYL AT 1 d AR
RLUFA9 293 T Aifide 5 x 10°/mL 25 B 4580 T 24 LR
W, 2 293T 4 A= K55 80% ~ 90% fil 4 B, e i,
400 WL (980 I3 15 77 2 (opti-MEMI ) i F:£1L 35 5

2 who T4k Yy B Fik A lipofectamine 2000
I3 AR T opti-MEMI Hhr 4], Z IR R E S min ;g
T A L %) Jo R AN A B 4 ) lipofectamine 2000 JE 2],
FEIREE 20 min; U F kL DNA 5 lipofectamine 2000
TR GBI A 293 T 4 fitdrh,37°C 5% CO, BiFrAfth
%% 6 ~8 h 54 T i 1) & 10% I3 1) 58 4 1 57
B YT 24 h YOG WS T LER AN IR L R Sk
YLJ5 36 ~48 h A AN, Hili $2 5L 1 64T Western
blot 5l o ALK K% Ye it 3k HOXAL0 A Y ot
RLZEVE Ay BT R ZH 5 A el 223K BORL AN BP0
o EE AR SO LA A B P X6 B 5 N2 AT ot
KIf 203T HHAELHAE Ry 2s (0 BRA ; Feff Yuid ik it
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LAY TORL 20 M 20 D 586 40, o sS40 (1 A
WP BORL Y 0 0. 25 g, SE5 AL (ID AR T3
FRLR)E R 0.5 pg.
1.3.2 Gkt fesma 0% W AT B
pGC-shHOXA10-GFP-LV | 4 Bfj J5i % pHelper 1. 0,
pHelper 2. 0 F AL K AT T I BOCH B B8 B,
iR AR B Al AL Ok . 5 YL 24 h, IR A
it T A B AR K I Y 293 T 4, A 10% I3 1
B SLTREANA 2E BE hy 6 x 10°/mL, 455 10 ml %]
150 cm® 41 i 15 55 6 14, 37°C \5% CO, 5 35 #i 4 K
Fto 24 h 5 Fr A 38 70% ~ 80% iy BV n] A 1
FEOL o FEYLTT 2 ho A A R S A T I R AR
Ho 1o — K E 0 N pGC-shHOXA10-GFP-LV
AR 10 pg.pHelper 1.0 5 {K 7.5 wg.pHelper 2.0
IR S pg GHNATRE opti-MEML JR-A 157, 4
AMAT N 1.25 mL, 7EE R TR E S min, ¥ lipo-
fectamine 2000 {748 L HE 5], I 50 L lipofectamine
2000 iIXFES —E 5 1.2 mL opti-MEM1 R4, 1E
it T E S min, JEFES Y DNA S5H0ES 1) li-
pofectamine 2000 HEATIR A, F A2 MU A (B)TR 2 , 7628 it
TEFE 20 min J5,% DNA 5 lipofectamine 2000 JE
W 2 293 T Al IR b IR A, T 37°C 5%
CO, fEERAAT P IEIR . Hi9% 8 h Ja i LB 3R TF
F10.01 M ) PBS 2 32 i3 — ikt , 4 20 i v fn A
B 10% I35 40 e 3% 32 35 15 mL, F 37°C 5% CO,
IR N RS RG 77 48 h,
1.3.3 smaplcEampEn g Y48 h 5%
1R (4°C)4000 g B5.0 10 min WeBE BB H IS
T 0.45 wm (98N 17 e i 38,4000 ¢ B5.0> 15 min
W EIER, Hedi o R BRIV 702k, — 80T Y]
TRAF . H5293T AL 2 x 10°/FLHRN T 24 LA T,
4 h IS R HORS SR E R ] L IR R (10107 ~
1:10") e A 3 A S AL 5 WIS 97 3%, # A3 4L
400 L s 7 B R 293 T 40 A 3% R A, il
T 37°C 5% CO, FEFRFIPIBE T L4 2 KB 1 5
Bk RS SR 4 d 5 TYOL BB PRk
P 1 (green fluorescence protein, GFP) 2 ifi % ;
F B TS L A AT

GFP FH M 41 o K x
i B i BEAS (TU/mL)
0.4 mL

Jpa 75 JE (TU/mlL)=

1.4 XWHAERLLE
PR Y U937 4if i 1 ) 3 Fh 7E 24 £L

M BEFLATIACR 1.5 x 107, 40 R T34l | B %
HEZH AR A B, AR I AU FE N 8 g/ mL B
BN , 1295 75 (lentiviral ) % U937 Zfififg i) MOL BU(E N
10, 435076 T30 26 . BH P %k BE2H 40 it o A lenti-
shHOXA10 ,lenti-NC, 40 3 26 fin %5 42 PBS, K 2 fifg
BT 37C 5% CO, B4 E K. 24 h j5H
PO EE RS TR AR S B R N BRI 5 d ST
DA AH A

4.1 X am e KAl 1% 9% 3 2t U937 4m B 64 i
FaE FESOCEMEBE TS T RG] BT A
AR AL FEA] GFP 23K (0 I HEAH , U4 3 4140
Jiil, PBS Pk 2 3,30 min P CAH {3 & GFP
FHMEARAE R . SRR IR B 80% LA b i 47 T4
ROEFEDE o

1.4.2 Real-time PCR # HOXA10 mRNA #4372
E Ay RIBCTARAL BT HE 2 0 A Ak A 1Y)
A, PEIBUE RNA, L5555 ¢DNA, DU 41 cDNA
FAEAR , #EAT real-time PCR, DAARXS @ f 35114 H Y
F BTG ], & REAR 3 NS L. HOXALO |
W5 9. 5'-CAGAACCGCAGGATGAAA-3', T Jif B
#].5'-ACCAGCACCAAGCAAACA-3' I 14 B By K fig
278 bp; N2 M GAPDH 5|4 :5'-TGACTTCAA-
CAGCGACACCCA-3", F % 5| #: 5'-CACCCTGTT-
GCTGTAGCCAAA-3' 4 B BE K JiF 121 bp, i
£ :95°C T 10 min;95°C AR 15 s,60°C 3B k
1 min, 23647 40 MG ;95°C 25 #E 15 s,60°C 1B k.
1 min,95°C A5k 15 s, 04T 1 MG 2 oM ik
X real-time PCR BUH #4743 4. A SE g i 37 8 5
3.

1.4.3 Western blot #&3 HOXA10 & & 89 £3%
PR EEIER YL 5 d S YREE T HRAL B X R AL R b B
LU, FHYS PBS Y 2 Uk, M40 A 3% A e A% &
FRIBURFN S ULHT UM A buffer A B C, 2L 2 il
JEFIZH A% , 16000 g BS.0> 10 min, Y dE F 7, BUL &
FH BCA S FIH B, AR 5 x SDS-PAGE. | Ff %%
MBE T 5 min, - 80°C fRfF, HUSE & & 1, 1T
SDS-PAGE Hi ik J& ¥ 5 111 % #% 2] PVDF I |,
5% RAE W5 K3 1) TBST EH A EA 2 h, 4 1 x TBST
FEATEEGE (10 min x 3 ), Iifadi A HOXAL10 £ 52
EPUAR (FRBERE A 1/300) ,4CEE WK, 7870 TR vk
JE LAY bt (W Ry 1/2400) , = iR BEH
1 h, ek, b 2E bk B, A a-tublin {4
ZERE VL EHIR, SR Gel-Pro analyzer 3453 Hr &l
1%, A HOXA10/ a-tubulin FUAE /R B A9 3L 1)
FEXS FRIB K- o
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1.4.4 #7200 % HOXALO K B 49 U937 4ol ik TR0, 45 ) o 1 x 10°/mL, R 171
T YIS S d JE BT AR dL PMEXT R R & U A AN I S wL 7-AAD (1 pl
ZHFNA AL FRZH 40 L, 1] PBS VEIR P, PB4 Annexin V-PE F242IE 5], 73045 FIX B Annexin V-
& HIVEAIMEYR A, T R 5 I0aE S QYR ZR IR PE XTHR 7-AAD R BOREIRFE 15 min, L
K BCFIRE P €6 13 min, JE K M6 1 min B8RO0 ARARASURIN A LR T

FEYL ORI T JE TP RS R, R 1.5 SitZ5Hh
1.4.5  MTT 34 4m B 3 78 4 ) 5 iGN KM SPSS 13. 0 Geit B b AT 412750 o it
AL PR BRI R AL BT A, FEAL LA 5 < 10" 41 RVERHUSEL = bR 2E (x £5) TR . ZAMELECR

/L RS 100 WL 38T 96 FLEEIRMRh e AR T 22000, 2L 18] P EEBER ) LSD-t A B,
MEH, BB 6 ML, BIMA S mg/mL 1§ P<0.05 AZEFRAGIHE L

MTT g 15 wL, 55 4 h )55 B3, &L A DMSO

150 plL, fik %24 15 min, f Q25 GERG BRI 2 R

T 570 nm P MEWICEE (A) (. 4L A EHIHE

Ja , ZAEA AR B R FR/ME, S AR R FATLRC 2.1 DNA JlfF

SEISMEL, TR A S A R (IR) o IR = (1 - 525 X 4 7% lenti-shHOXA10 T4 25 A7 53| #E 1 7
4 A {E/ AR BRAL A () x100% . DY, RS RS P 1 2 T 0 B 3 51 45 Ty 31

1.4.6 AXmiefenmie = @RS e85 WE L
5 dJS SN, 1T PBS Pk 2 U, T 1 x ZE bl

370 380 390 400 410 370 380 390 400 410
| §TCicaeiCAGICARGTOIALCTCEAGTTTCACTTEICTECE MG GHITT] |': CGGE 1A AGAGTECTCOE AACTCOAGTTCCGACCACTCTTIGECETETTTTT|
N ‘|l,l A s A A AR ah it A A I B n e A AR st A AR A A
1 vy i (RPN T RT L P I A A M A e AU TV T YA T LA
.“uHJ"- WV l'u’l'!n"\ VATV G A -"u"!"“)‘\ i "n"'-'h'\l';'l f'rﬁ\l\*ﬂ“r“'”i'”iﬂ"ﬂ A
210 220 230 240 250 200 210 220 230 240 250
|RGACAGOCE QCC TICACHTTACTCCICTAITCTCTAGRCO0CCL TCTET TITTIC [BAGGACTTTCTOTTCAATATOCTCE IGCATATTELICIGAMACTOLTITTITTRG|
C D

ORI TR TYIY IO
“‘III |'. |ﬁ lllﬁ""llI " 1 i Ill!IIi ! I -I'.‘oﬂln vl |.r"‘n’"‘rﬂ"u‘y'r:"l'?“"--. A “!'l ."'I‘Il". 1 ". .'1'|"'|.» A ., A M 'I‘."’."'..y“...l .-'-'

1 ZHEDNAJNFELER A:lenti-shHOXA10-1 Zk14; B: lenti-shHOXA10-2 % {4 ; C: lenti-shHOXA10-3 #k 44 ; D lenti-
shHOXA104 Z{k ; [&] i 2k IR 36 TR ST 51 5 2R AR R AU (A5

2.2 BRSHENERX U937 HAaHEE L8R 2.4 BRSNS U937 40 HOXAL10 £ [F 7Bk
afifl e 4 o A8 T BT R 1.2 x 10, R
MOI =10 B, 18955 75 % 4L U937 4ilu 5 d Ji5 GFP [ s 4 5 TP 2R 1002 95 B R e U937 4il il J5

AN Ry 90% , I EFOCRAEE Fal W GFP FHIE 5 AR AN, FBUE RNA J: 5 5% ¢DNA , re-
AN L (18] 2) , B ARCER S I TR 4H4 al-time PCR A4S HOXA10 mRNA #9415 i ¢, 1
Jis GFP BHIPEAMM R HT FRE, 5 2 ~3 dHBA0—k,  RZH AN T BAE XS IR 20 s HOXATO S g 3%
B2 13 K, WA G E AL AP I K (7.7 £ 1.3) %, WA il 25 R O (92. 3 =
AR b FLZ GFP 4f Jif B 2R 43 591 O (66. 65 + 1.3) % , S HIER A A H 22 S A Geit e i X (e =
0.33)% (87.57 +1.61)% .(0.12 £0.12)% , T4t4H 5 11.68,P =0.027) ; Western blot SZ55 25 R g /8 T3
BRPERS IR RAE P A 22 S A G2 B L (F = 2 HOXALO 35 (1 358 7K 75 BIPE X IR ALA e T F

6766,P <0.001) , 91.1% (F =23.57,P =0.01) , il B %} B 20 5 o b
2.3  Western blot X174 373 R A i it A4 HOXALO 3 R IBKF 27 BGIH AR

Western blot £5 R 27 4 S LAY B o WK 4.
PR KA A A, DR R e LI 3
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EN US| [ XoF it 21 THA
o~ (7 St AR s, A YO 20 '8
;;,) ’.) ,:;;15 "0 \6 ; ';‘)?\J ‘?)%;\) ; )))';)?)1 j) J\))A;‘ )s 3 %) 4;)
PNy AR ety . ) Vil D0 O 00 |
. » 132) A ) ¥ i AV p ol ‘
EBR A ',3_,:‘,{,},’-)_.,?;55_‘, 4/ : %0043, o S
y .{’) ’.,,(: ; }, ¢ _,.) ¢ 2 ‘?.; -‘) ;)’)) 4 )))J)% ’))2 X, : ~\\‘)) ') )
}.q 32 INS ) Q} & b , ’)’oh 0 > )"J) AN AL }
J v 1 , & i » @ L
- 2\ Yo > p K X TP ~ i k?‘)(‘\{

FOLR A

2 BIEEREES d EHY U937 AR ( x200)  RALFRLLANI R AT GG, IR BEOR T B 20 40 i s e 18 i 75 5 d

Ja KRG EIOCE A (GFP) , GFP JITEA AR 1A% 90% 7241 o

BAPE 25/ BIPE KD1 KD2 KD3 KD4 Bt KD1I KD2 KD3 KD4
XA X R X AR X ]

Qt-tubulin (53 KD)

SR (T) e (1)

3 Western blot #2iI 293T 20 HOXAL10 | HHIRIE PR 5 50 325k HOXATO JE R (4 BORL 40 a2 ;25 14
o R TR Y AT AT ORI 293 4 ML 2EL 5 I3 1 X R« et b 6 06 ORI A0 I A X 0 8 2 A R0 40 20 5 S 620 - P e od 380 36 R R
TFH R AL ; KDL ~ KD4 S35 1 ~4 ST IR A THRCR . L8l ( 1) RFMAR T BRI 0.25 ng; SLHRAI()

FREMAR T BRLA Y 0.5 pge

b BIVEX B 0.5 pg TH4 FICLH 240 B e A2 [ T A ), A o bR /), % 402

N . ]
I e P L

2.6 (2RSS ENDHFUR TR ZMm

TR K B, I TR SE A,
4 Western blot j%#& il shRNA FH87J5 U937 45 ,H\Tﬂ]ﬂéﬂz \{)%\]iﬁlﬁ FF X BRZH AL BRZH A b 22 57
HOXA10 &R Fik O X (S5 F =2997.23,P <0.001; F =

151.57,P<0.001), W32,
2.5 WIRIENERZRAMABRESET
BT, 5 BT B R AL FRAL AN A AR L,

U

RAL P I X 1 201 THd

5 WMREEVRZAMBHEZTN(x400)  RAFRLA S B AN R TR 8, BRI RS, 40

B/l s THRA - 20RO SR AL B LB/ o
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R2 BHEEN T RNA TR U937 20 f 18 58 700

THIEM (n=3)
MTT A AR
451 -
WOCEEH (v 2s) IR (% ) TR (%)
AU TR 1.38 +0.03 0 5.5+1.3
BHPEXTHR4L 1.08 +£0.03 22.0+0.4 19.4+1.9
THed 0.77 £0.01* 43.9 £0.7° 27.1+1.4°

a: SRALFLAPIEXS SALAA L, P <0.05

AV

3 e

i
HOXA10 K& PR i % [ Y5 5% 53¢ [R5, £ 1 B &%
AN ik, AR BEFE R BT, HOXAL0 5 1
R FR ), HOXAL0 7E/ LB BRI = 8 T 5 i
NREAE AMLTY  Camos 461 R BHR A 5 (L%
(ML ) 5 PR 5 HF 35 43 53 56 3 52 A% At LT 25 1
AML 35 HOXAL0 23R4 , TS 4F i AML
B E HOXAL0 B3k /KF H AR, 4278 HOXAT0 fy
LKA 5 AML B35 1) BU5 A OC, HOXAL0 JE [
Z: 5 | M A AL 8 AN B, 3 2 223 I F
IR H B RIRIFHIGE . Kawagoe 251 38 3 )2
SCBER AT BRE AR S 17 RV THP-1 41 fg #k MLL-AF9
(12238 ] [A] e HOXAT ~ A10 BERI g 2Rk, JF AT
fili THP-1 0 T35, $& 7% HOXAL0 752 5 1 1l
Ja A At AR A2 31 MLL-AF9[ AFO £(9;11) (p22;
q23) ] 8 A5, Shah 2T g ALY 5
HOXA10 {1 JFORE 2R AL 3] U937 4, A4 ES
FE ik HOXAL0 A4 fiutk , & B HOXAL0 ¥4 5 5% 1k
H K ¥ B2 (transforming growth factor-g2, TGF-B2)
[ 530, HOXAL0 38 ik 34 i TGF-B2 1) 73 Wh K 2 itk
el 22 AHL 20 ML %) 1S L, 33X P B HOXAL0 i 635 5 2
AML [P BEBLA Z — o

FRAT T I S 5 T 0 8 ) i 23k HOXAL0 K& K]
AN AR U937, U937 J& N BRAZ A0 I 1 1L 40 Ffd ok
SRR AR AR, i A T L I R AR S 20
FEBEMEIR Y , g PR 204 siRNA FBURLEE: U937
A RCRAERAL, EARR AR H Y 5L, g
5 15 RE S T B A SN S AR A S A 4
I DNA 7] DLTEIR G 5 8 G A e 32 40 Y s 6 4
FE R E I ERE, O B RA AR S 5 RS F Rk
PEEEA A o T LLAS R 5 18 545 6 B A by AR S e
U937 i, A7 (Fr i) HOXAL0 BRI AYZIfiE

H1 T 1 B4 S H 2 AL A5 7 R A 3 8 R AR M
Y U937 4ifitg, iir LA B % 4 293T 4 fifd, #£ 293T
20 A T PR L o 4 SR T IR BORL 43 Sl A
HOXAT0 H P (1432 235 BOR g 293T 20, 7 16 Hh)

T HOXA10 F:F 1A % T P HE 45, real-time PCR IE
S 4 5 TP A8 B X HOXALO (1) il 9 550 % K
(92.3 +1.3)% , lenti-shHOXA10 A & % U937
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