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Mixed lineage leukemia plays a critical role in estrogen-mediated regulation of

HOXA10 in acute myelocytic leukemia cells
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Chongqing, 40038, China)

[ Abstract ]

Objective To investigate the expression of HOXA10 in acute myelocytic leukemia cells,

and to find the regulating mechanism of HOXA10 expression in acute myelocytic leukemia cells. Methods

RT-PCR and Western blotting were applied to detect HOXA10 mRNA and protein expression in acute myelocytic

leukemia HL-60 cells with knockdown of ERa, ERB and mix lineage leukemia (MLLs) (MLL14),

respec-

tively, and with or without treatment of estradiol (E, ). ChIP was used to check the interaction between MLL
and HOXA10, and Western blotting was used to check the methylation status of histone H3K4. Results E,
could elevate HOXA10 expression through activation of ERa and ERB. HOXA10 expression could be down-
regulated by MLL1 knockdown. MLLI could bind to the ERE region on HOXA10 promoter sequence. Conclu-

sion This study may provide a new direction to study the pathogenic mechanism of acute myelocytic leukemia,

and indicates that MLL1 can be a potential target for prevention and treatment of leukemia.
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RT-HOXAI10-F CCCTACACGAAGCACCAGACACT
RT-HOXA10-R GCGTCGCCTGGAGATTCATC
B-actin-F AAGGCCAACCGCGAGAAGAT
B-actin-R TCGGTGAGGATCTTCATGAG
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THP-1 %9 ftL4% % scramble, THP-1 + MLL1, THP-1 + MLL2, THP-1 +
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ERE, #4454, E, 43237 HL-60 49 MLLI #= ERE, #9444, E, &

5 HL-60 %@ f, MLLI #= ERE, #) % 4, E, & 2 37 HL-60 %m i
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EFRRE AR A B, E&Ea 14
183 AR 7 51 2 it (1) 22 B IX 3l ——[R] YR R, 7= 4
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IFFEE R 0 5% S T 3 14 7 1 g %
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DX 35k 11 07 A T e SR AR AR 07 45, , 37 HOXALO [y 35
] HE S ME R SRS AR AR OE L H R L I
J7 B 9Y £ E A 7E HOXALO A B 3% 38 5% X
AML [ 1M 09 00 1 o 0 g sz et 2
HOAI10 J3 37 CpG 7E AML 5 i 2L 3L L s8R
H LA AR ZS , S8 HOALO JE PR R4 3ot 263k, T A6 1F
A HOAL0 J& 8+ CpG & 2 H IR T8 HOAL0
HPMRFE B A RS, #Ex HOXALO 13834 %38 i) H:
3T CpG 1 H R b & il # . MLL B4 EH
H3K4 5 H A i B i (HMT) /Y DI 6E , et 51k
VAR H3K4 H3LAL, i H3K4 9 H 4k T 530
RN G 3h T CpG B AKH 3eAb It HAF 53 #RiE - MLL ik
VA e R Z R AR T I PR E, S0 E, SUK
SEHEBES

AR SEIGAE LAAS R B 1), A 35 i 48 B O AEAS
[G) B 8] 25 32 A RT-PCR F1 Western blot 3% A& #
HOXA10 [ % ik, & Bl 76 E, 100nmol/L 6h | 3% F
HOXAI10 (35 20 B T, P DS SCEEAZ T Bt Je
RIEA E, BRI E, fIECE 00 ik ERa A1 ERB J5
Rl HOXALO (1) 3k, 25 25 2R WoR E, A] D[R] & Al
ERa il ERB 25491 580 HOXAL0 [k Thm. ATk
—HF5E HOXAL0 J5 3l Ffik Y 24k 53 HOXAL0 7E

DI SCERZTT PR Yo e AR 43 3| B MLL1 \MLL2 \MLL3
F1 MLLA J5 430 HOXAL0 /)38 04048, &3 MLLL 9%
%930 HOXAL0 ik 2 F %, 6B MLL1 % HOXA10
A IREVER, I H LA ChIP $52 A 43 56 0 1 1 o 40 e 7
E, #i5i/5 MLLI 5 HOXAI0 &3+ I ERE, fil ERE,
PIFEAER , 255 7F E, B35 MLL1 5 HOXAIL0 J53)
I ERE, # ERE, #4540 510 E, JIEE , K]
WERCR MO ER 15 fbx MLLL 25 (1 048 S50E L fd itk
MLLI %54 %] HOXA10 5 3+ b9 ERE, #l ERE, J¥
Ge FFH E, 34HT H3K4 g H SRR & T C E,
RO BRZH , TIERH MLL1 7] 258 10 2545 1) HOXALO Ji5
g+ I ERE, 1 ERE, FJ{-S:3 41 1 H3K4 IR
IR HOXALO f3RIE, ILSE IR 451010 75 i — A F
I8 FESVPERENE 100555 40 M MLLL AR Ry 8V R S22 4
FRHTR T R DA 3R st AL 24 2 P8 42 HOXAL0 B3Rk
SR A I SO BIL I 23 B N A3 25 R T R T —
ASHE ), AR R HOXALO J5 3+ CpG & 1 5%
P JEAL AR ASAE AT BRI I AN 11 L — 487 9 2§
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