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B MR RF2: MICM 20 BUEI2 11 67 9] & N (=14 % ) AML
(M:BRAP) 8 e 5 395, 2o 28 ), 2 L 1,391 1, s
SRR A1 (17 ~T7) %, 52401 (77.6% ) E3 400 K I8 11 1 s 41
fifl >0.800, AML 2 Wi R T 888 E FF A O S PERE R A
It (A 2obk By 40 i A it ) H 2 9T 4R R (2017 4
WOIPRUE™ o HRE FAB 4324 : M, 1 5] .M, 19 5] .M. 23 ] \ ML
9141 (M 14 %1 M 1 ], FREFBER LT =D 1A

f”ffbiiﬁﬁ{uﬁ,%ﬂu\%?rmﬁﬁIAQDA(fﬂﬂﬁiﬁﬁ?ﬁ/
FLT R R AT ) AR LYY 2 AR &% (CR) 5
HRAR GRS BE 43 AT ILENATT AR A JR 25 LA s 0] s B i
E@ﬁ%}_ﬂ’]ﬁﬁiﬂlmﬁ3 AT REEAT A PR I T2 A
oM, A Al I 1 s e B E AL ENA YT 1 ~ 247 RS
15 LR 1 T AU AR AT . ISCHE b3 SR TS I R A B
A AN (BMMNC)F5AS , [ Bsf 8 T 12 9] e e 2 Jo B s
AR IE 5 A B BERERIAR A (14 J A5 AR 55 0] G2 1 [R]
LTI K I 2 — B BE s A B B Sl
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MEF2C Fl GAPDH % Ol & % PCR # #F W { 3¢ &
Applied Biosystems 23 ] , Ficoll bk [ 41 Jifd 43 55 ¥ . TRIzol i
Fl & s EGR S  3 R E S AR ) TR IR |, PCR
Master Mix I H 3& [ Promega /A &) , 7500 # 52 B 2% 56 1 1t
PCR(RQ-PCR) 1Y 2 [ Applied Biosystems 23177 i

~ .RQ-PCR il MEF2C 3 [F &3k

1. & RNAFZIC: BB H 882 ~5 ml, FF R brdE,
Ficoll Ik EL T 43 25 3 3 B B AR AT, (S ~ 10)x 10°4~4T
Jifd, 4% TRIzol i) G HAE UL I A5 A T A | R IUS RNA
% 25 11 AR I RNA 19 5T 2 R 3, s/ oo LEAE AT T
1.8~2.0,

2. cDNA % 1) & B < 300 5% 55 S N AR LA 40 pl s fRAc
FURNA 4 pg, ANFEEHLG 4 100 ng, S35 528 g 8 ul,
10 mmol/L dNTP 2 ul, RNasin 50 U, M-MLV 30 U, 37 C
60 min, 95 °C 5 min, 20 CIfA7-45H .

3. RQ-PCR #illl MEF2C mRNA 7K : L) GAPDH Jy
%, RWAKZR 20 ul: 5xBuffer 4 ul, Mg 0.24 pl,dNTP 0.6 pl,
MEF2C J A %¢ D't 3 - #R8#F 1 pl, Tag DNA R 41 0.2 pl,
cDNA 2 pl,ddH,0 11.96 pl, #FEAE 3G AL, At
BF P R R T B SR 5 < 50 °C, 2 min; FAE 1 95 °C, 10
min; 281 95 °C, 15 5318 K 60 °C, 60 ;45 MEH . TeLlE
P EAE 60 CIB KB,
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4. THEJ 1 : MEF2C (RS S s 45 R DL 272 AT
A Ct = Ctyerac — Ctoaroro

Y Bitis

Bifi 15 B Ak 1 2 () b AL TG BE V3RS, WA BB B &
LA . BEVIRLE B 2015 4F 12 7, T AL BE 5 26
(0.1 ~7DA A o TFAAE(EFS) B EE o8 A B E 112
Z HREMITRM E R SET- SRR BEY H B, B A7
(OS)HFEIE L iz z B2 B EIET- (R ) s R
Uit H

G

AR ] SPSS 16.0 ¥k {1481t TSR 2H
() L 358 ol P 0k 37 580 RH G 1) Bk IR 362, 54 LA b 7 4 (i /7
1 ~ Fe KA = s R HLEE , R Fisher DI R %, A7
RO PFEA R FH Kaplan-Meier 2= 774381 , 2H 18] Lb 8% FH Log-rank
K, PLP<0.05 h2ZEFAGIH#E L,

x5 R

1. ] % AML & # BMMNC MEF2C mRNA %31k : AML
21 MEF2C mRNA [ 4 357K - 47 18.22(0.42 ~ 137.04)
1072, 1M 1E & % 18 20 MEF2C mRNA (1) /7 7 ¢ ik 7K °F
3.03(0.71 ~ 14.07) x107*, AML #H B i & T 1F 3 %) 18 4H
(z=-4.48,P<0.001), LI MEF2C mRNA H i 5 R4y Fak,
AR B 2R 41 (MEF2C=18.22x107) Filfk 72 14 41 (MEF2C <
18.22x107°) , Fi £l MEF2C ' fif 35 1k 7K °F 43 %] b 28.25
(18.22~137.04)x107° 5 8.89(0.42 ~ 18.21)x107, f ikl
H & WBC=100x 10°/L 5 LL 51 (9/34,26.5% ) i TR
K4 (5/33,152%) (P=0.369) . &2k 4] A& W & Y
A7 5 45 D s 2 G £ 0.725(0.250 ~ 0.980) 37 HGB 7K
SN 78(38 ~ 125) g/L 3 PLT g 29(8 ~229) x 10°/L, i ik
FEIRUAY N 75% (24.5% ~ 96.5% ) (z=-0.164,P=0.870) .
80(44 ~127)g/L(z=-0.132,P=0.895)H130(7 ~ 137)x10°/L
(z=-0.195,P =0.846) , 22 F B LG43 L,

2. AML f# #47] %& F1 CR I} MEF2C mRNA 23k : 4 T fi
MEF2C mRNA Fik /K- shZSA8 1k, %t 14 4141 % it MEF2C
R IE A AML B3 21T T 97 & A CR i i th iz 6 TR 326
IR RREIN o 4559 W i 14 B 1) & BF MEF2C mRNA
B AR X 2% 3% 4 9 34.10 (14.61 ~ 99.91) x 107, & T CR i
MEF2C & [H A X Fe 1k K- 13.04(2.91 ~ 45.19)x107(z =
-3.233,P<0.001), 20 AMLYFEGIREDT 14 ~ 454 H , Hd s
WA % , 2 K I BMMNC MEF2C mRNA A9 {3 =ik 7k
-k 37.25(12.89 ~65.61)x107°, 5 CREFAH LA WA 8 BT
Horp 3 BRI R & HT 1~ 34 RN 2] 122 35 PR (1 7 S A
ST

3. AML f#3# MEF2C #£ [H £ 18 5 FAB W I 56 & M,
FIZH AML 5% MEF2C 3 K mRNA H v 357K -4 23.17
(0.42 ~61.59)x107°, M, U2 4 11.93(1.86 ~ 51.59) x 107* | M,
HIZH 4 23.43(10.68 ~ 34.79) x 107> M, HI 2] 7 18.69 (2.21 ~
137.04) %107, M, B4 AML & ¥ MEF2C % [ mRNA A9

PKIKF53E M IZH [18.21(0.42 ~ 61.59) x 1071 25 S B 4e it
2R (2=1.145,P=0.252),

4. AML 4 MEF2C mRNA ik 5L (R R 6 2 .
FR O RAZ AT 320, IE R R AR 36 461, A 1(8;21)
Flinv(16) 5% 4} CBF-AML 2H 2 % 14 5] , HoAth 53 4% %
H1T0], AFE-Y. +8.t(6;11) %, 3R =4 AML 2 %
MEF2C mRNA 335 7K F- 43 51 8 17.41(0.42 ~99.91) x 107,
22.10(6.56 ~ 51.59)%x107,10.99(2.20 ~ 137.04) x 107, ZH[A] [,
BERIGIT X (K=0.730,P=0.694) .

5. AML .3 MEF2C 3 K 2 15 5 Iifs AR YT 85 8 s A 5%
#6701 k& AML 258232 2 /0 1 YT ALSY . MEF2C
A CR RN 76.47% (34 1] vh 26 4] ) , 541k 32 ik 4
[84.84% (33 il f1 28 i ) | b £ R LG X (P=
0.539) . 674l AML & A 15 BATY 5 215, TGP AR
RN O X I A 09 52 ) 8 b A7 AR A7 43 BT, 25 SR WoR
MEF2C 55 ik 4 AR h 4111 3 4F EFS %41 310 18.8% A1
49.2%(* =3.201,P=0.079),34F- OS F 43>~ (19.4+10.5) %
FI(49.2+17.4)% ()¢ =3.024,P=0.094) , Z R LT # &
S BRI E— 25 DAY AR A R g 28 A S 20 434, £E 12 451
CBF-AML {23 1, MEF2C (& 1A 4 F IR R 520 1) 3 4F EFS
A5 R 28.6% 1 49.8% , 3 4F- OS 4331l 4 (20.0+£14.6) % il
(51.0£16.2) % ; 14 LA 53 5 A% AL 35, MEF2C & 3R 3A 40
FUE IR 1Y 3 4F EFS 253514 27.7%F1 45.6% , 3 4F- OS
3R (16.4+12.5)% F1 (42.4+17.8)% ; 7E 26 15l IF 3 4% 71
AML [ 35, MEF2C i 3235 41 FIK 2 3R 4111 3 4 EFS %)
S 18.2%H153.8% (2 =3.909, P=0.048) , 2R A G %7
S5 34E OS FAY IR (17.9411.3)%F (49.2+15.4)% (i =
3.276,P=0.070).

W

MEF2C 3 R 7E-H- 85 WL O L B AILIE Y A e 2 e
ik, AR Z I 2B AR FE B SR . MEF2C &
F B A /N 2 R TR 0000 00 TR B R A I IR ZE T 5 WL
JE4: bHLH 5 MEF2C 28 145 6 4 B WLEE 2 B2 i A &
L E RN ; A MEF2C J5 [ 15 2k 58 58 748 16 A 1 A
TR B S L I MEF2C SAAR R TR J A G (0 i 25 2
GLPedRt Y, MEF2C SEH 518 i R R Y], 7615 4N
MR & B B Brb A AR R B 23k L HAE &
P T 40 M6 bk T 20 i 11 it s o, A5 A5 & B0 MEF2C SE R A7 4
SERBE L JRA 1R array-CGH W7 V5 84 78 2 IR &
2 M I v % B AE MEF2C 2 R A e g 9 R
MEF2C 7E N [R] E B (1 11 1995 & 995 v o] Re 34 47 76 4 224
i, LaszloZ5"7E JL# AML b % Bl MEF2C J: X = 2 A &
EFS M OS 22, T HAE WG A R A 22 R W B . mAA
AML " MEF2C 5 [K 2234 1) 18 50 S HL 105 3 SCAE [ P Ak i
TCAHSEAGE .

FATRHRQ-PCRELAKI T 67 #9112 N AML 3%
MEF2C mRNA [ 3k 7KF, &I AML 35 1 MEF2C g
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5k 2535k . Schuler 2571 Stehling-Sun 2512 4 R R34
BRI AML % MEF2C 5E PR 2634 K -5 5 , [ E /N
FLEL B 0F5T & B MEF2C FEAE 2046 2 AHL AT 1] 504% 2R 1k
rhELA R S, T ELE R [ E28 AML H MEF2C K (1) 6
INTRAE STV . (HARHIFST i ML B R 3 MEF2C 3[R #6535 7K
5 HAh WA 22 T ISR R YRR — A
5% TESTHT MEF2C 5 5 5350 43I PRAN S 56 S 8 bn =2 (8] 1456
R, 45 B4 7% MEF2C = %35 41 AML %) & B () WBC=
100x10°/L (83 Ho il TR A4 (26.5% % 15.2%) , H 24 57
TGV S T e 2R3 55 {1 R 3 A 1) £ B 4 Do s 200 i L
1) HGB DA K PLT ¥JAHITE . X 14 4] AML S35 i e %
RIKF B BhAS Woi 25 5 SR OB 0 & BF MEF2C JE R 36k
JKF 3 T H CRIN, 7635 3 CR A4 N AT 5% B A A [ 50 H 1
P M55 28 A, MEF2C 358 [K 3R 1A /K- R R 2 BE X £ 25 CRBT
WP EA TR — 20 0FT . BDTILAL 14 51 AML BB
5B G R K, B &I MEF2C 3[R 24 52 BUAH %45 8 7K
ek, Horp 3 BRI R &R 1 ~ 34 H RIRGI 2112 56 R e
SEAE I T $E % MEF2C 3 5 AML 11 595 F s
AR — MM

FATHE— 201 T MEF2C J£ 18 % 14K -5 AML Ifi K
IPROLE (R, 45 5 /R MEF2C 4 15 26K 40 CR A
ICF R R . 16 AR AML B AR R 4 p ¥ e s 1
MEF2C i 6 ik 41 HA K A9 EFS 1 OS (B i TREA A
B, 2N R R TG X, AUE# R AML B3
MEF2C (5 31k 4 3 4F EFS R AL TR A H . S5k
— Y KA A S BE— AR BAIE MEF2C I 15 2652 1R
AML G AR o

25 TR AW ST 1 K ST MEF2C mRNA 35 7KF-
TE RN AML B3 T B ek 15 0 S DI PR S, 45 % Sl s
AN AML (M, 541 5235 MEF2C H: A th A7 335 7K P34 18.22%
1077 /INEEZS 15 9] 45 2R 43 B $2 7R AML &2 35 T MEF2C
mRNA 5 K54 3 4 EFS % [z OS FHR TR AL, R
MEF2C W] BE 2 TG AN R 70 T (AR gk 229 KA A Ok
P 5E . AR A H T AML 97— 28 2R 5L R
NPM1 FLT3"* L WT17"  SET™ 433k /K- 255 U 1
SO, DA S A s (B2 GBS GRYT T RGN R AT
L[N Z T s MEF2C 26K K2 75— AN b S i T A
£, I HIE W I MEF2C £ K mRNA 7K SE-AF S — 3508 (1 7%
PO AEAR R T AT, P45 MEF2C 2L £ AML f 2
AT AT REME
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MBEEREE

I DU A1 B2 BR PE W% B2 I Sb [F] T [ (tartrate- resistant acid
phosphatase isoform-5b, TRACP-5b) . I % ij i J5 & Fik vifs 4iE
£ K (Collagen type 1 amino terminal extension of the
peptide, PINP) J% 4 7£ 2 D3 £zl , & 728811 HAE Wi MBD
JEE AR B AT R BAE ]

w57 %

LW : 201545 4 A 22016 4F 10 A e w129t A &R
T IS A MM R 37 1], Hoh 3B 23 9], 4 14 451, v
PLAEHS 56(43 ~70) % o ARYE S Bk X LR K 45 5L 0%
37 Il MM B 43 MBD 41 (=1 &b B PR AR , 26 i) F1
N-MBD 4 (TG B ERAS, 11 . 12 GARKGd R4 5 R 1E
HO AL, MBD 22 RSk 7]

2. AN JHEBR R IE : AL T I 2 DR A 25
OFF & MM 2 WibR " s @ B k2 MM; @4 <70
@ H EIMAMIREFFE . HEBRPR IS LR AT —Fh
O : O BRHEZARUEIRYT J7 58 s QWIS Z B 4552 1M K ik
K (F R JE =40 mg/d ol ZE KA =10 mg/d, If-3% F T
2 ) BB RRER AT s @R H A LI REAR 4 DFEA 4R
g

3IRYT TS : MBD A1 ER 3 45T BCD (IR {7 K+ R





