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AML Fil ALL %48 DNMT1, SFRP1 JEpIHItik e 5
I VA9 BRLRE A0E Fii es R G PEIE 5%

BeoOAS, RAA, B, keedt, TR, xabge

(HRERTE O EERBE a. MR NER; b, B8R, LIRS 056001 )

i ZE: BE #%nl&Hi i 9e5% (acute myeloid leukemia, AML ) Fe &Mk &40 i & f29% (acute lymphoblastic leu-
kemia, ALL) %2 &% 7 DNA ¥ 4458 1 ( DNA methyltransferase 1, DNMT1) | oA K A% & & 1 (secreted
frizzled related protein 1, SFRP1) B ¥ A AL & mRNA k£ KT, RITE LG RBEFIEFRTEW LR, FiE HE
FBA (French-American-British classification systems; % - & - 3£ 4% R 4 ) AR A£ LB 2019 5F 11 A ~ 2020 F 11 A TH
IR s EIRATS W69 A0 8 doym B E 70 4], E P AML 50 442 ALL 20 415 35 3£ BR 65 41 4F Btk dn ik % 8 F AF A B
WATIRLE, AP RS R R A 844 X RS (methylation-specific PCR, MSP) #l B A #F 7 3% % #5457 & F DNMT] #=
SFRP1 A B WHAAMKE, FomfmAR VIS AML 4= ALL & #16 R AHZ 060 %£ 45 B L2 % PCR %0l BT A #F
G 3T AT A An AT 5 fR S B BLAR A P DNMTI1, SFRP1 #= B -catenin mRNA 4% A ; Pearson 48 5% 2 #7 ¥ # DNMT1,
SFRP1 #= 3 -catenin mRNA 7K-FZ [ 4948 % 14; s+PTA & F 24775, i DNMTI 4= SFRP1 AW WAL TG X % .
58 AML fe ALL &2 F DNMTI A B WAL A F 551 4 26.0% F2 25.0%, 225 PB4 (73.8% ) B35 T & ('=47.683,
P <0.001); SFRP1 B P AACE & 55 5] 4 78.0% F= 85.0%, 45 5 % 1820 ( 18.5% ) & F 3% 4 ( 1’=55.265, P < 0.001 ),
EFHH LI FEL, AML 2 DNMTI1 A B P A WBC K-, #4556 »AA A 248X (=6.524, 5.732, 3
P < 0.001) ; SFRPI &AM WA4l WBC K-F. BM K-FAeift 5 27U 544 A ZA XM (}=8.115, 5.395, 5.060, 3 P
< 0.05), ALL 21 DNMT1 & B ¥ 340 R 5 i 44 276 5 408 % (=4.802, P < 0.05); SFRP1 A B W A4L5 WBC RF
WA ST AR A R AR E M (=4.920,5.115, 3 P < 0.05) . 53 B4k, AML #= ALL & #1457 47 DNMTI1 #=
B -catenin mRNA % i 3 B ¥ 75 (=4.807 ~ 10.456, 3 P < 0.05 ), SFRP1 &k 2 3 FK(1=24.791, 12.069, 3 P < 0.05 ),
L54us7aT4art, AML A= ALL %% 4Ly7 /5 DNMTI #= B -catenin mRNA 3% 8% T (=3.461 ~ 6.374, ¥ P < 0.05) ,
SFRP1 % % % % kIt (+17.076, 7.454, P < 0.05) . ##0L % % DNMTI 5 SFRP1 & ik 2 ¥ B i /8 £ (,—-0.328,
-0.315, ¥ P <0.05) ; SFRP1 5 B -catenin £ 3iA 2% 2iE48% (r=0.682, 0.728, 3 P < 0.05) ; # 4% DNMTI
5 B-catenin R A AP BRI, HABHFDNMTI AE P ELALEZ TLRTAMAAFE (=3.862, 3.679,
¥ P<0.05); SFRP1 A B WHEMA G FKTFTELAFTRMASRFE (=2927, 3.155, ¥ P<0.05). Z5if DNMTI F=
SFRP1 A FH W A5 Tk d ik gs B4 s KRR B R TG M %, ALK ETH LS DNMTI A= SFRP1 A B ¥ AL -5 0 &
Whnt/ B -catenin 13 5 i@ %

XEEE: BPEMWBOR; DNA AL |(DNMT1); - B ITAHOCE ) 1 (SFRP1); SR HIJE{L
hESZES: R557; R446, 11 XEERIAEE: A XEHS :1671-7414 (2022) 06-007-07
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Abstract: Objective To detect the levels of DNA methyltransferase 1 (DNMT1) secretory frizzled related protein 1 (SFRP1)

gene methylation and mRNA expression in bone marrow of patients with acute myeloid leukemia (AML) and acute
lymphoblastic leukemia (ALL), and explore their relationship with clinicopathological characteristics and prognosis. Methods

From November 2019 to November 2020, 70 patients with newly diagnosed acute leukemia in Handan Central
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Hospital were selected according to FBA ( French-American-British classification systems ) criteria, including 50 patients with
AML and 20 patients with ALL. Another 65 patients with non-malignant hematologic diseases were selected as normal control
group. Methylation-specific PCR (MSP) was used to detect the methylation status of DNMT1 and SFRP1 genes in bone marrow
samples of ALL subjects, and the relationship between methylation of DNMT1 and SFRP1 genes and clinical parameters of AML
and ALL patients was analyzed. Real time quantitative PCR was used to detect DNMT1, SFRP1 and B - catenin mRNA
expression in all subjects before chemotherapy and after chemotherapy. Pearson correlation analysis identifies correlations
between DNMT1, SFRP1 and (3 -catenin mRNA levels. All patients were followed up to compare the relationship between
DNMT1 and SFRP1 methylation and prognosis. Results The incidence of DNMT1 gene methylation in AML and ALL patients
were 26.0% and 25.0%, respectively, which was significantly lower than that in the control group (73.8% ) (y’=47.683, P
< 0.001). The methylation rates of SFRP1 gene were 78.0% and 85.0%, respectively, which were significantly higher than those
of normal control group (18.5% ) (x’=55.265, P < 0.001) , and the differences were statistically significant, respectively.
There was significant correlation between DNMT1 methylation and WBC level in AML group and genetic prognosis group
((’=6.524, 5.732, all P < 0.001). The methylation of SFRP1 was significantly correlated with WBC level, BM level and genetic
prognosis group (= 8.115, 5.395, 5.060, all P < 0.05). DNMT1 gene methylation was only associated with genetic prognostic
grouping in ALL group (°=4.802, P < 0.05). The methylation of SFRP1 gene was significantly correlated with WBC level and
genetic prognosis (’=4.920, 5.115, all P < 0.05).Compared with the control group, the mRNA expressions of DNMT1 and
B -catenin in AML and ALL patients were significantly increased before chemotherapy (=4.807 ~ 10.456, all P < 0.05), while
the expression of SFRP1 was significantly decreased (r=24.791, 12.069, all P < 0.05). Compared with before chemotherapy, the
mRNA expressions of DNMT1 and f -catenin in AML and ALL patients after chemotherapy were significantly decreased
(=3.461 ~ 6.374, all P < 0.05), and the expression of SFRP1 was significantly increased (=17.076, 7.454, all P << 0.05). There
was a significant negative correlation between DNMT1 and SFRP1 expression in two groups (r=-0.328, —0.315, all P < 0.05).
SFRP1 was positively correlated with 3 -catenin expression (#=0.682, 0.728, all P < 0.05).There was no significant correlation
between DNMT1 and {3 -catenin expression in two groups. The methylated survival rate of DNMT1 in the two groups was higher
than that in the non-methylated survival rate (y’=3.862, 3.679, all P < 0.05).The methylated survival rate of SFRP1 was lower
than that of its unmethylated survival rate (x’=2.927, 3.155, all P < 0.05). Conclusion The methylation of DNMT1 and SFRP1
was related to the clinicopathology and prognosis of patients with hematological malignancies, and the reason may be related to
the abnormal activation of the Wnt/ 3 -catenin signaling pathway by DNMT1 and SFRP1 gene methylation.
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gene methylation

ARk, FE B Tl Pk & i, fh2e A
. YHEHEER. EYHR. BEGEENRNE R
AGPE IR Y B, RO R R R
JUE U E KRR A A, e 2o e e 1 R
R, BRE WS AAE AR Y, A RE A R A
W R, JEHETIE AT, XE K R E A AR
W e RE AR EA T EEMNE L R
BRI, M Y A R e AT RS LAY S i AR A
K, Horb DNA W AR M 10w v A F 9 2 3
RAEEWFIE PGS B, DNA HIELEE RS | ( DNA
methyltransferase 1, DNMT1 ) 7 DNA H JLAL &1
bR R SCHEAE T, H R Y A AT DA |
MR G, B0 s i bR A
g1 W Y 36 il AH G B 1 (secreted frizzled related
protein 1, SFRP1) £ Wnt {5 58 A5 HL7, Al
PL3d o FLR 2 X H A S BOL RGBT, 2
I Wt 3l FEFEEE R o BESRGA T R e A A B
o, REHSER AR ZE, AT Har, ©2F

W55 HE DNMT1 1 SFRP1 [ SRS AT e
LR IR 10 R A R R R R REAE R T, HEA
PE I B HP I R GBI L, ORISR
WFRSE T B 4Er4h DNMT1 F1 SFRP1 JEK B 34k
RIS S mRNA Rk K- 5 2HERER A% (acute
myeloid leukemia, AML ) Fl 2 bk & 40l 1 1 95
(acute lymphoblastic leukemia, ALL ) & IIfi KK
MRS ER, HEEWT,
1 #R5FE
1.1 APt HEEC2019 4F 11 A ~ 2020 4F 11 A
FRERTT o0 BE BE B2 W i Z20vk 1 s 2 70 1]
Hr AML (85 50 1], B 26 6, Lotk 24 4, 4
% 15~66(41.62 + 10.12 )%/, iR/ T4 HE: M1 S 4],
M2 25 fi], M3 5 5], M4 6 ], M5 9 fi]; ALL #&
H20 B0, HoME 126, 2otk 8 B, A 15~64
(45.10£8.64) %, Gy AbpifE: OFTA 2 A %R
ERE Y2 AN TR 2527 R A S8 0 TR S A A A
25 Qi BE/FAT - £ - MAS (French-
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American-British classification systems, FAB ) 43%lf5
e QMVIRRTEE; OARMRAERCHEZE NS
HEWE, Prf B B RS T R . HERRAR . O
O il BAFEZESE IR ; @IF R LT BN
i 968 S e A 5T o 5 1 B TR) A 32 A S il
T R 65 PIVE XTI (ALRGFTIN 29 . JR &k
M/ RIs 36 1)), LB 39 4], Lot 26 i,
AR 15~62 (39.10+9.53) %, =B,
R Th 2R GRS (P> 0.05) , HA
Al EeE .

12 B L5RXA DNA#BEGKH &, Sk 5]
& (LM Sigma A #]) ; ML (dbat s
SENUOEANESAT B ] ) 5 PCRAY (R 5T DB BE 7 i
AR ) ; PCR 514 (R84 9 TREA
BN ED ) 5 MR RN 5 A P 7 o B A
FRAHED) S

13 Fik

1.3.1 JRITHE: AML B EIRIT T & X%
WG A S R b E SRS R AR I2YT 8 e
2017 R ) , 3E M3 % AML % B4k T7 7 22 DL R
225 + BB B o LAl M3 A AML SRR
DLAEH TR A B 5 S LR 7 585 ALL SE 1R
ST R AN AL 22 Tn a1 S B rp I (N 2k
IR L R I2 7 B 2018 FiR ), RIF TRy
PIZRLIE R + KA + A el 14 WeREn + ik e
SFERl . ARST IR 02 W S BRI 12 W ST RS
HES, SERRIEIRIGIR . 55 E REAN I F D2
132 HBEbRAS AN B T R AR R
VI LUE LB R A, SRR DU T8 5 L
BURFALITHTESE 3 ~ 5ml, IAKE A0S B0,
BB B OARAT B A M AR TIE , -80 CHRATAH
1.3.3 MSP £ ill DNMT1 Al SFRP1 JE [X H ALtk
A HR4E DNA K SR HUEREFR A 19 £ DNA,
%ﬁl\ﬁj\j“ﬁﬁ‘ﬁfﬁiﬁﬁ{ﬂ'ﬂ,ﬁﬁﬁfﬁ , A260nm/A280nm Hﬁﬁ#ﬁﬁ
TE 1.8 ~ 2.0 Z (A B AR IO My, MR 4 FF 56 A A
R & X DNA 4784, RWARR R 25 wl, X
NEZEAE R 95 °C 3 min ( FAEHE: ), 95 °C 30 s (B ),
60 °C 30s(Bk ), 72 °C 45 s (7B ), 435 MEER,
PCR 7=H)7E 2g/dl BENRWHEERE LUK 30 min J5 BEHE K
AT MER I AR . S 61k 4% 50 PCR 519
B EE 1.

1.3.4 PCR 4] DNMT1, SFRPI #il B -catenin mRNA
FIRK AV S 4R UE BB bR AS OB RNA, il
F I SR £ B i cDNA, 3T DL AR R B4R i 17
RT-PCR 4" 34, ¥ 34 {& & &y 25 ul, 52 HF PCR 4%
2 94°C 5 min ( WAEE ) , 94°C 40 s (ZEPE)
40°C 40's (iB/k ), 72°C 1 min (&) | FEFF 35 1K,

K H 29t it PCR AT, L GAPDH AN
Z, RIUMI G 274 e H B3 A ek
KN BITHIILER 2,

% 1 DNMTI # SFRP1 EE R EFF 1% PCR 5|4
HERAT FIARES 5175 (5°-3")

DNMTI L F: ACGGGTTATTTTTTTTTCG

R: TAAAATATACGCCCTCCACG
AL F: TGATTGTTGTTTGTAGTATC
R: CAACAATTTAATAACACACA
SFRP1 WL F: ATTTAGGTITACGTGCGTTC
R: CGACTCAAAAACGAAAATCG
AL F: TAGTATTAGTATTTAGGTTTATGTGTGTTT

R: AACAACAATCCAACTCAAAAACAAAAATGA

xr2 PCR 5|¥15 %1

N2 A (5°-3")
DNMTI F: TGTTTCACGCCCACTGGTTCTG

R: GCTGCCTTTGATGTAGTCGGAGTATTT
SFRP1 F: AGATGCTTAAGTGTGACAAGTTCC
R: TCAGATTTCAACTCGTTGTCACAG

(3 -catenin F: TGAGGACAAGCCACAAGATTAC
R: TCCACCAGAGTGAAAAGAACG
GAPDH F: CGGGAAACTGTGGCGTGA

R: CAAAGGTGGAGGAGTGGG

1.3.5 By XA AML fl ALL BRI 128
A M R T AT, BEVT N A AEE . BE—
MOl SERAELE . AR RS, BRI LEE) 2021
L, W EARIGEFAGO, WAL EE
FET-E BE DR R L

1.4 it ob K SPSS 22.0 FA-UEFTEE 7
¥y, B #EbnAd DNMT1, SFRP1 Fll B -catenin AHX
FIRAKFET RGBT A IER A M LAISEL + bR
WEE (X + ) Foon, PR BRI FEAR ¢ K6
¥, Z4H A R One Way ANOVA 434, 4H1H]
W L4 K FH LSD A% . DNMT1, SFRPI [ H
FEARIR ST ECR R L (n% ) F£oR, 4] LR
HRITRER: . AHIPE M7 Pearson %, AEAF1E M
K H Kaplan-Meier 54T Log-rank i, P < 0.05
HESH G FE L,

2 #R

2.1 AP G ks E % DNMTI 4= SFRP1 A& B W A&
kA& AML ZHF1 ALL 4 5%, DNMTI1 A
IR AR (26.0%, 25.0% ) PR T 15 % B2
(73.8% ), ZRA G X ('=47.683, P < 0.05);
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SFRP1 JE[H B Ak & AR (78.0%, 85.0% ) HIET
IEH XTI 18.5% ), 22 A G 2# 7 X '=55.265,
P <0.05) .
22 &MHEGfsmEE R H P DNMTL, SFRP1 f=
B -catenin mRNA &k K-F UL 3 5XFHRALHI L,
AML Z0F1 ALL 4 55167 R DNMT1 #l B -catenin
mRNA £k BETHE (=8.361, 10.456; 4.807,
9.202) , SFRP1 3K ik 7K °F W 3 & [ (1=24.791,
12.069) , ZR¥AGIHFEL (B P<005) . 5
AEIFRITAH G, AML 201 ALL 49 #2467 5 DNMTI
1 B -catenin mRNA Fik/K 34 5 3% T (=6.374,
5.097; 3.461, 4.008 ), SFRP1 £ik/KF-BE FTI (=
17.076,7.454 ), 25 G514 E L (H P <0.05).
2.3 DNMTI #= SFRP1 L B ¥ & 1t 55 AML, ALL
BHERBELABNXZ W 4IRS, AML &
*x4

FHBE T DNMTI1 3 K H 3k 5 WBC K-,
SFHUG A B BAHENE (P < 0.05) ;
A 51k 5 WBC K-,

Ui

SFRP1 3
BM 7K s A5 24 1 ) 4y

AW BAH M (P<005) . ALL B E B8

DNMTI1 K H 3k 5 g2
P (P <0.05);

G 2045 B BAH G
SFRP1 FEH H 34k 5 WBC /K,

AR AT LA OCHE (P < 0.05) .

*3

—HBEFHES DNMTI,
B -catenin mRNA FKiXKFLLE (x+s)

SFRP1 #A

Wi H

AML

ALL

=

v frlE

Leagi]

(l2ign

DNMT1
SFRP1

1.00+0.11 1.

180.12 1.05+0.08

113009 1.02+0.11

1.00+0.08 0.68+0.05 0.95+0.10 0.72+0.12 0.97+0.09

B -catenin 1.00+0.08 125+0.17 1.10+£0.12

120£0.10 1.06+0.12

AML 23 DNMTI1 #1 SFRP1 EFBREN S5IEKBIESHX R

DNMT1 SFRP1
Bl

AL (n=13) AWML (n=37) 70 P WAk (n=39) EHHEMA (n=11) /1 P

i (%) <35 9 25 29 7
0252 0.648 0.179  0.590

> 35 4 12 10 4

il L 6 20 2 4
0.195  0.802 0225 0.7186

i 5 19 17 7

WBC ( x 10°L) <50 9 10 8 9
6524 0018 8115 0012

> 50 4 27 31 2

PLT ( x 10°L) < 100 8 30 25 6
3542 0.082 1920 0.147

> 100 5 7 14 5

Hb (g/L) <90 5 18 21 7
1126 0208 140 0175

> 90 8 19 18 4

M (%) <40 7 12 20 5
1850 0172 5395 0.025

> 40 6 25 19 6

FAB /M M1 2 3 2 3

M2 7 18 13 12
M3 2 3 4370 0.071 3 2 4529 0.063

M4 1 5 3 3

M5 1 8 5 4

BEFBR A R 2 10 10 2
g 9 19 57320021 20 8 5060 0.032

AR 2 8 9 1

137 IR RCR LR 11 31 ky) 10
. 0815 0292 0822  0.287

VST 2 6 1

24 DNMTI1, SFRPI1 #= B -catenin mRNA % ik 7K (7=0.728, P < 0.05 ). W41 ¥ DNMT1 5 B -catenin

F 69 A8 K M5 AT Pearson AHFEME M IR, AML
% DNMTI 5 SFRP1 & ik & B & 1 A 58 (=
-0.328, P < 0.05) , SFRPI 5 B -catenin #iAHE M
WOF K & (r=0.682, P < 0.05). ALL # %
DNMT1 5j SFRP1 ik 2 i FiAH e =-0.315,P <
0.05) , SFRP1 5 B -catenin % ik & B W 1F AH 56

TR W AR (P> 0.05) .

2.5 DNMTI #= SFRP1 A B ¥ X bt & % s
#oa o UL 1 RN 20 ik 2021 4F 11 H Bfawaq‘
B 1 ~244H, PAIBEVTEE 11 4~H, AML 41
M ALL 20 % = DNMT1 3[R H 34k B3 A A7 R )
R 61.15% F1 63.55%, i FHA kA H SEfL
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AR (43.24%, 46.66% ) , ZSRAG % 1 38.46% F1 43.50%, MG HA KA W 3k i 3
= X (=3.862, 3.679, P < 0.05) . AML 41 # BIHEAEZ (63.64%, 66.67%) , ZERINEGI#E
ALL 41 % 1 SFRP1 3 [H H AL 10 58 35 AR A7 2R 0 3 X (=2.927 F13.155, P < 0.05) .

x5 ALL B3 DNMTI #0 SFRP1 EFRBRENX SIFKFESHHNXER
DNMT1 SFRP1
% 5
WHAL (n=5) WA (n=15) 7 P WA (=17) ERHEE (i=3) 7 P
I (%) <35 4 10 14 3
¢ 0208 0439 0412 0306
>35 1 5 3 0
PR 3 9 10 2
e # 1095 0295 1325 0279
i 2 6 7 1
WBC (x10°L) <50 3 6 5 2
1524 0219 490 0041
> 30 2 9 12 1
PLT ( x10°L) <100 1 8 1 2
2139 0127 3014 0.102
> 100 4 7 6 1
Hb (g/L) <90 2 10 10 1
0926 0308 3843 0.075
> 90 3 5 7 2
BM (%) <40 1 9 9 2
2579 0172 1395 0236
> 40 4 6 8 1
BEFTEAE B 0 1 1 0
i 2 8 4802 0.044 8 2 5115 0031
AR 3 6 8 1
bIT LR 3 15 15 3
IR E.ﬂ? 2115 0.190 382 0.081
VS-c 2 0 2 0

£ 02} U paovmipze
T  DNMT1HE4{
0.0 1 ) 1 1
0 8 16 24 0 8 16 24
REisRdE (B) BEiGEdE (B)

E 1 AML £ DNMTI #1 SFRP1 EFEHEV E7F/Z

1.0 ’_@—’ﬁ 1.0
g 0 8 | \‘—_LHL..‘;‘I_“; g 0 8 -
= | @WL ol
+ *
504t 04T
£ o, L pwvmwmpse | E | D srRP1RAEM
DNMT1ERE SFRP1EIEAL
0.0 | \ . 0.0 |- | " . .
0 8 16 24 0 8 16 24
REBESE (B) REiGEdE (B)

B2 ALL £ DNMTI #1 SFRP1 EFERE £ 7FH%
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3 itig

T RO A % SRR R —FE, A
RAGWEMN, FEEREERRAERTHL, B3R
JPRCRAE, RAMEBIRIAA, PRI M RO
iR et R R 43Tt AL 2 WL G R S W e 35
HATRFHEMEH . T AL 2= 55 4L B
DNA HIEALFIESR TS RNA P8, I4EmMITRM,
LA A 2 S VIR 4 A6 S i R R e AR v &
KHEE, LI DNA HIRANREER N, SRR
A % 7 R R R ek A S S, A M e
Z i vh i & AR P2 CpG Ry P AL Y S T
o o 5 DR A Y R A 118 R AR 2 37 2 i 170 2 i
001 H A SCHik 4B, DNA B L4k 5% J& AML
R (SRR, X HEIR P AL I S AT VR AML
1RIT BTG PEAG B fd M. B RE IR S Bh 7 H Rk
A I TR, SR8 P 2R P I & A i TSy
FHLUE " Bt —2 T ff DNA H 34k ] A Bk i
VRO B RIS T B RS A A LAt

DNMTI1 & DNA #4752 $il4& &2 I 4 ¢ HOE %
LIRS DR, ELA U1 200 ) 0T R s P
T SE R FRIAEE T, FEMIERIERL . . R
ARG S5 R E AR Y, BEA: vaz 4 1)
SR FH /N SRR BRI 1 2 X338 A e A8 S A P T ol i
RGN IR B R, S5SR B, FEIE R AN
H 13 DNMT1 LR, R 75 S 1 6 40 i 6 1o b Jeg 240
Jitg F AR A ARk, HET DNMT1 i 519 2 0
LS H AT REAR (9 5 [N PR R AR 2 iR
TR PR SRR D, 5 e U RS K, AML
BT DNMTI 2 H £k T, 5 WBC 4. 4h
JE LA HEAN A U 91 52 IEAHOG, #2278 DNMT1 BEfE AL
et P 195 40 M A B BE RS RN AN R L, RS B REAME
BRI AL, RIS FRR R E TS R 2E, "R
JHIWE AML B #6845, S 4R0F5EHRIE, SFRPs &
JERTLAY Fzd SZARSEPESS A Wnt 28, 3K Wnt
R 1112 R 1 o B OB 7 R (T 2
SFRP1 R 45 5 K Fe Wie A4 2 ol A K L[R5
DNA H 54k & SFRP1 JLERAG EZHLH " 1Rk
5 U BF9E & B, SFRP1 JLA7E ALL 4H bk b 5L 58
S REAIRAS, 24 SFRP1 KL A i H RE ARk 2 00 5%
Wh, SFRPI FEHFIRKE . LIU 5 "R R L,
SFRP1 & [R5 45 F i g 40 4 rh 22l ves PR AL
H. SFRP1 )5 8 & H 34k vl e W o 245
S BB ARG A A B Ik Sy T T R

ARG L MSP I & B8, AML Al ALL £
HEBEH DNMT1 5L R B Ak & A= R4k, SFRPI
LR b A R g i . SRTISCEkAR H, BRI
LA T R e — B 22 57, (B sTIs i,

AV L A AT — P L Wnt 5 58 B

PURFRA AL ™, 5 APRE R,

ST AML I ALL 5% "R A7 7E4 SFRP1 2 [H 5 2l

T, X —HLHIE S e Y A AR R

SCER. WAL, AT KB, AML Fl ALL %

IR DNMT1 FHXS 35 35 T, SFRP1 AR %

KRE TR, 7SR HAROK PRz, ek

A 8l H AL BRI L SR B AS , mRNA AR

FIRK MR Z F B, 5 JEZIORSKA % P9 fz i

FEA R )7 DO A AL TS, mRNA kK- [

i, FET G e A A B AT A5
B -catenin J& £ ML Wnt 3 #% 19 SCHE R+, B H

L 1) A ) B RS N g 2 Wnt S8 BT IS AT 08

DR R bR & P A WS AML F ALL J8 2% B i

W B -catenin Fik W ETHE, UL WntiliigZ5 T

I FR G WV e R 19 A R i AR DG 3 T iR

B -catenin 5 SFRP1 ik R IFAHC, i SFRP1 Fik

3% DNMTI1 By G i fis, gt— D4 DNMTs 5%

(22 k3G s, AT (H SFRP1 JE[H J5 3h 1 1 L1k A2 i

W%, SFRP1 KikTHeg, PEMRHL Wt i ) 54E

PTG . X5 LI AF P 9 BT Wat/ B -catenin {5

S AR n] LU e 4 g s iR 22, fegEiE T

—3. 5Kk, AML fil ALL &/E DNMTI1 ZEH H

TR B E AR AE R, SFRP1 B H B b A 5 A=

FEREEAR, 4275 DNMTI Al SFRP1 LK AR ZS

A LA g S W e I A TS B 0 TR i

(EAWFF LA —E B RFRTE , A BIREA LA,
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