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[ Abstract )

methylation status in patients with acute myeloid leukemia ( AML),and to explore whether the methylation

Objective  To detect secreted frizzled related protein 2 ( SFRP2) gene promoter

status of SFRP2 gene is associated with the occurrence of AML . Methods 99 bone marrow or peripheral
blood samples of AML patients was collected ,and out-matched with 70 normal peripheral blood samples from
volunteers of general outpatients . Methylation specific PCR ( MSP) method was used to detect the promoter
methylation status of SFRP2 gene for all samples. Results The abnormal methylation of SFRP2 gene was
detected in 27 samples (27.3% ) of AML patients ; while none was detected in controls (P <0.001 ). There
was no significant associations between the methylation status of SFRP 2 gene and age, gender, the clinical
classification or the sample source (bone marrow/blood) of AML patients (P >0.05). Conclusions The
promoter methylation of SFRP2 gene plays an important role in the occurrence of AML . Promoter methylation

status of SFRP2 gene in peripheral blood may serve as an useful biomarker for early diagnosis of AML .
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MBS AR H I (acute myeloid leukemia , AML) JE— R WA IR RS s , AMIL 93845 Il R 5
RIS %  BA WIS Btk . AML B AR HLH = AT, MBI ASCE H 2 (secreted frizzled-re-
lated protein 2,SFRP2) J&T A A& LAY — R (B AR 5 DY e SR BT W 76 2 Fh A\ 2R R v g v 34
A SFRP2 JE IR ph 72 FELAL T J AR IR BRI

AT R FHH 3L 4R 55 PCR ( methylation-specific PCR, MSP) £ K, ¥l T AML 8 3 FlIE & %) 18
SFRP2 JEH A 3+ X A AR, BRI SFRP2 JER () A AML &A= iAH ek ; DL SFRP2 &
() F ARG S AML B RAFFAE SAEASRIE (- RES M A L) 19OC R, LIS AML 89 U2 WA i 43
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1. FEASRUE . AML SR FEACRAE A DAL Rt EERBE 2007 4F 9 H % 2010 45 10 AT 12 AR, 4L 99
i, Horb 5 65 i, 4 34 5], 4R 8 ~ 81 % 17 BISRAE T HBEkEA 82 BIRAE TAMNEIMAFEAS (K S0Pk (il
FAB Z3SEUFRHE" BEAT AML (12173550 TE 3 %o BEAEAS B T A 30 5 B B IR 132 a2 19 3 1 A, 3t
70 5], Horh 55 43 5, 4 27 B, A% 28 ~ 88 B, BRAESMNEMAE A, BT W58 X R %z AR I I H AT
[l

2. FERF] A FLFZH DNA $2BGRF & H Bio Chain 2R ;519 A TAE W4 ARA BRA A
DNA marker (pUC18 DNA/Msp | ) I RARAAARHE (F63) A FRA F] s DNA FHIEAKIRH] & (EZ DNA Methyl-
ation-Gold Kit) , S 511 DNA B4 ( ZymoTaq'" DNA Polymerase ) , A3k PR 41 FP 31k BRI of B RN A R 35k
AR B RS 3 528 Zymo Research Z4H]

3. FTUAR . DNA E /TS E Eppendorf 23 F] 4 Biophotometer {3 ; PCR § ¥4 4 A G MJ A F] 1)
PTC-225 % PCR 1Y ; BEW A% 2 4 9 95 Bio-Rad A AT Gel DOC-2000 WA Z S

LRI
1. FEASHICAE : EDTANa, HBEE WA AML S A EHE/ SN 1 ml LURGES X REISMNE M1 ml, 20 C
UKFEIRAT

2. BEPKIZH DNA AU4REL. AL 2H DNA $2 G &l d: EDTANa, HEER - $EECHM E I Y 8 P 21
DNA, it 2 /AR e AR B 4 5L R 4] DNA BEF 7 B RN4lEE /00T | IFa BEA Y 0D260,/0D280 (1)1
HIITE 1.7 ~2. 0 ZIA],DNA FEAE T —20 CARFER .

3. EARAERER B >R DNA H LI & (EZ DNA Methylation-Gold Kit ) X W53 AEAS [ SE K 2 DNA i
Fr WV ARER LA | TR AR A H Ak A B RE Ak BH o B8 %) S A PR A6 1 ( FP ik i PP o R ke P i il
2% HCT 116 DKO H 54k DNA ; =JE FF L0 A BT BE BE FH 2640 19 A2 HCT 116 DKO JEFF 54k DNA) . 23
JPRAIE, &5 DNA J741 Hh & F 3L Ab 1 s i 4R 4% Ak hy PR IERE

4. MSP A . FH AR SRS | AEE A RE SR B | 64T PCR 9734, 513E % WL 1, PCR W
K Z 20 wl, i1 2 x Reaction Buffer 10 wl, dNTP Mix (0.25 mmol/L each) 0.2 wl,10 wmol/L H Ak alif H 3
b E WS4 0.4 wl, BHi 5 i DNA #2472 20 ng, ZymoTaq =~ DNA Polymerase (5 U/ul) 0.16 pl, K#
ddH, O JNZE EAEFL 20 wl, PCR W Z51F 495 °C FAEYE 10 min J5EA EEIF,94 C 481 30 5,62 C(H
FALS 1) 8 51 C (AR RALE14) 1B Kk 30 5,72 °C FEMH 40 s, 340 MEH, SERUS 72 CAREEZEM 10 min,
BRR PCR SIS B PH X I BAPEXT R KB ddH, O BURAREE /S 1 DNA Biliff4T PCR.,
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K] SPSS 11. 5 FAEFATGEH2# 00T, 2H18] SFRP2 LA 3 )7 X B 340 & A SR LU AR T X K656, L)
P <0.05 WESAGITFEL,
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R 1 PCR 551 B Gl B

EIL/ER S SIYFHI(5'-3") BRI (C) FEYIKE (bp)
i 34k SFRP2 i GGGTCGGAGTTTTTCGGAGTTGTGT 62 138

T CCGCTCTCTTCGCTAAATACGACTCG
A H 31k SFRP2 F#if  TTTTGGGTTGGAGTTTTTTGGAGTTGTGT 51 145

T AACCCACTCTCTTCACTAAATACAACTCA

# R

1. AML 5 FIE R %) B SFRP2 JE K A9 H FEAB 5L . Fr Ay AR SEREAR Y i Dt A 7 1 MSP K, MSP £
m B@F%Eaiﬂ(%%éﬁﬁm’é‘l 1,

A2 A3 A4 A5 A6 A7 A8 A9 Al0 H.0 MK + — N2 N3 N4 N5 N6 N7 N8 N9 NI0 HO
A: AMLEF; N IEF G S IR B i —: JEHIEMR MBI I MK: DNA marker; U: SEHZEWS 009 84 M: HIEELS 49

(5B B P ATREA RS NIEN; A3, AS, AT~OREANARSEA HIIEML; JURREA X 4E 5L
Bl MSPH IR ASFRP2EE A JH 5 7 X iS4k 45 R

AML BEREAT AT 27 BIREAKINE] SFRP2 3 5 2h 7 X 09 F 34k (b 3 i)k 52 4 364k, 24 WJ
RATERTEAL) , AR 27. 3% 70 ) IE 56 BRI RGNS SFRP2 JEH S Xy L, 28
K, SFRP2 14 FIEALARAE AML HE 21 5 1E 7 % B4 Z M) 22 A Ge 738 X (x* =22.721,P <0.001) ,

2. SFRP2 JER AL S AML B I RFHIERY OC FR . SFRP2 BEK F AL 5 AML 85 I RFFAE Y L3 D0
2, SFRP2 JEH P IALIRE S AML BB AR 5 I R 701 K bE AR (B B8/ 2R i) [ 34K & 30
BERKR(P>0.05),

F2 SFRP2 ZEFJG T X HEALS AML BE I AREFEZ AR 6, (%) ]

£k Gk CiEria 3 LAk X fH P A
AR = 60 % 22 6(27.3) 16(72.7) 0. 000 1. 000
<60 % 77 21(27.3) 56(72.7)
£ 51 % 65 17(26.2) 48(73.8) 0.119 0.730
iy 34 10(29.4) 24(70.6)
I PR 43 5 Ml 3 1(33.3) 2(66.7) 3.20 0.783
M2 37 11(29.7) 26(70.3)
M3 24 4(16.7) 20(83.3)
M4 8 1(12.5) 7(87.5)
M5 18 5(27.8) 13(72.2)
M6 2 1(50.0) 1(50.0)
M7 1 0(0) 1(100)
6 4(66.7) 2(33.3)
HH R 17 7(41.2) 10(58.8) 2.000 0.157
A J i 82 20(24.4) 62(75.6)

TE " AML B2 83 (HJE I PR 2> RS O sk, 3631 6 1
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4 AML 530 TRFENERY ) B IR ALEIAANTE R S AF A ST A3, — 2 firg 00 it 58 181 R e g A DG 56
(s TP R 5 A MR R I Y & A R B s A e

SFRPs f&—41 Wnt 5 5@ I HUFEPTR . SFRPs ¥ & —A & S 2L R 4549380 (CRD) , 1z 45 i1k 5
Wt 552G ME DA 30% ~50% T FIAARIPE, 5B CRD, SFRPs A LU 5 Wnt FLAM BAEH, LA
P Wt (55 T Wt (5 5 AR 58 SR T & 45 25 EE B FE T, SFRPs (3R IRIAIR,
A BEE A Wnt {5 S BN IR R 0O, SIS Wt {258 B 10 S i 4k, NI 5] &
AR RN T SR BT SFRP SEWBIHRAS B T s B I S ek po g

SFRP2 /& SFRP FIEM 52—, SFRP2 3 [ E 7 T A e fhk 4q31. 3" | SFRP2 B[ 4155 3 A4h i
T2 ANE T 1 AR T JEEA B =% CpG 5. SFRP2 VE—Fp g e i LA 2] T
PZ B, SEAHIFY R I, SFRP2 PR RS 3 - DX 4 A e Y 1 9 80 B R L8R T R S5 A4 K 4%
i B Bl DR TSR R R A A A 2 Bl R 1) 2 2
K,

FRATIR FH MSP ARSI T AML £835 (B BB AN A L) FIE # Xt B8 (AME L) H SFRP2 35 2h 7
X SARES 5 R Bon , AML SREFEARLL I A0 5N 27. 3% , 155 0 BEEEAR UK IS 51k, Seit
2EOYHT R SFRP2 1 I SLALITURAE AML £ 41 5 16 5 X IR 2 (R 22 S A S 24 (P <0.001 ), F&AT]
WHE—2 30T T SFRP2 LK 1) H IEALIRAS S AML S IR PREFAE B 5C R, R KB SFRP2 3[R A4 T IR AR IR 2
5 AML & WA ARG R SR (P >0.05) ,

B FRAT TR 08T T AML F# SFRP2 SEFR 1) F AR S SREARIE (CH 86/ AN R, AR & B
FERR(P>0.05), — N, KT AML &Y H ALK I R 2 B T8 , 1 BUb B B A0 0 et e 17 L
2z I RS AT AT . ASBFIR 25 S 3R B SFRP2 JER i FH AL T AN AML £ 35 41 afi rh
K3, 5 HANE ML Y SFRP2 LR 1) H SRS T IR G740 3R AML HUE &8 1Y SFRP2 & (7] 114 F 3
FEARAS , XA T SFRP2 5 K] A H 3 AR S AG A5 7T R AR A —T00 5 3 | BREEAY AML I FR - 4112 Wi
izt

25 BRIk SFRP2 BRI R AL S AML B9 & A48 B AHOC, M I (% SFRP2 ik PR Y AR BE A0 4G ) A B2
B —T0RT 1 AML &8, FA2 W 2 AR ic e FF Il R A

2 £ x &t
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