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SUPERE A H IR (AML) J&— 2 546 2 8 140 20
IO P A e A e B T R G . AMIL AT g B S R, PR
FE I 432 K W FIWT S 7T AML 297 i oA ] B i3580
Y1 35 £ A3 AT 2 A B 4 2 AR T A 0 R %) 42 b ik A
gt BEE W AR AWK 1 23R R AR S S
AML ¥ & X 105 B VIR G o s 3 R TPS3 A — 42
TIRERE 7 FE R 4 s T 21k . DNA B A
FrFE RS P 55 T R A AR, 200198 7 TPS3 %
K 7AE S 5 1 2 Rh SARIPIR A0 4 A TR RS4RI ST s
TP53 2278 JR5 AML [ 558 B FiUG AHIEHY o8 T 4859 TPS3
ZEAR B AML S8 I IR 231 BOs A& 2E R AE , FRATTR
PCR &5 & — 7 H AR K I 347 T 154 9112 A AML
BB TPS3 JE R AR L

WE5H*E

— M4

FEHL 2016 4F 8 H % 2018 4F 8 H 3 e A i 5 %% 41 iy
TP53 ZRAF M SE 154 (1912 BN AML (8 2% | BRA 2tk RL )
o 0 L A M55 (APL) |, 55 80 il , £ 74 i) 5 rp 3 4 % 48 (18 ~
85)% . AML ZWidr i ¥ 1757 6 i A 2 PERE & H il (AE
APL) T EN2 87 (2011 4E )™, M, 94 4] (61.0% ) ,
M., 2951 (18.8% ) , M 28 1] (18.2% ) , M 2 1 (1.3% ) , M, 1 4
(0.6% ). AWFFELIRBeAE BEZ B3 2 b vfiE | FRA5 5 3 0 1%
Eih=v

T A A

1. $2 5 RNA 1 DNA : 42 EDTA-Na, HT 5 (1) 55 % B B %
A%, FH 21 41 M 24 A% T (NHLCL 0.144 mol/L, NH,HCO; 0.01
mmol/L) ZbFRARBUE #Z 40 fitd . ] TRIzol F1 DNAzol &7 (3&
[ Invitrogen 23 1) 7 i) 43 B B RNA FIDNA

2. 3% Sk A A cDNA - D 0000 55 Sk ) & (3
Invitrogen 2 ) 7™ fib ) e i 338 7 SRR R A 7 a0l s it , L PRI
INTART LA IE 5 ng/pl 385 SERE MMLV 246 10 U/l
BURNA 2 ng/20 pl,

3. TP53 LK ¥ 18 . 5% H] Primer Express {4 3.0 iR i% i1
TPS3 NP 514y, R FHH X PCRY 1 . SE—0 R N &R
425 ul, f4% 2xTaq Plus PCR MasterMix (b 50 K HR 2 #] 72
) 12.5 pl, EIESIH FLATT IES 149 R1 45 0.3 pmol/L, cDNA
1 ul, SR 26084 95 °C 3 min; 95 °C 305,58 °C 305,72 C
90 5,35 MIEHR ;72 °C 7 min, 25 HY IS WA B, 5]
Prxd 4350k F2/R2 R F3/R3, B ZARF Ny 50 pl, £4% 2% Taq
Plus PCR MasterMix 25 pl, [ Fii#5 4745 0.3 umol/L, 55 —%¢
PR 1 ul, SR 2544 R 95 °C 3 min; 95 °C 305,58 °C 30 s,
72 °C 90 5,35 MEFR ;72 °C 7 min, AT 4 FR L FES) K
PCR =R/ 1 7R . PCRZFEHIHIR T4 36 ~ 3504
R

4. D 3Gy e A s E SR A MR A W gl AR TR
ABI Prism 3730 DNA il J¥ {% ( 3% & ABI 2~ & 7 i ) %
Sanger I 7 e -4 T XN o K 0 P 235 S 39 3€ [ GenBank
(http://www.ncbi.nlm.nih.gov.cn/Blast) HP JE47 J3* 5] [&] JE1H: He
BT R 7E 05, AR 1 S R R , 2 FE R 45 ) GenBank
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NM 000546.5 K218, [6] B WL 5 1% o % BRI Ak 5 2%

BRI A

R TPS3HEMGIL PCRAT WA TR o ) 387k N

E) J¥51(5—3") 74 (bp)
F1 CCCCTCTGAGTCAGGAAACA
Rl TTATGGCGGGAGGTAGACTG Hos
F2 GTCCCAAGCAATGGATGATT
R2 CATAGGGCACCACCACACTA 3
F3 TGGCCATCTACAAGCAGTCA
R3 TGAGTTCCAAGGCCTCATTC >

5. AML AH G il -G i PR R Al 58 728 A AG I - 2 B 2 i3
J7'i% 7€ ABI Prism 7500 SZ 2% 9% % i PCR (Y (& E ABI 22
#] ) I #F 47 BCR- ABL, RUNX1- RUNXIT1, PML- RARa.,
CBFB-MYH11 FIMLL fili 5 55 K & NPM1 ££ 5 A (B . D %
AR B S E B PCRAGIN™ ' . NPM1 & DNA  HA 4 cDNA
FEA, ROVARRF20 pl , &4 F RS9 4 0.3 pmol/L,
TaqMan £ £ 0.2 umol/L, 2 x TagMan Universal PCR Master
Mix ( 3% [ ABIZ\ w72 &) 10 ul, DNA 3 cDNA 2 pl (A4 F
1 pg DNA 3 RNA) . PCRZff:50 °C 2 min; 95 °C 10 min;
95 °C 155,62 °C 1 min, 40 MEF . ¢cDNA Fl DNA 7 51 LA
ABL FIALBAE NS LR, ARtk PCR 38 [T 1) R BH
Xf A SS (A0HIE . SR DNA i3 & 1 PCR 454 Sanger il 7
}6:M FLT3-ITD 1 CEBPA J:[H 5875

= R

FHE G WA BRSBTS b7, AR N S At 5t
{2 [ i 4 M) (ISCN2016) YHEFTHE A . 1F 5 4% 780 %8 /0>
A3 204 FR I A 35 /b 2 AR A S HA IR R 2544
S B A =R F D 3 AN R I 4 S G HLAT AH ] i) BAA e
BN Ry S b . 2T E =34 S s pE s
WRALTE SURTE—A Sa BN AFAE 2 R sl 2 Bl DA E 3 Y A o
A, 51 e e R P AR A A e AR S

M GeiteEab i

K FH SPSS19.0 G iR A4 34 7 85048 43 B , B (A A8 S A 7
4l: % % Mann-Whitney F1 Kruskal Wallis #5 % , £ 408 L4 7
BANEEFRIR , R R IR, P<0.05 N 2ERH
gt L

# R

1. TPS53 FEPH AR H R AZAL : 154 ] AML i35 14
1(9.1% )& i TP53 FE Rl 528 . 228 AU 15 Fh, Jirr 13
& WL 11 AR 2 PR m R BT L R . s
A3 Fh, BRI S AR 2, SR FANE F 6.7 A8 4%
4 2F TRl AR T 59 B4 1D, SARSALSM I . K132R
(AAG>AGG) ,R156G (CGC>GGC) ,R175H (CGC>CAC) .,
R181C (CGC>TGC) . H214R (CAT>CGT) . Y220H (TAT>

CAT) . Y234H (TAC>CAC) . C238Y (TGT>TAT) . G245C
(GGC>TGC) \R248W (CGG>TGG) E258K (GAA>AAA) .
G266R (GGA>AGA) . V274L (GTT>CTT) . c.472delC
(R158fs*12) Fll c.723delC(C242fs*5) .,

2. TP53 4 [K 98 45 8 5 I PR B S50 & A - 14 11 TPS3 3%
A B, 9, 2 5 )5 P 4R 1S 54.5(35~69) % 5
M., 9191, Mo 2 451 , My (M I M, 4% 1], TP53 R K %48 50
5375 BB A EL AN Il WBC BEAIL(P = 0.005) 584 ] AR
(P=0.076) , FAB 53 B 7 4ii 22 R OREAE Gl 24 L (P <
0.001) , My M A X 5 /L 1] Mo, M, AR S B 22 5 ik 51 \HGB
PLT J B4 It 40 ff L6 ) 22 R4 T ge 22 8 L (P ) >
0.05)(%2).

3. TP53 FE[AI 52 78 [ 3 43 1 2# 4 fIE « 43R 3 7R , BCR-
ABL. RUNX1- RUNXITI, PML- RARo., CBFB- MYHI11 i
MLL A8 5 Fil & 5L 4 DL &% NPM 1 FLT3-1TD #1 CEBPA 2825 1
TP53 FERI 978 [ I R KL, {H TP53 2848 FIJC 28748 i 3
P LAy PR i i R R R TG F 0 L (P{EY >
0.05),

4. TP53 3 K 5845 B A RURRAE « 5 9] B A UL mT (204
YL L PRAZ Y, % 149 151 JR 35 P 69 161 hy 1E 8 A% T8, 80 14
WAL, 1445 TPS3 SERE 28 A8 /3 vh 13 A T i i i, |
BIRE AR, 10 Bk i #, 5 BIAETE - 3/3q — L 8 BT
16 =717 -, SUIFEAE —17/17p — o 5 TP53 JEF o AF i
AHECES , 2878 B rp S AR R A R AR - 3/3q - .
=7/7q = . = 17/17p — K 1 44 1 4 w5 (P34 < 0.01)
(£3)., BAE M AR T - 17/17p - i AML &
For, TPS3 36 [ 58 48 (i & i 3 43 0l Ol 40.6% . 62.5% K
66.7% .

W

NZETPS3 B T YA 4A 17p13. TPS3E R# s
AL D A AT T R I A RS e g
YERI . TPS53 5870 2 M i v fe il 1) 2 S, Wl L
A SR e e I VR R e e v, A 5 Y R B B B
A, UG A Ko FoATT RIS i 38 224610 49 154 6140 12
AML B35 R BEFERT G , W58 H v TP53 e R 9848 1 & AR %2
FA RIS FHE

SCHRARGE 1Y TPS3 A5 (67 o5, FE B4 A1 T4 4 ~ 10 4P Gk F
L A A O B AR AR W F AR T
L DNA ML, L cDNA SH#EZR 14T PCR 45 & Sanger il J3° 3k

Gl TPS3 2878 0N (8 14805 o BLAh, B 98 R BLAE 3K
1498 2R FH cDNA K2l TPS3 IR % = T DNA™ . AL,
ATF5E L) cDNA WHEAS R I PCRIEY /M T4 ~ 10
(R4S AT TP53 JHE R 2 A5 Il AG N

%7 2% E MD Anderson i35 1) 18 % i & A=K 4 K %
BOCHkARIE AML 1 TPS3 2848 K5 134 5% ~ 10% % ARG
FAFRN T RAAMEER . BLAh, 28248 R J A A5 5 Sk A,
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Z e MG IREFIER , TPS3 2878 (3 (1 41 & 1 WBC A%,
IE H B ) TAE 5 Skl — 30

RS R WoRGEH 2 L, AWESE R T TP53 Je A %8
A7 (B3 R ARt AML A WL Rl A SRR 2878 . Z ATy
WFSE & 30 TP53 2 [H ¢ 7% 5 NPM1 K FLT3-1TD %5 ¢ 75 14 £
MR AR i SRR R T TP53 78 AML [ & AE Flit Ji
T ST Tk By 2 R AN R R E SRR . Rl
R TE I PR H B2 W P X EA 3 a2 5 0 B Y
TP53 Z78 AL H 7] BEPEAR/IN I UK

YRR S H R AML R E SN HEHE, &
Ze R BRI - 3/3q— . = 7/7q— . — 17/17p = TN
AN AML & fe % 28 5 5, 9 O /R B 7 ELN & NCCN $5 7
FRUeT AR ST R, B TP53 RN SR B AML R L -
TG SR R R R 2 R TR AR, ISR
FEI L 9 SCRRARGE AR, Sk R A G PR AR , TPS3 e [H 58
AR T AR R A RS e e P AR, 8T SR
PR T 0 KA. AR R T AT AR S
FEAZT S5 () R A DGR TPS3 RAETE A R .

R2 SMEBER P TPS53 B K 2842 51l PR K 9296 2 R C 5

FEE TPS53 JEP o525 41 (140 1)) TP53 3242 (14 451)) Siil ik Pl
PERN [ (%) ] 0.939* 0.247

% 71(50.7) 9(64.3)

© 69(49.3) 5(35.7)
AEISL %, MG 47(18 ~85) 54.5(35~69) 1.773" 0.076
WBC[ x10°/L, M(FL ) ] 13.1(0.7 ~376.0) 2.7(1.1~68.9) 2.781° 0.005
HGB|[g/L, M) | 90.0(17.0 ~ 144.0) 82.5(57.0 ~ 121.0) 1.069° 0.285
PLT[x10°/L, M(FE ) ] 54.0(4.0 ~ 806.0) 41.5(9.0 ~ 168.0) 0.478" 0.633
A A A L A [ MGER) ] 0.625(0.035 ~ 0.985) 0.670(0.280 ~ 0.960) 0.669" 0.503
FAB 7384 51 (%) ] 32.176° <0.001

M., 85(60.7) 9(64.3)

M, 28(20.0) 1(7.1)

M; 27(19.3) 1(7.1)

M, 0(0) 2(14.3)

M, 0(0) 1(7.1)

T A s AR S UG

R3 SMERER U TPS3 BN AL 5701 St e R SC R [ (%) ]

) FAR (154 6) TP BIRICAL - TPa3 MM it ik P
(1401)) (1441)

Iy For
BCR-ABL 2(1.3) 2(1.4) 0(0) 0.203 1.000
RUNXI1-RUNXITI 13(8.4) 13(9.3) 0(0) 1.420 0.610
CBFB-MYHI1 7(4.5) 7(5.0) 0(0) 0.733 1.000
MLL A G RlA JE A 7(4.5) 7(5.0) 0(0) 0.733 1.000
NPM1 %45 26(16.9) 26(18.6) 0(0) 3.128 0.129
FLT3-ITD %4¢ 22(14.3) 22(15.7) 0(0) 2.567 0.222
CEBPA 2875 7(4.5) 7(5.0) 0(0) 0.733 1.000

PSRN i
SR 80(51.9) 67(49.6) 13(92.9) 9.533 0.001
B 32(20.8) 19(14.1) 13(92.9) 46.685 <0.001
PR 16(10.4) 6(4.4) 10(71.4) 59.377 <0.001
-3/3q- 8(5.2) 3(2.2) 5(35.7) 28.004 <0.001
-7/7q- 22(14.3) 14(10.4) 8(57.1) 22.050 <0.001
-17/17p~ 12(7.8) 4(3.0) 8(57.1) 50.283 <0.001
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AHEFELL cDNA SRR S PCR G A B, B A7

TP53 R H 2875 i) AML B35 IR IR o T i 523 2 9 —
TERYHRAE, JF H TPS3 JE K R A8 5K KLl 09 4l ik A5 24 5+

WARSC . TPS3 ALK Tl B AT A BIRYT

AT

AT o
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2 % Xk
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