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P a7 2 L T e DL A T R v R A L A0 R
i Cacute lymphoblastic leukemia, ALL) %) 5 80 % 24, JL#E H
RIRIRF 0.3~0.4/77 . WHoE K I 40 Ml 38 4% 2% O 76 i
AR ST RE TN B LAY A0 5% 5 7w W
Yo g B OCAR | Y o A B o AR R TR SR R 2k S e AR
T I 248 6 ) ) B 8 AR R A AL ) R B o T 4 B 1
AEL 20 R 1) 19 00095 40 B A
1 ALL 8%t & & E ik

WL ALL A1 ¢ @l & 2 8 £ %K . TEL/AMLI, BCR/
ABL.E2A/PBX1.MLL EHE., #F58% M .25 1/3 1 ALL & JL

FBR O AR RS FEH . ALL AHCHENG e 2 ALL

RN S AR EYZ— . & JLE ALL B0 4 B i fl Sr #8108
2 R A R R R RIS 8 AR . 1 I R O il 2 B B
I AMBTE 3 FKP B — 2L W] T B e 0 R e AL
M5 PR BT 3 7 8R0S A B AR 4 S W) 1) £ I 138 3 & R 93
J5HRAE R TT A AL A IT T ZR AR AR 2 B AR 3R » 7] I 3 R % 4
hy I /0N B B i (MIRD) A il iy B ity , o) i ALL 191297 3
T AL K BILA i R o A .
2 BMEEEEARNEAR

il e RS IO Y 1) 7 12 R A e 8 A S A B G T L
10,14 ¢ 6 JR A 24 3¢ (fluorescent in situ hybridazation, FISH) Fil
B4 W 8% 2 5 W (polymerase chain reaction, PCR),

e A, (A A 2% B0 43 BT B AR 2 1 19 G £ A RS I R
B P 2 AT 155 A 400 R 10 3 A 3 R T 2 SR A B R Y
SR, A0 B T AN BT A D 15~ 20 AR 140, ELRE A o i 40
it 5 A AT 2 24— 1) Jf e A Y 225 200 i R D IR RE R AT A
GrHT. HEEF RGN AR LAEE —E R, B2
I EE ARAEAG I ALL JFCAth e o 44 o HE , an e €6 44 B 25 B0 g A2
S5 EA R B G G AR RL r D = AR D ALL 3@
AR 55 6 RO 55 50 ) b AN AT A i) T B

Je (o /K FISH J2 20 [E4 80 4F AR U378 J5UA e 51 1 Jt Ao
P& % NIDE Y 1 -8 U R U [ €N R A S s N
FFEEARIT I T R BHE A% B2 4 R BT e BRABUAE b iy 50, 5
R AL L R 2 SR B X TR AT A% 5 T IS AT A I 1 2% 58 XL
HERZTR - LU € 5 IR BN R TR )T 5 AE Y 0k LY 4 B 43
fii . FISH B AT P A0 A5 5 58 L % 5 57 Ak i L ol LA 22 o
AR . AR 3R B 2 S AR OC 19 DNA SR B AT X (8] 41 8
I3 ZLR 3R it TR 20 I AT DL A A A I L AN AL RE X 43 B
U1 R Y 0 AR AT ARG I L T L 0 R R b U 3 284 ] ST 44 it Y SR
%A A8 Y € 0K ) (3 JF AT 22 1 8 1 LA e 6 43 BT L 3
T A% B 5 J0 0 AR AR R AT AR I e PR R A2 B —
PR

PCR A 1 555 AH 56 fil & &= B 88 A 250 B Bk s
L BEH AL PCR 5 8 4h, 81 20 RT-PCR (nested reverse tran-
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scription PCR) | SZ B} %¢ )6 € 7 PCR 4% R (real time quantitative
PCR,RQ-PCR) & 1 JH T [ 1M 9 AH 56 fil & 3 (] 0 7 Pk M 1
Kl ., RQ-PCR R{H GBI & [ 1035 40 i J2: 45 2kl & 3L 1 L i
BTG YT B9AS TR B B, 18 AR A DU L Al 45 ik R 3% ik K OP i B Ak
B MRD KF-. BT ZEARERBEANG IR L2872 W
NFH B IR 1 F A FE MR R T RN TER.CHR
2211 R A S 5 S B S8 N B I A B R TE L Al A i B ARG
T FLG R I HEAT T R Sk 0 R 5 3
3 BERLALLBAEER
3.1 TEL/AML1 @& 3K TEL/AML1 @& 3L & L=
ALL J 8 WA s 5% B % . 1 12pl13 9 TEL (transloca-
tion ets leukemia) K 5 21922 F i) AMLI1 (acute myeloid leu-
kemia 1) 3 B 3¢ B 5 o T . 4% 42 38 H PR R AT 58 2096 ~
28 %0 o FE [ LG 5 B R A R LN B R A TR AL . R
TEL/AML1 T J 4 38 8 )L & [ 0% MRD 9 348 4 F 45
K,

TEL 3: [ X # ETV6 (ETS-variant gene 6), {ii F 12p13
L BT ETS$ 37 R K 20 240 Kb, BT 4 11 25 [ i 12
TiE-$F-12 7% ( Helix-loop-helix, HLH) #1 ETS %5 #4 8 41 5. 1F
% TEL 7E45 18140 b 24 )12 a3k, 70 1 1 41 20 rp 25 35 40 %t
B i 5 TE 3G AR 40 U 5 30 A o R v R 0 S 1 R R R
TR A0 7R R S A

AMLY Z:HE 7 F 21922 b, &K B 260 Kb, & F 12
AHNE T R IK 480 HIALM MR E A .

AMLY FEREF 1 M4 40, 2 703 1l 7% 1) e 5t
T EH BT AMLL 5 DNA .0 858 )7 51 45 & )5 . i b H
e sk R FRGHBI R FIE R E A ZE G . ZEAE G RE G4
EHLELE . e B8 5 DNAG A4 EA L. §
B o A T AR b S P TR A e SR T R W e Skl B . TEL
M AML1 Wi 25 . DNA 2 Z ol #2hf TEL 5] HLH X 1 JL
TPAEA AML SR D AE— &G TEL/AMLY gl 52 A L B
Fik TEL/AMLI Fhf 85 1 98 0 AR TR 300 4 S0 1

TEL/AMLI1 BA%E ALL #2 48 FAB 4328 —fig o L1 5 L2
A2, AR B 2 o T B 41 A ALL (pre-B-ALL) Al
WiE A ALL, Baruchel Z5 55830y, TEL/AML [ 3%
A R UL (CD 13 /8 CD 33) % ik & CD 20 #yfik %
k. JLE ALL ff TEL/AMLL P ¥ % g8 32 B0 o5 — 45 5 02
CD10 & HLA-DR 1) 5¢ 6 5% ¥ (mean fluorescence intensi-
ty, MFD {8 &L,

TEL/AMLI il A3 F B ALL 8L 32 16 KR AE 3= 3
R T 1~12 A% )L, @G RTE 2~5 2 B E T4
s 5 JLE B A ALL 19 20% ~25% ; #7112 W A1 J8 i (4 40 e 3
B— /N T 50X10° /L, Rimilm ROFTE s K4E t(12;:2D) 1/
TEL/AMLI gl & 2K M ALL #LEA S48 UG - LI
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PR L3R 7 BN 8 g o Ak T SRR K A W 1] 4% PR i LR 1
U BT 3R AS ST R AR, TR CR 3K, 5 47 To o A A7 3 1T 15 3|
8926 ~100% , L K BAL, & ¥ ZETFLWIRITE 2 4,
BRI HRIT AR U 2 S AR R G T L D I R B
B TEL/AMLY @l & 3 B M5 4 ALL 8 L AE & 45 5
Z—.

#xf TEL/AMLL ¥R ALL & & B IJLMEKih, LT
PUBh B 2 . TEL £ AMLL 3R 156 der(2D 3K . TEL £k
B AMLL 3875 . B 1T/3A/1TA {55 B ML, #8551
A HELN BT Bk S A DG, B8 TEL 3B A AML 1 Bk B H Ath 58
I Bk TEL 3£ 5 f o4 % R4k, 78 TEL/AMLL FtE ALL
WA K O A SR ke LR i S — 3 A AT
123 i JLIEFT B 40 M ALL B9 #F 55 # , Chung %77 A S 3E & HE
P TEL %% AML 313 A T HeM: TEL %2R 58 AML 3K15
X3 Ao B R S AE I R ARAE LA R BUS LR R B
25 . X F TEL f AMLL B in & B 5 % 5 W5 2 8 0 56 &
AT HRABEREABIIIE

ZHE NI RY], TEL2/AMLI G4 3K FHPE ALL
BILBUGS BT BB AR 2T 4y % A TEL2/AML] @&
SERBEYE ALL ffb ALL B8 & %2 MRS, I8 g 18
TEL/AMLI i 55 PR BA 1 95 461 £ L b 55 B 5 3 R ) F 151
Ja© . B, TEL2/AMLY g4 3% B J2 5 8 78 O i 57 705 48
B AR ST 7 2808 L 4 DD AL ) 4 TR i T4 R SR I RN
WA ST
3.2 BCR/ABL @& 1960 4545 i 58 34 76 1% 14 i 41 ffg 1
I (CML) 2 g vh % 88 Ph % 6, 44, ik 5 & 30 Ph e o fk 2 9
S 22 S YA ARA RS H 5 A B 1(9,22) (q34ql1l), By i 53
9 S Yea Ay Abelson JF I N (ABLY B & 22 5§ {k
breakpiont cluster region(BCR) 3 A, JE if BCR/ABL g4 3t
H. 10%~30% A ALL B3 .2%~6% JLH ALL B # LK%
95% Lk I CML 3% 75 1 [ i J 4 i 'h 47 BCR/ALB 3£ A .
H 45 BCR/ABLI il & 88 1 2 8048 45 i 1 1 T 40 i 3% 4
BREHGES RGN FEE OB, © R8RS ARG, 5
1 I K9 AH G

HAET,JL#E ALL 19 5 4£ 05 LEfE R (EFS)ik 70 % ~80% .
T ber/abl @A S AR ALL &)L, B TG MR £ Y
SEHRAE .5 AF EFS AU 20% ~40%7, PRk, Bl o & ALL
EHERWPEEKREE BUEWEANARMBE R,
ph+/BCR-ABL+1) ALL 8 % HAH ¥ & WBC & (23. 5~
26.9)X10° /L, % £ W £ K B-ALL, H§ 5] & 3% 8 2/ pre-B-
ALL, M T-ALL /WL, S M4 i 2 f A B 505 (CD34) £ 3k
FIEE R PR35 (CD33,CD13 £ W) f 4 5 B K Jg  HoAth 6
SN E RO T W E 4N R B BCR/ABL il 45 3 4 BH
T ALL &R RAG, Jm WBC, H & &M TS W 2%, 5 28 M
H IS . M Ph+BCR/ABL+ALL (¥4 il i & 2= ok F A4
AR 2 0 55 P L A0 3% B Al i Ph Y a4k & H AR B Ph g8,
PR P B e o fA R B N PhoYe (0 (R B M 3 AP BL . 4106 ~
86 201 Ph+ /berabl + ALL g3 4778 B g 60 0K 19 5% . &
IR 75 Y OB R & T, der (22)1(9522),9p-,8 5 Y
ok = R FI L Ph e (o R 45,

Zaliova 551 53 i A g/ TCR i 5 5 il 52 12 W0 7% Al
BCR/ABL i £ 2 R % 5 46 0 3 %F BCR/ABL fHPE ALL JL#E
FBE Y 218 Uy B BEAR AR HEAT /N AR B E R RT . R
A 20 %3 i Tg/ TCR K Ay B2 19 b5 A< 78 8 ] BCR/ABL £

T35 Bk 22 B PR 45 5. AT E S5 A0 % F Ig/TCR #; JU 2%
BCR/ABL fili & 5 9 W 0 B % 58 R OF A S il 2 & . A B
LR BCR/ABL By #5878 /& Ph+ ALL {835 & 4 %% & R
it 0 <) 0 7T 245 0 ) DL R R X T R A T315T 4848 1 il
H R ERK R BREBARIL BT . AR
NN X T3151 9828 FHizh ¢k Ph+ ALL B3 5006 Aurora i
04 ) VX-680 1897 BY [F] I 45 & — Fh A R 2250697
Je— Mk H %A A RIEIT T k.

TEJ¥ i BCR/ABL il & & B i 2 B2 i, ABL 3k [ 17 Ty 2
RO R, R AR 2 AN BT (a2) 5 L L a2 K L TR
Tl gL 22 SRR, S R EGBERIE M. KHE BCR W
ZEWAFE B BCR/ABL B4 37 43 4 ela2 (minor, m ) |
b3a2 5 b2a2(major, M B) (el9a2(p &) 3 Fv, 43 B £ ik P190,
P210.P230 filt & 2 1, AT DL 5l s ] i 1 8. 9000 JL 3 Ph+
ALL % BCR/ABL gh & 3K 8 m % (p190 ALL),60% ~
80% M A\ Ph+ ALL BCR/ABL fli & 3 H H m #,20% ~
40% ] M # (p210 ALL), #| | RT-PCR i A& 7] L % % BCR/
ABL Rl 3R R, 22k 450 % 106 ) Ph+ ALL B4
CHZAE S 34 %) A [ il 4 ik TR 4 SR AR Il R ARRAAE 199 22 57 T T
JE AT TR SR K A Ph+ ALL #h BCR-ABL LJ pl190
FIR N T p210 A pl190 HA E IR W K 9112 1M/ W E W
T VEE B R R R AR R . Cimino %1 & B p190
BCR/ABL #3545 B & w128 WBC iH50hF 16 X10° /L K&
CD34,CD33 ik AH 65 p190 415 p210 HEEM % L B
2 B 5 AR R AR TG A A7 p190 H B B AR
F p210 4l . X PR [ s A ) ALL 55115 PR 4 AE (9 A O
A T T — 22 WY .
3.3 E2A/PBX1 &3 7E 3% ~5% 1 ALL JLEM 5%
BB ALL B e R 77 1(1519) (235 p13) B, fE 7 B
ifatE ALL Hal 5 200 ~25%. oM & 1 5 ak b
fET B H Mg 1(pre-B leukemia 1,PBX1) 3L FI%E 19 S 4L (@
& F g i 3R E R T 45 4 ] F (immunoglobulin enhancer
binding factor, E2A) 3 P, #EfiT 2 19 5 4 {0 f& ¥ 5L E2A/
PBX1 @l 3B

ZHTR SR IA 3% R a9R AR OLX AT  R  2E  B
A KA 20 01 22 A . 3T B 5097 0T AY 2 R AR OG5 (H 2 0 4 1Y BF
FEARRN F A 1(1:19) Z iy ALL JL3E R F 3 Ry 5 20
Ir T R, AT L WG .5 F AR (EFS) TR
80% . T BT AR FH 9L s B PCR R A2 AR 45 ] ALL
BILHI1Z E2A/PBX1 RKIKKF-H1 23 15 FEZMIRITH 33 K
i MRD K, 250 EZW], W20 E2A/PBX1 RKE K- 579)
ZEFANE A HEAN N & 4 L B G . WIS E E2A/PBX1 3%
FRIKSF-A] DL R R B LRII2 B b £ fr . MRD BHPE SR LA 2
W E2A/PBX1 3KV VAR /N XA I7 19 52 LA X 85 2% .
Shiozawa ZE BE5Y GAS6/Mer ¥ E2A/PBX1 fil 4 25 [ BH ¥
HI B 40t ALL (0998 95 7 & BE B 40 M 43 W 1) GASE X
E2A/PBX1 G4 5L BAYE ALL 4 i 47 78 8 6 78 7, 93 5
SARMRHLE HAyT Ry E2A/PBX1 @A 58 M ALL 44 i
(R TS TR T R, GAS6/ Mer (198715 1E FI BE 5/ &
E2A/PBX1 filt& 5 K LT B 40 i v ALL 40 i 76 & 8 1Y
T EAAENE . 325 GAS6/ Mer 835 /5 FH Al AE & 2 A 1ML i &2
KREERL, BET. T T & ALL & E2A/PBX1 fl4 2 H
PERIRE R D E—TE N TR P IRE T 1 HEA (119
M E2A-PBX1 @A 3L MR B T 40 i ALL B, i
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OARAZ Rl 47,XY,9p+ . 15p+,17q-,der(19),t(1;19) (q23;
pl3)F /16, XY™ E2A-PBX1 fil & JE K FHYE k. 4 T H B
T Jide 5 A T A+ BT8R 3R+ b B OR A O FRIR T S AR R IV
SRR Y O AT B R 46, XY, E2A-PBX1 il 4 3
PG B . 4878 E2A/PBX1 BHME t(1L 1D WA L&A F T
4 ALL,E2A/PBX1 [ I 97 40 M 78 A 18] 19 98 2% B B 1R) 45 5
S OR B T A AT AR

3.4 EAEFR H MK (mixed lineage leukemia, MLL) 5 T
R MLL B AT 11923, K29 100 Kb, 4% 36 A4~4h
T AR B YA 3 968 ANE IR, WK 11923 1Y
Yoo A SR A I FR G R R R L s . e SRR § 3 MLL
B R ETHE W Y AR 5 AR S AL T4 sh B
SBR A R B . MLL BN Ar oA SR 65 B8
th 60 A A5 MLL & A Rl & 19 PORE B PR L 3 8k B R 2 254
TE I 0 T 2 B B A O A AL 1 1 S N T SR
VA . W W 11923 B A t(4;11) (q21;923) .t
(6311)(q27;923) . 1(9;11) (p21;q23) . 1(10511) (pl2;q23) Fl t
(11519) (q23; p13. 3). = 5@l G 1Y 3 B 43 5 S AF4, AF6,
AF9.AF10 f ENL,

MLL ZFEHAE ALL Hi &30 6 %0, 76 20bk 58 40 i
FLME ol 1495 /N F 1 % 0 %)L A I 9 5 &
MLL SFEHE KR ERKF 75 N FRKF 1 2HILEA
I H & A SR AR 62677 MLL 26 7 % 1 ALL £
B4l 2 Ry 2 B AH 41 R ET B 4 i ALL, 5 WFoe 4R s,
90% Lk %)L ALL & &4 MLL-AF4 g4 2 (1 B i 4l i
BUALLT-ALL +4r 0. W oEss , Bos A6 40 i
K587 TRACIA 1 & 9 % MLL 5 HE I 6 IR 18 T 40 f 5 5
FRAY AR E TAT I ¥ ML B 8K iR LI 2 5
Futfed b & 22 LA M & A& MLL & H W E Nk
PR

T MLL 5 HE 5 05 A 20 4 14 1 DA I VL 2 0 T fS
R . WHO #2454 1% 58T 43 25 v o L sl 3 ok 11923/
MLL [0 . H 3 B0 IR A 5 AL 36 < 40 A il WBC 3505 5
FE R O, 5 KA iR 28 2R 48 1 I 5 W AR T XE L%
M ERIGHE KR WG 22 BILEE P8R . MLL 4
K ALL K2 0 R B ek B0 A7 AS SR 6 KR it Ay
BUE T MBS A A AL 8 R R R AR R I R B AR
AR,

— 5 F) JH 5 PQ-PCR it 601 4] ALL & JL [ i %% 40 Jifg
MLL & N 5 HE % A8 2246 00 193t 56 R ™ B 58 A R % 3 MLL
SEH F R A AL B A 28y MLL/AFA MLL/AF9 MLL/
AF10,MLL 3 & 5 HE FH 1 & 2 24 3. 66 %, pro-B & A 1
MLL 3 5 & HE B B L 5 pro-B-ALL & JL#Y 29. 9% ; MLL
SR EHEBIYER T 4000 ALL 8JL4 T 400 ALL /92, 4%, fil
HHF R MLL/ENL,

MLL/AF4 i &2 HZJL#E MLL 207 H 5ci UL 28 8,
WF 6% ALL FBIL. R BUS ZMHEIRZ — L HAER L ALL
TiJE 2% . MLL/AF4 B B i 32 LA &% 00 % A A
MAE R A 2/ WBC iF 4 s, RBILE &
L3 AT A 4E & (event free survival, EFS) Jy 34. 0%,
i MLL S HEA PR 8L 3 4F EFS N (92.3+7.4%0),

4 ALLBEERLIMNENX
4.1 A ALL fa Ry oy 23R K HE  JL2E ALL 4 fhmh & 2k
R Ay I DR fe By 2 43 21 ) bR 2 — o 2 NG 12 W VR 97 b A W]

A S PR o J A A R PR AR N T LR AR 2 2 W Y
AR RS Tl i A i TR 5 0 25 S T A T T R 5 12 T o
WA B2 ALL SOLATAH S Bl A 26 R e s . mT DAk JL 28
ALL fE 1 B 7 20 $12 i o LBk or 19 5090 2 ik 4l
4.2 FHEDIRIRIGST  Rha 6 PR AY vE O G TT LAA RO L
ALL 5 & Wz BE 73 9 4R HER 2 19 2 25 AR A0 U 71l PR 23 2L
oy AR S AR AT . SRR E RQPCR 7RG R L
VI IO T A I O — A T A IO R G AR S R A
L5 200K B9 B T3 2 P 3RS — A M2 T KT B E 8 2 % A 1Y
AR VE AT BE B8 X8 W R 6 7 B At TE 0 A . R I IR A
I7 07 52 U S0 2 U G AL IR I 9 1 9T G B
4.3 MRD il MRD J& S B0H i & % 1 E BN B AT
I MRD R 3 B Js ik o« 3 2 40 M AR (FCMD 4 9% 43 #r
Ig JE A = TCR K & HE#Y PCR G AR 56 B9 PCR &
X F &SR MRD 52 P4 . | ] RQ-PCR X MRD #4753l
A E B I R R A E R . R, RQ-PCR J1 T 3)
AW MRD R A 7T AT 5 B A

Lk LT BEAE 70 7 A WA R R 7 S s ALL AT SE il
3 A PR A s 0K S IORS B A DR BE L TR ALL 89297 T R SESE N
KEERIETT . PR A B8y AR S ALL Rl 25 R4S K SF 32 05
PR HES BT A LT K R — 2P R

& ik
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