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Clinical analysis of genetic abnormalities in childhood

acute lymphoblastic leukemia
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FA I 2 L2 30 e DL ) S e L e DL &
PR B 4 B 1% Cacute lymphoblastic leukemia,
AL RFE, JL#E ALL 1SR SR E %55 &
1L T2 285 2 L e 8 2 L A0 I st A% = o+ A6 ) 2
o3 Y1 2 R A3, AR R AR LAY st A 2 S LA
VI WA S/ A% B8 % (minimal residual disease,
MRD) K, Rl 43 52 % F5 B B OF i 47 43 B3R 9T, fiff
MILE ALL WBEA TR AR S . HILEA
M . R HJE L ALL 5 56 40 A Y A il 2% A A
PRI Hh 1 3 24 8 BRI e o A A O 0 1A I L 52
M) 2% 00 (ARG A B ) B S AL TR R, AL AR
S S S RN R BT I EA SRR I
A BE N (RT-PCRY £ A K I 52 1] JL#E ALL
()4 Je oy T it Al 2 S IR AR S 5 1 5 UL
BRI L A HEIRIT S 8 Rik e it ik 16 2
HHS 33 REBER MRD 455 D) K s LS B4 4
Mt » LA - s 48 S I PRIB T .

1 #ER5HE
1.1 %R

2010-12—2011-3 F B W in iy JL#E ALL ¥112
B 52 ], 245 B-ALL 42 fi], T-ALL 10 fil, H
R 29 ] (55. 8%) .2 23 il (44.2%) 5B + & hy
1.26 : 1.00, 4RI 4(1~15) %, BaETIN [E 583t
F 201448 H.

1.2 H HLAH A 5t A% 2 A

1.2.1 HHEMEREERIRARNSSE KM 24 h &

R S 2 MR R OB A MIEH 5 ml

R WP & 1640 ¥R W 4 ml B4 1 1 ml; @B

MR .5 ml 5532 A 1640 H5 37 4 ml, FH AR

M3 1 ml. 5350 2 Fhs SRR & thom A & 55 A

120 M S TR B 5 0 4 B B, B2 0 A0 5 R Sl (2 ~
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3) X10°/ml, “FBRUCER 1 i A, F R T A TR
P BB 0. 0125 %) BAF 10~60 s, B F5
BB Y YL 4 8 min,
1.2.2 Q@R R T R HIARA R 20 4>
T, A S iy 44 AR (N 2 40 B 3t % 2 [ B i 44
R (ISCN) 2005 ) AT 383K
1.3 ZHH L RT-PCR
1.3.1 PRACRAE REBFBTHE 2 ml, B HKE
45 , % ] TRIZOL Reagent (1§ [ Invitrogen
SN FED RN RNA, F)FH Bl AL 5% 5% 5 6 K
2 pg M RNA @i 58 cDNA, B F —40C 7
#=H.
1.3.2 Z®HEHX PCR %7 8 4747 PCR X
N AT RIS 1~8 AL 8 PCR 519, R T 12 3
K E2A JEF B mRNA /E R BHE N X R, Bk
JLR 25 L2 2 SCHk (2], 51 H B T A
TR AR MR S5 BRA A A .
1.4 BITHE

RAEFEBE CCLG-ALL 2008 /4,7 VDLD )
ZKBEHMWM(VCR) . RLLH X (DNR), L Jig 114
e e /i (L-A sp) . b ZE KA (DXM) ] T 28 fif i
I7 SRR JG Ak St CAM 7 AR Bt (CTXO LBl
B ML CAra) | 6-%i B& B 0% (6-MP) | I [# ¥R 97 .
ALL BILTIRIF S 33 KA ECE 88, 40 W6 0 g6
4 HE 20 B 25 7% 15 % F MRD /K-, MRD=>1 X 10
4 MRD FAPEA , BI 3 F A 9 20 R 2% i, <<1 <10
i MRD FIPE4R , B 4rF A= 22 S f ™
2 #R
2.1 CEHHN AL 2R B

52 Bl LB A, B SR L) 51 1, 1 il 8% 3% 2k
T, A R 30 rp A o 2R Y A, BE SR A T 98. 1%
(51/52), 52 fi ALL BJL+r, 31 fil B A 5o bt 4
R SR, S5 AL R 59. 6%0(31/52), &b
S AR AR H SR 10 B A EE 50 19 iR
AT <46 B AT AR FL A 21 5] Ay B 4l 45
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SE A SR E B R N R e R,
2.2 Z#EHA RT-PCR

52 ALL LA 48 Blikir T £ & #H X RT-
PCR #6:0 , YIRS R . 48 151 58 A5 A< v, 18 161 43 3]
AT HE A 7 Fh AL S RN R E A E N 37.5%
(18/48), 43 %}y 10 #i TEL/AMLL (+).2 5] SIL/
TAL1(+).2 il E2A/PBX1(+) .2 il BCR/ABL(+)
1 5] MLL/ENL(-+) .1 ffi] AFF1/MLL(+),
2.3 YMfEfEF S PCR KGN 45 1Y b4

2 H PCR A #5445 Al & 3L F g 18 i /B L
L5 B BB LR R L o B R T AR R Y G AR B for
{H AT 13 i 42 7Y 3 A1 oA & S0 AH N7 ) e o {4 e AT
FE 10 44 TEL/AMLL.2 fil#E 4 SIL/TAL1L
FHRA 1125 21) (pl3;q22) 8¢ del (1) (p34;
p34) . 53 Ak 1 il BCR/ABL # A& K H 9% 0 4
ik, HE. RN EHA 1 GEILA4 5 A
SR T 1(1519) (q23;pl3) . fH PCR #6045
A . K H R0 L 22 5 PCR 45 3B G o

Br. 38 Il HLAT it i 22 o 2%, fff ALL Lt (B2 7
WAL CRIEEF 73.1%(38/52),
2.4 g SRE S BILR IR RN B s K T
IEEESE

45 B2 3RIT I ALL LA, 36 B oA 8L
FRELCH PR RS S IR K N AR 4
il , A BA AL 2E 58 IR IT S 33 R E RE R 2%
5 B, 4 AT 35 % 22 SR IR T A 33 K MRD
FHPE 29 f], Horp 23 Il AT st fE 22 %, 5 79. 3%
(23/29) . ZALLLE 3 WRIE AN E Sl I A
TR A 33 KB BE R MRD 35 8 92 /@ &% 3t 2 fi], e
O ARAE T 53 590 g .46, XY[41/49, XY, +3,+del(6)
(ql5), + 14, +15, — 20 [ 2]/high hyperdiploidy
[147;46,XY[14],

a1 B ESR G AR o B o IEH T {H PCR
s gL E A SIL/TALL @A 2. BV )
A 4 GIEILA MR & .1 BIFET, &% BA ik
RH ., BARGERILE 1,

R1 ALL BILEEZRESREHGTREMBENILER

e sl Fiti 1
5 3 RT-PCR X MRD BM
B #S SR /A
1 46,XX,t(11519)(q23;pl13)[4] MLL/ENL(+) Poor NR R CR 44
2 46,XY.1(9;22)(q343q11)[6]/46,XY[1] BCR/ABL(+) Good NR R CR 38
46,XY,1(1;19)(q23;pl13), +del (1) (p32),1(9
(ql0),—13,+mar[1]/45,XY.idem, —6[7]/44,
XY,idem,—6, —22[1]/44,XY,idem, — 6, — 7
3 E2A/PBX1(+) Good NR R relapse 40
[1]/44,XY,t(1;19),+del(1)(p32) s, —6,—9, —
9,—13, +mar[1]/46, XY, t(1;19), +del (1)
(p32),1(9(q10),—13,+21[1]/46,XY[8]
4 45,X,—X,add(19) (p13)[5]/46,XX[2] TEL/AML1(+) Good R R CR 43
46,XY,dup(1) (ql2q44),der(19)t(1;19) (g23;
5 PR a At der 9 EIA/PBXI(+H)  Good R R CR 42
p13)[67/46.XY[10]
6 46,XY[18]/47.XY,+7[2]/45.XY,—2[2] TEL/AML1(+) Good R R CR 42
7 46,XY[17]/45,XY,—12[3] SIL/TAL1(+) Good NR R CR 41
8 46,XY[10]/45,XY,—8[2]/55—56[8] BCR/ABL(+) Good NR R CR 40
9 46 ,XX[5]/high hyperdiploidy[ 15] (—) Good NR R CR 44
45, XY inv(3) (q2126) »del(12) (p12) , —15[ 2]/
44,XY,idem, —7[1]/43, XY, idem, — 7, — 22
10 . (—) Good NR R Dead 16
[1]/44,XY,inv(3),—6,—7,+del(12))pl2), —
15[1]/44,XY,—12,—18[2]/46.XY[14]
46,XX,del(4)(g21),add(14) (q32)[2]/46, XX,
11 (—) Good NR R CR 43
add(14)(q32)[1]/46,XX[17]
46,XX[3]/54—55,XX, +X,+X,+6,+10, +
12 (—) Good NR R CR 43
14,4+17,+18,+21,+21[15]
46,XY.i(9) (ql0), +mar[ 3]/46,XY,idem, 10q
—[1]/45, XY, idem, 10q—, — 18[ 1 /46, XY, t
13 C1/45. XY, idem, 10g o (—) God R R CR 42
(9;9) (ql0;q10) [2]/45, X, — Y, idem[1]/45,
XY.idem,—13[1]/47,XY,idem, +mar[ 1]
46,XY,1(1;19) (q23; pl3)[2]/45,X, — Y, t(1;
14 (—) Good NR NR CR 42

19[3]/46.XY[2]




%3 AR R, A5, LT 2Pk bk U0 40 A8 1 I 995 358 4% 2 S5 0 09 I IR 43 ¢ 239 o
W AUl kit i
5 3 RT-PCR X MRD BM
B #S SR /A
45,XY, —8[2]/45,XY, —14[2]/45, XY, —5
15 (—) Good NR R CR 42
[1]/46,XY[7]
46,XX[13]/46,XX,1(7)(ql0;ql0)[6]/46,XX,1i
16 [13] ' 4L0:a10)L6] ' (—) Good R R relapse 8
(7)(q103q10),1(10;14)(q243q32)[ 1]
17 46,XX[20]/45,XX,—22[ 2] (—) Good R R CR 41
46,XX[37/44, XX, —7.1(9; 135 17) (q10; q10;
18 (—) Good NR R CR 40
ql0),—19,21q+[17]
45,XX,—3,add(7)(q34), —8, +mar[ 8]/46, XX
19 (5] (—) Good NR R CR 40
9
20 46,XY[51/46,XY.del(9¢),—13,+21[2] (—) Good NR R CR 40
21 46,XX[20]/45,XX,—22[2] (—) Good R R CR 40
45,XX,—7,add(12) (q13)[5]/44,XX,—3,—12
22 [1]/45,XX,—7[1]/45,XX,—7,—12,+16[1]/ (= Good NR NR CR 40
45,XX,—10[1]/46 ,XX[3]
46,XX,1(3;14)(q263q32), —7,del(17) (p11) , +
23 (—) Good NR NR  relapse 10
mar[ 4]
46,XY[4]/49,XY, 43, +del(6)(ql5), + 14, +
24 (—) Poor NR NR CR 43
15, —20[1]/high hyperdiploidy[ 14 ]
25  46,XY,add(15)(pl0)[5] (—) Good NR R CR 39
47,XY, — 16, +marl, +mar2[2]/45,XY, — 20
26 (—) Good NR R CR 42
[2]/46,XY[17]
27 46,XY,t(4;11)(q21;923)[2]/46,XY[7] AFF1/MLL(+) Good NR R CR 39
28 46,XX[3] TEL/AML1(+) Good NR R CR 41
29 46,XX[20] TEL/AML1(+) Good R R CR 41
30 46,XX[20] TEL/AML1(+) Good R R CR 40
31 46,XY[14] SIL/TAL1(+) Poor NR NR relapse 3
32 46,XY[3] TEL/AML1(+) Good R R CR 42
33 46,XY[20] TEL/AML1(+) Good R R CR 43
34 46,XX[20] TEL/AML1(+) Poor NR R CR 40
35  46,XY[20] TEL/AML1(+) Good R R CR 41
36 46,XX[20] TEL/AML1(+) Good R R CR 41
37 46,XX[20] (—) Good NR R CR 40
38 46,XX[20] (—) Good NR R CR 42
39 46,XY[20] (—) Good NR R CR 40
40 46,XY[8] (—) Good NR R CR 18
41 46,XY[20] (—) Good NR R CR 41
42 46,XX[20] (—) Good NR R CR 42
43 46,XY[10] (—) Good R R CR 9
44 46,XY[20] (—) Good R R CR 43
45 46,XX[20] (—) Good R R CR 40

BM.: B s R Z2 it s NR: R G2 iff 5 CR: 58 2 52 il

3 g

P L9 4R 5 35 A 2 S R R A 5 S G
AWE st JLE ALL AWM HEZENZE L, 45
K HEARILE ALL MIRTTRCRA TR KMGE B
FAT SR IE 52 W T 00 7™ R Bk R . AR A st FéME”‘A
HEAT fa b5 B2 43 2% O 48 SR 9T . AT DL 005 . 45 5
BILAEGFR, Ed LM 30 Frp, BAR WL ¥ 1?”@!
FORA T 58 CHLHE I & e 02 S0 29, B A g

AR R EL A3 i RT-PCR A & i K TAEh )z
0 F 38 4L 2F A T B e iR
S3HT R T BE X A Yo (o R 4 R AT 4 T AL S A U
BH 5w R AT B T B B 2 32 v 30 43 24
2, K I FR] 23 BERAR, — 28 TN S R A0 1 (12
2D TR, 1 RT-PCR H AN KR4 58 1 K il
N5 S 7 A = LR CR N R VAR (5 R €1
T RN T G 8 R A R A3 B B AN JE L (H B 55 T A
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A BR X 29 B L AN A8 I Al e 0, {4 45+ e AR A gL B
SEEMICRE N S, MR H SRR N5 L&
ALL TR 2 . H Bk 2 Foy B Gl L
FHE DR AR, 46 5 8 AR 2R AR 5% B0 Ny FH 4
K % 43 7 Fl RT-PCR # AR Xt 52 69712 ALL
L AT AT 2= ke D, S8 R 4 i R 59, 604 Al
39. 6%, A 2 FhEE LA 4B, WA ALL LM
WAL T R F] 73, 1%, 5 Sk ikiE —
0, Horp R R o AT G AR B LA 7 35. 5%, EE D
B B ORI o PR B BB SR O

AT LR 2 Bl kB A R I 3 1Y AL oF
w5 BLR WY SO TR AT T VAN & B L
SEYE ALL BILMTE R % V), G ki
R B o] BARMAIEA ., R RIT R
ML ES 8 KR e A TR I S N A SRR A 4
B, 2 B BEE R, 5 100%, #E EE WK
t(11;19).t(12;21) . 6q— Ml 1p—;IBIF 5 33 KB
BER M 5 0], e LA BEERE, 75 R
100% , S H A 46 t(1;19).6q—. —7.1p—. — Y.
Z IR R 55 Z MG T 45 R BT MRD 7K &
JL#E ALL 32 I # G K&, i MRD>1 X
10 W5 g &Y. MR E E S SCHR R E .
LA AN [R) 38 A% 224 AE B9 I . H MRD B R A
#Z 5, #E4 BCR/ABL @l & 2K #Y B  H MRD 45
WL B . ARBFFETIRITEE 33 K MRD
P 29 i, 23 Bl B AT AL 2 550, i 79. 3%, o 2
il BCR/ABL.2 il B4 SIL/TALL @& £ K
() L MRD 438 4 PH M . 5 SCRk 4R GE — 20, (515
— R AR FE LA I 3 3R T 0 R 2% i 3
2 ), Horp 1R Ky . 46, XY [47/49, XY, +3,+
del(6) (q15), +14,+15, —20[2]/high hyperdip-
loidy[ 14 ], RT-PCR < ;I 21| @ A % K B 1 0E A&
JUESR B TG BAF Y A AR A (H I [R]
BHEREA TS AR 6g— %5, S 3UB LR AR E
8 I 4850, 4 7 s DR B2 6] v R A AR R AT A T
TEAR R RE Z LB 5% . AR TS PEANG b Bl U5
) A 4 ) BOL A e &2 &, 1 BIFET , 2 HAT st
s S . M H 20k 40 B & LR 1 Bl SIL/
TALL gt 3R AN, HoAl B OLY B 8 42 f /b
MRZARL S0 (R D i — 20 R BT e 8 IR 4% B 2 Ay
fEILE ALL e al B BEH .

T3 A A 5T A 8 o A AL A A A s 1 R L
BAZFEWR inv(3) (q21q26) W25, t 5 3 78 )L
ALL R WL IE . 284 B8 SCHR 1(353) (g215q26)
5 inv(3) (q21; q26) B A8 & A= RARAK, 7] g 5 3
T 3926 1 EVIL B 5 R A7 T 3q21 By B 40 GA-
TA2 G5B, X Pl g A2 8 0L F AML ., B 863 4
SH LR AR LA RS R A R A I e AR 1 R
W AR5 A IR 2R ek RE —7/7q— , B A

WM S T R X R R T AR TR AN R,

ARG LR 145, XY . inv(3) (g21q26) 5 del

(12) (p12), —15[2]/44, XY, idem, — 7[1]/43,

XY.idem,—7, —22[ 1] &M N B-ALL. &L

RITHE 33 ROP T4 ARGM IRITH 16 A H LK

HORFET:, BT EWILE ALL 5ok W 55 1) i

T, FATTHe A 2 I R A A i 5C T JH we 2 , LA I B
P 2 — st A% o b S5 BB . E IR S 3

SEgs G2 S R B N & A B AR R, AT

Tl PR W R A AR T RN . BB 1Y I R

WHO 70 BBz SN o T 7 240 i 3t 1% 2 S 3 D

FOKV ERIREN IR SRS . APFRER S

2 FhEE AR R4S T L ALL 34 1H 1Y 35t 1% 2% %

IA A% 2 S 5 R RO U 2[R 0 B, S L

ALL iyizia et 7\ SR GG T B A B TR

W5 1 M & A B 0 - LA OF R AT fE I B2 o

J2 TG PEAL K dR SR 9T T4 LA AR
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Curative effect of IBU preconditioning regimen for autologous

hematopoietic stem cell transplantation in the treatment

of acute myeloid leukemia
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2 PEBE 2 MR (AML) J2 3 Il 2 55 4 WL 1 0%
P iR, 6345 58 4 28 i (CR) Ji 58 35 19I5 97 1k #
FE R UL AL )T 5 3 D i T 40 B B8 A Callo-
HSCT) s 43 1+ 40 i #4 (AHSCT) . NCCN
f6 /8 M E N AML {697 19 & 8 LR 4k 32 % F
a4l AML B # CR J5IRIT 1 ik allo-HSCT, H
A EE R TARBERESGEME ., RS2
MR N B S5 R, o3k 1T allo-HSCT ., F A1
XX KB FH L AHSCT KRRk FHil s . % &
HARFEAB A AE R = W 02 38, AT A% 5 Tl b 38
LR IERE F AT T R, BEEL T B AT R BEAE
By AR A FZOEZ (DA BEA ML (BU A KT
IBU J7 %8, A B2 00 47 Ml s o 4 PN 8% B 19 O 9 48
CEATRE I HEARLE T IR GREF P CRYMAE
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i kDRSS I B R R, B IRR T AR ok
K IBU fiAb 8 J7 #5417 AHSCT 9 10 il AML
B R DL R B DT 4 R AR
1 #REHR®
1.1 %R

10 ] AML B35, 5 6 6], 2o 4 5] ; H 47 i
32(16~56) % ; Wi A7 & ik 22 pE 55 3 G 1 IV
T2 W0 BT R o . AR BB 3 0092 I H B L B g oy
R RSB R B A0 5 AL 2k AR R
LA BRE R TR R TS A R4, Horp 8 il
0 i 35 A% 2 T oy T AL 2F TR 43 2 bR e B b R
40, 10 B H B AR A B Al 0 F LRI IR R
AT AHSCT, #4583 i BARE M, — 7 CR
JEEATT 2~5 N AT IEBERAE ., RIKILE
FRI7 B A A1 8 o+ 40 R 4R EAT . BRE B A AT
FEATERI UL R 1, Hp g 1 B FH 2 WBC 62 X
107 /L, e oy Bk T Wk R 335, 4l MLt (L 2% 2 Fp 53



