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Abstract ; Objective
leukemia. Methods

To explore the diagnosis,treatment and prognosis of clinical significance of chromosome analysis in acute

108 cases of acute leukemia patients were test by chromosome detection,and 42 cases of acute myelomonocytic

leukemia( AMML) patients with abnormal karyotype distribution of the characteristics of cytogenetic abnormalities were analyzed.

And morphology.immunology.cytogenetics, molecular biology were tested. Results

ly different,abnormal karyotype was 54. 76 % (23/42). From the chromosome anomaly point of view, AMML

ency. Conclusion
treatment and prognosis aspects.
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1.1 —JgwEel 108 fil A AML NABE 2004 4£ 1 A & 2011
A4 ARz B . b Bk 58 B FEAE RS 51, 14 %
7 50 Bl SRR 48.85 4 &z kg 12 0,86, AMML
42 il 5 AML BB 39%(42/108), Ho B4k 22 i), 7y 4E
#% 57.59 % s otk 20 B, F 4R 53,65 %

1.2 Jik

1.2.1 ZWikadEM G AREEEWIERRA LR HHEL
R0 200 A 2 e o A 0 235 SR 2 BRI S0 12 W B T 380 1 D i A7
W2 . SRIEHGFR AR S B2 0 B I R 4 F R 52 opoo il A7
MICMUE 252 i 2 AR 8L 2% 4y FLE ) fa il
1.2.2 Q@R 108 BB H TR — Bk F 45
A 2 IR BE VR ZY 8 mL, A I HEAT AN IR S A R
AR Yol S FAEYFAE . P o irik 2k

o JERGIUHE . bR R XRH TR B (2008 JKKO023) .

chromosomes;

AMML chromosome test results were obvious-

was a clear inconsist-

Karyotype analysis of chromosome abnormalities play an important role in leukemia diagnosis, classification,

prognosis; research; abnormality

BB A0 4 ) A Chang-MF Ml Chang-MF-BMC 55 3¢ 3t , 43
B2 16 h i & B 57 M40 h KE 35, 40 h B 7 5 ) R
(GCT) , FRK K AL Bk BEL UK 240 fa 4 24, 7 ARG 75 S 0 0 o VR
WA M, LT S G Rl . B4R TE Olympus B BUEE T %
Js B MACKTYPE 5.7 SR &R Ge 40 BAN 4387 3 QA 5 40 i
38 2 [ B Ay 4% R R (ISCNT1995) ) k47 3 o {4 35 50 36 3k
B8] 2 /0 43 BT 20 A~ 43 b B A0 .

1.2.3 JR¥7ITEE 42 Bl AMML B3 MR Y7 £ R R HER
A BR PR (DA (A a8 R+ B (TA) |
U SNSRI - B T (CFLA) LK 4E R + VP16, [ % g 15
+ B BE R+ G-CSF(CAG) & 057 RIGIT . IT I EMRMES
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2.1 AMML BFRAESHE A4 42 ) AMML B @
W AL IE H 19 il P R B R B E 23 i, 5 AMML [
54,76 % , EAEME 51. 35 2 (14~80) , Forp Bk 14 5], SE H4F 18
54.07 % (14~80 %) 4k 9 i), F-HI4ER 47,1 % (27~66 %),
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HET 1.3 4 FK0 16,56 14.17.19.22 fl#4 CR £4-,
2.3.2 YfafkAZREIER A CR#E K 57.89% (11/19), Ho
b7 2 y7 A2 3KA% CR 7 4,3 Jr F2 4K 45 CR 1§, 4 J7 23k CR

34, NR 8 ] s CR W [R k FE4F T 1.2.3 4F 70508 2.2.1 fl,
PARA 3 4 CR 24, AMML I FRIEI7 3R MBS A 5 W &
B ZE 5%
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e M R AR ARERHE

1 ) 34 45,XY,—17010] /46,XY[10].

2 u 34 46,XX,t(11319)(q23;3p13. D[15] /45,idem,der(7;12) (ql0;q10)[3] /46, XX[2].

3 433 46.XXeinv(3)(q215626. 2) .der(16)t(1316) (q21;q13)[ 197 /46, XX[7].

4 B 58 46.XY.inv(3)(q215626. 2)[47/46.idem.add(13) (pl L. D[16]

5 L: 60 45,XY,—7[5]/46,XY[15]

6 i 27 46,XX,del(7)(q22)[8]/46,XX[12]

; P 16,XY,1(9:22) (q343q11. [ 2]/46 s, del(17) (p11. 2)[117/46.sdl1,t(551055) (q11. 25225 pl5. 3)»
der(8)del(8) (pl1. 2)del(8) (q24. D[ 7]
43,XY,—3,del(5)(q? 13¢33),der(10)t(10511)(q263q13) » —12,der(16)t(16;317)(q12. 1;921) ,—17,del(20) (ql1. 2q12),
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13 n 57 45,XY,—7[91/46,idem,+21[3]/46,XY[8]

14 EE 53 47,XY,+M/46.XY

15 4 66 47.XX.+X[20]

16 i@ 63 48,XX,+8,+9[20]

17 4 54 47,XX,+22020]

18 5B 78 47,XY,+8[18]/46,XY[2]

19 450 46,XX.inv(16)(p13;q22)[161/46,XX[4]

20 B63 54.XY.add(D(q21) s —7.dup(17)(q213425)[20]

21 B 80 45.XY.der(3:5)(ql0;pl0)[13]

22 L) 14 46,XY,inv(16) (pl13;q22) CBFB/ MYHI11 gt &3 K PHE 1. 81 X105

- P 63 42,Y,add(X) (q22) ,der(1del (1) (p3d)add(1) (q42) .del (3) (q21) ,add(4) (¢35) . —5.

der(Dt(7;11)(p225G23) » +add(7) (ql1. 2),—9,add(11)(q23) , — 15, —16,—17, —18,add(19) (p13. 1) , +-mar| 20
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RS EE 4 6 CR B4 W EFEZA AR 47, XY, + M,
17,XX, 4+ 22.inv(16) (p13;q22) X 2. inv(16) J& T J5 4F 109 4%
o F22 ik inv(16) 4 B YK R, o B AEZ W inv
(16 MEEAF S, BA N2 H inv(16) AML (5™, —7
ME ARG R R,
3 a9t ®
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709 A4 42 ) AMML 83 v e (o (R R B 53 3% 7 54. 76 %
(23/42) , 5 [ Py H 8 1 1 0 995 e 0 1A I 75 3R 61. 86 X6 L £ AH
PEET . AML Yy e oAz R A BOAR W] 43 Ay OE R R R L TRT B B
BB B EET, HAT X WE W ER L. WA STk
BN K X B 2 58 T D58 B i 4 2 AR
WEHRA L IEAE T H A KA. 35 B E R85 W
(NCCN) ¢ 59 T WU A 6] 432 = (1) RAF AL A4 ¢(8521)
inv(16) il t(16316);(2) I EF 4 , AL 45 IE # 4% B L 4l +8 .t (9;
1D K H A TG R F TG 22 4 AR 48 KR 585 (3D Bia 241,
WA RFHE(E3ARE).—5.—7.5q— . 7q— .k t(9;1D)
PIAMIY 11923 F4 . inv(3) . 1(353) . t(6; 9 Fl 1(9;22)1) A HF

FEBR (852D AL I ELZE M2 B, t(15; 17) L H B e M3 RIb)
Yo AR T A A — B, A AMML g % 19 5 % A% TR R AE Sk
B 5 HAWIEE B il g R WA E W B4 — 2tk 2 A
6 1A A B B0 AR L B I R YT R TS A A B Y 2%
S50, HAET AN I 3 4ok 3 4 DL b Y fa R I R R Ol B 44
Jeto fi 2R, 4 Bl CR =AW B H M 40 . 47, XY,
+M.47,XX,+22.inv(16) (p13;q22) X 2, )@ FHUS K 4741, T
JEZEAT 1 BIAEIE . Lindvall 5077 9F 5% & B0 IE & 4% 4 0 52 %
S AML A 169 R B R ik 25 5, b 30 s R ik
55 30 PR KA F K 22 R B 3% . Schoch ZEM A hy i 48 3
[ 223k B3 475 DNA 51455 18 2 Dy hg o, 1xX B 4 (Al 42 7 34
T I 99 400 6L A Y G T 24 e RS 40 D DA T BEL T 4 i 0
R AT 52 4 I 0 S & 2% S5 A R AR R BUE A
R . A B s A A B T e 8 R R R IE R ) AMIL 2 H AT A il
R ST I . AML B AR [F] 30 B AT 25 S [R) il 25 ) 2 R 28 28 A
PR ek . Ik BB 33 1% 2 1) B AR 52 WA I DK TS O 7T B 7E 1E A IR
SRR b 32 A BT, 40 3% 15 % IE A AML 41 i
NPM1.FLT3. CEPBA, MLL. NRAS *: [H 0 & & 4 28 45,
FLT3-ITD SLPH AU 20 #1445 57 £ B NPMI1CT§% 55 2350 50D



+ 2350 o E frfeie

A 2011 4 12 A% 32 %% 20 ¥ Int ] Lab Med,December 2011, Vol. 32, No. 20

MRS R IP. R AR IT & B 2 BUOBE R A6 B 3 I hs-
CRP 1 &% Z AP 8 35 TH vl RE ML . (1) R & R KL,
i 2 2 AR SR W A R AR RE T TR A
114 &5 JB T 410 ) 47 2k 76 11 5 A hs-CRP 1 & B b ) Z 4P 0 17
0K B 9 5 2R 0 2 B T R AIG L 5 80 CRP & 3 s (2) i 5
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