EiBZBREFR (EER)

Vol.36 No.8 Aug.2016
JOURNAL OF SHANGHAI JIAO TONG UNIVERSITY (MEDICAL SCIENCE)

BRuk (1975—), LEXFEARFEFKERLER. EEORFHEREAARR, LiE
Jﬁlﬁ%ﬂnﬁﬁ”"ﬁﬁ/}%? B A URARAE R T A, 2010 SF kA LB RE A ¥ EFRE L F,

FTEHARFTMAAFAFNFAR, ahFasToBEMNBETHR., 10 RF%K
HEMADFEFFLLERGLSENFTRGERRTRREERGHAR., TENLRZ
FRERRFATEE, 2 TRHERE, RARMTRTPEARBHMEAREZAME. 2K
B A AR TREFRE N, BT R Té%ﬁéﬁlﬂﬂéuﬁlﬁ%/\%ﬁﬂ 220
KF, AEAZHK T 21" BRBERAFRL R ("863" #HX) RA 1 J, #EH "F
AFAGAH ERHHEALZTRA 1A, EXERBFELFFELRAM 1M, LiTH
FEAZRSFHARANLZTRA 1T, BMAEER A AR ¥ELT EWE 25, A& L
Yﬁ—rﬁ%( FERemGr R FERERXRl, & PNAS, Leukemia, Oncogene, Blood % & FF ]

BT R FR®XE 30 . REERKALFEMN 1A

SR AR B M s R 5 F 5 B

F O, B Ok
LigzE ke RN E R E R, LIBMLREMTIRT, L 200025

| 1223

[HZ ] 2rEfEamiatk i (AML) IR T i T / AR Bk e e tE s, HOR BB R I 2 Fhilt e F 5 . W dE iz o
B% AML IR JRIGIT TR VAR A 2Rl B T AML RORALEIDF 7S 2 WA L R IR 2 . 20 FAE o, S N r A
BARTF B &R, AML B4y BB BRI R R 2 TR T AR &% . MRS &S T R R R, 570k Rh

AML HORSE B, AR RiGIT . TG PFAL DA KT RO 2 5 7 TR R B A%, O i LR 19T B0E 1 IR Skl
[ K58 | Arkiiannen mas, FE 5, 20 TR, fihsd =
[DOI] 10.3969/j.issn.1674-8115.2016.08.023 [ AE4#S ] R733.71 [ XEfIREAG ] A

Molecular typing of acute myeloid leukemia

WANG Shu, CHEN Bing
Shanghai Institute of Hematology, Ruijin Hospital, Shanghai Jiao Tong University School of Medicine, Shanghai 200025, China

[Abstract] Acute myeloid leukemia (AML) is a malignant clonal disease originating from hemopoietic stem cells or progenitor cells. The occurrence
and development of AML involve various genetic abnormalities. Accurate diagnostic typing is an important basis for clinical treatment and prognosis
evaluation of AML. With the in-depth research on the pathogenesis of AML and progresses of cytogenetics, molecular biology, and high throughput
sequencing, the development of typing and prognosis evaluation system for AML has been successively based on cytomorphology, cytogenetics, and
molecular typing. The molecular typing system provides essential reference for accurate typing, individualized stratified therapy, prognosis evaluation,
and efficacy monitoring, etc. and lays a solid foundation for modern accurate diagnosis and treatment of AML.
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1 AML § MICM FEBHXHE?EHR

fEit ZH 40 ZARTE], BEE X AML & JRHLEIRFICHIE
IR AL oy W R R IR K Jé, AML #Y 2
Wi TbRiE Stk R0 18 TR AR S, 1976 4
i) FAB (French-America-Britain) 43 %Y ) 1% &5 19 8- 6 20 it
ARSI F R C AT, 5 AML M, ~ M, 3t 8
AEEL P, R AR T RIE S 4T, {H FAB sy U TEIL T 0 R
WREIRIREIR . AIRALHRICA R E M 2R, A AE I £
MM, SEBRIZWTRL S BUFF & IR IR G (64% ~ T7%),
PRI e T R Tl I T AR R T RO VR A — 2 R B
IE . MR TR LR, B4R
TREERI SRR, EIMEROERER SR Rl
AR RS R 2848 / Rk S, e E AT R AML 1k
AL ARG RRBL STRTT L, fEBLAERE |, 1985—
1986 4= MIC fiff 77 th fE 40 (Morphological Immunological
Cytogenetical Study Group) #2H T A IfiL 35 19 MIC 43 Y br
fi ™, 2001 AR [EIBR e FHfk 1 i il A SE T WHO
W4y A2, HIMICM (Morphological, Immunological,
Cytogenetics, Molecular Biology) 47 ', iZAriE(E(ESIE
BFFINfe B b, SaaaEy:. MR ieFm
5y F A ERR S A L I % S 9 AML EAT
SEHDEAYX 5y, AR PR FRIEYE 1(8;21)(q22;922) L tatk 5
i F1 AMLI-ETO & 3 9 AML (B[ M2b % AML);
A 1(15:17)(q22;q12) Gt 0k 5y (L1 PML-RARa il 5 2% R Y
AML (HP 2t R AR anie e ifss, AML-M3, APL); f£F
inv(16)(p13.1g22)/t(16;16)(p13.1;q22) 1 CBFB-MYH]I1 & &
JEAH) AML; 24 11923 G (ot S50 AML, Har, #f
FOLUEE, FRGEEFIER S8 SRR ENE A
MR R A, RIBEBAEE, ZAMKBHSIRREE": B
K ELERE, XS N A AR B D R
AREMTUG, *MlERET RAELERFEL, mtEfs
t(15;17) (q22:q12)/PML-RARa HJ APL J 14 S 4 J 54k
iz (ATRA) =4t "k (As,0,) {BIT, KUIAAFHIE
21 90% LA -, FEBCA AT HEA A A R, s RAF .

Rt mBEIR F 42 5 AML ALl B 1 AR
ST AN TR 5 K S Im PRI TE, 35 [ 74 v Ji g P AR 2
(Southwest Oncology Group, SWOG) . FEE#HRZE R
2% (United Kingdom Medical Research Council, MRC), f&
AML #h{E4L (German AML Group, German AMLCG),
% [ fih 98 (3 1fin 35 B 7E 41 B (Cancer and Leukemia Group
B, CALGB) % [ Fr%ARH L5 DI SL T %5 F 0 AH ¢
) AML TiiJ5 40 Btk &, WTLAEH, fEA t8:21), t(15:17)
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1 inv(16)/t(16:16)/del(16) g AML U9 A T 5 B 4 40, -5/
del(5q), -7/del(7q), 5K 3q A1 11923 [y 54 LA B 5 4%
TFAATUE A RACEE R ERRILR, S AML BF R
JETI R 5y RAGTT R T — 22 % kdE, B4
S EPNE LI e S R

2 AML HEEE2 FiFS

HRAE AN T 25 R T S % AML 36 47 WSS B Ak
sy, (EPPIEE RS . 8-SR IR RS T e
S EM. W T 52205 325808 B R &I, 40% ~ 50%
1 AML Jei A8 HH B PR etk 5, 60% ~ T0% iz
RStk oy e dtnad V. X 2 A R AR LA R S b
fith 9 i 15 B8 2 2 R 25 v 3 0 51 A B T 491, ARG DR
TUL. RS AITUE A SRR, FERKMR
ik,

Bifi & 2003 4 N AL R THRI B 2 se i, H R 2H5:
N R RNy E e T R ST e T
Sy TARE TR A A B K Tk B A meE, %
SOHT T AT T AML R SEALHIRT A, dift AML 194>
TR TS a4y

ULARSE, R 2825 1E [ I 2% S ML v 10 VR A bl ke
2 AR R ok, T B ET AL IS M o AR R TT
bro AT IR % R K BLE (8;2DAML 4 th C-KIT &
RIS 3y 48.1%, FHIESE C-KIT ZE7 R AE 1(8;21) Yuta
RS il BRIk R S0k, $RoR «8:21) [ IR A —Fh R
LB RIRAIRETY , FEHCIERE BRI EESE T C-KIT 2875 Al
AMLI-ETO @A 3 R L ik 8se bk AML /R,
B TOCTRATRT MR REE Y, BAh, o
IR I (R A8 AN AR IR 4 AR BOR IR 2, 05 B 1%
(TR 28 DIAE 3G, AnAE B RS DR 28 28 5 1 L8 % B NPM I
CEBPA 237 BAT IR il e H5 5 5 ¢ ™, 2008 4, AML
(15 WHO 2187 5y BUARHAR TR 13 155 & s WL 55 40 1t 2
brEEERF R TP 5EIT, Fkn
Wk R 238 15 4 AML 4y Bk E——NPM1, CEBPA",
X SR R O AR R A I & R AL, R R4 T
HUHRIADBERE TG . 12 UL R IGTT SRS B E T SR AN ok
AL A,

Pt 255 v 3 e B AR A 1 T0VAE S e A B ZE
TIF-5 6 P e b ) 2 PR R, [ PR MY L8 2 T B R A
) AML 5y hri ik, FHokfm TR WEH AR,
v 308 AN o A e s ] R 3 B R4 H oK e
I KL, G5 A H R A s SR 2 i b RO REAE 2 A4 2%
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B R BGR £ 25 B iR BRI AW E B R
Br, SBEalmRIEIE, BBk 2 ik R 288 55 0 AR 0T
W, B A AML 5 Fig G s, Hin
RARE L H 2 iEW, Bar, 2 bz L2 AR
SE, fE AML, JoHEEAIIEH AML (cytogenetic normal
AML, CN-AML) ik eI R 28 A 20 4 Ff,

2.1 KGR

21.1 NPMI NPMIMHEFWECFERED, 2528/
YNGR AR BB, AR AR BT UV R S
REER AR EM, @R (p53. ARF %) i1k
MR, Hea A5, MmAEBLH SanfEsE. o 1en
FREE M, ER AML £ 25% ~ 35% [ B4
NPMI 23735, FHaT#aH 45% ~ 64% [ CN-AML " #E AML
W NPMI 2878 B RAEAESE 12 SOMBF-, S NPMIL A
C it/ A Z RIS a5, EASEEN, il
SIRAZ MR R, FeR S P R A S 1 A, B
F 1% ~ 15% W) NPM1 58725 5 8 B 7 Sy e o A [ ¢
A HAE, LA 48, +4, del(9q). FLT3. IDHI ¥l DNMT3A4 %%
AF LW, W NPMI S AT FLT3-ITD R A on G R
SRR AR 201N, £E 2008 42 WHO 3 AML fy 5y 2
NPMI 1 EREF1 A phsy 26 ™,

2.1.2 CEBPA CEBPANEZEWHFT, 25,
T H R HE P AN o (L B o R YT, R A R A
1E AML t % 6% ~ 10%, CN-AML % 10% ~ 18%",
CEBPA H IR N i A1 C i 5 o] R A 5848, fe i WL o RUAL
A RN 2 & [AR G otk | N, C umddi A B 2[Rl B A
N Ui 28748 AT LoA8, b aKE A REE, Mg
B A VR s C Ui 2848 A & A T 5 R RR hor Bl 25 A S
ER A, K CEBPA 1 5 DNA iy &8 —J 1k
s, M RIBIESE R " 48R, A CEBPA R 5825 1)
AML BE e 2GR g, AAIHER, TR, 2008
AR WHO 4y b, A CEBPA 287511 AML C 28551124
By 2l

21.3 FLT3 FLT3 & T 2% g 2 2 B4 Wl 52 7R 5K I 9 B
22—, FLT3 J H 5 ot T 5L 5 ifn #H 40 M6 i 3% 58 Fn
SR BEREE, £ AML | FLT3 2878 2 8 it IR &5 4
3 (JM domain) | % A= 09N &B & Bk 8 & (internal
tandem duplication, ITD), % H:=2#)20%, CN-AML %
28% ~ 34%"" ;s i AE R R B EGAS #38 TK domain
R Y S A FLT3-TKD, 3 324 i /E 835, 836 i
AR b, RAEFEA 5% ~ 10%, CN-AML i
1% ~ 14%""", FLT3-ITD Fif A B, 5 NPMI 23725 347
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FRCNA NPMIT WY RAFTG . BEAl, (£ FLT3-ITD WITRG 48
TN S S A AR R I DU DA E , RARAl A 1Y
BUREAE LM — AN B R R FLT3 28 & T8 ", Hil,
T FLT3-TKD WG soma A B — 8063
2.1.4 IDHI/IDH2 TDHI i1 IDH2 2 %t St i i S il
R, 254 S M5 B, /£ AML # IDHI
IDH? 158735 % 1 34y B A 7% ~ 14% F1 8% ~ 19%, 1E
CN-AML H #4 H 2243 B 24 10% ~ 16% 5 10% ~ 199%™,
IDHI HYZE A8 B il 2 Ao AE 132 1 140 (7 262 |, 54
P FLT3-ITD W) NPM1 28728 LA BL G £ W, IDH2 ()5 7%
o fF 172 R ", fE >60 SRR E T KA
W Tt E . IDHI/IDH2 275 w] 7= A g AR i A 2- B0k 7k —
iz (2-hydroxyglutarate, 2-HG) 5315k 4, £ AML
B A b ST TR S O (A . A SCk T iRl A
IDHI-R132 %375 | IDH2-R172 23751 AML BETE AR,
A IDH2-R140 275 1) AML B4 Pl s 54T
2.1.5 DNMT34 DNMT3A & DNA H 3 ACFEFE g 5 1 B
51, f#1t CPG By IR L B, AN s i e A~ A R AL 1
FIEEfE KT, DNMT3A4 272858 A I K i R0, 18
AML i % H: 222 18% ~ 22%, 1E CN-AML Hi %)% 36%,
R T AML-M5 (21.4%) F1 AML-M4 (13.6%) TR, %
AFPh AT 882 (AR (R882) ", DNMT34 75 TG
AR, BEEAWERE. FR AT H a8 5hHEF B
ARAZ AN A RV REE AL M 5 TUE RAFADAE R 2225 [R]
I} S R, XX L JEAS AT A TG T2 R AN RS =,
21.6 MLL-PTD MLL % [X 4t DNA & & & 1, #ik
UL % HL R 7 3 1 4 M i Rl ek ok o, MLL Ak
RAHR 5y BR B 2845 (partial tandem duplication, PTD)
A2 e FUARGE R RE# AML Fog R TS 1 28 7,
fE CN-AML Hi [ k30 5% ~ 11%, 8 WFHE 11 54
etk = 5 AML™, MLL-PTD 5875 {8 T MLL %
AW ThREsR, (RS MLL B A= 70 25 A7 R Y
FRER, HE AT RE 5 g 50 AL &1 5 o AL
o MLL-PTD S5 PR TG AS BAHIE ™, FE Bl i v (5N
BERFEA AML [l BERF 28 ™ v, 2 R #r iR MLL-
PTD #1 DNMT34 2878 {F. CN-AML g Sl I T fa A R
2.1.7 KIT [6l FLT3 —¥¢, KIT 2 B8 2R B 52 R %
JER 2 —, 5 e B A 7E A I 3 5 40 1b b ke R A
. KIT 275 5 & % t /£ CBF-AML (core binding factor-
AML) i, RAEFA 25% ~ 30%", KIT 78738 $h ki B AL
T2 NN s Y 8 S AMEFH 17 AN B T-HJ 816 {2k
fiz (D816) ', f£ CBF-AML G fk FiJ5 AN [, i RE i 4%

AR () . 201636 8) (@)
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A 1(8:21) B inv(16)AML 35 {51 1 R 4F Tl Je o FE B (8:21)
'] AML w1, KIT-D816 2Bt /mPilfa AN R, BRFE LA
RS E K% (B inv(16) Y AML Hr, KIT 28728 J A
AR, (B SR R R ™, BT, AR
PR, FEK % 8y CBE-AML fR A7 (E KIT i Fk LA,
FHHATRE RGN R,

21.8 TET2 TET2 ¥:W™#&5RWEMmIRTG, £0)
K AML 2845 325 7% ~ 25%, F 58728 1Y Kk AR 32 B A7
W, AR R A Y. TET2 A H T
% FhiE 2P R, 2 20% Y BE N A S sr AT
(myelodysplastic syndromes, MDS), 12% FJ-& &3 58 P4 i
J& (MPN) F1 25% BYE R P AML h #3a] # ) TET2 28745,
Ho TS 0 3 SR AN IR Y (BAARE  INh, TET2
(IR A 25 AR CN-AML rpJ5UA R AFZH DTS KT o

2.1.9 Hfth RUNXI &3 T4l A R+, 7
AML H YR AE 3y 5% ~ 13%, BEAERIE KM &, 5
FAB-MO E 7Y J +21, +13 S5 4 6 i T A — 2 A O k.
RUNXI 1£ MDS /i 10% ~ 15% 245 35, #hikH
gk % T MDS [y AML A — & A 56 Pk ", RUNX 2238
PR — M r T H AR =P Bh eSS, ¥ 5 MLL-PTD f#4+, H 5
CEBPA. NPMI €38 H & ", 3T RUNXI 22 TG &
SRS, A ARE " PR, RUNXT 2378 W] RE 5T A R
FHIE, PR SHRTT BIRCRAE,

ASXLI R Gmis0 2B, 5465 E Mk,
Z 5L AE . ASXLI %72 % KT 12 59081, B
TWF AML, 7£ MDS fRAESRE E (Ch 10% ~ 15%) 7,
ZE AR A SR AR I R T o, A A gk &k T MDS
) AML A5 —E MR PE ", HHRE " R, ASXLI R4S
TiE AN RARSE,

WT1 A& 4 3 i 20 M () 3458 o (L AR T S IR 1
H A5 fE CN-AML /19 % HE 3 10% ~ 13%™, Hfi 5
BOCHBIM AR, BAET Y FR, 7€ AML 1 ALL
R T SR RS, A FREACE RS 40l r 98
U, BaEAHE ™ Bk, WT1 0 TET2 ATREA
TEM.

RAS A5, (E&F M A LT EZ R, £
AML Ht KRAS, NRAS Z8%5 ki W, KB AL R 204
1, 254 BT, NRASTE CN-AML & A= 3%4 9% ~ 14%,
# 5 CBF-AML #f £ & H; KRAS %€ 75 /£ CBF-AML
H 2k 5% ~ 17%"; {5 MDS 1 RAS H [H ) 28 45 2R 4
2% ~ 10%, RAS 2<% 4E AML AT e 3 S0 AN W

TP53 35 W R Fn 26 [H, 4 A 7=y b 40 M %
WG R, A0 FE IR ARk . DNA 2 & Fngi i £ s
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WY EE LB EWER. £)50% UL LA 258 AML
2PERAG TPS3 2875, A del(5q), del(7q), PAREfA%ZE ™,
£ MDS WA 5% ~ 10% [y 32 ", Hgeas e b 1
Wik E . A TPS3 2B # P E R 2 ",

PR HN IS B PHF6 St =4 %ot s A% Fn e € Jot
R FAE S, fE AML th & 38 2% ~ 3%, AW
KB, PHF6 2873 {t T-ALL W Rk HE32) 20%, FHAE &tk
Wk R A PHEG RSB AL FLT3-ITD %75 )
AML BHETEAR

EZH2 95t AL F2 By, 3 ok 28 038 1% 1A 17 41 i
W s b, Hood FABRET NG ft. £ AML 1 MDS
EZH2 W) 5828 404 5%, EZH2 5875 pi EH B 1E
CXC-SET 1 I S Hhfieli b, # MR T 7 54bkRd,
f£ MDS H Al BE 5 il JE A R R

2.2 Bl AML HISE5 Fhiils

B 7 bk WL AML AH G B [N 28 48, dRalt b
T L & BT — b ET Y AML FH G 4y AR, A
STAG2, RAD2I1 FIE R It 2 B E &, ZE &K
XYt R EE A Fa A H B L. RAD21 oA i
M, STAG2 548 #vh T STAG2, SCD BhReik " 1 AML
t STAG2 R A2 1% ~ 3%, RAD2I % 232294 2%
STAG2. RAD21 3t Tl J5 52 Wi JF A~ Bl B, X 40 U24F1,
SF3BI, SRSF2 FEH: KR dmid =M Sy Ik &2 &4, —
B 5 AT O BT . ST EIR S A A S R 28 A
1E AML H & A3 ANF) 5%, {HAE MDS H SF3B1 2R3
10% ~ 30%. SRSF2 %45 % % 10% ~ 20% . U2AF1 7875
= <10%™, Scik " HOB A U24F1 2875 (9 AML 51
AR,

AR R, RUEELRNNREFHHLS
AML {1l R il Ji5 % VI #H 5, 4 BAALC. ERG. EVII Fil
MNI %I H, SOk E, NPMI 2274 5 HOX # % ik
(93235 FRH MNI, BAALC. ERG %5k FiE4H% ",
BAALC Wik 5 3% i 0 4n R i o0 (L AN 25 PEAE G, &
i85 BAALC R i AR, W45 ™, ERG % F &
ETS ¥ B KR 51, 5T sE. s fefn
[, fE CN-AML, & Z%#:7% AML i1 B4 i A mT
W ERG FiR B HWE ., ERG S ST AR, HEE
FHi £k NPMImut/FLT3-ITD 1ty CN-AML i 1% 41 955 {31l (19 B2
TFWE e EVIL B TR i R 2 5 O 3 i
TN GATAI, GATA2 %W FREATE, inv(3)(q21q26.2)/
t(3,3)(q21;q26.2) % Yu 0 fh S 33 EVII Rk T, TR
JEAR, JLHAE AML A fe 5 b & LE K, MNI
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EFEFAERRRIER, £ AML i R s
IT I B R IR, FoRBUE AR Y,

BHiERE

3 AML MR FREERERH

BT b A ax S s B PR 1) A A Th RE FIUK 9 AH S AL
fill, ARy AARRIZEAY, 21 ke, AT AML
FARIER 2248 5y A 2 2 0 o5 — R R AT BB 5 51 Tl Bk,
gt B RS B A It AN A AR, AniBE R R
B2 R FLT3 (RL%E FLT3-ITD. FLT3-TKD). JAK?2.
KIT 2875 FNiiE RAS 155 15 M BRI RAS 287855, 55 2
RANE T3 B 1 U R iaE E A, 8o L,
A PML-RAR %375 , AMLI-ETO. CBFI-ETO 75 VERMA L,
CEBPA, MLL, NPMI1 %7 %™, 2 J5, Bfi# DNMT3A,
IDHI . IDH2. TET2 %MW it 1% A 1 HH 56 Jk R 28 A5 1Y &
B, ERRBREREDIE)E, 2013 4F, N Engl J Med
il ™, FEXE 50 BN 150 il i A 40 % AML i 7 4 5 (K]
HERINE AT IE, BEHT 23 PR RES &
My B, £+ DNMT34. FLT3. NPMI, IDHI. IDH2.
CEBPA. U2A4FI1. EZH2. SMCIA F1 SMC3 % & % 5
HIE 60 Rt IRl & HE R, A 2 A e 4 28 48 Ak BN Bh g
X5y, W5 ke N 1R & A K (PML-RARa, MYHII-
CBFB. RUNXI-RUNXITI, PICALM-MLLTI0%). NPMI
fsRg I N (TP53, WTI, PHF6 %), DNA HUE{LARSC
JER (DNMT34. DNMT3B. DNMTI. TETI. TET2. IDHI.
IDH2 %) . {55 Fl B HHCHE R (FLT3, KIT. KRAS.
NRAS. PTPs. Ser-Thr ili#%s) . R E5% K+ (RUNXI,
CEBPA %), Yufa &R Kl (ASXLI. EZH2. KDMG6A.
MLL FF gl & K . MLL-PTD, NUP98-NSDI %) . ZhBft
HEWMIKIER (STAG2, RAD2I %) Fikseiytl g &1k
IS (SRSF2, SF3BI. ZRSR2. U2AFI1 %) # 9 k3%,

FEXT AML 2275 BT JE AT VA 2R AR B G R BL, AR 251
HIZhRedl Z AR B AV AE RN B R 56 &, iR T
AML % I WL B 24P 0 5y Fhiibs 2 TR 28 SORH o6
TG4 R E L R, 25K 2848 A i AH B e L RE L
LRI R AR R A B, A NPMIT S R 58 A8 20
5 FLT3, IDH 2878t A5, (AH RAFHEIERELEG AL
FH FLT3-ITD # K %38 1) AML J 5l b, 45 A 4% 50,
DNMT34 2725 W)k A 5Tl f5 & 5 FLT3, NPMI 5375
PIF L, 1E <60 %Y AML th, DNMT34-R882 =45 5
FLT3 F1 NPM1 2878 ¥ WALAF, {H DNMT3A4- {E R882 %¢
25 N 5 % Pk NPM1 2€48, {EJC FLT3. NPMI1. CEBPA
2275 ) CN-AML h, DNMT34 282842 R Ja A B s {BAE
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P FLT3WUNPMImut % FLT3-ITD/NPMImut {935 {5l
DNMT34 %78 I E e R 8 SOGEARME ™ REE A
IDHI/IDH2 5875 4 J NPM1 25 WU B 425 Sk ™
XSGR Y AR 2 M T B AT RESE AN B (E AML 8U%
B T5 A R BhRe i B 2 RE M. 5 —J5 i, A
2248 Z A B R BLR AR A &, 4n NPMI, RUNXI,
TP53 F1l CEBPA iX Be 1 R % 5% B REAY Hk (K 28 48 55 L A7
FLT3 [a) H fth Jmi & 2 B i B O Bk R 2 7] . TET2 5 IDH1/
IDH2 JER 2 18] 22 A — HRARR[RI ZHE T 217, ASXLI
[] —BE 5 R REPM M ZRM TR T Ak R 2 T A 28 48 W A
SR, X AT REAR: TR — D RE B SOl 2 1 R A 7E
KIFPLEIR RIS, TRdE—PthE.,

Wi 255 Xef 5 oA DR 288 A 5 R IR LTI B N RGBT Tl
MBFFEBIEGEA, AML 125 B R s PEAG I A2 5
FARF, TR A TR 5 B B A B S 1) AML Tl 5
s FRA L, EESIRE R R A T o R TS
FERE LB AT TR R 2, R APHSL T AML 5t
oy For BTG 4 Bk &

2010 4ERRHN A IfEEE Y (European Leukemia Network ,
ELN) ety AML (4k APL) 23 % K 9 PR A4S 4 2
il G B AF4H R T 1(8;21) il inv(16)/t(16;16)/del(16) 4], iR
AR T AR GE I T A S 4 P X 4y YR D B NPM I 28
75 F11 CEBPA R 28 2% i) CN-AML 26 R, 5 AR T 5 A [
AR e E AL T S oh 32, A b S 19 4H AR 48
#£ CN-AML v NPM1 1 FLT3 # R ) 28 25 20 4 X4y H T
S WA i R S T, 36 B K 48 & E M 4% (National
Comprehensive Cancer Network, NCCN) £ 2015 4F ¥ 37
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