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[Abstract] In 2022, the World Health Organization (WHO) proposed the 5th edition of the WHO Classification of

Haematolymphoid Tumours (referred to as the 5th ed. WHO classification) based on the accumulated research results and

clinical application progress in related fields after the revised 4th Edition of the WHO classification. Myelodysplastic neo-

plasms/syndrome (MDS) and acute myeloid leukemia (AML) in the 5th ed. edition of the WHO classification. In practice in

WHO classification has major changes from the revised 4th, it is of great significance for clinical disease diagnosis and

treatment, as well as disease registration and scientific research. This article is interpreted based on the fifth edition of the

classification published in the journal Leukemia and online ahead of print version on the official website of the Interna-

tional Agency for Research on Cancer.
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AMLAAE: (418 AL (>20%)
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AML B DEK::NUP214 ity S AR R AN L 1l s
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(R[<20%) SR BRLAZ AN IR T 1M (>20% )
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BRI F AR 64% , B AEAFRS 50 81%
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Table 5 Differentiation markers and criteria for AML types defined by differentiation

Ay R
AMLFER SR BG4 A MPO 11 SBB 41 il fb 24 G (e [ 1 (<3%) ; ik =2 Pl 2 AHOCHT I, 4n CD13.CD33#1CD117

AML A Bl Y

>3% JE AR AN MPO (G2 2 R s A1 it fh 2% ) 5 SBB B FL NSE 21 fh 2 e o BH 5 1 spotr 8 41 o -6 A A% 4

Mi<10% ; Fik=2 P R AP, W MPO .CD13 .CD33 fICD117

AML P s

>3% JsUHR AN MPO (S e B sl i A= ) 2 SBB (AL AL 27 ) BHE e Fhoks 22 20 M o5 BB A A% A > 109 5 HA%

ZRYNML B REAT % AN <20% 5 218 >2 Tl 2 AHOCHT A, 40 MPO .CD13.CD33 F1CD117
STk W AR R AN 1T I D A0 R A S A S A A 20 P PR R e € S e e B 5 A A i MPO L SBB R NSE 41 i £k e 4 [
PE AR FEA CD 117 S HAD R 2 bric (75 2 HERR AL J A i)

BARY A R FLRT A 20 M =209% 5 BLEA T BPARE 20 L =209% 5 MPO B S5 1A 4 =3 9% (f 925 36 TRV R A0 B Ak 2% e £,
PR A AT () JHL A AR 200 AL B A 200 A A () %)) BRLAZE 20 1809 5 1 2 HP 14 s 4H L <209% 5 5 s 200 R 40y P42 4

SR BRUAZE AN 0l
Sl FRUAZ AN A s

Fi5=2 B AL AT S £04E CD11c .CD14 .CD36 Il CD64, 5 NSE 21 Jifd fb.27 Y £2, F 4
LT I JRIRELANE=30% ;B8 DAL R BG Ay 3, 38 8 A 4L Al >80%

APEEIR ARG UG AN R A > LRl MEBEE L 115 CDAT O 1T b) .CD61 (B 1 llla) 8% CD42b(HEEE T 1 D)

s AMLAL[F (2 Wb A 5 , OB A () MR R A0 I >20% (ZPELL MR R A1) s @R FF A AML it %2 5 2 SO I 28R AR s A
FFEIRAT RALZNE MU ARE (S5 PR R AMLARSC) s RGN AR RE VAT IS B 32 RS bRt s ©J0 B B A ME IR R A s . MPO - B

LA, NSE < 45 SV, SBB : 53 B

DLEESZ A IR 44 ) o AEL 2l LAY i 50 s A
T AL TIPS 3 5 DR X5 A7 ik 25 P A A% 20 40 S e 12
AR AL BB . AELIZWrRRE N , LT R ETA
YR 32 3 o B I >80% , i R AR 2141 g
Hi230%, 7KL 40 <80% (JEL IR 21 41 1 >30% ) Y
AEL YR B9 7N, b2 1) 55 Fofh AEL HA AH 7]
BRI A B 2F R . 55 S WA 28R TE T TPS3 A4S
DL 578  FEiX —HA R A O AE
JEL % F F MDS 85 MDS/MPN Ji & A5 2L 1 I 151
HBEAT R (TR A5 2 R AE , SRR 4T 40 (2 e
BUEIL IR A URIAS BB i E 2 R,
3.2.4 2R IR EAZ AN M I

St IR R EOAZ A 1T 109 (acute megakaryo-
blastic leukaemia, AMKL) 7] UL g JLFP 43 8K sh 1 %
AL ULF 3G IRAL, BV IRERBAERIL, TTRE LR G
TERLE MR B . IR G IR LEZ W S
QLR AEAHCHE R (M, WS 4F . ToR REE B
) JLEE AMKL &5 JL#E AML 1 4% ~ 15%, T 52 55
Pk BN AMKL 8.2 5 AML ) 1% ~ 2%, et 2%,
LA 1044 H o 22k B AZ AN i
o e A I A% AN B A AR 25, LA BT AR 1 D
T AML £ H At 335 4% 2% o 28 5 RS “CBFA2T3::
GLIS2” #HICHY “RAM AR 1" (CD56 3 I8 FIA L
5 HLA-DR #1CD38)™,

4 NG

2022 4F WHO 3 IffL bk B 983 70 26545 5 R, 1420

555 WHO M 0 R R G 2 — , 5 Z HT AR A )
KARE . e HJE MDS F1 AML Sy, 43 25 0 A 4030
PEHESIH . (B, 2Rk — 28R &,
AML 21 53 Ak A 5 22 58 i X Gy 2 7 |
Y M AL 2 | I R A i R R 1 R R AR L
i s (L4647 JIC I 40 RE el 2 1) S I 58 40 B 2 92
J7 52 M MDS 5 MDS/MPN 9 52 ) SR AR J5 A BE AT
|, MDS, Ji 2 MDS-1B 12 W7 85 2 00 41 52 BT A
o A (2 I8 i 9 S 70012 W v 85K e i ) HE B it
g S (A HG AMLA L4 E 0 T8 5
A BERARA T . BEAh, 75 AML 41 2k 8 Ry 2E
YL 5 ) H, AML A R bR o Hh - B4 2 240 i
BB A% AN <2097 1 B 2 AN 2P PR 41
97 A v P BAAZZ 20 i AT () JEL T A 400 i B A
4 A AN (BR) ) BA% 20 1 >80% " I BR 2 , B AE T
DX A 2 MR B R 1 ot , AR SRy LR 2R TR ()2
B, 24 22 0 S b 20 B S A S
R A A I3 90 B A AS 1A BRI 2, TR gt
PR 200 L A >4 22 02 BRI B 1 rh R AR L AN
R L P D 0 R 0 5 2 e B 4 1 s o
“ IR B R AR I A LR 42 <20% , 1T At B
2 P 0t 2 R A R A R L 51>
209% P9 1], 3K A2 — > S B ] R s 2 F R AT o

F] 25 % 3215 BA/Conflict of Interests

A AEH B R A AR B R

{© 3B 4t # & #1158 &/Ethics Approval and Patient Consent
ALK BA I ER S lE B &



-428 -

{£%& Taik/Authors’ Contributions
TR EEZ R TEIEALG B, FLE A T I AR R
T‘é:p‘lbo

2]

(5% 3Lk

KHOURY J D, SOLARY E, ABLA O, et al. The 5th edi-
tion of the World Health Organization Classification of
Haematolymphoid Tumours: Myeloid and Histiocytic/
Dendritic Neoplasms[J]. Leukemia, 2022, 36(7): 1703 -
1719.

HUBER S, HAFERLACH T, MULLER H, et al. MDS
subclassification-do we still have to count blasts?[]J]. Leu-
kemia,2023,37(4):942-945.

SWERDLOW S H, CAMPO E, HARRIS N L, et al. WHO
Classification of Tumours of Haematopoietic and Lym-
phoidTissues[M]. 4th ed.Lyon:TARC,2017.

CREE I A. The WHO Classification of Haematolymphoid
Tumours|J]. Leukemia,2022,36(7):1701-1702.
MALCOVATI L, STEVENSON K, PAPAEMMANUIL E,
et al. SF3B1-mutant MDS as a distinct disease subtype: a
proposal from the International Working Group for the
Prognosis of MDSI[J]. Blood,2020,136(2):157-170.
BERNARD E, NANNYA Y, HASSERJIAN R P, et al.
Implications of TP53 allelic state for genome stability,
clinical presentation and outcomes in myelodysplastic
syndromes|J]. Nat Med,2020,26(10):1549-1556.

WHO Classification of Tumours Editorial Board. Haema-
tolymphoid tumours[M]// WHO classification of tumours
series. 5th ed. Lyon (France): International Agency for

Research on Cancer,2022.

(8]

9]

[10]

[11]

[12]

[13]

[14]

J Diagn Concepts Pract 2023, Vol.22, No.5

ESTEY E, HASSERJIAN RP, DOHNER H. Distinguish-
ing AML from MDS: a fixed blast percentage may no lon-
ger be optimal[J]. Blood,2022,139(3):323-332.
ARBER D A, ORAZI A, HASSERJIAN R P, et al. Inter-
national Consensus Classification of Myeloid Neoplasms
and Acute Leukemias: integrating morphologic, clinical,
and genomic data[J]. Blood,2022,140(11):1200-1228.
SOUPIR C P, VERGILIO J A, DAL CIN P, et al. Phila-
delphia chromosome - positive acute myeloid leukemia: a
rare aggressive leukemia with clinicopathologic features
distinct from chronic myeloid leukemia in myeloid blast
crisis[J]. Am J Clin Pathol,2007,127(4):642-650.
TARLOCK K, LAMBLE A J, WANG Y C, et al. CEBPA-
bZip mutations are associated with favorable prognosis in
de novo AML: a report from the Children’s Oncology
Group[J]. Blood,2021,138(13):1137-1147.
GAO Y, JIA M, MAO Y, et al. Distinct Mutation Land-
scapes Between Acute Myeloid Leukemia With Myelo-
dysplasia-Related Changes and De Novo Acute Myeloid
Leukemia[J]. Am J Clin Pathol,2022,157(5):691-700.
DI GTACOMO D, LA STARZA R, GORELLO P, et al.
1432 rearrangements deregulating BCL11B mark a dis-
tinct subgroup of T - lymphoid and myeloid immature
acute leukemialJ]. Blood,2021,138(9):773-784.
WICK N, HITTO I, WELDER D, et al. Acute myeloid
leukemia with RAM immunophenotype presenting with
extensive mesenteric and retroperitoneal lymphadenopa-
thy: A case report and review of the literature[J]. Leuk
Res Rep,2021,17:100287.

(ki H - 2023-03-07)

(A%t T)





