+ 148 -

s PR Il ¥R 27 2% s

J Clin Hematol (China)

5 5 kit WHO 38 IfiL -5 ik B 2 2R 02K
AT I EEL 240 0 i 9R8 r0 28S B ik

AT IR

(E] 2017 4FHH A T A ZLCWHO) i 15 9k B 20 23 il 43 28 Shy i 440 bk £ 40 Bk Jop 988 1% 43 U4 T R ZL 12
WibR o . UTAE SR L B 25 i 0 1 R 0 R L R AT IV R SR A T R 7E 2017 4F WHO 43 25 i 3 il
b5 5 M WHO 43 BUEF X i 1A I8k T 40 B Bk g 0 43 264 o T i — 2D . SCEXES 5 it WHO 43 U Hij R ik © 41
b 98 T Y 2 N A R AT R

OSBRI ] T (A vok Co0 200 0 b o 5 40k 1 a0 5 4 7R

DOI;10. 13201/j. issn. 1004-2806. 2023. 03. 002

[(HE4SES] R733.7 [XEkFRERB] A

Interpretation of updates the Sth edition of the World Health

Organization classification of precursor lymphoid neoplasms
CHEN Suning WANG Qian
(Department of Hematology, the First Affiliated Hospital of Soochou University, Suzhou,

215006, China)
Corresponding author;: CHEN Suning, E-mail: chensuning@suda. edu. cn

Abstract In 2017, the World Health Organization(WHO) classification of tumors of haematopoietic and
lymphoid tissues provided the diagnosis and classification criteria for precursor lymphoid neoplasms. With recent
advances in genomic analyses such as next-generation sequencing techniques, major progress has been made in the
understanding of precursor lymphoid neoplasms pathophysiology. Based on the 2017 WHO classification, the 5th

edition of the WHO classification for precursor lymphoid neoplasms has been updated. In this paper, the classifi-
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cation of precursor lymphoid neoplasms is highlighted with the major changes.
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