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Abstract: Diffuse large B cell lymphoma (DLBCL) of female genital tract is the most common primary lymphoma of
the female genital tract, accounting for about 3/5 of the primary lymphoma of the female genital tract. The etiology of
DLBCL is still unclear, and clinical features vary according to the involved parts of the female genital tract without specif-
ic clinical manifestations, which has low morbidity and high misdiagnosis rate. There is great controversy on the treat-
ment, and no recognized guideline and expert consensus in China. This expert consensus is based on domestic and foreign
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literature, relevant guidelines and expert opinions to provide reference for the diagnosis and treatment of DLBCL.
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PAESNI G XM EES.0%)  EBEKE LS 0
/N ik B4 etk BB (1.3%) 1 T 40 g itk B 8
(1.0%) %, PLFGT #k Z 45 2 By s K X & & %
RN B GRG, EEHABEATFREFELT

CELTE:BRITAEREZEYN T £/ E X EH K T EH (HDSL202003005) ; 11

101300039 ; 2022 4 7k [ 7 £ % 3+ %] 0 H (22-321-33-08)

Oncol Prog, 2023, 21(10)

GUW, FREEAFRANEEFT AT HYL . £
A1k, B W 4h réjﬁj%zirriwﬁz\DLBCL B 48 B
BRER, AINFEERB 22U EFELVER

cEAMHBEFA FEERT2AFERLS 24
FHRE B ol o ALK B U IE Y o R R R L R

BrE R BT R E A KU, BRIT IR H R
AR FAR, DU A otk &£ 78 # DLBCL % g 2 # &

., AEREERAREREEL, ELEL,
k1 AXBREEZANRERZEX

24 5 KEE X

EEESS T mﬁmm tRELEE &

A% ETERIEE, T RENER 8 RETRAA G K
%}%%iﬁ%,%%{%%%? ﬁ

B¥  ETFRAFEERFARIEE, ERENERA X

3% THEFHAZAERIEE *XRELHELK

1 ﬁ.&um Tﬁ%ﬁ

DLBCL £ #& % W # PLFGTY. 1975—2017

£, % [E PLFGT & 47 % % 0.44/100 77 , ¥ % DLBCL
& 9% % 57 0.27/100 77 , 40 4 |5 DLBCL 8y & @ % —
BEELAMBY, BAREFEMGFMEHZR,
36 % = B A B & F 2 (0.335/100 77 ) 1% F 24 A B

T 5L A & AR AT R T E (20227H2/

i# 1z 1F # (corresponding author ) , 5k B, Hf 45 : syzi@163.com; 5K Vi &7 , #F 48 : r370112@126.com



1046

Gt ) 20234E5 HER21 55 10 4

(EEH @ f A 0.410/100 7 , = [E FF % % A, B 4 Hf
Ao B fE B A KT 5 R 0.439/100 /7)), =60 % A %
B %R F T T 40~59 F A

M & 78 # DLBCL #J% B 7 V&, £ $0HF ® A
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