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Il 12 W o A B T4 BL S DLBCLZE Hift 2570 B4
JH bR LR X 2 TSR

BLXF A7 5 B U, (B R 08 A A2 DA
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JAK-STAT/E 518 I 1) 7 5 B0 [ A R HL Y 25 23508
ML, BFFRIN, HLEE R A SOCSIMSTATESE
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PVTIZ53E R A7 55, 1) 38 A4 35 5160,

1 10%~15%HIDLBCLY 5] 5 EBR 53 & YL Af %,
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BEFHYERDLBCLEE 1, e 20 il 2> K =R IAEBW

F 1 = KEBJH R S BN R (1 R5 AL

BEORMAS 07T, FLIXRh 3k AT LA et xof fir g 41 4R ofn
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DLBCLIEBH #3 B YL IR AN, — 0 [m] i 1 A 72 S,
EBW s H M FIDLBCLEE WA %, #nIkK EFE
TR EBYR 2 B YIRS X DLBCL B 3 R HUAS [H] Y X
6 AR T g2,

gi LRTR, = 2REBYR R A BN Ak BB AR I R
FFERI 2> T20R EAEEE 2 2 (R D). BRI, K
ST T 7% W 2 B 5 0 i 3 0 M S Rk
EBJ # M < BYI Itk LR % A 1 3L Rl 4%
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BRI LB A0 i Bl b e 20 S T R AN, R A
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Hw A,

T3 2 2 ) 2 1 R R AR AR — s R AR T 1 R
e sk A7 I RIK KT WAL, Btk R4 b 52
KT YY IMPaxSRESE AR BE A 201, AT a2
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Table 1 Features of three types of Epstein-Barr virus-associated B cell lymphomas
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G P ek 3 AT B 3 2> RIAEBNA VR BB 1, IX 2
T 5 DRI 2H A 1 0 55 ) o T F B

EBYi #5 & QL BAH i )5 e W) <2 13E N Fe 828 AR IRk
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SURAS T B L % A4 9 bk B2 40 e 7k A= A0 40 i 2R (Lym-
phoblastoid cell line, LCL), X34k 5 I E A B
RAEFFAAEALIREE, 37K T EBY R B2 15 240
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Figure 1 Schematic diagram of Epstein-Barr virus proteins involved in inducing B cell transformation and oncogenesis
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Advancements in Epstein-Barr virus-associated B-cell lymphomas:
molecular mechanisms and targeted therapeutic strategies

LI Yi-Qi & BEI Jin-Xin

State Key Laboratory of Oncology in South China, Guangdong Key Laboratory of Nasopharyngeal Carcinoma Diagnosis and Therapy,
Guangdong Provincial Clinical Research Center for Cancer, Sun Yat-sen University Cancer Center, Guangzhou 510060, China

Epstein-Barr virus (EBV) plays a critical role in the initiation and progression of various types of B-cell lymphomas through its
infection of B lymphocytes. Research on EBV not only significantly enhances the clinical diagnosis and disease monitoring of B-cell
lymphomas but also provides key insights into its pathogenic mechanisms and the development of precise and effective therapeutic
strategies. This review summarizes recent advancements in the study of three common EBV-associated B-cell lymphomas: Burkitt
lymphoma (BL), Hodgkin lymphoma (HL), and diffuse large B-cell lymphoma (DLBCL). It focuses on the molecular mechanisms
underlying EBV infection in the pathogenesis of B-cell lymphomas and systematically discusses EBV-targeted therapeutic strategies
and their clinical potential. These findings provide valuable theoretical foundations and practical guidance for advancing precision
medicine research and clinical translation in EBV-associated diseases.
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