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Study advances in relationship between Epstein-Barr virus and

pathogenesis of Sjégren’s syndrome”
WANG Jing ,LI Chengyin \WANG Shasha sZHU Fenglin ,DAI Min*
(Department of Rheumatology .Chongqing Municipal Hospital of Traditional
Chinese Medicine ,Chongqing 400021,China)
[Abstract] The pathogenesis of Sjégren’s syndrome (SS) is complex,which can involve multiple organs
in the whole body. Epstein Barr virus (EBV) infection is considered to be a risk factor for SS. EBV is involved
in the pathogenesis of SS through multiple modes such as interferon pathway,heterotopic lymphoid structure

of salivary gland, molecular simulation and CD8" T cell deficiency. This paper reviewed the pathogenesis of

EBV participation in SS to provide a basis and references for further pathogenesis researches on SS,
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AR Z R G E R, WK b a5 kv T 125
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Az 0l EBV SRR EEAEAE . R EBV il i
A 5 4N P A0 e g i B Ok BT SO . 7E
J1 T B A e g2 0 o ) i 2 R L 9RO A R
S R FE IR 15 PE XS I 45 45 40 L EBV 23 5 8T s (R
F 301D 5 DT 1 55 40 Gz g L OF B UE B 4y A B
PE P P MR T B 2k EBV %Y, SS M
B La/SSB $Uif 5 Ml 1 v 0% & 458 52 /R A G,
WA 1 5 95 32 R T g 508 IR 1 EBV YL A B AR
HEME & SS By &N,

2 SS EBEBYE EBV HIEHE

SS R Y M VR A TH B Y L Rz 4 A T LA A )
EBV DNA i 4r. FOX %" ffi F 50 58 B $ 44 Fl DNA
PRET RN SS 8 37 1l Y3 A A0 el Y o 199 5 75 5 PR )
FEHA L 5 R W 57, 100 SSHR 2 MR R 6 R P A
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B 200 5 G €51, 40 %0 1Y SS AR MR R I YRR i T ARG
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