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Fig.1 The pathway of flavivirus enter CNS
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L SR 5 RAE AR 5 9 AL TR I BT 4 i i — AP UK, BB
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Fig.2 The way of BBB destroyed by flavivirus

31 ER&EEREHEXMNREENER

4 )8 M B R % (matrix metalloprotein-
ases, MMPs) & — N i 25 A~k 1 19 & H B &
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4R BBB, IFN-y 8 i 36 5 if /s A 67 A4 4 KA 7
(PDGF-BB) 3 801 51175 5 1 52 14 11 B4 £ e AV ) & it
WAt PDGF-BB 134 58 DL K B A% ] 440 e v /%) 40 e A X
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PN Z RG4S . EH M IFN-A 454 BMEC L
Wy A7, kAR STATL (9 )5 =X, 1% 3% BBB it
W5 Ty R B s 25 6 R AR R R G AR R, 7
YEV JE3e spa] DL BEUE 52 TFN-A (915 5 15 5 78 4E
R BBB 1 56 5 M H R 9 25 Mk 4 42 28 h R 15 O i
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Research progress on molecular mechanism of flavivirus

invading central nervous system
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Abstract

Clinically, flaviviruses can cause central nervous system (CNS) diseases and easily cause

sequelae of the nervous system. Flaviviruses can enter the brain through blood-borne pathways, Trojan

horse pathways,and axon transport,ultimately leading to CNS infection. When the virus enters the CNS

through BBB,glial cells and nerve cells activated by the virus will release a large number of inflammatory

mediators and up-regulate the expression of adhesion molecules, recruiting leukocytes to the CNS. Leu-

kocyte infiltration can carry more viruses into the CNS and destroy the integrity of the BBB. It is gener-

ally believed that the inflammatory factors produced by glial cells and nerve cells are the main cause of in-

creased BBB permeability. This review will focus on the research progresses of the BBB damage and the CNS in-

vasion to better understand of pathogenesis and effectively prevent the spreading of flaviviruses.
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