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[ Abstract] HIV-Tat protein is the human immunodeficiency virus type=1 (HIV-1) , a gene encoding is
called trans—activator of transcription, is a necessary regulatory protein for transcription and replication of HIV. The
(BBB)
(HIVE) , HIV-Tat protein is believed to play an important role in the process. The mechanism HIV-1 Tat protein in

blood brain barrier is damaged in the AIDS correlated dementia (ADC) and HIV-associated encephalitis

alteration of blood-brain barrier function is not entirely clear. The paper reviews the alteration of blood—brain barrier

function by HIV-1 Tat protein to provide reference materials for related research and AIDS prevention and treatment.
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ST, e SR A A L 5 10 45 A A
FESAHMEA (Claudin) . A8 EO
(Occludin) FIEHEREEN (20 HH) 5. BBB
WY B B AN I P B2 4R Y (Brain Microvascular
Endothelial Cells, BMECs) HAF 5HLAILEHBALAY
BN N S A R B RR IR S5 1 S5 Th e, BE
JIE J5 A L R E P A — E T b 520 T BBB Y
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PR, WFSERMT . HIV-1 e, RE5E K AL
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VAl (MAPK) Ef, AT 0 248 i PN A S b ads e
ROV A, RSB R E R AR RSB
PEM. [R]BEFE Ju SM SRR R . Tat fgid
M EEAEDBME - ZEXHEHF (
MAPK-NF k B) 423450 4 )& 25 (B ) Rk, 1
SlE i e A R B e ™

Fi—Jr 1 : Tat & BB ERE AN RIEN
PEEVER.

TEHRTAREFE b & Tat B AR S35 %5
A AT AR AR XS 201 B iR T, [a]as
HHEMA (claudins) FIHEHEA (occludin) 45 1
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AV T I PA B 200, ] -t ol 2 P G2 I 4
AT A SR . Tat ORERSE L
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HIV-1 Tat 2 FREFT T EAMFRIE . DLUBIE R
i S5 I, TS 248 Y R ORI 4 B P Ca* e B v 5

AR, R A EL AR S 1) A B I PG R

JIHIGER , T 2 BBB (1445 44 F1 50 g 1Y ok A8
7, MA 1/ 8% HIV-1 Tat 25 (L RER 2 T) A a0
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