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[Abstract] Autophagy has a certain degree of protective effect on cells, but excessive autophagy can lead to programmed
cell death, which is called Il programmed cell death. The blood brain barrier (BBB) plays a protective role between the brain and
the peripheral circulation, which helps the inflow and outflow of molecules and ions to maintain the steady state of the central
nervous system. A large number of studies have shown that autophagy plays an important role in BBB dysfunction, on the one
hand, autophagy can damage or protect the integrity of BBB, and on the other hand, autophagy can also affect the passage of drugs,
pathogens and other substances through BBB. Therefore, regulating autophagy level by targeting specific regulatory molecules in
autophagy mechanism may affect the function of BBB, and then affect the occurrence and development of central nervous system
diseases. The recent advances in the relationship between autophagy and BBB have been reviewed in present paper for hoping to

provide new ideas for the prevention and treatment of diseases related to BBB injury.
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TEAS R HCIRAS T BIAATR SR A Bt etk 2 O0CHE
g BRI, A WS T R S M G AR
P, SHUAERGEDIAC, A Bz AT fg
SHUEE . AWK . NSRS RR . i
% (blood brain barrier, BBB)7E K5 4MNE G Z
)RS DR A T, 32 el i 6010 %8 PN B 40 (cerebral
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BB Apf 22 i, H - BMECsil i 5%
ﬁfi(tight junction, TJ)E = ﬁfﬁ[&é] o TJE [ J&BBB
o P o A3 A 1k Y 2 B D) e N5, BBBIIREREAG
T 5 PN B A B A i Y AR Bl B S A O
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A %) 2 B PR R IE B T R AR 22 R S8 AR AR AR
FYRe R OCHE Y RIEWTSERY], M A gt R A2
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