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Exosome provides a new intervention target for atherosclerosis
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atherosclerotic drugs is to decrease circulating low density lipoprotein level, increase high density lipoprotein level, and re-
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Atherosclerosis is a chronic inflammatory disease. ~ The objective of the clinical use of anti-
duce inflammation. However, the morbidity and mortality of cardiovascular disease remain high. Therefore, the identifi-
cation of unknown therapeutic targets and the development of new anti-atherosclerotic drugs is growing. Exosome is a kind
of membrane vesicles derived from late nuclear endosome (also known as polycystic body) secreted by living cells.  Exo-
some contains protein, TRNA, and micro RNA, which are related to the source cells, and it can pass the biological barrier
and produce various biological functions. Exosome is expected to become a novel drug delivery pathway and gene therapy

vector for the treatment of atherosclerosis.

AN A (exosome ) J2 1% 20 A 4330 A4 SR TR T G 30

3,‘\ \\:: ﬁ\:r"
IR SR I €6 S

TR AR AP i AH il /N S IR R B

1, o5 T PRI AN 70% ~90% ﬁ'ﬁﬁxeﬁgf“
PRSI . BT R AR, B hE
W R VEATR AP Dife, SMBR N &4 5 4
RUEAH Y B 1 BT . rRNA Flf/)y RNA (micro RNA,
miR) , 3 HLRE 53 o A= W) B Fit , 76 40 i 1] 4% 338 D) fig
PERLER S, N R A5 4% Fh AR W2 D) e s B mT LU
VR SR8 A R i 76895 5 051) 40 0 ok o A s Ak JE
JiE 2 RUBE DRI i AR

1.1 SMBEE SRR

AN UAA S F 443 WA 1) B R 30 ~ 100 nm %
BER 1.13~1.21 ke/L AT/ INREHDIR S5 48, N 25 SR U8
THMA LW EA R SETFREEY ST, L
ST Y R A By b A IR I HL A A 440 i A
FRAHLNE 00T B ol RR S o W AMMVIR AR AR T 2 R
PRV A8 TR R PR TRCRIEE L 4 )
PR I NI /INI SR 4R ﬂ/ﬁikﬂﬁgzﬁm&,ﬁk}:
SANME RS, I AMRE /N, TR AN A B T

2016-11-03

[WKFBEH] 2016-09-17 [fEEIHE]
[E£4TH] EZRARBFELTH (81270360) ; HIE A FHL R & A5 H (2014F12012)

[1EB®IT] OB, miEwFaR A AR 7 1n) Sy sh Bkl RE R AL A R ML 5 Bl 76 , E-mail 4 1947488635@ qq.com, il IRAEE TR,

T Bz, - F 5T A S0 E-mail S wangyal105@ hotmail.com, i

ghy6108@ 163.com,

IEE Dy e, 11, o, 18 L5 A 0, E-mail



412

ISSN 1007-3949 Chin J Arterioscler, Vol 25,No 4,2017

£ 5 1 .mRNA .miR 28 (& 1),

Lk
EOHER e
@),

miELE R Tiiﬂ

B 1. SRR S R

Figure 1. Formation and release of exosome
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