2020 4F 6 H
$28% 3

EEE SRS
ACTA LABORATORIUM ANIMALIS SCIENTIA SINICA

June 2020
Vol. 28 No. 3

TR, B ANRUE SR RERE AR S HERE ()], PR SEE s o4k, 2020, 28(3) : 410-415.
Wang DY, Wang X. Miniature swine models of atherosclerotic disease [ J]. Acta Lab Anim Sci Sin, 2020, 28(3): 410-415.

Doi: 10. 3969/].issn.1005-4847. 2020. 03. 018

INBURE B i ok A 5 A A TR A 5 i

Eﬁijil,iﬁlﬂ*

(1. ARt 2GR B TBE B, bt
(HE]

100700; 2. b5 EE 2y KA 0 A IFST i, dE AT 100700)

AN DA Sl Tk ) A BEAE DT 1SS o AL, S H AT E 3 bR oK R B 4L (atherosclerosis , AS)

HHORB e BEAE L, 28 4 EL AT 2 m UBERUNELSE AS BRI I ik A A BRAL G s g DR+ R R A1 5h i
BLAE BT 1 AR R 2 B T 1) R R IR LA e o B Jg ¥48  S O J5 BSRAE PAT 1 4% (L T T 1 TG B A TR /N R

SR S koo FERE LAY, ARG R A AR 2

TR/ N i i RO b T 2RI
[ K& ]

[hES%S] 095-33 [ STEffRIREE] A

I i 29/ NBUSE SRR S R ST A . LS S

INERE s SR RN AL BRI, B R G 5 s kOBE P9 7 5
[STEHS] 1005-4847(2020) 03-0410-06

Miniature swine models of atherosclerotic disease

WANG Dayang', WANG Xian'**

(1.Department of Cardiovascular Disease, Dongzhimen Hospital of Beijing University of Chinese Medicine, Beijing 100700, China.

2. Institute of Cardiovascular Diseases, Beijing University of Chinese Medicine,Beijing 100700)
Corresponding author; WANG Xian. E-mail; wx650515@ hotmail.com

[ Abstract]

Miniature swine provide valuable research models for cardiovascular disease because their anatomical

structure and physiological features are similar to those of human. Several studies have been published in which the

miniature swine models of atherosclerosis have been established successfully. These models included general method of a

high-fat diet plus balloon injury, as well as new method, such as gene editing-induced familial hypercholesteremia, and

local intravascular delivery of lipid and inflammation factors. However, few of these models have been widely used. Long

time consumption, high cost and huge heterogeneity among studies are problems that restrict application of these AS models.

This article summarizes the breeds of miniature swine, the method used to establish atherosclerosis models, and the

advantages and disadvantages of current models.
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GR G 1R i IR PR R Wt o 5 s 5 I ] st 7k
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