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[ ABSTRACT] Aortic aneurysm ( AA) is a pathological dilatation disease of the aorta that is affected by multiple factors
and has a potential risk of rupture. ~AA can be divided into thoracic aortic aneurysm (TAA) and abdominal aortic aneu-
rysm (AAA) based on the location of aneurysm. The occurrence of TAA is highly relevant to genetic factors, and shows
no age and gender differences.  In contrast, the occurrence of AAA is related to age, gender, and atherosclerosis, but is

not related with genetic factors.  Most AA patients are asymptomatic, and generally have the characteristics of insidious
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onset and rupture to death.
understood.

to develop and evaluate therapeutic drugs.

TAA. In fact, many established methods to induce AAA can also induce TAA.

Therefore, AA is a serious life-threatening chronic disease, but its pathogenesis is not fully
The animal model of AA is of great significance to investigate the underlying pathophysiological mechanism,

Currently, there are many well-established animal models of AAA, but less of

This review describes the AA animal

models classified into non-dissected AA animal model and dissected AA animal model, and discusses the development

methods and phenotypes of them, which may help us to find more efficient and reliable solutions against human aortic aneu-

rysm.
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Table 1. Comparison of characteristics between animal models of aortic aneurysm induced by

different methods and human aneurysms
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Table 2. Comparison of thoracic aortic aneurysm related

diseases caused by different gene mutations
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S KARF IR AN B kI )2 | OB ) . R A
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FEH Bk BIEH A9 20% 2K FBN1 IRFE 8/ R
(FBN1 mgR), [Al £ H B T 5 FLZE A fiF il 36 B,
mgR/mgR 2l F15& 748 /)N i A= B Bl ik 45 4 1E %, 76
A= 6 Jil 5 Bl Bk b RS Ak, 8 JR S Hh B RS 4
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ok Iea s 4 A = (O 29% ), SF- W LA AR 4 S v
TGFBR2 Sl /NI HH B sh bk Jad i 2458 7~ 1 1
B, K SRR BRI | BRI 6%, XL
BEF A% T TGFBR2, TGFBRI1 LT~ 15 iy 3= 3
iR (4 & R ML R4 T O B A
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