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[ Abstract]  Atherosclerosis ( AS) is a potential risk factor for common cardiovascular and cerebrovascular diseases.
Prevention and treatment of AS and research and development of anti-AS drugs have been a focus in the field of medicine.
Selection of the ideal AS animal model is important to study prevention and control measures of AS and to research and
develop traditional Chinese medicine for AS. The ideal animal model of AS should have similar pathogenesis to human AS,
consistent pathological and biochemical reactions, high repeatability, simple operation, and easy adoption. Mice have the
characteristics of strong reproduction, high heritability, good plasticity, and fast modeling of AS, and they have become

ideal animals for AS research. In this article, the replication method of the mouse AS model established by various
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intervention factors were compared and analyzed to provide a reference and ideas for prevention and treatment of AS and

research and development of traditional Chinese medicine for AS.
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Table 1 Advantages and disadvantages of each type of atherosclerosis mice

THHE

Intervention factors

A
Advantage

By

Disadvantage

ApoE_/_ N
ApoE™" mice

LDLR ™~ /MR,
LDLR™" mice

dKO( ApoE™~ .LDLR™~ |
IL-197~ SR-B17"/hEL)
dKO( ApoE™~ .LDLR™~ |
IL-197~ SR-B1™”~ mice)

AAV-PCSK9 /MR,
AAV-PCSK9 mice

ApoE3-Leiden /)M
ApoE3-Leiden mice

MicroRNA /] ER,
MicroRNA mice
SR-BI™" /R
SR-BI™™ mice

ApOEanl -/-C1039G + /- /]\ [‘f_:'L\
ApoEFbn1 7/ ~¢10396 /= mjce
LDLRFbnl -/-C1039G + /-
N
LDLRFbnl -/-C1039G + /-
mice
BB R IR AS /M
Maternal inheritance of
offspring to AS mice

18 P4 7 38/ Bl

Chronic stress mice

Jeit IR % B R PEIE AL AS AR, W IR AR T
I

No need for high-fat feeding to spontaneously form AS
lesions, which worsens under high-fat feeding

HOMAFE ANZEM RGBT , LDL 52 1A% (1) Bl 2 S 5 i
AR

More in line with the human lipid profile, the absence
of LDL receptors has no effect on inflammation

AS [ AR BESG N, B8 B A I WUBE B R
JIUAESE

Severity of AS increases and can spontaneously form
plaque rupture and myocardial infarction

T L E A, BT

No genetic manipulation required, high economy

CETP AR B A G i« AL
CETP expression of lipid metabolism is closer to
“humanization”

NS AS 5728 Al 5

More in line with the process of AS lesions

T AS 19TE A

Accelerate the formation of AS

FI R M I e 2R LS

Spontaneous  formation of plaque rupture and

myocardial infarction

FI S MR B RS 2R JLREAE

Spontaneous  formation of plaque rupture and

myocardial infarction
BELUIG L&A A B0 AR |, J5 AU A 3
Simulate the  pathogenic fetal

incidence of

process  during

development, resulting in a high

offspring lesions

e BN RK(ErEN

In line with the current way people work

ApoE HIZ 0 U E L AN BE B A MY i BE R @R A0 L
B

ApoE multiple functions, inability to spontaneously form
plaque rupture, and myocardial infarction®’
o A il P T L e IR MR T B BT

Pathological ~ process  requires  high-fat feeding or

physical intervention

V¥ Lu k-4 R RS SURY A

Prone to severe lumen occlusion, leading to

premature death'”°!
P AET BT, T REAEAE ST 79 1 B Sy S oy 7
Pathological changes require dietary intervention, and there

may be an antiviral host immune response”"]

PSP 2 s IR MR IR O EL Bk 2 52 2% 28 A E AR
Pathological process requires high-fat feeding and lacks
evidence of complex lesions

2 AL HUEE T
Lack of evidence for complex lesions

Low survival rate

[72]

Wl A 7 P R I, Bt BAE T

As the feeding cycle prolongs, death is prone to occur

BRZ A I UESE

Lack of strong evidence

IR AER RS

Complex operation with many uncertain factors

AP H ) s HE R SR JE TR IR 5 AS
Use of pressure or high-fat feeding alone cannot successfully
induce AS lesions
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