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[ Abstract]  Cardio-oncology is a new interdisciplinary subject involving oncology and cardiovascular disease. With
the rapid development of tumor treatment strategies, the survival of patients has been prolonged, and the side effects of
treatments, especially cardiovascular toxicity, have received increasing attention. The establishment of an animal model of
cardio-oncology is helpful to understand the pathogenesis of cardiovascular toxicity and take cardioprotective measures to
prevent irreversible damage. Currently, non-tumor-bearing rodents are used in experiments. They are widely used, but
there are few studies on animal modeling method . In this review, animal models of cardio-oncology established by anti-
tumor treatments, such as chemotherapy, molecular targeted therapy, and radiotherapy, in recent years were collected and
sorted, and the advantages and disadvantages of various animal models and modeling method were summarized. This article
reviews the aspects of the developing clinical cardio-oncology and provides insights for the development of clinical cardio-
oncology.
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Table 1 Anthracenecline mouse animal model

BIE/RTEN o 0 240 L LRI S R 45 5 275 3k
Animal Tumor cell Method Result References
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R e BT B A F L
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1 H, K N " N S
ke LS U g LVER 1 LVRS BEIE, 901 0 A
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C57BL/6 / monocyte infiltration
o B 18~ £5 4 JA#ARA LVEF Fil LVES WEFE(T, CMR T2 F-#
Ry RIS ECY 1, GLS . L5 MR BT 17
. gl‘ tive dose 18~ At week 4 ultrasound LVEF and LVFS decreased significantly. [7-9,12 ]
lz'opr:;/nf(u ative dose T2 average imaging increases in CMR, ECV increases, GLS
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Immunodeficiency Human breast . - X [13]
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Table 2 anthracycline rat model
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Animal Tumor cell Method
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Result References
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sD / o ik
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days, injected 6 times

FE#R K ST 1.5 mg/ke,
TEZ5 8.11,14 17,2023
K 6 K

Tail vein injection of 1.5
mg/kg, 6 injections on
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20, 23

HLYR R K 2 DOX
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A single tail vein injection

of DOX 5 mg/kg

i.p2. 15mg/kg,3d 1K,
Feg3 M
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every three days for
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i.p2mgkg,2d 1K, EF
ZE12d
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two days for 12 days

PAYR 1. p 8 mg/kg
Single i. p DOX 8 mg/kg

KOELEL IR MR 9 40 A
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SN I 4
jg E&f}';]f? Mk 4 200 B i.p2mg/ke, 1 JH 2K, Fr
- 23 A
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MatBIIL

for 3 weeks
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2 weeks detects decreased aortic blood flow, decreased heart [18]
rate, decreased cardiac output and stroke volume, and

increased troponin
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IR 5 ol
LVEF decreased on day 51, LVEF decreased significantly on
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[19]
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On day 70, two changes appeared in ultrasound: hypertrophic [20]
cardiomyopathy and dilated cardiomyopathy

5 4 R0 R W R A IR 58 6 Jl LVEF (LVFS
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Histology at week 4 showed significant cytoedema, and at week
6 LVEF, LVFS was lower than in the control group
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K P 1l A S R AR

On day 13 of ultrasound there is a decrease in LVEF and [22]
LVFS, histological interstitial edema, changes in the structure

of blood vessels

558 K AST, L UNLESEE 11 1RF T JEAS 3 b ILN B2
2R MK P , 200 M g 2 45

On day 8 AST, the level of myocardial troponin I is elevated,
morphologically  myocardial ~ endothelial ~ cell — edema,
organelle damage

3 dJi DOX ZHEWHE At/ 7 R &7 ok R 01 5 2 1

i, LVEF T P&

After 3 days, food intake decreased in the DOX group, [23]
ultrasound showed an increase in terminal diastolic thickness,

and a decrease in LVEF

3 JAJE Do R B, LA B 1 K Tk, B2 AT L
SO LA 25 A , SR A LR 190 fe ik

After 3 weeks, cardiac output decreased, troponin levels
increased,  cardiac  cell  vacuolarization = was  seen
microscopically, and mitochondrial myoplasmic reticulum

swelling was seen
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