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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/RIEN o 0 240 L WEITR R 45 5 275 3k
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o 10 " ke, 3 i After 1 week, ultrasound showed a decrease in LVEF and [5]
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. kg,2 d 1¥K,iE 5. re ’ ’
b e VP g
N 3 me/k . At week 8, ultrasounds with LVEF and LVFS were lower than [10]
1' pd mgf rgZ’ onie every normal, and TUNEL staining showed increased apoptosis in
wo days for 2 weeks mouse cardiomyocytes
55 12 JAl DOX ZH /) BUR W 4 00 7 00 38 RS S0 2200 28
o 3 marke, 11 kg PVEEHE XTI LVER B, DL, LA S8 k
oy ’ FTIV
iOk 1§ fg/k . ook At week 12 mice in the DOX group had a higher diameter in [11]
f' p12 € kg" onee a wee the systolic left ventricle and diastolic left ventricular than in
or 14 weeks the control group, with decreased LVEF and elevated levels of
creatine kinase and lactate dehydrogenase
it paLe oAl s e, 1LY IR RS IT, E0 L
- L. 222N H The fourth month ultrasound showed that the average heart
Immunodeficiency Human breast . - X [13]
i.p 5 mg/kg, once a week  quality of the mice in the DOX group decreased, the thickness
BALB/¢ cancer  cells
or 2 months ot the ventricular septum during the diastolic and systolic
i (TB474) i for 2 h f th icul duri he diastoli d Li
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Table 2 anthracycline rat model
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cardiomyopathy and dilated cardiomyopathy
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Histology at week 4 showed significant cytoedema, and at week
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On day 13 of ultrasound there is a decrease in LVEF and [22]
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of blood vessels
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On day 8 AST, the level of myocardial troponin I is elevated,
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After 3 weeks, cardiac output decreased, troponin levels
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