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[ Abstract]  Objective To explore an effective method for establishing a dual-target mouse model of angiogenesis
in myocardial ischemic and atherosclerotic plaque. Methods Ten C57BL/6 ] mice were fed basic forage as a control
group, while ten ApoE™” mice were fed high-fat forage as a model group. After 8 weeks, the model group was
subcutaneously injected with isoproterenol at 100 mg/kg once a day for 2 days, while the control group was subcutaneously

injected with the same amount of physiological saline. Another 4 weeks later, the serum levels of TC, TG, LDL-C, and

[EETIE WA A5 5 AN BT (5256 3h4) 3 H (2017C37182) ; #WiTL44 h E25RHIFEL 430 H (2016ZA073,2019ZB037)
[EERI AN]SR (1978—) , B, Wit B FATR B, BF5E J7 ) <O FE Al 5 1 R, E-mail ;. chwzju2002@ 163.com



[ LA R 2R 24 2019 4F 2 A2 29 555 2 Chin J Comp Med, February 2019, Vol. 29,No. 2

33

HDL-C were measured. HE staining was used to estimate the pathomorphological changes in aortic tissues and different
regions of myocardium. Immunohistochemical staining was used to measure the density of new vessels in aortic plaques and
The levels of serum TC and LDL-C in the model
group were significantly higher than those in the control group (P < 0.05), while HDL-C was significantly lower than that

different regions of the myocardium that were marked by CD31. Results

in the control group (P < 0.05). HE staining revealed pathological changes typical of AS in the aorta of the model group.
After 4 weeks of the subcutaneous injection of isoproterenol, pathological changes typical of myocardial infarction were
observed in HE staining of myocardial tissue in the model group. CD31 immunohistochemical staining showed that the
density of new vessels in aorta of the model group was significantly higher than that in the control group (P < 0.05). The
expression of neovascularization in the myocardial ischemia zone was the highest in the model group, which was significantly
higher than that in the myocardial infarction zone and normal myocardium zone (P < 0.05). Conclusions ApoE™" mice
with myocardial infarction induced by subcutaneous injection of isoproterenol under a diet of high-fat forage can be

successfully used to establish a dual-target mouse model of angiogenesis in myocardial ischemia and atherosclerotic plaque.
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Figure 4 Histological images of different myocardial tissue zones (immunohistochemical staining)
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