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Establishment of Carotid Artery-vein Shunt Model in Rats and
Rabbits and Observation of Pulmonary Arterial Hypertension
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(Dept. of Cardiology, Affiliated Yan’an Hospital of Kunming Medical University, Kunming Yunnan 650051,
China)

[ Abstract] Objective  To establish an suitable animal model for studies of pulmonary hypertension
associated with congenital heart disease. Methods The 20 male SD rats were randomly divided into shunt group
(n, =10, which were used a polyethyene casing to creat a shunt between the left common carotid artery and the left
external jugular vein and control group (n, =10, which were ligated left common carotid artery and external jugular
vein). The 24 male New Zealand white rabbits as experimental subjects and were randomly divided into shunt group
(ny =12, which were used the left carotid artery—the left external jugular vein end to side anastomosis way to create
diversion, ) and control group (n, =12, which used the same method as rat control goup). After 10 weeks we
tested the some indicators to observe the changes of pulmonary hypertension in rais and rabbits. Results Rats:
The shunts were closed after 1 month. The pulmonary vascular remodeling index (WT% and WA%) had difference
(P<0.05), the right ventricular hypertrophy index of two groups had no difference (P >0.05). Rabbits: There
was only 1 shunt signal detected after 10 weeks. The pulmonary vascular remodeling index ( WT% and WA%) had
difference (P>05), the right ventricular hypertrophy index and right ventricular systolic pressureof two groups had
no difference (P >0.05). Conclusion The rabbits shunt pulmonary hypertension model can be established for
subsequent research.
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