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Effect of Carotid Baroreceptor Stimulation in Monocrotaline — induced Pulmonary Hypertension in Rats.  Chen Jie, Hu Zhiling, Dai Di-
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Laboratory of Cardiology , Hubet 430060 , China

Abstract Objective To investigate the effect of Carotid Baroreceptor Stimulation( CBS) on right ventricular function in monocrotal-
ine — induced pulmonary arterial hypertension in rats by echocardiographic parameters. Methods Sixteen healthy male Sprague Dawley
(SD) rats were randomly divided into 4 groups: Con — sham group, Con — CBS group, PAH - sham group and PAH - CBS group. Con —
sham group and Con — CBS group were intraperitoneally injected with normal saline , monocrotaline ( MCT) was intraperitoneally injected in
the MCT - sham group and MCT - CBS group. Four weeks after MCT injection, pulmonary acceleration time( PAT) , ejection time( ET) ,
right ventricular end - diastolic thickness( RVEDT) , right ventricular anteroposterior diameter in diastolic( RVAPDd) , right ventricular
outflow tract diameter(RVOTD) , and right ventricular fractional area change(RVFAC) were measured by small animal ultrasound instru-
ment under isoflurane anesthesia. Moreover, we measured left ventricular ejection fraction( LVEF) and left ventricular fractional shorten-
ing(LVFS) to assess left ventricular function. Results Four weeks after MCT injection, compared with the Con — sham group, ultra-
sound indicated that PAT was significantly decreased in the PAH — sham group, indicating that the model of the rats with pulmonary hyper-
tension was successful. At the same time, ultrasound also indicated that RVEDT, RVAPDd and RVOTD also increased significantly, and
RVFAC decreased significantly. However, these parameters could be improved by CBS. Conclusion CBS can improve right ventricular
function in monocrotaline — induced pulmonary arterial hypertensive rats.
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