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Effects of Carotid Baroreceptor Stimulation on Chronic Heart Failure Canines.  Cao Quan, Zhang Yijie, Dai Mingyan, et al. Depart-
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Abstract Objective To study the effects of carotid baroreceptor stimulation ( CBS) on chronic heart failure canines. Methods
30 one — year — old male beagles were randomized into control group ( Con) , chronic heart failure group ( CHF) and chronic heart failure
with carotid baroreceptor stimulation group (CHF — CBS). Cardiac pacemaker and carotid baroreceptor stimulator were subcutaneously im-
planted at the same time for all the beagles. Rapid right ventricular pacing was used to induce chronic heart failure and/or CBS was simul-
taneously subjected to intervene the process of chronic heart failure. After six weeks’ pacing, transthoracic echocardiography was per-
formed, blood was collected via jugular vein for the detection of B — type natriuretic peptide (BNP) and tissue samples of left ventricular
anterior wall were transversely sected for HE staining. Results In CHF, ascites appeared in four beagles and two beagles dead before
sampling, but ascites and death appeared in no beagles in both Con and CHF — CBS. CHF compared to Con, respiratory frequency and
heart rate increased obviouly (P <0.05), left ventricular ejection fraction, left ventricular fractional shortening and the ratio of peak E

and A wave velocities of mitral valve rheography decreased significanltly (P <0.05), blood BNP level rised apparently (P <0.05), but

all the abnormity above alleviated obviously in CHF - CBS (P <0.05). Conclusion CBS significantly played an cardioprotective role in

the process of chronic heart failure via inhibiting the activity of sympathetic nervous.
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