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Abstract — Acute hemodynamic effects of CJ-10513, a non-peptide angiotensin II receptor antagonist, were
examined in mongrel dogs treated with high frequency ventricular pacing for one weck. Rapid ventricular
pacing reduced mean blood pressure (mBP), LVdP/dt and cardiac output (CO), and increased the left
ventricular end-diastolic pressure (LVEDP) and pulmonary capillary wedge pressure (PCWP). Continuous
infusion of CJ-10513 at doses of 10 and 20 ug/kg/min, respectively, for 30 minutes reduced mBP, LVEDP
and myocardial oxygen consumption rate (MVQ;) and shifled the cardiac function curve (CO-LVEDP curve)
to the left in this dog model. In conclusion, CI-10513 decreased the preload and afterload and increased the

cardiac function in dogs with pacing-induced heart failure.
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Fig. 1. Schematic diagram of experimental protocol.
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Table L. Changes of hemodynamic parameters in dogs terated with high frequency pacing (260 beats/min) for 7 days

Hemodynamic parameter pre-pacing post-pacing
Mean blood pressure (mmHg) 119.0+4 83.0x9.0
Heart rate (beats/min) 114.7+10.1 117.3£5.4
Cardiac output (L/min} 2.3610.14 1.6+0.24
Cardiac index (mal/min/kg) 157.1+£30.9 109.8£30.5
Left ventricular end diastolic pressure (mmHg) 8.0+3.1 12.9+£4.0*
LVdp/dt (mmHg/sec) 2333.0£290 1200.0--152.0
Total peripheral resistance (mmHg/L/min) 0.81£0.12 0.85+0.19
Pulmonary capillary wedge pressure (mHg) 9.8+1.6 15309
Pulmonary vascular resistance (mmHg/L/min) 0.12+£0.03 0.251+0.06
Mean pulmonary arterial pressure (mmlg) 18.0£3.1 23.5£15
Mean right atrial pressure (mmHg) 42+1.0 8703

Each value represents mean = S.E. *p<0.05.
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Fig. 2. Acute hemodynamic effects of CJ-10513 in dog treated with high frequency ventricular pacing for 7 days.
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Fig. 3. Effect of CJ-10513 on CO-LVEDP curve in dog
treated with high frequency ventricular pacing for 7 days.
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