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Tab 1 Effects of dopexamine hydrochloride (3X10™%, 3X 107 % and 3X 10~ mol*kg™", iv bolus’

on cardiac hemodynamics in rats 5 min after dosing. The dose was increased every 15 min

Control 3x 107 molekg ™! 3x 1078 molekg ™! 3x 1077 mol*kg™!
+ dp/dt max(kPass 608 * 36 682+70° 710+ 66" 724175
LVDP(kPa) —1.36+0.068 —1.68+0.076" —1.79+0.084" " -1.92+0.072" "~
LVEDP(kPa) 0.068 £0.006 0.050£0.004" 0.033+0.002™ " 0.024£0.002" "~
Cl{ml*min~'*kg™" 22023 263+28" " 272+317 77 287+30" 7"
HR(beat*min~ " 386 £29 413+£39" " 421 +46 7 439+427 7"
TPRCdyn/cm ™ 2+s™ 1) 14815 132+147 " 1201477~ 114 +13" "~
MAP(kPa) 13.2+1.2 13.1+1.3 13.0+1.4 12.9+1.1

Tts» n=8. "P<0.05 " P<0.0l, """ P<0.001 vs control. LVDP: left ventricular diastolic pressure;

LVEDPE: left ventricular end-diastolic pressure; Cl: cardiac index; HR: heart rates TPR: total peripheral

resistance; MAP: mean arterial pressure.
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Tab 2  Effects of dopexamine hydrochloride ( DPX ), fenoldopam hydrochloride ( FODA) and
procaterol hydrochloride (PCT, 3 X 1077 mol*kg™ ', iv bolus’) on cardiac function during acute

myocardial ischemia(IS) in rats

+dp/dt max(kPass') LVDP(kPa) LVEDP(kPa) Cllml*min '*kg™ ") HRC(beat*min ')
Group
Control 30 min Control 30 min Control 30 min Control 30 min  Control 30 min
118 608429 3742227 %% -L37H0.069 0.240£0.0127 %% 0.067£0.005 0.400£0.037%** 220424 13241477 *  386+13 38287+
I IS+IPX G07+£39 469+21** ta -1.3610.064 -0.307£0.020%* tab  0.068+£0.004 (0.280£0.025% * tab 219423 162+ 15%* b 385419 360+30* ! tab
SHRIDA 606541 525£36° %1 -1.36£0.067 -0.546£0.017** ' 0.067£0.005 0.187£0.015%* ' 219£20 [73£18** ' 383126 3444297+
SHRCT 60729 44382771 -1.3540.064 -0.067£0.001*** ' 0.068+0.007 (.347£0.040%** | 21723 [48£14** ! 38615 34542377

zts, n=8. "P<0.05 *"P<0.0l, ** " P<0.001 vs control. " P<0.05, "7 P<0.01 vs IS group. "P<0.05
vs [S+ FODA group, "P<0.05 vs IS+ PCT group. LVDP, CI, HR, LVEDP are same as Tab 1.

3 DPX, FODA A1 PCT A 0o L I i oK 5l
A5 JEIBH 77 1) 5% 1

14, Gkl 30 min B, S48EFE )3 CTPRD
W, BN 21,6+ 1.6% . 1T 4,
TEAHAFA B F(3X 107 mol*kg ')» iv DPX,
FODA A1 PCT 7 7l 8 % BAH FEAK 12.0% +
1.0%, 22.3% +2.3% M 0.14% + 0.02% -
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Tab 3 Effects of dopexamine hydrochloride( DPX), fenoldopam
hydrochloride( FODA ) and procaterol hydrochloride ( PCT, 3 X
10 "mol* kg™ ', iv bolus) on total peripheral resistance( TPR)
and mean arterial pressure ( MAP ) during acute myocardial
ischemia(IS) in rat

TPR(dyn*cm 3*sec™ D) MAP (kPa)
Group
Control 30 min Control 30 min
I IS 147 £16 178 18" *~ 13.2+1.3 9.2+£0.79""
II IS+ DPX 148 +17 130+12° ' 13.1+1.3 8.6+£0.71" 7"
IS+ FODA 148+ 14 115+13""' 13.2+1.4 8§.0£0.87" "'
IS+ PCT 148 +15 147+14" " 13.3+1.2 9.0£0.917"

rts, n=8. "P<0.05 " P<0.0l, """ P<0.001 vs control. " P<
0.05 vs IS group. *P<0.05 vs IS+ FODA group, "P<0.05 vs IS+ PCT

group.
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EFFECTS OF DOPEXAMINE ON CARDIAC HEMODYNAMICS
DURING MYOCARDIAL ISCHEMIA IN RATS AND IN
COMPARISON WITH FENOLDOPAM AND PROCATEROL

Qin Fuzhong(Qin FZ), Zhang Weifang(Zhang WE),
Zhao Rongrui(Zhao RR) and Chen Jianmin(Chen JM)

( Department of Physiologys Shanxi Medical Universitys Taiyuan 030001 )

ABSTRACT The effect of dopexamine hydrochloride(DPX) on cardiac hemodynamics during
acute myocardial ischemia C(AMI) was studied in rats and compared with those of fenoldopam
hydrochloride C(FODA ) and procaterol hydrochloride (PCT ). The results showed that iv DPX

remarkably attenuated the increases of total peripheral resistance (TPR) and left ventricular end-

diastolic pressure and the decreases of + dp/dt max caused by ischemia, while DPX showed no
significant effect on mean arterial pressure(MAP). Although FODA was more potent than DPX in
attenuating the increase of TPR and the decrease of myocardial contractility caused by ischemia, it
significantly decreased MAP. The effects of PCT on all these variables were the smallest among the 3
agents. The results suggest that DPX has a better prospect in the treatment of ischemic heart disease in

view of its actions of decreasing TPR» mild increase of myocardial contractilitys without MAP decrease

and myocardial oxygen consumption increase.
KEY WORDS Dopexamine; Fenoldopam; Procaterol; Myocardial ischemia; Hemodynamics





