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Effects of occlusion of coronary blood infusion and oxygenated FCE or plasma coronary

infusion on electrophysiological parameters in rabbit hearts in situ, Gp O. simple occlusion of coronary
blood infusion; Gp F: oxygenated FCE coronary infusion; GpP;: oxygenated plasma coronary infusion,
X+SD, *p>0.05, **p<{0.05, ***p<{0.01 vs control,

Control After occlusion After reperfusion
Parameters n
GpO GpF GpP Gp O GpF Gp P Gp O GpF GpP
RP (mV) 10 86+12 86%3 87+3 62*4*** 74+4*** 76+3°*** 88+3* 87+3* 87+3*

APA (mV) 10 116%4 118+5 1175 74£5*** 94+4*** 95+4*** 114+£5* 117+5* 116+6"
dV/dtpe, (V/s) 10 122%5 11546 124+5 51+4*** 66+5%** 69xd4*** 120%£5* 114+5* 123+5*
APDg, (ms) 10 146+4 1405 139+6  47+4*** 75%5"**  48+4*** 1475 140%6" 139%5*
APD,, (ms) 10 211%5 215+5 213%5 165%6"** 176+5*** 166+5%** 211+6* 211+5* 215+%5*

ERP (ms) 16 23739 237+12 239+11 186%6*** 238+ 8"
VFT (mA) 16 22,1+ 22.3%+ 22,1+ 10,6% 22.5%
2,5 1.8 2.4 1.4%** 1.5*

186+5%*" 2364 11" 236+4* 234+ 10"
15,7+ 21.2% 21.5% 22.5%
1.5** 1.8 1.5°* 2.0*
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Fig 1. Effects of occlusion of coronary blood
infusion and oxygenated plasma or FCE coronary
infusion on transmembrane potential in rabbit
hearts, C,; control; O simple occlusion of coronary
blood infusion; P oxygenated plasma coronary
infusion; F: oxygenated FCE coronary infusion;
R: reperfusion of coronary blood infusion,

FD5O (ms) ERP (ms) VFT (ma)
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Fig 2. Action potential duration at 50% of
repolarization (APDyg,), effective refractory period
(ERP) ,and ventricular fibrillation threshold(VFT)
in rabbit hearts within 5-10 min after simple
occlusion of coronary blood infusion (0O), oxyge-
nated FCE coronary infusion (F), and oxygenated
plasma coronary infusioh (P)., X1SD. *p>0.05,
**p<0.05, ***p<C0.01 vs O.
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(p>0.05) (I 2 ), ERP %} W) 4540 52+
12 ms(p<<0.01), 5O0MAME/LML A WE
5(p>0.05), VFT 4% X 08 3 @ 1K 6.3+
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Effects of fluorocarbon emulsion during coronary ' infusion on
electrophysiological activities of rabbit heart

WU Bo-Wei, ZHAO Zhi-Qing, WANG Ruo-Xiang, MA Xin-Liang, ZHAO Rong-Rui
(Department of Physiology, Shanxi Medical College, Taiyuan 030001)

ABSTRACT Within 5-10 min after substi- myocardial transmembrane potential in
tution of oxygenated fluorocarbon emulsion perfused area showed a moderate ischemic
(FCE) for coronary infusion blood, the change. RP, APA, and dV/dt,,, were reduced



by 124+5mV, 2445mV, and 494-8 V/s,
respectively and the APD,, and APD,, were
shortened 64+ 8 and 38-+-7 ms, respectively
as compared with the control values. How-
ever, the extents of above-mentioned changes
were markedly less than those in simple
occlusion group. The extents of changes in
APD,, and APD,, were also apparently less
than those in oxygenated plasma infusion
group. In addition, the shortening of
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effective refractory period (ERP) and
reduction of ventricular fibrillation threshold
(VFT), which were unexceptionaly observed
in simple occlusion group and oxygenated
plasma infusion group, but not in oxygenated
FCE infusion group.

KEY WORDS fluorocarbons: blood
substitutes; action potentials; ventricular
fibrillation; myocardial infarction



