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Possible mechanism of ischemic-reperfusion injury
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Cardioplegic solution Immersed solution
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group Ha(n=7) : GMEKEEMMEIZ & 2
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oI rar FY)TizowT RCL 2#8IEL 7.
7. Data £ 8 & UG

Data i3, mean+SD TERL 72, HMmBk#K
122w Tix Wilcoxon test i2 & » T, ffid Data
i+ Student t test i THEERELT4%\, p<
0.052BFZEHN LHEL .
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1.8 m
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1~00#rdy, LVDP, max LV dp/dt it
RERE S g L CHEICKETH 72, 15
s LT LVDP fEi3, MFNAFFICT ¢

x 2

LVDP max LV dp/dt CF

group I (n=7) 74.2%2.8 54.3% 7.3 53.1+8.1
group Ila (n=17) 73.927.1 62.6+ 8.8 72.4%5.4°
group IIb (n=7) 75.1%+4.2 64.8%+10.9" 72.5%+5.2"

group Il (n=7) 82.0+4.3" 76.3% 8.7°¢ 76.843.6°

values are mean * SD

LVDP : % control
max LV dp/dt : % control
CF : coronary flow (ml/min/100g wet wt.}
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4. LERERE (M3)
HERMLMGER I MEKL T, EHLLEE
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% NHRER43 superoxide anion (Q,”) %k
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Zeonsdds, L colloid RANKRHIEDL S
BRENMFESLEANEEICREL Ty
BERM colloid oncotic pressure AEV i3
CARIFEIZERT 2137 TH 5. Follette 53V
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21212 T% <, 522 5T rebound R % 32
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X
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Leukocyte depletion reduced reperfusion
injury in hearts preserved
hypothermically for 6 hours
Hiromichi TERAOKA
Second Department of Surgery,
Okayama University Medical School,
Okayama 700, Japan

(Director : Prof. S. Teramoto)

Recent studies suggest that circulating leukocytes trapped in the post ischemic-reperfused
organ release active oxygen species and leukotrienes, and cause tissue damage.

Canine hearts statically preserved for six hours, were reperfused with whole blood (group I,
n=7), with leukocyte depleted blood (group II, n=14), and with leukocyte and protein depleted
blood (group Ill, n="7). After initial perfusion, whole blood perfusion was started at 15 minutes
of post reperfusion (group Il1a, n=7) and at 30 minutes of post reperfusion (group ITb, n=7 ;
group I, n=7). Significant leukocytes sequestration was demonstrated only in group 1 and
group Ila. Left ventricular function recovery, coronary flow and mitochondrial phospholyra-
tion activity were significantly better preserved in the groups reperfused with leukocyte
depleted blood, especially group IlI. These data suggest that leukocyte depletion ameliorates
reperfusion injury of preserved hearts.



