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In order to examine the tolerance of the liver to ischemia, liver ischemia was
produced for 30 and 60 minutes using Pringle’s maneuver in thirteen adult
mongrel dogs and the following results were obtained.

1) In the 30 minute ischemia group, all six dogs survived, but in the 60 minute
ischemia group, only one of seven dogs survived.

2) In a biochemical study of the 30 minute ischemia group, S-GOT, S-GPT,
LDH and Al-P were moderately elevated, but in the 60 minute ischemia group,
these data were markedly elevated.

3) In a histological study of the 30 minute ischemia group, a little hepatic
cell necrosis or bionecrosis was observed. On the other hand, in the 60 minute
ischemia group, variable degrees of histological change, including massive hepatic
cell necrosis, were observed. ‘

These findings suggest that the maximum safe period for liver ischemia is
between 30 and 60 minutes.
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Experimental model used to produce liver ischemia.
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Fig. 2. Change in blood pressure, serum electrolyte and Ht following
liver ischemia.
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Fig. 3. Change in arterial blood gas analysis following liver
ischemia.
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Fig. 4. Change in S-GOT and S-GPT following liver ischemia.
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Fig. 5. Change in LDH and Al-P following liver ischemia.
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Fig. 6. Change in blood sugar and total bilirubin following
liver ischemia.
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Fig. 7. Photomicrograph of the liver after 30 minutes ischemia.
Congestion of the central zone and a few hepatic cell necrosis

with mild neutrophils infiltration are seen. (H-E,x100)

Fig. 8. Electron micrograph of the liver after 30 minutes ischemia. Swelling of the
mitochondria are seen.
N: Nucleus M: Mitochondria L: Lysosome. (Uranyl-Lead stain, x10000)
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Fig. 9. Photomicrograph of the liver after 60 minutes ischemia.

Massive hepatic cell necrosis with congestion are seen.
(H-E, x100)

Fig. 10. Electron micrograph of the liver after 60 minutes ischemia.

chondria and organelles are seen.
N: Nucleus M: Mitochondria L: Lysosome. (Uranyl-Lead stain, x10000)

Vacuolated mito-
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