DOI: 10. 16016 /j . 1000 -5404. 1998. 01.. 019
1998 2

ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE

Feb. 1998 39

,1989; 27(10): 597
3 Yamasaki H. The artenal ketone body ratio and serum al-
phafetoprotein level in patients with acute hepatic failure
Liver, 1995; 15(4): 219
, 1993; 31( 9): 532
5 ,
, 1984; 1(4): 145

6 Li P. Direct, fixed—time kinetic assays for B-hydroxy rate

and acetoacetate with a centrifugal analyzer or a computer—

backed spectrophotometer. Clin Chem, 193G 26 1713

7 Krahenbuhe S, Reichen J Decreased hepatic glucwse pro—
duction in rats with carbon tetrachloride-induced cirrhosis. J
Hepatol, 1993; 19 64

8 Francois M, Alain G, Elisabeth A etal. Carbon Tetrachlo—
ride-induced cirrhosis in rats influence of the acute effects
of the toxin on glucose metabolism. Hepatology, 1996; 23
582

9 Krahenbuhl S,
metabolism in liver cirrhosis. Scand J Gastroenterol, 1992; 27

(suppl): 193

Reichen J. Adaptation of mitochondrial

( : 199707 4; : 1998-01-07)
(B4 LEAE)

Effects of different types of operation on hepatic reserve function in rats

with cirrhotic portal hypertension

Wu Gang, Cai Jingxiu, Dong Jiahong, Duan Hengchun (Department of Hepatobiliary Surgery, Southwest Hospital,

Third Military Medical University, Chongging, 400038)

Abstract Objective: To investigate the effects of different types of operation on hepatic reserve function

in cirrhotic portal hypertension. Methods:

carbon tetrachloride/ethanol were divided into four groups

The Wistar rats with cirrhotic portal hypertension induced with

1) DSCS; 2) PAD; 3) M CS and 4) the control.

The changes of hepatic reserve function were observed with oral glucose tolerance test (OGTT) and arterial

ketone body ratio ( KBR) determination. Results:

1) At the end the 1st week, blood glucose (BG) values of

OGTT in the four groups were 11. 2, 11. 4, 13. 0 and 13. Sand KBR were 0. 340, 0. 349. 0.326and 0. 335 re—
spectively. 2) At the end of the 3rd and 5th week, BG in the first three groups were decreased to 62% ,
630 , 9% and 59. 2% , 62. %% , 92. @ of that in the control and KBR was increased to 139. 4% , 144. 5% ,

100. Yo and 171. % , 189. 8% , 9Pb to that in the control respectively. Conclusion:

DSCS and PAD are bet—

ter than MCS in protecting the hepatic reserve function in rats with cirrhotic portal hypertension.
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determined. Results:

concentration, damage index and NO concentration in the gastric mucous membrane were

In the experimental group, the potential differences, blood flow and NO concentration

in the gastric mucous membrane were significantly decreased while the H concentration and damage index in

it significantly increased. Administration of collagen solution to the ratsin the experimental group beforehand

resulted in the restoration of the above indices ( P < 0.0l or 0. 05). Conclusion: The ischemia and hypoxia

caused by insufficient blood perfusion is one of the important factors in the pathogenesis of injury of the gas—

tric mucous membrane induced with bound and frozen irritation. Administration of collagen solution to the

rats can prevent the direct injury of various factors to the gastric mucous membrane through maintaining the

intactness of the gastric mucous membrane, buffering gastric acid, improving coacervation of the platelets

and increasing the cellular DNA content-
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