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Bel 45 WEe H1d prh Wxi Folie
S Fo § =4 £0{7t F 27 microsomal MAO AT 0f
kg'd Smgd) WELE FAUE

2] microsome %2 MAO-—AS B
29} P WEA Eoiize]
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mitochondrial MAO-A2] &4 5 3=
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26(PO05) e @4 as uehiic 2
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Table 1 Effect of endotoxin on the hver mitochondrial monoamine oxidase(MAQO) A and B activities

s‘i}kgsa WES 3

rosomal MAO-A+ W54 ¥

mic-

m rats
MAO activitires
P211(f)tl:>rrs MAO A MAO B
endotoxin ( pmol ammonia mg protem ' min™')
injection Control Endotoxin Control Endotoxin
( % ) ( % ) ( % ) ( % )
3 1,320+ 326 1,126 £278 1,679+ 354 1,612+£325
( 100) ( 8) (100 ) ( 96)
8 1,311 +317 1,032 £267* 1,652 + 347 1,224+ 312"
( 100) ( 79) ( 100 ) (74)
24 1,309 323 1,293 272 1,648 + 358 1,663+ 346
(100 ) ( 99) ( 100 (101)

The date are expressed as mean + SD with 10 rats in each group

For control group, the rats were injected physiologic saline solution, and endotoxin group, a single
does of 5 mg of lipopolysaocharide (E ooh 026 B6 from Sigma Chemical Co USA) was injected per kg
body weight

Significant difference from control (*, P<005, *, P<001).

Table 2 Effect of endotoxin on the liver microsomal monoamine oxidase(MAO) A and B activities

in rats
MAO activities
}:;’t“e’r 5 MAO A MAO B
endotoxin ( pmol ammonia mg protein ' min ')
injection Control Endotoxin Control Endotoxin
( % ) ( % ) ( % ) ( % )
3 626 +152 490+112* 546152 514+132
( 100) ( 78) (100 ) ( Y4)
8 620+ 146 346 +96™* 541 +147 292 +92*=
( 100) ( 56) ( 100) ( 54)
24 617+ 142 465+ 116* 538+ 144 489+121
( 100 ) ( 75) (100) ( 91)

The date are expressed as mean + SD with 10 rats in each group

Endotoxin was given as described in table 1

Significant difference from control{(’: P<0.05, =, P<001)
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Table 3 Effect of endotoxin on the serum

monoaimine oxidase(MAOQO) activities

1n rats
Hours MAO activities
en;ﬁffxm ( AAX100ml ' hr')
injection Control Endotoxin
3 Undetectable Undetectable
(n=10) (n=10)
8 Undetectable 280106
(n=10) ( n=10)
24 Undetectable Undetectable
(n=10) (n=10)

Endotoxin was given as described 1n table 1

Table 4. Effect of endotoxin on the serum and hver xanthine oxidase(XQ) activities 1n rats

X0 activities
I:(f)tfrs Serum Cytosol

endotoxin (nmol uric actd m! ‘mun ') (nmol uric acid mg protein 'min')
mjection Control Endotoxin Control Endotoxin

( % ) ( ) ( % ) ( % )

3 4254822 461+£926 89+191 80+1.83

(100 ) (108) ( 100) ( 90)
8 413+79% 67 8+£1342% 86+138 62+128<

( 100) ( 100) « 72)
24 409+787 97 2+ 20 60" 85+1.84 70x112*

( 100 ) (238) (100 ) ( 84)

The date are expressed as mean + SD with 10 rats in each group.

Endotoxin was given as described in table 1

Significant difference from control (*, P<0.05, *. P<0.01, **, P<0.001).
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Effect of Parenteral Administration of
Endotoxin on the Changes of the Serum and Hepatic
Monoamine Oxidase and Xanthine Oxidase Activities in Rats

Chun Sik Kwak, PhD

Department of Biochemuistry, Keimyung Unwersity
School of Medicine, Tuegu, Korea

Kyo Cheol Mun, MD, Sang Chual Kim, MS

Mucorobiology Dwision, Kyong Sang Buk-Do, Provincial Goverment

Institute of Health and Environment, Taegu, Korea

The activities of the serum and hepatic monoamine oxidase (MAQ), a mitochondrial marker and
phase I detoxifying enzyme, were measured 1n order to manifest the enzymologic background of the
functional changes of the hepatic mitochondria 1n endotoxaemia And the activities of the serum
and hepatic xanthine oxidase(X0), the same phase 1 detoxifying enzyme, were also measured

For administration of endotxin, a does of 5Smg of endotoxin(lipopolysaccharide E coli 026 B6,
from Sigma chemical company, USA) per kg of body weight was adminstered through a right exter-
nal jugular vein. Then the rats were killed after 3, 8 and 24 hours of injection with endotoxin to
measure the activities of the above enzymes 1n serum and their hiver

The activities of the liver mitochondrial MAO-A and B showed a significant decrease at 8 hours
after endotoxin administration Microsomal MAO-A activity of the liver showed a significant de-
crease between 3 and 24 hours and microsomal MAO-B activity of the hver showed a significant de-
crease only at 8 hours after endotoxin admimistration Serum MAO activity was not detected in
control and endotoxin-administered groups except the group of 8 hours after endotoxin adm-
mistration

Cytosolic XO activity 1n the liver showed a significant decrease between 8 and 24 hours, but ser-
um XO activity showed a significant increase at the same time

According to results, MAO activity 1n the liver showes a sigmficant decrease due to leak of this
enzyme 1nto the blood and decreased biosynthesis of the hver XO activity decreased in the hiver
but 1ts activity increased 1n the serum at the same time This result 1s due to the leak of XO into
the blood through the damaged membrane of hepatocyte
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