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= Abstract=

The activity change of superoxide dismutase and its mechanism in rat cholestatic liver were

evaluated. The activity of superoxide dismutase was measured in the liver which obtained from

common bile duct ligated rats (CBDL) and sham operated rats, respectively. And mRNA expression

of this enzyme was aiso measured by reverse transcription-polymerase chain reaction in each group.

The activity of superoxide dismutase was higher in the CBDL group, but mRNA expression of

superoxide dismutase was similar to the sham operated group. These results indicate that increased

activity of superoxide dismutase in the cholestatic liver was due to the increased catalytic activity for

this enzyme. The increase of superoxide dismutase activity may result in hepatic damage in the

cholestasis by activating hydrogen peroxide release.
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= o}

7} cytosol2] superoxide dismutase A3 &= off
ZE39) 7ol A& 24.8210.23 unit/min
mg protein ©]%] 0w 3t 2 Aol A 38.18
+5.07 unimin mg protein © 8 &kt A
Al $-8J8 F7HE R} (P<0.05, Fig. 1). 1
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Fig. 1. Superoxide dismutase activity in common
bile duct ligated rats.
Data are expressed as mean -+ SD from 5
rats in each group.
Significant difference from sham operated
group ( *p<0.05).
Sham: sham operated group, CBDL:common
bile duct ligated group

Superoxide dismutaseol] t{F mRNA2] 23
A X3 Gel Doc 1000 Video Gel Documentation
Systemol| 4] ¢]-&- superoxide dismutasedl] gk

density & Z}z+8} GAPDH density 2 1}4o]
relative index& 3} AJARId T} ok o]
9] relative index & B 2§ o =74 715
&7 1.05+0.049 3, FHH AATFoAE
1.00+0.08 & oF 7+ {21 2ol= slsich
(Fig. 2).
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Fig. 2. mRNA expression for superoxied dismutase
in common bile duct ligated rats,
Relative index was defined as the ratio
between SOD and GAPDH. SM:size
marker, 1 to 5: sham operated rats (Sham),
6 to 10: common bile duct ligated rats
(CBDL), B: blank, SOD: superoxide
dismutase, GAPDH: glyceraldehyde 3
-phosphate dehydrogenase
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