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Lactate dehydrogenase(L-lactate: NAD" oxidore-
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Fig 1. Experimental design.
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Table 1. Effect of common bile duct ligation on liver lactate dehydrogenase(LDH) activities in chronic ethanol
intoxicated rats

LDH activlties

Day(s) (Wroblewski unit mg protein™)
following (Normal; 2,176+322, Ethanol; 2,167+318)
operation Sham CBDL Ethanol+ Sham Ethanol+ CBDL
1 2,166+303 2,185+232 2,162+312 2,172+286
2 2,168+297 1,717+294° 2,173+306 l,768i214d
3 2,156+334 1.588+342° 2,159+ 297 1,643+272¢
7 2,164+348 1,406+218° 2,165+321 1,474+226°
14 2,152+326 1,322+224" 2,168+318 1,410+245°

All values are expressed as mean + SD with 5 rats in each group.
Animal groups are described mn Fig. 1.

a; P<0.05 vs. Sham, b; P<0.01 vs. Sham, d; P<0.05 vs. Ethanol + Sham,
e; P<0.01 vs. Ethanol + Sham

Table 2. Effect of common bile duct ligation on liver lactate dehydrogenase(LDH)activities in acute ethanol in-
toxicated rats

LDH activities
(Wroblewski unit mg protemn™)

Normal CBDL Ethanol Ethanol 1.5 hrs Ethanol Ethanol 24 hrs
14 days 1.5 hrs +CBDL 24 hrs +CBDL

2,176 1,322 2,234 1,536 2,267 1,524

+ 322 + 224 + 342 + 457" + 363 + 460°

All values are expressed as mean + SD with 5 rats 1n each group.
Animal groups are described in Fig. 1.

k; P<0.01 vs. Normal, n; P<0.05 vs. Ethanol 15 hrs, q; P<0.05 vs. Ethanol 24 hrs
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290 ¢ 21%(p<0.05), 3YE ¢ 26% (p< 29823 3 149 A%S 723 RS H= A
0.05), 780l ¢F 32% (p<0.01), 14Yol+= oF 35% F7ke) ¥ 2pol7} AT
(p<0.01) 9] A2 Vel 18 9848 2 oM =X FE BFolM SEE ZEo| €
3 7o WAl 2 FE F FEHS 2% 7 LDH Mo Ok H€E: vy 4 F=&
€ 43 v P& 9 o] X HEE B Aol A7 AFANA A% 5% (v/v)ehanold Holw A
7t Stk G#Hs 42388 1 ¥4 LDHEAES HE5& %
AEt2s ZAESH EFolAM E.“éi 3 50| 2t 33
o LDHEMTO| O|Xls st #FdA FEa | g4 LDHAEE W4 4 5 T, 7}
£ 23AF F 14 FAH FH FEL ANEE 9 FEr 2 UMY 2 25 F S AT 5
7t LDHE4 %9 HE& & 29 #oh e E HES el R Fuch 28 @
FAzte] LDHBAEE 34 4 £5¢ NS & AR 79 WA 2R FE 3 FHds 27
g ¥ wFol glch 28la o] LDHEAEE g FoAE "Ao|A o] Hie] ATV I R
FH@E AFslu 14U AR Folu FEH 2 2 HeEEdoly vt FAH TE ¥ keSO
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Table 3. Effect of common bile duct ligation on serum lactate dehydrogenase(LDH) activities in chronic ehtanol
intoxicated rats

LDH activities

Day(s) (Wroblewski unit ml™)

following (Normal; 483+172, Ethanol; 494+167)

operation Sham CBDL Ethanol+ Sham Ethanol+ CBDL
1 494+163 1,876+201° 628+202 2,029+422'
2 486+ 167 1,074+362° 512+172 1,865+361™
3 493+174 1,038+204° 492+168 1,388+305
7 483+176 935+ 297 488+181 1,253+345°

14 4961165 906+239° 4904176 1,178+367°

All values are expressed as mean + SD with 5 rats in each group.
Animal groups are described in Fig. 1.

a; P<0.05 vs. Sham, b; P<0.01 vs. Sham, ¢; P<0.001 vs. Sham, e; P<0.01 vs.
Ethanol + Sham, f; P<0.001 vs. Ethanol+ Sham, h; P<0.01 vs. CBDL

Table 4. Effect of common bile duct ligation on serum lactate dehyrogenase(LDH) activities in acute ethanol in-

toxicated rats

LDH activities
(Wroblewski unit m!™)

Normal CBDL Ethanol Ethanol 1.5 hrs Ethanol Ethanol 24 hrs
14 days 15 hrs +CBDL 24 hrs +CBDL
483 906 567 1,196 602 1,450
+ 172 + 239 + 234 + 358" + 277 + 489"

All values are expressed as mean + SD with 5 rats in each group.
Animal groups are described in Fig. 1.

j; P<0.05 vs. Normal, n; P<0.05 vs. Ethanol 1.5 hrs, r; P<0.01 vs. Ethanol 24 hrs
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Effect of Common Bile Duct Ligation on Serum and Liver
Lactate Dehydrogenase Activities in Ethanol Intoxicated Rats

You Hee Kim, MD; Kwang Wook Ahn, MD;
Chun Sik Kwak, PhD

Department of Biochemistry, Keimyung University
School of Medicine, Teagu, Korea

The activities of the liver and serum lactate dehydrogenase were studied when cholestasis was induced
by common bile duct (CBD)ligation in rats and chronic ethanol intoxication developed, or cholestasis fo-
llowing acute ethanol intoxication for manifestation of the biochemical background of alcohol intoxication
in hepatobiliary disease.

There was no significant change in the liver and serum lactate dehydrogenase activities of rats treated
with both acute or chronic ethanol intoxition.

The liver lactate dehygrogenase activity showed a significant decrease at the 2nd, 3rd, 7th and 14th days
follwing the ligation in both the groups with the ligation follwing the chronical ethanol intoxication and
the groups only with CBD ligation.

The acute intoxication with ethanol which was done after 14 days of the CBD ligation, the rats liver
lactate dehydrogenase activities decreased considerably and the same was seen in the group with the 14th
day following the CBD ligation.

The groups that received CBD ligation after being chronically intoxicated with ethanol showed a marked
increase at the 1st, 2nd, 3rd, 7th and 14th days following the ligaion in the sera lactate dehydrogenase
activities. However, the activities showed a far higher degree than groups of the CBD ligation. For the
groups of acute intoxication with ethanol done after 14 days of the CBD ligation, the sera lactate dehydrogenase
activities increased markadly, but the activities showed a higher degree than the group with the 14th day
following the CBD ligation.

According to the above results, when the acute and chronic ethanol intoxication with cholestasis occurred,
the sera lactate dehydrogenase activities are higher than in cholestasis because of increased liver cell damage,
which causes the enzyme to leak into the blood in great quantity. Accordingly, these results will be the
data supprorting alcoholic drink is enzymologically harmful in hepatobiliary disease.

Key Words: Cholestasis, Ethanol intoxication, Lactate dehydrogenase



