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Table 1. Clinical Signs in 3 Groups During the Peripartum

Clinical

Days before and after calving

Groups
Signs

-7 0 1 7 10

Treated
(©)

Depression -
Anorexia -
Diarrhea -

Depression
Clinical Anorexia
group

(13)

Non- Diarrhea -
treated

)

Retaind Placenta -
Endometritis -
Ketosis -
LDA* -
Mastitis -

SOt W= w
W o w ot o w
RSN
— N
—

Subclinical
group(17)

Depression -
Anorexia -

Diarthea -

* DA : Left-sided displacement of the abomasum.
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Fig 1. Sequential changes of NEFA values in 3
groups during the peripartum. Asterisk indicates
significant differences within days(* * p<0.05, *
1 p<0.01).

@ © Duration of UDCA and Vitamin E/Se administation.
TCG : Treated clinical group.
NCG : Non-treated Clinical group.
S G : Subclinical group.
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Fig 2. Sequential changes of AST activity values in
3 groups during the peripartum. Asterisk indi-
cates significant differences within day(** © <

0.01).

: Duration of UDCA and Vitamin E/Se administation.
TCG : Treated clinical group.
NCG : Non-treated Clinical group.
S G Subclinical group.
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Fig 3. Sequential changes of glucose values in 3

-10

groups during the peripartum. Asterisk indicates

significant differences within days(* : p<0.05).
m : Duration of UDCA and Vitamin E/Se administation.
TCG : Treated clinical group.
NCG : Non-reated Clinical group.
S G : Subclinical group.
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Fig 4. Sequential changes of ¥ -GTP activity values
in 3 groups during the peripartum. Asterisk indi-
cates significant differences within days(* © p<
0.05).

R [ Duration of UDCA and Vitamin E/Se administation.
TCG : Treated clinical group.
NCG : Non-treated Clinical group.
S G : Subclinical group.
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Fig 5. Sequential cchanges of bilirubin concentration
values in 3 groups during the peripartum. Aster-
isk indicates significant differences within days(**
- p<0.01).
&8 : Duration of UDCA and Vitamin E/Se administation.
TCG : Treated clinical group.

NCG : Non-treated Clinical group.
S G : Subelinical group.
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A Study on Fatty Liver Syndrome in Periparturient
Holstein Cows

Hee-In Choi D.V.M.Ph.D, Joon-Sup Lee: D.V.M.Ph.D., Chang-Woo Lee D.V.M.PhD,

and Young-Min Yun D.V.M.PhD.

College of Veterinary Medicine, Seoul National Unmiversity

Abstract

This study was carried out to investigate the preventive and treatment effects of mixed compound of vita-

min E and selenium, and ursodeoxycholic acid on the pre-parturient and post-parturient fatty liver of high-
yielding dairy cows.
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Thirty pregnant dairy cows(2 weeks preparturition) were divided into clinical(13cows) and subclinical(17
cows) groups based upon blood chemical values, blood serum protein levels and clinical symptoms. The cli-
nical group was subdivided into treated clinical group(6 cows) and non-treated clinical group(7 cows). ki

The cows(treated clinical group) with fatty liver diagnosed before parturition were dosed with mixed com-
pound of vitamin E(1g/head) and selenium(10mg/head) intramuscularly once before and after parturnition, re-
spectively. These cows(treated clinical group) were also given ursodeoxycholic acid(50g/head) intramuscular-
ly 3 times before parturition.

The cows(treated clinical group) with fatty liver diagnosed after parturition were also given the same com-
pounds as dosed to the above cows at same dose rate once or 3 times, respectively after parturition.

Blood samples were collected from the cows on 4th, 7th and 2nd day of preparturition and on 1st, 7th,
14th and 20th day of postparturition. Blood chemical values(non-esterified fatty acid : NEFA) concentration,
serum aspartate aminotransferase activity, serum 7 -glutamyl transpeptidase activity, bilirubin concentration,
glucose level) were checked and clinical symptoms of the cows were also observed.

1. The cows in non-treated clinical group showed severe depression, anorexia and diarrhea from prepartum
period, and retained palcenta, endometritis, ketosis, abomasal displacement and mastitis after parturition. Cows
in treated clinical group showed moderate depression, anorexia, diarthea during preparturient period, but they
were relieved within a week from parturition. Cows in subclinical group showed mild depression, anorexia
and diarthea after parturition, but these symptoms were not observed in prepartum period.

2. NEFA concentration, serum aspartate aminotransferase activtiy, serum ¥ -glutamyl transpeptidase activ-
tiy and bilirubin concentration observed in the cows of treated clinical group were significantly lower than
those of the cows non-treated clinical group. The blood glucose concentration of the cows in treated clinical
group were higher than those of the cows in non-treated clinical group.

These results indicate that the preparturient and postparturient fatty liver of high-yielding dairy cows could
be reduced by dosing the animals with appropriate amounts of mixed compound of vitamin E and selenium,
and ursodeoxycholic acid at proper times of the preparturition and postparturition of the dairy cows.
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