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Effect of Starvation and Ginseng on Serum Alanine Aminotransferase
and Alkaline Phosphatase Activity
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Changes in serum alanine aminotransferase and alkaline phosphatase activities were studied in
Sprague-Dawley rats by starvation and ginseng.

In starved rats, body weight were decreased in rate by 10% a day and weight decrease was
not affected by ginseng administration.

Serum alanine aminotransferase activities were decreased by starvation and revealed 60% decr-
ease on the third day of starvation. Ginseng administration significantly inhibited this decrease
of enzyme activity produced by starvation, while serum alkaline phosphatase revealed no notice-
able changes by starvation, and ginseng administration.
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Table 1. Daily variation of serum alanine aminotransferase activity after starve in rats
treated with and without Ginseng extract

. Day(s)| '

™~ i 1 2 3 4

Groups ™. | : e : - -
| Alanine aminotransferase (Reitmann-Frankel unit)

Saline l‘ 24.2+3.6 23.7+4.4 21.5+4.1 10.4::2.6 9,928

Ginseng | 25,844, 2 22,845, 2 23.3%3.8 14.2+3.1 15.2+4. 4

deviation with 10 rats in each group. Bmg per 100g body weight of

The data are expressed as meanzstandard
dministered daily to the ginseng group for 4 days and the saline

ginseng extract in O.5#/ saline solution was a
group was administered tie same amount of ‘saline “$olutinn.

Table 2. Daily variation of serum alkaline phosphatase after starve in rats treated with
and without Ginseng extract
. Day(s), o
~_ | 0 1 2 3 4
Groups - { o o )
‘ Alkaline phosphatase (Bessey unit) -
Saline 3.8+£0.67 4.1£0.71 4.140.59 3,920, 60 4.2:+0.70
Ginseng 5 4,0+0.53 4.24+0.65 4,3£0.63 4.0£0,69 4,0x0.58

The data are expressed as meanzstandard deviation with 10 rats in cach groups. Ginseng extract was admini-
stered to the ginseng group by the same procedure as descrited in table 1.
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