


levels doubled in 12 hours and were progressively rising upto 96 hours. On the other hand AST

levels doubled in 12 hours, reached a peak
at 48 hours, but started declining at 72
hours (Table 1). In the Liv.52 treated
group ALT levels doubled in 12 hours but
started declining at 24 hours, and reached
normal levels at 96 hours (Fig.1). The
levels of AST in the Liv.52 treated group
increased at 12 hours but decreased at 24
hours, rose again to reach a peak at 48
hours and decreased after 72 hours (Fig.
2).

DISCUSSION

Table 1: ALT and AST levels in rabbits treated with carbon
tetrachloride (Mean 1.U. + SD; n=6)

Tim‘zh"‘.ffl‘fs)cch ALT AST
0 59.9+ 1.65 20.0 681
12 123.4+0.17 435+ 681
24 147.2 + 20,60 62.1+3.90
48 166.0 + 20.40 70.5 + 7.34
7 192.8 + 27.40 42.13 = 8.40
96 205.8+19.80 44.00 £ 9.53

Note the progressive rise of ALT upto 96 hours; AST level
peaks at 48 hours and then declines.

The results of this study are interesting in that the response of ALT and AST to carbon tetrachloride

are different. ALT shows a much larger
increase and progressive rise. AST shows
a much smaller increase with a peak after
48 hours and then a decline. It is known
that ALT concentrations are high in the
liver and very low in the other tissues’.
AST on the other hand is found in high
concentrations in the heart, skeletal muscle
and kidney apart from the liver (Table 2).
Carbon tetrachloride is known to damage
other tissues also. Therefore ALT levels
give a reliable guide to liver cell damage,
whereas AST levels are not indicative of
liver damage. It is more specific for
cardiac necrosis and these effects are seen
after 48 hours. In the present study AST
levels rose in 12 hours, reached a peak at

Figure 1: Mean ALT
levels (1U/Lit.) in control
and Liv.52-treated
animals after CCl,
injection
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Figure 2: Mean AST levels
(IU/L.it.) in control and
Liv.52-treated animals
after CCl, injection
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48 hours and fell slowly at 72 hours. The effect of Liv.52 is also remarkable, in that ALT levels
were reduced from 24 hours onwards and reached normal at 96 hours. The AST levels rose at 12
hours but fell at 24 hours and rose again at 48 hours. This probably indicates that the rise in AST in
the first 24 hours is due to liver damage and the delayed rise in reaching a peak at 48 hours is due to
damage to other tissues. Therefore, the first peak at 24 hours is suppressed by Liv.52 but it has no
effect on the second peak. The method employing rabbits therefore appears superior in studying
hepatotoxic agents and Liv.52 showed hepatotoprotective action in this study.

Table 2: Transaminase levels

Heart Liver Skeletal Kidney Pancreas Spleen Lung
muscle
AST 156 142 99 91 28 14 10
ALT 7.1 44 4.8 19 2.0 1.2 0.7
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