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Effects of Simvastatin on Hepatic Fibrosis in Rats and Its Mechanism
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Abstract To observe the effects of simvastatin on hepatic fibrosis in rats and to study its possible mechanism, 60 male and female SD
rats were randomly divided into control group, model group, and trial group. Rats of the model group were injected with tetrachloride
(CCly), rats of the trial group were injected with CCly and was gavaged with simvastatin Smg-kg™ -d™, and rats of the control group were
injected with the equal volume of olive oil. Rats were all executed after 8 weeks, the contents of alanine aminotransferase (ALT) and
aspartate aminotransferase (AST) were measured by full automatic biochemical analyzer. The pathological change of liver was observed
under light microscope (hematoxylin—eosin staining). The expression of collagen I (Col I), collagen III (Col III), and Transfer Growth
Factor-B, (TGF-B,) were detected by immunohistochemistry. The results show that comparing the trial group with the model group, the
inflammation and fibrosis are decreased in pathological sections, the expressions of Col I, Col III and TGF-B, in the liver tissues are
remarkably decreased (P<0.05), the contents of ALT and AST are decreased (P<0.05). Simvastatin can inhibit liver fibrosis induced by
CCl4. The mechanism may be attributed to its effect of downregulating TGF—3;, Col I and Col III.
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Table 1 Comparison of ALT and AST in
serum in each group

ALT/(U-L™") AST/(U-L™)

20 48.4+5.1
16 139.2+15.7¢
18 103.4+13.9*

102.7+8.3
245.6+30.1*
169.4+29.5%

ra ,P<0.05;b ,P<0.05,

Notes: a means P<0.05 as compared with control group; b means P<0.05

as compared with model group.
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Fig. 1 HE stain of hepatic tissue of the three groups (200x)
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Fig. 2 Expression of Col | in hepatic tissue of the
three groups (immunohistochemistry stain, 400x)

(a) (b) (c)

(a) Control group (b) Model group (c) Trial group
3 1]
( ,400x)
Fig. 3 Expression of Col lll in hepatic tissue in each

group (immunohistochemistry stain, 400x)

Table 2 Comparison among percentages of the
Col I, Col lll and TGF-j, positive cells in
hepatic tissue in each group

Col 1/% Col 1/% TGF-B/%
20 6.31+1.07 4.98+1.73 7.90+2.04
16 17.11£4 45" 26.22+6.32"  21.82+6.07
18 11.13+4.05"  18.98+6.36" 15.76+4.73"

:a ,P<0.05;b ,P<0.05,
Notes: a means P<0.05 as compared with control group; b means P<0.05

as compared with model group.
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Fig. 4 Expression of TGF-p; in hepatic tissue among

the three groups (immunohistochemistry stain, 400x)
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