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Abstract

AlIM: To investigate the effects of captopril on the expression
of MMP-2,3 and TIMP-2, 3 in rat hepatic fibrosis.

METHODS: Forty healthy Wistar rats were randomly divided
into five groups: normal control group, experiment group
A,experiment group B, captopril-prevention group, captopril-
treatment group. Hepatic fibrosis models were induced in
the latter 4 groups by a combination of several factors.
Liver sections were stained by hematoxylin-eosin and Van
Gieson to evaluate the degree of inflammation and hepatic
fibrosis. Expression of MMP-2, 3 and TIMP-2, 3 in liver
were assayed by immunohistochemistry.

RESULTS: There was significant difference between

captopril-prevention group(1.33+0.52)and experimental
group A (2.17%0.75) on histologic assessment of hepatic
fibrosis, and between captopril-treated group (1.67+0.82)
and experimental group B (2.86+0.69) (P <0.05). The ratios
of positive expression area of MMP-2 in captopril-prevention
group and captopril-treatment group (4.43+0.25 % and
3.21+0.16 %, respectively) was smaller than in experimental
group A and B (8.20£0.24 % and 5.67+0.32 %, respectively),
(P <0.01). Expression of MMP-3 in experimental group A
and experimental group B (1.54+0.36 % and 3.69+0.27 %,
respectively) was weaker than in captopril-prevention group
and captopril-treated group (4.25+0.37 % and 10.75£1.69 %,
respectively) (P <0.01). Expression of TIMP-2 in captopril-
prevention group (2.16+0.17 %) was weaker than in ex-
perimental group A (3.61+0.46 %) (P <0.01); but TIMP-2
in captopril-treatment group (7.87+0.59 %) was stronger
than in experimental group B (6.68+0.52 %) (P <0.01).

Expression of TIMP-3 in captopril-prevention group and
captopril-treatment group (3.06+0.28 % and 5.35+0.34 %,
respectively) was weaker than in experimental group A
and experimental group B(4.13+0.29 % and 8.5410.45 %,
respectively) (P <0.01).

CONCLUSION: Captopril could suppress expression of
MMP-2, TIMP-3, and enhance the expression of MMP-3,
which might be related with its anti-hepatic fibrosis activity.
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