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[ Abstract] Objective: To investigate the effects of hirudo on the expression of plasminogen activator
inhibitor -1 (PAI-1) in rats with pulmonary fibrosis, and to explore the mechanisms. Methods: The
pulmonary fibrosis rat model was established by intratracheal instillation of bleomycin. Model rats were
divided into bleomycin group (group MD) and hirudo group (group HD) with 8 rats in each group,
and control group (group NC) composed of 8 healthy rats was set up. The rats of group MD were given
normal saline 6 ml/d by gavage. The rats of group HD were given hirudo power 4g/ (kg « d) by ga-
vage. Plasma PAI-1 level and its activity were detected by ELISA, and hydroxyproline (HYP) con-
tents of lung tissues were detected. Results; The PAI-1 level and its activity in group NC were signifi-
cantly lower than those in the other two groups (P <0.01). The PAI-1 level and its activity in group
MD were higher than those in group HD (P <0.01). The HYP content in group NC and group HD
were lower than that in MD group (P <0.01). Conclusions: Hirudo can protect the lung tissue of rats
with bleomycin-induced pulmonary fibrosis by decreasing thrombin expression in the lungs, inhibiting
PAI-1 generation and its activity, increasing urokinase plasminogen activator( uPA) activity and reduc-
ing the fibrous protein deposition.
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