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Experimental study on effect of Slit2 protein on deep vein thrombosis in mice”
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Abstract: Objective To investigate the effect of Slit2 overexpression on deep vein thrombosis in mice. Methods Slit2 overex-
pression transgenic mice were adopted to establish the model of deep vein thrombosis by ligating venae cava inferior. The thrombo-
sis situation was observed. The bleeding time and the ratio of thrombus weight to length were measured. The histopathological fea-
tures of thrombogenesis were observed by the HE staining. At the same time the C57 mice control group was set up. Results The
thrombus model of mouse venae cava inferior was successfully established; compared with the C57 mice, the ratio of naked thrombus
weight to length after 24 h of the constructing model in the Slit2 overexpression transgenic mice was significantly decreased; the
bleeding time was prolonged;the proportion of the white thrombi to the formative thrombi in the Slit2 overexpression mice was very
small, while which in the C57 mice was larger. Conclusion Slit2 overexpression can effectively inhibit the deep vein thrombosis
through inhibiting the white thrombosis.
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