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Rapid establishment of a canine model of secondary hypersplenism

LIU Quan-da, MA Kuan-sheng, HE Zhenping, DING Jun, DONG Jia-hong, HE Chang-sheng (Institute of Hepatobiliary Surgery,
Southwest Hospitat Third Military M edical Univessity, Chongqing 400038 China)

Abstract: Objective To introduce a method for the rapid establishment of a canine model of secondary hyper-
splenism. Methods Congestive splenomegaly was induced by ligation of splenic vein and its collateral branches in
mongrel dogs. The blood cell counts for peripheral venous blood were determined weekly, the data of spleen size ex-
amined by radiological examinations and histopathological changes of spleen observed regularly. Results The eryth-
rocyte and platelet counts decreased in the first postoperative week after splenic vein ligation, and were significantly
lower at the end of 3rd week (P<0.05) and thereafter sustained . The splenomegaly, etythrocytopenia and thrombo-
cytopenia remained over 9 weeks. Since the 2nd week after splenic vein ligation, the splenic histopathological changes
conformed to the changes of wngestive splenomagely. The low levels of erythrocyte and platelet counts were recovered
gradually and appwoached similarly to the levels in the control group at two weeks after splenectomy. No significant
changes of the leukocyte counts were observed after splenic vein ligation thioughout the experiment. Conclusion
The method of splenic vein ligation to induce experimental secondary hypersplenism is a simple, effective and rela-
tively ideal model for surgical or interventional therapy in hypersplenism.
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Fig1 Temporal dynamic variation of the platelet levels
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Fig2 Temporal dynamic variation of the erythrocyte levels
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Fig3 Temporal dynamic variation of the leukocyte levels
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Fig 5 Histopathological appearance of the spleen at end of after
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