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Clinical Application of Partial Spleen Embolization
——Analysis of 37 Cases

Chen Hu, et al. The Radiology Department of First People’s
Hospital, Hangzhou (310006)

ABSTRACT ‘Twenty-seven cases of primary thrombocytopenic purpura, two cases of
Evan’s syndrome, two case of Systemic Lupus Erythematosus with thrombocytopenic purpura,
one case of thrombotic thrombocytopenic purpura, two case of aplastic anemia and three cases of
hyparsplenism have been treated by partial spleen embolization(PSE). Twenty-four cases were
CR (64.9%), eight cases were PR (21.6%). The total effective rate was 86.5%. Among
them, seventeen cases have been followed up survey a year after the embolization. Four ca-
ses have a relapse. There was no significant differece between the partial spleen embolization
of 27 cases and 25 cases by splenectomy (P>0.05). The method, extent of embolization, the
destructed effects of platelet etc, cor relative to the curative effect were discussed. The refore
the splenic PSE could take the place of surgical splenectomy under certain condition as indi-
cated.

Key words: Disease of bold system Spleen embolization, partial Angigraphy Gelfoam
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