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[Abstract] Systemic lupus erythematosus (SLE) is an autoimmune disease, characterized by immune
dysregulation that results in the production of auto—antibodies, generation of circulating immune complexes and
activation of the complement system, leading to immune mediated inflammatory processes, which may involve one
or multiple organ systems. Many reports on SLE resulting in mesentery vasculitis have been published in literatures,
however, the related reports were relatively few in which the gastrointestinal symptoms were the first manifestations of
the SLE crisis. The patients presented as acute gastrointestinal distress syndrome (AGDS), with extensive intestinal wall

edema shown in CT and seriously low blood complement level. Now the author reports the treatment process of a case of

SLE crisis with AGDS as the manifestations.
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