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[ Abstract] Objective

acute or subacute severe hepatitis and to avoid the misdiagnosis and mistreatment. Methods

To identify the clinical characteristics of amanita verna ( AV) poisoning and
Clinical
manifestations and the values of biochemical tests between 5 cases with AV poisoning and 7 cases with acute or
subacute severe hepatitis were analyzed, comparatively. Results The common symptoms in the two groups
were nausea, vomiting and signs of skin and sclera jaundice, complicated with liver function change. The
majority of patients with advanced diseases died of multiple organ failure. Patients with AV poisoning
complicated with severe abdominal pain and diarrthea and followed by polyuria. Gastrointestinal bleeding
occurred in the endstage. Patients with severe hepatitis usually sufferred from fever and oliguria, abdominal
pain and diarrhea were usually slight. The values of biochemical tests, globulin and platelet counts of poisoning
group significantly reduced, which reduced slightly in hepatitis group. Conclusions Amanita poisoning and
severe hepatitis patients are with the similiar clinical symptoms, signs and indexes of biochemical tests, the

differences of which should be identified carefully in order to avoid the misdiagnosis and mistreatment.
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