J South Med Uniy, 2018, 38(5): 635-638 doi 10.3969/j.issn.1673-4254.2018.05.22 + 635 -

4

MR ORES RIS, kL I EALLAEL E A
‘AT EMRKRFHRIERTRESH, S A M 5102824 M T HE —AREREREEFA, S H 4N
535000;° A A K F % —WEER A =F, )4 S # 510080

R A 4015 WL IR A SR R AN B R BRI TR A B PP ARSI A 8 BRI RS e BR DT v 9 09, sk rp gL A
RAATTEHE RS . REBHHREEIRNE 298 h i EAL R SRR A O ST, 3~4 d (N2 A8 B IRE T , LU
FIHZ R G E N F A S E B RSO i . 1072 Tt e B FIRFIGHS AT E A (A L e it
FURYT , L 6~7 d, MIRHEDRE 1~20/d, 2 AT I B4k, 1k/d, 2 2~3 0k HAIRy - GLIFHE B B G B 4 3R B
W, et ser- 26l SRR PROARSE R AT & SO B XA P 2 S E SIREI RO H . R vk
B FIRAFISTERR RN R R A TR IR Rt A R r s . B AUk A ML T PP BAY T T A A R e b
RSB EREA By 1A% B DI REE—D e

SRERIR - RIS 5 ML VRIHE I 5 ML A5 s R o v 2

Mixed amanita phalloides poisoning with rhabdomyolysis: analysis of 4 cases
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Abstract: We report the clinical characteristics, treatments and outcomes of 4 rare cases of mixed amanita fuliginea and
amanita rimosa poisoning with rhabdomyolysis, and review the research progress in the intoxication mechanism and
treatment. The latent time of amanita poisoning, defined as the period from the ingestion of poisonous mushroom to the onset
of gastrointestinal symptoms, was about 8 days, and the severity of poisoning was associated with the amount of mushroom
ingested. All the 4 patients developed multiple organ dysfunctions within 3 to 4 days after mushroom ingestion,
predominantly in the liver, kidney and central nervous system accompanied with acute gastrointestinal injury and
rhabdomyolysis. The treatment measures included persistent hemofiltration and intermittent hemoperfusion once daily for 5-7
days, and plasma exchange was administered in 2 cases for 1 or 2 times. High-dose vitamin C, glucose and corticosteroid were
also given to the patients. After the treatments, two patients were cured and the other two died due to an excess intake of
poisonous mushroom and lack of early preemptive therapies. Early emetic, gastric lavage, catharsis, fluid infusion and diuresis
are critical to interrupt the enterohepatic circulation of amanita phalloides toxins and prevent the development of multiple
organ dysfunction. Enhanced hemofiltration and sequential plasma therapy might effectively eliminate toxin from the blood to
protect against further organ damages.
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Fig.1 Contrast-enhanced abdominal computed tomography images of a 19-year-old

patient with poisoning. A: Arrow shows gastric distension and residuals; B: Arrow

shows intestinal wall edema, dilation and stasis.
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Tab.1 Indices of major organ function in the 4 poisoned patients during their stay in the intensive care

unit (Mean+SD)
ndex Non-survival Survival

15 years 38 years 19 years 21 years
ALT (U/L) 3195+460 3234+139 491+363 743700
AST (U/L) 5275+2609 3048+1151 303+273 8344830
TBil (umol/L) 113.5+5.0 119.8+29.6 41.2+15.1 34.2+15.2
Cr (umol/L) 218.5+71.4 106.3+44.5 66.9+23.6 97.4+26
PT (s) 97+75 54.2+22 17.8+4.6 19.245.7

ALT: Alamine aminotransferase; AST: Aspartate aminotransferase; TBil: Serum total bilirubin; Cr: Serum

creatinine; PT: Prothrombin time.
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