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[Abstract] The fatality rate of liver failure caused hy fatal amanita poisoning is high, and there are no
effective antidote drugs in China. On July 30, 2020, the department of infectious diseases and liver diseases of the
First People's Hospital of Yunnan Province admitted a 67-year-old female patient with liver failure caused by fatal
amanita poisoning. The patient went to the emergency department for treatment due to abdominal pain, vomiting
and diarrhea after eating 350-400 g of amanita mushroom for 2 days, accompanied by fatigue for 1 day. There was
no abnormality in physical examination. Laboratory indexes: alanine aminotransferase (ALT) 4798 U/L, aspartate
aminotransferase (AST) 10 030 U/L, activated partial thromboplastin time (APTT) 57.5 s, prothrombin time (PT) 72.1 s,
international normalized ratio (INR) 8.66, prothrombinactivity (PA) 10%. Based on the patient's medical history,
clinical manifestations and laboratory data, the diagnosis was amanita peptide mushroom poisoning and acute liver
failure. According to the mechanism of amanita toxin poisoning as enterohepatic circulation, endoscopic retrograde
cholangiopancreatography and ultrasound-guided gallbladder puncture and drainage for drainage of bile to discharge
toxins were performed to interrupt the enterohepatic circulation of toxins. However, both methods failed, so open
cholecystostomy was performed. Because the patient's coagulation function was very poor, artificial hepatic plasma
exchange was given to improve coagulation function before open cholecystostomy, and eventually bile was drained
successfully. After a total of 19 days of comprehensive medical treatment, the patient was cured and discharged from
the hospital, and no sequelae was found after 1 year of follow-up. For such patients, early identification of the disease
is required, and blocking the enterohepatic circulation of toxins as soon as possible according to the characteristics
and toxicological mechanism of toxins may be the key treatment for rescuing patients with liver failure poisoned by
amanita toxin, and it is necessary to combine comprehensive treatments such as active fluid replacement and blood
purification to further improve the survival rate.
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BHE LM, 67 % K RS R Kk RS 2 d
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iR 24 il (aspartate aminotransferase , AST ) 485 U/L, N& R
Z % (alanine aminotransferase, ALT) 364 U/L, MAHZT 2 (total
bilirubin, TBil)37.6 umol/L.7 J 30 H 11:15GHERSEF# 72 h)
SZAFUIRE/R : AST 7+ % 10030 U/L, ALT J} & 4798 U/L, TBil
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T TR 53 B 1L WA (] Cactivated partial thromboplatin time,
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HEHB B 7N - AR ARG O, S 0T [l 75 4R RS 58 1 20, TR
T, 22 BB IR AR 5 1Tk 3 T AR 5E ; 0
FERESE K S /D RO . I8 B < T ATHET T4 (white
blood cell count, WBC)5.37 X 10°/L, L1 144 (red blood cell
count, RBC) 3.11 X 10"/L, 1fil 1.5 4 (hemoglobin, Hb) 99 g/L,
1i/MR%% (platelet count, PLT)80 X 10%/L; BEIfL B fE7R : APTT
57.5 s, PT 72.1 s, INR 8.66, #EMLAGHT[E] (thrombin time, TT)
22.8 s, 14 2R 115 (fibrinogen, FIB) 1.78 ofL, 744K 11 5%
f#t =% (fibrinogen degradation product, FDP)21.0 mg/L, D-—
BIK 9.85 mg/L, PLEEIMLER T (antithrombin T, AT 11) 53.9%,
PA 10% 5 iliL A= 4k 75 : AST>9 130 U/L, ALT 5935 U/L, HH 5
fi fiff ( cholinesterase, CHE ) 5285U/L, TBil 82.0 umol/L, DBl
52.0 umol/L, 1Bil 30.0 umol/L, & 4 (albumin, Alb)31.6 g/L.
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