
Gut June 2013 Vol 62(Suppl 1):A1–A306 A187

BSG abstracts

ferritin lower than 200 mcg/L and healthy blood donors. Haema-
chromatosis patients with a ferritin level above 200 mcg/L (n = 26) 
had significant increases in  haemoglobin (Hb) (P < 0.001), mean cell 
volume (MCV) (P < 0.026), mean corpuscular haemoglobin (MCH) 
(P < 0.001) and mean corpuscular haemoglobin concentration 
(MCHC) (P < 0.002).
Conclusion Patients with C282Y homozygous haemachromatosis 
had a significantly higher Hb, MCV, MCH and MCHC. There is a 
clear correlation between ferritin and these raised red cell indices. A 
ferritin greater than 200 mcg/L is associated with a significant 
increase these red cell indices. Further studies are required to deter-
mine whether this increase in red cell indices is reversible with ther-
apeutic venesection.
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Introduction Mushroom poisoning is a rare problem. We report 
four concomitant cases of amatoxin intoxication, the most deadly 
cause of mushroom poisoning. 
Methods Case

Four women, living together in a convent, were admitted 
because of nausea, vomiting and diarrhoea. Symptoms started 
approximately 10 hours after eating wild mushrooms, self-picked 
in the forest. Laboratory data, 24 hours after ingestion, showed 
normal liver enzymes in 2 patients and normal INR and bilirubin in 
all 4 patients. Because of suspected amatoxin intoxication, a ther-
apy with intravenous fluid, N-acetylcysteine and silibinin was 
started. 36 hours after intoxication, complaints of vomiting and 
diarrhoea improved in all 4 patients. Blood analysis however 
showed a dramatic increase of the liver enzymes in 3 of 4 patients 
(ALT-range 48 hours after ingestion: 558–1762 U/L), and an eleva-
tion of bilirubin and INR in all 4 patients. Two patients were trans-
ferred to a transplantcentre 48 hours after mushroom poisoning 
because they developed stage 2 hepatic encephalopathy. With max-
imal supportive therapy, all patients gradually improved from day 
3 on. They were discharged from the hospital between 6 to 10 days 
after admission.
Results Discussion

Our patients showed the typical clinical syndrome of an ama-
toxin intoxication. This syndrome can be divided into 3 phases. The 
gastrointestinal phase (starts 6–40 hours after consumption) is 
characterised by vomiting and diarrhoea and lasts 12–24 hours. In 
amatoxin intoxication, symptoms develop typically more than 6 
hours after ingestion, while other toxic mushrooms cause symp-
toms earlier, after 0.5–3 hours. Blood analysis at this initial stage 
shows normal liver and kidney function. A careful history is very 
important, to avoid the risk that patients are discharged too early 
with a diagnosis of a common gastroenteritis. The second phase is 
characterised by an apparent recovery 36–48 hours after ingestion, 
while biochemistry shows a progressive increase of transaminases. 
In the third phase (2–6 days after ingestion), patients can develop 
hepatic failure, often complicated by renal failure. The therapy of 
amatoxin intoxication consists of supportive care and medical ther-
apy with silibinin and N-acetylcysteine. Therapy with activated 
charcoal can be beneficial, if started early after the intoxication. We 
did not treat our patients with activated charcoal because of vomit-
ing and presentation of the patients 24 hours after ingestion. 
Patients who develop liver failure should be transferred to a trans-
plantcentre.
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Conclusion Amatoxin intoxication is a rare cause of liver failure. 
When suspected, careful monitoring of the liver function and treat-
ment with silibinin and N-acetylcysteine are mandatory.
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Introduction We report the impact of host and viral factors on 
treatment outcome in the first 53 patients who have completed 
therapy for CHC with either telaprevir or boceprevir, in combina-
tion with pegylated-interferon and ribavirin (PEG/R) at our centre.
Methods Patients were treatment naïve or experienced with F3 or 
F4 fibrosis, CHC genotype1 and HCV RNA > 10,000 IU/ml. Data 
were collected on host and viral factors including single nucleotide 
polymorphisms (SNPs) in the IL28B gene noncoding region at sites 
rs12979860 and rs8099917.
Results 53 patients (42 Caucasian, 32 F4) were treated with TVR 
(n = 41) and BOC (n = 12). Seven patients were treatment naïve. 
Subtyping was unattainable in 2 patients. Thus far, 18 patients 
(34%) have failed treatment and the remainder are being evaluated 
for SVR (24 patients with SVR-4 to date).

HCV viral negativity at triple therapy week 4 was associated with 
treatment success in patients with rs12979860CC and rs8099917TT 
and rs12979860non-CC and rs8099917non-TT (OR 20.2 
P-value < 0.001) but not in patients with discordance between the two 
IL28B polymorphisms (rs12979860non-CC and rs8099917TT, 
P-value = NS). Despite 86% HCV RNA negativity at triple therapy 
week 4, patients with discordant IL28B genotype results demon-
strated a failure rate of 43% predominantly due to virologic break-
through during PEG/R. In addition, all patients who ultimately failed 
therapy after attaining eRVR and qualifying for shortened therapy 
had IL28B genotype discordance. Multivariate logistic regression iden-
tified that HCV negativity at triple therapy week 4 (p-value < 0.001), 
rs12979860 (p-value = 0.02) and rs8099917 (p-value = 0.001) were all 
independent predictors of treatment outcome after accounting for the 
remaining factors as potential confounders.

Abstract PWE-138 Table  

Undetectable HCV-RNA, 
triple therapy wk-4

EOT HCV-RNA 
 negative

rs12979860 CC, rs8099917TT (n = 10) 90% 100%

rs12979860 non-CC, rs8099917TT (n = 14) 85% 57%

rs12979860 non-CC, rs8099917non-TT  
(n = 29)

69% 66%

Conclusion In our prospective cohort of CHC patients with 
advanced fibrosis treated with PIs, HCV RNA negativity at triple 
therapy week 4 and both IL28B genotypes were independent predic-
tors of treatment outcome. Despite similar rates of early viral sup-
pression, our preliminary data indicate more favourable end of 
treatment results for rs12979860CC and rs8099917TT versus 
rs12979860non-CC and rs8099917TT.
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