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analysis revealed a positive correlation between ADA levels and bio-
chemical remission [AUC (95% CI) 0.67 (0.58–0.75), p = 0.0004]. 
An optimum ADA level of >8.9 µg/ml was identified for predicting 
biochemical remission (81.2% sens, 50.0% spec, positive LR 1.6). 
ADA levels but not ATA independently predicted biochemical remis-
sion in a multivariate logistic regression model.
Conclusions: Higher ADA levels were independently associated with 
biochemical remission; levels of >8.9 µg/ml, higher than previously 
suggested, might be an appropriate target in the maintenance treat-
ment of CD.
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Background: Approximately 50% of inflammatory bowel disease 
(IBD) patients experience at least one extraintestinal manifestation 
(EIM) during their disease course. The pathogenic mechanisms that 
cause EIM are incompletely understood, however unravelling these 
pathways has the potential to enhance our understanding of the 
pathogenesis of IBD overall and improve patient care.
Methods: The workshop comprised gastroenterologists of ECCO 
as well as experts from rheumatology, ophthalmology and derma-
tology. One group critically appraised the scientific evidence sup-
porting a range of proposed pathogenic mechanisms of EIM, whilst 
the second group defined strategies and clinical tools that could be 
employed in future research in EIM. Unanswered questions in the 
field of EIM were identified.
Results: In order to facilitate systematic inclusion of patients in sci-
entific and clinical studies and to align outcome measures across 
studies, research evaluating EIM needs to be underpinned by 
widely agreed definitions of the pathology being studied. However, 
such clear criteria are often lacking in EIM. We considered the evi-
dence supporting the role of the gut microbiota and genotype in 
EIM pathogenesis as well as the differential therapeutic efficacy of 
drugs in IBD and EIMs, which may reveal pathogenic mechanisms. 
We defined two broad groups of speculative immune pathways: 
1. Extension of immune responses from the intestine and 2. EIM as 
independent, but associated inflammatory events. The adequacy of 
the currently available animal models for the investigation of patho-
genic mechanisms in EIM was appraised. The biomarkers and clin-
ical and patient-reported outcome measures currently available to 
assess inflammation in different somatic systems were compared and 
suggestions made for future clinical and research use.
Conclusions: There is an urgent need to increase understanding of 
pathogenesis of EIM both to identify new molecular treatment tar-
gets, as well as to enhance the strategic application of the currently 
available drugs according to the character and somatic distribution 
of inflammation in individual patients. New knowledge challenges 
traditional organ-based paradigms and we predict that consider-
ation of the total inflammatory burden will drive treatment deci-
sions and define clinical and research outcomes in the future. Many 
currently available clinical and patient-reported outcome measures 
are organ-based; therefore novel tools for diagnosis and monitoring 
of inflammation are needed.
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Background: IL-33 and ST2 are crucial factors in IBD.However, ani-
mal studies to uncover their mechanistic function(s) have yielded 
ambiguous results. The aim was to characterise the precise role of 
the IL-33/ST2 axis following acute epithelial injury and mucosal 
repair in DSS-induced colitic mice.
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