
Treatment was administered for 8 weeks with a 4-week follow-up. Stable concomitant
therapies and prior anti-TNF medications were allowed. Efficacy analyses included propor-
tions of patients in clinical remission (CDAI <150 and no treatment failure [TF]) and with
a clinical response (70 or 100 point CDAI reduction or remission and no TF) and fecal
calprotectin. Patients with fecal calprotectin concentrations ≥250 μg/g at baseline were
assessed to determine if there was a shift in fecal calprotectin levels to <250 μg/g and
reduction by at least 50%. Results: Doses of 0.5mg and 1.0mg laquinimod increased the
proportion of patients in clinical remission and with clinical response 100 and 70. There
were increased proportions of patients with reduced fecal calprotectin levels for all laquinimod
dose groups compared to the pooled placebo group at Week 8. Likewise, the proportions
of patients who showed both a reduction in fecal calprotectin and an improvement in clinical
remission or response were greater in the laquinimod dose groups than in the pooled placebo
group (Table 1). Conclusions: This dose-ranging study suggests that laquinimod at the lower
doses of 0.5mg and 1.0mg improved clinical symptoms in patients with CD. All doses of
laquinimod were found to have an effect on reducing intestinal inflammation using the
threshold of ≥250 μg/g fecal calprotectin levels as a marker of inflammation in active CD.
The lowest dose of laquinimod 0.5mg appears to have the most robust and consistent effect
on reducing inflammation and improving clinical symptoms relative to the higher laquinimod
doses and to placebo.
Table 1. Proportion of patients with moderate to severe CD who showed improvement in
clinical parameters following laquinimod treatment for 8 weeks

*Proportion of patients per treatment arm and ** proportion of patients per treatment arm
with fecal calprotectin concentrations ≥ 250 μg/g at baseline.
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Identified Areas of Need to Enhance Evidence-Based Inflammatory Bowel
Disease Management and Patient Care
Geert D, Brian Bressler, Silvio Danese, Peter R. Gibson, Stephen B. Hanauer, William
Sandborn

Background: The continual publication of data impacts the practice of evidence-based medi-
cine in inflammatory bowel disease (IBD) management. Acting on evidence to make treatment
decisions is the goal, yet many busy clinicians cannot achieve it. In September 2013, a
group of 6 global gastroenterology leaders (GLs) conducted a systematic clinical appraisal
of the medical literature and compared data to clinical practice patterns of gastroenterologists.
The goal was to reveal gaps between the evidence and practice in order to begin closing the
gaps. Methods: To gauge practice patterns, 6 treatment-scenario statements were developed,
pertaining to anti-tumor necrosis factor (TNF) therapy, definitions of treatment failure, the
use of drug levels, and long-term risks. Gastroenterologists (N=17,005 globally) were asked
via emailed survey to vote on each statement, using a Likert scale of acceptance or rejection.
All survey respondents (SRs; n=218) were in practice, and 73.9% reported spending ≥25%
of their time managing IBD patients. While the survey was conducted for 6 weeks, the GLs
reviewed the medical literature related to each statement and then voted on the statements,
using the same Likert scale as the survey. The survey results and the GL voting were then
compared and analyzed to identify gaps in evidence-based practice in IBD management.
Results: Voting results from 2 of the 6 statements are shown here (Figs 1-2) and align with
the other 4 statements. Fig 1 shows more than 40% of SRs rejected the statement; the
majority of GLs accepted it. The GLs' analysis and discussion of the literature revealed that
multiple factors could be involved in loss of response or treatment failure, including patient-
specific issues, disease characteristics, genetics, endogenous TNF levels, clearance of the
anti-TNF α agents, and antibody development. Fig 2 shows the GLs' strong level of agreement,
but ~30% of the SRs rejected the statement. After analysis of the literature and discussion
by the GLs, it was recognized that low anti-TNF α trough concentrations correlate with
relapse and may also be influenced by antibody formation and other disease-related factors.
Conclusion: Discordant voting between the GLs and the SRs on treatment-scenario statements
reveals the need to enhance the level of evidence-based gastroenterology practice related to
IBD management.
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Ferric Carboxymaltose: Efficacy and Safety in Patients With Gastrointestinal-
Related Iron Deficiency Anemia: A Pooled Analysis
Gary R. Lichtenstein, Andy He, Stephen B. Hanauer, Satish Keshav, Jane E. Onken

Background: Gastrointestinal (GI) causes of iron deficiency anemia (IDA) include disorders
of bleeding and malabsorption. Although oral iron is often prescribed for patients with GI-
related IDA, many patients exhibit an unsatisfactory response or intolerance; in those cases,
parenteral iron administration may be warranted. Ferric carboxymaltose (FCM) is a recently
approved intravenous (IV) iron formulation indicated for the treatment of iron deficiency
anemia in adults who have intolerance to or have had an inadequate response to oral iron.
The aim of this study was to compare the efficacy and safety of FCM versus other iron
formulations in patients with IDA secondary to GI disorders. Method: We performed a
pooled analysis of 4 prospective, randomized, active-controlled trials that evaluated the
efficacy and safety of FCM in patients with IDA due to a broad range of conditions.
Demographics, efficacy [mean change in hemoglobin, ferritin and transferrin saturation
(TSAT) to highest value], and safety [adverse events and serious adverse events (SAE)] were
analyzed for patients identified as having IDA secondary to GI disorders and treated with
FCM or other iron formulations. Correlations of baseline hemoglobin, ferritin and TSAT to
change in hemoglobin were also performed. Results: 191 patients from the 4 studies were
identified with IDA due to GI disorders. Iron formulations included FCM (n=101), oral iron
(n=25), any IV iron (ferric gluconate, iron dextran, and iron sucrose, n=61) and iron sucrose
(n=32). The mean age of patients was 59 years (standard deviation 17.9) and 69% were female.
GI-related conditions contributing to IDA included GI bleeding (62.8%), inflammatory bowel
disease (27.7%), malabsorption (5.2%), celiac disease (4.7%), and others (6.8%). The mean
change in hemoglobin from baseline to highest value was 2.2 g/dL in the FCM group, 0.8
in the oral iron group (p=0.001 vs. FCM), 2.0 in the any IV iron group (p=0.391 vs. FCM),
and 1.9 in the iron sucrose group (p=0.329 vs. FCM). In the FCM and iron sucrose groups,
a lower baseline hemoglobin was associated with a larger increase in hemoglobin. Drug-
related adverse events occurred in 11.9% of the patients in the FCM group, 12% in the
oral iron group, 26.2% in the any IV iron group, and 25% in the iron sucrose group. SAE
occurred in 6.9% in the FCM group, 4% in the oral iron group, 9.8% in the any IV iron
group, and 12.5% in the iron sucrose group. None of the SAE were considered to be related
to the study drug in patients receiving FCM; however 2 SAEs were considered related to
study drug in 2 patients (6.3%) in the iron sucrose group (renal infarct and hypotension).
Conclusion: This analysis highlights that FCM is effective in patients with GI-related IDA
and has an improved safety profile compared to other IV iron agents.

A
G

A
A

b
st

ra
ct

s


