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Inflammatory bowel disease (IBD) is frequently associated with a variety of problematic symptoms, including abdominal pain and bowel habit
changes, which are associated with poor patient quality of life and significant healthcare expenditure. Interestingly, silent IBD, a condition where
patients demonstrate reduced perception and/or reporting of symptoms in the setting of active inflammation, may be as clinically consequen-
tial. This condition has been associated with serious complications leading to more costly interventions. It is by its nature an underrecognized
phenomenon that affects substantial portions of patients with either Crohn's disease or ulcerative colitis. At the present time, although there
are a variety of theories relating to the underlying causes and contributors, little is known about why this phenomenon occurs. As a result, there
is a lack of cost-effective, reliable diagnostic methods to identify and manage “at-risk” patients. However, it is significantly likely that further
study and an improved understanding of this condition will lead to improved approaches for the diagnosis and treatment of patients with silent
IBD as well as other gastrointestinal disorders associated with alterations in symptomatic perception. In this article, we critically review studies
that have investigated silent IBD. Specifically, we discuss the following: (1) the methods for defining silent IBD, (2) the known epidemiology of
silent IBD, (3) potential causes of and contributors to this clinical entity, (4) current diagnostic modalities available to identify it, and (5) gaps in
our understanding as well as potential novel diagnostic and therapeutic applications that could be developed with further study of this condition.

Lay Summary

Silent inflammatory bowel disease is a poorly understood and impactful condition where patients with active disease exhibit minimal symptoms.
Here, we review prior relevant studies and explore how more careful research could refine our understanding of this phenomenon.
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Introduction

Crohn’s disease (CD) and ulcerative colitis (UC) are forms of
inflammatory bowel disease (IBD), and are characterized as
chronic, lifelong, incurable disorders associated with relapsing
episodes of inflammation involving the gastrointestinal (GI)
tract. IBD may affect more than 3 million Americans, most of
whom were diagnosed at an early age.! At the onset of disease
or during periods of increased disease activity or “flares,” pa-
tients frequently report experiencing significant abdominal
pain and/or changes in their bowel habits (including develop-
ment of looser stools often associated with fecal urgency and
frequency). Abdominal pain and bowel habit changes are both
commonly reported during active phases of IBD (exhibited in
>70% of patients in these circumstances) and are a major rea-
son that individuals with IBD seek medical attention.”® As a

increasingly recognized that symptom-based assessment tools
can be relatively insensitive for accurately assessing IBD activ-
ity.® Various estimates have suggested that a third or more of
IBD patients with active disease may be asymptomatic.”'° This
is important considering that individuals with “silent IBD” are
less likely to seek appropriate medical attention and may be
more likely to develop certain serious complications (including
strictures, fistulae, and abscesses) that ultimately incur major
healthcare costs, including hospitalization.®!!

This review was written to describe what is known about
the clinical entity known as silent IBD and to discuss the neces-
sary steps to improve our understanding about this condition
in order to effectively identify and manage it. In the process,
we describe how silent IBD is currently defined, review what
is known about its epidemiology and identify potential causes
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Importantly, though, the lack of symptoms in IBD can also be developed with further study of this enigmatic condition.
pose significant challenges. Individuals with so-called “silent
IBD” have grossly evident intestinal inflammatory changes or
complications of inflammation (eg, strictures, fistulae, abscesses)

Defining Silent IBD

that either do not produce identifiable symptoms (including ab-
dominal pain and bowel habit changes) and/or produce symp-
toms that are minimized by the patient. In fact, it has been

Silent diseases are generally defined as medical conditions
without overt or obvious signs or symptoms. What consti-
tutes an overt or obvious symptom may be debatable for any
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particular condition and/or patient and may be influenced by
a wide variety of factors. For example, silent diseases may be
relatively mild in severity during portions of their existence,
allowing them to be insidious in their inception and/or during
part of their course, such as is often the case with hyperten-
sion,'? diabetes mellitus,' ischemic heart disease,'* and fatty
liver disease.! They may affect anatomical regions (including
a variety of malignancies, such as breast,'® kidney,!” pancre-
atic,'® and prostate!” cancer), and/or physiological functions
(eg, impaired renal function in chronic kidney disease?’) that
are less likely to impart problems that are easily observed
by patients or their caregivers, particularly during early or
indolent periods of the disease. Even in cases where a disease
process leads to dysfunction and outward indicators of poor
health, if the symptoms are subtle or not intuitively related
to a particular bodily function, individuals may still not per-
ceive them effectively and/or may simply ignore them. In fact,
all diseases are associated with a potential clinical profile of
signs and symptoms, each of which have the capability of ex-
hibiting a spectrum of severity. In some cases, detection of an
otherwise “silent” disorder could be a matter of evaluating for
specific findings, in an appropriate location at the right time.

As with the disorders described above, silent IBD could
be described as existing when patients with established or
undiagnosed versions of these disorders fail to exhibit and/
or recognize signs or symptoms during active phases of the
disease. Technically, however, there is no single, universally
accepted definition of silent IBD, or set of diagnostic criteria
to conclusively identify individuals with this condition. In
fact, the terminology used to describe these individuals can
vary a great deal. This inconsistency in terminology is likely
due to the wide range of potential contributors associated
with this condition. For example, some individuals have been
labeled as having “asymptomatic” IBD. Interestingly, previous
studies using this descriptor have demonstrated that many of
these individuals actually did harbor previously unrecognized
GI or other related symptoms.'*2!

Accordingly, early in the course and/or during seemingly
quiescent phases of the disease, patients with silent IBD may
be labeled as having “unrecognized,” “undetected,” “undiag-
nosed,” or “prodromal” disease,?>** particularly if they have
not been formally labeled as having CD or UC. This is rele-
vant as patients and providers often report that it can take
years after the onset of symptoms to apply the formal diag-
nosis of IBD, due to underappreciated clinical manifestations
of the disease and/or overlap with different conditions (eg,
celiac disease, irritable bowel syndrome, acute and chronic GI
infections, other autoimmune enterocolitides, neuroendocrine
disorders of the gut) that have similar symptomatic profiles.??
This is made all the more likely given the great number of
clinical conditions that mimic symptoms classically associ-
ated with IBD.

SilentIBD patientsare also often described as “under-feelers,”
“under-sensers,” or “under-reporters,”*?* demonstrating the
frequent reliance that patients and their caregivers have on
using abdominal pain as an indicator of the presence and/or
activity of IBD. Importantly, in these cases, other symptoms
(including diarrhea, hematochezia, and fecal urgency) may
frequently still be concurrently present.’

In spite of the myriad approaches investigators and
healthcare providers have described and studied silent IBD, it
is important to note that most scientific publications relating
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to this clinical entity are focused on individuals with estab-
lished diagnosis of CD, UC, or undifferentiated IBD-associated
colitis. Thus, unless specifically indicated otherwise, the fol-
lowing studies evaluated patients with known diagnoses of
IBD.

Evaluating for Silent IBD

One of the primary challenges that silent IBD poses is the reli-
able identification of active inflammation and/or related com-
plications. While a variety of approaches can be employed,
there is significant debate about the optimal method(s) for
screening and identifying this clinical entity. Studies attempt-
ing to evaluate for silent IBD have utilized a wide range of
measures to address this challenge. Regardless of their sen-
sitivity in calling attention to active IBD, a careful account-
ing of each patient’s symptomatic experience is essential. In
order to obtain an accurate sense of the symptomatic experi-
ence, investigators have relied upon a variety of approaches,
including use of the physician global assessment, direct in-
quiry of the patient and/or several validated clinical scores for
IBD, including the Crohn’s disease activity index (CDAI) and
Harvey-Bradshaw Index (HBI) for CD,>**¢ and the Truelove
and Witt’s Severity Index, Clinical Activity Index (CAI), and
Simple Clinical Colitis Activity Index (SCCAI) for UC.?72% In
some studies, measures of quality of life, such as the Short
Inflammatory Bowel Disease Quotient (SIBDQ),* have been
included to provide additional information about patient sta-
tus, though silent IBD patients have not been shown to be sig-
nificantly impacted using this measure.®*** Of note, there has
been significant variation in how studies of silent IBD have
determined whether a patient has clinically meaningful symp-
toms. Additionally, the choices of cutoff scores for each index
to define a patient as “asymptomatic” or “silent” also vary
among studies (even when employing the same assessment).
This has made the comparison and interpretation of results
among different studies difficult.

Incidental findings during patient examinations may also
prove helpful in this regard. Several coincident examination
findings and/or medical conditions have been identified at the
time of or just before the incidental diagnosis of asymptom-
atic IBD. A variety of phenomena that would classically be
considered extraintestinal manifestations of IBD, including
ankylosing  spondylitis/spondyloarthropathy,’>3!  primary
sclerosing cholangitis,’? anemia, and venous thromboembol-
ism* have been associated with previously unrecognized
IBD. There are also a number of atypical conditions that may
foretell the presence of IBD, including splenic abscesses,**
Takayasu’s arteritis,> and vertebral subluxation.* Some
rare conditions that may manifest in the absence of overt GI
symptoms also appear to be uniquely associated with IBD,
including pyostomatitis vegetans, a perioral condition re-
ported almost exclusively in the setting of CD or UC.3"-%

As previous studies have proven, though, historical and
physical examination-based patient assessments frequently
fail to identify individuals with active inflammation.”* Thus,
it is standard practice to pair these approaches with objective
measures of disease activity. There are a variety of evidence-
based objective assessment tools that can be used in this set-
ting and have been used in studies of silent IBD, including
serological measures of inflammatory activity (eg, C-reactive
protein [CRP], sedimentation rate [ESR]), stool tests (eg,



Silent Inflammatory Bowel Disease

fecal calprotectin), radiological imaging (eg, small bowel fol-
low through, ultrasound, computed tomography [CT] scan,
magnetic resonance imaging), and endoscopic evaluation
(eg, colonoscopy = esophagogastroduodenoscopy, capsule
enteroscopy).*'™ Some measures, such as the Mayo Clinic
(UC) Disease Activity Index (DAI), incorporate both symp-
toms and objective testing (eg, activity assessed during endo-
scopic evaluation).?

It is not currently known if one or more of these assessments
is better at revealing the presence of IBD-associated inflam-
mation and/or complications. Direct endoscopic evaluation of
the GI tract with mucosal biopsy (using an ileocolonoscopy
with or without an upper endoscopic examination) has been
the preferred method for diagnosing and monitoring IBD for
decades,** but there is evidence that these tests can miss
a significant number of active cases, particularly when cases
involve deep small bowel CD. Sorrentino and Nguyen dem-
onstrated in a small retrospective series of CD patients with
unexplained GI symptoms (eg, abdominal pain, diarrhea,
etc.), that contemporary endoscopic evaluation had missed
approximately half of the active cases that capsule endos-
copy, cross-sectional abdominal imaging (eg, abdominal CT
scan) and/or serological inflammatory markers identified.*
Capsule endoscopy has proven to be relatively sensitive for
detecting and helping to localize small bowel CD when com-
pared to cross-sectional imaging tests,** but it may miss
extraluminal inflammatory disease or complications, and
its use can be limited in the setting of known or suspected
stricturing disease.* Fecal (calprotectin) and serological
markers (CRP, ESR) of inflammatory activity can be sensitive
for the presence of IBD-related activity, especially that related
to IBD-associated colitis,**? but are nonspecific and, in the
case of fecal calprotectin, have less utility in the setting of
small bowel disease.”> While each of these tests is frequently
employed individually and collectively in CD and UC, none
of them have been compared in the setting of silent IBD.

Epidemiology and Clinical Characteristics of
Silent IBD

Estimates for the prevalence of silent IBD vary widely de-
pending on the diagnostic criteria and testing utilized. Of the
studies that have attempted to directly assess this, values have
ranged between 19% and 57% of all IBD patients.3-10-2454-5¢
Notably, in the investigations utilizing endoscopic evaluation
of disease activity, estimates of silent IBD were relatively
higher. For example, in a Japanese study of 2829 individuals
who had positive fecal occult blood tests, abnormal barium
enemas and who underwent colonoscopy, 21 individuals were
newly identified as having IBD (19 UC, 2 CD). Of these 21 in-
dividuals, 12 (57%) were described as having asymptomatic
or minimally symptomatic IBD.'® Baars et al evaluated IBD
patients in clinical remission (defined by physician global as-
sessment and lack of patient reports of abdominal pain, diar-
rhea, blood loss, and/or weight loss) for at least 1 month who
underwent colonoscopy, and found that 49% still had some
degree of grossly evident inflammation.”* In the SONIC trial
(a multicenter, randomized, active controlled trial comparing
infliximab to azathioprine and infliximab with azathioprine
in CD patients who were naive to these therapies), clinical
remission was defined as a CDAI score <150 but disease ac-
tivity was further evaluated using ileocolonoscopic evaluation

and CRP (obtained at the beginning of the study period as
well as at 6 months).” The SONIC investigators found that,
after 6 months of follow-up, 64 of 136 patients (47%) with
CDAI <150 had endoscopic and/or laboratory evidence of in-
flammation. In our own study of hypoalgesic IBD patients (ie,
individuals with moderate-severe inflammation observed on
endoscopic examination with little to no reported abdominal
pain), we found that approximately 26 % of CD patients and
31% of UC patients qualified for this condition.’

Of note, both CD (19%-47%)7** and UC (31%-57%)*'°
have been associated with silent IBD. No study to date has
demonstrated that silent IBD is more common in 1 particular
subtype of IBD.-112124 While Sakata et al demonstrated that
most of their silent IBD cohort had colonic disease,!® no other
study has determined that silent IBD is associated with active
disease in a particular region of the GI tract, even when con-
sidering subtypes of CD and/or UC based upon the Montreal
location classification.”'-**57 Several studies suggest that si-
lent IBD patients are more likely to be male,”!° while others
demonstrate no significant difference in sex/gender distribu-
tion.®'?* In regard to age, at least 1 study demonstrated that
silent IBD patients are older than their symptom perceptive
counterparts,” while most investigations have shown no sig-
nificant difference in this regard in the context of silent IBD.

Few studies have assessed other clinical and demographic
characteristics in silent IBD but there are some notable find-
ings from those that have. Click et al revealed a lower inci-
dence of prior IBD-related surgery in the setting of silent CD,?
while Coates et al found no significant difference in likelihood
of prior surgery when hypoalgesic IBD patients were com-
pared to other IBD patients.” Click et al also demonstrated
that diabetes mellitus was more common in silent CD.® There
are discrepancies in association with assessment of comorbid
psychiatric conditions, as Click et al demonstrated an in-
creased incidence of psychiatric conditions (eg, depression
and anxiety),® while Coates et al found that symptoms of
anxiety and/or depression and antidepressant/anxiolytic use
were less likely in hypoalgesic IBD patients.’ Coates et al also
demonstrated that hypoalgesic IBD is less frequently associ-
ated with opiate use as well as use of other pain medications
(including acetaminophen, antispasmodics, and nonsteroidal
anti-inflammatory drugs [NSAIDs]).’

Consequences of Silent IBD

It has been difficult to determine the exact impact of this con-
dition, but patients with silent IBD appear to be at risk for
several consequential outcomes. Bhattacharya et al demon-
strated that CD patients considered to be in remission (in this
case having a HBI score of <4) with abnormal elevations in
their inflammatory marker (CRP) levels are at increased risk
for worsening Lemann index scores (suggesting the develop-
ment of progressive bowel damage).?** In 2 separate studies,
we demonstrated that patients who deny having abdominal
pain despite having concomitant endoscopically proven mod-
erate-severe active IBD are significantly more likely to have
intra-abdominal fistulae.>'! Other observational studies have
indicated that individuals with silent IBD are also at risk for
many of the same complications as those with associated
active disease, including nutritional deficiency (eg, iron),*
anemia,” osteoporosis,®’ venous thromboembolism,** and
precancerous changes in the intestinal tract.”> Additionally,



several case reports or case series have tied more devastating
outcomes with the revelation of unrecognized or silent IBD,
including intestinal obstruction,®%? intra-abdominal and/
or enterocutaneous fistulae,® intestinal perforation,®® and
colon or small bowel cancer.®:67-¢°

In addition to the health-related impacts, there are cost
and healthcare resource related impacts of silent IBD. For ex-
ample, Click et al evaluated a large cohort of asymptomatic
CD patients with elevated CRP values and found that these
individuals were at increased risk of future hospitalization.®
Oh et al demonstrated that CD patients in symptomatically
defined “clinical remission” (as defined by a CDAI of <150)
with concomitant CRP elevations were at increased risk of
hospitalization and bowel surgery.’® If patients are feeling
relatively well and/or do not perceive their IBD to be prob-
lematic or dangerous, they may be less likely to take their
medications, follow up for important tests or clinic visits or
undergo otherwise appropriate procedures.”’”> Similarly, if
healthcare providers perceive that their patients are in remis-
sion due to a lack of reported or recognized symptoms, or
due to miscommunication, they may be less likely to pursue
further testing to objectively evaluate IBD activity.”*”>7* These
issues are all known to be important determinants of longer
term healthcare costs in the setting of IBD.”%7

Potential Etiology of Silent IBD

What leads to the development of silent IBD and contributes
to its manifestation remains unclear. There are a variety of
potential contributors that may influence the development of
this condition either individually or simultaneously (Figure
1). One theory suggests that at least some of these individuals
are “stoic” patients.’* In other words, some individuals may
experience pain and/or other problematic symptoms, but they
either ignore or minimize them because they do not believe
they are meaningful, do not want the symptoms to adversely
impact their life, and/or do not want to trouble others with
these issues.”®

Another potential contributor relates to the fact that IBD-
associated inflammation and complications in some forms of
IBD may develop very slowly, allowing for certain patients
to “acclimate” to the changes occurring in their gut without
experiencing acute changes more apt to lead to symptoms

=T

Silent IBD

Early Phase of
Disease Process
Slow Onset of

Inflammation

Figure 1. Potential contributors to silent inflammatory bowel disease.
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such as pain or bowel habit changes. This may be particularly
true in the beginning stages of some forms of IBD, when pa-
tients are not necessarily monitoring for specific symptoms.
Evidence for this phenomenon is supported by observational
and natural history studies of individuals with established or
eventually diagnosed IBD.””-” First-degree relatives of IBD
patients are known to more frequently demonstrate intestinal
inflammation,® and these individuals may serve as a more
easily identifiable study population to help model the nat-
ural history of at least certain types of IBD. For example, in
a study of 38 individuals undergoing colonoscopy who were
“completely asymptomatic regarding digestive symptoms”
who had first-degree relatives with established diagnoses of
CD, Sorrentino et al found that 13 individuals harbored at
least moderate inflammation on histological examination
and 4 of these study participants had histological findings
that were consistent with CD.* Even in cases of established
IBD diagnoses, progression of disease activity can be insidi-
ous enough to escape symptomatic detection, particularly in
the earlier stages of disease development. For example, it may
take years for enteric CD patients to report symptoms after
undergoing ileal resection, even when disease-related inflam-
matory changes are present.’!:$2

Certain therapies and behaviors also have the potential to
diminish symptoms. Recreational drug (including cannabis
and opioids) and prescription medication use, including an-
algesics (acetaminophen, antispasmodics, tricyclic antidepres-
sants, NSAIDs, and opioids) and antidiarrheal agents, could
also dull the development or perception of certain symp-
toms.®>% Dietary modification, in particular the reduction
of the consumption of poorly absorbed short chain carbo-
hydrates (FODMAPs) has been associated with improved
GI symptoms in the setting of IBD.%¢$7 Additionally, some
studies have demonstrated that regular cardiovascular and/or
strengthening exercise has been associated with reduced pain,
fatigue, and other symptoms from the viscera.®® The presence
of stress can exacerbate psychiatric and other symptoms as-
sociated with visceral disorders,* including in the setting of
CD and UC.” Thus, interventions designed to reduce stress,
including developing coping strategies and maintaining good
sleep hygiene, may also help minimize IBD-associated symp-
toms.

Beyond these explanations, there is evidence that some
individuals appear to have altered perception of symptoms.
For example, we demonstrated that patients with active IBD
who described little to no abdominal pain (“hypoalgesic
IBD”) were more likely to be homozygous for a mutation
(rs6795970) in the voltage-gated sodium channel (VGSC)
gene SCN10A."! We also found that homozygotes for this
polymorphism exhibited diminished abdominal pain scores
following sigmoidectomy.” This gene encodes for Na 1.8, a
sodium channel that has previously been shown to be crit-
ical for appropriate perception of noxious signals from the
viscera.”? Prior studies have suggested that this mutation can
lead to increased tolerance to somatosensory pain stimula-
tion.” Given the role of Na,1.8 in visceral pain, it is likely
that genetic polymorphisms such as the one described above
can significantly impact patient pain perception from the gut,
even during periods of significant inflammation, potentially
contributing to the likelihood of harboring silent IBD.

Other theoretical contributors to silent IBD include inter-
ruption of visceral sensory nerves and/or anatomical modifi-
cations related to surgery, coincidence of demyelinating and/
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or neuropathic diseases affecting visceral sensory nerves or
possible decompression of bowel secondary to the develop-
ment of a fistula to another segment of bowel, though clear
and convincing evidence for these types of associations are
currently lacking.

Future Considerations and Directions

The studies reviewed here demonstrate that, while we still
have a great deal to learn about silent IBD, it is clear that
it is a relatively common and consequential entity that has
multiple potential contributors. As indicated above, al-
though silent IBD patients have fewer, if any symptoms,
their condition may increase their risk for complications
necessitating expensive and more complicated testing and
therapeutic interventions. These findings highlight the im-
portance of regularly evaluating IBD patients using a multi-
modal approach that includes physical examination, sero-
logical and stool testing, imaging studies, and endoscopic
evaluations. Although many cases of silent IBD may be
identified using the test modalities described above, there
is a clear need to identify novel, easier methods for recog-
nizing when patients are at risk. Newer test options have
offered further promise in this regard. Enhanced endoscopic
tools such as dye-based and/or optical chromoendoscopy
and confocal laser endomicroscopy may provide a more
sensitive assessment of disease status in the setting of
IBD.***¢ Additionally, inclusion of genomic and proteomic
techniques to the standard and evolving diagnostic testing
modalities described above might help to predict disease
recurrence (in the case of established diagnoses of IBD) or
occurrence (in those in whom a diagnosis has not yet been
made).”””” With the advent and application of advanced
statistical and computational approaches, such as machine
learning, we may be on the precipice of major improve-
ments in our ability to screen for and predict silent IBD
cases.”100

However, we are still in the early stages of properly under-
standing this condition. In order to better understand silent
IBD, we first need to reach a clearer consensus regarding sev-
eral relevant questions and unresolved issues. For example,
what is considered significant disease-related inflammation?
In other words, is mild disease significant enough? Does it
need to be manifest on gross examination and/or is histo-
logical assessment adequate? Is this inflammation restricted
to the layers of the bowel itself or does it include active stric-
tures, fistulae, abscesses? What are the most reliable methods
to make this determination? Is there a particular test that,
if employed, is reliable enough to rule in or rule out signifi-
cant disease activity (eg, capsule endoscopy)? If not, are there
a particular battery of tests that are necessary for this as-
sessment? Additionally, how do we determine if someone is
truly asymptomatic? Which symptoms are essential for mak-
ing this assessment? Do we focus only on gastrointestinal
issues such as abdominal pain, diarrhea, and rectal bleed-
ing and/or we need to include systemic (eg, fatigue) and/or
extraintestinal manifestations of IBD (eg, anxiety, depres-
sion, arthralgias, dermatopathies, etc.)? Whatever the key
symptoms are, do they need to be completely absent or is it
still relevant to include individuals who experience any of the
essential symptoms only very rarely and, if so, to a mild de-
gree? Which symptom assessment tools are most effective to
make these determinations? The answers to these questions

are all essential if we are to come to a consensus definition
of silent IBD and develop meaningful criteria for identifica-
tion of people who have it. If agreements can be reached in
regard to each of these questions, we will be able to move
forward with larger, more carefully designed studies of silent
IBD. This would allow us to more effectively investigate the
true prevalence, natural history, pathophysiology, and clin-
ical consequences of this condition.

Further study of silent IBD also has significant potential
to provide insights into the development of better methods
and strategies to manage symptoms associated with IBD and
other related conditions (eg, irritable bowel syndrome). For
example, there is a great deal that silent IBD could reveal
about human abdominal pain perception. Many silent IBD
patients simply do not perceive nociceptive (or pain-inducing)
stimulation like most other people do. Why this is the case is
still unclear, though. Unlocking this mystery, though, could
be particularly important because, as previously mentioned,
abdominal pain is a major driver of cost and reduced quality
of life in IBD** and other digestive diseases.!’! Unfortunately,
the most frequently utilized analgesic options (including opi-
oids and NSAIDs) are frequently ineffective and/or toxic.'0%1%3
There are also currently a paucity of tests that can objectively
assess patient abdominal pain experience and so providers
must rely on inconsistent and/or inaccurate means for assess-
ing patient pain intensity and medication requirements.>%*
A clearer understanding of what keeps silent IBD patients
from perceiving abdominal pain could lead to better targeted,
safer and more effective visceral analgesic therapies as well as
more objective methods for assessing patient pain experience.
Similarly, examination of other impactful symptoms inexplic-
ably missing in the setting of silent IBD, including bowel habit
changes, arthralgias, and even fatigue, could lead to a variety
of other significant insights and breakthroughs in IBD and
digestive disease management.

Considering the findings of this review, and in the interest
of providing a framework for future discussions and re-
search, we recommend utilizing the following criteria to
diagnose silent IBD. In individuals with established diagno-
ses of CD, UC, or IBD-associated colitis (as determined by
at least 1 healthcare provider, with expertise in the identi-
fication and management of these conditions, using stand-
ard symptomatic, endoscopic, histologic, radiologic, and/or
laboratory-based characteristics), they will be determined
to have silent IBD if they: (1) exhibit moderate-to-severe
IBD-associated inflammation of the bowel, based upon
direct gross (eg, surgical), endoscopic and/or histologic
assessment(s), and (2) are found to be in clinical remission
based upon simultaneous, IBD-symptom assessment sur-
veys. Assessments of GI inflammation and symptoms should
be based upon scores derived from established, standard-
ized and (preferably) validated tools that are appropriate
for the underlying subtype of IBD being evaluated. As de-
scribed above, and recognizing that these criteria have their
limitations, we believe that establishing a standardized ap-
proach to the diagnosis of silent IBD is critical to better
understanding this condition.

In summary, silent IBD is an important condition that has
significant implications for the patients it affects. There is still
a great deal to be learned about this clinical entity but, with
more thoughtful and targeted study and careful consideration
for its causes and consequences, there is the potential to learn
a great about IBD and its associated symptomatology.
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