
© Copyright 2021. Korean Association for the Study of Intestinal Diseases. 
This is an Open Access article distributed under the terms of the Creative Commons Attribution Non-Commercial License (https://creativecommons.org/licenses/by-nc/4.0/) 
which permits unrestricted non-commercial use, distribution, and reproduction in any medium, provided the original work is properly cited.

265

tered gut microbiota is colonization and infection with oppor-

tunistic microorganisms such as Clostridioides difficile. Stud-

ies over the years have demonstrated that the commonest in-

fectious complication and the leading cause of a disease flare-

up in patients with IBD is C. difficile infection (CDI).3 In con-

trast, non-C. difficile bacterial infections are uncommon in 

IBD patients with a disease flare.4

Clostridioides difficile (formerly Clostridium difficile also 

known as C. difficile or C. diff) is an anaerobic Gram-positive 

spore forming bacterium that is ubiquitous in our environ-

ment.5 Exposure to the C. difficile bacterium (spore or vegeta-

tive form) can lead to spectrum of outcomes ranging from no 

effect and no colonization to asymptomatic colonization to 

mild-moderate illness to severe diarrhea to fulminant life-

threatening infection.6 It is now well-recognized that IBD pa-

tients are at a high risk of developing CDI even in the absence 

of other traditional risk factors.3 In 2017, the American Gastro-

enterological Association released an expert clinical practice 
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REVIEW

INTRODUCTION

Crohn’s disease (CD) and ulcerative colitis (UC) are 2 forms 

of inflammatory bowel disease (IBD) with an increasing inci-

dence worldwide.1 These 2 forms of IBD represent a spectrum 

of disease that are a result of chronic inflammation of the gut, 

with a significant heterogeneity in the local and systemic in-

flammatory response and also the intestinal and extraintesti-

nal symptom burden that individuals face throughout their 

lifespan. There is a genetic predisposition to developing IBD 

with IBD seen in families and over 150 genes that have been 

associated with development of IBD.1 Being a primarily intes-

tinal disease, there is a significant alteration in the gut micro-

biota compared to healthy individuals.2 A consequence of al-
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review discussing the management of patients who have con-

comitant CDI and IBD.3

EPIDEMIOLOGY OF CDI IN IBD

In the past two decades, there has been an increasing inci-

dence of CDI, with recent data showing a reduction of hospital 

acquired CDI but an increase in the incidence of CDI in the 

community.7 The striking part of the epidemiology of CDI is 

an increase in community-acquired CDI; in individuals who 

are younger; have lower risk of antibiotic exposure and have 

not been hospitalized.8 A proportion of the patients who get 

community-acquired CDI are those who have underlying IBD 

and they fit the demographic and risk factor profile. The inci-

dence has increased at a greater proportion in patients with 

underlying IBD.9-11 

In a single center study, the proportion of CDI cases occur-

ring in IBD patients increased from 4% of all CDI cases occur-

ring in IBD patients in 2003 to 16% of all CDI cases being in 

IBD patients in 2005.12 The rate of CDI increased significantly 

from CDI affecting 1.8% of IBD patients in 2004 to 4.6% in 

2005. In addition, there was a statistically significant, greater 

than 2-fold increase in the rates of hospitalization of IBD pa-

tients who were infected with CDI. In this study, ongoing im-

munosuppression use and colonic involvement (that is pres-

ence of colitis/colonic involvement) were independent risk 

factors for CDI in IBD.12 In a systematic review and meta-anal-

ysis; colonic involvement, biologic use and antibiotics were 

risk factors associated with development of CDI in IBD.13 In a 

study from 1998 to 2004, the incidence of CDI was higher in 

IBD compared to non-IBD groups. The rates of CDI doubled 

in Crohn’s disease (CD) and tripled in UC.10 These data have 

been replicated recently with an increasing number of CDI 

cases in IBD patients from 2000 to 2017.14 Patients with UC 

are at a higher risk than CD in other studies as well.10,15 These 

data suggest that CD patients have a lower incidence of CDI 

compared to UC likely due to a higher proportion of colonic 

involvement in UC (correlating with a higher colonic microbi-

al dysbiosis) compared to CD. 

PATHOGENESIS OF CDI IN IBD

The pathogenesis of CDI is germane to an observation that 

the normal colonic microflora is disrupted leading to a de-

crease in microbial richness and diversity typically upon ex-

posure to a risk factor, most commonly systemic antibiotics.16 

In a healthy gut, a diverse microbiota composition prevalent 

in the normal colon suppresses the colonization and infection 

with non-commensal microbes, maintaining an anti-inflam-

matory state which is resistant to colonization; a state known 

as gut homeostasis.16 Exposure to risk factors such as systemic 

antibiotics, acid reduction therapy, immunosuppression, che-

motherapy, hospitalization, long-term care facility residence, 

surgeries, amongst others lead to a disruption of the gut mi-

crobiota with breakage of the colonization resistance, making 

the gut colonization tolerant. This state of colonization toler-

ance makes the human susceptible to C. difficile and other 

pathogens. If there is exposure to C. difficile spores while the 

gut microbiome is disrupted as can happen commonly in 

nosocomial settings: it leads to colonization and then active 

infection.

In IBD, the underlying colitis leads to dysbiosis in the colon 

(loss of resistance to bacterial colonization) which then allows 

colonization and infection with C. difficile even in the absence 

of recent hospitalization or antibiotic exposure (Fig. 1).17-20 The 

extend of IBD disease extent and activity have been associated 

with changes in the gut microbiota with a selective increase in 

invasive Escherichia coli relative to depletion of Clostridia in 

CD.21 There are differences seen in bacterial diversity in UC 

patients compared with controls with reduced diversity in 

UC.22 In UC, there has been described a decrease in Verruco-

microbia23 and Leuconostocaceae (acetate and lactate pro-

ducers).24 In patients with ileal CD, there is a reduction of Ru-

minococcaceae (acetate producers) and also, Faecalibacteri-

um (butyrate producers).24 The decrease in the overall alpha-

diversity and changes in the different bacterial taxa have im-

plications in reducing colonization resistance and increasing 

predisposition to CDI.

Patients with IBD typically get community-acquired CDI 

upon exposure to C. difficile spores in the community envi-

ronment.10 When a susceptible host is exposed to C. difficile 

spores, those spores germinate into vegetative forms under a 

conducive body temperature and presence of primary bile ac-

ids.25,26 Upon conversion of the spores to the vegetative form of 

the C. difficile bacterium, there is production of the 2 C. diffi-

cile toxins namely, toxin A and toxin B. These toxins are known 

to induce inflammation and injury to the colonic mucosa. This 

inflammatory injury to the colonic mucosa, leads to diarrhea 

and worsening of the underlying IBD and a status of an IBD 

disease flare which persists despite antibiotic treatment of 

CDI. Both worsening of the underlying IBD and antibiotic 

treatment of CDI predispose to additional and worsening mi-
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crobial dysbiosis; which perpetuates a cycle of recurrent CDI 

(Fig. 1). Of note, antibiotic treatment of CDI does not lead to 

complete eradication of CDI as antibiotics used to treat CDI 

are not sporicidal; and have activity against the vegetative 

forms of C. difficile.

OUTCOMES IN IBD COMPLICATED BY CDI

Patients with concomitant IBD and CDI are at a higher risk of 

adverse outcomes compared to either IBD or CDI alone. 

These adverse outcomes include IBD-associated outcomes 

such as higher likelihood of failing IBD therapy and needing 

therapy escalation, longer length of hospital stay, increased 

emergency room visits, increased risk of subsequent IBD 

flares and higher rates of surgery and finally higher rates of 

mortality along with. Additionally, CDI specific outcomes 

such as higher rates of CDI recurrences and higher rates of 

colectomy are seen in the IBD population compared to the 

non-IBD population. The length of hospital stay in patients 

who have IBD but no CDI is on an average 3 days shorter 

when compared to IBD patients who have CDI.15 Patients 

with concomitant CDI and IBD patients are less likely to re-

spond to medical therapy for their CDI and are likely to get 

flares of their underlying IBD and a need for intensification of 

their IBD therapy. There is also a higher likelihood of colecto-

my or other IBD specific surgeries.12,15,27,28 Patients with IBD, 

who get CDI are at a four times higher risk of mortality com-

pared to IBD alone.12,15,29,30 Underlying IBD with colonic in-

volvement is an independent risk factor for CDI recur-

rence.29,31 On a larger scale, analysis from a large national data-

base demonstrated that when IBD patients in the hospital get 

CDI, they have a longer length of hospital stays, higher in-hos-

pital mortality and a greater likelihood of dismissal to a care-

facility such as a nursing home or a rehabilitation center as 

compared to IBD patients without CDI.32

DIAGNOSTIC DILEMMAS FOR CDI IN IBD

The symptoms of CDI and IBD overlap considerably and 

these include diarrhea and abdominal pain along with fever 

and weight loss. Bloody diarrhea is a more commonly seen as 

symptom of IBD rather than CDI. However, based on symp-

toms alone; one is not able to distinguish an IBD flare from 

IBD complicated by CDI. Most importantly, since the most 

Fig. 1. Differences in the pathogenesis of C. difficile infection in patients with and without inflammatory bowel disease (IBD). Reprinted 
from Khanna S, et al. Clin Gastroenterol Hepatol 2017;15:166-174, with permission from Elsevier.3
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important cause of an IBD flare is CDI; it is pertinent that all 

IBD patients who present with worsening of underlying diar-

rhea or symptoms of colitis such as abdominal pain or in-

creased blood in stool, should be tested for the presence of 

toxigenic C. difficile in the stool.3 Fortunately, we have made 

progress on improving sensitivity of C. difficile testing with the 

advent of nucleic acid amplification tests (NAAT) also known 

as polymerase chain reaction (PCR) which have over 95% 

sensitivity.33-35 Unfortunately, the sensitivity of PCR testing is 

very high but the positive predictive value is dependent on 

presence of underlying symptoms of diarrhea.36,37 Since, 

symptoms are indistinguishable due to an overlap between 

CDI and IBD; a highly sensitive PCR assay does not have a 

good positive predictive value. This is due to the fact that the C. 

difficile bacterium can be a colonizer with no significant toxin 

production and a positive PCR would be clinically irrele-

vant.38-41 An ideal test to diagnose CDI in this situation when 

symptoms are not reliable would be a toxin measuring assay 

with very high sensitivity.42 Unfortunately, most enzyme im-

munoassay (EIA) based toxin assays have low sensitivity in 

some instances in the 50% to 70% range.43

Hence, using PCR/NAAT alone leads to overdiagnoses and 

EIA for toxin alone may lead to an under-diagnosis.43 With this 

diagnostic dilemma, a two-step testing modality has been de-

veloped to diagnose CDI, with high sensitivity and specificity.6 

In this modality, to begin with a glutamate dehydrogenase 

(GDH), which is not specific but is highly sensitive for C. diffi-

cile; is performed by an EIA. If the GDH is negative, CDI can 

effectively be ruled out due to a greater than 95% sensitivity of 

the GDH assay. If the GDH is positive, the next step is to per-

form an EIA for C. difficile toxin (high specificity but subopti-

mal sensitivity) to confirm the diagnosis of CDI. Samples with 

concordant results, i.e. GDH positive: toxin positive rule-in 

CDI or GDH negative: toxin negative rule-out CDI. Samples 

with discordant results, i.e., GDH negative: toxin positive (ex-

tremely rare situation) or GDH positive: toxin negative are in-

conclusive due to a lower sensitivity for the toxin assay. In 

these instances, the discordant or inconclusive results can be 

arbitrated by performing PCR/NAAT testing.42 Potentially, this 

strategy would identify true CDI and is likely the preferred di-

agnostic modality to detect CDI in IBD patients due to non-re-

liability of symptoms.3 Interestingly, a recent study demon-

strated that IBD patients with suspected CDI, who tested posi-

tive with a toxin-based assay when compared to a toxin nega-

tive but PCR positive had a higher rate of antibiotic response 

and a lower rate of requiring IBD therapy escalation.44

In the general non-IBD population, colonoscopy is infre-

quently required to diagnose CDI. In contrast, IBD patients 

who develop a flare or CDI; frequently undergo a lower gas-

trointestinal examination to evaluate the disease status of the 

IBD. Pseudomembranous colitis (generally a pathognomonic 

sign of CDI) is not typically seen when the colon is involved 

with IBD. Moreover, the histopathological changes of CDI in 

IBD or IBD alone are not easily differentiated.12 With these di-

agnostic dilemmas, when caring for a symptomatic IBD pa-

tient with a positive test suggesting superimposed CDI, initial-

ly CDI should be treated and if there is a suboptimal clinical 

response, IBD therapy should be intensified soon thereafter 

(discussed below).

MEDICAL TREATMENT OF CDI IN IBD

Managing CDI in IBD is very challenging with the dilemmas 

that include distinguishing symptoms of an IBD flare from ac-

tive CDI, choosing appropriate antibiotic therapy for CDI, im-

plementing recurrence prevention strategies along with need 

and timing for de-escalation or escalation of IBD therapy. 

Newer therapies such as fecal microbiota transplantation 

(FMT) and bezlotoxumab have been described for the man-

agement of CDI in IBD. There is scarcity of prospective data 

for management of CDI or IBD in patients whose IBD is com-

plicated by CDI. Therefore, retrospective data and evidence 

from the non-IBD CDI population and non-CDI IBD popula-

tion are used to propose management principles.

1. Vancomycin or Fidaxomicin but Not Metronidazole
In accordance with the guidelines from the Infectious Diseas-

es Society of America, metronidazole is no longer recom-

mended for the management of CDI. Studies have shown that 

metronidazole failures for management of CDI are increasing. 

An analysis from data from of 2 large multicenter phase III tri-

als that included a metronidazole and a vancomycin arm, 

demonstrated that metronidazole is less effective overall than 

vancomycin for CDI.45 

For initial non-fulminant CDI, vancomycin or fidaxomicin 

are now recommended as the first line treatment (Fig. 2). Met-

ronidazole can be considered for non-severe, non-fulminant 

CDI, if vancomycin or fidaxomicin are not available. Both van-

comycin and fidaxomicin are approved by the U.S. Food and 

Drug Administration (FDA) for the treatment of CDI. A typical 

regimen for a first episode is a 10-day course of vancomycin 

125 mg orally four times a day or fidaxomicin 200 mg orally 



https://doi.org/10.5217/ir.2020.00045 • Intest Res 2021;19(3):265-274

269www.irjournal.org

<doi> • <doi 1>

two times a day.6 Fidaxomicin is a narrow-spectrum antibiotic 

that has been shown to have similar CDI cure rates but lower 

CDI recurrence rates compared to vancomycin (a broad-

spectrum antibiotic).46 A recent clinical trial in CDI patients 

without IBD who were elderly (adults aged 60 years and old-

er) compared an extended-pulsed fidaxomicin regimen (200 

mg orally twice daily on days 1–5, then once daily on alternate 

days on days 7–25, known as the fidaxomicin EXTEND regi-

men) or vancomycin (125 mg orally four times daily on days 

1–10). This trial demonstrated that the fidaxomicin EXTEND 

regimen was superior to the standard-dose vancomycin used, 

for the end point of a sustained cure rate. The recurrence rates 

observed were the lowest in a randomized clinical trial for 

CDI antibiotic treatment to date.47 This regimen has not been 

formally studied in IBD patients with CDI but should theoreti-

cally be used.

Most clinical trials testing CDI medications exclude patients 

with IBD patients, due to the inability to identify and study 

meaningful clinical end points. In adults with IBD, vancomy-

cin compared to metronidazole demonstrated a decreased 

rate of colectomy,12 significantly fewer readmissions and a 

~50% shorter length of hospital stay.48 Therefore, even in non-

severe CDI, metronidazole should not be used. In another ret-

rospective study comparing, rates of CDI recurrence and rein-

fection in IBD patients receiving long (21–42 days) or short-

duration (10–14 days) oral vancomycin therapy, demonstrat-

ed a 1.8% incidence of CDI recurrence in the long-duration 

compared to 11.7% in the short-duration treatment group.49 A 

retrospective study evaluated fidaxomicin use in 21 IBD pa-

tients who had CDI and demonstrated that all patients re-

sponded either with symptom improvement or a negative C. 

difficile test. The rate of recurrent CDI was 19% with a median 

time to recurrence of 29 days.50 The high upfront cost of fidax-

omicin therapy has curtailed its widespread use, but cost-ef-

Fig. 2. A proposed management algorithm for Clostridioides difficile infection (CDI) in patients with inflammatory bowel disease (IBD). aSe-
vere-complicated also known as fulminant CDI is defined by the intensive care unit admission, hypotension, ileus/megacolon, mental status 
changes, leukocyte count greater than 35,000/μL or less than 2,000/μL, or lactate level greater than 2.2 mmol/L. These features are absent 
in uncomplicated CDI. Reprinted from Khanna S, et al. Clin Gastroenterol Hepatol 2017;15:166-174, with permission from Elsevier.3
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fectiveness studies have shown a benefit to due to further re-

currence prevention.51 The risk of recurrent CDI after a first in-

fection in non-IBD patients is 20%–30% and is about 33%–

50% higher in patients who have IBD, despite the absence of 

risk factors other than IBD such as antibiotic exposure. This 

observation suggests that disruption of the gut microbiota due 

to the presence of colitis in IBD patients and due to antibiotic 

use for CDI, to be risk factors for initial and recurrent CDI.31

2. Recurrence Prevention Strategies
Recurrence prevention strategies in patients with IBD and 

CDI include choosing a narrow-spectrum antibiotic to treat 

CDI, avoiding other risk factors such as antibiotics and opti-

mally managing the underlying IBD to bring it into remission 

as that would conceivably reduce dysbiosis. Bezlotoxumab 

(now an approved therapy by the U.S. FDA) is a monoclonal 

antibody against the C. difficile toxin B, which has shown to 

prevent recurrent CDI; while given as a one-time intravenous 

infusion during antibiotic treatment for CDI.52 Post-hoc analy-

sis from 2 large clinical trials, demonstrated that bezlotoxum-

ab was safe and was associated with a trend for a 50% relative 

reduction in the incidence of recurrent CDI.53 Therefore, be-

zlotoxumab can be considered as a recurrence prevention 

strategy in IBD patients with CDI.

3. Management of Recurrent CDI
For a first recurrence, antibiotic treatment options include a 

course of fidaxomicin 200 mg twice a day for 10 days or a fi-

daxomicin EXTEND regimen or a vancomycin 7-week taper 

regimen, if a standard course of vancomycin was used for the 

first episode.6 If fidaxomicin was used for an initial episode 

then, a fidaxomicin EXTEND regimen or a vancomycin 7-week 

taper regimen can be used for a first recurrence. If for some 

reasons, metronidazole was used for the initial course, then a 

standard vancomycin course can be used for the first recur-

rence. The risk of recurrent CDI in IBD patients after a first re-

currence is greater than 50%. Therefore, in patients with IBD 

who develop CDI, microbiota restoration therapies such as 

FMT should be considered after the first recurrence (aka the 

second episode).3

For a second or subsequent recurrence, treatment options 

include a course of fidaxomicin 200 mg twice a day for 10 days 

or a fidaxomicin EXTEND regimen or a vancomycin 7-week 

taper regimen.6 Microbiota restoration therapies such as FMT 

should be strongly considered just as those are considered in 

patients without IBD who develop recurrent CDI.6

4. Microbiota Restoration Therapies 
An attractive, safe and effective management option to pre-

vent future recurrent CDI includes gut microbiota restoration 

therapies such as FMT which has been shown an efficacy of 

over 80% to 90% for prevention of recurrent CDI in non-IBD 

patients (Fig. 2). These therapies have also been proven to be 

effective in special populations such as those who are immu-

nosuppressed but clearly, a benefit has been shown in IBD 

patients on systemic immunosuppression who have recurrent 

CDI.54,55 The largest published study to date included 145 pa-

tients (36.6% had CD; 61.4% had UC; and 2.1% had indetermi-

nate colitis) with IBD who underwent FMT for recurrent 

CDI.56 Patients were treated with an antibiotic for the acute in-

fection to help with active CDI, with an antibiotic-free period 

of 24–48 hours followed by FMT. Diarrhea resolved after FMT 

in a third of the patients, and the rest underwent CDI testing 

due to ongoing diarrhea; with an overall recurrence rate of 

20%. About 30%, had a planned escalation of IBD therapy after 

CDI resolved and IBD therapy was not de-escalated or dis-

continued in any patients. A relatively small fraction, 7.6% had 

worsening IBD symptoms after FMT and were considered as 

new IBD flares. No safety concerns were seen.56 In another 

study, a-fourth of the recurrent CDI–IBD (including both CD 

and UC patients) patients had a clinically significant IBD flare 

after FMT with some requiring hospitalization.57 This is in con-

trast to another similar study where the frequency of flares 

was lower (including both CD and UC patients).58 Data from 

cost-effectiveness models have shown that FMT is a cost-ef-

fective strategy for the management of recurrent CDI in IBD 

patients.59 Overall, compared to non-IBD patients, lower re-

sponse rates are seen in IBD (including both CD and UC) pa-

tients who undergo FMT for recurrent CDI independent of 

immunosuppressive therapy.57 This is likely seen due to CDI 

patients with IBD having a higher proportion of the original 

microbial community after FMT compared to CDI patients 

without IBD, suggesting lack of effective microbial engraft-

ment likely due to the underlying IBD (including both CD and 

UC).60 A one-time FMT for CDI in IBD (including both CD 

and UC) patients has not shown to change the course of IBD 

but multiple FMTs are being studied to treat IBD.56,61,62 Finally, 

FMT for CDI remains experimental, with safety concerns (in-

fectious disease transmission) and unknown long-term effects 

of FMT. Recently, there have been safety concerns highlighted 

with FMT. In one report of 2 patients who received FMT from 

a donor who was colonized with extended-spectrum beta-lac-

tamases producing (ESBL) E. coli, developed bacteremia with 
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ESBL E. coli with one death.63 These patients received FMT for 

research indications other than CDI (hepatic encephalopathy 

and graft vs. host disease). In this report, there were patients 

(including 2 patients with CD) who received FMT for CDI 

from the same donor and none developed active infection 

with ESBL E. coli.63

MEDICAL TREATMENT OF IBD COMPLICATED 
BY CDI

As discussed above, the most challenging aspect of the man-

agement of CDI in IBD is delineating the symptoms of an IBD 

flare from those of recurrent CDI. It is well-known that CDI 

leads to flare up of underlying IBD. Conceivably, immunosup-

pression medications used for IBD could lead to worsening 

CDI; but frequently an escalation of IBD therapy is needed to 

manage the resultant IBD flare. To date, there are no random-

ized or even prospective data to guide this clinical decision. 

The decision to escalate, de-escalate or withhold immunosup-

pressive therapy while managing CDI in IBD, requires careful 

clinical judgment. In a retrospective cohort study, there was a 

12% rate of adverse outcomes of in-hospital megacolon, bowel 

perforation, shock, respiratory failure, colectomy or death 

within 3 months of admission in patients managed with anti-

biotics and immunosuppression. In stark contrast, these ad-

verse outcomes were not seen in patients managed with anti-

biotics alone.64 Contrasting data emerged from another retro-

spective study where the use of immunomodulators, systemic 

corticosteroids or anti-TNF agents did not predict adverse 

outcomes in IBD patients with CDI.65 A recent study where 

30% patients had an escalation to biologic or corticosteroid 

therapy, did not have increased severe outcomes. A retrospec-

tive study suggested that the likelihood of severe outcomes 

was lower in patients who had an escalation of IBD therapy 

after CDI.66 In another retrospective cohort study, increasing 

corticosteroids for IBD while complicated by CDI was associ-

ated with a higher risk of downstream colon surgery but ad-

verse outcomes did not differ with modification of dosing of 

biologic or immunomodulator regimens.67 A similar retro-

spective cohort study was performed to answer the question if 

early corticosteroid therapy affected outcomes in IBD patients 

hospitalized with CDI. Over 70% patients received early corti-

costeroids (less than 48 hours of admission) and there was no 

difference in colectomy rates but the length of stay was signifi-

cantly reduced among patients not exposed to early cortico-

steroids.68 This paucity of data has led to a diversion in clinical 

practice. In a survey of gastroenterologists (25% IBD experts), 

46% elected to add immunosuppression in combination with 

antibiotics and the rest elected to treat with antibiotics alone.69

Despite the absence of randomized clinical trial and pro-

spective data, withholding immunosuppression while treating 

CDI in IBD patients is not generally recommended. In these 

patients, it is reasonable to escalate immunosuppressive ther-

apy for ongoing therapy after 3–5 days of antibiotic therapy. 

This change in management should be done after symptom 

assessment and a detailed risk/benefit discussion with the pa-

tient. With any management strategy chosen, patients should 

be closely monitored for impending complications and wors-

ening symptoms (Fig. 2).

SUMMARY AND CONCLUSIONS

CDI is the most common complication in IBD patients. All 

IBD patients presenting with a flare should be tested for CDI 

as the first step. Recurrent CDI is more common in IBD pa-

tients compared to patients without IBD. Vancomycin or fi-

daxomicin are appropriate initial antibiotic choices to treat 

first episodes. Recurrence prevention strategies should be im-

plemented after an initial episode. FMT should be offered to 

IBD patients with recurrent CDI. Escalation or de-escalation 

of immunosuppressive therapy needs to individualized with a 

discussion of the available data with the patients. 
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