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Abstract
Introduction: We report the case of a patient with suspected 
inflammatory bowel disease (IBD) who failed to respond to 
vedolizumab therapy and was subsequently diagnosed with 
Clostridioides difficile infection and gastrointestinal tuberculosis 
(GITB). Case Presentation:  A 21-year-old woman with IBD 
receiving biological therapy and corticosteroids presented with 
vomiting, abdominal pain, and bloody diarrhea. C. difficile toxin 
testing was positive, and vancomycin therapy was initiated. 
Given the persistence of symptoms, colonoscopy was perfor-
med and revealed segmental ulcerative colitis. Biopsy speci-
mens and cultures confirmed the presence of Mycobacterium 
tuberculosis, and a four-drug antituberculous regimen was 
subsequently initiated. Conclusion:  GITB and Crohn’s disea-
se share overlapping clinical and histological features, making 
diagnosis particularly challenging. Considering GITB in cases of 
refractory IBD, as well as the possibility of its coexistence with C. 
difficile infection, is essential for appropriate management and 
for preventing complications associated with the inappropriate 
use of immunosuppressive agents and biological therapies. 
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INTRODUCTION

In emerging countries such as Colombia, the use of bio-
logic therapy for inflammatory bowel disease (IBD) is 
increasing, although tuberculosis remains more prevalent. 
In patients who do not improve with initial treatment, it 
is essential to rule out infectious causes, particularly those 
associated with biologic or immunosuppressive therapy.

CASE DESCRIPTION

A 21-year-old woman with no known medical history pre-
sented in another city with a one-month history of gene-
ralized abdominal pain predominantly located in the right 
iliac fossa. An upper gastrointestinal endoscopy was per-
formed, showing moderate congestive antral gastropathy 
and moderate bulboduodenitis, while colonoscopy revea-
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requested (Figure 2), which showed infectious inflamma-
tory changes involving the ascending colon and cecum, 
along with an increased number of lymph nodes at the 
mesenteric root. Given the suspicion of gastrointestinal 
infection in the context of CD, a toxin assay was reques-
ted and returned positive. Inpatient management with oral 
vancomycin was initiated; however, one week later, the 
patient developed fever spikes and a significant increase in 
pain predominantly located in the right iliac fossa. A repeat 
colonoscopy was performed, revealing multiple segmental 
ulcers with fibrin in the cecum, ascending colon, and trans-
verse colon (Figure 3), with involvement of the ileocecal 
valve and sparing of the ileum. Cultures and biopsies were 
therefore obtained, respectively.

Laboratory testing demonstrated the presence of 
Mycobacterium tuberculosis on the acid-fast bacillus (AFB) 
test (Figure 4), with subsequent isolation in culture. The 
patient was therefore evaluated by the Infectious Diseases 
Department, and quadruple therapy with isoniazid, rifam-
pin, ethambutol, and pyrazinamide was initiated.

Due to lack of improvement with antituberculous 
therapy and signs of intestinal obstruction, the patient 
underwent surgery, during which 70 cm of small intestine 
were resected starting from the ileocecal valve, followed by 
side-to-side mechanical anastomosis. Pathology findings 
(Figure 5) revealed chronic inflammation with necrotizing 
granulomas, ruling out CD and confirming gastrointestinal 
tuberculosis (GITB).

DISCUSSION

GITB occurs in 20%–25% of patients with concomitant 
pulmonary tuberculosis. It is the sixth most common form 
of extrapulmonary tuberculosis after lymphatic, genitou-
rinary, bone and joint, miliary, and meningeal tubercu-
losis(1). It may affect any segment of the gastrointestinal 
tract; however, most cases occur at the jejunal and ileocecal 
levels, accounting for 64% of cases, which is explained by 
the high concentration of lymphoid aggregates and possi-
bly by prolonged mucosal contact with the bacilli(1).

Transmission may occur following primary tuberculosis 
through hematogenous or lymphatic spread, or through 
swallowed sputum mediated by macrophages. Epithelial 
cells are also involved in direct infection through microfold 
cells (M cells) and with the assistance of dendritic cells(2). 
Previously, GITB was associated with Mycobacterium bovis 
rather than Mycobacterium tuberculosis, probably due to the 
consumption of contaminated dairy products. Following 
the introduction of milk pasteurization and improve-
ments in detection methods, the number of gastrointesti-
nal tuberculosis infections decreased dramatically, as this 
process is generally sufficient to eliminate mycobacteria(3). 

led multiple discontinuous ulcers with irregular borders 
in the cecum, ascending colon, and transverse colon, pre-
dominantly involving the cecum. Biopsies were obtained, 
demonstrating severe chronic active inflammation with 
focal architectural distortion, ulcer fragments, and granu-
lation tissue, without evidence of granulomas, cryptitis, or 
microorganisms. The findings were negative for dysplasia 
or neoplastic involvement.

Treatment was initiated for probable IBD consistent 
with Crohn’s disease (CD) with prednisolone 40 mg and 
oral mesalazine 500 mg every 24 hours for one month. 
However, due to lack of improvement, she sought care 
at another institution. Given the lack of response to first-
line therapy, her case was discussed in a multidisciplinary 
medical board, and initiation of treatment with an integrin 
receptor antagonist (vedolizumab 300 mg intravenously) 
using an induction regimen was considered pending infec-
tious disease approval. Serologic testing showed negative 
hepatitis B and C virus antibodies, negative hepatitis B 
surface antigen, nonreactive human immunodeficiency 
virus (HIV) testing, and a negative tuberculin skin test. 
Additionally, chest radiography demonstrated interstitial 
opacities and thickening of the peribronchovascular inters-
titium, without other relevant findings (Figure 1).

Figure 1. Chest radiograph obtained prior to initiation of vedolizumab 
treatment. Author’s file.

The patient was admitted to the emergency department 
at our institution two months later due to worsening abdo-
minal pain associated with bloody watery stools. Upon 
evaluation, an abdominal computed tomography scan was 
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In Colombia, case reports of gastrointestinal tuberculosis 
have been published in patients with HIV and in another 
patient with previous pulmonary tuberculosis(4,5).

The most common clinical manifestations of GITB are 
abdominal pain (30%–88%), fever (21%–73%), diarrhea 
(5%–47%), loss of appetite (30%–90%), weight loss (8%–

80%), and rectal bleeding (5%–15%). Patients may also 
present with obstructive symptoms, pain in the right iliac 
fossa, or a palpable mass in the right iliac fossa(6).

Although it is considered a disease of developing coun-
tries, cases continue to be reported in developed countries 
due to migration and in immunocompromised individuals; 

Figure 2. Contrast-enhanced abdominal and pelvic computed tomography showing concentric mural thickening of the cecum and distal ascending 
colon segment (7.5 mm) with hyperenhancement, surgical absence of the cecal appendix, and an increased number of lymph nodes at the mesenteric 
root. Author’s file.

Figure 3. Segmental ulcerative colitis involving the cecum. Author’s file.
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for example, immunosuppression related to HIV and 
associated therapies, including anti-tumor necrosis factor 
(anti-TNF) agents and steroids(7). GITB results in chronic 
intestinal inflammation that, like CD, is associated with 
granuloma formation(8). Distinguishing gastrointestinal 
tuberculosis from CD is difficult because of the similari-
ties in clinical manifestations and the low sensitivity of 
microbiological tools for the diagnosis of GITB. Seo H and 
colleagues showed that approximately 11% of patients with 
GITB were misdiagnosed with CD, whereas approximately 
18% of patients with CD received a diagnosis of GITB(9). 
These findings raise the following question: should greater 
caution be exercised when administering biologic therapy 
for suspected IBD in our setting?

In our case, the patient underwent chest radiography 
and tuberculin skin testing, taking into account the repor-
ted sensitivity and specificity of approximately 80% and 
97%–98%, respectively(10). However, several causes of 
false-negative results have been reported in a retrospective 
cohort, including HIV infection, chronic kidney disease, 
alcohol abuse, drug use, and age ≥65 years(11).

According to a meta-analysis that included 316 patients 
with gastrointestinal tuberculosis and 376 patients with 
CD, three histological features with high specificity for 
diagnosing GITB compared with CD were identified. 
These features included caseous necrosis, confluent gra-
nulomas, and ulcers lined by macrophages, with combined 
sensitivities of 21%, 38%, and 41%, and combined specifi-
cities of 100%, 99%, and 95%, respectively(12).

For the treatment of GITB, patients should receive a 
complete course of antituberculous therapy. Currently, a 

two-month treatment course is recommended for uncom-
plicated digestive tract tuberculosis. Longer treatment regi-
mens should be avoided because they are associated with 
poor adherence and a higher risk of adverse effects from 
potentially toxic medications(13). Surgical intervention is 
reserved for complications such as fibrosis, stenosis, and 
acute abdomen, or when diagnostic uncertainty persists(13).

For its part, Clostridioides difficile infection is the most 
common infectious cause of hospital-acquired diarrhea, 
generally preceded by the use of antibiotics such as fluo-
roquinolones, cephalosporins, broad-spectrum penicillins, 
and clindamycin(11,14). Several studies estimate the inci-
dence of C. difficile infection at between 2.8% and 3.73% in 
patients with ulcerative colitis (UC), and around 1% in CD, 
compared with rates below 0.5% in the general population. 
In addition, it is estimated that 8.2% of patients with UC 
and 1% of patients with CD are asymptomatic carriers of 
C. difficile without clinical manifestations of active infec-
tion(15). This makes our clinical case even more noteworthy, 
given its rarity.

CONCLUSIONS

GITB and CD are chronic granulomatous diseases that 
primarily affect the terminal ileum. These conditions are 

Figure 4. Isolation of Mycobacterium tuberculosis (AFB) in the cecum. 
Author’s file.

Figure 5. Ileal resection biopsy stained with hematoxylin and eosin 
showing necrotizing granulomatous chronic inflammation. Author’s file.
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often confused in clinical practice because of the increasing 
emergence of IBD in developing countries. It is important 
to emphasize that the clinical, endoscopic, and imaging fin-
dings are not pathognomonic for either condition, creating a 
challenge for the treating physician. Considering the above, 
and given that this is an uncommon presentation reported 
in the literature, we describe this case with the aim of raising 
awareness within the medical community, since distinguis-
hing GITB from CD is of immense importance because of 
the consequences that biologic therapy and immunosup-
pression may have in patients with an incorrect diagnosis.
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