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Abstract
Gastric Crohn’s disease is a rare manifestation of Crohn’s disease affecting the stomach, unlike its more
common forms that primarily affect the ileum and colon. This is a case of an 18-year-old female who was
referred to gastroenterology for investigation of iron deficiency anaemia, which was first noted when she
was 15 years old. Investigation for persistent iron deficiency anaemia (IDA) revealed high faecal calprotectin
and a positive faecal immunochemical test (FIT). Endoscopy was done, which revealed mild haemorrhagic
gastritis and a few superficial gastric erosions. Biopsies taken from the gastric fundus indicated ill-defined
granulomas with no significant active inflammation and no presence of Helicobacter pylori. Colonoscopy
done up to the caecum was normal endoscopically. However, the random colonic biopsies taken from the
ascending colon revealed mild active chronic inflammation. Granulomas were seen, in keeping with Crohn’s
colitis, making this a case of gastric Crohn’s disease with ileocolonic involvement. The patient was treated
with budesonide for acute symptom management. Following discussion in the inflammatory bowel disease
(IBD) multi-disciplinary team meeting (MDT), she was commenced on Infliximab. Follow-up evaluations
showed no significant relapse episodes. This case also highlights the importance of family history and
genetic evaluation in patients with potential hereditary or autoinflammatory conditions, which would aid in
narrowing the diagnostic spectrum.
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Introduction
Crohn’s disease (CD) is a type of inflammatory bowel disease (IBD) that can impact any area of the
gastrointestinal tract, but it most commonly affects the ileum. While the exact cause of this disease is still
not well understood, it’s thought to stem from various genetic, environmental and immunological
factors [1]. Gastric involvement in CD is uncommon and presents a unique clinical challenge due to its rarity
and the nonspecific nature of its symptoms, which often overlap with other gastrointestinal conditions. This
report describes an 18-year-old female, known to have chronic recurrent multifocal osteomyelitis
(CRMO), who presented with a history of tiredness and fatigue, suspected to be related to iron deficiency
anaemia (IDA), and intermittent fresh blood on toilet paper over the past 3-4 years.

CRMO is closely linked to IBD. CRMO has a strong association with inflammatory conditions, including IBD,
suggesting a similar pathophysiology that may involve the immune system and genetic susceptibility.

Case Presentation
An 18-year-old female, referred to the gastroenterology department for investigation of iron deficiency
anaemia (IDA), first noted when she was 15 years old. She was under the care of a Rheumatologist for CRMO
(genetically related cause), found to have anaemia and hence referred for further investigations.
Investigation for persistent IDA revealed low iron levels, negative Celiac screen and high faecal calprotectin.
In terms of her symptoms, she mentioned opening her bowels once every 3 days with occasional fresh blood
for the last 3 years and occasional abdominal pain. The physical examination was normal. Owing to the
patient’s persistent symptoms, an upper endoscopy was performed, which revealed mild haemorrhagic
gastritis and a few superficial gastric erosions (Figures 1-3).
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FIGURE 1: Gastric Fundus: Mild haemorrhagic gastritis and a few
superficial gastric erosions.

FIGURE 2: Gastric Body: Mild haemorrhagic gastritis and a few
superficial gastric erosions.
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FIGURE 3: Gastric Antrum: Mild haemorrhagic gastritis

Biopsies taken from the gastric fundus indicated ill-defined granulomas with no significant active
inflammation and no presence of H. pylori. This was consistent with gastric CD. Biopsies from the D1 and D2
regions were unremarkable.

Colonoscopy was performed up to the ileocecal valve (Figure 4), and biopsies were taken from the ileum. No
haemorrhoids were found during the colonoscopy. The mucosa from the proximal ascending colon to the
rectum appeared normal. Biopsies from the terminal ileum showed active inflammation with areas of
ulceration but no granulomas. Biopsies from the proximal ascending colon indicated mild active chronic
inflammation in the lamina propria, with foci of cryptitis. Few granulomas were seen. The descending colon
showed no significant inflammation, but granulomas were again observed. Rectal mucosa and biopsies were
normal. Findings were consistent with Crohn’s colitis. MRI of the small bowel revealed abnormal thickening
and ulceration of the terminal ileum spanning 15 cm, compatible with CD. No abscesses or fistulas were
observed.
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FIGURE 4: Ileocecal Valve: Endoscopically, no significant abnormalities.

The above findings were consistent with gastric CD with ileocolonic involvement.

The patient was prescribed an 8-week course of budesonide followed by a tapering regimen of steroids. She
was strongly advised to discontinue non-steroidal anti-inflammatory drugs (NSAIDs) immediately and was
referred to the IBD multi-disciplinary team meeting (MDT). After completing the pre-biologic evaluation,
she started treatment with Infliximab. Dietitians were also involved as part of the overall treatment plan for
her IBD. The patient’s disease activity was monitored during several follow-up appointments, and there
were no significant relapse episodes.

Discussion
In most cases, diagnosing CD relies on a mix of common clinical signs, lab results, endoscopy, and
histopathological findings. However, it becomes challenging to diagnose when the disease presents
atypically, like when there’s gastric involvement in CD.

Gastric CD can present with a mix of non-specific symptoms such as nausea, vomiting, bloating, weight loss
and postprandial abdominal discomfort. These symptoms may present in other gastric aetiologies such as
NSAID-induced gastritis, H. pylori, Tuberculosis, Ménètrier’s disease, gastrinoma, collagen vascular disease
and lymphoma [2]. These conditions are important to rule out to establish a diagnosis of gastric CD.

Findings of upper gastrointestinal endoscopy for gastric CD can appear grossly normal or show a mix of signs
like oedema, erythema, ulcers, nodularity and a cobblestone-like appearance. Typically, the antrum is the
part that gets affected the most in gastric CD. After ruling out another source of disease, linking these
findings from an upper endoscopy, along with histological results and serological testing, assists in
diagnosing gastric CD [2].

In this case, the ileum and descending colon were also involved, which was confirmed on biopsy, and
henceforth the diagnosis of gastric CD with ileocolonic involvement was made.

In the context of management, therapy aims to control inflammation, relieve symptoms and prevent
complications. To manage acute exacerbations and severe symptoms, prednisone 40 mg once daily is often
used as an induction therapy. Immunomodulators like Azathioprine, Anti-TNF therapy, Ustekinumab and
Vedolizumab are used for long-term maintenance therapy [3]. Regular follow-up with endoscopic evaluation
is necessary to monitor disease activity, adjust treatment as needed and prevent complications such as
gastric outlet obstruction, which is reported in a few cases [4].

This patient was also known case of CRMO, which was established to be due to a genetic cause. One of her
siblings also suffered from Multifocal Osteomyelitis. CRMO is a rare disease that usually presents in children
and adolescents. It is characterized by aseptic inflammation of long bones, in particular the metaphyses are
mostly affected, although the patient can have lesions anywhere in the skeleton [5].
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While CRMO is considered rare, it is increasingly recognized in clinical practice now. CRMO is known to be
associated with IBD, however, there are only a few documented case reports of children having CRMO along
with IBD, making it a rare but important association. Previous studies have revealed that in the majority of
patients, the symptoms for CRMO manifest earlier than the symptoms for IBD, typically predating IBD
between 3 months to 7 years [6]. This was the case in our patient as well, who had prior symptoms and a
diagnosis for CRMO.

CRMO is linked to several inflammatory conditions, including psoriasis, palmoplantar pustulosis, Sweet's
syndrome, Takayasu's arteritis, Wegener's granulomatosis, spondyloarthropathy, pyoderma gangrenosum,
and IBD [7]. Kahn was the first to bring up the link between CRMO and IBD. In an unpublished letter, he
noted that out of 30 CRMO patients, 5 also had IBD. Particularly, he reported that 4 of them had CD and 1
had Ulcerative colitis [8].

The cause of CRMO isn’t fully understood, but its strong link to inflammatory conditions hints at a similar
pathophysiology, possibly involving the immune system with an aspect of genetic susceptibility. Previous
studies indicate that bone inflammation in CRMO patients is due to an irregular immune response targeting
the bones. Similarly, one of the main factors in IBD is a dysregulated immune response. Multiple theories
have been put forward, with one highlighting that cytokines released from the inflamed gut, especially
interleukin 1, interleukin 6, and tumour necrosis factor-α, could trigger bone inflammation resulting in an
extra-intestinal manifestation of IBD [7,9].

Recent research in mouse models of Chronic multifocal osteomyelitis (CMO) indicates that IL-1 is a key
player in the disease, and also that certain dietary changes can influence the CMO microbiome, potentially
stopping osteomyelitis from developing [10]. It is established that interleukin 1β (IL-1β) is a significant
mediator of inflammation and tissue damage in IBD [11].

Further exploration into the interrelation between IBD and CRMO would be beneficial in identifying
interlinked cytokine-mediated pathways and hence formulating management with targeted biologic
therapies. It’s important to note that studies have shown that using immunosuppressive drugs to treat bowel
disease led to a reduction in bone inflammation for patients of CRMO with IBD [9].

Most of our understanding of gastric CD comes from small case studies, highlighting the need for more
extensive research to provide a greater understanding of this uncommon manifestation of CD. Future
studies are needed for identifying predictive markers for gastric CD, examining the interrelation between CD
and other connective tissue disorders, improving treatment methods, and investigating long-term outcomes
and responses to therapies.

Conclusions
This case not only highlights the diagnostic challenges and complexities while dealing with gastric CD but is
also thought provoking in the context of associating rare auto inflammatory disorders like CRMO and IBD.
The patient initially presented with symptoms of IDA and was referred by the Rheumatology team for further
evaluation. Endoscopy and colonoscopy revealed mild haemorrhagic gastritis and a few superficial gastric
erosions. While these are non-specific findings, in conjunction with histological analysis, they served as
supportive evidence for a diagnosis of gastric CD with Ileocolonic involvement.

Treatment with budesonide for acute symptom management followed by infliximab for long-term
maintenance was initiated, and the patient’s disease activity was closely monitored through regular follow-
ups. This case highlights the importance of considering IBD as a possible diagnosis in young patients who
already have other autoinflammatory disorders, presenting with IDA and abdominal symptoms. The
prognosis for gastric CD is unclear, and continuing monitoring is crucial to adjust treatment and prevent
complications. This case highlights the need for further research to deepen our understanding of gastric CD
and emphasizes the importance of exploring shared pathophysiology between IBD and other
autoinflammatory disorders, such as CRMO.

Additional Information
Author Contributions
All authors have reviewed the final version to be published and agreed to be accountable for all aspects of the
work.

Concept and design:  Abdul Ghaffar, Hamid Mushtaq, Joseph Collum, Fraz Ahmad

Acquisition, analysis, or interpretation of data:  Abdul Ghaffar, Fraz Ahmad, Abdulrahman Abouzaid

Drafting of the manuscript:  Abdul Ghaffar, Fraz Ahmad, Abdulrahman Abouzaid

 

2025 Ghaffar et al. Cureus 17(5): e84586. DOI 10.7759/cureus.84586 5 of 6

javascript:void(0)
javascript:void(0)
javascript:void(0)
javascript:void(0)
javascript:void(0)
javascript:void(0)
javascript:void(0)


Critical review of the manuscript for important intellectual content:  Abdul Ghaffar, Hamid Mushtaq,
Joseph Collum, Fraz Ahmad

Supervision:  Hamid Mushtaq, Joseph Collum

Disclosures
Human subjects: Consent for treatment and open access publication was obtained or waived by all
participants in this study. Conflicts of interest: In compliance with the ICMJE uniform disclosure form, all
authors declare the following: Payment/services info: All authors have declared that no financial support
was received from any organization for the submitted work. Financial relationships: All authors have
declared that they have no financial relationships at present or within the previous three years with any
organizations that might have an interest in the submitted work. Other relationships: All authors have
declared that there are no other relationships or activities that could appear to have influenced the
submitted work.

Acknowledgements
I would like to express my sincere gratitude to Dr Hamid Mushtaq and Dr Abdulrahman Abu Zaid for their
invaluable contributions to this case report. I would want to to specially thank to Dr Joseph Collum, without
his support and guidance we would not have been able to file such a beautiful piece of work. Furthermore, I
would like to acknowledge the shared contributions of Dr Fraz Ahmad, who contributed equally to this work
and I request him to be considered as shared first author for this article.

References
1. Ranasinghe IR, Tian C, Hsu R: Crohn Disease. StatPearls [Internet], Treasure Island, FL; 2024.
2. Ingle SB, Hinge CR, Dakhure S, Bhosale SS: Isolated gastric Crohn’s disease. World J Clin Cases. 2013, 1:71-

3. 10.12998/wjcc.v1.i2.71
3. Lichtenstein GR, Loftus EV, Isaacs KL, Regueiro MD, Gerson LB, Sands BE: ACG clinical guideline:

Management of Crohn's disease in adults. Official journal of the American College of Gastroenterology|
ACG. 2018, 113:481-517.

4. Balendran K, Udumalagala S, Nawaraththne NM: Pyloric stenosis as a manifestation of isolated gastric
Crohn's disease responding to intralesional steroid injection and balloon dilation: A case report. J Med Case
Rep. 2019, 13:331. 10.1186/s13256-019-2272-8

5. Ferguson PJ, Sandu M: Current understanding of the pathogenesis and management of chronic recurrent
multifocal osteomyelitis. Curr Rheumatol Rep. 2012, 14:130-41. 10.1007/s11926-012-0239-5

6. Audu GK, Nikaki K, Crespi D, Spray C, Epstein J: Chronic recurrent multifocal osteomyelitis and
inflammatory bowel disease. J Pediatr Gastroenterol Nutr. 2015, 60:586-91.
10.1097/MPG.0000000000000663

7. Kim MC, Kim KO, Kang MK, Jang BI: Chronic recurrent multifocal osteomyelitis of the left femur associated
with ulcerative colitis: A case report. J Int Med Res. 2021, 49: 10.1177/03000605211042996

8. Kahn MF: Chronic recurrent multifocal osteomyelitis. Association with vertebra plana . JBJS. 19901, 72:305-
6.

9. Bousvaros A, Marcon M, Treem W, et al.: Chronic recurrent multifocal osteomyelitis associated with chronic
inflammatory bowel disease in children. Dig Dis Sci. 1999, 44:2500-7. 10.1023/a:1026695224019

10. Ferguson PJ, Laxer RM: New discoveries in CRMO: IL-1β, the neutrophil, and the microbiome implicated in
disease pathogenesis in Pstpip2-deficient mice. Semin Immunopathol. 2015, 37:407-12. 10.1007/s00281-
015-0488-2

11. Aggeletopoulou I, Kalafateli M, Tsounis EP, Triantos C: Exploring the role of IL-1β in inflammatory bowel
disease pathogenesis. Front Med. 2024, 11:1307394.

 

2025 Ghaffar et al. Cureus 17(5): e84586. DOI 10.7759/cureus.84586 6 of 6

https://www.ncbi.nlm.nih.gov/books/NBK436021/
https://dx.doi.org/10.12998/wjcc.v1.i2.71
https://dx.doi.org/10.12998/wjcc.v1.i2.71
https://journals.lww.com/ajg/fulltext/2018/04000/acg_clinical_guideline__management_of_crohn_s.10.aspx
https://dx.doi.org/10.1186/s13256-019-2272-8
https://dx.doi.org/10.1186/s13256-019-2272-8
https://dx.doi.org/10.1007/s11926-012-0239-5
https://dx.doi.org/10.1007/s11926-012-0239-5
https://dx.doi.org/10.1097/MPG.0000000000000663
https://dx.doi.org/10.1097/MPG.0000000000000663
https://dx.doi.org/10.1177/03000605211042996
https://dx.doi.org/10.1177/03000605211042996
https://journals.lww.com/jbjsjournal/citation/1990/72020/chronic_recurrent_multifocal_osteomyelitis_.25.aspx
https://dx.doi.org/10.1023/a:1026695224019
https://dx.doi.org/10.1023/a:1026695224019
https://dx.doi.org/10.1007/s00281-015-0488-2
https://dx.doi.org/10.1007/s00281-015-0488-2
https://www.frontiersin.org/journals/medicine/articles/10.3389/fmed.2024.1307394/full

	Gastric Crohn’s Disease With Ileocolonic Involvement in a Patient With Chronic Recurrent Multifocal Osteomyelitis: A Rare Case Presentation
	Abstract
	Introduction
	Case Presentation
	FIGURE 1: Gastric Fundus: Mild haemorrhagic gastritis and a few superficial gastric erosions.
	FIGURE 2: Gastric Body: Mild haemorrhagic gastritis and a few superficial gastric erosions.
	FIGURE 3: Gastric Antrum: Mild haemorrhagic gastritis
	FIGURE 4: Ileocecal Valve: Endoscopically, no significant abnormalities.

	Discussion
	Conclusions
	Additional Information
	Author Contributions
	Disclosures
	Acknowledgements

	References


