
Case Report: Mycobacterium Paragordonae Associated Crohn's Disease

Yuntao Zou, MD, Yi-Chia Wu, MD, Andrew Korman, MD
Rutgers Medical School of Robert Wood Johnson, Saint Peter's University Hospital

Yuntao Zou, MD
Saint Peter’s University Hospital
Email: yuntaoz92@gmail.com
Phone:772-240-0903

Contact References
1. Torres J, Mehandru S, Colombel JF, Peyrin-Biroulet L. Crohn's disease. Lancet. 2017 Apr 29;389(10080):1741-1755. doi: 10.1016/S0140-6736(16)31711-1. Epub 2016 Dec 1
2. McNees AL, Markesich D, Zayyani NR, Graham DY. Mycobacterium paratuberculosis as a cause of Crohn's disease. Expert Rev Gastroenterol Hepatol. 2015;9(12):1523-34. doi: 10.1586/17474124.2015.1093931. Epub 2015 Oct 16.
3. W. R. Thayer Jr. M.D. Are Mycobacteria the Cause of Crohn’s Disease? Inflammatory Bowel Diseases 1990 pp 35–43 
4. Agrawal, G., Aitken, J., Hamblin, H. et al. Putting Crohn’s on the MAP: Five Common Questions on the Contribution of Mycobacterium avium subspecies paratuberculosis to the Pathophysiology of Crohn’s Disease. 
Dig Dis Sci 66, 348–358 (2021). 

Abdominal pain w/ watery 
diarrhea

calprotectin 117 ug/g,  
regular stool infectious study 

negative
CT: thickening of the 

ascending colon

Colonoscopy 

Crohn’s Disease picture with 
noncaseating granuloma

QuantiFERON-TB gold 
test  

Positive

Mesalamine w/o 
biologics 

Full RIPE treatment:
1 month

followed by
isoniazid and rifampin 

daily :
5 month

Improvement 
clinically and under 

colonoscopy

Timeline

Sputum Culture 

M. Paragordonae

Microbiota

Mycobacterium
Paratuberculosis

MAC √

M. Paragordonae?

Crohn’s Disease

TB 
Colitis

Genetics and 
family 
history

Environmental 
factors

Barrier function 
defects

Innate 
immune 
defects

Differential Diagnosis

Etiology

Figure. Colonoscopy on inital presentation
( a & b) and after RIPE treament (c) 

a

b

c

A 44-year-old man presented with right-sided abdominal pain and non-bloody diarrhea. No weight loss or fevers. Labs were significant for
calprotectin 117 ug/g and negative infectious stool studies. CT scan showed thickening of the ascending colon. Colonoscopy demonstrated
ulcerated mucosa with pseudopolyps from the cecum to the hepatic flexure with pathology of crypt abscesses and poorly formed noncaseating
granulomas, which was consistent with Crohn's colitis (Fig. a & b). Capsule endoscopy was negative for small bowel disease. While waiting to
start biologics, mesalamine was started. A repeat colonoscopy 6 months afterwards continued to show right-sided colitis. Meanwhile, the
QuantiFERON-TB gold test was found to be positive. Chest X-ray showed fibronodular changes within the lung apices bilaterally. Sputum acid-fast
smear was negative, but culture was positive. Further identification showed M. Paragordonae. While pending the final speciation of
mycobacterium, treatment with 4-drug RIPE treatment was initiated for concern of possible active tuberculosis. The patient refused to continue
the full RIPE treatment due to side effects. Therefore, it was decided to continue isoniazid and rifampin daily for another 5 months. The patient’s
symptoms improved significantly. Repeat colonoscopy after treatment showed markedly improved colitis (Fig. c).

Case

The relationship between CD and mycobacterium species needs further elucidation. Both CD and tuberculosis (TB) can cause granulomatous
inflammation of the GI tract, which can be difficult to distinguish. Although histopathologically similar, caseating granulomas are seen in TB. It has
also been suggested Mycobacterium avium subspecies paratuberculosis (MAP) as an etiology for CD since it is more prevalent in CD patients.
Reports of these patients have shown remission after mycobacterial treatment. Although the histopathology of our patient is consistent with CD,
there was significant improvement after mycobacterial treatment. Although M. Paragordonae is a nontuberculosis species, it is unclear if this
may reflect the variability of culture sensitivity in detecting TB or a new mycobacterium associated with CD, as previously seen with MAP.
Nonetheless, this case emphasizes the importance of having a high suspicion for Mycobacterium in suspected CD. If identified correctly, these
patients can be promptly started on treatment.
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