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Tracheal Stenosis Related to Ulcerative Colitis

Background: Ulcerative colitis (UC) is a chronic inflammatory disease of the intestines. UC-related respiratory disease is 
fairly rare. Early diagnosis is important and can prevent significant potential effects, but can be challenging, due to mild 
symptoms and inconclusive radiology findings. This report describes some elements that can assist with early diagnosis.

Case Report: A 41-year-old female with diagnosed UC and Takayasu arteritis presented with a dry cough ongoing for 3 
weeks. The patient had experienced no recent symptoms related to UC and had discontinued use of medication. A pulmo-
nary function test (PFT) indicated an obstruction during inhalation and exhalation in the flow-volume loop. Irregular diffuse 
tracheal wall thickening was observed on chest computed tomography images. Bronchoscopy revealed that the trachea/
bronchus had a rough, hyperemic appearance. Lymphoplasmacytic inflammation observed in the bronchus biopsy sample 
was compatible with UC-related respiratory disease. No symptoms or obstruction were seen in the PFT after 2 months of 
treatment with azathioprine and methylprednisolone.

Conclusion: Early bronchoscopy in patients with unclear radiological findings is important for an early diagnosis and the 
prevention of potentially irreversible complications in UC-related respiratory disease.
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INTRODUCTION

Ulcerative colitis (UC) is a chronic inflammatory disease of the gastrointestinal tract. Numerous extraintestinal 
manifestations are possible. Pulmonary involvement is fairly rare; however, it can present in the form of air-
way or parenchymal disease. The most common respiratory manifestation is bronchiectasis, which is a result 
of irreversible airway destruction secondary to inflammation (1, 2). In addition, larger airways, such as the 
trachea, may be affected in UC, but the diagnosis may be delayed and result in stenosis. The primary reasons 
for delay are mild respiratory symptoms in the beginning, unclear radiological findings, and no gastrointestinal 
activation symptoms. This report describes the case of a patient with UC-related tracheobronchitis diagnosed 
early after a detailed evaluation.

CASE REPORT

A 41-year-old woman presented with a severe, dry cough ongoing for 3 weeks. She had no other symp-
toms. She had been diagnosed with UC 7 years prior and recently diagnosed with Takayasu arteritis, which 
was identified after the evaluation of asymmetrical blood pressure between the right and left upper extremi-
ties. There were no symptoms related to Takayasu arteritis. From time to time, she had experienced abdom-
inal pain or hematochezia in the past, but she had no recent symptoms of activation. She had been taking 
mesalazine, azathioprine, and methylprednisolone, but had discontinued use of her medication 10 days 
prior to presentation. She had no pet at home and no occupational exposure that might explain the cough. 
Her family history was unremarkable. A physical examination was normal, with the exception of a stridor 
that was appreciable during both forced inspiration and expiration. Biochemical test results and a blood cell 
count revealed anemia, an elevated C-reactive protein level, and a positive finding for perinuclear antineu-
trophil cytoplasmic antibodies (pANCA). Occult blood was present in the stool with no parasites observed 
in a direct examination. A pulmonary function test (PFT) revealed a mild decrease in both forced expiratory 
volume in 1 second (FEV1) and forced vital capacity (FVC), with a ratio of 0.74 and an obstruction during 
inhalation and exhalation in the flow-volume loop (Fig. 1a). A posteroanterior chest X-ray was normal. A 
chest computed tomography (CT) image revealed irregular diffuse tracheal wall thickening, starting 6 cm 
below the vocal cords and extending to the left main bronchus (Fig. 2). Tumor positron emission tomogra-
phy-CT results were normal. Evaluation of the trachea for possible tracheal pathologies, such as amyloido-
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sis, Wegener’s granulomatosis, papillomatosis, sarcoidosis, or 
UC-related tracheobronchitis was performed via flexible fiber-
optic bronchoscopy. The vocal cords and the subglottic third of 
the trachea were normal. The remainder of the trachea and the 
left main bronchus walls were slightly hyperemic and rough in 
appearance, resembling cobblestones (Fig. 3a). A histopatho-
logical evaluation of the bronchus biopsy sample revealed 
vascular proliferation and lymphocytic and plasmacytic inflam-
mation under the epithelium (Fig. 3b). Following consultation 
with a rheumatologist and a gastroenterologist, it was decided 
that she did not have ANCA-associated vasculitis, the Takaya-
su arteritis was stable, and that the UC was active. Treatment 
with azathioprine and methylprednisolone was reinitiated. Her 
cough had decreased on the fifth day of treatment. After 2 
months, there was no cough or stridor. Pulmonary function 
tests showed a normal FEV1 and FVC, with a ratio of 0.86, 
and a normal flow-volume loop (Fig. 1b).

DISCUSSION

UC is an inflammatory bowel disease with an unknown cause. 
Sometimes, inflammation is not limited to the intestines. Extraint-
estinal signs and symptoms can vary according to the organ affect-
ed by inflammation related to UC. Although the pathogenesis of 
respiratory tract involvement in UC is unknown, it is believed that 
an undetermined systemic stimulating factor may be responsible 
for the common inflammatory response in both the intestinal and 
bronchial epithelium (3). Inflammatory changes in the airways are 
thought to be similar to inflammatory changes in the small intestine 
during active disease, based on the fact that both systems develop 
from the primitive intestine and have similar columnar cells in their 
mucous membrane. Airway mucosa surfaces have been shown to 
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Figure 1. (a) Pre-treatment pulmonary function test with a plateau visible in the expiratory and inspiratory flow/volume 
loop; (b) Post-treatment pulmonary function test with a normal flow/volume loop

Figure 2. Chest computed tomography images with visible 
irregular diffuse tracheal wall thickening

Figure 3. (a) Diffuse and irregular tracheal wall thicken-
ing with a cobblestone-like appearance seen with fiberop-
tic bronchoscopy; (b) Histology image of lymphocytic and 
plasmocytic inflammation and vascular proliferation under 
the epithelium of the bronchus
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have an appearance suggestive of cobblestones, similar to those in 
the affected intestine (4). Similarly, endobronchial biopsies often 
show chronic lymphocytic inflammation in the lamina propria and 
the epithelium without granuloma formation. In our case, there 
was evidence of vascular proliferation, lymphocytes, and plasma 
cells under the epithelium of the bronchi.

Respiratory system diseases associated with UC may vary from 
airway disease (tracheobronchitis, tracheal stenosis, bronchiecta-
sis, granulomatous bronchiolitis) to parenchymal lung disease (dif-
fuse or localized interstitial pneumonitis and fibrosis) (5). Airway 
involvement is more common than parenchymal involvement. 
Approximately 66% of airway involvement is in the form of bron-
chiectasis, while the majority of the rest is in the form of acute 
or chronic tracheobronchitis, and rarely, tracheal stenosis (1). Pa-
tients with tracheal involvement are often misdiagnosed with infec-
tious tracheobronchitis and inappropriately prescribed antibiotics. 
The fact that the early signs and symptoms are typically mild and 
may appear independently of gastrointestinal activation makes di-
agnosis difficult. However, delayed diagnosis and treatment can 
result in tracheal inflammation becoming tracheal stenosis (6). A 
wide variety of drugs are now available for the treatment of UC. 
Steroids are highly effective for acute UC, but to treat patients with 
a more complicated disease course, other drugs, including azathi-
oprine, biological agents, Janus kinase inhibitors, and calcineurin 
inhibitors, may be preferred (7). With appropriate and timely treat-
ment, the airway mucosa may return to normal appearance. But 
delay may result in stenosis. Tracheal and bronchial stenosis can 
be treated with bronchoscopic interventions, such as balloon di-
lation and stent application. Stenosis can also be destroyed using 
an endoscopic yttrium aluminum garnet laser in order to achieve 
tracheobronchial patency (8).

Bronchiolitis or small airway involvement is a less common form of 
UC-related lower airway involvement. Tree-in-bud opacities, mosa-
ic attenuation, and centrilobular ground-glass nodules are common 
CT findings of bronchiolitis. UC patients presenting with scattered 
tree-in-bud opacities (bronchiolitis) and diffuse tracheobronchial wall 
thickening (tracheobronchitis) can also respond well to steroid thera-
py with no need for any further immunosuppressive medication (9).

Although our patient had a cough for 3 weeks and did not have 
diarrhea at the time of presentation, the presence of hemoglobin 
in the stool and intermittent gastrointestinal complaints suggested 
UC activation. Furthermore, a chest CT, which was performed 
following the determination of airway obstruction with the PFT and 
the presence of stridor, revealed diffuse thickening of the trachea. 
However, it should be kept in mind that sometimes radiological 
findings may be uncertain and evaluated as normal. Therefore, 
even if the radiological finding is normal, patients with stridor due 
to the tracheal narrowing observed in the physical examination and 
airway obstruction in a PFT should be evaluated by bronchosco-
py. Aside from the necessity of bronchoscopy for the diagnosis of 
UC-related airway disease, it is required to exclude other tracheal 

diseases, such as amyloidosis, tracheobroncopathia osteochon-
droplastica, Wegener’s granulomatosis, tuberculosis, and tracheal 
papillomatosis. Our case was a rare example of UC-related endo-
bronchial involvement and represents a valuable contribution to 
the literature.

In conclusion, large airway involvement may vary from mild chron-
ic lymphocytic inflammation to severe stenosis. Airway diseases 
associated with UC can be missed in the early stages due to the 
nonspecific, mild signs and symptoms, especially in the absence 
of symptoms of gastrointestinal disease activation. Prevention of 
irreversible complications of endobronchial involvement requires 
an early diagnosis and treatment. Therefore, early bronchoscopic 
examination in patients with respiratory symptoms is important.

Informed Consent: Written informed consent was obtained from patients 
who participated in this study.

Peer-review: Externally peer-reviewed.

Author Contributions: Concept – HD, GÖ, TA, MYÇ, TÖ; Design – 
HD, GÖ, TA, MYÇ, TÖ; Supervision – HD, GÖ, TA, MYÇ, TÖ; Materials 
– HD, TA; Data Collection and/or Processing – TA; Analysis and/or Inter-
pretation – HD, TS, TÖ; Literature Search – HD; Writing – HD; Critical 
Reviews – HD, TÖ.

Conflict of Interest: The authors have no conflict of interest to declare.

Financial Disclosure: The authors declared that this study has received 
no financial support.

REFERENCES

1. Black H, Mendoza M, Murin S. Thoracic manifestations of inflammato-
ry bowel disease. Chest 2007; 131(2): 524–32. [CrossRef]

2. Shad JA, Sharieff GQ. Tracheobronchitis as an initial presentation of 
ulcerative colitis. J Clin Gastroenterol 2001; 33(2): 161–3. [CrossRef]

3. Camus P, Piard F, Ashcroft T, Gal AA, Colby TV. The lung in inflamma-
tory bowel disease. Medicine (Baltimore) 1993; 72(3): 151–83. [CrossRef]

4. Janssen WJ, Bierig LN, Beuther DA, Miller YE. Stridor in a 47-year-
old man with inflammatory bowel disease. Chest 2006; 129(4): 1100–
6. [CrossRef]

5. Henry MT, Davidson LA, Cooke NJ. Tracheobronchial involvement 
with Crohn’s disease. Eur J Gastroenterol Hepatol 2001; 13(12): 
1495–7. [CrossRef]

6. Rickli H, Fretz C, Hoffman M, Walser A, Knoblauch A. Severe inflam-
matory upper airway stenosis in ulcerative colitis. Eur Respir J 1994; 
7(10): 1899–902. [CrossRef]

7. Kucharzik T, Koletzko S, Kannengiesser K, Dignass A. Ulcerative 
colitis-diagnostic and therapeutic algorithms. Dtsch Arztebl Int 2020; 
117(33-34): 564–74. [CrossRef]

8. Suzuki T, Tsushima K, Sakairi Y, Yoshida S, Yoshino I, Tatsumi K. 
Severe tracheobronchial stenosis and bronchiectasis complicating ul-
cerative colitis. Respirol Case Rep 2014; 2(1): 48–50. [CrossRef]

9. Ocak I, Bollino G, Fuhrman C. Delayed recurrence of ulcerative colitis 
manifested by tracheobronchitis, bronchiolitis, and bronchiolectasis. 
Radiol Case Rep 2017; 12(4): 686–9. [CrossRef]

https://doi.org/10.1378/chest.06-1074
https://doi.org/10.1097/00004836-200108000-00016
https://doi.org/10.1097/00005792-199372030-00003
https://doi.org/10.1378/chest.129.4.1100
https://doi.org/10.1097/00042737-200112000-00015
https://doi.org/10.1183/09031936.94.07101899
https://doi.org/10.3238/arztebl.2020.0564
https://doi.org/10.1002/rcr2.45
https://doi.org/10.1016/j.radcr.2017.08.003

