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Mooren-like peripheral ulcerative keratitis associated with pulmonary tuberculosis: a case report
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ABSTRACT

	Introduction
Peripheral ulcerative keratitis (PUK) represents a severe inflammatory disorder characterized by progressive stromal thinning and epithelial ulceration of the peripheral cornea. Although it is most frequently associated with autoimmune diseases such as rheumatoid arthritis or systemic vasculitis, infectious agents may act as triggering factors. Tuberculosis remains an important cause of immune-mediated ocular inflammation in endemic areas. Tuberculosis-associated PUK may clinically mimic Mooren’s ulcer, making diagnosis challenging. Early recognition is essential because appropriate anti-tubercular therapy combined with anti-inflammatory treatment may prevent severe visual loss.
Case Presentation
We report the case of a 43-year-old woman followed in the pulmonology department for pulmonary tuberculosis who presented with painless redness and decreased vision in the left eye. Ophthalmologic examination revealed visual acuity limited to counting fingers, conjunctival hyperemia, and a crescent-shaped temporal peripheral corneal ulcer measuring 5 × 4 mm with positive fluorescein staining and surrounding stromal edema. The anterior chamber was quiet and the contralateral eye was normal. Tuberculin skin testing and interferon-gamma release assay were positive. A diagnosis of Mooren-like peripheral ulcerative keratitis associated with tuberculosis was suspected.
Management and Outcome
The patient received standard six-month anti-tubercular therapy combined with topical lubrication, prophylactic antibiotics, and systemic corticosteroids. Clinical evolution was favorable with progressive epithelial healing and complete corneal re-epithelialization after two months of treatment. At the final follow-up, a residual peripheral corneal scar was present and best-corrected visual acuity improved to 2/10.
Conclusion
Tuberculosis-associated Mooren-like ulcer is a rare but important cause of peripheral ulcerative keratitis. Because the clinical presentation may mimic autoimmune corneal diseases, a thorough etiological investigation is necessary. Early diagnosis and combined anti-tubercular and anti-inflammatory therapy are essential to prevent severe corneal destruction and visual impairment.







1. INTRODUCTION:
Peripheral ulcerative keratitis (PUK) is a potentially sight-threatening inflammatory condition characterized by progressive stromal thinning and epithelial ulceration of the peripheral cornea. The disease is often associated with systemic autoimmune disorders such as rheumatoid arthritis, granulomatosis with polyangiitis, or systemic lupus erythematosus. In these conditions, immune-mediated destruction of the peripheral corneal stroma results from deposition of immune complexes in limbal vasculature and activation of inflammatory cascades.
Infectious diseases may also play a role in the pathogenesis of peripheral ulcerative keratitis. Among these, tuberculosis remains an important cause of immune-mediated ocular inflammation, particularly in endemic regions. Ocular tuberculosis may involve several structures of the eye including the uvea, retina, sclera, and cornea. Corneal involvement is relatively rare but may manifest as interstitial keratitis, phlyctenular keratoconjunctivitis, or peripheral ulcerative keratitis.
Peripheral corneal ulcers associated with tuberculosis may closely resemble Mooren’s ulcer, an idiopathic autoimmune corneal disease characterized by painful progressive peripheral ulceration without associated systemic disease. In tuberculosis-associated cases, however, the pathogenesis is believed to involve a delayed hypersensitivity reaction to Mycobacterium tuberculosis antigens rather than direct microbial invasion of the cornea.
Distinguishing between true Mooren’s ulcer and Mooren-like ulcer secondary to tuberculosis is essential because management strategies differ significantly. While Mooren’s ulcer is typically treated with immunosuppressive therapy, tuberculosis-associated cases require systemic anti-tubercular treatment in addition to anti-inflammatory therapy.
In this report, we describe a case of Mooren-like peripheral ulcerative keratitis occurring in a patient with pulmonary tuberculosis and discuss the diagnostic challenges and therapeutic considerations associated with this rare entity.


2. Case presentation:

A 43-year-old woman was referred to the ophthalmology department for evaluation of redness and progressive visual decline in her left eye. The symptoms had been evolving for approximately two weeks and were not associated with significant ocular pain.
The patient had been diagnosed with pulmonary tuberculosis and was under follow-up in the pulmonology department. She had no history of autoimmune disease, ocular trauma, or previous ocular surgery.
At presentation, ophthalmologic examination revealed a visual acuity limited to counting fingers in the left eye. Slit-lamp examination demonstrated marked conjunctival hyperemia and a crescent-shaped peripheral corneal ulcer located in the temporal cornea measuring approximately 5 × 4 mm. The ulcer had a relatively clean base with intense fluorescein staining indicating epithelial loss. Surrounding stromal edema and localized thinning were also observed.
The anterior chamber appeared quiet with no evidence of hypopyon or significant inflammatory reaction. Examination of the posterior segment was difficult due to reduced corneal transparency.
The contralateral eye examination was normal with corrected visual acuity of 10/10.
Given the peripheral location of the ulcer and the patient’s systemic history, a peripheral ulcerative keratitis associated with tuberculosis was suspected.
Further investigations were performed including tuberculin skin testing and interferon-gamma release assay (Quantiferon), both of which were positive. Chest imaging confirmed active pulmonary tuberculosis.
The patient was started on standard anti-tubercular therapy for a duration of six months according to national tuberculosis treatment guidelines. In addition, ocular treatment consisted of topical lubrication, prophylactic antibiotic eye drops, ocular surface irrigation, and systemic corticosteroid therapy to control immune-mediated inflammation.
Clinical evolution was favorable. Progressive reduction in stromal inflammation and epithelial healing was observed over several weeks. Complete re-epithelialization of the corneal ulcer occurred after approximately two months of treatment.
At the final follow-up visit, a residual peripheral corneal scar remained but no active inflammation was present. The final best-corrected visual acuity improved to 2/10.
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Figure 1: Initial appearance of peripheral ulcerative keratitis.
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Figure 2: Appearance at day 45 of treatment.

3.DISCUSSION:

Peripheral ulcerative keratitis represents one of the most severe manifestations of corneal inflammatory disease. The peripheral cornea is particularly vulnerable to immune-mediated damage because of its proximity to the limbal vascular network, which facilitates deposition of circulating immune complexes.
In autoimmune diseases, PUK results from immune complex deposition in limbal vessels followed by activation of complement pathways and recruitment of inflammatory cells. These processes lead to release of collagenases and proteolytic enzymes that degrade corneal stromal collagen and cause progressive thinning.
Tuberculosis-associated peripheral ulcerative keratitis remains an uncommon manifestation of ocular tuberculosis but should be considered in endemic regions. Early identification of the infectious trigger is crucial because inappropriate immunosuppressive therapy without anti-tubercular treatment may lead to disease progression.
In tuberculosis-associated cases, the pathogenesis is believed to involve a delayed hypersensitivity reaction to mycobacterial antigens rather than direct infection of the cornea. Mycobacterial antigens may trigger an exaggerated immune response resulting in immune complex deposition and inflammatory destruction of peripheral corneal tissue.
The clinical presentation of tuberculosis-associated peripheral ulcerative keratitis may closely resemble Mooren’s ulcer. Both conditions present with peripheral corneal ulceration, stromal thinning, and progressive tissue destruction. However, Mooren’s ulcer is typically idiopathic and often associated with severe ocular pain, whereas tuberculosis-associated ulcers may present with less pain and are often associated with systemic signs of infection.
Because of these similarities, a comprehensive etiological investigation is essential in patients presenting with peripheral corneal ulceration. Diagnostic evaluation should include laboratory tests for autoimmune diseases as well as investigations for infectious causes such as tuberculosis or syphilis.
Management of tuberculosis-associated PUK requires a multidisciplinary approach involving ophthalmologists and pulmonologists. The cornerstone of treatment is systemic anti-tubercular therapy, which targets the underlying infectious trigger. In addition, corticosteroids or other anti-inflammatory agents may be required to control immune-mediated corneal destruction.
Local supportive therapy is also essential to promote corneal healing and protect the ocular surface. Therapeutic options may include intensive lubrication, prophylactic antibiotics, bandage contact lenses, or amniotic membrane transplantation in severe cases.
Early diagnosis and prompt initiation of appropriate therapy are crucial to prevent progression to corneal perforation and permanent visual loss.


	

4. CONCLUSION:
Peripheral ulcerative keratitis associated with tuberculosis is a rare but potentially sight-threatening condition. The clinical presentation may mimic Mooren’s ulcer, which can lead to diagnostic confusion and delay appropriate treatment.
Careful clinical evaluation combined with thorough systemic investigation is essential for identifying tuberculosis as an underlying etiological factor. Early initiation of anti-tubercular therapy combined with appropriate anti-inflammatory treatment can result in favorable clinical outcomes and preservation of visual function.
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