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Jensen's Retinochoroiditis: A Case Report



ABSTRACT

Toxoplasmosis is a parasitic infection caused by *Toxoplasma gondii*, an obligate intracellular protozoan that can infect a wide range of mammals and birds. Although often asymptomatic, this infection can have serious consequences, particularly when it affects the eyes, where it is known as **chorioretinal toxoplasmosis**. This form of the disease is one of the main causes of retinitis and blindness in developing countries. Chorioretinal toxoplasmosis is thus a major public health problem, particularly in immunocompromised patients and infants infected in utero. This article examines the mechanisms, diagnosis, treatment and clinical implications of this pathology. Ocular toxoplasmosis is the most common cause of infectious posterior segment inflammation. Its diagnosis is most often presumed in the face of suggestive chorioretinal lesions.
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1. INTRODUCTION

Juxtapapillary retinochoroiditis (Jensen) is a clinical entity of special interest- and has been widely discussed in literature. Besides the juxtapapillary placement which may also be seen to exist in other forms of choroiditis, there is an out of proportion involvement of the neuroretinal elements resulting in a varying degree of papillitis and a typical sector shaped field defect which are so characteristic that the disease fairly justifies the merit of being classified as an entity (Kabedi and Mwanza, 2021).

2. CASE PRESENTATION

Bilateral Jensen's retinochoroiditis in a 65-year-old diabetic patient with poor follow-up, admitted for a 1-month history of a sudden drop in visual acuity in both eyes, in a context of preserved general condition. Ophthalmological examination revealed a corrected visual acuity of 1/10 for the right eye (OD) and 2/10 for the left eye (OG), a calm anterior segment and a clear lens in both eyes.  Fundus examination revealed a focus of whitish juxtapapillary retino-choroiditis in the right eye, with blurred margins and hyalite opposite, and no other adjacent scarring. In the OG, a whitish chorioretinal focus with blurred inferotemporal juxtapapillary margins and hyalitis on contact. Fluorescein angiography provided significant additional diagnostic information, showing a mask effect in the early stages in both eyes, followed by hyper-fluorescence, starting at the periphery of the focus and progressing centripetally through the angiographic sequence.

Optical coherence imaging revealed bilateral retrofoveolar serous retinal detachment                  (SRD) associated with retinal edema of the active focus.

Given the clinical and agiographic appearance of the chorioretinal foci, the diagnosis of ocular toxoplasmosis was raised, confirmed by positive toxoplasma serology.
The patient was treated with pyrimethamine and azithromycin, combined with general corticosteroid therapy (0.5 mg/Kg/dr) started 48 hours after initiation of antiparasitic treatment

The evolution was marked by the total disappearance of chorioretinal foci and regression of the DSR with a final visual acuity of 8/10 in both eyes.

3. DISCUSSION

Pathogenesis: Toxoplasma gondii is a protozoan parasite of the Sarcocystidae family, with a complex life cycle. The definitive hosts of *T. gondii* are felines, while man, other mammals and birds serve as intermediate hosts. Human infection occurs mainly through ingestion of cysts present in undercooked meat, or through contact with oocysts excreted by felines. Transmission can also occur from mother to child (congenital transmission), or through organ transplantation or blood transfusion. When an individual is infected with *T. gondii*, the parasite can spread throughout the body, including the eyes, where it can cause inflammation of the retina and choroid. Chorioretinal toxoplasmosis** is an ocular manifestation of the infection, resulting from the presence of cysts or tachyzoite forms in ocular tissues.

Chorioretinal toxoplasmosis is an ocular form of infection by *Toxoplasma gondii*, an obligate intracellular protozoan. The pathophysiology of this disease is based on several complex biological mechanisms, including invasion of the parasite into ocular cells, the inflammatory response of the immune system and interactions between host and parasite. To better understand the biological events leading to chorioretinal toxoplasmosis, it is important to examine the life cycle of the parasite, the mechanisms of invasion and spread in the eye, and the host immune response. #### 1. The *Toxoplasma gondii* Life Cycle and Transmission The life cycle of *Toxoplasma gondii* is complex, involving definitive hosts (felines) and intermediate hosts (including humans, other mammals and birds). Here are the main stages in the parasite's life cycle and transmission: - **Ingestion of cysts or oocysts** : Human infection occurs mainly through the ingestion of *T. gondii* cysts present in undercooked meat, or through the ingestion of oocysts excreted by felines via their feces. These oocysts are resistant and can survive in the environment for several months. - Primary infection**: After ingestion, oocysts transform into tachyzoites (active form) in the intestine, which enter the bloodstream and spread throughout the body.
- Cyst formation in tissues** : Tachyzoites transform into bradyzoites (latent forms) and lodge in cysts in various tissues, including brain, muscle and, in the case of chorioretinal toxoplasmosis, in ocular tissue (retina and choroid). #### 2. Ocular Invasion and Spread in the Eye Once *Toxoplasma gondii* enters the bloodstream, it can reach the eyes, often via the choroid, a richly vascularized tissue that nourishes the retina. Ocular invasion occurs in the following stages: - **Penetration into the retina and choroid** : The parasite crosses the vascular membranes and reaches the cells of the retina and choroid, where it settles mainly in retinal cells, notably endothelial cells and glial cells. Tachyzoites can enter ocular tissue cells directly, or be taken up by host cells (such as macrophages or dendritic cells), which facilitate their transport and spread.

The most typical ophthalmological manifestation is an active focus of chorioretinitis located close to an older focus of scarring. However, there are many other, less characteristic clinical forms, for which an anterior chamber puncture may be useful in cases of diagnostic doubt.

Jensen's retino-choroiditis is a classic form of the disease.

Jensen's retino-choroiditis is a classic manifestation of ocular toxoplasmosis, caused by the existence of a juxtapapillary infectious focus responsible for an absolute fascicular visual field deficit. Classically unilateral, this condition should not be confused with papilledema associated with optic neuritis, as high-dose corticosteroids may worsen the clinical picture.

Diagnosis of ocular toxoplasmosis.

Diagnosis is based on clinical evaluation, including a thorough ophthalmological examination. The doctor may use a fundus to observe the eye for retinal lesions characteristic of the infection.

Blood tests for specific antibodies or imaging techniques such as fluorescein angiography may also be used to confirm the dia

Treatment of ocular toxoplasmosis

Treatment of ocular toxoplasmosis depends on the severity of the infection. In mild forms, doctors may prescribe anti-parasitic drugs to eliminate the parasite. The most common are

- Pyrimethamine
- Sulfadiazine
- Corticosteroids....
Treatment may last several weeks, and medical follow-up is necessary to assess efficacy and avoid complications. In immunocompromised patients, treatment may be more complex, requiring long-term management.

Several treatment protocols have been proposed. They are all effective, but are associated with sometimes serious side-effects. Treatment with cotrimoxazole seems to give the same results, with far fewer side effects. It has the advantage of being prescribed on an outpatient basis. It is non-toxic and appears to be well tolerated.

4. CONCLUSION

Ocular toxoplasmosis is an infectious retinochoroiditis. It is the leading cause of posterior uveitis. It can be serious due to the frequency of recurrences with risk of blindness
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