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CASE REPORT

Anti-recoverin antibodies in a cerebellar syndrome

without retinal involvement
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Abstract. Anti-recoverin antibodies are typically found in cancer-associated retinopathy or autoimmune dis-

eases. We present a case of anti-recoverin positive cerebellar syndrome without any signs of malignancy or

retinopathy. The patient was treated with steroids and intravenous immunoglobulins, improving cognitive and

motor symptoms. (www.actabiomedica.it)
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Introduction

Recoverins are calcium-binding proteins pri-
marily expressed in retinal rod photoreceptors and
primarily involved in phototransduction. Anti-
recoverin antibodies have been found to be linked
to cancer-associated retinopathy (CAR) (1, 2) and
autoimmune retinal degeneration (3). While there
have been a few reports linking anti-recoverin an-
tibody positivity to extra-ocular pathologies, such
as LES (4) or Covid-19 (5), the underlying patho-
physiology has not been fully elucidated, as re-
coverin appears to be exclusively located in the
retina and pineal gland (6). We present a case of
anti-recoverin-positive cerebellitis without ocular
involvement.

Case description

A 57-year-old male with a history of drug ad-
diction, uncontrolled hypertension, and obesity,
presented to our hospital with a subacute onset of
dizziness, ataxia, and a feeling of light-headedness.
He had previously been treated for labyrinthitis

with levosulpiride and diclofenac, but his symptoms
persisted and, in addition, he developed dysarthria
and dysphagia. Neurological evaluation revealed a
mild left VII cranial nerve deficit, dysarthria with
intelligible speech, left lower limb hyposthenia
(MRC 4/5), bilateral dysmetria and dyssynergia with
left prevalence at upper and lower limbs, severe ataxia
with multidirectional oscillations and widened base
in orthostatic position, requiring bilateral support.
Radiological examinations were free from alterations.
Diagnostic hypotheses included acute polyradicu-
loneuritis with prevalent involvement of the cranial
nerves (Miller-Fisher syndrome) and rhombencepha-
litis. Despite negative results from brain MRI, elec-
troneurography, and blink reflex test, a diagnostic
lumbar puncture revealed mild protein elevation
(51 mg/dL) and 28 leukocytes/mm® (predominantly
lymphocytes) with no evidence of viral or bacterial
infection. Viral and bacterial serological tests showed
only positivity for anti-HBcAg antibodies. After rul-
ing out infectious causes, we treated the patient with
intravenous immunoglobulins (7) for five days, result-
ing in a regression of the left VII cranial nerve deficit.
Subsequent tests, including chest-abdomen CT and
thyroid and testicles ultrasound, as well as neoplastic
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serological markers, were negative. When the oligo-
clonal bands were finally available (>6 exclusively liquor
bands, type 2 interpretative criterion), high-dose ster-
oid therapy (1g methylprednisolone iv for five days)
was initiated, resulting in an improved trunk control
and ataxia. The rheumatological panel showed posi-
tivity for anti-ENA antibodies (SSA, Pm/Scl-100),
p-ANCA, granular ANA+ with 1:320 dilution,
anti-cardiolipin IgG, and slight positivity for anti-
recoverin antibodies. Due to this dysimmune process,
a post-hospital salivary gland biopsy was planned, also
considering the maternal familiarity with Sjogren's
disease. An ophthalmologist examination did not
reveal any ocular involvement. We re-evaluated the
patient several months after discharge and after in-
tensive physiotherapy. The dizziness and the feeling of
light-headedness had completely disappeared, while
ataxia was still detectable but improved in the last
20-30 days after i.v. immunoglobulins.

Discussion

The absence of classical associated conditions such
as retinopathy or cancer made diagnosis and treat-
ment more challenging. Moreover, while the patient
had multiple comorbidities contributing to his overall
medical complexity, we have ruled out any other pos-
sible condition that could have caused such symptoms.
A critical limitation of this case report is the lack of
definitive evidence linking anti-recoverin antibodies
to cerebellitis. While the presence of anti-recoverin
antibodies in the patient's serum and the clinical im-
provement with immunomodulatory therapy support
this hypothesis, we have not found these antibodies
in CSF. However, the clinical improvement after im-
munomodulatory therapy highlights the importance
of considering autoimmune etiologies in patients with
cerebellar syndromes.

Conclusion

In conclusion, we present a case of anti-recoverin
positive cerebellitis without retinopathy or neoplasia.

While the underlying mechanism is still unclear, we
believe that anti-recoverin antibodies may have af-
fected the patient's symptoms. Further research is
needed to elucidate the pathophysiology of this condi-
tion and establish definitive diagnostic and therapeutic
guidelines.
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