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syndrome in young. However, our findings led us to scope 
for lactate study in post‑mumps pyramidal syndrome, and 
for finding pathological correlation of mumps antibodies 
with target‑specific loci on basal ganglia, and searching any 
other genetic or metabolic predilection for the occurrence of 
extrapyramidal syndrome as a post mumps sequelae.
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Vivid Visual Hallucinations in the Visually Impaired: Charles 
Bonnet Syndrome—An Analog to the “Phantom‑Limb 

Phenomenon”
I read with interest the case report by Das et al.[1] of a male 
patient with long‑standing glaucoma who begins experiencing 
striking phantom percepts.

The piece highlights the pronounced trepidation that many 
vision‑impaired people encounter when unusual visual 
phenomena spontaneously appear. Furthermore, because 
the affected individual often fears the worst case scenario, 
namely psychiatric disturbance or neurodegenerative decline, 
it becomes incumbent upon clinicians to be cognizant of, 
and sensitive to, these factors. Routine screening for, and 
forewarning of, Charles Bonnet syndrome  (CBS) amongst 
sight‑impaired patients can potentially circumvent needless 
and protracted anxiety.

In the discussion section, the authors state:

“CBS has also been reported among patients with congenital 
blindness.”

An article by Mewasingh et al.[2] is drawn upon as support 
for this statement. However, in actuality, none of the children 
in this particular paper were born blind but rather acquired 
sudden—and often very significant—vision loss in their early 
years of life.

Our foundation is not aware of any case report demonstrating 
that CBS has occurred in instances of congenital blindness. In 
fact, to the contrary, it is widely held that CBS does not occur 
when a person is born blind.[3-7] Prior visual experience appears 
to be a necessary precondition for CBS.
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Multiple Lower Cranial Nerve Palsies Due to Nasopharyngeal 
Actinomycosis Masquerading as a Tumour – A Diagnostic 

Conundrum
Sir,
Lower cranial nerve palsy though common, is often challenging 
with an extensive etiologies. Usually, they occur as multiple 
instead of isolated nerve lesions. Based on the cause of the 
lesion, they may be genetic, infectious, malignant, traumatic, 
vascular, immunologic, metabolic, nutritional or degenerative.[1] 
They may be acute, subacute or recurrent in the presentation. 
Infections causing lower cranial nerve palsies constitute 10% 
in a study done by Kaene, and his colleagues.[2] Extra‑cranial 
lesions of the head and neck are also a common cause for 
lower cranial nerve palsies.[1] Tumors (benign or malignant) 
like nasopharyngeal carcinoma presenting as lower cranial 
palsies is a well‑known entity. Other differentials include 
metastases, pituitary malignancies, lymphomas, plasmacytosis, 
inflammatory pseudotumour, rhabdomyoma, chordomas, and 
chondrosarcomas. In our case, a nasopharyngeal mass was 
mimicking as a carcinoma radiologically. Biopsy has confirmed 
to be a treatable infection caused by Actinomyces, which is a 
rarity, enlightened in this case report.

Here we discuss a 62‑year‑old elderly male presented with 
complaints of right ear pain and vertigo for ten days. Then he 
developed bulbar dysfunction  (dysphagia to both solids and 
liquids with nasal regurgitation and nasal twang) for one week 
and global headache with multiple episodes of vomiting for three 
days. He was a reformed smoker and alcoholic, but he started 
on nicotine snuffing for past six months. He was neither diabetic 
nor any other known comorbid illness in the past. There was no 
history of any fever, loss of weight or appetite, trauma, recent 
travel to endemic areas or any exposure to tuberculosis contact in 
the past. Clinically, he was conscious alert, moderately built and 
nourished. He had no cervical or generalized lymphadenopathy. 
Oral cavity showed dark brown stained teeth with no caries, 
ulcers or pus points. The otoscopic examination was normal 

except for mild bulging of the right tympanic membrane with no 
discharge or perforation. Nasopharyngoscopy showed right fossa 
of rosenmuller’s fullness with congestion and minimal mucopus 
discharge. Clinically, he had asymmetrical cranial nerve palsies. 
The left hypoglossal nerve and bilateral glossopharyngeal and 
vagal nerves were involved. He had a nasal twang. Right palatal 
arch movements were reduced with a deviation of the uvula to 
the left with absent gag reflex and deviation of the tongue to 
the left. No pharyngeal congestion or discharge is noticed. Rest 
of the neurological examination was normal, with no evidence 
of any meningeal signs. Blood investigations showed normal 
hemogram  (Total white cells  –  11.4  ×  103/microliter, Red 
blood cells count – 4.5 million/microliter, haemoglobin – 13.3 
g/dl). His erythrocyte sedimentation rate was elevated  (48 
mm in 1 hour). His glycosylated haemoglobin was 5.9%. 
His renal and liver parameters were normal. Chest Rontgen 
imaging was normal. Magnetic Resonance Imaging  (MRI) 
of the brain showed a large ill‑defined mass in the right side 
of the nasopharynx  [Figure  1a]–  involving torus tubarius, 
eustachian tube and obliterating the fossa of Rosenmuller on 
the anteromedial aspect. The mass was extending across the 
midline and involving the contralateral posterior pharyngeal 
wall and showed heterogeneous solid and ring enhancement 
with gadolinium contrast [Figure 1b]. The features in the images 
like – poorly differentiated mass crossing fat and tissue planes, 
a central area of hypo‑intensity  (probable central areas of 
necrosis) [Figure 1c] with intense enhancement on contrast, and 
clival bone erosion – favoured more of nasopharyngeal carcinoma 
with infective aetiology being as one of the differentials. 
Contrast‑enhanced computed tomography of the neck showed 
peripherally enhancing hypodense area probably abscess 
with surrounding mildly enhancing inflammatory mass in the 
nasopharynx [Figure 2a, b] with clival bone erosion [Figure 2c] 
and no nodal enlargement. Imaging also showed soft‑tissue 
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