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Myth 2: Many patients (both in Pakistan and aboard)[5] 
believe that the Bell’s palsy is caused by cold exposure. 
Patients visited us in hot summers covering affected side 
of the face with warm cloth. Patients frequently apply hot 
fomentation with turmeric powder paste with a belief 
that it might increase the local blood supply. They did not 
take shower, wash face, brush teeth and at times avoid 
shaving. Patients also refrained from sitting in front of 
the fan or air conditioning unit.

Reality: Exposure to cold has not been documented 
as a risk factor in literature. Bell’s palsy primarily is a 
neurogenic disorder and not a vascular disease.

Myth 3: Patients avoid looking at the mirrors. A female 
patient’s husband told the author that her wife has 
covered all the mirrors in the house.

Reality: There is no scientific basis for this. It might adversely 
affect the rehabilitation that involves facial muscle exercises 
in front of the mirror and visual biofeedback.

Myth 4: Patients use meat of wild pigeons.

Reality: There is no documented role of protein diet in 
the treatment of facial nerve palsy.

Literature search revealed that apart from the myths 
and misconception documented by us, there are other 
complementary and alternative medicine (CAM) options 
that have been used. These include cupping, herbal 
decoction, acupuncture, homeopathy and hyperbaric 
oxygen therapy. Systematic reviews of these CAM 
therapies do not support their use because of poor quality 
trials, risk of bias and small sample sizes.

Bell’s palsy is managed conservatively by short course 
of high dose oral steroids, antiviral therapy, care of 
the eye, physical therapy and rehabilitation including 
electrical muscle stimulation, facial exercises, and 
neuromuscular retraining.[6] Surgical options are 

reserved for patients failing to respond to conservative 
treatment.

We conclude that myths regarding facial nerve palsy 
management might exist in any society and needs to be 
dispelled by mass awareness and patient education as 
they have a negative effect on the management of patients 
and can cause unnecessary delay in available treatment.
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Early and late-onset 
Alzheimer’s disease: 
What are the 
differences?
Dear Sir,
Alzheimer ’s disease is the most common cause 
of dementia all over the world and its incidence 

and prevalence increase with age. About 5% of 
patients develop symptoms before age 65 and are 
labelled “patients with early-onset Alzheimer ’s 
disease” (EOAD). Most of these patients have the 
sporadic form of the disease, but 10-15% have a genetic 
form that is generally inherited as an autosomal 
dominant fashion. Three genes have been incriminated: 
Presenilin 1 and 2 and APP gene. A mutation of these 
genes leads to EOAD. Other candidate genes are also 
under study. Genetic forms tend to start at age 30 
or 40 and have an aggressive course while sporadic 
EOAD tend to start after age 50 and have, in general, a 
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temporal profile similar to the “late onset Alzheimer’s 
disease” (LOAD) one.

It is classical to divide AD symptoms into cognitive 
(memory loss, disorientation, language difficulties, 
visuospatial problems, apraxia, etc.) and non-cognitive 
symptoms (mood swing, delusions, hallucinations, 
misbehavior, etc). There have been only few papers 
dealing with the differences in neuropsychiatric 
symptoms between EOAD and LOAD.[1-4] In the 
study of Toyota et al.,[1] behavioral and psychological 
symptoms were relatively fewer in EOAD than 
LOAD, while there were no differences in cognitive 
functions or dementia severity between two groups. 
In the largest and most recent study from Korea,[4] 
apathy was more common in EOAD patients, while 
delusions were more prevalent in LOAD patients. The 
differences in neuropsychiatric symptoms between the 
two groups were most pronounced in patients with 
the APOE ε4 allele, suggesting that neuropsychiatric 
symptoms in AD may be influenced by the APOE 
genotype. In another paper where anxiety was studied 
more specifically,[3] this symptom was associated with 
higher Mini-Mental State Exam score, and separation 
from caregivers in patients with EOAD while it was 
associated with psychotic and activating psychiatric 
symptoms in those with LOAD.

Important issue in AD is its social impact. EOAD can 
have devastating effects on the careers, caregivers and 
family members of patients. Patients who are working 
lose their ability to perform their jobs competently, and are 
forced into early retirement. Finances get even tighter if 
spouses or partners also quit their jobs to become full-time 
caregivers. This social impact is probably more devastating 

in countries like India and other third-world places where 
the majority of population lives below poverty line and 
patients with AD are kept in their families.
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Neuropsychiatric 
manifestations in a child 
with agenesis of the 
corpus callosum
Sir,
The corpus callosum (CC) is the largest commissure 
of the brain that allows communication between 
the two hemispheres and is the fastest growing 
nerve tract in brain evolution. It connects to the 

contralateral hemisphere, integrating motor, sensory, 
and cognitive performances of the brain. Agenesis 
of corpus callosum (ACC) is a congenital defect of 
the brain in which the 200 million axons of the CC 
are either completely or partially absent. It is mostly 
a congenital anomaly that occurs either isolated or 
in combination with other central nervous system 
or systemic malformations (e.g., dilated ventricles, 
the absence of the cingulate gyrus, microgyria, etc.). 
Once thought to be a rare condition,[1] ACC has been 
turning up with increasing frequency ever since 
the widespread clinical use of magnetic resonance 
imaging (MRI). The effects of the disorder range 
from subtle to severe, depending on associated 
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