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Bilateral Cerebral Hemorrhage in Herpes Simplex Encephalitis: Rare 
Occurrence

commands. Fundus examination showed bilateral papilledema. 
Pupils were equal and reactive. Extraocular movements 
were full. There was no facial weakness. Motor examination 
showed normal tone and deep tendon reflexes. He was 
moving all his limbs. Plantar responses were mute. Complete 
hemogram showed raised total leukocyte count of 17,800 
per mm3 with normal platelet counts. His serum creatinine 
was 2.1 mg/dL. Hepatic and thyroid functions were normal. 
Serum electrolytes and coagulation parameters were normal. 
Brain MRI showed left parieto‑occipital and right occipital 
hemorrhage. MR venography did not show dural venous sinus 
occlusion [Figures 1 and 2]. Electroencephalography showed 
bilateral posterior quadrant slowing of background rhythm 
in the theta range. CSF examination showed normal protein, 
glucose and 5 cells (lymphocytes). HSV‑DNA was positive in 
CSF sample by PCR. He was started on renal adjusted dose 
of acyclovir (500 mg/day) and dexamethasone. There was 
improvement in his level of consciousness within 7 days. 
However, he had cortical blindness. He was discharged 
after 2 weeks. There was mild improvement in his vision at 
follow‑up at 1 month.

HSV enters the brain through the direct neuronal transmission 
from the peripheral site to the brain through the trigeminal 
or olfactory nerve. The usual manifestation of HSE is fever, 
headache, seizures, and change in mental status evolving over 
several days. Atypical manifestation includes intracerebral 
hemorrhage which has been reported mainly in infants and 
young children. Intracerebral hematoma in HSE in adults is 
rare. There are some reports of the occurrence of hematoma 
in HSE in the adults. The exact mechanism of hemorrhage in 
HSE is unclear. Vasculitis causing small vessel rupture and 

Sir,
The most frequent cause of sporadic encephalitis is herpes 
simplex encephalitis (HSE).[1] It carries a mortality of 
70% if left untreated. With the usage of acyclovir in the 
management of HSE and early diagnosis, the mortality rate 
has been reduced to 19%.[2] Herpes simplex virus (HSV) 
causes hemorrhagic necrotizing encephalitis involving 
the frontal and medial temporal lobes. Petechial cortical 
hemorrhages have been reported in HSE; however, frank 
hematoma is rare. Bilateral cerebral hemorrhage in HSE 
has not been reported so far. Hereby, we report a patient 
who presented with febrile illness with altered level of 
consciousness. Brain magnetic resonance imaging (MRI) 
showed left parieto‑occipital and right occipital hemorrhages. 
Cerebrospinal fluid (CSF) examination showed positive 
polymerase chain reaction (PCR) for HSV deoxyribonucleic 
acid (DNA).

A 71‑year‑old man was brought to the emergency department 
with the history of fever of 5 days duration, headache of 
5 days, and altered level of consciousness of 1‑day duration. 
Fever was moderate degree, intermittent, associated with 
chills. Headache was holocranial, throbbing, and intermittent 
lasting for 2–3 h, relieved with vomiting. There were no 
seizures, loose stools, or limb weakness. He lapsed into altered 
level of consciousness a day before admission. He became 
drowsy, irritable and was not recognizing family members. 
He was hypertensive on medication. Systemic examination 
was unremarkable. His vitals were pulse rate, 98 beats/min; 
blood pressure, 138/88 mmHg; respiratory rate, 26 breaths/
min. On neurological examination, he was drowsy, irritable, 
and agitated. He was not responding appropriately to verbal 
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Figure 1: Brain magnetic resonance imaging fluid attenuated inversion recovery image 
axial view (a) showing hyperintensities in the right occipital and left parieto‑occipital 
region (red arrows); magnetic resonance venography (b) is normal

a b

Figure 2: Brain magnetic resonance imaging T1‑weighted image sagittal view 
(a and b) showing hyperintensities in the right occipital and left parieto‑occipital region; 
T2*gradient‑echo image axial view (c and d) showing blooming suggestive of hemorrhage 
in the right occipital and left parieto‑occipital region (red arrows)
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transient hypertension due to raised intracranial pressure has 
been proposed for hemorrhage in HSE.[3]

Malik et al. reported the occurrence of large intracerebral 
hematoma in the temporal lobe in their patient with 
histopathologically proven HSE.[2] Hiyama et al. reported 
an elderly woman with HSE who had temporal lobe 
hematoma that necessitated surgical decompression but ended 
fatally.[4] Plantinga et al. reported a patient who developed 
temporoparietal hematoma within 1 week of admission.[5] 
Biswas et al. reported a patient who had frontal and temporal 
lobe hematoma and was managed conservatively with good 
recovery.[6] Argyriou et al. and Shelley et al. reported two 
young patients who developed medial temporal lobe hematoma 
after 10 and 15 days of admission, respectively, with good 
recovery.[7,8] Similarly, Li and Sax, Fukushima et al., Takeuchi 
and Takasato, and Rodríguez‑Sainz et al. reported patients 
with HSE who developed temporal lobe hematoma as late 
complication.[3,9‑11] The presenting manifestation of the patient 
reported by Yu et al. was temporal lobe hematoma without 
preceding fever.[12]

The intracerebral hematoma in the above‑mentioned case 
reports involved the temporal lobe which is the typical 
area affected by the HSV. Our patient had bilateral cerebral 
hemorrhage involving right occipital and left parieto‑occipital 
lobe. Venography did not reveal venous sinus occlusion. These 
sites have not been reported to be involved in HSE. Bilaterality 
of hemorrhage in HSE has not been reported so far.

The occurrence of intracerebral hematoma in adults with HSE 
is rare. The usual location of hematoma reported is medial 
temporal lobe and is unilateral. Our patient had bilateral 
cerebral hemorrhage involving parietal and occipital lobe 
which is unusual.
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Alternating Hemiplegia of Childhood in a Child Misdiagnosed as 
Intractable Epilepsy

Although she had use two antiepileptic drugs (AEDs) for 
seizures, her attacks continued. In our examination, her vital 
signs, including the blood pressure, were normal. Her height 
and weight were normal for her age. Many cafe au lait spots 
and axillary freckles were found on her body. There were no 
subcutaneous neurofibromas. Ophthalmic examination was 
revealed optic glioma on the right eye. The remaining of the 
physical and neurological examination was unremarkable. The 
developmental assessment was normal. The repeat EEG was 
made and found normal. Her cerebral MRI was compatible with 
NF1 [Figure 1]. Clinical and laboratory findings suggested AHC, 
mutation analysis of the ATP1A3 gene performed, and revealed 
a novel mutation p.P842P (c. 2526G>A). After the diagnosis, the 
patient treated with flunarizine, and she has been asymptomatic 
for 5 months.

Sir,
Neurofibromatosis type 1 (NF1) is an autosomal‑dominant 
disorder characterized by café au lait spots, skin‑fold freckles, 
lisch nodules, cutaneous, subcutaneous, and plexiform 
neurofibromas, optic gliomas, and bony lesions.[1] Alternating 
hemiplegia of childhood (AHC) is a predominantly sporadic 
neurodevelopmental disorder characterized by transient 
repeated attacks of hemiplegia on either side of the body. 
Other paroxysmal symptoms such as tonic and dystonic 
attacks, autonomic disturbances, seizures, and oculomotor 
abnormalities could occur.[2] Here, we present an NF1 patient 
with AHC who misdiagnosed as intractable epilepsy.

A 5‑year‑old girl presented to our hospital with a history of 
intractable epilepsy for 3 years. She was born the first child of 
a nonconsanguineous marriage at term following an uneventful 
pregnancy. She had first episode of the left hemiplegia at 2 years, 
which spontaneously recovered after 6–8 h. On examination, 
many cafe au lait spots had found on her skin. Magnetic resonance 
imaging (MRI) of the brain was shown hyperintense lesions in 
cerebellum, brain stem, and subcortical regions on T2‑weighted 
images. That state was typical for unidentified bright objects of 
NF1. An electroencephalogram (EEG) was had performed and 
found normal. Because of her clinical and laboratory findings, 
NF1 and epilepsy were diagnosed. She has no family history 
of NF1 disease. Although she had treated with phenobarbital, 
the patient had multiple acute attacks of hemiparesis with 
eye deviation. The attacks were intermittent and of varying 
location and resolved gradually. On several other admissions, 
documented findings were mainly of weakness on one side, 
most commonly the right. This was sometimes accompanied 
by excessive sweating. They had thought that seizures with 
Todd’s paralysis. She had taken several medications including 
phenobarbital, carbamazepine, valproic acid, and levetiracetam. 

Figure 1: Cerebral magnetic resonance imaging showed hyperintesive lesions in 
cerebellum, brain stem, and subcortical regions
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