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are major causes of mortality in them. Like other 
naive pulmonary hypertension cases, our patient also 
responded well to sildenafil treatment. (5) With no 
separate guideline of treatment duration with sildenafil 
in PWS, a low dose prolonged treatment with frequent 
monitoring seems promising. 
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LETTER TO EDITOR (VIEWERS CHOICE)

HSV ENCEPHALITIS ASSOCIATED WITH CHORIORETINITIS

Rakhi Jain*, Sunil Taneja**, Ruchi Puri***, SS Rathore***

A six months old female child was admitted with 
fever and focal seizures for one day. On examination, 
vitals were stable but baby was in altered sensorium 
and had bulging anterior fontanelle. Focal seizures 
were refractory to phenobarbitone and phenytoin 
hence valproate and levetiracetam were used to 
control seizures. Intravenous antibiotics were started 
with provisional diagnosis of acute bacterial meningitis 
but cerebrospinal fluid (CSF) examination showed 90 
cells/hpf of which 60% were lymphocytes and 40% 
polymorphs, glucose was 81 mg% and protein was 
58mg% with 200 RBCs suggesting herpes simplex 
virus (HSV) infection. Injection acyclovir was started 
at the dose of 20 mg/kg/dose three times a day (60 
mg/kg/day) but patient did not improve. Serology for 
HSV showed positive HSV (1+2) IgG and negative 
IgM. Hence acyclovir was stopped. CT brain was 
normal. Repeat CSF showed 50 WBCs/hpf with 30% 
polymorphs and 70% lymphocytes, 200 RBCs, sugar 
45 mg% and protein 180 mg/dl. Real time PCR in CSF 
was positive for HSV 1. MRI brain showed left temporal 
encephalitis (Figure 1). Acyclovir was restarted and 
given at the same dose for 21 days. Eye examination 
revealed chorioretinitis (Figure 2). Repeat MRI scan 
showed bilateral gyral edema with diffuse white matter 

Figure 1: MRI showing left temporal lobe 
Hypodensity on T1 weighted image

hyperintensity in cerebral hemisphere. HIV 1 & 2 was 
non reactive and NMDA receptor antibody in serum 
was negative. Toxoplasma IgG was positive and IgM 
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than with direct invasion of the retinae by the virus. 
Treatment of HSV retinitis is acyclovir as for HSV 
encephalitis 60 mg/kg/dose thrice a day. (9) Untreated 
HSV retinitis may lead to scarring and blindness. 
Laser photocoagulation is seen to have some role in 
improving visual acuity. (9) 
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Figure 2: Chorioretinitis on fundoscopy

Figure 3: MRI showing extensive necrotizing 
sequelae
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was negative while CMV IgG was positive & IgM was 
negative. MRI brain after one month showed extensive 
loss of brain substance in supratentorial region sparing 
bilateral occipital cortex with mild dilatation of bilateral 
lateral ventricles. (Figure 3). 

Viral encephalitis associated with chorioretinitis 
in an infant may be due to toxoplasmosis, syphilis, 
cytomegalic inclusion disease or others. (1) Yet, often 
the etiology remains obscure. (2) HSV is known to 
cause severe disease involving skin, eye, mouth, CNS 
or manifest disseminated infection involving multiple 
organ system especially in neonates which may present 
even in absence of skin lesions. Chances of neurological 
sequelae are high. (3,4,5) This case of HSV encephalitis 
shows necrotizing HSV infection leading to severe 
brain and retinal damage which may lead to sequelae 
in future. Mitchell et al (6) described an infant who 
suffered from recurrent herpes simplex infections of 
the skin in association with chorioretinitis and evidence 
of significant central nervous disease. Reports of 
chorioretinitis and cerebral disease accompanying a 
generalized cutaneous eruption of presumed herpetic 
etiology are also on record. (7) Cogan et al (8) suggest 
that the evolution of the ophthalmic findings clinically 
and the microscopic appearance of the retinal lesions 
are more consistent with an immunologic process 


