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Bilateral symmetrical parieto occipital involvement 
in dengue infection

Sir,
Dengue, a flavivirus disease, has varied presentations, right 
from an asymptomatic state to a hemorrhagic disorder with 
multiorgan failure. Dengue virus has not been classically 
thought to be neurotropic; however, there is increasing 
evidence that it may be so.[1] An unusual case of dengue 
infection that presented with encephalitis is described here. 
The remarkable imaging feature in this case was bilaterally 
symmetrical involvement of parietooccipital lobes on magnetic 
resonance imaging (MRI).

A 27-year-old male presented with severe occipital headache, 
blurring of vision, and one episode of vomiting since 1 day. 
There was no history of antecedent fever, seizure, rash, or 
bleeding episodes. There was no history of drug abuse or 
alcoholism. On examination, the patient was febrile with a 
temperature of 101°F, pulse rate of 80 per min, and blood 
pressure of 110/80 mmHg. He was conscious and oriented. 
There was noneck stiffness. Plantar extensor response was 
elicited. Visual acuity was reduced to finger counting at 
1 m in both eyes. The MRI of brain revealed symmetrical 
gyral hyperintensity in bilateral parietooccipital regions on 
T2-weighted (T2W) and fluid-attenuated inversion recovery 
(FLAIR) sequences [Figure 1a-c]. No evidence of restriction 
was seen on diffusion-weighted images [Figure 1d]. No 
evidence of abnormal enhancement was seen on intravenous 
gadolinium-enhanced MRI. Hemogram revealed a low white 
blood cell count of 2,500/mm3and a platelet count of 150,000/
mm3. Serological marker for Japanese B encephalitis was not 
detected. The dengue virus antigen NS1 was positively detected 
on serology. Subsequently, rising titers of IgM antibody against 
dengue virus were seen in two samples by immunoglobulin 
(Ig) M-antibody capture enzyme-linked immunosorbent 
assay (MAC-ELISA). Cerebrospinal fluid (CSF) examination 

revealed normal opening pressure, lymphocytic pleocytosis 
(85% lymphocytes), glucose of 73 mg/dL, and total protein 
of 102 mg/dL. IgM antibody against dengue virus was also 
detected in CSF by MAC-ELISA. Culture of blood and CSF 
samples was negative for bacterial and fungal growth. Rest 
of the laboratory parameters were within normal limits. 
A diagnosis of dengue encephalitis was made. The patient 
was treated with intravenous fluids and paracetamol was 
used as antipyretic. Platelet count was regularly monitored 
as it dropped to its lowest value of 46,000/mm3 on day 5 of 
admission, and then subsequently recovered. He was afebrile 
after the 4th day and was discharged on day 8, at which time 

Figure 1: MRI reveals symmetrical hyperintensity in bilateral 
parietooccipital regions on (a and b) sagittal and (c) axial fluid-
attenuated inversion recovery (FLAIR) sequence. MRI = Magnetic 
resonance imaging, FLAIR = fluid attenuated inversion recovery 
(d) No evidence of restriction is seen on diffusion-weighted MRI
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he had completely recovered. Follow-up after a month did not 
reveal any abnormality.

Dengue infection presenting first as encephalitis is rare. 
Research suggests that direct invasion of the nervous system 
by dengue virus is possible.[1] The other possible mechanism 
is infiltration of virus-infected macrophages into the brain.[1,2] 
The clinical symptomatology which includes altered level 
of consciousness, seizures, headache, meningeal signs, and 
pyramidal tract signs are nonspecific. Laboratory diagnosis 
of dengue encephalitis is based upon detection of either the 
virus itself or viral antigen NS1, or the dengue-specific IgM 
antibody, in the CSF. Viral cultures are generally difficult, and 
hence, serology is commonly used for laboratory diagnosis. 
MRI reveals the focal involvement of brain parenchyma, 
thus suggesting encephalitis rather than encephalopathy as 
the underlying etiology. In addition, MRI can be useful in 
differentiating between viral infections of central nervous 
system, as some viral encephalitides display a tropism for 
certain brain structures resulting in characteristic imaging 
features.[3] There are no characteristic MRI features of dengue 
encephalitis. Some studies describe involvement of globus 
pallidus, temporal lobes, thalamus, hippocampus, pons, 
and spinal cord on MRI.[4-6] The symmetrical hyperintense 
signal in bilateral parietooccipital regions on FLAIR and 
T2W sequences as seen in our patient has not been described 
earlier. Bilateral symmetrical parietooccipital involvement on 
MRI is typically seen in posterior reversible encephalopathy 
syndrome (PRES), which is a clinicoradiologic entity occurring 
as a result of failure of the posterior circulation to autoregulate 
in response to acute changes in blood pressure. The clinical 
manifestations of PRES overlap with that of encephalitis. 
However, its usual association with acute hypertension, and 
the frequent involvement of cortical as well as subcortical 
regionon MRI are the differentiating features of PRES. The 
complete clinical recovery in our patient is consistent with 
good prognosis for most cases of dengue encephalitis as 
described in literature.[2]
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Antiphospholipid syndrome is an important modifiable 
risk factor of stroke in the young

Sir,
I read with interest the article by Subha and colleagues on the 
pattern and risk factors of stroke in the young (<50-years-old)[1] 

and would like to point out that antiphospholipid antibody 
syndrome (APS) is an important modifiable vascular risk factor 
in this age group. Data from the Euro-Phospholipid Project 
Group estimated that about 50% of strokes below 50 years of 
age are caused by APS with 2.5% prevalence for multi-infarct 
dementia in APS.[2] In this context, it should be noted that the 
authors report that 9.5% of stroke cases are under the age of 
50 in Kerala,and therefore APS can be an important cause of 
young-onset vascular dementia, a devastating disability that 
greatly alters the quality of life and prospects.

APS is an autoimmune prothrombotic condition and requires 
one major clinical criterion (recurrent venous/arterial 
thromboses or multiple pregnancy morbidity) and one 
laboratory criterion (presence of antiphospholipid antibodies, 
i.e., anticardiolipin, β2-glycoprotein I (GPI), or lupus 
anticoagulant present on at least two occasions >12 weeks apart) 
for diagnosis. PrimaryAPS denotes no underlying disease, but 
has the potential to evolve; secondary APS is usually related 
to systemic lupus erythematosus (SLE). Microangiopathic 
APS can have varied presentations involving the eye (retinal 
vascular thrombosis), skin (vasculitis and nailfold splinter 
hemorrhages), gastrointestinal (GI) tract (bowel ischemia), 
and cartilage or bone (hearing loss or osteonecrosis). A wide 
spectrum of neurological features has been described in APS, 
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