
July - August 2012  321Brief Communications

The high hyperopia leading to ametropic amblyopia, 
associated strabismus leading to strabismic amblyopia are the 
main complications in children.[4] Strabismus usually presents 
with esotropia such as in our case. The short axial length with 
high hyperopia is the most likely factor in the development of 
esotropias in nanophthalmic eyes.[4]

Situs inversus totalis is a condition with left-to-right reversal 
of the viscera combined with dextrocardia. In addition to their 
abnormal position, individual organs present a symmetrical 
mirror image morphology. Situs inversus totalis associated with 
primary ciliary dyskinesia is known as Kartagener syndrome. 
Patients with primary ciliary dyskinesia have recurrent sinus 
and pulmonary infections due to immotile cilia that line their 
upper airways. No recurrent infections were reported in the 
medical history of our patient. So we did not think immotile 
cilia syndrome in the case. 

The prevalence of situs inversus totalis seems to range 

between 1 in 8000 and 1 in 25000.[10] No racial predilection exists 
and the male-to-female incidence is 1:1. Situs inversus totalis 
is usually discovered incidentally as in our case. Dextrocardia 
is easily diagnosed by clinical examination. Although chest 
roentgenogram, ultrasound, scintigraphy and angiography 
are used in the diagnosis of visceral organ transpositions, 
computed tomography and magnetic resonance imaging are 
the preferred examinations for the definitive diagnosis of situs 
inversus totalis. The recognition of situs inversus totalis may 
help avoid mishaps at surgery or other interventions that 
result from the failure to recognize reversed anatomy or an 
atypical history.

Both nanophthalmos and situs inversus totalis are rare 
clinical conditions. To the best of our knowledge, this is the first 

report of a nanophthalmic patient with situs inversus totalis. 
The clinicians should keep in mind that nanophthalmos may 
accompany situs inversus totalis.
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We report a case of isolated homonymous hemianopsia due 
to presumptive cerebral tubercular abscess as the initial 
manifestation of human immunodeficiency virus (HIV) infection. 
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A 30-year-old man presented to our outpatient department with 
sudden loss of visibility in his left visual field. He had no other 
systemic symptoms. Perimetry showed left-sided incongruous 
homonymous hemianopsia denser above the horizontal 
meridian. Magnetic resonance imaging revealed irregular well-
marginated lobulated lesions right  temporo-occipital cerebral 
hemisphere and left high fronto-parietal  cerebral hemisphere 
suggestive of brain tubercular abscess. Serological tests for HIV 
were reactive, and the patient was started only on anti-tubercular 
drugs with the presumptive diagnosis of cerebral tubercular 
abscess. Therapeutic response confirmed the diagnosis. Atypical 
ophthalmic manifestations may be the initial presenting feature 
in patients with HIV infection. This highlights the need for 
increased index of suspicion for HIV infection in young patients 
with atypical ophthalmic manifestations. 
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Neuro-ophthalmologic  manifes tat ions  of  human 
immunodeficiency virus (HIV) infection may occur as a result 
of primary HIV-associated optic neuropathy, opportunistic 
infections or central nervous system (CNS) malignancy. 
Such neuro-ophthalmologic manifestations are, however, 
uncommon.[1-3] We herein report a young patient who presented 
with an isolated visual field defect as the presenting sign of 
HIV infection. Imaging studies and therapeutic response to 
anti-tubercular therapy indicated tubercular abscess as the 
cause of the field defect. 

Case Report 
A 30-year-old man presented to our outpatient department 
with sudden loss of visibility in his left visual field for one 
week. There was a history of headache and low-grade fever 
for five weeks. He had no other neurological or systemic signs 
and symptoms. On ocular examination Snellen visual acuity 
was 20/20 in both eyes, ocular adnexa and motility were also 
normal in both eyes. The pupils of both eyes were equal, round, 
regular. Direct and consensual light reflexes were symmetrical 
and normal in both eyes. Ocular media were clear and fundus 
examination did not show any abnormalities of the optic nerve 
head or the retina in both eyes. On confrontation visual field 
testing left-sided field defect was noted in both eyes. Color 
vision and contrast sensitivity were normal in both eyes.

Automatic static threshold perimetry (Humphrey Field 
Analyser) [Fig. 1] showed left-sided incongruous homonymous 
hemianopsia denser above the horizontal meridian. Brain 
computed tomography (CT) scan showed a hypodense lesion 
in the right parieto-temporal lobe [Fig. 2]. Magnetic resonance 
imaging (MRI) revealed irregular well-marginated lobulated 
lesions with mild perifocal edema of altered signal intensity 
showing irregular contrast enhancement in the right temporo-
occipital (39×34×24 mm3) and left high fronto- parietal region 
(26×22×17 mm3) [Fig. 3]. Ultrasonography of the abdomen 
and chest X- ray were normal. There was no evidence of 
retroperitoneal and mediastinal lymph node enlargement. A 
repeat systemic and neurologic examination was unremarkable. 
Serological tests for HIV were reactive. Other investigations 
showed a CD4 (cluster differentiation 4) count of 396 cells/µl, 
an erythrocyte sedimentation rate (ESR) of 60 mm/1st h, negative 
sputum for acid fast bacillus (AFB) {Ziehl-Nielsen staining} and 
negative toxoplasma IgG  (Immunoglobulin G) titers.

The patient was started only on anti-tubercular drugs with 
the presumptive diagnosis of primary cerebral tubercular 
abscess. The regime consisted of an intensive phase of two 
months with Isoniazid (300 mg/day), Rifampicin (600 mg/ 
day), Pyrazinamide (1500 mg/day), Ethambutol (800 mg/day) 
followed by a continuation phase of 10 months with Isoniazid 
(300 mg/day), Rifampicin (600mg/day) and pyridoxine (20 mg/
day). After four weeks of the intensive phase of anti-tubercular 

Figure 1: Humphrey visual field showing left-sided homonymous 
incongruous hemianopsia denser above the horizontal meridian

Figure 2: Non-contrast CT shows a hypodense lesion (arrow) in the 
right parieto-occipital region with mild mass effect on the posterior horn 
of the right lateral ventricle

Figure 3: Pre-treatment Axial T1W image (TR/TE-340/11) shows the 
lesion in the right temporo-occipital region (arrow) with a periphery 
which is isointense to grey matter, an incomplete hypointense rim 
and a mixed iso and hyperintense centre (a). Axial contrast-enhanced 
T1W image shows irregular ring enhancement of the lesion (arrow) (b)
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Figure 4: Follow-up axial T2W MRI after one year reveals a significant 
decrease in the size of the lesion (arrow) which now has a hypointense 
centre

therapy (ATT), the patient’s initial constitutional symptoms 
improved. MRI after two-month intensive phase followed 
by 10-month continuation phase of ATT showed significant 
decrease in the size of the lesions which measured 21× 17 mm 
for the right and 11× 9 mm for the left with minimal edema. In 
addition the central cores of the lesions were now hypointense 
on T2-weighted (T2W) images [Fig. 4]. But repeat perimetry 
after one year did not reveal any significant improvement in 
visual fields. 

Discussion
Neuro-ophthalmological features are often evident in 
acquired immunodeficiency syndrome (AIDS) patients.[1-11] 
Toxoplasmosis is the most common cause of cerebral mass 
lesions in patients with AIDS. It usually develops in patients 
with CD4+ counts < 100 cells/µL. In toxoplasmosis, multiple 
lesions commonly involve the cerebral white matter or deep 
grey matter.[4-6] In our patient, the larger lesion in the right 
hemisphere extended from the peri-ventricular area up to the 
cortical grey matter whereas the smaller lesion in the left high 
frontal lobe was cortical. Patient had normal CD4 counts and 
serological titer for toxoplasma was negative thus ruling out 
the possibility of cerebral toxoplasmosis.

Primary central nervous system lymphoma (PCNSL) 
usually occurs in AIDS’ patients with CD4+ counts < 50 cells/µl. 
Appearance of PCNSL is an isointense to hypointense multiple 
mass on T1-weighted MRI images with post-gadolinium 
intense diffuse enhancement and variable intensity on T2. A 
ring-like enhancing pattern with subependymal spread is seen. 

Often, there is little or no surrounding edema.[6-8] Hence PCNSL 
was unlikely in our patient.

Cerebral manifestations of tuberculosis include meningitis 
and focal intra-parenchymal lesions like tuberculomas 
and abscess. Tubercular space-occupying lesion located 
within the cerebral hemispheres may produce visual loss 
from interruption of the post-geniculate visual pathways. 
Homonymous visual field defects or cortical blindness may 
be produced by such lesions. Neuroretinitis, optic neuropathy, 
papilledema, abnormal saccades and pursuit, and ocular motor 
nerve palsy were also reported as neuro-ophthalmological 

complications of CNS tuberculosis in AIDS.[8-12] Cerebral 
tuberculosis may develop even in the presence of higher CD4 
count. Tuberculomas are generally multiple, one centimeter 
or less in size without minimal mass effect and edema. 
Tuberculomas have a hypointense centre with an isointense 
rim on T2-weighted MRI. Unlike tuberculomas, tubercular 
abscesses are solitary, larger, with significant mass effect and 
edema. Tubercular abscesses have a hyperintense centre on 
T2 due to central liquifactive necrosis and pus formation.[8-10] 

In our case, the solitary lesion in both cerebral hemispheres 
with irregular ring-enhancing margin with initial hyperintense 
core on T2 involving optic radiation is presumptive of 
tubercular abscess. In addition, given the fact that Mycobacterium 
tuberculosis is the most common opportunistic infection in 
AIDS’ patients in India, this patient was treated with only 
standard anti-tubercular drugs.[3,13] The patient’s constitutional 
symptoms improved within one month. On follow-up the 
lesions were significantly decreased in size with a hypointense 
core and a hyperintense rim on T2W images. The therapeutic 
response in our patient confirmed that the most likely cause of 
his symptoms was a tubercular abscess in the right temporo-
parieto-occipital area, causing left-sided isolated homonymous 
hemianopsia.[12]

After an extensive search in PubMed, we did not find any 
report of isolated incongruous homonymous hemianopsia 
due to CNS tubercular abscess as initial manifestation of 
HIV infection. This report highlights the role of imaging and 
therapeutic trial in confirming the diagnosis. It also highlights 
the importance of early diagnosis of subclinical neuro-
ophthalmological signs that’s may be life saving in fatal disease 
like CNS tubercular abcess.   
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Spontaneous globe luxation associated 
with chronic obstructive pulmonary 
disease

Ashok Kumar M, Srikanth K, Pandurangan R 

Spontaneous globe luxation is a rarely reported condition which 
can lead to complications like optic neuropathy. Common 
causes are thyroid eye disease, shallow orbit and floppy eyelid 
syndrome. We report a case of spontaneous globe luxation 
with the onset and severity associated with chronic obstructive 
pulmonary disease (COPD). To our knowledge, this is the first 
case of spontaneous globe luxation associated with COPD.
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Globe luxation occurs when the globe is displaced anteriorly 
beyond the orbital rim with retraction of the eyelids behind 
the globe and tethering of the optic nerve.[1] The resultant 
acutely occurring extreme proptosis can cause severe anxiety, 
pain, corneal exposure, retinal venous congestion and optic 
neuropathy.[2] Globe luxation can be spontaneous, traumatic 
or voluntary. We report a case of spontaneous globe luxation 
associated with chronic obstructive pulmonary disease 
(COPD). To our knowledge this is the first case report of such 
an association.
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Case Report
A 46-year-old male had been admitted in the intensive care 
unit (ICU) for severe chronic obstructive pulmonary disease 
(COPD; bronchial asthma). Patient developed acute proptosis 
of both eyes after admission. Based on the clinical picture of 
acute bilateral proptosis with retracted lids [Fig. 1] and patient’s 
history of similar episode in the past, a diagnosis of globe 
luxation was made and the globe was reduced by pressing on 
the superior sclera down and back while pinching the upper lid 
[Figs. 2 and 3]. History from the patient and his wife revealed 
that he had previous such episodes over past 4–5 years. The 
episodes initiated after he started developing wheezing 
episodes and most of the globe luxation episodes occurred 
along with exacerbations of COPD. Ocular examination 
revealed bilateral pseudophakia with normal pupil and fundus. 
Axial length in both eyes was 23.8 mm. Computed tomography 
(CT) scan of orbit revealed no orbital mass [Fig. 4]. CT scan 
showed a proptosed eye with a stretched optic nerve because 
patient developed luxation while CT was being performed. 
Orbit volume and globe volume appeared normal. 

During his stay in ICU, the patient had repeated episodes of 
globe luxation (almost every 2 hours) which was reduced each 
time. Bilateral temporary tarsorrhaphy was done after five to 
six episodes of repeated globe luxation to prevent the repeated 
proptosis. Unfortunately, the patient developed complications 
such as respiratory paralysis and septicemia and expired on 
the third day of admission.

Discussion
Spontaneous globe luxation is a rare event. Kunesh et al. 
reviewed and found 26 reported cases of spontaneous globe 
luxation till 2001.[3] After that, another four case reports 
regarding spontaneous globe luxation could be identified in 
literature review till 2010. Spontaneous globe luxation occurs 
in patients with thyroid eye disease,[1] proptosis, floppy eyelid 
syndrome and shallow orbit.[4] Rare causes like histiocytosis X[5] 
and Engelmann’s disease[6] have also been reported. Luxation 
can be precipitated by lid manipulation, Valsalva maneuver, 
trauma, general anesthesia[2] and even by contact lens insertion.[3] 
Structural anomalies resulting in laxity of orbital ligaments and 
extraocular muscles can predispose to globe luxation. Once 
the luxation starts, the orbicularis muscle goes into spasm to 
maintain the state of luxation.

The case reported here had a history of globe luxation 
whose onset correlated with increased severity of COPD. He 
also had recurrent luxation after admission for severe COPD. 
The raised intrathoracic pressure with resultant increased 
intraorbital pressure must have caused the luxation. Preexistent 
weaknesses of extraocular muscles and ligaments could have 
predisposed the patient for globe luxation. Floppy eyelid was 
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