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Astrocytoma is the most common glial tumor but is more 
commonly located in the cerebrum, leptomeninges, spinal cord 
and usually present with other associated focal neurological 
signs and symptoms. This case represents a rare manifestation 
of the tumor with only fascicular III and IV nerve paresis.

An important cause of spontaneous (non-traumatic) 
intracranial hemorrhage not due to cerebral aneurysm, vascular 
malformation or hypertensive cerebrovascular disease is brain 
tumor which has been reported to represent 0.9 to 11% of 
spontaneous intracranial hemorrhage according to various 
studies.3

Hemorrhage due to tumor is signiÞ cantly more common 
in younger patients with the exception of pituitary adenoma. 
Wakai et al. in their study reported that 42.2% patients showed 
no evidence of clinical symptoms related to bleeding, 33.3% 
had preceding history related to brain tumors and in 24.4% 
the apoplectic syndrome was the initial presentation and 
out of them only four were astrocytoma.4 Kothbauer in their 

autopsy series of 430 spontaneous cerebral hematomas found 
that 21 out of 44 tumor-associated hematomas were anaplastic 
gliomas, 17 associated with metastatic tumors, two with 
oligodendrogliomas, two malignant lymphomas and one 
meningioma.5 In another series of 235 surgically veriÞ ed brain 
tumors by Bromowicz, eight had hemorrhage into the tumor 
and out of them three had anaplastic astrocytoma.6

The anatomical elucidation of this infrequent palsy is diffi  cult 
but the possible mechanism here is astrocytoma and associated 
hemorrhage which was located in the oculomotor nerve fascicle, 
where the pupillary eff erent Þ bers are anatomically separate 
from the Þ bers to the extraocular muscle and also the trochlear 
nerve fascicle as they transverse the brainstem.

Therefore, screening for mass lesions using neuro-imaging, 
preferably MRI, is indicated in patients with the presentation of 
pupil-sparing third and other nerve paresis where diagnosis of 
hypertensive or ischemic vasculopathy is oft en made, as timely 
intervention may carry a favorable prognosis.
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Intravitreal administration of bevacizumab (Avastin, Genetech, 
Inc, San Francisco, CA), a humanized monoclonal antibody to 
vascular endothelial growth factor (VEGF) has recently been 
reported to be of beneÞ t in choroidal neovascular membrane,1,2 
retinal neovascularization in proliferative diabetic retinopathy3 

and iris neovascularization.4,5 We observed rapid resolution of 
anterior chamber neovascularization following intracameral 
injection of bevacizumab in a patient with painful blind eye.

Figure 5: MRA area of high signal intensity in the vicinity of the posterior 
communicating region on the left side as shown in boxed area

Intracameral injection of bevacizumab (Avastin) helped in 
the successful regression of an anterior chamber neovascular 
membrane in a painful blind eye. The eff ect was persistent even 
aft er six months of follow-up. This is the Þ rst report on intracameral 
administration of bevacizumab with six months of follow-up.
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Brief Reports

load of VEGF was taken care of by the therapy and there was 
no new VEGF production. Probably this is the reason why the 
patient did not have recurrence.

Regression of retinal and iris neovascularization after 
intravitreal injection of bevacizumab in human eyes has been 
reported.3-5 Although there is one report10 on intracameral 
administration of bevacizumab with one month follow-up, we 

Figure 1: (A) Slit-lamp photograph showing circumcorneal congestion 
and neovascularization over the iris and lens capsule (Black arrow); 
(B and C) Photographs showing the total regression of neovascularization 
one week and six months respectively following intracameral injection 
of bevacizumab (Avastin)

Case Report
A 31-year-old woman presented with pain and redness in her 
left  eye. Visual acuity in the left  eye was no perception of light 
and 20/20 in the right eye. The right eye was normal. The left  
eye was blind for the past 20 years following an injury. On 
examination the left  eye showed circumcorneal congestion, 
anterior chamber cells and ß are, peripheral anterior synechiae, 
ectropion uveae and an active Þ brovascular membrane [Fig. 
1A] on the iris and over the partially absorbed cataractous 
lens. The intraocular pressure was 6 mmHg. Contact B-scan 
ultrasonography revealed a total retinal detachment. Earlier 
the patient was treated with long-term topical steroids and 
cycloplegics with no signiÞ cant relief of symptoms. So the 
patient was off ered an off -label intracameral injection of 1.00 
mg of bevacizumab (0.04 ml of Avastin, Genentech, INC, San 
Francisco, CA at a concentration of 25 mg /ml). The consent of 
the patient was obtained aft er explaining the risks and beneÞ ts 
of the treatment. One week following the intracameral injection 
the circumcorneal congestion disappeared and the anterior 
chamber inflammation decreased and there was dramatic 
regression of neovascularization [Fig. 1B]. The post injection 
intraocular pressure was 8 mmHg on day one and aft er one 
week. Aft er six months this response to treatment sustained 
and the patient remained symptom-free [Fig. 1C].

Discussion
Genentech (San Francisco, CA) developed a monoclonal 
antibody against VEGF that was tested as a cancer therapy 
with the idea that reducing the vascular supply to a tumor may 
inhibit growth of the cancer. VEGF is a protein and is the most 
important growth factor for neovascularization in a variety of 
tissues including the eye.

Hypoxia stimulates the secretion of VEGF in retinal 
pigment epithelial cells6 and VEGF production increases with 
neovascularization of the iris in primates.7 In retinal detachment 
there is alteration in retinal perfusion arising from separation 
of the choroidal blood supply from the retinal pigment 
epithelium and can result in relative retinal ischemia. This 
ischemia stimulates the production of VEGF in retinal pericytes, 
endothelial cells, the retinal pigment epithelium and possibly 
other cell types.8 The VEGF is either bound to the cell-surface 
or basement-membrane proteoglycans containing heparin 
(VEGF189, 286) or freely diff usible within the vitreous cavity 
(VEGF121, 165).9 Diff usible VEGF follows its concentration 
gradient from the vitreous to the anterior segment and is 
cleared through the trabecular meshwork. Neovascularization 
can arise anywhere along this course. Inhibitions by means of 
antibody, antibody fragment or aptamer binding are strategies 
used in medicine to reduce the eff ects of VEGF in a variety 
of diseases. Our patient received 1 mg of bevacizumab, an 
antibody to VEGF, as an intracameral injection. The complete 
regression of neovascular membrane was noted aft er a week. 
We expected recurrence of neovascularization after some 
time, but there was no recurrence even aft er six months. Lloyd 
Paul Aiello and associates have mentioned in their article on 
VEGF in ocular ß uid that �cell death without ischemia would 
have less vasoproliferative potential, since increased VEGF 
production would not be possible�.8 In our patient the eye is 
going for phthisical state and maybe the cells responsible for the 
production of VEGF are dying without ischemia. The existing 
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believe that this is the Þ rst report on intracameral administration 
of bevacizumab with six months of follow-up. This case clearly 
demonstrates the dramatic eff ect of bevacizumab on ocular 
neovascularization, which might help in widening the spectrum 
of bevacizumab usage in ocular diseases.
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Lenz microphthalmic syndrome in an 
Indian patient
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A case of Lenz microphthalmia syndrome in a seven-month-
old male child having features of unilateral anophthalmia, 
microcephaly, external ear and Þ nger abnormalities, hydrocele 
and hypospadias is being reported. The unilateral involvement 
and anophthalmia is rare in Lenz syndrome. The manifestation of 
hydrocele in association with this syndrome has not been seen in 
earlier cases. This is the Þ rst documented case from India.
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Lenz microphthalmia syndrome was named in 1955 after 
Widukind Lenz,1 a German medical geneticist. It is characterized 
by bilateral microphthalmia which is usually asymmetric but 
very rarely it may have unilateral manifestation and even 
anophthalmia.2 Lenz microphthalmia syndrome is extremely 

rare with only few isolated cases being reported. Thus the 
incidence of this syndrome cannot be determined. It is 
associated with malformations of ears, teeth, Þ ngers, skeleton 
and genitourinary systems. About 75% of the patients have 
microcephaly and mental retardation.2 We hereby report an 
Indian patient with Lenz microphthalmia syndrome. To the best 
of our knowledge, this is the Þ rst case report from India.

Case Report
A seven-month-old male child presented to us for asymmetry in 
the size of the eyes, left  smaller than right [Fig. 1A]. He was born 
at full term to parents of a consanguineous marriage (Þ rst cousins) 
aft er an uneventful pregnancy and a normal vaginal delivery.

On ocular examination left  eyelid appeared smaller and on 
retracting the eyelids the socket was found to be empty. Right 
eye was normal on examination. The systemic examination 
showed multiple congenital anomalies including microcephaly 
(head circumference was 34 cm, lesser than the third percentile 
for that age), external ear and Þ nger abnormalities, hydrocele 
and hypospadiasis [Fig. 1B]. The infant had malformed left  ear 
with hypoplasia of the antihelices, fusion of helix with the tragus 
and the opening of the external auditory canal could not be seen 
[Fig. 1C]. The left  hand showed four normal digits and pre-axial 
duplication of thumb. The right hand was normal. Additionally, 
the child could not sit with support. The presence of kyphosis 
of the thoracic part of the vertebral column might have been 
responsible for his inability to sit. Dental abnormalities and 
mental retardation could not be ruled out.

Computed tomography scan of the orbit and brain showed 
absence of left  eye in the bony socket with rudimentary optic 
nerve seen in the orbit and extending for a short distance into 
the cranium. There was hypoplasia of optic chiasma and aplasia 
of the entire visual pathway on the left  side. The right side of 

[Downloaded free from http://www.www.ijo.in on Friday, December 14, 2007 4:02:30 AM]


