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Left Hemianopia and Superotemporal Branch Retinal Vein
Occlusion
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Abstract: Purpose: Hypertension is the most prevalent risk factor for stroke and has been reported in 64% of
patients with stroke. Hypertensive emergencies are defined as severe elevations in BP (>180/110 mmHg)
associated with evidence of new or worsening target organ damage. Hereby we report a case of Left
Homonymous Hemianopia due to Occipital lobe Infarction and superotemporal BRVO. Usually occipital lobe
infarcts show hemianopias , but here the patient also developed Branch Retinal vein occlusion in right eye at the
same time . This presentation can only lead us to one leading risk factor/cause that is,; Hypertension . So the
purpose of our study is to remind my fellow Ophthalmologists and Physicians to consider and treat hypertensive
emergencies on priority basis and regular checkups for known hypertensives.
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I.  Introduction

Stroke is the second most common cause of mortality worldwide and the third most common cause of
disability(1). Hypertension is the most prevalent risk factor for stroke. Hypertensive emergencies are defined as
severe elevations in BP (>180/110 mmHg) associated with evidence of new or worsening target organ damage
and the most common emergency symptoms will depend on the organs affected but may include headache,
visual disturbances, chest pain, dyspnea, dizziness and other Neurological deficits(2). Homonymous hemianopia
(HH) involves vision loss on the same side of the visual field in both eyes. This type of visual field loss is
indicative of a lesion involving the visual pathway posterior to the chiasm, most common cause of HH in adults
is stroke. 52%-70% of hemianopias are caused by stroke(3,4). For lesions behind the LGN, visual field defects
are generally more congruous if the lesion is located more posteriorly along the visual pathway and 84% of
occipital lobe lesions produce congruous visual field defects(5). Macular representation, found at the posterior
pole of the occipital lobe, is disproportionately large. It is estimated that 50%-60% of the visual cortex
represents 10°-30° of central vision, because of the large macular representation, as well as the dual blood
supply to the posterior occipital lobe, sparing of the central 2°-10° of the visual field is commonly found with
occipital lobe lesions(6,7).

Il.  Case Report
A 44 years, Female, house wife came with chief complaints of Loss of vision in one half of visual field since 1
day and Headache on and off since a week, which was dull and boring and didn’t reduce with any oral
medication.
She didn’t give any history of systemic illness except Hypertension (since 7 years )for which she was on oral
anti-hypertensives. There was No history of any systemic and ocular Trauma.
Vision in OD was 6/12 unaided and improving to 6/6(p) with -0.75 with 85 degree cylinder but still complained
some discomfort and 6/6 unaided in OS. Colour vision was WNL(21/21on Ishihara chart) in both eyes , IOP(on
NCT) was 16 and 20 mm of Hg in OD and OS respectively .
Anterior segment examination under Slit lamp(lids, conjunctiva, cornea , pupillary reaction and lens) were all
WNL for both eyes, but on posterior segment(dilated fundoscopy) Hemorrhages, tortuous vessels and AV
crossing changes in Superotemporal aspect in OD were noted( Figure 1) and it was normal in OS(figure 2).
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Fig.1: ST BRVO

Fig.2 : WNL

She was also evaluated for visual fields with Humphrey SITA-Fast and Left Hemianopia was
noted(Figure 3-OD and 4-0S). Her vitals were recorded and blood pressure was 210/110 mm of Hg and pulse
82/min ,so she was immediately referred to a Neurophysician for Hypertensive emergency and advised for MRI

brain.

eaen Nagulamma, k
Dueof 8w Jan 01, 1975

«:"":) SANKARA EYE HOSPITAL
Lo v oh ol

Gerger Female
Paten 1D 581815
suwana
o o
o
| KeB] Single Field Analysis Cantral 30-2 Threshold Test
)4 reshol
:.ua::m Monitor: Gaze/Blind Spot Stimulys: 1Il, White Date: Nov 06, 20
F:);:“on Iargel Central Background 31.5asb Time:  156PM
Falseogogs;es 114 Strategy SITA Fast Age: 45
mors 3% Pupl Diameler: 58mm*
False NEG Erors: 0% Visual Acuty:
Test Duration 0510 Rx +175D8
Fovea 3008 W
<0 019 4

<0 <0 <0f23 25 18

0 <0 <D <0|2% 2% 25
© 0 <0< @7 2 N
0 <0 <0 <0 QW W 2
0 <0 <« <0 <020 % 0
© 0 0 <0 0|2 N B
0 0D 0|2 W R

2 0 2(28 2 3

2
% 7
2 77
2z
0 27
2

28-28-7 -2 il iR 26244 0
-30-30-30 -5 -3 10 -28-28.28-3 -1 B
NRRBa 342 2030321 2 1
-30-30-33-34-34{-5 -2 -2 4 ) -28-27-31-32-321-3 0 0 2 -1
-30-33-34-35-353 -2 23 -28-30-32-33-33-1 0 oo
BuwHI D 23 Fnenyi0 1
30-30-34-35-35(4 -2 1 1 3 28-28-31-32-33-2 0 3 2 -1 GHT Outside Normai Lint
313333343 -1 0 1 20-30-31-341 1 3 3
2105230 i o d VF 4%
20265 -5 -28-24|-2 -2 MD30-2 197508 P <0
Patter Deviation PSD30-2: 15748 F <05

Fig.3

© Dweolsan Jan01, 1075

¥ Genter Fomale

Paleni0 581815

;) SANKARA EYE HOSPITAL

SANKARA EYE HOBPITAL
B9 PEOAKAXAN) GUNTUR
N o 20

Single Field Analysi
| [ Single Field Analysis Central 30-2 Threshold Test

Fixation Monitor:
Fixation Targel:
Fixation Losses: 113
False POS Errors: 2%
False NEG Errors: 0%
Test Duration: 0538

Fovea: 2608 W

Gaze/Biind Spol
Cenlral

<« 5

<0 < 0

0 0 < @

<0 <0 <0 16 <0
00
0 D@ 2 @
0 < < 0 <0

0 <0 12 <0 13 0 3 B A

Stimulus;

IIl, White Date:  Nov 06,
Background; 315ash Time: 211 Pumu
Srategy: SITA Fasl Age 45
Pupil Diameter: 48mm*
Visual Acuity:
Rx: 42,0008

20 %

u 7 u
% 8 2 %
0 BN W W

3N 3 3N %
0 0 W 2 2

00 0 <02 W02 0
0 0 0w 2 %
© 0|8 2
27206 1 26194 1
29-30-28/5 -2 4 28-2827|2 0 2
131923204 2 1 3 0-303031)3 41 0 2
2-32-13-16-%2 4 1 0 2 30313114331 2 0 1 4
23 U234 8 3131 333112004
233 3083 21 4 4 12 28321003
2313453 3 227 A1-2231U2 210 6
33-33-34-34010 1 -1 1 313232339 0 0 3 Calt: Quca N e
33333312 2 -3 3131310 1 1 it
212 S MDI0-2 1555 0B P <05%
Total Deviation Pattern Deviat PSD30-22 1640dBP <05%
5 s
I
2 "
i n
s (]
@ L] i P<5%
¢ P<2%
B P<1%
W P<05%
i L
e A B

il

Result

Fig.4

On MRI brain she was reported with Occipital lobe Infarct(R>L) and was admitted in a Neurospeciality
hospital for a week. There she was treated with 1.V antibiotics and vit B12 , T. Ecosprin (325 mg) and T .
Clopilet A (75/150 mg) given stat and other oral antihypertensives were added. On admission she was diagnosed
with Denovo DM with FBS and PPBS 195 and 242 mg/dl resp. and HBALc levels 13.7 , therefore oral

Antihypoglycemic’s and Inj. Insulin 15 units were started.
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IV.  Discussion

Among patients with acquired hemianopia secondary to stroke, the nature of the deficit can vary
widely, depending on the location of the lesion and the part of the visual pathway that is disrupted, and recovery
and functional improvement are adversely affected even when severity of stroke and motor deficits are
controlled (8,9). Completed ischemic infarcts are not expected to worsen after initial injury, unless new injury
occurs. Poststroke treatment thus includes identification of the stroke etiology, risk factor modification to
prevent recurrences, and initiation of early and intensive rehabilitation to optimize functional outcomes. Such
intensive rehabilitation has been shown to improve disability and independence after stroke, and even to reduce
mortality(10-14). Few retrospective studies showed spontaneous improvement in 50% to 60% of patients within
the first month after stroke, and almost none after 3 months(15). Patients with hemianopia tend to look toward
their blind hemifield, even when confronted with visual scanning tasks. In addition, patients searching for
targets in their blind hemifield perform a series of hypometric saccades that approach the target until it is found.
After the target is found, the saccades become hypermetric with a subsequent corrective saccade back to the
target(15). These natural compensatory strategies have been adapted into formal training protocols, which teach
the patient how to consciously plan appropriate saccades and scanning strategies to more effectively bring the
blind hemifield into the intact one in an organized and systematic fashion. These training strategies have been
shown to improve the search fields of hemianopic patients by upto 10 degrees, reduce the time to find objects by
up to 50%, and improve patients sense of impairment(16,17,18).

Optical aids work by either relocating the visual information received by the hemianopic field onto the
normal visual field, or by expanding the normal visual field(19), Fresnel prisms (plastic press-on lenses that are
fitted onto standard glasses) can be either monocular or binocular( fig.5). The commercially available prisms are
typically 57 prism diopters and expand the field by about 30 degrees.

Another mode of treatment is Visual Restoration Therapy(VRT) ,this system targets the border zone
between the intact visual field and the scotoma with suprathreshold light stimuli. The stimulus is postulated to
recruit residual intact neurons in border zone areas between the intact visual field and the scotoma, stimulating
any inherent plasticity in the visual system and thereby increasing the size of the visual field and reducing the
size of the scotoma. When examined subjects with optic nerve lesions (but not visual cortex lesions) showed a
reduction in the size of their scotoma; the border shift in cortical lesions was 0.43 degrees , and in optic nerve
lesions 2.1 degrees(20).

Fig. 5: Obliquely oriented high-power Fresnel prism to expand the visual field(done to increase awareness  of
the left hemifield in a patient with a left homonymous hemianopia)

V.  Conclusion
To sum Neither VRT nor other researched methods of visual system training and visual aids have led to
standardized approaches to visual rehabilitation in patients with visual field defects, indicating that larger and
more targeted studies are still needed to determine the best approach to the patient . Through our study we want
to highlight that even Posterior segment OCT and complete fundoscopy would be advisable for patients
presenting with such symptoms and signs on the 1% visit itself. Hypertensives should be evaluated with utmost
care as a precautionary measure and should be motivated to get regular checkups.
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