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Retinal Detachment

s Detailed examination of Fundus done
with the help of Indirect
Ophthalmoscope

= Routine investigation for surgery



Retinal Detachment

s [reatment is always surgical

s [reatment should be early

s Delay causes damage to macula and
reduces visual recovery




RETINAL DETACHMENT

Treatment

s Cryopexy

s Sceral Buckling

= Sub Retinal Fluid Drainage




RETINAL DETACHMENT

Traction Retinal Detachent

s Detachment of Retina due to pull by
fibro glial bands

-Proliferative Diabetic Retinopathy
-Retinal Vasculitis

s Detached retina is shallow, concave
And fixed

s Fibrovascular bands seen







Traction Retinal Detachment

Tretament
» Vitrectomy, cutting of bands
s Endolaser

s Internal Tamponade
= Silicon oil




Exudative Retinal Detachment

Aetiology
Choroiditis
Tumours
Toxaemia of Pregnancy
Coats Disease/ Angiomatosis

s Detached retina is elevated, smooth
surface with shifting fluid

s Local causes like tumours/ angiomatosis
can be seen

Treatment — Treatment of cause
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RETINITHS PIGIVIENIOSA

+ Degenerative conditions ol Retina
+ Hereditary condition
- Autosomal Rece
“Autosomal Doem
—/X\Llnked —|least common
+Usually Bilateral
+ Starts in childhood
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RETINITIS RIGIVIENTOSA

+ Primarily: atfectsrRoES

+ Starts at eguator

+ Spreads anteriorly: & poSterIokY.

* Macﬁu.\l\a affected last
y g \

Presenting_Symptoms-

Night Blindness




RETINITHS PIGIVIENIOSA

Clinical Feature

+ Anterior Segment — J%JkormaJ

+ Fundus Exam shows — Jet B
Corpuscular pigmentation ]n
equa'tg)rlal region

+ Arteriolar attenuation

+Waxy pallor of disc
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RETINITIS PIGIVIENTOSA

+ Perimetry =

Ring Scotoma

Peripheral constriction o Fields
7Fu’\\be vision

+ Electroretinogram- Subnormal
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RETINITIS PIGIVIENTOSA
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Open.angle Glaucoma- ustally:
.associated
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RE TINITIS PIGIVIENTOSA

+ Treatment

NO specific treatment available
-Visual Rehabilitation
-Lowk\vision aids
-Genetic Counseling
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Most common vascular disorder

Aetiology
Increased Blood Viscosity
Leukemia, Polycythemia
Macroglobulinaemia
Oral contraceptive pills




RETINAL VEIN OCCLUSION

Disease of Vessel wall-
Vasculitis
Eales Disease

Pressure over veins from outside
Arteriosclerosis
Hypertension
Open angle glaucoma




Pathophysilogy
Vein occlusion
Stagnation of |Blood flow
Hypoxia

oedema NeovaS(JuIarisati
Haemorrhage




Clinical Features

Two Types-

Central Retinal Vein Occlusion
Branch Retinal Vein Occlusion




Clinical Features

Sudden Gross Diminution of vision
RAPD may be present

Fundus Exam :-

Optic Disc Congested, Margins
Blurred

Veins engorged & Tortuos
Multiple Retinal Haemorrhages
cotton wool spots







Clinical Features (BRVO)

Changes Limited to area drained by
the obstructed vein

Occlusion of Upper Temporal Branch
IS more common




Investigation

Recording of Blood Pressure
Recording of IOT
Haemogram

Blood Sugar estimation

STS & Mantoux Test in young
patients




Complications
Neovascularisation of Retina
Rubeosis iridis
Neovascular Glaucoma
Vision affected due to
Macular oedema
Vitreous Haemorrhage




Treatment:-
Treat the predisposing conditions

In young patient a course of steroids If
vasculitis Is suspected

Walit for 6 — 8 weeks

Pan Retinal Photocoagulation If NVE
/ NVD occurs

Macular Grid — Macular oedema




CENTRAL RETINAL ARTERY
OCCLUSION

s Ocular Emergency
s Often leads to Blindness

s May be presenting symptom of
systemic disease

s Central Retinal artery is an End
artery

= Ganglion cells can withstand
ischemia for only 5 min




CENTRAL RETINAL ARTERY
OCCLUSION

Aetieology
Embolization — Heart/carotid artery
VVaso —obliteration
Giant Cell Arteritis
Takayasu disease
Polyarteritis Nodosa
Pressure from Outside

Increased IOT/ Pressure over
Globe




CENTRAL RETINAL ARTERY
OCCLUSION

Clinical Features-

Sudden painless loss of vision in
affected eye

No perception of light
Afferent Pupillary defect




CENTRAL RETINAL ARTERY
OCCLUSION

Fundus Exam-
Retina oedematous, looks white
Cherry spot at Fovea

Marked narrowing of retinal
arterioles

Segmentation of Blood column on
pressure over globe

End result — Optic atrophy







CENTRAL RETINAL ARTERY
OCCLUSION

Treatment
Ocular Massage
IV Acetazolamide 500mg
Inhalation of 95%02 + 5% CO2
Paracentesis




CENTRAL RETINAL ARTERY
OCCLUSION

s All patients with CRAO should be
investigated fully

s Lipid Profile

= Carotid artery doppler

s Examination of Heart — Echo
s [emporal Artery biopsy

= ESR




DIBETIC RETINOPATHY

1 Microangiopathy affecting retinal
precapillry arterioles , capillaries and
venules



DIBETIC RETINOPATHY

1 Approximately 2% of all Diabetics become
blind

1 Incidence blindness is 20 times greater In
Diabetics

1 Incidence of Diabetic Retinopathy Is
related to duration Diabetes Usually
occurs after 15 — 20 years of Diabetic age



DIBETIC RETINOPATHY

Pathogenesis

Microvascular Occlusion

Thickening of Capillary Basement Mn
Endothelial damage & proliferation
Changes in RBCs

Increased stickiness of Platelets

AV Shu%ts ‘
Neovascularization



DIBETIC RETINOPATHY

Pathogenesis

Microvascular Leak

(Loss of

Pericytes)

Retinal Haemorrhage
Retinal Oedema
Hard exudates



OCCLUSION
/

/
1. Basement mombrane-- 2

thickening

2. Endothelial cell ——

3. R.B.C. changes-——

4. Platelet stickiness -~ J

increased
Figure 12.1 Pathogenesis of diabetic retinopathy
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Hypoxic retina / \

Rubeosis Iridis

Proliferative retinopathy

igure 12.2 Consequences of retinal ischaemia in diabetic retinopathy

RETINAL OEDEMA

Hard exudate




DIBETIC RETINOPATHY

Classification:-

1 Non Proliferative Diabetic Retinopathy
(Mild, Moderate & Severe)

1 Proliferative Diabetic Retinopathy

1 Diabetic Maculopathy

1 Advanced Diabetic Eye disease




Non Proliferative Diabetic
Retinopathy

Clinical Features —
Microaneurysms
Dot & Blot Haemorrhages
Hard Exudates
~-lame Shaped Haemorrhages} In severe
Soft Exudates } cases







Proliferative Diabetic Retinopathy

1 Characterized by Neovasculariusation
1 NVD / NVE






Diabetic Retinopathy

Complication:-
Vitreous Haemorrhage
Traction Retinal Detachment
Neovascular Glaucoma

Called as Advanced Diabetic Eye Disease



Diabetic Retinopathy

Treatment

NPDR
Good Diabetic control
Regular Fundus examination

Macular Grid photocoagulation for macular
oedema




Diabetic Retinopathy

Treatment
Proliferative Diabetic Reatinopathy
Pan Retinal Photocoagulation

Treatment of vitreous haemorrhage/
traction RD — Vitreo Retinal surgery






HYPERTENSIVE RETINOPATHY

¢ Central Retinal artery is a branch of
ophthalmic artery which is a branch
of Internal Carotid artery

¢ Mirrors the cerebral circulation

¢ Medium sized artery whichr cani be
visulized



HYPERTENSIVE RETINOPATHY

¢ Response of arteries to increased
blood pressure

¢ In young individual , recent
hypertension

¢ Spasm of arterioles

¢ |_.ong standing Hypertension -
Arteriosclerosis



HYPERTENSIVE RETINOPATHY

Fundus Picture

¢ Generalized narrowing & Focal Narrowing
of arterioles

¢ Flame shaped haemorrhages

¢ Hard Exudates — Macular star

¢ Cotton woel spots

¢ Papilleedema — Malignant Rypertension

¢ Ischemic Choeroldal Infarct- Elschnigs
SPOLS







HYPERTENSIVE RETINOPATHY

Arteriosclerotic changes
-Broadening of light reflex
-Artereo venous crossing change
Concea; ment of vein-
deflection of vein- Salus sign
Banking off vein- Bonnet sign
Tlapering of VEINS on either side- Gunns
sign
-Copper WIre arteries
-Sllver wWiké arteries




HYPERTENSIVE RETINOPATHY

Grade-II Focal narrowing of arterioles
Deflection of Veins- Salu’s sign

Grade-III Marked AV crossing changes
Copper / silver wire arteries

Retinal haemorrhages, Hard exudates
Cotton wool spots
Grade - IV Papilloedema




HYPERTENSIVE RETINOPATHY

Classification ( Scheies Classification)
Hypertensive Retinopathy.

Grade- I Generalised narrowing of
arterioles
Grade-I1 Focal narrowing of arterioles

Grade-1II1 Retinal- haemorrhages, Hard
exudates

Soft exudates(Cotton wool
SPOLS)
Grade — I\/ Pabilloedema



HYPERTENSIVE RETINOPATHY

Arteriosclerotic changes
Grade — I Increased of light reflex
Concealment of vein

Grade — II Marked AV crossing
change

Grade — Il Copper Wire arteries
Grade - I\ SIlVer wike arteries



HYPERTENSIVE RETINOPATHY

¢ Complications — BRVO/ CRVO

¢ I reatment — Good control of
Hypertension




Retinopathy of Toxemia of
Pregnancy
¢ Characteristic Hypertensive
retinopathy found in cases of PIH

¢ Usually occurs at 6-9 months of
Pregnancy.

» May lead to blindness



Retinopathy of Toxemia of
Pregnancy

Clinical Features

¢ Narrowing of Retinal arteries

¢ Retinal haemorrhages & Exudates
¢ Marked retinal oedema

¢ Exudative retinal Detachment




Retinopathy of Toxemia of
Pregnancy

Treatment
¢ Control of hypertension

¢ Severe Retinopathy — Termination of
Pregnancy.




Albumunuritic Retinopathy

¢ Found in cases of Renal failure

¢ Characterized by more of soft
exudates then hard exudates

¢ Macular star Is a common feature
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Iiiiammation of Optic Nerve
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plllltls Inflammatopn of Optic Nerve
—— '-"‘i’;' Head
?’f =—= Retobulbar Neeuritis- Inflammation of
- Optic Nerve Behind the globe
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A€tiology :-

MUtiple < *cler05|s

rJ‘—‘rr)r‘f‘? oster Infection
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==—FI cephahtls

~‘i"iLocaI — Uveitis

— Meningitis’
Orbital Cellulitis

Sinusitis
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A€tilogy (contd)

$*Endogenous — Acute Infectious Disease
= r.“"*f‘-"—' | ( Measles , Mumps )
—— —IVIetabollc —  Diabetes

-'%fz-"-‘-‘- s Anaemia

—_—— Thiamine Deficiency
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Rapi id Deterioration of Vision
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~\/]3“on* diminished
- r enc erness over insertion of superior
;;‘ ectus Muscle

: 'f[llusutalned pupillary Reaction to Light
- -Some cases Mracus Gunn pupil




OPHENEURITIS - o

SESIANS -'-nt)
2 U rJJJ- (In Papillitis)

-~ Disc Hyperaemic

_ Marglns Blurred

‘7'_' - Oedema of surrounding Retina

— Macular Fan

s Fundus Normal in cases of
Retrobulbar Neuritis
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Central Scotoma
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= = 1 eripheral Constriction of Fields
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' Vsual Evoked Potential
-~ Increased Latency
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OPTC NEURITIS - s

INEaument: -
=Plilse Steroid Therapy-
‘efhyl prednisolone

FoIIowed by Oral Steroids for 2 weeks
-In Optic neuritis of Infective aetiology
Treatment of the cause



SOEUEMal of Optic Nerve Head ( Optic Disc)
2 HUREAL ydrostatlc Non Inflammatory
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= jC mpressmn of Central Retinal vein




DAPHLOEDEMA ~ s

SNACHIOgY
“RelISE $Intracran|al Pressure
N facranlal Tumour

— -erebral Abscess

-
_,
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_j.-:; ~Cavernous Sinus Thrombosis
Subarachnoid Haemorrhage
—Mahgnant Hypertension
-Benign Intracranial Hypertension
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PNelinical Picture
SRASY P! ﬁﬁ'atic
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DAPIMLOEDMA, s

SEUndus- Blurring Of disc Margin:
~ Congestion of Disc
;‘Filling up of Physiological Cup
— Retinal Veins Engorged

~  Venous pulsations absent
o Haemorrhges over disc
Oedema of surrounding retina
Macular Fan
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liieatment of Cause
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SEiiage tor the Optic Nerve due

EXOYENO us toxins
J J‘ ,L)c CCC 0 Ethambutol
= :h“yl Alcohol  Lead

— -Chloroqume Arsenic
~® Quinine Oral Contraceptive
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JOXIC AMBLYOPIA s

giobacco Amblyopia

SE(C omm m in heavy cigar smokers

oS / 13 oms — fogginess of Vision

= S \/ision diminished

=fﬁfﬂ:undus shows Temoporal pallor
-® Perimetry- Caeco Central Scotoma
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SAVIEthyl Alcohol
SHIIOXIC to angion cells

J WJJQ pread degeneration of ganglion
("é

= -*,:J_eads to Bilateral Optic Atrophy
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JOXIC AMBLYOPIA s

HIGIOEUINE

SEnlin patients who are on long_term
Jc pguine therapy

-b'

) L) J_aIIy pimentation at macula -Bulls Eye
= Maculopathy

'0 1n advanced cases widespread Retinal
degeneration similar to retinitis
pigmentosa

® Optic Atrophy
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TOXIC AMBLYOPIA s

rJy aSes recover if chloroguine therapy
‘3 Sto| oped
— 2 Vanced cases no effective therapy

= % All cases who are on long term
.chloroqume therapy must undergo regular
ocular check up

® Any sign of toxicity stop chloroquine
e Scotoma in central 5:: field with red target
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Fundus picti re
> Dise ¢ _J,)I)@ ars whlte
- Dige _:{_J glns well defined
- Hr_}\ sivlegical cup normal
= S Blood! vessels normal
"~ e Actiology
" e Pressure over Optic Nerve by Tumour
® Meningitis
® Retrobulbar Neuritis






Seeondar

Fundus Pictur

> Dise rrur.;_ n Blurred

0 _)J_{ 4; vears dirty grey
EsEphiysiological cup filled up

= ‘Sheathlng of vessels at disc
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e Aetiology
e Optic Neuritis
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U Quile _A"as a consequence of
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e Associated Retinal pathology can be seen
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=50 —\tandlng Retinal Detachment
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—'f’ﬂ"iW_Ide spread choroidal atrophy

- o Extensive Pan retinal Photocoagulation
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glaticomatous,Optic Atrophy
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SNIoNG standing Glaucoma
Fundus Pictus:

J JL “r""f deep enlarged cup reaching
= JF 1sc margin

= -:I:a_mellar dot sign seen
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— e Also called as cavernous optic atrophy



