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HISTORY : 

· Age ( 40 – 50 yrs).

· Sex ( Female Predisposition).

· C/o episodes of redness, visual blurring, colored halos formation, mild severe pain, nausea/vomiting.

· H/o precipitating or relieving factors, if any: reading in dim illumination, watching movie in cinema hall, psychological factors, and anxious personality.

· Timing of attacks; evening or morning ( Attacks of ACG occur in evenings/times of dim ligh).

· Frequency & duration of episodes.

· Spontaneous resolution of such attacks or not.

· H/o use of hypermetropic glasses.

· Differential diagnosis of other causes of colored halos in history.

· Family history.

CLINICAL EXAMINATION :

Latent angle closure glaucoma/prod oval stage :

· Pt is a symptomatic.

· Shallow anterior chamber.

· Convex lens iris diaphragm.

· Gonioscopy show occludable angles in at least three of four quadrants.

Sub acute angle closure glaucoma:

· Signs & symptoms similar to acute ACG, but mild and papillary reactions are present.

· Resolution is spontaneous.

Acute angle closure glaucoma:

· Redness & marked pain in eye, colored halos.

· Visual acuity – severe diminution of visual acuity ( may be reduced to light perception or hand motions).

· Marked ciliary congestion. 

· Pupillary reactions – fixed & mid-dilated pupil.

· IOP measurement – marked & acute rise of IOP.

· Examination of cornea – corneal edema.

· Examination of AC – shallow anterior chamber.

· Gonioscopy – closed angles on gonioscopy.

· Fundas optic disc edema in acute stage.

· Examination of fellow eye – the fellow eye shows narrow, occludabel angles or other forms of ACG.

· Signs of past attacks of ACG: patchy iris atrophy (mainly around sphincter area, pigment on the posterior surface of cornea (Krukenberg spindle), lens glaucomflecken (Vogt’s triad), wide areas of synedchial or appositional closure.

Chronk angle closure:

· Progressive diminution of vision.

· Few symptoms.

· Mild ciliary congestion.

· Increased IOP.

· Glaucomatous cupping of optic disc.

· Gonioscopy show appositional or synechial closure.

· Fellow eye show similar gonioscopic pictures or narrow angles.

Absolute glancoma:

· Painful blind eye.

· Fixed dilated pupil.

· Corneal edema.

· Iris atrophy.

· Markedly raised IOP.

· May be associated with leticular changes or neovascularisation of iris.

· Advanced glaucomatous cupping.

Investigation:

· Refraction : usually hypermetropic.

· Gonioscopy : the following must be observed : -

· Grading of angle.

· Level of iris insertion, both true and apparent.

· Shape of peripheral iris – convex, concave, flat.

· Degree of trabecular pigmentation.

· Areas of iridotrabecular apposition or synechiae.

· Dynamic indentation gonioscpy to differentiate between appositional or syechial closure.

· Slit lamp grading of peripheral anterior chamber depth – Van Herick method.

· Ultrasound biomicroscopy of the anterior segment – visualization of iris, iris root, corneoscleral junction, ciliary body andlens.

Provocative tests :

· Dark room test 

· Prone test

· Dark room-prone test

(Ensure patient does not go to sleep during above tests).

· Mydiratic test (homatropine 2%).

· Combined mydriatic miotic test.

(One eye to be done at a time for the fear of precipitation of attack of ACG).

Differential Diagnosis:

It mainly requires to differentiate other causes of acute of IOP.

1. Phacolytic glaucoma : open angles, mature lens, cells & flare in AC.

2. Phacomorphic glaucoma: intumescent cataractous lens with widely dilated pupil.

3. inflammatory glaucoma: cells, flare, KPs, open angles.

4. Ghost cell glaucoma: H/O vitreous hemorrhage, open angles, khaki cored cells in AC.

5. Neovascular glaucoma: closed angles, dilated pupil with ectropin uveae, NVI.

Differentiate other causes of colored haloes: early cataract, mucopurulent conjunctivitis.

Differentiate other causes of red eye: acute conjunctivitis, acute uveitis.

NON – SURGICAL MANAGEMENT :

1. Acute angle closure : The aim is

a. To break the attack.

b. Lower IOP.

c. Safeguard the fellow eye by appropriate treatment.

i. Intravenous hyperosmotic agent (mannitol 20%), oral acetazolamide and glycerol 50% (consider side effects and contraindications of these when using).

ii. Intensive topical pilocarpine 2%. Topical corticosteroid are given to reduce inflammation.

iii. Depending upon IOP control & corneal clarity, laser iridectomy is done.

iv. Prophylactic iridectomy in the fellow eye.

v. Peripheral argon laser iridoplasty may help breaking an attack.

2. Sub acute ACG: Laser irideectomy.

3. Chronic ACG: Laser iridectomy with medical treatment / filtering surgery.

ARGON LASER TRABECULOPLASTY : Indications :--

· Plateau iris configuration.

· Acute attack of ACG.

Discuss limitations of Argon Laser Trabeculoplasty.

SURGICAL TREATMENT :


Surgical iridectomy: when peripheral anterior synechiae are present in less than 50% of angle or when IOP can be controlled by use of miotics only.

TRABECULECTOMY & ITS MODIFICTION : when peripheral anterior synechiae are present more than 50% of angle / when miotics fail to control IOP.

Goniosynechiolysis.

TREATMENT OF ABSOLUTE GLAUCOMA: (when painful eye)

· Cyclocrytherapy or cydophotocoagulation.

· Retrobulbar injection of alcohol

· Enucleation as last resort.

ALWAYS REMEMBER TO MANAGE FELLOW EYE.
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HISTORY :

1. Usually Asymptomatic

2. Loss of vision:

a. If the disease is very far advanced when diagnosed, the patient may be aware of the loss of vision

b. Many patients with PEX also develop cataracts  and may present with loss of vision on that basis.

CLINICAL EXAMINATION :

1. Deposition of whitish exfoliative material : There is deposition of whitish flake like material on the anterior lens capsule that looks as though it is arising from the surface of the lens; typically there is a disc shaped opacity centrally, a mid-peripheral clear zone and additional material deposited on the peripheral portion of the lens; the clear zone corresponds to the area of the lens in contact with the papillary margin of the iris; additional deposits of this whitish material may be seen on the papillary margin, anterior iris stroma, corneal endothelium and the trabecular meshwork.

2. Pigment Dispersion : Some degree of pigment dispersion in the anterior segment is usually seen with corneal endothelial pigment pigment dotting of the anterior iris stroma, and quite commonly heavy pigment in the trabecular meshwork more marked inferiorly than superiorly; there is a pigment line seen anterior to the schwalbe’s line on gonioscopy (Sampaolesi’s line).

3. Iris Trans-Illumination : Atrophy and trans-illumination defects of the peripupillary iris are often seen.

4. Elevated intra-ocular pressure (IOP) : Usually signinficantly elevated and often markedly asymmetric even without overt signs of glaucoma; often very labile in exfoliative glaucoma; about 20% of patients with newly diagnosed PEX have glaucoma or elevated IOP; about 50% of patients with PEX will ultimately develop exfoliative glaucoms.

5. Shallow Anterior Chamber : The anterior chamber is shallower, and the angle is more narrow than average in many patients with exfoliation; however angle closure glaucoma is unusual.

6. Optic Disc Cupping : Indistinguishable from other forms of open-angle glaucoma.

7. Visual Field Loss : As with other forms of open-angle glaucoma.

INVESTIGATIONS

Diagnosis is based on slit lamp examination; examination under mydriasis is mandatory.

DIFFERENTIAL DIAGNOSIS

Few things are easily confused with PEX

1. Pigmentary Glaucoma : The pigmentation is diffuse darker “mascara” type and bilateral. The iris trans-illumination defects are elongated radial spokes in the iris periphery contrary to peripupillary location in PEX.

2. Synechiae, Fibrin or Cyclitic Membrane : May involve the anterior lens capsule as debris but may lack the homogenous granular appearance  and characteristics flakes of PEX.

3. True Exfoliation (Capsular Delamination) : Trauma, exposure to intense heat (e.g., glass blowers) or severe uveitis can cause a thin membrane to peel off the anterior less capsule. This usually presents as diaphanous membrane with a free edge floating in the aqueous; very rare.

4. Systemic Amyloidosis : May produce deposition of flake like material in the anterior segment and may produce glaucoma also; however it is very rare and there are systemic manifestations.

NON-SURGICAL MANAGEMENT

1. Pharmacological : This is similar to that for open angle glaucoma. It is often less effective and labile and poorly controlled IOP persists. The IOP control also becomes more difficult to control with time.

2. Non-Pharmacological : Laser trabeculoplasty is especially successful in PEX glaucoma; initial success rate is about 80%. However success rates decrease with time as with open angle glaucoma, averaging 50% or less by 5 years. There have been less reports of success with re-treatment.

SURGICAL TREATMENT 

Indications for filtration surgery and the outcomes are as with open angle glaucoma.

POINTS TO REMEMBER

1. Whitish Material in the papillary area

2. Non-Dilating pupil

3. Lenticular Subluxation

4. Unilateral Glaucoma

All these call for an evaluation of PEX.
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AMBLYOPIA

1. History :

· Mother’s pregnancy history, gestational age at time of birth, birth weight & neonatal history
· Ask about developmental milestones as developmental delay of the child, positive family history, prematurity increases a child’s chance of developing amblyopia.
· If the child has strabismus – enquire about the following – is it associated with psychological or physical stress, unilateral or alternating, constant or intermittent for distance or near or both?
· Previous treatment, if any, be reviewed such as occlusion therapy, spectacle correction orthoptic therapy any eye muscle surgery.
· Past & present medication should be recorded, along with drug sensitivities and/or allergic responses, surgical history, anaesthetic methods used & their results.
· Family history of strabismus or any other eye disorders.
2. Clinical Examination :


A. Visual acuity assessment : ( Distance & Near) –

· Verbal Children (above 3 years) : Distance acuity by snellen letters. Often isolated letters can be used, that may lead to measurement underestimating amblyopia. ‘Crowding bars’ may help to alleviate this problem
· In preverbal & non verbal children – CSM method. (C – Corneal light reflex location as the child fixates examiner’s light under monocular conditions i.e., opposite eye covered., S – Steadiness of fixation on examiner’s light.  M – Ability of the child to maintain alignment first with one eye, then with the other, as opposite eye is uncovered. Maintenance if fixation is evaluated under binocular conditions.)
· Corrected near acuity is recorded with a near card at 14 inches (35cm).
B. Other Aspects of visual function : That may be affected in amblyopia should be tested. Such as – Binocular vision and stereo acuity – by worth four-dot test. Some other functions that are affected e.g. contrast sensitivity, motion perception & processing and spatial localization can be done if facilities are provided. 

C. Assessment of ocular movements

D. Tests of ocular alignment : Cover test, corneal light reflex test.

3. Investigations 


a) To rule out any organic cause of visual loss and identify the underlying cause of amblyopia.


b) Rule out ‘malingering’ in teens & adults.

4. Management : Principles are:--

· Elimination of any obstacle to vision such as cataract, central corneal opacity, severe ptosis occurring during infancy or in childhood.

· Correction of refractive error.

· In most unilatcral or asymmetric cases forcing use of the poorer eye by limiting use of the better eye.

Refrective Correction : 
a) Full refractive error as determined under cycloplegia should be correctd.

b) Refractive correction following cataract surgery/keratoplasty/correction of ptosis/ correction of squint must be provided promptly.

Occlusion therapy & optical degradation : 


Amblyopia Treatment Study (ATS) : Demonstrated equal efficacy of Penalization (Atropine treatment 1-3 days a week) & Occlusion in their early reports. Long term follow up data not yet available.

Factors affecting success of abmblyopia treatment 

· Age of onset 

· Depth of amblyopia

· Compliance with treatment regime

· Presence of associated anomalies

Criteria for Visual Improvement :

· Isoacuity between the good and the previously amblyopia eye.

· Equal speed of reading for both the eyes.

· Free alteration of fixation ensures that a cure has been obtained

When to stop amblyopia treatment?

· Isoacuity between the good and the previously amblyopia eye.

· When there is persistent deficit in visual acuity – if poor compliance can be ruled out continue treatment until no further improvement is noted on three consecutive follow up visits separated by at least 3-4 weeks.

· Once treatment is stopped, the child must be checked periodically until 9 years of age to detect recurrence of amblyopia.

Recurrence may occur in about 50% of patients when amblyopia treatment is discontinued after fully or partially successful completion of occlusion therapy. However, this can nearly always be reversed with renewed therapeutic effort. Repeated backsliding can be prevented by an acuity maintenance regimen, typically patching for 1-3 hours a day or equivalent. Once the need for maintenance occlusion is established, it should be continued until 8-10 years of age.

Surgical Treatment of Treatable Cases to Prevent Amblyopia :

· If dense cataract in one eye, Cataract Surgery should be done at the earliest
· If unilateral myopia/hypermetropia, refractive corneal surgery may be done.
· If unilateral corneal opacity, corneal transplantation should be done at the earliest.
· If squint with or without nystagmus, correction of squint should be done at the earliest.
Refractive Correction following a froe said surgeries must be given prompthy.
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GUIDELINES FOR THE RESOURCE PRESON / FALICITATORS

They should ensure that the following key issues are demonstrated / discussed during long & short case presentation :

1. History

2. Clinical Examination

3. Investigation

4. Differential Diagnosis

5. Non – Surgical Management

6. Surgical Management

7. Other Relevant Points

1. Symptoms :

a. Onset, duration and progression of following symptoms should be asked

i. Diminished vision for near and distance

ii. Cosmetic disfigurement

iii. Redness and pain present or not

iv. Presence of squint

b. Past History :- Regarding trauma should be asked, if it is since childhood then age of onset should be asked.

i. Regarding exanthematous fever

ii. Regarding vitamin A deficiency – opacity usually bilateral

iii. Regarding any keratitis – bacterial, fungal, viral

2. Clinical Examination :- Vision status for distance and near

a. Torch Light Examination

i. To localize site and size of the opacity

ii. Pupillary reaction – very unpredictable as a part of the iris is incarcerated in the wound 

iii. Anterior chamber depth

iv. Cover test to detect phoria and tropia

v. Projection and perception of rays of lights

b. Slit lamp Examination

i. For site, size, vasculature and extent of adherent leucoma

ii. AC Depth

iii. Distance from limbus

c. Assessment of Cataract

d. Intra Ocular Pressure (IOP) – ideally should be taken with pneumotonometer / digitally.

3. Investigations :
a. B Scan

b. Fluorescein Stain

c. Dilatation and refraction

i. Post mydriatic test for correction if possible

d. Corneal Topography & Specular, Microscopy, Pachymetry, AC Depth assessment

4. Differential Diagnosis :
a. Active Ulcer

b. Abscess

c. Limbal Dermoid

d. Band Shaped Keratopathy

e. Corneal Scar due to injury

5. Non-Surgical Management :
a.  Contact Lens

b. Cosmetic Contact Lens

c. Tattooing

6. Surgical Options :
a. Optical Iridectomy

b. Cosmetic Keratoplasty

c. PK with synechiolysis with AC reconstruction

d. Cataract and IOL SOS

e. Squint operations for cosmetic reasons

7. Other relevant points :
a. Recent advance in keratoplasty, eye banking and various newer medias available for better preservation of donor cornea, keratoprosthesis – newer modalities, suture materials, suturing techniques.
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GUIDELINES FOR THE RESOURCE PRESON / FALICITATORS

They should ensure that the following key issues are demonstrated / discussed during long & short case presentation :

8. History

9. Clinical Examination

10. Investigation

11. Differential Diagnosis

12. Non – Surgical Management

13. Surgical Management

14. Other Relevant Points

8. Symptoms :

a. Onset, duration and progression of following symptoms should be asked

i. Diminished vision for near and distance

ii. Cosmetic disfigurement

iii. Redness and pain present or not

iv. Presence of squint

b. Past History :- Regarding trauma should be asked, if it is since childhood then age of onset should be asked.

i. Regarding exanthematous fever

ii. Regarding vitamin A deficiency – opacity usually bilateral

iii. Regarding any keratitis – bacterial, fungal, viral

9. Clinical Examination :- Vision status for distance and near

a. Torch Light Examination

i. To localize site and size of the opacity

ii. Pupillary reaction – very unpredictable as a part of the iris is incarcerated in the wound 

iii. Anterior chamber depth

iv. Cover test to detect phoria and tropia

v. Projection and perception of rays of lights

b. Slit lamp Examination

i. For site, size, vasculature and extent of adherent leucoma

ii. AC Depth

iii. Distance from limbus

c. Assessment of Cataract

d. Intra Ocular Pressure (IOP) – ideally should be taken with pneumotonometer / digitally.

10. Investigations :
a. B Scan

b. Fluorescein Stain

c. Dilatation and refraction

i. Post mydriatic test for correction if possible

d. Corneal Topography & Specular, Microscopy, Pachymetry, AC Depth assessment

11. Differential Diagnosis :
a. Active Ulcer

b. Abscess

c. Limbal Dermoid

d. Band Shaped Keratopathy

e. Corneal Scar due to injury

12. Non-Surgical Management :
a.  Contact Lens

b. Cosmetic Contact Lens

c. Tattooing

13. Surgical Options :
a. Optical Iridectomy

b. Cosmetic Keratoplasty

c. PK with synechiolysis with AC reconstruction

d. Cataract and IOL SOS

e. Squint operations for cosmetic reasons

14. Other relevant points :
a. Recent advance in keratoplasty, eye banking and various newer medias available for better preservation of donor cornea, keratoprosthesis – newer modalities, suture materials, suturing techniques.
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1. HISTORY :

a. Mechanism (Divinities & Force)
b. Size of Object
c. Time of Injuring
2. EXAMINATION (CLINICAL)

a. Visual Acuity
b. Pupilly Reaction
c. Slit Lamp Examination
d. Funds Examination 
i. Direct Opthalmology
ii. Indirect Opthalmology
3. INVESTIGATIONS

a. Ultrasound Examination
b. CT Scan ; 
c. VEP in opth. Neuro Surgery
4. D/D

a. In finding a fresh injury
b. thing is diabetic eye or recently objective eye
5. MANAGEMENT

Factors 

treatment are:

· IOP Level

· Hyphrame Level

· Co meal storing

· Any associated disease 

SPECIALITY: OPTHALMOLOGY

CASE :
DIAGNOSIS & MANAGEMENT OF A CASE OF CSR 

EXPERT: DR. K. RAVISHANKAR

Suggested points which needs to be covered in the History, Clinical Examination, Investigations, Differential Diagnosis & Management of a case of CSR

1.
HISTORY

Sudden onset of blurred/distorted vision in one eye associated with a relative positive scotoma, micropsia & metamorphopsia

2.
CLINICAL EXAMINATION

*
Moderate reduction of vision which is often correctable to 6/6 or so with a weak ‘plus lens’.

*
Slit Lamp Biomicroscopy & Indirect Ophthalmoscopy 

1.
Shallow round or oval elevation of the sensory retina at the posterior pole

2.
Evidence of small precipitates on the posterior surface of the detached neuro sensory retina.

3.
A pinpoint whitish area within the elevated detached neuro sesory retina denoting the area of leakage

4.
Evidence of subretinal fluid which could be clear or turbid

3.
INVESTIGATIONS

1.
Amsler Grid- Distortion of straight lines with scotoma

2.
FFA – Smoke stack/ Ink Blot appearance- confirms the diagnosis


        - Sometimes associated with RPE detachment

3.
OCT – helpful in identifying subtle, subclinical, neurosensory macular detachment

4.
DIFFERENTIAL DIAGNOSIS

1.
ARMD (older pts, evidence of Drusen, CNVM, & is often bilateral)

2.
Optic pit – associated with serous detachment

3.
PED – Margins of PED more distinct

4.
Choroidal Tumor involving the posterior pole

5.
Macular Detachment as a result of Rhegmatogenous Detachment

5.
NON SURGICAL MANAGEMENT


Wait & watch for spontaneous absorption of fluid & recovery of vision

6.
SURGICAL MANAGEMENT 

1.
Laser Photocoagulation to the site of leakage in cases of 

a.
Recurrent episodes of CSR

b.
Vision of fellow eye impaired from previous attacks

c.
Duration of symptoms greater than 3-4 mnths

d.
Occupational demands

2.
Very, very rarely in case of bilateral bullous serous detachment not responding to either conservative wait & watch policy or after Laser Photocoagulation






***********
SPECIALITY: OPTHALMOLOGY

CASE
:
PARS PLANITIS

EXPERT: DR. HARSHA BHATTACHARJEE

Parsplanitis is described as the type of uveitis in which there is idiopathic accumulation of inflammatory materials in the region of vitreous base and parsplana.Intermediate uveitis (IUSG) is a diagnosis based on anatomic location of ocular inflammation.  The intermediate zone of the eye includes ciliary body, pars plana, choroids and peripheral retina as posteriorly as the exit of the vortex vein.  Intermediate uveitis is one in which inflammation involve this area of the eye.

1.
HISTORY

· H/O Dimness of vision or blurring of vision

· H/O Floaters

· H/O Shortness of breath/ cough/ swelling elsewhere in the body/ weight loss to rule out sarcoidosis/ Tuberculosis/ lymphoma.

· H/O Vertigo, ataxia, paresthesia, sphincter dysfunction is taken to rule out Multiple sclerosis

· H/O unusual sexual exposure to rule out Syphilis and HIV

· H/O skin lesion suggestive of erythema migrans or joint pain like migratory arthralgia or travel to endemic areas of Lyme disease

· H/O irregular bowel habits and abdominal symptoms to rule out Inflammatory bowel disease

· H/O contact with pets particularly puppies for suspected Toxocariasis

2.
CLINICAL FEATURES

· Most common presenting feature is painless blurring of vision accompanied by floaters. Rarely patient may present with unilateral blurring of vision with anterior uveitis like pain, redness, photophobia etc.

· Vision is usually 6/12 on presentation and most patients don’t have systemic illness


The Common signs are-

· Quiet anterior segment, uncommonly mild anterior segment inflammation may be present

· Vitreous cells- can range from being occasional to 3+ depending on the severity and chronicity of disease process

· The classic finding is “Snows bank” where in the exudative aggregate’s deposited in the inferior pars plana and anterior retina.  These are seen in indirect ophthalmoscopy and scleral depression

· Cystoid macular oedema (CME) is present in 28-64% of patients at presentation and is usually cause for decreased vision

· Focal areas of phlebitis in retinal periphery can occasionally be seen.  Disc oedema is present in 3-20% of the eyes

· Although patients are symptomatic in only one eye, the other eye shows signs characteristic of involvement.   Hence examination with scleral indentation of the fellow eye is very important.
· In some cases only vitreous cells can be present without snow bank or CME.  This termed as “Pars plana variant” which could be an early form of pars planitis

· In case of intraocular lymphoma, vitreous cells will be large, fluffy and the course 

· of disease is resistant to steroid treatment

3.
INVESTIGATION

Investigation is guided by result of assessment and review of systems.  Angiography (FFA) may be useful in patients with vision of 6/12 or less should document macular edema and justify therapy.  The aim of each investigation is to rule in or rule out specific diagnosis.  Few of the tests are-

· Complete blood count with differential (to rule out Myelo-proliferative and infectious disease).

· Angiotensin converting enzyme, serum calcium, Lysozyme, Gallium scan-for sarcoidosis.

· Chest X-Ray,

· Mantgoux (1:10, 000), ESR- for Tuberculosis 
· VDRL or TPHA or FTA – ABS: To rule out syphilis 

· ELISA for HIV

· ANA rarely for collagen vascular disease.

· Toxocara antibody testing in children.

· HLA – DR full panel (Common haplotypes – A3, B7, DR2, DW2) in-patient with h/o Multiple Sclerosis if MRI shows definite plaques and other evidence in Myelography or CSF studies.

· Rarely ECOGRAPHY-In case of typical Pars Planitis or Intermediate Uveitis, ecography (B-USG) adds no information.  However in severe vitreous inflammation, RD, Toxocara canis granuloma, complicated cataract it can be useful.  Using UBM, it is possible to demonstrate Pars Plana exudates and even inflammatory cell aggregates in the vitreous.

4.
DIFFERENTIAL DIAGNOSIS

· Sarcoidosis

· Multiple sclerosis

· Tuberculosis

· Syphilis

· Lyme disease (In Endemic areas)

· Human T-Cell leukemia Virus Type I

· Cat-Scratch Disease

· Epstein Barr Virus

· Intraocular Lymphoma

· Toxocariasis

· Inflammatory Bowel Disease etc.

5.
MANAGEMENT

Management in Pars Planitis is individualized and based on parameters like –

· Presence of unilateral or bilateral disease.

· Visual acuity in each eye.

· Severity of inflammation, presence of CME and threat to vision.

· Management decisions are clearly based on the level of visual acuity and presence of macular edema.

· Patients with  amblyopia of unrelated causes of one eye are managed as patients with only one eye.


Options of treatment available:

· Disease observation

· Medical Therapy

· Surgical Therapy

The four step therapy by HJ Kaplan as a protocol consisting of:

*
1st step was to use peri-ocular or oral steroids.  If this fails 2nd step was cryo therapy to area of snow bank, if this fails 3rd step was therapeutic pars plana vitrectomy and finally use of immune suppressive as 4th step (This 4th step approach has been modified and the use of other immune suppressive agent or anti-metabolites is being tried before cryotherapy and therapeutic vitrectomy).

Peri-ocular steroid consider:

· In unilateral conditions-

· In bilateral conditions and patient having other systemic disease like diabetes, where oral steroids are relatively contraindicated.

· Periocular steroids of Inj. Triamcinolone acetonide (Tricot) 40 mg is given by, subtenon’s route every 3 weeks.  IOP needs to be monitored to rule out steroid induced glaucoma.

· Dexamethasone Injection (4mg/ml vial, 20mg/ml vial) (Decadron, Decdan, Dexona) can be given as periocular steroid.

Oral steroid consider:

· Patient has bilateral affection

· Peri-ocular steroid cannot be given or tolerated.

· Patient is a steroid responder.

· Oral steroids are started in high doses at 1 mg per kg body weight for atleast 2 weeks and then tapered slowly depending on response over few months.  Oral calcium (1000 to 1500 mg daily) and antacids are supplemented.

· Very rarely, high dose intravenous corticosteroids (Injection IV methyl prednisolne) 1 gm IV for 3 consecutive days may be used in patients who fail to respond to oral and periocular corticosteroids and who have vision threatening lesions. 

· If steroid fail or patients cannot tolerate steroids alternative immunosuppressive can be considered.  Drugs like tab. Azathioprine 1.5-2 mg per/kg/day.  (Available as 50mg tablet), Tablet Methotrexate – 0.1 – 0.5mg/kg/week taken orally once in a week, (available as 2.5 mg tablet).  Cyclosporin (2-5mg kg/day in one dose or 2 divided dose daily, (available as 25,50,100mg capsule).

· If intermediate uveitis is still recalcitrant and severe then cryotherapy (single freeze-thaw treatment described by Aarberg)/ Laser therapy is tried in the areas of snow banking to disrupt the neovascularisation.

· Therapeutic vitrectomy is needed in severe cases with a hope of – reducing CME, Decreasing the visual morbidity, to decrease the dose of oral steroids or antimetabolite.

Surgical Therapy-

· Cryotherapy and scatter Laser photocoagulation of the peripheral retina as well as pars plana vitrectomy with or without pars plana lensectomy have been shown to be effective in the treatment of pars planitis.  Likewise, visual rehabilitation through cataract extraction with IOL implanatation in complicated cataract following pars planitis is a safe and effective procedure, provided vigilant perioperative control of inflammation is achieved.

· Pars Plana Vitrectomy with or without Pars Plana lensectomy is not only the modality of choice to treat certain complication of pars planitis which include dense vitreous opacification, tractional or rhegmatogenous RD, vitreous haemorrhage, epiretinal membrance formation but it may also have salutary effect on active disease refractive to medical treatment & on CME and may ultimately alter the natural history of the disease.

Course & Prognosis:

Pars Planitis may become inactive and quiescent after a protracted course.  Tight control of inflammation and close monitoring of the disease as well as its complications may result in good visual recovery.

In long term follow up study of 182 eyes Smith et al suggested that pars planitis has 3 patterns:

· Self limited benign course – where there is gradual improvement with only rare recurrences (10% of cases fall in this group)

· Prolonged course without any exacerbation was seen in 59% of cases.

· A chronic smoldering course with one or more episodes of exacerbation of inflammation: 30% of eyes were seen in this category.

Regardless of the pattern of the disease, most eyes were seen to improve or remain unchanged in terms of visual acuity.
Follow up:

In the acute phase, patients are reevaluated every 1 to 4 weeks, depending on the severity of the condition.  In the chronic phase, reexamination is performed at 3 to 6 months interval.
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SPECIALITY: OPTAHLMOLOGY

CASE 
:
CONGENITAL PTOSIS

EXPERT: 


1.
HISTORY

· Age of onset

· Family history

· Fluctuating ptosis with strabismus

· Allergic/ drug reaction

· Trauma

· Anti coagulant use/ bleeding disorder

· Complete medical history

· Family history of malignant hyperthermia

· Head position

2.
CLINICAL EXAMINATION

· Head position

· Visual acuity, refractive error Cycloplegic refraction

· Dialated fundus examination

· Strabismus evaluation

· Absent upper lid crease

· Tear function

· Corneal sensitivity

· Exophthalmometry

· Pupillary size

· Iris colour difference

· Lid height (palpebral fissure distance)

· Lid position in down gaze

· Levator function

· MRD1, MRD2

· Bells phenomenon

· Palpation of eyelids and the orbital rim to rule out mass lesion

· Marcus Gunn jaw – winking phenomenon

3.
INVESTIGATION

· Photographs for documentation

· Neuro imaging of orbit and brain

· EMG, Tensilon test, ice test

· ECG if mitochondrial disorder is suspected

· Muscle biopsy and mitochondrial is suspected

4.
DIFFERENTIAL DIAGNOSIS


-
CPEO


-
Myasthenia gravis


-
Myotonic dystrophy


-
Pseudoptosis

5.
NON SURGICAL MANAGEMENT


-
Observation in mild cases if no sign of amblyopia, strabismus and    

                        abnormal head posture

· Treatment of amblyopia, refractive error

· Eyelid crutches

6.
SURGICAL MANAGEMENT

· Levator muscle resection

· Frontalis muscle suspension

· Fasanella – servant procedure






**********
SPECIALITY: OPHTHALMOLOGY

CASE :
KERATOCONUS

EXPERT : DR. R. RAVEENDRAN
1.
HISTORY :

· Multiple unsatisfactory attempts in obtaining optimum spectacle correction

· Decreasing Vision

· Distortion, Monocular diplopia or ghost images

· Sudden loss of vision with some ocular discomfort

· Intolerance to contact Lens

· Frequent eye rubbing

· Allergic tendencies and Atopy

· H/O associated systemic Problem like Down Syndrome, Connective tissue disorders.

· H/O associated ocular problem like Retinitis Pigmentosa, VKC, Leber’s Congential amaurosis, aniridia, ROP, CL wearing

2.
CLINICAL EXAMINATION:

· General Examination

· To R/O Systemic association

Ocular Examination

· Lid – Sign of Ocular Allergy

· Conjunctiva – Sign of Ocular allergy

· Cornea

· Fleischer ring

· Vogts Striae

· Corneal Thinning

· Eccentrically located ectatic protrusion (cone)

· Breaks in Bowmans Layer

· Stromal Scars

· Enhanced appearance of Corneal nerves

· Rizzuti Sign

· Munson’s Sign

· Scar at the level of DM

· Oil drop sign in distant direct Ophthalmoscopy

· Scissoring reflex in Retinoscopy

3.
INVESTIGATION

· Placido disc

· Keratometry

· Computer assisted Videokerato graphy

· Ultrasonic Pachymetry

4.
DIFFERENTIAL DIAGNOSIS

· Pellicuid Marginal degeneration

· Terrien’s Marginal degeneration

· Kerato Globus

5.
NON SURGICAL MANAGEMENT

· Spectacles

· Contact Lens-Soft, RGP, Piggy back lenses;Special lenses for advanced KC; Sclera Lenses

· Medical management of Hydrops 

6.
SURGICAL MANAGEMENT

· Intra Stromal rings

· Deep anterior Lamellar Keratoplasty

· Penetrating Keratoplasty

· Epikeratoplasty

· Keratectomy to remove the nodular scar
**************************
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HISTORY :

3. Usually Asymptomatic

4. Loss of vision:

a. If the disease is very far advanced when diagnosed, the patient may be aware of the loss of vision

b. Many patients with PEX also develop cataracts  and may present with loss of vision on that basis.

CLINICAL EXAMINATION :

8. Deposition of whitish exfoliative material : There is deposition of whitish flake like material on the anterior lens capsule that looks as though it is arising from the surface of the lens; typically there is a disc shaped opacity centrally, a mid-peripheral clear zone and additional material deposited on the peripheral portion of the lens; the clear zone corresponds to the area of the lens in contact with the papillary margin of the iris; additional deposits of this whitish material may be seen on the papillary margin, anterior iris stroma, corneal endothelium and the trabecular meshwork.

9. Pigment Dispersion : Some degree of pigment dispersion in the anterior segment is usually seen with corneal endothelial pigment pigment dotting of the anterior iris stroma, and quite commonly heavy pigment in the trabecular meshwork more marked inferiorly than superiorly; there is a pigment line seen anterior to the schwalbe’s line on gonioscopy (Sampaolesi’s line).

10. Iris Trans-Illumination : Atrophy and trans-illumination defects of the peripupillary iris are often seen.

11. Elevated intra-ocular pressure (IOP) : Usually signinficantly elevated and often markedly asymmetric even without overt signs of glaucoma; often very labile in exfoliative glaucoma; about 20% of patients with newly diagnosed PEX have glaucoma or elevated IOP; about 50% of patients with PEX will ultimately develop exfoliative glaucoms.

12. Shallow Anterior Chamber : The anterior chamber is shallower, and the angle is more narrow than average in many patients with exfoliation; however angle closure glaucoma is unusual.

13. Optic Disc Cupping : Indistinguishable from other forms of open-angle glaucoma.

14. Visual Field Loss : As with other forms of open-angle glaucoma.

INVESTIGATIONS

Diagnosis is based on slit lamp examination; examination under mydriasis is mandatory.

DIFFERENTIAL DIAGNOSIS

Few things are easily confused with PEX

5. Pigmentary Glaucoma : The pigmentation is diffuse darker “mascara” type and bilateral. The iris trans-illumination defects are elongated radial spokes in the iris periphery contrary to peripupillary location in PEX.

6. Synechiae, Fibrin or Cyclitic Membrane : May involve the anterior lens capsule as debris but may lack the homogenous granular appearance  and characteristics flakes of PEX.

7. True Exfoliation (Capsular Delamination) : Trauma, exposure to intense heat (e.g., glass blowers) or severe uveitis can cause a thin membrane to peel off the anterior less capsule. This usually presents as diaphanous membrane with a free edge floating in the aqueous; very rare.

8. Systemic Amyloidosis : May produce deposition of flake like material in the anterior segment and may produce glaucoma also; however it is very rare and there are systemic manifestations.

NON-SURGICAL MANAGEMENT

3. Pharmacological : This is similar to that for open angle glaucoma. It is often less effective and labile and poorly controlled IOP persists. The IOP control also becomes more difficult to control with time.

4. Non-Pharmacological : Laser trabeculoplasty is especially successful in PEX glaucoma; initial success rate is about 80%. However success rates decrease with time as with open angle glaucoma, averaging 50% or less by 5 years. There have been less reports of success with re-treatment.

SURGICAL TREATMENT 

Indications for filtration surgery and the outcomes are as with open angle glaucoma.

POINTS TO REMEMBER

5. Whitish Material in the papillary area

6. Non-Dilating pupil

7. Lenticular Subluxation

8. Unilateral Glaucoma

All these call for an evaluation of PEX.
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6. HISTORY :

a. Mechanism (Divinities & Force)
b. Size of Object
c. Time of Injuring
7. EXAMINATION (CLINICAL)

a. Visual Acuity
b. Pupilly Reaction
c. Slit Lamp Examination
d. Funds Examination 
i. Direct Opthalmology
ii. Indirect Opthalmology
8. INVESTIGATIONS

a. Ultrasound Examination
b. CT Scan ; 
c. VEP in opth. Neuro Surgery
9. D/D

a. In finding a fresh injury
b. thing is diabetic eye or recently objective eye
10. MANAGEMENT

Factors 

treatment are:

· IOP Level

· Hyphrame Level

· Co meal storing

· Any associated disease 
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SELLAR TUMOURS

The most important point to note in the case of sellar tumours is that the main entity is a pituitary tumour and pituitary tumours usually give ocular symptoms till they grow to a macroadenoma 

HISTORY 

Visual Symptoms - common with non-functional adenomas 

1. Painless asymmetric visual loss and mono-ocular blindness: 

i. This is the predominant ocular symptom; almost 2/3 have visual symptoms and 2/3 of them have loss of vision as the presenting complaint; the great majority of the visual symptoms consist of visual loss in one or both eyes 

ii. Many patients are unaware of their visual loss 

iii. The visual loss precedes other symptoms of headache and endocrinopathy in almost half the cases 

iv. The duration between the visual disturbances and the other symptoms would vary between less than a month to more than ten years 

v. Attacks of amaurosis some lasting as long as an hour may precede permanent visual loss 

vi. Occasionally acute mono-ocular visual loss in a previously healthy individual is the first evidence of a pitpitary tumour( confused with retro-bulbar neuritis) 

vii. Central vision may be reduced in both eyes acutely, though still asymmetric (one should suspect acute pre-chiasmal expansion) 

viii. Vision decomposition in patient with known bitemporal hemianopia is suggestive of pituitary apoplexy 

2. Hemifield Slide Phenomena: Intact nasal fields when overlap produce a sensory diplopia(non-paraetic diplopia), or separate to where objects seem to disappear from the central vision 

3. Postfixation Blindness: In a complete bitemporal hemianopia when a patient converges to a point, his blind hemianopic visual fields align behind fixation; when the patient attempts to thread a needle, for example, the thread enters the eye of the needle, but does not appear to exit on the other side. 

Non-visual 

1. Headache: fairly common; bursying headache is considered characteristic of pituitary adenoma; frequently frontal, bitemporal or retro-orbital 

2. Decreased libido, impotence 

3. Amenorrhoea 

4. Galactorrhoea, oligomenorrhea 

5. Infertility Asthenia 

6. Acromegaly in adults and gigantism in young 

7. Cushing's syndrome 

8. Pituitary Dwarfism (delayed body growth) 

9. Frohlich's syndrome (adiposogenital dystrophy) 

10. Simmond's disease (reduced hair growth, intolerance to cold temperatures, weight gain, cachexia) 

CLINICAL EXAMINATION 

Visual field defects with respect for the vertical border 

1. Bitemporal hemianopia that is greater near fIXation is the pathognomonic of visual field defect of an intra-sellar tumour; seen in 70% of the cases. 

2. Mono-ocular central scotoma with supero-temporal defect in the other eye (junctional scotoma of Traquair) is as diagnostic of a chiasmallesion as is Bitemporal hemianopia. 

3. Mono-ocular field loss alone in the form of central scotoma or temporal anopia or superor or inferior temporal depression may occur. 

4. Nerve fibre bundle defects 

5. Homonymous hemianopia: with a prefixed chiasm as the growth compresses the tracts 

Optic nerve head defect: A late sign of chiasmal affection, weakly correlated with duration of the symptoms and strongly correlated to persistent decreased post-operative visual acuity; visual acuity loss, relative afferent papillary deficit, dyschromatopsia, pallor of the neuro-retinal rim of the optic disc and dropout of the nerve fibre layer 

(Disc pallor was once seen in about 2/3 of the cases; with improved endocrinological diagnosis this has come down to about 2% only) 

INVESTIGATIONS 

Perimetry: any type of perimeter will produce the typical field defects of a sellar tumour; the kinetic perimetry programme by the computerised perimeters will give a field with which the neuro-surgeons are conversant with 

Neuro-iD.1aging: the hall mark of the investigation for a chiasmallesion; CT picks up calcification seen in 90% of craniopharyngiomas and in meningiomas of this region; but MRI will be the investigation of choice Endocrinological evaluation: Must 

DIFFERENTIAL DIAGNOSIS Of visual fields 

1. Bilateral optic nerve lesions 

i.  Primary Open Angle Glaucoma (POAG) 

ii. Disc anomalies 

2. Testing artifacts 

3. Psychogenic visual loss 

4. An empty sella syndrome should be entertained particularly in patients with pseudo-     

    tumour cerebri and in patients who have undergone pituitary tumour resection. 

Of Optic nerve deficit 

1. POAG: The field defects would be different; however in doubtful cases neuro- imaging is a must; in a few cases both could co-exist. 

2. Retro Bulbar Neuropathy (RBN): monocular vision loss with a normal looking optic nerve-head would give a diagnosis of RBN and steroid therapy has been instituted with improvement in the condition only to deteriorate with the cessation of the same; MRI would be diagnostic for both. 

NON-SURGICAL MANAGEMENT 

1. Bromocriptine/ octreotide for functional adenomas and in macro adenomas prior to surgery for shrinking the mass 

SURGICAL TREATMENT: 

1. Trans-sphenoidal/ trans-ethmoidal for miro-adenomas 

2. Trans-frontal for macro-adenomas 

.Post -surgical radiation is necessary for prevention of re-growth 

POINTS TO REMEMBER: 

1. In any case with pale optic disc, a chiasmallesion should be kept in mind. The following are some pointers 

i. A pale optic disc with normal Intra-Ocular Pressure 

ii. Non-glaucomatous fields with a pale disc 

iii. Rapid deterioration of visual parameters in a patient on anti-glaucoma treatment 

A working classification of sellar turnours: 

1. Primary intracranial turnours 

A. Intrasellar 

1. Pituitary adenoma 

2. Pituitary carcinoma 

B. Extrasellar 

1. Craniopharyngioma 

2. Sphenoid ridge meningioma 

3. Tuberculum sella meningioma 

4. Dysgeminoma 

5. Optic, chiasmal and hypothalamic gliomas 

6. Cavernous sinus turnour 

11.. Primary cranial turnours 

1. Sarcoma 

2. Chondroma 

3. Multiple myeloma 

4. Giant cell turnour 

III. Metastatic 

1. Nasopharyngeal (by direct spread) 

2. TumoUTS of the breast, lung, stomach, kidney and colon(mainly by hematogenous spread) 
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GUIDELINES FOR THE RESOURCE PRESON / FALICITATORS

They should ensure that the following key issues are demonstrated / discussed during long & short case presentation :

15. History

16. Clinical Examination

17. Investigation

18. Differential Diagnosis

19. Non – Surgical Management

20. Surgical Management

21. Other Relevant Points

15. Symptoms :

a. Onset, duration and progression of following symptoms should be asked

i. Diminished vision for near and distance

ii. Cosmetic disfigurement

iii. Redness and pain present or not

iv. Presence of squint

b. Past History :- Regarding trauma should be asked, if it is since childhood then age of onset should be asked.

i. Regarding exanthematous fever

ii. Regarding vitamin A deficiency – opacity usually bilateral

iii. Regarding any keratitis – bacterial, fungal, viral

16. Clinical Examination :- Vision status for distance and near

a. Torch Light Examination

i. To localize site and size of the opacity

ii. Pupillary reaction – very unpredictable as a part of the iris is incarcerated in the wound 

iii. Anterior chamber depth

iv. Cover test to detect phoria and tropia

v. Projection and perception of rays of lights

b. Slit lamp Examination

i. For site, size, vasculature and extent of adherent leucoma

ii. AC Depth

iii. Distance from limbus

c. Assessment of Cataract

d. Intra Ocular Pressure (IOP) – ideally should be taken with pneumotonometer / digitally.

17. Investigations :
a. B Scan

b. Fluorescein Stain

c. Dilatation and refraction

i. Post mydriatic test for correction if possible

d. Corneal Topography & Specular, Microscopy, Pachymetry, AC Depth assessment

18. Differential Diagnosis :
a. Active Ulcer

b. Abscess

c. Limbal Dermoid

d. Band Shaped Keratopathy

e. Corneal Scar due to injury

19. Non-Surgical Management :
a.  Contact Lens

b. Cosmetic Contact Lens

c. Tattooing

20. Surgical Options :
a. Optical Iridectomy

b. Cosmetic Keratoplasty

c. PK with synechiolysis with AC reconstruction

d. Cataract and IOL SOS

e. Squint operations for cosmetic reasons

21. Other relevant points :
a. Recent advance in keratoplasty, eye banking and various newer medias available for better preservation of donor cornea, keratoprosthesis – newer modalities, suture materials, suturing techniques.
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AMBLYOPIA

1. History :

· Mother’s pregnancy history, gestational age at time of birth, birth weight & neonatal history
· Ask about developmental milestones as developmental delay of the child, positive family history, prematurity increases a child’s chance of developing amblyopia.
· If the child has strabismus – enquire about the following – is it associated with psychological or physical stress, unilateral or alternating, constant or intermittent for distance or near or both?
· Previous treatment, if any, be reviewed such as occlusion therapy, spectacle correction orthoptic therapy any eye muscle surgery.
· Past & present medication should be recorded, along with drug sensitivities and/or allergic responses, surgical history, anaesthetic methods used & their results.
· Family history of strabismus or any other eye disorders.
2. Clinical Examination :


A. Visual acuity assessment : ( Distance & Near) –

· Verbal Children (above 3 years) : Distance acuity by snellen letters. Often isolated letters can be used, that may lead to measurement underestimating amblyopia. ‘Crowding bars’ may help to alleviate this problem
· In preverbal & non verbal children – CSM method. (C – Corneal light reflex location as the child fixates examiner’s light under monocular conditions i.e., opposite eye covered., S – Steadiness of fixation on examiner’s light.  M – Ability of the child to maintain alignment first with one eye, then with the other, as opposite eye is uncovered. Maintenance if fixation is evaluated under binocular conditions.)
· Corrected near acuity is recorded with a near card at 14 inches (35cm).
B. Other Aspects of visual function : That may be affected in amblyopia should be tested. Such as – Binocular vision and stereo acuity – by worth four-dot test. Some other functions that are affected e.g. contrast sensitivity, motion perception & processing and spatial localization can be done if facilities are provided. 

C. Assessment of ocular movements

D. Tests of ocular alignment : Cover test, corneal light reflex test.

3. Investigations 


a) To rule out any organic cause of visual loss and identify the underlying cause of amblyopia.


b) Rule out ‘malingering’ in teens & adults.

4. Management : Principles are:--

· Elimination of any obstacle to vision such as cataract, central corneal opacity, severe ptosis occurring during infancy or in childhood.

· Correction of refractive error.

· In most unilatcral or asymmetric cases forcing use of the poorer eye by limiting use of the better eye.

Refrective Correction : 
c) Full refractive error as determined under cycloplegia should be correctd.

d) Refractive correction following cataract surgery/keratoplasty/correction of ptosis/ correction of squint must be provided promptly.

Occlusion therapy & optical degradation : 


Amblyopia Treatment Study (ATS) : Demonstrated equal efficacy of Penalization (Atropine treatment 1-3 days a week) & Occlusion in their early reports. Long term follow up data not yet available.

Factors affecting success of abmblyopia treatment 

· Age of onset 

· Depth of amblyopia

· Compliance with treatment regime

· Presence of associated anomalies

Criteria for Visual Improvement :

· Isoacuity between the good and the previously amblyopia eye.

· Equal speed of reading for both the eyes.

· Free alteration of fixation ensures that a cure has been obtained

When to stop amblyopia treatment?

· Isoacuity between the good and the previously amblyopia eye.

· When there is persistent deficit in visual acuity – if poor compliance can be ruled out continue treatment until no further improvement is noted on three consecutive follow up visits separated by at least 3-4 weeks.

· Once treatment is stopped, the child must be checked periodically until 9 years of age to detect recurrence of amblyopia.

Recurrence may occur in about 50% of patients when amblyopia treatment is discontinued after fully or partially successful completion of occlusion therapy. However, this can nearly always be reversed with renewed therapeutic effort. Repeated backsliding can be prevented by an acuity maintenance regimen, typically patching for 1-3 hours a day or equivalent. Once the need for maintenance occlusion is established, it should be continued until 8-10 years of age.

Surgical Treatment of Treatable Cases to Prevent Amblyopia :

· If dense cataract in one eye, Cataract Surgery should be done at the earliest
· If unilateral myopia/hypermetropia, refractive corneal surgery may be done.
· If unilateral corneal opacity, corneal transplantation should be done at the earliest.
· If squint with or without nystagmus, correction of squint should be done at the earliest.
Refractive Correction following a froe said surgeries must be given prompthy.
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Acute Dacrvocvstitis - Inflammation of the Lacrimal Sac

Workup :
1) History – Previous episodes? Concomitant ENT infection

2) External Examination – Gentle compression of the lacrimal sac with cotton tipped swab in an attempt to express discharge from the punctum. This is done bilaterally to uncover subtle contralateral dacryocystits.

3) Ocular Examination – Check extraocular movements and look for proptosis (Hertels exopthalmometry)

4) Gram stain, blood agar culture chocolate agar culture in children) f discharge expressed from the punctum.

5) CT scan (axial and coronal) of orbital and PNS in atypical or severe cases or cases unresponsive / worsening to antibiotics. Probing/Irrigation is contraindicated during the acute stage.

Etiology :

· NLD obstruction,

· lacrimal sac diverticula,

· dacryolith,

· nasal or sinus surgery,

· trauma or

· lacrimal sac tumor (rare)

Symtoms :

· Pain, 

· Redness,

· Swelling over the innermost aspect of lower eyelid ( over lacrimal Sac) tearing,

· Discharge;

· Fever; may be recurrent.

Signs :

· Erythematous, tender swelling centered over the nasal aspect of the lower eyelid and extending over the periorbital area nasally 

· Mucoid/purlent discharge expressed from the punctum when pressure is applied over the lacrimal etc.

· Dacryocystitis has swelling below the medical central tendon

· Lacrimal sac tumor (rare) if swelling is above the medical canthal tendon should be considered 

· Fistulas after emerging from skin below the medical canthal tendon

· Rarely orbital or facial cellulites

Microbiology :


Staphyiococci,


Streptococci,


Diphtheroids.

Differential Diagnosis :

· Facial Cellulits involving the medical canthus (discharge cannot be expressed from the punctum by placing pressure over the lacrimal sac and radiographically patient lacrimal drainage system)

· Acute Ethmoid sinusitis (Pain, tenderness, erythema over the nasal bone medical to the inner canthus) Frontal headache and nasal obstruction are common. Patients are often febrile.

· Acute frontal sinusitis (Inflammation predominantly involves upper eyelid. The forehead is tender on palpation).

Treatment :

1. Children

Afebrile, systemically well, mild case, reliable patient :--


Amoxycillin/Clavulanate or Cefaclor 20-40 mg/kg/d in 3 divided doses



Febrile, acutely ill, moderate to severe care,




Cefuroxime 50-100 mg./kg/d IV in 3 divided doses

2. Adults

1. Cephalexin 500 mg. PO Q 6H                                             IV Cefazolin 1g Q 8H

2. Topical antibiotic drops

3. Warm compress and gentle massage to the inner canthal region qid

4. I & D of pointing abscess

5. DCR with silicone intubation after resolution especially in chronic dacryocystitis
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HISTORY 

1) Age 

2) Trauma 

3) Chronic illness

4) Diabetes

5) Hypertension

6) Glaucoma or its treatment

7) Similar episode

8) Diminution of vision/redness/pain

CLINICAL EXAMINATION

1) Vision

2) Rule out Trauma – Corneal/scleral laceration, angle recession, iris tear, foreign body, lens dislocation etc.

3) Evidence of inflammation – Flare/Cells in aqueous, Hypopyon, Posterior Synechiae, Pigment on the lens surface, Keratic precipitates.

4) Iris/Angle neovascularisation

5) Intraocular pressure

6) If fundus is visible – Renital Detachment (RD), disc neovascularisation, neovascularisation elsewhere, peripheral retinal tears, Macular neovascularisation, evidence of vessel occlusion, foreign body

INVESTIGATIONS


General

1) Blood Hb, TLC, DLC, Erythroytic sedimentation Rate

2) Urine Routine 

3) Blood Sugar – Fasting and Post-prandial

4) X-ray Chest PA View

5) Montoux Test
Ophtalmologic

1) X-Ray Orbit – AP and lateral view

2) Ultrasound, if media is hazy – to see for posterior vitreous detachment/RD/Tumour/foreign body

3) CAT Scan, if a foreign body is suspected to be in the coats of the eye

4) Culture of forinces/aqueous/vitreous, if there is a suspicion of infection

Differential Diagnosis
1) Hazy Viterous due to Posterior Uveitis

2) Asteroid Hyalosis

3) Chronic Endophthalmitis

Non-Surgical Management 

1) Treat inflammation with topical and oral steroids

2) Treat infection if any 

3) Reduce Intraocular pressure, if raised

Surgical Managemet
1) Do a USG and if there is RD or element of traction on the surface of retina then do an early vitrectomy and definitive RD surgery

2) Otherwise wait for at least 10-12 weeks for age. to resolve

3) Tie an encircling band if there is evidence of traction

4) Endolaser in Diabetics/Retinal Vasculitis/Vein Occlusions
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1.History: 

· Mother's pregnancy history, gestational age at time of birth, birth weight & neonatal history 

· Ask about developmental milestones as developmental delay of the child, positive family history, prematurity increases a child's chance of developing amblyopia. 

· If the child has strabismus - enquire about the followings - Is it associated with psychological or physical stress, unilateral or alternating, constant or intermittent, for distance or near or both? 

· Previous treatment, if any, be reviewed such as occlusion therapy, spectacle correction, orthoptic therapy, any eye muscle surgery. 

· Past & present medications should be recorded, along with drug sensitivities and/or allergic responses, surgical history, anaesthetic methods used & their results. 

· Family history of strabismus or any other eye disorders. 

2. Clinical examination: 

A. Visual acuity assessment: ( Distance & near) -- 

· Verbal children ( above 3 years): Distance acuity by Snellen letters. Often isolated letters can be used, that may lead to measurement underestimating amblyopia. 'Crowding bars' may help to alleviate this problem. 

· In preverbal & nonverbal children - CSM method. (C - Comeallight reflex location as the child fixates examiner's light under monocular conditions i.e, opposite eye covered., S - Steadiness of fixation on examiner's light, 

M - Ability of the child to maintain alignment first with one eye, then with the other, as opposite eye is uncovered. Maintenance offrxation is evaluated under binocular conditions.) 

· Corrected near acuity is recorded with a near card at 14 inches (35 cm). 

B. Other aspects of visual function, that may be affected in amblyopia should be tested. Suck as - Binocular vision and stereo acuity - by Worth four-dot test. Some other functions that are affected e,g, contrast sensitivity, motion perception & processing and spatial localization can be done if facilities are provided. 

C. Assessment of ocular movements 

D. Tests of ocular alignment: Cover tests, Comeallight reflex test 

3. Investigations:

a) To rule out any organic cause of visual loss and identify the underlying cause of amblyopia. 

b) Rule out 'malingering' in teens & adults. 

4. Management: Principles are :--

· Elimination of any obstacle to vision such as cataract, central corneal opacity, severe ptosis occurring during infancy or in childhood. 

· Correction of refractive error. 

· In most unilateral or asymmetric cases forcing use of the poorer eye by limiting use of the better eye. 

Refractive correction:

a) Full refractive error as determined under cycloplegia should be Corrected. 

b) Refractive correction following cataract surgery/ keratoplasty / correction of ptosis/ correction of squint must be provided promptly. 

Occlusion therapv & Ootical deeradation 

Amblyopia Treatment Study (ATS) - demonstrated equal efficacy of Penalization (Atropine treatment 1-3 days a week) & Occlusion in their early reports. Long term follow up data not yet available. 

Factors affecting! success of amblyopia treatment 

· Age of onset 

· Depth of amblyopia 

· Compliance with treatment regime

· Presence of associated anomalies 

Criteria for Visual Improvement: 

· Isoacuity between the good and the previously amblyopic eye. 

· Equal speed of reading for both the eyes. 

· Free alteration of fixation ensures that a cure has been Obtained 

When to stop amblyopia treatment? 

· Isoacuity between the good and the previously amblyopic eye. 

· When there is persistent deficit in visual acuity - if poor compliance can be ruled out continue treatment until no further improvement is noted on three consecutive follow up visits separated by at least 3-4 weeks. 

· Once treatment is stopped, the child must be checked periodically until 9 years of age to detect recurrence of amblyopia. 

Recurrence may occur in about 50% of patients when amblyopia treatment is discontinued after fully or partially successful completion of occlusion therapy. However, this can nearly always be reversed with renewed therapeutic effort. Repeated backsliding can be prevented by an acuity maintenance regimen, typically patching for 1-3 hours a day or equivalent. Once the need for maintenance occlusion is established, it should be continued until 8-10 years of age. 

Medical Treatment :

· CDP-choline (citicoline) has been reported to show improvement in child amblyopia. 

· Levodopa – has the drawbacks of regression to the extent, in some cases, of worse than base line acuity, as well as a variety of side effects. 

Surgical Treatment of Treatable Cases to Prevent Amblvopia : 

· If dense cataract in one eye, Cataract surgery should be done at the earliest. 

· If unilateral myopia/ hypermetropia, refractive corneal surgery may be done. 

· If unilateral corneal opacity, corneal transplantation should be done at the earliest. 

· If squint with or without nystagmus, correction of squint should be done at the earliest. 

Refractive correction followin2 afore said surgeries must be given promptly. 
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Guidelines For The Resource Persons / Facilitators

1. History :

· A patient may complain have less than satisfactory 6/6 vision. 

· Early morning vision may be reported as misty. As the day progresses, the mist clears. An observant patient may make this complaint. 

· Mistiness may remain much longer than merely in the morning. It may persist the whole day. In the early stages, it is improved by use of hypertonic drops and ointment. 

· Patients may have difficulty performing visual tasks, which require attention to fine letters or figures. 

· Patients may see halos around the sources of light. 

· Patients may feel a gritty or foreign body sensation during part of or during the whole day. 

· Progressive fall in the corrected visual acuity occurs over previous months or years. 

· Attacks of redness, pain, and watering, lasting for hours or days occurs. 

· Constant redness, pain, watering, and poor vision may be present. 

· Rapid onset of symptoms of fading vision and irritation after an intraocular operation, especially for cataract, may occur. 

Family History 

· Important as may be autosomal dominant 

Past history 

· Of medication used eg., topical sodium chloride 5%; antiglaucoma medication. 

· A slow and poor recovery of vision may occur after a cataract operation. 

· Nd: Y AG laser surgery for secondary cataract - increasing visual deterioration may develop, sometimes weeks or months. 

Demography 

· Elderly women 

2. Clinical Examination :

· Bilateral 

· Asymmetric disease of central cornea 

· Vision - Snellen's chart 

· Retinoscopy - Red reflex reveals diffuse mottled appearance of descemets membrane 

· Lids 

· Lids are normal in early cases. 

· They may appear red and congested in advanced cases. 

· Conjunctiva 

· Conjunctiva is normal in early cases. 

· It may be highly congested, especially around the limbus, when epithelial erosion, bullae formation, or infected ulceration is present. 
· Corneal epithelium 
· The corneal epithelium is normal and transparent in early cases. 

· Bedewing of the epithelium occurs because of epithelial edema. 

· Epithelial bullae may be present. 

· Pannus formation occurs. 

· Ulceration with or without infection may be present. 

· The corneal epithelium may be thick and opaque. 

· Clouding of anterior cornea - technique 

· Indirect illumination 

· Sclerotic scatter 

· Late: Sub epithelial scarring and end stage cicatrisation (diffuse sheet of scar) Bowmann's scarring 
· Corneal stroma 

· The corneal stroma has a normal transparency in early cases. 

· Appearance of striae in the deeper layers is observed due to folds in the Descemet membrane. 

· Edema of the corneal stroma occurs, first posteriorly and later anteriorly.

· Thickening of the corneal stroma develops. 

· Vascularization is present. 

· Late: A diffuse ground - glass like stromal haze of central cornea 

· Descemet's membrane 

· Thickened 

· Has a beaten-metal appearance 

· Corneal endothelaium 

Corneal guttae: multiple, central guttae associated with a fine stippling of pigment on the posterior corneal surface.

Method of examination 

a) Direct illumination 

· Appearance of guttae: Golden, refractile mounds on the posterior corneal surface 

b) Specular reflection 

· Black holes in the endothelial mosaic 

· Beaten metal appearance may be seen in specular reflection. A similar appearance may be visible at the edge of the central corneal on retroillumination. 

(Please note: Guttae are excrescences of Desceme'ts membrane produced by abnormal endothelial cells) 

· Anterior chamber is normal unless it is involved in some complication of the cornea. 

· Pupillary reaction - direct; consensual should be checked as associated glaucoma + optic atrophy (GOA) may go exist 

· Iris, lens, vitreous, and retina are not involved in the process. 

· Lens changes should be noted (cataract) (for surgical management) 

3. Investigation :

i. Corneal sensation is usually diminished 

ii. IOP Intraocular pressure (Digital tension, Schiotz, Goldmann) 
a) Intraocular pressure (lOP) is within the reference range. 

b) IOP may be raised independently of the disease. 

iii. Pachymetry (indicates relative endothelial function) 
a) To measure central corneal thickness (CCT)

b) Morning and evening values if difference greater than 10% chance for decompensation after cataract surgery.

c) Pachymetry is a good way of gauging the increase in corneal edema. The thickness can be compared with the new readings on subsequent visits. Increasing thickness of the cornea means increasing corneal endothelial decompensation. Presence of Descemet folds, epithelial bedewing, and corneal thickness of greater than 0.62 mm indicates potential decompensation 

iv. Specular microscopy 

· Endothelial cell density, hexagonality, and polymegethism may be recorded. The following 5 stages may be seen. 

· Stage 1: The guttate excrescences are in the form of dark structures with sharply defined single bright spots at their center. The structures are considerably smaller in size than a single endothelial cell. Such an excrescence does not lie near the boundary wall of the cell. 

· Stage 2: The excrescence is almost the size of the endothelial cell. The  surrounding cells have a stretched appearance.

· Stage 3: The excrescence is considerably larger, and many cells are involved in one lesion. The dark structure is 5-10 times the size of an endothelial cell. The adjacent cells are abnormal and have missing boundaries. Many lesions are seen close to each other, but they do not coalesce. The excrescences are of 2 types, a smooth round shape or a rough excrescence. 

· Stage 4: The individual excrescences have coalesced. The net result is multilobed, rather than a round outline. The dark areas have many bright spots. The multilobulated structures cover considerable area. The cells between the excrescence masses tend to become abnormal. Coalesced areas contain both the smooth and the rough variety of excrescences. 

· Stage 5: An organized mosaic of endothelial cells is difficult to see. Many stages may be observed in the different areas of the same eye. 

Please Note: 

· <1000/mm2 may decompensate after cataract or other intraocular surgery

· polymegathism (variation in size) 

· polymorphism (variation in shape) 

· Increase in endothelial cell size is proportional to increased corneal hydration 

v. Transmission Electron microscopy: shows degeneration of endothelial cells 

a)  Vacuolization 

b) Cell membrane disruption 

c) Fibroblast like changes 

4. Differential Diagnosis :

A. guttae producing: conditions 

i) Aging 

ii) Interstitial keratitis 

iii) pseudo guttae (transient edema of endothelial cells 



a) trauma 



b) Intraocular inflammation 



c) Contact lens wear 



d) Toxins 



e) Infections 

f) thermokeratoplasty 

These disappear with resolution of the condition 

iv) Macular and posterior polymorphous dystrophies 

v) Chanders syndrome (ICE) 

Iridocorneal endothelial syndrome has baten bronge endothelial pattern with overlying corneal edema 

B. Edema producing conditions 

i. Aphakic or pseudophakic bullous keratopathy of numerous causes                        (Note: The posterior collagenous layer differs in structure and collagen content) 
ii. Congenital hereditary endothelial dystrophy 

iii. Non-guttate corneal endothelial degeneration 

4. Non – Surgical Management :

Aim : To decrease edema and pain 

a) Topical hyperosmotic agents to treat corneal edema

i) 5% sodium chloride eye drops during the day (especially early morning)

ii) 5% sodium chloride ointment at night time (to reduce early morning edema) 

iii) Glycerin can also be used but it produces lot of stinging 

b) Dehydrating the cornea by a hair dryer on low or no heat setting held at arms length to reduce edema by increasing evaporation 

c) Antiglaucoma medications or oral carbonic anhydrase inhibitors may help in decreasing corneal oedema of patients by reducing intraocular pressure 

d) Contact lens (varying effects) 

i. A high water content soft contact lens - permits evaporation from lens surface and may improve visual acuity by reducing irregular astigmatism 

ii. Hard lens corrects irregular astigmatism but worsens edema and vision as it reduces evaporation from corneal surface

iii. Bandage soft contact lens to reduce discomfort in a patient with bullae (advance and recurrent corneal erosions) corneal edema, avoid long term use as risk of infection) 

e) Supportive treatment for ruptured bullae 

i. Soft contact lenses can be useful in cases of bullae formation.

ii. Cycloplegics, local antibiotics, and pad and bandage treat the eye for a couple of days.

iii. Retrobulbar injection of absolute alcohol is useful to patients with painful, totally blind eyes. 

Please note: If folds are present in descemet's membrane a contact lens has no benefit in terms of vision. 

6. Surgical Management :

Failing vision in the presence of epithelial edema and stromal haze, which cannot be treated by the instillation of 5% sodium chloride drops and ointment, necessitates recourse to surgery. A selection has to be made between the following 2 options: (1) keratoplasty alone, when no cataract formation is present, or (2) if cataract is present and adds significantly to visual disability and specular endothelial microscopy results suggest the need for a corneal graft, then a combined corneal transplant, cataract extraction, and lens implant procedure should be performed. 

a) Conditions that increase occlusion and decrease tear evaporation eg., ptosis, should be corrected 

b) Total conjunctival flap for patients with limited usual potential due to other causes than corneal edema eg., ARMD (This is suffer for long term than a bandage contact lens) 

c) Penetrating keratoplasty (PKP) for vision restoration in patients whose normal day to day activities are affected, has a good prognosis (early surgery in young age, poor vision in fellow eye, high visual requirement) 

Anesthesia 

· Local anesthesia with 50/50 mixture of 0.75 % bupivacaine and 2% lidocaine and 150 U of hyaluronidase. 

· Anesthesia may be retrobulbar or peribulbar. Good hypotony should be obtained with a mechanical pressure device (eg, Honan balloon, Super Pinky ball, mercury bag).

· After thoroughly ascertaining cardiovascular status, general anesthesia may be used in selected cases. 

d) Combined PKP + cataract extraction + IOL triple procedure depends on CCT + specular <1000 cells /mm2 of 800 + clinical and symptomatic visual fluctuation especially morning blue and > 10% variation in corneal thickness between morning and evening central corneal thickness and stromal edema on slit lamp. Severity of cataract 
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Disadvantages for individual Procedures 

1. Increased cost and rehabilitation time 

2. Corneal graft more likely to fail 

3. Poor visibility during the second procedure 

4. Difficult to calculate IOL Dower 

7. Others – Histology 
· In early stages, the focal thickening of the Descemet membrane is similar to those seen in the Hassall-Henle warts of the peripheral cornea. The corneal endothelium appears stretched and thinned over the dome of the excrescences. 

· In advanced cases, a generalized thickening of Descemet membrane is observed. This thickening appears to "bury" the cornea guttata that formed in the earlier stages. 

· In normal corneas, histologic preparations show lamellar separation as an artifact. In the cases of corneal edema, the artifactitious lamellar separation of the lamellae is reduced. Subepithelial bullae fomlation is seen at the anterior corneal surface. In the periphery of the cornea, subepithelial fibrous tissue usually is seen. Intraepithelial cysts filled with cellular debris are seen. Intraepithelial basement membrane formation may occur due to the misdirection of the epithelial cells. Bowman membrane is normal, unless it has been involved in ulcer formation and keratitis, after the rupture of a bulla.
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Guidelines for the resource persons/ facilitators


They should ensure that the following key issues are demonstrated / discussed during long and short case presentations.

1. History :- of contact with chemical agent, type and nature of agent, quantity involved, whether eye wash / irrigation was done, associated face injuries, unilateral/bilateral.
Details of treatment received whether medical / surgical. Any other significant history.

2. Clinical Examination

· Visual eiuty

· Injuries over the face / eylids

· Upper lids/both lid involvement

· Loufmctival involvement – Limber ischaemia , Modified Rooparhll classification

·   Presence or Absence of Necrosis

· Corneal Clarify / effinthetal defects/ vascularisation of corma

· presence or absence of particulate matter

· Any symbepharma in old case / harmic burns AE to lens status

3. Investigations 

Fluotoscime staining to see the efithehal defects shirmer test / drug eye / prot rose Bengal staining 

4. Medical Management

Acute Cases :-


Irrigation


Removal of partials of chemical


Debribem cut


Tear Substitutes


Antibiotics


Antiglaucoma Medication


Cycloplegics


role of cortieosterouds


Ascorbate


Citrate 

5. Surgical 

Tissue Adhesives

Glass Rod for prevention of rymblopharaous

Bandage contact lens

Luibal stem care transplantation

AMT

Symplepharas Release

Penetrating keralohlasty 

Conjunctival slapping 
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POINTS TO BE COVERED IN DIABETIC RETINOPATHY

HISTORY

·  Duration of diabetes 

·  Age of onset of diabetes 

·  Control of Blood Sugar 

·  History suggestive of Neuropathy 

·  History suggestive of Nephropathy 

·  Associated H/O Hypertension 

·  Pregnancy 

·  Heredity 

CLINICAL EXAMINATION 

· Venous dilation 

· Microaneurysms

· Intra retinal haemorrhages- dot and blot haemmorrhages 

· Hard exudates 

· Macular oedema - Focal /Diffuse 

· Soft exudates 

· Venous beading and loops 

· Neovascularisation of disc or periphery 

· Fibrovascular bands 

· Tractional retinal detachment 

· Preretinal membrane formation 

· Vitreous haemorrhage 

· Posterior vitreous detachment 

· Iris Neovascularisation 

INVESTIGATIONS 

· Blood sugar 

· Kianey function tests . Lipid profile 

· USG in opaque media to see vitreous haemorrhage(diffuse!organized) & retinal detachment 

Fluoresceine Angiography 

· Areas of capillary nonperfusion 

· Distortion of foveal avascular zone 

· Intra retinal neovascularization 

· Intra retinal micro vascular abnormalities 

· Macular oedema- focal! diffuse 

· CSME 

· Areas of leaks - Disc! macula/elsewhere 

DIFFERENTIAL DIAGNOSIS 

· BRVO,CRVO 

· Hypertensive retinopathy 

· Renal retinopathy 

· Eales, disease 

· Sickle cell disease SLE 

· Radiation retinopathy 

NON SURGICAL MANAGEMENT 

General Management 

· Diabetic control and its effect on retinopathy. 

Diabetic control and complications trial study 

Primary and secondary prevention of retinopathy 

· Antiplatelet Therapy 

Use ofNSAlD as cyclo-oxygenase inhibitors 

· Use of Hypo Lipidemic Agents like Lovastatin and Prevastatin and their effect on retinopathy. 

Photocoagulation 

· PRP - Indications 

 High risk characteristics (HRC) 

· Focal treatment / Macular grid- Indications 

· Criteria for CSME according to ETDRS 

· ETDRS Guidelines for follow up treatment after initial PRP 

· Factors for additional photocoagulation 

· Technique of additional laser photocoagulation 

· Size and duration of spots in photocoagulation 

· Areas to be avoided during photocoagulation 

· Complications of laser 

Cryoablation 

· Indications 

· Method and areas where cryo spots are to be applied. 

SURGICAL MANAGEMENT 

Vltrectomy 

· Indications of Vitrectomy in diabetic eye disease 

· Surgical objectives and techniques 

· Risk of removal of lens with vitrectomy  - Progression of Rubeosis lridis

· How to stop bleeding while doing vitrectomy

· Raising bottle height 

· Bipolar diathermy 

· Endolaser 

· Fluid gas exchange 

· Silicone oil temponade its indications, technique, complications, removal methodology 

· Indications for fluid gas exchange 
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Guidelines for the resource persons/ facilitators


They should ensure that the following key issues are demonstrated / discussed during long and short case presentations.

Name of case

6. History 

H/O Diabetics, ENT Problem, Fever, Trauma, Parotid surgery Etc.

7. Clinical Examination

· Upper Motor Neurone/L.M.N Difference

· Bells Pheromone +/-, 6th Nerve involvement

8. Investigations 

ENT check up/CT/Rule out diabetes

9. Differential Diagnosis 

UMN/LMN involvement to be ruled out.

10. Non – Surgical Management

Ocular Lubricants/ oral steroids.

11. Surgical Management 

Tarsoraphy /Jascial N Decompresssion 

12. Any Other

Prognosis – invariably bad.
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