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A. Primary glaucoma
1. Open - angle glaucoma : primary open angle or chronic
open angle glaucoma
2. Angle - closure glaucoma
a. Acute
b. Subacute or chronic
c. Plateau iris
B. Congenital glaucoma
1. Primary congenital glaucoma
2. Glaucoma associated with congenital anomalies
C. Secondary glaucoma
1. Pigmentary glaucoma

2. Exfoliative syndrome

3. Due to changes of the lens

4. Due to changes of the uveal traet
5. Due to trauma

6. Following surgical procedures

7. Associated with rubeosis



8. Associated with pulsating exophthalmos
9. Associated with topical corticosteroids
10. Other rare causes of secondary glaucoma
D. Absolute glaucoma
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1. aqueous production »n ciliary body epithelium

2. resistance to aqueous outflow #segusna Structure 4 anterior

chamber angle
3. episcleral venous pressure #wundiiargeiulunnguiseds o1y

carotid-
cavernous fistula (wuldes) vzvirldanudugnangeau’ls

winfinazdauilszneuves agueous humor

aqueous ifluveamaslafivssqedgmelunsnm  anterior uaz  posterior
chamber vesgnan (Uit 1) fSinastszina 125 pl pH 7.2 dszneuldreh
fludaulng) OSMOtIC pressure wes agqueous azgendwes plasma @nies
total protein content wves aqueous &unndiss 0.02% ud albumin-
globulin ratio szwivduues serum (7e2:1)  electrolytes unazaruilsznonduy

vos aqueous wzadwaasnuivuly  plasma wn uaanududueivzuanarsiuesn

114

aqueous finthitnmenszms il

1. ¢ maintain Wgnadarwduiimnzay  Fadanudidydemsiauves
ijméamﬂ“lugﬂmnﬂﬁm sndetruty  luns@ifignafianmduduinll szians
hypotonic maculopathy #u filhesd visual acuity anas’ld

2. dusmizhasiiddylunme metabolism 'lugs avascular structure
melugna 019 wu  COrNea waz lens endredrusu  cornea su glucose waz O2
110 aqueous uwazilaes lactic acid uaz CO2 ndug aqueous o lens a'ld

amino acid uaz K™ 91n aqueous ua Na* 11n lens sgndudhg aqueous iiudu



3. fimwaun metabolism wes Vitreous uag retina e1vvzends aquUeoUs
humor Taswuin amino acid uaz glucose 1n aqueous w=iihg Vitreous
mslwadsuves aqueous humor (aqueous humor dynamics) (i

#1)
1. msade aqueous
agqueous gnarnan plasma fivsna ciliary body Tasiwasz water
soluble substance «wriu ciliary body epithelium Tasna'la ultrafiltration
luvaedi lipid soluble substance s cell membrane aw concentration
gradient lae3s diffusion  ud substance molecule difvinaluajazgn
secrete Tas active process figosld energy
namsanymu aqUeous gaadudiedast ~ 2.0 pl/min wazli turn
over ~ 1% wes anterior chamber volume yauni Fesarmsaduiiizanaaile
mqmﬂéﬁu, Tunamdu, msii inflammation (wu anterior uveitis), s
ocular surgery, was trauma, msiilsaaunariia (wu retinal detachment)
wioninms ldnuriiaifinaaamsadis agueous
e aqueous gaatanan ciliary body epithelium u&s widhunegly
v3nu  posterior chamber smfuazsnldme pupil Whldly  anterior
chamber uazrwesnnngnenlusna  anterior chamber angle  uas
unconventional outflow pathway sz 1ananie
2. m3lvwasenves agueous (outflow)
aqueous 'lwasenaingnalilas 2 pathway Ingj sl
2.1 Trabecular +3 conventional route Taor N1
trabecular meshwork (faflu structure fegusna anterior chamber
angle) 1$hg Schlemm's canal wez collector channels (Fsfiogiszana 30)
uaz aqueous vein (fuszina 12 ) luiiga  vimiu fluid fezgn absorb iéhg
venous circulation  pathway iz drain aqueous 'Iduszina 83-96%
2.2 Unconventional w3e extracanalicular route pathway
il drain aqueous 1§ 5-15% Tasorautis iy
2.2.1 uveoscleral outflow #uyesuin agqueous g
stroma  wes iris waz ciliary body udy drain  lumsdwumdslids
suprachoroidal space uaz choroidal vessel awdu




2.2.2 uveovortex route agueous szruma uveal tissue
Tudnwazienny uveoscleral route udaiw scleral pore seus long posterior
ciliary arteries uaz nerve ‘lilg vortex vein wse vessel of optic nerve
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1. Tonometry fJumsia intraocular pressure ldlasldiasosiiofn

Gend tonometer  FslumafiAnisesdunsesdiofildialdedaivér  repeatable

wazamsatiunlglag hidsunsesonim Adenlfunsware 1&un
1.1 Indentation 14ua Schiotz tonometer fudu
1.2 Applanation ‘aun Goldmann tonometer fudu
manudugnmiialann tonometer wiimiseily mMmHg Tassung
fomnusugnendiegluseaalivh e glaucomatous optic nerve damage
Tumangugudr amsavendudnaviuiuenld  mazianuuandszniayana udon
msAnsmuhadignamaslulszansia s 15.5 £ 2.57 mmHg  fufuileld
wanmanada manusugnngagazesi 20.5 MMHQ  Fezasounquauilndldas
95% eg1elsimunuadaiimsmufertuvesanudugnaszniadihedeiiu uazaund
2. Fundoscopy @ﬂﬁﬁwﬁmiuiiﬂﬁ'@ﬁuﬁ@mmznﬁ] optic disc Tagernld
direct w3e indirect ophthalmoscope 18 Tasdnuazidvyves glaucomatous
cupping fisail
- Polar notching v=iiu cupping duziinangiinves disC imasnmsi
focal enlargement wves cupping lima inferior waz superior mnnii3nudun
- Enlargement of cupping #sluauilnd 80% +:3 cup-disc ratio

fosnt 0.4 lunsdifiasown cup-disc ratio mnnnd 0.5 Taedondiheunzdiude

a

Uy
- Nasal displacement of the retinal vessel #i3na optic disc

- Splinter hemorrhage  &uinwewuilndy veuves Optic nerve
head
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- Asymmetry of cupping luauindvinaves CUPPING lum 2 dhaay

mifouny  COPPING  Huanarasiuinnn 0.2 azwuldifies 1% luauind duiuda

g}

anuiiu il 1duniderndiheenviludediu
- Progressive change of cupping fudnsmziiddayludihododiu
nanfoIZiMIves
V1NAYDS cupping 1ides taznumsnlsumlasiina e ldinnuas Fanuiuandao
3. Gonioscopy  dWumsasae  Structure dwq  luuSow  anterior
chamber angle iiesslunmsiiselsadofiu Fagaddgifensh gonioscopy

[ 9 A <3 a a a 1 d’ISI [ A A A A A 1
Tagazaguenaoruesnilursiiayutla vazyuila uansnsrvldeIoIAuATOINBNIAYNTENI
H o o 4 -
gonlolens wldvnyuwndeunsouenanuniisves anterior chamber angle Tay

msdszinaniu grade A199) il

- grade O =0 - closed

- grade |7 = 10° narrow angle, shallow anterior
chamber depth -‘

- grade Il =20°

- grade Il17= 30° open angle, deep anterior chamber
depth §‘

- grade IV = 40°

T@aﬁmmﬂummﬁﬁe yuikhsznde peripheral cornea uag iris v3nm
angle recess (71lft 1) #slddenFossumalsznuanuinues anterior chamber
Tasmsasaame Trlme131%udn

4. Perimetry fumsasae visual field wieamemesmvesdihe Tasasanlu
alazde 0191935 manual (wu Goldmann perimeter) wse3 automated
(vu computerized perimeter)

Definite glaucomatous visual field defect (514 2)

1. Elongated blind spot (Seidel scotoma)
2. Arcuate (Bjerrum) scotoma

3. Nasal step

4. Tubular field

H H U a v dy
sz Tenivazanusuilulumsasae Visual field ludihedeiiu wovzagilldasi
1. wemsiiledy Visual field loss Wuwilslu diagnostic criteria fidgy
aa v Y a a &‘ [ EA d‘d [ dy a 1 1 a 1o =
nnlumsitelsaderiuriiaizess  ludihenlanuaugnavuguiunnanlng  uadelul
visual field loss azéiligedniudeiin
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2. riletasuen Prognosis veslsa dmun visual field 10ss vesdihesela
progress sunn wieeglu advanced stage asfimsnennsailsaihia sufludossnmm

ieanszaunuaugnatliegluszaud (low teen)

' . . 2 v
3. medamumamiinu a1 l¥mssnuwdrdanuni visual field 10Ss wivinnuu

s 9 ) o A 99 o o a
unndrzdeslimssnyuiveIdszauanuaugnatanaslion
anudhdaues Visual field 10ss ulsadediu Adedlu irreversible 10ss ms
snumiuile preserve visual function daviiduvdesguesdilae vt

Primary glaucoma

Open-angle glaucoma
primary open angle glaucoma (POAG) iilu glaucoma siiafinusies

' H Y
nga womnluauiiengunnn 40 Fyuld  Tesnnmsensmuniigiamsdszana 0.4-

0.5% veslszmnsifiergunni 40 T uazwunntuitern mwery dawlngiFeiniuld
Noe) ﬁ’uﬁwwuaw@a tanesnuwunediunnanimae auddiiluananiiauin ag
omuluaudid Tsmineggunsanmn

anyauzNINalia

POAG u typical form wves glaucoma Tasszwu IOP figaninind s
daulugjrzgann 21 mmHQ wezii normal open anterior chamber angle
(deep anterior chamber) Tasfi lifinnufndnAvesn niedruauluiumenduaug

voamsityduves  IOP  waslszmsgaioiididy  fo  ezdoany typical
glaucomatous visual field defect uas/vSesauriu optic nerve head
damage

] 9
POAG dlulsagsaouiluaesld Sluinaiuedisthg  Tidulithe  dlvalid
1 I 9y ] 2 1 1 [
pimseg lsaunnlsaegdumnuds  dnidunsaesm  uananuguuseveslsaluuaazaionnla
AT Genetic aspect

) 9
won POAG dlunssuriug  Tasnulsaiilugndvesdieldumnaniaulnd  (5-

19%) dwmsmeneaifunuula dlinswda vrumsanwinanduiiu multifactorial

P & a a U [ { [ 1
wie polygenicity auiuandlnddavesdihends Idsumsasinneany glaucoma ees
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1nd3a vite detect Tsaliflfieuiivzia irreversible optic nerve was/v3e visual
field damage ¥u

anuFuituiszyiing POAG waznnzduy

1. Myopia wulsaiiludthvmemduldinnnit Tasnmediimendunnnt 5
diopters 4u'l4

2. DM wu POAG ludithewvnuldmnanluaulng unsieauimuy
POAG 185 3 whiileieusuauindluiederdy uasdmuidihe POAG il
positive glucose tolerance test ‘laas 22%

3. Thyroid disorder #Fwu'lds hyper uaz hypothyroid uazémuin
fhe POAG iismwes protein bound iodine séae

4. Cardiovascular abnormalities Tsaiiwuii POAG sauaeties'lfun
hypercoagulability, hyper-cholesterolemia uaz retinal vein occlusion
(CRVO +3s BRVO #18)

5. Corneal endothelial disorder dinusawiu POAG 'l§iesldun
Fuch's uaz posterior polymorphous dystrophy

M33NH

yalszasdvesmssnm POAG egiimsnnewan IOP wiemsidin vascular
supply ves optic nerve  Fsmsaa IOP h1&Tasanmsadaves aQUEOUS 5o Tng
madin outflow udluilagiiudahidasmsfiesidow vascular supply wes optic
nerve dwmsumsinuniuganineiaedesan IOP Ifaunluszauiliildiinsn/deuntas
vea visual field uaz optic disc  Tasszsu 1OP fmnzauiivzdesiiorsanludiie
Auseq N

mssnm POAG i m3sldoflumsinuiiansldeuduusn winldenlil&nasezii
msrda dmsumsldenlulsaiiguiiulsadess dealdnliunasadin uazdiherines 1id
omsiutha s ldfuraveansinudany Tymize compliance lugiheoihusisa
qunn dafumsesuieldfiheshleds natural history weslsa uazqaiszasdivesms
$nInaeRIUNATINRN RO IRRATLIINMS K Tatanuddgnnlunsfiegih el

uazunsay follow up g

Medical treatment
1. B adrenergic blocking agent eengnian IOP 181asan aqueous

production Tav'lfifinade OUtFlow 1meensuas 2 a¥e  side effect fiday
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deme  cardiovascular i slow pulse rate uwaz weak myocardial
contractility — aaumaedu respiratory silwiaa bronchospasm uaz airway
obstruction Tamamzlugihe asthma uaz COPD  aniunsldeniiludiheiiiilsn
ms CVS w3e obstructive lung disease Ssasvaniaes wiodsuiludedls 1914
AeANUTEIATEI

segreenlungu B-blocker ‘18un

- non-selective :timolol, carteolol, levobunolol
- selective B; antagonist : betaxolol fnade B2 receptor mningu

non-selective  wnnadeszuumudumelatanas  mnziezldludiheiilsamadu
elang

2. Non-selective o adrenergic agonists eengnian aqueous Ias
aamsad1s aqUEOUS wazaeiiy outflow facility 1$noeafuaz 2 ate  side
effect fdwwrems cardiovascular ilRTmsituduves heart rate waz blood
pressure  ifia arrhythmias 4ul¢  dw ocular side effect wu'lguosun fie

mamé’maum uazwé’waa@ﬁﬂﬂjm%um

mﬂ%’mn’cjuﬁﬁ%}ﬁzﬁmzi’ﬂurﬁ’ﬂ’wﬁ )

- # shallow anterior chamber msweoilinldina mydriasis 3w
precipitate 1%i7a angle closure glaucoma 18lumasiuusTiuiisifueguda

- dlu aphakic eye msziielduiilu aphakia wu cystoid macular
edema 'Idiies mziiflu dose related uazwieldiflongaem

sedrelungu o adrenergic agonist 1dun

- epinephrine i side effect guunn Tapriulifionldud

- dipivefrin siilifl prodrug ves epinephrine sfiquauiia lipophilic
wna epinephrine ssiicorneal penetration wnnat epinephrine as 17 wih s
awnsaldeniily concentration dndunniline ocular uaz systemic side
effect masedrann

3. Cholinergic_drugs lu parasympathomimetics inisonm
miotics eengnian 1OP 'I&Taensiiin outflow facility (trabecular route)
uazdaraean aqueous production 1&idndesdndan limeeniuas 4 ads side
effect fidny nu'lfuosuazinazsuniuse compliance #e ocular side effect

Taun




9

- ciliary muscle spasm #wsildihafsss uas induced myopia sn
Ae ﬂmwwﬁ%zﬁﬁaﬂuﬁﬂwﬁmqﬁ'ﬂa

- MIiosis Fweiinadomom dmndihed cataract saudaw

meenlungu Miotics Afildludszmalne Ao pilocarpine Fsfinnududy
2% uaz 4% Tas 4% weiignsan IOP I8 2% usfesil side effect winn
1BUAY

4. Carbonic anhydrase inhibitors eengnian IOP Tasannsatas
aqueous Jopwesmslfenduiilu systemic form iolfifluszuznanm Idud
paresthesia fivaeiiuazseuihn, nausea, abdominal discomfort, peculiar
metallic taste shl¥dihadesins uazhminaa, electrolyte imbalance Fmy'lg
wnludihed lidesudauss 223 metabolic acidosis wez potassium depletion

Y 1 gw 1 9 o 9 ] g
ulﬂ ﬂtymmmmm%ﬂauﬂmgugm fﬂuiuﬂWﬂﬁWﬂfﬂW!ﬂJu@@\i‘Hq@fﬂﬂ'@ﬂu

msldenguildesseiiase Siludihof ;

- prone demuina metabolic acidosis ey dile  liver
insufficiency, renal failure, adrenocortical insufficiency w3e severe
pulmonary obstruction

- prone semaiia potassium depletion #edihedldsuen diuretic (fdu
nqu non K* - sparing), uasdesssfiddilheld digitalis Faniz hypo K+ il
fatTym digitalis toxicity du'd

- flszdamadluviediu renal calculi o

sesaelungu CAIS filded 18un

- nquiidesldlu systemic form : acetazolamide (250 mg wn 6
i21us) metazolamide (25-100 mg 2-3 adu/sein)

- nquiil4lu topical form : dorzolamide Wuelwi salilufiunswarelu
Uszmelne ilesnndainmuns uaiidofimszantlaymizes Systemic side effect as

Taun

iiosnnengu CAls #iflu sulfonamide derivative aufuteunmslddesdn
sz TRieamauieeted maz incidence msudongu sulfonamide fisoudiigalu

Usznns wazdfnsenmauiluueneunssdediald (Steven-Johnson syndrome)
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5. Selective ap adrenergic agonist eengnsan IOP ‘glasnisan
aqueous production uaziiu uveoscleral outflow et lunguil 'Igus
apraclonidine uaz brimonidine

6. Prostaglandin _derivatives eengnian 1OP  Tasmssitu
uveoscleral outflow seduelunguil 1dud latanoprost uaz unoprostone
isopropyl

7. Neuroprotective agents Lﬂuﬁ1ﬁﬂfjm§q€fmgﬂuﬂﬁﬁﬂyﬁf{]”ﬂ NANNITVDY
asnquiiaensennity tolerability ves optic nerve denisihasiiian 1OP uaz
vascular insufficiency uaz/ wiesuiu perfusion @lig optic nerve head
@‘i”m&hqmﬂuﬂduﬁ 1%

calcium -channel blocking agent

glutamate blockade

heat-shock protein

antioxidants

Laser treatment

msfnlaold laser dwmiy POAG dlums treat fusna trabecular

meshwork #e laser energy enin laser trabeculoplasty sssavan IOP aq
1Rlunsaindiheld medical treatment edaduiininites tolerate 1§ugs  10P

lianauneglu safety level uazdilidesnsivinda edialsianamsasie IOP Tao3s
laser trabeculoplasty Hlvvanastery donatuly

Surgical treatment
msdaly POAG siwinzihlunsainnsld medical treatment seadun

unz/vise laser trabeculoplasty Tiagunsaan IOP aunegluszaviidasads’ld az
wui progressive visual field loss uaz optic nerve damage Faluilaqiu
Fmsmdafifdewinu fe trabeculectomy success rate mmmimﬁ’ﬂﬁﬁaéﬂizmm
75% us success rate wasnnludiheiiongles (<40 1) wiefinnzinsodalum
Hafiiinda  nsaiisuiiudeddyd adjunctive treatment  saudrelumsehdaiiiose
Improve success rate (eriisumsls mitomycin - ¢ w5e 5 - fluorouracil)

Primary angle closure glaucoma (PACG)
PACG dluameisimsmiviuves IOP sdsiadamn luvardisl anterior

chamber angle flaswnms block Tas iris root aqueous outflow 3angans

Y
dunau Mlddihetamun wazaniiag glaucoma silatwylumavgannnIune

weludasidgin 7 . 3



Factors_iilugmsilaii anterior chamber angle

1. Anatomical narrow angle
msina acute attack ves angle-closure glaucoma wuldimwzluaind

anterior chamber angle uavegudsr  Fusraunsoglénnmsaae  anterior
chamber depth Tasldlvnie (s10azideanis grade anterior chamber depth
I&narudiluses gonioscopy) Atheiin shallow anterior chamber saudu
convex iris =il lens-iris diaphragm og anterior ainla@d vl Iris eguuudy
peripheral cornea fumal® trabecular meshwork gn occlude amneilezd

Y ] Y ] Y -
Tomaia ldnnvuiioniganniiu issnn leNs senuniuawery anterior chamber 3

AunIuan
2. Physiologic pupillary block | |
Tunwidn@ Iris 2 contact nu lens wwzuinailad pupil  wdlumid
shallow anterior chamber % arc of contact szwiw iris #u anterior
surface ves lens wnnnih 4117 resistance ves aqueous fiaglwanin posterior
chamber g anterior chamber fiunndu  Sufa pressure gradient szua
chamber + 2 &l peripheral iris Tiwnme anterior (A iris bombe’)
wnsea iris Tuuusy trabecular meshwork block ms drain ves aqueous
3431 IOP geiuedesaaa (ifa acute attack)
3. Dilation of pupil ]
msi pupil @ dilate ewidannegiiesia, emotiom wienneis
systemic uaz topical s+l peripheral iris wdounining 3:iiTemagn push
1#ila trabecular meshwork 1guniu
nnmsdnsmun pupil fegly mid-dilation fiTemea attack wndige
maedi pupillary block saudu laxness wes peripheral iris fiazaililg
trabecular block Fwnu'ldnsinnveean dilate pupil udsen3umuagni pupil 59
fog naaweglu semi-dilate position dufumsvzneene dilate pupil iiensn
wfesfinsanTemaiiezia acute attack Tasmsasae anterior chamber depth
rowawe lunsd@id shallow anterior chamber w3esads 1zdowi goniscopy wn

318

Phrases of primary angle closure glaucoma
me primary angle closure glaucoma ewwzanwuumndluszozaieg fe

1. Prodomal : dluszesiidihedslifienmsozls uduwndasaanus shallow
anterior chamber +h gonioscopy wuilu narrow angle 1OP dnla@ d1lvins
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snualasmyi prophylactic peripheral iridectomy dwdszozil files cure
anTsn uaz'liiiia acute attack s

2. Acute attack : angle Fanuanseiiounua vaziionmsaedu ocular

emergency suwniis mszvn lildasumsitaneuazsnyngndewiunieii menveaniely

nalindu g ldananluneazideads li

3. Intermittent attack : wwna¥weneziiens subacute angle
closure glaucoma gihunduilsing angle #ida intermittent wie partially uaz
|IOP diiu vary aw angle #ida  dawlngdihoesiiomsauinduiends ensiaa

- ' H - ' ' vy
pwszitluuuy  dull aching wdsgaa wielutame eamsi typical Tudihenguiide

msituadsseuads il sindlunananiy uazezmelilusugain wdmnueundy msziing
MIOSIS vaizvauy

mssnnlungu intermittent attack Aww@erdy AACG msSnumdnde ms
¥ surgery (peripheral iridectomy w3e trabeculectomy udwaszezvosisn)
uazdensan uazlimssnu fellow eye & Tasmssir prophylactic iridectomy
smua angle deudhanny

4. Chronic : flu angle closure glaucoma siiadilifioms ifumsia
vos angle fastosroniludonly aulufigatlanua Faldamaies Weundeidluil anweu
avzdess 1 fudadiuiy  angle @ta dthonduivzumumndiny POAG  fed
IOP fiquuazii typical VF defect aaoasu glaucomatous cupping udassamy
angle a

mssnudihenguilldinsanludnsaz@enty  subacute angle  closure
glaucoma uazasaainu fellow eye faaue

5. Absolute glaucoma : lu end result wes angle closure
glaucoma &lildsumssnmedaiuniagi aunszaadihe loss vision & no light
perception fiheziioimsthanun  globe wwudann (stony hard)  Faines
sufludesii enucleation wiesia retrobulbar alcohol iesnuieinsiaa

Symptom of acute glaucoma
1. Eye pain : fihessiionstian wieunseadssedudeiuiiudie

2. Red eye : dihednaz s fanamasedesundunislu 30-60 wi
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3. Blurred vision : gtheuwswenisunniiuddseua’ lasiid blue-
green aswnan uaz Yellow-red ogsouq mﬂﬁuﬂzﬁluiﬁﬂﬁﬂm IVNTIHDOING
light perception winiu

4. Nausea and vomiting

Sign of acute glaucoma
1. Corneal edema : Aatwiiesnn sudden rising wes 1OP vl

pumping action ves corneal endothelium shaw'lisiu shildiulu corneal
tissue vz act adw prism dewvuasvn (fhesedermafinadiseual) uas
cornea wgade transparency i (fiedsanine)

2. Circumcorneal injection : AACG dunilslu differential
diagnosis vesngu high risk red eye

3. Shallow anterior chamber : azwuai iris bombe’ fe

4. Mild iritis

5. Fix-dilate or semidilate pupil : favn IOP figann ¥is
interfere o blood supply wes iris & sphincter muscle i paresis 18w
an dilator  Sldmssauldin pupil szndun react to light 1ddudn dsnuli
i fihevzdl pupil dilate edaiulinaeaiin

6. High IOP : dawulvajszwy 1OP Fsgaunn ~ 50-60 mmHg ¥sdihe
TR EOAT)

Management of acute glaucoma
AACG deidlu ocular emergency deslvinssnulasiui uiseonlaily

1. Medical lowering of 1OP
1.1 Hyperosmotic agents : dlusnquitlfluszozaug luanzgndusu

nsti AACG  eengnian IOP Tasnisan Vitreous volume as 3-4% on
osmotic gradient sswhaudeauaz ocular tissue afildoglulszmalne § 2 1 fe

- Glycerol : ilu oral hyperosmotic agent 141luvua 1-1.5
g/kg body weight 10P wanawdaiiu 10 wiit peak @i 30 wiit uazqniegldum
5 daTus nilezgn metabolized 1 calories 4.32 kcallg suildfidymludihe

wmnuldddeslivais dose

- Mannitol : dlu intravenous preparation 1¥walunisaa IOP
18ana1 oral agent 14¥1luana 2 g/kg body weight lusil 20% solution 1%
IV arelu 30 wiii 023 onset of action 1u 0-60 it uazegilszana 6 2T udane
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qn excreted unmetabolized luilaanz Ao ld3unieed transient rise ves
blood volume 3sdesszSaludiheiiidaym heart function wenvinfuerwnuems
1hadsuy, angina-like chest pain aasavu anaphylactic reaction 'Is

1.2 CAISs : auna 250-500 mg witesean aqueous production

1.3 [ - blocker : 1¥d1ai'ld s10an aqueous production

1.4 Pilocarpine : Guldwasnnldenlude 1.1 - 1.3 luudr 1 - 2 427w
m3lfiuiluvmsii 1OP Sigeed pupil ecline wmsz sphinctor muscle &
ischemia og il |OP Bwanas uaz pupil 3w constrict 1#W1¥ 4%
pilocarpine senn 4 - 6 #11us iile keep pupil 1% constrict 13

wiawnd 1OP anawdy nazdiheauietu dedileludssnyunnd e
definite surgical treatment 1%undile

2. Surgical or laser peripheral iridectomy
ms peripheral iridectomy iu definitive treatment dwmsu

AACG mswwagilosnuhildina iris bombe’ way acute attack 8n Tas bypass
agueous nn posterior chamber s iridectomy whganterior chamber
Taoase  daduudwzia pupillary block T fozlaid pressure gradient szvang
chamber 34 develop iris bombe’ uas acute attack on

v
=

luns@imimssnmldnada  §lifimsilaodne permanent #  anterior
chamber angle n peripheral anterior synechiae  ms+ peripheral
iridectomy aziflu curative treatment o uadii PAS thads ennduiludeal
oaannuaugna1ne 114

3. Prophylactic peripheral iridectomy in the fellow eye
imsAnmnrateaaniutendihent attack luamitwds  aBndhewilad

Tomafiazida attack 185s 50-75% 1u 5-10 1 wen 1% MIotics egaaen iifosnn
aumalliind angle s 2 e findedu Seiesanld prophylactic iridectomy 13

Y3 i]

Secondary glaucoma

secondary glaucoma wweta glaucoma &% associated ocular
wio systemic abnormalities Wuaunquesmsnlasunlaslu aqueous humor

H v & o a { [ 4 g
dynamics dwiumsinu glaucoma siiail szdeaneewsnmnaumaiiesdudie (&
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Ful18) $ldfumsideran IOP dwq awawsuilu - glaucoma lunguiifivinmne
usdaudrauazny1§ies 18ud

1. glaucoma associated with disorder of the lens (s1eaziBoandlu
3oq Cataract)

2. glaucoma associated with ocular inflammation (s1eazidenog
luisos red eye)

3. glaucoma associated with intraocular hemorrhage (swwaziden
egluises ocular emergency)

4. steroid - induced glaucoma : msl% topical corticosteroid
an outflow facility vi1% IOP getu dawurumsiiiiullausiugnssu

Becker 'IdhmsAnsmuilulszannig U $11% steroid eye drop wu
dexamethazone 0.1% qid flunar 3 - 4 Fland szisfiheamlfnsomouanes
aomoenldiiiu 3 ngu sl

1. high responders(GG) 1&un dihegasi IOP gedumnnni 15 mmHg
wo'ldszana 5%

2. moderate responders(NG) '1§us filhesadi IOP geitu 6 -15
mmHg wu'ldszina 35%

3. non - responders (NN) '18us fhoga IOP higetu wiogatudosni
6 mmHg wuldiszana 60%

yanafifinnudssgeiinsilu steroid responder uaz steroid induced
glaucoma 'laun dilhe POAG , fidlszia POAG lunseunsh, high myopia ,
DM uaziit prone demsiia POAG yaau

dihenguilaziidnuazmenainadiondaiy POAG #ell IOP gaiu ewziinie
galifi visual field uas optic nerve head damage 18 #amsnga Steroid azih

1% IOP asasunldlasernazdaeslnoraannudugnaisiuaeluuiege

mstesiuiluasiiddgigadmsy steroid-induced glaucoma Tasfiunama
Y
IHNEEE
Yo o ) A 19 & y g
- Tduuzihiseans IFemeoaundihe  lildgesmeoaeldouiluszezina

ABIHDIN WU
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- luns@ifidihesiludes @S uemeoamngu  steroid 12ADINAULIATI
follow up awnfa ifefunndazldinsanmyan Welsadtuuds uaddedianmusuiu
wdeald  steroid deifloslfluszoznann fheezded]sumsta IOP  wazasn
optic nerve head fluszozlilnaon

Primary congenital glaucoma
primary congenital glaucoma dlu glaucoma #wuldssiigaludn

onset ém‘?@u@imqmuﬂmﬂ Tﬂwﬁﬂu%mé’ﬂaﬂﬁmmig’mdmmﬁﬂ dungoin arrest lu
development weas structure v3na anterior chamber angle iie fetus egld
Uszina 7 woulunssd

Clinical findings
classic triad wvesfilhe primary congenital glaucoma ilueinssu

idieanan corneal edema

Iun -
1. epiphora : fluemsiiny 83 figaludiheunuynsio

2. photophobia

3. blepharospasm

Signs of congenital glaucoma

1. increased corneal diameter : lw@nusniia average horizontal

corneal diameter szdesnin 10.5 mm ddamsugnargs gnaezvenelngu
Taoiawiz COrneo - scleral junction aeluergvauusn (ligarluajnnadients
vendesadonanziih Buphthalmos wie OX eye) #sa corneal diameter 14
i 12 mm esasdolsail

2. corneal edema : funnanusugnmiitugail? cornea vaw futhn

3. increased IOP : luén msta IOP dedlitnlddilhendy wieauenaau

4. tear at Descemet's membrane (Haab's striae) : mannanudaugn
Mfigannn

5. abnormal gonioscopic findings : dewimnsielasnsavenaanlunsal
il cornea dali

YUNIN

6. cupping of the disc : waldsadwnnnndlug wazndudnld draaniu
augnanlaizn mswlwdnd Incomplete development «ea connective tissue
5w lamina cribosa iiie IOP ga azfinmsna’lims posterior wazéh IOP ndun

Un@d szinamstangunaumnging 1a
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1. medical treatment dwlnapfiumssnmdansiuilelsf cornea vy
anas marhdavzii ldazainundumniu

2. surgical treatment Sumssnmiiafiga denldSy Az preserve
vision 1dnniu
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