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Ocular Hypertension
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Definition/Terminology

Term “ocular hypertension (OHT)”

& A A | A A
ant walulull e 1970 WausnIznIIgNdl
AMNAHA (IOP, intraocular pressure) Uné 1y
wd‘d 1 a A & a
{7 IOP 1NN 21 Aadtuasdsanaegnianyon
Nudiianu ee shaziianizdafin (open
angle glaucoma, OAG)

Term “glaucoma suspect (GS)” an

] 1 u

. walay Shaffer iavinITINNguNdaW
Vadlunsiiadefulueuiaaannnsiiannuau
a3 L wdsr menfiansmzivn 9 wienadu
v A A oAdA A v V] »
daRAuluszuzusn WIDRNUN 1aafienadnle
fulsadafin

A19INAAMNVDY Glaucoma suspect
A Aa £ o
Glaucoma suspect A8 UAARNARUIVD
1 d‘y 1 v é A a
mn@lavlﬂuamauaﬂ’l,u%mmuazwmgmﬂ@ﬂﬂ@
IINNITAIIY gonioscopy
1.8 suggestive glaucomatous optic nerve
%38 nerve fiber layer defect (enlarged cup-disc
ratio, asymmetric cup-disc ratio, notching %38 nar-
rowing Va4 neuroretinal rim, disc hemorrhage %30
A a . A £
AN aulUaIv8d nerve fiber layer N1 9 8)
2.4 visual field RaUn@nur 3 w9y
NN AL

3. ANUARANIINNMTIAlaY applanation
tonometry 1NN 21 UaRNAILUIEN HA8ATI

o o @

A191NAAINYDY Ocular Hypertension

AnSanuauaanAdl 21 Sadluasisen
& ~a U { 1 a
smgﬂwmizmmﬁmwLdmmmsm@ open angle

glaucoma mﬂﬂdﬁmjumwﬁumﬂﬂa

Prevalence and development of open-
angle glaucoma

Prevalence

iaym‘ﬁ'mﬁu prevalence Uad OHT 4
AOUTNINAINWANY L9AWEadneN9 Mavﬂu 8 1N
W8y Chronic Open Angle Glaucoma (COAG) i
mM3anEWLlatlEAIININAANNVBIANANA AN
(IOP) annAnIwawinny 21 Namwasisan lu
andranilanians asdne (lasdl optic nerve uas
A% 1ea1Und) beI89IUIN prevalence rate
winnuSawaz 4 09 10 Iuﬂuﬁmqmﬂﬂ’j’] 40 1

Progression rate

ludthy Gs #isl 1oP J ansnd pro-
gression rate aunanoidulsa coag la
dszanuiasas 1 dal lwaig 5-15 1
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lu Ocular hypertension study (OHTS)
randomized controlled trial Jwn1sANElWANT
o O Aa o a A
SNHIHYINTAVAKAT lagSouioy
323N topical ocular hypotensive treatment
ﬁ”umjw closed observation WL

1. mjuﬁ"tﬁ%’um 3 cumulative probability
28415470 COAG w129 5 T Uszanmw 1% ¢all

find ad Wouna, NyEnn nensimue

2. mj&l observe & cumulative probability
289M 310 COAG luth4 5 T Uszunm 2% dall

3. NaW higher risk dan13iiia glaucoma-
tous nerve damage WUINHa@IINILAA COAG
Uszanm 3-5% doll (@317 1)

@1379N 1 Incidence of Chronic Open-Angle Glaucoma among Ocular Hypertensives

NO. OCULAR OBSERVATION NO. PATIENTS DEVELOPED
HYPERTENSIVE PERIOD OPEN-ANGLE

INVESTIGATOR PATIENTS (YEARS) GLAUCOMA

Perkins 124 5-7 4 (3.2%)

Walker 109 11 11 (11%)

Wilensky, et al. 50 avg. 6 3 (6%)

Norskov 68 5 0

Linner 92 10 0

Kitazawa, et al. 75 avg. 9.5 7(9.3%)

David, et al. 61 avg. 3.3 10 (16.4%)

range 1-11

Hart, et al. 92 5 33 (35%)

Armaly, et al. 5,886 13 (1.7%)

Lindbert, et al. 41 20 14 (34%)

Kass, et al. 819 (control arm) 5 89 (10.9%)

ﬁﬂﬁiﬁﬂﬂﬂluéﬁﬁ baseline IOP 3 Wu
1 = ni &/ a U a 1
e uL " gInnIulunTiiadain  agdls
= & A o ' L vAA o
Aauunun al,ﬂm”fluﬂgwgﬂwmnmumma
lag wlngusqldifadadn lusmeidoinuads
= =3 U 1 qu:i L™ a = =
NITzANT vahgfianuanandnd Aenaling
v a v d U 1 g %)
danule m;dihﬂsluﬂguﬁawmnwumwmm

1 6 a A A ci U1

aglummmﬂﬂmm WInymNHioU19T18819
NSV BLAE N AU ABANKAITATIVATILIN
waunin 21 Aadlwasdsan warasranuluwaiy

RAITNIANA AN mmanﬂuwalﬁl,ﬁ@ﬁaﬁuvlﬁ

N19A929AAN3aY (Screening)
NIANINAN IOP _9ndn 21 adluasisen
Val5 L sl screening WUINR false-positive Wae

false-negative 189M1338398 COAG ludam 4

3lE skilled optic nerve examination {1
14 screening S aiildluns screen leaualsl
awnsavialal weldlunedfua

NT9398%  18A1THA Goldmann kinetic
or Humphrey static (automated) perimetry 14130
detect glaucomatous defect 1o LL@iLﬁ@ﬁd‘f?u@li’Jﬁ]
WUANUAALUNATBIAY 1A AUNBTINT YL 8
axon létAaduaganinudr’ il a.ea. 2001
Demirel® 31847%31 lugﬂaﬂﬁﬁ IOP 4 a7
RaUn@lun1Iasiaas wenafia Short Wave-
length Automated Perimetry (SWAP)
amanuanuiadndlanaufiezwulu Standard

4130

Automated Perimetry (SAP)
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SWAP Jun1sna avlagld stimulus
“H3u (narrow band 440 nm) size V e
NITAULAWIZITA cone “iiEn Fihdannuen
AR U SUNITa cone BN a9TRaR9 15 dB uas
1% background “waedfi 31970 eaag
NITAUUATANILTA " VBITA cone ~IARBILAY
Wolaaaananawkia1asul 9970 stimulus 198n
918971 @971 SWAP  101I0@TIANY visual
field defect ldi3and1 SAP lugthe GS 38 OHT
fiv 3-5

Lﬂ‘%ad Frequency doubling perimetry (FDP)
g1 AN AINIUANTATIIRIANNRAUNE Tu
Qﬂ’mn&juﬂﬁﬁau SAP FDP {unsavialasld
Wan psychophysical phenomenon lasnsans
Lauan ﬁumﬂﬁﬁ low spatial frequency (LU
Atedasndn 1 cycle/degree) WAYNAN rapid
counterphase flicker (<15 Hz) RIIGT psycho-
physical phenomenon winiauwadu double
%dLﬂu%ﬁ’lﬁ“nad magnocellular ganglion cell (larger
cell) T3 10% 397 detect 6524w ns
dnwlay Landers’ nd11d1 lun1samagihe

f \/79‘: v

P
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7% 0P
ey FDP 1up§ﬂamwia:s’mlmzl,ﬂ%'ﬂmﬁﬂuwa WU

9 kel SAP Un&@ n199323 SWAP

ety sensitivity 88.9% LRz specificity 96.2% W&
MIANHIL AIRARIN TAN aaAdaInNueLNd
UINTZRININTNG BUNI 099879 UATRIAINY
w1 FOP anadluiadosiefifuselomd sy
aT1RansasmauialniszasBaunsn (early
glaucomatous defect) Tagtanizadisbslu
ﬂi:mmmjm‘im

MIATIING 18a7lasls SWAP Laz FDP
AdRndn 8198 wlunsiuainy 1W15a09
NMIABRILAIRIRLANVHAUNAVDIAIB 1867
lui:mfémlﬁﬂ (early glaucomatous visual field
loss) lquﬂmmmﬁ 3"ﬁﬁiaﬁq@ﬁa:ﬁuwﬂsﬂ
FofiuluszuzBuusn (early glaucoma) Aeaaw
drlalumsaTadssduandarind

- mMItszldn 1OP

- Optic nerve

- Visual field (VF) data

W9 MSuanudlunidanses e
ﬁumﬁgﬂwﬁﬁmmﬁm@iamitﬁ@ﬁaﬁu TRRON
FIeNTI7 2

A139N 2 Frequency of Screening to Identify Patients at Risk

ASYMPTOMATIC OTHER
AGE AFRICAN ASYMPTOMATIC
(YEARS) AMERICANS PATIENTS
20-29 Every 3-5 years At least once
30-39 Every 2—4 years At least twice
40-64 Every 2—4 years Every 2-4 years

-65 Every 1-2 years

Every 1-2 vyears
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Diagnostic Assessment:
Adudasd good baseline documentation
WaaTadumafewuladla g Aauses 10P,

optic nerve, %30 VF status Lo early progression

Intraocular pressure and Pachymetry

U31891WINANNABINTZANAT (Central
Corneal Thickness ; CCT) 1%%ﬂ18ﬁ5@6§1uﬂéu
GS fien_and1 coT Wil COAG law 45% 283
Aty GS § CCT annnidn 585 luasau Fafive
°’lﬁ't]JULWi’1$ Goldmann applanation tonometer 11N
calibrate 1 ald 15y CCT Uszanm 530 luasanu
madssiwuldanivilmAaanuienaiaves
drfisnld ImIdszanmin 30% @9 57% 284
elevated 10P 1w GS Ju error 289n173@

luilaqgiiu d3laiida ‘gﬂﬁ"ﬁ'@mmﬁ correc-
tion factor @ @33lT correct °’11ﬁ§ﬂﬂitﬁﬁ CCT
feuandrannanaivatnainy 1Ay

Recent meta-analysis w131 25l%
correction factor Uszunm 2.5 UadtuaIlsan
"ATuNN g 50 luaseudisnian 550 luasan

2:19l5AANN manometric analyses fiaw
windiumesindn correction factor AITRAN=NN I
3.5 Uadwardsan wmiunng 50 luasan vas
drfuananslianndrng

Shield® WW®191N1TME intermediate
correction factor e 3.0 JafuaslToN MU
nn 50 luasouas CCT Aidnsannening @asiu
i1 ccT veasgihwdald es0 luaveu (lunvd
vLﬂJﬁﬂ’J’]ﬁJﬁ@ﬂﬂaﬁﬂS:ﬁmm) @1 10P fiura39aas
aefidntasninenieladszanm 6 Saawwasisan
e IOP 91 correct u&? fienanatlugag normal
LLa:Qﬂm"l&iﬁ risk factor Dul@ Hile "anIngn
reassure uaz uaaTaldfewAnanusniu 5%
mitlesunmstiusuiildnadanuauasmsanuilu
OHTS (Ocular Hypertension Treatment Study)’

find ad Wouna, NyEnn nensimue

Slit-lamp Biomicroscopy and Gonios-
copy

miﬂ'uﬁﬂﬁagaﬁyugﬁuﬁa%uagjﬁ'umi
@523 lasld slit-lamp examination LaZANTATID
gonioscopy 88193 NA T LﬁaLmﬂwfﬂw%a
secondary cause 5%6] LB angle recession, pig-
ment dispersion, keratic precipitate U trabecular
meshwork 'é'ﬂﬁy'amwé'a dilate 136373 anterior

lens capsule a1 evidence V89 pseudoexfoliation

Fundus Examination

s "uva9 posterior segment Qld °’15§yﬁa
GaIUUNNANWULUALINANTN optic nerve head
281932UAIZIILALABITNUNN Stereo—optic nerve
photograph 11idu baseline optic nerve head lag
1o imaging device (L% confocal laser scanning
tomography) Tun13@923 disc rim ifu NITATIINN
small hemorrhage {{u™3 MYy w3z 18110
N8 visual field loss Laz optic nerve damage
fianadaluawinald BWAEINNIQAN YUY
nerve fiber layer (NFL) &9 13130 “gnadiulag

MWy defect 218w

T 9 red-free (green) o
ﬁ L%

negative finding MAwNdaItuiin wanani

LA309NBNTIBATIINY NFL 8937094 laser pola-
rimetry with nerve fiber analyzer (NFA), Scanning
Laser Ophthalmoscope (SLO) as OCT (Optical

Coherence Tomography)

Visual fields

a3 VF ialdle 2 wie 3 baseline
Tasdanufiifetntan 1 Faan 3 Tadsdaluil

1. 24-2 Swedish Interactive Threshold
Algorithm (SITA) standard on Humphrey Field
Analyzer 1l (HFA 1) perimeter
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2.24-2 full threshold white-on-white
Humphrey perimetry or equivalent program on a
different automated perimeter

3. SWAP and/or FDP (Matrix)

IWUANNRAUNG 22@89Y1N1T0379
8% 0T WeHuiuNanIaTe lwinsann
OHTS® d1laa 1,637 1 1@sumsasiaanu 186N
LasAAANNANITINE DU 5 U fawuIn
8% 18A0 GHT (Glaucoma Hemifield Test) wa/
%38 corrected PSD (Patterned Standard Devia-
tion) IWARAUNG 2zVINNITATIIAH e
BuguanuRalnd n1sansIwuin ﬁﬁﬂwﬁ'ﬁ
8% 1WMANLUNATWIN 748 T8 TalUSIWING
703 T8 (94%) feanwfaUnduaziidnnuige
faUn@ (reliable) waz 45 318 (6%) NANUAA
Undudiidanudetafalnd (unreliable) L6
IINNITATIIAH 1A Iuﬂéjwﬁﬁmwﬁ@
Undvasmw 1wanfiiefslanivua 703 ol
wuﬁmmﬁ@ﬂﬂaﬁhi"lﬁﬁagﬁa (false negative)
119 604 T8 (85.9%) Faon21AaaN learning curve
%30L1AN long-term variability

Ocular blood flow

ﬂ’a"l,&iﬁmsﬂmaﬁﬁuwf@dﬂugﬂwmjm
GS tuflanuAauUnduas ocular blood flow Lo
Wisuiunguaudn@ adndlanauiimadnulasld
laser Doppler flowmetry® W3suL8y optic nerve
head blood velocity, blood volume Waz blood flow
lurs 4 quadrant 9849 optic nerve JzHIN9RIY
COAG, GS I8z normal subjects

lu GS W3 flow aaasendnagnade
"¢l superotemporal rim (16% lower), cup (35%
lower), Wae inferotemporal neuroretinal rim (22%

lower) WaFoufisuny control waZldwuaw

N\

81 )y.
81 y.
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uaANGINGNE AT GS uaz control eyes
s inferonasal %38 superonasal rim uazlany
AMNUANGANID NI °ﬂﬁnﬁi@i’%mm§l@ 6 JTHIN
GS uar COAG luauinnenadnisansiiie
@377 aU71 NIAAAIVAY optic nerve head blood
flow Junumlunsiiia early optic nerve damage
waald

Risk factor

aut” slunisifadeAniuluaiy
IIWIUUAZANTUUIIVDY risk factor MIANBI
multivariate studies 331 elevated IOP, optic disc
abnormality, large cup-disc (C/D) ratio, myopia,
increasing age L family history of glaucoma i
risk factor wATLAa glaucomatous optic neu-
ropathy Waz visual field loss

T prospective OHTS™ lavinnsanmn
Qﬂ’sﬂlu"ﬁ’mmq 40-80 T #'lifl glaucomatous
damage Wazdl IOP 0g3eNIN 24 Az 32 Uadluas
Usan luawitedns uazagIzwing 21 uaz 32 lu
aNENI19 TIWIUNI B 1,636 31 WIBUWEY
ANIINBUL observation %38 topical medication
aghdlaaghanile dhwainelungulienda 1w
aa 10P laaunnninusawvinny 20% uwazdasni
WI0LNNLU 24 Aadluaslsan primary outcome @
3@ reproducible visual field defect #3a re-
producible optic disc deterioration AlwanY MU0
COAG 31N univariate analysis ﬁﬁl%ﬂﬁ 10130
Yinue (predictive factor) M3iia COAG léun

- Wihe 90y

_ 1$01@ African—American

- INETY

— # vertical %38 horizontal cup-disc ratio

STRLI !



N\

82 y.
82 .

P
o o
“igpssnt

AUAKAN 3 (higher IOP)

- Increase in Humphrey visual field
pattern standard deviation

- lsaviala (heart disease)

— Central corneal thickness 3alag ultra—
sonic pachymetry JaunuY 555 luasaunde
waunin

s multivariate analyses baseline ﬁfﬂ%‘v&l‘ﬁ

NaNToWENTol S2254 onset 289 COAG 'leur

- fihe g0y

- 4l vertical 938 horizontal cup-disc ratio
WAl

- AWauAN 3 (higher IOP)

- Greater PSD

~ Central corneal thickness 3alag ultra—
sonic pachymetry flanunu 555 luasaunsa
DG b

Tl a.¢ 2002 OHTS ld@RUN predictive
factors for POAG ﬁ]’mﬁ?uluﬂ f.¢. 2003 Steven
L. Mansberger Devers l@waun Devers online risk
calculator

1l @.¢1. 2005 Robert N. Weinreb lawaimw
predictive model for glaucoma risk assessment “7‘1'
validate 1luasausndufuiugrusas Scoring Tool
for Assessing Risk (S.T.A.R.)

find ad Wouna, NyEnn nensimue

uazlull f.¢. 2006 Michael A.Kass™ 'lo
wWaw STAR. Il Godlwmydszfineanu s (isk)
AfmTands STAR. I WalNNTa YA
LRZNIIAWIMUBY S.T.AR.

When to treat

maBalwmasnswiellu glaucoma sus-
pect 1o Wumsaa wlaRdudoudedosfionsan
ntadunansan laun visual, physical, medi-
cal, psychologic Waz social

89N OHTS® 19731n158@ IOP aghsitoy
20% (LazHaenin 24 Uadluaslvan) 1u;§ﬂ’mﬁ
§10p _suadliifindngmieding glaucomatous
damage "313NAAAINNL" LTI ILAA COAG Io
Wnninasaniduszoznainnnii 5 1 (9.5% 1w
observation group LLaE 4.4% 114 medication group)

agdlsnaudandnaanuawa Tz nsAw

v
1 =1

lum3 delay n3ailasrin onset va1 COAG lungudt
a @ c?l/ 1 U 1 U nd'd
Namswsm"l,w"l,wmslm']mﬁ;dmﬂnﬂﬂu"nm
borderline I0P #3a ﬂﬁué’um”ammﬂﬁ%'um
& a Y 1 |aial a 1
luanuduaiadihe ulnginiianuauan
va . 1 | n;n v e g; v
164 progression T4 5 Unfaauniy asuuy
Wl OHTS F9UUEUIIN “UANEAITRINTIN
L’%um‘s%'ﬂmg"ﬂaULL@ia:ﬁﬂﬁﬁm’szmmé’umma
oA ~ A = a P a
lu;dmwﬂ’sml, NN ANTBANL B9 INazifia
POAG”
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A1319N 3 High Risk Glaucoma Suspect

High-risk glaucoma suspects include patients who have

one or more of the following:

* TIOP consistently above 21 mm Hg"
* Central corneal measurement by ultrasonic pachymetry

of 555 microns or less”
African descent
Older age”

Family history of glaucoma

 Larger vertical or horizontal cup-disc ratio®

syndrome

Signs of pigment dispersion or pseudoexfoliation

* Greater pattern standard deviation on Humphrey Visual

Field test”

Additional ocular or systemic risk factors that might in-

crease the likelihood of developing glaucomatous nerve
damage (e.g., diabetes mellitus, hypertension, cardiovas-
cular disease, hypothyroidism, myopia, migraine

headache, vasospasm)

* These factors were identified as risk factors for development of
chronic open-angle glaucoma in the Ocular Hypertension

Treatment Study.

(Shield, 2005) IOP° WaZNUWIBVBY risk
factor a’mﬁnmﬁﬁnsmmﬁiaﬁ@“udﬂgﬂasmsﬂﬂ
AslesuMITnEwIalyl aeanTedndu

a91% S.T.A.R.II 1% key predictive
factors 5 Usemy lawn

- 2191991% (30-80 1)

- Baseline IOP (20-32 fiadluasilsan) 10
MNELAREVES IOP VT 09AN 9N 2-4 visits
Melus19a 6 Liaw, lasudas visit Wi I0P

AN anmIia 3 ATIlaLeazTg 1w visit

L@IN® WINIATWITH

- Central corneal thickness (475-650
Vl,&lﬂ'iau) l§ndaisvesnsia 3 ﬂ%@ﬁ]’]ﬂ@l’]
v a9dnalu visit Lot

- Patterned standard deviation (PSD)
(0.50-3.00 dB) Idanneadsvasann wmﬁg\‘i 83
SN

- Vertical cup/disc (C/D) ratio by contour

(0.00-0.80) ldanANARLVRING B399
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13190 4 Recommendation 91N consensus panel of glaucoma experts critically reviewed existing

studies and reported risks of progression from ocular hypertension to glaucoma

Level of Risk Over 5 Years

Recommended Action

Low <5% Observe and monitor
Moderate 5% to 15% Consider treatment
High >15% Treat

Kass (1983) WLWheWILWINIINITINGN
lagNanT1an patient’s personality nwia
medical condition ﬁﬁmmimi@umﬂuﬁmmﬁu
one-eyed patient, unreliable patient, Q”ﬂ’m“?i"l,&i
141301N reliable VF, Q”ﬁvl.&i 1NIINATIV optic
disc, Qﬂmﬁﬁaamnﬁﬂm LLazQﬂwﬁ'ﬁmm

A , .
L 83618 retinal vascular occlusion

AAO Preferred Practice Pattern (2002)
wzindn ada wlataisezsnensely asvin
risk-benefit analysis LLa:ﬂﬁ“ﬁL{]iﬁ%ﬁfﬂimdN
ﬂ’nmﬂu"l,ﬂvl,ﬁﬁﬁmﬁ@ glaucomatous optic nerve
damage AUAMNL"B918INITINEN MIda - ula
ﬂ’)iﬁﬁ]’]iﬂmtﬂui’mqﬂﬂﬂI@Uﬁﬁﬁdﬁdgmi’]ﬂﬂ‘iLﬁ@
glaucomatous optic nerve damage L& visual
impairment ﬁiﬁ]:l,ﬁ@"'ﬁu, life expectancy LLag tole-

rance §aN1IINT
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Pt >
sy

Patient with
POAG Suspect
Diagnosis

Discuss treatment
Yes—p| benefits and risks
with patient

Patient
high risk? *

No

-

Estimate initial
Y es—» target pressure

Decision to treat
medically?

Follow-up as in
Table 2

No

+

Follow-up as in
Table 2

Follow-up as in
Table 2

Target pressure
achieved?

* The clinical findings that define a glaucoma suspect are

characterized by one or more of the following in an No

individual with open anterior-chamber angles by

gonioscopy. ¢

= Appearance of the optic disc or retinal nerve fiber layer

that is suspicious for glaucomatous damage. Reassess targe_t

= Visual field suspicious for glaucomatous damage. p ressu_re_and consider
g g ; intensifying treatment

= Consistently elevated IOP with normal disc appearance regimen

and normal visual field test resuits.
The following have been implicated as important risk
factors in the development of glaucomatous optic
nerve damage:

« Elevated IOP h 4

« Older age

« Family history of glaucoma Follow-up as in
= Thinner central cormneal thickness Table 2

= African or Hispanic/Latino descent

A glaucoma suspect is an individual with clinical findings
and/or a constellation of risk factors that indicate an
increased likelihood of developing POAG.

Lmugﬁﬁ 1 Algorithm for the management of patients with primary open-angle glaucoma suspect'
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Approach to treatment

msguaéﬂ’mmﬁu GS Wue asuazdail
FadiAn 'mﬁaﬁlu;gﬂamnsjuftﬁa:nmmﬂuﬁaﬁu
fraa-uwlalinisine aasdensnueaaii
nansoaaanusualaasthmainefiadly achieve
target IOP range) lagiianatnideada ocular %38
systemic health Waz quality of life aefl @
wanINAAITRINTIN G aalFeuazaINY
zaantumilfonvasdihedis flsaisldiu
mwflﬁlmﬁ'umzmumwaﬂsﬂ AAKA UaE
Wnuswasnsine enilad ausaulunis
MILHUANTINEN

UNUINVBINIINBUL laser trabecu-
loplasty 1w early treatment w89 GS fanadud
anifiganu luyunadvad Shield® N3 laser
trabeculoplasty 8nafidaLiTuazaradselomily
msliflunssne Suiedaslunisan 10P
20-25% lunsdifild 19130 achieve target IOP
@881 2 1ID 3 69

Trabeculectomy W38 non-penetrating
filtering surgery awﬁiaﬁa%lumtﬁﬁ;jﬂwﬁ IoP

ELY %38 uncontrolled 10P (corrected for

find ad Wouna, NyEnn nensimue

A ed I A A
pachymetry) Nunwndizadniu wngiuiuaun
lALAa glaucomatous damage (L% 40-50
a A s di ni = o &
fafwasisan) dassdug Nenadianuandul
nmahanRIalunsiieniduuunsinsnag
71 @ "winghe léud poor compliance, lal 1anIn
tolerate @ay1 (LT% benzalkonium chloride

sensitivity), quality of life Las longevity maa;jﬂm

Guidelines for follow-up

lua”ﬂm GS FanyINTdunazdasfaany
1 = ni Qs g;
UM IURYBUURIVDIANNAUGT VYT M6
LRZAIW 1860

{ a = ‘&/ T

m']uﬁmaomimmumﬁﬂmmuang
WAL LT Qﬂwﬁwé’avlﬁ%'uma%iﬁ%avl,&i IOP
= A 1 o v A .
19 target wIald wazIWINVITILL B9 (risk
factor) ﬁﬂmmf‘ﬁad’]msa@mugﬂwnﬂ 6 D9 12
A a4 . & ~ A . X
ot WAzANINNWWNITHANNL 69 3 (high risk)
Tagtanzlusnensun1ssnEwan 10P ¢9lane
target

Tdfinginmsiansaalunisiadaaiunis
TN (follow-up) American Academy of Ophthal-
mology (AAO) léWau guideline aduL @dlba1319

=)

N5

A1919N 5 AAO Recommended Guidelines for Follow-up of a Glaucoma suspect

TARGET IOP HIGH FOLLOW-UP
TREATMENT ACHIEVED RISK INTERVAL
No N/A No 6—18 months
No N/A Yes 3-12 months
Yes Yes Yes 3-12 months
Yes No Yes 2 days—4 months



Ocular Hypertension

Tunsasamutiaudazass asilseiiin
ANABANIINALNNT ”al,ﬂ@@ﬂ'mﬂﬁﬂml,ﬂmmao
42152 nan (optic nerve head) LAzAITATID
8% 18AMN 6-18 LAaY

AIIAIIIYUAT (gonioscopy) Sg’ufja 37y
Ifiyuta (angle closure) ﬁa&gwﬁﬁ@ﬂﬂamﬂ

ﬂmq'é"u wazludilaldTumnaiiuan (miotic
agent) WAT1E 1N TRBNUALAG pupillary block L&y
\ia PAS @

13 "1@na9 Ocular Hypertension Treat-

ment Study

Objective: Wadszfin safety uas effi-
cacy TaINIMALIRLBAAIAANNNAKAT AT
flaanu 'ﬂ%aﬁmzmnmmmﬁ@kmmnmsmzy
R 18an (VF loss) Waz/7ae 15z man
Qﬂ‘ﬁ’]mﬂ (optic nerve damage) lurﬁﬁﬁﬂn: ocular
hypertension

Participants: ;Eﬂ’; Uﬁﬂ ocular hyperten-
sion MWW 1,637 A

Study design: multicenter randomized
controlled clinical trial comparing observation with
medical therapy for ocular hypertension

NanNIIAN®A (2002) : MITREaa
NAANAUAT (topical ocular hypotensive medi-
cation) {Ysz " nnalunisiaszazinainisiia
lsavaslsadafiuyuilla (POAG) I@ﬂluﬂﬁjuﬁvlﬁ
SUMTINELAENNTAAANAUAN 22.5% WU
\AAaN1IE POAG WNEN 4.4% Lﬁatﬁﬂuﬁumjwﬁvlaj
l&5un1sshenfing 60 Laow I@ﬂﬁﬁ"[ﬂ@ﬂ’m
NuAINLaA LA

mnﬁ'ummLdma@iaﬂwtﬁ@‘[iﬂﬁaﬁugu
e (POAG) Lﬁ@iwﬁumqﬁlﬁuﬁu, vertical LLae

horizontal cup-disc ratio, patterned standard
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deviation UYBIN1IATIINW 18AN LA baseline IOP
1agWUINANNAMINTZINA (central cormneal thick-
ness) tuilads @Any (powerful predictor) luns
INa POAG

;j‘ﬁ'ﬁma: OHT WUINLAURUWIVB
n3zanan (CCT) wwndrdszanninaly AITREREY
MIANHIATRIE  znudndanunwive
m:aﬂmmandﬁgﬁﬁﬁwn Faonalinadoniny
LUBEIVBINITIAAINNAUAILLY applanation
tonometry THM8INNTIRASH NMIATIINANTS
(screening) LazMIAAMUMTINNET oGRS

ocular hypertension

HAMSANEA (2007) : WUINTHILM obser-
vation group 183 OHTS LWae placebo group Va3
European Glaucoma Prevention Study (EGPS) Y
1238viNu1e (predictors) Twnsiia POAG wmilan
% sauﬁamq, AMNABAY, ANUAWINITZANG,

cup-disc ratio LRz Humphrey visual field PSD

13¢ "1A209 European Glaucoma Preven-
tion Study (EGPS)"”

Objective: Wodsztindse " nSan
(efficacy) 224MINAANNAUALALEN Dorzolamide
lunsilasnu nIabaszuznainsiialsa POAG
lmjﬂ’m ocular hypertension

Study design: randomized, double-
masked, controlled clinical trial

Method: #1281 1,081 au Qn q'mﬁia%'ﬂm
@881 Dorzolamide #38 placebo (vehicle of
Dorzolamide) ;“}Tﬂ’mﬁl,ﬁ'u,ﬂmsﬁﬂ'ﬁﬁﬂmﬁa i
AMNAKAT 22-29 TadluatUsan Hau a0
wazinise mendidnalasmIaie 2 a3
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=S et A 1 AV o
Han1sEn®1: Anuauaadslunguild
Dorzolamide 8a84d 15% 71 6 Aok WAz 22% Wad
a o | AN e o A
5 1 "wlunguitldiu placebo ANudUALAY
A A o a A o
a0AY 9% 71 6 1Aaw uaz 19% was 5 I nduile
§1INEIA cumulative probability of converting to
end point L% 13.4% WAz 14.1% unga placebo
3% cumulative probability to developing efficacy
or safety endpoint AN¥INAL13.7% 4 dorzolamide
group WAz 16.4% 1w placebo group MNAIAL 8AT
miifia glaucoma lduanedsiuluudaznga
§ﬂ : Dorzolamide N1TDRAAINNA
R A A o
AlAng 15%-22% @aaaTzyzIan 5 UNYINT
Anws adrdlsnany nnsanslinuay
wanedateiiiy MdAyne fdszninanguile
Fuenuazngu 43 placebo ludamnaiia POAG
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