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MAJOR ROB SOLTES

MEMORIAL GOLF TOURNAMENT

February 2017 )
Dear Board of Optometry,

Piease see below for the requested supp[emental information to the initial course submissxon for the
annuai Major Rob Soltes Memorial Golf Tournament.

Appllcatlon was submitted on 9/1/16 for 10/10/16 CE event. We will adjust our process to ensure 45 day

' processmg time for future submissions.

Summary of Course Topic:

Landmark glaucoma studies and their impact on clinical management including Ocuiar hypertension
treatment study (OHTS), Eafly Manifest Glaucoma Trial, Collaborative Normotension Glaucoma Study.
Attention to study design, risk factors for progressnon and implication of results treatment and -

management.

Ocular Hypertenslon Treatment Study: Linking IOP and Onset of Glaucoma

Key Findings: Treatment deiays onset of glaucoma. Treating abnormally elevated intraocular pressure
{10P) with topical medications delays or prevents the onset of glaucomatous damage. A second goal of
the study was to identify baseline demograph:c and clinical risk factors for developing primary ocpen- .
angle glaucoma (POAG).

~Clinical implication: It is possible to separate ocular hypertensave patients into categones of
high, medium and low risk. = °

Early Manifest Glaucoma Trial: Treat OP Early, Follow Progress C[osély

A . .
Key Findings: Treatment effect validated. The goals of the EMGT twofaid: to compare the effect of IOP-

lowering treatment versus observation on the progression of early, newly detected untreated glaucoma
and to assess the magnitude of any treatment effect.

.~ Clinical implication: Foliow progression closely; reset target as needed.

e www.soltesmemorial.com s

, Maior’Rob Soltes Memorial, Blinded Veterans Association, 1 League #61674, Irvine, CA 92602

“The Blinded Vetersns Association is a Charitable & Educational Non-Profit Organization (301¢3). Federal Ta‘g ID#530214281




MAJOR ROB SOLTES

MEMORIAL GOLF TOURNAMENT

September 2016

Dear Board of Optometry,

The annual Major Rob Soltes Memorial Golf Tournament will take place on Monday, October 10, 2016. As in
the past 2 years we had continuing education offered for Optometrists.

Last year we had a morning lecture series session, then the golf CE scramble on the golf course (for 7 hrs of CE
total). This year, due to time constraints, the format wiil be similar without morning lecture series.

We are requesting CE approval for 4 hours. The reading material and outline with CV of the speaker is

enclosed.

Thank you for your consideration,

Sincerely,
o) Clfec

Thomas J. Clarke

Blinded Veterans Association Representative
Operation Peer Support External Advisor
Golf Tournament Chairman

Satly Prng

Sally H. Dang, O.D.

Veterans Services Liaison

Operation Peer Support External Advisor
Golf Tournament Board of Directors

www.soltesmemorial.com

Major Rob Soltes Memorial, Blinded Veterans Association, 1 League #61674, Irvine, CA 92602
The Blinded Veterans Association Is a Charitable & Educational Non-Profit Organization (501¢3), Federal Tax ID#530214281
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'MAJOR ROB SOLTES

MEMORIAL GOLF TOURNAMENT

'

Collaborative Normal-Tension Glaucoma Study: I0P Reduction Important Even for Normotensives

Key Findings: 0P plays a role in NTG. Glaucoma progression was slower in the treated group than in the
untreated group. This answered the primary question of the trialk: 1s I0P involved in normal-tension
glaucoma? '

- Clinical implication: Distinguish between progressive and nonprogressive disease.

A 30-item questionnaire wili be completed at the end of the course and must be submitted for course
credit.

The course topic of “Glaucoma Studies and Their Impact on Ciinical Management” reviews fandmark
studies which have greatly deepened the knowledge of glaucoma. The studies have asked and
addressed diagnostic and treatment questions clinicians face each day. The course will highlight the
clinical implications and practical usage of each study. Education on pivatal studies that have driven
clinical decisions on glaucoma management are fundamental to the practice of optometry.

We are requesting CE approval for 4 hours. The reading material and outline with CV of the speaker is
enclosed. '

Thank you for your consideration,

Sincerely,

Saily H. Dang, O.D,

e wwiw.soltesmemorial.com e

Major Rob Soltes Memorial, Blinded Vetetrans Association, | League #61674, Irvine, CA 92602
Tie Blinded Veterans Association is a Charitable & Educational Non-Profit Organization {501¢3). Federal Tax IDH530214231

4



http:www.soltesmemorial.com

Glaucoma Studies and their Impact on Clinical Management

Edward Chu, OD, FAAO

l. Ocular Hypertension Treatment Study (OHTS)
A, Study Design

B. Results

a. I0P 24-32 mmHg in 1 eye, 21-32 mmHg in other eye

b. Normal visual fields, open angles

c. Treatment goal 20% vs Observation

d. Endpoint of VF defects or optic nerve damage

e. Visual field performed q 6 months, photos q 12 months

. Treatment Group = 4.4% Observation = 9.5%

. Topical ocular meds delay/prevent glaucoma with 10P hetween 24-32 mmHg
. Patients with CCT < 555 um had 3 fold greater risk vs CCT > 588 um

. Relative risk reduction of treatment was 54%

. Absolute risk reduction ONLY 5.1%

f. Number need to treat was 20 people vs EMGT {5 people), CNTGS (4 people)

m o O -om

C. Risk Factors for Development of POAG

a. Older age

b. Larger vertical C/D

. Greater PSD

d. Higher IOP

e.Thin Corneat Thickness — highest risk of conversion was |OP > 26 AND corneas
thinner than 555 um {36% of patients converted from ocular hypertension to
glaucoma)

D. Treatment/Management

a. Patients with IOP greater than 32 were excluded from observation, need Tx
b. Thin corneas and pressures above 26 mmHg
c. Adjusting IOP for corneal thickness does NOT improve prediction models

. Early Manifest Glaucoma Trial
A. Study Design

B. Results

a. Reproducible visual field defects in 1 eye

b.129 patients w/ 360 laser trabeculoplasty and betaxolol BID

¢. 126 patients observed w/o treatment

d. Patient moved to Tx group if progression occurred or I0P > 35, mean IOP > 30

a. Average |OP lowered by 5 mmHg {25%) in treatment group

b. VF defects or ON damage at 6 years was 45% in treatment group, 62%
ohservation

¢. Progression less frequent in Tx group, occur significantly later, 18 months on
average




d. Progression risk cut in half with treatment
e. Number needed to treat to prevent 1 patient from developing glaucoma
progression = 5 people

C. Risk Factors for Progression
a. Older age

. Waorse mean deviation on Visual Field

. Higher haseline 10P

. Pseudoexfoliation

. Disc Hemorrhages

Bilaterai Disease

D. Treatment/Management
a. Natural History, median untreated, normal to blindness in 70 years
b. Natural History, mean untreated, normal to blindness in 25 years
c. Time to progression varies, no standard treatment, take it patient by patient!
d. 50% of patients had IOP below 20 mmHg

= o O O o

ill. Normal Tension Glaucoma
A. Study Design
a. 10 baseline IOP measurements, median IOP less than 20 mmHg
b. No IOP readings over 24 mmHg
¢. 140 patients randomized: 61 treatment, 79 controls
d. Target 30% reduction in fOP via surgery/medications (CAl, Latanoprost)
B. Results
a. VF progression noted in 12% treatment group, 35% controls
b. Survival time to progression, 7.36 years Tx group vs 4,64 years for controls
C. Risk Factors for Progression
a. Women — link to shorter exposure to estrogen levels
i. 2.6 fold increased risk glaucoma if menopause before 45 vs after 50
ii. >5 years contraceptive use increase risk 25%
iii. Age of first period > 13 years increase risk glaucoma by 47%
b. H/O Migraines — vasospasm, poor autoregulation of blood flow to nerve
i. Higher association NTG w/ consistent unilateral presentation,
accompanying nausea, migraine aura
c. Disc Hemorrhages
d. African American > Caucasian > Asians
e. Low Pressure Glaucoma Treatment Study
i. Systemic Beta Blockers — Perfusion pressure overnight
f. Obstructive Sleep Apnea {OSA)
i. Higher prevalence glaucoma with moderate/severe OSA
b. Treatment/Management
a. Natural History: Broad Spectrum of deterioration, most cases progress slowly
b. 50% eyes show progressive deterioration by years 5-7




c. Only 50% met target I0P reduction of 30%, unreasonable?

Iv. Optic Nerve Hemorrhages
A. Background
a. Splinter or flame shaped hemorrhages at optic nerve border
b. Radially oriented and perpendicular to disk margin
¢. Most common in Jow tension glaucoma, but also seen in POAG, Ocular
Hypertension
d. Warning sign that eye at risk for developing glaucoma or having progression
of glaucomatous damage
B. Pathophysiology
a. Vasculopathic event leading to NFL loss
b. Degeneration of tissue from stress on microvasculature
C. Natural History
a. Resolve in 2-3 months
b. Tend to recur in same region with corresponding visual field defect
c. Common in early and moderate glaucoma
D. Clinical Management
a. Ocular Hypertension Treatment Study:
i. 6times more likely convert glaucoma over 1 year
ii. However, 87% did not convert from ocular hypertension to glaucoma
over 3 years
iii. 84% photographed disk hemes missed during dilated exam by OMD
b. Early Manifest Glaucoma Trial
i. Disc hemes cannot be considered indication of insufficient IOP lowering
ii. Occur equally between treated and non-treated
c. Collaborative Normal Tension Glaucoma Study
d. Visual field progression with heme vs without heme
e. Recurrent heme vs single occurrence

V. Auxiliary Testing
A. Visual Field: Diagnosis of Glaucoma
a. Glaucoma Hemifield Test (GHT) outside normal limits on 2 consecutive fields
(Early Manifest Glaucoma Trial, Hodapp/Anderson/Parrish)
b. GHT outside normal limits on 3 consecutive fields {Ocular Hypertension
Treatment Study)
¢. 3 visual fields x 3 times in 1 month {Collaborative Normal Tension Glaucoma
Study)
B. Visual Fieid: Progression of Glaucoma
a. 3 same progressing points x 3 consecutive fields (EMGT)
b. OHTS — 86% 2™ visual field tests failed to confirm abnormality on baseline VF,
need to retest before treatment!




C. OCT: Database
a. Stratus 328 subjects, only 8% African American, mean age 47 years
b. Cirrus 284 subjects, only 18% African American, only 3 patients older than 80
D. OCT: Diagnosis of Glaucoma
a. Interocular difference of average RNFL thickness > 9 um indicative of early
glaucoma damage




Glaucoma Studies and their Impact on Clinical Management

1. Inclusion criteria for the Early Manifest Glaucoma Trial included which of the following?

a.

b.
c.
d

Those with previously treated glaucoma
Patients with advanced visual field defects
Men and women age 50-80

Acute angle closure patients

2. Which of the following is true regarding the Early Manifest Glaucoma Trial?

a.

b
c.
d

Progression risk decreased by half in treated patients vs control patients
Progression decreased with higher baseline 10P

A single glaucomatous visual field was necessary for glaucoma diagnosis
Previously treated glaucoma patients were eligible for the study

3. Results of the Early Manifest Glaucoma Trial revealed:

b
C.
d

Average |OP lowered by 5mmHg in treatment group

Glaucoma progression did not differ between treatment and control group
Treatment effects present only in patients with IOP over 25mmHg

{0P reduction failed to maintain through post treatment follow up

4, The Ocular Hypertension Treatment Study conciuded:

Having thinner corneal hysteresis increases the risk of developing primary open-angle
glaucoma

Lowering IOP in ocular hypertensive patients did not effectively delay glaucoma onset
All participants with IOP over 25mmHg will eventually develop glaucomatous damage if
left untreated

During the five-year study, IOP reduction similar in the medication group and the
ohservation group

5. What percentage of the glaucoma patient population have normal tension glaucoma?

a.

b.
c.
d

3%

10%
30%
50%

6. Appropriate treatment for normal tension glaucoma include:

b.
C.
d

Topical ocular hypotensive medication
Oral carbonic anhydrase inhibitor

Oral beta blocker

Topical steroid

7. Which of the following describes the Collaborative Normal-Tension Glaucoma Study?

a.

b.

By decreasing 10P by 30%, glaucoma progression could be reduced by 50%
Increased cataract development was observed in patients treated with glaucoma
surgery

The main outcome measure was visual field progression from baseline

All of the above




10.

11.

12.

13.

14,

Which of the following is/are potential contributars to normal tension glaucoma?

a.

b.
c.
d

Low optic nerve perfusion pressure
High blocd pressure

High cerebrospinal fluid pressure
All of the above

The Collaborative Normal Tension Study Group revealed:

a.

b.

10P reduction did not decrease disease progression

Females with history of migraines have great risk of developing rapid visual field
deterioration

Achieving 30% I0P reduction prevented further progression of glaucomatous damage
Timolol is more effective than Brimonidine at preventing visual field progression

All of the following increase risk factors for normal tension glaucoma EXCEPT:

d

b.
c.
d.

Migraine

Sleep apnea

Disc hemorrhage
Hypertension

What was the target IOP lowering in the Collaborative Normal Tension Glaucoma study?

a.

b.
C.
d

20%
25%
30%
35%

Which is true for patients with normal tension glaucoma?

a.

b
C
d

They should always be treated with IOP lowering agents

Visual field loss will not progress if treated early

Treatment should he individualized according to stage of disease

Always consider trabeculeplasty in conjunction with topical IOP lowering agents to
maximize IOP reduction

Which of the following is seen more often in normal tension glaucoma vs primary open angle

glaucoma?
a. Optic disc hemorrhages
b. Superior/inferior arcuate defects
¢. Narrow angles
d. Higher ocular perfusion pressure
Faster rate of normal tension glaucoma progression occurs in
a. Women
b. Patients over 50 years of age
¢. Patients with systemic hypertension
d. All of the above

10




15.

16.

17.

18.

19.

20.

21

22

Glaucomatous visual field damage can be made using all of the following measures EXCEPT:
a. Glaucoma hemifield test
b. Pattern standard deviation
¢. Mean deviation
d. Point-wise analysis of the pattern deviation plot

A modifiable risk factor for glaucoma can include:
a. Intraocular pressure
b. Diet
¢. Blood glucose control
d. Blood pressure control

When would a detailed workup including neuroimaging be indicated?
a. visual field defects that respects the vertical rather than horizontal midline
b. optic nerve pallor greater than cupping
¢. decreased central visual acuity (< 20/40)
d. all of the above

Target intraocular pressures in patients with primary open angie glaucoma is determined by:
a. Pretreatment pressure levels associated with optic nerve damage

h. Life expectancy

c. Risk factors for progression

d. All of the above

Which should NOT be used in patients with a sulfa allergy?
a. Latanoprost
b. Brimonidine
¢. Dorzolamide
d. Timolol

The Early Manifest Glaucoma Trial concluded:
Elevated IOP is the primary cause of glaucoma

®

b. 10P reduction slows glaucoma progression
¢. Target IOP should always be set at 30%
d. Glaucoma damage occurs equally between treated and untreated patients

. When choosing a second- line treatment to add to a prostaglandin it is important to consider:
a. How much it will affect the IOP
b. Patients willingness to adhere to the medicaticn regimen
c. Costto the patient
d. All of the ahove

. Benefits of Alpha Agonists include:
a. Low allergic response rate

1"




23.

24,

25.

26.

27.

28,

b.
c.
d.

Possibly neuroprotective
Increases perfusion pressure
Once-daily dosing

Which is true regarding early stages of glaucoma?

a.

b
c.
d

Visual fields are the best detector of damage

OCT gives good assessment of structural damage
Combination therapy should be considered first line
Visual field defects appear in the temporal quadrants

According to the Ocular Hypertension Treatment Study a good predictor for onset of primary
open angle glaucoma is:

a.

b
c.
d

Family history

Race

Central corneal thickness
Positive history of ocular trauma

According to the Ocular Hypertension Treatment Study which of the following patients should
have treatment initiated?

d.

b
c.
d

Two consecutive [OP readings over 25mmHg

Ocular hypertension with moderate or high risk for developing glaucoma
Evident retinal nerve fiber layer thinning on OCT

Ocular hypertension with central corneal thickness greater than 550 microns

The Ocular Hypertension Treatment Study revealed:

b
c.
d

There is little absolute benefit of early treatment in low risk individuals

Caucasians develop POAG at a higher rate despite similar treatment

Incidence of POAG is 30% lower in the treatment group

Positive family history was the greatest predictive factor for glaucoma developement

Risk factors for primary open angle glaucoma include:

a.

b.
C.
d

Asian race

Pressures over 18BmmHg
Small C/D ratio

Elevated 10P fluctuation

Which of the following antiglaucoma agents work by increasing uveoscleral outflow?

a.

b.
C.
d

Latanoprost
Cosopt
Timolol
Dorzolamide

12




29. Goals of primary open angle glaucoma management inciude all of the following except:

a.

b.
c.
d

Control 10P in target range

Stable optic nerve/ retinal nerve fiber layer status
Keep IOP below 15 in hoth eyes

Stable visual fields

30. Which of the following is TRUE with visual field evaluation and primary open angle glaucoma?

a.
b.
c.

Manual kinetic perimetery is the preferred technique

Complete arcuate defects are signs of early visual field changes

The central 20 degree test on Frequency doubling technology {FDT) can be used to
screen for visual field defects

Changing test protocols when repeating visual fields can be useful

13
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statistiedlly crarenal pange? . :

« 1 Convenllonal wislom - nososal 107 should nptbe
harmsful
T ¢ Wit his an apth nzasopathy et kooks e ghucoma butts
urachited 10 1OF -

14 Provtical syestion - 1f {1 leoks Like glauconia il the
ressues are potal, showld we Ueat? 15 fl even
encfiial? )
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EMGT Peatls

.o Time to progression vailed greatly among treated
and unitreatedd palients
e Standardized treatment was fnsuffictent in many
_rapidiy progeessing patlents”

e« Take it pattent by pattent!
3L TG progresses slower
«sPRX progtesses fasler

Natural Histoay of fntntocudar Tressune
fn the Eatly Manifest Glawcoua Trisl
A&Yrntilheryp

Jededira L S0 THLED B (T b AR I T T iRttt LE3
F ey Y T e ki)

[1re3n 1OP 20.8 merd sy ve 240 vty PEX patends ]

stabla 007 maiglyearvs 0.96 madohes PEX patisnts
1 i -3 15% Increased fsi proglession-

& \What 10P qualifics as “Normal” or "Low"
WNTG/LTG?




CNTGS, LPGTS

i

(-szo_réadj_J:lgé >4
2lOP always under 21

10 baseﬁn__e_ I_(')__I?_p}éasql'gl){éi{__tg -
wiMedian 10P of 20 mmHg or less

Natural History of Normal-Tension
Glaucoma

L2 ST N et Ea st 2 rer S Gng

‘ Abput 0% eyes show progressivedeteroration 57 yeaj

MOST cases progeess slowly, small change

|BROAD SPECTRUM rates of deterioration

Immediacy + Aggressivenesyof NTG thetapy, gutde by

1) Stage of disease at presentation

2) Rxpecied rate of natural decline wjo reatnient

\ ,

‘Why Women?

< Esleogen stinulates and entapces Mood flo
caTostmenopausal women kower biood velodity,
higher vascular résistance
¢ Cycles of hormonal clange
f

Incrossad itk of POAG In ity wih esdy mencpuaie:

2.6 foid increased n'skia[(\wnaih!mageﬁwam-riﬂl

iz L2 ulor b
[

et Y T AT L

e s

[Ebater exooaen expasine migr be'ssioated Wih POAG i

T vl o Py Tt whed VY e g
FeEm = Ky T I

A A Ty b 1 Epara

 etObjactives Tole 30% 1OP seductlon . -

.1 140 patients -

Compasisan of Glaucomatous Progeossian
Bdween Uakeated Parients With Nomool-
Tenslon Glaucona and Patients With
Therapetically Reduced Intrancular Pressures

COANFELITAT SO EEah CHRCURLLTEN o

pragtession af visual changes In NIG

1561 treatment, 79 abserved
eTreatment (Target 20% reducton
viasurgery/meds) 7
«.cCAL lalanopuost: No T bleckers
or Alpha Agonlsts

CNTGS .. -

r2Dramectal’ PR .
c.3 Might be prades NOT fo Ex piost patlents with NIG

auttil aute of dissase dir porticth hndichil has been
estaldishiadd oper porind of ebservation, -

Nurses’ Health Study

it € e s

179,140 women foltowed 1950-2006
<> 5yearsof oral cantraceplive (25% increase}. |
5 M aimaln steady estrogenf progesteions
o InpitESH and 1LH
©s Pravent secondary silige ofestrogen/ progesterons
cadge of flrstpertod > 13 yoars otd {473 increase}

caTheory: cintulating estrogert conlribuies to
glaucomalous proxess

T

[Aartir s Frar o Aan N AR A S L D By b uiaken [
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Comparison of Glacomatous Progression
Between Untreated Patients With Nurmal-
Tenston Glavcoma and Patients With
Therageutically Reduced Intraocular Pressures

GO ALETATRE NCRMIZ NSO CIALTOR A $11 [oRdiuty

Sarvival im0 FASpoats RII5 T
endpoded
Cataract Devekpmend 35% 13%
T £ Lo
Conclustons:
1O loveeting 30% banelichi InHTG ’

Only £0% mat tatget [OP (30% reduclion) In sludy 3
unreasonable targol?

Factors for faster prograssion of HTG
- Nomen . .
-Higraines .
Dlso Hemouhagtas
~Race (Blacks > Whiies > Aslans)

Why Migraines?

.t Migraines - assoclated w/f vasospasm .

cx Translent cercbzal vasospastic episodes
vt HO stlent cerebrel fafarct in migraine and o

pressure ghawcena patlents
" 14 Autorcgulation redusad or nbsent

cx Empairment blood supply wien PP low
1 Auraioinddes w/consiricion of BY
«z Decreased blood flow during aura
-2 After aura, Bhoosd veseels then dilate




Mlgrames

1 Highes aswdat{on wilh LTG
L] Con.slsh.m umf\tcrat pn:,emal.!m
B :Ac\‘omlmy lng nsu;ea
RS LMlg,ralne Aurs
crfds low pn;ssure glaucnma (+) migratn-es
ra0zular vasospasin g can cause VF defects

OSA and Glaucoma

212 POAG, pr\.\'a!ence s!eep-dtsordcred E-reathlng 47 5%

R paﬁen!s with OSA,, 2%
| prevatence of glavcemacompared
to2%In genem\ populatton

OSA patients, 'll% prevalence of NIG :
ighar prevalence moderale/severecases OSA .
'

Constavous Pasithe Alrany Presswre TIRepY i<
Aowrctaned selib on Bncrctse T Iprascular Proaties in
Olstisciine Seep Apnca

sages Inposd Tra v e s urmrh?sg Vgt Frogeand
Fatrardedgr i BRI Fabe) o FAH DTraate b

1CPAI‘ addiitonal IOP increase, especially swf maskon I

24-hour [QI flucluatlons
67 mmilg at basellm vs 9.0 mmHg duting CPAP

Stotsticoly significant drop I meon
1OF foimd juit 30 mbrdes offer CPAP
withdrawal {208 by io 186 mmig]

ettt A B EA T I

Risk Factes fre Optic B¢ Hunarhage in the
Lera-Prossuie G Iw:nmle\hurnl Stucly

T ~r

leep Apnea

- Obsti uctive
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*c.tPanses, in breathing duiring steep

Patients all wj;h unlteated (8} a!uaxs 21 or [ess

wrCharacterized by:
£ Snodng

Randgmized to Afphagan 0251 Timolol 06% iy ,
_ " . Y et Restbss sleep .

<« DAy e sleepiness

Tt Distupled auloreguhﬂon qf _b!oqal f}ms - Fnahlii}y lo

N 2 Ask appropriate guestlons

. HR =573 0% ntvscimihldu&issufferfromos.ﬂ.

, History of Migraine
| Marcow Neurorehinal Rim wR-251 vafat tlssusinnek
. S)s!emicBetablo(Le;s HR=553 #5[a.rgeansﬂsoHonguecomlnda{ma\

OSA and Glaucoma'
11a1' o

Coctenxrss Positive Alrwoy Préssire
{CPAP) wied for esod erala fo fevere
" dleep opada

kesp olreny open durlag leep

} -prevents opreos, redwes stileg

change flow w/. demau-d
o3 Hyponda
ot Hypercapnia- emzssuw COI
4 DMsrupted blood ﬂu\\ - EFSG biood
-1 Hypotension \turing,apneas .
« Direct hyponie injury ~ LESS O, 1n tllood
<10, dessturation due to apacas
¢t AH cause Ischemfe damage Lo the nerve

 Diastolic Perfusion

OSA in your exam chair
L (e :

.3 Glavcomy ;\ltlents oF suspEtls, paform

Pressuge (DPT)

alow perfusion of optic nerve as cause of
P

thorough medical histery to kit history of :

O5A G CPAP lrealment glaummmmﬁ changes .

"+ Floppy ByelRis ¢yCombination of drop in BE and increase IOF
y in M

. ;ﬁ-xﬂnp_gmbkn\t? . caCritieal value for DPP is around 50-55 nuikg
o, Baplime dioningss " . i . . -
w2 [ifOSavring? e Dlastolic~ 10D < 50, Wigher risk for low perfusion

e itastolic - 1OF < 30, definfta fschenila

O t7ay (1 Arch Ot o, 13pR I3 280

£ CPAP safest and mpst effective Ty, not a fure
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Vaseular Risk Factoss far Pelntary Open
Angle Glaucoma

The Egint-Neeonwrkt Sirdy

- Risk Factors for Incident Openvznglc.
- 1Glascaata
71 0he Tarhados Eye Shaabics

H,

3 ATimes Iecdied isk O TIopiny
i ¥

2
-
.

.- e - R -
£ 83 13 £1 8) H42EIRIR2 IV ES2AERATI IR
Ferat L preaRed el

*. | Hypertension, Perlusion Pressure, atidh
| primary Open-angle Glancona
A BopabatbaBased Autyseedd

SR ERd 1A e
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- [ v iadp mer 1 Er ] |
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'

Los Aﬁ_gg_l_es Latino Eye Study Perfti_sion_ Pressure

© 21 Ask blood pressure medkation(s), Yme taken
¢t Byvening BP medications + drop In BE duting steep
4 QP fincrease supine positien {Diastelfe - 10P=DPF] -

« s Consult FCP If patient on muliple BF medications,
has ow DPP and Glavcoms -

- =
T R = B
L e

" A Diurat 10F HIGHEST after awalenlng

e, = At} P et

raed 44 Frtarap e
pard st 3 T

et
rpvinelebdg

Drance Hemes

T L R

¢ Warnlng siga oy elther developing plauconta or
progeession of glaucomatons domage

c3Infero-temporal and supe'm-temp'oml, areas most
suscepilblelodamage

¢ 2V delerforation cormespondIng to hente

c2Sharter lime to visual feld progression compansd 1
individuals w/o disc beme
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Plstrbudon of Oculzr Pesfasion Pressure and s
Relattonstip with Open-Angle Glsiiama:

Tie Singapoce MakaF Eye Shely

3261 Ethaic Malays

25% OAG Malays 40 - 80 years ofd
Aean IOP 15,3 mm Hg
ONLY 17% IOF > 24

. [Ty EErE
Eascalar Mechanism in Glaucoma |
. ‘

Case
PR ¢ - < SRS

175 year ofd Caucasian male
_witow tenslon glaucoma

.y Travatan Zqlis OU, good

compliance

.1 Ppefx- average 18 mm g

.3 Post Tx- average 12mm Hg

¢aLast V¥ 2 months prior

<1 'Tosfay's examination

510§ 13/13 290 AM




Reported Rates .
caNormal patients '
" crOuulay Hlypestenston :
“raPrimary Open Angleé Glavcoma
aMormial Teaslon Glaucoma, :
3 Bilaterad, more likely recor

T 11A%

* . crMore commpn easdy/ roderate glavcoma
cLess vommon In advanoed itisease :

I Ihe Ocular Hy perterston Treatment Stucy, what
% of photographed drarce hemorihages were acteally
detected by OMDs during the Tive dilated exam?

.. OHTS: Drance Hemes
2SN ¢ . SESESEE SRR

cHincldence 05% frr year FRIOR o POAG

caIncldence 25% per year AFEER develop IOAG

CtPOAG patients more DHs vs Oaudar IITN -

¢ Froquency DIl sinillar bghween treated vs untreated

caDon't lieat *Disk Hemes;’, teoal Glatcamal

Feimp i ot

st b e Sl b e

JoHTS Grou p

“1documented dischemorihagds

* Pathophysiology
e e :
B \'aswia{e‘\'emj) NEL h;rss
- caBegeneration of tlssue 3
stress on mlcroyasculature
1 Poor vascular autorsgulation

- e1100% of eyesw/ 5‘ulvs-eql-[enl
DH first developed focal rim
notch tn area future DH

Wy Bt ot T K
LA

Lae 2 OpSt 42 ravcwed
R, Ll o X1 . RN

-16% photogeaphically .
documented dise hantorzhages
detectod with DFR .

4% pholoét.apl;ic;iﬂ‘); R

_MESSBD during DFE

Bzt ¥ Cri a e 2304 Ce 113 34T
esremmire i) | o ngng

Dise Hemorrhages and Treatment in the
Facly Mantfest Glaucoma Trial

FFeger PSS O L) 30, g B ROT A LSO 10

;: [ Dist haroirhages EQUALLY commontreatalvs norHiresiad 1

;[ Fraquency of disc hemes na differ Tetween roslid vsoonlratd |

TrOP-reduction UNRELATED lo presesxce/ fooqaercy of dlic hemss |
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-] Optic Eschemomhages fa glavcems 1rd celad hypeeation
Impiicatians and recommendiions

Tia A e sod by Pz-§ o’

[ Most dise hemorhages disappeariiasoive wihin2 monlns]

Assodaled with RHFL thinning,
sim ootehlng, pedpapilary atophy

Despife Ty anid lawer
IOP, eyes that bleed
tend to re-bleed
OH‘TS Group

Dovelep FOAG endpotat § Llmes

: mggel!gel?ﬂpumsuﬂhnﬂ
- -mafian13 menths

186.7% eyeswf DH g;g‘ na}
*{convest ta POAG at end of
*|study over3t months

FPr TSN

To traaf ornd todreot.. No ’
: ghucoma in shaat orm

——
Lot mtugarrnd w3 3n Apaveery ad 1 gn
~r ¥y

- Egv;sﬁn‘w&wmm Tt |

. MGT Disk IHemes -
I . A
1 Confirmed [hat disc hemes sipn of glaucomadamage

caBut“affered with CAVEAT flstl ur sepeed is based e
clineafnssessarant of dlise hemonliges”

. caSubfect 1o Inter-olseryve varlation
cxlead lo“copsiderable underascetiainment” vs
standardized photes B -
1 Frequent DHs at {/u conferred worse proguosis




[ Recurrent dhe heeasrrhipe &N ol fecacase 1he fane
T leg abveal (e progrosha
TR R N AT e

i A4 12Tl Tt T2
LR TR R 1S

stgl DH orerw:u o s—’ui;
&Mbnwra retme-ﬂeo!DH

) Ety VN By (P N FL IR |,

cilouls B Pasquale. Hanan.l Medical f-:hool
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c1Overall goal of glaudoma management
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Management of DHs
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" c210Pef 127

=; No good answees
1 Treatment may L2 worse than disease

Basehne IOP
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Thie RIK of Glaucoma In Psewdoesfoliation Syndrome l
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dvaghy F1 Foues M e N g 5.0 15
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32% PEX Syndrome => PE¥ Glaucoma
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100¢% converslon by year 7

PEX Glaucoma .
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Early Predicteas of Trawuratic Glatcoma
Alier Clased Glehe Tnjury
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Oak Creelc Golf Club
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inner Progran
Individua! Golf Participant
$185 - Early Bird Registration Online or by Mail

Green, Cart & Range Fees
Lunch, Dinner & Evening Program

- '$200 - Paid on Tournament Day

: GoEf Foursome

$725 - Early Bird Registration Cnline or by Mail

Green, Cart & Range Fees
Lunch, Dinner & Evening Program for Four

$800 - Paid on Tournament Day

Dinner & Evening Program Only - $50

Dinner, Beverages, Program, Auction, Awards

Golf Ball Lottery!

.Purchase as many opportunit‘ies as you would like, if your ball
drops from the helicopter and falls into the hole - you win & s
will the veterans! (10% UP $2500)

| $10 ea. @ soltesmemorial.com

-Volunteer Opportunities @ Donate Raffle Items
Silent Auction Donations @ Monetary Contributions
FOR MORE INFORMATION PLEASE VISIT

The Biinded Veterans Association is a SOLTESMEMORIAL.COM OR EMAIL

Charitable & Educational Ngn-Profit Crganizatien (501c3). INFO@SOLTESMEMORIAL.COM
Faderal Tax [N #5309 14581 (949) 4380140




DR. EDWARD CHU, O.D,, F.AAO.
Long Beach VAMC
5001 E. 7" Street
Long Beach, CA 50822
Cell {408) 992-5789
Edward.Chu@va.gov

EDUCATION
Berkeley Optometry - Doctor of Optometry May 2008
GPA: 3.837
University of California, Berkeley -Bachelor of Arts in Molecular Cell Biology December 2003

Emphasis In Cell and Developmental Biology
Minor: Business Administration
Graduated with Academic Honors, GPA: 3.677

EMPLOYMENT

Long Beach VAN, Long Beach, California — Staff Optometrist, Co-Residency Coordinator Apr 2014 — Current
-Supervise and teach optometry residents and fourth year optometric externs

-Weekly extern/resident journal club, grand rounds, and education

-Western Universlty College of Optometry — Adjunct Faculty

-Marshall B. Ketchum University — Adjunct Faculty

-New England College of Optometry — Adjunct Facuity

-Externship Coordinator: SALUS, Western

Sallshury VAMC, Salisbury, North Carolina — Staff Optometrist Sept. 2009- Apr 2014
-Supervise and teach optometry residents and fourth year optometric externs

-Certified Teleretinal Imaging (TRI) Program Reader

-Salishury VAMC Residency Intervlew Committee (2011, 2014)

-Optometry Service Reusable Medical Equipment Committee Llalson {2010-Present)

-The Ohlo State University School of Optometry — Adjunct Faculty (2009 —2014)

-Started and lead extern journal club {Jan. 2013 - Apr, 2014)

-Developed online library of journals for residents/students (Over 700 total)

-Developed 80 “Case of the Day” presentations with accompanying mini-lecture

San Francisco VAMC, San Francisco, California — Fee Basis Optometrist Aug. 2009 —Sept. 2009
RESIDENCY
San Francisco VAMC, San Francisco, Caiifornia July 2008 - July 2009

-Primary Care Residency with emphasis on Ocular Disease

-Supervised and taught fourth year optometric externs

-4 case presentations and 1 written report

-Ambulatory Low Vislon rotation

-Specialty Contact Lens rotation

-Attended weekly. UCSF Ophthalmology Grand Rounds and FA Conference
-Research project on Corneal Biomechanics and Glaucoma
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Edward Chu

CLINICAL EXPERIENCE/ROTATIONS

Meredith W. Morgan University Eye Center, Berkeley, CA

Tacoma VAMC, Tacorna, Washington

Fresno VAMC, Fresno, California

San Diego State University Student Health Services Clinic, San Dlego, CA

May 2006- July 2007
Aug. - Dec. 2007
Jan. - Mar, 2008
Mar. — May 2008

LEADERSHIP AND AFFILIATIONS

Amerlcan Academy of Optometry Press Conference — Chair

American Academy of Optometry Website Special Website Task Force - Member
Accreditation Council on Optometric Education — Consuftant

American Academy of Optometry North Carolina Chapter — President

American Academy of Optometry Communications Committee — Member
American Academy of Optometry Education Quality Assurance Committee ~ Member
Veterans Affairs FAC Recruitment & Retention Suhcommittee — Member
Optometry and Vision Sclence — Peer Reviewer

Review of Optometry — Peer Reviewer

National Association of VA Optometrists — Member

American Acadamy of Optometry — Member

American Optomettic Association — Member

Armed Forces Optometric Society — Member

2016-Present
2016-Present
2014-Present
2013-2014
2013-Present
2009-Present

Feb. 2013-Present
June 2012-Present
June 2011-Present
20092-Present
2009-Present
2014-Present
2014-Present
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Berkeley Optometry Student Government —~ Class of 2008 President 2007-2008
Berkeley Optometry Chapter of (VOSH) — Vice President 2006-2007
Berkeley Optometry Intramural Sports Commissioner 2004-2008
Berkelay Optometry Softball Team Captain {The Fighting Scleras) 2004-2008
uC Berkeley Undergraduate Student Instructor, Anatomy Lab 2003
LECTURES AND PRESENTATIONS
American Academy of Optometry Meeting Anahelm 2016 Nov 2016
Lecture: "Nocturnal Considerations in Glaucoma Management
Marshall B Ketchum VA Facuity Program Sep 2016
Lecture: “Glaucoma Studies and their impact on Clinical Management”
Marshall B Ketchum; Ocular Disease Part il luly 2016
Lecture: “Optic Nerves that Pale in Comparison”
Long Beach VA Grand Rounds May 2016
Lecture: “A Day at the VA: Diabetic Retinopathy, Glaucoma, and ARMD™
Greater LA VA Seminars Jan. 2016
Lecture: “Strokes and Ocular Manifestations in Your Patlents: Prevention and Management”
Lecture: “Optic Nerves that Pale in Comparisen”
American Academy of Optometry Meeting New Qtleans 2015 Oct. 2015
Lecture: “Evidence Based Management of Secondary Glaucoma”
Paoster: “Kjellin Syndrome: Various Diagnostic Testing for Multifocal Pattern Dystrophy
Associated with Hereditary Spastic Paraplegia
YA Optometric Service Opportunities”
Resident Posters: “TBl w/ Loss of Eya and Traumatic Optic Neuropathy [n Fellow Eye
Following Cannon Blast”
“Chorioretinitis Sclopetaria w/ Rupture of the Lateral Rectus due to Gunshot”
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“Eunctional loss In Traumatic Brain Injury”

Marshall B. Ketchum Treatinent and Management of Qcular Disease Sep, 2015
Lecture: Strokes and Ocular Manifestations in Your Patients: Prevention and Management

Marshall 8. Ketchum Ocular Disease Part || Jul, 2015
Lecture: Nocturnal IQP in Glaucoma Management

Greater LA VA Seminars Apr. 2015

Lecture: “Strokes and Ocular Manifestations in Your Patients: Preventlon and Management”
Lecture: “Optlc Nerves that Pale in Comparison”

Inland Empire Qptometric Society Feb. 2015
Lecture: “Evidence Based Management of Secondary Glaucoma”
American Academy of Optometry Meeting Denver 2014 Nov. 2014

Lecture: “Optic Nerves that Pale in Comparison”

Lecture; “Evidence Based Management of Secondary Glaucoma”

Lecture: Restdents Education Event: “Clinical Problem Solving and the Study of Biagnostic
Expertise: 3" Nerve Palsies”

Resident Posters: “Hemodialysls and the Optic Nerve”
“Central Retinal Ariery Occlusion with Large Disc Hemorrhage”
“Chorioretinal Folds: Wrinkles that Warrant Investigation”

Marshall B. Ketchum Treatment and Management of Ocular Disease Event Sept. 2014
Lecture: “Optic Nerves that Pale in Comparison”
Southeastern Conference of Optometry {SECO) Meeting 2014 — Atlanta Mar. 2014

Poster: “A Tale of Two Diseases: Mixed Mechanism Macular Edema”
Poster: “Blurred Lines: Weiss Ring, Swollen Disk, or Vitreopapillary Traction?”

Berkeley Practicum Continuing Education Program Jan, 2014
Lecture: “Strokes and Ocular Manifestations in Your Patients: Prevention and Management”
American Academy of Optometry Meeting Seattle 2013 Oct. 2013

Lecture: “Optic Nerves that Pale in Comparison”
Poster: “North Carolina Chapter of the American Academy of Optometry”

VISN 6 Diabetes TRl Meeting Jan. 2013
Lectures: “Flashes and Floaters"”
American Academy of Optometry Meeting Phoenix 2012 Oct. 2012

Lecture: "Under Pressure: Ocular Perfusion, Nocturnal 0P, and Eye Disease”
Lecture: “Preventing Stroke in Your Patients”

North Carolina Armed Forces Optometric Society (AFOS) Mar. 2012
Lecture: “Evidence Based Management of the ‘Other’ Glaucomas: An Interactive Discussion”
Southeastern Conference of Optometry {SECO) Meeting 2012~ Atlanta Mar. 2012

Paster: “Ocular Manifestations of Erectile Dysfunction Medication: Waking up with more than
you hargained for”
American Academy of Optometry Meeting Boston 2011 Nov. 2011
Lecture: “Under Pressure: Ocular Perfusion, Nocturnal 10P, and Eye Disease”
Ellerbrock Grand Rounds Ii: Vitreous Wick Syndrome
Amarican Academy of Qptometiy Meeting San Francisco 2010 Nov. 2011
Ellerbrock Grand Rounds I: Topless Optic Disk Syndrome
Workshop Speaker: Obtaining Fellowship in the Academy
North Carolina Piedmont Optometric Society Oct, 2011
Topless Optic Disk Syndrome
Vitreous Wick Syndrome

American Academy of Optomatry North Carclipa Chapter Oct. 2011
Ocular Anomalies from Posterior to Anterior
ViSN 6 Diabetes TRI Conference Mar. 2010

Diahetic Retinopathy

3of4
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Age Related Macular Degeneration
San Francisco VA Residency Conferences/PPresentations Jui 2008 = Jun 2009
Corneal Biomechanics and Glaucoma
Topless Optic Disk Syndrome
Cystold Macular Edema and Vitreous Wick Syndrome
Parsistent Fetal Vasculature
Berkeley Optometry Student Presentations Aug 2007 - May 2008
Retinal Arterial Macrecaneurysm
Swaollen Disks: Differential Diagnoses
Allergic Conjunctivitis

PUBLICATIONS

Chu, E. (2016). Ocular Manifestations of Acute Pancreatitis: Purtscher’s Retinopathy. New York NY.
NOVA Science Publishers. Book in press

Hamp A, Chu E, Stagle S, Hamp R, loy J, Morris R. Purtschet’s Retinopathy Secondary to Acute Pancreatitis.
Optometry and Vision Science, 2014 Feb; 91{2): e43-51.

Chu E. Stroke Awareness: The Role of the Optometrist. California Optometry. Sept/Oct 2013: 32-34.

Chu E. Vitreous Wick Syndrome and Cystold Macular Edema: Advanced Ocular Care. July/August 2013: 63-66.

Chu E. Eye on Stroke Prevention, Review of Optometry, June 2013. 40, 43-44, 46, 48-49.

Chu E. The Toplass Optic Disk Syndrome. Advanced Ocular Care. March/April 2013: 57-58.

Chu E, Hamp A. Branded vs Generic Medications, Review of Optometry. February 2012, 68-75.

Chu E, Hamp A, 10P Goes ‘Bump’ in the Night. Review of Optometry. March 2011. 45-53.

HONORS AND AWARDS
American Academy of Optometry — Fellow 2009-Present
Beta Sigma Kappa Optometric Honor Soclety 2005-2008
Berkeley Optometry Clinical Honors Awards 2006
Berkeley Optometry George L, Schneider Professionat Student Support Scholarship 2005
Berkeley Optometry Early Admission Scholarship 2004

RESEARCH EXPERIENCE

Corneal Biomechanics and Glaucoma - favestigator 2008-2009
Supervised by Dr. Andrew Mick, staff optometrist at SFVA. Our prospective study examined biomechanical markers as
indicators of optic nerve compliance In glaucoma and normal subjects. We used the Relchert Ocular Response
Analyzer to measure biomechanical markers, corneal hysteresis, and corneal resistance factor. Optic nerve cup
volume was measured using proprietary software from Zeiss on Cirrus High-Definition 3D-QCT.

Eye Straln In Myopes and the Stlles-Crawford Effect - Research Assistant 2002-2004
Suparvised by Professor Jay Enach, Berkeley Optometry. Our study examined the effects of forces and resultant strain
occurring in the posterior pole of the retina with a focus on manifestations found in middle and higher myopes. My
contributions to the study included running experiments, participating in the study as a test subject, and processing
data. Subjects were assessed by testing the Stiles-Crawford Effect. An OKN drumn was used to determine whether eye
movements cantribute ta these retinal strains affecting higher myopic eyes. Findings revealed that strain on the

retina in myopia resulted in alterations In retinal receptor orientatlons that reduced visual function in sampled retinal
locations.
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VOLUNTEER WORK

San Francisco Veterans — Connect Day Aug, 2008
Provided free screenings to veterans of $an Francisco. Faciliated enrollment into hospital programs to

ensure access to medical care

Berkeley Optometry Intervlew Day Commiitee 2006-2007
Served as co-interviewer with Berkeley Optometry Staff Member. Selected to participate on panel of

cuirent Berkeley Optometry students for question and answer sesslon

VOSH, Koror, Republic of Palau Dec, 2006
Participated in inaugural VOSH trip to Palau. Provided free eye screenings to over 2500 Palauan citizens

Berkeley Optometry “Opto-Camp” Counselor lul, 2006
Aided in mentoring undergraduate students interested in optometric profession

Suitcase Clinic Sep. 2005
Provided free vislon screentngs to homeless population at First Preshyterian Church of Berkeley

Habitat for Humanity ' Oct. 2005
Participated in bullding homes for underprivileged families in Bay Area

Anatomy Enrichment Program Nov. 2003
Student-teacher in UC Berkeley outreach program to Oceanside Elementary School

Molecular Cell Biology Mentor Program 2002-2003

Mentored students at Arrowsmith High School Acadermy. Tutored math and provided college
preparation advice

CERTIFICATIONS

EYEPACS Diabetic Retinopathy Screening Program Mar 2013-Present
WORK EXPERIENCE
Silicon Valley Eyecare Optometry and Contact Lenses, Santa Clara, CA~ Intern 2002-2005

Pre-testing, Humphrey Visual Fields, Pachymetry, Optomap, Contact Lens insertionfremoval training, progress calls,
confirmed appointments

Impax Pharmaceuticals, Incorporated — Intern Jun, 2000-Aug. 2000
Worked In Quality Assurance Department testing raw materials prior to production

SPECIAL SKILLS

Technology

Clrrus OCT, Stratus OCY, Non-Mydriatic Fundus Camera, Digital Anterior Segment Slit Lamp Camera, B-5can
Ultrasound, Computerized Patient Record System (CPRS)

Languages

Clinical Chinese and Spanish

HOBBIES AND INTERESTS

Golf {4 Handicap), Basketball, Football, Baseball, Tennls, Softhall
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