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THE DISKY DIVAS

Roberto (Bobby) Saenz, 0.D., M.S., FAA.O.

What can cause optic disc
swelling or optic disc
edema?

The Disky Divas

...but who are the Disky Divas?
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Meet The Divas

Ocular Hypotony
Compressive
Hereditary
Inflammatory
Infiltrative
Infectious
Ischemic
Trauma

Toxic
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Anatomy of the Nerve

Definitions

* Optic disc edema

* Optic neuritis
EDEMA -> ATROPHY

* Papilledema

11

Papilledema — bilateral optic disc edema
secondary to elevated intracranial pressure
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Important Information for finding the Divas Unilateral or Bilateral
* Age of Patient * Optic Neuritis
+Side (Unilateral or Bilateral) + Unilateral
* History * Papilledema
« Symptoms (tingling of extremeties, poor bladder + Bilateral
control) “NAION

* Medical History (meds, htn, dm)

* Unilateral

Can all three of these be bilateral?

13 14

Important Clinic information OCT to determine disc edema

* Visual Acuity

* Color testing

+ Pupillary Testing
* Ophthalmoscopy
* Ancillary Testing

- OCT

« Visual Field

* Neuroimaging

15 16
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HVF

* Subjective measure of central and peripheral
vision

* Useful in diagnosis and follow up

* Papilledema = Big blind spot

* Optic Neuritis = Diffuse and paracentral

*NAION = inferior altitudinal and inferior nasal

Neuroimaging

- Optic Neuritis

* FOCAL enhancement

* Brain: Petiventricular, Infratentorial, Juxtacortical
- Papilledema

* Empty sella

« Flattening of the postetior aspect of the globe

« Tortuous optic nerve

« Transverse venous sinus stenosis
+ NAION

* What will MRI show?
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Meet The Divas Compressive

* Glioma

Ocular Hypotony o

Compressive 222 2>22>2>>Papilledema * Meningioma

Hereditary * Pituitary Adenoma

Inflammatory .

Infiltrative * Papilledema

Infectious/Infiltrative

Ischemic

Trauma

Toxicity

19
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Dr. Hayreh’s study

Brain

+ Papilledema occurs when
increased perioptic CSF
pressure

* 15 — Elevation/Blurred Disc margins

* 274 — Vascular Changes

21
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Pathophysiology — Mechanical Phenomenon

| Increase in Cerebrospinal Fluid Pressure I
| Axoplasmic Flow Stasis I
| Swelling of Retinal Nerve Fibers I
| Compression of Venules I
| Venous Stasis and Fluid Leakage I

Papilledema

[1 Blurring of disc margins
2 ONH elevation

illifg il of optic disc cup)
4 Retinal & choroidal folds
[5 Edema of RNFL

|() €nous congestion

ypc! a0

8 Sp nter Nemorr hage =5

9 CWS & Exudates

23
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* Retinal Venous Pulsation: The absence of venous pulsation at the

optic disc, as a sign of early optic disc edema, has been very
much stressed in textbooks. It has also been said that if a venous
pulsation cannot be elicited by j{ende pressure on the eyeball, the
diagnosis of optic disc edema due to raised intracranial pressure is
strongly suggested (Lynn, 1959; Walsh and Hoyt, 1969). In contrast,
some authors did not consider absence of venous pulsation on the optic
disc a reliable criterion for the diagnosis of increased intracranial
pressure (Williamson-Noble, 1952; Huber, 1961; Ramsey, 1976).

+ In normal persons spontaneous retinal venous pulsation is seen in at

least one eye in 90% of the population (Lorentzen, 1970; Ramsey,
1976). In my experimental study, some eyes with well- developed
optic disc edema still showed definite venous pulsation on the
optic disc, and its incidence did not seem to be in any way different
from that in the normal eyes. Unfortunately, this sign has been very
much abused in clinical practice.
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The most difficult decision optometrists face
(clinically) is differentiating between MILD
papilledema and pseudopapiledema

pseudo MILD PE
EX CHE—
25 26
Modified Frisen Scale Pseudopapilledema (PPE)

+ Small, crowded discs
[ Tilted/Oblique Insertion |
[- Drusen |

27
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Optic Nerve Head Drusen

* Incidence: 3.4 — 24 per 1,000
adults

* Calcific acellular bodies
anterior to lamina cribrosa

» Alteration in axoplasmic flow
axonal degeneration >
deposition of calcium

* Other theoties: vasculature &
scleral canal

30

Optic Nerve Head Drusen

*Most often bilateral
*Small or Large
*Surface or Buried
* Begin in younger as buried drus¢
surface as they age.
* Symptomatic
+TVOs or Visual Field defects

* Papilledema
» Glaucoma. Why?

* Any treatment?

32

Optic disc drusen gets mistaken for:
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Tony Parker
» Yesterday at 2:55am -
Yall think this is papilledema or pseudopapilledema?
Like - Comment - Share

& 4 people like this.

& 546 shares

36




Symptoms in PE and PPE

Frequency, %

37

Fundus Examination

Diagnostic Testing
* Orbital Ultrasound

« A scan Optic Nerve Sheath Diameter (ONSD)
« A scan 30° test
B scan Detection of Drusen
* Optical Coherence Tomography (OCT)
* Quantitative measurements

* Qualitative measurements

39

40

OCT

» Quantitative
* Retinal Nerve Fiber Layer Thickness (RNFLT)
* Peripapillary Elevation
» Total Retinal Thickness
* Qualitative
* Angulation of Bruch’s membrane
+ Internal contour irregularities

* Presence of hyper/hypo reflective mass

10
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Drusen or Papilledema?

11
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Differential diagnosis of papilledema vs.
pseudopapilledema using customized optical
coherence tomography parameters

Laura Pardon

Academy Home | Knowledge Base Article

Abstract
peripapi optical

n pay limited to retinal
nerve fber layer purpose of this
study CT-derived ONH and (RNFL)
measures in differentiating PE from pseudopapilledema (PPE).
Methods: OCT HD-0CT 21 PE,
and 27 with PPE minimum rim

width (MRW), and RNFL

performance of these parameters with that of 1.73 mm radius circular scan average RNFL thickness in
differentiating PE from PPE.

Results: Average RNFL thickness had an area under the ROC curve (AUC) of 0.87 for differentiating PE
from PPE. While BMO height, MRW, and RNFL250 demonstrated improved AUCS of 0.96, 088, and 0.92,

i compared to RNFL ALost
specificity, sensitivity and cutoffvalues for average RNFL thickness, BMO height, MRW, and RNFL250 were:
0.57(151 pm), 0.71 (-14.2 ym), 043 (657 ), and 0.52 (373 pm), respectively.

Conclusion: Using OCT the ONH position, ONH tissue
thickness, and immediate peripapl be d
differentiating PE from PPE. Itimodal ocT, tc) wil

use of in
accurate PE diagnosis.

46

Orbital Ultrasound

1) A scan for ONSD

Orbital Ultrasound

2) A scan for 30° test ONSD measured 30° temporally
If ¥perioptic CSF, JONSD

12
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tICP tperioptic CSF

Y

Primary Gaze Temporal Gaze: l ONSD

49

H- Primary gaze: ONSD = 5.85 mm
1

tf

m “

5 30° gaze: ONSD = 3.76 mm

50

oo v S 2017 Docoa(12) 10811085, o 10-10970PX 0O00GRER00001148.
Use of A-scan L and Optical C to
Pseudopapilledema.

Jsaenz R", Cheng H, Prager TC Frishman LJ", Tang RA'

From

9 Author information

abstract
be

hallenging.
1 rerobulbar optcnerve sheath diamete (ONSD) measured by Ascan ulfasound provide usefl informatin when dferentating the wo
nditions.

JpurposE: retinal nerve fiber layer k)
i hypertension from

meTHoDs: 8 patients.

NSD at primary gaze, * test), and peripapiliary RNFLT Receiver operating

JResuLt showed larger mean ONSD (5.4 + 0.6 vs. 4.0 £ 0.3 mm, P <.0001), greate|

hange of ONSD at lateral gaze (2.4 + 8.4% vs. 2.8.+ 4.8%, P <.0001), and icker reina neveferayer (21012 1046 5 mz 42201
um, P < 0001). Optic nerve sheath diameter and 30" test had the der the 98 and

97, respectively; followed by inferior quadrant (0.90) and average RNFLT (0.87). All Daw\lsdemz ‘eyes with Frisén scale greater man grade
1 were accurately diagnosed by ONSD, 30° test, or OCT. In mild papiledema (Frisén scale grades | and Il,n = 15), area under the receiver
Joperating characteristic curve remained high for ONSD (0.95) and 30° test (0.93) but decreased to 0.61 o 0.71 for RNFLT. At 95% specificity)
Jsensitvities for ONSD, 30° test, and RNFLT were 91.3%, 91.3%, and 56.5%, respectively, for the entire papilledema group and 80.0%,
6.7%, and 13.3% for the mild papilledema subgroup.

JcONCLUSIONS: Retinal nerve fiber layer thickness can potentially be used to detect moderate to severe papilledema. A-scan may further

51
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Orbital Ultrasound

3) B scan for Drusen

13
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What'’s papilledema most
commonly caused by?

I Papilledema I

53

Pseudotumor
(Idiopathi
Intracran

Hypertension)

Others (atypical)

OPTOMETRISTS WILL
BE RELIED UPON TO
MANAGE IIH. WHY?

-WE CAN ORDER MRIAND LP!

54

Idiopathic Intracranial Hypertension aka
Pseudotumor Cerebri
+20 — 40 year old

* Obese female

+What's their VA (initially)?
*CN VI palsy

56

14
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Papilledema Work Up What are the “others”?
m e S#:rg{’arﬁ:‘:goéd
Thrombosis Stenosis
E o
Meningitis Intracranial
Hypertension

57 58

Case 1
18 HF - obese — (-) HA, TVO, tinnitus, diplopia

MEDS: none MH: unremarkable BP: WNL

15
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Parkhurst Nuvision
Pobaro Saenz. 0.0, .5, FAAO
e S O D AL
' L Location (1)
Name Dos
Address. Date
. MRI of brain and orbits with and
without contrast and MRV
H47.11
What’s next? . 5
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62
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Parkhurst Nuvision
Poberto Saarz. 0.0, WS, FAAD
Name DOB
Address Date
Lumbar puncture opening pressure
and CSF analysis
ICD 10 H47.11
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May need CTV to confirm
MRV

LPOP =38 cmH20
Normal analysis

65

Treatment

* Therapeutic LP
*Oral
» Diamox
« + low Na diet
« Topomax
» Surgical
* ONH fenestrations?
+ LP or VP shunts

67

Case 1: Management

+ Co-management: Call/Letter to Neurologist

*See back 3-4 weeks after LP OP

+ Will see back g3 weeks until compliant/stable
« then g3mo

« then g6mo

Not published: 16/18 patients with IIH lost to follow up

17
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Did you know?

* Some patients with Idiopathic Intracranial
Hypertension can NOT have any optic disk
swelling

Case 2: 12 WF — new onset diplopia

PMH: Crohn’s
MEDS:

+ Imuran

« Iron

* Lialda

* Remicade

* Vitamin D3

h/o oral steroids for 8
months last year.

(+) osteopenia

Has gained 501bs over
the past 8 months.

69 70

Case 2

6% nerve palsy — then we dilate

18
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73

L LS

6L

What’s the MRI likely going to say?

mshOT

LPOP=42cm H;0

74

THERE ARE OTHER
THINGS THAT CAN CAUSE
ELEVATED ICP!

How do you treat papilledema 2’ steroid
withdrawl?
* Restart steroids
*BUT she has osteopenia***
*So we started Diamox...
+ Also, how do you tell a kid to start low sodium diet?
» And that didn’t happen
» Started on topomax ...

18 months later....

76

19
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Case 3

26 AAF — thin - (+) HA, (+) TVO

20
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Case 3: 26 AAF & THIN - (+) HA & TVO

* Bilateral Disc Edema OU
*What do we order?
*MRI/MRV — normal

Do we really have to do lumbar puncture?

Come back to this later?

81 82

Meet The Divas

Ocular Hypotony

Compressive 2222222 DPapilledema
Hereditary

Inflammatory

Infiltrative

Infectious/Infiltrative

Ischemic

Trauma

Toxicity

Case 4

26yo WF — sudden vision loss OD

* 5 days prior

+Pain on eye movements

* Medical history unremarkable
+ VA OD CF OS 20/20

(+) APD OD

83 84

You look in.....

Everything is normal....

21
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So now what....

+1) Do you have to order the MRI?
What tests do we order? +2) Do we have to do any treatment?
+3) Do we have to send to the ER?

87 88

22
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Assessment and Plan

* Optic Disc Edema OD (likely optic neuritis)
*Order MRI of the brain and orbits with and
without contrast with FLAIR sequencing

89

MRI

* Brain: White matter lesions involving the
periventricular white matter

* Orbits: Abnormal focal enhancement of the right
optic nerve

90

91

Meet The Divas

Ocular Hypotony
Compressive 22> >2>2>2>>Papilledema

s
I Inflammatory 2 222> 22> 2>MS/NMO

Infectious/Infiltrative
Ischemic

Trauma

Toxicity

92

23



9/7/25

Optic Neuritis
* Inflammation of the optic nerve
+ Anterior OR Retrobulbar
* Typical v Atypical
* Atypical
* Hemes

« Hard exudates
« Vit cells

* VA not improving over 30 days or NLP

Typical optic neuritis
 Caucasian female

*20-45 years of age

*No signs of inflammation in the eye

*5 per 100,000 individuals

*Women 2x more likely to be affected

93 94

EB» Numbness, tinglin

Syrnpt m: ’ g g Dizziness @

0 S TP

T Doprossion Vision problems {TF

* Unilateral, painful vision loss

* Pain on eye movements Pain €TE]

- Altered colored visi

e D coored vision Bladder dysfunction
+ Uthoff’s phenomenon m Muscle Spasms

« Hot tub test
* Lhermitte’s sign

In these patients we are worried about the relation
between ON and ?

95

m Weakness
Walking difficulty

96

24
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Background

- Multiple Sclerosis (MS) is a chronic demyelinating disease of the central
nervous system.

- Optic neuritis (ON), an acute demyelination of the optic nerve, occurs in more
than 50% of M é)atlent .1 Subsequent retrograde degeneration leads to retinal
ganglion cell (RGC) axonal and neuronal loss.

o - Optical chhefsr'%noe Tomo rapdhy (OCT) ‘rc{videg, ztahnon-iﬂvasive clinicalt  the
assessment of axonal and neuronal integrity through measurements of the
Do we have to do the MRI - retinal nerve fiber layer (RNFL) thickness and the ganglion cell/inner plexiform

layer (GCIP) thickness, respectively.

- Recent studies suggested that GCIP might be more useful than RNFL in
detecting and monitoring neurodegeneration in MS because GCIP, unlike RNFL,
was not affected by swelling during acute stage of ON.23

+ GCIP could potentially be used as an outcome
Teasure for neuroproftective clinical trials in MS.

97 98
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RNFL and GCIP thickness were thinner in ON < 6 mo and ON > 6 mo than No-ON. A ‘
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THESE TWO EXAMPLES ARE THE BEST WE HAVE...

Among the 5 eyes measured between 3.5 to 6 months
after the 1st acute ON, all showed abnormal GCIP
while only one showed abnormal RNFL.

fangiion Call OU Analysi: Macular Gube $12x128 0D @@ 05 ONH and RNFL e 2005200 0D ©| @ 08

Table 2. GCIP and RNFL abnormality in 1st time acute ON (ON < 6 mo) eyes

Number of eyes with Number of eyes with

Time from onset of ON N abnormal GCIP abnormal RNFL
Less than 1 month 4 0 0
Between 1 and 3.5 months 3 0 0
Between 3.5 and 6 months 5 5 1 = o
Flgure 5. An le of GCIP ities earlier than RNFL
in a patient with a history of ON in the rlght eye 5 months prior to the
exam.
101 102
Fanglion Cell OU Analysis: Macular Cube 512x125____OD @ | @ OS _ ONH and RNFL .
P [ P Conclusions

- GCIP showed more abnormalities than
RNFL in all 3 groups of MS eyes possibly
due to GCIP being less affected by axonal
swelling than RNFL.

+In 1st time acute ON eyes, GCIP revealed
abnormalities earlier than RNFL.

Figure 5. An of GCIP ities earlier than RNFL
in a patient with a hlstory of ON in the r|gh1 eye 5 months prior to the
exam.

103 104

26
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oL LN 917 NovaH11 302 198, o1 10 111 /ene 3408 Epio 2017 S0 13
Progression of retinal ganglion cell loss in multiple sclerosis is associated with new lesions in
the optic radiations.

Keistomer A'23, Graham EC", Yiannikas C*, Bamett M, Parratt %, Garrick R®, Wang C*%, You Y'2, Graham SLZ.

@ Author information

Abstract

unknown. y (1RNFL) thinning and o jtyin
by T2 lesions on 4 imaging (MR).
Al patients optical
thicks d br respectively.
ESuLT thickness the 3-year folow-up period at a relatively constant rate (1.02 pmyear).
Thinning of tRNFL fibers was more prominent n younger patients (P = 0.01). The tRNFL loss was associated with new MRI lesions in the.
new lesional activty v

There
with new lesions outside the ORs (P = 0.009)

CONCLUSIONS:
progressive retinal nerve fiber layer loss. In addition, the results of
changes in the retina start much earfer than the ciinical diagnosis of MS.

CHANGES IN THE RETINA START MUCH EARLIER THAN
THE CLINICAL DIAGNOSIS OF MS

105

by OR lesions might play a role in

“Detecting functional changes related to
axon and myelin of optic nerve in MS,
and potentially can be used as an
outcome measurement for novel
neuroprotective and remyelination
strategies”

106

Optic Neuritis Treatment Trial... what we
thought
* Visual recovery was quicker with group treated
with high-dose IV steroids
* Notice only vision recovery not long term vision,
which is why some docs don’t treat ON with anything
* Oral steroid group had higher incidence of
recurrence than IV group or placebo group

« Which is why some doctors will NEVER use oral
steroids in ON

107

21 Questions:

*Does the vision get better?

* Do steroids hasten visual recovery?

*Does it make the long-term vision better?

+If we know they have optic neutitis, why do we
do MRI scans?

*Do we ever use oral steroids solo?

* Do we need to use IV steroids to reduce risk of
MS?

108
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MULTIPLE
SCLEROSIS | Ms)

Controversies in Multiple Sclerosis

Oral rather than intravenous corticosteroids
should be used to treat MS relapses — Yes

Emmanuelle Le Page and Gilles Edan

Oral rather than intravenous corticosteroids should be used to treat MS
relapses — No
James D Bowen, Peiging Qian

First Published February 1,2017 | Other | | checkiorupcates

109

m@syy Citations 0 | Altmetric 43
Original Investigation

March 5, 2018

Effect of Treating Acute Optic Neuritis With Bioe-
quivalent Oral vs Intravenous Corticosteroids

A Randomized Clinical Trial

Sarah A. Morrow, MD, MS, FRCPC'2; J. Alexander Fraser, MD, FRCPC'23; Chad Day, BScH?; et al

ONLINE FIRST

> Author Affiliations

JAMA Neurol. Published online March 5, 2018. doi-10.1001/jamaneurol. 2018.0024

This study finds that bioequivalent doses of
oral corticosteroids may be used as an
alternative to IV corticosteroids to treat acute
optic neuritis.

111

110
Why do we do MRI? Blood Work for Atypical Optic Disc Edemas
*Normal scan Bobbs Helpful Hints Blood work
Sarcoid ACE and CXR
+ 16% incidence of MS in 5 yeats Syphillis RPR, FTA-ABS
« 22% incidence of MS in 10 yeats B CXR, TB gold
- .. Bartonella Bartonella IgG and IgM
« 259, ears
25% incidence of MS in 15 years Toxoplasmosis Toxoplasmosis IgG and IgM
Lupus ANA & dsDNA
« Abnormal scan Neuromyelitis Optica AQP4 NMO IgG antibody test
GCA ESR, CRP
+ 51% incidence of MS in 5 yeats (3 or > lesions) Lyme Lyme Disease Ab with Reflex to Blot
* 56% incidence of MS in 10 years (any lesions) HV HIV %2 Antigen and Antibodies, Fourth
- Generation, with Reflexes
« 72% incidence of MS in 15 years (any lesions)

112
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Case 5

54yo WM — Vision loss OS

*Pain on eye movements OS
*Happened day after dental surgery
+20/20 OU

+APD OS

*If someone complains of vision loss but is
20/20, they are really trying to tell you they
have....

113

115 116
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Intraorbital Optic Nerve Signal Hyperintensity on
Magnetic Resonance Imaging Sequences in
Ddx: Perioperative Hypotensive Ischemic Optic Neuropathy

Valerie Purvin, MD, and Benjamin Kuzma, MD

* Optic Neuritis

* Infection causing orbital infiltration attacking the
optic nerve

* Perioperative ischemic optic neuropathy

How do we figure out what this is?

M R I p y - -

117 118

Note sparing of the immediately retrobulbar portion of the optic nerves (arrowheads). This distribution provides imaging
correlation for Lhe pathologic changes previously reported in this condition. B. Diffusion-weighted MRI reveals restricted
sion (high signal) along the course of both intra-orbital optic nerves (arrows), consistent with acute infarction.

TABLE 1: 2010 McDonald MRI Criteria for

Demonstration of DIS
MRI DIS Can Be Demonstrated by >1 T2 Lesion® in at
Least 2 of 4 Areas of the CNS:

*Focal enhancement of the optic nerve and Periventricular

periventricular white matter lesions Juxtacortical

Infratentorial

. . Spinal cord®

Optic Neuritis can be 20/20 g =

Based on Swanton et al 2006, 2007.**

“Gadolinium enhancement of lesions is not required for
DIS.

"If a subject has a brainstem or spinal cord syndrome, the
sympromatic lesions ate excluded from the Criteria and do
not contribute o lesion count.

MRI = magnetic resonance imaging; DIS = lesion dissemi-
nation in space; CNS = central nervous system.

119 120
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Case 6
Next Case: Know what’s normal
*26 HF sudden painful vision loss OS x 4 weeks

+OD HM OS 20/25
* Atrophy OD and Disc edema OS

Meet The Divas

Compressive =2 Foster Kennedy Syndrome

Inflammatory - NMO

Infiltrative

Infectious = Bartonella and Syphillis
___Ischemic

121 122
Case 7
NMO 50yo white female — sudden vision loss

*NMO is demyelinating disease that attacks the
OPTIC NERVE and SPINAL CORD

* Aquaporin 4 channels

*POOR prognosis

*Relapses

«**Now have a serum test**

* Quest: NMO IgG autoantibody test (90382)

123

* “optic disc edema eval”
*No pain on eye movements
*(+) HTN — Lisinopril

*VA 20/20 OS CF @ 1m
+APD OS

124
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Meet The Divas: Unilateral 50 WF

-Oeular-Hypotony—
-Compressive———
-Hereditary————

Inflammatory - MS/NMO [NO PAIN]
Infiltrati

Infectious = Syphillis/Bartonella/Toxo [MAYBE HERE?]
Ischemic - NAION [well controlled HTN?]

Trauma
Toxic————————
== | —
125 126
NAION?
*(+) HTN

*Order MRI of brain and orbits with and without
contrast with flair sequencing

* Order blood work

* The last question we asked

127

ITya know what i mean

Do you have ahy CATS

128
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Visit 2 — 2 wks later

* VA OD 20/25 OS 20/150
*Blood work ordered (+) B. Henselae
* Start Doxy 100mg BID x 28 days

DOES THE VISION COME BACK?

129
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Baseine  JuGZ06
RO TR Q)

Classficaten
Winn Normal Limits

Witin Norma Liits

'
i' g‘: }:/ E Classficaton

Visit 3 — 5 weeks later

* VA OD 20/25 OS 20/150
NOT HAPPY VISION ISN’T IMPROVING

WANTS SECOND OPINION
[liMINOT{HARRY)

131

132
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When patients ask for a second opinon

ENCOURAGE
AND
DOCUMENT

133

Second opinion:

+ Order MRI of brain and orbits with and without contrast
to rule out optic nerve enhancement or compressive ICM.

* “My concern is that despite her risk factor for NAION of
HTN and age, she does not have a small C/D ratio in
the left eye. In addition, patients with neuroretinitis usually
have spontaneous improvement of vision over time
which this patient did not have. I will have the patient
follow up earlier if the MRI findings are abnormal. The
different diagnosis in this patient with optic neuropathy
consists of NAION, infectious/inflammatory,
demyelinating disease, compressive lesion, glaucoma, etc.

134

Case 8
12yo female — sudden vison loss x 2wks

*h/o fever 4 weeks ago & weakness
* (-) headaches, No eye pain
* VA OD 20/20 OS 20/200

135

136
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Visit 2 — 2 weeks later

*Week 2: VA OD 20/20 OS 20/100
* Week 6: VA OD 20/20 OS 20/80
*4mo later: VA OD 20/20 OS 20/30

139
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Treatment - Bartonella

*Doxy

* Bactrim
*Z pack

142

Bartonella

* Gram negative rod B. Henselae
*FLU LIKE symptoms prior to optic neuropathy
* Usually self-limiting with good visual prognosis

* Cat scratch optic neuropathy v neuroretinitis

« Don’t always need macular star

* Usually asymmetric and bilateral

143 144
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Case 9

14yo HF - blurred VA centrally x 1 week

-OD 20/20 OS 20/70
- (+) APD OS

* Dull pain, not ange

145

146

S Sraep e wauaas TR d

Bz d 2 %

One where blood work comes first.

147
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0.0 %




9/7/25

sHEIDELBErS
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149

Meet The Divas

Ocular Hypotony

Compressive 222> 222> >Papilledema

Hereditary

Inflammatory 2222222 2>MS/NMO

Infiltrative

Infectious/Infiltrative 2 2 22> 2>Syphillis/Bartonella/Toxo
Ischemic KIDS
Trauma

Toxicity

150

Case 10
50yo male

* Missing top area of VA in OD x 3 days

*(-) HTN, (-) diabetes (-) hypercholesterolemia
*(-) ED drugs

* (-) balance issues

* () numbness and tingling

*BP 134/88 pulse 106
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A: Unilateral optic disc edema OD

*NAION v Optic Neuritis
* MRI and blood work
» Likely start IV steroids

showed enhancement (NOT focal)
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ONH swelling got better but VA didn’t over 28 days....

So we know we aren’t dealing with demyelinating optic neuritis

Hau[biood worlkdone

[lﬁl"“‘[ Order Blood Work!

pass out!
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PROTEIN <0.80
be advised that patience taking l:-xbo'xyp.nlcuunl
Pl ased C-Re:

et
ING

9-67 U/L

RER (%) W/REFL TITER A
CONFIRMATORY TESTING REACTIVE 1:256 NON-REACTIVE
For contixmation of positive RPR
screening test, refer to
e
The RER is nenal-specific test; theretore,
rformed unless l;zio: syph!
documented for this patient.

OPTIC NEURITIS 2’ SYPHILLIS
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mg/dL
9/dL
g/

3 g/dL
A/G Ratio 2.0
Bilirubin, Total 0.4 mg/dL
Alkaline Phosphatase, S 89 /L
AST (SGOT) 17 10/L
ALT (SGPT) 20 T0/L
Hemoglobin Alc 9.2 migh *
Increased risk for diabetes: 5.7 - 6.4

Diabetes: >6.4
Glycemic control for adults with diabetes: <7.0

Non Reactive

0 - 30
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The Sphde Lo sl
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Back to this case: 26 BF THIN- (+) HA &
TVO

* Bilateral Disc Edema OU

*MRI/MRYV — normal

Do we really have to do lumbar puncture?
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Called the patient to check on her

*“I reserve the right to not tell you what is
happening:

! HHx
C— —
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CSF anaylsis

* Elevated protein level
*(+) RPR = neurosyphillis

Papilledema

o Ischemic
Optic 4
Neuritis el
4 neuropathy

2
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Case 11
52yo male — (+) “decently” controlled HTN

* VA OD 20/20 OS 20/20
* Film over left side of vision

* Optometrists said it’s probably optic neuritis and
I may have MS
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NAION Treatment?

*Do we need to order MRI?
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NAION
-

* Most common disc edema >50
* Avg age 61-65
* Segmental swelling

»Tx: Optic nerve sheat decompression Aspirin,

hyperbaric chambers, vasodilators, and steroids?
have proved to ineffective.

+ Avg VA 20/20 to NLP, 25-50% improve by 3 lines
* VF defect present at 6mo likely present
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Risk Factots

*HTN

‘DM

*Sleep apnea

*Nightime dosing of blood pressure medications?
*ED meds?
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New treatment for NAION?

* Caspase 2
* Inhibits mRNA of caspase 2 gene
» Caspase 2 involved in death of ganlgion cells

* Apoptosis via caspase 2 thought to be main cause
of death following ischemic during NAION

* Ongoing clinical trial
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NAION

So if I have NAION can I manage this?
Yes..... BUT! Make sure you know what you are
doing.

You can miss Bartonella.

Don’t miss GCA.

Don’t miss neurosyphillis.
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Toxicity

AION (GCA)

* Avg age of onset = 70 years old
* Medium to large sized vessels
» Chalky white nerve
*Most common symptoms
* Anorexia
* Neck pain
* Jaw claudication
+ESR and CRP

+ Will my vision return?

173

174

Case 12
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75WM — painful sudden vision loss OS

oto Courtasy: Dr. D'laine Puliam, 0.0,
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“‘Every GCA patient that we saw
didn’t survive”
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¢Questions?

CanDo It!
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