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NEUROPATIA OPTICA ISQUEMICA

NEUROPATIA OPTICA ISQUEMICA ANTERIOR (NOIA)

NEUROPATIA OPTICA ISQUEMICA POSTERIOR (NOIP)
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NEURITIS OPTICA ISQUEMICA ANTERIOR:

» ETIOLOGIA ARTERITICA: ENFERMEDAD DE HORTON
PAN
LES

» NO ARTERITICA




VASCULARIZACION DEL NERVIO OPTICO

-PARTE ANTERIOR DEL NERVIO OPTICO
(cabeza, papila):

ARTERIAS CILIARES POSTERIORES

- PARTE POSTERIOR DEL NERVIO OPTICO:

DIFERENTES COLATERALES
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Artena Cliar poslsior corta

Las arterias ciliares posteriores:
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AUTORREGULACION DEL FLUJO DE LA C.N.O

AUTORREGULACION: mantener el flujo continuo a pesar de los cambios
de presion

Alteraciones de la autorregulacion se pueden producir en:

HTA

DIABETES MELLITUS

ARTERIOESCLEROSIS

HIPOTENSION

EDAD




Afectacion del flujo dependiente de las A.C.P a
nivel de la C.N.O.




ETIOLOGIA DE LA NEURITIS OPTICA ISQUEMICA ANTERIOR

1.- NOIA debido a lesiones trombadticas de ACP

1.1.- trombosis secundarias a vasculitis (ACG, SLE, PAN)

EN LAS CAUSAS TROMBOTICAS Y EMBOLICAS SUELE
HABER UN DANO PERMANENTE Y MASIVO EN LA C.N.O CUYA
EXTENSION VA A DEPENDER DEL TAMANO DE LA ACP

AFECTADA
> Inicio subito
» Excavacion profunda del nervio optico

» Evidencia de oclusion de ACP en la angiografia fluoresceinica




3.- NOIA secundaria a hipoperfusion transitoria de |  as arterias nutrientes
de la C.N.O

Caida transitoria de la presion de perfusion
pacientes susceptibles: NOIA no arteritica
no oclusion de las A.C.P

causa mas frecuente de NOIA

- CAIDA DE TA (nocturno)

- ESTENOSIS DE ARTERIA CAROTIDA INTERNA U OFTALMICA

- ALTERACIONES HEMATOLOGICAS




FACTORES OCULARES ASOCIADOS A NA-NOIA

1.- Excavacion pequeia o ausente en el nervio optico

2.- Aumento de presion intraocular

3.- Edema del disco optico

4.- Localizacion de las zonas de penumbra dependientes de las A.C.P en
relacion a la C.N.O.

5.- Alteraciones de la autoregulacion en las arterias que irrigan la C.N.O.




AFECTACION BILATERAL EN LA NOIA

NA-NOIA: riesgo de afectacion contralateral del 25% a los 3 afios

A-NOIA: en los casos de bilateralidad, el 95% estara presente en el
momento de la consulta hospitalaria (paciente sin tratamiento)

pero unos pocos casos la presentan al cabo de 3-4 dias de haber
consultado (bajo tto con corticoides).




ALTERACIONES OFTALMOSCOPICAS

NA-NOIA

» Disco optico edematoso (puede ser asimetrico)
» hemorragias en astilla frecuentes

» Gradualmente el disco optico se vuelve palido (se inicia a las dos
semanas) y el edema desaparece

»>A los 2-3 meses, desaparece edema y disco optico palido










> En el 69% de los casos, aspecto “chalky” caracteristico

> Patron evolutivo de la papila similar al de la NA-NOIA

» En fases evolucionadas, la excavacion es igual a la que aparece en
el disco optico glaucomatoso (pero mas palida)










MANIFESTACIONES CLINICAS

A-NOIA

- La presencia de amaurosis fugax o diplopia es muy sugestiva de GCA

- Pérdida visual masiva y precoz sugestivo de GCA:

54% en GCA
14% en NA-NOIA

NA-NOIA

- Defecto mas frecuente:
» sector inferior nasal (absoluto o relativo)
» inferior altitudinal

> escotoma central




- No clinica de patologia sistemica ni sintomas cefalicos

Hasta un 20% de los pacientes con ACG diagnosticados
mediante BAT, no presentan sintomas sistémicos ni
cefalicos
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¢, SE DEBE INICIAR TRATAMIENTO CON CORTICOIDES?

BENEFICIO CLARO EN PACIENT!S\

AFECTOS DE ACG




Brit 7. Ophthal (1974) 58, 981

Anterior ischaemic optic neuropathy

ITI. Treatment, prophylaxis, and differential diagnosis

SOHAN SINGH HAYREH
Department of Ophthalmology, University of Towa

Group  Systemic cortico- No. of Visual acuity (per cent.) during follow-up
steroud therapy patients

No change  Improvement  Deterioration

With therapy and 27
temporal arteritis

With therapy and no 8
temporal arteritis

No therapy and no
temporal arteritis
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NEURO-OPHTHALMOLOGY

Non-arteritic anterior ischemic optic neuropathy: role
of systemic corticosteroid therapy

Sochan Singh Havreh - M. Bridget Zimmer man

CMyective To mvestigate svstematically the role of systemic
corbcosteroid thempy In non-arteriic antenior schemic
opiic neuropathy {(NA-AKIN).

Methods The study consists of a cohort of Glioongacutine
patients (6% eyes), firsl seen in our clinic from 1973 to
2000. Of this cohort, 312 patients (364 eyes) voluntanly
opted for systemic sterowd therapy, and 301 (332 eves) for
ne reatment, At first visit, all patients in both groups had a

Table 3 Visuwal acwity change from imitm] visit to ophic disc edema (O DE) reschoiion

Wisenl acwity at imitial visi Stemid staried =2 wesk s from onset (R=261 eyes) Steroid staned =2 weeks from onset (k=101 eyes)

Mumber {%4) of eyes Mumber {%%) of eyes

Ineproved Winrse o Emepmoneed W e Tsed

20503 21 (15%)
M40 . v 3 (14%4)
20 S0-20460 0 0%
20070200 100 3595 I {4%5)
2020020400 T §54% 0 {D%5)
Counting fingers or worse i3 5 HI% 0 (0%
VA MUTO or waorse 3 i L {1%)

3 (6%
I {395
0 (D%
O (0%
0 %6
10 (0%
) (0%5)

=N = e =




Table @ Companson of percast improvement in ~@ among those with initial viswl acuity of 20070 of worse that were seen within
T weeks on MA-ANN onset who recetved steroid therapy within two woeks of onset and those that did not receive any steroid

Faollow-up period Pement with improved visual acurty® (35% Conbdence Tnterval) Odds ratio (95% CT) for VA P value
oy gmeent (steroidmo steroid)

Steroid Mo stepond**

At ODE mesohtion 44.2% (33.1%5, 56.094) 1.7% (13.2% 32.2%) 205(1.42, 6.17) .00
3 monthe from first vizit 471% (358, 35T 16, T (9.6% 27.3%) 4.45(2.03, 9.75) .00 2
6 omonths fom fist visit  69EYN (57.3%, T9.9%) 40.5% (29.2%, 529%) 3.39(1.62, 7.11) 1.0401
| year from first visit T2 I% (60 2%, B1.6%) 000G (276 5 1.7 4.06 (1.9, 8.57) 0.0002

*Estmates obtained fom the repeated messures logistic repression mode] fitted wsing the generalized estimating aguations (GEE) maethod
**From cobort of patients i our naheral history shedy of NA-AION [2E]),
{1 = Confidence imterval, MA-AION = Non-artentic anterior ischemic optic noumpathy; ODE = Optic dec adema; VA = Visual acuity

Table 10 Comparison of percent improvement in w betwesn tose with initial modemie 1o severe visual field defoct and were
seon within 2 woeks of NA-ATON onset who recoivelshas petTipy withan 2 weeks of onset and those that did ot receive any steood

Follow-1up period Percent with mproved viseal field® {95% confidence intereal) Odds moo 25% CI) for VE P value
improvemont (steroid'mo siemoid )

Steroid Mo stemold**

At ODE nesohstion Fi 6% (29T, 43.9%%) PO.6% (13 8% T 7.0 236 (1 .41, 3.96) 0.001
3 mennths fom first. visi F7. %% (J0.8%, 45.0%) 19, M (139%, 272% 2AT7 (148, 412} LERE LRI
6 months fom fist visit 40. 1% (33.1%, 47.5%) 24.5% (17,7, 206 (124, 3.40) 0,005
I year from first visit 40,0 (33 £f%, 47.3%) 24, T (17.8%, 33.1%) 203 (123, 336) {1 (s

*Estimates obtaived from the epested messures ogistic regression maode] fitted wsing the peneralived estimeating aguations (GEE) methad
**From cohort of patients in owr nateral history study of NA-ATON 28]
1 = Confidence interval MNA-AION = Non-arentic antenor ischemic optic nmumpathy; ODE = Optic digc adema; VF = Visual field
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NEUROPHTHALMOLOGY

Visual and anatomical outcomes of non-arteritic anterior
ischemic optic neuropathy with high-dose systemic
corticosteroids

Gema Rebolleda - Marta Pérez-Lopez -
Pilar Casas-LLera - Inés Contreras «
Francisco José Muboz-Negrete

CF, counting fingers; HM, hand
mention: M D, meean deviation;
PSDY, pattem standard deviation,
* Pyahes for Manm—Whitney

lest

Storoid therapy group (=59

Ulntreated group {r=27)

Vignal acwity onset (log MAR)
Meodian chanpe VA

MDD onset {dB)

MDD & months {dB )

069 (£0.57) [0.34; 1.07]
—0.032 {£0.21) [—0.3; 0.04]
19 T7{&63) [-237: —12.9]

210 (£53) [-24.8: —15.2]

04 (=082) [0.18:09]
000 (=084) [—0.14; 052
—174 (+69) [-263; —15 5]

—1BA {=4.6) =261 —10.6]

—0 56 (=503) [—36;0.7]

1 27 (=697 [=2.14; 53]

{_Iw'n_uji BT { fimal —imitial)
PSD onsct {dH)

PSD & manths (dB)

Chanoe PST | initial—timal)

| A T |
11.7 (=271 [E5; 128]

=02 (=19 -1 6; L]

TTR =Tl . 13 0]
93 (=41 7.1 1L.7]
021 {483 0,75 2.9

Conclision High-dose sysienuc steroid reament did not
show any beneficial effect m visual and anatomic outcomes

when piven dunng the acute phase of NAION, Farthermaore,

it caused serious complications in a third of the patients
treated.




Visual improvement with Table3. Comparison of patients/eyes with Intravenous (IV) steroid therapy versus oral steroid
corticosteroid therapy in giant cell therapy.

arterltls.. Rep01:t of a large study Comparison of patients

and review of literature

Variable IV therapy Oral therapy only

Sohan Singh Hayreh', Bridget Zimmerman® and Randy H. Kardor
(n =41 patients) (n = 43 patlents)

"Department of Ophthalmology and Visual Sciences, College of Medicine,
University of lowa, lowa, USA Initial dose
“Department of Biostatistics, College of Public Health, University of lowa, Lowa, {mg equivalent hh - 1 (2%,
USA of Prednisone) 60 = 3 (7%
Acta Ophthalmol. Scand. 2002: 80: 353-367 80 - 24 (56%
100-1607 - 15 (35%
300-330 3 (8%) =
500 3 (8%) -
800850 5 (12%) -
1000 29 (72%) -
Involved eve Kight 11 (£1%%) 13 (aU%a)
Left 12 (29%) 18 (42%)
Both 18 (44%) 12 (28%)
Fisher's exact test p =0.310
Gender Male 13 (32%) 10 (2396)
Female 28 (68%) 33 (77%)
Fisher’s exact test p = 0.466
Age at first Mean = SD 78.1 =6.5 i5.1+17.8
visit to our Median (IQR) 78.1 (T4.6-82.1) 76.6 (T0.8-78.9)
clinic Range 63.1-93.4 57.1-82.5
Is intravenous steroid therapy more ef- Witcoxon rank-sum test p=0.068
fective than oral therapy in causing visual v (n=41) (n 4‘?}1{
improvement in GCA patients? Initial ESR Mean = SD 86.8 + 30.0 71.0+=35.4
mm/hour Median (IQR) 86 (64-112) 67 (40-102)
Westergren Range 32-134 5-140

Wilcoxon rank-sum test p = 0.037

central visual field was found in seven eyes (in six patients). Visual improvement
was seen in 7% of 41 patients treated initially with intravenous steroids versus
f 43 patients treated with oral steroids only. Comparison of




Visual improvement with
corticosteroid therapy in giant cell
arteritis. Report of a large study
and review of literature

Sohan Singh Hayreh!, Bridget Zimmerman? and Randy H. Kardon!

'Department of Ophthalmology and Visual Sciences, College of Medicine,
University of Iowa, lowa, USA

2Department of Biostatistics, College of Public Health, University of Ilowa, Iowa,
USA

Acta Ophthalmol. Scand. 2002: 80: 353-367
Copyright @ Acta Ophthalmol Scand 2002. [5SN 1395-3907

Methods: Clinical data were collected systematically on 84 consecutive patients
(114 eyes) with visual loss, all of whom had GCA confirmed by temporal artery

biopsy and treated by us with high-dose systemic corticosteroid therapy. The
patients were treated between 1974 and 1999 and data were compiled retrospec-
tively. All patients underwent a detailed visual and ophthalmic evaluation at the
initial visit and at every follow-up. This included visual field testing (with a
Goldmann perimeter). All were treated with systemic corticosteroid therapy (in-
travenous followed by oral in 41 patients and oral only in 43 patients).




Conclusions: In our study, only 4% of eyes with visual loss due to GCA im-
proved, as judged by improvement in both VA and central visual field (by kinetic
perimetry and Amsler grid). The data also suggest that there is a better (p=
0.063) chance of visual improvement with early diagnosis and immediate start
of steroid therapy. Improvement in VA without associated improvement in the
central visual field or Amsler grid may simply represent a learned ability to

fixate eccentrically with more effective use of remaining vision: this factor could
help explain a number of reported cases in the literature of improved VA after
steroid treatment for GCA. To prevent further visual loss in either eye and for
management of systemic manifestations of GCA, all patients must be treated
on a long-term basis with adequate amounts of systemic corticosteroids.




Aspirin therapy in nonarteritic anterior ischemic optic neuropathy

Beck. Roy W:Sohan Singh Havreh:Podhajsky, Patricia A:Eng-Suan Tan:Moke, Pamela S
American Journal of Ophthalmology; Feb 1997: 123 2: ProQuest Health & Medical Complete
peg. 212

Aspirin Therapy in Nonarteritic
Anterior Ischemic Optic Neuropath
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Follow-up 1 in yéans
Figure. Kaplan-Meier curves showing cumulative proba-
bility of nonarteritic anterior ischemic optic neuropathy
in the fellow eve in the aspirin-user and no-aspirin
groups. See data in Table 2 regarding the censoring in
each interval (by the Mantel log rank test, x* = 1.54, P
= .22).




TABLE 2. Baseline Characteristics of Patients With no Baseline NAICON in Fellow Eye by
Incidence of New NAION in Fellow Eye

Mew NAION No new MAION
Variable Mo, (%) MNo. {%a) P value
Total number 48 (15) 278 (85)
Age
<65 22 (15) 124 (85) 0.75
=65 26 (14) 154 (86)
Sex
Male 28 (14) 171 (86) 0.72
Female 20 (18) 107 (84)
Study group
Careful follow up 19 (18) 84 (82) 0.46
Surgery 16 (16) 82 (84)
Monrandomized 12 (10) 112 (90)
Baseline visual acuity™
Better than 20/64 13 (11) 110 (89) 0.10
20/64 to better than 20/200 10 (12) 72 (88)
20/200 or worse’ 24 (20) 95 (80)
Smoking status™
Current 8 (19) 35 (B81) 0.55
Previous 19 (16) 100 (84)
Newver 14 (12) 104 (88)
Vascular condition™
No 13 (10) 114 (90) 0.06
Yes 35 {(18) 163 (82)
Diabetes™
No 31 (12) 200 (88) 0.02
Yes 17 (24) 55 (76)
ypertension
Mo 20 (12) 149 (88) 0.12
Yes 28 (18) 128 (82)
Myocardial infarction™
MNo 40 (14) 245 (86) 0.27
Yes 8 (20) 32 (80)
Cerebrovascular accident™
MNo 46 (15) 267 (85) 0.96
Yes 2 (17) 10 (83)
Transient ischemic attack”™
Mo/don’t know 48 (15) 265 (85) 0.19
:ﬁﬁ (0] 2 (1001
Aspirin use (at baseline)*
No 31 (13) 206 (87) 0.25
Yes 17 (20) 70 (80)
Aspirin use (after baseline)’
No 35 (15) 205 (85) 0.65
Yes 13 (15) 73 (85)




1.- Iniciar tratamiento con corticoides, al menos 1mgr/kg/dia

2.- Si DM iniciar AAS (prevencion secundaria), o si se
sospecha etiologia arteritica.

3.- Identificar posibles cofactores que hicieran posible causa de NA-NOIA.

4.- Revision de tratamientos hipotensores

PRUEBAS COMPLEMENTARIAS: BAT, ECO doppler, ¢PET 2
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