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Product Name Dose(s) FDA Approval for DME
Avastin (bevacizumab) , 2 None for DME
Beovu (brolucizumab) y f June 2022
VEGF  Eylea(afibercept) & : July 2014, August 2023
Inhibitors | ;centis (ramblzumab‘a ¢ . August 2012
Susvimo ramblzt?mab port delivery system) None for DME \&"’
Vabysmo (fgﬁcnmab) January zozge
Ozurdg)xo?dexamethasone) ; SeptembegQ”fOM

Steroids
Ilgém (flucinolone acetonide) . Septe\g‘f)er 2014

2018 2020

2012 2014 2016

2010 2022 2024
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Nouveautés dans le traitement de I@@édeme maculaire diabétique
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Recruited, in
Follow-up

Recruiting

(N=17)

(N = 52)

@¢
\QJ
Episcieral Daxamethasone ,go
& .
&
'Q)%
& L
N .
>
)
<&
.0\@‘
o0 »
0\’0

Géva tharapy (FT-003)
?)::crc therapy (SKGO106
SOM-401 (K8). a8 darvalive of &
'mcleosde reverss
ranscnptase inhiboor
Sroad specum Kinase inhibilo
(ANNIOT)

Plg.-ﬂna kellikrein inhibitor
&24023 (oral)

6° lL 8 Inhibwor (Vamikibart)
Daxamathasone (OXU-001)
(suprachoroidal suslaired-
relense)
ArE-VEGF and At Integrin
(AG-T3305)
Bekxl inhibxdor [foselutoclax)
Hydraxyl dendrimer $herapeutic
(D-4517 2) (subcutanaous)

Adenosns nucleotide p53
activator {INV-102 aye drops)
Connexind3 hemcharnel
nhibxtor { Tonabersat) (aral)
Daxamathasona imalant

Gena therapy {4D-150 VT)
Gena therapy (FT-003)

Gena tharapy (RGX-314)
Levosulpinde {orsd)

Tivozanib (KHKAEST aye diops)
I'yrosina kinasa inhiior (EYP-
1901)

Bavacizumab

Port Delvery System
(ranibizumab)

Rho knase inhibdtor (OPL.
0401)

Aflibercapt 2 mg

Alibsrospt 8 my

ArVEGF and FGF 2 inmmibitor
(RC-28F)

Bevacizumab biosimls (PRC@

168) ,\o
Curcumin (oral) . 9
Dexamethasoneg (OC @h ove
roos) \Q’

NG
Fancmab &o\
ROF!DI\IN‘:Qt

arcbmurréP hasimdar

Wt mgé% (MK-3000)

Atbarcapt

Broluczumab

Conbercapl

Dexamelhasores Implant
Faricimab

Fluocnulons Acslonide Implant
Ranizumab

O\’O
Triamanolons scslonide ;\\(\0
(%) Afibarcapt
Not Yet Recrulting :\g;(»gg;_'aw Ang-ZIWBROr | g cinolone acelonide imgplant < Brolucmab
= -3
(N=18) Tumstatintransiernn peotain (EC-104) g:::mm e implent
(OCU200) qb‘©

D’apres DrJ Sun



Intravitreal N

Subretinal

S—=& g o
D SASa erebrovascular
'/’ Eye Damage @ /. | \(,\@} ‘é;‘il,,, Diseases
: o
00
0
& .
Eye d rOpS f@e’Q \ Cpronary Heart
Permanent Kidney ’Q@Q/‘ Dsaase
> Damage
O
&
§0
Peripheral Neuropathy
° | G A
™
o /
® \
Suprachoroidal (L&‘"



Phase Diamend-2

N a n O pl DiAbetic Macular edema patients ON a Drop \\00‘%\ DX221
Drops ?_Q'b&g Version 2.0, Date: 10 Jan 2024
Analys @Q@"’?
suthor:r: CLINICAL STUDY PROTOCOL

Title: - A Phase 3 Double-masked, Randomized, Multicenter St@dy
Co-author & ofthe Efficacy and Safety of OCS-01 Eye Drops in Slkbjects

%&6‘@ with Diabetic Macular Edema &
0CS-0’ o
Short title: & DIAMOND 2

formuluulv I Wil WM /\uAal \Q-\(b TWAVWI T MW V W1l vrﬂ\—u

utilising OPTIREACJ;L@“”

Patients were ra(a?ﬁomlzed 2:1 to receive OCS-
01 or vehlcle&x per day (every 8 hours) for 12
weeks, foIIo“wed by a 4 week off-treatment
period

CONCLUSIONS

Topical OCS-01 was well-tolerated and
significantly more effective than vehicle in
improving CMT and visual acuity in patients
with DME.
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Port Delivery System
With Ranibizumab
(PDS) in Diabetic
Macular Edema (DME):
Additional Primary
Analysis Results of the
Phase 3 Pagoda Trial

Varun Malhotra, MD, MBA'; Michael A. Klufas, MD?;
Dennis M. Marcus, M
Peter Campochiaro, MD?; Salman Rahman, MD?;
Paul Latkany, MD'; Shamika Gune, MD?;
Stephanie Lin, PhD'; Ashwini Bobbala, MS";
Mel Rabena, BA'; Carlos Quezada-Ruiz, MD"*;
and Arshad M. Khanani, MD, MA, FASRS10

! Genentech, Inc., South San Francisco, CA; * Wills Eye Hospital,
Phliadelphla‘ PA; 3 Southeast Retina Cemer

Georgia, Augusta, GA; * Barnet Dulaney Perkins Eye Center at American
Vision Partners, Phoenix, AZ; ® University of Arizona, Phoenix, AZ;

& Creighton University, Phoemv AZ; 7 American Vision Partners, Phoenix,
AZ he Wilmer Eye Institute, Department of Ophthalmology, Johns
Hopkins University School of Medicine. Baltimore, MD;

8 Clinica de Ojos Garza Viejo, San Pedro Garza Garcia, Nuevo Ledn,
Mexico; ' Sierra Eye Associates, Reno, NV

Purpose

» The Pagoda frial assesses the efficacy, safety,
pharmacokinetics of the PDS with fixed 100
refill-exchanges every 24 weeks (Q24W) ct
intravitreal (IVT) ranibizumab 0.5 mg injed$

A

ared with
s every 4
weeks (RBZ Q4W) in patients with ce:)tétxnvoived DME

Conclusions

2 80% of patients preter PDS treatment with
noninferior BCVA change and DME control
comparable to intravitreal ranibizumab

Pagoda met its primary endpoint: PDS Q24W was
noninferior to RBZ 0.5 mg injection Q4W in
best-corrected visual acuity (BCVA) change from
baseline averaged over W60 and W64

Over 80% of PDS Q24W patients preferred PDS
treatment; treatment-experienced patients showed
even higher preference

PDS was generally well tolerated. No endophthalmitis
cases were reported in the PDS arm after implantation
through W64

PDS, the first continuous delivery treatment
platform for diabetic retinopathy (DR)YDME, has
potential to provide functional and anatomical
benefits, and to prevent disease progression,
without the need for frequent IVT injections

Presented at the Association for Research in Vision and
Ophthalmology | Seattle, WA | May 5-9, 2024

Jordan M. Graff, MD, FACS4-7;

Background

Results
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Methods

The Port Delivery System with
ranibizumab (or PDS8) is a refillable
ocular implant designed for
continuous delivery of a customized
RBZ formulation into the vitreous,
with in-clinic refill exchange once or
twice a year

PDS implantations have resumed in
clinical trials worldwide®

There is an unmet need for treatment
strategies for DR/DME designed to
maintain the clinical benefits of
monthly IVT anti-vascular endothelial
growth factor therapy while reducing
treatment burden
©
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Pagoda (NCT04108456) is an
ongoing phase 3, &'{icenler‘
randomized, vi assessor—
masked, acti mparator
clinical tria{@

Patien ere randomized 3:2 to
PDS W or RBZ QaW. PDS
patients were assessed for
lemental IVT RBZ 0.5 mg

d?ezlment at the 2 visits before

&O each refill-exchange
Q" Primary endpoint was change in

BCVA score (Early Treatment
Diabetic Retinopathy Study letters)
from baseline averaged over W60
and W64 (noninferiority margin

—4.5 letters)

Additional efficacy endpoints included
assessment of treatment preference
for PDS vs IVT injections in PDS
Q24W patients using the PDS Patient
Preference Questionnaire at \W64;
and evaluation of the proportion of
patients with absence of intraretinal
fluid and subretinal fluid over time

Financial Disclosures

Study and Product Disclosures
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Q\ﬁ?let: PDS Q24W Was Noninferior to

380 e ses

> 95% of PDS Q24W Patients Did Not Receive Supplemental
Treatment Through Each Refill-Exchange Interval

Patients Who Did Not Receive
Supplemental Treatment Through Week 64

Proportion of Patients, %

Refill-Exchange

interval 1
n =295

Ocular AESIs Were Well Understood and Manageable

No Cases of Endophthalmitis or Retinal Detachment and 1 Case of Implant Dlsloc&@b
Were Reported in the PDS Q24W Arm After Implantation Through Week 64

Total number of AE, n

Total number of patients with = 1 AE, n (%)

Cataract

Gonjunctival blab
Gonjunctival erasion
Conjunctival retraction
Implant dislocation®
Endophthalmitis
Hyphema

Retinal detachment
Vitreous hemerrhage
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s
S
8
. 5
i Refiexchange 5
B
= =
. - § Rafilexchange ST £
) mplant insertion g
2
——

£
5
]
a
5
5
5, Expacted transient £
postsurgical drop in visin S
8
&

12 18 20 24 28 32 3 40 44 48 52 56 B0 64

Visit, Weoks
w2 957 @ dan sin da2 e a1 s 3 31 3w s 3M
—B— PO 100 mymL 024w fn = 381) —@—  Iniravireal ribizumab 0.5 mg QAW (n = 253]

[ s

Dacrease of = 15 letters from the best-recorded
BCVA in the study due 1o the presence of DME

w
 Decrease of = 10 letters from the day 1 visit
97.4% __ BCVA score, due to the presence of DME
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Increase of 150 um in GST on SD-OCT
from the lowest CST measurement in the study,
due to the presence of DME

Refill-Exchange Devalopment of high-risk PDR®

Interval 2
n =306

‘Ocular AESIs in the Study Eye Through Week 64
PDS 100 mgiml Q24W {n = 320)
Qverall

2 80% of PDS Q24W Patients, E
Treatment, Preferred the PDS

1 Patients Who Completed the PPPQ (n = 301)’

PDS Q24W Resulted in Robust Anatomic Outcomes
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s&g:q)ally Those With Prior Intravitreal

Response }a e PPPQ at Week 64

With Prior | i 1 T it (n = 53)bc

PDS: 86.8%

Top reasons for preference:
» Fewer treatments.
» Less discomfort
» Requires less time for treatment

Case Study: PDS Implantation at Week 16

Baseline

Week 16 — Implantation
Post Loading Phase

Week 64

All Serious BCVA: 20/80 BCVA: 20132 BCVA: 20/25
110 (57 letters) {77 letters) (81 letters)
58 (27.5) 2{0.8) CST: 766 um CST: 263 ym CST: 207 um

35 (10.9) 1(0.3) DRSS: 81 DRSS: 43 DRSS: 43
25(7.8) a
6(1.8) a
4(1.3) a
a
110.3)
0
a
31(9.7) @ 1(0.3) 5(186) (] No supplemental treatment No supplemental treatment

was reparted 2s a devics dsficiancy in th

P

rm through week 64.

received

received




Résultats d’une phase 2a dans I'OMD: inhibiteur oral de

kallikréine plasmatique (RZ402)

e Le systeme kallikréine/kinine (élgﬂfS) est impligué dans la perméabilité vasculaire,
I'inflammation et la coagulaﬁon

* Le RZ402 est un |nh|b|teyar de protéine kinase (PKI) qui agit en inhibant la voie K&g Il
est administré oralemﬁnt une fois par jour (pourra étre considéré seul ou en@

combinaison). @9 f &
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* Phase 2a evab‘tjant de 3 doses .
de RZ402 ~ersus placebo | By ——
(N=25 «rjar groupe), chez des == | &
patients atteints d’'OMD avec
une rétinopathie diabétique
non proliférante minime a
modéreée.

D’apres Dr J Pearlman



Résultats d’une phase 2a dans I'OMD: inhibiteur oral de

kallikréine plasmatique (RZ402)

Tolérance et efficacité (modufueatuons de la CMT a S12).

Les criteres secondaires étaient: r:ﬁ’odlflcatlons de l'acuité visuelle, modifications du stade de retlnopathg@
diabétique, pharmacocmethl,ge“ analyse de l'ceil adelphe.
Résultats: Parmi les patlenwlnclus 12 avaient un ceil adelphe analysable.

/\0"9

50 mg
(N=22)

200 mg
(N=23)

Placebo
(N=24)

Tiota
(N=83)

Caractéristiques initiales des patients comparables entre les groupes

X =
Agge :H@\\W} &1 (53-76] B3 (31-T4} B2 [35-TH) B (47-T4) \0&0%2 [31-TB)
(7] )
& <O
E@,ﬁlﬂ'ﬂn.lﬂlﬂ 121 10 i3 15/ 8 1618 ‘09' 53 (57%) ) 40 (43%)
J &
P
Diabetes History (Mean Duration [y]; HbA1e () 16; T 4% 17 F.B% 18 T.3% lﬁ-:é’sg‘}"n 16 7.5%
O
©
Study Eye Prior Anti-VEGF History \{cb
{yes | no [H]) /17 Br17 B/18 AO" 518 22 (24% )/ 71 (Te%)
dverage number of Injections 0.4 b L1 .é@" 3 0
Study Eye CST (mean, Rangs [pm]) 464 (314-625) | 438 (313-824) 429 4‘329%%: 408 {307-680) 434 (307-824)
= l \\(\
Study Eye BCVA {rmean, Range [lethers]) 68 (53-81) T (27 -B1] WSE-E{H ED (T2-B0) T (2T7-81)
EFEE: Seore (n, %) 500
=241 [Moderate NPDR or better) 16 [73%) 21(91%)] © 24 [100%:) 23 (B6%)] 84 (907 )
247 (Moderately Severa NPDR or warse) B {27%) 2 (0% q/@?‘ 0 1 (4%) B (10%)

D’apres Dr J Pearlman



Résultats d’une phase 2a dans I'OMD: inhibiteur oral de

kallikréine plasmatique (RZ402)

0

e Résultats: les effets secondaires (ca‘pportes étaient légers et comparables au placebo. Il n’était pas
rapporté d’effets secondaires lgrgpathues ou gastrointestinaux significatifs comme avec d’autres PKI.

<
| Treatment- -Emergent Adverse Events | 50 mg ZOQ@Q 400 mg Placebo |  Total 50+ Q}S\\
(n=23) #?23) (n=24) | (n=24) (n=94)
xGK
'Subjects with AEs | 13 (57%9 | 11 (48%) | 13 (54%) | 12 (50%) | 49 (52%) 304
L Total AEs (mostly mild) ‘ &3’__ _ o2 ] 21N I | G |
'Subjects with SAES {coincided with severe) . 0 1 2 0 3 g~
| Total SAEs I o 2 2 0 4 S6 107
Deaths - Sl o o [ o | o | o | CEIE
Discontinuatlons due to AE ‘.\\S{ZJU | 0 0 0 0 0 ’(l-) 5 ,.mN
QL | 5]

AEs by System Class/Term A &
Hypertension \o° 2 2 0 1 5 -30-
Gastrointestinal b‘© 4 1 3 3 11
Hepatic Enzyme lnag'ases 0 0 0 0 0
Ocular 1 0 3 3 7 -50

diabetic retinopathy 1 0 1 1 3 0

cataract 0 0 0 1 1

dry eye 0 0 0 1 1

eye pain 0 0 1 0 1

vitreoretinal traction 0 0 1 0 1 0‘& « 400mg - Placebo

Tolérance comparable entre les 3 doses de RZ402 et le placebo D|mm"uuon de la CST significativement plus importante avec

§ RZ402, principalement les doses 50 et 200 mg
©5
N
-

D’apres Dr J Pearlman



Résultats d’une phase 2a dans I'OMD: inhibiteur oral de

kallikréine plasmatique (RZ402)

\0(\

e Reésultats: Chez les yeux adelphes, un gf?

et était également noté sur la CST avec les doses 50 et 200 mg.

* Les gains visuels étaient patents m@@ non significatifs avec la dose 200mg (cela serait di a une augmentation
inattendue de I'acuité visuelle dgfhs le groupe controle).
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- 50 mg

- 200 mg

W 400 mg

== Pooled RZ402
wm Placebo

Modifications de la CST (a priori a S12) chez les 12 yeux adelphes étudiés,
montrant un effet de RZ402 (doses 50 et 200 mg) versus placebo.

™
G
(19

o
Secondary Endpoint: \é‘
Change in BCVA in Stud e & s
€ y By Q)é‘\ BOmg: 6,047
8- ‘ Q}\Q, Z00mg: 0.04820
&
P
g 6 @
g et
G - S
o3 PR —— Z0mg 400 mg
- ,I. e \‘rt’
§ 2 gl ___7/- SR _496 - 200mg “ Placeba
< A —— e - Picaba
. X9 iAcjusted BL: & trom Wk 2|
0 ) T /\6 T T 1
0 2 4 ) 8 10 12
Weak

Gains vigtiels entre baseline et semaine 12

N
O

S
= Premier &l oral a démontrer une réduction significative
de la g@T en OMD avec une bonne tolérance.
= Ef{fd%ute des doses 50 et 200 mg (saturation des

s%cepteurs avec la dose 400 mg).
_—@b Des effets sur I'acuité visuelle sont atte

de plus longue durée.

ndus sur une étude

D’apres Dr J Pearlman
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ITEM B DESCRIPTION P

Title @50\\}\ A Phase 2 Evaluation of Tonabersat for Diabetic Macular Edema (DME) .»° )

Précis & This randomized clinical trial will evaluate the effect of tonabersat cQﬁ?\pared with placebo on central subfield thickness

(CST) in eyes with center-involved DME and good visual acuityb«é;\@

Investigational Drug

Tonabersat (SB-220453, Xiflam) <>

Objectives

The primary objective is to assess the effects of tonr:nber,g}ﬁ> an orally administered Connexin43 hemichannel inhibitor, on

CST (mean change) compared with placebo in eyes mﬂﬁ center-involved DME and good visual acuity at 6 months.
\\o

Exploratory objectives will evaluate biomarkers aﬁldney function for potential benefit. Furthermore, this phase 2 study
is being conducted to determine whether t@@conduct of a phase 3 trial has merit and provide information on outcome
measures needed to design a phase 3 tg@T

Study Design

Randomized, double-masked, placebo -controlled clinical trial




Thérapies Géniques : des outils et des cibles variées

. &
** Différentes approches : &

NS

- Thérapie supplétive (ou de supp?ementatlon) Introduction d'un gene fonctionnel pour compenser un g\é“’he

défectueux ou absent : resta\wer la production normale de la protéine déficiente : production /nsullng\\eﬁardautres Cell.
09 Q
S Q)

- Thérapie corrective : &eparatlon ou correction d'une mutation génétique spécifique pour restau?er la fonction
normale du gene g@rr/qer les formes monogéniques de diabéte (mitochondriaux ou nucleal@

@Q
: Bloquer I'expression d’un produit génétique néfaste : ex : I'ARN imérference (ARNi) ou des
antisens : réduire la production de VEGE inflammation (IL1,6...) @é"?

@
<
\‘9

- Thérapie régénérative : Utiliser la modification génétique pour stimuler la re &hération des tissus ou des organes
endommageés, favorisant ainsi la guérison et la récupération : formation degigo ilots de Langerhans...

5
- Thérapie immunomodulatrice : Modifier génétiquement des ceIIuIeg@?nmumtalres pour renforcer leur capacité a
combattre certaines maladies : dysimmunité DID K(;e,@
O
50

Xue Xia et al. Adeno-associated virus vectors for retinal gene therapy in basic research and clinical studies. Front Med (Lausanne) .9623 Dec 1:10:1310050.
Roth TL, Marson A. Genetic Disease and Therapy Annu Rev Pathol. 2021 Jan 24;16:145-166



Thérapies Géniques : des outils et des cibles variées

** Rétinopathie & Maculopathie dﬁabethue

S
A9 @
Production in situ par les cel Ing@ rétiniennes de molécules Anti-VEGF. Voies supra chor0|d|ennq,¢§ous rétinienne
. Ry A\\G} BioDrugs gz i
et I nt ra VI t ree n n e s AAV-based strategies for treatment of retinal and
choroidal vascular diseases: advances in age-related
macular degeneration and diabetic retinopathy therapies
Brenda F. M. Castro, Jason C. Steel, Christopher J. Layton
& S {'r ~AAV2.7m8-aflibercept (ADVM-022/Ixo-vec);
- ¥ *AAVR100-miRNA targeting VEGF-C and codon-
= = 3 E ~ WetAMD| optimized sequence encoding aflibercept (4D-
= = ® o ~= 150);
g E E‘ +AAV8-anti-VEGF antibody fragment (RGX-314);
i @ EEEEEE
% ~~ DryAMD

Strategies for AAV-mediated gene delivery

m
dlweg o mhy o e

. i ?
£ b
% ( AAV Expression [ Therapeutic ( Delivery Thﬁ’) name vector sm of De"very
g § \sero(ype) Cassette) iﬂgi::::is> \__Route sor) metho d
=3 =3 Wild-type Single gene | Inflammation |- Subretinal =
.| E e e AORGX-314 AAVS an Surgical
= = L Engineered capsids St . N . =
= : Y\ Berspeciic L bioodretna boier 29" (RegenxBio) Fab subretinal
R gty s ¥ P milarto |injection

: . \ e 4 %O\ ab.

- = s HE: 3 Clinical Trials: < ADVM- 22 AAV2 o prOduc- |ntl'aV|t|'ea'
E — (cverum bercept | njctr
£3 AR miRNA trting VEGF-G Biotechnologies)

3 and codon-optimized sequence 3
-§§ encoding aflibercept (4D-150). Q) AAV2'SFLTO1 AAV2 5FLT_1 to |ntl’aVIh'ea|
© (Sanofi/ vascular |injection
Q> Genzyme) al growth
Q

Xue Xia et al. Adeno-associated virus vectors for retinal gene therapy in basic research and clinical studies. Front Med (Lausanne). 2023 Dec 1:10: 131‘8050
Roth TL, Marson A. Genetic Disease and Therapy Annu Rev Pathol. 2021 Jan 24;16:145-166



Change in DRSS at 1¥ear by Dose Level — NPDR Only (DRSS 47-53)

ALTITUDE Phase 2 : .

Results

Control (n=£}: 1 Year

90 90
80 80 Any
Improvement
70 70 70.8%
Q@, 60 ; Any . 60
T mprovemen =
« With a single injection of RGX-%:, — 2 P66.7% % 5
@ 8 Y ) g
N § 30 t| § , — §
314, patients S i ] 4* i 10

demonstrate clinically

e‘b{@
6\\6 30 30
meaningful & . I N II I
improvements in dlsea%e 1: . l . Lo l . \\o i I
2

Severlty Over tlme Steps sgeps sglep :Ch':ﬁge' Step Steps Steps Sfeps Steps Step n(’hange Step Sth St:::@éo Stens Stem Srep :(hange Stpn Srem Steps
Q" DR Worsening : : DR Improving DR Worsening : : DRImprow& DR Worsening | | DR Improving
({@Q' < Wy TRt » < . e :& .06 ---- > Grnnmnoniheafibods I e
g §
@500 Data cut: September 25, 2023, EG C\‘O(o
™
(19"1/ i BE%‘Rqeﬁ’Jctmn in VTEs
- 33 % achieved a = 2 step improvement . = 5% <&
®
at 3 months 8
- 47 % achieved a = 2 step improvement 8
a
at 6 months 2 15 1% |
» 89% reduction in vision-threatening events 10 42%

(VTEs) through 1 Year

Eontrol ABBV-RGX-314 |' n=6) ABBV-RGX-314 {n-za]
(n=8) Dose Level 1 B AT



Mieux vaut prévenir que gueérir

&
é@o) (s\\_é
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Diabetic retinopathy & @
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Martina Kropp et al. Diabetic retinopathy as the leading cause of blindness and early predictor of cascadingq(:om plications—risks and mitigation. EPMA J. 2023 Feb 13;14(1):21-42.
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Contexte
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Homme ae 52 ans atteint d'un diabete de type 1, HbAlc de 7,5,
meéedecin assistant, son epouse est medecin aux urgences

-

I_OI\/IgéPOG répond bien au traitement avec I afhbercept 2 mg ma|s des
mJeQéﬂons sont néecessaires toutes les 4 a 6 semaines @Q«o

g%féappaﬂnon de I'cedeme et baisse de AV si | mtervalle@a 7 semaines (a

J

HbA1c : hémoglobine glyquée. OS : oculus sinister (ceil gauche). AV : acuité visuelle.
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« Une photocoagulation au laser est proposee ma|§>‘Te patient prefere les
\ INnjections ¥
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Cas clinique Pr Michael Stewart @'0@

Ce cas est tiré de la pratique clinique de l'intervenant. Pour obtenir des informations sur la prescription et le profil de sécurité d\¥ploi de l'aflibercept 8 mg ou de I'aflibercept 2 mg, veuillez consulter les directives locales.

™
G
(I/Q

g-FR-0036-1

MA-AFL_8m



Résultats
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& 4 semaines
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Aflibercept 2 mg

Cas clinique Pr Michael Stewart 7 Se mal nes

Ce cas est tiré de la pratique clinique de l'intervenant. Pour obtenir des informations sur la prescription et le profil de
sécurité d’emploi de I'aflibercept 8 mg ou de I'aflibercept 2 mg, veuillez consulter les directives locales.

DS : diabete sucré. HbA1c : hémoglobine glyquée. OS : oculus sinister (ceil gauche). AV : acuité visuelle.
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2 Aflibercept 8 mg
Résultats ~
'S injection unique
@
6 semaines

&
Discussion concernant ~
les options de prolongetion

des intervalles: e 7 semaines &

1. Accepter de NE DA@b%‘@[Jtiliser de stéroides
2. Commencer I’a_@fkkﬁercept 8 Mg
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Injection&gﬁ%iq ue d'aflibercept 8 mg
= interg@“fle prolongé de 7 semaines
a >10 Eemaines

Cas clinique Pr Michael Stewart
Ce cas est tiré de la pratique clinique de l'intervenant. Pour obtenir des informations sur la prescription et le profil de sécurit¢  \O
d’emploi de l'aflibercept 8 mg ou de I'aflibercept 2 mg, veuillez consulter les directives locales.

DS : diabete sucré. HbA1c : hémoglobine glyquée. OS : oculus sinister (ceil gauche). AV : acuité visuelle.
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