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Chalrs Report

\\\z.,

Australian Vision' 'é%earch

It is my pleasure to pre:
the continuing streng
in advancing ophthal
outcomes.

he Chair's Report for 2025, a year that demonstrated
relevance, and impact of Australian Vision Research (AVR)
c research to discover new knowledge and improve patient

For more than n decades, AVR has remained steadfast in its mission to support
Royal Austral dnd New Zealand College of Ophthalmologists (RANZCO) fellow-
led, practlce Lnt med research that translates directly into better eye health. In 2025,
that mission was delivered with measurable impact, strong governance, and renewed
momentum.

AN
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Research I'mpa,ct and Grants

AVR'’s funding continues to deliver exceptional value and outcomes for the profession

and the community. As reported to members in the 2025 Impact Report, AVR-funded

research has achieved an average of 27.3 peer-reviewed publications per $1 million

invested YRHIVWGSVMRK XLI l{’JIGXMZIRIWW SJ SYV XEVKIXIH JYRH
\ \ \\ \\ A

Importantly, 56% of researchers supported by AVR have gone on to secure additional

funding , often from highly competitive sources sueh aé the NHMRC, demonstrating

AVR’s role as a catalyst for sustained research excellehce Innovation outcomes also

remain strong, with 8.5% of AVR-funded pl‘OjeCtS resultlng in patents , including

advances in neuroprotection devices, diabetic scréeni’rﬁg algorithms, and automated

stem cell culture systems. i

Our special thanks to Dr Pragya Goswami, MMed (G}phthSu) for her invaluable
assistance with this report. 4

\
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In the 2025-2026 grants round, the Board approve\d\\t$7_08,751 in research funding,

supporting 11 high-quality projects across key ophthal{hib subspecialties. Each grant

LEH E 7&3>(4 JIPPS[ ERH ER &:7 QIQFIV ,ZVERX HMWXVMFYXMSR
EVIEW SJ KVIEXIWX GPMRMGEP ERH WGMIRXMuG RIITH [MXL JYRF
glaucoma, and corneal and external disease research. \

\
Vo

The Board extends its sincere thanks to the Research Adwsory Commlttee and external

reviewers for their rigorous assessment of applications and their commltment to.

QEMRXEMRMRK XLI LMKLIWX WXERHEVHW SJ WGMIRXMuG MR XIK"
Chair, Prof Samantha Fraser-Bell, and Deputy Chair, A/Prof Elisa Cornish.




Excellence in Research
Recognition

Recognition of leadership and
contribution remains central to AVR’s
purpose. In 2025, AVR continued

to celebrate excellence through its
Excellence in Research Awards ,
announced annually at the RANZCO
Congress.

| was pleased to congratulate Professor
Robyn Guymer AM, recipient of the
Distinguished Service to Ophthalmic
Research Award, in recognition of

her outstanding career and enduring
contribution to ophthalmic research and
patient care.

These awards play an important

role in acknowledging achievement,
encouraging emerging researchers, and
highlighting the breadth of excellence
within our profession.

Strengthening Engagement
and Visibility

& WMKRMIOIGERX QMPIWXSRI MR
appointment of Sandra Sully AM as AVR’s
inaugural Ambassador. Sandra’s integrity, public
trust, and personal commitment to eye health

align powerfully with AVR’s mission and values.
Her advocacy strengthens AVR'’s visibility and
supports broader community engagement with
ophthalmic research.

Throughout the year, our monthly newsletter
alongside Eye2Eye, continued to play an
important role in connecting members with the
impact of AVR-funded research, governance
developments, and opportunities to contribute.
These stories reinforce the tangible outcomes
of member support and highlight the people
behind the science.

We also expanded our program of member
interviews during the year, with recordings
available on our updated website and YouTube
channel. | thank all members who generously
gave their time to participate.



https://australianvisionresearch.org
https://www.youtube.com/@AustralianVisionResearch
https://www.youtube.com/@AustralianVisionResearch

Partnership with RANZCO and
the Profession

AVR'’s long-standing partnership with RANZCO
remains foundational to our work. Our Memorandum
of Understanding with RANZCO continues to support
alignment between research funding, professional
development, and clinical excellence.

In 2025, AVR further strengthened its contribution
to the profession by securing RANZCO Continuing
Professional Development recognition for grant
reviewers, acknowledging the substantial expertise
and time contributed by Fellows who support the
peer-review process.

Governance and Financial
Stewardship

XVSRK KSZIVRERGI ERH TVYHIRX/,’

management underpin AVR’s ability to deliver long-" " /
term impact. We are now in the middle of our 5. " -
year strategic plan. At 31 December 2024, the AVR
investment portfolio stood at $17.16 million, with a
surplus of $1.12 million reported for the year.

Prof Paul Healey and Secretary

LMW WSPMH GORERGMEP
enables AVR to sustain

grant funding while planning
GSRUOHIRXP] JSV JYXYVI K
are grateful to the expertise of

Escala in managing our funds.

The Board was strengthened
through the continued
contribution of elected directors,
RANZCO nominee, and
independent non-executive
directors, ensuring a balanced
mix of clinical, governance, legal,
and fundraising expertise.

| thank my fellow Board _
members, including Treasurer

if rFan Gaskln for thelr

and support team in-delivering-
the organisation’s strategic
priorities.



Professor Stephanie Watson OAM
FARVO
Chair, Australian Vision Research

Looking Ahead

As AVR moves beyond its 73rd year, the i
organisation is well positioned to build on its ity
legacy while embracing new opportunities bE
for impact. Strategic initiatives, including /I' '
enhanced fundraising, broader engagement, L]
and continued focus on research excellence, A
will ensure AVR remains a cornerstone of
ophthalmic research in Australia.

Acknowledgements

On behalf of the Board, | extend my sincere! | :
thanks to our members, donors, sponsors,
reviewers, and partners, including the Perth -
Eye Foundation, RANZCO NSW Branch, and
the Australian and New Zealand Society of
Retinal Specialists, for their ongoing support.
Together, we continue to fund the science that
protects and restores sight—and, in doing so,
improve lives.

| also thank our team consisting of Phillip

Cenere (CEO), Alla Serhan (Fundraising), and

Betsy Pineda (Administration and Grants) for

XLIMV IGSVXW MR IRWYVMRK XLEX/[V H
mission and strategic goals. sy




RANZCO'’s President Report

8LI LMKLPMKLX S1J [EW YRHSYFXIHP] XLI XL 7&3>(4 &RRYEP
held in November at the Melbourne Convention and Exhibition Centre (MCEC) on ,
the lands of the Wurundjeri Woi Wurrung people of the Kulin Nation. | am proud to
report that this was the largest Congress in our College’s history, welcoming more
than 2,800 registered delegates. The energy at the MCEC was, by every account,
IPIGXVMG 4ZI1V NLMFMXSVW O0PPIH XLI XVEHI LEPP

landscape of the ophthalmic workforce.

Beyond Melbourne, 2025 saw a rich calendar of state and branch activity. Our New i
>IEPERH 'VERGL &RRYEP GMIRXMUOG 2IIXMRK HVI] +|P:F5,/S[W ERH >
Events Centre in Rotorua in late May, reinforcing the strength of Trans-Tasman A
connections and the particular focus on te Tiriti-aligned eye health initiatives. The B
JTEV EPWS JIEXYVIH XLI VHc(SRKVIWW SJ &WME 5EGM0G XVEFM
Ophthalmology Society, hosted by RANZCOQO's Special Interest Groups: the Australian

and New Zealand Strabismus Society (ANZSS) and the Australian and New Zealand

SEIHMEXVMG 4TLXLEPQSPSK] SGMIX] &3>54 c8LI IZIRX [IPGSQ
representing 37 nations and was themed ‘Inspiring Collaboration’.

Collaboration has been a consistent theme across 2025 as ophthalmology and the AN
College have navigated a period of substantial external reform. The Medical Board A AR
of Australia’s (MBA) reforms to the assessment of Specialist International Medical ‘
Graduates (SIMGs) dominated 2025. The College supports increasing access to care

but has consistently argued that these reforms do nothing to address maldistribution

to deliver such care to where it is needed. The College also holds concerns about the
dilution of the standard of care that is likely to result from lack of robust checksand | //// /.
supervision for incoming doctors. RANZCO has consistently advocated that a one- L LA =
WM~ 0XW EPP ETTVSEGL MW TSSVP] WYMXIH XS STLX,LEPQSPfSK]
constructively with the MBA and the Council of Presidents of Medical Colleges to ] f y
ensure patient safety and training standards remain central to any reform. -'

The second major governance development of 2025 was the broadened National
Health Practitioner Ombudsman’s (NHPO) jurisdiction to accept and address i
complaints from trainees in relation to their training sites in relation to accreditation of ' '
XVEMRMRK TSWXW ;LMPI XLI GLERKIW LEZI MRGVIEW:IH‘E
welcomes the increased accountability the changes are introducing.

Of note, following the NHPO's review and the direction of Health Ministers to the” * /",
Australian Medical Council to lead development and implementation of cross- college /
model standards and procedures for accreditation of training posts, RANZCO has / :
been revising its accreditation standards and processes to align with these new
requirements.



Prof Peter McCluskey AO
President, RANZCO

& RI[ GZI ]JIEV EGGVIHMXEXMSR G]GPI GSQC
in 2024, with a greater emphasis on continuous

monitoring rather than point-in-time inspections.

71ZMWIH WXERHEVHW EVI GYVVIRXP] FIMREk
a pilot of the new accreditation approach is planned

for New Zealand training sites in 2026.

commltment to Aboriginal and Torres Strait Islander s
eye health equity and First Nations workforce ' [T
development. Our Vision 2030 and beyond initiati\‘/e" IRRERA!
continued to bear fruit, with a series of coIIaboratlve VLY

care workshops occurring across 2025. k

RANZCO's philanthropic arm, the Australian and New.' AR
Zealand Eye Foundation (ANZEF) had a successful - :
2025, with a grant round happening earlier in the year LAY
VIWYPXMRK MR JYRHMRK FIMRK TVSZMHIH
eye care, workforce training, First Nations eye health,
scholarships for First Nations delegates to attend

the National Aboriginal and Torres Strait Islander

Eye Health Conference (NATSIEHC25) in Perth and j
projects aimed at reducing treatment heS|tancy .
JSV OIVEXSGSRYW WTIGM‘G’E'
peoples in Aotearoa New Zealand. - -

[
!
f i

Finally, RANZCO's Education depa
continued working on a governme
consortium project that brings toget er six Colleges

to develop supervisor training résqsurces that can

be used across all specialties. This work is being

led by RANZCO and may ushe n a new era of
GSPPEFSVEXMSR" E:R {1 [yGMIRG] XLEX [MPP
specialist training Colleges.




Director of Research Victoria
AVR Report

It is a pleasure to report on activities undertaken during 2025 in my role as Director
of Research (Victoria) for Australian Vision Research (AVR). | am deeply grateful to
AVR and the DW Fund for their generous support of this role, which enables me

to contribute to advancing ophthalmic research across Victoria, nationally and =
internationally. i

Throughout the year, my focus has been on strengthening research capacity, fosterllng/_' i
collaboration, supporting early- and mid-career investigators, and helping translate . | /
discovery science into clinical impact. In parallel with my leadership responsibilities =
at the Centre for Eye Research Australia (CERA), | have worked to ensure that AVR’s ¢
strategic priorities - supporting innovative research, nurturing emerging investigators,
ERH MQTVSZMRK TEXMIRX SYXGSQIW EVI VIUIGXIH MR XLI MRM.
Victorian vision research ecosystem.

4Rl SJ XLl QSWX WMKRMOGERX HIZIPSTQIRXW HYVMRK [E"’W x
SJ (*7&TW GPMRMGEP VIWIEVGL IRXIVTVMWI MRGPYHMRK XLI:
Cerulea Clinical Trials, our dedicated ophthalmic trials centre supported by a $10 AR
million investment from Breakthrough Victoria. Cerulea is currently running nearly 40 ) ,
active clinical research studies and is rapidly establishing itself as one of the largest
dedicated ophthalmology clinical trials facilities globally. This platform is critical in

patients.

Strengthening discovery science capability has also been a major priority. Despite

a challenging funding environment for medical research institutes nationally, we
successfully recruited internationally recognised investigators to Victoria, including /
Professor Pete Williams from the Karolinska Institute and Dr Sloan Wang returning '
from a postdoctoral fellowship in Boston. These appointments enhance local Beihi
expertise in neuroprotection, gene therapy, and vector design, and position Victoria as _';';/, Ifif:
a global leader in translational vision research. e

During this period, | have continued to support translational and commercialisation
pathways for promising research programmes. Notably, Mirugen, a CERA spin- i
out company focused on cellular reprogramming strategies to regenerate Y
photoreceptors, secured major investment through MRFF CUREator+ and venture - ,’ s
GETMXEP TEVXRIVW IREFPMRK TVSKVIWWMSR XS[EVH uVWX MR
Enlighten Imaging advanced its hyperspectral retinal imaging technology into = ~ * /

commercial prototype production for international collaborators. These examples ;

illustrate the increasing maturity of Australia’s ophthalmic innovation pipeline. \




Collaboration has been another central theme. L
In June 2025, we launched the Vision Science Iy
Innovation Alliance, which | chair, bringing together f
researchers and institutions across Melbourne to

tackle major challenges in vision science through

GSSVHMREXIH QYPXM MRWXMXYXMS‘R/
is already helping align expertise, infrastructure, and -
grant competitiveness across the sector. =

| am particularly grateful for AVR’s contlnue(# 1
investment in investigator-led research . The 40"rr
grants round allocated more than $670,000 acro g
twelve projects commencing in 2025, supporting
innovative studies ranging from gene therapy an
glaucoma biology to diagnostic technologies and
clinical outcomes research. Several of these awards ~
supported researchers based at CERA, helping them
generate preliminary data, establish collaborations,
and position themselves for major national and
international funding opportunities.

These grants are vital in sustaining the pipeline of
new ideas and emerging leaders in vision science.

Alongside institutional leadership, | have remained
actively engaged in academic mentorship, clinical -
research, and teaching. During 2025 | co- superwsed
multiple PhD candidates, delivered more than 15 | ///

Professor Keith Martin FAHMS MA BM BCh invited lectures internationally, organised mternatlonai .
DM MRCP FRCOphth FRANZCO FARVO WGMIRXMUOG QIIXMRKW ERH PVH’
Ringland Anderson Professor and trials investigating neuroprotective strategies for: /, f

-IEH SJc4TLXLEPQSg&u€dma. Such activities are integral to ensuring thz /i;/ 0
University of Melbourne research supported by organisations such as AVR B
Managing Director, GSRXMRYIW XS MRUYIRGI '5_.",~“//(f]5MIRXMuC

(IRXVI JSV *]lc7IWIEVGL P.ME
Director of Research (VIC), Siiniaf E{rgctl%

&YWXVEPMERCc:MWMSR 7IWIEVGL
Finally, I wish to reiterate my sincere thanks to |

Australian Vision Research for its support of my. rpub.'
The partnership between AVR and the Victorian /
research community is of enormous |mportance By ‘,
investing in people, ideas, and collaborations, AVR "
plays a crucial role in sustaining Australia’s CLL
leadership in ophthalmic science and,’ m_ost BERNY
importantly, in improving outcomes for patients = \ N A\
EGIGXIH F] ZMWMSR PSWW
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Grants approved in 2025
for funding in 2026

Through a rigorous peer review process, we awarded the following
research initiatives that demonstrate excellence, innovation and the
potential to reduce the burden of blindness.

Chief Other Research Project Title Grant Name
Investigator Investigators and Amount

Prof Justine 2V 1MEQ &WLE R Hht&factions between T. pallidum and AVR / Perth
Smith Retinal Pigment Epithelium Eye Foundation
Grant
$64,820
& 5VSJ 1MR Keroflvérk Gillies, Al-Powered Mapping of Molecular Aging AVR / ANZSRS
A/Prof Dmytro Trajectories in the Human Retina: A Grant
Matsypura, Dr Xiaosuo  Multi-Omics Approach $64,125
Wang
Prof Alexandr A/Prof Hemamalini Seeing Beyond the Surface: Harnessing AVR / RANZCO
Klistorner Srinivasan, Dr Samuel the Visual System to Combat Multiple NSW Grant
Klistorner Sclerosis $65,000
)V 1SVIXS 7 RWrbf Regan Ashby, *RLERGMRK XLI GPMRMGEPAMRIFPR\MINO R IWW SJ
Dr Angela Schulz atropine by understanding how time-of- Grant

XVIEXQIRX EUIGXW MXW TS3650C0
Prof Alex Hewitt & 5VSJ 1IWA10O  Revolutionizing Retinal Gene Delivery AVR Grant

IMWS[WOM )V ERH] $65,000
Hung
5VSJ ) ZM5 2W 1MWE O0IEVRW/hatis the long-term change in VA in AVR Grant
2 GOl )V ERHVE XEyIV&) ERH [LEX KIRIXMG JEGXSUAB2MRUYIRGI
Assistant Prof Ayellet the wide variation in VA?
Segre
Dr Ting Zhang A/Prof Elisa Cornish, Targeting Proline Metabolism to Prevent AVR Grant
Prof Junbin Gao Retinal Fibrosis in nAMD: An Al-Guided $64,854
Approach
Dr Xavier Dr Roderick O’Day Optimizing Referral Decisions for Small AVR Grant
Hadoux Choroidal Tumours Using Hyperspectral $65,000
Imaging
Dr Antonia Prof Jamie Craig, Dr Autophagic Flux in Primary Open Angle AVR Grant
Kolovos Mark Hassall, Dr David  Glaucoma $60,762

Dimasi, Dr Radwan
Ansaar, Prof Timothy

Sargeant

Dr Jingjing You Dr David Gunn, Prof 3D printed collagen construct for AVR Grant
OLSSR 1MQ 5VS KeratgddoMid treatment $64,368
Sutton, Dr Yunong Yuan

Prof Robyn Prof John Grigg Novel paths to ABCA4 genetic diagnosis  AVR Grant

Jamieson and therapy $65,000

12



Research Advisory Committee 2025

We sincerely thank our panel of expert advisors for their invaluable contribution to the grant
assessment process, ensuring rigorous review and thoughtful guidance in advancing vision

research across Australia.

Prof Samantha Fraser-Bell (Chair)
A/Prof Elisa Cornish (Deputy Chair)
Prof Alex Hewitt

Dr Michele Madigan

Dr Samantha Sze-Yee Lee
Dr John Wood

Dr Kenneth Ooi

Dr Thomas Campbell

Dr Roderick O’Day

Dr Jennifer Fan-Gaskin

Our External Reviewers 2025

We also thank the external reviewers who generously contributed their time and expertise,

Dr Mark Hassall
Dr Benjamin Nash
Dr Gink Yang

Dr Graham Wilson A
A/Prof Sanjeewa Wickremasinghe - -
Prof Matthew Simunovic
Prof Stuart Graham

Prof Stephanie Watson

Prof Himal Kandel

helping to ensure a fair and robust grant review process.

A/Prof Colleen McDowell
A/Prof Guy Lyons

A/Prof James Elder
A/Prof Krishna Tumuluri
A/Prof Nicole Carnt
A/Prof Owen Siggs
A/Prof Pauline Kang

Dr Anthony Fok

Ms Ashleigh Geiger

Dr Anu Mathew

Dr Anton van Heerden
Dr Audra Shadforth

Dr Awadh Chaurasia

Dr Benjamin Au

Dr Binod Rayamajhee
Dr Brenda Castro

Dr Chen Wang

Dr Chieh-Lin (Stanley) Wu
Dr Chiyan Lau

Dr Colby Hart

Dr Daisy Shu

Dr Daniel Urrutia Cabrera
Dr Danial Roshandel

Dr Danielle Buck

Dr David Sia

Dr David Sousa

Dr Dickson Wong

Dr Doron Hickey

Dr Edwin Figueira
Dr Elsa Chan

Dr Elsie Chan

Dr Fiona Chan

Dr Ghaleb Husseini
Dr Graham Reeves
Dr Harry Orlans

Dr Henry Marshall
Dr Jackie Tan

Dr Jesse Gale

Dr Karen Aughton

Dr Katharina Bell

Dr Lay Khoon Too

Dr Ling Zhu

Dr Loreto Rose

Dr Luisa Holguin Colorado
Dr Luke Tran

Dr Martina Knecht-Boesch
Dr Maximilian Beach
Dr Mitchell Lawlor

Dr Mojdeh Abbasi

Dr Rahul Chakrabarti

Dr Rajendra KC
Dr Rogan Fraser i
Dr Sam Kain Mg s
Dr Samuel McLenachan;,/,',,/'/__'.f
Dr Sandy Hung I ;
)V EVEL 5VSUXK //',
Dr Steven Eamegdool " |/ ,//
Dr Thanh Nguyen (ks
Dr Thomas Edwards/ i
Dr Trung Dang }'// i
Dr Tuan Tran A
Dr Victoria Tang
Dr Vivek Gupta.,
Dr William Yates /

Dr Xanthe Vénn / ._
A/Prof Marc Sarossy
Prof Angela Schulz =~
Prof Damien Harkin -
Prof John Grigg VNN
Prof Louis Tong RN NN LN
Prof Nick DiGirolamo =~ N\
Prof Robert Casson

Prof Robyn Jamieson

Prof Ruth Rosenstein’







ANZSRS Grant

Optogenetic Approaches For Vision Restoration

Chief Investigator: Dr Lay Khoon Too
Co-investigators: Prof Matthew Simunovic, Dr Dario Protti, A/Prof Leszek Lisowski

Conclusion

8LI WXYH] WYKKIWXW XLEX IGXSTMG I\TV
in retinal ganglion cells or bipolar cells results in

only limited vision restoration under ambient lighting
GSRHMXMSRW MKRMOGERXP] STXSKIRI
driven by hSyn may interfere with residual native vision,

potentially limiting its use in certain conditions (e.g.

macular degeneration).

Lay summary of outcomes

Optogenetic vision restoration with type | and type Il

opsins remains highly promising. Targeting optogenetic
XLIVET] XS WTIGMOG WIGSRHEV] SV XIV)
WTIGMOG TVSQSXIVW ERH LMKLP] PMKLX
will be essential for optimising optogenetic vision

restoration.
) Key Results
AIm _ )JWXVSTLMG QMGI VIGIMZMRK 1(4 HIPMZ]
To explore the optogenetic therapy by ganglion cells via the hSyn promoter or bipolar cells via
expressing the long-wavelength cone hGRM promoter displayed comparable and limited
STWMR 1(4 MR 43 FMTSPEV G IrgsB(Wse%{} Mo light-dark box testing. The
ganglion cells of mouse models of TYTM PPEV] PMKLX VIGI\ SJ HIWXVSTLMG
inherited retinal degeneration 1(4 KIRI XLIVET] [EW WMKRMGGERXP] MR
XS HIWXVSTLMG QMGI VIGIMZMRK L,72 1(
QMGI VIGIMZMRK L ]JR 1(4 WLS[IH WMKRM
Methods

optokinetic responses, light-dark avoidance behaviour

Dystrophic and wild-type mice received ERH TYTMPPEV] PMKLX VIiI\ GSQTEVIH X
bilateral intravitreal injections of MG I VIGIMZMRK L,72 1(4
STXSKIRIXMG ZIGXSVW HIPMZIVMRK XLI 1(4

to either retinal ganglion cells or bipolar
cells. Between one- and six-months
post-treatment, optogene expression
[EW GSROVQIH ZME JYRHYW UYSVIWGIRGI
imaging, retinal structure was evaluated

using optical coherence tomography

and vision restoration was assessed

using the optokinetic response test,
light—dark avoidance behavioural test,

ERH TYTMPPEV] PMKLX VIul\




Perth Eye Foundation & Priming Grant

Dexamethasone in orbital cellulitis (DOC) trial

Chief Investigator: Dr Jessica Tong
Co-investigators: Dr Krishna Tumuluri, Dr Thomas Hardy, Prof Dinesh Selva

Aim

This study aims to determine if the
addition of corticosteroids to standard
antibiotic treatment will impact the
duration of admission time and visual

outcomes in paediatric orbital cellulitis.

Methods

This is a multi-centre double-blinded
randomised controlled trial where
children with orbital cellulitis will
receive an intervention (intravenous
dexamethasone 0.15mg/kg/day for

3 days, commenced on admission) or
placebo (normal saline), in addition to
standardised antibiotic therapy. The
target number of participants is 74 (37
per arm).

Conclusion

Oral corticosteroids are a safe adjunctive

treatment to antibiotic therapy for

Key Results

Recruitment is ongoing and therefore, the data

remains unblinded. Twelve patients have been

recruited. The mean age was 7.8 years (range

1-12 years). The aetiology was predominantly

sinogenic (11/12) and secondary to an infected

eyebrow laceration (1/12). Six patients underwent

surgical intervention. The mean duration of

admission was 5.2 days (range 4-10 days). There

[IVI RS EHZIVWI [UIGXW JVSQ GSVXMGSYV
There was no vision loss, ptosis or movement
VIWXVMGXMSR EX GREP JSPPS[ YT QIER
range 0.5-9 months).

Implications for Clinical Practice/Science and

Future Research

LMW WXYH] [MPP FI XLI VWX 7(8 XS 1Z
corticosteroids are a safe adjunctive treatment

to antibiotic therapy, and if it will improve clinical

and visual outcomes. This will provide high-

quality evidence to standardise clinical practice in

paediatric orbital cellulitis.

Lay summary of outcomes

The use of corticosteroids for children with orbital
cellulitis is a safe adjunctive treatment, when
used in addition to standard antibiotic therapy.

TEIHMEXVMG SVFMXEP GIPPYPMXMW . XW I0IGX SR

admission duration and visual outcomes

remains to be determined.




Perth Eye Foundation Grant

5VSGPMRK XLI GLSVSMHEP KIRIXMGW XS HIXIVQMRI MXW VSF
myopic macular degeneration

Chief Investigator: )V EQERXLE 111
Co-investigators: Dr David A Mackey, Prof Jeremy A Guggenheim, A/Prof Puya Gharahkhani,
Dr David Alonso-Caneiro, Prof Scott Read

Key Results

8LI XEKI EREPIWIW MHIRXM0OIH KIRSQ
replicated 10 out of 16 loci previously reported in the

UK Biobank. The Stage 2 analysis found a total of 30

loci, 20 of which are novel. Thirteen regions are shared

with refractive error, while 3 are shared with age-related

macular degeneration, including CFH. Our meta-

analysis of genome-wide association studies (n= 78,682
TEVXMGMTERXW MHIRXMUOIH KIRSQMG
20 novel loci, associated with choroidal thickness.

,(IRSQI [MHI MRHITIRHIRXP] WMKRMUOGER:
accounted for 18.7% of the genetic variance in choroidal

all L . thickness. Mendelian randomisation analyses showed
U3 G USHEs) (5 N [ E2YElE] E GEYWEP IGIGX SJ EKI VIPEXIH QEGYPE
pculgr dlseas_es. Tr_us study aims ® choroidal thickness, and suggest a bidirectional causal

identify genetic variants associated 1GIGX FIX[IIR XLMRRIV GLSVSMHW ERH T
with choroidal thickness (CHhT) to help closure glaucoma. There was limited evidence of a

elucidate the pathways through which YWEP |GlGX SJ (L8 SR VIJVEGXMZI IVV

GLSVSMHEP JIEXYVIW MRuYIRGhAéM}I\éEEeWeIraNOMWO

Implications for Clinical Practice/Science and Future
Research

This study uncovered a potentially previously-unknown
causal link between thinner choroids and primary
angle-closure glaucoma. Empirical experiments are
warranted to investigate mechanism between choroidal
expansion and intraocular pressure in the presence of
angle closure, and how this may lead to primary angle-
closure glaucoma.

Methods

Genome-wide association studies
(GWAS) of ChT were conducted for
33,859 Europeans from 11 cohorts and
meta-analysed (Stage 1). Replication
of previously reported GWAS signals
by the UK Biobank was assessed. We
then conducted a combined meta-
analysis with the previously-reported
UK Biobank GWAS (total n=78,682;
Stage 2). Mendelian randomisation
analyses were performed to elucidate
causal associations of ChT with various

Lay summary of outcomes

This study found 30 genes for the choroid — the blood
layer at the back of the eyes that provides nutrients to
the retina. This allowed us to uncover how changes to

diseases. the choroid may lead to disease and visual impairment.
Conclusion . Presentations/Publications

+*MRHMRKW W,Y KKI W X MRUEQQ EKb§t>é t&&l’ﬁting from this research has been submitted
vascular processes drive choroidal - for presentation at the 2026 RANZCO meeting in
thickness, with overlapping mechanisms Auckland.

shared with refractive error. There is a
shared top variant and causal link with
primary angle-closure glaucoma.
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NSW RANZCO Grant

Targeting Glucose-alanine Cycle to Treat Retinal Diseases

Chief Investigator: Prof Ting Zhang
Co-investigators: Prof Mark Gillies

Conclusion

BEVKIXMRK &18 MW E TSXIRXMEP XVIEXQII
diseases characterized by abnormally low serine-

to-alanine ratio such as Macular Telangiectasia

type 2.

Implications for Clinical Practice/Science and

Future Research

LMW WXYH] LMKLPMKLXW XLI VSPI SJ &1
de novo alanine metabolism and in the human

retina. The observed increase in the serine-to-

EPERMRI VEXMS JSPPS[MRK &18 MRLMFM X
potential mechanism for reducing the formation

Aim of toxic deoxysphingolipids, which are implicated

To investigate the metabolic remodeling in the pathogenesis of Macular Telangiectasia

and functional consequences in the type 2 (MacTel type 2). Future research should

human retina resulting from targeted focus on in vivo validation using relevant

inhibition of Alanine Transaminase ERMQEP QSHIPW PSRK XIVQ WEJIX] TVSQ
&18 E OI] VIKYPEXSV SJ XLI ¥MYMBKMFMXSVW ERH NTPSVEXMSR SJ C

alanine cycle, and its role in modulating strategies that enhance serine biosynthesis

oxidative stress. or downstream antioxidant pathways. These

ORHMRKW PE] KVSYRH[SVO JSV HIZIPSTMF
metabolic therapies for retinal neurodegeneration.

Methods

.QQYRSUYSVIWGIRX WXEMR M Ry Ssumgarg of pwigomes

performed on post_mortem retinas Amino acids (AAS), small molecules that are the
with diabetic retinopathy. Human retinal building blocks of proteins, are also used for
explants from macular and peripheral metabolism. We have found that the disease

VIKMSRW [IVI XVIEXIH [MXL & 1bacieliscue i oxins produced in the macula

GLPSVS 1 EPERMRI '(1& .w &oxngwtienough serine and too much alanine —
PEFIPIH QIXEFSPMXI XVEGM R KothAAs. g caerecigd this imbalance in human
biochemical assays were conducted to maculas by inhibiting the enzyme that makes
assess changes in enzyme activity and EPERMRI &18

QIXEFSPMXI TVSOPIW
Presentations/Publications

Key Results + >LERK 8 (LIR 6 =EQ 2 11l >IRK /

&18 ERH &18 TV|HSQMRERXP] >LY 2 >S>LERK 2 1Y + )Y/ >LY 1 ,MPP'\/
expressed in Miiller cells, display Restoring Retinal Alanine Balance to Treat

dysregulated expression in post- Retinal Diseases. 2024 RANZCO Congress,

mortem retinas from patients with Australian Vision Research Institute Plenary

diabetic retinopathy. Pharmacological session. Adelaide, Australia. Invited talk

MRLMFMXMSR SJ &18 SR LYQER V(XINREP>LERK 8 =EQ 2 11| >IRK /[ >LY

NTPERXW YWMRK GLPSVS 1 EPERMRERKLE 1Y + )Y/ >LY 1 ,MPPMIW -
WMKRMOGERXP] WYTTVIWWIH & 1&fAaning Eaosp@inase in Retinal Metabolic

activity without inducing cytotoxicity. Homeostasis: Potential therapeutic target in

This inhibition led to a substantial retinal diseases. The Association for Research

decrease of 13C_labeled alanine in Vision and Ophthalmology (ARVO) 2025

W]RXLIWMW ERH WMKRMOGERX MRRRYEW ZMEMRK EPX 1EOI (MX] 9 & ¢
pyruvate/alanine and serine/alanine presentation

metabolic ratios.
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AVR Grant

Nuclear Receptor N R2 B1 Targeting In Glaucoma Via Nutritional Approach

Chief Investigator: Dr Vivek Gupta

Co-investigators: Prof Stuart Graham, A/Prof MehdiMirzaei, Mr Viswanthram Palanivel

MQ Health

MACQUARIE UNIVERSITY
HEALTH SCIENCES CENTRE

Aim

To investigate the therapeutic potential
and molecular mechanisms of

NR2B1 activation in the retina using
its endogenous agonist and natural
precursor for protection against retinal
ganglion cell (RGC) degeneration in
glaucoma.

Methods

We used in vivo mouse models of
glaucoma which includes microbead-
induced IOP elevation chronic model

XS XIWX XLI IalIGXW SJ 37"
EJXIV EHQMRMWXVEXMSR SJ

Key Results

Immunostaining of retinal sections and immunoblotting

analysis revealed that NR2B1 receptor well expressed

in the retina. It is well expressed in human postmortem

tissues, and its expression is downregulated

in glaucoma conditions. NR2B1 expression is
HS[RVIKYPEXIH MR KPEYGSQE QSHIPW
administration improved positive scotopic threshold

(pSTR) amplitudes, retinal ganglion cell (RGC) survival,

ERH STXMG RIVZI MRXIKVMX] .RUEQQEX
NEQMREXMSR VIZIEPIH E WMKRMUOGERX
microglial and astrocytic activation in glaucoma upon

treatment with the NR2B1 agonist.

Implications for Clinical Practice/Science and Future

Research

8LIWI ORHMRKW STIR E RSZIP XLIVETIYX
targeting NR2B1 via small molecule agonists. Future

steps include validation in larger animal models,
TLEVQEGSOMRIXMG TVSOGPMRK ERH TVI’
translation as a neuroprotective treatment adjunct

in glaucoma. Studies will identify whether targeting

of NR2B1 is protective only if the treatment is started

before the injury or if it also protects the RGCs once the
glaucoma injury has initiated.

EG )f_ %&Ml’?& outcomes

()G afidom? Inlolves RGC degeneration along with

HS[RWXVIEQ IGIGXW SJ XLI QSH gdﬁé’?é%sb%:a%&ion. The mechanisms underlying

these proteins on the retinal biochemical
networks in health and glaucoma
conditions were examined. Retinal

WXVYGXYVI JYRGXMSR ERH M

were assessed using pPSTR/ERG
recordings, OCT, histology, histone

EGIX]PEXMSR MQQYRSUYSVIWG(,M%%

western blotting approaches.

Conclusion

Our results indicate that NR2B1
activation by its endogenous agonist
and natural precursor confers robust
neuroprotection in experimental

KPEYGSQE QSHIPW 8LMW MHIRS(M%&XM

as a viable, translatable target for
glaucoma therapy that needs further
investigations.

this damage are not yet clear, however recent studies
indicate that NR2B1 may play a role in the glaucoma

athogenesis and retinal ganglion cell degeneration

Wﬁe&i@eggé!vb%ﬁesults indicate that modulating
NR2B1 via its naturally occurring agonist may serve as
a mechanism-based strategy in vision preservation
rbvide Rl avenues for glaucoma treatment. This
opens new, safe, and nutrition-based ways to prevent
vision loss in glaucoma.

Conference abstracts:
e Basavarajappa, D., Chitranshi, N., Oddin
e Mirshahvaladi, S. S., Gupta, V. B., Palanivel, V.,
Parrilla, G. E., ... & Gupta, V. (2025). Retinoid X
to;3 Zgonist 9CDHRA mitigates retinal ganglion
GIPP ETSTXSWMW ERH RIYVSMRUEQQI
model of glaucoma. The FASEB Journal, 39(6),
e70465.

19



AVR Grant

Discovering novel molecular mechanisms for RPE65 gene therapy

Chief Investigator: Professor Robyn Jamieson
Co-investigators: Professor John Grigg

Aim

To create human induced pluripotent stem cells (iPSCs) with genetic variants in RPE65

ERH HMUIVIRXMEXI XLI M5 (W XS VIXMREP TMKQIRX ITMXLIPMEP 75* G
variants cause novel, abnormal RNA splicing.

Methods
Patient-derived and genome-edited iPSCs Implications for Clinical Practice/Science
were created with genetic variants in RPE65. and Future Research
Patient-derived, isogenic and control iPSCs 8LMW TVSNIGX PIH XS VIGPEWWMIGEX|
[IVI HMUOIVIRXMEXIH XS 75* ERH G ltHatpB&tentd doMdVdddive a clinical, publicly
by assessing RPE cell markers. Protein and available ocular gene therapy. This research
RNA were extracted from the iPSC-RPE cells paves for the way for future research to scale-
and investigated for evidence of splicing and YT WYGL QIXLSHW XS FIRIOX SXLIV TEX
other functional abnormalities. VUS in RPEG5 and other genes expressed in
the RPE, to facilitate patient eligibility for clinical
Key Results trials and therapies.
Patient-derived and genome-engineered
iPSC lines with variants of uncertain Lay summary of outcomes
WMKRMOGERGI :9 ERH LMKL TPMEKMIRXGSESHVVWZIH WXIQ GIPPW HMUIVIR
suggestive of possible splicing abnormalities to eye tissues provide a valuable system
[IVI HMUOIVIRXMEXIH XS 75* EPSRKIBWX\L GPEXNMNERMIGEXMSR SJ KIRIXMG Z
lines. Clear-cut evidence of abnormal splicing YRGIVXEMR WMKRMUOGERGI ERH MRZIW
ERH JYRGXMSREP EFRSVQEPMX] [Eokl MdiddreX. Mhid idsearch enabled patient
in two cases by RNA, protein and retinoid eligibility for clinically available RPE65 gene
studies, This led to eligibility of patients for the therapy.

publicly available clinical RPE6G5 gene therapy,
ZSVIXMKIRI RITEVZSZIG VAP 1Y\XPregdrtations/Publications

Novartis). e Jamieson RV, et al, ARVO, May 2024 2)
Jamieson RV, Taiwan Retina

Conclusion e Society, Jul 2024 3) Eamegdool S, et al,

-YQER M5 (W HMUIVIRXMEXIH XS 75* TYQKMHWE! (SRJIIVIRGI 3SZz

valuable model system to investigate genetic Jamieson RV

VUS in genes expressed in the RPE, such as * etal, RANZCO, Nov 2024

RPEG5.
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AVR Grant

*PIGXVMGEP WXMQYPEXMSR XS MQTVSZI KIRI XLIVET] IlyGMIF

Chief Investigator: Dr Carla Abbott
Co-investigators: Associate Professor Penelope Allen, Dr Sandy Hung

Conclusion

Combining an electrical stimulation with intravitreal retinal

KIRI XLIVET] MQTVSZIW XLI IlyGEG] SJ XLI
IWXVESGYPEV WXMQYPEXMSR TVSZMHMRK
intraocular stimulation.

Key Results

The in vivo imaging showed extraocular stimulation

performed better than intraocular stimulation for
MRGVIEWMRK XLI IyGEG] SJ MRXVEZMXVIE
ZMZS US[ G]XSQIXV] VIWYPXW WLS[IH E X

AIm . stimulation Pﬁrforming better than intraocular stimulation.
8LI WTIGMOG EMQ SJ XLMW TVSNIGX M

to determine whether electrical Implications for Clinical Practice/Science and Future
stimulation given to the inside of the Research

Il MRXVESGYPEV MRGVIEWIW Te adiyn@ BxGdocular electrical stimulation approach
of intravitreal retinal gene therapy by a can potentially be incorporated into clinical trials of
greater extent than electrical stimulation intravitreal gene therapy to help keep the viral gene
given to the outside of the eye delivery vector dosage and the expected intraocular
(extraocular). MRUEQQEXSV] VIEGXMSR PS]

Lay summary of outcomes
Gene-therapy has great potential for the treatment of

Methods : . retinal diseases. This study shows the capability for

A total of 24 wild type mice (48 eyes; extraocular electrical stimulation to improve the success
C57BIk6) were divided across four of intravitreal delivery of gene-therapy and improve
electrical stimulation groups (naive, access and safety in the community.

sham, extraocular, intraocular), and one

viral gene delivery vector conjugated Presentations/Publications

[MXL KVIIR 0YSVIWGIRX TVSXIMR RRNZCO 2025 conference abstract
ZMZS VIXMREP MQEKMRK ERH I\ ZMZS 0S|
cytometry were used to assess uptake

of the gene therapy by the retina.

Sham Stimulation Intraocular Stimulation Extraocular Stimulation

The bright areas correspond to areas of the retina where the viral gene therapy vector has
been taken up by the cells.
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AVR Grant

Preventing Scarring In Glaucoma Surgery

Chief Investigator: Dr Elsa Chan
Co-investigators: Dr Jen Fan Gaskin, Dr Roy Kong

Key Results

At 14-day post-GFS, 5Z-7 treatment suppressed

FPIF MRIEQQEXMSR ERH MWGLEIQME

Immunohistochemical analysis demonstrated

PIWW EGGYQYPEXMSR SJ ZMQIRXMR ZI
2& Z1 Q]SOFVSFPEWXW () Zl MRUEQ

cells, CD31 +ve endothelial cells and collagen

in 5Z-7-treated blebs when compared to

ZILMGPI 5VSXISQMG EREP]WMW LEW MH

common wound healing-related proteins such

as lamin and choline transport-like protein 2, that

EVI EUWIGXIH F] > MR FSXL VEFFMX ERF

GFVSFPEWXW

Conclusion
Aim > 1]l HVSTW TVIZIRXIH MRUEQQEXMSR
8S ZEPMHEXI| XLI IyGEG] SJ > IMWGEVVMRK MR VEFFMXW YRHIVKSMRK ,-
drops in preventing Scarring in a Comparable to those of MMC. The anti-scarring
preclinical rabbit model of mechanism targets key biological processes
G|aucomaFi|trationSurgery(GFS), MRZSPZIH MR [SYRH LIEPMRK MRGPYHM
and to characterize the anti-scarring EGGYQYPEXMSR Q]JSOFVSFPEWX EGXMZ

QIGLERMWQW MR GFVSFPEWXW angiogenesis.

derived from rabbit and human Tenon'’s
capsules. Implications for clinical practice

8LI WXYH] GRHMRKW WXVSRKP] WYTTSV)
SJ > EW ER IUIGXMZI [SYRH QSHYPEXN

Methods JSV KPEYGSQE GPXVEXMSR WYVKIV] ;I E
GFS was performed in New Zealand optimal drug formulations to enhance the clinical

White rabbits, which received one of delivery and application.

the following treatments three times

daily after surgery: (1) vehicle eye Lay summary of outcomes

drops, (2) 5Z-7 eye drops, or (3) a single Scarring is the most common cause of failure

intraoperative treatment with MMC. MR KPEYGSQE GPXVEXMSR WYVKIV] .R ¢
Bleb appearance was scored on days the small-molecule inhibitor 5Z-7 reduced

7 and 14, and wound healing markers MRUEQQEXMSR ERH WGEVVMRK XS E WM
were assessed in bleb sections using as conventional treatment but caused less
immunohistochemistry. Fibroblasts ischaemia, suggesting it may be a safer and more

were cultured from both rabbit and IUIGXMZI WSPYXMSR JSV TVIZIRXMRK W(
human Tenon'’s capsules to explore glaucoma surgery.

the anti-scarring mechanisms through

proteomic analysis. Publications

OEQI 0 >IRK ( (LER 3 OLSHI && 1MY ,
RCK, Chan EC and Fan Gaskin JC. 5Z-7-oxozeanol

MW TVSXIGXMZI EKEMRWX 0FVSXMG VIW
SILYQER 8IRSRTW GFVSFPEWX ERH ER |
QSHIP SJ KPEYGSQE GPXVEXMSR WYVKI\
submission to Investigative Ophthalmology and

Visual Science.

Vehicle (control) 52-7

Representative images of blebs captured on Day 14 after surgery in a rabbit model of
GFS. MMC-treated bleb is more ischaemic than either vehicle or 5Z-7-treated blebs.
5Z-7 treatment also supp d bleb inflammation.
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AVR Grant

Probing Intercellular Metabolic Communication in the Inner Retina

Dr John Wood
Dr Michelle Sun

Chief Investigator:
Co-investigators:

Aim

To probe the potential metabolic inter-
relationships between retinal bipolar

cells and retinal ganglion cells using
WTIGMUG MR ZMXVS W]JWXIQW

Methods

Cultures of retinal ganglion cells and

retinal bipolar cells were probed

for metabolic output in response

XS XVIEXQIRX [MXL HMUIVIRX
substrates.

Key Results

1. The provision of either glucose or
lactate, applied as a single nutrient
source, could maintain cultured retinal
ganglion cells and promote neurite
growth.

2. Survival and neurite outgrowth
promotion in retinal ganglion cells could
also be partially recapitulated by using
conditioned medium derived from
bipolar-enriched cell cultures or mixed
neuron cultures lacking ganglion cells.

3. Metabolic output analysis clearly
indicated that retinal ganglion cells
could be both glycolytic, when supplied
with only glucose, or oxidative, when
supplied with only lactate. Bipolar cells,
however, could metabolise glucose

via glycolysis but could not undertake
oxidative metabolism when supplied
with lactate. Interestingly, mixed

populations of retinal neurons (lacking ganglion
cells) showed an equal preference for glycolytic
and oxidative metabolism.

4. Treatment of bipolar-enriched or mixed retinal
cell cultures with glucose led to release of lactate
into the medium.

Conclusion

The results obtained, thus far, support the
proposed hypothesis that glucose acts as a fuel
for retinal bipolar cells and other inner retinal
neurons, which undertake glycolysis and release
lactate as a result of this process. Ganglion
cells, however, can be fueled by both glucose

or lactate, being equally maintained by both
substrates. Our data therefore show that bipolar
and other retinal neurons release glycolytically-
derived lactate and that ganglion cells are able
to use this as an energy substrate, thus adding
proof to the existence of the proposed “inner-
retinal metabolic neuronal ecosystem”. We are
now conducting experiments to prove that there
is a direct passage of glycolytically-derived
|agtaterpm bipolar cells to ganglion cells, as was
proposed.

Implications for Clinical Practice/Science and
Future Research
When complete, these data will provide

E WMKRMIGERX WGMIRXMOG GSRXVMFY XI

understanding of aspects of inner retinal
metabolism. In particular, we believe that our

URHMRKW [MPP SYXPMRI E TSXIRXMEPP] (

metabolic link between bipolar cells and ganglion
cells. These data could also, therefore, potentially
provide the biological foundation for advances in
bioenergetic therapeutics and diagnostic tools.

Lay summary of outcomes

We investigated a novel relationship between
two nerve cell types that exist in close physical
association within the live retina. We found that
one of the cell types can use glucose sugar as
a fuel source and release a by-product called
lactate which can power the other type of cell.
These results help us to understand how a
normal retina functions.
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AVR Grant

A Non-invasive, On-demand Eye Drop-based Gene Therapy For Neovascular
Blindness

Chief Investigator: 5VSJ 1MY ,YIM LIYRK
Co-investigators: 5VSJ 'ERK : 'YM & 5VSJ 1YMW &PEVGSR 2EVXMRI" )V )EZMH

E QSHIVEXI FIRIOX MR TVIZIRXMRK VIXMR/|
PIEOEKI ERH WMKRMUOGERXP] VIHYGIH XLI
abnormal retinal vessels following topical eye

drop administration, both of which are hallmark

features of diabetic retinopathy. To further

IZEPYEXI XLIVETIYXMG IyGEG] YRHIV HME
conditions, the 9-month-old Akita mouse model

was employed. In this model, the tunable anti-

:*,+ KIRI XLIVET] TVSZMHIH WMKRMOGERX
against retinal degeneration induced by diabetic

insult. Importantly, our data also demonstrate

that the tunable anti-VEGF gene therapy did not

adversely impact retinal or vascular structure, as

Aim evaluated by in vivo retinal imaging.

This study aims to advance anti- _

VEGF therapy (soluble VEGF-binding Conclusion

protein) by developing a tunable gene This Study prOVideS prOOf-Of-COhcept evidence

therapy system that can be activated that a tunable anti-VEGF gene therapy

through topica' eye drop administration, SyStem, activated through non-invasive tOpical

enab"ng patients to self-administer administration of a small-molecule eye drOp,

treatment in a m|n|ma”y invasive, on- repl’esents a viable and promising thel’apeutic

demand manner for the management of Strategy for neovascular and diabetic eye

neovasculareyediseaseS. HMWIEWIW 8LIWI RHMRKW VITVIWIRX E

advancement toward the development of a
minimally invasive, patient-controlled gene

Methods therapy platform for the long-term management
The topical bioavailability of the small- of neovascular eye diseases, warranting further
molecule eye drop used to activate inVeStigation in |al’ger preclinical models and
the tunable gene therapy System future clinical translation.

[EW VWX ZEPMHEXIH MR XLl QSYWI VIXMRE
YWMRK -51( QEWW WTIGXVSQ | kplications for Clinical Practice/Science and
8LI XLIVETIYXMG IYyGEG] SJ X Lfuture Research

tunable anti-VEGF gene therapy was This study establishes proof of concept for a

subsequently evaluated in vivo using tunable, non-invasive method for controlling

two complementary mouse models: the gene therapy in the retina, opening new avenues

Kimba model, a clinically relevant model for precision-controlled gene therapies beyond

of the advanced stages of pro“ferative anti-VEGF applications. The next Steps include

diabetic retinopathy, and the Akita optimising the dosing regimen and duration of

model, a well-established model of XLIVETIYXMG lulGX I1ZEPYEXMRK XLI PSR!
the platform in larger preclinical animal models,

Key Results and progressing toward supporting future clinical

8LI WXYH] VWX GSROVQIH XL E3SR®OT.MGEPP]
administered small-molecule eye

drops were able to penetrate the Lay summary of outcomes

ocular barriers and accumulate within A new eye drop-activated gene therapy could

VIXMREP XMWWYI EW ZEP MH E'RAlaeprgpeatad eye injections for patients with

mass spectrometry. In the proliferative HMEFIXMG I]Il HMWIEWI SulVMRK E WEJIV
retinopathy model (Kimba), the tunable and more precise treatment to prevent vision loss.

anti-VEGF gene therapy demonstrated 24
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