Filed by AlloVir, Inc.

pursuant to Rule 425 under the Securities Act of 1933
and deemed filed pursuant to Rule 14a-12

under the Securities Exchange Act of 1934

Subject Company: AlloVir, Inc.

Commission File No.: 001-39409

Date: December 6, 2024

This filing relates to the proposed transaction pursuant to the terms of that certain Agreement and Plan of Merger, dated as of November 7, 2024, among
AlloVir, Inc., a Delaware corporation (“AlloVir”), Aurora Merger Sub, Inc., a Delaware corporation (“Merger Sub”) and a wholly-owned subsidiary of
AlloVir, and Kalaris Therapeutics, Inc., a Delaware corporation (“Kalaris™) (the “Merger Agreement”), pursuant to which, and subject to the satisfaction
or waiver of the conditions set forth in the Merger Agreement, Merger Sub will be merged with and into Kalaris (the “Merger”), with Kalaris continuing
after the Merger as the surviving corporation and a wholly-owned subsidiary of AlloVir.

The following is an investor presentation that will be used by AlloVir and Kalaris in connection with the Merger.
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Your Vision
Our Misson

We are a clinical stage biopharmaceutical company dedicated to the development and
commercialization of treatments for prevalent retinal diseases with major unmet medical
needs, such as neovascular Age-related Macular Degeneration (hnAMD), Diabetic Macular
Edema (DME), Diabetic Retinopathy (DR) and Retinal Vein Occlusion (RVO).

Our lead asset, TH103, was engineered by VEGF pioneer and scientific co-founder
Dr. Napoleone Ferrara for longer-acting and increased anti-VEGF activity.

VEGF = Vascular Endothelial Growth Factor

@Kalaris

Therapeutics



Potential best in class anti-VEGF therapeutic for common retinal
neovascular / exudative diseases

$14 Billion" and growing retinal neovascular / exudative disease branded
market, with significant remaining unmet need

Invented by VEGF pioneer and scientific co-founder Dr. Napoleone Ferrara, lead asset
TH103 is a fusion protein targeting VEGF, the primary mediator of disease activity

TH103 has demonstrated longer-acting and increased anti-VEGF activity in
head-to-head preclinical studies against the market leading agent?

Phase 1 clinical trial of TH103 for the treatment of nAMD is currently enrolling,
with initial data expected Q3 2025

Management and Board with experience developing and commercializing retina
therapeutics and successfully building biopharma companies

{ K a I a ri S Sources: 1) Based on publicly available sales data 2023; 2) Xin, H, Biswas, N,, Li, P, Zhong, C., Chan, T. €, Nudieman, E, & Ferrara, N. (2021)
. Heparin-hinding VEGFR1 vaniants as long-acting VEGF inhibitors for treatment of intraccular lar disorders. Pro ings of the
Therapeutics  patjanal Academy of Sciences, 118(21), e1921252118



VEGF has been the primary target for neovascular / exudative retinal
diseases for over ~20 years

o emc e TH103
-*»A\Ernx i'J.IEIH L_UCENTIS [hrnluti:umah-dhill (c) En\ll:etaEmﬁ:uEEm
2004 2006 2019 2023

[ T

Dawn of anti-VEGFera - Expansion of anti-VEGF

NEXT-GEN ANTI-VEGF
2005 (off-label use) 2011 20J'22 b) Kal d I'IS

LIAVASTIN  QUEYLEA WAL Jaeveno, Therapeutics

ibercept) injection 2mg ienab-avoa injection 6 mg

Bavaeir umab

Kalaris is focused on driving the next
wave of innovation for retinal
neovascular / exudative disease

@ Ka Ia rl S VEGF = Viascular Endothelial Growth Factor

Therapeutics Sources: FDA Approval



Proposed Merger of Kalaris Therapeutics and AlloVir

Transaction
Summary &
Structure

Capitalization

Transaction
Timeline

Post-Closing

Merger with Kalaris, a clinical-stage company focused on retinal diseases

Implied ownership split post-combination per the following:
o Kalaris: 74.95% / AlloVir: 25.05% (without giving effect to any bridge financing)

Kalaris / AlloVir business combination overview
o Kalaris valuation of $347 million
o AlloVir valuation of $116 million (assuming ~5$100 million of cash at the closing)

Upon closing, company expected to be renamed “Kalaris Therapeutics, Inc.”, trading on NASDAQ
as "KLRS"

Supported by the board of directors of each company and subject to stockholder approval and
other customary closing conditions

Bridge note financing of up to $15 million on a post-money basis, expected to be funded into
Kalaris with $7.5 million to be provided by existing Kalaris stockholders and $7.5 million to be
provided by AlloVir, prior to closing of the business combination

Cash post-transaction expected to fund the company into Q4 of 2026
AlloVir required to have minimum net cash of at least $95 million at closing

Merger expected to close in Q1 2025

The combined company to be led by current Kalaris CEO, Andrew Oxtoby
Post-closing Board of Directors to be led by current AlloVir Chair, David Hallal



Cash post-transaction expected to fund the combined company into
Q4 2026

Following the merger closing, the combined company is expected to have pro forma cash of ~S100 million*
which is projected to fund the combined company into Q4 2026, including Phase 1 data generation and
readiness for Phase 2 clinical trials.

Anticipated Milestones

» Phase 1 clinical trial initial data readout (Q3 2025)
» Phase 2 clinical trial initiation (1TH 2026)

» Additional follow-up data from Phase 1 (2026)

*Assumes $95 million AlloVir net cash at closing

@ Kalaris
Therapeutics



Anti-VEGF Therapeutics

Background




Lessons from over two decades of using Anti-VEGF to treat
retinal disease

» VEGF-A is the primary mediator and the key target for pathologic angiogenesis and
exudation (permeability) in retinal disease’

» Anti-VEGF therapy has revolutionized treatment for major retinal diseases?

» VEGF has been the primary target for neovascular / exudative retinal diseases for over
~20 years

» $14B global branded anti-VEGF market, projected to grow to approximately S18B by 20293
» Unmet need remains high, with suboptimal real-world outcomes commonly explained by
undertreatment due to onerous visit regimen#567.8

VEGF = Vascular Endothelial Growth Factor

Sources; 1) Witmer, A N, Vrensen, G.F. J. M., Van Noorden, C. J. F, & Schiingemann, R. 0. {2003). Viascular endothelial growth factors and angiogenesis in eye disease. Progress in retinal and eye
2 K I - research, 22(1), 1-29.2) Solomon, Sharon D, Kristina Lindsley, Satyanarayana S, Vedula, Magdalena G. Krzystolik, and Barbara 8. Hawkins. “Antivascular endothelial growth factor for neovascular

age-related macular degeneration.” Cochrane Datab, of Systematic R 8 (2014);3) 2024 Retinal Pharmaceuticals Market Report, Market Scope September 2024; 4) Prenner, J.L. + Halparin,
3 L& - Ryeroft, C., AmJ Ophthalmol. 2015; 160.725-731.e1, 5} Varano, M. - Eter, N. - Winyard, 5., Clin Ophthalmel, 2015; 3:2243-2250; 6) Manés, J. - Singh, R.P. - Bandello, F, Ophthalmelogica,
Therapeutics 2020 24318 7) Gohil R. - Crosby-Nwaobi, R. - Forbes, A, PLOS ONE 2015, 10, 0129367, 8) MacCumber, MW, - Yu, J.S. - Sagkriotis, A, Can J Ophthalmol. 2023; 58 252-261 9



VEGF-A is the primary mediator and the key target for pathologic
angiogenesis and exudation (permeability) in retinal disease

Growth and leakage from abnormal vessels leads to visual impairment in diseases such as nAMD and DME. VEGF-A is a
primary mediator of this pathology.

Normal Retina Normal Retina Normal Vision

Pathologic
Macular Degeneration exudation

Macular Degeneration
and (representative)
angiogenesis




Anti-VEGF therapy has revolutionized treatment for major
retinal diseases

Pre-Anti-VEGF Treatment * Anti-VEGFs have a potent anti-permeability effect,
causing reduction or resolution of pathological fluid,
often leading to visual acuity improvements

» Retinal neovascular diseases treated with anti-
VEGF as standard of care include:

o nAMBD: neovascular age-related macular

Pathological exudation degeneration
DME: diabetic macular edema
Post Anti-VEGF Treatment o DR: diabetic retinopathy

RVO: retinal vein occlusion

+ Optical coherence tomography (OCT) is an imaging
technique that quantitatively detects fluid presence
across various retinal layers, along with other
pathological features

@Kalaris

Therapeutics deg




VEGF has been the primary target for neovascular / exudative retinal
diseases for over ~20 years

AGENT TARGET YEAR INTRODUCED
N’ VEGF 2004
PEGAPTANIB SODILUM INJECTION
i AVASTIN  (offiabel use) VEGF 2005
&
LUCENTIS VEGF 2006
NEYLEA ¢ »)EYLEA HD
k\/ (aflibercept) Injection 2mg c (aflibercept) Injection & mg VEGF 2011 I 2023
»pe
Beovu. VEGF 2019
(brolucizumab-dbll)
N VABYSMO VEGF, Ang-2* 2022

*Wabysmo product label™: "The contribution of Ang-2 inhibition to the treatment effect and clinical response for nAMD, DME, and RVO has yet to be established”

Source: 1) Vabysmo Prescnbing information, accessed October 28, 2024



S14B global branded anti-VEGF market, projected to grow to
approximately S18B by 2029’

Global Anti-VEGF Units in
Retinal Disease (2023)’

$14B
$128B

$10B
Compounded .
bevacizumab 38 B
(~30%) Branded
anti-VEGFs
G0y $68B

$4B
S2

vs]

@Kalaris

Therapeutics  Sources: 1) 2024 Retinal Pharmaceuticals Market Report, Market Scope September 2024; 2) Company annual an

Branded Anti-VEGF Therapies 2023 Global Net Sales?

~82.7B in first full calendar year
(2023); ~$3.58 2024 YTD through Q32

~$9.7B at peak (2022)?

faricimab
aflibercept HD

aflibercept

ranibizumab

d quarterly reports 13



Unmet need remains high, with suboptimal real-world outcomes

Onerous visit

Best outcomes may require clinic

visits as frequently as every 1-2 ‘Although multiple anti-VEGF therapies

frequency Al i exist, unmet need remains high owing to
months for monitoring and injections. s atirrart o derimltra b o
v
Current P_hysmlans attem|:_)t o e."?e"d the / ..regular treatment and monitoring \
Solution time betm_.re_en patlent visits, requires substantial time commitment
reducing injection frequency. and may contribute to poor compliance.
This treatment burden has been
-_ recognized by ophthalmologists;
o consequently, personalized treatment
Suboptimal Reduced injection frequency can strategies attempt to balance the
OiMcorias lead 1o undertreatment and treatment burden against potentially
reduced efficacy. \ reduced e%_/
@ Ka Iarl S Source: 1) Mulligan, K., Seabury, 5. A, Dugel P. U, Bfim, J. F, Goldman, D. P, & Humayun, M. 5. (2020). Economic value of anti-vascular endothelial growth factor treatment 14

Therapeutics

for patients with wet age-related macular degeneration in the United States. JAMA ophthalmology, 138(1), 40-47.



(

Suboptimal Real-World outcomes as compared to clinical trial resultsi234s

Registrational Clinical Trial® Real World Study’
——0.5mg of ranibizumab i ?5"“3“3’ (n=420)
= = i 8 - —— France(n = 398)
8 0.3 mg of ranibizumab —— UK(n=410)
— = ltaly (n=365)
¢ ~ = The Netherlands (n = 350)
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2 |- -2 - i -
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A major unmet need remains for a long-acting agent that preserves patient vision
and reduces patient visit burden

Kalaris .

Therapeutics



Our lead asset, TH103, was invented by VEGF pioneering scientist and
Lasker Award winner Napoleone Ferrara, MD

4 = R + Co-discoverer of VEGF and VEGF
' ' isoforms while at Genentech

* Inventor of Anti-VEGF Agents, Avastin,
Lucentis and TH103

« Winner of Major Awards including Lasker
Award, Champalimaud Vision Award and
Breakthrough Prize in Life Sciences

Napoleone Ferrara
Kalaris Co-Founder
Genentech Fellow | Professor, UCSD



Our Solution: TH103




TH103

TH103 is a fully humanized,
recombinant fusion protein designed
for intravitreal delivery, with potential to
be a best-in-class anti-VEGF agent.

TH103 acts against VEGF as a soluble
decoy receptor and has been
engineered for longer-acting and
increased anti-VEGF activity.

@Kalaris

Therapeutics



TH103 leverages 2 key domains from VEGF Receptor 1 (VEGFR1)

TH103 aflibercept

EXTRACELLULAR DOMAINS EXTRACELLULAR DOMAINS

VEGFR1 MID VEGFR1
l VEGFR2

Both domain sequences are
from VEGFR1, fused to IgG Fc.

Domain 2 is from VEGFR1, and
domain 3 is from VEGFR2, fused to IgG Fc.

Key: @ veorri-domain# (@) veGrR2-domain #

@Kalaris

Therapeutics




TH103's domain 3 from VEGFR1 has the potential to confer sustained
retinal retention, possibly leading to longer treatment effect

aflibercept [

Domain 3 from VEGFR1: In contrast, domain 3 from VEGFR2:
Binds strongly to heparan sulfate Binds less strongly to HSPG, leading to
proteoglycans (HSPG) which are present in reduced tissue sequestration (preferred for
all retinal layers, thereby sequestering systemic circulation, e.g., ZALTRAP®, but
TH103 in the eye suboptimal for ocular retention)?

Key: @ veorri-domain# (@) veGrR2-domain #

D Kalaris &

Therapeutics .
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Pre-Clinical Development




TH103 achieved 100% inhibition of VEGF-induced endothelial cell
proliferation vs. 80% by aflibercept

o4 TH103 o4 aflibercept
0.2 = 0.2 -
S 0.0- S 0.0- £ ; ‘
1 % aflibercept:
- 0.2+ TH103: = 024 80%
o o e L e
= 0.4 100% E 0.4- inhibition
- inhibition -~
< 0.6+ n € o056+
i e @
°© 0.8~ © 0.8- ®
ES O
1.0 = 1.0=
1.2 ey i T 1.2 T
0.001 0.01 0.1 ;| 10 100 0.001 0.01 0.1 1 10 100
Concentration (nM) Concentration (nM)

Note: Bovine choroidal endothelial cell proliferation assay; human choroidal endothelial cells
proliferate in nAMD pathologic angiogenesis

@ Kalaris ..........

Zhaong, C., Chal C.. Nudleman, £, & Ferrara, M, (2021), Hepann-binding VEGFR varants as long-actung VEGF _
Therapeutics  inhibitors for treatment of intraccular neovascutar disorders. Proceedings of the National Academy of Sciences, 118(21), 81921252118 22



Mouse laser choroidal neovascularization (CNV) model to evaluate
anti-VEGF activity

The rodent laser-induced CNV ExPenment DeSIQn
model is the most widely used
animal model to study the effects Laser
of anti-VEGFs in inhibiting CNV
*  While not a direct model of AMD,
this model assesses anti-
neovascular effects in vivo and has
been used to test all the approved g
drugs in this class g Day -1 Day 0 Day 7
« Alaseris used to perforate retinal T : T
administration CNV Size

« Adecrease in CNV area is indicative
of anti-VEGF effect

@ Kalaris

Therapeutics




TH103 demonstrated increased reduction in mean CNV area after
administration at Day -1 at equimolar dosing

1.5 Mean CNV Area

-
o
|

% In @ murine model,
TH103 showed smaller
mean CNV area compared
to equimolar aflibercept

Mean CNV Area
(ratio to IgG control)
o
13,1
|

0.0 _

Control  aflibercept aflibercept TH103
(25u9)  (25w9)  (2.5u9)

Note: Data are based on three independent experiments with at least five mice per group;, Asterisks denote significant differences (Student’s t test) compared to
the appropriate IgG control groups (**P < 0.07, *P < 0.05)

I = Standard error

‘ Ka Ia rl S Source; Adapted from Xin H, Biswas N, Li P, et al, 2021, 'Heparin-binding VEGFR1 variants as long-acting VEGF inhibitors for
Therapeutics  treatment of intraocular neovascular disorders’, Proc Natl Acad Sei US A 118

24



TH103's greater affinity for heparan sulfate proteoglycan has the
potential to prolong its ocular retention

HSPG is ubiquitous in the human retina & vitreous'; published third-party preclinical animal model
data showed HSPG to be upregulated near growing CNVs?2

Adult Human Retina Cross-section’

Domain 3 of VEGFR1 binds
HSPG with high affinity,
potentially prolonging ocular
retention?

Choroid  Photoreceptors

Green: Heparan sulfate antibody
Blue: DAPI staining of cell nuclei

@Ka[aris

Therapeutics



TH103 demonstrated increased retention in the retina as
compared to aflibercept at two weeks

Rabbit Retina Cross-Sections at Day 14

P
-

-|-|.i 103 aflibercept

Note: Darker immunohistochemistry staining indicates higher drug levels present

In a rabbit model, more TH103 remained in the retina 14 days following intravitreal administration
compared to an equimolar dose of aflibercept

1> Kalaris
Source: Ferrara Lab, University of California San Diego 26

Therapeutics



Mouse laser CNV model with earlier drug administration to evaluate
durability of anti-VEGF activity

Experiment Design

Laser

Rather than at Day -1, in
this experiment TH103
and aflibercept were /5{3“

administered 14 days

prior to laser injury to Day -14 Day 0 Day 7
assess durability of I I

treatment effect TH103 or aflibercept Measure
administration CNV Size
(equimolar)
Therapeutics  treatment of intraocular neovascular disorders’, Proc Natl Acad Scf US A, 118



TH103 demonstrated increased duration of action in reducing mean
CNV area after administration at Day -14

1.5 - Mean CNV Area

<s 11

2o In the second murine

=¥ experiment, TH103 showed

g % smaller mean CNV area

£ 05 - i compared to equimolar aflibercept
21 days after injection.
0 Control " TH103
ontro i o
A?f::;e)pt (4.8pg) I = Standard deviation

Note: TH103 and aflibercept administered 14 days prior to laser injury; CNV measurement at Day 7 post-laser; Symbols denote significant differences
(Student’s t test) between THT03 and control (***P < 0.007) and between TH103 and aflibercept (***P < 0.001)

: ) .
l K a I a rl S Source; Adapted from Xin H, Biswas N, Li P, et al, 2021, 'Heparin-binding VEGFR1 variants as long-acting VEGF inhibitors for

Therapeutics  treatment of intraocular neovascular disorders’, Proc Natl Acad Sei US A 118 28



TH103 demonstrated increased duration of action in reducing mean
CNV area after administration at Day -14

Limited Effect on
CNV Size

Significant Reduction
in CNV Size

No Effect on CNV Size

e

Control aflibercept (4.8pg) TH103 (4.8u9)

Note: TH103 and aflibercept administered 14 days prior to laser injury; CNV measurement at Day 7 post-laser;
Green staining indicates the area of CNV

TH103 remained more active in reducing CNV growth after 21 days in mice, suggesting
enhanced retinal retention and the potential for increased duration of action

@Kaiaris

Therapeutics



TH103: potential best-in-class treatment for retinal neovascular /
exudative diseases

Preclinical Results:

v Increased inhibition of VEGF-induced
endothelial cell proliferation (in vitro)

v"Increased reduction in mean CNV area after
administration at Day -1 (in vivo)

v" Increased retention in the retina at two weeks
post-injection (in vivo)

v Increased duration of action in reducing mean
CNV area after administration at Day -14 (in vivo)

Therapeutics



Clinical Development Program




Clinical Development Program Summary

» Received IND clearance from the FDA in June 2024 for a Phase 1 clinical
trial of TH103 for nAMD

»  Currently enrolling treatment-naive, NAMD subjects in Phase 1 clinical trial

» Initial clinical trial data are anticipated Q3 2025, with additional Phase 1
data expected in 2026

Initiation of a Phase 2 clinical trial of TH103 for nAMD in 2026

h 74

» Plan to expand beyond nAMD into other prevalent VEGF-mediated diseases
such as Diabetic Macular Edema / Diabetic Retinopathy, Retinal Vein
Occlusion, and potentially others in the future

D) Kalaris

Therapeutics

32



Phase 1 clinical trial for nAMD

Part 1 Part 2
Open label, single ascending dose study Open label study of TH103 pharmacodynamics
for safety and pharmacokinetics
=
Population /Poguiation \

Age 50+, diagnosed nAMD,

*Option to expand cohorts up to & subjects
Study Objective

TH103

TH103 administration
Single intravitreal dose

%

treatment naive, > 325 microns CST

Up to 5 dose cohorts, 3 subjects per cohort*

Evaluate safety, tolerability, and pharmacokinetics of

Age 50+, diagnosed nAMD, treatment naive, > 325 microns CST

n=12 subjects treated with TH103

Study Objective
Evaluate long-term durability of TH103 based on OCT parameters

TH103 administration
Subjects will receive TH103 at select dosages based on results
from Part 1

4 A J

Initial clinical data from Part 1 anticipated in Q3 2025 expected to include
initial safety data, maximum tolerated dosage, and preliminary data supporting

anti-VEGF effect of TH103 on fluid and visual acuity

@Kalaris

Therapeutics
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Development pipeline aiming to address unmet need in a range of
retinal diseases

Product ot S

TH103 navD [

rcs  ove/on (IMEED

RVO & other

TH103 Retinal [

Diseases*

*Subject to IND submission and clearance
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TH103 Compositions of Matter

1

+ Issued/allowed in United States, Japan, China,
Australia, Colombia, and Eurasia

« Pending in Europe, Korea, India, Brazil, Mexico,
Singapore, New Zealand, Hong Kong, and Israel

Intellectual 5 THIGS Methods of Use

+ |ssued/allowed in United States, Europe, Japan,

P rO p e rty China, Canada, Israel, and Eurasia

« Pending in Korea, India, Brazil, Mexico, Singapore,
Australia, New Zealand, and Hong Kong

3 US Exclusivity through early 2040s

« Later of US patent expiry (Q4 2040) or 12-year post-approval
biologics exclusivity period

» Ex-US geographies vary, with coverage expected through 2039

@ Kalaris
Therapeutics



Management and Board with experience developing and commercializing
retina therapeutics and successfully building biopharma companies

Current
Board of Directors*
Samir Patel, MD

Exec. Chair and Co-founder
Co-founder & CEQ, President, and
Director of Ophthotech (Iveric);
Co-founder, Eyetech

Napoleone Ferrara, MD
Director & Co-Founder, Kalaris
Genentech Fellow,
Professor, UCSD

Anthony Adamis, MD
Director, Kalaris
Ex-Global Head of Ophthalmology, Genentech
/ Roche; Co-founder and CSO of Eyetech;
Co-founder and CSO of EyeBio

Srinivas Akkaraju, MD, PhD
Director & Co-founder, Kalaris
Managing Partner, Samsara

Mike Dybbs, PhD
Director & Co-founder, Kalaris
Partner, Samsara

(>) Kalaris

Therapeutics

Current
Management Team

Andrew Oxtoby
CEO & Director, Kalaris
Lilly, Aimmune, Chinook

Jeffrey Nau, PhD
CO00, Kalaris
Genentech; Ophthotech (lveric);
Oyster Point

Matthew Feinsod, MD

Medical Lead, Kalaris
FDA; Eyetech; Imagen; AGTC

Jill Porter, PhD
VP CMC, Kalaris
Roche; Agennix; OxThera

Nancy Davis
VP Clinical Ops, Kalaris
I0TA Biosciences, Viridian;
Eyetech, Aerie; Novartis

*Kalaris Therapeutics Board of Directors membership as of December 2, 2024

Select Key Accomplishments

Discoverer of VEGF, VEGF receptors, VEGF
isoforms

Leadership involved in developing first two
anti-VEGF agents ever FDA approved

FDA approvals of first nAMD and dry-AMD
therapeutics

Collective 60 years of experience in anti-
VEGF therapeutic development

Investment firm with track record in
funding successful retina therapeutic
development to FDA approval

Extensive experience in pre-clinical through
commercial stage

37



Potential best in class anti-VEGF therapeutic for common retinal
neovascular / exudative diseases

$14 Billion" and growing retinal neovascular / exudative disease branded
market, with significant remaining unmet need

Invented by VEGF pioneer and scientific co-founder Dr. Napoleone Ferrara, lead asset
TH103 is a fusion protein targeting VEGF, the primary mediator of disease activity

TH103 has demonstrated longer-acting and increased anti-VEGF activity in
head-to-head preclinical studies against the market leading agent?

Phase 1 clinical trial of TH103 for the treatment of nAMD is currently enrolling,
with initial data expected Q3 2025

Management and Board with experience developing and commercializing retina
therapeutics and successfully building biopharma companies

{ K a I ar i S Sources: 1) Based on publicly available sales data 2023; 2) Xin, H, Biswas, N, L, P, Zhong, C., Chan, T. C, Nudieman, E, & Ferrara, N.
. (2021). Heparin-binding VEGFR1 variants as long-acting VEGF inhibitors for treatment of intraocular neovascular disorders. Proceedings of
Therapeutics  the National Academy of Sciences, 118(27), e1921252118
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