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Item 7.01 Regulation FD Disclosure.
On March 5, 2024, Apogee Therapeutics, Inc. (the “Company”) made available a presentation regarding its initial Phase 1 data from its first-in-human study of APG777 on the Company’s website.
A copy of the data presentation is furnished as Exhibit 99.1 to this Current Report on Form 8-K and is incorporated by reference herein. The exhibit furnished under Item 7.01 of this Current Report on Form 8-K shall not be deemed to

be “filed” for purposes of Section 18 of the Securities Exchange Act of 1934, as amended (the “Exchange Act”), or otherwise subject to the liabilities of that section, nor shall it be deemed incorporated by reference in any filing under
the Exchange Act or the Securities Act of 1933, as amended, regardless of any general incorporation language in such filing.

Item 9.01 Financial Statements and Exhibits.
(d) Exhibits.
EXHIBIT INDEX
Exhibit
No. Description
99.1 Data Presentation, dated March 2024

104 Cover Page Interactive Data File (embedded within the Inline XBRL document).
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Date: March 5, 2024 By: /s/ Michael Henderson, M.D.

Michael Henderson, M.D.
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Disclaimers and Forward-looking statements

< 4

This presentation contains certain "forward-looking statements” within the meaning of applicable securities laws. Other than statements of historical facts, all statements included in this presentation
forward-looking statements, including statements about our plans, objectives, goals, strategies and future events, the efficacy, safety, tolerability, PK and PD profile of AP G777, the potential dos
regimen of APG777, the potential superiority of APG777 compared to current therapies, our expectations regarding plans for our current and future product candidates and programs, our plans for
current and future clinical trals, our plans for clinical trial design, the anticipated timing of the initiation of and results from our clinical trals, the potential clinical benefit and halflife of APG777, APGE
APGO90, APG222 and any other potential programs, our expected timing for future pipeline updates and estimates of market size. In some cases, you can identify forward-looking statements by te
such as “anticipate,” “believe,” “can,” “could,” “design,” “estimate,” “expect,” “intend, " “likely,” “may,” “might,” “plan,” “potential,” “predict,” “suggest,” “target,” “will,” “would,” or the negative of these ter
and similar expressions intended to identify forward-looking statements. The forward-looking statements are based on our beliefs, assumptions and expectations of future performance, taking

account the information currently awailable to us. These statements are only predictions based upon our current expectations and projections about future events. Forward-Hooking statements

subject to known and unknown risks, uncertainties and other factors that may cause our actual results, level of activity, performance or achievements to be materally different from those expresse:
implied by such forward-looking statements, including those risks described in “Risk Factors” and “Management's Discussion and Analysis of Financial Condition and Results of Operations” in

Annual Report on Form 10-K for the year ended December 31, 2023, filed with the SEC on March 5, 2024, and subsequent disclosure documents we may file with the U.S. Securities and Excha
Commission. Although we have attempted to identify important factors that could cause actual results to differ materally from those contained in forward-looking statements, there may be other fac
that cause results not to be as anticipated, estimated or intended.

This presentation concerns drug candidates that are under clinical investigation, and which have not yet been approved by the U.S. Food and Drug Administration. These are curmently limited by fed
law to investigational use, and no representation is made as to their safety or effectiveness for the purposes for which they are being investigated.

The assumptions used in the preparation of this presentation, although considered reasonable by us at the time of preparation, may prove to be incorrect. You are cautioned that the informatio
based on assumptions as to many factors and that actual results may vary from the results projected and such variations may be material. Accordingly, you should not place undue reliance on
forward-looking statements contained herein or rely on them as predictions of future events. All forward-looking statements in this presentation apply only as of the date made and are expre:
qualified by the cautionary statements included in this presentation. We do not undertake to update any forward-looking statements, except in accordance with applicable securities laws.

The trademarks, trade names and service marks appearing in this presentation are the property of their respective owners. Certain information contained in this presentation relate to or are basec
studies, publications and other data obtained from third-party sources as well as our own internal estimates and research. While we believe these third-party sources to be reliable as of the date of
presentation, it has not independently verified, and makes no representation as to the adequacy, faimess, accuracy or completeness of, any information obtained from third-party sources.

V
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Apogee plans to reshape the current standard of Vv
care for inflammatory and immune diseases A

Refusing to stop at
‘good enough”

Focus on developing differentiated
biologics with known biologic drivers

R)
@ Near term priority on treatments for atopic

dermatitis (AD), asthma and chronic
obstructive pulmonary disease (COPD)

People living with these diseases
Q deserve the best possible treatment

Significant unmet need continues

rrrrrrrrrrrr




1Q24 Update reflects significant progress

APGT777

@® Phase 1 initial data has exceeded all trial objectives

>N

@ Phase 2 in AD anticipated to startin 1H 2024 (ahead of schedule)

Planned, integrated Phase 2 in AD combines Phase 2a and Phase 2b elements with potential fc
significant timeline acceleration (topline data from Part A remains 2H 2025)

@® Enhanced 180 mg/mL formulation enables 44% higher dose vs lebrikizumab in the same volum

APG808

@® Expect toinitiate Phase 1 in healthy volunteers in 1H'24 (ahead of schedule)

@ Phase 1 interim data accelerated to 2H 2024 (from 2025)

V
!x: APOGEE © Apogee Therapeutics, Inc.
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APG777 leverages lebrikizumab's mechanism to deliver a
potentially best-in-class, pipeline in a product antibody

Human IL-13

APG777's epitope on
IL-13 overlaps with
lebrikizumab’s and

leverages proven MoA
and biology

V
!x: AF:QQUEE © Apogee Therapeutics, Inc.
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I DUPBENT

ICgq (NM)

STAT6

NOTE: MoA = Mechanism of Action

134

14 14

TARC

X

APGT777

Concentration

Lebrikizumab

28 vs 18 days

Time

APG777 NHP half-life
is significantly longer
than lebrikizumab




APGT777 Phase 1 initial data has exceeded all trial

objectives

GOAL

RESULT

¢

FANN

Establish safety &
PK profile

Well-tolerated with at
least 33-day half-life

Half life of ~75 days

Doses up to 1200mg
tested and well-
tolerated

Initial multiple-dose
data consistent with PK
& safety profile from SAD
cohorts

@ Exceeded

APOGE E © Apogee Therapeutics, Inc.

THERAFEUTICS

Set Ph2 induction
regimen

Achieve at least equiv.
exposures to
lebrikizumab with same
or fewer injections

* Regimen modeled to
exceed lebrikizumab
exposure by ~30-40%
with potential for
improved clinical
responses (e.g. EASI-
75, EASI-90, IGA 0/1)

« ~50% fewer injections
than lebrikizumab in
induction (6 vs 11)

@ Exceeded

MOTE: PK = Pharmacokinetic

Exposure target based on Cuugs in maintenance, the minimal concentration of

Set Ph2 maintenance
regimens

Equal lebrikizumab
exposure with every 2-
month or longer dosing’

3- or 6- month
maintenance dosing
enabled with modeled
exposures similar to or
greater than lebrikizumab

o Exceeded

APGTTT tohave similar exposures to lebrikizumab

L
Supplemental

Demonstrate effect on
biomarkers pSTAT6 or
TARC

Extended PD effect on
both pSTAT6 and TARC
for ~3 months with
follow-up ongoing

@ Exceeded




APG777 Phase 1 in

Healthy Volunteers




APG777 interim data from ongoing Phase 1 trial in V
healthy volunteers Z/\

Trial designelements

Single ascendingdose

Multiple ascending dose

Double-blind, placebo-controlled, first-in-
human trial

Single ascending dose component with a
nested multiple ascending dose
component

N =40
8 per cohort (6:2 active:placebo)

Key inclusion criteria: healthy aduit
participants

Primary endpoint: safety

Secondary endpoints: PK, ADA

1200 mg (SQ)
X 1 dose

600 mg (SQ)

x 1 dose

300 mg (SQ)
x 1 dose

300 mg (SQ)
Day 1, 15

300 mg (SQ)
Day 1, 29

Exploratory biomarkers: pSTAT6, TARC

()
ZN 5 AF:QGUECES © Apogee Therapeutics, Inc.

1

Interim data from all three SAD
cohorts with at least 3-6 months
follow-up

[

Fully enrolled
Preliminary data from
MAD




Baseline characteristics are in line with our
expectations

>N

Single dose Multiple dose

‘:‘Sg;)(ym}’ mean 41.3 (16.2) 30.2 (12.2) 40.2(18.4) 29.7 (4.6) 420 (12.1) 427 (13.9) 402 (13,
Female 100% 66.7% 83.3% 33.3% 100% 50.0% 50.0%
Caucasian 100% 33.3% 83.3% 100% 75.0% 100% 33.3%
ggi?m (kg),-mean 725 (12.6) 74.3 (14.6) 78.8 (14.0) 772(16.2) 62.3 (9.5) 80.5 (8.9) 66.7 (12.

/A APOGEE

© Apogee Therapeutics, Inc.

Demographics were well balanced across cohorts




APG777 was well-tolerated with a favorable safety ¢
profile L\

Single dose Multiple dose Overall tria

N (%)

?Eﬁgpa"“s with atleastone | 5 @330y  4(667%)  5(83.3%) 2 (33.3%) 2 (50.0%) 5 (83.3%) 1(16.7%) 17 (56.7%) 70
Egipéaﬂls with at least one 0 0 0 0 0 0 0 0

sir:ﬁzgtemz v:Eth atleast one 3 (50.0%) 0 1(16.7%) 1(16.7%) 0 1(16.7%) 0 3(10.0%) 3(
fkabddieios | 4 @ @ w : : ; :
e el I N ° G

The safety profile is in line with expectations for therapies targeting the IL-13 pathway

d x 5 A YQQUE‘CES © Apogee Therapeutics, Inc. MOTE: TEAE = Treatment-Emergent Adverse Event. TE-SAE = Treatment-Emergent-Serious Adv erse Ev ent. Interim data includes AEs reported as of 16 February 2024 data cut. The trial is ongoing.




APG777 exhibited a potentially best-in-class PK

profile with a half-life of ~75 days

Single-dose concentration-time profile

X

Multi-dose concentration-time profile

Serum Concentration (pg/mL)

PAA

1000

-e- Cohort 1 300 mg
- Cohort 2 600 mg
—+— Cohort 3 1200 mg

» Slow clearance, resulting in half-life

of ~75days
+ Dose-proportional increases in both
Cmaxand AUC
T T T T 1
8 12 16 20 24

Nominal Time Post Dose (weeks)

Serum Concentration (pg/mL)

1000

100

-

Ll

o
-

L1l L1l

Lyl

-&- 300 mg D1, 29

+ Initial multiple-dose data consistent
with PK profile from SAD cohorts

Dose 1 Dose 2

« e

o

4 8 12 16 20 24
Nominal Time Post Dose (weeks)

PK demonstrated dose-proportionality and half-life of ~75 days (approximately 3x lebrikizumab)

POGEE © Apogee Therapeutics, Inc.
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PSTAT6 and TARC are biomarkers of IL-13 target \
engagement and AD severity Z/\

Heterodimerization

IL-13 APG777 Phase 1 biomarkers
IL-13Ra
IL-4Ra
_ ; 1. pSTAT6 is one of the earliest markers of
IL-13 receptor activation
Activation
2. TARC levels are the most strongly
00
GAte) correlated to AD severity of any
biomarker
Upregulated
gene expression
% Taken together, APG777’s reduction of these
TARC production biomarkers confirms inhibition of IL-13
signaling and allows comparison to other agents
.

Exacerbated skin
barrier dysfunction

rrrrrrrrrrr




NHP Data

In a head-to-head NHP study, ‘777 tool compound \
inhibited pSTATG6 significantly longer than IebrikizumabA

Head-to-head PK data in NHP Head-to-head PD data in NHP

100
—=— ‘777 Tool Compound =e—'777 Tool Compound

g 10 ~= Lebrikizumab ~o— Lebrikizumab
=
=
c
s e
5 <
c 7]
g 1 Q
c ®
o
E
=
©
w

Cit———t 77—

0 25 50 75 100
Days Post-Dose Days Post-Dose
777 tool compound had ~60% longer half- 777 tool compound achieved ~2X longel
life vs. lebrikizumab pPSTAT6 inhibition vs. lebrikizumab?

’ APOG E E . *Note: N = 2 for 777 tool compound arm; N = 3 for lebrikizumab arm. Initial pSTATE level w as normalized to 100% separately for each arm.
THERAPEUTICS © Apogee Therapeutics, Inc. 1 “T77 tool compound sustained at least 50% pSTATE inhibition until day 92; lebrikizumab sustained 50% pSTATS inhibition until day 48




_Phaset
Single dose APG777 showed near complete pSTAT6 inhibition ¢
for ~3 months (limit of available follow-up) Z,\

Median percent change from baseline in pSTAT6

100 1

—&— 300 mg (N=1)
—e— 500 mg (N=6)

E i —— 1200 mg (N=6)
5 50 = Placebo (N=4)
[« X
‘- )
0 7 i i =t
0 9 10 M1 12
t

At ~3 months (longest available follow-
up) pSTATE remained fully suppressed
after single dose of APG777

100% pSTATE inhibition was demonstrated for approximately 3 months across all doses

é \‘ ! APOGEE @Ppogee Therapeur_ics‘ InG. NOTE: N = 1in cohort 1 due tothe accelerated timing of study enrolment relative to assay validation. No data has been published showing DUPIXENT or lebrikizumab impact on pSTATE in HVs

THERAFEUTICS




_Phaset
Single dose of APG777 led to deep + sustained TARC \
inhibition for ~3 months (limit of available follow-up) A

Median % changes from baseline in TARC inhibition Median % changes from baseline in TARC inhibition
0 4 8 12 0 & 8 12
0 ' : - Weeks 0 4« : - = W
< —— APG777 300 mg 5 —4&— DUPIXENT 300
10 4 -10 A
8] 6]
14 o
|<_( -15 |<_E -15 ~
= =S
(- -20 A
-25 A -25 A
-30 - -30 -

V
!x: AF:QQUEE © Apogee Therapeutics, Inc.

* 300 mg APG777 showed similar maximum PD marker changes as DUPIXENT
*+ APGT777 sustained TARC inhibition demonstrates the potential for better durability
« All doses tested of APG777 showed deep TARC inhibition for ~3 months (limit of available follow-up)

ulations. DUPIXENT d

ed from dif ferent clinical trials conducted at diff erent poin
olunteers receiving a single SC injection of 300 mg DUP
s wat

rial design, dosing regimen and patient popu
from our” 1ase 1 trial in 6 w=a|r' v olunt
APG! ti




[ Phaso1
APG777 positive PK readout is a key risk-reducing

milestone that validates program and pipeline

Antibody attributes Clinical profile

° Clinically validated IL-13 target Well-tolerated with ability to achieve
increased exposures in induction for
potential improved clinical responses

° Ep_itope overlaps with lebrikizumab
epitope o PK data supports every 3- to 6-month
maintenance dosing:

Equivalent or better potency vs. 1st ~75-day half-life
9‘?"'_efat'°” mAbs across relevant pre- Near maximal pathway suppression for
clinical assays ~3 months (limit of current follow up)

Apogee intends to initiate a Phase 2 in atopic dermatitis in 1H 2024

THERAFEUTICS

V
!x: APOGE E © Apogee Therapeutics, Inc.
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APG777 Phase 2 in

Atopic Dermatitis




APG777 Phase 2 in atopic dermatitis expected to
begin 1H 2024 with 16-week efficacy data in 2H 2025

>N

ks GREATER J.  PROLONGED
INDUCTION EXPOSURES  MAINTENANCE DOSING

Potential for improved clinical responses
(e.g. EASI-75, EASI-90, IGA 0/1) based
on ~30-40% greater modeled exposure vs
lebrikizumab and ~50% fewer injections

Every 3- or 6- month maintenance
regimens with similar modeled exposure
to lebrikizumab Q4W

J\  HIGHER DOSES J\  INTEGRATED PN 1H 2024
ENABLED DESIGN INITIATION
: Planned to combine Ph2a and Ph2b
Apr?I?? lig mg!nlL fzrmulr:wrt]mn elements into a single protocol; Topline 16 Week data from Part
i o significant timeline acceleration over anticipated in 2H 2025

lebrikizumab in the same volume ”
traditional sequenced approach

¢
0& APOGEE ® Apogee Therapeutics, Inc.

THERAFEUTICS




Planned integrated Phase 2 expected to have 16- ¢
week topline data in 2H’25 IN

Part A: Proof-of-concept (N ~110)

Induction Maintenance
720mg 720mg 360mg 360mg Rolloverto OLE
A A A A Every 3 mos (Q12W) or 52-week
Placebo W16

Primary Endpoint

} Integrated Phase 2 design has potential for significant timeline acceleration
+ Combines Ph2a and Ph2b elements into a single protocol; All Part A sites are Part B sites (avoiding site startup delays between parts)

Part B: Dose optimization (N ~360)

Induction Maintenance
High Dose

, Medium Dose RegimenA (TBD) Rolloverto OLI
LowDose RegimenB (TBD) foHow.up perio

Placebo

" W16
ZN ! AF‘:QQFE © Apogee Therapeutics, Inc. Primary Endpuint

MNOTE: Number of and doses w ithin induction and maintenance regimens to be testedin Part B are preliminary and w illbe confimmed based on emerging data fromPart A




AD Phase 2

APG777 Phase 2 exposures are designed to exceed
lebrikizumab in induction and equal in maintenance

Modeled induction and maintenance dosing for APG777"' and lebrikizumab

250

L]
o
o

150

100 { 5 T N

Concentration (ug/mL)
L%
o

APGT777 Lebrikizumab

== Median - - Median
95% PI 95% PI

V
!x: AF‘:QQFE © Apogee Therapeutics, Inc.

16 20 24 28 32 36 40 44 48 52
Time (weeks)

>N

Lebrikizumab data sugges
an exposure-response (E
R) for efficacy in inductic
that underpins our goal to
EXCEED lebrikizumab
induction exposures

There was no E-R observ
in maintenance for
lebrikizumab; our aim is ti
EQUAL its exposure in
maintenance

NOTE: 'Panned APG777 induction regimen is 720 mg in w eeks D and 2 and 360 mg in w eeks 4 and 12. Maintenance regimen shownis 360mg every 12w eeks. The

above graph is illustrative only with respect to plans for dosing of APGT77 and does not present comparative data.




Lebrikizumab Ph3 appears to show an E-R relationship \
for efficacy in induction that has not been maximized L\

Lebrikizumab Ph3 response at Week 16 (Placebo-adjusted), %

EASI-90 EASI-75

IGA 0/1

&APOGE

THERAFEUTICS

~45-50% higher

~35-40% higher
exposure

exposure
}

26

8
>100kg (N = 100) 60-100kg (N = 569)

'

38

38

<60 kg (N = 180)

E ® Th . | SOURCE: Lebrikizumab European Public Assessment Report
Apogee Therapeutics, Inc. NOTE: Lebrikizumab exposures and efficacyare for the Phase 3 dose (500 mg Loading Dose at Weeks 0 and 2, 250 mg Q2W Weeks 4 to 16)

Lebrikizumab exposure and
induction efficacy are both
inversely correlated with body
weight

Relationships suggest an

exposure-response for efficac
in induction and support testii
higher exposures with APG77

In lebrikizumab Ph2b and Ph3
there has been no dose-AE or
exposure-AE relationship

APG777 plans to test ~30-40%
higher exposures in induction
with ~50% fewer injections




Lebrikizumab Ph3 appears to show an E-R relationship \
for efficacy in induction that has not been maximized L\

Lebrikizumab Ph3 response at Week 16 (Placebo-adjusted), %

EASI-90 EASI-75

IGA 0/1

0’& APOGEE

THERAFEUTICS

~45-50% higher

~35-40% higher

~30% higher

exposure exposure exposure

| vy |

29 36 49 38
18 23 38 25
26 38 26

8
>100kg (N = 100) 60-100kg (N = 569)

<60 kg (N = 180)

® Th . | SOURCE: Lebrikizumab European Public Assessment Report
Apogee Therapeutics, Inc. NOTE: Lebrikizumab exposures and efficacyare for the Phase 3 dose (500 mg Loading Dose at Weeks 0 and 2, 250 mg Q2W Weeks 4 to 16)

Ph3, all patients
(N =851)

Lebrikizumab exposure and
induction efficacy are both
inversely correlated with body
weight

Relationships suggest an

exposure-response for efficac
in induction and support testil
higher exposures with APG77

In lebrikizumab Ph2b and Ph3
there has been no dose-AE or
exposure-AE relationship

APG777 plans to test ~30-40%
higher exposures in induction
with ~50% fewer injections




AD Phase 2 _ Induction

Modeled Phase 2 induction exposures exceed those of
lebrikizumab by ~30-40%

%

L\

Modeled induction dosing for APG777 and lebrikizumab

APG777  Lebrikizumab
250 1 == Median - - Median
95% P 95% PI
g 200 1 f\j/“\
— |
(=)}
2.0 ~30-40%
g I‘ \/\ . Z
= | _ Increase Ii
s |y : £ T : exposures
é 50 -ll
0 Time (weeks)
Injections f 4 8 12 L
~ENo°
APG777 e e 50%

Lebrikizumab  &x2

V
ZN ! APOGEE © Apogee Therapeutics, Inc.

THERAFEUTICS

decreasei

e injections

ﬁﬁfﬁﬁf}

NOTE Manned APGT77 induction regimen is 720 mg in weeks 0 and 2 and 360 mg in w eeks 4 and 12. Exposure increaseis based on modeled Cyyeage for APGTTT vs
lebrikizumab. The above graphis ilustrative only w ith respectto plans for dosing of APG777 and does not present comparative data




AD Phase 2 Maintenance

Modeled Phase 2 Q3M maintenance exposures equal \
those of lebrikizumab L\

Modeled concentrationin maintenance

APGT77 Lebrikizumab
250 == Median - - Median
95% PI 95% PI
APG777 Q3M - 200 Induction Maintenance
Aiming for annual §
2 3
maintenance < 150
injections: 3
E 100
Q
4 s 13-26 :
O 50
for
lebrikizumab/ ol

0 4 8 12 16 20 24 28 32 36 40 44 48 52
DUPIXENT

Time (weeks)

:’: APOG E E & Mog ceThers peutics Wi NOTE: The above graph is ilustrative only with respect to plans for dosing of APG777 and does not present comparative data.

THERAFEUTICS




AD Phase 2 Maintenance

Modeled Phase 2 Q6M maintenance exposures equal \
those of lebrikizumab L\

Modeled concentrationin maintenance

APG777
250 High dose Low dose  Lebrikizumab
== Median == Median - - Median
95% PI 95% PI 95% PI
APG777 QGM o 200 Induction Maintenance
Aiming for annual £
maintenance i
injections: g
§ 100
2vs 13-26
50
for
lebrikizumab/ 0

0 4 8 12 16 20 24 28 32 36 40 44 48 52

DUPIXENT

Time (weeks)

THERAFEUTICS

:’: APOG E E & Mog ceThers peutics Wi NOTE: The above graph is ilustrative only with respect to plans for dosing of APG777 and does not present comparative data.




Building a Leading

&l Company




APGT777’s best-in-class Phase 1 PK profile shows potentialto ¢
be a leading product in the expected $50B+ AD market! Z,\

Potential for improved clinical responses (e.g. EASI-75,
EASI-90, IGA 0/1) based on ~30-40% greater modeled

, Q induction exposures than lebrikizumab
/ : + Overlapping epitope and equivalent potency as lebrikizumab (K < 100 pM)?
\ + ~30% higher exposure seen in lebrikizumab low bodyweight group resulted in at leas
' 10 PPT better efficacy than overall study population across all key endpoints

Extended dosing interval addresses clear unmet need

+ Potential for every 3- or 6-month dosing to improve patient convenience & compliance

Favorable product characteristics and COGS

» As few as 2-4 doses per year in maintenance
= Expected improved formulation, manufacturability and viscosity

APG777

Novel IP into mid-2040s

A\ APOGEE . . e B R o e e R T W S
o ime B Apogee Therapeutics, Inc. :A:;szi,; p £ in 285 Bmad oo prejcted. st nf AN miket of 2 sialee mbs i peoroa APG s demaonstrated equivalent potency to lebrikizumab in our head-to-haa

7 ectad AD market
= I ssay 5. SOURCE: EvaluatePhamma




AD is the largest of the major I&l markets and V
projected to grow significantly in the next decade A

Estimated population size, MM
Moderate or severe in 7 Major Markets'

COPD
9.4M

"The ?Maj ¢ Merkets are us I Germany , France, Italy, sP and UK. Marke s e ||rra=" of cz projected market sizs in 2028 and bey ond, inclusing both biologics and sm

!x: APOGEE © Apogee Therapeutics, Ino,  ™@=cuies. 180 = Inflammsory o HA = Rhoumatoid st PC) Psariasts; COPD = pl'wn ,ua A % b opic dermatitis
Sou

YYYYYYYYYYY = Co ompany f g pon pness releases, analys tf :emuc joumnals, Globat D t E x P harma, Clariv ate

» Psoriasis expected to be :
$30B+ market; atopic
dermatitis (AD)
represents a larger
opportunity based on ~3
larger patient populatiol

AD biologics penetration i
outpacing early years of
psoriasis biologics (8% vs
5% at 5 years)

AD marketis projected 1
grow more than any oth
I&I market




In psoriasis, an analog to AD, Skyrizi has taken the V
lead with quarterly dosing Z/\

Biologics with psoriasis approval ye:

100
90 A o)
Mostpts respond | &~ @ Tremfya Skyrizi
~ 80 (83-89%PASI75)] o taltz farelimy fisanzumab-z
'32 (ixekizumab) 2017 2019
.70 - 2016

D “'?Cosen’ryx
T el 3
n 1 . JHUMIRA 5 ;
(2 adalimumab %u&ﬁ!—uan!;ab}
o 50 2008 2009
o 40 - L : )
©
% 30 Maintenance dosing for some new
w o [m agents is Q8W - Q12W

10 A

0 2 4 6 8 10 12 14 16 18 20 22

Dosing Interval (weeks)

V
!x: APOGE E © Apogee Therapeutics, Inc.

= tosavere plague psoriasis. Efficacy data are derived from different clinical trials at dif ferent points in time, with dif ferences in trial design and
THERAFEUTICS o 9 o

que ps: Ff
s cannot be made. No head-to-head trials have been conducted among all bioko
whalData. EvalustePharma. LUISPIs




There is significant whitespace in the landscape of
approved and in-development biologics for AD

100

95 “
90 A
85 1
80 1
757
il
65 1
60 -
55 ~
50 ~
45 1
40 ~
35 A

Efficacy (EASI-75, %)

30

LAAR

>N

Lebrikizumab

DUPIXENT 2
(dupilumab)
CBP-201 ./
Rocatinlimab — )
Amlitelimab - Nemolizumab

o
o Adbry”

(tralokinumab-Idrm)

2 4 6

Note:

QQUE.:E; © Apogee Therapeutics, Inc.

10 12 14 16 18 20 22 2

Dosing Interval (weeks)




Apogee plans to advance APG777 into a Phase 2 trial \
with 3- or 6-month maintenance dosing A

100
95 “
90 A

o Co
(=)
L

3 i

o 75 APG777 plansto test~30-40% higher
"_T 70 4 exposures than lebrikizumab in induction
g 65 Lebrikizumab

W 60 - __ A .
I /N APGTTT*

@ 50 1 CBP-2013/ l

= 1 Rocatinlimab —

7]

B
(=T}

Amlitelimab £ Nemolizumab
APG777 half-life enables every

3- or 6-month maintenance dosing

W W
(=) |
1

o
o 4\

o
o Adbry”

(tralokinumab-Idrm)

2 4 6 8 10 12 14 16 18 20 22 2

Dosing Interval (weeks)

’ N
£N> APOGEE © Apogee Therapeutics, Inc. | =
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Dermatologists view every 3- or 6-month dosing as Vv
highly differentiated Z/\

Intent to use a product with APG777 Target Product Profile
(Assuming every 3-, or 6-month maintenance dosing and equivalent efficacy and safety to DUPIXENT)

100 1
90 -
80 -
70 A
60
50 A
40 A
30 A
20 ~
10 A
o -

92% 91%

Every 3 month dosing Every 6 month dosing

Apogee plans to test every 3- or 6-month maintenance
dosing in APG777 Phase 2

Il Proportion of new patients (biologic-naive)

Il Proportion of switch patients (currently/formerly on a biologic)

0y i
é& AF‘:QGUECES © Apogee Therapeutics, Inc. ﬁcc::c

the pedial

ing dermatologists in 14 states in the United States, with the assistance of an expert search network
as DUPIXENT™) dif fers for pediatric and adult patients a blended rate was calculated using the weighted av erage of

re ikeliness to pres
ates based on the




Apogee plans to become a leader in |1&I therapeutics A

APG777 ;

(IL-13) - ¢ VPhase 1 initiated in HVs
0O v 6-month chronic toxicology
% completed

APG808 ®,  DC nominated

(IL-4Ra) ‘

APG990/222

(OX40L + IL-13)

| ®) /$345M IPO

),  Enhanced team and BOD

o~ A

D

o)

.

v Positive Phase 1 PK &
safety in HVs

1H: Phase 2 initiation in AD

v Phase 1 expected to
initiate in 1H

2H: Initial Ph1 PK & safety
in HVs

Candidate nomination

R&D Day

0

2H: 16-week PoC data in AD

Phase 2 initiation in asthma

Disclose additional indication

1H: PoC data in asthma

PoC frial initiation in COPD

Phase 1 initiation in HVs

PAA

POGEE © Apogee Therapeutics, Inc.
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2023

2024

_ ¢ Accelerations announced in Q1

2025




Q&A Backup




APG777 was well-tolerated with a favorable safety
profile (TEAEs 25% across all cohorts, all grades)

X

Single dose Multiple dose Overalltria

N (%)

TEAE (25% across all cohorts), all grades

Vascular access site pain® 1(16.7%) 3 (50.0%) 0 0 0 1(16.7%) 0 4(13.3%) 1
Vessel puncture site bruise* 2(33.3%) 0 0 0 1 (25.0%) 2 (33.3%) 0 2 (6.7%) 31
Headache 0 0 1(16.7%) 1(16.7%) 0 2 (33.3%) 0 4 (13.3%) 0
Vascular access site bruising* 1(16.7%) 1(16.7%) 1(16.7%) 0 0 1(16.7%) 0 3 (10%) 14
Back pain 1(16.7%) 0 1(16.7%) 1(16.7%) 0 0 0 2 (B.7%) 14
Injection site bruising* 1(16.7%) 0 0 2 (33.3%) 0 0 0 2 (B.7%) 14
Neutrophil count decrease 3 (50.0%) 0 0 0 0 0 0 0 3
Contusion 1(16.7%) 0 0 0 0 1(16.7%) 0 1(3.3%) 11
Cough 0 1(16.7%) 0 0 0 1(16.7%) 0 2 (6.7%)
Dermatitis contact 1 (16.7%) 0 0 0 1 (25.0%) 0 0 0 2|
Diarrhea 0 1(16.7%) 0 1(16.7%) 0 0 0 2 (6.7%)

Nausea 0 0 1(16.7%) 1(16.7%) 0 0 0 2 (B.7%)
Oropharyngeal pain 0 1(16.7%) 0 0 0 0 1(16.7%) 2 (6.7%)

Pain in extremity 1(16.7%) 0 1(16.7%) 0 0 0 0 1(3.3%) 11
Upper respiratory tract infection 1 (16.7%) 0 0 0 0 1(16.7%) 0 1(3.3%) 119

/A APOGEE

© Apogee Therapeutics, Inc.

MNOTE: TEAE = Treat
“Related to biood dras

dls insertion; not an Injection Site Reaction

'mergent Adverse Event. TE-SAE = Treatment-Emergent-Serious Adv erse Event.

nterim data includes AEs reported as of 16 February 2024

data cut. The trial is ongaing.



_Phaset
Single dose APG777 showed near complete pSTAT6 inhibition ¢
for ~3 months (limit of available follow-up) Z,\

Mean percent change from baseline in pSTAT6

100 1
i —&— 300 mg (N=1)
] —o— 600 mg (N=6)
E i —— 1200 mg (N=6)
5 50 = Placebo (N=4)
[« X
‘- )
0

0 1 2 3 4 5 6 i 8 9 10 M 12 13

t

At ~3 months (longest available follow-
up) pSTATE remained fully suppressed
after single dose of APG777

100% pSTATE inhibition was demonstrated for approximately 3 months across all doses

é \‘ ! APOGEE @Ppogee Therapeur_ics‘ InG. NOTE: N = 1in cohort 1 due tothe accelerated timing of study enrolment relative to assay validation. No data has been published showing DUPIXENT or lebrikizumab impact on pSTATE in HVs
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Company Overview




Apogee plans to transform the 1&I space A

J. FOCuUs J. PIPELINE

Engineering antibodies with potential best- Four programs leveraging well-established mechanisms and addressing
in-class profiles in largest I&! indications I1&l indications with multi-billion-dollar potential

1H 2024: Phase 2 trial initiation’
Atopic Dermatitis 2H 2025: 16-week proof-of-conce
data in AD patients

J. APPROACH APGT777
IL-13
Same MOA as

Technology approach proven to create lebrikizurmab e
antibodies with significantly extended half- e e

life and other optimized properties

APGB08 e
L-4Ra 1H 2024: Phase 1 initiation in HV
Same MOA 2H 2024: Initial Phase 1 PK and safety in HV
DU%T Lt 2025: Prootof-concept trial initiation in COPD
J EXPANSION e
OX40L 2024: Candidate nomination
Pipeline-in-a-product potential via fams MQ:BS Dermatitis 2025: Phase 1 initiation in HV
indication expansion and combination
approaches mm Atopic_
IL-13 and OX40L Eeiii

\/ A EE ) The Apogee agents mentioned abov e are currently under inv estigation. Their safety and effectivensssfor the isted target indications have not y et been established. (1) Pending final data from ourPhase 1
rheeaceunics | © Apogee Therapeutics, ING.  yrial of APG777 in healthy participants, we may initiate a Phase 2 trial in asthma and expect to further ev aluate opporturities to develop APG777 for other |8l indications, including alopecia areata, chronic
rhinosinusitis with nasal poly ps, chronic spentanecus urticaria, eosinophilic esophagitis and prurigo nodularis.




Apogee mAbs are engineered for best-in-class
properties, including half-life extension

Based on clinically-validated epitopes with
performance across five properties:

>N

- Designed to maximize Potential for PK that:

Backbone antibody recycling - Optimizes exposures
» Drug exists at higher = Decreases variability
levels for longer effect « Increases half-life
Apogee mAb a .
@ Potency =T ——
PK
Stability
LL1] Viscosity

V
!x: AF:QQUEE © Apogee Therapeutics, Inc.




APGT777




AD represents a larger opportunity than psoriasis; AD
biologics penetration mirrors early years of psoriasis A

Population size, MM Penetration of approved systemic therapy in AD expecte

Moderate or severe in 7 Major Markets', 2020 ramp 8% — 25%+ by 2032

Penetrationin years after launch (US)* 24%

Psoriasis Atopic dermatitis
I Atopic Dermatitis
I pPsoriasis

$30B+
market? ; # Approved therapies:
~3x larger patient AD
pO p u Iation Psoriasis
Psoriasis expected to be a $30B+ market; atopic More convenient dosing could potentially expand AD
dermatitis (AD) represents a larger opportunity biologics' penetration beyond projected 25%%+

rance, Italy, Spain, and UK. 2$30B+ projected market size in 2028 and bey ond, including both biclogics and small molecules.? Ev alustePharma and

\/ APOGEE ) *The 7 Msjor Markets are US, Japan, Germany, F
=l MOQEE Therapeur.lcs‘ Ine. Clariv ate. Source: Company 10-K filings, annual reports, press releases, analyst forecasts, GlobalData

THERAFEUTICS




APGT777 is designed to disrupt Th2 signaling by ¢
preventing formation of IL-13Ra1 / IL-4Ra heterodimer L\

Active IL-13 signaling APG777 & i LAY SRR
binding of IL-13 to IL-13Ra1

» This forms an inactive complex that
then binds to IL-4Ra to create a
complete, active heterodimer

» Active IL-13Ra1 / IL-4Ra
heterodimer sets off a signaling
cascade that leads to:

— Skin barrier defects

— Immune cell recruitment

— Tissue inflammation

— Lichenification (skin thickening)
—  Pruritis (skin itching)

IL-13 driven disease IL-13 signaling disrupted

V
!x: APOGE E © Apogee Therapeutics, Inc.
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APG777

APGT77T7's epitope overlaps with lebrikizumab, \
differentiating from other approaches to target IL-13 A

Human IL-13 (side 1) Human IL-13 (side 2)

Epitope (binding r
. APGTTT/Iebrikiz!

(overlapping reg
B L4Ra

B ADBRY

IL-13Ra1/IL-13R
(overlapping reg

B 1L-13Ra2

APG777’s mechanism of action disrupts Th2 signaling by blocking IL-4Ra
binding and subsequent formation of the IL-13Ra / IL-4Ra heterodimer




APG777

Lebrikizumab and DUPIXENT have similar efficacy $
across key AD endpoints A

Efficacy of biologics in AD (week 16)

* Lebrikizumab and DUPIXENT show
consistently high results across a
55 important efficacy parameters

— Mechanistically, both target the
key pathogenic step in AD, the
heterodimerization of IL-4Ra and |
13R1, which may explain the simil:
efficacy observed

[0 Lebrikizumab M DUPIXENT [ ADBRY

Responders, %

* However, both are dosed every
other week#, a burden for patients

» Lebrikizumab showed, at minimum,
equivalent maintenance efficacy for

EASI-75 EASI-90 IGA0/1 both Q2W and Q4W dOSing, a main

differentiator from DUPIXENT

Targeting the key pathogenic step in AD, like lebrikizumab and
DUPIXENT, has consistently resulted in high efficacy

’ A Source: * Lebrikizumab 250mg Q2W Ph3 Avg. Silverberg Jl et al AAD 2022. ‘DUPIXENT 300 mg Q2W mono Ph3 Avg. DUPIXENT USPL. * ADBRY 300 mg G2W mono Ph3 Avg. ADBRY USP1*Inthe 16-
g e ) week induction phase

YRQUE‘CES © Apogee Therapeutics, INC.  Note: Efficacy data are derived from dif ferent clinical trials at dif ferent points in time, with dif ferences in trial design and patient populations. As aresull, cross-trial comparisons cannot be made, and no
head-to-head clinical trials have been conducted. Only DUPIXENT and ADERY are FDA approved.




Lebrikizumab showed greater efficacy with higher doses i
Ph2b with no dose-dependent increases in AE rates

Response at 16 weeks (placebo-adjusted), % by dose lev
Conjunctivitis rates by dose level in lebrikizumab Ph2b in lebrikizumab Ph2b

wn

u

3

o

'

7

&

No dose-response for
conjunctivitis or for other

AEs of interest in Ph2b S

<

0.0% 1.4% L% 2.7% o

Placebo  125mgQ4W 250mgQ4W 250mg Q2w 125mg Q4W 250mg Q4W 250mg Q2w

Ph3 dose

With no plateau in efficacy across doses, a higher dose and/or greater exposures could lead to better efficacy

V
AAPOG E E © Apogee Therapeutics‘ Inc. Source: Guttman-Y assky, E, et al. JAMA Derm, 2020.

THERAFEUTICS NOTE: Each regimen included one or mare loading doses (LD): 125 mg avery 4weeks (250-mg LD), 250 mg avery 4 weeks (S00-mg LD), 250 mg every 2weeks (500-mg LD at baseiing and week 2).




APG777

APG777 is as potent as lebrikizumab and DUPIXENT

in key preclinical assays

APGT777 vs DUPIXENT, ADBRY, and lebrikizumab on key

¢

L\

potency assay Additional in vitro assays support APG777 potenc

Inhibition of TF-1 Proliferation

g ®
L 100 Assay Affinity to Inhibition of Inhibi
S . humanlIL-13 STAT-6 of TAI
[ 2
8 . by SPR phosphorylation secre
g More ? Less Measurement K (pM) ICgq (NM) ICq; {0
- 4 potent 1 potent
i g0l t—— — APG777 78 0.56 14
(=
c -
2 Ew ] ADBRY 116 1.34 27.
% T I APGTTT 0.27
= ] | ~ DUPIXENT 0.58 13.
B T I DUPIXENT 0.42
0 | cevrmizumar Lebrikizumab 131 0.46 1.8
— e S e
0.01 0.1 1

Antibody Concentration (nM)

d x 5 AEQQFE © Apogee Therapeutics, INC.  Note: TF-1 is a human erythroblast cell line that prolif erates in response to IL-13 and is a widely used functional immune assay




APG777

APG777 NHP half-life is significantly longer than

lebrikizumab

>N

APGT777 has advantages over lebrikizumab in

NHP PK, SQ administration

our NHP head-to-head studies

108

10¢

100

Serum Concentration (ng/mL)

2
10 I | I I I
0 20 40 60 80 100
. Days Post-Injection
*Note: N = 2of3a Is in the lebri S0 a eloped ADAs by day 40 and thos:
d x 5 AF‘:QQUEE © Apogee Therapeutics, Inc. a-»a 1ea 0 day ::[regsyzu ly, bas 12:0 cumuiativ :rmine.sa r::s ;ua d IV g oup ’;ore,a nc,o"!pcu d. For AFG

27.0 days SO group. For lebrikizumab, the average half-life ba vidual fits for each a

al was

NHP average half-life’
APG777: 28 days
Lebrikizumab: 18 days

APGT777 shows extended half-life in NHPs

APGT777 had decreased PK variability with
potential for greater consistency in response

APG777 can potentially achieve every 2-
or 3-month maintenance dosing vs Q4W
for lebrikizumab and Q2W for DUPIXENT

& timepaints associated with ADAs are excluded. 'APGT77 and lebrikizumab. half -lives wers 27.6 days
7, the av raga 18if -lif e based on individual fits for each animal was 28.2 day s IV group and

18.1 days IV group and 13.5 day = SO group. SOURCE: Zhu E et ol EADV 2023




Strong historical correlation between Phase 2 and 3
data makes APG777 16-week AD data a key catalyst

Phase 2 16-week data in atopic dermatitis planned
to readout in 2H 2025

>N

Strong correlation between Phase 2 and 3 results
AD for validated endpoints EASI-75 and IGA 0/1

Phase 2 objectives

« 2H 2025 POC readout: % change from baseline
in EASI at Week 16 powered >90% to detect effect
» Induction regimen that exceeds lebrikizumab
exposures by ~30%

* Maintenance POC: Study every 3- or every 6-
month dosing in initial POC study to demonstrate
the full potential of APG777 to reduce injection
burden of patients

* Phase 2b dose optimization: examine range of
regimens with exposures at, below, and above
lebrikizumab

Pbo adjusted EASI-75Phase 3

100

90
80
70
60
50
40
30
20
10

0

Note: While JAKI efficacy held up from Ph2 to Ph3, FDA -
applied a boxed warning to the class due to increasedrisk Vs

of CV events and death; patients must step through Vo
biologic to getto JAKI d

RINVOQ 15mg&‘ -
¢~ CIBINQO 200mg QD

Lebrikizumab 250mg Q2W

CIBINQO 100mg QD

-
-

® RINVOQ 30mg QD

~
”

e .-~ ®* T DUPIXENT 300mg Q2w

/s
’
-
i
=
2
-
o

10 20 30 40 50 60 70 80 90 100

Pbo adjusted EASI-75Phase 2

e B
® U
in

’ APOG E E . Sowrce: Ph3 data for DUPIXENT, Rinvoq, Cibingo, Adbry is from USPI. Thaci et al Lancet 2016 (DUPIXENT Ph2). Guttman-Yassky E et al JAMA Dermatol. 2020 (Lebrikizumab Ph2). Guttman-Yassky E et
henareumics | @ Apogee Therapeutics, InG. 51 J Al Ciin Immunal. 2020 (Rinvoq Ph2). Gooderham MJ et al JAMA Dermatol. 2019 {Cibingo Ph2). "Exposure target based on Cyag in maintenance, the minimal concentration of APGTT7 to have simiar

exposures to lebrikizumab




PRELIMINARY DATA

APG777 could substantially decrease annual Z;Q
maintenance injections for patients

APGT7T7T* Lebrikizumab DUPIXENT
INJECTIONS INJECTIONS INJECTIONS
ONE INJECTION EVERY ONE INJECTION EVERY ONE INJECTION EVERY
3- or 6- MONTHS 4 WEEKS OTHER WEEK

& I FYP00000000
e PIIIIN

:I\: : APOG E E © Apogee Therapeutics, Inc. NOTE: *Positioning of Apogee programs is #lustrative and is basad only on pre-clinical study results and Phase 1 interim clinic
THERAPELTIEE: reflects injections per y ear after

after 12 or 16 week induction period. SOURCE: APGTT7 prelimi ';ar_\' PK data on fie. Lebrikizumab: EBGI XE!




APG808




APG808

APG808 targets the same mechanism as DUPIXENT,
which has been validated in COPD

¢

>

COPD represents area of high unmet and a promising DUPIXENT produced a significant and clinically meanin
opportunity given recent positive DUPIXENT data reduction in exacerbations in two Phase 3 studies
0 p=0.0002
of t‘rllet-] gﬁ))bal Lead?a:;' gause 150K+ feLite séh
population >40 of death in the jig e each 30%

yrs US in 2019 yearin the US

No biologic therapies are approved for COPD, but
DUPIXENT demonstrated promise in two Phase 3s:

» Significant, clinically meaningful reduction in
moderate or severe acute COPD exacerbations

* Improved lung function from baseline at 12
weeks compared to placebo with separation from
placebo as early as 2 weeks BOREAS NOTUS

t \‘ ! AP,QQUEE © Apogee Therapeutics, Inc. Source: Bhatt SP et al NEIM 2023; Sanofi press release November 26, 2023, interim analysis, full results not yet disclosed




Treatments for moderate-severe COPD are limited A

60
Highly-differentiated
- 50 . dosing potential and
2 ability to test higher
e exposures
S & 40 -
(2]
E E ’ APG808*
B 5 ’—' FANN
O«
Ow N
E . Dumxsmr‘.&
c g 20 - (dupilumab)
'% Consistent exacerbation reductionin
= two phase 3trials in eos-high patients™?
® 10 1
(4
0 T T T
0 2 4 6

Dosing Interval (weeks)
Other than DUPIXENT, no other late-stage biologic for the treatment of COP
achieved its primary endpoint, leaving a vast unmet need for dosing beyon

!'\: : APOG E E ® )\oogee Therapeutics Inc. NOTE: *Positioning of Apogee program is illustrative and not based on clinical trial dsta. Dupixent is not approv ed for the treatment of COPD
THERAPELTIEE: : SOURCE: "Bhatt SP etal NEIM 2023; “Sancfi press release Noverber 26, 2023, intsrim analysis, full resuits not yet disciosed




APG808

Asthma, an analog for COPD, shows how biologics can
be rapidly adopted when they address unmet needs

¢

4

>3

Biologic penetration
in severe asthma (%)
Over a decade later, the approval of

20 1 biologics with better safety and
broaderlabels drove rapid adoption
of biologicsin severe asthma _
S
DUPIXENTI
15 PP PO 2023: biologic
, . $20B+ est. peak revenue’ penetrationin
Xolair was the first approved (~84B in asthma) severe asthma it
biologic for severe asthma, but Nucala f estimated at >2
10 - restrictivelabeland Black (mepolizumab)
Box Warning limited adoption Approved in 2015
$2.3B est. peak revenue
&
B anr Fasenra
Omalizumah (benralizumab) s
Approved in 2003 Approved in 2017
$3.8B est. peak revenue $2.8B est. peak revenue
0 T T T T T T T T T T 1
2002 2004 2006 2008 2010 2012 2014 2016 2018 2020 2022 2024

APOGEE ¢ 1 Analysts estimate ~20% of DUPIXENT rev enue is from asthma
é\'! emnareumics | © Apogee Therapeutics, Inc.

urce: Company 10-K filings, annual reports, analy st forecasts, Citefine; EvalustePharma




APG808

APG808 Phase 1 expected to initiate in 1H 2024 ¢
(ahead of schedule) with planned readout in 2H 2024 A

Trialdesignelements Single ascendingdose’ Asthma cohort?

Double-blind, placebo-controlled, first-in-

human trial
Dose 4 (SQ)
Single ascending dose in healthy x 1 dose
participants
N~ 32 Dose 3 (5Q)

X 1 dose

8 per cohort (6:2 active:placebo)
Dose 2 (SQ)
x 1 dose

Key inclusion criteria: healthy adult
participants

Dose 1(SQ)
x 1 dose

Primary endpoint: safety

Dose or regimen
TBD

Secondary endpoints: PK, ADA

2H 2024: Present APG808 safety and PK, including potentially
extended half-life, optimized exposures, and low variability

‘ :< s ARQQFE © Apogee Therapeutics, INc.  +saD dose ascension will ultimately be determined by the SRC (Scientific Review Committee) based on av ailable data. Design for the expansion portion of the study in asthma patients is o be finalized.




APG808

APG808 is as potent as DUPIXENT in key preclinical

assays

>N

APG808 vs DUPIXENT on key potency assay Additional in vitro assays support APG808 potenc
Inhibition of TF-1 Proliferation Assay Affinity to Inhibition of Inhibi
human IL- STAT-6 of TA
100 4Ra'? phosphorylation secre
P Measurement Ko (pM) 1Cqp (M) ICq (1
[iF]
= APG808 04 1.11 12
[
'_
5 el DUPIXENT 12 1.93 16
S 5 50 - —
- i
=]
£S5
R s ICoo (pM)
3 | Apcecs 224
2 | ourvenT 249 Additional preclinical assays demonstrate APG808
T DUPIXENT have an overlapping binding site on IL-4l
= 0
0.001 0.01 0.1 1 10
Antibody Concentration (nM)
V
DAPPOGEE 0rpcge Turposton, s 175 11 b1yttt e e it e s Wi ety i




APG808

APG808 NHP half-life is significantly longer than

DUPIXENT

NHP PK, SQ administration

>N

APG808 has advantages over DUPIXENT in our NHP
head-to-head studies

Serum Concentration (ug/mL)

Days Post-Injection

N =5 animals per group. 3 of 5animals in the dupiumab SQ arm developed ADAs by day 35 and those timepoints associsted with ADAs are

2’: A NoTE
EQQFE © Apogee Therapeutics, InG. day 56 'APG808 and dupilumab prefiminary SO half-fives for 25 mg/k

APG808: ~26 days extended half-lif

NHP average half-life’ > APG808 showec
DUPIXENT: ~12 days in NHPs

*+ APGB808 also showed decreased variability on PK and
potential for greater consistency in response

APG808 can potentially achieve 6- or 8-
week dosing vs Q2W for DUPIXENT

exchuded from the half -ife estimate based on data through

g were 26.4 day's and 11.5 days, respectively, based on cumulative fit models scross S0 groups for each compound using interim data

through day 56. The NHP PK study is ongoing with final data expected out to day 81. Final NHP hal f -if e estimates and PK parameters wil be calculsted based on full dataset out to day 91




APG808

APG808 NHP half-life suggests potential for V
significant improvement over DUPIXENT in humans A

APGB808 predicted human half-life vs.observed M Non-YTE
Indication NHP half-life, days comparators, days H/J YTE:
Every 6 Every 8 APG808 dosing inter
weeks weeks based on PK modelir
1

* Predicted half-life range based
o APG808 (YTE} 27 on comparable YTE mAbs
42 59
8 (1.6x) (2.3x)

Average of YTE mAbs for receptor targets (2

Celldex CDX-0159 (YTE) :
o e b 22 32 (~1.5X)
VRDN-002 (YTE) : i
b 14 30-43 (~1.5-3X)

< VIRIDIAN

Comparable YTE
mAbs for other
indications

VRDN-003 (YTE)

prnlh 13 40-50 (~3-4X)
\( A OGEE . NOTE: Haif-lives as reperted inshefies conducted by the sponscr of each of these product candidsies o in e Iabel of spproved products. Hall-ives are not based on head-is-head studies and are derived from different siudies ol different
rheeaceunics | © Apogee Therapeutics, ING.  puirts intime, with Giferences in siudy design. As a resull, cross-siudy comparisons cannot be made. 'Based on sisady stde PK simualions made wilh parameters for APGA0B identical 1o Dupixent except changes. in Kuumnu

“Positioning of Apoges program is illusiralive and rol based on dinical Irial data and is based only on pre-clinical sty resuts
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APG990

APG990 blocks OX40L and potentially rebalances the
Immune system

>N

Untreated Effector Regulatory
Ox40L Tcells T cells
i e 4 T cell proliferation > Immune tolerance
OX40L signaling
4 Inflammatory X Tissue
cytokines homeostasis
4 Memory T cells X Wound healing
Antigen i, -
presenting cell ks
APG990 & Effector 4 Regulatory
T cells T cells
OX40L signaling ¥ T cell proliferation ~/ Immune tolerance
reduced ¥ Inflammatory +/ Tissue
cytokines homeostasis
+ Memory T cells ~/ Wound healing

HLE: Hall Life Extension

OX40L blockade targets Th2, Th17, and Th22 pathways, which have been implicated in numerous I&l conditions

Upcoming clinical trial readouts could provide PoC for OX40L beyond AD including asthma, hidradenitis suppurati
alopecia areata, celiac disease, and systemic sclerosis

V
!x: APOGE E © Apogee Therapeutics, Inc.

THERAFEUTICS




APG990

OX40L and OX40 inhibition have shown similar
efficacy, but OX40L has a clear advantage on safety

>N

IGA 0/1 response at Week 16 EASI-75 at Week 16
I Amiitelimab (OX40L)"!

[ Rocatinlimab (OX40)2
22

* |n Phase 2b,
rocatinlimab (OX40)
associated with pyre:
(17% of patients) and
chills (11% of patients

* In contrast, no pyrexii
or chills for amlitelim
(OX40L) in Phase 2b

‘ Source: "Amelitalimab 250mg Q4W Weidinger et al. EADV oral presentati on (2023). *Rocatinlimab avg. of 150mg Q4W and 600mg Q4W Gurtmen-Yassky £ ef al. Lancef (2023). *EADV presentation stat ed
APOGEE ) 10 py rexia “within 72 hours of injsction”
,,,,,,,,,,,, © Apogee Therapeutics, INc.  Note: Efficacy data are derived from dif ferent clinical trials at dif ferent points in time, with dif ferences in trial design and patient ions. As aresul, ial cannot be made, and no

head-to-head clinical trials have been conducted.




APG222 combines two validated mechanisms and \
may enhance benefit in AD and other I&l indications A

Untreated antgd - OX40L treatment reduces
Antigen il Wl Telniid circulating IL-13 levels

]

presenting cell

supporting the potential for
synergy with IL-13 blocker

» Combination potentially

3§§§.%ng enables wider subset of
sanalg e patients to achieve deepel
s et o reduced """"femﬁtn??n ool reduced clinical responses and
signaiing & Ehel durable remission in AD
RN «{ other I&! indications
s °' +'L-|154°; }

= 3 Inflammatory cells Given strong mechanistic
(Th2, sosiopliils) rationale, APG222 prograr
explore combination potei

Inflammatory cells
— (Th2, eosinophils)
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Experienced team with proven history of clinical
development and commercial execution

Michael Henderson, MD
Chief Executive Officer, Director

>N

Carl Dambkowski, MD
Chief Medical Officer

Jane Pritchett Henderson
Chief Financial Officer
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Rebecca Dabora, PhD
Chief Technical Officer

Matt Batters, JD
General Counsel

Wendy Aspden-Curran
SVP of Clinical Operations
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Skadden DLA PIPER

Drew Badger, PhD
SVP of Regulatory Affairs & Toxicology

Dan Mulreany
SVP of Business Development & Strategy

Kristine Nograles, MD, MSc
SVP of Clinical Development
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Board of Directors with industry-leading development, A

commercial and management expertise

Andrew Gottes
Venrock

Jennifer Fox

CFO & CBO, Zenas
BioPharma

Michael Henderson, MD
CEO, Apogee Therapeutics

Mark McKenna
Chairman

& 0
us Salix@® bridge "QED Z &8hos ' venrock
BAUSCH-Health gtrﬁmmageﬂnm Qpellen_}’]an“ McKinsey CltlgrOUpT\ @ Nuvation Bio

& Company

Peter Harwin BJ Jones Tomas Kiselak Nimish Shah
Managing Member, Fairmount CCO, NewAmsterdam Managing Member, Fairmount Venrock
Pharma i
i ' .
() FAIRMOUNT V' venrock

‘| FAIRMOUNT "
i) AO\E‘.;’;:&T""""““ biohaven
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Our programs have broad potential to disrupt the 1&l

space

V s
ZN 5 AF:QGUECES © Apogee Therapeutics, Inc. -::le 2
Eosi
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Dermatology I?#A_Tﬁ%?é%gyy f Gastroenterology
L PN — Csu —  EGID
— CRSwNP

X

m Planned Apogee Ph2based o
established mechanism

31 party clinical data supporti
or more Apogeetargets

Ongoing 3" party clinical trials
could validate one or more Ag
targets

philic esophagitis. UC = Ulcerative Colitis. EGID =




Apogee / apaje/ nou;rf---

The highest point in the development of
something;a climax or culmination




