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Item 7.01 Regulation FD Disclosure.

On October 12, 2026, First Tracks Biotherapeutics, Inc. (the “Company”) updated its corporate investor presentation, a full copy of which is
attached hereto as Exhibit 99.1.

The information in this Item 7.01, including Exhibit 99.1, shall not be deemed “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 into any
other filing under the Exchange Act or the Securities Act of 1933, as amended, except as expressly set forth by specific reference in such a filing.

Item 8.01 Other Events.

On October 12 2026, the Company issued a press release announcing positive topline data from the first Phase 1b cohort of ANB033 in Celiac
Disease. A copy of the press release is filed herewith as Exhibit 99.2.

Item 9.01 Financial Statements and Exhibits.

(d) Exhibits

Exhibit No. Exhibit Title or Description
99.1 First Tracks Corporate Presentation October 2026.
99.2 First Tracks Biotherapeutics, Inc. Press Release, dated October 12, 2026.

104 Cover Page Interactive Data File (the cover page XBRL tags are embedded within the inline XBRL document).



SIGNATURES

Pursuant to the requirements of the Securities Exchange Act of 1934, as amended, the registrant has duly caused this report to be signed on its behalf by the
undersigned hereunto duly authorized.

FIRST TRACKS BIOTHERAPEUTICS, INC.
Date:  October 13,2026 By: /s/ Ajim Tamboli

Name: Ajim Tamboli
Title: Chief Financial Officer
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Safe harbor statement

This presentation and any accompanying oral presentation contain forward-looking statements within the meaning of
the "safe harbor” provisions of the Private Securities Litigation Reform Act of 1995, including staterments regarding the
potential benefits, efficacy and safety profile of ANB033 and the Company’s other product candidates; the Company’'s
regulatory plans and the anticipated timing of initiation of, enroliment in, and data from, its clinical trials; strategic
options for rosnilimab; and the potential market opportunity for ANB033. Statements including words such as “plan,”
“expect,” "anticipate,” “potential” or “ongoing” and statements in the future tense are forward-locking statements. Top-
line results are based on a preliminary analysis and may change following a more comprehensive review of the data,
and results from a Phase b trial may not be predictive of results in later-stage trials.

This presentation concerns drug candidates that are under clinical investigation, and which have not been approved by
the L.5. Food and Drug Administration. These are currently limited by federal 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 presentation, although considered reasonable to us at the time of preparation, may prove
to be incorrect. You are cautioned that the information is 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 any 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 expressly qualified by the
cautionary statements in this presentation. We do not undertake to update any forward-looking statements, except in
accordance with applicable securities laws.

Certain information contained in this presentation may be derived from information provided by industry sources. The
Company believes such information is accurate and that the sources from which it has been obtained are reliable.
However, the Company cannot guarantee the accuracy of, and has not independently verified, such information.

The tradermarks included herein are the property of the owners thereof and are used for reference purposes only. Such
use should not be construed as an endorsement of such products.

This presentation contains data based on cross-study comparisons and not based on any head-to-head clinical trials.
Cross-study comparisons are inherently limited and may suggest misleading similarities and differences. The values
shown in the cross-study comparisons are directional and may not be directly comparable.

£\ First Tracks
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Developing differentiated antibody therapeutics in
autoimmune and inflammatory diseases

Focused strategy to efficiently advance high-value immunology portfolio
- Data-driven development approach prioritizing differentiation, speed and capital efficiency
+ Global clinical development strategy

« Deep immunology and translational R&D expertise

Lead program, ANB033, has pipeline-in-a-product potential across
gastroenterology, dermatology and other broad autoimmune disease areas

ANBO33 Rosnilimab ANB101
(cDi22 antagonist) (Pathogenic T Cell depleter) (BDCA2 modulator)
- Phaselb in CeD - Phase 2b completed in RA - Phase la completed in

healthy volunteers
- Phaselb in EoE

- Anticipate Phase 2 expansion in
H1 2027 into vitiligo and one
additional indication

3 -
“ Fll‘st Tl'ﬂCkS Cel: celioc diseass; EoE: eosinophilic esophagitis; RA: rheunatoid arthritis.
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Leading pipeline designed to deliver meaningful advances for
patients with autoimmune diseases

Development Stage and Anticipated Milestones

Antibody Therapeutic IND

Program Indication Enabling Phase la Phase 1b Phase 2 Phase 3

Top-line P1b Cohort 2 data in Q12027
Initiate late-stage trial in 2027

Celiac
Disease
FDA Fast Trock Designation

Eosinophilic Top-line Plb data in Q3 2027

Esophagitis
ANBO33

o (cp22. = =@—m]/]0—

8 antagonist) H !

2 vitiligo | | Initiate in H12027
$ TR |

3 P i

@ et | | Initiate in H12027
] 1 1

£

E

Assessing
ROE-maximizing
strategic options

Rosnilimab
(Pathogenic
T cell depleter)

Rheumatoid
Arthritis

ﬁ;g?:l:; Inflammatory Completed Plain
modulator) Disease healthy volunteers

&\ First Tracks
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ANBO33

CDI122 antagonist




ANBO033 blocks CD122 to inhibit pathogenic immune cells

CDI122 is the beta subunit (IL-2Rp) of the
receptor for IL-15 and IL-2

« Expressed on subsets of CD8+ and CD4+ T cells
and NK cells

CDI122 antagonism reduces these
immune cell subsets

+ Dependent on IL-15 and/or IL-2 for
proliferation and survival

Overexpressed in select diseases,
including CeD gut or EoE

+ CebD: IELs, including cytotoxic CD8+ and NK cells
+ EoE: ILC2s

x FirstTrﬂc‘(s Richards et al, Cell Rep. 2025 Jul 2144(8)18038.

BIOTHERAPEUTICS
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cD122
(Bc)

cDI32
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Proliferation / Survival
Inflammuatory cytokine secration




Broad therapeutic potential across autoimmune and
inflammatory diseases

Gastroenterology Dermatology Other Areas
Celiac Disease (CeD) Atopic Dermatitis Asthma/COPD
Eosinophilic Esophagitis (EoE) Alopecia Areata Multiple Sclerosis
Crohn's Disease Hidradenitis Suppurativa Psoriatic Arthritis
Ulcerative Colitis Lichen Flanus Type 1 Diabetes
Vitiligo Solid Organ Transplant

Other clinical-stage drugs targeting IL-15 or CD122
- PoC in CeD and EcE

NOVARTIS IL-15 - Atopic dermatitis, vitiligo, and cutaneous lichen planus
t + CeD and vitiligo
evq IL-15 - Assessing atopic dermatitis, alopecia areata and EoE
argenxe- cDI122 - CeD, vitiligo, alopecia areata
£\ First Tracks
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ANBO033 shows strong survival benefit and reduced cytolytic
gene expression in aggressive GvHD mouse model

Survival Body weight loss (carried)
1004 . 10+ _
904 r End of dosing # End of dosing
] |
T4 Ol 4w e e _._ ANBO33
2 652' . - ARGX anti-CDI22
[ 1 PR~
B 5
E 404 vee .E”E o o + Belatacept
% - A0-
& 304 = ; v == Isotype Control
= 2p4 s
101
0 e 20y
0 10 20 30 40 50 60 0 10 20 30 40 50 60
Time (Days) Time (Days)
Cytolytic gene expression (Day 17)
HIE .
e 1-
= ANBO33
o] g

Em |sotype Control
HE—
GNLY. | .

0 50 100 150
Expression (% of isotype)

GvHD (zevere phenotype) model using hurman IL-15 transgenic mice that support human T call and NE cell engraftrment. 80-day
study. Mice dosed 3mg fkg BIW (belatacept 75 pg TIW) through Day 28. N=10 per group (ianrype control and Bah:mcepl) or 1l par
group Ete-st articles). ***Survival: ANEO33 statistically significant vs isotype control (P+0.0001), Belatocept (P=0.003), Argenx anti-
CD22 (first achieved on Day 38, p=0.031, with significonce deepening through Day 60, P=0.0032) log-rank Mantel-Cox test; Body
: . weight loss: ANB033 statistically significant vs isatype control (p<0.001), Belatocept (p=0.0018), Argenx anti-CD122 (first achisved on
“ F Irst Tracl(s Day 28, p=0.037, with significance deepening through Day 60, P= 0.0003), Unpaired Student’s t-tests. Gene expression dota
BIOTHERAPEUTICS generated from purified human immune cells isclated from spleen on day 17. *p<0.08 Unpaired Student's t-tests.




Phase 1a demonstrated favorable safety, tolerability and PK
profile with clear impact on immune cells driving CeD

ANBO033 Phase la results!

Rapid and sustained PK profile

= Up to 3-week half-life with IV and SQ
dosing

Full receptor occupancy (RO) within
hours and maintained for >30 days

- Dose response observed
- Modeled to achieve >IC90 on CD8+ T
cell subsets in Gl tissue

Favorable safety and tolerability at
all doses

= No viral infections or unexpected lab
abnormalities

= Overall, no impact on peripheral total
Treg counts

% Changefrom baseline

% Change from baseline

CD122+ CD8+ T cell impact

20% —
0%
-20%
-40%
-60% -89%
-80% -
-100%
CD122+ NK cell impact
20%
0%
PN . |
-40%
-60%
B — -98%
-100%

=)= Placebo —iffj= ANBO33-IVDose wifffm ANBO33 -SCDose

[mid-gasa) {initiat cose )

- - 1. N=80 (n=60 ANB033, n=20 plocebo) Phase la trial, cdministered both IV and SC dosi ng, 10 cohorts (four SAD IV, three SAD SC, and
“ Flrst Trac three MAD 5C, follow-up to *7 months; 2. Graphs reflect SAD data and maxdmum reductions were ochieved within the first 43 days.
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Anti-IL-15 and CD122 therapies have demonstrated sustained
reduction in CD122+ NK cells with no observed safety issues

ANBO033 effect on total NK cells

75%
—8—Placebo  —@=IV Dose  —@=5C Dose

50%
TEW-53408 Effect on Total NK Cells (Poocled) !
(through Day 554)
P s 1-10rsg SC == 50-150rmg SC

25%

z

g
#

0%

-25%, /.

-50% —e =

e}
F

=z

% Gharige from basslinge
o

% Change from baseline
5
#

i
F

Time (duyn)

-75%
0 7 13 19 256 31 37 43 49 55 61 67 73 79 85
Time (days)

No safety signals observed in any CD122 or IL-15 trials to date after NK cell reduction

¥ ANBO33 »50% peak total NK cell reduction with return towards baseline within 3 months
v TEV-53408: »50% sustained total NK cell reduction for 1 year with return to baseline over 18 months

- - 1. &chnir et al; Developing TEV-53408 for the Treatment of Celioc Disease: Summary of Preliminary Results from the First-in-Human
Z0 First Tracks  srose1siudy in Healthy Voluntsers, Single SC doses, GoW, May 2024, Phase Ia, single dose, study completed (n=60 TEV-53408,n=18 | g

BIOTHERAPEUTICS plocebo). Moved into P2a CeD trial in 48 adults while undergoing GC; primary trial completion anticipated in Sept. 2026.




ANBO33’'s MOA is an ideal fit for targeting CeD inflammation

CeD marked by excessive IL-2 and IL-15 production which perpetuates disease

N I . -
SHicadin from gluten r

I_________--- +—Inhibition of IL-2 signaling

~ IL-2 stimulates

= CD4 effector memory T cell
activation and proliferation

= IFNy production leading to IL-15
secretion

= Induction closely linked to acute
symptom development

= Inhibiting IL-2 signaling reduces

= Gluten-responsive CD4 T cell
expansion

= Inflammatory cytokine secretion

—.

o dean| —p S Arirgioan i Inhibition of IL-15 signaling
b4 I — IL-15 induces proliferation of IELs
o e e e e e e e o e = Majority of [ELs are CDI122+ T cells
LA proprta = Inhibiting IL-15 signaling reduces IELs
}"f Peripharal blocd = Reduces epithelial cell destruction

Comas+
NK cell 4 - . .
ANBO3Z g : g = Restores barrier integrity

‘\\ Fil‘s‘t TrQCI(s Adaopted from Dieckman et al (2022) Curr. Opin. Pharmacol. 66:102268.
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Previous approaches have not addressed the multiple pathogenic

drivers of CeD

However, a CDI22 antagonist targets both key pathogenic drivers of CeD

Glicsdlin from gm.sn

'-----------.
Loss of barrier integrity 1

ANBUSS

Ml o e e e o o o o

IL-15 antagenists: Clinical PoC

teva U novartis  AMGEN

P2 compiete Flb PoC Lacked potency

| 1 ANB033
I Hla ?
1 i

Non-immune cell targeting

7s1m'][a~;

P2 ongoing Dizcontinued
Gluten tolerance

Flongoing ‘ongomg
HLA-DQ2 5 gluten peptide complex SIRTS modulator

1 " Anti-giedi
1 Beall —» hﬁ‘ pr e
1 S
1
| 5

Lesrriine prega

> = o & T

0X-40L antagonist
sanofi

P2 dota readout in H2 2025

‘\\ First Tracks Adapted from Disckman st al. (2022) Gurr, Gpin, Pharmacol, 66102266,
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ANBO33 prevents key CeD histologic manifestation of
gluten-induced villous atrophy

Sham Gluten + Gluten +
Isotype Control ANBO33

ANBO033 treatment shows improved histology:
preserves villus height and crypt depth (Vh:Cd) in CeD mouse model

A F.rst TI'CICkS Note: HuDG8-Dd-villin-IL-15tg mice on a gluten-free diet are challenged with gluten, and CeD features are analyzed on day 20.
4 I The treatment regimen includes a sham (no gl.lnn) isotype control and ANB033 surrogate antibody fmti—mwse CDI22 antibody
— BIGTHERAPEUTIEE —  with similar epitope and offinity to ANB033) administered ot 10 mg/fkg BW.

13




ANBO33 significantly prevents the reduction of Vh:Cd ratio
compared to control

Vh:Cd ratio ANBO033 impact on Vh:Cd ratio

Healthy tissue:
High villus height, lower crypt depth
Figaling s——y Injury

9
B
- &= .
e
[5]
P i
=
Marsh clazsification L
CeD tissue: °
Reduced villus height, extended crypt 1 I I I
e Sham Isotype  ANBO033
+ Gluten + Gluten

ANBO033 treatment shows improved histology:
preserves villus height and crypt depth (Vh:Cd) in CeD mouse model

“ F'rst Tl'q ks Note: HUDGE-Dd-villin-IL-15tg mice on a gluten-free diet are challenged with gluten, and CeD features are analyzed on day 30.
4 l c The treatment regimen includes a sham ?m gluten). isotype control and ANBOS33 surregate antibody (anti-mouse C0122 antibody 14

BIOTHERAPEUTICS with similar spitope and affinity to ANE033) administarad at 10 rng,u’ltg BIW.
I —————— — —,




ANBO33 prevents gluten-induced intestinal inflammation

Epitheliallayer of small intestine
No increase in CD8+ IELs

- 800000+ * *
= I 11 1
& 600000
8
- Lamina propria (LP
o 400000+ prop ( )
£ No increase in CD4+ IFNy + T cells
=]
8 200000+ o 6000+ "
S ® I 1
Q
0= +
Sham  Isotype  ANB033 Z 4000
+ Gluten + Gluten .
) . <
No increase in Gm'nzyme B+ IELs 8
80000 . N 5 2000
P T 11 1 -g'
&= 60000 3
O+
] ﬁ 0 T
£ 40000~ Sham Isotype  ANBO033
£ + Gluten +Gluten
25
& 200004
n_

Sham Isotype ANBO33
+ Gluten + Gluten

- illin-IL-15tg mice on a gluten-free diet are challenged with gluten, and CeD features are analyzed on day 30.
F Irst Tracks gimen includes a sham lna gluten%. imotype control and AMB033 surrogate antibody {unti-rnouse cDi22
antibody with similar epitope and affinity to ANB033 ) administerad ot 10 mg}ltg BIW. IFNy + CDA T calle and GrzB+ CD8+ T calle

o

SIBTHERAFEHTIES enumergted bx intracellular flow cxtometr‘.‘.




ANBO33 shows differentiated impact in CeD patient-derived
PBMCs compared to competing anti-IL-15s and CD122s

Cytotoxic CD8+ T cells
120 Clinieal

100

1
4

(1]

40

Proliferating
(% of Isaty,

20

o= T

L I I T
10¢  10% 401 400 40! 40  q0*
Antibedy (nM)

Granzyme B secretion

3
J

1004

GranzymeB
(% of isotype
3
1

1=

K
=

CD4+ Th1[Th2 Tcells

Clinical

range
. 100
_E:g_ 80
58
s4o €0
55
(=]
£
20
bl | I I I I T -__-'!
102 102 109 4100 101 102 103 Unstimulated
ibod
Antibody (nh) Hl [sotype Control
= ANBO33
IFNy secretion B Forle anti-CD122
200+ B Incyte anti-CD122
= Teva anti-IL-15
150
L8
E.g 100+
%5
2 50
0-

"1 First Tracks Top Panek PBMC from Ceb donors measuring proliferation (Kis7 staining), stimulated for 7 days with IL-15 + IL-2 (N=4 donors).
Bottorn Panel: PEMC from CeD donors stimulated for 3 days with anti-CD3 and anti-CD28 (N=4 donors), 100nM doss for all arms.
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CeD patients present with range of histologic activity and
symptoms that are often not directly correlated

Histology (vr.cd ratio)
3.5 25 2.0

15 1.0 0.1
Normal

Mucosal damage Abnormal

Symptoms are intermittent and can vary from none to mild to moderate to severe across histological damage
First Tracks  (enase )

HIOTHERAPTUTIO

Cohort 1 (Vh:Cd 2 2.0)

Gluten challenge to assess the prevention of
intestinal damage

Cohort 2 (Vh:Cd £ 2.5)

Added additional cohart to PIb te inform on potential to heal mucosa in patients with existing histologic
intestinal dornage and further derisk future development

Competitive Landscape
1)
teva s FORTE
(Phaze 2a) {Phase 1) (Prase Ibf2a)
Gluten challenge: patients with higher Vh:Cd ratios
(>2.5 or »2.0)
sanofi

(P2 data readout in HZ 2028)

Fhase 2b study to assess if drug can heal damaged mucosa and restore normal symptomatology
(vh:cd s 25)

£\ First Tracks
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ANBO033 Phase 1b trial in CeD
Anticipate top-line Cohort 2 data in QI 2027

Prevention of
Mucosal Damage

Cohort1 S
Screening
ANBO33 5C Doss Q2W
Vh:Cd Giuten
Randomized 11 30 challenge
Placebo 5C Dose Q2W
Primary analysis
* Baseline Endascopy * Week 6 Endoscopy
Sites:

Follow-Up Period

Mucosal Healing

= United States (12 weeks) Follow-Up Period
e Cohort 2
- Western EU ANBO33 S€ Dose QIW
- Australia
= New Zealand Virce
<25 Flacebo 5C Dose QW
= Primary Analysis
* Baseline Endoscopy * Week 12 Endoscopy
I I [ I I I I s T
Week o] 2 &4 B 8 10 12 30
Dosing (+) L L L
Safety Safety and tolerability in adult participants with well-controlled CeD
Clinical PK PK and immunogenicity
= Change from baseline in Vh:Cd ratio
Efficacy = Change from baseline in IEL density
- PROs, including Celiac Disease Symptom Diary (CDSD)
Biomarkers @ Characterize ANB033 effects on circulating biomarkers, including robust translational plan

£\ First Tracks

BIOTHERAPEUTICS




Cohort 1 (gluten challenge) to assess prevention of mucosal
damage and symptoms

Prevention of
Mucosal Damage Follow-Up Period
6 week:
Cohort1 -
Screening - ANBO33 SC Dose Q2W
VhCd Gluten
220 G
Placebo 5C Dose Q2W
Primary analysis
* Baseline Endoscopy * Week 6 Endoscopy
N
I I [ I I I I AN
Week 0 2 4 ] 8 10 12
Dosing (1) 4 L) L

Minimal evidence of mucosal damage (Vh:Cd 2 2.0)
- Symptom-controlled CeD patients
- Receive gluten challenge after pre-treatment with ANB033 vs. PEO

ANB033 subcutaneous loading dose at Week 0, 2, 4 (pre-gluten challenge)
Gluten challenge allowed for controlled induction of mucosal damage

Beginning Week 4, 6g gluten dose daily (two 3g study supplied cookies) for 14 days through Week 6
Endoscopy at Week 6

Assessed prevention of gluten-induced mucosal damage and daily symptoms

£\ First Tracks
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Cohort 2 (Vh:Cd < 2.5) assesses ability to heal mucosal damage in
patients with a broad range of histologic and symptom severity

Mucosal Healing Follow-Up Periad
Cohort2 Deneesl
(n=40)
Screening - ANBO33 5C Dose QIW
(up to 42 days)
Vh:Cd
«25 Placebo 5C Dose QZW
* * Primary Analysis
Baseline Endoscopy Week 12 Endoscopy
kN
| I I I [ I I AT I
Week 0 2 4 6 8 10 12 30
Dosing (+) 4 + 4

Persistent evidence of histologic CeD activity (Vh:Cd £ 2.5)
- Broad range of histologic (Vh:Cd ratio < 2.5) and symptom severity
- Substantial mucosal damage already present (no gluten-challenge)
- Proxy: nonresponsive patients

= ANB033 dose at Week 0, 2, 4
- Endoscopy at Week 12
Assess healing 8 weeks after last ANB033 dose

Maximize healing time given ANBO33 prolonged tissue exposure and PD properties

"‘ First Tracks Cohort 2 (mucosal healing) enhanced to enroll up to 40 patients including those with a broad range of histologic
(Vh:td ratio < 2.5) and symptomn sewverity to further inform future developrment 20
BIOTHERAPLUTICS




ANBO33 top-line Phase 1b cohort 1 gluten challenge
Results summary

Achieved a statistically significant and clinically meaningful protective effect on
both gluten-induced intestinal damage and symptoms

LS mean change from baseline in Vh:Cd ratio of -0.17 on ANB0O33 vs. -0.66 on placebo,
a +0.49 placebo-adjusted delta (p=0.009)

LS mean change from baseline in IEL density of =1.20 on ANB033 vs. +18.83 on placebo,
a -20.03 placebo-adjusted delta (p<0.001)

Prevented an increase in symptoms throughout the entire gluten challenge, with
lower CDSD score on ANB033 vs. placebo that was statistically significant from the
firstday

Well tolerated with no safety signals observed to date

“ First TI"UCkS LS mean change = Least-squares mean change. 21
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Cohort 1 baseline characteristics

Baseline Characteristic A("n:?%s
Age (years) 411 443 428
Sex(n, %)
Male 2 (13.3%) 5(29.4%) 7 (21.9%)
Female 13 (86.7%) 12 (70.6%) 25 (78.1%)
Baseline mean Vh:Cd ratio 277 274 275
Baseline mean
IEL density/100 enterocytes = . 22.80
Baseline mean VCIEL -0.004 -0.148 -0.080
“ Flrst Tr'GCKS VhoCd = Villous height to crypt depth ratio; IEL = intraepithelial lymphocyte; VCIEL = Vh:Cd and IEL unified scala. 22
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ANBO033 demonstrated a statistically significant Vh:Cd
histologic benefit vs. placebo

Change in Vh:Cd Ratio at Week 6

0.00
- ANBO033: Vh:Cd Histologic Protection

=-0.17

o
3 05 « = Prevented a clinically meaningful
g’g decline below the ~0.25 threshold'
2=
ES
-~ 2 = Protected against gluten-induced
2¢ 5o Treatment intestinal damage
i difference
e of +0.49
=

E"’ ANBO33 vs. Placebo
[ -0.66

0D = Reduction in Vh:Cd decline of

~75%
p=0.009
-1.00
Placebo ANBO33
A First Tracks :11.::?. D;O.“I;:: ﬁ;ﬂﬁgﬁiﬁdﬁ:@ clinically meaningful Vh:Cd ehangs; VheCd = Villous height to crypt depth ratic; LS 23
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ANBO033 demonstrated statistically significant IEL density and
composite VCIEL benefit vs. placebo

Change in IEL Density at Week 6 Change in VCIEL Composite at Week 6
o = ]
<0.001
¢ -0.25
250
-10
.E 20.0 18.83 .E
A= o
a2 E 15.0 Treatment 2 é 20 Treatment
ES difference ED difference
2 3 of 2 8 of
@ . - @ .
& ¢ 100 20.03 s g . +3.33
23 25
[} g [} g
c 5.0 c
g?:. g g -3.59
2 oo 2 e
: |
-1.20 p=0.002
50 -6.0
Placebo ANBO33 Placebo ANBO33

ANBO33 not only prevented an increase, but reduced IEL density, despite an
intense gluten challenge

‘\ First TI'CICkS IEL = Intraepithelial ymphocytes: IEL density = the number of IELs per 100 enterocytes; VCIEL = Vh:Cd and IEL unified scale.

— BIOTHERAPEUTICS —
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ANBO33 is the first therapy to report statistical significance
on both histology and symptoms

Placebo patients experienced a marked increase in symptoms consistent with an
intense gluten challenge

ANBO33 prevented an increase in symptoms throughout the entire gluten challenge

47% of placebo patients and only 6% of ANB033 patients took permitted medications
to mitigate their Gl symptoms

Lower CDSD score on ANB0O33 vs. placebo, a statistically significant difference from
the first day through the seventh day

Lower moderate-to-severe symptoms on ANBO33 vs. placebo, a statistically
significant difference from the first day through the twelfth day

“ First Trac CDSD = Celioc Disease Symptom Diary; The CDSD s a validated, patient-reported outcome measure that assesses the frequency
and severity of y celioc disease symptoms which are abdominal pain, ting, nouseq, diarhea, and tiredness.
d ity of five key celioc di which bdominal pain, bloating, diarrh: d tired; 25
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ANBO33 well tolerated with no safety signals observed to date

Irantmant Placebo ANBO33 Overall
(n=18) (n=18) (n=34)
Participants with any AE 16 (100%) 16 (88.9%) 32 (94.0%)
Any SAE 0 (0%) o (o) o (o%)
Any severe AE 1(6.3%) 0 (0%) 1(29%)
Any moderate AE 12 (75.0%) 3(16.7%) 15 (44.0%)
o o eceerk 1(63%) 0@ (29
AEs occurring in 2 3 participants
Nausea 7 (43.8%) 1(5.6%) 8 (23.5%)
Abdominal pain 6 (37.5%) 2 (%) 8 (235%)
Injection site erythema 2 (12.5%) 5(27.8%) 7 (20.6%)
Fatigue 5(31.3%) 1(56%) &6 (17.6%)
Diarrhea 4 (25.0%) 2 (1.1%) 6 (17.6%)
Vomiting 4 (25.0%) 2 (%) & (17.6%)
Upper respiratory tract infection 3(18.8%) 2 (%) 5 (147%)
Injection site bruising 3(18.8%) 1(5.6%) 4 (n.8%)
Headache 3 (18.8%) 1(5.6%) 4 (n.ax)
Abdominal distension 3(18.8%) o (o%) 3(88%)
Constipation 3(18.8%) o (o%) 3(8.8%)
Flatulence 3(18.8%) 0 (0%) 3(8.8%)

- Safety analysis set includes two additional participants who were randomized in Cohort 1 but discontinued the study prior to initiating the
Flrst Tracks gluten challenge, were therefore unevaluable for gluten challenge efficocy analysis and did not undergo the second biopsy at Wesk 6. The
BIOTHERAPEUTICS one participant on ANBO33 digcontinued due to a decision not to undergo the giuten challenge.
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ANBO33 achieved statistically significant and clinically meaningful
protective effect on both gluten-induced damage and symptoms

Endpoint Target Result
Stat sig. benefit oA 9(: fg‘gég‘;em
vhicd
Protective effect 0.17 change
i (vh:Cd <025) Below clinically meaningful threshold
Histology
Stat sig. benefit 20’03(5 ‘ﬁhﬂscem’
B
IEL density
Protective effect 1.20 decrease
(No increasa) (improvement)
Prevented an increase in symptoms
throughout entire gluten-challenge
Total Trend
Lower CDSD score vs. placebo;
Symptoms Stat sig difference from first day
Moderate-to- P .
s Trend Stat sig difference from first day
Safety f;frg’b{mﬁ Well tolerated Well tolerated with no safety signals

£\ FirstTracks :-cem

BIOTHERAPEUTICS




ANBO033 achieved statistically significant and clinically meaningful
protective effect on both gluten-induced damage and symptoms

Admin [ Change in Change in Symptom
CLLEE s SEs MOA Vh:Cd IEL Density Benefit
Prevented an increase in
Drug: -0.17 Drug: -1.20 symptems throughout
ANBO33 Phase 1b (n=32, 1:1) sc Placebo: -0.66 Placebo: +18.83 gluten challenge
FirstTracks | 14-day.égperday | (coiz2) 0.49PBOA 20.03PBOA Lower CDSD scores vs.
p=0.009 pe0.001 placebo; stat sig
difference from first day
Drug:-0.43 Drug: +0.37 “Stable CDSD scores
TEV-53408" Phase 2a (n=50,11) sc Placebo: -0.88 Flacebo: +27.60 on dggé:gors‘e on
Teva 6-week, 3g gluten/day | (15 0.45 PBO A 272 PBO A
p<0.05 No stots reported No stats reported
B ' Drug: -0.046 Drug: -1.5 4.0 drug vs. 6.9 placebo
Phase 1b (n=32, 31) Y, Placebo: -0173 Placebo: +13.3 cumulative symptoms
+AEs [subject
b= ﬁf‘ 4g.to (co22) 013PBO A 14.8 PEO A e
FB-10223 g/cay p value not significant P=0.0035 No stats reported
Forte /
Argenx
Phase 2a (n=126, 2:21) bata not reported “prevent emergence of
v patient symptoms”
54-day, 8gto 3g (cDI122) e Data not reportad
gluten/day p=G No stats reported

Mote: Data reflect cross-trial comparisons and not head-to-head studies Coution should be used when comparing data due to differences in trial designs,

participant charocterist

&\ First Trac

tics and endpoint definitions.

ks

BIGTHERAPEUTICS

1. Teva Phase Ja celioc results reported Sept. 2, 2026; 2 Forte Biosciences Phase 1b results reported June 23, 2025; 3. Argenx Phase
2a results reported Oct. 8, 2026; A = Delta




Potential blockbuster opportunity for ANBO33 in
non-responsive CeD

4.1 million High disease burden

U.S. adult patients? = Debilitating symptoms and QoL

(Projected prevalence based on
serological positivity rate)

» Increased risk of developing other
autoimmune disorders

= Disease awareness driving growth

2.1 million - No approved therapies
~ U.S. adult patients!
(Projected prevalence based on
biopsy-confirmation rate)

CD122s differentiated from other

Tx in development

Growing to >50% U.S. = HCPs favor MOA t‘hat targets both
diagnosis rate? symptoms and histology

(Actual diagnosed confirmed

via biopsy)

>$20B+ U.S. market in patients

non-responsive to gluten-free

~25% to 40% diet

= Expect reimbursement with limited
utilization management

1. King et al. (2020), singh et al. (2018), Choung et al. (2016), Kotz et al. (2om), Trinity Life Sciences Commercial Assessment HGP Primary
Market Research (2025). CeD sizing reflects future US markst in 2030 assuming growth in diognosis rate based on historic trends and
o . projected growth with entrance of novel therapies; 2. Leffler et al. (2007), Abhijest et al. (2018], Aggarwal et al. (2025) Mahadev et al.
‘1 FI rst Trﬂ(:ks (2017, Trinity Life Sciences Commercial Assessment HCP Primary Market Research (2025). 3. Lebwohl et al. Presented at DOW {2026}; 29
BIOTHERAPEUTICS Percent of CeD non-responders to gluten free dist whose symptomns are not well controlled with or without villous atrophy.




Similar to CeD, ANB033 targets multiple drivers of EoE biology
addressing both dupilumab sensitive and insensitive pathways

Allergens, irritants, microbes, reflux, etc. Barrier Dysfunction

(dupilumab-sensitive)

- Reduces CD4+ T cell
proliferation

- Reduces IL-5/13 from CD122+
ILC2 and CD4+ T cells

IL-5
13

[ Akarming)

“Th2" inflammation™ %ILC2. ) “other” inflammation
(dupilumab- (dupilumab-insensitive)
sensitive)

k— cD8+ and NK
(dupilumab-insensitive)

= Inhibiting IL-15 signaling
reduces -
= IFNy
= Granzyme B
= CD8+ T cell proliferation
= NK cells

Upstream pathways lead to
downstream eosinophilic
infiltration into tissue

‘\\ First TrGCRS Adapted from Discepolo et. al. Gastrosntsrology. 2024; 157:00-103.

— BIOTHERAPEUTICS —
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Mechanisms that target only downstream signals of

inflammation have not been successful in EOE

Barrier Dysfunction

Allergens, irritants, microbes, reflux, etc.

L-15

Approved

sanofi
Dupilumab (anti-IL-4Ra)

o e e s

{Alarming)
“other” inflammation

“Th2" inflammation™ |
(dupilumab-insensitive)

dupilumab-

Has PoC

(b NOVARTIS ®Calypso
GlA-632 (anti-IL-15)

‘\\ First TI'CICkS Adapted from Discepalo et. al. Gastroenteralogy. 2024; 157:80-103.

— BIOTHERAPEUTICS —

Ongoing

AMGEN AstraZeneca@?

tezepelumab (anti-TSLP)

Failed mechanisms

anti-cKIT, anti-IL-5Ra,
anti-IgE

Celldex Astra?_eneca’}

|3I




ANBO33 prevents eosinophilia by targeting upstream
inflammation

Aspergillus-induced eosinophilia

Esophageal eosinophils Eos observed in histology
2=104 . Treatment
-_|_ ... e ™ 0 # Unchallenged
= 5x10° ] e Isotype control
3 4x103 iL . s ANB033
o
3 3x103 W . :i: & anti-mil-15
© 2x103 g s ® A e anti-mil-13
L] -
12103 s H a4 ® anti-mTSLP
0 [ ]
Lung eosinophils Lung ILC2s
1=107 2%10%
L]
&=
B0 e . _ 1.5%105-] -
2oaod S se 3 & T
© f: ¥ : O qx1ps| _? .3. o
T 4x105 " © i
o 0 ]
: 2 % 5105 M ® %e <
2x105+ . i . ™
.
- &
0 - H T T 0 T T T T T T

Model of eosinophilic inflammation: Balb/c mice were challenged intranasally with Aspergillus fumigatus TIW for 3 weeks. The treatment

A First Trqcks regimen includes unchallenged control (PES), isotype control, ANBO33 surrogate antibody (anti-mouse COIZ2 antibody with similar

binding epitope and affinity to ANB033), anti-miL-15, anti-miL-13 or anti-mT5LP, administered at 10 mg/kg BIW for 3 weeks. Tissues were
— BIOTHLRAPLUTICS —  ossessed by flow cytormetry or stained with HEE for histopathology assessment. Lung samples shown in graphic.




ANBO33 also prevents cytokine secretion and chemokine
secretion responsible for eosinophil expansion and recruitment

Aspergillus-induced eosinophilia

Eotaxin
200+ Treatment
. ® Unchallenged
bl . ® Isotype control
[ e ANBO32 ANBO33 prevents -
] -
A % " e e anti-mi-15
504 e = 9 SEa - Cytokine secretion
b * & anti-mTSLP (IL-8/1L-13) responsible for
[N S M- e0s expansion
500- = S = - Chemokine secretion
o (eotaxin) responsible for
- eos recruitment
400+ [ ] 00 - % .
£ - E . <
& . & . 1
200 qﬂ. . ? = D0~ *
n . . . . * =
PRA & A &
0= 'u'_'_l_‘_l_l_l_

Model of eosinophilic inflemmation: Balb| c mice wers challenged intranasally with Aspergillus furmigatus TIW for 3 weeks. The
. = treatment regimen includes unchallenged control (PES), isotype control, ANBO33 surrogate antibody (anti-mouss COIZ2 antibody
“ F Irst Tracks with similar binding epitope and affinity to ANB033), anti-miL-15, anti-mil-13 or anti-mTSLP, administerad at 10 mg//kg BIW for 3 33
weeks. Detection of mil-13 used a different epitope than neutralizing anti-mill3, so IL-13 bound by anti-miL-13 is still detected via
BIDTHERAFLUTICS this method. Measured in Bronchial Alvealar Lavage Fluid (BALF




ANBO33 reduces CD4+ T cell and ILC2 derived Th2 cytokines,

proven drivers of EoE pathology

IL-5 secretion

IL-13 secretion

= 125 e — 1259 Clinical
= range T fEinge
£ 100 5 1004
O O S
s v g 75 - 75
@ == o0 §
o g 0 =2 504
= a
o 25 5 254
s e
e
c T T T T T h c T T T T T 1
] 0.0m 001 o1 1 10 100 1] o.o0m o o1 1 10 100
lnﬁbnﬂy{m} Antibody (M)
IL-5 secretion IL-13 secretion
2000 b -2 stimutation &00 b -2 stimutation
— 1500 by
[+ ] 400
S < 5
— 1000
= 2 &
(7] ™ 200
L oo 0
0 o
i‘.s@ -&b a", &5‘\ #@ 5& &
\'}& \@J’g b L OQP " - &
ANB033 ANBO33
=@= ANBO033 =i 1sotype Control

&\ First Tracks

BIOTHERAPEUTIES

Top Paned: Human healthy PEMC were activated by anti-CD3/CD28 for 3 days; n=4 donors shown. Bottorn Panel: Purified hurman
whole blood-derived ILC2 maintainad in IL-33 were stimulatad with IL-2 for 3 days; 1 of & similar representative donors shown.
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ANBO33 Phase 1b trial in EOE ongoing
Anticipate top-line data in Q3 2027

Screening Double-Blind Treatment Period Follow-Up Period
(up to 42 days) (12 weeks) ollow-Up Perio
N=50
randormizad 11 AMBO33 SC Dose Q2W
Sites:

United States

it Placebo SC Dose Q2W
2 il * ) Primary Analysis Follow-Up (Off-Drug)
Baseline Endoscopy Week 12 Endgoscopy Week 24 Endoscopy
] [ I I I I I ¥ l T 1
Week 0 2 4 6 8 10 12 24 40
Dosing (1) * t * * * *
iy Adult participants with EoE, including dupilumab-experience (<25% of trial)
ation
e Peak eosinophil count 215/ hpf at the screening endoscopy and with symptomatic dysphagia
Safety Safety and tolerability
Clinical PK PK and immunogenicity
- Peak esophageal intraepithelial eosinophilic count (eos/hpf
Efficacy phag p P (eos/npf)

+ Change from baseline in dysphagia symptom guestionnaire (DsQ)

Biomarkers @ Characterize ANB033 effects on circulating biomarkers, including robust translational plan

£\ First Tracks
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EoE is a significant market with increasing prevalence and
unmet need

340,000 Significant unmet need with limited
diagnosed U.S. patients' approved therapies
= ~50% PPl or steroid non-responsive
or intolerant
= Dupixent QW approved in 2022
= 20-30% Dupixent non-responsive

170.000 Increasing disease recognition with
. Sl 28% CAGR'?
biclogic-eligibie * Heightened rates of endoscopic
initial target population procedures and biopsies

~$5B+ U.S. sales anticipated by 2030

= Potential to reach IBD diagnosis and
biologic penetration analogs given
substantial unmet need

~30,000'
Dupixent-treated

“ First Tracks 1.25 Claims analysis and KOL interviews August 2025; 2. “Prevalence and costs of scsinophilic esophagitis in the United States” (Thel

2024, Clinical Gastrosntarclogy and Hepﬂt:ﬂngv). B% CAGR from 2019-2024; expected to continues through 2030 36
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Rosnilimab selectively targets pathogenic T cells in periphery
and inflamed tissue to restore immune homeostasis

Dendritic cell

CDEO/8E MHC PD-L1

Fc
Receptor

1 s

l SHPz . PD-1

Tcell
Activation

Tcell

“ First Tracks Effector T cells (T.): octivated T cells (cytotoic, helper, Treg); Follicular/Peripheral Helper T cells (Ty, T,,): support B cell

differentiation and maturation.
BIOTHERAPEUTICS

Rosnilimab aims to:

o Leverage natural immune regulatory

pathway to safely restore immune
homeostasis

o Achieve durable remission and modify

disease

lllustrative T cell composition cha nge

Healt!
Periphr;yry RA Synovium

PD=1""g
PD=1"8 PD-1""8

Rasmllmab

PD-1"8
PD=1"8

Treg PD-THa"
Treg PD-1int
Treg PD-1"%




Pathogenic Teff and Tfh/Tph cells mediate autoimmune

pathology

T (follicular helper)
Ton (Peripheral helper) .

Secrete CXCL13 and IL-21 which recruit and mature B cells into
“autoantibody secreting” plasma cells

Depletion results in downstream effect on B cells, plasma cell
generation and autoantibody levels

T (effector)

In response to stimulation, become highly activated

Secrete inflammatory cytokines, cause tissue damage
and perpetuate inflammatory cycle

Depletion results in reduced T cell proliferation, T cell migration
and cytokine secretion

excus EI0S
- - -t
Ig. ® Pl T ""‘-u\ ’,_':‘ 2 CACLE
th
.r. differentiation * il 2o

2 | ) T
\ @ s

cxeua a
L-21

&

S

CcXCcuU3

Proliferation &

inflammatory
cytokine secretion @

Cytokines (e.g., IFNy, IL-6, IL-13)

S @D

Lymphoid tissues

“ First Tracks Adaoptad from Akiyarma et al, Ann

BIOTHIRAPEUTIES

Periphery L 'y) Inflamed tissue

Rheurn Dis, 2023. 41




Depleting pathogenic T cells broadly impacts multiple
downstream, clinically validated drivers of RA pathogenesis

Lymph node Synovium
Deplete e
~ Activated
‘rrabmt
IL-17 .-’*’. ’l
IFN
' ’
-
_;-"
= '-_.. (< JAK inhibitors ) _m
\ ‘ L
= Te, TNF
- . it 51
Deplete

=3
~. xcua o )K‘ :k
Sl G e
Deplete”. - %
= @ '

>B0% of T cells in RA synovium are

% Autoantibodies
pathogenic

(e.g. u-CCF)
Immune

Plasma cell
9
complexes

Rheurnatoid
factor

A FIrSt TraCKs Adapted from Aletaha and Smaolen, JAMA, 2018; 1. Chen et al, Clinical and Translational Immunology, 2024,

" ;1. i 2024, 40
— BIOTHERAPEUTICS —

= Similar findings are observed in treatment
naive and biologic experienced patients

2x increase of pathogenic T cells observed
in blood vs. healthy controls!




Rosnilimab Phase 2b trial in RA
95% completed 6-month all-active treatment period supporting rosnilimab’s favorable

efficacy and tolerability profile

Blinded All-Active

Blinded Placebo-
Treatment

Screening Contralled Treatment All-Active Off Drug

Follow-Up

On csDMARD

Placebo 5C
(n=106) — et

Rosnilimab SC 100mg Q4w Rosnilimab SC 100mg Q4w

N=424 (n=106) =il
Randomized
P Rosnilimab SC 400mg Rosnilimab SC 400mg Q4w
1o (n=72)

kosniimab SC 600mg Rosnilimab SC 600mg Q2W
(n=105) (n=74)

Study Continuation
m.:-n:r Statistical e e m—— End of Treat t Fhl:ns:nﬂ;:lml
fhind (cpai z10) Wk 14 .

Key Inclusion Criteria — Seropositive RA, 26 swollen and 26 tender joints, hs-CRP : 3mg/L during Screening, Concurrent use of 1 or
2 csDMARDs that were initiated at least 3 months before screening
Key Exclusion Criteria - Inadequate response, loss of response, or intolerance to any combination of 2 3 b/tsDMARD classes

Primary Endpeint - Mean change from baseline at Week 12 for DAS28-CRP

& First Tracks

BIOTHERAPEUTICS
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LDA requirement at 14 weeks to continue on rosnilimab was a high bar

for patients with baseline high disease activit
95% of trial participants had high disease activity (CDAI > 22) at baseline

Disease activity

76 |

Trial baseline:
38 median CDAI-= 36
mean CDAI = 38

g High Disease Activity
Q (cDAl>22)
7]
<
a
o

22

10

Low Disease Activity (LDA)
(cpais 10)

2.8 Remission

0 (cpar<2.8)

£\ First Tracks

BIOTHERAPEUTICS

Treaters target a well-controlled disease state (e.g,
LDA) by 6 months; however, look for an initial signal
of response (e.g, ACR20) by 3 months

H Mustrative relative
i improvement

1

i

| ACR20

S Initial signal of efficacy;

] typically plateaus at 3 months
!

i

ACRS50

T Indicates good response to

treatment; typically not
axpected until 4-5 months

CDAI=11
- o i
Patient would net CDAI=10
continue on Patient
rosnilimab would continue on

after 14 weeks

rasnilimab through
& months

42




Rosnilimab demonstrates best-in-disease profile in RA
Late-breaking oral presentation by Professor Paul Emery at ACR Convergence 2025

Best-in-disease profile through 6 months

- JAK-like efficacy in both 3-month placebo-controlled portion and through 6 months

- Similar responses observed across more stringent endpoints regardless of prior
therapy type, including JAKs

- Favorable safety and tolerability, particularly when compared to standard of care
Monthly (Q4W) dosing

Max response rates have not yet been observed

= Strict continuation criteria prevented patients with improvement at 3 months from
continuing in this P2b trial

- Many patients beyond 3 months achieved, or were trending toward, CDAI LDA and
ACR50

Responses durable for at least 3-months off-drug

- Potential for maintenance dosing with extended dosing intervals (e.g. QBW or QI12W)

Rosnilimab, a pathogenic T cell depleter, is well-positioned for the ~$20 billion U.S. RA
market which hasn’t had a new mechanism approved since 2012

£\ First Tracks 43
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Max response was hot achieved in this Phase 2b trial
On average, patients with higher disease activity take longer to achieve CDAI LDA

Median Change from Baseline in CDAI
60 NRI analysis on ITT population (n=318 rosnilimab patients)
Time to achieve LDA correlated with baseline disease activity
¥ B9% (220/318) achieved LDA at Week 14 (NRI)

50 + Median CDAI scores for LDA responders consistent through & menths and, to date,
maintained in 12-14 week off-drug period

« 73% (232/318, on additional 12 patients) achieved LDA at Week 18 (NRI + WIE)
- These additional patients were not eligible to enter the All-active Traatment Period

40 + Additional patients trending toward LDA beyond 3 months
- ~50% patients achieved ACR20 at Week 14, but were ineligible to enter all-active
F. treatment period
[=]
[¥]
c
§ 30
E High Disease Activi
= 9 (coaiazz) il
= - ——
20
Last dose for Week 14 CDAl »10
participants given ot Waak 12
for Q4W doses and Week |4 for
600 02W
10 - — . — —
Low Disease Activity (LDA) ——
(enar s 1) el = = A = e =
-
P T - -
0 Wi Wk W Wi Wik Wi W Wik Wi Wk Wk Wk Wk Wk Wk Wk Wk Wk
i 2 4 3] 8 V] 2 14 16 ] 20 2 24 26 28 30 34 38

CDAI LDA Responders == Wesk12 (n=137)! == Week1d (n=885) Week12(n=0)' == Mot YetAchieved (n=86)

“ H 1. Grean ine includes 3 patients that ochisved DA ol Wesk 12, were nol CDAILDA ot Week 14, but returned 1o CDAI LD ol Week 15. These same 3 palients
i Flrst TrQCks wire axchiced frorm the Light Blus kne. In total 12 patients ochived CIAl LDA ot Week 15. 2. Purple ine includes rosniimab patisnts that discontinued 44
iyl trectment balore Week 14 {n=21). Purple box plot for “Not Yet Achieved” popuiation for 25th parcentis, median and T5th percentile vokues.




Deep, sustained reduction of pathogenic T cells led to favorable T cell
composition reflective of immune homeostasis and durable response

Rosnilimab 400mg Q4W T Cell Impact

Rosnilimab 600mg Q2W T Cell Impact

100% 100% =
T 75% 7 5% e’
% 50% — T 50%
E - 25% o i 8 o8
s f oo Theeem 8 § 0% Mg o geeee-- -
3 E. -25% . 8% -25%
£ -50% = £ -50% =
£ -75% .. £ -75% —
-100% WO Wk Wki2 Wk.2.8 Wk3s ~100% Wk WkE Wii2 W‘k_Q—S— Wk3s
(12-wik off-drug) (14-wk off-dirug)
Rosnilimab Ty, Impact - Pooled Doses Rosnilimab 100mg Q4W T Cell Impact
60 ’ 100%
. 7 75%
- . 3 50% e
‘5‘ 40 5 E 25% -
@
&2 . : Q E 0% "‘---..__i
T2 . » H -
= UQQ snne Y x S & -25% -~
X - -
L} i . e . %‘E g -50% -
i EIALS & -75% ezl
st e 1 ) [ . . a
H L X A b 5% -100%
0 ——— RO Wko Wkt w1z wikag Wh3g
WO WiIZ Wi W2 Wk28 {1z-whotf-cug)
4 Po-1eT Cells 4 ro-1+Teels 4 TotaiTreg -l Total T Cells

.
“ FI rst TrUCkS Note: data representative sample of ~50% of ITT population; Tph — T peripheral helper cell defined as CO3+ CO4+ CD45RA- PD-Thigh 45
BIOTHIRAPEUTIES CXCRE-, ***p<0.00L




Synovial biopsies show ~90% reduction of pathogenic T cells in
the target issue

Baseline Week 6 Impacton
Tonand T g cells

Rosnilimab
400mg 400mg/600mg doses
Q4w ~90% reduction
100mg dose
Inconclusive reduction
Placebo
Increased
Rosnilimab
600mg
Q2w

“ First Tracks Mote: Synovial biopsies of the most impocted joint taken at basseline and & weeks on study. Immunofluorescence parformed to
identify PO~ positive calls. Tph cells (PD-1+CD3+CD4+CXCRS-).
RAP 5




Significant reduction of T and B cell activation demonstrate on
target pharmacology within the synovium

e i Rastrap coles ke

T Cell Activation B Cell Activation

Baseline Week 6 ps ' e Baseline Week 6
I I — N - . - . o
- B - - - -
@ s ! @ - -
8 - - - 8 = B -
H I 1 < i - - - o -
f - - ': a7 == | o —
5 ol | - 5 = = 2
2 = = 2 | a
5 =15 8 . .
g - = = = ] - - a
3 =Tz — & z =
o - - - o | = _m-=.
- - = - - - o - & -
E - i E B - - =
© =-8_ |- ] o 5 in “-m
Magnitude of reduction: 4.03, p=108e-24 Magnitude of reduction: 4.08, p=1.77e-18
8 8
.ﬁ 6 5.5 e E 6
3 — =}
ok
g E e
s 4 - s 4
% 29 —MmM8M %
3 2 2.0 3 2
= £
c c
§ 5 1.0
: : 1
0 0
Rosnilimab Wki2 Rosnilimab Wk12 Placebo Rosnilimab Wk12 Rosnilimab W12 Placabo
CDAl Responders  CDAl Mon-responders CDAl Responders  CDAI Non-responders

"‘ First Tracks Note: Gene ontology (0] pathway analysis perlormed on samples with evidence of inflammation at basaline {all resniimaob doses pocled, n=13 paired
biopsies) ond with myosin normalizotion. Rows rellect genes with p<0.05 betwesn Weeks & and 0. Mognitude of reducton deflined as fold envchment
BIOTHERAPEUTIES sonre. Rosnilimab responders ochisved CDAI LDA in 3 manths. ** 50001 for diffarance in lold change betwean basaling and Wk & batween groups.
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Rosnilimab well tolerated with no safety signals
<2% dropout rate overall due to AEs through 6 months, with only 1 dropout due to AE
(headache-moderate) after 3 months

Week 0 through Weelk 12 Weel 0 through Week 38
(N=424) (N=424)

with Events, n (%) iF ith Adh n (per100PY)*
A
n=108) (n=108) (n=107) {n=1085) (n=108) (n=108) (n=107) (n=105)
Any AE 36 (34%) 51(a8%) a8 (45%) 38 (38%) 47 (152.7) 75(238.3)  69(190.4)  57(140a)
Any SAE 1(1=) 1(1%) 11%) a(an) 1(24) 3(as) 5(7.3) 4 (8.1)
Any Drug-Related SAE 1(r=) o (o%) o {o%) o (o%) 1(24) o(o) o (o) o(o)
Savers AE 2 (2%) 1(1%) o (o%) 4 (a%) 3(7) 4(80) 3 (4.4) 4 (8.1)
Drug-Related AE 18 (1) 12 (12%) 18 (17%) 17 (18%) 19 (E1.2) 17 (221) 28 (495) 20 (35.4)
gicﬁ“r:ii:g;fbfr:e“‘m"‘ 1(1%) 101%) 2(2%) 2(2%) 1(2.4) 1(1L5) 3 (4.4) 2(3.0)
Infections 14 (13%) 24 (23%) 21 (20%) 12 (%) 23 (80.2) 4z (873) 43 (838) 35 (B4.7)
Serious 1(1) 1(1%) 0 [i} 1(24) 1(L5) 115) 1(1L5)
Opportunistic 2 (19%) o (0%) o {o%) o(o%) 2(a8) 1(L5) 115) 1(1L5)
MACE ofox) 1(L5%) o {o%) o (o%) ofo) 1(1.47) o (o) o(o)
Malignancies ofox) o (o%) o {o%) o (o%) ofo) o(o) o (o) o(o)
Death o(o%) o (0%) o0 (o%) o (o%) afo) o(o) o (o) ofo)
Participants with any AEs » 5%
Headache 4 (4%) 7(7%) & (6%) 4.(4%) 4(06) 10 (16.0) 10 (15.4) 5(7.8)
Upper respiratory tract infaction 1(1%) 7(7%) 2(2%) 3(ax) 2(a7) 14 (225) 7 (10.8) 12 (1@1)
Masopharyngitis &4 (4%) 5 (5%) 5 (5%) (1] & (14.4) @ (14.0) a(13.8) 5 (76)
Elevated ALT (sarim annstrstars) 1(1%) 4 (a%) 3(3%) 3(3x) 1(z4) 8 (12.4) 4(6.0) 4(62)
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Next steps for rosnilimab

Rheumatoid Arthritis

Positive Phase 2b data reported

+ Best-in-disease profile
+ [Favorable safety and tolerability
JAK-like efficacy through 6 months
Max response rates not yet observed due to trial design

«  Sustained 12-14 week off-drug responses through 9 months
+ lLate-breaking data presented at ACR 2025

T e e e A [

+  Completed End-of-Phase 2 (EOP2) meeting with FDA in Q1 2026

Agency provided constructive feedback on a registrational Phase 3 path in RA, a disease
with significant remaining patient unmet need

«  Currently assessing ROE-maximizing strategic options that may include a global partnership,
out-license or asset financing to progress the potential development of rosnilimab in RA and
other indications

£\ First Tracks
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ANBI101

BDCA2 modulator




ANBI101: BDCA2 modulator of plasmacytoid dendritic cell (pDC) function
Phase 1 trial completed in healthy volunteers

BDCAZ2 is a molecule specifically
expressed on pDCs
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Currently evaluating potential development approach informed by clinical and translational evidence, as

ANBI101 potently inhibits interferon
secretion and immune activation

Activated pDCs bridge innate and adaptive
immunity

- Secrete Type | IFN (1000x increase over other
cell typesg

+ Present antigens to adaptive immune system

pDCs enriched in tissue in rheumatology and

other inflammatory disedases

- BDCA2 modulator mechanistic proof-of-
concept (Biogen's litifilimab) in SLE | CLE

ANE101: EDCA2Z modulator

= Potent and sustained internalization of BDCA2
on pDC cell surface

= Profound inhibition of interferon secretion
reduces inflammation

well as competitive registrational data in SLE expected in Q4 2026 and CLE expected in early 2027

£\ First Tracks
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Exhibit 99.2

First Tracks Biotherapeutics Announces Positive Top-Line Results for ANB033 in
Gluten-Challenge Study in Celiac Disease

*  ANBO033 achieved a statistically significant and clinically meaningful protective effect on both gluten-induced intestinal damage
and symptoms

* LS mean change from baseline in Vh:Cd ratio of -0.17 on ANBO033 vs. -0.66 on placebo, a +0.49 placebo-adjusted delta (p=0.009)

* LS mean change from baseline in IEL density of -1.20 on ANBO033 vs. +18.83 on placebo, a -20.03 placebo-adjusted delta
(p<0.001)

*  Prevented an increase in symptoms throughout the entire gluten challenge, with lower CDSD score on ANB033 vs. placebo that
was statistically significant from the first day

*  Well tolerated with no safety signals observed to date

*  Conference call and webcast today, Monday, Oct. 12, 2026, at 8:30 a.m. ET to discuss these results

SAN DIEGO, CA — Oct. 12, 2026 — First Tracks Biotherapeutics, Inc. (Nasdaq: TRAX), a clinical-stage biotechnology company
advancing antibody therapeutics that modulate immune pathways implicated in autoimmune and inflammatory diseases, today announced
positive top-line results from Cohort 1 (gluten challenge) of ANB033’s Phase 1b trial in celiac disease (CeD). ANBO033, an investigational,
subcutaneously administered CD122 antagonist, is designed to inhibit the signaling of both IL-15 and IL-2 on immune cells.

ANBO033 demonstrated a statistically significant difference compared to placebo across key histologic endpoints, including least squares (LS)
mean change in villus height-to-crypt depth (Vh:Cd) ratio, intraepithelial lymphocyte (IEL) density, and VCIEL composite scale, as well as
symptom endpoints using the Celiac Disease Symptom Diary (CDSD).

In the context of an intense gluten challenge, treatment with ANBO033 not only prevented an increase in IEL density, but also protected
against gluten-induced intestinal damage with changes in Vh:Cd ratio remaining below the threshold considered clinically meaningful.

“For people living with celiac disease, trace exposure to gluten can cause intestinal damage and debilitating symptoms despite general
adherence to a gluten-free diet. After treatment with ANBO033, patients underwent a 14-day gluten challenge consuming the equivalent of two
slices of bread a day. ANBO033 achieved a statistically significant and clinically meaningful protective effect against gluten-induced intestinal
damage and symptoms, while maintaining a favorable safety profile,” said Daniel Faga, president and chief executive officer. “We look
forward to continuing to work with regulators, clinicians and the patient community as we advance ANBO033 into late-stage development in
2027.”

The randomized, placebo-controlled Phase 1b trial in CeD is evaluating subcutaneous ANB033 administered across two cohorts: Cohort 1, a
6-week study assessing prevention of gluten-induced intestinal damage and symptoms after a 14-day gluten challenge, and Cohort 2,
assessing mucosal healing in patients with a broad range of histologic and symptom severity through 12 weeks.

Cohort 1 evaluated 32 patients (17 on ANB033 and 15 on placebo) who completed dosing and the gluten challenge at Week 6. Patients
received three subcutaneously administered loading doses of ANBO033 or placebo at Week 0, Week 2, and Week 4, followed by a 14-day
gluten challenge (6g daily, the equivalent of approximately two slices of bread,



administered by two gluten cookies). The trial assessed safety and tolerability as well as key histologic and symptom endpoints used to
measure clinical benefit with a primary analysis at Week 6.

Key Efficacy Endpoints Were Achieved in Cohort 1

ANBO033 achieved the key histologic efficacy endpoints of LS mean change from baseline in Vh:Cd ratio, IEL density, and VCIEL vs.
placebo at Week 6.

Histologic Endpoints (Week 6) Izla:c;: ?)0 A(11:TIO73)3 Placeblo)-ﬁtijuswd
. . . +0.49
LS Mean Change in Vh:Cd Ratio -0.66 -0.17 (7=0.009)
LS Mean Change in IEL Density +18.83 -1.20 0;220%31)
LS Mean Change in VCIEL -3.59 -0.25 +3.33
) : (p=0.002)

Using the Celiac Disease Symptom Diary (CDSD), symptoms were assessed daily through the entire 14-day gluten challenge. The CDSD is
a validated, patient-reported outcome measure that assesses the frequency and severity of five key celiac disease symptoms which are
abdominal pain, bloating, nausea, diarrhea and tiredness.

Symptom findings during the gluten challenge were as follows —

*  Placebo patients experienced a marked increase in symptoms consistent with an intense gluten challenge

*  ANBO033 prevented an increase in symptoms throughout the entire gluten challenge

*  47% of placebo patients and only 6% of ANB033 patients took permitted medications to mitigate their GI symptoms

*  Lower CDSD score on ANBO033 vs. placebo, a statistically significant difference from the first day through the seventh day

»  Lower moderate-to-severe symptoms on ANBO033 vs. placebo, a statistically significant difference from the first day through the
twelfth day

“It is remarkable to see, for the first time, both statistically significant prevention of symptoms and Vh:Cd benefit in the same study. Equally
impressive, ANB033 showed changes from baseline that remained below the threshold considered clinically meaningful in an intense gluten
challenge,” said Benjamin Lebwohl, M.D., MS, professor of Medicine and Epidemiology at NY-Presbyterian/Columbia University Irving
Medical Center and director of Clinical Research at the Celiac Disease Center at Columbia University. “ANBO033 takes a novel approach to
treating celiac disease by targeting CD122 and blocking both IL-15 and IL-2 signaling, two key drivers of inflammation that damage the
intestine, with IL-2 closely linked to symptom development. For the largest autoimmune disease without an approved therapeutic option,
these findings are an important advance for the celiac disease community.”



ANBO033 Well Tolerated with No Safety Signals Observed to Date

ANBO033 demonstrated a consistent, favorable safety and tolerability profile with no serious adverse events (SAEs), no severe adverse events

(AEs) and no AEs leading to discontinuation.

Participants with Adverse Events P(La:cle 2)0 14(1;131081;3 (()I:’ng;l
Any AE (n, %) 16 (100%) 16 (88.9%) 32 (94.1%)
Any SAE 0 (0%) 0 (0%) 0 (0%)
Any severe AE 1(6.3%) 0 (0%) 1(2.9%)
Any moderate AE 12 (75.0%) 3 (16.7%) 15 (44.1%)
AE leading to treatment discontinuation 1(6.3%) 0 (0%) 1 (2.9%)

AEs occurring in > 3 participants
Nausea 7 (43.8%) 1 (5.6%) 8 (23.5%)
Abdominal pain 6 (37.5%) 2 (11.1%) 8 (23.5%)
Injection site erythema 2 (12.5%) 5(27.8%) 7 (20.6%)
Fatigue 5(31.3%) 1 (5.6%) 6 (17.6%)
Diarrhea 4 (25.0%) 2 (11.1%) 6 (17.6%)
Vomiting 4 (25.0%) 2 (11.1%) 6 (17.6%)
Upper respiratory tract infection 3 (18.8%) 2 (11.1%) 5 (14.7%)
Injection site bruising 3 (18.8%) 1 (5.6%) 4 (11.8%)
Headache 3 (18.8%) 1 (5.6%) 4 (11.8%)
Abdominal distension 3 (18.8%) 0 (0%) 3 (8.8%)
Constipation 3 (18.8%) 0 (0%) 3 (8.8%)
Flatulence 3 (18.8%) 0 (0%) 3 (8.8%)

Safety analysis set includes two additional participants who were randomized in Cohort 1 but discontinued the study prior to initiating the gluten challenge, were therefore unevaluable for gluten
challenge efficacy analysis and did not undergo the second biopsy at Week 6. The one participant on ANB033 discontinued due to a decision not to undergo the gluten challenge.

Next Steps for ANB033

First Tracks Biotherapeutics will continue to engage with regulatory agencies, including the U.S. FDA, which has already granted ANBO033
Fast Track designation, to discuss and align on the next phase of development for ANB033 in CeD. We anticipate starting a late-stage
clinical trial in CeD in 2027.

Cohort 2 of ANBO033’s Phase 1b trial in CeD, which is assessing mucosal healing in patients with a broad range of histologic (Vh:Cd ratio <
2.5) and symptom severity through 12 weeks, is on track to complete enrollment imminently, with top-line data anticipated in Q1 2027.



A Phase 1b cohort in eosinophilic esophagitis (EoE) is enrolling 50 patients with top-line data anticipated in Q3 2027. Additionally, we are
also on track to initiate Phase 2 development in vitiligo and one additional indication in H1 2027.

“The consistency of the histologic and symptom findings strengthens our confidence in the underlying biology and supports continued
development of ANBO033 in celiac disease and other conditions driven by this pathway, including eosinophilic esophagitis and vitiligo,”
added Paul Lizzul, M.D., Ph.D., chief medical officer. “We are deeply grateful to the patients, investigators and study teams who made this
important milestone possible and look forward to presenting these results at ICDS in Melbourne in November.”

First Tracks Biotherapeutics Investor Call

Management will host an investor call and live webcast, with an accompanying slide presentation, to review the Cohort 1 results today,
Monday, Oct. 12, 2026, at 8:30 a.m. ET / 5:30 a.m. PT. A live webcast of the call will be available on the First Tracks Biotherapeutics
website at: https://ir.firsttracksbio.com/news-events/events. A replay of the webcast will be available for at least 30 days following the event.

About ANB033

ANBO033, a potentially best-in-class CD122 antagonist, targets CD122, the common beta subunit of the IL-15 and IL-2 receptors, to reduce
subsets of CD8+ and CD4+ T cells, NK cells, as well as ILC2s. Antagonizing CD122 has the potential to achieve and maintain remission of
inflammation through the reduction of disease-causing cytolytic CD8 T cell subsets, including IELs and NK cells and reducing inflammatory
cytokine secretion by activated CD4+ Thl and Th2 cells, as well as ILC2 cells.

About First Tracks Biotherapeutics

First Tracks Biotherapeutics is a clinical stage biotechnology company advancing antibody therapies that modulate immune pathways
implicated in autoimmune and inflammatory diseases. Its pipeline includes ANB033, a CD122 antagonist in development for celiac disease
and eosinophilic esophagitis; rosnilimab, a pathogenic T cell depleter in development for rheumatoid arthritis; and ANB101, a BDCA2
modulator. To learn more, visit www.FirstTracksBio.com or follow us on LinkedIn.

Forward-Looking Statements

This press release contains forward-looking statements within the meaning of the “safe harbor” provisions of the Private Securities Litigation
Reform Act of 1995, including, but not limited to: the potential benefits, efficacy and safety profile of ANB033 and the Company’s other
product candidates; the Company’s regulatory plans for ANB033 in celiac disease; and the anticipated timing of the initiation of, enrollment
in, and data from, the Company’s clinical trials, including top-line data from Cohort 2 of ANBO033's Phase 1b clinical trial in celiac disease
and Phase 1b clinical trial in eosinophilic esophagitis, a late-stage trial in celiac disease and Phase 2 development in vitiligo and one
additional indication. Statements including words such as “plan,” “continue,” “expect,” or “ongoing” and statements in the future tense are
forward-looking statements. These forward-looking statements involve risks and uncertainties, as well as assumptions, which, if they do not
fully materialize or prove incorrect, could cause its results to differ materially from those expressed or implied by such forward-looking
statements. Forward-looking statements are subject to risks and uncertainties that may cause the company’s actual activities or results to
differ significantly from those expressed in any forward-looking statement, including risks and uncertainties related to the company’s ability
to advance its product candidates, obtain regulatory approval of and ultimately commercialize its product candidates, the timing and results
of preclinical and
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clinical trials, the company’s ability to fund development activities and achieve development goals, the company’s ability to protect
intellectual property and other risks and uncertainties described under the heading “Risk Factors” in documents the company files from time
to time with the Securities and Exchange Commission. These forward-looking statements speak only as of the date of this press release, and
the company undertakes no obligation to revise or update any forward-looking statements to reflect events or circumstances after the date
hereof.
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