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Item 7.01 Regulation FD Disclosure.

On October 24, 2023, representatives of Zura Bio Limited, a Cayman Islands exempted company (the “Company”), began making presentations to banks
and analysts using slides containing the information attached to this Current Report on Form 8-K as Exhibit 99.1 (the “Investor Presentation”), which is
incorporated herein by reference. The Company has filed the Investor Presentation on its website and expects to use the Investor Presentation, in whole or
in part, and possibly with modifications, in connection with presentations to investors, analysts and others during the fiscal year ending December 31, 2023.

By filing this Current Report on Form 8-K and furnishing the information contained herein, the Company makes no admission as to the materiality of any
information in this report that is required to be disclosed solely by reason of Regulation FD.

The information contained in the Investor Presentation is summary information that is intended to be considered in the context of the Company’s Securities
and Exchange Commission (“SEC”) filings and other public announcements that the Company may make, by press release or otherwise, from time to time.
The Company undertakes no duty or obligation to publicly update or revise the information contained in this report, although it may do so from time to
time as its management believes is warranted. Any such updating may be made through the filing of other reports or documents with the SEC, through
press releases or through other public disclosure.

The information presented in Item 7.01 of this Current Report on Form 8-K and Exhibit 99.1 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, unless the Company
specifically states that the information is to be considered “filed” under the Exchange Act or specifically incorporates it by reference into a filing under the
Securities Act of 1933, as amended, or the Exchange Act.

Item 9.01 Financial Statements and Exhibits.

(d) Exhibits.

Number Description
99.1 Investor Presentation dated October 2023.

104 Cover Page Interactive Data File (embedded within the Inline XBRL document).




SIGNATURES

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

Dated: October 25, 2023
ZURA BIO LIMITED
By:  /s/Kim Davis

Kim Davis
Chief Legal Officer




Exhibit 99.1
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Building the Next
Immunology Leader




Forward Looking Statements Disclaimer Y/ zurabio

Thiz communication includes “forward-looking statements”™ within the meaning of the "sale harbor” provisions of the Private Securities Litigation Reform Act of 1995
Wards such as “expect,” “sitimate,” “project,” “budget,” “forecast,” “anticipate,” “intend,” “plan,” “may,” “will,” “could,” “should,” “believe,” “predict,” “potential,” “continue,”
“strategy,” “future,” “opportunity,” “would,” “seem,” “seek,” “outlook”™ and similar expressions are intended to identify such forward-looking statements. Forward-looking
statements are predictions, projections and other statements about future events that are based on current expectations and assumptions and, as a result, are
subject to risks and uncertainties that could cause the actual results to differ materially from the expected results, These statements are based on various
assumptions, whether or not identified in this communication, These forward-looking statements are provided for illustrative purposes only and are not intended to
serve as, and must not be relled an by an investor as, a guarantes, an assurance, a prediction or a definitive statement of fact or prebabllity

Actual events and clrcumstances are difficult or impossible to predict and will differ frem assumptions, You should carefully consider the risks and uncertainties
described in the “Risk Factors® sections of Zura Bio"s recent filings with the SEC, These filings would identify and address other important risks and uncertainties that
could cause actual events and results to differ materially from those contained in the ferward-looking statements. Many of these factors are outside Zura Bio's control
and are difficult to predict. Many factors could cause actual future events to differ from the farward-looking statements in this communication, including but not
limited to: (1) the auteame of any legal proceedings that may be instituted against Zura Bia; (2) volatility in the price of Zura Bia"s securitied; (3] the ability of Zura Bio ta
successfully conduct research and development activities, grow and manage growth profitably, maintain relationships with customers and suppliers, and retain key
employees; (4) costs related to financing transactions and the engoing costs relating to operating a& a public company; [5] changes in the applicable laws or
regulations; (B) the possibility that Zura Bio may be adversely affected by other economic, business, andfor competitive factors; (T) the risk of downturns and a
changing regulatery landscape in the highly competitive industry in which Zura Bio ocperates; {8) the impact of the global COVID-19 pandemic; [9) the potential
inability of Zura Bio to raise additional capital needed to pursue its business objectives or to achieve efficiencies regarding other costs; (10)the enferceability of Zura
Bia’s intellectual property, including its patents, and the potential infringement on the intellectual property rights of others, cyber security risks or potential breaches
of data security; and [1)ether risks and uncertainties described In the Registration Statement and such other documaents filed by Zura Bio from time te time with

the SEC, These risks and uncertainties may be amplified by the COVID-18 pandemic or other unanticipated global disruption events, which may continue te cause
economic uncertainty, Zura Bio cautions that the foregoing list of factors is not exclusive er exhaustive and not te place undue reliance upen any forward-locking
statements, indluding projections, which speak only as of the date made. Zura Bio gives nd assurance that it will achieve its expectations.

Zura Blo does not undertake or accept any abligation te publicly provide revisions or updates to any forward-looking statements, whether as a result of new
infermation, future developments or otherwise, or should circumstances change, except as otherwise required by securities and other applicable laws,

©2023 Lura BioLwd 2




Experienced management team with proven ability to
successfully execute and build a leading market position

\J/ zurabio

Nandag: IURA

Someit SidhuM.D. Verender Badlal Chris CabellM.D. Gary Whale Ph.D. Kirm Davis Mike Howell Ph.D.
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- AMGEN
Board of Directors
Amit Munshi Garry Neil, M.D. Jennifer Jarrett Nell Graham, M.0D. Parvinder Thiara Sandeep Kulkarni, M.D.  Someit Sidhu, M.D. Steve Schoch
Chairman Director Director Director Director Directar Directar Director
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Sizeable Total Addressable MarketExists
Across Numberof Validated Mechanisms

\l# zurabio

Nandag:IURA

Approximately 54 Billion in Room for growthacross

all growth anticipated by 2029 our three indications

. alopecia areata . hidradenitis suppurativa . systemic sclerosis

2023

us
Total Addressable Market!

$214 2029
us
Total Addressable Market ?

Billion

= - S 3 \" Systemic sclerosis has unlocked potential with only two
US TAM estimated ~321 Billion by 2029 pecific 55¢-1LD approved products

2023 Zura BioLd a




Clinical stage pipeline targeting key immunology pathways \Yf zurabio

Nandag:IURA

MEXT CLINICALPHASE

ZURA BIOPROGRAM INDICATION " EXPECTED KEYMILESTOMNES
Phase 1

Preclinical Phase 2

Phase 3

Teansition azset Tram Eli-Lilly
. ) Open IND Fheumatolagy division
systemic sclerosis - v
Phase I study initiation, to enable TH-2A
aeasmleis trassitian taPhl
Transition azzet fromEli-Lilly v,
hidradenitis suppurativa - Gpen IND dermatology division 2k
Fhase Iinitiation IH- I8
Ll tian asiet framPlicer -
| ] Dpen IND dermatelogy division 5
alopecia areata - : -
p Cempleted technolagy transler to COM O ‘
Fhase Tinitiation® 1M 24
. Conduct all necessary CMC and regulatory tasks to
allergy frespiratory - prepare the asset for Phase 2 resdiness®*

[*Ipending expected phase X external catalysts in atopic dermatitis (AD] and ulcerative colitis (UC)
**Jpending expected phase 2 and 3 external catalystsin asthma and chronic obstructive pulmonary disease (COPD)

[ETRRINE =¥
Curreni dewe

ajest 1o change dee 1o 1agioes such ay segulaory leedbach ©2023 Zura Biolid 5




KeyExternal Catalysts Through 1H-2025 \ff zurabio

Handag:IURA

L e R T

——————

—_—m

. » T
[18-2024) (40-2024)
Topline data from Fhib/3in Fra Topline FhIbSY in Uveitis
Acelyrin, izekibep (I-17) Acelyrin, izekibep (U-17)
[1Q-2024) (30-2024) [20-2025]
Topline data from FhIB in PsA Topling Phi in Plague pisriasis FhE in COPD (ACRIFY-1 FAERIFY-11)
Meonlabe, sonelokimak [T-17) Bice {pare of EN Libly], DC-806 (1L-17] SanelifRegeneren, tepekimab [aari-fil-T3mAk)
(40-2023 1o 10Q-1024) [30-2024)
Topline FRE inUg Ph2 inSLE
Q8 Immanolherapesticn D317 (anli-R-FRmAR) Mt lanalemab [(VAYTEL] (BAFF) Biicalimab (CPES33) {anti-cD40]
I I -
{1a-z024) (3a-ze24)
Tapline Ph2 InCOPD Topline Ph3 inAsthma
Astra Teneca JAmgen, terepelumab ( FSLR) Astra Teneca fAmgen, tezepelumab (TSLP) LEGEND:
T | 28-106 brogram: External catalyis |
Toplime In Phia in A&
Q-2 B Hesthaeen e of Amgea), ADN-L8 {IL-7 S TI0R) I ZB-16E Program: ExternalCatalyst |
[16/20.3024] [40-3024) I Z8.880Frogram: External Catalyst ]
Topline in Fh2 in AD Topline in Fhlk fla in AR
0-32 Bio/Horizon (pare of Amgen), ADX-214 [IL-7 /TSLP] Inmagena, IMG-00T |OX40]
110/ 20-2024)
initiate PR1/2 trial in AR
Mektar Therapeutics, rezpagaldesloukin
{Ongeing through Q4-1038) Topline Readouts in Multi-year B-cell Platfarm Study in HE
Weswartis, CFESAE, LYSOO0G, MASAZS. LOUOGAE and VAYT 16
Saurce: £ al sy Prane Belasts
Ablbe viation: AR, al ata; AL, #opic dermatitin COPD, chronis

abatruciies pulmanary dneane; HE, hidradeniiin suppeeative, P, peeriack artheitin SLE, syeiemic egus erpthemataau; U5, sloeraiive celiti
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Our Strategic Approach

FPioneering dual pathway biology

..__.}
Integrating two validated mechanisms in disease indications
where each has demonstrated individual efficacy
Pioneering dual
pathway biology
= Potent molecules with highly validated pathways

hY
Our clinical-stage assets are positioned as potentially best-in-class in

pathways driving efficacy, aiming to profoundly alter the trajectory of
chronic autoimmune diseases.

Potential best-in- y
ass potency on
clinically validated
pathways

/ Paradigm shift forpatients

& —— Our approach could signify a paradigm shift fer patients
suffering from severe and intricate autoimmune
diseases. These patients currently find their needs
unrmet by the conventional "single” pathway approach.

e T ST L.




a  Paradigm shifting notincrementalism

\y zurabio

Handag:IURA

CURRENT APPROACHES ARE INCREMENTAL PATIENTS NEED A PARADIGM SHIFT

et Campasy

Systemic sclerosis
+ Skin, lung, kidnoy and other argans are affected by 55¢
+ Twe drugs appreved for severe lung complications ($5c-1LD]

* Notreatmant addresses the disease across multiple organ systams,
currently, only lung complications are being addressed

Hidradenitis suppurativa
= IL-17 treatments seem tohave reached their efficacy celling
= Oweralldisease burden still exisis

= persistent inflammatory burden remains with a B-cell driven component

Efficacy

Alopecia areata
= Efficacy baris set at the lowor mid dose of JAK inhibitors (JAKI)
* The JAKI class carries black box warnings limiting broad adoption for AA

« Efficacious, safer and better tolerated treatments are needed

-~

Broader efficacy

Works in more patients not just
certain subsets

e

Deeper efficacy

Raising the efficacy bar for all
patients

Tox

Patient tolerability and safety

©2023 Zura dioltd. | B




® Pioneering Dual PathwayBiology \ly zurabio

Handag:IURA

ZB-106& Is an IgG-scFv engineered by the fusion of ixekizumab (TALTZ*] and tabalumab %% 201006 inhibits BAFF-mediatedproliferation in
T1165 cells in an IL-17 independent manmer ¥
= 78.10&
BAFF j IL-17 % 1004 —X— tabalumab
w0~ ©  zE.108+IL17A
L, === tabalumabs iL- 178
a0 <

ik
o
tibulizumab 204

Anti BAFFRILLY

e

tabalumab

ZB-106 inhikits IL-17 mediated CHCLL in epithelial
cells in a BAFF independent manner !

1207 —— IE-10E
100~ —a— TALTZ*
. === 28.106 + BAFF
==ff= TALTZI®"+ BAFF
28306 newtralizes IL-17A 01 ST
BAFF regaddiess olmhether a0
the other Binding sives are E
acoupled 7
IB-104 Binds in the jame way a=
an Taltr snd tsbslumak with
thi me number o binding 20
TALTZ® a5 80 T T T i
Anti-IL-17 scFy Activity s medivted thromgh 1 L] 103 1000 10000 100000
direck farget angagement and o
not ADEC tm h

Nyls 26 Sdays

| =

S i Ling
ure Gan

Tpsar sl of (16 m matinn Redaarih, b 10 FATE sE0750,  Bensthik, Robert L, ot 5L mibd, o 10 100 EA0NEL, 2019 1634060
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78 Participants Dosed Across Three PRIS1b studies

IL-17bimds to IL-17A preventing IL-17A/A and IL-ATASF
hereredimerization?

s Potent molecules

with highly validated pathways g zurabio

| tibulizumab: BAFF fIL-17

BAFF

tabalumab

AnLi-BAFF &b

TALTZ®
AL LT prFy

o

DOSING TD DATE 2

57 participants with single dose
Hparticipants with multiple doje wp te [dweeks

tibullzumahb 26.9 days

-1 days

izokibap ~11 dayi

ZB-168 is nearly 10-fold more L]
potent tham ATFAMG s
terepelumab, and

tezepelumab does not inhibit

LT sigmaling

ZB-16B: IL-TR fTSLP

IL-TR

TSLFR

Wl

| <

93 Participants Dosed
&0 participants with single dose
33 participants with multiple deses up 1o 1P weeki

28-168 is »300-1old more potent
than Q32Bie fHorizon's ADX-S14
in TSLP=induced markers, but
similarin IL-T-induced pSTAS®

] s s
TR 115LF) T Ry
- TE A TiAE mih LN T A
RSy Jmd JBa5el ECLITY
Ei b » » -
ot Zag fm 90 PEM CELRIY

BBl mb IR

Bkl
(LRI
GRS [pATATLF

e
-3 at Faghmi

Nandag:IURA

torudok

mab: IL-33 fRAGE

244 Participants Dosed
&l porticipents with singledose
162 porticiponts with multiple doses up to 5} weeks

Torudokimab was 2.9 and 5.5 fold more potent than etokimab and

itepekimab, respectively, inhibiting IL-33:induced GM - C5F productio
by haman mast cells

dokimab (LY33TSER

17 10 67010 3

atokimak [A tyillia) 94000 1d= 1864 i FE

nepekimab [Kegeseron) TE 1D Léx 10° Fd 5.5x
2 wen imimnsl et

©I023 Tura Bio Lrd. 10




ZB-106 is Clinically De-Risked Through Phlb «Jy zurabio

Nandag:IURA

78 Participants Dosed Across Three Phl/1b studies
57 participants with single dose; 2l participants with multiple dose up to 12weeks

PHARMACOKINETICS PHARMACODYNAMICS SAFETY and ADA

s b,is 269 days

= Bicavailability after 5C doses
was 62.9%

* At doses tested there is
evidence of maximum target
engagement withclinical safety
supporting 6-fold “window”
between max target
engagement and max human
dose tested

Established dosing regimen

"

In Phlb healthy volunteer study
in RA participants there was
multiple impacts en PD
markers:

Decrease in CO20+ B-cells
with higher doses
generally associated with
larger changes fram
baseline

Decrease in hs-CRPAUC
was associated with
higher ZB-106 AUCs

Demonstrated PD in
participants in Phlb

SAD Studies: No deaths or SAES
MAD study: No deaths, single

related SAE of neutropenia with
resolution

Most frequent TEAE: Headache,
transient neutropenia, nausea,
diarrhea

No TEAE of infection at target
doses

In the MAD study, one

participant had TE-ADAs
detected at a low titer

Safety /ADA profile
in line with TALTZ*®

2B-106 is a highly validated molecule that enables the cpportunity to deliver on the promise of both IL-17 and BAFF inhibitien Iin autoimmune disease

AbE:

stiara: MAD, maltiple suceading S SAD, dngls siceading Sa1e

©2023 Lura BioLwd u




Combining IL-17 and BAFF Neutralization in a Murine Model .
of Arthritis Enables Improvement in Therapeutic Benefit \Y’ zurabio

g 74
* Rheumatoid arthritis is a prototypic autoimmune §
disease where individually targeting IL-17-mediated o ——
inflammation or depleting B cells has been clinically Eﬁ'u' iy e CORO
validated % == anh-BAFF
; i 1l-BAFF = et IL1T
* The collagen-induced arthritis (CIA) murine model is = 284
similarly characterized by increased IL-17 production and B 3
cells that drive diseasepathogenesis 5” m- ANTIBAFF + antioLe17
* Surrogate antibodies were used to evaluate whether L
neutralization of IL-17 and BAFF was superior to targeting
individual pathways = e == ‘
* Mice were injected with anti-IL-174 and/or anti-BAFF ' iy B =E o .
an days 22,29, and 36 P .o, Il . .
Eofs = 5. ™ 35, = = =
#« Blockade of both IL-17A and BAFF was associated with £ B ple— EE o o . :
reduced: = m__ o —— 17 - . 'E' -}
* Disease severit & & & &
vanby _ P Y
= |nflammation in the hind paw (histology score) &£ .}f ;a'

",
"y

= Anti-collagen antibodies q?'f
&

©2023 Lura Biolwd. | 12
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Rotentialfi ia-cl v
Antagonist Combining

tabalumab and TALTZ®

\»ZB-106

tibulizumab
Anti-BAFF xIL-17

systemic sclerosis (S5c)




\l# zurabio

. . - 3 Rare and life-threatening autoimmune disease characterized
Systemlc SCIErDS|S I | #’ by tissue inflammation andfibrosis
rare & Iife—threatening One of the deadliest of the rheumatic diseases

H H Associated with severe disability, fibrosis-related organ fallure, and premature
disease with noapproved e i

t h e r a p Y = Up to 50% of patients develep = Severe impact on patients’ lives with
Iinterstitial lung disease [ILD), the a variable constellation of
mast commaon cause of mortality symptoms, including Raynaud's
in these patients phenomenan, arthritis, painful

ulcers an fingers and toes,
thickening and scarring of the skin,
shertness of breath, hypertension,
and severe fatigue

people with S5c in i mortality in
Us,EU and Japan! i 10 years? High unmet medical need with no approved therapy

Standard of care relies upon off label use of immunosuppressive agents

Symptom management with pain relief through nonsteroidal, antl-
inflammatory medications orcorticosterelds

Two disease-medifying drugs are approved for severe lung complications of
the disease (55c-ILD), but no effective treatment exists that combats the

annual potential
disease across organ systems.,

market opportunity

©2023 Zura BioLnd. | 14




IL-17 and BAFF Inhibition Have Shown Efficacy in Placebo

Controlled Trials in systemic sclerosis(SSc)

\y zurabio

I6-106 [isc

55c leads to improved
clinical putcomes ?

« Brodalumab treatmentin

# IL-17 known to play key role
in the fibrotic process of
various organs like lung,
kidney, heart and skin

* Th1¥ cell-derived IL-17 was
significantly higher in the
skin and serum of 55¢
patients ?

+ Belimumab
therapy shows
efficacy in open
label studies and
one single center
PBO study?

Belimumab has
been granted ODD
by FDA and a Phase
2f3had been
initiated in 55c-1LD
by G5K

* BAFF and auto-
antibodies are key

+ SS5cpatients have B
cell abnormalities
characterized by
chronic hyper-
reactivity of
memory B cells ?

biomarkers in 55c5&

[t (B E]

L]
stramal colls .‘

s
L) .'. d
TLIFH rd ’
BAEF s
B coll i

s Ge
1‘I“l"'ﬂ:_ P

[
Plazma call @ cxcrseT,
L] cell

@

ZB-106 has the potential to treat the Thi7 and BAFF components of §5c

Sowcer: Fukansws, T_#t ol Asasluof the Rheamatic Diveane, ok 130104 snarhaom.
10 10 LS 26E5-31 11001077 * Sato, Shirichi, o1 ol Molscular Immsaalogy, Soi-10
Shnichi,, 01 al The Jourssls! Immeaal ogy, ol DA mmenod 16311 6615

el 2004 06.025. Sanical, losn-luc
Gordos, Jewica K, st al. Asthritin Aheamatology, doi-10.1003 et 40058,

3003-walar. 1319, ' Yang, Niaagin, #i ol Artheitin Revearch Therapy, doc 101 U8k M) "Ebats, Satzahl ot ol The Lancet Bhewmatolony
Josrnsdof Srlesaderms and Related Duvardean, Soic1 011 TRIISTISENLINADELT. * Sata,
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IL-17 and BAFF Inhibition Have Shown Efficacy in Placebo

Controlled Trials in systemic sclerosis(SSc)

\y zurabio

Brodalumab
IL-17 receptor antagonist

* Achieved primary endpoint of treatment difference
of least square mean; 21,2 [95% €1-23.9, 18.5];
P<0.0001), and demonstrated a rapid, sustained
rduction in mASS over 52 weeks!

= Demonstrated therapeutic effects on
lungfrespiratory functions, digital ulcers, the
symptoms of gastroesophageal reflux disease, and
Q0L without nateworthy safety concerns

- T

Sowcer: Waksnsws, T, et ol Reasly of the Ahnamatic Bivssss, oi 18,5 T/ smahsomdy- 381 -solsr 119, PGordon, Iereics i, a1 s Ariheitic ARsemsrology, dok 101000 s B3ISE § [Ba1s, S31cuhi, #1 ol The Lancen Ahsumstolegy,

o301 0 R D D (O 077,

\

N

52-week, investigator initiated, singhe center, double
bling, placebe-controlled pilot study in 20
participants with dcS5C on MMF

o significant difference of AEs in active and placebo
arms

Belimumab
BAFF antagomndst

-

-

* Both treatment groups experienced improvements
in mASS favoring belimumab (10 ws -3; p=NS)

* All secondary endpoints favered belimumab with
statistical significancein 2 endpoints: SHAQ DI and
VAS Raynaud's phenomenan

®  Orphan Drug Designation granted
® P23 RCT has been initiated for S5c-ILD

b y

I6-106 [isc

Rituximab \

CD20 B-cell depleter

Multiple Studies demanstrated effectiveness of
rituximab in 55¢ (madnly open label and
obsenvational]

The most compelling data comes from the DESIRES
double blind - placebo-controlled trialin 56 pts with
S5¢

Primary endpoint: mRS5 change after 24 woeeks of
treatment

Rituximah -5.30 points ve. FBO +2.14 points [p <
0.0001})

& 48/ 56 participants had S5¢-ILD 2.96% PJC
improvement at 24 weeks v, PRO (p=0.04)

— THE LANCET
- arast oy

\_IS=+

©2023 Zura BioLid. | 16




Phase 2 SScTrial Design* \l zurabio

I6-106 [isc
DOUBLE BLIND, PLACEBO-CONTROLLED TRIAL
EFFICACY PERIOD (24 /52 WEEHKS)
> * FVC, DLCO = Change inmR5S = VAS (RP, Pain, Ulcers, Breathing)
= ACR-CRISS = SHAQ DI * PK /PD assessments
» + General Safety and Tolerability = Neutropenia
+ Severe infection * ADA [nAb

1 Trial dupige in aubgect ta change dus o8 Tegtors vuch 58 ragulstary Mes sk

©2023 Zura BioLid. | 17




Rotentialfi ia-cl v
Antagonist Combining

tabalumab and TALTZ®

\»ZB-106

tibulizumab
Anti-BAFF xIL-17

hidradenitis suppurativa (HS)




Overview of hidradenitis suppurativa(HS) \Jy zurabio

IB-106 |HE

DISEASE OVERVIEW
® Hidradenitis suppurativa is an inflammatery follicular skin disease

® skin lesions develop in axillae, in the groin, and under the breasts, are formed as a result of
inflammation & infection of sweat glands and are characterized by:

- Recurrent boil-like nodules and abscesses that culminate in pus-like discharge
- Difficult-te-heal open wounds (sinuses) and scarring
- Imcreased Th1/Thl? and & cell mediated inflammation &2

- Disproportionately affects women between adolescent age to 55 years of age +%

CLINICAL OPPORTUNITY

Estimated
IS Average of High unmet need
Lo
300K pEDpIE 7 years >50% patients stillleft
living with Hidradenitis suppurativa in the US, inadequately treated
(1-2% global prevalence) toscingnase glotislly According to HISCR 75 data

CURRENT TREATMENTS ONLY AIM TO MANAGE SYMPTOMS AND INCLUDE PALLIATIVE CARE SUCH AS OTC EYEDROPS, TOPICAL
CYCLOSPORINE AND OFF-LABEL STEROIDS OR IMMUNOSUPPRESSANTS TO MANAGE SYSTEMIC SYMPTOMS

Sawicwr: Wharsa, Baary, 81 51 Jourast of baweutipsnive Darmancbagy, dor10.589
Clindsal im e ol oy, g0k S0 BRI, jacl JOEL 10, * Gang, Amit, 01 ol JAMA Der

B L5 B0N P Wnar e, AnirBas, #1 ol immenologicsl invescigaciany, doi:§0 SEOERI01 L DISE 11 INET, FSuka1, Rabart, at sl Josansd of Allgsgy sed

calogy, dei10.1003 famadermaned 105 78100 Siagram, Jahn & British joursal of Desmaiolegy, do-30. 501 bid 1M st LI R




Multiple P3 Studies Show IL-17 is

Clinically Validated Pathwayto Treat HS

\l# zurabio

Phase 2 dato show IL-17 efficacy ceiling may hove been reached |

RECENT HS

IB-106 |HE

Fostamatinib data provide evidence of B-Cell importance

. i -
Company abbwvie I novarTis L ° Moanlake ACELYRIN A ngel
Asset humire Cafenlpx Bimzels Bimzels ionelokimab sonelokimob Frakibep irakibep Jostam atinib
Mec hanism THNF - IL-17 & IL-17 &JF IL-17 ASF IL-1F &SF IL-17 AfF IL-17 ASR IL-17 &S0 S¥K inhibitar
Admi mnistration 5C SCAV 5C 5C SC 5C S5C SC PO
HSHIN
PIGMNEER |EI Ao s BEHEARD 1£1 Phase 2 Phase 2 Phase 2b Phase 2b
SUNRISE Phase 2 Phase 2
Phase 3 Ph Phase 3 Parta Part B Part A Part B
ase 3
U\:l._ ng 40mg I0mg 3Z0mg 3Z0mg 120mg 1Z0mg 160mg 160 mpg QZW ar 150 mg
= oW for 12W 2 W for 16W 2w forléw Q2w for 12W Q2w far 12W 0 2Wfor 24W W for 12W aw for 12W BIDfor 12W
Total Fatients n =533 n =360 est.m =579 n =8 ne 234 n =234 m o= 30 n =175 n =10
Wi 42% -59% 2% - 45% 8% -52% 63% 66% 76% 1% 42% -26% 5%
Efficacy Adjusted
(HISCRS50) Bl
LR 16% - 31% 1%+ 19% - 20% 35% 8% 48% NfA 1%- 5% /A
Adjusted
Non-Flacebo : ; ; :
NfA NfA 33 -36% 50% 43% 57 57% 34% -39% TO%
Efficacy Adjusted
[HISCR75) Placebo
M A NfA 15% - 20% 29% 5% M/A LY 5% - 0% MiA
Adjusted 1 i % Il f i
A Most Common Headache Headache Hidradenitis Infections Masopharyngits Nasopharyngitis Injectionsite rao Mausea
SJ'ET\!’.I AEs 9% - 13% 9% - 12% TR 9% a44% 15% 13% reactions 0%
Telerability
Candidiasis 0% 0% -3 4% - 7% 9% 10.5% »10% 0% TED 0%
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B Cell Signaling Potentiates HS Disease

\Jy zurabio

/ Pathogenic Role for B Cells
and Plasma Cells

* CDI0+ B and CD138+ Plasma Cells are
increased inm chronic HS lesions ®

CO20+ B cells in HS Lesions

COX+ B ealln
H -
14 Fresy
- =z =1 —
' N .
i, -
LE] :

f’;,f';wj

= B cell depletion with rituximab provided
therapeutic benefit with 4 out of Scases
reporting complete remission of HS
lesiong &

Sowicer: Wan dev Tew, B, g1 ol Beitinh faurss of Benm
o103 LS B BETT. LT * s omangen, dobaanm [ i al JCI inighi, doi

- FERII 100 £ Wi
ficLinuigh. LIRS, Sl

BAFF Drives B Cell Activation
and Inflammation

= Increased BAFF expression in HS lesions
and tunnels ¥4

® Meutralization of BAFF in HS lesional
explants reduced the expression of B &
plasma cell gene signatures ?

BAFF s aniantial dor

BAFF gene expresslonin HE ¥ call sctivation
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b, Faarnal of Allergy and Chaical immunalagy,

IB-106 |HE

/' Clinical Benefit ufTargeting\

B Cells

= Modulating B cell function using
fostamatinib [SYK inhibition) provided
therapeutic benefitin HS

= B cell depletion with ritusimab provided
therapeutic benefit®

= 4/5 cases report complete remission of HS
lesions *

B «ell disruption is elficacious in HS

2 E 6
Ba
af
- o
3 e
=2
%
Tr om
2l
3w
iy
=t
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|
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Timappint
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mALATS mdrass

Fostamatinib (5YE inhibition] * 85% T0%
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Dermal Tunnels: Role in HS Pathogenesis \l# zurabio

ZB-106 |HE

Recent literature highlights the role of dermal tunnels in the pathogenesis of HS 12 Treatment with fostamatinib [SYK Inhibitor) significantly
reduced IH54 scores and draining tunnel counts *
4 el 002

I | [l I
Me |

The presence of dermal tunnels increased the amownt of time needed to achieve
HISCR50 with adalimumab?®

4z
I One significant drawback of the HiSCR is the lack of a dynamic measurement of EH- [ ]
draining tunnel; therefore, not fully capturing the anti-inflammatory properties of a E
therapeutic
Em-

Dermal tunnels in HS are characterized by increased numbers of neuvtrophils and B
cells that produce high levels of BAFF 24

I The International Hidradenitis Suppurativa Severity Score System (IH54) was
developed to assess inflammatory nodules (1 point), abscesses (2 points) and
draining tunnels (dpoints)

S Woem ot ol HEL (s Deper Darm; 2 5a5a1 ot o JACH BTN PRbaran 1 5L 100 3357;* Gudjanpran a1 51 Do

jwpawn ot sl 103D JAAD

©2023 Zura Biold. | 22




Phase 2 HS Trial Design* \l zurabio

IB-106 |HE

KEY INCLUSION CRITERIA DOUBLE BLIND, PLACEBO-CONTROLLED TRIAL

8 Moderate to SeveraHS
~60

participants
il Hurley Stageiifill per arm

gg Total abscess and
inflammatery count [AN) 2 5

N * HiSCR (50, 75,100) *IH54 = DLal
= Improvement in baseline AN counts * PGA = PK /PDassessments
» + General Safety and Tolerability * Neutropenia

* Severe infection

©2023 Zura BioLid. | 23
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A p ial BostinCl
Anti-IL-7R Inhibiting Both
IL-7 and TSLP Pathways

\»ZB-168

Anti-IL-7R

alopecia areata (AA)




Cytokine Signaling via IL-7 and TSLP Pathways \Yf zurabio

IB-168 |AA

IL-7Rex is a key receptorinimmune regulation, central to the signaling of cytokines /L-7 and TSLP

f complex

Triggers a sequence of cellular events,
notably JAKs &5TATs

Vital for the growth, sustenance, and
balance of T-cells

Toall

TSLP

TSLP binds to its dedicated receptor,
TSLPR. For
joins the m

cample

This assembled complex initiates
pathways primarily linked to type 2 |
immunity |

r‘ﬁ Commonly tied to allergic responses
ﬁkl and specific inflammatary scenarios

Positioning ZB-168 for diverse immune-related and autoimmune conditions

©2023 Zura Biolid. | 25




Potential Therapeutic Franchises forZB-168 \J/ zurabio

IB-168 |AA
Solid biologic Expected
Explare the potential indicationspace rationale for Clinical
IL-7 fTSLP Readout?
Alopecia areata @ @
(and other Dermatology)
Ulcerative colitis
A © @
[and other Gl)
Asthma @ @
[and other Respiratory)

©2023 Lura Biolid. | 26




Redefining Treatment Standards for alopecia areata \Yf zurabio

TB-168 |AA

»

Alopecia areata
cog

Tetfector memary

- =
]
-

.
\. ¥
T —— 3 cod i
1 '\_r":@ rr-u Lo -\_\ _.'. Low
= Iw e L

Univarsalis

Invasion of
T-cells

Loss of Preservation
immune of hair
privileg o follicle

b Wi, faaan Wt o0 The AARPS fowinsl, doi L L 3000 1 3HR-015-0808. 1.2 Hawold, Kavaa C, 41 5L €1 daaighe, ol 50 1 THIi insighn | DRSS ©2023 Zura Biolid. | 27




ZB-168 is Potentially Best-in-Class Asset at TSLP Inhibition \ff zurabio

IB-168 |AA
e
i - ARLTSLPR = 2B-168is nearly 10-fold more
-
N B rerepelum ab potent than AZN JAMGN's
= il tezepelumab, and
i W zm-i6a % Inhibition of
e "T' L tezepelumab does not
inhibit IL-7 signaling
. : ’ * ZB-168 is »300-fold mare
) £ 1] H) 4
Log [aml potent than Q32 Bio /
Herizon's bempikibart
,} {formerly ADX-914) in TSLP-
AENHTONECH + P
Upstream . i} womizon wf# zurabio induced markers, but similar
UPR-101 . z8-158 in IL-7-induced p5TATS*
|ee-TSLPR) [TSLP) {IL-TRax]) [IL-TRax]
a-TSLPEmAb TSLF mab iL-TRamAb IL-TRamAb
T.5ng fml f005nM
[ida BT
Eing fml f0.4nM  B7 ng Jml 0. 44nm 24 aM por . 182023 Zure Bie sad Beoraye Redcarch
rschup ] ‘qr_cu'.ruu ! i oA fml m':."” :’"/“‘-;:_J ingeirure fBRI) initicted a speniored research
LS tE |_': 7 ealiabaratios ta delve decper inte the role of
0.08 nM (CELE i IL-TRiria TSLP aad IL-T iigasling pathways.
0.6nM This cellaberation aims fo enhance
{IL-7 at 8. 2%ng/ mi|os whderitanding of the rolei ii-Tand TILF play
Neg Weg 0.46nM [pSTATS)IZ i immuaslogicsl Siseeies oad ehe patential
ElnM benefit from torgeting NM-FRa which is
{IL-7 at 2. Smg/ el )1 required for the signoling of both pathways

Pirs Baterast Dats, IHevcld, Kevan C, 41 5l I Wampashi, Maks, ot ol arnsl of Bhsamacalogy snd Dxperimentsl Tharapautics, doi: 80 B30 et L3 L 0000

wiel, haran B, 01 al Antibedies againss i-7r A1 ps
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Current treatments involving JAK inhibitors \J/ zurabio

TB-168 |AA

Concerns with JAK Inhibitors

JAK inhibitors block multiple pathways by targeting JAK1 and JAK2,
which are invelved in numerous cytokine signaling processes. This
broad action willfcan inadvertently suppress beneficial immune
responses.

k BoxWarnings

Linfections 51k bisdi
. Thrombaosis

JAK inhibiters canfwill inerease the risk Patients on JAK inhibiters face a

of serious infections due to their heightened risk of blood clots,
imMMURBSUPPFELSIVE Rature,

®

4. Iner d Martalit
2, Malignancy ease ortality

|.= Particularly in alder patients with
% Their use has been linked to an elevated _j ! iy

3 . cardiovascular risk factors, there'san
risk of certaincancer
SHPTCANERECANERTS associated higherrisk of death.
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Phase 2 AATrial Design* \l zurabio

IB-168 |AA

PART A: OPEN-LABELTRIAL PART B: RANDOMIZED TRIAL

paﬂh:ipmﬁ participants

EFFICACY PERIOD (24 WEEKS) per arm
(24 f36 WEEKS)
* Percentchange in SALT score * Proportion of patients with * Scalp Hair Assessment
« clinfo pre-specified SALT reductions « Biomarkers

* General Safety and Tolerability  + Neutropenia
* Severe infection * ADA [nAb

1 Trial dupige in aubgect ta change dus o8 Tegtors vuch 58 ragulstary Mes sk
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T i ARtitL 33
Alarmin with Potentialin
Multiple Indications

\»Z2B-880

torudokimab
Anti-IL-33

allergy /respiratoryindications




ZB-880 AssetOverview \ly zurabio

About ZB-880 (torudokimab)

Dl IL=33 implicated in drivingTh2

02 Well tolerated in Phl and Ph2trials
blolegy through 5T2 and Thl/Thl7 conducted by ENLEy?
through alternative signaling! ) _
141healthy volunteers in Phi 103 participants with )
tud moderate to severe atopic
bl dermatitis in Ph2
03 The target engagement evaluation Anaicsascociicmadlin
suggested binding to IL-33 and hiumar‘ker red “:tions [IL-"!.! Potential wtility indiseases
treatment emergent ADA had no periastin and C':l.u,{mn:f drl_wn by epl_thclllal
apparent impact on PK or target and na ADA Impact? inflammation
engagement

Mechanism of Action

01 Inhibition of IL-33 blocks both 572 and RAGE signaling®

Initial Focus on Respiratory, Dermatologic,

Gastrointestinal and Orphan Autoimmune Indications

01 Petential for 1st-in-class opportunities 2 Valldated pathways In COPD4 and asthma®

Sowcwr: LCoken st ol J15Macers, T heipautic sly g et e hewe TR TR 8 KB bt
Sp-1030, K dolong B 1111/ 13635 4. kragly #i al fowrnal of indlammation Bevearch 0015

caltrialy gosionduh oo MCTERM KSR, hotpa:ficlinicalorialy goef il ehorm MOTORRIEER], Soction 6L BEUR for pericd T1-5ap-205F ta 13-
AENS, 5. dioi- 12, 1O G/ NRAM RT3 T 7

©2023 Zura BioLid. | 32




ZB-880 IL-33 Pathway \J# zurabio

IL-33 isamember of the IL-1 allergens bacteria
IL-33 | I f h
cytokine family thatis '~ >3 IS released from the 8

WU

S

constitutively expressed in
structural and lining cells
including fibroblasts,
endothelial, and epithelial
cells of skin, gastrointestinal
tract, and lungs?

Palymorphisms inlL-33 and
$T2 are associated with
increased eosinophil
production aswell as
respiratory diseases such as

epithelium by disease
exacerbating environmental
factors and is an important
amplifier of innate
inflammation during
exacerbations?

IL-33 inhibition clinically
validated in severe asthma,
COPD3, and subsets of other
epithelial disorders?

COPD and severe asthma e
= Amphiragulin
Pre-clinical data Tem
demonstrates superior Emerging biology SUgEests -
activity of torudokimab B nE BY S UBE
: e expanding opportunity for
compared with etokimahb v
‘ ' IL-33 in fibrotic and 4
suggesting the potential for . e . !
z Ta autoimmune conditions J Py IFMy s
best-in-class activity* L2 s
L3

3809 Fremtisr immanol, 1. dol o'l

y b HOHT S5SERL, N hvrtpa/idol ong 10 18R g I s dat10 1GLR oo B304 0L 4. harge ol oap 88 BETESITLN- 0000{N1 JO0005-4; doir 181 56 RTiMca 3014157 sad dal
13,1136 s iiransbrerd o an A5 5. 5ol Tran b, Tura Bis baversal daia, §. oo S5 5L men S 1M Pritps:del ong/ |0 KU ipbys 103 . 781001 and Binps /ool /10 KB Tmed D511 THHER
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ZB-880 Has Potential for “Best-in-Class” Activity \l# zurabio

Torudokimab was 2.9 and 5.5-fold more potent than etokimab and itepekimab, respectively,
inhibiting IL-33-induced GM-CSF production by human mast cells

000 = 6000
—8—  Positive Control Positive Cantral
E B torudokimab & 000 torudokimab
B —h—  etokimab - itepekimab
-E —#—  Isatype Control g lsotype Contrel
2000 -
e a
1000 .00l ool 0.1 1 1] ple] 1030

Antibody K. [51) Torudokimab Potency
torudokimab [LY3375880) 1.7 % 10¢ 6.7 % 105 39
etokimab (AnaptysBia) 9.4 x 10° 12x% 104 112 2.9%
itepekimab (Regeneron] 7.6 x 10% LGx 104 215 5.5x
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