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Disclaimer

This Presentation contains certain “forward-looking statements” within the meaning of the federal securities laws that involve substantial risks and uncertainties. All statements contained in this
Presentation that do not relate to matters of historical fact should be considered forward-looking statements, including, without limitation, statements relating to our future plans, studies and trials, and any
statements containing the words “believe,” “anticipate,” “expect,” “estimate,” “may,” “could,” “should,” “would,” “will,” “intend” and similar expressions. We have based these forward-looking statements
largely on our current expectations and projections about future events and trends that we believe may affect our financial condition, results of operations, business strategy and financial needs. Such
forward-looking statements are neither promises nor guarantees, and involve known and unknown risks, uncertainties and other important factors which may cause our actual results, financial condition,
performance or achievements, or industry results, to be materially different from any future results, performance or achievements expressed or implied by such forward-looking statements. Factors that
might cause such a difference include, but are not limited to, uncertainty in the outcome of our interactions with regulatory authorities, including the FDA, the expected timing, progress, or success of our
clinical development programs, especially for deucrictibant immediate-release capsules and deucrictibant extended-release tablets, which are in late-stage global clinical trials, our ability to replicate the
efficacy and safety demonstrated in the RAPIDe-1, RAPIDe-2, and CHAPTER-1 Phase 2 and Phase 3 studies in ongoing and future nonclinical studies and clinical trials, risks arising from epidemic diseases,
which may adversely impact our business, nonclinical studies, and clinical trials, our ability to potentially use deucrictibant for alternative purposes, for example to treat C1-INH deficiency (AAE-CTINH), the
outcome and timing of regulatory approvals, the value of our ordinary shares, the timing, costs and other limitations involved in obtaining regulatory approval for our product candidates, or any other
product candidate that we may develop in the future, our ability to establish commercial capabilities or enter into agreements with third parties to market, sell, and distribute our product candidates, our
ability to compete in the pharmaceutical industry, including with respect to existing therapies, emerging potentially competitive therapies and with competitive generic products, our ability to market,
commercialize and achieve market acceptance for our product candidates, our ability to produce sufficient amounts of drug product candidates for commercialization, our ability to raise capital when
needed and on acceptable terms, regulatory developments in the United States, the European Union and other jurisdictions, our ability to protect our intellectual property and know-how and operate our
business without infringing the intellectual property rights or regulatory exclusivity of others, our ability to manage negative consequences from changes in applicable laws and regulations, including tax
laws (including the Biosecure Act), our ability to successfully remediate the material weaknesses in our internal control over financial reporting and to maintain an effective system of internal control over
financial reporting, changes and uncertainty in general market, political and economic conditions, including as a result of inflation and the current conflict between Russia and Ukraine, the Hamas attack
against Israel and the ensuing war, and the other factors described under the headings "Cautionary Statement Regarding Forward-Looking Statements" and "ltem 3. Key Information--D. Risk Factors" in our
Annual Report on Form 20-F and other periodic filings with the Securities and Exchange Commission. New risks and uncertainties may emerge from time to time, and it is not possible to predict all risks
and uncertainties. We undertake no obligation to publicly update any forward-looking statements, whether as a result of new information, future events or otherwise, except as required by law.

" u " u

This presentation includes data for an investigational product not yet approved by regulatory authorities. Certain information contained in this Presentation relates to or is based on studies, publications,
surveys and other data obtained from third-party sources and the Company’s own internal estimates and research. While the Company believes these third-party sources to be reliable as of the date of this
presentation, it has not independently verified, and makes no representation as to the adequacy, fairness, accuracy or completeness of, any information obtained from third-party sources. In addition, all of
the market data included in this Presentation involves a number of assumptions and limitations, and there can be no guarantee as to the accuracy or reliability of such assumptions. Finally, while we
believe our own internal research is reliable, such research has not been verified by any independent source.
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Deucrictibant has the potential to address unmet needs of
people living with bradykinin-mediated angioedema

deucrictibant deucrictibant
extended-release (XR) tablet immediate-release (IR) capsule
sustained absorption’ N.I‘\ N< rapid absorption*
150 o
uo XR =100
: Tine (h) * ’ Toe () * ¢
In studies, deucrictibant maintained sustained deucrictibant In studies, deucrictibant rapidly reached therapeutic
therapeutic exposure over 24 hours? from day one, exposure within 15-30 minutes®, making it optimal for on-
allowing for once-daily oral prevention of AE-BK attacks?® demand oral treatment of AE-BK attacks®

Two oral products with the same active ingredient for the

prevention and treatment of bradykinin-mediated angioedema attacks

Notes: AE-BK: bradykinin-mediated angioedema. Source: 'Zhang Z et al. . 2Lesage Aetal. 3 . “Crabbe Retal. . *Maurer M et al. 0
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ttps://ir.pharvaris.com/static-files/1680a98e-6898-4ee8-afb4-12d1ff5eb47a
https://protect.checkpoint.com/v2/___https://ir.pharvaris.com/static-files/cf739fcf-3754-4607-adb8-c3bd2a0a3bf6___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OjFjMWM6NDRmOWQzZWFjNmUzNjJmMWU1MDIxN2NjZTkzYjY5NmFhZjJiOTcxY2Y2YzVhYmNkNGQ1OTUzYmI5MzJlNGU4MjpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT06669754___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OmY1NGU6ZjU4OTY3MjIwODAxZTYzZWUwNjFlYTc5NDg0NjA3OTc2NDI4MDA0YTFmYTNlMzU4NzY5ZGE3MDNjMzUzM2FmMjpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://ir.pharvaris.com/static-files/99d1e94c-d3d8-4864-abeb-12681dabd36d___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OjYyOWU6NGM3OWMzNjFjZjllMzE0MzBiZmFlN2E0YWFhNDdjZGFhMjhiMzU2ZGIwNjU3MTg4N2Y3Yzg3ZjZiNzdiZjkxMzpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://ir.pharvaris.com/static-files/351671e4-35b8-4bc3-a50d-ef96e17059ab___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OjM5Y2M6ZDFjMmM0MWY2ZjhjMTkyMTU5N2UzZTZjZWJiZWRhMmQzNGVhYzE2Y2I1YWQzYjNmYjJlMzk4MTllYTA0ODEyNzpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT06343779___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OjRhMzk6Y2VmYjBkNzBiZWY4N2NmMTJlNGYwMzlkYjg1ODlkNDdiYTg3ODg1YWIwNjhlZWMxMmQ2ZmZkZjRmN2UxYzVjMjpwOlQ6Tg

Deucrictibant for the prevention and treatment of
bradykinin-mediated angioedema

MOLECULE INDICATION PRE-IND PHASE 1 PHASE 2 PHASE 3 REGISTRATIONAL NEXT MILESTONE

HAE RAPIDed RAPIDe-3 Topline Data:
On-Demand 1Q2026
RAPIDe @@
deucrictibant
HAE @%PTERJ CHAPTE:R(’:@ Comp|ete
Prophylaxis Enroliment

ODO 0%~
@ADTERJ CHAEI FR-4

Notes: HAE: hereditary angioedema. LTE: long-term extension. OLE: open-label extension.
Source: RAPIDe-1 ( ). RAPIDe-2 ( ). RAPIDe-3 ( ). CHAPTER-1 ( ). CHAPTER-3 ( ). CHAPTER-4 ( ).
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https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT04618211___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OjAwM2E6MmM1NDc3MDNjYmI5YWQ0N2Q3NzIxYTMyMTM0MDYxOGZkNGRjMDg0ZDIzMzBlYTg2OGFjMWJmZGIzZjFhMmIzNzpwOlQ6Tg
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https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT06343779___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OmFjOTU6MWZkODcyOGU2YTlmM2FlYjY0YThiYTkyZTA5M2E3OWE4YjhiMzg2ODgxZjk4YTgzODg3YWVmYzQ5M2M2Njk3NDpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT05047185___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2Ojk5YWE6MmVlODMyMzIxNmFhMmEyOWM4MDkyOGU1Zjg0YjA0YTI1YjIzMGM3NTYxN2Y1NzZlMDBlYTI1OGFmYzdhYzdiMTpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT06669754___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OmRhYjc6OTI5OWNmMTA5NDlmNzk5YjkxMzFlMjhiOGU0MjYyMWEwMjdkYTkxM2VhYWQ2ZTgxMWRkNmVhZWFlMWEwYjE4ZTpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT06679881___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OjUwYWE6MjA3NDUyZWVhZDFjYTczNTAwZGNkYzliMDNkNmEwMDk2NTU2ZmRhMzNhYjk2YzIwNTk4ZDQzZWRkODZhNmJkMTpwOlQ6Tg

Pharvaris aspires to leverage its bradykinin B2 receptor expertise
to develop therapies for AE-BK, beyond HAE-1/2

AE-BK: HAE-nC1INH, AAE-C1INH

HAE-C1INH (HAE-1/2)

AAE-CTINH: acquired angioedema due to C1INH deficiency. AE-BK: bradykinin-mediated angioedema. C1INH: C1 inhibitor. HAE-1/2: hereditary angioedema type 1 and type 2. HAE-CTINH: HAE with CTINH deficiency. HAE-nCTINH: HAE with norma [ CTINH.

2025 This presentation includes data for an investigational product not yet approved by regulatory authorities.
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Bradykinin-mediated angioedema defined in
international guidelines (WAQ/EAACI)

Bradykinin-mediated angioedema (AE-BK) Unknown mediator

C1INH deficiency/defect C1INH normal Idiopathic AE

Inherited Acquired Inherited Acquired Acquired

HAE-C1INH AAE-C1INH HAE-nC1INH AE-DI (drug induced) | AE-UNK
HAE-1 HAE-FXI| AE-ACEI
HAE-2 HAE-PLG AE-tPA

HAE-KNG

*

HAE-UNK

AAE-CTINH: acquired angioedema due to C1INH deficiency. AE: angioedema. AE-ACEI: angioedema due to angiotensin-converting enzyme inhibitors. AE-BK: bradykinin-mediated angioedema. AE-DI: drug-induced angioedema. AE-tPA: angioedema due to tissue-type plasminogen
activator. AE-UNK: angioedema due to unknown cause. C1INH: C1 inhibitor. EAACI: European Academy of Allergy and Clinical Immunology. HAE-1: hereditary angioedema type 1. HAE-2: hereditary angioedema type 2. HAE-CTINH: HAE with C1INH deficiency. HAE-FXII: hereditary
angioedema due to factor XII mutation. HAE-KNG: hereditary angioedema due to kininogen 1 mutation. HAE-nCTINH: HAE with normal CTINH. HAE-PLG: hereditary angioedema due to plasminogen mutation. HAE-UNK; hereditary angioedema due to unknown mutation. WAO: World
Allergy Organization.

*Qther types of HAE-nC1INH associated with known genetic mutations for which a role, including indirect or conditional, of bradykinin as mediator of angioedema symptoms is not excluded not listed.

Adapted from: Mauer M et al. Allergy 2022;77:1961-1990; Reshef A et al. J Allergy Clin Immunol 2024;154:398-411.
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Diagnosis of HAE-nC1INH and (H)AE-UNK is facilitated by guidelines,

but remains difficult

HAE-CTINH AAE-CTINH _ HAE-nG1INH (H)AE-UNK
with known genetic mutations
Laboratory findings
C1INH level Low (HAE-1), normal (HAE-2) Low Normal Normal
C1INH function Low Low Normal Normal
C4 level Low Low Normal Normal
C1q level Normal Low Normal Normal
Genetic mutation SERPINGT Absent Various genes* Unknown
Anti-C1INH antibodies Absent Present/Absent Absent Absent
- Present (HAE-UNK)
Family history Present Absent Present Absent (AE-UNK)

AAE-CTINH: acquired angioedema due to C1INH deficiency. AE-UNK: angioedema due to unknown cause. C1INH: C1 inhibitor. C1qg: complement component C1q. C4: complement component C4. HAE-1: hereditary angioedema type 1. HAE-2: hereditary angioedema type 2 HAE-CTINH:

HAE with C1INH deficiency. HAE-nC1INH: HAE with normal C1INH. HAE-UNK; hereditary angioedema due to unknown mutation.
*Genes with mutations identified in HAE-nC1INH: F12, PLG, KNG1, ANGPT1, HS3ST6, MYOF, CPN1, DAB2IP.
Derived from: Mauer M et al. Allergy 2022;77:1961-199; Magerl M et al. J Allergy Clin Immunol Glob 2025;4:100446; Zuraw BL et al. Clin Rev Allergy Immunol 2025;68:24.
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Novel approach to assess bradykinin formation may identify
patients with bradykinin-mediated angioedema

Pathway Sensitivity to Cold Trigger

KNG1 \/FXII
prekalhkrem plasma
kallikrein
Cold inhibition of plasmlnogen

C1INH
'-_ / Cold inhibition of
C1-INH / C1INH C1-INH
X .
- peptidases
cHMWK + Bradykinin (BK) —— BK1-8, BK1-7, BK1-5
PR Bradykinin B2 Receptor Rl
- _ A ~
-~ - - - TS \\ N
” - - - ~ N
PR LRN
Increased BK and N S
cHMWK levels :

BK: bradykinin. C1INH: C1 inhibitor. cHMWK: cleaved high molecular kininogen. FXII: Factor 12. HMWK: high molecular weight kininogen. i/cHMWK: intact/cleaved high molecular kininogen. tPA: tissue plasminogen activator.

PHARVARIS
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Our novel biomarker assay reveals sensitized BK formation in

o 4 Bradykinin-induced angioedema (AE-BK) Unknown mediator
patlents WIth HAE | c 1 I N H (HAE L 1 /2) CIINI.'I deficiency/defect ‘ CIINI.-I nnnnn I ‘ IdiopAalhic AE
e e “;EL.‘:;"E? s
Increased BK production in HAE-C1INH (HAE-1/2)
800 - HAE-UNK
HVs (n=39) HAE-C1INH (n=30)
600
= BK production is dramatically increased by cold
E in plasma from HAE-CTINH patients
(=2}
E 400
g = Clear differentiation between healthy
@ volunteers and HAE patients
200+
O e =S

Cold activation

BK: bradykinin. C1INH: C1 inhibitor. HAE: hereditary angioedema. HAE-1/2: hereditary angioedema type 1 and type 2. HAE-C1INH: HAE with CTINH deficiency. HVs: healthy volunteers.
Pardali E et al. Presented at the 14th C1 Inhibitor Deficiency and Angioedema Workshop; May 29-June 1, 2025; Budapest, Hungary.
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Increased pathway sensitivity to cold and BK generation in

o 4 Bradykinin-induced angioedema (AE-BK) Unknown mediator
p a I e n s w I - C1INH deficiency/defect C1INH normal | Idiopathic AE

Inherited Acquired Inherited Acquired Acquired
HAE-C1INH AAE-CTINH HAE-nC1INH AE-DI (drug induced) | AE-UNK
HAE-1 HAE-FXII AE-ACEI
HAE-2 HAE-PLG AEPA
Increased BK production in AAE-C1INH HAE KNG
1500 HAE-UNK

10004

Bradykinin ng/mL

500+

HVs (n=39) . AAE-C1INH (n=5)
o R E— | :

= BK production is dramatically increased by
cold in plasma from AAE-CTINH patients

= Clear differentiation between healthy
volunteers and AAE-C1INH patients

Cold activation

AAE-CTINH: acquired angioedema due to C1INH deficiency. BK: bradykinin. CTINH: C1 inhibitor. HVs: healthy volunteers.
Pharvaris, data on file.
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Increased BK-formation to cold may support the identification of

patients with HAE-nC1INH with genetic mutation =~ ==s==ss

HAE-C1INH AAE-CTINH HAE-nC1INH AE-DI (drug induced) | AE-UNK
Increased BK generation in HAE-nC1INH e EEE%’” e
800 : ﬁ;E-UNK
HVs (n=9) i HAE-nC1INH (n=4)
FXIl
: LG
600- PLG
= Symptomatic HAE-FXIl and HAE-PLG patients show a remarkably
- . . . . . .
£ — increase in BK production following cold activation
£ 4001 . : : TP
z ® In clinical practice, this assay may support the identification of people
@ with nCTINH (FXIl and PLG) in the absence of genetic testing
2001 = Other mutations under investigation
PLG no attacks
pa———————— N :

1 T T
Oh 24h Oh 24h

Cold activation

BK: bradykinin. FXII: factor XII. HAE-FXII: HAE-FXII: hereditary angioedema due to factor XII mutation. HAE-KNG: hereditary angioedema due to kininogen 1 mutation. HAE-nC1INH: HAE with normal C1INH. HAE-PLG: hereditary angioedema due to plasminogen mutation. HMWK: high
molecular weight kininogen. LMWK: low molecular weight kininogen. PLG; plasminogen. HVs: healthy volunteers.
Pardali E et al. Presented at the 14th C1 Inhibitor Deficiency and Angioedema Workshop; May 29-June 1, 2025; Budapest, Hungary.
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Cold activation enables identification of a BK signature
n (H)AE' UNK patients e —

Inherited Acquired Inherited Acquired Acquired

HAE-C1INH AAE-C1INH HAE-nC1INH AE-DI (drug induced) | AE-UNK
HAE-1 HAE-FXII AE-ACEi
. HAE-2 HAE-PLG AEPA
Increased BK in (H)AE-UNK HAEKNG1
' HAE-UNK
500. HVs | (HAEUNK
n==6

250+

= Our biomarker assay can identify patients within the

[ (H)AE-UNK population for whom BK production is
sensitive to triggers
| = Angioedema attacks in these patients are expected
to be mediated by bradykinin and to respond to
o bradykinin B2 receptor antagonism
?‘u

24h
Cold actlvatlon

w
o

Bradykinin [ng/mL]
3

AE-UNK: angioedema due to unknown cause. BK: bradykinin. HVs: healthy volunteers, HAE-UNK; hereditary angioedema due to unknown mutation.
Pharvaris, data on file.
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The clinically validated biomarker assay can be used to identify
individual people with BK-mediated angioedema

Histamine-mediated Bradykinin-mediated

Angioedema

t t

anti-histamine and omalizumab B2R antagonist
responder responders

Sensitivity to cold is a surrogate marker for involvement of BK-formation in (H)AE

PHARVARiS
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Evaluation of efficacy and safety of deucrictibant in AE-BK

Type of AE-BK Deucrictibant for ODT

Deucrictibant for LTP

 RAPIDe Phase 2 results (RCT, LTE)
HAE-CTINH (HAE-1, HAE-2) « Eligible in ongoing RAPIDe Phase 3

« CHAPTER Phase 2 results (RCT, LTE)
« Eligible in ongoing CHAPTER Phase 3

HAE-nC1INH

with genetic mutations
without genetic mutations (UNK)

AAE-C1INH

AAE-CTINH: acquired angioedema due to C1INH deficiency. AE-BK: bradykinin-mediated angioedema. HAE-1: hereditary angioedema type 1. HAE-2: hereditary angioedema type 2. HAE-C1INH: hereditary angioedema with CTINH deficiency. HAE-nCTINH, hereditary angioedema with

normal CTINH. LTE: long-term extension. LTP: long-term prophylaxis. ODT: on-demand treatment. RCT: randomized controlled trial. UNK: unknown.

PHARVARIS
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Diagnosis of HAE-nC1INH per current expert consensus

HAE-nCT1INH presents a diagnostic challenge, given the current lack of validated biochemical tests to confirm diagnosis.
As such, diagnosis must be made on clinical criteria.

History of recurrent angioedema without hives

668

1D . . .
i@] Absence of exposure to medications known to cause angioedema

jole} e}
({117 Family history
Normal C1INH level and function, C4 level

§ae Known genetic mutation (some types)

» Response to a bradykinin B2 receptor antagonist
or=

« Lack of response to mast-cell targeting therapies
(high-dose antihistamines, omalizumab, montelukast)

CTINH: C1 inhibitor. C4: complement component C4HAE-nCTINH, hereditary angioedema with normal CTINH.
Derived from: Magerl M et al. J Allergy Clin Immunol Glob 2025;4:100446; Zuraw BL et al. Clin Rev Allergy Immunol 2025;68:24; 0'Connor ME et al. Presented at the AAAAI/WAO Joint Congress; February 28—March 3, 2025; San Diego, CA, USA.

PHARVARiS
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Treatment of AE-BK could benefit from controlled trial data for
understudied AE types and additional treatment options

Despite the variety of treatment options, there remains key unmet needs in the treatment of AE-BK, including:

HAE-nC1INH Trial Data AAE-C1INH Trial Data

There is a lack of controlled trial data for

prophylactic and on-demand treatments for There is also a need for both controlled trial
\J_\’O HAE-nC1INH.# \& data and approved prophylaxis and on-
* Includes subtypes without identified demand treatments for AAE-CTINH.®
genetic mutations.

Treatment Options Addressing Patient Needs

There is unmet medical need for prophylactic and on-demand treatments for HAE-C1INH that will be able to address
ﬁ the individual patient needs such as:%®

 Efficacy » Administration regimen and related

- Safety/tolerability experiences (e.qg., portability, handling)

AAE-CTINH: acquired angioedema due to C1INH deficiency. AE-BK: bradykinin-mediated angioedema. AE: angioedema. HAE-C1INH: hereditary angioedema with CTINH deficiency. HAE-nCTINH, hereditary angioedema with normal CTINH.

TFijen LM et al. N Engl J Med 2022;386:1026-1033. 2Zuraw BL et al. Clin Rev Allergy Immunol 2025;68:24. 3Ried| MA et al. Front Immunol 2025;16:1502325. “Andembry® Summary of product characteristics, Mar 2025, https://www.ema.europa.eu/en/documents/product-
information/andembry-epar-product-information_en.pdf (accessed 3 June 2025). SPetersen RS et al. J Allergy Clin Immunol 2024;154:179-183. ®Covella B et al. Future Pharmacol 2024;4:41-53. 7Betschel SD et al. J Allergy Clin Immunol Pract 2023;11:2315-2325. 8Betschel SD et al
Allergy Asthma Clin Immunol 2024;20:43.

PHARVARIS
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Evaluation of efficacy and safety of deucrictibant in AE-BK

Type of AE-BK Deucrictibant for ODT

Deucrictibant for LTP

 RAPIDe Phase 2 results (RCT, LTE)
HAE-CTINH (HAE-1, HAE-2) « Eligible in ongoing RAPIDe Phase 3

« CHAPTER Phase 2 results (RCT, LTE)
« Eligible in ongoing CHAPTER Phase 3

HAE-nC1INH

with genetic mutations » Eligible in ongoing RAPIDe Phase 3
without genetic mutations (UNK)

« Eligible in ongoing CHAPTER Phase 3

AAE-C1INH

AAE-CTINH: acquired angioedema due to C1INH deficiency. AE-BK: bradykinin-mediated angioedema. HAE-1: hereditary angioedema type 1. HAE-2: hereditary angioedema type 2. HAE-C1INH: hereditary angioedema with CTINH deficiency. HAE-nCTINH, hereditary angioedema with

normal CTINH. LTE: long-term extension. LTP: long-term prophylaxis. ODT: on-demand treatment. RCT: randomized controlled trial. UNK: unknown.

PHARVARIS

©2025 This presentation includes data for an investigational product not yet approved by regulatory authorities.
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Acquired angioedema with C1 inhibitor deficiency (AAE-C1INH)

Estimated prevalence approx. 1:500,000

Overconsumption

L ;‘:
‘1lt.,§ "
£ 55, 3

C1-INH
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+ +

Classical Pathway

-

Auto-antibodies
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C1-INH

Due to overconsumption or neutralization of CTINH
Secondary (e.g., lymphoproliferative/autoimmune conditions, MGUS)
No ODT/LTP approved therapies for angioedema manifestations

/Factor

Factor
Xl Xlla

Bradykinin-induced angioedema (AE-BK)

Unknown mediator

C1INH deficiency/defect C1INH normal Idiopathic AE
Inherited Acquired Inherited Acquired Acquired
HAE-C1INH AAE-CTINH HAE-nC1INH AE-DI (drug induced) | AE-UNK
HAE-1 HAE-FXII AE-ACEI
HAE-2 HAE-PLG AE1PA
HAE-KNG1
HAE-UNK

aSg C1iNH

[Prekallikrein]—»( Kallikrein J

= C1INH consumption
= CTINH neutralization

|- I
(D

v
_ D

AAE-CTINH: acquired angioedema due to C1INH deficiency. B2R: bradykinin B2 receptor. BK: bradykinin. C1INH: C1 inhibitor. HMWK: high molecular weight kininogen. LTP: long-term prophylaxis. MGUS: Monoclonal gammopathy of undetermined significance. ODT: on-demand

treatment.

Cicardi M et al. Allergy Asthma Clin Immunol 2010;6:14. de Lange M et al. Presented at the 14th C1 Inhibitor Deficiency and Angioedema Workshop; May 29-June 1, 2025; Budapest, Hungary

PHARVARIS
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POP-AID and ONCE-AID study design

Part 1: On-demand treatment Part 2: Prophylactic treatment Long-term extension (XR tablet)
@ [
Four angioedema attacks treated with Dezuocr:ﬁ'ggm De;g;":rg:t::gnt
@
e __, e __, & & & & o -
= s} Deucrictibant /Deucrictibant /Deucrictibant A,acm Lo New patients
Study Randomization 10mg 20mg 30mg Randomization
population (part 1) (part 2) & é
in randomized order
Placebo Placebo & & (;,
Participants — > Study > .
RCT with population [:eucrlc)::zbant
, , , | deucrictibant R Omg XR 0D
Enroliment ' On demand treatment period ' ' Prophylactic ' Prophylactic ' Enrolment Open label treatment period
treatment period 1 treatment period 2 (max. 20 months)
(8 weeks) (8 weeks)

Bid: twice daily. OD: once daily. RCT: randomized controlled trial. XR: extended-release.
Petersen RS et al. J Allergy Clin Immunol 2024;154:179-183. de Lange M et al. Presented at the 14th C1 Inhibitor Deficiency and Angioedema Workshop; May 29-June 1, 2025; Budapest, Hungary.

PHARVARiS
©2025 This presentation includes data for an investigational product not yet approved by regulatory authorities.
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POP-AID study: deucrictibant for
treatment (Part 1) and prevention (Part 2) of AAE-C1INH attacks

100
@ s — Deucrictibant 10 mg Incidence in 4-wk period, no. (%)
3 L —— Deucrictibant 20 mg
z T 50 — Deucrictibant 30 mg Deucrictibant
@ .E 25 Placebo
E9 Any adverse event 5(0.8) 4(0.7)
.; 1|" O
&2 ” Any drug-related adverse event 1(0.2)* 0
= g - Any serious adverse event 0 0
Fg ¥ Treatment discontinued owing to an 0 0
g8 75 adverse event
-100 s " Headache 1(0.2) 0(0)
24 — ,
Time (hours) after treatment Viral infection 0(0) 2(0.3)
Upper abdominal pain 1(0.2) 0
Attacks per month Patient 1 Patient 2 Patient 3 Rash erythematous (sunburn-like) 1(0.2) 0
Baselina 1.2 1.2 0.9 Fatigue (heavy feeling throughout the 1(0.2) 1(0.2)
whole body) ’ '
Placebo 2.0 06 1.0 Dysgeusia (bitter taste) 1(0.2) 1(0.2)
Deucrictibant 0 0 0

Antagonism of the bradykinin B2 receptor with deucrictibant has the potential to effectively and

safely treat and prevent angioedema due to acquired C1-inhibitor deficiency

AAE-C1INH: acquired angioedema due to C1INH deficiency. VAS-3: 3-item visual analogue score.
Petersen RS et al. J Allergy Clin Immunol 2024;154:179-183.

PHARVARIiS
©2025 This presentation includes data for an investigational product not yet approved by regulatory authorities.
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ONCE-AID study: deucrictibant extended-release (XR) tablet for

prevention of AAE-C1INH attacks

. Pharmacokinetics
Efficacy (AAE-C1INH attacks) .
: % 100 -
ok | 2
4 I > E 80
.‘E: 60 PY ° .
é 40 ° o
i .
31 o > Y 85
Severity o L= 1 """" 3 """""" ‘; """""" ; """""""""" 1513 """"" ECsp
% Severe Month
A . X Safety (adverse events)

i >

2 0 2 4 6 3 10 12 14 16 18 20
Month

AAE-CTINH: acquired angioedema due to C1INH deficiency.

Adapted from: de Lange M et al. Presented at the 14th C1 Inhibitor Deficiency and Angioedema Workshop; May 29-June 1, 2025; Budapest, Hungary. Pharvaris, data on file.

PHARVARIS

Incidence, n (grade)

Any adverse event (AE) 29
Severity of AEs
Mild 20
Moderate 6
Severe 3
Any drug-related AE 0
Any serious AE 1
Treatment discontinued due to AE 0

©2025 This presentation includes data for an investigational product not yet approved by regulatory authorities.
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CREAATE: deucrictibant for treatment of AAE-C1INH &

Pivotal, global Phase 3 for both prophylaxis and on-demand treatment

Part 1: Prophylaxis Part 2: On-Demand Part 3: Open-Label

Deucrictibant XR tablet

Deucrictibant IR capsule

40 mg/da 20m .

: i R : Deucrictibant IR capsule

Screening — R ” | 20 mg

Placebo Deucrictibant IR capsule
20 mg
Screening
Primary objectives
Part 1 Part 2 Part 3
Efficacy of deucrictibant XR tablet vs. placebo for Efficacy of deucrictibant IR capsule vs. placebo as Safety and tolerability of

prophylaxis against AAE-CTINH attacks on-demand treatment on time to symptom relief deucrictibant IR capsule for

during AAE-C1INH attacks on-demand treatment of
AAE-C1INH attacks

AAE-CTINH: acquired angioedema due to C1INH deficiency. IR: immediate-release. R: randomization. XR: extended-release.

PHARVARIS 27
©2025 This presentation includes data for an investigational product not yet approved by regulatory authorities.




Evaluation of efficacy and safety of deucrictibant in AE-BK

Type of AE-BK Deucrictibant for ODT Deucrictibant for LTP

 RAPIDe Phase 2 results (RCT, LTE)
« Eligible in ongoing RAPIDe Phase 3

CHAPTER Phase 2 results (RCT, LTE)

HAE-C1INH (HAE-1, HAE-2) Eligible in ongoing CHAPTER Phase 3

HAE-nC1INH
with genetic mutations » Eligible in ongoing RAPIDe Phase 3
without genetic mutations (UNK)

Eligible in ongoing CHAPTER Phase 3

* Independent POP-AID study Independent POP-/ONCE-AID studies
* Planned Phase 3 trial * Planned Phase 3 trial

AAE-C1INH

AAE-CTINH: acquired angioedema due to C1INH deficiency. AE-BK: bradykinin-mediated angioedema. HAE-1: hereditary angioedema type 1. HAE-2: hereditary angioedema type 2. HAE-C1INH: hereditary angioedema with CTINH deficiency. HAE-nCTINH, hereditary angioedema with
normal CTINH. LTE: long-term extension. LTP: long-term prophylaxis. ODT: on-demand treatment. RCT: randomized controlled trial. UNK: unknown.

PHARVARIS

©2025 This presentation includes data for an investigational product not yet approved by regulatory authorities.



Deucrictibant for the prevention and treatment of bradykinin-
mediated angioedema

MOLECULE INDICATION PRE-IND PHASE 1 PHASE 2 PHASE 3 REGISTRATIONAL NEXT MILESTONE

HAE RAPIDE] RAPIDe-3 Topline Data:
On-Demand 1Q2026
RAPIDe @
E—— I
HAE (CHAPTER1 CHAPTER3) Complete
Prophylaxis Enroliment

o"o 0%~
(CHaPTERT CHAPTER-4

e WL Study

CREAATE Initiation
¥STUDY

Undisclosed

Notes: AAE-CTINH: acquired angioedema due to C1 inhibitor deficiency. HAE: hereditary angioedema. LTE: long-term extension. OLE: open-label extension.
Source: RAPIDe-1 ( ). RAPIDe-2 ( ). RAPIDe-3 ( ). CHAPTER-1 ( ). CHAPTER-3 ( ). CHAPTER-4 ( ).

PHARVARIS

©2025 This presentation includes data for an investigational product not yet approved by regulatory authorities.


https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT04618211___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OmY0NmM6YTY4ZGU1MjI5N2E3ZTI4ZjMyZGZmMjg4OGRlMWQ4YTk3YzQ5NThkNWEwNDc5ZDQxOWRhYmE4Y2M2YjAzNzUzNDpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT05396105___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OjJiODM6Y2UyMzBiYzYyZGFiMTUxODdlM2FiNWZlYzY0MGQ1OTU1OThhNTc3OTA4OTY3NzJkYTlmYTM2ODYxM2Y0MDNkOTpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT06343779___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OmNjOTc6Zjg2NmU4Y2YyOTg5MmYzODQxNjI3NzFkNjg4MmQ1ZTM3MjJmNWFmODkwN2Q1Yjc5YmJkN2Q4NjQ1MzYzNTVjMjpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT05047185___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OjVkOTg6OWYzYzMxMjI5NDllYjY2Y2I0NDZiMGM1NWRkZGEzZWEwNTRmYzNiOTE5NmQzZjcwZjliM2RmMmQ4NTc3N2M4NTpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT06669754___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OjI2ZTc6N2MwYjJhYWNmY2NiOTJkNmI2MjkxODBhMjUwMWViZjk2NWFkMWRhMjllNjI5NDEyNmYxNDRiMDljYmRjOTk5OTpwOlQ6Tg
https://protect.checkpoint.com/v2/___https://clinicaltrials.gov/study/NCT06679881___.YzJ1OnBhdWxiYWtlcm5vdGlmaWVkY29tOmM6bzpkMjY1ODgzYTE5MWE1YzFjOWQ0MzRjNWI2NTQ0ZWYxMjo2OjEwNzA6OGI3MmIwMzRiMGZmNThjMTM0MWI4OTFiMDUzNjc5MjI4ZTBjNTczZTdiNTIxNDg3ZmViOWFmYmU4NmM0NjVlYTpwOlQ6Tg
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Current therapeutic approaches for AE-BK target different areas of
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KNG1 mutation
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and investigational drugs (B2R)

; des-Arg®-
> BK

AE-BK, bradykinin-mediated angioedema; Arg, arginine; B2R, bradykinin B2 receptor; BK, bradykinin; CPN, carboxypeptidase N; CTINH, C1 esterase inhibitor; ¢, cleaved; factor Xlla, activated Factor XII; HMWK, high molecular
weight kininogen; HS3ST6, heparan sulfate 3-O-sulfotransferase 6 gene; HS, heparan sulfate; KKS, kallikrein-kinin system; KNG, kininogen, LMWK, low molecular weight kininogen; tPA, tissue plasminogen activator; v, variant
1. Maurer M, et al. Allergy. 2022;77(7):1961-1990. 2. Ritchie BC. Transfus Apher Sci. 2003;29(3):259-267. 3. Guo Y, et al. Orphanet J Rare Dis. 2022;17(1):399. 4. Gakuba C, Gaberel T. Primer on Cerebrovascular Diseases. 2nd ed. 2017:82-86. 5. Schmaier AH. J Thromb Haemost.
2016;14(1):28-39. 6. Bryant JW, Shariat-Madar Z. Cardiovasc Hematol Agents Med Chem. 2009;7(3). 7. Ramachandran R, et al. Pharmacol Rev. 2016;68(4). 8. Kaplan AP. Blood. 2022;138(18):2732-2733.9. Cap AP. Blood. 2016;116(5):863-870. 10. Kozik A, Moore RB, Potempa J, et al

2):59.
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J Biol Chem. 1998;273(50):33224-33229. 11. Craig TJ, et al. Lancet. 2023;401(10382):1079-1090. 12. Fijen LM, et al. N Engl J Med. 2022;386(11):1026-1033. 13. Nunes LR, et al. Arch Clin Cases. 2023;10(3):138-141. 14. Kanani A, et al. Allergy Asthma Clin Immunol. 2018;14(Suppl
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U.S. and EU regulatory authorities have granted
Orphan Drug Designation for deucrictibant as a

oS treatment of bradykinin-mediated angioedema )3

=

PHARVARIS
©2025 This presentation includes data for an investigational product not yet approved by regulatory authorities.
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g =  Berndt Modig, CEO Pharvaris

V”E' Anne Lesage, Ph.D., CEDO Pharvaris

1@ Peng Lu, M.D., Ph.D., CMO Pharvaris

Wim Souverijns, Ph.D., CCO Pharvaris
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