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Item 7.01 Regulation FD Disclosure.

On December 10, 2024, Q32 Bio Inc. (the “Company”) issued a press release titled “Q32 Bio Provides Bempikibart Program Update, Including
Next Steps for Advancing Alopecia Areata Development Program.” A copy of the press release in connection with the announcement is being furnished
as Exhibit 99.1 to this Current Report on Form 8-K.

The information in this Current Report on Form 8-K (including Exhibit 99.1 attached hereto) is intended to be furnished and 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 in any filing under the Securities Act of 1933, as amended, or the Exchange Act, except as
expressly set forth by specific reference in such filing.

Item 8.01. Other Events.

On December 10, 2024, the Company announced topline results from the SIGNAL-AA Phase 2a signal finding clinical trial evaluating
bempikibart (ADX-914) in patients with alopecia areata (“AA”) and topline results from the SIGNAL-AD Phase 2a clinical trial evaluating bempikibart
in atopic dermatitis (“AD”). The Company also updated its corporate deck, a copy of which is filed as Exhibit 99.2 to this Current Report on Form 8-K
and incorporated herein by reference.

Topline Results from SIGNAL-AA Phase 2a Clinical Trial

SIGNAL-AA is a Phase 2a, randomized, double-blind, placebo-controlled, multi-center clinical trial evaluating bempikibart in adult patients with
severe and very severe AA (baseline Severity of Alopecia Tool (SALT) scores of 50-100) treated over 24 weeks, with follow-up through 36 weeks. The
study is being conducted to evaluate the efficacy and safety of bempikibart 200 mg administered subcutaneously (SC), every-other-week (Q2W)
compared to placebo. A total of 44 patients were enrolled in the trial with a primary endpoint of the mean relative percent change in SALT score at 24
weeks compared with baseline.

Following database lock, one site was excluded from the efficacy analysis based on marked protocol violations of entry criteria. This resulted in
the removal of three placebo patients, rendering the planned statistical analyses for the primary endpoint inappropriate due to the reduced sample size.
On a post-hoc analysis of the remaining per-protocol population of patients with AA (n=27), bempikibart demonstrated an improvement in hair re-
growth compared to placebo:

* At week 24: patients treated with bempikibart showed a mean reduction in SALT score of 16% in the bempikibart group vs a reduction of 2% in
the placebo group. A Wilcoxon Rank Sum test yielded a p-value of 0.045.

* At week 24: 9% of bempikibart patients in the trial achieved a SALT-20 (SALT score less than or equal to 20) compared to 0% in placebo.
* At week 26: 13% of bempikibart patients achieved SALT-20 compared 0% in placebo.

Bempikibart was observed to be safe and well tolerated in the SIGNAL-AA trial. There were no serious adverse events (SAE) or Grade 3 or
higher adverse events related to treatment.

The Company plans to enroll approximately 20 additional patients in a Part B expansion of the SIGNAL-AA Phase 2a clinical trial to further
evaluate bempikibart in AA, including a loading regimen. The Company will defer enrollment into the planned Phase 2 clinical trial of ADX-097 in
ANCA-Associated Vasculitis (AAV), previously expected to begin in 2025, to focus efforts on continued enrollment in the ongoing bempikibart AA and
ADX-097 renal basket Phase 2 clinical trials.

Topline Results from SIGNAL-AD Phase 2a Clinical Trial

SIGNAL-AD is a two-part Phase 2a, randomized, double-blind, placebo-controlled, multi-center clinical trial evaluating bempikibart in adult
patients with persistent, moderate-to-severe AD. Part A (n=15) was conducted to evaluate safety, pharmacokinetics (PK), and to enable dose selection
for Part B of the clinical trial. Part A was randomized 2:1 between bempikibart and placebo in each of two dose cohorts of 2mg/kg or 3mg/kg Q2W SC
for 12 weeks.

In Part A, at week 14, improvement in average EASI score from baseline was 58% in patients treated with 2mg/kg Q2W SC and 84% in patients
treated at 3mg/kg Q2W SC, and 72% on a pooled basis, compared to 38% in patients treated with placebo.

In Part B, which evaluated both efficacy and safety of bempikibart compared to placebo, patients were enrolled 1:1 in the bempikibart 200 mg
Q2W SC (n=52) and placebo (n=54) arms for 12 weeks of treatment. The primary endpoint is the mean percent change from baseline to week 14 in the
Eczema Area and Severity Index (EASI) score. At week 14, data from Part B demonstrated that patients treated with bempikibart showed a 74%
improvement in average EASI from baseline, compared to 76% for the placebo group (p= not statistically significant). Results of the primary endpoint
were generally consistent when stratified for pre-specified baseline entry criteria. Bempikibart was observed to be safe and well tolerated in the
SIGNAL-AD trial. There were no serious adverse events (SAE) or Grade 3 or higher adverse events related to treatment. The Company plans to conduct
areview of the SIGNAL-AD results.

Biomarker Results in SIGNAL-AD and SIGNAL-AA:

Across SIGNAL-AD and SIGNAL-AA, bempikibart at 200mg Q2W SC demonstrated favorable PK and target engagement as demonstrated by
substantial reductions in biomarkers of Th2 and Th1. These results include:

* A reduction in Th2 biomarkers, including TARC, IgE and eosinophils, which was consistent with the type of biomarker impact previously
observed with other agents that have demonstrated utility in atopic dermatitis, such as IL-4Ra, IL-13 and OX40 ligand-targeted agents.

*  An expected modulation of T-cells, with a 20-30% reduction, consi with target nent and IL-7Ra blockade.

The Company believes these results demonstrate that bempikibart is a potent inhibitor of both TSLP and IL-7 signaling as evidenced by robust
changes in both Th2 biomarkers and T-cells. The Company believes the mechanism of action of bempikibart has the potential to be active in other Th2
and Thl driven diseases, including asthma, COPD, ulcerative colitis (UC), rheumatoid arthritis (RA), celiac disease, multiple sclerosis (MS) and others.

Forward-Looking Statements

This Current Report on Form 8-K contains forward-looking statements within the meaning of the U.S. Private Securities Litigation Reform Act of
1995, as amended, and other federal securities laws,. Any statements contained herein which do not describe historical facts, including, among others,
our beliefs, observations, expectations and assumptions regarding the topline data from the SIGNAL-AA Phase 2a and the safety, tolerability, clinical
activity including biomarker data, potential efficacy and potential benefits of bempikibart; plans and expectations for Part B of the SIGNAL-AA Phase
2a clinical trial are forward-looking statements, which involve risks and uncertainties that could cause actual results to differ materially from those
discussed in such forward-looking statements.

Forward-looking statements generally include statements that are predictive in nature and depend upon or refer to future events or conditions, and
include words such as “may,” “will,” “should,” “would,” “expect,” “anticipate,” “plan,” “likely,” “believe,” “estimate,” “project,” “intend,” and other
similar expressions among others. Statements that are not historical facts are forward-looking statements. Forward-looking statements are based on
management’s current beliefs and assumptions, which are subject to risks and uncertainties and are not guarantees of future performance. Such risks and
uncertainties include, among others, the risk that additional data, or the results of ongoing data analyses, may not support our current beliefs and
expectations for bempikibart; future clinical studies, including the Part B of the SIGNAL-AA Phase 2a clinical trial, may not be completed in a timely
manner or at all, might be more costly than expected or might not yield anticipated results, the Company may need additional funding to complete its
clinical studies, which may not be available on favorable terms or at all, and such other risks and uncertainties identified in the Company’s periodic,
current and other filings with the U.S. Securities and Exchange Commission, including its Quarterly Report on Form 10-Q for the quarter ended
September 30, 2024 and any subsequent filings with the Commission, which are available at the SEC’s website at www.sec.gov. Any such risks and
uncertainties could materially and adversely affect the Company’s results of operations and its cash flows, which would, in turn, have a significant and
adverse impact on the Company’s stock price. We caution you not to place undue reliance on any forward-looking statements, which speak only as of
the date they are made. The Company disclaims any obligation to publicly update or revise any such statements to reflect any change in expectations or
in events, conditions or circumstances on which any such statements may be based, or that may affect the likelihood that actual results will differ from
those set forth in the forward-looking statements.
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Q32 Bio Provides Bempikibart Program Update, Including Next Steps for Advancing Alopecia Areata Develop Program

— SIGNAL-AA demonstrated encouraging clinical activity of bempikibart in patients with alopecia areata (AA), including improvement from baseline
on SALT score and meaningful achievement of SALT-20 response —

— SIGNAL-AD Phase 2a clinical trial in atopic dermatitis d rated promising findings in Part A but did not meet primary endpoint in Part B—

— Across both trials, bempikibart was observed to be safe and well tolerated; demonstrated potent IL-7 and TSLP inhibition via changes in both Th2
biomarkers and T-cells, and desired target engagement —

— Based on these results, Company plans to advance bempikibart in patients with AA —

‘WALTHAM, Mass.— December 10, 2024 — Q32 Bio Inc. (Nasdaq: QTTB) (“Q32 Bio”), a clinical stage biotechnology company focused on
developing biologic therapeutics to restore immune homeostasis, today announced topline results from the SIGNAL-AA Phase 2a signal finding clinical
trial evaluating bempikibart (ADX-914), which identified encouraging clinical activity in patients with alopecia areata (AA). The Company plans to
expand the SIGNAL-AA Phase 2a clinical trial and enroll additional patients evaluating bempikibart in AA.

“We are pleased with the emerging signals observed in the SIGNAL-AA Phase 2a clinical trial and based upon these, the positive biomarker data and
well tolerated safety profile observed across both trials, we plan to enroll additional patients into the SIGNAL-AA clinical trial to further explore the
clinical effects of bempikibart in this patient population. We believe bempikibart has the potential to be an important new treatment option in a disease
needing new and safer alternatives to currently approved agents,” said Jodie Morrison, Chief Executive Officer of Q32 Bio. “We are disappointed that
the SIGNAL-AD trial did not achieve its primary endpoint. Based upon the findings, including the high placebo rate, we plan to conduct a review to
better understand the results.”

“Results from our analysis of SIGNAL-AA showed clinically meaningful activity and a safety profile that we believe is differentiated from the currently
approved therapies for AA. We are encouraged by our findings from this clinical trial, and we look forward to advancing bempikibart as a potential
treatment for AA,” said Jason Campagna, M.D., Ph.D., Chief Medical Officer of Q32 Bio. “On behalf of Q32 Bio, I want to express my gratitude to the
patients, their caregivers, and clinical trial sites that participated across both our bempikibart Phase 2a trials.”

The Company is also providing an update on the SIGNAL-AD clinical trial in patients with atopic dermatitis (AD). Although the Company is reporting
promising findings in Part A, the trial did not meet its primary endpoint in Part B. Q32 Bio plans to conduct a review of the results.
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Topline Results from SIGNAL-AA Phase 2a Clinical Trial:

SIGNAL-AA is a Phase 2a, randomized, double-blind, placebo-controlled, multi-center clinical trial evaluating bempikibart in adult patients with severe
and very severe AA (baseline Severity of Alopecia Tool (SALT) scores of 50-100) treated over 24 weeks, with follow-up through 36 weeks. The study is
being conducted to evaluate the efficacy and safety of bempikibart 200 mg administered subcutaneously (SC), every-other-week (Q2W) compared to
placebo. A total of 44 patients were enrolled in the trial with a primary endpoint of the mean relative percent change in SALT score at 24 weeks
compared with baseline.

Following database lock, one site was excluded from the efficacy analysis based on marked protocol violations of entry criteria. This resulted in the
removal of three placebo patients, rendering the planned statistical analyses for the primary endpoint inappropriate due to the reduced sample size. On a
post-hoc analysis of the remaining per-protocol population of patients with AA (n=27), bempikibart demonstrated an improvement in hair re-growth
compared to placebo:

. At week 24: patients treated with bempikibart showed a mean reduction in SALT score of 16% in the bempikibart group vs a reduction of
2% in the placebo group. A Wilcoxon Rank Sum test yielded a p-value of 0.045.

. At week 24: 9% of bempikibart patients in the trial achieved a SALT-20 (SALT score less than or equal to 20) compared to 0% in placebo.
. At week 26: 13% of bempikibart patients achieved SALT-20 compared 0% in placebo.

Bempikibart was observed to be safe and well tolerated in the SIGNAL-AA trial. There were no serious adverse events (SAE) or Grade 3 or higher
adverse events related to treatment.

“Advancing bempikibart in AA is supported by preclinical data demonstrating the potential of IL-7Ra inhibition in this disease, and now the resulting
data from SIGNAL-AA demonstrated the clinical potential of an IL-7Ra inhibitor in AA. I am encouraged by the biomarker data that provide evidence
of biological activity, the safety profile of bempikibart, and the clinical signal of hair regrowth in patients,” said Brett King, M.D., Ph.D., of
Dermatology Physicians of Connecticut, and former Associate Professor of Dermatology, Yale University School of Medicine. “I believe these clinical
results are promising and warrant further advancement to expand upon these findings.”

Q32 Bio plans to enroll approximately 20 additional patients in a Part B expansion of the SIGNAL-AA Phase 2a clinical trial to further evaluate
bempikibart in AA, including a loading regimen. The Company will defer enrollment into the planned Phase 2 clinical trial of ADX-097 in ANCA-
Associated Vasculitis (AAV), previously expected to begin in 2025, to focus efforts on continued enrollment in the ongoing bempikibart AA and
ADX-097 renal basket Phase 2 clinical trials.

Topline Results from SIGNAL-AD Phase 2a Clinical Trial:

SIGNAL-AD is a two-part Phase 2a, randomized, double-blind, placebo-controlled, multi-center clinical trial evaluating bempikibart in adult patients
with persistent, moderate-to-severe AD. Part A (n=15) was conducted to evaluate safety, pharmacokinetics (PK), and to enable dose selection for Part B
of the clinical trial. Part A was randomized 2:1 between bempikibart and placebo in each of two dose cohorts of 2mg/kg or 3mg/kg Q2W SC for 12
weeks.
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In Part A, at week 14, improvement in average EASI score from baseline was 58% in patients treated with 2mg/kg Q2W SC and 84% in patients treated
at 3mg/kg Q2W SC, and 72% on a pooled basis, compared to 38% in patients treated with placebo.

In Part B, which evaluated both efficacy and safety of bempikibart compared to placebo, patients were enrolled 1:1 in the bempikibart 200 mg Q2W SC
(n=52) and placebo (n=54) arms for 12 weeks of treatment. The primary endpoint is the mean percent change from baseline to week 14 in the Eczema
Area and Severity Index (EASI) score. At week 14, data from Part B demonstrated that patients treated with bempikibart showed a 74% improvement in
average EASI from baseline, compared to 76% for the placebo group (p= not statistically significant). Results of the primary endpoint were generally
consistent when stratified for pre-specified baseline entry criteria. Bempikibart was observed to be safe and well tolerated in the SIGNAL-AD trial.
There were no serious adverse events (SAE) or Grade 3 or higher adverse events related to treatment. Q32 Bio plans to conduct a review of the
SIGNAL-AD results.

Biomarker Results in SIGNAL-AD and SIGNAL-AA:

Across SIGNAL-AD and SIGNAL-AA, bempikibart at 200mg Q2W SC demonstrated favorable PK and target engagement as demonstrated by
substantial reductions in biomarkers of Th2 and Th1. These results include:

. A reduction in Th2 biomarkers, including TARC, IgE and eosinophils, which was consistent with the type of biomarker impact previously
observed with other agents that have demonstrated utility in atopic dermatitis, such as IL-4Ra, IL-13 and OX40 ligand-targeted agents.

. An expected modulation of T-cells, with a 20-30% reduction, consi with target 1ent and IL-7Ra blockade.

Q32 Bio believes these results demonstrate that bempikibart is a potent inhibitor of both TSLP and IL-7 signaling as evidenced by robust changes in
both Th2 biomarkers and T-cells. The Company believes the mechanism of action of bempikibart has the potential to be active in other Th2 and Th1
driven diseases, including asthma, COPD, ulcerative colitis (UC), rheumatoid arthritis (RA), celiac disease, multiple sclerosis (MS) and others.

“These impressive biomarker data represent a meaningful advancement in the clinical understanding of how inhibition of IL-7Ra can be leveraged to
treat autoimmune and inflammatory diseases,” said Shelia Violette, Ph.D., Co-Founder and Chief Scientific Officer of Q32 Bio. “Based upon its
observed mechanism of action, bempikibart continues to show strong potential as an IL-7Ra inhibitor to treat AA and other diseases.”
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The Company has published an updated investor presentation with additional details regarding the bempikibart update for review by interested parties.
The updated presentation can be found on the company website at www.Q32Bio.com under Investors & Media.

About Q32 Bio

Q32 Bio is a clinical stage biotechnology company developing biologic therapeutics targeting potent regulators of the innate and adaptive immune
systems to re-balance immunity in autoimmune and inflammatory diseases. Q32 Bio’s lead programs, focused on the IL-7 / TSLP receptor pathways and
complement system, address immune dysregulation to help patients take back control of their lives.

Q32 Bio’s program for adaptive immunity, bempikibart (ADX-914), is a fully human anti-IL-7Ra antibody that re-regulates adaptive immune function
for the treatment of autoimmune diseases being evaluated in a Phase 2 program. The IL-7 and TSLP pathways have been genetically and biologically
implicated in driving several T cell-mediated pathological processes in numerous autoimmune diseases. Q32 Bio’s program for innate immunity,
ADX-097, being evaluated in a Phase 2 program, is based on a novel platform enabling tissue-targeted regulation of the complement system without
long-term systemic blockade — a key differentiator versus current complement therapeutics.

For more information, visit www.Q32Bio.com.

Availability of Other Information About Q32 Bio

Investors and others should note that we communicate with our investors and the public using our company website www.Q32Bio.com, including, but
not limited to, company disclosures, investor presentations and FAQs, Securities and Exchange Commission filings, press releases, public conference
call transcripts and webcast transcripts, as well as on X (formerly Twitter) and LinkedIn. The information that we post on our website or on X or
LinkedIn could be deemed to be material information. As a result, we encourage investors, the media and others interested to review the information that
we post there on a regular basis. The contents of our website or social media shall not be deemed incorporated by reference in any filing under the
Securities Act of 1933, as amended.

Forward-Looking Statements

This communication contains forward-looking statements within the meaning of the U.S. Private Securities Litigation Reform Act of 1995, as amended,
and other federal securities laws. Any statements contained herein which do not describe historical facts, including, among others, our beliefs,
observations, expectations and assumptions regarding the topline data from the SIGNAL-AA Phase 2a and the safety, tolerability, clinical activity
including biomarker data, potential efficacy and potential benefits of bempikibart; plans and expectations for Part B of the SIGNAL-AA Phase 2a
clinical trial are forward-looking statements, which involve risks and uncertainties that could cause actual results to differ materially from those
discussed in such forward-looking statements.
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Forward-looking statements are based on management’s current beliefs and assumptions, which are subject to risks and uncertainties and are not
guarantees of future performance. Such risks and uncertainties include, among others, the risk that additional data, or the results of ongoing data
analyses, may not support our current beliefs and expectations for bempikibart, future clinical studies, including the Part B of the SIGNAL-AA Phase 2a
clinical trial, may not be completed in a timely manner or at all, might be more costly than expected or might not yield anticipated results, the Company
may need additional funding to complete its clinical studies, which may not be available on favorable terms or at all, and such other risks and
uncertainties identified in the Company’s periodic, current and other filings with the U.S. Securities and Exchange Commission, including its Quarterly
Report on Form 10-Q for the quarter ended September 30, 2024 and any subsequent filings with the Commission, which are available at the SEC’s
website at www.sec.gov. Any such risks and uncertainties could materially and adversely affect the Company’s results of operations and its cash flows,
which would, in turn, have a significant and adverse impact on the Company’s stock price. We caution you not to place undue reliance on any forward-
looking statements, which speak only as of the date they are made. The Company disclaims any obligation to publicly update or revise any such
statements to reflect any change in expectations or in events, conditions or circumstances on which any such statements may be based, or that may affect
the likelihood that actual results will differ from those set forth in the forward-looking statements.

Contacts:

Investors: Brendan Burns
Media: Sarah Sutton

Argot Partners
212.600.1902
Q32Bio@argotpartners.com
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Forward Looking Statements

This presentation has been prepared by Q32 Bio Inc. (“we", “us,” “our,” “Q32" or the “Company”) and is made for informational purposes only. The information set forth herein does not
purport to be complete or contain all of the information you may desire. Statements contained herein are made as of the date of this presentation unless stated otherwise, and this
presentation shall not under any circumstances create an implication that the information contained herein is correct as of any time after such date or that information will be updated or
revised to reflect information that subsequently becomes available or changes occurring after the date hereof.

This presentation contains forward-looking statements within the meaning of the U.5. Private Securities Litigation Reform Act of 1995. Forward-looking statements can be identified by
words such as “may,” “will,” “should,” “would,” “expect,” “anticipate,” "plan,” “likely,” "believe,” "estimate,” “project,” “intend,” “potential,” and similar expressions regarding future periods.
These forward-looking statements include, but are not limited to, our beliefs, observations, expectations and assumptions regarding the topline data from the SIGNAL-AA Phase 2a and the
safety, tolerability, clinical activity including biomarker data, potential efficacy and potential benefits of bempikibart, plans and expectations for Part B of the SIGNAL-AA Phase 2a clinical trial
statements regarding expected cash and the sufficiency of the Company’s cash to fund operations into mid- 2026, the expectations surrounding the potential, safety, efficacy, and regulatory
and clinical progress of Q32’s product candidates, including bempikibart and ADX-097, and anticipated milestones, data readouts and timing, among others. Statements that are not
historical facts are forward-looking statements. Forward-looking statements are based on current beliefs and assumptions that are subject to risks and uncertainties and are not guarantees
of future performance. Actual results could differ materially from those contained in any forward-locking statement as a result of various factors, including, without limitation: the
Company’s need for additional funding, which may not be available; failure to identify additional product candidates and develop or commercialize marketable products; the early stage of
the Company’s development efforts; potential unforeseen events during clinical trials could cause delays or other adverse consequences; risks relating to the regulatory approval process;
interim, topline and preliminary data may change as more patient data become available, and are subject to audit and verification procedures that could result in material changes in the
final data; Q32's product candidates may cause serious adverse side effects; inability to maintain our collaborations, or the failure of these collaborations; our reliance on third parties,
including for the manufacture of materials for our research programs, preclinical and clinical studies; failure to obtain U.S. or international marketing approval; ongoing regulatory
obligations; effects of significant competition; unfavorable pricing regulations, third-party reimbursement practices or healthcare reform initiatives; product liability lawsuits; securities class
action litigation; the impact of the COVID-19 pandemic and general economic conditions on our business and operations, including our preclinical studies and clinical trials; the possibility of
system failures or security breaches; risks relating to intellectual property and our ability to protect our patents and other proprietary rights; significant costs incurred as a result of operating
as a public company; as well as those risk and uncertainties set forth more fully under the caption “Risk Factors” in our Quarterly Report on Form 10-Q for the quarter ended September 30,
2024, as well as other risks detailed in our subsequent filings with the United States Securities and Exchange Commission. Any forward-looking statement made by us is based only on
information currently available to us and speaks only as of the date on which it is made. We undertake no obligation to publicly update any forward-looking statement, whether written or
oral, that may be made from time to time, whether as a result of new information, future developments or otherwise.

Certain information contained in this presentation relates to or is based on studies, publications, analyses, 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 may not have been verified by any independent source.
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Q32 Mission: Building The Future of Immune Therapeutics

* Bempikibart (ADX-914): Dual inhibitor of IL-7 and TSLP signaling; potent inhibition observed by clinical biomarkers,
with potential to treat both Th1 and Th2 mediated diseases

* Ph2a data show attractive PK/PD profile, favorable safety and tolerability profile w/Q2W subcutaneous dosing

* SIGNAL-AA demonstrated clinical activity of bempikibart in patients with alopecia areata (AA), including
improvement from baseline on SALT score and meaningful achievement of SALT-20 response

* Currently in ongoing Ph2 clinical trials: Alopecia Areata (AA) advancing into Part B

IL-7Ra Antagonist Antibody

* Differentiated, proprietary approach to address complement dysregulation directly at the site of impacted tissue
* ADX-097: Designed to catalytically degrade alternative pathway convertases, gaining control of the amplification
loop and all 3 complement pathways

complement Platform with . Ph1 ADX-097 data show attainment of dose-dependent target PK/PD, favorable tolerability and good
Clinical Asset immunogenicity profile with Q1W SC dosing

* Currently in a Ph2 renal basket trial

Novel Tissue-targeted

«1H’25 — Bempikibart AA Ph2a: Initiate enroliment in SIGNAL-AA Part B
* 1H’25 — ADX-097 Renal basket Ph2: Initial data
* 2H’25 — ADX-097 Renal basket Ph2: Topline results

Near Term Value
Creation Potential

. * Management team with extensive public biotech experience
Exceptional Team ¢ P g

and Investors

@32BO

* Deep complement therapeutics and inflammatory/autaimmune expertise



Q32 Pipeline: Poised to Deliver Multiple Near-term Clinical Readouts

Discovery/ el Phase 2 Anticipated

Program Indication o "
g Preclinical Milestones

IL-7/TSLP PROGRAM

Bempikibart Alopecia

(ADX-914) Areata Initiate Part B enrollment 1H'25

COMPLEMENT INHIBITOR PLATFORM

Renal Basket
(IgAN, LN, C3G)

ADX-097 Topline results 2H'25




Bempikibart (ADX-914)
(IL-7 / TSLP Receptor Inhibitor)




Bempikibart: Investigational Therapy for T-cell Mediated Inflammatory and

Autoimmune Diseases With Demonstrated Clinical Activity

Bempikibart: IL-7Ra antagonist antibody blocks IL-7 and TSLP signaling

IL-7 TSLP
ADX-914 ADX-914
////
—

/

T-cells Dendritic Cells

@32BO

IL-7

= Potent regulator of pathogenic T/ T, SUrvival and proliferation

*  Suppresses T, cells

*  Activates TfH cells to induce B-cell mediated antibody production

TSLP

*  Central regulator of DC differentiation and Th2 cytokine production

*  Activates Thl, sensory neurons, mast cells, eosinophils, basophils and ILC2
Clinical Data Generated to Date

*  Ph1: Durable SC PK/PD and tolerability

*  Ph2 AA Part A: Demonstrated encouraging clinical activity; well-tolerated
safety profile; PK/PD demonstrated desired exposures, target engagement
and inhibition of Th2 and Th1 biomarkers

*  Ph2 AD: Well-tolerated safety profile; PK/PD demonstrated desired
exposures, target engagement and inhibition of Th2 and Th1 biomarkers



IL-7 and TSLP are Central Drivers of Inflammation and Autoimmunity

Pathogenic Inmune Response Ligand/Receptor Activation Preclinical Evidence

* Induction of pathogenic T-eff/ * Elevated IL-7 and sIL-7Ra in disease * Qverexpression of IL-7 or TSLP
T- d ILC2 cell itulates di thol
thslisss cels * Increased TSLP signaling in disease FEEREES SESESE R CRY
* Inhibiti f T-reg functi *  Blocking IL-7 & TSLP path
nhibition of T-reg function + Increased IL-7 and TSLP ocking pathways

exerts protective effects in

* Increased Th-helper cell mediated transcriptional signature in disease .
multiple models

antibody production
* Potential for long-term, durable

* Activation of Th2 immune response o
responses and remittive therapy

Blockade of IL-7 and TSLP has therapeutic potential in a broad range of inflammatory and autoimmune diseases

@32BO ?



Bempikibart Shows Potential to be Best in Class IL-7Ra Antibody

Bempikibart Lusvertikimab (OSE-127) ZB-168 GSK-2618960
Q32 Bio OSE ura Bio (formerly Pfizer) GSK
(lgG1 Effector-less) (lgG4) (lgG1) (lgG1
x

Active in development / / Not currently funded*
Antagonist \/ \/ = X
PK/PD supports current single-injection SC formulation / X X X
Fully human \/ X \/ x

- . Medarex Rat mAb " Murine mAb
Antibody generation (fully human) {humanized) Fhaselibmn (humanized)
IL-7R binding on cells (EC;, nM)? 0.08 0.24 0.04 0.32
IL-7Ra binding affinity, biacore (K, nM)? 0.09 0.16 0.13 0.23
Inhibition of IL-7 induced pSTATS in T-cells (IC;, nM)? 0.22 0.31 0.37 0.41
Inhibition of TSLP induced signaling in monocytes (IC;; nM)? 2.88 1.07 0.20 7.47

Bempikibart at 200 mg clinically demonstrated potent IL-7 and TSLP inhibition via changes in Th2 biomarkers and T-cells?

@32B0O



Favorable PK and Receptor Occupancy (RO) Achieved in Phase 2a Clinical Trials

_ SIGNAL-AD SIGNAL-AA

Sl 5 pgiml

ADX-914 Mean (£50)
Concentration (ug'mL)

ADX-914 Mean (£8D)
Concentration (ugmL)

Last dose

Morninal Time After Dose (Days)

— ey

———————— — 50% RO

Last dose

Mean £ S0 Receptor Occupancy ()
Mean = SD Receptor Ocoupancy (%)

Bempikibart 200m




Biomarker Results in SIGNAL-AD: Substantial Reductions Observed in Phase 2a Clinical

Trials Suggesting Potent Inhibition of TSLP and IL-7 Mediated Signaling

Th2 Biomarkers: SIGNAL-AD Th1 Biomarkers: SIGNAL AD and AA

Median Changes Over Time (95% Cl) Median Changes Over Time (95% Cl)
. . Absolute Lymphocytes

TARC IgE Eosinophils

SIGNAL-AD

] -+ Placebo
. -=- Bempikibart
' — 1~ B : 1
I - . Nominal Time After Dese (Weoeks)
Nominal Time After Dose (Weeks) Nominal Time Aler Dose (Weeks) Nominal Time After Dose (Weeks) SlGNAL:M_
—a— Placebo === Bempikibart —s— Placebo === Bempikibart —s— Placebe =—a= Bempikibart T

=+ Placebo
| | = Bempikibart

M

wks 6-10 (p < 0.05)

Nominal Tirme Afler Dose (Weeks)

SIGNAL-AD: significant difference wks 4-
GNAL-A, ant

difference wks 10, 24, 26 (p < 0.05)




SIGNAL-AA: Bempikibart Phase 2a Clinical Trial in Alopecia Areata

Alopecia Areata Design/Timeline

Alopecia Areata is common, and psychosocially debilitating; scalp and Part A and B

face commonly impacted

* Autoimmune disease, often associated with atopic disorders (atopic
dermatitis, asthma, allergic rhinitis)

Part A (n=44) Key Assessments: 200mg SC Q2W vs placebo (3:1)
24-week treatment (completed), 12-week follow up:

« Affects ~2% of the population, often manifesting before age 50 *  Primary: Mean % change from baseline in SALT score at Week 24
+ Up to 40% become chronic, including complete loss of scalp* and/or *  Key Secondaries: Time to SALT change, proportion of patients
body hair**, severity of disease and long duration of episode each achieving SALT thresholds
associated with more gradual and lower rates of treatment response * Change from Baseline in Clinician Reported Outcome (ClinRO) for
Eyebrow and Eyelash Hair Loss
Despite JAKi approvals, there remains significant medical need « Planned Part B:

*  Current lack of options for inducing remission, avoiding life-long
treatment (JAK inhibitors require chronic treatment and hair loss
reoccurs with treatment cessation or taper)

« JAK inhibitors have shown efficacy, but also associated with
significant adverse events (i.e. black box warnings)

*  Further evaluate bempikibart in AA to expand upon encouraging
activity observed to date

* Intend to enroll ~20 additional patients in an open-label expansion,
expected to include a loading regimen

* Changes in SALT from baseline
*+ Timeline: Enrollment expected to initiate in 1H25

@32BO n



SIGNAL-AA: Baseline Characteristics

Gender (n, %)

Age
(years, Mean t SD)

Race (n, %)

Body weight
(kg, Mean £ SD)

Baseline SALT Scores
(Mean  5D)

Duration of current episode
(months Mean % SD)

miTT (n=44)

Bempikibart 200 mg (n=33)

Female (27, 81.8%)
48.8+ 10.2

White
(19, 57.6%)

Black /African American
(10, 30.3%)
American Indian/Alaska Native
(1, 3.0%)

Asian (1, 3.0%)
Missing (2, 6.0%)

82.7+13.9

75.0+20.3

68.5+ 36.2

Placebo (n=11)
Female (7, 63.6%)
47.1+14.2

White
(4, 36.4%)
Black/African American
(6, 54.5%)
Asian (1, 9.1%)

85.1+£16.9

75.5+21.6

51.7£36.5

Gender (n, %)
Age
(years, Mean + SD)
Race (n, %)

Body weight
(kg, Mean + 5D)
Baseline SALT Scores
(Mean % 5D)

Duration of current episode

(months, Mean + 5D)

Revised Per Protocol! (n=27)

Bemp rt 200 mg (n=23)

Female (18, 78.3%)
47.7+11.3

White
(14, 60.9%)
Black/African American
(7, 30.4%)
Other (2, 8.7%)

81.9+14.2

75.4+20.7

58+37.2

Placebo (n=4)
Female (2, 50.0%)
59.8+119

White
(3, 75.0%)
Black/African American
(1, 25.0%)

823+122

88.4+225

3651212

@32BO
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SIGNAL-AA: Key Efficacy Findings

Endpoint (Post-Hoc Analysis) Bempikibart 200 mg (N=23) Placebo (N=4)

Mean reduction in SALT score (Week 24)! 16% 2%
Wilcoxon Rank Sum p-value 0.0452

SALT-20 (Week 24) 9% 0%
SALT-20 (Week 26) 13% 0%

@32BIO 3



SIGNAL-AA: SALT Improvement Over Time

SALT % change from baseline

Dosed through 24 Weeks

e

-
s

)
e

% Change from Baseline (Mean)

&
S

S N A A D P
e N b
¥ F F F F FE
I R R
® Placebo (N=4) ™ Bempikibart 200 mg (N=23)

KEY FINDINGS:
Clinical Activity Observed in SIGNAL-AA
* Mean change in SALT 16% vs 2% for placebo (Week 24)
* Mean change in SALT 18% vs 2% for placebo (Week 26)
*  SALT-20 achieved in 9% at Week 24, 13% at Week 26
Activity Observed Despite Difficult to Treat Population
*  Mean duration of current episode 58 months (~5 yrs)

* Duration of current episode (>4 yrs) associated with
more gradual responders, late responders, and lower
percentage of patients achieving SALT-20!

@BO
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SIGNAL-AA: Change in SALT Score by Patient at Week 24

Achieved SALT-20 at Weel
Achieved SALT-20 at Week 2
Achieved SALT-20 at Week 26

@32BO .



SIGNAL-AA and SIGNAL-AD: Favorable Safety and Tolerability Profile

Bempikibart 200 mg Placebo
=05 [N=639)
n (%) [E] n (%) [E]
Participants with at least one TEAE 55 (57.2) [154] 30 (43.5) [76]
Participants with at least one TEAE by greatest reported relationship with study
treatment [a]
Not related 28(29.2) [43] 23 (33.3) [47]
Related 27(28.1) [68] 7(10.1) [12]
Participants with at least one TEAE by worst reported severity CTCAE grade [b]
Grade 1 - Mild 30(31.2) [49] 13 (18.8) [27]
Grade 2 - Moderate 201(20.8) [21] 15(21.7) [22]
Grade 3 - Severe 4(4.1) [6] 2(2.9) (2]
Grade 4 - Life threatening 1(1)[1] 1] [0]
Grade 5 - Death 0 (o] 0 [0]

No Grade 3 or Higher Bempikibart Related Adverse Events

Grade 3 (n=6): 5 not related; 1 possibly related to study treatment (placebo arm)
Grade 4 (n=1): 0 related to study treatment

@32BIO .




SIGNAL-AA and SIGNAL-AD: Adverse Events of Special Interest (Infections)

n=1 Lymphocyte Count Decreased SIGNAL AD; Grade 2

@32BO

PARTA &B SIGNAL-AA
Bempikibart Placebo e
Nees Netg Bemﬂ:;laushart Pﬁgggo
Related Mot '~ Related Not Related Not
n(w)  Relred Thlw) T n(e) Related R ) R R e e
n
IEnfeczions and infestations 3(4.8) 12(19.0) 0 9(15.5) Infections and infestations 12 (36.4) 1(3.0) 1(9.1) 2(18.2)
vents

PRerESplatonvtact 1(1.6) 5(79) 0 2(3.4) Events -
Nasopharyngitis 0 4(6.3) 0 2 { 3_4} Urinary tract infection 3(9.1) 0O 1(9.1) 1(9.1)
Rerpes virus infection g % %2,; g é 1.7 COoVID-19 3(9.1) 0 0 0

cute sinusitis . : :
COVID-19 0 1 0 1(1.7) SNSRI RS gy b 1(91) ©
ol e o Sk o Folliculitis 0 1(30) 0 1(9.1)
Ear infection 1 [ 1.6] 0 0 0 Nasopharyngitis 2(61) © 0 0
FGO\IicuIitis | {inf é 1.6 (1){ 16) g 3 Cellulitis 0 0 1(9.1) 0

astrointestinal viral infection . - sl
et 0 0 0 1(17) Dwertlr:ulms_ - 1(3.00 0 0 0
Hordeolum 0 1(16) © 0 Gastroenteritis viral 1(3.0) 0 4] 0
Influenza 0 0 0 1(1.7) Herpes simplex 1(30) o 0 0
8r_al_herp§_s g ” Jig} 8 g Hordeolum 1(300 0 0 0

titis media . Otitis externa 1(3.00 0 0 0
KTy g g o 1 { };} Pulpitis dental 1(3.0) 0 0 0
Streptococcal infection 0 1(16) 0 0 Upper respiratory tract infection 1(3.0) 0 0 0
Urinary tract infection 0 2(32) 0 1(17) n=7 Lymphocyte Count Decreased in SIGNAL AA; All grades 1/2
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Current Landscape of Marketed Agents for AA

Olumiant (baricitinib) approved in 2022, Litfulo (ritlecitinib) approved in 2023
Both carry classwide Black Box Warning:

WARNING: SERIOUS INFECTIONS, MORTALITY, MALIGNANCY, MAJOR ADVERSE CARDIOVASCULAR EVENTS
(MACE), and THROMBOSIS

See full prescribing information for complete baxed warming.

*  Imcreased risk of serious bacterial, fungal, viral, and istic infections that may lead to italization or death,
inclading tuberculosis (TR Interrupt treatment if serious infection occurs until the infection is contralled. LITFULO
shoubd not be given 1o patients with active tuberculosis. Test for latent TB before and during therapy; start treating latent
TB prior to use. Monitor all patients for active TB during treatusent, even patients with initial megative, latent TE test. (5.1).
Moaitor all patients for signs and symptoms of infection during and after treatment with LITFULO. (5.1)

*  Higher rate of all-cause mortality, including sudden cardiovascular death with another Janus kinase inhibitor (JAK) vs.
T\rblnrlun in d:ﬂm)md znhnln (RA) patients. LITFULO is not approved for use in RA patients. (5.2)

ited with LITFULO (5.3). Higher rate of ymphomas and lung cancers with
amother JAK |ll|bl|ol i T\l blrulwn im RA patients.

*  Higher rate sl MACE (defined 35 cardi jlar death, myscardial infarction,
TNF blockers in RA pativats. (5.4).

*  Thrombosis has sccurred in patients treated with LITFULO. Increased incidence of pulmenary smbolism, vesous and
arterial thrombosis with another JAK inhibitor vs. TNF blockers. (5.5)

d ke) with asother JAK inhibitor vs.

* Olumiant approved recommended dose for AA: 2mg once daily
* Phase 3 SALT-20 at Week 24: 13% (BRAVE-AA1: 7% placebo-adjusted, BRAVE-AA2: 11% placebo-adjusted)?
Litfulo approved dose for AA: 50mg once daily
* Phase 3 SALT-20 at Week 24: 23% (21% placebo adjusted)?
* Doctors and patients seeking alternatives to currently approved agents?
» Desire for safer options to currently available treatments

1 ng B, et al. Two Phase 3 Trials of Baricitinib for Alopecia Areata, N Engl | Med 2022
https:/fwww.accessdata fda.gov/drugsatfda docs/label/2023/21583050000bl.pdf

032 BlO 3 Source: Wells Fargo Research, “Takeaways from Our Investor Lunch with Management and Alopecia Areata KOL" Oct 31, 2024 "




Tissue Targeted Platform:
Building The Future of
Complement Therapeutics




Proprietary Tissue-targeted Platform:

Building The Future of Complement Therapeutics

The Evolution of Complement Therapeutics

The Future:
Tissue Targeted

232 BlIO
e

Convertase

/
2" Gen: /
Continued Systemic /
Applications y,

4 : :
1%t Gen: / Apellis  InflaRx Kira m

Pioneer / Novartis  UCB Omeros Directed inactivation in diseased tissue

Akari Sanofi  Alnylam
Alexion

@32BIO 2



Q32 Tissue-targeted Platform Value Proposition:
Designed to Enable Clinical Profile Superior to Systemic Complement Inhibitors

The Unmet Need The Opportunity

. Limited activity: . Enhanced activity through tissue targeting:
Reliant on systemic blockade for impact on Differentiated approach to driving efficacy by
affected organ inactivating convertases directly at site of destruction
. High doses, frequent administration required: . Reduced treatment burden:
High abundance, rapid turnover of most target SC route with QW dosing; potential for Q2W

complement proteins

. Infection risk: . Improved risk/benefit profile:
Complement plays critical role in combating Designed to maximize therapeutic index while
infection; systemic blockade increases risk maintaining intact immune surveillance; broader

indication potential

@32BIO g



ADX-097

(C3d targeted antibody — fH,
fusion protein)




ADX-097: A Novel Tissue-Targeted Approach to Regulating the Complement System

ADX-097 Design: C3d antibody —fH, .

ADX-097 Construct: humanized anti-C3d mAb linked to two moieties of a negative regulatory protein (fH, ;)

» Designed to be active at the site of complement activation in the tissue without systemic impact

= Inactivation of alternative pathway convertases gains control of amplification loop and all 3 complement pathways
Clinical Data Completed to Date:

* Phl completed: supported dose selection and continued advancement

* 450mg SC QW selected: Ph1 confirmed SC dosing (with possibility to further reduce frequency), demonstrated
exposures above predicted range for clinical activity, while below systemic inhibition

Topline Data Expected 2H'25
* Renal basket Ph2 topline data (initial data 1H'25)

@32BIO »



ADX-097 Lead Bivalent Fusion Protein: Designed with Unique MOA to Drive Localized,

Complement Re-regulation For Enhanced Activity and Tolerability

ADX-097 Design: C3d antibody —fH, .

Designed to be held at site of tissue complement Inactivation of alternative pathway convertases
activity allowing catalytic degradation of gains control of amplification loop and all 3
alternative pathway convertases complement pathways

ADX-097 Complex CLASSICAL LECTIN ALTERNATIVE
1g-C1q binding lectin binding low-level constitutive [“tickover®)

-‘T

| Convertase . Convertase | == ADX-097

N/

c3
| e—
Arnplification

Y @ 7 — Loop @
o . —

Inflammation @ @
( convertase 5 Convertase | ——"ADK-097
L | C5a ¢ :’
ADX-097: Fusion protein Inflammation €5b - soa— (@I o '
Humanized anti-C3d mAb linked to two moieties of o Lysis +_
negative regulatory protein (fH, ) Inflammation

@32BIO ”



ADX-097 Preclinical and Ph1 Data: Robust Data Package Supports Desired PK and PD

with Favorable Tolerability and Immunogenicity Profile

Preclinical Data
« Tissue distribution and target binding
* Durable (>7 days) tissue PK/PD after SC dosing

* Reduction in key proof of mechanism (POM)/proof of concept (POC) biomarkers including proteinuria
and albuminuria

* >40X safety margin for planned Ph2 clinical dosing

Ph1 Clinical Data
* Favorable tolerability and good immunogenicity profile across all SAD/MAD doses

* Weekly SC dosing met desired exposures for predicted complete tissue inhibition (based on preclinical
modeling) with no systemic inhibition

* Proximal POM supports in-vivo ADX-097 integrity

@32BIO 2



ADX-097 Preclinical Data:
Supports POM, POC, PK/PD Dosing Model and Indication Rationale

Milestone? Organ System Species
v Kidney
Target validation in human disease v Skin ¥v" Human
v Liver
v Kidney ¥" Mouse
Biodistribution of drug to tissue v Skin v Rat
¥ Liver ¥~ NHP
Proof of Mechanism (POM): v Kidney v" Mouse
Durable inhibition of complement in tissue, absent v Skin v Rat
systemic blockade v Liver v" NHP
Proof of Concept (POC): 7 F v
Targeted activity at low mg/kg SC administration Al Rat

IHC of human disease biopsies
(multiple disease-types for
kidney, skin & liver)

fH -/- mice, EBA mouse model,
PHN rat model, NHP UVB

fH -/- mice, EBA mouse model,
PHN rat model, NHP UVB

PHN rat model

Drug levels of 0.3 - 3.2 ug/ml predicted to provide maximal tissue targeted
complement inhibition and activity based on preclinical data

@32BIO
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fH -/- Mouse Model of Human C3G with Uncontrolled Complement Activation: Showed

Robust and Durable Tissue PK/PD in Absence of Circulating Inhibition of Complement

Tissue PD
(anti-C3 frag.)

Tissue PK
(anti-fH)

WT

Potent Tissue PK/PD

CfH* +
PBS

CfH" + 5 mg/kg IV C3d mAb fH,_5
(days after dosing)

3 F g 14

@32BIO

Robust tissue PK/PD and
activity at dosesof 1 -3
mg/kg, SC or IV

Tissue PD EC90 =
circulating concentration
of 0.3 ug/mL

Long term, durable kidney
PK/PD in absence of
systemic complement
inhibiting activity

Supports dosing every 1 to
2 weeks

7



Passive Heymann Nephritis Rat Model of Human Membranous Nephropathy:

Showed Robust Effect on POM and POC Endpoints

Proteinuria

- 1 mghg (SC) ADX-087
03 myig 5y | (e dse)

1 mghag (V)

Start Tx + 2

-0

2 3 4 5 & 7
Day of Study

Potent
inhibition of
proteinuria
equivalent to
full systemic
complement
depletion
(cobra venom
factor)

Urine sC5b-9
ADX-097 Tx

=0 o dissase
- Anti-Fxlh
-0~ 1mghghy
03 mghg ST
—&  1mghgSC
- 3mgigSC

o~ @

urine C5b-9:Cre (mgimg)
L+

2 3 4 5 8 7
Day of Study

}w

Potent
inhibition of
urine sC5b-9,
a non-invasive
approach to
monitor
complement
inhibition in
kidney

Podocyte Structures

Podocyte Injury - Key driver of protein leakage in kidney disease

v" Robust tissue PK/PD and activity at doses
of 1 -3 mg/kg, SCor IV

v" Tissue PD, urine sC5b-9 and proteinuria
EC70-EC90 = circulating concentration of

0.3 ug/mL

v" Protection of podocytes

@32BIO
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ADX-097-001 Phase 1 Study:
Complete with Primary Goals Achieved

Explored Single Doses of 0.1 - 30 mg/kg IV and/or SC and 450 mg SC Multiple Dose Cohort (~6 mg/kg)

Confirm planned Ph2
dose/route/schedule

Evaluate proximal POM to
establish in-vivo ADX-097 integrity
Characterize safety profile

Characterize immunogenicity risk

@32BIO

C K X

Attained expected dose-dependent PK/PD
Once weekly SC dosing provided desired exposure for predicted
complete tissue inhibition with no concomitant systemic inhibition

PK levels aligned with predicted Wieslab alternative pathway inhibition

No serious or severe AEs or discontinuations due to AEs

No AEs related to immunogenicity
Minimal anti-drug antibodies (ADA) detected across SAD/MAD;
low level titers

29



ADX-097 Phase 1 PK Data: Weekly SC Dosing Met Desired Exposures for Predicted
Complete Tissue Inhibition With No Concomitant Systemic Inhibition

Phase 2 Dose Identified: 450 mg SC Met Key Exposure Goals

—~
E," = 50% systemic complement inhibition
E
o =
x 2 2 T
a< 450mg SC achieved exposures below systemic inhibition and above
i 2 conservative end of predicted range for clinical activity
=) o
@ g ¥ v —~—— — e 7 Drug levels predicted to provide maximal tissue complement
cE 0.1¢ 1 £ 8 inhibition and activity based on mouse, rat and NHP preclinical data
o @ i
=g o001 1
3 Data beyond D14 not displayed
0.001 1T T
0 7 14
m— MAD [450 mg 5COWinHV] Time {day} SAD b [3.75 mgikg SC in HV]
a—  SADA [0.1 mgikg IV in HV] ~—  SAD Ba [10.0 mghkg IV in HV]
o SADZ [0.3 mgkg IV in HV] SAD 6b [10.0 mg/kg SCin HV]
&~ SAD3[1.0 mgkg IV in HV] SAD 8[30.0 mghkg IV in HV]
SAD 4a [3.0 mg/kg IV in HV]

@32BIO

30



ADX-097:

Significant Market Potential in Priority High Unmet Need Indications

IgA Nephropathy: 185K!01! C3 glomerulopathy: 3K1*

~30% of those with Up to 50% of adult and
proteinuria >1g/day develop 70% of pediatric patients
. kidney failure progress to kidney failure
tice 78
Lupus nephritis: 100K in 10 years!? within 10 years'®16

Current treatment
includes only CNI inhibitor
and immunosuppressants,

up to 30% progress to
ESRD within 15 years
despite aggressive IST?

Primary Membranous
nephropathy: 82K*71¢
10-20% of patients fail all
treatment options and
progress to ESRD™

1gG4-RD: 36K
~27K moderate-severe?®23,
true prevalence estimated up
_ to 180K patients generally
\ reliant on long-term high-dose
steroid treatment, with high
| relapse rates

ANCA vasculitis: 100K
9,500 patients annually severe
at diagnosis or in major
relapse®®; 45% present with

Significant Market
severe disease’® Oppor tuni ty

31
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LN, IgAN, C3G Basket:
Designed to Provide Building Blocks for Renal Expansion

al Disease (LN, IgAN, C3G) Design/Timeline
Lupus Nephritis (LN) Basket design (n= up to 30), 24-week treatment

* Designed to assess safety, tissue pharmacology and magnitude/timing
of treatment effect with focused dose-ranging

6-fold mortality risk increase vs general population®?

Up to 30% develop kidney failure requiring dialysis or kidney transplant

within 15 years of diagnosis** Open-label with interim data readouts

e *  SCdosing with duration of treatment TBD (prior regulatory discussions
IgA Nephropathy (IgAN) support up to 24 weeks)

Up to 40% develop ESRD w/in 20 years of diagnosis®®, and patients *  Key assessments: Drug localization and impact in tissue, biomarkers
have 10 years reduced life expectancy’® (including surrogate endpoint biomarkers proteinuria and eGFR) for
assessment of ADX-097 activity

~70% not adequately controlled w/supportive care®? o ) ) )
Anticipated to provide data for key regulatory discussions

C3 glomerulopathy (C3G)

Up to 50% of adult, 70% of pediatric patients progress to kidney failure
within 10 years®*3

Trial initiated; topline results expected in 2H'25, with initial open-label
data by 1H'25

>70% experience recurring disease; ~50% experience allograft loss w/in 10
years of kidney transplant!0-14-17
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Q32 Bio Has Significant Potential to Unlock Near-term Value-creation

Runway through multiple Phase 2 clinical readouts and into mid-2026

Financial
Overview

» Q3 cash balance of $89.1M, providing expected cash runway to mid 2026
« Approximately 12.1M shares outstanding

+ 1H25: Bempikibart AA Ph2 Part B initiation
Numerous Anticipated

* 1H25: Renal basket Ph2 initial data
Milestones in 2025

= 2H25: Renal basket Ph2 topline results

@32BIO s
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Bempikibart in AA: IL-7 Inhibition is Believed to Block CD8+ T cell-Driven Inflammation

Hair Follicle Inmune Dysregulation in Alopecia

m
g
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)
=
w
Py ™7 =@
A e IL-23 .
DN, J | l l g
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TN [it27]  [iFNy IL17, 1122 ceL17| >

| 1-8,1L-13

7\ Dupilumab) l
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Perforins. @®

IgE |+— =¥

NKG2D | —¢ |MHCI| SEmm— |ILISRwILIS|=f [IFNyRILZR |8m3% o
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Bempikibart Phase 2 Clinical Trial in Atopic Dermatitis Topline Results

ADX-914-202 SIGNAL-AD

rtA Part B

12-week treatment (n= 15 patients in Part A), 12-week follow-up
*  Part A Key Assessments
+  Safety and PK
*  Evaluated two doses: 2 mg/kg and 3 mg/kg Q2W for dose
selection in Part B and AA: 200mg SC (~2.7mg/kg) flat dose
selected for Part

*  Part A Topline Results at Week 141
* At 2 mg/kg Q2W, mean % change in EASI score from baseline
was 58.0%; at 3 mg/kg Q2W, mean % change in EASI score from
baseline was 83.9%
* On a pooled basis, mean % change in EASI score from baseline
was 72.3%
*  Mean % change in EASI score was 38.3% for placebo

12-week treatment (n= ~100 patients in B), 12-week follow-up

Part B Key assessments: 200mg SC Q2W vs placebo (1:1)
Primary: Mean % change from baseline in EASI score at week 14

« Key Secondaries: Time to EASI change, mean % change from baseline
in SCORAD, proportion of patients achieving EASI thresholds,
proportion of patients achieving specified vIGA-AD improvements

* Proportion of patients achieving an AD-IGA of 0 or 1 with a 22
grade improvement

Part B Topline Results at Week 142

+ Patients treated with bempikibart showed a 74.4% mean % change
in EASI from baseline, compared to 76.2% for placebo (p= NS)

* Results of the primary endpoint were generally consistent when
stratified for pre-specified baseline entry criteria

* Results from analysis of key secondary endpoints were generally
consistent with findings from the primary endpoint

1 Actual Percent Change from Baseline EAS| (modified Full Analysis Set)

2 Least-Squares Mean Change as per pre-specified primary endpoint
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