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CAUTIONARY NOTE REGARDING FORWARD-LOOKING STATEMENTS

This Annual Report on Form 10-K for the fiscal year ended March 31, 2025 (this “Annual Report”) contains forward-looking
statements that involve substantial risks and uncertainties. In some cases, you can identify forward-looking statements by the
words “anticipate,” “believe,” “can,” “continue,” “could,” “design,” “estimate,” “expect,” “forecast,” “goal,” “hope,” “intend,”
“may,” “might,” “objective,” “ongoing,” “plan,” “potential,” “predict,” “project,” “should,” “target,” “will” and “would,” or the
negative of these terms, or other comparable terminology intended to identify statements about the future. These statements
involve known and unknown risks, uncertainties and other factors that may cause our actual results, levels of activity,
performance or achievements to be materially different from the information expressed or implied by these forward-looking
statements. Although we believe that we have a reasonable basis for each forward-looking statement contained in this Annual
Report, we caution you that these statements are based on a combination of facts and factors currently known by us and our

expectations of the future, about which we cannot be certain. Forward-looking statements include statements about:

99 ¢ 9 ¢ 9 ¢ 99 ¢ 99 ¢¢:

29 < 29 < 99 < 29 <

» the timing, progress, costs and results of our clinical trials for our product candidates, IMVT-1402 and batoclimab,
formerly referred to as IMVT-1401;

* potential therapeutic benefits and risks in current and future indications and the ability to achieve regulatory
approval in licensed jurisdictions;

» future operating or financial results and cash position;
» future acquisitions, business strategy and expected capital spending;

*  the timing of meetings with and feedback from regulatory authorities as well as any submission of filings for
regulatory approval of our product candidates;

» the potential advantages and differentiated profile of our product candidates compared to existing therapies for the
applicable indications, including potential benefits of IMVT-1402’s product attributes and potential best-in-class
profile;

*  our ability to successfully manufacture, or have manufactured, drug product for clinical trials and
commercialization;

*  our ability to successfully commercialize our product candidates, if approved;

* the rate and degree of market acceptance of our product candidates, if approved;

* the effects of global factors, geopolitical tensions and adverse macroeconomic conditions, on our business,
operations and supply chain, including the potential impact on our clinical trial plans and timelines, such as the

enrollment, activation and initiation of additional clinical trial sites, and the results of our clinical trials;

*  our expectations regarding the size of the patient populations, opportunity and clinical utility of our product
candidates, if approved for commercial use;

*  our estimates of our expenses, ongoing losses, future revenue, capital requirements and needs for or ability to
obtain future financing to complete the clinical trials for and commercialize our product candidates;

*  our dependence on and plans to leverage third parties for research and development, clinical trials, manufacturing,
and other activities;

*  our ability to maintain intellectual property protection for our product candidates;
*  our ability to identify, acquire or in-license and develop new product candidates;
*  our ability to identify, recruit and retain key personnel;

* developments and projections relating to our competitors or industry; and

» future payments of dividends and the availability of cash for payment of dividends.
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You should refer to “Item 1 A. Risk Factors” and elsewhere in this document for a discussion of important factors that may
cause our actual results to differ materially from those expressed or implied by our forward-looking statements. As a result of
these factors, we cannot assure you that the forward-looking statements in this Annual Report will prove to be accurate.
Furthermore, if our forward-looking statements prove to be inaccurate, the inaccuracy may be material.

In light of the significant uncertainties in these forward-looking statements, you should not regard these statements as a
representation or warranty by us or any other person that we will achieve our objectives and plans in any specified time frame,
or at all.

In addition, statements that “we believe” and similar statements reflect our beliefs and opinions on the relevant subject. These
statements are based upon information available to us as of the date of this Annual Report, and while we believe such
information forms a reasonable basis for such statements, such information may be limited or incomplete, and our statements
should not be read to indicate that we have conducted an exhaustive inquiry into, or review of, all potentially available relevant
information.

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. We qualify all of our forward-looking statements by these cautionary statements.

Investors and others should note that we may announce material business and financial information to our investors using our
investor relations website (www.immunovant.com), SEC filings, webcasts, press releases, and conference calls. We use these
mediums, including our website, to communicate with our stockholders and the public about our company, our product
candidates, and other matters. It is possible that the information that we make available may be deemed to be material
information. We therefore encourage investors and others interested in our company to review the information that we make
available on our website. Information contained on, or that can be accessed through, our website is not incorporated by
reference into this Annual Report on Form 10-K, and you should not consider information on our website to be part of this
Annual Report on Form 10-K.

2 ¢ 2 ¢ 2 ¢

Unless the context otherwise indicates, references in this report to the terms “Immunovant,” “the Company,” “we,” “our” and

“us” refer to Immunovant, Inc. and its wholly owned subsidiaries.
Industry and Market Data

We obtained the industry and market data in this Annual Report on Form 10-K from our own research as well as from industry
and general publications, surveys and studies conducted by third parties. Industry and general publications, studies and surveys
generally state that the information contained therein has been obtained from sources believed to be reliable. These third parties
may, in the future, alter the manner in which they conduct surveys and studies regarding the markets in which we operate our
business. As a result, you should carefully consider the inherent risks and uncertainties associated with the industry and market
data contained in this Annual Report on Form 10-K, including those discussed in Part I, Item 1A. “Risk Factors.”
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SUMMARY RISK FACTORS

You should consider carefully the risks described under “Risk Factors” in Part I, Item 1A of this Annual Report on Form 10-K.
References to “we,” “us,” and “our” in this section titled “Summary Risk Factors” refer to Immunovant, Inc. and its wholly
owned subsidiaries. A summary of the risks that could materially and adversely affect our business, financial condition,
operating results and prospects include the following:

*  Our business is dependent on the successful and timely development, regulatory approval and commercialization of
our product candidates.

*  Clinical trials are very expensive, time-consuming, difficult to design and implement, and involve uncertain outcomes.

*  Enrollment and retention of patients in clinical trials is an expensive and time-consuming process and could be made
more difficult or rendered impossible by multiple factors outside our control and we may not be able to enroll patients
in our trials on our anticipated timelines.

*  The results of our nonclinical studies and clinical trials may not support our proposed claims for our product
candidates, or regulatory approval on a timely basis or at all, and the results of earlier studies and trials may not be
predictive of future trial results.

* Interim, “top-line” or preliminary data from our clinical trials that we announce or publish from time to time 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.

*  Our product candidates may be associated with adverse events or cause undesirable side effects or have other
properties that could delay or prevent their regulatory approval, cause us to suspend or discontinue clinical trials,
abandon further development or limit the commercial viability of any approved label or market acceptance.

* Roivant Sciences Ltd. owns a significant percentage of shares of our common stock and may exert significant control
over matters subject to stockholder approval.

*  Our business, operations, clinical development plans and timelines and supply chain could be adversely affected by the
effects of health epidemics and pandemics on manufacturing, clinical trials and other business activities performed by
us or by third parties with whom we conduct business, including our contract manufacturers, contract research
organizations, suppliers, shippers and others.

*  Our business could be adversely affected by economic downturns, changes in inflation and interest rates, changes in
international trade policies and tariffs, natural disasters, political crises, geopolitical events, such as the crises in
Ukraine and the Middle East, or other macroeconomic conditions, which may in the future negatively impact our
business and financial performance.

*  We expect to incur significant losses for the foreseeable future and may never achieve or maintain profitability.

*  We rely on third parties to conduct, supervise and monitor our clinical trials and if those third parties perform in an
unsatisfactory manner or fail to comply with applicable requirements or our quality management program fails to
detect such events in a timely manner, it may harm our business.

*  We do not have our own manufacturing capabilities and rely on third parties to produce clinical supplies and
commercial supplies of our product candidates. The manufacture of biologics is complex and we or our third-party
manufacturers may encounter difficulties in production or our quality management program may fail to detect quality
issues at our third-party manufacturers, which may delay or prevent our ability to obtain marketing approval or
commercialize our product candidates if approved.

*  We have a limited operating history and have never generated any product revenue.

*  We will require additional capital to fund our operations. If we fail to obtain necessary financing, we may not be able
to complete the development and commercialization of our product candidates.
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* Raising additional funds by issuing equity securities will cause dilution to existing stockholders. Raising additional
funds through debt financings may involve restrictive covenants and raising funds through lending and licensing
arrangements may restrict our operations or require us to relinquish proprietary rights.

*  We rely on the license agreement with HanAll Biopharma Co., Ltd. (the “HanAll Agreement”) to provide us rights to
the core intellectual property relating to IMVT-1402 and batoclimab. Any termination or loss of significant rights
under the HanAll Agreement would adversely affect our development or commercialization of IMVT-1402 and
batoclimab.

*  We face significant competition from other biotechnology and pharmaceutical companies targeting autoimmune
disease indications. Our operating results will suffer if we fail to compete effectively.

» International expansion of our business exposes us to business, legal, regulatory, political, operational, financial and
economic risks associated with conducting business outside of the U.S.

*  We and the third parties with whom we work are subject to stringent and changing privacy, data protection and
information security laws, contractual obligations, self-regulatory schemes, government regulation, industry standards
and other obligations related to data privacy and security. The actual or perceived failure by us or the third parties with
whom we work to comply with such obligations could result in harm to our reputation, regulatory investigations or
actions, significant fines and liability, disruption of our clinical trials or other material adverse effects on our business.

*  If securities or industry analysts do not publish research or reports about our business or publish negative reports about
our business, our share price and trading volume could decline and has declined in the past upon downgrades of our
common stock.
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PART I
Item 1. Business

Overview

Immunovant is a clinical-stage immunology company dedicated to enabling normal lives for people with autoimmune diseases.
Our focus is on developing IMVT-1402, a potentially best-in-class inhibitor of the neonatal fragment crystallizable receptor
(“FcRn”), to address autoimmune diseases driven by high levels of pathogenic immunoglobulin G (“IgG”) antibodies. FcRn is
involved in preventing the degradation of IgG antibodies, and inhibition of FcRn has been shown to reduce levels of total IgG
and pathogenic IgG antibodies.

We believe that FcRn inhibition has broad therapeutic and commercial potential to address IgG-mediated autoimmune diseases
in several therapeutic areas, including but not limited to, endocrinology, neurology, rheumatology and dermatology. Third-party
estimates suggest over four million patients in the United States and Europe could benefit from anti-FcRn treatments across
more than 20 indications currently being evaluated in clinical trials by multiple companies, with two indications that are already
approved and launched quickly reaching billions of dollars in sales.

In a Phase 1 clinical trial, healthy adults dosed with IMVT-1402 showed deep, dose-dependent IgG reductions. We expect to be
able to reach approximately 80% IgG reductions with continued weekly dosing of 600 mg of IMVT-1402, offering deeper IgG
reductions than observed with other competitor anti-FcRn programs. There has been consistent evidence observed across the
class in eight indications in Phase 2 and 3 trials with FcRn inhibitors that deeper IgG reductions correlate with meaningful
improvements in clinical outcomes. This has also been validated with Immunovant’s own Phase 2 and 3 studies evaluating its
first-generation anti-FcRn antibody, batoclimab, formerly referred to as IMVT-1401, in Graves’ disease (“GD”), myasthenia
gravis (“MG”) and chronic inflammatory demyelinating polyneuropathy (“CIDP”’) which showed that IgG reductions of greater
than or equal to 70% led to meaningfully better outcomes compared to reductions below 70% across a range of clinical
measures.

In the Phase 1 clinical trial, across all evaluated doses, IMVT-1402 demonstrated no or minimal reductions in albumin and no
or minimal increases in LDL cholesterol levels, which are off-target effects observed in some anti-FcRn antibodies, including
batoclimab. We are pursuing the rapid development of IMVT-1402 because of its best-in-class potential, with the 600 mg dose
expected to reach approximately 80% IgG reduction. We believe IMVT-1402’s profile has the potential to offer best-in-class
efficacy, in addition to its potentially favorable safety profile and convenient administration with a simple self-administered
auto-injector expected at launch. As previously disclosed, we will make a final decision about future development and
regulatory submissions for batoclimab in the future based on the aggregate information available at the time.

We are currently progressing a broad set of programs for IMVT-1402. Over the last fiscal year, we announced the clearance of
six investigational new drug (“IND”) applications to support clinical trials to evaluate IMVT-1402. We have initiated studies in
five indications, including potentially registrational trials in GD, difficult-to-treat rheumatoid arthritis (“D2T RA”), MG and
CIDP, and a proof-of-concept trial in cutaneous lupus erythematosus (“CLE”). We also plan to initiate a potentially
registrational trial evaluating IMVT-1402 in Sjogren’s disease (“SjD”) and a second potentially registrational trial in GD in the
summer of 2025. Our primary focus is to execute these six indications first, with plans to assess new indications in the future.
All studies evaluating IMVT-1402 are being conducted using the intended commercial drug formulation and delivery device,
the YpsoMate® autoinjector developed by Ypsomed AG, which is utilized for multiple approved products.

Data and insights from batoclimab, including our operational trial experience, relationships with investigators and prior results,
are being leveraged to inform and potentially accelerate our development programs for IMVT-1402. In March 2025, we
announced top-line results of our Phase 3 study of batoclimab in MG, which met its primary endpoint of change in the
Myasthenia Gravis Activities of Daily Living (“MG-ADL”) score from baseline in acetylcholine receptor antibody positive
(“AChR+”) patients. The 680 mg dose set a new benchmark for magnitude of benefit with a 5.6 point mean improvement and
93% MG-ADL response rate. Batoclimab demonstrated strong durability of Minimal Symptom Expression (MG-ADL =0 or 1)
(“MSE”) with 75% of patients who achieved MSE on 680 mg dose by week 6 maintaining MSE status for > 6 weeks. On the
same day, we also announced the initial results from period 1 of the Phase 2b study of batoclimab in CIDP following standard
of care washout, which demonstrated a mean improvement in the adjusted inflammatory neuropathy cause and treatment
(“aINCAT”) disability score of 1.8 across batoclimab arms and an 84% responder rate in those patients who achieved an IgG
lowering greater than or equal to 70%. In both batoclimab studies, deeper IgG reductions correlated with better clinical
outcomes across a range of assessments and timepoints. IMVT-1402 600 mg dosing was observed in its Phase 1 trial to have
similarly deep IgG reductions to batoclimab 680 mg dosing, supporting IMVT-1402 development in these indications, without
the albumin and LDL side effects observed with batoclimab. To add to the strong data sets we have previously reported with
batoclimab in GD and TED, we expect to report six-month remission data in GD this summer and Phase 3 TED data in the
second half of calendar year 2025.
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IMVT-1402 and batoclimab are fully human monoclonal antibodies that target the neonatal fragment crystallizable receptor
(“FcRn”). These antibodies are the result of a multi-step, multi-year research program conducted in collaboration with HanAll
Biopharma Co., Ltd., (“HanAll”) to design highly potent anti-FcRn antibodies that may be optimized as a simple, subcutaneous
injection with dosing that has been shown to deliver better efficacy at the high dose and similar efficacy at the low dose
compared to standard FcRn inhibition by competitors.

Business Strategy

We are pursuing a broad anti-FcRn strategy based on the potential best-in-class profile of IMVT-1402 for the treatment of IgG-
mediated autoimmune diseases. To execute our strategy, we plan to:

»  Prioritize areas of significant unmet medical need where IMVT-1402 could potentially be first- and best-in-class. We
plan to expand the use of FcRn inhibitors in indications that benefit a greater number of patients with several potential
first- and best-in-class indications such as GD, D2T RA and CLE with significant unmet medical need. We believe the
probability of technical success for IMVT-1402 is strong, given its potential to achieve best-in-class IgG reductions,
along with the batoclimab data we have generated in GD, the IMVT-1402 case study data presented in CLE, and a
competitor’s data in RA.

*  Maximize the commercial potential of IMVT-1402 with a clear, differentiated and potentially best-in-class profile in
established markets. We plan to leverage the potential best-in-class profile of IMVT-1402 in indications where the
anti-FcRn mechanism already has established a commercial presence, such as MG and CIDP. Data generated by
batoclimab in these indications support our hypothesis that IMVT-1402 could potentially offer best-in-class efficacy at
the high dose with the convenience of a well-established self-administered autoinjector and a potentially favorable
safety profile.

»  Focus on rapid clinical execution as a key priority. We plan to focus on clinical execution to maintain our head start in
the indications listed above and to be nearly-first and potentially best-in-class for indications such as SjD where we
can launch in close proximity to in-class competition and expect a differentiated clinical profile. Data generated by a
competitor in SjD supports our belief that IMVT-1402 could potentially offer best-in-class efficacy at the high dose
due to best-in-class IgG reductions with the convenience of a well-established self-administered autoinjector and
potentially favorable safety profile.

*  Evaluate potential additional indications. We intend to thoroughly evaluate potential additional indications based on
the degree of unmet medical need, the potential benefit offered by anti-FcRn treatment, the target patient population
size and the commercial potential.
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Our Pipeline

Our research and development programs are organized and managed by therapeutic area and our clinical trials address specific
target indications within these areas. The following is our current development pipeline and anticipated milestones:

Therapeutic

Program Target Indication Stage of Development

Area

Endocrinology Graves' Disease Potentially Registrational

ACPA+ Difficult-to-Treat Rheumatoid
Arthritis

Potentially Registrational

Rheumatolo
R Potentially Registrational Expected

Sibgrens Dincase to Initiate in Summer 2025

IMVT-1402

Myasthenia Gravis Potentially Registrational

Neurology . Sy
Chronic Inflammatory Demyelinating Potentially Registrational
Polyneuropathy
Dermatology Cutaneous Lupus Erythematosus Proof of Concept
Endocrinology Thyroid Eye Disease Potentially Registrational
Batoclimab Myasthenia Gravis Potentially Registrational

Neurology Chronic Inflammatory Demyelinating

Polyneuropathy Proof of Concept

Anticipated Milestones

Indication Data Catalyst 2025 ‘ 2026
GD POC Remission Data B
TED FOkewialy Top Line Results .

Registrational

ACPA+DITRA | poot®¥ | Openiabel Period 1 nitial Results ]
CLE POC Initial Results B
Potentially .
ACPA+ D2T RA o O Top Line Results B
Potentially :
GD Registrational Top Line Results .
Potentially .
MG Registrational Top Line Results .
. Potentially .
SiD Registrational Top Line Results .
ciDP i Top Line Resuits [ ]

Registrational

IMVT-1402 Batoclimab

WPCA+ D2T RA: Anti-cyclic citrulinated peptide antibody posifive

10
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The Role of FcRn in Autoimmune Disease

Autoimmune diseases are conditions where an immune response is inappropriately directed against the body’s own healthy
cells and tissues. According to the Autoimmune Association, more than 50 million people in the United States (“U.S.”) suffer
from one of more than 100 diagnosed autoimmune diseases. Predisposing factors may include genetic susceptibility,
environmental triggers and other factors not yet known. Many of these diseases are associated with high levels of pathogenic
IgG antibodies. In healthy people, IgG antibodies are the most abundant type of antibody produced by the human immune
system, accounting for approximately 75% of antibodies in the plasma, and are important in the defense against pathogens, such
as viruses and bacteria. In I[gG-mediated autoimmune diseases (an important subset of autoimmune diseases), IgG antibodies
inappropriately develop against normal proteins found in the body, directing the immune system to attack specific organs or
organ systems.

IgG antibodies are continuously being removed from circulation and internalized in cellular organelles called endosomes. FcRn
is the primary protein responsible for preventing the degradation of IgG antibodies. The role of FcRn is to bind to the IgG
antibodies under the more acidic conditions of the endosome and transport them to the cell surface, where the neutral pH causes
them to be released back into circulation.

Inhibition of FcRn, such as through the use of an anti-FcRn antibody, has been shown to reduce levels of pathogenic IgG
antibodies. Anti-FcRn antibodies, including our product candidates, bind to FcRn thereby blocking IgG antibodies from
forming complexes with FcRn under the more acidic conditions of the endosome. As a result, unbound IgG antibodies are
degraded in the lysosome rather than being transported by FcRn for release back into circulation. This anti-FcRn mechanism of
action is depicted in the graphic below.

FcRn maintains levels of antibodies (IgG) in

FcRn inhibitor blocks binding of IgG to FcRn

circulation by preventing their degradation

and promotes their removal and degradation
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3. Unbound proteins are trafficked to lysosome for degradation 3. 1gGs are blocked from forming complexes with FcRn
4. 1gG is recycled back into circulation 4. Non-receptor bound IgGs are degraded in lysosomes
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Limitations of Current Treatment Options in Autoimmune Disease

Treatment for IgG-driven autoimmune diseases varies widely, however many patients are commonly treated using intravenous
or subcutaneous immunoglobulins (“IVIg,” “SCIg”), corticosteroids, plasma exchange (“PLEX”’) and immunomodulatory
therapies. Despite the availability of the therapies, there remains significant unmet medical need. For example, although
immunoglobulin therapy (IVIg, SCIg) is effective, it may be associated with significant side effects and complications such as
severe headache, thromboembolism and hemolysis. Additionally, IVIg therapy imposes a burden on patients’ time and at-home
administration options remain limited. IVIg supply constraints have occurred, and I'VIg is also not available in all markets.
SClIg therapy often requires frequent administration at multiple infusion sites using an external pump to deliver the requisite
volume of therapy, which presents challenges to patients requiring therapy on a continuous basis.

Corticosteroid therapy, though effective, has well-known serious adverse effects (e.g., weight gain, hypertension, diabetes and
osteoporosis), especially with chronic use. PLEX requires central venous access and is not universally available.

11
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Immunomodulatory therapies are all associated with significant potential risks, including the possibility of malignancy and
infection. For example, these include azathioprine — cytopenia; cyclosporine — hypertension, nephrotoxicity; mycophenolate —
blood dyscrasias including neutropenia and red blood cell (“RBC”) aplasia; rituximab — renal toxicity; and cyclophosphamide —
cardiac, pulmonary and renal toxicity as well as bone marrow suppression and infertility. The currently available treatments are
associated with significant potential risk of adverse effects, generally impose a high burden on patient’s time and effort and may
be subject to restricted availability. There remains a high unmet need for safe and effective targeted therapies for patients
suffering from autoantibody-driven disease.

Product Candidate - IMV'T-1402

IMVT-1402 is a fully human monoclonal antibody that inhibits FcRn with a potentially best-in-class profile, offering potentially
best-in-class efficacy, a favorable route of administration and a potentially favorable safety profile.

In September and November of 2023, we announced results from a Phase 1 clinical trial in healthy adults in New Zealand. In
the study’s 300 mg multiple-ascending dose (“MAD”) cohort, a statistically significant reduction of 63% from baseline in mean
total IgG levels was observed after four weekly 300 mg subcutaneous doses of IMVT-1402. In the 600 mg MAD cohort, we
observed a statistically significant reduction of 74% from baseline in mean total IgG levels after four weekly 600 mg
subcutaneous doses of IMVT-1402. No or minimal reductions in albumin and no or minimal increases in LDL cholesterol levels
were observed in healthy adults administered IMVT-1402 in either dose cohort; the changes in albumin and LDL cholesterol
were similar to those observed with placebo administration. Across all doses evaluated, treatment with IMVT-1402 was
generally well tolerated, with only mild or moderate treatment-emergent adverse events observed.

Based on trial results announced to date and the strength of its potential best-in-class profile, we are pursuing development of
IMVT-1402 in endocrinology, neurology, theumatology, dermatology and possibly other therapeutic areas, with a focus on
indications representing first-in-class opportunities, or opportunities where we can leverage our own batoclimab or existing in-
class clinical data to build confidence in a best-in-class profile. Currently, potentially registrational clinical trials evaluating
IMVT-1402 for the treatment of GD, MG, CIDP and D2T RA, and a proof-of-concept study in CLE are enrolling participants.
We plan to initiate a potentially registrational trial to evaluate IMVT-1402 in SjD and a second potentially registrational trial in
GD in the summer of 2025.

Our Therapeutic Areas

Endocrine Diseases

Graves’ Disease
Overview

GD is an autoimmune disease that affects the thyroid gland. Patients with GD develop IgG autoantibodies that bind to the
thyroid-stimulating hormone receptor (“TSHR-Ab”) present on the thyroid gland, which induces increased and uncontrolled
secretion of thyroid hormones, resulting in hyperthyroidism. GD is the most common cause of hyperthyroidism and occurs at
all ages but especially in adults aged between 20 and 50 years and can impact women of reproductive age. Because thyroid
hormones play an important role in controlling functions of many organs such as heart, central and peripheral nervous system,
muscle, bone, and skin, the presence of excessive thyroid hormones is associated with a variety of signs and symptoms
including enlarged thyroid gland (goiter), palpitations, arrhythmia, anxiety, weight loss, insomnia, osteoporosis, and pretibial
myxedema. The presence of TSHR-AD is also involved in the pathogenesis of Graves’ ophthalmopathy (“GO”), also known as
TED, which is more likely to occur in patients with GD who have a more severe degree of hyperthyroidism, larger goiter,
history of smoking, or have been treated with radioiodine (“RAI”).
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The treatment of GD has seen minimal innovation in therapeutic options over the past 70-plus years. Antithyroid drugs
(“ATDs”), as the only existing pharmacological therapy, do not address the underlying disease pathology characterized by high
levels of TSHR-Ab. A conservative analysis of Inovalon claims data estimates that the prevalence of Graves’ patients is
approximately 880,000 in the U.S., and further analysis suggests that there are approximately 330,000 patients who have
relapsed on ATDs and who have opted not to pursue ablation. Other market-sizing analyses by various methods suggest that 25-
30% of Graves’ patients are relapsed, uncontrolled on or intolerant to ATDs, representing a potentially significant unmet
medical need.

Current Treatment Paradigm

The main treatment goal of GD is to reduce thyroid hormone levels. There are 3 options currently available: surgery, RAIL and
ATDs. The most commonly prescribed ATDs in the U.S. are the thionamides, methimazole and propylthiouracil. An internal
chart review of over 1,000 patient records from over 140 endocrinologists and a patient survey of 100 patients indicate that
approximately 25-30% of GD patients remain uncontrolled on ATDs. A recent study showed that Graves’ patients with
persistent stimulating TSHR-AD levels had a 6-fold increased risk for relapse after ATD withdrawal. Collectively, these data
suggest that a treatment for GD targeting the reduction or elimination of circulating stimulating TSHR-Ab would address the
underlying autoimmune pathogenesis of the disease and would restore normal thyroid function.

Surgery, which involves partial or entire removal of the thyroid gland (thyroidectomy) is an option, especially for patients with
large goiters, women planning pregnancy and, in some cases, patients who have failed to respond to ATDs. Although any such
surgical procedure may lead to an immediate resolution of the hyperthyroidism, it is associated with potential complications
including parathyroid gland injury, which may lead to hypocalcemia, and damage of the laryngeal nerve. Treatment with RAI
destroys the thyroid using ionizing radiation. It is considered an alternative to medical management in several countries,
especially if ATDs are contraindicated or among patients who do not respond to this drug class. Since RAI can worsen TED, it
is not recommended in patients with TED or in smokers who are at higher risk of developing TED, and in women who are
pregnant or lactating. Finally, recent data suggest an association between RAI and increased risk for several types of cancer. In
addition, RAI is associated with sustained increases in TSHR-AD titers, risk for de novo TED and worsening of pre-existing
TED. Both thyroidectomy and RAI may result in hypothyroidism, requiring lifelong treatment with thyroid hormone
replacement. Given these risks, the treatment paradigm for GD continues to shift away from RAI and thyroidectomy, resulting
in an increasing number of patients who are not controlled on ATDs but who are choosing not to undergo ablation. Rates of
surgery and RAI have declined significantly in the U.S. in recent years, to about 11% of patients in 2021, according to an
analysis of claims data, from more than half of patients in 2005.

Batoclimab Phase 2 Proof-of-Concept Trial

In December 2023 and September 2024, we announced results from a proof-of-concept Phase 2 clinical trial (NCT05907668)
of batoclimab for the treatment of uncontrolled GD, which enrolled subjects who were hyperthyroid despite ATD therapy. This
study represents the first evaluation of an FcRn inhibitor as a potential treatment for GD.

Participants in the trial received 12 weeks of high dose batoclimab, 680 mg weekly by subcutaneous injection (“SC”), followed
by 12 weeks of lower dose batoclimab, 340 mg weekly SC. At the end of the first 12 weeks, a mean IgG reduction of 77% and a
76% response rate (defined as T3 and T4 falling below the upper limit of normal (“ULN”) without increasing the ATD dose)
were observed. Also, 56% of subjects treated with higher dose batoclimab achieved an ATD-Free Response (defined as T3 and
T4 falling below the ULN and the patient simultaneously tapering completely off their ATD) at the end of the first 12 weeks.
During weeks 13 to 24, lower 340 mg dose batoclimab resulted in mean IgG reduction of 65% with a correspondingly lower
responder rate of 68% and a lower ATD-Free Response rate of 36% at the end of the second 12 weeks. Patients who achieved at
least a 70% IgG reduction at the end of the evaluation period had nearly a threefold higher ATD-Free Response rate than those
who did not (60% vs. 23%). Additional data for certain thyroidal and extrathyroidal manifestations of GD showed a 60%
response rate achieved by week 2, demonstrating the rapidity of response to weekly higher dose batoclimab. Improvements in
proptosis and lid aperture were also observed at both week 12 and week 24. Batoclimab was generally well tolerated with no
new safety signals observed. This clinical trial is ongoing, with additional data expected in the summer of calendar year 2025,
including remission data from the 24-week post-treatment follow-up period.
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IMVT-1402 as a Potential Treatment for GD

We believe data from our Phase 2 proof-of-concept trial evaluating batoclimab in GD demonstrate the potential of FcRn
inhibition for the treatment of GD by modifying the underlying disease pathology, which is driven by stimulating TSHR-Ab. In
addition, these data represent strong evidence that deeper IgG reduction correlates with better clinical outcomes in GD for
patients whose disease remains uncontrolled on ATDs, indicating potential for IMVT-1402 to be the best-in-class FcRn
inhibitor.

IMVT-1402 Potentially Registrational Trials in GD

We initiated a potentially registrational trial evaluating IMVT-1402 in adults with GD in December 2024. This Phase 2b study
(NCT06727604) is a randomized, placebo-controlled, 52-week trial in Graves’ patients who are hyperthyroid despite treatment
with an ATD for 12 or more weeks prior to beginning the study. The study is expected to enroll approximately 240 participants
randomized (1:1:1) to one of two blinded treatment groups each receiving IMVT-1402, 600 mg weekly SC, or a matched
placebo group. Participants will be evaluated over two consecutive 26-week blinded treatment periods. Over the course of the
treatment periods, background ATD treatment will be titrated to the lowest effective dose, including elimination of ATD
treatment, to maintain normal thyroid lab values. Following the initial 26-week period, participants in the IMVT-1402 treatment
group 2 will be assigned to either continued treatment with IMVT-1402 at the same dose or matching placebo for the second
26-week study period based on the participant’s thyroid-stimulating hormone receptor autoantibodies (“TRAb’’) value and
euthyroid status determined at week 26. The study’s primary endpoint is the proportion of participants who are euthyroid and
off ATD at study week 26. A key secondary endpoint will measure the proportion of participants who become euthyroid and
stop ATD treatment at week 52. We expect to report top-line results from this trial in 2027.

More details on the trial design are described in the figure below:

Treatment Period: 52 weeks
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ATD titration to lowest effective dose (including 0 mg/day) to maintain euthyroidism

a: Additional inclusion and exclusion criteria not listed on slide

b Euthyroid = T3/T4 and TSH within normal limits

TSH: Thyroid-stimulafing hormone; ATD: Anfithyroid drugs; QW: Weekly; SC: Subcutaneous; T3 = trilodothyronine; FT3: free
triiodothyronine; FT4: free thyroxine; ULN: upper limit of normal
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In the summer of 2025, we plan to initiate a second potentially registrational trial evaluating IMVT-1402 in adults with GD.
This study is a randomized, placebo-controlled, 26-week trial in Graves’ patients who are hyperthyroid despite treatment with
an ATD for 12 or more weeks prior to beginning the study. The study is expected to enroll approximately 210 participants
randomized (1:1:1) to one of three blinded treatment groups receiving IMVT-1402 600 mg weekly SC, IMVT-1402 300 mg
weekly SC, or matched placebo group. Over the course of the treatment periods, background ATD treatment will be titrated to
the lowest effective dose, including elimination of ATD treatment, to maintain normal thyroid lab values. The study’s primary
endpoint is the proportion of participants in the 600 mg weekly SC dose group who are euthyroid and are off ATD versus
placebo at study week 26. A key secondary endpoint will measure the proportion of participants in the 600 mg weekly SC dose
group who have T3 (Total T3 or FT3) and FT4 <ULN and are off ATD versus placebo. More details on the trial design are

described in the figure below:
Blinded Treatment Period: 26 weeks
N =210
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ATD titration to lowest effective dose (including 0 mg/day) to maintain euthyroidism

a: Additional inclusion and exclusion criteria not listed on slide

b. Euthyroid = T3/T4 and TSH within normal limits

TSH: Thyreid-stimulating hormone; ATD: Antithyreid drugs; QW: Weekly;, SC: Suk T3 = friiodothyronine; FT3: free
triiodothyronine; FT4: free thyroxine; ULN: upper limit of normal

Neurological Diseases

Myasthenia Gravis
MG Overview

MG is an autoimmune disorder associated with muscle weakness and fatigue. MG patients develop antibodies that lead to an
immunological attack on critical signaling receptor proteins at the junction between nerve and muscle cells, thereby inhibiting
the ability of nerves to communicate properly with muscles. This leads to muscle weakness intensified by activity, which can be
localized to ocular muscles, or which can be more generalized throughout the body including muscles of respiration.

The symptoms of the disease can be transient and in the early stages of the disease, can remit spontaneously. However, as the
disease progresses, symptom-free periods become less frequent and disease exacerbations can last for months or remain
chronic. After 15 to 20 years, some weakness often becomes fixed, with the most severely affected muscles frequently
becoming atrophic. Many patients find it difficult to perform daily activities due to both insufficient improvement in symptoms
even after treatment and in some, the complicating long-term side effects of oral corticosteroids. Approximately 15% to 20% of
MG patients will experience at least one myasthenic crisis during which the impairment of muscles required to breathe can
become life-threatening.

The prevalence of MG is estimated to be approximately 59,000 to 116,000 cases in the U.S. with 35% of patients not well-
controlled on the current standard of care, representing approximately 20,000 to 35,000 patients with significant unmet medical
need in the U.S. The majority of these patients demonstrate elevated serum levels of acetylcholine receptor (“AChR”)
antibodies.
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Current Treatment Paradigm

Very early-stage MG is symptomatically treated with acetylcholinesterase inhibitors. As the disease progresses, patients are
typically treated with immunosuppressive agents such as glucocorticoids, azathioprine, mycophenolate mofetil and
cyclosporine. Thymectomy may be indicated for treatment in certain patients. As MG becomes more advanced, patients can be
treated during exacerbations with [VIg, which provides therapeutic benefit through multiple potential mechanisms including the
saturation of FcRn. Physicians direct patients with more advanced chronic disease and patients in times of crisis to therapies
that reduce levels of circulating IgG antibodies via PLEX or a variant of PLEX, immunoadsorption. More recent novel
mechanism of action therapies include FcRn inhibitors, which generally reduced IgG by 60-70% in their Phase 3 trials at
approved doses, and complement inhibitors.

Batoclimab Phase 3 Trial in MG

In March 2025, we announced top-line results from a randomized, quadruple-blind, placebo-controlled Phase 3 trial
(NCTO05403541) to assess the efficacy and safety of batoclimab in adults with MG. Following screening, participants with
moderate to severe MG were randomized into Period 1 where they received high dose batoclimab (680 mg) or low dose
batoclimab (340 mg) or placebo weekly SC for 12 weeks. Responders to batoclimab in Period 1, defined in the protocol as > 2-
point improvement in the MG-ADL score from baseline, were re-randomized 1:1:1 to batoclimab (340 mg SC weekly or 340
mg SC every other week) or placebo weekly SC for 12 weeks (Period 2). The primary endpoint of the study was mean change
from baseline in MG-ADL in AChR+ participants at week 12 (end of Period 1).

Batoclimab met its primary endpoint of mean change from baseline in MG-ADL in AChR+ participants. Among the AChR+
population, participants randomized to 680 mg of batoclimab administered weekly SC (“QW”) achieved a 5.6 point mean
improvement in MG-ADL at week 12 (n=57; p < 0.001), while those randomized to 340 mg of batoclimab QW achieved a 4.7
point mean improvement (n=52; p < 0.05) and those randomized to placebo demonstrated a 3.6 point mean improvement
(n=55; p < 0.05). 93% of AChR+ participants receiving batoclimab 680 mg QW achieved an MG-ADL response at week 12.
Subjects in the 680 mg batoclimab treatment arm showed a mean reduction in IgG levels of 74% vs. 64% in the 340 mg
batoclimab arm. 42% of the AChR+ subjects treated with batoclimab 680 mg QW achieved MSE, defined as having an MG-
ADL score of 0 or 1 at week 12. Of those subjects that achieved MSE prior to or by week 6, 75% maintained their MSE status
for > 6 weeks. Safety and tolerability were observed to be consistent with prior batoclimab studies.

We are planning to leverage the data and learnings from the batoclimab MG study, including our operational trial experience,
relationships with investigators and prior results, to inform and accelerate our program with IMVT-1402.

IMVT-1402 as a Potential Treatment for MG

We believe our Phase 3 batoclimab data demonstrates the meaningful potential efficacy benefit in MG with deeper IgG
suppression than is available with current treatments, deeper disease control and more durable clinical responses. The 340 mg
arm of batoclimab was observed to reduce MG-ADL in line with other FcRn competitors approved or in development for MG,
while the 680 mg arm had the greatest absolute MG-ADL reduction observed in a global Phase 3 trial. Further, IMVT-1402’s
improved tolerability profile positions it to demonstrate a potentially superior therapeutic benefit even versus batoclimab. Ad-
hoc analysis on the cohort of patients with no missed doses in the last 4 weeks of the treatment period shows a > 6 point change
from baseline in MG-ADL score (680 mg dose). Many of the currently available treatments, including the approved FcRn
inhibitors, can leave patients with burdensome administration requirements, significant side effects or long wait times to see
treatment effect, in contrast with the simple subcutaneous autoinjector for IMVT-1402 and safety and tolerability profile
observed to date.

IMVT-1402 Potentially Registrational Trial in MG

We initiated a potentially registrational trial evaluating IMVT-1402 in adults with MG in March 2025. This Phase 3 trial is a
randomized, placebo-controlled, 26-week trial. This study is expected to enroll approximately 230 participants randomized
(1:1:1) to one of three blinded treatment groups receiving IMVT-1402 600 mg weekly SC, IMVT-1402 300 mg weekly SC, or
matched placebo group for the 12-week induction period. Participants on treatment will continue to be on the same treatment
for the 14-week maintenance period, while patients on placebo will receive IMVT-1402 600 mg weekly SC. The study’s
primary endpoint is the change in MG-ADL from baseline at week 12. We expect to report top-line results from this trial in
2027.
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More details on the trial design are described in the figure below:
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Chronic Inflammatory Demyelinating Polyneuropathy

CIDP Overview

CIDP is believed to be an immune-mediated neuropathy characterized by demyelination of peripheral nerves and nerve roots
that is driven by pathologic, autoreactive IgG antibodies. The estimated prevalence of CIDP is approximately 58,000 patients in
the U.S., with approximately 30% inadequately controlled on treatment, representing approximately 16,000 patients with
significant unmet medical need in the U.S.

CIDP typically presents with progressive or relapsing, symmetric involvement of both proximal and distal extremity muscle
weakness over the course of several weeks. While the pathophysiology of CIDP is not completely understood, passive serum
transfer animal models and the response of CIDP patients to intravenous immunoglobulin, plasma exchange and FcRn blockade
suggests that autoantibodies are involved in its pathogenesis. Autoantibody-induced degeneration and demyelination would be
expected to cause characteristic electrophysiologic alterations of the peripheral nerves and is clinically manifested by the
sensorimotor deficits of CIDP.

Current Treatment Paradigm

IVIg, corticosteroids and PLEX are first-line therapies in the treatment of CIDP. For patients who fail to achieve objective
improvement (i.e., of impairment and disability) after three months of treatment with a first-line agent, another agent may be
tried. Alternative options include rituximab, cyclophosphamide or cyclosporine, despite limited evidence supporting their use.
Once objective improvement is achieved, the patient may be switched to maintenance treatment, the goal of which is to reduce
the dose or frequency of treatment while still controlling disease. For maintenance therapy, patients may be switched from IVIg
to SCIg, and immunomodulatory agents such as azathioprine, cyclosporine or mycophenolate may be used for IVIg dose-
reducing, corticosteroid-sparing or PLEX frequency-reducing effect. For long term management of clinically stable patients,
therapy should be periodically reduced or stopped to assess if treatment is still required. An anti-FcRn inhibitor has also been
approved for the treatment of CIDP; however, we believe there is still meaningful room to improve on efficacy.
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Batoclimab Phase 2b Trial in CIDP

In March 2025, we announced initial results from Period 1 of the randomized, quadruple-blind, placebo-controlled Phase 2b
trial designed to assess the efficacy and safety of batoclimab in adult patients with active CIDP (NCT05581199). To ensure the
enrollment of patients with active CIDP, the trial design incorporates inclusion criteria tied to active disease and a formal
adjudication committee, as well as a washout phase during which participants must worsen by at least 1 point on the aINCAT
disability scale to remain in the trial. Period 1 was a non-placebo controlled 12-week run-in period, during which participants
whose disease had worsened during standard of care washout then received either 340 mg or 680 mg batoclimab QW SC.

Combined data for 73 patients (both dose cohorts of Period 1) demonstrated a 1.8-point improvement in aINCAT disability
score (compared to Period 1 baseline) at week 12. An 84% responder rate (with response defined as an aINCAT score
improvement > 1) was observed among all patients whose level of IgG was reduced by > 70% as compared to 44% among
patients with < 70% IgG reductions. Other CIDP scales also demonstrated meaningful improvements for the pooled dose
cohorts at week 12. The study remains blinded and is ongoing. No new safety signals were observed.

We are planning to leverage the data and learnings from the batoclimab CIDP study, including our operational trial experience,
relationships with investigators and prior results, to inform and accelerate our program with IMVT-1402.

IMVT-1402 as a Potential Treatment for CIDP

We believe our Phase 2b batoclimab data demonstrates the meaningful potential efficacy benefit in CIDP with deeper IgG
suppression than is available with current treatments. The combined results of the batoclimab 340 mg and 680 mg dose arms
achieved a best-in-class mean change from baseline in aINCAT score at week 12 of 1.8, double the change observed from the
approved competitor. Batoclimab also had meaningful efficacy improvements in many functional secondary endpoints
including grip strength, a disability scale, and a physician reported muscle function scale. Many of the currently available
treatments, including the approved FcRn inhibitors, can leave patients with burdensome administration requirements,
significant side effects or long wait times to see treatment effect, in contrast with the simple subcutaneous autoinjector for
IMVT-1402 and safety and tolerability profile observed to date.

IMVT-1402 Potentially Registrational Trial in CIDP

We initiated a potentially registrational trial evaluating IMVT-1402 in adults with CIDP in March 2025. This Phase 2b trial is a
randomized, placebo-controlled, 24-week trial in CIDP patients. The study is expected to enroll approximately 162 participants
randomized (2:1) to one either receiving IMVT-1402 600 mg weekly SC, or matched placebo for the 24-week treatment period.
The study’s primary endpoint will evaluate the proportion of participants remaining relapse free (aINCAT) at week 24. We
expect to report top-line results from this trial in 2028.
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Adjusted Inflammatory Meuropathy Cause and Treatment disability score
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Rheumatology Diseases

Rheumatoid Arthritis
RA Overview

Rheumatoid Arthritis (“RA”) is a chronic progressive autoimmune disease that causes inflammation in the joints and
surrounding tissues. Inadequate control of the joint inflammation associated with RA may result in irreversible joint erosions.
The estimated prevalence of severe RA in the U.S. is approximately 490,000, approximately 15% of whom are autoantibody
positive with inadequate response to prior biologic or targeted synthetic disease modifying anti-rheumatic drugs (“DMARDs”),
representing approximately 70,000 patients with significant unmet medical need in the U.S. Several autoantibodies have been
identified in RA, including rheumatoid factor (“RF’’) and anti-citrullinated protein antibodies (“ACPA”). These RA-specific
autoantibodies are found in 70-80% of RA patients and exacerbate inflammation via immune complex formation. Positivity for
RF and ACPA seems to have an amplifying effect on disease, resulting in an aggressive phenotype with more severe disease
manifestations. Seropositive RA is also associated with poor outcomes on currently available therapies.

Current Treatment Paradigm

Therapeutic approaches for RA are intended to help control joint inflammation, damage and other associated disease
manifestations. Currently available treatments include a variety of conventional oral, targeted synthetic and biologic DMARD
treatments. These therapies primarily function by modulating the immune response and limiting the activity of pro-
inflammatory cytokines such as tumor necrosis factor-alpha (“TNF-o), interleukin-6 (“IL-6"), and others impacting the
pathogenesis of RA. While many patients experience symptom relief and disease control with these agents, D2T RA patients
continue to experience active disease despite undergoing multiple lines of therapy with different mechanisms of action. For
these patients, therapeutic options remain very limited while the risk of irreversible joint damage persists, highlighting a critical
unmet medical need. Innovative strategies and novel therapeutic targets are needed to improve outcomes and quality of life for
this patient population.

IMVT-1402 as a Potential Treatment for D2T RA

Because of the role of FcRn in preventing the degradation of IgG autoantibodies, such as ACPAs, FcRn inhibition is an
attractive mechanism as a potential treatment for ACPA-positive RA. Recent in-class anti-FcRn data from a Phase 2a placebo-
controlled, proof-of-concept trial evaluating nipocalimab in patients with RA demonstrated that deeper ACPA IgG reduction
correlated with improved rates of clinical response.

IMVT-1402 Potentially Registrational Trial in D2T RA

We initiated a potentially registrational trial evaluating IMVT-1402 in ACPA-positive D2T RA in December 2024. This trial
(NCT06754462) is expected to enroll approximately 120 participants into an initial 16-week open-label, active treatment
period. To ensure the enrollment of patients with active D2T RA, the trial inclusion criteria require elevated ACPA levels and
prior inadequate response to two or three (but no more than three) classes of biologics or targeted synthetic DMARDs. The
study will evaluate IMVT-1402’s 600 mg weekly SC during the open-label induction phase of the trial with the intent of
maximizing reduction in ACPA levels. Participants achieving a response at weeks 14 and 16 per the American College of
Rheumatology response criteria 20 (“ACR20”) will be randomized in a 1:1:1 ratio to receive blinded treatment with either
IMVT-1402 600 mg, IMVT-1402 300 mg or placebo, weekly SC for 12 weeks. The primary endpoint will assess the proportion
of such participants who maintain the ACR20 response at week 28. Eligible participants who complete week 28 will have the
option to receive IMVT-1402 for an additional period of 48 weeks as part of a long-term extension period. We expect to report
initial results from the period 1 open label portion of this trial in 2026.
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More details on the study design are described in the figure below:

Sjogren’s Disease

SjD Overview

Sjogren’s disease, formerly referred to as Sjégren’s syndrome, is a chronic autoimmune disease characterized by lymphocytic
infiltration of the salivary and lacrimal glands. It is classically associated with severe dryness of the eyes and mouth; the latter
frequently associated with difficulty swallowing or speaking, tooth decay, gum disease and impaired quality of life. Up to 50%
of affected individuals also develop extra-glandular manifestations that can impact a variety of organ systems such as the joints,
skin, lungs, gastrointestinal tract, nervous system, or kidneys.

SjD may occur in isolation (primary SjD) or in association with another systemic autoimmune disease such as rheumatoid
arthritis (secondary SjD). It can be challenging to diagnose SjD based on symptoms alone due to the heterogeneity at
presentation. However, serological testing including autoantibodies can help inform diagnosis. Autoantibodies including anti-
Ro/SSA and anti-La/SSB have been detected in approximately 50-70% of patients with primary SjD and play crucial roles in
both the diagnosis and prognosis of the disease.

The estimated prevalence of primary SjD is approximately 290,000 in the U.S. It is estimated that up to 30% of primary SjD
patients have moderate-to-severe disease with anti-Ro/SSA antibodies, representing approximately 90,000 SjD patients with
significant unmet medical need in the U.S.

Current Treatment Paradigm

No therapies have been approved specifically for the treatment of SjD. Therapeutic approaches for SjD disease include local
agents such as pilocarpine hydrochloride and cevimeline hydrochloride for oral and ocular dryness as well as systemic
treatments such as hydroxychloroquine, methotrexate, mycophenolate sodium, azathioprine, and cyclosporine to address organ
manifestations. This results in frequent visits with healthcare professionals and a high burden of treatment for Sjogren’s
patients, suggesting a need for the development of novel treatments that target the underlying pathophysiological mechanism of
this disease.

IMVT-1402 as a Potential Treatment for SjD

Recent in-class data from a Phase 2 placebo-controlled, multicenter trial evaluating nipocalimab in patients with SjD provides
support for anti-FcRn proof of mechanism. The clear dose response on mean change in Clinical European League Against
Rheumatism Sjogren’s Syndrome Disease Activity Index (“ClinESSDAI”) score supports the potential correlation between
degree of 1gG suppression and improved clinical outcomes.
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