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CAUTIONARY NOTE REGARDING FORWARD-LOOKING STATEMENTS

This Annual Report on Form 10-K for the fiscal year ended March 31, 2024 (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;

*  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, such as the post-COVID-19 environment, 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 for and opportunity for 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 currently dependent on the successful and timely development, regulatory approval and
commercialization of our product candidates.

*  Our product candidates, or anti-FcRn product candidates or products developed by others, may cause adverse events or
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 scope of any approved label or market
acceptance.

*  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.

*  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.

* 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, 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, increases in interest rates,
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.

e Our failure to maintain or continuously improve our quality management program could have an adverse effect upon
our business, subject us to regulatory actions and cause a loss of patient confidence in us or our products, among other
negative consequences.

*  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 may not be able to manage our business effectively if we are unable to attract and retain key personnel.

*  We plan to expand our organization and we may experience difficulties in managing this growth, which could disrupt
our operations.

*  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.
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*  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.

* 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., or 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 are subject to stringent and changing privacy, data protection, and information security laws, contractual
obligations, self-regulatory schemes, government regulation and standards related to data privacy and security. Further,
if our information technology systems or those of our affiliates, service providers or other relevant third parties are
compromised now or in the future, this could result in a material adverse effect 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

We are a clinical-stage immunology company pursuing a broad anti-FcRn strategy based on the potential best-in-class profile of
our lead asset, IMVT-1402, and informed by the breadth of the class, in which 23 indications have been publicly announced for
study by multiple companies to date. We expect to initiate programs evaluating IMVT-1402 in several therapeutic areas,
including endocrinology and neurology. To address the unmet needs of people with autoantibody-driven diseases, we are
committed to initiating a broad set of late-stage programs for IMVT-1402, including first-in-class indications such as Graves’
disease (“GD”), classic autoantibody indications such as myasthenia gravis (“MG”), and other indications with positive in-class
data such as chronic inflammatory demyelinating polyneuropathy (“CIDP”). We expect to leverage disease state insights,
clinical trial data observed to date within the anti-FcRn class, and operational experience from past and ongoing batoclimab
studies and trials to inform and accelerate the development of IMVT-1402.

Our innovative product pipeline includes IMVT-1402 and batoclimab, formerly referred to as IMVT-1401, both of which are
novel, fully human monoclonal antibodies that target the neonatal fragment crystallizable receptor (“FcRn”). Our product
candidates 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 we believe can be tailored based on disease severity and stage.

The physiologic function of FcRn is to prevent the degradation of immunoglobulin G (“IgG”) antibodies. High levels of
pathogenic IgG antibodies drive a variety of autoimmune diseases. Inhibition of FcRn, such as through the use of an anti-FcRn
antibody, has been shown to reduce levels of total IgG and pathogenic IgG antibodies. We believe our completed clinical trials
and other clinical trials assessing anti-FcRn antibodies in IgG-mediated autoimmune diseases have generated promising results,
suggesting that FcRn is a therapeutically important and validated pharmacologic target to reduce levels of disease-causing IgG
antibodies. Thus, we are developing IMVT-1402 and batoclimab in autoimmune diseases for which there is robust evidence that
pathogenic IgG antibodies drive disease manifestation and for which we believe that reduction of IgG antibodies should lead to
clinical benefit.

Batoclimab, our initial product candidate, is dosed subcutaneously using a small gauge needle in small volumes (e.g., 2 mL),
and has generated therapeutically relevant pharmacodynamic activity. We believe these attributes will drive patient preference
and market adoption. In clinical trials conducted to date, batoclimab has been observed to reduce IgG antibody levels, which
has provided evidence supporting the use of an anti-FcRn antibody in disease areas associated with high levels of pathogenic
IgG antibodies.

Likewise, IMVT-1402, our lead product candidate, has also been observed to reduce IgG antibody levels in a Phase 1 clinical
trial conducted in healthy adults, similar to that observed in our original Phase 1 trial of batoclimab. Importantly, although FcRn
also plays a role in maintaining serum albumin levels which in turn correlate inversely with low-density lipoprotein (“LDL”)
cholesterol levels, no or minimal reduction in albumin and no or minimal increases in LDL cholesterol levels were observed in
study participants administered either 300 mg or 600 mg of IMVT-1402 subcutaneously once weekly for four weeks. Across
both dose regimens, the changes in albumin and LDL cholesterol were similar to those observed with placebo administration.
This is a key attribute for IMVT-1402, which we believe could potentially allow its use as a treatment of chronic conditions
requiring maintenance doses that achieve high degrees of IgG suppression.

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 IgG-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.
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Unfortunately, safe and effective treatment options for patients suffering from many autoimmune diseases are lacking.
Historically available treatments are generally limited to corticosteroids and immunosuppressants in early-stage disease and
intravenous immunoglobulin (“IVIg”) or plasma exchange in later-stage disease. These approaches often fail to address
patients’ needs since they are limited by delayed onset of action, waning therapeutic benefit over time and unfavorable safety
profiles.

We believe that FcRn inhibition has broad therapeutic and commercial potential to address IgG-mediated autoimmune diseases
in a number of therapeutic areas, including but not limited to, neurology, endocrinology, hematology, rheumatology, and
dermatology. Based on third-party patient prevalence estimates, for the 23 indications that have been publicly announced by
multiple companies for clinical development with anti-FcRn assets, we estimate the total potential opportunity for our FcRn
franchise to be greater than two million patients in the U.S. and Europe. Our estimates in Europe include all European Union
(“E.U.”) countries, Norway, Lichtenstein, Iceland, (together with the E.U. countries, the “EEA”), the United Kingdom
(“U.K.”), and Switzerland.

Our goal is to fully optimize the IMVT-1402 clinical development program consistent with its potential best-in-class profile.
Our strategic priority is to build a class-leading portfolio of indications in several therapeutic areas by leveraging data derived
from studies with batoclimab and from studies with other FcRn inhibitors, both approved and in development. Following a
recently completed Type B meeting with the U.S. Food and Drug Administration (“FDA”), we are on track to initiate four to
five potentially registrational programs for IMVT-1402 in several therapeutic areas, including endocrinology and neurology, by
March 31, 2025. Inclusive of these programs, by March 31, 2026, we plan to have initiated clinical trials of IMVT-1402 in a
total of ten indications. The current development program for batoclimab remains important, in particular for accelerating and
optimizing the registrational development program of IMVT-1402. In addition, we expect to achieve financial efficiencies in
our IMVT-1402 development program by taking advantage of batoclimab data and by applying learning from publicly
disclosed in-class competitor data and trial designs.

We expect to announce an overview of our development program for IMVT-1402 in GD in the fall of calendar year 2024,
supported by additional data from the batoclimab proof-of-concept study in GD that will be disclosed at the same time.

We may transition our registrational development program for CIDP from batoclimab to IMVT-1402 and the pivotal study with
IMVT-1402 in CIDP may be optimized based on unblinded batoclimab CIDP data available before March 31, 2025. We may
also transition our registrational development programs for MG and thyroid eye disease (“TED”) from batoclimab to IMVT-
1402, with a final decision for these programs contingent on top-line data from the batoclimab studies in these indications. We
expect to report top-line data from the batoclimab MG study by March 31, 2025 with potentially registrational development for
MG expected to transition from batoclimab to IMVT-1402 in the same timeframe. A decision regarding which asset to advance
to registration in TED will be made in the first half of calendar year 2025 together with disclosing top-line data from the current
batoclimab TED program.

As a result of our rational design and current outlook on potential opportunities, we believe our product candidates, if
developed and approved for commercial sale, would be differentiated from currently available treatments for advanced IgG-
mediated autoimmune diseases. To date, these product candidates have demonstrated potential best-in-class IgG reduction and
are being developed for delivery using a simple, self-administered subcutaneous injection.

We were incorporated in Delaware in December 2018 as a blank check company under the name Health Sciences Acquisitions
Corporation (“HSAC”). On December 18, 2019, Immunovant Sciences Ltd. (“ISL”) and HSAC consummated the transactions
contemplated under that certain share exchange agreement dated as of September 29, 2019 by and among HSAC, ISL, the
stockholders of ISL and Roivant Sciences Ltd. (the “Business Combination”). In connection with the closing of the Business
Combination, we changed our name from HSAC to Immunovant, Inc.
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Current Indications in Development

Neurological Diseases

MG is a rare, chronic autoimmune disorder characterized by weakness and fatigue of voluntary muscles. The clinical course of
MG is variable but usually progressive, and patients tend to experience fluctuating symptoms. There is an estimated prevalence
of 18 to 36 cases of MG per 100,000 people in the U.S. For women, disease onset typically occurs around their 20s and 30s,
whereas for men it peaks in their 50s and 60s. Overall, MG affects women more frequently than men. The disease is most often
caused by autoantibodies that target the acetylcholine receptor or muscle-specific tyrosine kinase receptor at the neuromuscular
junction, disrupting normal muscular function. Symptoms typically emerge in the eyes (e.g., drooping eyelids, double vision,
blurred vision) and progress to involve the face, throat, or limbs. Some patients may experience life-threatening respiratory
complications due to the weakening of muscles involved in respiration. See “Batoclimab as a Potential Treatment for
Mpyasthenia Gravis” below for further discussion.

CIDP is an autoimmune neurological disorder characterized by damage to the myelin sheaths or the nodes on nerve fibers of the
peripheral nervous system. Though the clinical course of CIDP can be variable, it is typically a chronic progressive disease if
left untreated. CIDP is a rare disease that can occur in any age group, with peak onset being in the 60s and 70s. CIDP affects
men twice as often as women. Its prevalence is estimated to be almost nine per 100,000 people in the U.S. CIDP appears to be
mediated, at least in some patients, by IgG antibodies that are directed against targets in the myelin sheath; however, the
specific target of these antibodies is not yet established. The hallmark signs of CIDP are weakness, tingling sensations, or loss
of sensation in the arms and legs that is symmetrical and gradually worsens. See “Batoclimab as a Potential Treatment for
Chronic Inflammatory Demyelinating Polyneuropathy” below for further discussion.

Endocrine Diseases

GD is an autoimmune disorder associated with the overproduction of thyroid hormones and is the most common cause of
hyperthyroidism. Although GD can affect any age group or gender, it occurs often in women younger than 40 years of age with
an estimated incidence of 20 to 50 per 100,000 people in the U.S. The disease is mediated by thyroid-stimulating IgG
antibodies that cause the thyroid gland to produce an excess of thyroid hormones, resulting in systemic manifestations that
affect multiple organs. Patients typically present with classic signs and symptoms of hyperthyroidism, such as heat intolerance,
weight loss, anxiety, and frequent bowel movements. The disease can also manifest with ophthalmopathy (e.g., eye redness,
swelling, bulging) or dermopathy. If left untreated, patients may develop arrhythmias, heart failure, or life-threatening thyroid
storms. See “Batoclimab as a Potential Treatment for Graves’ Disease” below for further discussion.

TED, also known as Graves’ ophthalmopathy (“GO”), is an autoimmune disorder affecting the tissues around the eyes. It is a
progressive and clinically variable disease that can become debilitating, disfiguring, and sight-threatening. The incidence of
TED in the U.S. is estimated to be approximately 10 per 100,000. TED can be caused by IgG autoantibodies that form against
the thyroid-stimulating hormone receptor (“TSHR”). These antibodies also cause Graves’ disease. Common signs of disease
include proptosis (eye bulging), tearing, periorbital edema (swelling around the eyes), redness, dry eyes, eye irritation, and pain
behind the eyes; in severe cases, double vision or vision loss may occur. See “Batoclimab as a Potential Treatment for Thyroid
Eye Disease” below for further discussion.

10
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Our Pipeline

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

Investigational

¢ Cihpount Therapeutic Area Target Indication
IMVT-1402 Autoimmune Diseases Phase 1
Myasthenia Gravis (MG) Pivotal Trial (Phase 3)
Neurological Diseases Chronic Inflammatory
Demyelinating Pivotal Trial (Phase 2b)
Batoclimab Polyneuropathy (CIDP)
Thyroid Eye Disease (TED) Pivotal Trials (Phase 3)
Endocrine Diseases
Graves' Disease (GD) Proof of Concept Study
(Phase 2)

The Role of FcRn in Autoimmune Disease

Many autoimmune diseases are associated with high levels of pathogenic IgG antibodies. While IgG antibodies are important in
the defense against pathogens, such as viruses and bacteria, in many autoimmune diseases, IgG antibodies inappropriately
develop against normal proteins found in the body, and these pathogenic antibodies direct 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 and albumin, the most abundant protein
found in the blood. 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 1gG
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.

11
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FcRn maintains levels of antibodies (IgG) in FcRn inhibitor blocks binding of IgG to FcRn
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FcRn also mediates the recycling of albumin in a pH-dependent manner. Low serum albumin concentration is associated with
increased LDL cholesterol levels, although the underlying mechanisms are not well understood. The IgG and albumin binding
sites on FcRn are distinct and do not overlap. Thus, FcRn inhibitors targeting the IgG binding site on the receptor are not
intended to interfere with albumin recycling, only to accelerate clearance of IgG. However, reduction in serum albumin levels
has been observed in clinical trials of some FcRn antagonists, and it has been hypothesized that this is the result of the off-target
effect of the anti-FcRn concomitantly decreasing serum album concentration.

In early studies of batoclimab, elevated LDL cholesterol levels were observed in some trial subjects. In a program-wide review,
observed increases in LDL cholesterol in multiple studies were determined to be consistent and dose-related, appeared to be
driven by reductions in albumin levels, and were reversible upon cessation of dosing. Clinical evaluation of batoclimab
proceeded following extensive pharmacokinetic ("PK") and pharmacodynamic ("PD") modeling that informed dosing regimens
intended to optimize reductions in total IgG levels while minimizing the impact on albumin and LDL cholesterol levels.

These observations informed the selection and characterization of IMVT-1402 as the second anti-FcRn product candidate that
we identified and brought forward under our HanAll alliance. In non-clinical PK/PD studies in cynomolgus monkeys, IMVT-
1402 demonstrated similarly deep IgG reduction as batoclimab and had minimal or no impact on levels of albumin and LDL
cholesterol at doses well above the anticipated human effective dose. Further, x-ray crystallographic structures of FcRn
complexes with each of IMVT-1402 and batoclimab corroborated that IMVT-1402 orients differently from batoclimab when
bound to FcRn. These encouraging data, suggesting a potential best-in-class profile, led us to move IMVT-1402 into the clinic
and prioritize it as our lead anti-FcRn asset.

IMVT-1402
Overview

IMVT-1402, our lead product candidate, is a fully human monoclonal antibody that inhibits FcRn and was part of a group of
antibodies licensed from HanAll under the HanAll Agreement (as defined below). IMVT-1402 has three key product attributes
that potentially differentiate it from other FcRn inhibitors. First, we observed in our Phase 1 clinical trial that IMVT-1402 had a
similarly deep IgG reduction to what we observed in the Phase 1 clinical trial of batoclimab. Second, we have completed CMC
and formulation work for IMVT-1402 to enable the same convenient route of administration and simple subcutaneous delivery
as batoclimab. Finally, in studies to date, IMVT-1402 has demonstrated no or minimal reduction in albumin and no or minimal
increase in LDL cholesterol levels.
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Phase 1 Clinical Trial of IMVT-1402 in Healthy Volunteers

In the quarter ended June 30, 2023, the FDA cleared our Investigational New Drug (“IND”) application for IMVT-1402.
Concurrently, we initiated a Phase 1 clinical trial in healthy adults in New Zealand after approval of the Clinical Trial
Application (“CTA”) by the regulatory authority, MEDSAFE. In September 2023, we announced initial data from this Phase 1
clinical trial of IMVT-1402, a randomized, double-blind, placebo-controlled ascending dose study to assess the safety,
tolerability, pharmacokinetics, and pharmacodynamics of IMVT-1402 in healthy adults.

In the single-ascending dose portion of the study, IMVT-1402 was administered subcutaneously and demonstrated a consistent
reduction in IgG with potency that was similar to that of batoclimab as observed in our original Phase 1 trial of batoclimab. In
the 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. No or minimal reductions in albumin
and no or minimal increases in LDL cholesterol levels were observed in healthy adults administered IMVT-1402 in the single-
ascending dose portion of the study; the changes in albumin and LDL cholesterol were similar to those observed with placebo
administration.

In December 2023, we announced initial MAD results from the cohort of participants receiving a weekly subcutaneous dose of
600 mg IMVT-1402. After four weekly subcutaneous doses of IMVT-1402, we observed a statistically significant reduction of
74% from baseline in mean total IgG levels, similar to the 76% reduction in mean total IgG levels observed in the Phase 1
clinical trial of batoclimab after four weekly doses of 680 mg given subcutaneously. After four weekly subcutaneous doses of
600 mg IMVT-1402, no or minimal reductions in albumin and no or minimal increases in LDL cholesterol levels were
observed; the changes in albumin and LDL cholesterol were similar to those observed with placebo administration.

Across all doses evaluated, treatments with IMVT-1402 were generally well tolerated, with only mild or moderate treatment-
emergent adverse events observed.

IlgG % change over time Albumin % change over time LDL % change over time

IMVT-1402: Multiple-ascending 5C Dose MVT-1402: Multiple-ascending 5C Dose IMVT-1402: Multiple-ascending 5C Dose

1 Dose administration
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The Phase 1 trial design is presented below:

IMVT-1402 Phase 1 Clinical Trial Design
Single-Ascending Single-Ascending Multiple-Ascending
Intravenous Dose Subcutaneous Dose Subcutaneous Dose

Fixed 300 mg
Fixed 100 mg

Fixed 600 mg

Fixed 600 mg

Fixed 300 mg Fixed 300 mg

Single Ascending Dose Multiple Ascending Dose
= 6 IMVT-1402 + 2 placebo participants = 10 IMVT-1402 + 2 placebo participants
per dose cohort per dose cohort

+ Once weekly dosing x 4 weeks

Potential Indications

Based on the strength of its potential best-in-class profile, we plan to pursue studies with IMVT-1402 in endocrinology,
neurology, and other therapeutic areas, with a focus on indications representing first-in-class opportunities, classic autoantibody
diseases, and diseases where IgG autoantibodies are believed to play a role. In selecting indications for development, we plan to
leverage data from our batoclimab development program and also take advantage of publicly disclosed in-class competitor data,
which can be used to establish proof-of-concept as well as provide insights into potentially more informative study designs.

Following a Type B meeting held with FDA in the first calendar quarter of 2024, we are on track to initiate four to five
potentially registrational programs for IMVT-1402 in several therapeutic areas by March 31, 2025. Inclusive of these programs,
by March 31, 2026, we plan to have initiated clinical trials of IMVT-1402 in a total of ten indications.

We expect to announce an overview of our development program for IMVT-1402 in GD in the fall of calendar year 2024,
supported by additional data from the batoclimab proof-of-concept study in GD that will be disclosed at the same time. We may
also consider transitioning our current development program for batoclimab in TED to IMVT-1402 based on top-line data from
the current batoclimab TED program expected in the first half of calendar year 2025.

We expect to initiate a potentially registrational program for IMVT-1402 in MG, subject to the results of the current batoclimab
trial expected to be available by March 31, 2025. We may transition our ongoing registrational development program in CIDP
from batoclimab to IMVT-1402. Unblinded data from the batoclimab study may prove useful to inform the IMVT-1402 pivotal
trial design in active CIDP also expected to be determined by March 31, 2025.

To the extent that we choose to develop IMVT-1402 as potential treatments for certain of these and other rare diseases, we plan
to seek orphan drug designations in the U.S. and European countries, where available, and for which there is a medically
plausible basis.

Batoclimab

Neurological Diseases

Batoclimab as a Potential Treatment for 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. Patients
with localized ocular disease suffer from more limited symptoms, including droopy eyelids and blurred or double vision due to
compromised eye movements. The majority of MG patients demonstrate elevated serum levels of acetylcholine receptor
(“AChR”) antibodies which disrupt signal transmission between nerve fibers and muscle fibers.
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The prevalence of MG is estimated to be 18 to 36 per 100,000 people, with approximately 59,000 to 116,000 cases in the U.S.
MG can occur at any age; however, the age of onset tends to follow a bimodal distribution. Early onset disease usually occurs in
people between 10 to 30 years old and predominantly affects females. Later onset disease usually occurs in people over 50
years old and predominantly affects males. As with many autoimmune diseases, there are no known genetic alterations that
specifically cause MG, and in most patients, it arises spontaneously. Approximately 3% of patients have a primary relative with
MG, suggesting that there are genetic factors that may predispose development of the disease, but these genes have yet to be
identified.

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, a common treatment for MG.
Approximately 15% to 20% of MG patients will experience at least one myasthenic crisis. During myasthenic crisis, the
impairment of muscles required to breathe can become life-threatening, leading to death in approximately 2% to 5% of cases.
Up to 90% of patients in myasthenic crisis require intubation and mechanical ventilation leading to hospital stays lasting a
median of 17 days. Over half of the patients who survive such a crisis remain functionally dependent upon discharge from the
hospital.

Current Treatment Paradigm

Very early-stage MG is symptomatically treated with acetylcholinesterase inhibitors such as pyridostigmine. 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 patients with evidence of a thymoma and can be
considered for treatment in some younger patients who do not have evidence of thymoma. As MG becomes more advanced,
patients can be treated during exacerbations with IVIg, 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 plasma exchange or a variant of this plasma
exchange, immunoadsorption. More recent agents approved for MG include eculizumab and ravulizumab-cwvz, two
complement C5 inhibitors, the use of which are limited to patients refractory to available therapy with anti-AChR-positive MG.
Efgartigimod, an anti-FcRn antibody fragment, was recently approved for the treatment of MG in adult patients who are anti-
AChR antibody positive, as was rozanolixizumab, a monoclonal antibody, for the treatment of MG in adult patients who are
anti-AChR or anti-muscle-specific tyrosine kinase antibody positive. We believe there is room to improve upon this current
treatment paradigm for MG, as some of these treatments can leave patients with burdensome administration requirements,
significant side effects or long wait times to see treatment effect.

Batoclimab Phase 3 Trial

In the quarter ended June 30, 2022, we initiated our Phase 3 pivotal trial to assess the efficacy and safety of batoclimab as an
induction and maintenance therapy in adult patients with generalized MG. This trial is designed to study the potential benefits
of batoclimab across three important patient needs that we do not believe are addressed by other FcRn inhibitor development
programs in MG, as it will evaluate the potential benefits of high dose induction therapy, continuous long-term therapy with a
simple subcutaneous injection, and multiple doses to potentially enable tailored, continuous therapy based on individual patient
needs. The primary efficacy endpoint will be assessed by the change in the myasthenia gravis activities of daily living (“MG-
ADL”) score in anti-AChR antibody positive participants. We expect top-line data to be available by March 31, 2025. Further
potential registrational development with IMVT-1402 is expected to begin in the same timeframe, with a final decision to be
made based on results from the current batoclimab trial. More details on the study design are described in the figure below.
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MG Phase 3 Trial Design (N ~210)
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two dose regimens: two dose regimens: : - S
Primary analysis population:
I
680mg batoclimab QW SC ’ 340mg batoclimab QW SC *Primary endpoint: change in MG-

ADL through 12 weeks

Re-Randomization

=
9
2
]
N
£
(=]
©
=
]
©

I I I I I I Period 2 followed by Long-Term
g bateliman GEaE Extension (LTE) study. Rescue

therapy available during LTE per
I protocol

Placebo QW SC

340mg batoclimab QW SC

Placebo QW SC

Maximize efficacy through Maintain efficacy with anchor
primary endpoint* dose and lower dose

QW = weekly, Q2W = once every two weeks, SC = subcutaneous injection

Batoclimab as a Potential Treatment for 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. Worldwide, the reported prevalence of CIDP ranges from 0.8 to 8.9
per 100,000 persons. The average age of onset is about 50 years, with relapsing disease course associated with younger age of
patients, and men are predominantly affected in an approximately 2:1 ratio relative to women.

CIDP typically presents with progressive or relapsing, symmetric involvement of both proximal and distal extremity muscle
weakness over the course of several weeks. The pathophysiology of CIDP is not completely understood. However, it is thought
that an inciting process such as molecular mimicry causes activation of autoreactive T cells. Activated T cells cross the blood-
nerve barrier (“BNB”) via adhesion molecules and diapedesis, where they secrete metalloproteinases and pro-inflammatory
cytokines that increase the permeability of the BNB and stimulate autoantibody production by plasma cells. The damaged BNB
permits passage of soluble factors such as autoantibodies and activated macrophages, which also release pro-inflammatory
cytokines and reactive oxygen species thus propagating the inflammatory cycle. Upon accessing the nerve, autoantibodies can
bind to neuronal proteins including myelin glycoproteins resulting in axonal degeneration and demyelination. Autoantibody
induced degeneration and demyelination causes characteristic electrophysiologic alterations of the peripheral nerves and is
clinically manifested by the sensorimotor deficits of CIDP.

Current Treatment Paradigm

IVIg, corticosteroids, and plasma exchange (“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 3 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 subcutaneous immunoglobulin (“SClIg”); 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.
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Despite the availability of the therapies described above, 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, I[VIg therapy imposes a burden on patients’ time and
administration at infusion centers, because at-home administration options remain limited. IVIg supply constraints have
occurred and is also not available in all markets. SClg 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.
Immunomodulatory therapies are all associated with significant potential risks, including the possibility of malignancy and/or
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. To summarize, 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.

Batoclimab Phase 2b Trial

In the quarter ended December 31, 2022, we initiated a pivotal Phase 2b trial to assess the efficacy and safety of batoclimab in
adult patients with active CIDP. The trial was designed with the intent to support development of a potentially best-in-class
chronic anti-FcRn therapy in CIDP. The primary endpoint will assess the proportion of participants who were being treated with
IVIg or PLEX at baseline that remain relapse-free during the randomized withdrawal period, with relapse being measured by
adjusted inflammatory cause and treatment (“INCAT”) score. To ensure the enrollment of patients with active CIDP, the trial
design incorporates inclusion criteria tied to active disease and a formal adjudication committee. In addition, the trial also
incorporates a washout phase during which participants must worsen by at least 1 point on the INCAT scale to remain in the
trial. These design elements were incorporated into the trial based on observations of historical CIDP trials. To date, almost all
patients have experienced worsening of their symptoms during the washout period in the batoclimab CIDP trial, indicating that
the inclusion criteria are selecting patients with active disease. In fact, several patients have deteriorated significantly during
washout and dropped out of the trial prior to receiving any batoclimab or within the first two weeks of randomization to
batoclimab treatment (after only one or two doses of blinded investigational product).

To better ensure that we can optimize the level of disease activity and patient population for an IMVT-1402 clinical trial, we
have decided to run the batoclimab CIDP trial approximately two quarters longer prior to unblinding period 1 of this study. We
believe this will better ensure that the data from the batoclimab trial, combined with learning from the other CIDP trials, can be
used to optimize the IMVT-1402 trial design in active CIDP prior to March 31, 2025.
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More details on the study design are described in the figure below.

CIDP Phase 2b Trial Design
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Endocrine Diseases

Batoclimab as a Potential Treatment for Graves’ Disease
GD Overview

GD is an autoimmune disease that affects the thyroid gland. Patients with GD develop autoantibodies to the thyroid-stimulating
hormone receptor (“TSHR-ADb”) present on the thyroid gland, which induces increased and uncontrolled secretion of thyroid
hormones (hyperthyroidism). 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. These manifestations can be mild to severe depending on the degree of
thyroid hormone elevation and age. While neurogenic symptoms like anxiety and tremor are more common among younger
patients, older patients tend to present with cardiovascular complications such as rapid and/or irregular heartbeat or even heart
failure. The presence of TSHR-AD is also involved in the pathogenesis of 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, and have been
treated with radioiodine (“RAI”).

The reported incidence and prevalence of GD varies according to the methodology applied, but it is estimated that it affects
approximately 2% of women and 0.2% of men globally, with an incidence of approximately 20 to 50 cases per 100,000 per
year. GD is the most common cause of hyperthyroidism and occurs at all ages but especially in adults aged between 20 and 50
years and women of reproductive age.

Current Treatment Paradigm

The main treatment goal of GD is to reduce thyroid hormone levels. There are 3 options available: surgery, RAI, and oral
antithyroid drugs (“ATDs”). Surgery, which involves removal of the entire 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 a
number of complications, including parathyroid gland injury, which may lead to transient or persistent hypocalcemia, and
damage of the laryngeal nerve. In addition, to reduce the risk of acute complications during the procedure, patients often require
pre-operative treatments to ensure cardiovascular and thyroid hormone stability.
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Treatment with RAI destroys the thyroid because ionizing radiation causes deoxyribonucleic acid damage. It is considered
treatment of choice 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 woman who are pregnant or lactating. Finally, recent data suggest an association between RAI
radioiodine and several types of cancer. In the U.S., RAI has been the preferred therapy, but a trend in recent years is to increase
the use of ATD and reduce the use of RAI In addition to the potentially increased risk of cancer after RAL an association with
sustained increases in TSHR-AD titers and risk for de novo Graves’ GO and worsening of pre-existing ophthalmopathy have all
been drivers of this shift in care away from RAI

Since surgery is anatomically invasive and RAI is accompanied by exposure to radiation, both are considered more aggressive
treatments than ATD. Furthermore, in addition to their invasiveness, the requirement for lifelong thyroid hormone replacement
therapy after RAI and surgery leads to a preference for ATD as a primary therapy in Asia, Latin America, and Europe.

The most commonly used ATDs in the U.S. are the thionamides, methimazole and propylthiouracil. While these drugs are
considered generally safe, their chronic use can be associated with hepatotoxicity, pancreatitis and bone marrow toxicity. For
this reason, patients need laboratory monitoring, and complete blood count and liver function tests are needed before treatment
initiation. Treatment with ATD is usually administered for 12 to 18 months according to the American and European guidelines
with remission rates of 50% to 55% achieved within this period. However, many patients experience a relapse after
discontinuation of ATD. Younger age (<40 years), TED, smoking, large thyroid volume, TSHR-AD, and biochemically more
severe disease with high hormone levels free thyroxine and total triiodothyronine significantly increase the risk of relapse of
GD. A recent study showed that GD patients with persistent stimulating TSHR-AD levels had a 6-fold increased risk for relapse
after ATD withdrawal, indicating that stimulating TSHR-AD levels are better predictors of GD relapse after ATD withdrawal
than general TSHR-Abs. 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.

Batoclimab Phase 2 Trial

In the quarter ended June 30, 2023, we initiated a proof-of-concept Phase 2 clinical trial in GD in Germany. We announced
initial results from this trial in December 2023. Consistent with studies of batoclimab in other indications, subcutancous doses
of 680 mg administered in the initial cohort demonstrated potential best-in-class IgG reduction, up to 87%, with a mean IgG
reduction of 81% after 12 weeks of treatment. The 340 mg IgG reductions were lower.

Similar to changes in IgG levels, deeper reductions in anti-stimulating TSHR-Abs were also observed following treatment with
subcutaneous doses of 680 mg of batoclimab as compared to subcutaneous doses of 340 mg of batoclimab. In addition, across a
range of clinical parameters, numerically higher responses were observed following treatment with 680 mg of batoclimab as
compared to treatment with 340 mg of batoclimab. These parameters included the percentage of patients whose ATD dose was
reduced and the percentage of patients whose ATD was discontinued. Batoclimab was generally well tolerated with no new
safety signals observed in the initial data set. This Phase 2 clinical trial is ongoing, with additional proof-of-concept data, as
well as an overview of our development program for IMVT-1402 in GD, expected to be announced in the fall of calendar year
2024.

GD Phase 2 Trial Design
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Batoclimab as a Potential Treatment for Thyroid Eye Disease
TED Overview

TED, also referred to as GO, is a sight-threatening autoimmune inflammatory disorder that affects the muscles and tissues
surrounding the eyes. Initial symptoms may include a dry and gritty ocular sensation, sensitivity to light, excessive tearing,
double vision, and a sensation of pressure behind the eyes. At diagnosis, many patients with TED have retraction of their upper
eyelids, swelling and redness surrounding the eyes, and protrusion of their eyeballs (proptosis). In some cases, swelling and
stiffness of the eye muscles prevent the eyes from working together causing double vision. Approximately 3% to 5% of TED
patients have a severe manifestation of the disease, causing intense pain, inflammation, sight-threatening corneal ulcers, or
optic neuropathy requiring surgical intervention. Decompression surgery to improve ocular function or rehabilitative surgery to
improve quality of life is required in up to 20% of TED patients.

TED is most commonly caused by IgG autoantibodies that form against the TSHR. These anti-TSHR antibodies activate cells
in the extraocular space that highly express TSHR, such as fibroblasts and adipocytes. Fibroblast activation causes cell
proliferation and the production of hyaluronan, a substance that contributes directly to the swelling associated with TED.
Hyaluronan also serves as an inflammatory signal leading to the synthesis of cytokines that cause recruitment of lymphocytes
leading to extensive tissue inflammation and remodeling. Adipocyte activation leads to hyperplasia of the adipose tissue
surrounding the eye causing protrusion of the eyeballs and compression of the optic nerve. Levels of anti-TSHR autoantibodies
correlate positively with clinical features of TED and influence its prognosis. Exposure to other inflammatory agents, such as
cigarette smoke, leads to exacerbation of the disease resulting in more severe symptoms.

In addition to anti-TSHR autoantibodies, antibodies that activate the insulin-like growth factor 1 receptor (“IGF1R”) may also
contribute to TED. TSHR and IGF1R have functional overlaps and stimulation of either receptor may lead to activation of
similar biochemical pathways implicated in TED. Published studies investigating this pathway have led to the discovery that
the IGFIR and TSHR form a receptor complex where IGFIR can augment the signaling of TSHR. The exact nature of the
interaction between IGF1R and TSHR continues to be investigated; however, experimental evidence suggests that the effects of
TSHR stimulating antibodies are only partially blocked by an IGF1R antagonist while they may be completely blocked with a
TSHR antagonist.

TED has an estimated annual incidence of 10 per 100,000 people in the U.S. The natural history of TED begins with an
inflammatory phase lasting between six and 24 months that is characterized by lymphocyte infiltration, fibroblast proliferation
and increases in adipose tissue. The first line of treatment for TED patients is generally immunosuppressive therapy, including
high doses of corticosteroids. Treatment of patients with immunosuppressive therapies during this active inflammatory phase
can lead to reduction in symptoms and can alter the course of the disease. However, once the initial inflammatory phase is over,
immunosuppressive therapies are ineffective and levels of fibrosis that have developed as the result of acute inflammation are
only reversible by surgery. We estimate that 15,000 to 20,000 patients in the U.S. have active moderate to severe TED each year
and are eligible for treatment with therapy directed at the causative anti-TSHR antibodies.

Current Treatment Paradigm

As a first option, patients with active TED are treated with immunosuppressive therapy such as high doses of corticosteroids,
typically administered intravenously or orally. Corticosteroids are not effective in all patients, and approximately one-third of
patients will relapse. This therapy is associated with an increased risk of acute and severe organ damage, bone thinning, weight
gain, diabetes, hypertension, osteoporosis and depression. Patients with moderate-to-severe active TED not responding to
corticosteroids can be treated with cyclosporine or mycophenolate mofetil, two broad immunosuppressive drugs. These drugs
are associated with numerous side effects related both to their general immunosuppressive effects as well as to inherent
toxicities, such as hypertension, kidney disease and gastrointestinal toxicity.

Orbital radiation therapy is used as a means of reducing the infiltration of lymphocytes and can be used in conjunction with

corticosteroids or immunosuppressive therapy. Similar to these anti-inflammatory and immunosuppressive drugs, radiation
therapy is most effective in the active stage of TED.
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Small case studies have identified rituximab as an alternate way of inducing immunosuppression in patients with TED.
Rituximab (Roche) is a monoclonal antibody that binds to an antigen specific to B cells, leading to their destruction. However,
rituximab is associated with the potential for serious side effects, such as infusion-related reactions. Rare cases of progressive
multifocal encephalopathy and other viral infections have also been reported.

Surgery is considered to be a treatment option in patients with a highly active disease who have been treated with
corticosteroids or immunosuppressive therapy but continue to have progressive disease. The goal of surgery is to reduce the
pressure causing proptosis, reduced eye movement and loss of visual acuity. Because of its invasive nature, surgery is typically
reserved for inactive disease. In January 2020, the FDA approved Horizon Therapeutics’ TEPEZZA® (teprotumumab), an anti-
IGF-1R antibody, for the treatment of TED. As reflected in the updated prescribing information for TEPEZZA, IGF-1R
inhibition may be associated with hearing loss. We believe that patients with TED have significant remaining unmet need
despite the option for surgery or for 6 months of TEPEZZA therapy.

In 2019, we initiated an open-label, single-arm Phase 2a clinical trial of batoclimab for the treatment of TED. In 2019, we also
initiated a randomized, masked, placebo-controlled Phase 2b clinical trial of batoclimab for the treatment of TED. Our
voluntary pause in dosing in February 2021 resulted in unblinding the Phase 2b trial and the primary endpoint was not
significant. However, our analysis of exploratory endpoints from the Phase 2b trial, in addition to the findings from the Phase
2a trial, increased our confidence in the anti-FcRn mechanism of action for patients with TED, and they provide part of the
basis for our interest in moving forward with further development of TED.

Batoclimab Phase 3 Clinical Program

In the quarter ended December 31, 2022, we initiated our Phase 3 clinical program to evaluate batoclimab as a treatment for
TED. For each of two Phase 3 trials of batoclimab in TED, we expect that approximately 100 subjects will enter the trial and be
randomized to either a treatment arm or placebo arm. As depicted below, subjects randomized to the treatment arm will be
dosed with 680 mg of batoclimab QW for 12 weeks followed by 340 mg of batoclimab QW for 12 weeks. This batoclimab-
treated group of subjects will be compared to subjects that are dosed with placebo QW for 24 weeks. This treatment period will
last for 24 weeks and the primary efficacy endpoint will be measured as proptosis responders at Week 24 vs placebo where
responders are defined as > 2 mm reduction from baseline in proptosis in the study eye without deterioration of > 2 mm
increase in the fellow eye. We expect top-line results from this program to be available in the first half of calendar year 2025,
along with a decision on whether to advance batoclimab to registration in TED or pursue IMVT-1402 in this indication.

TED Phase 3 Trial Design

Study 1 and 2:

Active Treatment Phase

Placebo-controlled,
two dose regimens:

680mg batoclimab QW SC 340mg batoclimab QW SC
12 weeks 12 weeks

Placebo QW SC
24 weeks
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Key Agreements
License Agreement with HanAll Biopharma Co., Ltd.

In December 2017, Roivant Sciences GmbH (“RSG”), a wholly owned subsidiary of Roivant Sciences Ltd. (“RSL”), entered
into a license agreement with HanAll (the “HanAll Agreement”). Under the HanAll Agreement, RSG received (1) the non-
exclusive right to manufacture and (2) the exclusive, royalty-bearing right to (a) develop, import and use (i) the antibody
referred to as batoclimab, (ii) certain back-up and next-generation antibodies (including IMVT-1402), and (iii) products
containing such antibodies, and (b) to commercialize such products, in the U.S., Canada, Mexico, the E.U., the U.K.,
Switzerland, the Middle East, North Africa and Latin America (the “Licensed Territory”), for all human and animal uses, during
the term of the agreement. With respect to these licenses, RSG also received the right to grant a sublicense, with prior written
notice to HanAll of such sublicense, to: (1) a third party in any country in the Licensed Territory outside of the U.S. and E.U.;
(2) an affiliate of RSG in any country in the Licensed Territory; and (3) a third party in the U.S. and E.U. only after submission
of a biologics license application (“BLA”) in the U.S. or a Marketing Authorization Application in the E.U. Pursuant to the
HanAll Agreement, RSG granted to HanAll an exclusive, royalty-free license under certain RSG patents, know-how and other
intellectual property controlled by RSG relating to such antibodies and products to develop, manufacture and commercialize
such antibodies and products for use outside of the Licensed Territory. HanAll also reserves the right to conduct discovery or
research activities with the batoclimab antibody, and certain back-up and next-generation antibodies (including IMVT-1402),
with or through a contract research organization or service provider in the Licensed Territory.

In December 2018, we obtained and assumed all rights, title, interest and obligations under the HanAll Agreement from RSG,
including all rights to IMVT-1402 and batoclimab in the Licensed Territory, pursuant to an assignment and assumption
agreement between RSG and our wholly owned subsidiary, Inmunovant Sciences GmbH, or ISG, for an aggregate purchase
price of $37.8 million.

Pursuant to the HanAll Agreement, we were obligated to reimburse HanAll for half of certain specified research and
development expenses incurred by HanAll, up to an aggregate reimbursement amount of $20.0 million, which obligation has
since expired. As of March 31, 2024 and 2023, we did not have any additional amounts payable to HanAll for research and
development costs incurred and reported to us pursuant to the HanAll Agreement.

During the quarter ended June 30, 2023, we achieved our third and fourth development and regulatory milestones under the
HanAll Agreement of $12.5 million, combined, which was paid during the quarter ended September 30, 2023. We will be
responsible for future contingent payments and royalties, including up to an aggregate of $420.0 million (after an aggregate
amount of $32.5 million paid for milestone events achieved as of March 31, 2024) upon the achievement of certain regulatory
and sales milestone events. We are also obligated to pay HanAll tiered royalties ranging from the mid-single digits to mid-teens
percentage of net sales of licensed products, subject to standard offsets and reductions as set forth in the HanAll Agreement.
These royalty obligations apply on a product-by-product and country-by-country basis and end upon the latest of: (A) the date
on which the last valid claim of the licensed patents expire, (B) the date on which the data or market exclusivity expires or (C)
11 years after the first commercial sale of the licensed product, in each case, with respect to a given product in a given country.

Except for cost-sharing in connection with the research program, we are solely responsible, at our expense, for all other
activities related to the research, development and commercialization of licensed products for the Licensed Territory. We may
use a third party for manufacturing activities necessary for the research, development and commercialization of licensed
products for the Licensed Territory. In addition, under the HanAll Agreement, we have agreed to use commercially reasonable
efforts to develop and commercialize licensed products in the Licensed Territory. Each party has agreed that neither it nor
certain of its affiliates will clinically develop or commercialize certain competitive products in the Licensed Territory.

Under the HanAll Agreement, we have the sole right, but not the obligation, to control the prosecution, defense and
enforcement of the licensed patents in the Licensed Territory, and HanAll has backup rights to prosecution, defense and
enforcement with respect to any licensed patents for which we elect not to exercise such rights.

The HanAll Agreement will expire on a product-by-product basis on the expiration of the last royalty term with respect to a
given licensed product, unless earlier terminated. We may terminate the HanAll Agreement in its entirety without cause upon
180 days’ written notice following 30 days of discussion. Either party may terminate the HanAll Agreement upon 60 days’
written notice for uncured material breach (or 30 days in the case of non-payment), or immediately upon written notice if the
other party files a voluntary petition, is subject to a substantiated involuntary petition or for certain other solvency events.
HanAll may terminate the HanAll Agreement if we or our affiliates challenge the validity or enforceability of any of the
licensed patents.
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Product Service Agreement and Master Services Agreement

On November 17, 2021, our wholly owned subsidiary, ISG, entered into a Product Service Agreement (“PSA”) with Samsung
Biologics Co., Ltd. (“Samsung”), pursuant to which Samsung will manufacture and supply us with batoclimab drug substance
for commercial sale, if approved, and perform other manufacturing-related services with respect to batoclimab. We previously
entered in a Master Services Agreement (“MSA”) with Samsung, dated April 30, 2021, which governs certain terms of our
relationship with Samsung. Upon execution of the PSA, we committed to purchase process performance qualification batches
of batoclimab and pre-approval inspection batches of batoclimab which may be used for regulatory submissions and, pending
regulatory approval, commercial sale. In addition to these, since we did not exercise an early termination right prior to its
expiration in January 2024, we have an additional minimum obligation to purchase additional batches of batoclimab in the four-
year period of 2026 through 2029.

The PSA will continue until the later of December 31, 2029 or the completion of the services thereunder, unless the PSA is
terminated earlier. Either party may terminate the PSA on account of (i) the other party’s material breach of the PSA that is not
cured within a specified period after the termination notice, (ii) the other party’s insolvency or bankruptcy, or (iii) certain force
majeure events. The remaining minimum purchase commitment related to this agreement was estimated to be approximately
$46.2 million as of March 31, 2024.

We are a Member of the Roivant Family of Companies

We are a majority-owned subsidiary of RSL and have benefited from our ability to leverage the Roivant model and the greater
Roivant platform. The period of time between our formation and operational maturation was shortened based on the support
from centralized Roivant functions available since creation. Consistent with its model, Roivant has provided us with operational
assistance, as well as access to an embedded team of scientific experts, physicians and technologists to help optimize clinical
development and commercial strategies. In the future, we may have the ability to benefit from Roivant’s economies of scale and
scope, including but not limited to the opportunity to:

. leverage Roivant’s business development engine and vast network of industry relationships for the identification
of, and access to, new assets and synergistic partnerships;

. enter channel partnerships with other members of the Roivant family of companies (including but not limited to
technology-focused companies built by Roivant), with the goal of delivering efficiencies in the development and
commercialization process;

. access Roivant’s human capital engine to recruit new employees from within and beyond the biopharmaceutical
industry;
. enable its employees to participate in Roivant’s career development program which facilitates employee mobility

across members of the Roivant family of companies;

. benefit from shared learnings, best practices, and external industry relationships across the Roivant family of
companies; and

. derive certain benefits of scale upon becoming a commercial-stage company.

For a description of our transactions under agreements with related parties, refer to Part II, Item 8. Financial Statements and
Supplementary Data, Note 5 — Related Party Transactions.

For a discussion on RSL’s significant ownership of our shares of common stock and related possible risks, please refer to Item

1A. Risk Factors, “RSL owns a significant percentage of shares of our common stock and may exert significant control over
matters subject to stockholder approval.”
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Sales and Marketing

We do not currently have our own marketing, sales or distribution capabilities. In order to commercialize batoclimab, IMVT-
1402 or any future product candidate, if approved for commercial sale, we would have to develop additional infrastructure to
support product sales and marketing activities. We intend to build a small, targeted sales organization in the U.S., targeting
specialist physicians that treat high numbers of patients with autoimmune conditions. We believe these physicians treat a
majority of patients with the autoimmune indications that we intend to target and most often serve as the diagnosing and
treating physicians for such indications. We may opportunistically seek strategic collaborations to maximize the commercial
opportunities for batoclimab, IMVT-1402 or any future product candidates inside and outside the U.S.

Manufacturing

We do not currently own or operate manufacturing facilities for the manufacturing, testing, storage, and distribution of clinical
or commercial quantities of either IMVT-1402 or batoclimab. We currently rely and intend to continue to rely on contract
manufacturing organizations (“CMOs”), for both drug substance and drug product, and labeling, packaging and distribution.

Currently, we contract with well-established third-party manufacturers for the manufacture of our drug substance and our drug
product. See Product Service Agreement and Master Services Agreement above for a description of the agreements pursuant to
which Samsung will manufacture and supply us with batoclimab drug substance for commercial sale and perform other
manufacturing-related services with respect to batoclimab. With respect to IMVT-1402, we have established arrangements with
CMOs to supply drug substance and drug product to support our current and planned clinical trial programs. We expect to enter
into commercial supply arrangements prior to any potential approval of IMVT-1402.

As our clinical needs and commercial plans continue to evolve, we may engage additional third-party manufacturers to support
any pivotal clinical trials for our product candidates as well as commercialization of our product candidates, if approved. In
addition, we have personnel with substantial technical and product development experience who actively manage the CMOs
producing our product candidates and plan to use such personnel to manage CMOs for any other product candidates or products
that we may develop in the future.

Our outsourced approach to manufacturing relies on CMOs to first develop cell lines and manufacturing processes that are
compliant with cGMP then produce material for nonclinical studies and clinical trials. Our agreements with CMOs may
obligate them to develop a production cell line, establish master and working cell banks, develop and qualify upstream and
downstream processes, develop drug product process, validate (and in some cases develop) suitable analytical methods for test
and release as well as stability testing, produce drug substance for nonclinical testing, produce cGMP-compliant drug
substance, or produce cGMP-compliant drug product. We conduct audits of CMOs prior to initiation of activities under these
agreements and monitor operations to ensure compliance with the mutually agreed process descriptions and cGMP regulations.

Competition

We expect to face intense competition from other biopharmaceutical companies who are developing agents for the treatment of
autoimmune diseases, including multiple agents which are in the same class as IMVT-1402 or batoclimab. We are aware of
several FcRn inhibitors that are in clinical development. These include efgartigimod (argenx SE), nipocalimab (Johnson &
Johnson) and rozanolixizumab (UCB). In June 2023, the FDA approved VY VGART® Hytrulo (efgartigimod alfa and
hyaluronidase-qvfc) for the treatment of generalized myasthenia gravis (“gMG”) in adults who test positive for the AChR
antibody. Previously, the FDA approved VY VGART (efgartigimod alfa-fcab) in the same patient population in December 2021.
In June 2023, the FDA also approved RYSTIGGO® (rozanolixizumab-noli) for the treatment of gMG in adult patients who are
AChHR or anti-muscle-specific tyrosine kinase antibody positive. In February 2024, Johnson & Johnson reported positive top-
line results for nipocalimab from a Phase 3 pivotal study in gMG. Also in February 2024, argenx announced that the FDA had
accepted for priority review a supplemental BLA for VY VGART Hytrulo for the treatment of CIDP, with a PDUFA date of June
21, 2024. Viridian Therapeutics is developing a portfolio of engineered FcRn inhibitors, including VRDN-006 and VRDN-008,
that are currently in preclinical development and have the potential to treat a broad array of autoimmune diseases.
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IMVT-1402 and batoclimab, if approved, may also face competition from agents with different mechanisms of action. The most
commonly prescribed first-line agents for the treatment of MG are acetylcholinesterase inhibitors, such as pyridostigmine,
which are marketed by several manufacturers of generic medicines. IVIg is also routinely used for patients with MG.
SOLIRIS® (eculizumab), marketed by AstraZeneca, is an antibody inhibitor of the C5 protein approved in 2017 for the
treatment of gMG in patients who are positive for anti-AChR antibodies. Other C5 complement inhibitors approved in gMG
include ULTOMIRIS® (ravulizumab-cwvz), which was approved in April 2022, and ZILBRYSQ® (zilucoplan), approved in
October 2023. Inebilizumab (Horizon Therapeutics), a CD19-targeted humanized monoclonal antibody, is currently in Phase 3
development.

For patients with TED, the first line of treatment is generally immunosuppressive therapy, including high doses of
corticosteroids. Other broad immunosuppressive drugs, such as cyclosporine, cyclophosphamide, mycophenolate mofetil and
azathioprine, are used when patients do not respond adequately to corticosteroids. Rituximab (Roche), a monoclonal antibody
that binds to an antigen specific to antibody-producing B cells, may also be used as a treatment for TED and other IgG-
mediated autoimmune diseases. Johnson & Johnson is developing its hypersialylated IVIg, M254, in a variety of autoimmune
indications. In January 2020, the FDA approved Horizon Therapeutics’ TEPEZZA® (teprotumumab), an anti-insulin like
growth factor 1 receptor (“IGF-1R”) antibody, for the treatment of TED. Viridian Therapeutics is also developing antibodies
targeting IGF-1R for TED.

Drug development is highly competitive and subject to rapid and significant technological advancements. Our ability to
compete will significantly depend upon our ability to complete necessary clinical trials and regulatory approval processes and
effectively market any drug that we may successfully develop. Our current and potential future competitors include
pharmaceutical and biotechnology companies, as well as academic institutions and government agencies. The primary
competitive factors that will affect the commercial success of any product candidate for which we may receive marketing
approval include efficacy, safety and tolerability profile, dosing convenience, price, coverage, reimbursement and public
opinion. Many of our existing or potential competitors have substantially greater financial, technical and human resources than
we do and significantly greater experience in the discovery and development of product candidates, as well as in obtaining
regulatory approvals of those product candidates in the U.S. and in foreign countries. Many of our current and potential future
competitors also have significantly more experience commercializing drugs that have been approved for marketing. Mergers
and acquisitions in the pharmaceutical and biotechnology industries could result in even more resources being concentrated
among a smaller number of our competitors. On October 6, 2023, Amgen completed its previously announced acquisition of
Horizon Therapeutics for approximately $27.8 billion, expanding its rare disease pipeline. Competition may reduce the number
and types of patients available to us to participate in clinical trials because some patients who might have opted to enroll in our
trials may instead opt to enroll in a trial being conducted by one of our competitors.

Accordingly, competitors may be more successful than us in obtaining regulatory approval for therapies and in achieving
widespread market acceptance of their drugs. It is also possible that the development of a cure or more effective treatment
method for any of our targeted indications by a competitor could render our product candidates non-competitive or obsolete, or
reduce the demand for its product candidate before it can recover its development and commercialization expenses.

Intellectual Property

Our commercial success depends in part on our ability to obtain and maintain proprietary protection for IMVT-1402,
batoclimab, and any of our future product candidates, their use in the planned indications, discoveries, product development
technologies and know-how; to operate without infringing on the proprietary rights of others; and to prevent others from
infringing our proprietary rights. Our policy is to seek to protect our proprietary position by, among other methods, filing or in-
licensing U.S. and foreign patents and patent applications related to our proprietary technology, inventions and improvements
that are important to the development and implementation of our business. We also rely on trademarks, trade secrets, know-
how, continuing technological innovation and potential in-licensing opportunities to develop and maintain our proprietary
position.

While we seek broad coverage under our existing patent applications, there is always a risk that an alteration to any products we
develop or processes we use may provide sufficient basis for a competitor to avoid infringing our patent claims. In addition,
patents, if granted, expire and we cannot provide any assurance that any patents will be issued from our pending or any future
applications or that any potentially issued patents will adequately protect our products or product candidates.
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Following our assumption of all rights, title, interest and obligations under the HanAll Agreement from RSG in December
2018, by virtue of the license of patent rights under the HanAll Agreement, ISG is the exclusive licensee of certain patents,
patent applications and know-how directed to batoclimab, IMVT-1402, and certain back-up and next-generation antibodies, and
products containing such antibodies, in the Licensed Territory. As of May 22, 2024, the in-licensed patent portfolio includes a
patent family covering batoclimab with pending patent applications and/or issued patent(s) in the U.S., Argentina, Brazil,
Canada, Colombia, European Patent Office, Egypt, Israel, Mexico and Saudi Arabia. This in-licensed patent family was filed in
2015 and discloses anti-FcRn antibodies, including batoclimab, pharmaceutical compositions thereof, methods of treating
autoimmune disease using the same, polynucleotides encoding such antibodies, expression vectors including such
polynucleotides, host cells transfected with such recombinant expression vectors, methods of manufacturing such antibodies
and methods of detecting FcRn in vivo or in vitro using such antibodies. Notably, in this in-licensed patent family, a U.S. patent
was issued on July 2, 2019, with claims directed to batoclimab as defined by its CDRs and epitope or antigen-binding fragment
thereof, and a pharmaceutical composition comprising such antibody or antigen-binding fragment thereof. Furthermore, another
U.S. patent was issued in this in-licensed patent family on January 28, 2020, with claims directed to batoclimab as defined by
its CDRs or antigen-binding fragment thereof, a pharmaceutical composition comprising such antibody or antigen-binding
fragment thereof, as well as methods of treating various autoimmune diseases using such antibody or antigen-binding fragment
thereof, polynucleotides and expression vectors encoding the same, host cells transfected with such expression vectors and
methods of producing such antibody or antigen-binding fragment. A further patent was issued in the U.S. on March 28, 2023
with claims to an isolated anti-FcRn antibody other than batoclimab or an antigen-binding fragment thereof, a pharmaceutical
composition comprising such antibody or antigen-binding fragment thereof, as well as methods of treating various autoimmune
diseases using such antibody or antigen-binding fragment thereof, polynucleotides and expression vectors encoding the same,
host cells transfected with such expression vectors and methods of preparing such antibody or antigen-binding fragment. A
European patent in this family was issued on May 10, 2023 with claims directed to batoclimab as defined by its heavy and light
chain variable sequences. There are also issued patents in this family in Brazil, Canada, Israel, Mexico, and Saudi Arabia. In
this family, applications are pending in Argentina, Mexico, the U.S. and in Europe. The patents of this patent family may expire
in 2035, without taking into account any possible patent term adjustment or extension and assuming payment of all appropriate
maintenance, renewal, annuity, or other governmental fees.

In addition, the in-licensed patent portfolio includes another patent family that discloses a pharmaceutical formulation for an
anti-FcRn antibody. This patent family includes pending applications in the U.S., and in Europe, Israel, Canada, Brazil, Mexico
and Argentina, and any patent issued in this patent family may expire in 2041, without taking into account any possible patent
term adjustment or extension and assuming payment of all appropriate maintenance, renewal, annuity, or other governmental
fees.

Additionally, as of May 22, 2024, independent of the licensed patent portfolio, ISG owns patent families directed to methods of
treating thyroid eye disease (Graves’ ophthalmopathy) and methods of treating warm autoimmune hemolytic anemia using anti-
FcRn antibodies that include patent applications in the U.S. as well as foreign counterparts in certain jurisdictions. Any patent
issued from these patent families may expire in 2039 and 2040, respectively, without taking into account any possible patent
term adjustment or extension and assuming payment of all appropriate maintenance, renewal, annuity, or other governmental
fees.

ISG jointly owns rights with HanAll to a patent family covering IMVT-1402 and its uses to treat autoimmune disease. A Patent
Cooperation Treaty (“PCT”) application is pending in this family. Notably, in this patent family, a U.S. patent was issued on
March 12, 2024, with claims directed to IMVT-1402 as defined by its CDRs, a pharmaceutical composition comprising such
antibody or antigen-binding fragment thereof, and methods of treating an autoimmune disease using such antibody or antigen-
binding fragment thereof. The patents of this patent family may expire in 2043, without taking into account any possible patent
term adjustment or extension and assuming payment of all appropriate maintenance, renewal, annuity, or other governmental
fees.

ISG also owns PCT applications directed to methods of treating Graves’ Disease and methods of treating Chronic Inflammatory
Demyelinating Polyneuropathy using anti-FcRn antibodies including IMVT-1402 and batoclimab. Any patent issued from these
patent families may expire in 2043, without taking into account any possible patent term adjustment or extension and assuming
payment of all appropriate maintenance, renewal, annuity, or other governmental fees.

ISG also owns a PCT application directed to high concentration protein formulations with polysorbate excipients and methods
of making the same. Any patent issued from this patent family may expire in 2044, without taking into account any possible
patent term adjustment or extension and assuming payment of all appropriate maintenance, renewal, annuity, or other
governmental fees.
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ISG also owns a U.S. provisional application directed to methods of improving anti-FcRn therapies, which describes specific
dosing regimens for IMVT-1402. Any patent issued from this patent family may expire in 2044, without taking into account any
possible patent term adjustment or extension and assuming payment of all appropriate maintenance, renewal, annuity, or other
governmental fees.

In the U.S., if all maintenance fees are timely paid, the natural expiration of a patent is generally 20 years from its earliest U.S.
non-provisional filing date (or the PCT filing date if such U.S. application is a national phase application), as the term of a
patent granted on a utility patent application filed after June 8, 1995 expires 20 years after the non-provisional U.S. filing date
(or any earlier filing date relied upon under 35 U.S.C. 120, 121, or 365(c)), with the timely payment of maintenance fees. In
certain instances, the patent term may be adjusted to add additional days to compensate for certain delays incurred by the U.S.
Patent and Trademark Office (“USPTO”) in the examination process. Additionally, the patent and/or the patent term may be
extended for a period of time to compensate for at least a portion of the time a product candidate was undergoing FDA
regulatory review. However, the patent extension granted for FDA regulatory review is only applied to a single patent that
covers either the product candidate or a method of using or manufacturing the same which has not expired at the time of FDA
approval. Additionally, the period of time the patent is extended may not exceed five years, and the total patent term, including
the period of time the patent is extended, must not exceed 14 years following FDA approval. The duration of foreign patents
varies in accordance with provisions of applicable local law, but typically is also 20 years from the earliest effective non-
provisional filing date. The protection afforded by a patent with respect to a particular product varies on a product-by-product
basis, from country to country, and depends upon many factors, including the type of patent, its coverage, the availability of
regulatory-related extensions, the availability of legal remedies in the particular country and the validity and enforceability of
the patent under the local laws.

ISG owns a registered trademark for IMMUNOVANT and a registered trademark for its corporate logo in conjunction with
IMMUNOVANT. As of May 22, 2024, this trademark portfolio includes pending trademark applications and/or registered
trademarks in the U.S. and/or foreign jurisdictions. Under the HanAll Agreement, we have the right to market IMVT-1402 and
batoclimab in the Licensed Territory under the trademarks of our choice, subject to regulatory approval. However, upon
termination of the HanAll Agreement, we must assign to HanAll all rights, title and interest in and to any and all trademarks we
use in the development, manufacture or commercialization of the licensed products.

Furthermore, we rely upon trade secrets and know-how and continuing technological innovation to develop and maintain our
competitive position. We seek to protect our proprietary information, in part, by using confidentiality and invention assignment
agreements with our commercial partners, collaborators, employees and consultants. These agreements are designed to protect
our proprietary information and, in the case of the invention assignment agreements, to grant us ownership of technologies that
are developed through a relationship with a third party. These agreements may be breached, and we may not have adequate
remedies for any breach. In addition, our trade secrets may otherwise become known or be independently discovered by
competitors. To the extent that our commercial partners, collaborators, employees and consultants use intellectual property
owned by others in their work for us, disputes may arise as to the rights in related or resulting know-how and inventions.

Our commercial success will also depend in part on not infringing upon the proprietary rights of third parties. It is uncertain
whether the issuance of any third-party patent would require us to alter our development or commercial strategies for our
product candidates or processes, or to obtain licenses or cease certain activities. Our breach of any license agreements or failure
to obtain a license to proprietary rights that we may require to develop or commercialize our future products may have an
adverse impact on us. If third parties prepare and file patent applications in the U.S. that also claim technology to which we
have rights, we may have to participate in interference or derivation proceedings in the USPTO to determine priority of
invention.

Government Regulation

The FDA and other regulatory authorities at federal, state, supranational, national and local levels, including in foreign
countries, extensively regulate, among other things, the research, development, testing, manufacture, quality control, import,
export, safety, effectiveness, labeling, packaging, storage, distribution, record keeping, approval, advertising, promotion,
marketing, post-approval monitoring, and post-approval reporting of biologics such as those we are developing. We, along with
third-party contractors, will be required to navigate the various nonclinical, clinical and commercial approval requirements of
the governing regulatory authorities of the countries in which we wish to conduct studies or seek approval or licensure of
batoclimab, IMVT-1402 or any future product candidate.
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