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Historical and Forecast of Global Pharmaceutical Market Size

* The global pharmaceutical market was valued USD1,670.9 billion in 2024, and is expected to reach USD2,090.8 billion in 2030, representing a
CAGR of 3.8% during this period.

* Due to the high efficacy in treating a wide range of di increasing R&D i , significant development in biotechnology and
increasing affordability, the global biologics segment has and is expected to continue to grow in a rapid pace. Both global and China biologics
industries are highly competitive, with a large number of competitors with significant resources and brand awareness, and may be deeply
entrenched in certain market segments, whether by geographic region or by drug type. The global biologics market increase with a CAGR of
9.2% from 2024 to 2030.

-

Global Pharmaceutical Market, 2018-2030E

Period Chemical  Biologics Total
2018-2024 3.1% 10.0% 4.7%
2025E-2030E 1.3% 9.2% 3.8%

Billion USD

Loole 19693 20323 2.090.8

12667 13245 1.307.6

BT

1.230.9

1.062.8

1.038.0 1.000.9

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E
B Chemical drugs & Biologics

Source: Frost & Sullivan Analysis
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Historical and Forecast of Pharmaceutical Market in China

» The pharmaceutical market in China, accompanying with the growth of ec ic develop and healthcare de d, increased from

RMBI1,533.4 billion in 2018 to RMB1,828.0 billion in 2024 with a CAGR of 3.0%. By 2030, the pharmaceutical market in China is expected to
generate a revenue of RMB2,624.5 billion at wholesale price level.

¢ The China biologics market is expected to expand with a CAGR of 11.8% from 2024 to 2030.

Pharmaceutical Market in China, 2018-2030E

Period Chemical TCM Biologics Total
2018-2024 -0.5% -0.3% 14.4% 3.0%
2025E-2030E 2.7% 3.3% 11.8% 6.2%

2,624.5

Billion RMB
2,095.8

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E
I Chemical drugs [ Tradiational Chinese medicine | Biologics

Source: Frost & Sullivan Analysis
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Pathologic Mechanism of Allergic Diseases

« Allergy is one of a class of immune system responses that are termed hypersensitivity reactions. These are harmful immune responses that
produce tissue injury and may cause serious allergic disease.

« Hypersensitivity is a state of altered reactivity in which the body reacts with an exaggerated immune response to a foreign substance. There are
four traditional classifications for hypersensitivity reactions, and these include Type 1, Type I1, Type HI, and Type IV reactions.

Mechanism of Four Traditional Hypersensitivity Reactions

Antibody-Dependent
Callular Cytotoxicity

¥ s Antigen

w
Frae-floating e
Immune complex

Sensitized

Thi cal

* Type I hypersensitivity: it is an
immediate type as physiological
symptoms appear within
seconds to minutes.

* Type II hypersensitivity: it is
called cytotoxic hypersensitivity.
Its symptoms appear within
minutes to hours.

* Type III hypersensitivity: this
type is an immune complex-
mediated type where symptoms
appear within several hours.

* Type IV hypersensitivity: it is
a delayed allergic reaction. As it

“ maml ?y‘ogom occurs after hours to days for
symptoms to appear which is a
Typel “ Typelt Type i Type IV long time for response.
gE-Mediated 1gG-Mediated Cy & [ Complex-Medisted | Cell-Mediated
Hypersensitivity Hypersensitivity Hypeorsensitivity Hypersenasitlvity
Source: Literature Review, Frost & Sullivan Analysis
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Overview of Four Types of Hypersensitivity

* Hypersensitivity is also known as hypersensitivity reaction, or intolerance. It implies unpleasant reactions played by immune system They are
traditionally classified into four types (Type I-IV) based on the immunological mechanisms involved and the time course of the reaction.

Four Types of Hypersensitivity

Mechanism

Characteristics

Related Discases

IgE binds to mast cells and . A . e
. This reaction is rapid and can occur within minutes of L .
basophils, and re-exposure to k TE Allergic rhinitis, allergic asthma,
g . re-exposure, ranging from mild irritation to severe . e .
Type I (Immediate) [allergens causes degranulation and NI . . X conjunctivitis, anaphylaxis, food allergy,
. . anaphylaxis; it is usually triggered by inhalation, . L.
release of histamine and other i e A chronic spontaneous urticaria
. lingestion, injection, or skin contact.

mediators.

12G or IgM bm.ds to antigons on This type targets specific host cells, resulting in direct . .

host cells, leading to cell otoxicity: it can occur dus to intrinsic anti .  Autc hemolytic
Type II (Cytotoxic) |destruction through complement oyt i t}." . 5 Goodp ¢ syndrome, erythroblastosis

A ; foreign antigens that become associated with cell .

activation or antibody-dependent surfaces (e.g., drug binding) fetalis

cytotoxicity. R 8).

Antigen antnbodx immune The reaction may take hou.:s to t_iays to mmfest and Systemic lupus erythematosus, rheumatoid
Type III (Immune  |complexes deposit in tissues and  [causes inflammation and tissue injury at sites of o o

. . L X i o . arthritis, glomerulonephritis, serum
complex) trigger inflammation via immune complex deposition, such as joints, skin, and |
- . - [sickness
comy activation. kidneys.
P . Thi: ion 1 urri —
Sensitized T cells recognize s reaction is delayed, typlca]!y occurring 48-72
; . hours after antigen exposure. It involves cellular, not o . .

antigens and release cytokines, . . . ) . |Contact dermatitis, tuberculin reaction,
Type IV (Delayed) T . |antibody, responses and is important in defense against e

attracting immune cells and causing |, . . |transplant rejection, drug allergy

. intracellular pathogens but can cause tissue damage in
tissue damage. N . .
autc or allergic ns.
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Classification of Allergic Diseases

» Allergic diseases can be categorized from the point of view of the mechanism of hypersensitivity reaction involved. Mechanisms of
hypersensitivity reaction can be categorized as antibody-mediated, cell-mediated, tissue-driven mechanisms, and direct responses to chemicals.

Allergy

v

Inflammation / Immune System-Driven

Direct
Tissue-Driven Mechanisms Response To

Chemicals

v v v v v v
TypeIVa Type IVh Type IVe Type V Type VI Type VII
T T2 T3 Epithelial Metabolic
Allergic contact Asthma, allergic m:/’ :llllergx 5
Allergic hinitis’ dermatitis, acute rhinitis/ chronic rhinoerglc
aﬂfgic thino. phisc] pinossilis) conjunctivitis
A~ itivi atopic d iti N hilic i ..
conjunctivitis, Acute phase of s e 4 L chronic Aspirin-
asthma, atopic [ENSNORI Pocumouiiscclic | (T2endotypes), astiiia Stovic rhinosinusitis, . exacerbated
dermatitis. acute Drug-induced neumenitis. drug- discse psthimal Sosopie depatiusidue atopic dermatiti Otesitig gatiay )i
5 1 8 3 P s allergic rhinitis/ oesophagitis, food allergy (acute R hi ine-dri 2 Y
urticaria/ cyiopenia induced vasculitis, lersic thi all dru, lized food protein- disord diseases,
icedema. serum sickness/ gocrgic rio erey, drug L induced Lgoreers idiosyncratic
;:f:l e arth i conjunctivitis, allergy (severe exanthematous - Jitis T
= ma lcl:g) o 1§ maction chronic drug reaction with pustulosis) P :coon:es Easions
Mo ol rhinosinusitis, cosinophilia and s onhilic
8 & atopic dermatitis, systemic T
drug allergy symptoms) celiac disease
Source: EAACI, Literature Review, Frost & Sullivan Analysis
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Overview of Allergic Rhinitis

»  Allergic rhinitis (AR) is a non-infectious chronic infl ory di of the nasal mucosa, primarily mediated by immunoglobulin E (IgE) after exposure to
allergens in atopic individuals. It is characterized by nasal inflammation caused by allergens such as pollen, dust mites, animal dander and mold. AR is often
associated with other allergic di such as asthma and conjunctivitis. The main symptoms of AR include sneezing, runny nose, nasal congestion, and
itching, and depending on the allergens involved, the symptoms may be seasonal or perennial. AR affects 10%-20% of the global population and has become a
major chronic respiratory inflammatory disease, severely impacting the quality of life and socioeconomic conditions of patients.

Cause

Pathogenesis ~  Symptoms

AR occurs in atopic individuals upon exposure to allergens,
primarily mediated by allergen-specific IgE, ing chronic
inflammation of the nasal mucosa. Non-IgE mediated

Inhaled allergens induce specific IgE production in the
lymph nodes and nasal cavity. This IgE binds to high-
affinity IgE receptors (FceRI) on mast cells and basophils,
sensitizing the individual. Upon subsequent exposure, the
allergen activates mast cells and basophils, releasing
inflammatory mediators like histamine and leukotrienes.
These mediators stimulate sensory nerve endings and blood
vessels in the nasal mucosa, causing vasodilation and
increased secretion, leading to symptoms like itching,
sneezing, and watery rhinorrhea, known as the early-phase
reaction. Mediator release induces endothelial and epithelial
cells to express adhesion molecules, chemokines, and
cytokines, recruiting eosinophils, basophils, and Th2 cells,
worsening Th2-dominated inflammation and causing nasal
congestion in the late-phase reaction.

mechanisms and neuroimmune dysregulation also contribute.

The typical symptoms of AR include
paroxysmal sneezing, watery rhinorrhea,
nasal itching, and nasal congestion. It may
also be accompanied by ocular symptoms,
such as eye itching, tearing, redness, and
a burning sensation, especially in pollen
allergy patients. Around 40% of AR
patients may have comorbid bronchial
asthma, with additional symptoms like
wheezing, coughing, shortness of breath,
and chest tightness. During an AR
episode, the main clinical signs are
bilateral pale and swollen nasal mucosa,
edema of the inferior turbinates, and
significant watery nasal discharge. Ocular
signs typically include conjunctival

congestion and edema, with occ 1

! The development of AR is related to the

interaction between genetic and
environmental factors. AR has a genetic
predisposition, with several genetic loci
identified through genome-wide association
dies. Epigenetic mechanisms also
contribute to its development.
Environmental factors and gut microbiota
: play a significant role in AR’s pathogenesis.
The "hygiene hypothesis” suggests that an
overly clean environment reduces early-life
exposure to microbes and parasites,
increasing the risk of developing AR later.
Additionally, non-IgE mediated
inflammatory responses contribute to AR
progression. Certain allergens can induce
epithelial cells to produce cytokines and
chemokines, promoting Th2 responses, or

papillary reactions.

ken epithelial tight junctions, disrupting
the epithelial barrier and facilitating
dendritic cell-allergen interactions.

Source: Frost & Sullivan Analysis
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Overview of Allergic Asthma

*  Allergic asthma (also known as atopic asthma or extrinsic asthma) is a type of asthma triggered and/or caused by allergens, formerly referred to as extrinsic
asthma. It is one of the key clinical phenotypes of asthma, primarily driven by immune mechanisms mediated by Th2 cells. It is often associated with atopy
and other allergic conditions such as eczema, allergic rhinitis, and food and drug allergies. Compared to non-allergic asthma, allergic asthma usually has an
earlier onset, a familial genetic predisposition, and is commonly comorbid with conditions like eczema, allergic rhinitis, and food and drug allergies. Multiple
global epidemiological surveys have shown that its incidence is rising annually, making it a widespread and long-term chronic respiratory disease.

~  Symptoms Cause

~  Pathogenesis

sthma involves both The clinical symptoms of allergic asthma (AA) are The main cause of allergic asthma is

adaptive and innate immune system abnormalities. similar to non-allergic asthma, characterized by exposure to allergens, which include
During the sensitization phase, allergens are recurrent wheezing, coughing, shortness of breath, inhalant and ingested types. Inhal

captured by dendritic cells, activating T cells and chest tightness, with symptoms often allergens are the primary triggers and
throngh MHC class II molecules, which promotes worsening at night or early morning. Most patients include dust mites, pollen, fungi (molds),
differentiation into Th2 cells. These Th2 cells develop symptoms in childhood or adolescence, animal dander, and cockroaches. Dust mites
secrete IL-4 and I1.-13, stimulating B cells to with a notable family history of atopy. AA is are common in household items like
produce allergen-specific 1gE. The IgE binds to commonly associated with other allergic conditions, mattresses and carpets. Pollen, especially
high-affinity receptors on mast cells or basophils, particularly allergic rhinitis (AR), and poor AR from trees like cypress and birch, triggers
resulting in sensitization. Upon re-exposure to the control can h g seasonal asthma. Molds, found in damp

places such as kitchens and bathrooms,
worsen asthma in sensitized individuals. Pet
allergies, particularly to cats and dogs, are
more common, with their hair, dander, and
saliva triggering reactions.

allergen, mast cells degranulate, releasing
histamine and leukotrienes, causing
bronchoconstriction and mucosal edema, leading to
an acute asthma response.

AA tends to be long-lasting, with seasonal
exacerbations, especially during high pollen
seasons, and is more prone to exercise-induced
wheezing. Studies show that AA patients

Simultaneously, IL-5 recruits eosinophils to the experience a slower decline in lung fimction than

lungs, contributing to chronic airway inflammation. those with non-allergic asthma, with higher FEV: Ingested allergens, though less common,

Innate immune factors like 11.-25, IL-33, and TSLP and FEV/FVC values and a lower risk of can cause severe reactions in sensitive

activate ILC2 cells, further promoting Th2 irreversible airflow limitation. Sputum analysis people. Common food allergens include fish,

amplification, exacerbating the inflammatory often shows eosinophilic inflammation, and FeNO shellfish, eggs, milk, fruits, peanuts, and

response, and contributing to airway remodeling. levels are typically elevated, reflecting type 2 legumes, particularly affecting children.
inflarimation.

Source: Frost & Sullivan Analysis
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Overview of Chronic Spontaneous Urticaria (CSU)

+ Chronic Spontaneous Urticaria (CSU) is the most common type of chronic urticaria, defined by the persistence of hives and/or angioedema for more than six
weeks, with no clear external triggers, causing skin and mucosal allergic reactions. Patients with CSU typically experience recurrent skin itching and hives,
which can appear on any part of the body, usually accompanied by varying degrees of swelling. CSU is essentially a mast cell-medi. fl

d chronic i Ty
condition, characterized by its recurrent and unpredictable nature. The clinical symptoms include repeated hives, severe itching, and localized swelling, which
typically resolve within hours but may vary between patients. In recent years, the global prevalence of CSU has been rising, significantly affecting patients'
quality of life and emotional well-being, and imposing a considerable social and economic burden.

Pathogenesis ‘ause

CSU involves the activation of mast cells and basophils,

The exact cause of Chronic Spontaneous

driven by autoimmune responses and influenced by recurrent hives, which are often pale red Urticaria (CSU) remains unclear, and it is

external triggers. Abnormal activation of inflammatory or white, with well-defined borders and thought to result from the interaction of

cells and the release of mediators cause urticaria and varying shapes. These raised lesions are multiple internal and external factors. In some

pruritus. CSU mechanisms include two autoimmune frequently accompanied by i patients, symptoms may be triggered by the

responses: Type I, where IgE antibodies specific to self- itching, and individual hives typically consumption of histamine-rich foods or food

antigens (such as anti-thyroid peroxidase, anti-DNA) bind resolve naturally within 24 hours without additives. Environmental changes,

to FceR1I on mast cells, triggering degranulation; and Type leaving any marks. Some patients may temperature fluctuations, and hormonal

IIb, where IgG antibodies against IgE or FceRI activate also experience angioedema, commonly changes are also potential triggers. Certain

mast cells. These reactions release inflammatory affecting the eyelids, lips, and limbs, patients have been found to have associations
diators, increase vascular permeability, and stimulate where subcutaneous or mucosal swelling with latent infections, such as Helicobacter

skin nerve endings, causing typical symptoms. The is prominent and resolves more slowly. pylori and intestinal parasites. Psychological

coagulation and complement systems also play roles, Symptoms are often worse at night or in factors, such as stress, anxiety, and depression,

enhancing inflammation. External triggers, including the early moming, and in severe cases, are believed to exacerbate or provoke the

histamine-rich foods, food additives, temperature changes, they can interfere with sleep and lead to condition. Additionally, autoimmune factors

common allergens, infections (bacteria, fungi, viruses), psychological issues such as anxiety and have been identified in some patients,

hormonal fluctuations, and stress, exacerbate CSU. These depression. In some patients, hives may including the presence of autoimmune thyroid

factors interfere with immune balance, further activating persist or occur frequently, with the disorders or autoantibodies. Due to the

mast cells and worsening symptoms, indicating that CSU condition lasting for months or even years. inability to pinpoint a singular cause in most

is a complex di driven by i dysregulation and patients, CSU is often classified as

external stimuli. "idiopathic."

Source: Frost & Sullivan Analysis }
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Overview of Food allergy

» Food allergy is a condition caused by an abnormal immune response to dietary proteins, which can be triggered through IgE-mediated, non-IgE-mediated, or a
combination of both mechani Clinical manifestations are diverse, affecting the skin, gastrointestinal, respiratory, and cardiovascular systems, and it is one
of the leading causes of allergic shock. The prevalence of food allergies is significantly higher in children aged 6-11 years in China compared to adults, and
the incidence is on the rise. Studies have shown that factors such as early-life environment, gut microbiota, dietary habits, and mother-child immune
interactions play a key role in the failure of oral tolerance development.

- l’dtlmucncsls ~  Symptoms »  Cause
Food allergles arise from the fallure to estabhsh oral immune Food allergy symptoms depend on the Food allergies are caused by exposure to
tolerance and abnormal immune responses. The sensitizing food, underlying mechanism allergens, immune abnormalities, and
gastromtestmal mucosal barrier, including physical and (IgE or T-cell mediated), and age. In genetic factors. Almost all foods and

prevents allergens from entering the infants, atopic dermatitis is common, additives can trigger sensitization. Common
body. Physical barriers like tight epithelial cells, mucus, and often with gastrointestinal symptoms like allergens in infants include milk, soy, eggs,
digestive enzymes destroy antigens, while immune nausea or diarrhea. As children grow, peanuts, and wheat, while older children and
components such as sIgA, Peyer's patches, dendritic cells, multi-system allergies may develop, adults are more likely to be allergic to nuts
and regulatory T cells maintain immune balance. In infants, including skin, respiratory, and digestive and seafood. Cross-reactions can occur
high intestinal permeability allows antigens to trigger IgE- symptoms, some evolving into asthma between food and non—food allergens. Non-
mediated sensitization. Antacids and impaired intestinal and allergic rhinitis. By age 10, gastroi itization, such as cross-
function increase sensitization risk. Sensitization begins respiratory symptoms after food intake reactions between peanut oil-based
when dendritic cells present antigens, and Th2 polarization decrease, even with positive skin tests. In ointments or latex and bananas, also occurs.
leads to IgE production and mast cell activation. Some older children and adults, severe Genetic factors significantly affect
allergens bypass oral tolerance through the skin or reactions such as urticaria, angioed ptibility, with children of allergic
respiratory tract, such as birch pollen causing oral allergies to or anaphylaxis are common. Some parents at higher risk. Immune mechanisms
apples. Skin barrier dysfunction in atopic dermatitis also reactions occur only with both food include IgE-mediated reactions (e.g.,
contributes to sensitization. The gut microbiota plays a intake and exercise, particularly in those urticaria, asthma), T-cell mediated
crugial role in immune regulation; imbalances increase sensitized to wheat or celery. T-cell responses (e.g., celiac disease), ora
sensitization risk. Non-IgE-mediated mechanisms, like in medlated reactions may also affect the combination of both (e.g., atopic dermatitis,
food protein-induced enterocolitis syndrome, may involve inal tract, ing chronic eosinophilic gastrointestinal disease),
defects in TNF-a and TGF-B signaling. symptoms like abdominal pain. leading to acute, chronic, or mixed reactions.

Source: Frost & Sullivan Analysis
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Overview of Chronic Rhinosinusitis with Nasal Polyps (CRSwNP)

«  Chronic Rhinosinusitis with Nasal Polyps (CRSwNP) is a condition characterized by persistent inflammation of the nasal and sinus mucosa. Nasal polyps are
benign inflammatory protrusions that are bilateral and originate from the ethmoid often extending into the nasal cavity below the middle turbinates. It
is commonly seen in individuals aged 40 to 60. The incidence is higher in men, although female patients typlcally experience more severe clinical symptoms.
CRSwNP accounts for approximately 25-30% of patients with chronic rhinosinusitis (CRS). Although the proportion is relatively low, it has significant
clinical importance due to its high recurrence rate and considerable impact on quality of life.

Pathogcncsis Cause

The pathogenesis of Chronic Rhinosinusitis with Nasal | The typlcal symptoms of i The exact cause of CRSWNP remains unclear, but
Polyps (CRSwNP) is not yet fully understood but CRSwNP include anterior or current research proposes a multifactorial model.
involves epithelial barrier dysfunction, immune system posterior nasal discharge, nasal Genetic predisposition is considered one of the key
dysregulation, and the participation of pathogens. congestion, anosmia, and facial factors, with an increased risk of the disease in first-
Studies have shown abnormalities in the nasal mucosa pressure or pain, persisting for degree relatives, though no specific gene mutations
epithelium in CRSWNP, including increased more than 12 weeks. Nasal have been identified. Environmental factors, such as air
permeability, impaired mucus clearance, and reduced congestion and anosmia are more pollution or urbanization, may contribute to the
antimicrobial protein secretion. Additionally, type 2 pronounced in CRSwNP, increase of eosinophilic polyps in Asian populations.
immune responses (Th2) are active, characterized by whereas facial pain is more Comorbidities like asthma, allergic rhinitis,
eosinophil infiltration, elevated levels of inflammatory commonly seen in CRSsNP. gastroesophageal reflux, and sleep apnea are closely
mediators such as IL-5 and 1L-13, along with activation Patients with CRSwNP often associated with CRSwWNP. Approximately 26-48% of
of mast cells, basal cells, and innate lymphoid cells. B present with more severe sinus CRSwNP patients also have asthma, while 7% of
and T cells are locally activated in nasal polyps, involvement on imaging and are asthma patients suffer from CRSWNP. Additionally,
globulins and autoantibodies. Some more prone to recurrence, about 10% of patients have aspirin-exacerbated
CRSWNP patients also have specific IgE against requiring multiple surgeries. respiratory disease (AERD), which is more severe with
bacterial superantigens, such as Staphylococcus aureus Severe cases may be associated a higher postoperative recurrence rate. Microbial
enterotoxins, suggesting that pathogens may trigger or with Eustachian tube dysfunction, colonization, especially Staphylococcus aureus
exacerbate the inflammatory process. Moreover, ethnic ear pain, worsened nasal infection, and the enterotoxins it produces can induce
differences are present, with non-eosinophilic obstruction, and loss of taste. local immune responses, potentially acting as
inflammation being more common in Asian patients. significant pathogenic factors.

Source: Frost & Sullivan Analysis
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Market drivers and future trends of Allergic Disease Drug Market

Rising prevalence
driven by
urbanization, natural

environmental
changes, and lifestyle
shifts

Increased awareness
of diagnosis and
treatment of allergic
diseases among
patients

Growing number of
patients with
moderate-to-severe
allergic discases

Source: Frost & Sullivan Analysis

* In the process of urbanization, the intensification of urban air pollution; the prolonged pollen transmission

season caused by global warming resulting from natural environmental changes; and other factors such as
lifestyle shift toward indoor confinement, frequent air conditioner use, and a rising pet ownership rate have
collectively increased exposure to allergens, directly fueling the continuous upward trend in the overall
prevalence of allergic diseases.

In the past, patients often mistook allergic symptoms for those of common illnesses, leading to neglect. Today,
with the popularization of health education, patients’ understanding of allergic diseases has deepened, and their
willingness to seek medical treatment proactively has significantly increased. Meanwhile, the widespread
availability of allergen detection equipment in primary medical institutions has enabled the diagnosis of more
mild and occult allergic patients, substantially improving the disease diagnosis rate and prompting more
patients with allergic diseases to receive treatment.

Affected by factors such as long-term continuous allergen exposure and insufficient early intervention, some
patients with mild allergic diseases have gradually progressed to moderate-to-severe conditions. These patients
show limited response to traditional drugs and have an urgent demand for long-lasting, precise treatment
options such as biologics. The increase in the number of moderate-to-severe allergic disease patients has driven
the growth in demand for high-value drugs like biologics, which in turn has boosted the growth of the allergic
disease drug market.

FROST & SULLIVAN 14

Future trends of Allergic Disease Drug Market

Sustained growth of
the allergic disease
drug market

Rising proportion of
biologics in the
treatment of allergic
diseases

Diversification of
therapeutic targets for
allergic diseases

Source: Frost & Sullivan Analysis

* Driven by factors such as environmental c-hanges and lifestyle shifts, the global number of patients with allergic

diseases keeps rising. Meanwhile, with the advancement and penetration of clinical diagnostic technologies, an
increasing number of patients are diagnosed and receive treatment. As the understanding of allergic diseases
deepens, patients' treatment demands have shifted from symptom relief to long-term control. These factors
collectively fuel the continuous growth of the allergic disease drug market.

The share of biologics in the allergic disease drug market is rapidly increasing. Their key advantages are that
compared with traditional drugs, it features precise targeting, long - lasting efficacy, and fewer side effects. It
can especially meet the unmet clinical needs of moderate-to-severe patients. Furthermore, in recent years,
biological drugs targeting IgE, IL-4Ra, and other targets have demonstrated excellent long-term control effects
in clinical practice. Meanwhile, the research and development of biological drugs targeting new targets such as
IL-13 and TSLP in the subsequent pipeline are advancing rapidly, contributing to the growing proportion of
biologics in the allergic disease market.

With the deepening research on the immune mechanism of allergic reactions, the R&D of therapeutic targets for
allergic disease drugs is evolving from the traditional single dimension to a diversified direction. While
focusing on targets of IgE-mediated type I hypersensitivity, new targets associated with allergic inflammatory
pathways, such as I1.-4, IL-13, and TSLP, have been gradually validated. A succession of multi-targets drugs
have been approved for the treatment of allergic diseases, enriching clinical treatment options and more
accurately meeting differentiated clinical needs.

FROST ¢ SULLIVAN 15




Challenges and threats of Allergic Disease Drug Market

Low penetration of
biologics in the

allergic disease drug
market

Diversification of
biologic targets
intensifying market
competition

Low accessibility of
allergen detection and
diagnostic
technologies

Source: Frost & Sullivan Analysis

* Due to high R&D costs, biologics are priced significantly higher than traditional antihistamines and
glucocorticoids. Even though some drugs are covered by medical insurance, patients’ out-of-pocket expenses
remain high, especially in lower-tier market and economically underdeveloped regions where patients have
limited payment capacity. Additionally, most biologics require cold-chain storage and injection administration,
which imposes certain requirements on the storage conditions and the medical staffs’ operational capabilities in
primary medical institutions. These factors collectively restrict their widespread clinical adoption.

* As the clinical value of popular targets such as IgE, IL-4Ra, TSLP, and I1.-33 has been validated, domestic and
foreign pharmaceutical companies have scrambled to deploy R&D efforts on the same or similar targets. This
has led to a cluster of biologics with similar mechanisms of action entering the late clinical stage or marketing
stage, exacerbating homogeneous market competition. Furthermore, to seize market share, some enterprises
may launch competitions through price adjustments, which further compresses the overall profit margin of the
industry and places higher demands on enterprises’ R&D differentiation capabilities.

 Current allergen detection technologies are plagued by high equipment costs and complex operational
procedures. Primary medical institutions and hospitals in remote areas often lack the procurement capacity and
professional inspectors. Consequently, the basic skin prick test remains the primary diagnostic method in most
regions, which hinders the accurate identification of complex and uncommon allergens. This insufficient
accessibility of diagnostic technologies may not only lead to misdiagnoses and missed diagnoses but also
restrict the clinical application of targeted drugs, indirectly hindering market growth.

FROST ¢& SULLIVAN 16

Entry barriers of Allergic Disease Drug Market

Significant Target
Development
Challenges

Stringent Drug
Performance
Requirements

High Technical and
Platform Barriers

Source: Frost & Sullivan Analysis

¢+ Core target development faces high barriers. Take IgE as an example: its complex molecular structure
(conformational changes affect receptor binding) and allergic reactions involving multi-cell pathways make
single targets insufficient to cover all mechanisms, resulting in very few approved drugs globally over 20 years.

+ The chronic nature of allergic diseases demands high medication adherence, requiring drugs to be both long-
acting and highly active. Traditional drugs are gradually replaced by biologics due to side effects and limited
efficacy, but the high cost and injectable administration of biologics remain challenging.

* The industry is shifting to multi-target drugs, which need to block multiple inflammatory pathways
simultaneously and rely on cutting-edge technologies like multi-omics integration and multispecific antibodies.
Small and medium-sized enterprises struggle to independently develop such drugs, resulting in significant
technical barriers.

FROST ¢ SULLIVAN 17




Comparison of the prevalence of allergic diseases between China and the
United States

* Both China and the United States have a large number of patients with allergic diseases, with a high prevalence of allergic rhinitis,
asthma, and food allergies.

Comparison of the prevalence of allergic diseases between China and the United States

16.7%
15.0%
7.7% 8.0% 8.3%
s -
2.3%
1.3% 1.1%
- i
Allergic Rhinitis Asthma CSuU Food Allergy CRSwNP

I China U.S.

Source: Frost & Sullivan analysis
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Global Prevalence of Allergic Rhinitis, 2018-2030E

* There are a large number of allergic rhinitis patients around the world, and its prevalence has grown from 13 billion in 2018 to 1.4 billion in 2024,
with a CAGR of 1.5%. With the increasing prevalence of allergic rhinitis, the number of allergic rhinitis patients around the world is expected to

reach 1.5 billion in 2030 at a CAGR of 1.0%.

Global Prevalence of Allergic Rhinitis, 2018-2030E

Period CAGR
2018-2024 1.5%
2025E-2030E 1.0%
Million
1,455.5

1,398.8 1,4132 1,4274 1,4415
1,330.2 1,348.7 1,369.9 1,384.4 .

1,256.5 1,276.0 1,295.4 1,313.2 ,330.
472.0 479.5 484.5 489.6 494.6 499.6 504.5 509.4

439.8 446.6 4534 459.6 465.6

8999

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Mild B Moderate and severe

Source: Worldwide prevalence of rhinitis in adults: A review of definitions and temporal evolution, Frost & Sullivan analysis
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Prevalence of Allergic Rhinitis in China, 2018-2030E

* There are a large number of allergic rhinitis patients in China, and its prevalence has grown from 232.7 million in 2018 to 245.5 million in 2024,
with a CAGR of 0.9%. The number of allergic rhinitis patients in China is expected to reach 261.1 million in 2030 at a CAGR of 1.0%.

Prevalence of Allergic Rhinitis in China, 2018-2030E

Period CAGR
2018-2024 0.9%
2025E-2030E 1.0%
Million
232.7 2327 235.6 238.1 240.7 243.0 2455 2479 250.5 253.0 255.7 2584 261.1
115.1 116.2 1173 118.5 119.7 1209 1222 1235 124.8

111.2 111.2 112.6 113.8

2028E 2029E 2030E

2024 2025E 2026E 2027E

2020 2021 2022 2023

2018 2019
Mild Bl Moderate and severe

Source: Increasing Prevalence of Allergic Rhinitis in China, Frost & Sullivan ana%f
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Global Prevalence of Allergic Asthma, 2018-2030E

» There are a large number of allergic asthma patients around the world, and its prevalence has grown from 471.3 million in 2018 to 527.3 million
in 2024, with a CAGR of 1.7%. With the increasing prevalence of allergic asthma, the number of allergic asthma patients around the world is

expected to reach 567.3 million in 2030 at a CAGR of 1.2%.

Global Prevalence of Allergic Asthma, 2018-2030E

Period CAGR
2018-2024 1.7%
Million 2025E-2030E 12%
554.0 560.6
4852 4922 504.9 511.5 520.7 5273 534.0 540.7 547.4
4713 478.0 . . !
246.1 2524 255.7 260.4 2637 267.0 2704 273.7 277.0 280.3

235.6 239.0 242.6

2027E 2028E 2029E 2030E

2018 2019 2020 2021 2022 2023 2024 2025E 2026E

Mild B Moderate and severe

Source: Intermittent and mild persistent asthma: how therapg hal{ chéa)ngesd, Iv_ifosl dg‘ullivgn a{ljalyfs LIVAN
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Prevalence of Allergic Asthma in China, 2018-2030E

* There are a large number of allergic asthma patients in China, and its prevalence has grown from 40.6 million in 2018 to 45.2 million in 2024,
with a CAGR of 1.8%. The number of allergic asthma patients in China is expected to reach 49.7 million in 2030 at a CAGR of 1.6%.

Prevalence of Allergic Asthma in China, 2018-2030E

Period CAGR
2018-2024 1.8%
2025E-2030E 1.6%
Million
40.6 413 421 42.8 437 445 45.2 46.0 46.7 47.5 483 49.0 49.7
22.6 23.0 234 238 24.1 245 249

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Mild Il Moderate and severe

SULLIVAN 22

Source: Prevalence, risk factors, and management of asthma in China: a national crpss-sectional study, Frost & Sullivan analysis
FROST &

Global Prevalence of Chronic Spontaneous Urticaria, 2018-2030E

* There are a large number of chronic spontaneous urticaria patients around the world, and its prevalence has grown from 65.5 million in 2018 to
69.7 million in 2024, with a CAGR of 1.1%. With the increasing prevalence of chronic spontaneous urticaria, the number of chronic spontaneous
urticaria patients around the world is expected to reach 73.5 million in 2030 at a CAGR of 0.9%.

Global Prevalence of Chronic Spontaneous Urticaria, 2018-2030E

Period CAGR
2018-2024 1.1%
Million 2025E-2030E 0.9%
73.5
655 662 66.9 67.6 683 69.0 69.7 70.4 71.0 77 723 729

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Mild Bl Moderate and severe

Source: Prevalence of chronic urticaria in children and adulls across lhesglobe: Systematic review with meta-analysis, Frost & Sullivan analysis
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Prevalence of Chronic Spontaneous Urticaria in China, 2018-2030E

* There are a large number of chronic spontaneous urticaria patients in China, and its prevalence has grown from 22.6 million in 2018 to 26.1
million in 2024, with a CAGR of 2.5%. The number of chronic spontaneous urticaria patients in China is expected to reach 29.7 million in 2030
ata CAGR of 2.1%.

Prevalence of Chronic Spontaneous Urticaria in China, 2018-2030E

Period CAGR
2018-2024 2.5%
2025E-2030E 2.1%
Million
29.7
285 29.1 .
273 279
25.0 2.6 26:1 267

22 239 245 : = 87 89

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Mild [ Moderate and severe

Source: Epidemiology of urticaria in China: a population-based study, Frost & Sullivan analysis
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Global Prevalence of Food Allergy, 2018-2030E

* There are a large number of food allergy patients around the world, and its prevalence has grown from 273.2 million in 2018 to 361.8 million in
2024, with a CAGR of 4.8%. With the increasing prevalence of food allergy, the number of food allergy patients around the world is expected to
reach 456.7 million in 2030 at a CAGR of 3.9%.

Global Prevalence of Food Allergy, 2018-2030E

Period CAGR
2018-2024 4.8%
Million 2025E-2030E 3.9%

456.7
444 4405

3928 408.5

2018 2019 2020 2021 2022 2023 2024 2025E  2026E  2027E  2028E  2029E  2030E

Source: Prevalence and Influencing Factors of Food Allergy in Global Context: A Meta-Analysis, Frost & Sullivan analysis
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Prevalence of Food Allergy in China, 2018-2030E

* There are a large number of food allergy patients in China, and its prevalence has grown from 133.3 million in 2018 to 159.1 million in 2024,
with a CAGR of 3.0%. The number of food allergy patients in China is expected to reach 181.6 million in 2030 at a CAGR of 2.2%.

Prevalence of Food Allergy in China, 2018-2030E

Period CAGR
2018-2024 3.0%
2025E-2030E 22%
Million 178.0 181.6

166.8 170.6 174.3

162.9

2018 2019 2020 2021 2022 2023 2024 2025E  2026E  2027E  2028E  2029E  2030E

Source: Frost & Sullivan analysis
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Global Prevalence of CRSwNP, 2018-2030E

* There are a large number of CRSWNP patients around the world, and its prevalence has grown from 252.7 million in 2018 to 281.8 million in
2024, with a CAGR of 1.8%. With the increasing prevalence of food allergy, the number of CRSWNP patients around the world is expected to
reach 311.7 million in 2030 at a CAGR of 1.7%.

Global Prevalence of CRSwNP, 2018-2030E

Period CAGR
2018-2024 1.8%
Million 2025E-2030E 1.7%
302.0 307.0 311.8
. oelo 281.8 286.9 292.0 297.0
527 2573 2621 2674 ‘ 730 743 755 768 780
66.9 68.0 69.2 70.5 71.8 i :
632 64.4 65.6 ;
193.0 196.6 203.9 219.0
2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E
Mild @ Moderate and severe
Source: Prevalence of chronic rhinosinusitis without/with nasal polyps according to severity in Spain, Frost & Sullivan analysis
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Prevalence of CRSwWNP in China, 2018-2030E

» There are a large number of CRSWNP patients in China, and its prevalence has grown from 19.1 million in 2018 to 20.9 million in 2024, with a
CAGR of 1.5%. The number of CRSWNP patients in China is expected to reach 22.3 million in 2030 at a CAGR of 1.1%.

Prevalence of CRSWNP in China, 2018-2030E

Period CAGR
2018-2024 1.5%
2025E-2030E 1.1%
Million
19.1 194 19.8 20.1 204 20.6 209 21.2 214 217 21.9 221 22.3

55 5:6

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Mild I Moderate and severe

itis, Frost & Sullivan analysis
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Source: Clinical treatment options oriented o the endotyp ]q! dll{rong g

Development History of Allergic Disease Drugs

* The main allergic disease drugs include antihistamines, mast cell stabilizers, leukotriene receptor antagonists, and anti-IgE antibodies. With the
advancement of biopharmaceutical technology, precision medicine and personalized treatment have become the development trend, and new
types of drugs will continue to emerge, providing more choices for patients with allergic diseases.

Development History of Allergic Disease Drugs

Stage 11: Multi-mediator
regulation and optimization

Stage 111 Targeted
immunomodulation

Stage I: Early symptomatic treatment

Drug characteristic: Targeting the most
well-defined mediator and the key link in
the allergic reaction, it focuses on
symptomatic relief, with a single
mechanism of action and more
pronounced side effects.

[
Drug characteristic: Drugs are designed :
to target the deeper immune mechanisms \
of allergic reactions (e.g., IgE, Th2 type I
[
[
[
i

k]
1 : 1
: 1 Drug characteristic: Expanding :
1 1 coverage of allergy mediators and 1
1! optimizing drug safety, second-generation 1
[ o % .
!, antihistamines have become first-line |
: | agents for many allergic diseases. :
! I
[

cytokines), enabling precisely targeted
therapies.

Representative drugs: Representative drugs: Representative drugs:

* Ant-IgE antibody:. Blocks IgE binding
to mast cells and inhibits allergy initiation.

* Anti-cytokine antibodies: Block IL-4/IL-
13 etc., Inhibit th2 type inflammation.

* Anti-TSLP antibody: Blocks TSLP-
mediated dendritic cell activation and
inhibits the initiation of th2-type immune
responses from upstream.

¢ First-generation antihistamines: Block
histamine H1 receptors, relieve itching,
redness and swelling, but have sedative

I
I
: * Second-generation antihistamines:
I
y I
side effects. |
I
I
I
I
I
i

I
I
i
I
I Highly selective blockade of peripheral H1
I receptors, no sedative side effects, longer-
: lasting effects.
* Mast cell stabilizer: Stabilizes mast cell I
I
I
I
i

membranes and reduces the release of
P

¢+ leukotriene receptor antagonists: Block
leukotriene-mediated bronchospasm,
mucosal edema and compensate for
histamine antagonists.

ors such as hi ine for allergy
prevention,

Source: Frost & Sullivan analysis
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Main Treatment for Allergic Rhinitis

* The main treatment options for allergic rhinitis include medication, immunotherapy, surgery and nasal irrigation. Drugs including antihistamines,
glucocorticoids, leukotriene receptor antagonists, mast cell stabilizers, etc. are available for patients with different degrees of the disease.

Main Treatment for Allergic Rhinitis

atment Category

Mechanism dvantages

Advantages

act quickly to alleviate sneezing and

Antihi
r educe allers chlwki‘:lnls B to itching; glucocorticoids serve as first-line anti- Long-term use may cause side effects, such as
o fﬂ:ﬁm by linflammatory agents with strong local effects and mucosal dryness with glucocorticoids and
.. iminimal systemic side effects; leukotriene receptor bound ion with d
Medication ﬂﬁﬁ;ﬁg:ﬁg:ﬁ: onist blocks lantagonists reduce both nasal and lower respiratory d i cases or those with type 2
P 8 symptoms; mast cell stabilizers offer high safety with  |inflammation, drugs alone may be

lleukotriene activity to reduce nasal

8 = insufficient.
linflammation.

fower adverse effects; and decongestants deliver rapid
relief from nasal congestion.

Induces immune tolerance by gradual

Long duration of therapy, may cause allergic
lallergen exposure. i

Allergen immunotherapy (AIT) [Only treatment that may change disease progression.

Dupilumab blocks IL~4/IL-13 signaling (Mepoll b, Resl b, Omali b, and
o inhibit type 2 nfl y response. [Mepolizumab, Reslizumab and Omalizumab require  |Fezepelumabreq or
Mepoli b and Resli b i or sub d ion and may b d and may cause
neu\rallu 1L-5 to reduce icause injection site hyp ity Tesp site I
Biological agent medicati inophils.Omalizumab blocks IgE  or, in rare cases, anaphylaxis. Mepol b and p or, in rare cases anaphylax:s
from bmdmg to its receptor, supp Resli bh d with mild upper Mepoli b and Resli
allergic ions. Tezepelumab blocks y tract infe allergic and d with mild upper respiratory uact
TSLP activity, suppresses Th2 ipotential malignancy risks. infe allergic and
[inflammation. imalignancy risks.
Inferior turbinoplasty :?ﬂ‘;f s turbinate size to improve nasal |, p! ilation and reduces ob L ; requires careful risk assessment.
Surgery s
Pterygotomy T'Cglaf)(;:rygmd ncyeioeducenasal Reduces nasal hyperreactivity in some patients. [May cause nerve damage or complications.

Nasal irrigation

|secretions.

Flushes out allergens and inflammatory [Safe, simple, long-t

local nasal

usability; imps
vironment.

use may lead to ear infections or
| irritation.

Prop:

Source: Frost & Sullivan analysis
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Main Treatment for Chronic Spontaneous Urticaria

30

* The main treatment option for chronic spontaneous urticaria is medication, with antihistamines being the first line of treatment. For patients
+ whose symptoms are not effectively controlled with high-dose antihistamines, treatment with omalizumab, a biologic agent, can be tried.

Main treatment for chronic spontaneous urticaria

Treatment category

Mechanism

Advantages

Disadvantages

N By with hi for H1 receptors and
irst-generation preventing histamine from binding to H1 receptors, it L ]
Antihistamine inhibits small vessel dilation, reduces vascular permeability, [They have strong antihistamine cffocts, rapidly First-generation antihistamines have strong central

nlleve symptoms like itching and wheals, cause

Second-generation

thistamine to H1 receptor, inhibits the release of histamine

for CSU.

d dation, and allergic |inhibitory effects and may cause drowsiness,
el e syster:n mhlbn_uon i) dizzi and fatigue. Due to their short duration of
Jong-lasting action, and typicaly Iy once laction, they are not recommended for long -term
Selectively acts on H1 receptor, blocks the binding of {daily dosing. They are considered ﬁrst line (hmpy usc. The efficacy of " .

is limited and symptoms persist for some patients.

Antihistamine land other inflammatory mediators from mast cells, and
lexerts anti-allergic effects.
It has powerful anti-inflammatory, anti-allergic and
immunosuppressive effects. It can inhibit the aggregat.lon It has a rapid onset of action and provide effective g -
Gl rticoid land activation of inflammatory cells, reduce the prod: ti-infl y and anti-allergic effects. They are ﬁtﬁ;:“;;:’iﬂ:s a;::flt:s n::' lf:d l:yv::\t/erse
L L and release of inflammatory mediators, stabilize mast cells  [suitable for pauems with severe conditions when NN N q e pering to p!
land lysosomal membranes, reduce vascular permeability,  [antihistamines are ineffective. =
land reduce tissue congestion and edema.
It regulates the body's immune function by inhibiting the require close monitoring of
Immunos i nt pmllfemuon and acuvauon of immune cells, cytokine f:dia: LLRIEAN for P2 uenls Wh° ones respond S blood, llver and kidney function due to the risk of
unosuppressa d and ion, and supp the immune i ehamsms mvolv ed in CSU serious adverse effects. Dosage must be adjusted
P d with the path is of CSU. 8 according to the patient’s condition.
e " A anti-TgE lonal antibody that | agents are d by strong

Biological agent Medication|

specifically binds to free IgE and prevents IgE from binding
lta IgE receptors on the surface of mast cells and basophils,
thereby inhibiting mast cell and basophil activation and
degranulation, and reducing the release of inflammatory
mediators.

[Largeting, high efficacy, and good safety. They
|significantly improve quall!y of llfe in patients with
y CSU.Ei ing TSLP
may reduce eosinophils, IgE, and type 2 cytokines,
offering pownual benefits for patients who are

to | therapy.

P

Most of them require subcutaneous injection, which
may limit accessibility for some patients.

Source: Frost & Sullivan analysis
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Main Treatment for Allergic Asthma

*  The main treatment options for allergic asthma include small molecule drug medication, allergen-specific i
The biological agents currently used clinically for the treatment of allergic d mainly include omali

severe allergic asthma account for approximately [50]% of all allergic asthma patients.

Main treatment for allergic asthma

stherapy and biological agent medication.
b and dupilumab. Patients with moderate-to-

catment category Advantages dvantages
Glucocorticoid Jit bindsto ul plors to supp .. : : andhhance
2 Teceptor resp . airway
Most medications require long-
[Binds to p2 receptors on airway smooth muscle activates adenylate lterm and regular use to maintain
[ eyclase, i Hular cyclic ad nonophosphate (cAMP)) ltheir effectiveness. For example,
h fcontent, and reduces frec calcium ions, thus relaxing airway smooth L hemical drugs are the of and include longed use of theophylline
muscle and relieving asthma symptoms. talucocorticoids, B.-agonists, leukotriene receptor kcan lead to and
chemical phyllines, and anticholinergics. Glucocorticoids offer  Ireduced efficacy. Monotherapy
dru Leukotriene lectively inhibi inyl Ieukotri ptors and blocking  !strong local anti-inflammatory effects wn.h fewer systzmlc pmay exacerbate airway
. g_ g Leul\omene bmdmgw the conespondmg receptors, it reduces airway  fside eﬂects Many are orally ad 1 ion and increase the
bl linflammation and airway hyperresponsiveness and relieves (e.g., leukotriene receptor ), and can be used alone [risk of disease worsening. The
of in bination. These drugs are generally fast-actingand Juse of anticholinergic drugs
[By inhibiting phosphodiesterase, it reduces the hydrolysis of cAMP, so t, ofien combined to enhance i careful itork
Theophyltine ithat the intracellular cAMP content rises, and airway smooth muscle lof blood drug concentrations and|
Hiastole; it can also stimulate the respiratory center, and enhance the lcarries a risk of side effects.
ility of respiratory muscie.
Anticholinergi blocking the p lionic vagal pathway, it reduces vagal tone and
drug diastoles the bronchi, and also reduces sputum secretion.
Ihodulating the body's immune response, shifting the Th2 type immune {Allergen i is ly the only that i
Alle . th response toward the Th] type immune response, decreasing the may alter the natural course of allergic diseases and is sultablc-l;ri': ::;m enltis;?::;s l:t:.legn::d
rgen immunotherapy duction of IgE, i the number and ﬁmcuon of regulatory T- |ior patients with well-defined allergens who do not respond P P
) . fwith confirmed allergens.
kells, ete., thus airway hyp [ gonventional drug therapy.
)mallzumab blocks 1gE binding to mast cells, reducing the release of himloglcal agents target specific immune pathways and are
Dupilumab inhibits IL-4 and IL-13 signaling to fighly effective for patients with severe allergic asthma, [These treatments are typically
Biological agent medicati ThZ-dnven Vil Targeting TSLP may reduce type 2 inflammation, lower lreserved for patients with severe
Ann TSLP therapy blocks TSLP signaling to reduce Th2 cy and [ytokine release, and provide symptom relief in severe [discase and specific biomarkers.
restore immune balance. nsthmia
Source: Frost & Sullivan analysis "
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Main Treatment for Food Allergy

* The main treatments for food allergies include allergen avoidance, medication, and allergen-specific immunotherapy. For patients with varying
degrees of food allergy, medication may include antihistamines, glucocorticoids or adrenaline.

Main treatment for food allergy

Advantages

‘ategory

Food allergy is an abnormal immune response of the body to certain

of food. Avoiding to all |This approach is foundationat and is

prevents the icularly effective in mild

It is difficult for patients to consistently avoid)

Avoidance of allergens

immune system from being acuvated at all, thus avoiding allergic
symptoms.

food allergy cases.

allergen exposure in daily life.

3 e e

—

block H1 p thereby alleviating itching,
redness, and other histamine-mediated symptoms.

Corucosteronds suppress immune cell activity and cytokine release,

iated with allergic reactions. Adrenaline

I drug

activates a- and fi-receptors to increase blood pressure, dxlaw
bronchi, and enhance cardiac output, rapidly g y

Second: i ihi are

cffective for mild to moderate cases

with rapid onset and fewer side effects.

Glucocorticoids help control

linflammation in moderate to severe

lallergies, while epinephrine is cructal
i .

and y failure in anaphylactic shock.

for g
llike anaphylactic shock.

Long-term use of glucocorticoids may lead to
significant adverse effects. Epinephrine must
[be administered immediately upon the onset
f symptoms and may tequire patient training
for timely access.

Allergen Immunotherapy (AIT)

Thxough long-t Tow-d to all the body's
immune system is regulated to shlﬁ the Th2 cell response toward the

Th1 cell response, reduce IgE production, and i increase the number

1t offers the potential for long-term
remission or clinical cure of food

and function of regulatory T cells, thereby reducing or eli
allergic reactions.

This therapy requires a prolonged treatment
lcourse and close monitoring for potential
|adverse reactions.

Biological agent medi

Omallzumab blocks lgE bmdmg to mast cells, reducing the release
of Yy ilumab inhlblts IL4 and IL-13
ling to Th2-dnven 1

They are effective for patients who do
not respond to conventional therapies
land offers long-term symptom relief
ithrough subcutaneous injection.

|Omalizumab may cause some serious adverse|
reactions, including redness, pain, or itching
at the injection site.

Source: Frost & Sullivan analysis
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Main Treatment for Chronic Rhinosinusitis with Nasal Polyps

* The treatment of CRSWNP includes pharmacological therapy, surgical treatment, and biologic therapies. Initially, all patients should receive
first-line medical therapy, such as nasal irrigation, and the use of corticosteroids to reduce inflammation and polyp size, with surgery or biologics
considered for further symptom control if necessary.

Main Treatment for Chronic Rhinosinusitis with Nasal Polyps (CRSwNP)

Treatment Strategy Mechanism Advantages Disadvantages

Topical or systemic corticosteroids
work by reducing mucosal

Baseline Medical Therapy :ﬂmﬁa’"ﬂ:‘;ﬁ“ﬁ; 'p"::::':yns ot 5)?::;2: ?;::1;1 ?:;:g;dn;;;: ::df:xvcee . :ﬁfﬂgxﬁ?ﬁﬁgﬁx? 'ls';ndei:ti‘tsle:tlfigh
thereby relicving nasal wngestit;n inflammation and polyp size. risk of recurrence after withdrawal.
and reducing polyp size.
Endoscopic sinus surgery removes
Surgical Treatment (ESS) ?:;ﬂcs":;r:.a:ﬂiﬁmaln:ge and ESS offers rapid symptom relief, restores sinus [The recurrence rate is high, especially in asthmatic
(Endoscopic Sinus Surgery) ventilation, facilitating the cfficacy p di delivery. ipatients, with about 25% requiring revision surgery.

of postoperative medical therapies,

Sl |Dupilumab reduces nasal polyp size, xmprovcs the sense [Dupilumab requires long-term treatment and regular
Dupilumab nlho:;l:‘s i 28 ?dﬂ“’n s‘;gn aling to fof smell, decreases the need for corti and of efficacy, and not all patients respond
type 2 inflammation. fenhances patients’ quality of life. adequately.
.Eiindsﬁ'ee IgE and p; 1sE 1 b is effective in patients with elevated IgE ® . . tions, includi
) . Omalizumab  [from activating mast cells and ]‘cvcls,lhelping reduce allerglijc inflammation and lower r;;:i:ﬁ?;m;ﬂ:ﬁ :h " ?;;:cr:i?); ;:1:_’ Heudng,
Biological agent [basophils. on
medication rargots L5 to red mophil  [Mepoi icularly t | for patients with | Its effectiveness may be limited in patients whose
Mepolizumab "%e ol and ; i eosmophlhc CRSwNP helpmg reduce polyp burden and | CRSWNP is not primarily driven by eosinophilic
[purvival and activity. lalleviate nasal symptoms. inflammation.
?ct'::t::sw from binding to i'fype Tezepelum :‘?d“:‘:y'":edeffm N ‘n p‘;fgn"t: iho 4o | 1tisstill indergoing cinical evaluation for CRSWNP,
Ve 1 B N - itio)
Tezepelumab 2 inflammation and IL-5 release by  [not respond to anti-IL-4 or anti-IL-5 therapies, especially :g}:;;::g fomm safely, and Sffcotivenices Temaiaito be
fmast cells lin steroid-resistant or AERD cases. .
Source: Frost & Sullivan analysis
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Treatment Pathway of Allergic Rhinitis
aks
{9} Treatment paradigm of Allergic Rhinitis Sécond-lineticitment
First-line treatment Oral glucocorticoids
Nasal glucocorticoids Oral mast cell stabilizer
Nasal 2°¢-generation antihistamines Nasal mast cell stabilizer
Oral 2"-generation antihistamines Nasal decongestants
Allergie
Rhinitis Leukotriene receptor antagonist Nasal anticholinergic drug
Anti-IgE antibody*

¢« Immunotherapy is the first-line treatment for AR and is clinically recommended.
* Itis an allopathic treatment for IgE-mediated type I allergic disease.

* Surgical therapy is an adjunctive treatment for AR and is used at clinical discretion.
+ Surgical management of AR requires strict indications and contraindications for surgery, adequate
preoperative evaluation, and minimally invasive operation.

Note: Although omalizumab is not approved for use in AR, meta-analysis has shown that omalizumab has good efficacy in the treatment of severe AR and is clinically recommended.

Source: Chinese guideline for diagnosis and tr of allergic rhinitis (2022, revjsion), Frost & Sullivan analysis
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Treatment Pathway of Allergic Asthma

[ 341
“' Treatment pathway of Allergic Asthma

Treatment level Preferred controller Secondary controller Other controller
B Level1 - Low-doseICS-formoterol (as SABA + low-dose ICS AIT
needed)
* Low-dose ICS LTRA
EE0 Level2 - Low-dose ICS-formoterol (as SABA + low-dose ICS AIT, anti-allergy drugs
needed)
- : Medium-dose ICS AIT, anti-IgE antibody, anti-
B Level3 Low-dose ICS-LABA Low-dose ICS + LTRA allere e
B Level4 - Medium-dose ICS-LABA High-dose ICS + LAMA/LTRA dAmmggE antibody, anti-allergy
1 ¢ High-dose ICS-LABA + anti-IgE Add low-dose oral
B0 Levels antibody (or other biological glucocorticoids (to minimize /
agents) adverse effects))

Note: ICS = Inhaled Corticosteroid; SABA = Short Acting Beta Agonist; LAMA = Long Acting Muscarine Anticholinergic; LABA = Long Acting Beta Agonist

Source: Guideline for diagnosis and tr

of allergic asthma (2019, the 4_rst edition), Frost &Sullivan analysis
FROS SUL
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Treatment Pathway of Chronic Spontaneous Urticaria

3 1
i!ﬂ Treatment pathway of Chronic Spontaneous Urticaria

Treatment time
Standard dose therapy with 2"-generation antihistamines

[

‘ 1-2 weeks  Partially controlled/not controlled I ¢Fully controlled
Combination/increased dose of 2*-generation
- T i
T apering off treatment
ﬁ 2-4 weeks  Partially controlled/not controlled &Fully controlled
2"._generation antihistamines + Omalizumab Tapering off treatment

‘ 12weeks Partially controlled/not controlled
Increased dosage/shortened injection
interval of Omalizumab .
Fully controlled Partially controlled/not controlled
Fully controlled 2"-generation antihistamines +
Omalizumab + other drugs
(e.g., evclosporine)
h 4 -l P — & g
T 612 months Maiatenance treatment Maintenance treatment Stop the other medications first
Tapering off treatment Tapering off treatment Tapering off Omalizumab
Source: Guideline for diagnosis and tr of urticaria in China (2022) ,Fm%SuIlivan analysis
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Treatment Pathway of Food Allergy

i" Treatment pathway of Food Allergy

®
No severe allergic reaction M Severe allergic reaction
\J v
SLgE/SPT test sLgE/SPT test
Diagnosis |
Negative ¥ v
Dietary avoidance for 2 Dietary avoidance for 2 Negative
weeks weeks
Symptom improve Symptom improve iti
v Symp B * o i Positive Oral food challenge test
Reintroduction of food Oral food challenge test
4 Positive
# Symptom arise Positive
f Positive
Oral food challenge test
Moderate/severe
Mild ¢ ¥
[ Stable condition [ g .
Treatment Organ specific tr < j of adr
i Additional
Skin/mucosal l Respiratory l Digestive l l treatment No reaction
Antihistamine P2 stimulants Fluid therapy Adrenocortical steroid Adrenaline
b | | | | I
L 4
Food Allergy Management
Management 5 v ¥
Dietary Intervention Allergen immunotherapy Biologics (anti-IgE antibody)
*
Source: Evidence -based guidelines for food allergy of children in China, Frost&Sullivan analysis
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Treatment Pathway of CRSwNP

ets

{8} Treatment paradigm of CRSWNP

A 4 ol 1 icoids h: ignifi i-i , anti-
= Glucocorticosteroid Gjucocortlcmds. ave signil Jca'nt anti-inflammatory, anti:
and rdulatory effects.

*  Macrolides have some anti-inflammatory, antibacterial biofilm

-~ i T
Macrolide and immunomodulatory effects.

- Antihistamine and « Treatment of comorbidities contributes to the comprehensive
antileukotriene management of patients with CRS and improves quality of life.
* Significantly improves nasal congestion and olfactory
P Biologics —  disturbances and reduces polyp size in refractory and severe
CRSwNP patients with poor tr outcomes.
CRSwWNP | S e [
= Other medication BN Other medications include antimicrobials, mucolytic pro-

discharge agents, decongestants, herbs, and nasal saline rinses.

Functional endoscopic 0 FESS includes sinusotomy, balloon sinuplasty and full-house
sinus surgery (FESS) FESS.

| g B —> +» EESS includes nasalization and extended frontal sinusotomy.

surgery (EESS)
Source: Guidelines for the Diagnosis and T of Chronic Rhinosinusitis(2024,version), Frost & Sullivan analysis
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Global market size and forecast of allergic disease drugs, 2018-2030E

* The global allergic disease drugs market has grown from USD 42.8 billion in 2018 to USD 68.8 billion by 2024, at a CAGR of 8.2%,
and is estimated to reach USD 111.4 billion by 2030, at a CAGR of 7.9% during this period. It is estimated that the global market
share of biologics will increase from 40.4% in 2024 to 61.3% in 2030.

Global Market Size of Allergic Disease Drugs, 2018-2030E

Period Small molecular drugs Biologics Overall
2018-2024 1.0% 36.3% 8.2%
2025E-2030E 0.8% 14.3% 7.9%
59.4% 61.3%
Billion USD 54.0% 57.0% =
4580 0%

40.4% 111.4

11.3
2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E
===~ Biologics proportion Small molecular drug [l Biologics

Source: Frost & Sullivan analysis
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Market size and forecast of allergic disease drugs in China, 2018-2030E

« The allergic disease drugs market in China is estimated to grow from USD 3.8 billion in 2018 to USD 8.1 billion by 2024, at a
CAGR of 13.3%, and is estimated to reach USD 22.9 billion by 2030, at a CAGR of 20.1% during this period. It is estimated that
the market share of biologics in China will increase from 19.8% in 2024 to 54.1% in 2030.

Market Size of Allergic Disease Drugs in China, 2018-2030E

Period Small molecular drugs Biologics Overall
2018-2024 9.5% 67.0% 13.3%
2025E-2030E 8.4% 41.9% 20.1%

54.1%

Billion USD

1.9% 2.3% 3.1%
38 44 4.6
4.3 4.
3.7 401 o] 3 T
2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

=== Biologics proportion Small molecular drug =1 Biologics

Source: Frost & Sullivan analysis
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Global Market Size and Forecast of Allergic Rhinitis Drugs, 2018-2030E

* With increasing patient awareness of AR and rising treatment rates, the global AR drugs market maintains steady growth. The global
market size of allergic rhinitis drugs grows from USD 2.8 billion to USD 5.1 billion from 2018 to 2024. It is expected to continue to
grow to USD 8.8 billion by 2030, growing at a CAGR of 8.9% during the period.

Global Market Size of Allergic Rhinitis Drugs, 2018-2030E

Period Small molecular drugs Biologics Overall
2018-2024 9.9% 24.1% 10.6%
2025E-2030E 2.3% 44.5% 8.9%
8.5 8.8
Billion USD 78
7.1
6.3
5.1 = 5.8 5.9
i 4.6 % 58
28 3.0 33 3.6 55

53

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E
Small molecular drugs Il Biologics

Source: Frost & Sullivan analysis
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Market Size and Forecast of Allergic Rhinitis Drugs in China, 2018-2030E

= With the continuous approval of biologics for AR treatment, their penetration rate and treatment compliance are steadily increasing,
making them a key therapeutic option. The market size of AR drugs in China grows from RMB 2.2 billion to RMB 4.6 billion from
2018 to 2024. It is expected to continue to grow to RMB 13.6 billion by 2030, growing at a CAGR of 20.8% during the period.

Market Size of Allergic Rhinitis Drugs in China, 2018-2030E

Period Small molecular drugs Biologics Overall
2018-2024 13.3% 13.6% 13.4%
2025E-2030E 7.8% 38.2% 20.8%
13.6
Billion RMB 12,0
97 5.3
5.0

7.8

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E
Small molecular drugs =1} Biologics

Source: Frost & Sullivan analysis
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Global Market Size and Forecast of CSU Drugs, 2018-2030E

« With the increasing availability of biologic agents and growing patient awareness of CSU, treatment rates for CSU continue to rise,
maintaining a steady growth trend in the global CSU drugs market. The global market size of CSU drugs grows from USD 15.9
billion to USD 23.7 billion from 2018 to 2024. It is expected to continue to grow to USD 37.0 billion by 2030, growing at a CAGR of
7.1% during the period.

Global Market Size of CSU Drugs, 2018-2030E

Period Small molecular drugs Biologics Overall
2018-2024 1.4% 24.1% 6.9%
2025E-2030E 1.8% 13.0% 71%
35.8 37.0
Billion USD 34.0

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E
Small molecular drugs = Biologics

Source: Frost & Sullivan analysis
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Market Size and Forecast of CSU drugs in China, 2018-2030E

» Since omalizumab was approved for treating CSU, biologics have gradually become one of the primary treatment options for the
condition. With the continuous improvement in the penetration rate and treatment compliance to biologics, China's CSU drug market
is poised for rapid growth. The market size of CSU drugs in China grows from RMB 12.2 billion to RMB 16.9 billion from 2018 to
2024. It is expected to continue to grow to RMB 41.7 billion by 2030, growing at a CAGR of 16.7% during the period.

Market Size of CSU Drugs in China, 2018-2030E

Period Small molecular drugs Biologics Overall
2018-2024 4.6% NA 5.5%
2025E-2030E 3.1% 53.3% 16.7%
41.7
Billion RMB 36.9
322
19.4
27.8
18.8
234
) 193 18.2
e 152 15.8 16.9 17.7
122 124 133 17.2
TG 16.6
122 12.4 133 14.7 15.1 15.5 :
2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Source: Frost & Sullivan analysis

Smal molecular drugs [l Biologics
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Global Market Size and Forecast of Allergic Asthma Drugs, 2018-2030E

» With the increasing adoption of biologics, growing patient awareness of allergic asthma, and rising treatment rates for allergic asthma,|
the global allergic asthma drugs market has maintained steady growth. The global market size of allergic asthma drugs grows from
USD 11.2 billion to USD 22.0 billion from 2018 to 2024. It is expected to continue to grow to USD 34.3 billion by 2030, growing at
a CAGR of 7.2% during the period.

Billion USD

Global Market Size of Allergic Asthma Drugs, 2018-2030E

2018

Source: Frost & Sullivan analysis

2019

Period Small molecular drugs Biologics Overall
2018-2024 3.6% 31.0% 11.9%
2025E-2030E 1.7% 11.4% 72%
343
325
30.6
28.5
264 123 12.4
20 242 12.1 ;
- 11.9
19.9
177 11.7
: 114
14.7 11.2
13.7 10.9
10.6
2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E
Small molecular durgs [l Biologics
FROST & SULLIVAN 46

Market Size and Forecast of Allergic Asthma drugs in China, 2018-2030E

= With the rise in patient health awareness, the continuous approval of biologics, and the steady increase in biologic penetration rates
and treatment compliance, China's allergic asthma drugs market is poised for rapid growth. The market size of asthma drugs in China
grows from RMB 11.2 billion to RMB 19.6 billion from 2018 to 2024. It is expected to continue to grow to RMB 46.7 billion by
2030, growing at a CAGR of 16.0% during the period.

Market Size of Allergic Asthma Drugs in China, 2018-2030E

Period Small molecular drugs Biologics Overall
2018-2024 8.5% 65.5% 9.8%
2025E-2030E 5.9% 48.8% 16.0%
46.7
Billion RMB
40.6
35.0
302 25.8
25.8 24.6
196 = 234
14.5 154
11.2
152
111 144
—m—m .
2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Source: Frost & Sullivan analysis

Small molecular drugs E Biologics
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Global Market Size and Forecast of CRSwWNP Drugs, 2018-2030E

« With the rise in patient health awareness, the increasing availability of biologics, and the growing treatment rates for CRSWNP, the
global CRSwWNP drugs market is projected to maintain steady growth. The global market size of CRSWNP drugs grows from USD 3.6
billion to USD 6.0 billion from 2018 to 2024. It is expected to continue to grow to USD 10.0 billion by 2030, growing at a CAGR of
8.3% during the period.

Global Market Size of CRSWNP Drugs, 2018-2030E

Period Small molecular drugs Biologics Overall
2018-2024 4.9% NA 89%
2025E-2030E 3.6% 18.7% 8.3%
10.0
Biltion USD 94

8.7

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E
Small molecular drugs M Biologics

Source: Frost & Sullivan analysis
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Market Size and Forecast of CRSwNP drugs in China, 2018-2030E

« With the rise in patient treatment rates, the continuous approval of biologics, and the growing penetration rate and treatment
compliance to biological therapies, China's CRSWNP drugs market is poised for rapid expansion. The market size of CRSWNP drugs
in China grows from RMB 0.6 billion to RMB 1.3 billion from 2018 to 2024. It is expected to continue to grow to RMB 4.3 billion
by 2030, growing at a CAGR of 18.6% during the period.

Market Size of CRSWNP Drugs in China, 2018-2030E

Period Small molecular drugs Biologics Overall
2018-2024 14.4% NA 14.5%
2025E-2030E 9.5% 86.4% 18.6%
43
Billion RMB 3.9
35
30
28
2.4 27
1.8 26
24
= 22
o 07 0.7 08 1.7
. 13
06 00 & e &2 ! s m_m_n_
0.0 10.0) 10.0; 1001 0.0 m—m-
2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Small molecular drugs = Biologics

Source: Frost & Sullivan analysis
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Mechanisms of Anti-IgE Antibody Therapy

* Anti-IgE antibodies are biologics targeting immunoglobulin E (IgE), whose mechanism of action is mainly associated with Type I hypersensitivity
(immediate hypersensitivity). They bind to the CH3 domain of free IgE, preventing IgE from cross-linking with the high-affinity FceRI receptors
on the surface of mast cells and basophils, thus inhibiting cell degranulation and the release of allergic mediators such as histamine and
leukotrienes. In addition, anti-IgE antibodies can block the binding of IgE to CD23 receptors on the surface of B cells and antigen-presenting cells
inhibiting the production of new IgE antibodies by B cells as well as their antigen-presenting function.

Multiple mechanisms of anti-IgE antibody

canciath s P |
B N 7 1 PP J
antHgE ”~
WY
IgE
anigE
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- ! L i
) @ -
\\'-'-h;..-z;’?)
Allergic effector _gg’k Attergic effector S, B cell
\ cel A cel 7 "\ J
* Binding of IgE and blocking its interaction = Anti-IgE antibodies can actively remove

with both the high-affinity receptor FceRla
and the low-affinity receptor CD23 is the
most classical characteristic of a therapeutic
anti-IgE antibody

Source: Literature Review, Frost & Sullivan Analysis

and dendritic cells

FROST ¢&

(dissociate) pre-complexed IgE from its
high-affinity receptor FceRla on allergic
effector cells including basophils, mast cells

SULLIVAN

* Some anti-IgE antibodies suppress IgE
production in B-cells, most likely through a
mechanism involving the binding of
IgE:CD23 complexes on the cell surface.
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Comparison of anti-IgE antibody for different indications

Indication

Advantages

Disadvantages

Allergic rhinitis

Chronic
spontaneous
urticaria

Allergic asthma

CRSwNP

Food Allergy

Source: Frost & Sullivan analysis

* Early dosing in patients with seasonal AR significantly reduces
symptom severity.

* Combination with nasal hormones r
relief.

* Multiple symptom control with improvement in nasal
congestion, runny nose, and ocular itching.

q

time to symp

« Provides rapid symptomatic relief, with 75% of patients
experiencing symptomatic improvement within 6 weeks.

* Breakthrough efficacy of 60%-70% for antihistamine-resistant
patients,

= Can replace oral glucocorticoids and avoid hormonal side
effects.

« Significant reduction in acute exacerbations

* Improve lung function and reduce gl ticoid depend

*  Widely used in children and adults, with a favorable safety
profile.

¢+ Significant improvement in symptoms and polyp size, reduced
need for surgery and risk of recurrence.

* Reduce long-term dependence on nasal hormones and
systemic hormonal side effects.

* Better safety with fewer systemic side effects

¢ Specifically binds free IgE, inhibiting the initiation of allergic
reactions and reducing the risk of systemic sensitization.

* Reduce the need for conv 1 medi such as
glucocorticoids and epinephrine.

* Potential to induce immune tolerance and alleviate long-term
allergy symptoms.

FROST &

* Perennial AR requires long-term tr and
of efficacy is dependent on continued medication, which is costly.
* Efficacy is affected by allergen exposure, and dose adjustments
may be needed in high allergen concentrations.

¢ Tnadeanaf

g resp in some p about 30% of patients
need to exceed the prescribed dose (or combination of drugs.)

* Relapse after stopping the drug, some patients need long-term
maintenance therapy to prevent rebound.

* Dosage limitations, some patients may suffer from insufficient
dosage.

* High cost, long-term treatment is expensive, regular
subcutaneous injections are required.

* Slow onset of action, some patients need more than 12 weeks to
show effect.

» Treatment is costly and financially burdensome for patients.
* Inconvenient mode of administration and poor pati
compliance.

» Effective only for IgE-mediated food allergies, not for non-IgE
allergies.

* Individual variation is significant, and some patients may not
respond or may require long-term maintenance therapy.

¢ Monoclonal antibody-based drugs are expensive and patient
compliance is low.

SULLIVAN 51




Global market size and forecast of anti-IgE antibody drugs, 2018-2030E

» The global market size of anti IgE antibody drugs grows from USD 3.0 billion to USD 4.5 billion from 2018 to 2024. It is expected to
continue to grow to USD 9.0 billion by 2030, growing at a CAGR of 12.2% during the period.

Global Market Size of Anti-IgE Antibody Drugs, 2018-2030E

Period CAGR
2018-2024 6.9%
2025E-2030E 12.2%
9.0
Billion USD 82

7.3
6.5

2018 2019 2020 2021 2022 2023 2024 2025E  2026E  2027E 2028E  2029E  2030E

Source: Frost & Sullivan analysis
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Market size and forecast of anti-IgE antibody drugs in China, 2018-2030E

» With the increasing popularity of biologics in the treatment of allergic diseases, the penetration rate of anti-IgE antibody drugs has
been increasing, and the market size of anti-IgE antibody drugs has been growing rapidly. The market size of anti IgE antibody drugs
in China grows from RMB 0.01 billion to RMB 2.0 billion from 2018 to 2024. It is expected to continue to grow to RMB 12.1 billion
by 2030, growing at a CAGR of 32.5% during the period.

Market Size of Anti-IgE Antibody Drugs in China, 2018-2030E

Period CAGR

2018-2024 140.0%

2025E-2030E 32.5%

12.09
Billion RMB
2.96
1.96
1.02

0.01 0.02 0.07 0.20 0.30
2018 2019 2020 2021 2022 2023 2024 2025E  2026E  2027E  2028E  2029E  2030E

Source: Frost & Sullivan analysis
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Sales revenue of Omalizumab, 2018-2030E

= First approved by the FDA in 2003, omalizumab is now approved around the world for the treatment of allergic asthma, allergic
rhinitis, chronic spontaneous urticaria, food allergy, and chronic sinusitis with nasal polyps. As the indications continue to expand and
the penetration of biologics in the treatment of allergic diseases continues to increase, the sales revenues of omalizumab are growing.

Sales revenue of Omalizumab, 2018-2030E
Million USD 4,455.8

3,562.1
3.161.9 3,276.5

2,990.0

2.812.8

1.428.0 1.463.0 1,643.0

2018 2019 2020 2021 2022 2023 2024
B us. I RowW

Source: Frost & Sullivan analysis
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Drivers of Global Anti-IgE Antibody Drugs Market

* The prevalence of allergic diseases has continued to grow in recent years. According to the World Allergy Organization
(WAO), the global prevalence of allergic diseases has tripled in the last 30 years, and nearly 40% of the world's
population has been or is plagued by allergies. Allergic diseases have become one of the most important chronic diseases
worldwide, and more effective treatments need to emerge.

Prevalence of allergic
diseases continues to
expand

* The spread of disease education and the promotion of patient organizations have led to a significant increase in allergy
patients’ awareness of the importance of long-term management. More and more patients are proactively seeking precise
treatment options rather than relying solely on traditional palliative medications, driving a shift in treatment demand from
short-term symptom control to long-term disease management. Meanwhile, p ts' i d willing; to pay for
inmovative therapies is providing a consumer base for the high-value biologics market.

Increased patient
awareness and
willingness to pay for
innovative therapies

* The side effects and limited efficacy of conventional therapies (¢.g., glucocorticoids) have led to a shift in clinical practice
toward targeted biologic therapies. Innovative drugs such as anti-IgE antibodies have gradually become the standard
treatment option for pati with moderate to severe allergies due to their superior safety and efficacy. At the policy level,
the expansion of health insurance coverage and payment reform have further lowered the threshold for patients to use
drugs, accelerating the penetration of biologics in clinical practice.

Treatment paradigm
shifts toward biologics

+ Existing anti-IgE antibody drugs have maintained market vitality by expanding indications and optimizing dosing

Emergence of innovative regi R&D of generation anti-IgE drugs is accelerating, including dosage form innovation and precise design for
anti-1gE antibody different allergen phenotypes. The launch of biosimilars has further enriched market choices, forming a diversified

products product landscape where origi drugs, improved new drugs and biosimilars coexist, and jointly promoting the

development of the anti-IgE antibody market.

* Inrecent years, the indications for anti-IgE antibodies in the treatment of allergic diseases have been expanding.
Omalizumab was first approved for the treatment of asthma, and subsequently approved for the treatment of CSU and
CRSwNP. 2024, omalizumab was approved by the FDA for the prevention of food allergy. As indications continue to
expand, the applicable patient population for anti-IgE antibodies also continues to expand.

Expanded Indications

S : Frost & Sullivan Analysi;
ource: Frost & Sullivan Analysis FROST ¢& SULLIVAN 55



Future Trends of Global Anti-IgE Antibody Drugs Market

Expanded indications for
anti-IgE antibodics

Expanded range of
applicable patients

The emergence of a new
generation of anti-1gE
antibody drugs

Combination therapy of
anti-Igk antibodies

Emergence of multi-
targeted antibodies

Source: Frost & Sullivan Analysis

Anti-IgE antibody therapies are extending from traditional asthma treatment to a broader range of allergy-related diseases.
Omalizamab has been approved for indications such as chronic spontancous urticaria and nasal polyps, and clinical trials
are exploring its potential in a broader range of allergic disease indications. With the development of precision medicine,
targeted interventions against the IgE pathway may cover more IgE-mediated immune di further expanding the
market application scenarios.

Anti-IgE antibodies are expanding their applicability from the traditional moderate-to-severe patients to mild or very
severe cases. Studies have shown that they can significantly reduce the risk of acute exacerbations in patients with mild
persistent asthma and promote early intervention strategies; meanwhile, in refractory severe cases, the new anti-IgE drugs
can improve symptoms through more precise targeting and even achieve hormone tapering in some cases.

The new generation of anti-IgE antibodies breaks through the limitations of existing drugs by optimizing target affinity
and pharmacokinetic properties. The new generation anti-IgE antibody has demonstrated higher efficacy than omalizumab
in clinical trials, and the extended dosing interval is expected to improve patient compliance.

The combination of anti-IgE antibodies with other biologics or traditional therapies is becoming an innovative trend. For

example, c ing with IL-5 inhibitors synergistically suppresses eosinophilic inflammation and achieves better
symptom control in severe astt while c« with antihi i h the efficacy in chronic urticaria.
Per lized combination regi based on patient phenotype are expected to become the mainstream treatment option

for patients with allergic diseases.

Multi-targeted antibodies are an important innovative direction in anti-IgE therapy, breaking through the limitations of
single-targeted drugs and realizing the whole chain regulation of allergic cascade reaction by targeting IgE and the related
inflammatory pathways at the same time.
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Challenges and threats of Anti-IgE Antibody Drugs Market

Slow onset of action of
existing anti-Igk
antibody drugs

Inconvenient
administration of
existing anti-lgk

antibody drugs

Frequent
administration and
poor patient
compliance of existing
anti-IgE antibody
drugs

Source: Frost & Sullivan Analysis

* Current anti-IgE antibody drugs exert their effects by continuously inhibiting in vivo IgE levels, usually taking

several weeks to show significant symptom control effects. However, patients with moderate-to-severe allergic
diseases often have an urgent need for rapid symptom relief. This lag in onset may lead patients to doubt the
drug efficacy and even switch treatment regimens midway, which to a certain extent restricts their market
promotion.

The dosage of current anti-IgE antibody drugs must be accurately calculated based on the patient's body weight,
increasing the complexity of clinicians' operational processes. Meanwhile, some drugs are available in the form
of lyophilized powder for injection, which need to be reconstituted on-site by professional medical staff and
administered via injection. This not only prolongs the diagnosis and treatment time and raises requirements for
medical staff's operational capabilities but also makes it difficult to use in primary medical institutions or home
settings, further reducing medication convenience.

All current anti-IgE antibody drugs are administered by injection, usually once every 2-4 weeks. Long-term
treatment requires patients to repeatedly visit medical institutions, which not only increases time and
transportation costs but also may reduce medication willingness due to fear of injections. The characteristic of
frequent administration is likely to result in decreased patient compliance, such as missed doses or interrupted
use, which not only affects the treatment effect but also may cause patients to switch to alternative drugs with
more convenient administration.
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Entry barriers of Anti-IgE Antibody Drugs Market

Insufficient depth in * The R&D of anti-IgE antibodies heavily relies on in-depth comprehension of IgE-mediated allergic pathways.
biological mechanism Inadequate understanding of such pathways can hinder precise optimization of target binding sites during drug
research and design and prevent early prediction of potential side effects, significantly increasing the risks of R&D direction
understanding deviations or clinical failures and thus forming a critical entry barrier.

* Anti-IgE antibodies require complex protein engineering technologies to optimize core performance—for
instance, improving binding efficiency with IgE via affinity maturation, extending in vivo half-life through Fc
Technical barriers in fragment modification, and reducing immunogenicity via humanization, These processes not only demand
protein engineering mature high-throughput screening platforms and structural biology analysis capabilities but also depend on
R&D capabilities stable CHO cell expression systems. The accumulation of such technologies requires long-term R&D practice
and professional team support, which most small and medium-sized enterprises struggle to achieve, creating
significant technical barriers.

* As biologics, anti-IgE antibodies typically require an 8—12-year R&D cycle, with investments ranging from
Substantial capital hundreds of millions to billions of US dollars, and there is a certain failure rate during clinical stages.
investment required Additionally, after launch,, continuous investment is needed to build GMP-compliant production facilities and
for biologics R&D cold chain logistics systems. The massive capital demand and high-risk nature make it difficult for financially
weak enterprises to enter this field.

Source: Fi & Sullivan Analysi
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Comparison of the Pharmacokinetics of the Anti-IgE Antibody Drugs

» With the advancement of antibody technology, next-generation anti-IgE antibody drug candidates have demonstrated significant
advantages over omalizumab in terms of pharmacokinetics. Among these, the Group's candidate drug LP-003 exhibits a
significantly superior binding dissociation constant(Kd) and half-life time compared to those of omalizumab, and it also holds a
leading position among the major anti-IgE antibody drug candidates. Compared with omalizumab and other drug candidates, LP-
003 binds more tightly to its target and persists longer in vivo. This means LP-003 delivers better and more durable efficacy,
enabling less frequent injections and more convenient dosing for patients.

Comparison of the Pharmacokinetics of the Anti-IgE Antibody Drugs

Drug Company Kd (pM) Half-life time (days)

Omalizumab Novartis/Roche 1,790 20
LP-003 Longbio Pharma 2.08 45-176

RPT904/0zureprubart* RAPT Therapeutics/Jeyou Pharma ~360 63
UB-221 United BioPharma 585 16-22
Ligelizumab Novartis 35~139 1723

1 1

Note: (1) RPT904 only disclosed that its affinity data showed a four-fold increase compared to », without explicitly disclosing its Kd data. Therefore, estimates were made
based on omalizumab's Kd data. (2) Novartis discontinued the clinical trials of ligelizumab for urticaria and food allergy in September 2023 and January 2024 respectively. Ligelizumab is
also no longer included in the R&D pipeline disclosed in Novartis’ latest annual report.

Source: desk research, Frost & Sullivan Analysis
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Global competitive landscape of anti-IgE antibody approved by FDA

* As of the Latest Practical Date, there are 2 anti-IgE antibody drugs approved by FDA, including 1 original drug and 1 biosimilar.

Sale Revenue i By
FDA Approval S ZL(;;;"K o Original drug or

oy LB Al biosimila
date (million USD) hiosimilar

Drug Name | Brand Name Company Indication

Food allergy 2024/2/16
CRSwWNP 2020/12/1
Omalizumab Xolair Novartis/Roche 4,455.8 Original drug
CSU 2014/3/21
Moderate to severe asthma 2003/6/20
Food allergy
) CRSwNP
Oma;;‘;mab' Omlyclo Celltrion 2025/3/9 NA. Biosimilar
CSuU

Moderate to severe asthma

*As of May 18,2026

Source: FDA, Frost & Sullivan Analysis .
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Competitive landscape of anti-IgE antibody approved by NMPA in China

+ Asof'the Latest Practical Date, there are three anti-IgE antibody drugs approved by NMPA, including one original drug and two
biosimilars.

Drug Brand : I NMPA Drug Delivery hEakeily ) Covered by Original drug
; Company Indication : g treatment costs ' 1 or
Name Name Approval Date Program NRDL AN
(RMB) biosimilar
csu 2022/4/8 150/300ms given ~1,300/2,600
every 4 weeks.
Omalizmmnab  Xolair Novartis Yes Original drug
Allergic asthma 2017/8/24 SQUS0mEetven ~5,200
every 4 weeks.
Omalizumab . . Taizhou Mabtech . 300/450mg given 5 B G
_CMABO007 Aomaishu Pharmaceutical Allergic asthma 2023/5/19 ey AEks 1,900/2,900 Yes Biosimilar
Allergic asthma 20257126 Soo4Stmggiven ) 540 909
every 4 weeks.
(it i Enyitan st No Biosimilar
-SYN008 4 Pharmaceutical
csu 2024/9/26 150/300mg given ~1,000/1,900

every 4 weeks.

Note: 1) Depending on the patient’s condition, the dosage of medication used varies and the monthly cost of treatment varies. 2) Omalizumab first entered the National Reimbursement
Drug List (“NRDL”) in 2019, and its substance patent expired in China in 2016.

Source: NMPA, Frost & Sullivan Analysis .
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Global competitive landscape of anti-IgE antibody pipeline

* As of the Latest Practical Date, according to the clinicaltrials, there are 9 anti-IgE antibody candidates in the clinical stage,
including 6 original drugs and 3 biosimilars.

Drug Code Clinical Stage | Latest update date

Omalizumab Novartis/Roche
FB825 Oneness Biotech
Ozureprubart RAPT Therapeutics
Lesigercept Yuhan Corporation
UB-221 United BioPharma
Exl-111 Excellergy
Omalizumab-ADL018 Kashiv BioSciences
Omalizumab-TEV-45779 Teva Pharmaceuticals
Omalizumab-GNR 044 Generium Pharmaceutical

*As of May 18, 2026

Source: clinicaltrials.gov, Frost & Sullivan Analysis

Seasonal AR
COPD
Atopic Dermatitis
Allergic Asthma
Food Allergy
Csu
CsSuU
Allergic diseases
CSU
Csu

Bronchial Asthma

Phase I1I

Phase 11

Phase II

Phase IT

Phase I

Phase 11

Phase I

Phase 1

Phase II1

Phase 11T

Phase III

FROST & SULLIVAN

2026/1/12

2026/1/29

2025/9/22

2024/5/28

2026/5/4

2026/4/15

2022/5/13

2026/1/21

2025/3/25

2025/10/7

2020/10/29

Competitive landscape of anti-IgE antibody pipeline in China

Original drug or

biosimilar

Original drug

Original drug

Original drug
Original drug
Original drug
Original drug
Biosimilar
Biosimilar

Biosimilar
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* As of the Latest Practical Date, according to CDE, there are 7 anti-IgE antibody candidates in the clinical stage, including 4 original

drugs and 3 biosimilars.
(-Unll)an‘\‘
LP003 Longbio Pharma
JYB1904/Ozureprubart Penlbe
Biopharmaceutical
UB221 United Biopharma
Lesigercept Yuhan Corporation
Omalizumab-CMABO007 Raizhoy Mabtech
Pharmaceutical
Omalizumab-SYB507 jruanda Shuyang
Pharmaceutical
Omalizumab-HS632 Hisun Pharmaceutical

*As of May 18, 2026

Source: CDE, Frost & Sullivan Analysis

Indications

AR
Allergic Asthma
CcsU
CRSwNP
Csu
Allergic Asthma
AR
CSU
CsU
Csu
Allergic Asthma
Csu
Asthma
Asthma

Clinical Stage

Phase I1I
Phase I
Phase II
Phase II
Phase 11
Phase I
Phase I
Phase II
Phase II
Phase III
Phase I
Phase I1I
Phase I

Phase 1

FROST ¢& SULLIVAN

Latest update date

2025/12/20
2025/2/13
2025/2/9
2025/12/24
2026/2/6
2025/12/16
2026/3/10
2025/9/11
2026/4/9
2025/12/23
2025/5/13
2024/6/14
2022/3/30
2021/6/25

Original drug or
biosimilar

Original drug

Original drug

Original drug
Original drug

Biosimilar

Biosimilar

Biosimilar

63



Competitive landscape of monoclonal antibody approved for allergic rhinitis
by NMPA in China

* As of the Latest Practical Date, there are only 1 monoclonal antibody drug approved for allergic rhinitis by NMPA.

Target Drug name Brand name

. NMPA
Company

Drug Delivery Mo ! Covered by
Approval time Program loeatingh LCagts NRDI
e (RMB) Dk
Initial dose of 600mg,
IL-4Ra Stapokibart Kangyueda Keymed biosciences 20251217 followed by 300mg ~3,600/2,400 Yes
every two weeks
Note: 1) Depending on the patient’s condition, the dosage of medication used varies and the monthly cost of treatment varics.
Source: NMPA, Frost & Sullivan Analysis
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Global competitive landscape of monoclonal antibody pipeline for allergic
rhinitis

* As of the Latest Practical Date, according to the clinicaltrials, there are 7 monoclonal antibody candidates for allergic rhinitis in the
clinical stage.

Target

Drug Code Company Clinical Stage Latest update date
IL-13 Lebrikizumab Eli Lilly Phase I1I 2026/4/20
IgE Omalizumab Novartis/Roche Phase I1I 2026/1/12
Dupilumab Sanofi/Regeneron Phase III 2025/7/15
IL-4Ra
VAK-694 Novartis Phase II 2020/12/19
Betv1 REGN5713-5715 Regeneron Phase III 2026/4/21
ADCYAP1 ALD1910 H. Lundbeck A/S Phase I 2022/10/27
IL-33 MT-2990 Mitsubishi Tanabe Pharma Phase I 2025/12/11
CD3, BCMA Cizutamig Candid Therapeutics Phase I 2026/4/16

Note: In this page, we only consider innovative drugs and generic products are excluded.
*As of May 18,2026

Source: clinicaltrials.gov, Frost & Sullivan Analysis
FROST & SULLIVAN
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Competitive landscape of monoclonal antibody pipeline for allergic rhinitis in
China

* As of the Latest Practical Date, according to the CDE, there are 10 monoclonal antibody candidates for allergic rhinitis in the
clinical stage.

l)rug A e oA e upd“tc il

LP003 Longbio Pharma Phase HI 2025/2/10
IgE
JYB1904/Ozureprubart Jiangsu Jiye Biopharmaceutical Phase I 2026/3/10
IL-13 Lebrikizumab Eli Lilly Phase III 2025/6/9
Dupilumab Sanofi Phase 11 2025/4/3
Telikibart Chongging GenrixBio Phase III 2025/9/25
Biopharmaceutical
IL-4/IL-4Ra Comekibart Hunan Mabgeek Biotechnology Phase II/I11 2026/3/27
TQH2722 Chiatai Tianqing Pharmaceutical Phase I 2026/3/26
SHR-1819 Hengrui Pharmaceutical Phase II 2025/9/2
ST2 TQC2938 Chiatai Tianging Pharmaceutical Phase II 2026/4/20
1L-4Ra/ST2 AK139 Zhongshan Akeso Biopharma Phase 11 2026/2/13

Note: In this page, we only consider innovative drugs and generic products are excluded.
*As of May 18, 2026

Y . CDE, Fi & Sullivan Analysi.
ouree SR RS FROST ¢& SULLIVAN 66

Global competitive landscape of monoclonal antibody approved for chronic
spontaneous urticaria by FDA

¢ As of the Latest Practical Date, there are 2 monoclonal antibody drugs approved for chronic spontaneous urticaria by FDA.

Sale Revenue in 2024
(million USD))

Target Drug Name Brand Name Company FDA Approval date

IgE Omalizumab Xolair Novartis/Roche 2014/3/21 44558

IL-4Ra Dupilumab Dupixent Sanofi/Regeneron 2025/4/18 14,336.7

Note: In this page, we only consider innovative drugs and generic products are excluded.
*As of May 18, 2026

St - FDA, Fy & Sullivan Analysi.
ouree rost c Sullivan Anaiysis FROST ¢& SULLIVAN 67



Competitive landscape of monoclonal antibody approved for chronic
spontaneous urticaria by NMPA in China

» As of the Latest Practical Date, there are only 1 monoclonal antibody drug approved for chronic spontaneous urticaria by NMPA. In
January 2023, omalizumab was included in the NRDL.

: \ Monthly .
NMPA Drug Delivery ML Covered by
treatment costs

al time Progra b ;
Approval time Program (RMB) NRDI

Target Drug name Brand name Company

IgE Omalizumab Xolair Novartis/Roche 20248 POBUImEEVeR vy 30012 600 Yes
Note: 1) In this page, we only consider innovative drugs and generic products are excluded. 2) Depending on the patient’s condition, the dosage of medication used varies and the monthly

cost of treatment varies.
*As of May 18,2026

Source: NMPA, Frost & Sullivan Analysis
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Global competitive landscape of monoclonal antibody pipeline for chronic
spontaneous urticaria

» As of the Latest Practical Date, according to the clinicaltrials, there are 7 monoclonal antibody candidates for chronic spontaneous
urticaria in the clinical stage.

Drug Code Company Clinical Stage Latest update date

Barzolvolimab Celldex Therapeutics Phase III 2026/5/1

KIT
Briquilimab Jasper Therapeutics Phase I 2025/2/28
TSLP Tezepelumab Amgen Phase 11 2025/4/9
SIGLEC6 AKO006 Allakos Phase | 2025/8/27
Lesigercept Yuhan Corporation Phase I 2026/4/15

IgE
UB221 United BioPharma Phase I 2022/5/13
CD3, BCMA Cizutamig Candid Therapeutics Phase I 2026/4/16

Note: We only consider innovative drugs and generic products are excluded.
*As of May 18, 2026

Source: clinicaltrials.gov, Frost & Sullivan Analysis
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Competitive landscape of monoclonal antibody pipeline for chronic
spontaneous urticaria in China

* Asofthe Latest Practical Date, according to the CDE, there are 11 monoclonal antibody candidates for chronic spontaneous

urticaria in the clinical stage.

Drug Code Company Clinical Stage Latest update date

Telikibart
Dupilumab
IL-4R Comekibart
SHR-1819
BA2101
Ozureprubart
LP-003
IgE
UB221
Lesigercept
KIT QX013N

IL-13, TSLP CM512

Genrixbio Pharmaceutical
Sanofi
Hunan Mabgeek Biotechnology
Hengrui Pharmaceutical
Luye Pharma
Jeyou Pharma
Longbio Pharma

United Biopharma

Yuhan Corporation

Qyuns Therapeutics

Keymed biosciences

Note: In this page, we only consider innovative drugs and generic products are excluded.

* As of May 18,2026
Source: CDE, Frost & Sullivan Analysis

FROST & SULLIVAN

Phase I1I

Phase 111

Phase I

Phase II

Phase 1

Phase Il

Phase I

Phase II

Phase I

Phase [

Phase II

2025/4/8

2024/12/28

2026/3/30

2025/11/10

2023/11/1

2026/2/6

2025/2/9

2025/9/11

2026/4/9

2025/8/6

2026/4/17
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Global competitive landscape of monoclonal antibody approved for allergic

asthma by FDA

* As of the Latest Practical Date, there are 7 monoclonal antibody drugs approved for allergic asthma by FDA.

Target Drug Name

Brand Name

Company

FDA Approval date

Sale Revenue in 2024
{million USD)

IgE Omalizumab
Mepolizumab
Depemokimab-ulaa
IL-5/IL-5Ra
Reslizumab
Benralizumab
IL-4Ro Dupilumab
TSLP Tezepelumab

Xolair Novartis/Roche
Nucala
GSK

Exdensur

Cingair Teva
Fasenra AstraZeneca
Dupixent Sanofi/Regeneron
Tespire AstraZeneca

Note: We only consider innovative drugs and generic products are excluded.

* As of May 18,2026
Source: FDA, Frost & Sullivan Analysis

FROST ¢& SULLIVAN

2003/6/20

2015/11/4

2025/12/16

2016/3/23

2015/11/4

2017/3/28

2021/12/17

4,455.8

2,302.1

NA

undisclosed

1,689.0

14,336.7

248.0
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Competitive landscape of monoclonal antibody approved for allergic asthma
by NMPA in China
» As of the Latest Practical Date, there are 4 monoclonal antibody drugs approved for allergic asthma by NMPA.

Monthly 3
1 Covered by

NMPA Approval

Taroe S 4 9 P o b . . 5 slivery Progrs: 25 e ]
Target Drug name | Brand name Company T Drug Delivery Program | treatment costs NRDL
(RMB)
IGE Omalizumsb  Xolair Novartis/Roche 2017/8/24 300/450me gvenevery 45 600/3,900 Yes
Mepolizumab Nucala 2024/1/2 100mg given every 4 weeks. ~2,900 Yes
GSK
IL-5/IL-5Ra Depemokimab Exdensur 2026/5/7 100mg every 6 months N.A. No
First 3 doses of 30 mg every
Benralizumab Fasenra AstraZeneca 2024/9/27 four weeks, subsequent 30 mg  ~10,000/5,000 Yes
every eight weeks
Initial dose of 600/400 mg, ~6.000/3.000
IL-4Ra Dupilumab Dupixent Sanofi/Regeneron 2023/11/14 followed by 300/200 mg every 4 ’400 /2 ’20 0 ’ Yes
two weeks ’ H
TSLP Tezepelumab Tezspire AstraZeneca 2026/3/25 210mg given every 4 weeks. ~13,700 No
Note: In this page, we only consider innovative drugs and generic products are excluded. Depending on the patient’s condition, the dosage of medication used varies and the monthly cost
of treatment varies.
* As of May 13, 2026
Source: NMPA, Frost & Sullivan Analysis
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Global competitive landscape of monoclonal antibody pipeline for allergic
asthma(1/2)

« As of the Latest Practical Date, according to the clinicaltrials, there are 2 monoclonal antibody candidates for allergic asthma in the clinical phase
IIT stage, as well as 23 monoclonal antibody candidates in the clinical phase 1I stage.

Clinical Stage Latest update date

Drug Code Company
Tralokinumab AstraZeneca Phase IIT 2019/3/15
IL-13
Dectrekumab Novartis Phase 11 2020/12/19
GB-0895 Generate Biomedicines Phase 11 2026/4/27
Verekitug Upstream Bio Inc. Phase II 2026/5/14
HBM9378 Windward Bio Phase I 2026/4/7
TSLP
AZD8630 AstraZeneca Phase IT 2025/12/11
solrikitug DevPro Biopharma Phase 1T 2026/5/1
GSK5784283 GSK Phase 11 2026/3/23
Tryptase RG 6173 Roche Phase II 2023/8/14
ST2 Astegolimab Roche Phase II 2022/12/28
Amlitelimab Sanofi Phase 11 2026/3/30
0X40
Rocatinlimab Amgen Phase I 2025/12/11
IL-6 FB704A Oneness Biotech Phase 11 2025/12/9

Note: In this page, we only consider innovative drugs and generic products are excluded.
* As of May 18,2026

Source: clinicaltrials.gov, Frost & Sullivan Analysis
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Global competitive landscape of monoclonal antibody pipeline for allergic
asthma(2/2)

Updated

= As of the Latest Practical Date, according to the clinicaltrials, there are 2 monoclonal antibody candidates for allergic asthma in the clinical phase
11T stage, as well as 23 monoclonal antibody candidates in the clinical phase II stage.

IL-4Ra

IL4,1L13, TSLP

IL-33

IL-23a

IL-1RL1

IL-17Ra

IL13, TSLP
Feld 1

CD4

FB825
Rademikibart
Tilrekimig
Tozorakimab
SAR440340
Risankizumab
Melrilimab
CIM112
AMG 827

Lunsekimig

REGN1908-1909

Tregalizumab

Oneness Biotech

hou Connect Biophar

Pfizer
AstraZeneca
Sanofi/Regeneron
AbbVie/Boehringer Ingelheim
GSK
Novartis
Amgen
Sanofi
Regeneron

T-Balance Therapeutics GmbH

Note: In this page, we only consider innovative drugs and generic products are excluded.

* As of May 18,2026

Source: clinicaltrials.gov, Frost & Sullivan Analysis

Global competitive landscape of mAb pipeline for allergic asthma
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Phase I1

Phase 11

Phase 11

Phase II

Phase 1T

Phase I

Phase I

Phase I1

Phase I1

Phase I1

Phase It

Phase 11

2026/1/12
2026/4/27
2026/5/4
2026/4/9
2022/6/14
2019/4/10
2020/3/2
2021/10/8
2021/11/26
2026/5/15
2021/7/1

2022/2/8
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Drug Code Clinical Stage |__Latestupdate date

IL-13

TSLP

Tryptase
ST2

0X40

IL-6
IgE
IL-4Ra
IL4,1L13, TSLP

IL-33

IL-23a
IL-1RL1

IL-17Ra

IL13, TSLP
Feld1
CD4

Tralokinumab
Dectrekumab
GB-0895
Verekitug
HBM9378
AZD38630
solrikitug
GSK5784283
RG 6173
Astegolimab
Amlitelimab
Rocatinlimab
FB704A
FB825
Rademikibart
Tilrekimig
Tozorakimab
SAR440340
Risankizumab
Melrilimab
CIM112
AMG 827
Lunsekimig
REGN1908-1909

Tregalizumab

AstraZeneca
Novartis
Generate Biomedicines
Upstream Bio Inc.
Windward Bio
AstraZeneca
DevPro Biopharma
GSK
Roche
Roche
Sanofi
Amgen
Oneness Biotech
Oneness Biotech
Suzhou Connect Biopharmaceuticals
Pfizer
AstraZeneca
Sanofi/Regeneron
AbbVie/Boehringer Ingelheim
GSK
Novartis
Amgen
Sanofi
Regeneron
T-Balance Therapeutics GmbH

Note: In this page, we only consider innovative drugs and generic products are excluded.

* As of May 18,2026

Source: ChinicalTrials.gov, Frost & Sullivan Analysis

FROST &

SULLIVAN

Phase 111
Phase I
Phase I
Phase I
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase 11
Phase I

2019/3/15
2020/12/19
2026/4/27
2026/5/14
2026/4/7
2025/12/1
2026/5/1
2026/3/23
2023/8/14
2022/12/28
2026/3/30
2025/12/11
2025/12/9
2026/1/12
2026/4/27
2026/5/4
2026/4/9
2022/6/14
2019/4/10
2020/3/2
2021/10/8
2021/11/26
2026/5/15
2021/7/1
2022/2/8
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Updated

Competitive landscape of monoclonal antibody pipeline for allergic asthma in
China(1/2)

« As of the Latest Practical Date, according to the CDE, there are 7 monoclonal antibody candidates for allergic asthma in the clinical
phase 111 stage, as well as 16 monoclonal antibody candidates in the clinical phase II stage.

Target Drug Code Company Clinical Stage Latest update date

Bosakitug Chiatai Tianging Pharmaceutical Phase 111 2025/3/7

SHR-1905 Hengrui Pharmaceutical Phase 111 2025/8/27
QL2302 Qilu Pharmaceutical Phase III 2025/11/27

TSLP

CM326 Keymed biosciences Phase III 2026/4/27
MG014 Hunan Mabgeek Biotechnology Phase II 2025/10/29

AZD8630 AstraZeneca Phase I1 2026/2/2

S$8GJ-610 3SBio Pharma Phase 11 2026/1/29

o SHR-1703 Hengrui Pharmaceutical Phase II 2025/6/6
0X40 Rocatinlimab Amgen Phase 11 2025/2/13
IL-11, TSLP HB0056 Huabo Biopharm Phase II 2025/9/4
IL-4R, ST2 AK139 Akeso Biopharma Phase 11 2026/2/6

Note: In this page, we only consider innovative drugs and generic products are excluded.
* As of May 18,2026

Source: CDE, Frost & Sullivan Analysis
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Updated
Competitive landscape of monoclonal antibody pipeline for allergic asthma in
China(2/2)

» As of the Latest Practical Date, according to the CDE, there are 7 monoclonal antibody candidates for allergic asthma in the clinical
phase III stage, as well as 16 monoclonal antibody candidates in the clinical phase II stage.

Target Drug Code Clinical Stage Latest update date

Comekibart Hunan Mabgeek Biotechnology Phase 111 2025/4/2
Rademikibart Connect Biopharma Phase 111 2024/8/2
IL-4Ra Stapokibart Keymed biosciences Phase II/111 2023/9/13
Telikibart Genrixbio Pharmaceutical Phase I 2025/5/15
LQO036 Shanghai Novamab Biopharmacenticals Phase 11 2025/11/4
CM512 Keymed biosciences Phase I 2026/1/13
IL-13, TSLP
Lunsekimig Sanofi Phase 11 2026/3/25
LP-003 Longbio Pharma Phase 11 2025/2/13
IgE
Ozureprubart Jeyou Pharma Phase 11 2025/12/16
BBT002 Beijing Shanzhuyao Biopharmaceutical Phase II 2025/11/24
IL-4R, IL-5
RC1416 Regenecore Biotech Phase II 2026/1/13
IL-33 Tozorakimab AstraZeneca Phase 11 2025/9/9

Note: In this page, we only consider innovative drugs and generic products are excluded.
* As of May 18,2026

Source: CDE, Frost & Sullivan Analysis
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Competitive landscape of mab pipeline for allergic asthma in China

Drug Code Clinical Stage

Updated

Latest update date

Bosakitug Chiatai Tianging Pharmaceutical Phase II1 2025/3/7
SHR-1905 Hengrui Pharmaceutical Phase 111 2025/8/27
I QL2302 Qilu Pharmaceutical Phase 111 2025/11/27
CM326 Keymed biosciences Phase I1I 2026/4/27
MGO014 Hunan Mabgeek Biotechnology Phase 11 2025/10/29
AZD8630 AstraZeneca Phase 11 2026/2/2
T §$S8GJ-610 3SBio Pharma Phase 1T 2026/1/29
SHR-1703 Hengrui Pharmaceutical Phase 11 2025/6/6
0X40 Rocatinlimab Amgen Phase 11 2025/2/13
IL-11, TSLP HB0056 Huabo Biopharm Phase 11 2025/9/4
IL-4R, ST2 AK139 Akeso Biopharma Phase 1T 2026/2/6
Comekibart Hunan Mabgeek Biotechnology Phase I 2025/4/2
Rademikibart Connect Biopharma Phase 11T 2024/8/2
IL-4Ra Stapokibart Keymed biosciences Phase II/III 2023/9/13
Telikibart Genrixbio Pharmaceutical Phase II 2025/5/15
LQO036 Shanghai Novamab Biopharmaceuticals Phase 11 2025/11/4
IL-13, TSLP CM512 Keymed biosciences Phase 11 2026/1/13
Lunsekimig Sanofi Phase 11 2026/3/25
1eE LP-003 Longbio Pharma Phase 11 2025/2/13
Ozureprubart Jeyou Pharma Phase 1T 2025/12/16
IL4R, IL-5 BBT002 Beijing Shanzhuyao Biopharmaceutical Phase I 2025/11/24
RC1416 Regenecore Biotech Phase 1T 2026/1/13
IL-33 Tozorakimab AstraZeneca Phase I1 2025/9/9
Note: In this page, we only consider innovative drugs and generic products are excluded.
* Agof May 71"8, 3926
Source: CDE, Frost & Sullivan Analysis
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Global competitive landscape of monoclonal antibody approved for CRSwNP
by FDA

 As of the Latest Practical Date, there are 4 monoclonal antibody drugs approved for CRSWNP by FDA.

Sale Revenue in 2024

Target Drug Name Brand Name Company (million USD)

FDA Approval date

TSLP Tezepelumab Tespire AstraZeneca 2025/10/17 248.0
IL-5 Mepolizumab Nucala GSK 2021/7/29 2,302.1
IgE Omalizumab Xolair Novartis/Roche 2020/12/1 4,455.8

IL-4Ra Dupilumab Dupixent Sanofi/Regeneron 2019/6/26 14,336.7

Note: In this page, we only consider innovative drugs and generic products are excluded.
* As of May 18,2026

Source: FDA, Frost & Sullivan Analysis
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Updated

Competitive landscape of monoclonal antibody approved for CRSwNP by
NMPA in China

+ As of the Latest Practical Date, there are 2 monoclonal antibody drugs approved for CRSWNP by NMPA.

Monthly
Drug Delivery Program | treatment costs
(RMB)

Covered by
NRDIL

NMPA
Approval time

Target Drug name Brand name Company

IL-4Ra Stapokibart BBk Keymed biosciences 2024/12/23 300mg given every 2 weeks ~2,400 Yes
Mepolizumab Nucala 2025/172 100mg given every 4 weeks. ~2,900 Yes

IL-5 GSK
Depemokimab Exd 2026/5/7 100mg every 6 months N.A. No
TSLP Tezepelumab Tezspire AstraZeneca 2026/3/25 210mg given every 4 weeks. ~13,700 No

Note: In this page, we only consider innovative drugs and generic products are excluded.
* As of May 18,2026

S : NMPA, Frost & Sullivan A i
ource. rost & Sullivan Analysis FROST@SULL]VAN 80

Updated

Global competitive landscape of monoclonal antibody pipeline for CRSwNP

* As of the Latest Practical Date, according to the clinicaltrials, there are 6 monoclonal antibody candidates for CRSWNP in the
clinical stage.

Target Drug Code Company Clinical Stage Latest update date
IL33 Ttepekimab Sanofi/Regeneron Phase 11 2026/5/8
TSLP Verekitug Upstream Bio Phase II 2025/8/15
Benralizumab AstraZeneca Phase III 2024/6/18

IL-5/IL-5R

Depemokimab GSK Phase III 2025/12/3
1L13 Lebrikizumab Eli Lilly Phase III 2026/5/12
1L13, TSLP Lunsekimig Sanofi Phase I1 2026/4/28

Note: In this page, we only consider innovative drugs and generic products are excluded.
* As of May 18,2026

Source: clinicaltrials.gov, Frost & Sullivan Analysis
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Updated

Competitive landscape of monoclonal antibody pipeline for CRSwNP in China

« As of the Latest Practical Date, according to the CDE, there are 13 monoclonal antibody candidates for CRSWNP in the clinical
stage.

Target Drug Code Clinical Stage Latest update date

Bosakitug Chiatai Tianging Pharmaceutical Group Phase III 2025/10/10
TSLP I SHR-1905 Hengrui Pharmaceutical Phase 111 2025/9/12
CM326 Keymed biosciences Phase III 2026/2/6
IL-33 Itepekimab Sanofi Phase Il 2025/8/12
IL-13 Lebrikizumab Eli Lilly Phase 111 2025/2/14
Dupilumab Sanofi Phase III 2024/12/20
S8GJ-611 Sunshine Guojian Pharmaceutical Phase HI 2025/10/22
IL-4Ra Telikibart - Chongqing GenrixBio Biopharmaceutical Phase III 2025/8/1
TQH2722 Chiatai Tianqing Pharmaceutical Group Phase I1 2024/8/2
QX005N Qyuns Therapeutics Phase I 2025/7/30
IL-13,TSLP CM512 Keymed biosciences Phase II 2026/1/16
IgE LP-003 Longbio Pharma Phase I 2025/12/24
IL-4R, IL-5 BBT002 Beijing Shanzhuyao Biopharmaceutical Phase I 2026/5/14

Note: In this page, we only consider innovative drugs and generic products are excluded.
* As of May 18,2026

St : CDE, Fi & Sullivan Analysi
ree rost d Sullivan Analysis FROST ¢& SULLIVAN 82

Global competitive landscape of monoclonal antibody approved for food
allergy by FDA

* As of the Latest Practical Date, there are only 1 monoclonal antibody drug approved for food allergy by FDA.

Sale Revenue in 2024
(million USD)

Target Drug Name Brand Name Company FDA Approval date

IgE Omalizumab Xolair Novartis/Roche 2024/2/16 44558

Note: In this page, we only consider innovative drugs and generic products are excluded.
* As of May 18,2026

Source: FDA, Frost & Sullivan A i
ree rost & Sullivan Analysis FROST é" SULLIVAN 83



Global competitive landscape of monoclonal antibody pipeline for food allergy

* As of the Latest Practical Date, according to the clinicaltrials, there are 7 monoclonal antibody candidates for food allergy in the
clinical stage.

l)rug at i Stﬂgc e updatc -

IL33 Etokimab AnaptysBio Phase Il 2023/7/27
IgE Ozureprubart RAPT Therapeutics Phase II 2026/5/4
TSLP Tezepelumab AstraZeneca Phase I1 2026/4/29
Arah2, Arah6 IGNX001 IgGenix Phase I 2025/11/14
CD3, BCMA Linvoseltamab Regeneron Phase I 2026/5/5
3 MYO006 Mabylon Phase 1 2026/5/6
CD3, BCMA Cizutamig Candid Therapeutics Phase I 2026/4/16

Note: In this page, we only consider innovative drugs and generic products are excluded.
N As Qf May IS, 2026

Source: clinicaltrials.gov, Frost & Sullivan Analysis
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Competitive landscape of monoclonal antibody pipeline for food allergy in
China

* As of the Latest Practical Date, according to the CDE, there are 1 monoclonal antibody candidate for food allergy in the clinical
stage.

Target Drug Code Company Clinical Stage Latest update date

IgE LP-003 Longbio Pharma Phase I 2025/8/24

Note: In this page, we only consider innovative drugs and generic products are excluded.
* As of May 18,2026

Source: CDE, Frost & Sullivan Analysis "
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Overview of Global Autoimmune Disease Drugs Market

FROST ¢ SULLIVAN

Comparison of Autoimmune Disease Treatment

Treatment

Common Drugs

* Adalimumab
q e q q ¢ Etanercept
Biologics Biologics « Golimumab
* Infliximab
Nonsteroid anti- *  Aspirin
inflammatory drugs » Ibuprofen
(NSAIDs) * Naproxen
Conventional *  Methotrexate
DMARDs * Leflunomide

* Methylprednisolone
Corticosteroids « D hasone

Small

Mechanism

Target at molecules involved in the activation of
the immune system, such as tumor necrosis
factor (TNF) ,interleukin (IL) , B-cells and T-
cells.

Block prostaglandins, which can sensitize the
nerves and magnify pain feelings during
inflammation.

Inhibit the enzymes that affects DNA-synthesis
for the proliferation of white blood cells, thus
causing immunosuppression.

Stop the release of molecules that cause
infl ion and also stop body from having an

* Prednisone

Molecular

* Tofacitinib

JAK inhibitors « Baricitinib

*  Such as mTOR
e nino: inhibitors (Sirolimus,
suppressants

Everolimus)

Source: Literature review, Frost & Sullivan analysis

immune response.

Inhibit immune cell function by inhibiting signal
transduction of cytokines and growth factors.

Block the mammalian target of rapamycin
(mTOR) which regulates cellular metabolism,
growth, and proliferation.
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Advantages

Newly emerging effective
biologic drugs are available for
patients with severe or resistant
disease.

Work quickly and generally have
fewer side effects than
corticosteroids.

Long-term medication can
effectively control symptoms and
achieve stable efficacy.

Fast and strong anti-
inflammatory effect that can be
applied in many situations.

Have shown satisfactory efficacy
in patients resistant to other
medications.

Have shown tumor responses in
clinical trials against both
autoimmune discases and various
tumor types.
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Global Autoimmune Disease Drugs Market, 2019-2030E

Global autoimmune diseases drugs market increased from USD116.9 billion in 2019 to USD138.9 billion in 2024 with a CAGR of
3.5 %. It is expected to reach USD 176.7 billion in 2030.

Biologics accounted for approximately 76.5% of global autoimmune diseases drugs market in 2024. Targeted biologics has already
replaced chemical drugs as the major treatment of autoimmune diseases. This sector is forecasted to account for approximately
81.6% of global autoimmune diseases drugs market in 2030.

Global Autoimmune Disease Drugs Market, 2019-2030E

Small molecular

Period Biologics Overall
drug&
2019-2024 -3.4% 6.4% 3.5% 100.0%
2025E-2030E -0.1% 52% 4.1%

90.0%

800%  806%  812%  81.6%
Billion USD . T65%  180%  T92% - & < — 80.0%

69.8% ot . ’ = i 176.7 ‘

68.7% -8% 170.0 8

66.5% shgl 2l gl 70.0%
138.9 144.8 E
1277 1324 133.8 -

116.9 120.6 60.0%
50.0%
40.0%
— i S ——! = — == = — == — 30.0%

2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

mmmm Biologics mmam Small Molecules ~ =@==Proportion of Biologics
Source: Frost & Sulli Iysi
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China Autoimmune Disease Drug Market, 2019-2030E

Based on China’s huge population, there is a large patient pool in Chinese market. With the development and improvement of diagnostics for
autoimmune disease in China, the market demand of medical services would be spurred in the following years. The overall market increased from
USD 2.4billion to USD 5.1 billion in 2024, representing a CAGR of 16.8%. It is expected to increase to USD 19.0 billion in 2030 with a CAGR
of 24.5%.

Given the large patient pool in China, and the development and advancement of innovative therapies for autoimmune diseases, the biologics
sector has developed rapidly after 2017 because the boom of innovative biologics R&D. The market share of biologics increased from 22.7% in
2019 to 48.1% in 2024, and is forecasted to reach 65.6% in 2030.

Autoimmune Disease Drug Market in China, 2019-2030E

Small molecular

208 Period drugs Biologics Overall
20192024 7.6% 34.2% 16.8% o 65.6%  70.0%
25.0 2025E-2030E 16.5% 31.7% 24.5%
55.1% 60.0%
51.4%
o,
20.0 45.9% 48.1% 19.0 50.0%
Billion USD
15.7 40.0%
B ()
15.0 ok
30.0%
22.7% 10 °
10.0 83
6.6 20.0%
38 .
50 :
24 25 3.0 2.9 10.0%
= Lo T T L T = —r . T — . L N — 0.0%
2019 2020 2021 2022 2023 2024 2025E 2026E  2027E  2028E  2029E  2030E
== Biologics  ®wm Small Molecules  ==#=Proportion of Biologics
Source: Frost & Sulli lysi
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Market Drivers of Autoimmune Disease Drugs Market (1/2)

lifestyle changes and

rising pl’(‘\'ﬂl(‘l](‘(‘ rates.

Growing patient
awareness and
stronger motivation to
access medical
treatment reflect
evolving healtheare-
seeking attitudes.

The advancement of
diagnostic technology
has led to an increase
in disease detection
rates,

Source: Frost & Sullivan Analysis

¢ Akey driver of China’s autoimmune disease drug market is the increasing prevalence due to lifestyle changes.
With accelerated urbanization, westernized dietary habits, heightened environmental stress, and increased
mental pressure, the incidence of autoimmune disases has been rising year by year. The continuous expansion
of the patient population not only fuels sustained demand for diagnosis and treatment but also provides long-
term momentum for new drug development and market expansion, making it one of the critical factors
supporting industry growth.

* In recent years, with the rise in public health awareness, faster dissemination of medical knowledge, and
gradual improvement in diagnosis and treatment channels, more patients are able to receive early diagnosis and
actively seek standardized treatment. This trend not only drives stable demand for existing drugs but also
creates a solid foundation for the market penetration of innovative therapies, thereby further supporting the
industry’s sustained growth.

» With continuous advancements in imaging, molecular testing, and autoantibody detection technologies, as well
as the promotion of clinical guidelines and the improvement of doctors’ diagnostic and treatment capabilities,
patients are able to receive clear diagnoses at an early stage. The rise in detection rates not only facilitates the
effective identification of patient populations and the release of treatment demands but also provides solid
support for the sustained expansion of the drug market.

FROST ¢& SULLIVAN 90

Market Drivers of Autoimmune Disease Drugs Market (2/2)

Policy Support.

Insurance coverage
drives market growth
and the penetration of

biologics

Diversitied Targets
and Accelerated R&D
Progress

Source: Frost & Sullivan Analysis

* Inrecent years, the government has consistently introduced favorable policies in areas such as accelerating the review and
approval of innovative drugs, optimizing the clinical trial environment, and d ically adjusting the national
reimbursement drug list. The Implementation Plan for Full-Chain Support for the Development of Innovative Drugs
coordinates core policy areas including price dical insurance payment, and commercial insurance,
providing systematic policy support for the rapid development of the innovative drug industry. These measures have
effectively shortened the time-to-market for new drugs and improved patient access to medications. Additionally,
continuous improvements in diagnostic and treatment guidelines for autoimmune diseases, along with stronger promotion
of clinical applications, have collectively created a favorable environment for industry development and injected long-
term momentum into market growth.

* The Several Measures for Supporting the High-Quality Development of Innovative Drugs further establishes a
multi-level security system integrating dynamic medical insurance access and commercial insurance gradient
protection mechanisms, continuously optimizing the market ecology for innovative drugs. With dynamic
adjustments to the national reimbursement drug list, high-cost biologic agents are gradually being included in
the coverage, significantly reducing patients' financial burden and improving treatment accessibility. This not
only expands the medication scale for moderate-to-severe patients but also accelerates the clinical adoption of
innovative drugs, thereby driving overall market growth and increasing the proportion of biologics in
autoimmune treatment.

* Currently, in addition to traditional targets such as TNF-a and IL-6, emerging targets like JAK, BTK, IL-17,
and IL-23 are continuously achieving breakthroughs, with related pipelines rapidly advancing into clinical
research and commercialization stages. The diversification of targets not only broadens treatment options,
meeting the diverse needs of different patient groups, but also stimulates companies' enthusiasm for investing in
innovative drug development, thereby injecting sustained innovation momentum and growth potential into the
market.
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Future Trends of Autoimmune Disease Drugs Market (1/2)

Sustained Market

Growth.

Increasing market
share of biologics.

The advancement of
diagnostic technology
has led to an increase
in disease detection
rates.

Source: Frost & Sullivan Analysis

China's autoimmune disease (AID) drugs market is projected to maintain steady growth over the coming years.
This upward trajectory will be driven by multiple factors: the expanding patient population, improvements in
diagnosis and standardized treatment protocols, as well as the continuous introduction of innovative therapies
and broader medical insurance coverage. Concurrently, the substantial unmet clinical needs present vast
opportunities for novel mechanisms of action and differentiated treatment approaches. As a result, the AID
drugs market in China is well-positioned to sustain robust growth momentum in the long term.

With advantages in efficacy, targeting, and safety, biologics are gradually becoming the primary treatment
option for moderate to severe patients. Meanwhile, the accelerated progress in the R&D pipelines of domestic
innovative pharmaceutical companies and the expansion of medical insurance coverage are expected to further
enhance drug accessibility and patient acceptance. As a result, the penetration rate of biologics in the
autoimmune drug market is projected to keep rising, becoming a significant driver for the industry's future
development.

With continuous advancements in imaging, molecular testing, and autoantibody detection technologies, as well
as the promotion of clinical guidelines and the improvement of doctors’ diagnostic and treatment capabilities,
patients are able to receive clear diagnoses at an early stage. The rise in detection rates not only facilitates the
effective identification of patient populations and the release of treatment demands but also provides solid
support for the sustained expansion of the drug market.
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Future Trends of Autoimmune Disease Drugs Market (2/2)

Policy Support.

Insurance coverage
drives market growth
and the penetration of

biologics

Dual and Multi-Target
Advantages.

Source: Frost & Sullivan Analysis

In recent years, the government has consistently introduced favorable policies in areas such as accelerating the review and
approval of innovative drugs, optimizing the clinical trial environment, and dynamically adjusting the national
reimbursement drug list. The Implementation Plan for Full-Chain Support for the Development of Innovative Drugs
coordinates core policy areas including price medical insurance payment, and commercial insurance,
providing systematic policy support for the rapid development of the innovative drug industry. These measures have
effectively shortened the time-to-market for new drugs and improved patient access to medications. Additionally,
continuous improvements in diagnostic and treatment guidelines for autoimmune diseases, along with stronger promotion
of clinical applications, have collectively created a favorable environment for industry development and injected long-
term momentum into market growth.

The Several Measures for Supporting the High-Quality Development of Innovative Drugs further establishes a
multi-level security system integrating dynamic medical insurance access and commercial insurance gradient
protection mechanisms, continuously optimizing the market ecology for innovative drugs. With dynamic
adjustments to the national reimbursement drug list, high-cost biologic agents are gradually being included in
the coverage, significantly reducing patients' financial burden and improving treatment accessibility. This not
only expands the medication scale for moderate-to-severe patients but also accelerates the clinical adoption of
innovative drugs, thereby driving overall market growth and increasing the proportion of biologics in
autoimmune treatment.

Compared to single-target drugs, these therapies can simultaneously act on multiple key pathways, enhancing
both the breadth and durability of treatment while potentially reducing the risk of drug resistance. In clinical
practice, dual-target and multi-target approaches offer more precise treatment options for patients with complex
disease progression or comorbidities. With ongoing advancements in the R&D pipeline and the accumulation of
clinical data, these therapies are expected to become a critical area for differentiated competition, further
elevating the market landscape.
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Challenges and threats of Autoimmune Disease Drugs Market

Low penetration of = Despite their clear advantages in efficacy, targeting, and therapeutic value for moderate to severe patients, the
biologics in the clinical application of biologics is constrained by factors such as high price levels, limited insurance coverage,
autoimmune disease and insufficient acceptance among doctors and patients. The low penetration rate has somewhat hindered the
drugs market. adoption speed of innovative therapies and introduced uncertainty for further market expansion..

¢ Currently, classic targets such as TNF-u, IL-6, and JAK have attracted multiple drugs in development or
already on the market, intensifying competition. Meanwhile, emerging targets like BTK, IL-17, and IL-23 are
also advancing rapidly. In the future, as more products enter clinical trials or commercialization, market
differentiation will become even more pronounced. This places higher demands on companies in terms of
efficacy validation, pricing strategies, and clinical value creation, while also increasing uncertainty in industry
development.

Intense competition

from rival products
and target saturation

* Although molecular diagnostics and autoantibody testing technologies have advanced in recent years, some
Challenges in regions still face limitations such as inadequate diagnostic tools, limited testing accessibility, and uneven
Diagnostic Technology clinical application. These issues result in delayed or inaccurate diagnoses for certain patients during early
and Diagnosis Rates disease stages. Low diagnosis rates not only hinder standardized treatment and medication demand but also
constrain the full realization of market potential.

Source: Frost & Sullivan Analysis
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Mechanisms and Characteristics of Complement Inhibitors

The complement system is a self-protection mechanism of the human body. The abnormal activation of the complement system is involved in

the occurrence and development of various diseases. The use of complement inhibitors has brought landmark progress for many rare diseases,
such as paroxysmal nocturnal hemoglobinuria (PNH), atypical hemolytic uremic syndrome (aHUS), and so on. In recent years, the application
of complement inhibitors has also gradually expanded to other complement-related disease areas.

Mechanisms of Complement Inhibitors

@ Complement inhibitors work by targeting key p of the pl

system (such as C3, CS, Factor D/B) to block their actlvahon pathways

Mechanisms of Complement inhibitors (C3&CS)

% Complement inhibitors (C3&C35) work by synergistically blocking
the upstream C3 activation and terminal C5 cleavage pathway of the

(classical, lectin, alternative), precisely inhibiti ive «

activation. For example, C5 inhibi (such as i b) prevem the
cleavage of C5 into pro-inflammatory factor C5a and membrane attack
complex C5b, while C3 int ors (such as Peg »plan) block the central
node of the complement cascade, the C3 convertase, reducing inflammation
and tissue damage. Some drugs can also mimic natural regulatory proteins
(CD55/CDS59), protecting host cells from misdirected attacks.

> Inhibit C3/C5 protein

. C3 inhibitor:Blocking C3 convertase, inhibiting the "core node" of
the complement cascade, and preventing the generation of C3a (pro-
inflammatory factor) and C3b (opsonin).

. C5 inhibitors: Bind to C5 protein and prevent it from cleaving into
C5a (a potent chemotactic factor) and C5b (the starting component of
the membrane attack complex MAC).

»  Block other complement factors

. Factor D/B inhibitors: inhibit key enzymes of the bypass pathway
(e.g., Factor D/B), reducing the formation of C3 converting enzymes.

Source: Frost & Sullivan Analysis

compl system, in which inhibition of C3 can block the
formation of C3 converting enzyme, reduce the deposition of C3b
and the release of C3a inflammatory mediators, and inhibition of C5
can prevent the release of C5a chemokines and the generation of
membrane attack complex (C5b-9), thus controlling the abnormal
activation of complement in both the “central hub” and “terminal
toxicity” aspects.

»  “Compared with single-target inhibitors, it has the advantage of
avoiding the limitations of residual activation of the terminal

pathway when only C3 is inhibited or the persi of C3a
inflammatory effect when only C5 is mhlbxted and it is more
comprehensively inhibiting compl iated infl

mediators through dual pathway synergism. Compared with smg]e-
target inhibitors, they have the advantage of avoiding the limitation
of inhibiting only the residual activation of the terminal pathway at
C3 or the persi of the infl ory effect of C3a at C5, and
inhibiting the compl diated tissue damage more
comprehensively through dual-pathway synergism.
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Development History of Complement Inhibitors

B 1890s ~ 1900s
W 2007s~2021s

» In 1890, Belgian
immunologist Bordet
discovered and confirmed the
existence of a heat-intolerant
component in human and
animal fresh serum that can
assist and supplement
specific antibodies to kill
microorganisms, so it is
called complement
(Complement).

» Since the discovery of
complement in the 19th
century, the research on the
complement system and its
drug development has never
stopped.

» In 2007, the first C5-targeted
monoclonal antibody drug,
eculizumab (Soliris®), developed
by Alexion was approved for
marketing, marking the official
entry of complement-targeted
therapy into clinical application.
However, in the more than ten
years since then, the progress of
new drug research and
development in this field has
been slow. Until 2018,
ravulizumab (Ultomiris®), a
long-acting C5 inhibitor
engineered through the Fc
fragment, came out. It optimizes
the administration frequency by
prolonging the antibody half-life.
It not only consolidates
Alexion‘s leading position in the
industry but also provides key
clinical verification and technical
paradigms for the precise
regulation of the complement
pathway.

B 2010s ~ Today

> In 2021, Apellis Pharmaceuticals launched Pegcetacoplan
(Empaveli®), the first C3-targeted complement inhibitor,
challenging Alexion’s (AstraZeneca) dominance in C5
inhibition. This breakthrough spurred competition, with
Annexon, Novartis, ChemoCentryx, Sanofi, and AstraZeneca
advancing diversified pipeline strategies-—ranging from
classical pathway blockers to oral antagonists—through
internal R&D and partnerships. The influx of novel
mechanisms underscores the complement therapeutics field’s
evolution into a competitive, high-potential market driven by
unmet clinical needs..

Source: Literature Review, Frost & Sullivan Analysis
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Clinical Application of Complement Inhibitors

» The clinical application of complement inhibitors has brought breakthroughs in the treatment of rare diseases such as paroxysmal nocturnal
hemoglobinuria (PNH) andIgA nephropathy(IgA). In recent years, with the deepening of research, the application scope of complement
inhibitors has continued to expand, and it has also shown significant clinical value in more complement-related diseases such as glomerulopathy
and myasthenia gravis (MG).

Application in paroxysmal
nocturnal hemoglobinuria

Application in C3

q Application in 1gA

nephropathy glomerulopathy

1

* The clinical application of comp
inhibitors in IgA nephropathy (IgAN) is
promising. Given that the abnormal
activation of the complement system is a
key pathogenetic link in the pathogenesis
of IgAN, complement inhibitors can
precisely target this pathological process,
which is expected to block the progression
of renal injury, especially for patients with
poor response to traditional
immunosuppressive drugs or high disease
activity. Currently, complement inhibitors
with different targets, such as eculizumab,
ravulizumab, and iptacopan, have shown
positive effects in clinical trials. For
example, iptacopan can reduce the urinary
protein/creatinine ratio and inhibit the
level of complement activation markers in
patients.

* For C3 glomerulopathy due to
abnormal activation of the alternative
complement pathway, the C5
inhibitor (eculizumab) has shown
partial efficacy in individual cases,
but the overall evidence is limited.
New alternative pathway inhibitors
such as the B-factor inhibitor
Iptacopan can reduce urinary protein
and C3 deposition in renal tissue in
phase 11 trials, providing hope for
future treatment.

* Currently,Novartis' iptacopan has
been recommended for approval by
the European Medicines Agency
(EMA) for the treatment of C3G and
has become the world's first
complement inhibitor for this disease.

¢ Complement inhibitors (such as the C5
inhibitor b, Ravuli b, and the
C3 inhibitor Peg »plan) are mil
in the tr of PNH, especially for
PNH patients with classical or combined
bone marrow failure. By blocking the
complement terminal pathway (C5
inhibitor) or upstream C3 activation (C3
inhibitor), significantly reduce the risk of
intravascular hemolysis and thrombosis,
improve anemia and quality of life.
Ravulizumab can prolong the dosing
interval due to its long half-life, while the
novel C3 inhibitor can simultaneously
inhibit C3 diated extra 1|
hemolysis.

Source: Literature Review, Frost & Sullivan Analysis
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Overview of Paroxysmal Nocturnal Hemoglobinuria(PNH)

» Paroxysmal nocturnal hemoglobinuria (PNH) is a rare disease that presents clinically with a variety of symptoms, the most prevalent of which
are hemolytic anemia, hemoglobinuria, and somatic symptoms including fatigue and shortness of breath. Other findings associated with PNH
include thrombosis, renal insufficiency, and in the later course of the disease, even bone marrow failure. The condition is genetic, with the
mutations occurring on the X linked gene.

Pathology ¢ =g o = = 2 Characteristics of PNH patients ----------------
Gender ration_of PNH patients in China (%) ,2023
¢ Male
@ Paroxysmal nocturnal hemoglobinuria occurs @® Female

due to the development of a genetic mutation in
hematopoietic stem cells. This mutation of the X-
linked gene phosphatidylinositol glycan class A
(PIGA), produces a deficiency in the
glycosylphosphatidylinositol ~ (GPI)  protein,
which is responsible for anchoring other protein
moieties to the surface of erythrocytes

-

Age distribution of PNH pltlents in China(%), 2023

N S - ... ______§___®}

@ Proteins responsible for the regulation of
complement activity, specifically CD55 and 0.6% 10-19y/o |1 1.8%
CD59, are thereby prevented from attaching to o o
PNH affected cells. The resultant loss of e 20:29y/o [ 12.8%
complement  inhibition  produces  chronic 25.5% 30-39y/0 | 20.4%
complement-mediated hemolysis of PNH cells.
This chronic state of hemolysis can be 91%‘ 40-49ylo [ 94%
exacerbated if the complement system is -
activated by stress due to surgery, trauma, or H5% 50-39ylo W 2.1%
other triggers for inflammation 0.6% 60-69 y/o | 0.9%
B Male 6ol 7079y [03% ¥ Female

Source: Literature Review, Frost & Sullivan Analysis
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Pathogenesis of Paroxysmal Nocturnal Hemoglobinuria(PNH)

* Paroxysmal Nocturnal Hemoglobinuria (PNH) arises from an acquired somatic mutation in the PIG-A gene of hematopoietic stem cells, leading to deficient
glycosylphosphatidylinositol (GPI) anchor biosynthesis and loss of membrane-bound complement regulatory proteins like CD55 and CD59 on erythrocytes
and other blood cells. This makes cells hypersensitive to complement-mediated lysis, particularly by the alternative pathway, causing uncontrolled activation
that forms the membrane attack complex (MAC) and triggers intravascular hemolysis, while C3b-opsonized cells undergo extra-vascular hemolysis in the
spleen and liver.

Pathogenesis of PNH
(& @ spontaneous activation ( o )
[ ) source of infection [ Hydrolysis » Paroxysmal nocturnal hemoglobinuria
’ ?—@ m’ is a rare clonal disease of acquired
il p ) ¢ hematopoietic  stem  cells. Its
... & g g- pathogenesis is a somatic mutation

Y
| ;" gcsb(HZO)B based on the X chromosome
- : B :

= SO 5 P glycosylated  phosphatidylinositol-A
gene at the level of hematopoietic stem
1l . !

fal | e R%;:f‘c}f cells, resulting in the loss of
| hemolysis anchoentin on the cell surface, which
: in turn triggers complement-mediated
o ST P o, 1 intravascular ~ and  extravascular

attack complexes on the o8 .C9' hemolysis.

Intravascular hemolysis Extravascular hemolysis
Source: Literature Review, Frost & Sullivan Analysis :
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Prevalence of Paroxysmal Nocturnal Hemoglobinuria(PNH) in China,
2018-2030E

» Paroxysmal Nocturnal Hemoglobinuria (PNH) is an acquired clonal disorder of hematopoietic stem cells caused by mutations in the PIG-A gene located on
the X chromosome. The pathological hallmark of PNH is abnormal synthesis of glycosyl phosphatidyl inositol (GPI), resulting in the deficiency of GPI-
anchored proteins (e.g., CD55 and CD59) on blood cell membranes. Clinically, the disease primarily manifests as intravascular hemolysis (IVH), bone
marrow failure, and a high risk of thrombosis.

» From 2018 to 2024, the prevalence of Paroxysmal Nocturnal Hemoglobinuria (PNH) in China fluctuated from 12.7 thousand cases to 12.8 thousand cases in
2024, with a CAGR of 0.1%. The prevalence of PNH in china is expected to reach 12.6 thousand cases in 2030 at a CAGR of -0.3%.

Prevalence of PNH in China, 2018-2030E

Period CAGR
Thousand 2018-2024 0.1%
2025E-2030E -0.3%
12.7 12.8 12.8 12.9 12.9 12.8 12.8 12.8 12.8 12.7 12.7 12.7 126
2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Source: CHIINESE JOURNAL OF HEMATOLOGY 2024, Frost & Sullivan Analysis
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Global Prevalence of Paroxysmal Nocturnal Hemoglobinuria(PNH), 2018-

2030E

+ From 2018 to 2024, the global Prevalence of Paroxysmal Nocturnal Hemoglobinuria (PNH) fluctuated from 115.5 thousand cases to 122.1 thousand in 2024,
with a CAGR of 0.9%. The global Prevalence of PNH is expected to reach 128.2 thousand cases in 2030 at a CAGR of 0.8% from 2024 to 2030.

Thousand

117.8

2018 2019 2020

Source: Literature Review, Frost & Sullivan Analysis

Global Prevalence of PNH, 2018-2030E

Period CAGR
2018-2024 0.9%
2025E-2030E 0.8%
122.1 123.2

119.9 121.0

2022 2023 2024

2025E

124.2 125.2 126.2

2026E 2027E 2028E
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127.2 128.2
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102

Treatment Paradigm of Paroxysmal Nocturnal Hemoglobinuria(PNH)

high-risk patients. M

ions i

ludes antic

1

gulation for thr

factor B inhibitors) are preferred to control intravascular hemolysis and to prevent thrombosis in patients with classic type; cc pp
(e.g., cyclosporine A/ATG) and pro-hematopoietic therapy are required for those with combined bone marrow failure; and subclinical type needs only to deal
with underlying bone marrow failure. Allogeneic HSCT may be considered in refractory cases or those who have progressed to MDS/leukemia, and in young
icati bsis, protection of renal function, and multidisciplinary monitoring

* Diagnostic pathway for paroxysmal sleep hemoglobinuria (PNH) In terms of treatment, complement inhibitors (e.g., C5 monoclonal antibody eculizumab or

g

d immt

during pregnancy, and glucocorticoids or proximal complement inhibitors may be used in combination if extravascular hemolysis is triggered by C5 inhibitors.

Combined with other boue

marrow exhaustive diseases

9 No specific treatment for
PNH clones: mainly for
potential bone marrow
failure

Mainly for bone marrow failure:
immunosuppressants or
hematopoietic stem cell
transplantation.

For patients with a high PNH clone
burden accompanied by hemolysis,
the combination of
eculizumab/ravulizumab/B-factor
inhibitors (iptacopan capsules) with
immunosuppressants may provide
clinical benefit.

Classic PNH

!

@ C5 complement inhibitors

(iptacopan capsules).

(eculizumab/ravulizumab) or factor B inhibitors

|

l
!

I Intravascular I
1y 51 /5

Extravascular

Good efficacy

First Line:
Ecutizumab

Other complement

inhibitors

¢ First-line: C5
complement
inhibitors

r
Regular
medication/
follow-up

Source: CHIINESE JOURNAL OF HEMATOLOGY 2024, Frost & Sullivan Analysis
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Overview of IgA nephropathy

Mechanisms of IgA nephropathy Overview

¢ IgA nephropathy is a nephritic syndrome, a form of chronic o Hiich ntrodiiction

glomerulonephritis characterized by the deposition of IgA
immune complexes in glomeruli. It is the most common form of
glomerulonephritis worldwide.

¢ Immunoglobulin A (IgA) nephropathy is deposition
of IgA immune complexes in glomeruli, manifesting
as slowly progressive hematuria, proteinuria, and,
often, renal insufficiency.

o Symptom

| * Hematuria

» Flank Pain
*1 * Edema
] * Foamy urine

o Diagnosis

» Urinalysis
¢ Renal biopsy

* Increased IgA1 production o Risk Factors

» Defective IgAl glycosylation causing increased binding to mesangial cells

* Decreased IgAl clearance ° Age

* A defective m | Bi t s
ective mucosal immune system + Ethnicity

* Overproduction of cytokines stimulating mesangial cell proliferation .

Family medical history

Source: Literature Review, Frost & Sullivan Analysis
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Pathogenesis of IgA nephropathy (IgA)

« IgA nephropathy (IgAN) is currently the most common primary glomerulonephritis worldwide, with 20%-40% of patients progressing to end-
stage renal disease within 20 years of diagnosis. At present, the pathogenesis of I[gAN is not clear, and clinical treatment is mainly to control the
progression, without specific treatment plan. Importantly, IgAN has been reported to account for 54.3% of primary glomerular diseases in China,

Pathogenesis of IgA
Elevated circulatory Production of IgG & IgA fne_phropathy (IgAN.) is an autoimmun_e disease gharacterized by a
P multihit process determined by both genetic and environmental factors.
Gd-IgAl autoantibodies . gy
IgAl molecules contain O-glycans deficient in galactose (galactose-
deficient IgAl; Gd-IgAl), whose levels are typically elevated in the
\ / blood of IgAN patients.

Formation of IgG-Gd-lgA 1-containing circulating immune @ These Gd-IgAl molecules are recognized by Gd-IgA1-specific IgG

complexes autoantibodies and form pathogenic immune complexes with additional

serum proteins (e.g., complement components). The levels of the
autoantigen (Gd-IgA1) and corresponding IgG autoantibodies correlate
in the blood of IgAN patients, indicating that elevated circulating Gd-

Mesangial depasition IgAl levels are associated with the production of Gd-IgA1-specific IgG
and glomerular injury autoantibodies.
@ A subset of these circulating i compl deposits in the kidneys,
Proliferation activates mesangial cells, and induces glomerular injury.
ECM production
Cytokines @ In IgAN, aberrant IgA1 glycosylation and immune complex deposition
Growth factors drive renal injury primarily through complement activation via the lectin

and alternative pathways, rather than the classical pathway. This
mechanism underscores complement as a therapeutic target to interrupt
the inflammatory and fibrogenic cascade in IgAN.

Source: Literature Review, Frost & Sullivan Analysis
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Prevalence of IgA nephropathy in China, 2018-2030E

+ There are a large number of IgA nephropathy patients in China, and its prevalence is growing from 2.2 million in 2018 to 2.3 million in 2024, with a CAGR of
1.0 %. With the increasing prevalence of IgA nephropathy, the number of IgA nephropathy patients in China is expected to reach 2.3 million in 2030 at a
CAGR of 0.4%.

Prevalence of IgA nephropathy in China, 2018-2030E

Period : CAGR
2018-2024 1.0%
Ll 2025E-2030E 0.4%

23 23 23 23 23 23

22 22 22 2.2 22 2.3

2018 2019 2020 2021 2022 2023 2024 2025E  2026E  2027E  2028E  2029E  2030E

Source: Literature Review, Frost & Sullivan Analysis
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Global Prevalence of IgA nephropathy, 2018-2030E

There are a large number of IgA nephropathy patients in the world, and its prevalence is growing from 9.1 million in 2018 to 9.6million in 2024, with a
CAGR of 1.0 %. With the increasing prevalence of IgA nephropathy, the number of IgA nephropathy patients in the world is expected to reach 10.2 million in
2030 at a CAGR of 0.9% from 2024 to 2030.

Global Prevalence of IgA nephropathy, 2018-2030E

Period CAGR
2018-2024 1.0%
Million 2025E-2030E 0.9%

100 101 102

95 96 9.7 98 99

2018 2019 2020 2021 2022 2023 2024 2025E  2026E  2027E  2028E  2029E  2030E

Source: Literature Review, Frost & Sullivan Analysis
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Treatment Paradigm of IgA nephropathy in China

« IgA nephropathy is the most common primary glomerular disease worldwide, with most patients experiencing a slow progression of the condition,
making it a leading cause of end-stage renal disease. Traditional treatments primarily focus on supportive care and immunosuppression, but the
prognosis remains suboptimal, as a significant proportion of patients still progress to renal failure even with well-controlled proteinuria. In recent
years, advances in understanding the disease‘s pathogenesis have shified treatment strategies toward a multi-targeted comprehensive approach. This
includes reducing pathogenic IgA, suppressing local renal inflammation, and supportive therapies. Currently, significant progress has been made in
the development of new complement inhibitor drugs.

Treatment of IgA

nephropathy

X ) ¥
Reducing Urine Protein Immunosuppressive therapy The reduction of pathogenic
Improves Glomerular suppresses glomerular TgA pro du:)tion g
Hyperfiltration inflammation P

* Renin-Angiotensin System Inhibitors
i (RAS Inhibitors) * Glucocorticoids + Tarceted-release formulation
First-Line ¢ * Sodium-Glucose Co-Transporter 2 * Mycophenolate mofetil getec-
: " . Budesonide-Nefecon
: Inhibitors * Hydroxychloroquine
£+ Sparsentan
B Mt e riColi ot « B Cell/'PlasfmaVCell Depleting Agents
i * B Cell Activating Factor (BAFF)
Antagonists” (MRAs) g
* Glucagon-Like Peptide-1 Receptor SoCee Cmeni e Blockers
Clinical : * Proliferation-Inducing Ligand (APRIL)
Agonists
Blockers
Source: Literature Review, Frost & Sullivan Analysis
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Overview of C3 glomerulopathy

> (3 glomerulopathy (C3G) is a rare kidney disease and a type of glomerular disease. It is characterized by the abnormal deposition of complement C3 in the glomeruli, which leads
to damage to the glomerular structure and function.

* The of C3 glomerulopathy should i the underlying dy lation of the pl patl and employ a p ve peuti strategy p g
foundational therapy, i pl t inhibition, and symp i support. Conventional i ppressive agents (corti ids in bination with
cytotoxic drugs) remain the ﬁrst lme reglmen The management of C3 glomerulopathy is notably limited, as it lacks specific targeted drugs and relies on non-specific
lmmunosupprasants with limited efficacy that fail to effectively halt dlsease progression, while complement inhibitors offer novel therapeutic alternatives for refractory cases.
Future ad in the elucidation of compl regulatory h are anticipated to facilitate the development of more precise, targeted therapeutic interventions.

S icon G zomerulopaiiy
o Brief Introduction

* C3 glomerulopathy is a rare nephropathy mediated by complement
overactivation and has two major subtypes, including dense deposit disease
(DDD) and C3 glomerulonephritis (C3GN). Dense Deposit Disease (DDD)
and C3 Glomerulonephritis (C3GN) are both subtypes of C3
glomerulopathy  characterized by complement alternative pathway
dysregulation and dominant C3 deposition in glomeruli, with DDD
featuring electron-dense deposits within the glomerular basement
membrane and C3GN showing irregular/granular deposits in the mesangium
or subendothelium.

m_ o DiagHOSis
* Renal biopsy: Pathologic examination shows significant deposition of C3

in the glomeruli and immunofluorescence is positive for C3, whereas
immunoglobulins and other components of complement (e.g., Clq, C4) are
usually negative.

» Laboratory tests: these include testing for serum complement levels (C3 is
decreased, C4 is usnally normal) and testing for autoantibodies such as C3
nephritis facton

c G For p with a family history or suspected genetic
factors, testing for complement-related genes may be performed.

1 e th

Source: Literature review, Frost & Sullivan Analysis
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Pathogenesis of C3 glomerulopathy

* C3 glomerulopathy is a rare nephropathy mediated by complement overactivation and has two major subtypes, including dense deposit disease
(DDD) and C3 glomerulonephritis (C3GN).

Pathogenesis of C3 glomerulopathy

Lectin alt_emat
Classical  pathwa b

pathway y  pathwa High efectron density » In recent years, with the increasing clinical
y deposits are mainly Dense Deposit research on C3G, it is nmow recognized that
G il (EIEE L PP overactivation of the complement paracrine
— - Tick-over pathway (AP) is the main pathogenesis of C3G.
. Excessive activation of the complement bypass
Astivatc D m pathway can lead to C3 cleavage in the
glomerulus, triggering C3 deposition and
- =t inflammation, leading to kidney injury and

FD failure.
= C3G has a highly heterogeneous clinical
i T ool presentation, making its c!1agx10§1s challenging.
e e o N ot Among the renal manifestations of C3G,
Enlarge mesangial region and hematuria and proteinuria are the most common.

along the subendothelial | » ! g
side of the GBM H - . In addition, patients may also present with acute
1 P - nephritis syndrome, nephrotic syndrome, or even
@ m ; a o manifestations such as decreased glomerular
@W“ (;]umu(u-l‘um‘m ﬁltrflt.ion rate (GI'?R) and elevated crea‘tinine. In
s, C3 (;_\.‘ addition to renal involvement, some patients may
C5b9 also present with extra-renal manifestations such
(MAC) as retinal vitreous wart deposits and acquired
partial lipodystrophy.
GBM: Glomerular b brane; MAC: Memb attack compl
Source: Literature review, Frost & Sullivan Analysis ,
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Prevalence of C3 glomerulopathy in China, 2018-2030E

« The prevalence of C3 glomerulopathy in China is growing from 31.7 thousand cases in 2018 to 31.8 thousand cases in 2024, with a CAGR of
0.1%. The number of C3 glomerulopathy patients in China is expected to reach 31.3 thousand cases in 2030 at a CAGR of -0.3% from 2024 to

2030.
Prevalence of C3 glomerulopathy in China, 2018-2030E
Period CAGR
2018-2024 0.1%
g 2025E-2030F 03%
317 31.8 31.9 31.8 31.9 31.9 31.8 317 31.7 318 31.5 31.4 31.3
2018 2019 2020 2021 2022 2023 2024 2025E  2026E  2027E  2028E  2029E  2030E

Source: Literature Review, Frost & Sullivan Analysis
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Global Prevalence of C3 glomerulopathy, 2018-2030E

« The global prevalence of C3 glomerulopathy is growing from 174.0 thousand cases in 2018 to 184.0 thousand cases in 2024, with a CAGR of
0.9%. The number of C3 glomerulopathy patients in the world is expected to reach 193.2 thousand cases in 2030 at a CAGR of 0.8% from 2024

t0 2030.
Global Prevalence of C3 glomerulopathy, 2018-2030E
Period CAGR
2018-2024 0.9%
Thousand 2025E-2030E 0.8%

182.3 184.0 185.6 187.1 188.7 180.2 191.7 193.2

174.0 175.8 177.5 179.0 180.6

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Source: Literature Review, Frost & Sullivan Analysis
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Overview of Lupus Nephritis (LN)

» Lupus nephritis is one of the most common and severe complications of systemic lupus erythematosus, an autoimmune disease. It is
mainly caused by autoantibodies produced after abnormal activation of the immune system attacking kidney tissues. It is not only an
important cause of disease progression and poor prognosis in patients with lupus erythematosus, but also one of the common
triggers leading to end - stage renal disease (renal failure).

———  Treatment of Lupus Nephritis

» The treatment of lupus nephritis (LN) follows
individualized and long-term continuous principles,
with glucocorticoids and hydroxychloroquine as the
foundational medications. Depending on the
pathological type (e.g., Class I, II, IIVIV, V, etc.)
and disease characteristics, appropriate
immunosuppressive regimens are selected, including
combinations  with  mycophenolate  mofetil,
cyclophosphamide, tacrolimus, or the use of
multitarget therapies and biologics (such as
belimumab or rituximab).

» The treatment of lupus nephritis has obvious
limitations. Current regimens mainly consist of
hormones combined with immunosuppressants, but
patients show significant differences in treatment
response, with a high proportion of those who are
drug-resistant or have partial responses. Long-term
medication is associated with significant side effects,
which affects the continuity of treatment.

Urine excretion ‘

> In terms of pathogenesis, autoantibodies (such as antinuclear
antibodies, anti-double-stranded DNA antibodies, etc.) in
patients with systemic lupus erythematosus will combine with
antigens in the body to form immune complexes. These
complexes deposit in the glomeruli, renal tubules or renal
interstitium of the kidneys along with the blood circulation,
triggering local inflammatory reactions.

Source: Literature Review, Frost & Sullivan Analysis
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Prevalence of Lupus Nephritis in China, 2018-2030E

* The prevalence of lupus nephritis is growing from 507.8 thousand in 2018 to 531.7 thousand in 2024, with a CAGR of 0.8%. The number of lupus nephritis
patients in China is expected to reach 547.4 thousand in 2030 at a CAGR of 0.5% from 2024 to 2030.

Prevalence of Lupus Nephritis in China, 2018-2030E

Period CAGR
2018-2024 0.8%
Thousand 2025E-2030E 0.5%

528.4 631.7 534.8 538.5 541.1 643.5 545.6 547.4

513.4 517.5 521.4 525.1

507.8

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Source: Literature Review, Frost & Sullivan Analysis
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Global Prevalence of Lupus Nephritis, 2018-2030E

* The global prevalence of lupus nephritis is growing from 9.2 million in 2018 to 9.8 million in 2024, with a CAGR of 0.9%. The number of lupus nephritis
patients in the world is expected to reach 10.3 million in 2030 at a CAGR of 0.8% from 2024 to 2030.

Global Prevalence of Lupus Nephritis, 2018-2030E

Period CAGR

2018-2024 0.9%

ilor 2025E-2030E 0.8%
9.6 9.7 9.8 9.9 9.9 10.0 10.1 10.2 10.3

2018 2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E

Source: Literature Review, Frost & Sullivan Analysis
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Market size of complement inhibitors

» After eculizumab (Soliris) was covered in NRDL in 2023, its market penetration rate significantly increased, driving further expansion of the complement
inhibitor market in China. The market size of complement inhibitors in China will increase from 35.6 million in 2019 to 102.2 million in 2024, with a CAGR of
23.5%. With the expansion of new indications and the approval of new complement inhibitors, the market size of complement inhibitors in China is expected to
further expand, and it will grow to 278 2million by 2030, with a CAGR of 18.2%.

+ The global complement inhibitors market has garnered significant attention due to the intense R&D activity in complement therapeutics and the continuous
realization of its commercial value. In 2024, the global complement inhibitors market reached US $7,241.7million, Driven by expanding indications, the
emergence of new therapeutic modalities, and large unmet clinical needs, the global complement inhibitors market is projected to grow rapidly in the future.

Market size of complement inhibitors in China, 2019-2030E

Period CAGR
2019-2024 23.5%
Million RMB 2025E-2030E 18.2%
278.2
230.1
191.9
161.5
137.5
2019 2020 2021 2022 2023 2024 2025E 2026E 2027E 2028E 2029E 2030E
Source: Literature Review, Frost & Sullivan Analysis "
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Updated
Competitive Landscape: Complement Inhibitors Approved by FDA

| « As of the Latest Practical Date, FDA has approved four original C5 complement biologic inhibitors.

; e e Approval Sale Revenue in 2024
) Name y Name Arue u 4 o s L =
Drug Name Brand Name larget \ Company Indications Date (million USD)

CROVALIMAB PIASKY cs Roche Pharma PNH 2024-06-20 19.7
POZELIMAB VEOPOZ cs theﬁ:::;:’i‘: 3 CHAPLE 2023-08-18 NA
RAVULIZUMAB  ULTOMIRIS cs AstraZeneca /aHUSI;Eg Mo | 20181221 3924.0
ECULIZUMAB SOLIRIS Cs AstraZeneca ~ PNH/aHUS/NMO/MG ~ 2007-03-16 2588.0

*Note: Approval date refers to the first approval date; as of May 18, , 2026

Source: FDA, Frost & Sullivan Analysi.
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Updated
Competitive Landscape: Complement Inhibitors Approved by FDA

* As of the Latest Practical Date, FDA has approved one original C3 complement inhibitors.
¢ Currently, there is no approved C3 complement inhibitors in China.

! 1y 5 nal 4 Approval |Sale Revenue in 2024
Drug Name Brand Name Target Indications P :

Date (million USID))
Pegcetacoplan SYFOVRE C3 Apellis Pharmaceuticals ~ Geographic Atrophy (GA) 2023-02-17 6119
. 1 Paroxysmal Nocturnal
Pegcetacoplan ~ EMPAVELI C3 Apellis Pharmaceuticals Hemoglobinuria (PNH) 2021-05-14 98.1

*Note: Approval date refers to the first approval date; as of May 18, 2026

Source: FDA, Frost & Sullivan Analysis
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Updated
Competitive Landscape:Complement Inhibitors Approved by NMPA

I * Asof the Latest Practical Date, NMPA has approved four complement inhibitors. Three of the complement inhibitors are biologics targeting C5.

1 Brand L . g Monthly treatment .
S Farget Company Indications Approval Date )(‘()sti(l{‘\ll;)u Whether to enter NRDL

Iptacopan  Fabhalta CFB  Novartis Pharma PNH/C3G

2024-04-24 ~18,900 Yes
Ravulizumab  Ultomiris C5 AstraZeneca AChR-gMG 2025-04-15 NA No
Crovalimab  Piasky Cs Roche Pharma aHUS/PNH 2024-02-06 NA No
Eculizumab  Soliris C5 AstraZeneca PNH/a_:;JIISG/AChR 2018-09-04 ~4,600 Yes

*Note: Approval date refers to the first approval date; as of May 18, 2026; Depending on the patient’s condition, the dosage of medication used varies and the monthly cost of
treatment varies.

Source: NMPA, Frost & Sullivan Analysis
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Updated
Competitive landscape of global complement inhibitors pipeline:

Indications that are under development

+ As of the Latest Practical Date, according to the clinicaltrials.gov;there are five complement biologic inhibitors targeting C5 or C3
entering clinical trials globally.

Drug Name/Code Company Clinical Stage Indications First Posted Date

IAB-101 ImmunAbs Generalized Myasthenia Gravis 2025-10-26
KRIYA-825 C5&C3 Kriya Therapeutics, Inc. il Geographic Atrophy 2025-01-03
KP104 C5&CFH Kira Pharma II PNH,C3G,IgA 2022-08-24
CAN106 C5 CARE Pharma Shanghai Ltd 1 PNH 2021-10-14
NGM621 C3 NGM Biopharmaceuticals I Geographic Atrophy 2020-07-10

*Note: First posted date: % # 27 B 3, as of May 18, 2026

Source: clinicaltrials.gov, Frost & Sullivan Analysis
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Competitive landscape of complement inhibitors pipeline in China:
Indications that are under development

« As of the Latest Practical Date, there are six complement biologic inhibitors targeting C5 or C3 entering clinical trials in China.

Drug Name/Code Target Company Clinical Stage Indications First Posted Date

1l PNH 2024-07-22
LP-005 C5&C3b LongBio Pharma | S0 aniCBME st DADMECI S 0260122
and TMA.
1 Periodontitis 2026-04-23
Shanghai ComGen
CG001 C3b T e T B ] 11 PNH 2026-05-07
1 antiphospholipid syndrome 2026-05-13
EAS C5 Lan-yi Therapeutics, Ltd

1 PNH 2025-01-03

Pozelimab C5 Regeneron Pharmaceuticals I MG 2024-05-25
KP104 C5&CFH KiraPharma 1 PNH,C3G,IgA 2022-08-24
CAN106 C5 CARE Pharma Shanghai Ltd. il PNH 2022-02-10

*Note: Approval date refers to the first approval date; as of May 18, 2026

Source:CDE,Fi & Sullivan Analysi. . _
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Growth drivers of complement inhibitors

Indication expansion
involves penetration

from rare diseases to
common diseases

The R&D of new

targets of complement
inhibitors is advancing

rapidly

Poliey support and
medical insurance
mechanisms drive
market penetration

Source: Frost & Sullivan Analysis

¢ Initially, complement inhibitor drugs focused primarily on rare diseases such as paroxysmal nocturnal

hemoglobinuria (PNH), atypical hemolytic uremic syndrome (aHUS), and neuromyelitis optica spectrum
disorder (NMOSD). However, in recent years, their indication landscape has expanded rapidly, from rare
diseases to include both rare conditions (C3 glomerulopathy) and common chronic diseases such as IgA
nephropathy and age-related macular degeneration (AMD). The expansion of indications has increased the
potential patient population, driving continuous growth in the market size of complement drugs and providing
China's market with extensive disease coverage and commercialization opportunities.

As the global commercial value of complement drugs becomes increasingly recognized and the demonstration
effect of innovative products has emerged, domestic pharmaceutical companies are accelerating their entry into
new target areas. The field has witnessed growing diversification in drug modalities, evolving from early
monoclonal antibodies to a broader range of therapeutic approaches. These advances in target diversity and
R&D efficiency are enabling Chinese companies to break through the international monopoly, achieve
domestic substitution, and enhance competition in the clinical market.

China’s National Reimbursement Drug List (NRDL) continues to expand, with a clear trend toward the
inclusion of innovative drugs. The 2024 NRDL adjustment has focused on new and innovative therapies, with
several such drugs successfully entering the list through price negotiations. This will significantly reduce
patients’ economic burden and improve clinical accessibility. Meanwhile, the NMPA has established green
channels — including priority review and conditional approval — for innovative drugs targeting rare and major
diseases, which has greatly shortened the time-to-market for new therapies. It is expected that both domestic
and imported complement drugs will achieve accelerated market access in the future, providing strong
institutional support for sustained market growth.
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Future trends of complement inhibitors(1/2)

Continuous innovation
in multi-target and
combination therapy
R&D

Breakthroughs in
indication expansion
and cross-disciplinary
therapeutic areas

Market penetration
driven by optimization
of treatment costs and

improvement of
accessibility

Source: Frost & Sullivan Analysis

» Currently, C5-targeted drugs dominate the complement inhibitor market. However, with the deepened

understanding of the complement cascade activation pathway, upstream target drugs such as C3 and MASP-2
are gradually emerging. In particular, C3 inhibitors, as the core hub of complement activation, possess the
potential for broader indication coverage and have become a research hotspot for complement drug
development in China. At present, multiple Chinese enterprises are actively advancing innovative drug
pipelines targeting C3, CFB, C5 dual targets, etc. In the future, multi-target combined inhibition strategies will
also become a new R&D direction, which can not only enhance therapeutic effects but also reduce immune side
effects caused by long-term single-target inhibition.

Complement drugs, originally used for rare hematological and neurological diseases such as PNH, aHUS, and
NMOSD, are accelerating their penetration into common diseases (e.g., IgA nephropathy, C3 glomerulopathy)
and autoimmune diseases, with their indication landscape continuously expanding. In the future, as the
mechanisms of abnormal complement activation in various diseases are further explored, complement drugs are
expected to be applied cross-disciplinarily to emerging fields including ophthalmology, rheumatology,
nephrology, neurological diseases, transplant rejection, and tumor immune microenvironment regulation.
Notably, China has a huge patient base for diseases like IgA nephropathy, with significant unmet clinical needs,
serving as a key driver for potential market growth.

Multiple products targeting C3, CFB, C5 and other targets have entered clinical phases II-II, with some
reaching the international synchronous R&D level. It is expected that in the next few years, the first batch of
domestic complement inhibitors is expected to be approved for marketing, breaking the monopoly of imported
drugs, which will significantly reduce treatment costs, improve the medication accessibility of domestic patients,
and enhance the influence of Chinese enterprises in the global complement drug market. At the same time, with
the continuous advancement of national medical insurance negotiations, local medical insurance policies, and
special security mechanisms for rare diseases, the medical insurance coverage and reimbursement ratio of
complement drugs will be gradually improved.
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Source: Frost & Sullivan Analysis

Future trends of complement inhibitors (2/2)

* The development trend of multi-target complement inhibitors showing superior efficacy potential compared to single-
target ones is becoming increasingly clear: by acting on multiple key nodes in the compl 1 susly,
they can more comprehensively block the complex pathological hani of di For i in conditions like
paroxysmal nocturnal hemoglobinuria, they can inhibit both upstream C3-mediated extravascular hemolysis and
downstream C5-related terminal pathway effects, making up for the limitation of single-target drugs that fail to cover all
pathologicat links. This multi-dimensional intervention approach not only enhances the overall therapeutic effect but also
reduces the risk of drug resistance caused by the activation of alternative pathways after a single pathway is blocked,
ensuring more durable and stable efficacy. Meanwhile, tailored to the specific pathological characteristics of different
diseases, multi-target drugs can flexibly combine targets to achieve more precise individualized treatment, expanding
application scenarios in multiple fields such as neuroimmunology and kidney diseases.

t ¢

Multi-target drugs have

more potential effi

advantages u)mparul
with single-target

complement inhibitors

« Although transaction frequency in China's complement inhibitor sector has not yet matched that of high-profile
areas like oncology drugs, the field has gradually gained momentum alongside rising global interest,
demonstrating clear signs of market warming. The landmark acquisition of Alexion by AstraZeneca
significantly boosted global attention on complement inhibitors, with core products like eculizumab
subsequently expanding their market presence in China through national reimbursement negotiations. While
domestic pharmaceutical companies have not executed cross-border mergers or acquisitions of comparable
scale, they have actively expanded their presence through licensing deals and R&D collaborations.

China's complement
bitor sector

g surge in
market transactions
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Appendix

According to Frost & Sullivan, LP-003 has the most advanced clinical stage development among the next generation anti-IgE biologic
drug candidates in the world.

According to Frost &Sullivan, allergic diseases have a huge patient base, and the demand for improved quality of life is expected to
bring huge market growth potential

LP-003, is a novel anti-IgE antibody featuring novel sequencing with proprietary patent, and best-in-class potential.

LP-005, is a potential globally leading bi-functional antibody fusion protein targeting C5 and C3b complement.

The complement system is a self-protection mechanism of the human body. Complement activation is carried out under the strict
control of multiple regulatory proteins. It assists immune cells or other immune molecules to exert immune effects without damaging
their own tissue cells, helps the body resist pathogen invasion and infection, and plays a key role in maintaining health and tissue
homeostasis.

Excessive and abnormal activation of the complement system can induce inflammatory responses and cause autoimmune damage, and
hence is involved in the occurrence and development of various diseases, such as PNH, C3G, IgAN and LN. Complement inhibitors
work by targeting key proteins of the complement system (such as C3, C5, Factor D/B) to block their activation pathways (classical,
lectin, alternative), which precisely inhibit excessive complement activation. For example, CS inhibitors (such as eculizumab) prevent
the cleavage of C5 into pro-inflammatory factor C5a and membrane attack of complex C5b, while C3 inhibitors (such as
pegcetacoplan) block the central node of the complement cascade which is the C3 convertase, and reduce inflammation and tissue
damage. Some drugs can also mimic natural regulatory proteins (CD55/CD59) and protect host cells from misdirected attacks.
However, a single complement inhibitor may not completely block the progression of disease due to its limited activity, such as C5
antibody alone may not sufficiently block AP and the deposition of C3b on the cell surface produced by C3 activation. Whereas
CFB/CFD inhibitors mainly block AP, and MASP-2 can only block LP. However, given the large amount of C3 protein present in the
blood (0.8-1.8 mg/mL), the activity of C3 inhibitors remains to be improved.

The complement system is a self-protection mechanism of the human body and an important innate immune signaling pathway that
mediates multiple inflammatory pathways. The abnormal activation of the complement system is involved in the occurrence and
development of various diseases.

The complement system is an important component of innate immunity. Composed of more than 30 proteins, it plays a key role in
anti-infective
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Appendix

* The complement system is an important component of innate immunity. Composed of more than 30 proteins, it plays a key role in
anti-infective defense and immune regulation. Abnormal activation or functional defects of the complement system can lead to a
variety of diseases, including hematological discases (such as PNH) and complement-mediated kidney diseases (such as IgAN, C3G,
LN). In recent years, with the deepening understanding of the complement system, a variety of complement-targeted drugs have
been approved for marketing, such as C5 inhibitors (e.g., eculizumab, ravulizumab), C3 inhibitors (e.g., pegcetacoplan), and Factor
B inhibitors (e.g., iptacopan). At present, the global complement inhibitor market has reached around billions of dollars, but there
are still significant unmet clinical needs in existing related diseases.

* IgAN is also the most common primary glomerular disease in the world with highest incidence rate in Asia.

* Newer medications that directly target IgAN disease, such as Nefecon and Sparsentan have been granted accelerated approval by the
FDA. However, no biological drugs for IgAN have been approved for marketing yet.

* According to Frost & Sullivan, approximately 40% and 37% of the population are affected by one or more allergic disorder globally
and in China.

* However, the effectiveness of these medications is limited. According to Frost & Sullivan, approximately 60% of seasonal AR
patients having limited efficacy after receiving 2nd-generation nasal or oral antihistamine and nasal glucocorticoids treatments.
Moreover, approved treatment options and effectiveness of currently available drugs targeting moderate to severe AR patients are
limited.

* In the interim analysis results of the Phase II clinical triat for CSU, LP-003 demonstrated superior clinical efficacy (fast onset of
action, good efficacy and long-acting) and best-in-class potential compared to omalizumab in the treatment of CSU.

*» Core Product LP-003: a novel anti-IgE antibody, with head-to-head clinical study showing best-in-class potential, fast onset of
action, good efficacy, long-acting and lower dosage.

» LP-005, as the first candidate discovered and developed from our unique platform, is a potential globally leading bifunctional
complement antibody fusion protein targeting complement-mediated autoimmune diseases, showing encouraging clinical results.
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Appendix

*  Our Core Product with head-to-head clinical study showing best-in-class potential, fast onset of action, good efficacy, long-
acting and lower dosage.

»  LP-005, as the first candidate discovered and developed from our unique platform, is a potential globally leading bi-functional
complement antibody fusion protein targeting complement-mediated autoimmune diseases, showing encouraging clinical results.

»  Core Product LP-003: a novel anti-IgE antibody, with head-to-head clinical study showing best-in-class potential, fast onset of
action, good efficacy, long-acting and lower dosage.

¢ LP-003 demonstrates superior clinical efficacy, maintains a leading position in clinical development progress, and exhibits
potential to become a best-in-class therapy

¢ Inthe Phase II clinical trial for CSU, when compared head-to-head with omalizumab and taking into account data from the
Phase I clinical trial, LP-003 showed a faster onset of action, better efficacy, long-acting and with a lower dosage, and therefore
exhibits potential to become a best-in-class therapy.

»  Based on the published data, LP-003 demonstrated superior clinical efficacy and best-in-class potential compared to omalizumab
in the treatment of CSU.

*  Overall, as validated by data from the head-to-head comparison with omalizumab as well as the Phase I clinical trial, LP-003 has
shown a faster onset of action, better efficacy, long-acting and with a lower dosage, and exhibits potential to become a best-in-
class therapy.

»  Phase III clinical trial for seasonal AR is leading in its clinical development process.

*  LP-005, as the first candidate discovered and developed from our Bi-functional Antibody Development Platform, is a potential
globally leading bi-functional complement antibody fusion protein targeting complement-mediated autoimmune diseases,
showing encouraging clinical results.

*  LP-005 is the first product developed by our Bi-functional Antibody Development Platform. The result of pre-clinical studies
and Phase II clinical trial shows best-in-class potential.

* Our Core Product, LP-003, is a next generation innovative anti-IgE antibody with novel sequencing and best-in-class potential,
which is targeted to treat allergic diseases, including AR, CSU, allergic asthma and other allergic diseases. Our Key Product, LP-
005, is a newly designed and potential globally leading bi-functional antibody fusion protein targeting C5 and C3b complement
used for PNH, complement-mediated kidney diseases, which includes IgAN, C3G, LN, as well as gMG, MAG-PN and ALS.
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»  LP-003 is a next generation innovative anti-IgE antibody with novel sequencing and best-in-class potential, which is targeted to
treat allergic diseases, including AR, CSU, allergic asthma, CRSWNP and food allergy.

*  In the interim analysis results of the Phase II clinical trial for CSU, LP-003 demonstrated superior clinical efficacy (fast onset of
action, good efficacy and long-acting) and best-in-class potential compared with omalizumab in the treatment of CSU. In addition,
LP-003 showed favorable efficacy and safety profile in its Phase IT clinical trial.

*  Based on thepublished data below, LP-003 demonstrated superior clinical efficacy (lower dosage, fast onset of action, good
efficacy and long-acting) and best-in-class potential compared to omalizumab in the treatment of CSU.

* LP-005 is a potential globally leading bi-functional complement antibody fusion protein targeting complement-mediated
autoimmune diseases, showing encouraging clinical results.

*  Anti-IgE monoclonal antibody achieves blockade of allergic reactions in a variety of indications through neutralization of free
IgE, down-regulation of FceRI receptor density, and inhibition of inflammatory mediator release, and occupies an important
position in the treatment of a variety of allergic diseases.

e Treatment Paradigms for AR in China
AR is managed through chemical drugs, allergen-specific immunotherapy (“AIT”)biologics, and surgery. Chemical drugs, such as

antihistamines, glucocorticoids, and leukotriene receptor antagonists, are recognized as first-line therapeutic options. Antihistamines

relieve sneezing, nasal itching, and rhinorrhea; glucocorticoids suppress inflammation; and leukotriene receptor antagonists inhibit
leukotriene-induced inflammatory response. These drugs are fast-acting, widely accessible, and support individualized treatment.

However, they primarily offer symptomatic control, often leading to relapse after discontinuation or dosage reduction, Long-term use

may cause side effects, such as mucosa dryness with glucocorticoids and rebound congestion with decongestants. In moderate-to.

Severe cases or those with type 2 inflammation, drugs alone may be insufficient.

* Treatment Paradigms for CSU in China

The primary treatment for CSU is medication, with antihistamines as first-line agents. By blocking H1 receptors, they reduce

histamine-mediated vasodilation, vascular permeability, and pruritus. Second-generation antihistamines offer rapid relief, fewer

central side effects, and convenient dosing. However, as antihistamines do not directly inhibit the Th2 response, some CSU patients
will suffer failure of antihistamine therapy due to the persistence of the Th2 cell response.

* Biologic agents such as omalizumab, target 1gE, prevents its binding to mast cells and basophils and thereby suppresses allergic
inflammation. Omalizumab is effective in refractory CSU patients and improves quality of life. Anti-IgE antibodies have become
the first choice of drug for third-line therapy in CSU patients who are unresponsive or intolerant to antihistamines. However, it
requires subcutancous injection, which may limit accessibility for some patients.
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= Treatment Paradigms for CRSWNP in China

The treatment of CRSWNP needs to be stratified according to the condition. Medication is the basic option, and nasal glucocorticoids
are preferred, as they are non-invasive and have fewer side effects, although they have a slower onset of action and a limited
therapeutic effect in patients with severe disease. Antihistamines alleviate allergy-related symptoms by blocking histamine H1
receptors, but their effects on nasal polyp reduction and sinus inflammation control are weak, making them suitable only for patients
with combined allergies. Macrolide antibiotics reduce inflammation through non-antimicrobial anti-inflammatory and
immunomodulatory measures, but their long-term use may increase bacterial resistance, and they are ineffective in reducing the size of
larger polyps. Chemical drugs for CRSWNP primarily relieve symptoms, They are difficult to use for complete control of polyp growth
and sinus inflammation, have limited efficacy in refractory cases, tend to cause local or systemic side effects with long-term use, and
have a high recurrence rate after discontinuation.

»  Surgical treatment is based on functional endoscopic nasal surgery, which can rapidly improve nasal congestion and olfactory
disorders by removing polyps and opening the sinus openings. It is characterized by less trauma and faster recovery, but the post-
operative recurrence rate is relatively high-with the overall recurrence rate as high as 35%-38%, and for some types of patients.
the recurrence probability even reaches 98%, Moreover, the cause of the disease can't be cured at all, so it needs to be combined
with perioperative medication to reduce the risk of recurrence, and a small number of patients may have complications.

*  Biologic therapy is an emerging precision therapy for severe refractory CRSWNP,Anti-IL-5/IL-5R drugs can reduce inflammation
by targeting eosinophils, significantly reducing polyp size and improving symptoms. Subcutaneous injections have fewer side
effects; however they are expensive and require long-term use, Anti-IgE drugs are suitable for patients with severe allergies, as
they indirectly inhibit polyp growth, but their effectiveness is limited in cases of non-allergic polyps.

* Treatment Paradigms for Food Allergy in China

The primary treatments for food allergies include allergen avoidance, medication, and allergen-specific immunotherapy. Allergen
avoidance is fundamental and effective for mild cases by preventing immune activation, but complete avoidance can be difficult in
daily life and may affect quality of life.

* Food allergy is a condition caused by an abnormal immune response to dietary components, usually proteins, which can be
triggered through IgE-mediated, non-IgE mediated, or a combination of both mechanisms. Clinical manifestations are diverse,
affecting the skin, gastrointestinal, respiratory, and cardiovascular systems, and it is one of the leading causes of allergic shock. The
prevalence of food allergies is significantly higher in children aged six to 11 years old in China compared to adults, and incidences
are on the rise. Studies have shown that factors such as early-life environment, gut microbiota, dietary habits, and mother-child
immune interactions play a key role in the failure of oral tolerance development
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*  Medication is the first-line approach for acute reactions. Antihistamines, especially second-generation types, rapidly relieve mild to
moderate symptoms with fewer side effects, but they are ineffective in severe cases. Glucocorticoids control inflammation in
moderate to severe reactions but pose risks with long-term use. Epinephrine is life-saving in anaphylaxis by reversing respiratory
and circulatory failure, but must be administered immediately and does not prevent recurrence.

> Allergen-specific immunotherapy modulates the immune response through long-term, low-dose allergen exposure. It shifts the
immune balance from Th2 to Th1l, suppresses 1gE production, and enhances regulatory T cells, offering the potential for long-term
Temission or even a cure. However, it requires extended treatment, strict monitoring, and high patient adherence.

* Biologics can effectively prevent food allergies through targeted regulation of immune mechanisms. Anti-IgE biologics inhibit
allergic reactions at the source by preventing IgE from binding to mast cells, which can significantly reduce the chance of
sensitization and effectively lower the risk of developing allergies.

*  Autoimmune diseases occur when the immune system mistakenly attacks the body's own tissues and organs. Instead of defending
the body from external threats, the immune system starts to destroy its own cells, leading to inflammation, pain, and damage.
Autoimmune diseases can affect almost all parts of the body, including the joints, muscles, skin and organs. The pathogenesis of
autoimmune diseases is complex and involves multiple factors, including genetic, environmental, and immune system
dysregulation.

*  According to a study, autoimmune diseases cumulatively affect 5% to 10% of the industrialized world population. In recent years,
accumulating data confirm that the burden of autoimmune diseases is rising in the developing world as well, making them a
ubiquitous global phenomenon that is suspected to further rise in the upcoming decades. Autoimmune diseases can have a serious
impact on the health and quality of life of patients. These diseases are often chronic and require long-term treatment and health
management.

*  Uncontrolled complement activation can cause or contribute to glomerular injury in multiple kidney diseases. In complement-
mediated renal kidney, multiple complement pathways have been shown to exhibit aberrant activation.

¢ However, due to the change of industry characteristics, specifically the cost advantage offered by CDMO partners.

¢ At present, the overall control level of asthma in China is not satisfactory. According to a study on progress and challenges in
asthma management in China, the overall asthma control rate in urban areas of 30 provinces and cities in China in was only 28.5%,
and the uncontrolled rate of severe asthma is as high as 44%.

*  However, according to expert consensus on practical aspects in the treatment of chronic urticaria in 2023, up to 42.2% of patients
do not achieve effective control of their symptoms after receiving one year of treatment with 2nd-generation antihistamines.
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*  Global AR drug market: The number of patients with AR worldwide is relatively stable. According to literature, the global
prevalence rate of AR is approximately 18.1%, with a total of about 1.4 billion patients globally. Currently, no biologics have been
approved by the FDA; only Stapokibart has obtained approval from the NMPA. Globally, chemical drugs remain the primary
treatment method, and there is no approval of new-generation drugs that can cover the global market in the short term in the future.
With the improvement of patients' health awareness, the treatment rate of AR is still on the rise. However, due to the continuous
price reductions of allergic rhinitis treatment drugs and the slowdown in the growth of the treatment rate, the projected CAGR of
the global AR drug market is lower than the historical CAGR.

»  China’s AR drug market: The number of patients with AR in China is relatively stable. According to literature, the prevalence rate
of AR in China is approximately 17.6%, with a total of about 240 million patients nationwide. Previously, the main treatment
method for AR in China was chemical drugs. With the approval of Stapokibart by the NMPA in 2025, biologics will gradually
become one of the primary treatment options. As patients' health awareness improves, the treatment rate of AR is still on the rise.
Along with the gradual increase in the penetration rate and adherence of biologics, which have higher treatment costs and better
efficacy, as well as the continuous growth in the treatment rate of AR patients, the China's AR durg market will experience rapid
growth, resulting in a projected CAGR higher than the historical CAGR.

¢ Global CSU drug market: The number of patients with CSU worldwide is relatively stable. According to literature, 75% of global
urticaria patients are CSU patients, totaling approximately 69.7 million CSU patients worldwide. Currently, the main biologic used
for CSU globally is Omalizumab, which has been approved for over 10 years, and the global treatment landscape is relatively
stable. With the improvement of patients' health awareness, the treatment rate of CSU is still on the rise. However, due to the
continuous price reductions of CSU treatment drugs and the slowdown in the growth of the CSU treatment rate, the projected
CAGR of the global CSU drug market is lower than the historical CAGR.

*  China’s CSU drug market: The number of patients with CSU in China is relatively stable. According to literature, the prevalence
rate of CSU in China is approximately 1.9%, with a total of about 26.1 million CSU patients nationwide. Previously, the primary
treatment for CSU in China was chemical drugs. In 2022, Omalizumab was approved by the NMPA for CSU treatment and will
gradually become one of the important treatment methods for CSU. With the improvement of patients' health awareness, the
treatment rate of CSU is still on the rise. Along with the gradual increase in the penetration rate and adherence of biologics which
have higher treatment costs and better efficacy, as well as the continuous growth in the treatment rate of CSU patients, the China's
CSU drug market will experience rapid growth, resulting in a projected CAGR higher than its historical CAGR.
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Global allergic asthma drug market: The number of patients with allergic asthma worldwide is relatively stable. According to
literature, there are approximately 800 million asthma patients worldwide, of which 65% are allergic asthma patients, totaling
about 520 million allergic asthma patients. Currently, multiple biologics have been approved for use globally, and many of these
drugs have been approved for more than 5 years, making the global treatment landscape relatively stable. With the improvement of
patients' health awareness, the treatment rate of allergic asthma is still on the rise. However, due to the continuous price reductions
of allergic asthma treatment drugs and the slowdown in the growth of the allergic asthma treatment rate, the projected CAGR of the
global allergic asthma drug market is lower than the historical CAGR.

China’s allergic asthma drug market: The number of patients with allergic asthma in China is relatively stable. According to
literature, the prevalence rate of asthma in China is approximately 4.2%, of which 65% are allergic asthma patients, totaling about
45 million allergic asthma patients nationwide. Previously, the primary treatment method for allergic asthma in China was chemical
drugs. In the past three years, multiple biologics have been successively approved, and biologics will further expand their
application scope among allergic asthma patients. With the improvement of patients’ health awareness, the treatment rate of allergic
asthma is still on the rise. Along with the gradual increase in the penetration rate and adherence of biologics which have higher
treatment costs and better efficacy, as well as the continuous growth in the treatment rate of allergic asthma patients, the China's
allergic asthma drug market will experience rapid growth, resulting in a projected CAGR higher than its historical CAGR.

Global CRSWNP drug market: The number of patients with CRSWNP worldwide is relatively stable. According to literature, the
global prevalence rate of CRS is approximately 10%, of which around 30% are CRSWNP patients, totaling about 282 million
CRSWNP patients globally. Currently, multiple biologics have been approved worldwide, and their approval duration has reached 4
to 5 years, making the global treatment landscape relatively stable. With the improvement of patients' health awareness, the
treatment rate of CRSWNP is still on the rise. However, due to the continuous price reductions of CRSWNP treatment drugs and the
slowdown in the growth of the CRSwWNP treatment rate, the projected CAGR of the global CRSWNP drug market is lower than the
historical CAGR.
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China’s CRSWNP drug market: The number of patients with CRSWNP in China is relatively stable. According to literature, the
prevalence rate of CRSWNP in China is approximately 1.5%, with a total of about 20.9 million CRSWNP patients nationwide.
Previously, the primary treatment method for CRSWNP in China was chemical drugs. All biologics for this condition have been
approved in the past two years and will gradually become one of the important treatment methods for CRSWNP. With the
improvement of patients' health awareness, the treatment rate of CRSwWNP is still on the rise. Along with the gradual increase in the
penetration rate and adherence of biologics which have higher treatment costs and better efficacy, as well as the continuous growth
in the treatment rate of CRSWNP patients, the China's CRSWNP drug market will experience rapid growth, resulting in a projected
CAGR higher than its historical CAGR.

Compared with therapeutic drugs for allergic diseases targeting other targets, LP003 demonstrates differentiated advantages in
mechanism of action and dosage. Its IgE-targeted mechanism is clear and direct, reducing efficacy fluctuations caused by complex
mechanisms. Meanwhile, the lower dosage supports reducing the potential medication burden on patients. Compared with
Omalizumab, a similar anti-IgE antibody drug, LP003 achieves further optimization in efficacy and patient compliance. It not only
exhibits higher affinity for IgE, superior blocking effect, and more competitive clinical efficacy, but also effectively simplifies the
treatment process through lower dosage, less frequent administration, and more convenient medication methods, thereby improving
patients’ long-term medication compliance.

Compared with drugs targeting other pathways, the IgE-focused mechanism of action of LP003 is clear and direct, eliminating the
need for reliance on complex indirect pathway regulation and providing mechanistic support for stable efficacy. Head-to-head
studies have confirmed that LP003 holds significant clinical advantages over the anti-IgE antibody omalizumab. It not only has
higher affinity for IgE and better blocking effect, leading to improved control of clinical symptoms, but also features lower dosage
and less frequent administration. This enhances medication convenience while effectively improving patients’ compliance with
long-term treatment.

In the field of allergic asthma treatment, LP003 presents distinct differentiated advantages in dosing regimen compared to both
anti-IgE antibodies (same target) and therapeutic drugs with different mechanisms of action. Its long-acting design with
administration once every 3 months not only significantly reduces the frequency of patients’ hospital visits for injections but also
minimizes missed doses caused by short intervals and frequent administrations. This effectively improves patients’ long-term
treatment compliance and better meets the clinical demand for convenient and sustainable treatment solutions.
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Compared with some competing drugs targeting other pathways such as IL-4Ra and TSLP, the mechanisms of action of LP003 is
the anti-IgE pathway. IgE-mediated immune-inflammatory response is one of the key pathological links in the pathogenesis of
CRSwWNP. This mechanism directly targets the core drivers of the disease, ensuring definite therapeutic effects for CRSWNP.

Given the stable prevalence rates of C3G, the projected demographic contraction in China will result in a downward trend in the
patient populations.

According to Chinese guideline for diagnosis and treatment of allergic rhinitis (2022), in the treatment of allergic rhinitis,
pharmacotherapy and allergen-specific immunotherapy (“AIT”) are the first-line treatment options for symptomatic treatment and
ctiological treatment, respectively. Pharmacotherapy is usually used during the symptomatic episode of allergic rhinitis to relieve
patients’ symptoms; while AIT is suitable for patients whose conditions are uncontrollable with conventional pharmacotherapy,
those who wish to avoid long-term medication, and those who need to prevent the onset of related diseases. Surgery is an adjuvant
treatment for allergic rhinitis, only applicable to patients with allergic rhinitis whose conditions are uncontrollable with treatments
such as pharmacotherapy and immunotherapy, or those who cannot receive long-term pharmacotherapy.

According to Frost & Sullivan, it is industry norm for biopharmaceutical companies to outsource such ancillary works to third-
party service providers to allow them to focus on their core research and development and improve efficiency.
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Chemical drugs, including glucocorticoids, 2-agonists, and leukotriene antagonists, remain the cornerstone of respiratory therapy.
While glucocorticoids provide potent local anti-inflammatory effects and B2-agonists offer rapid airway relaxation, both require
careful management to avoid long-term systemic side effects or reduced efficacy. Despite their convenience and synergistic
potential when combined, these therapies can lead to resistance or dependency.

The treatment of CRSWNP needs to be stratified according to the condition. Medications are the first-line option, with nasal
glucocorticoids preferred due to their non-invasive nature and favorable safety profile, though they act slowly and are less effective
in severe cases. Antihistamines help relicve allergy-related symptoms but have limited impact on polyps and inflammation, so they
are mainly used in patients with concurrent allergies. Macrolide antibiotics provide anti-inflammatory and immunomodulatory
effects, but long-term use may lead to resistance and they are ineffective for larger polyps. Overall, drug therapies mainly relieve
symptoms, have limited efficacy in refractory cases, may cause side effects with prolonged use, and are associated with high
recurrence after discontinuation.

Surgery, mainly functional endoscopic sinus surgery, can quickly relicve nasal obstruction and loss of smell by removing polyps
and opening sinus passages. It is minimally invasive with fast recovery, but recurrence is common (about 35%—38% overall, up to
98% in some patients). As it does not address the underlying cause, perioperative medication is needed to reduce recurrence, and a
small number of patients may experience complications. Biologic therapy is an emerging option for severe, refractory CRSWNP.
Anti-IL-5/IL-5R agents reduce eosinophilic inflammation, shrink polyps, and improve symptoms, with relatively few side effects,
but they are costly and require long-term use. Anti-IgE therapies are effective for patients with severe allergies but have limited
benefit in non-allergic cases.
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