THIS DOCUMENT IS IN DRAFT FORM, INCOMPLETE AND SUBJECT TO CHANGE AND THAT THE INFORMATION
MUST BE READ IN CONJUNCTION WITH THE SECTION HEADED “WARNING” ON THE COVER OF THIS DOCUMENT.

BUSINESS

OVERVIEW

We are a clinical-stage biotechnology company established in 2018 with an integrated drug
pipeline comprising three clinical-stage drug candidates (ECC4703, ECC5004 (also known as
elecoglipron), and ECC0509) and three preclinical-stage drug programs (GIP program, Amylin
program, and UPA program). Our Core Product, ECC4703, is a self-discovered and developed, oral
small molecule liver-targeting THR- full agonist being developed as both a monotherapy and a
combination therapy with one of our Key Products, ECC0509, a SSAO inhibitor, to treat MASH,
and also as an adjunct to an approved and commercialized GLP-1RA for treating
obesity/overweight. ECC4703 would be classified as a NCE drug in the United States and a Class
I Innovative Drug in China if approved. The intended indications of ECC4703 are closely
correlated with those of other drug candidates in our cardiometabolic portfolio. Because effective
MASH treatment typically requires combining agents with different mechanisms of action, and
THR-B full agonist represents one such key mechanism, ECC4703 may be used, if supported by
clinical data and regulatory approvals, in combination with other drug candidates in our pipeline
that address complementary pathways. Another Key Product, ECC5004, is an oral small molecule
GLP-1RA designed to treat obesity/overweight and T2D, for which we entered into an exclusive
collaboration and license agreement with AstraZeneca in November 2023, granting AstraZeneca
exclusive rights to develop and commercialize ECC5004 outside Greater China and retaining
co-development and co-commercialization rights in Greater China. In addition to being developed
as both a monotherapy and a combination therapy with ECC4703 for MASH, ECCO0509 is also being
developed as a monotherapy for OA pain. There is no assurance that we will ultimately be able
to develop and market our Core Product successfully.

In addition to our Core Product, ECC4703, our broader pipeline includes ECC5004 and
ECCO0509, along with three self-developed preclinical programs of oral small molecules and
peptide, which are aimed at treating a range of metabolic diseases. Each of our clinical assets is
purposely engineered to deliver targeted treatment while unlocking broad therapeutic opportunities
across cardiometabolic diseases and inflammatory disorders. Moreover, our therapies can be
combined in different ways to tackle the multifaceted challenges of cardiometabolic diseases and
inflammatory disorders.

Under the AstraZeneca Agreement, we granted AstraZeneca the exclusive global rights for the
development and commercialization of ECC5004 for any indication in all territories except the
Greater China, where we retained co-development and co-commercialization rights. The agreement
includes a US$185 million upfront payment (which has been paid to us), and up to US$1.825 billion
in development and commercial milestone payments (of which US$60 million has been paid to us),
as well as high-single to mid-teens tiered royalties on annual net sales outside of Greater China,
making it the largest licensing transaction in the oral GLP-1RA space globally in terms of upfront
payment, according to Frost & Sullivan. By joining forces with AstraZeneca, we intend to
accelerate the worldwide development of ECC5004 and promote broad patient access. Our
development strategy is centered on maximizing the self-discovery and self-development of our
pipeline drug candidates, leveraging our in-house R&D capabilities to advance our product
candidates from discovery through clinical development. While self-development remains our
primary focus, we also remain open to pursuing selective collaboration opportunities with global
pharmaceutical companies, including in-licensing, out-licensing and co-development arrangements,
where such partnerships are expected to accelerate development timelines, expand patient access,
and enhance capital efficiency, while enabling us to retain regional rights. To date, we have not
in-licensed any programs and, apart from ECC5004, have not out-licensed any programs.
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Our Approach

We aim to become a global leader in developing oral small molecule therapies targeting
cardiometabolic diseases and inflammatory disorders. Addressing the high prevalence and overlap
of obesity, T2D, MASH, and related conditions, we focus on “weight loss 2.0 solutions” that deliver
superior weight loss, improved tolerability, minimized lean mass loss, and targeted comorbidity
management through multiple mechanisms as illustrated in the diagram below. Our integrated
pipeline includes oral small molecules with complementary mechanisms, such as ECC4703 (THR-f
full agonist) and ECC0509 (SSAO inhibitor), which could be combined with GLP-1RA to enhance
potential benefits. In addition, we also developed an oral small molecule GLP-1RA, ECC5004, as
a monotherapy and a backbone that can be combined with other oral therapeutic agents.

Advantages
Ao Limitations ¢ Superior weight loss
Limitations 17 o
* Largely focused on ¢ Improved tolerability

* Moderate weight loss . . .
- improving weight loss O R e imees T
¢ Tolerability issues
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- * Tailored products to better address

* Low combinability N e R e

* Limited efficacy on comorbidities Ny

Weight loss 2.0
Increme.ntally better Next-gen products based on
weight loss GLP-1RAs

q Dual-/triple- LP-1RA
Weight loss 1.0 ual-/triple-targeted G s

First-gen single-targeted
GLP-1RAs

Source: Company

Oral small molecules provide the following advantages: solutions potentially no food effect,
the ability to engage targets that other modalities cannot easily reach, broad accessibility without
cold-chain supply issues, co-formulation and combination therapy opportunities, and stronger
adherence. We adopt both monotherapy and combination therapy approaches to fully realize the
potential of GLP-1 based therapy.

Our Product Pipeline

Our product development strategy is designed to deliver meaningful impact for broad patient
populations while capturing strong commercial potential. This strategy is guided by four key
principles: (i) we are dedicated to developing best-in-class or first-in-class oral medicines for
cardiometabolic diseases and inflammatory disorders, including obesity/overweight, T2D, MASH,
and associated comorbidities, where unmet medical needs and rising global prevalence create
significant opportunities for impactful innovation; (ii) our pipeline emphasizes oral therapeutics to
improve long-term patient adherence and accessibility, addressing the challenges of managing
chronic conditions and supporting sustained treatment outcomes; (iii) we leverage our proprietary
TRANDD workflow system to guide the development of target product profiles, ensuring that each
asset is distinguished by differentiated efficacy, safety, and modality selection; and (iv) each of our
programs is developed as both a monotherapy and in combination therapy, establishing a pipeline
within a pipeline that supports treatment strategies to target multiple aspects of cardiometabolic
diseases and inflammatory disorders, reflecting the strength of our programs designed to drive
synergy, enable innovative combinations, and expand therapeutic opportunities. Based on the four
key principles discussed above, we are advancing a competitive pipeline of clinical and preclinical
assets.
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Our R&D Workflow System

We have self-developed our proprietary TRANDD workflow system, focused on guiding
decision-making and prioritization across key elements of preclinical and clinical development
programs targeting cardiometabolic diseases and inflammatory disorders. Our TRANDD workflow
system was developed internally by our R&D team to facilitate decision making during drug
discovery and development. These include determining whether and how a product candidate will
benefit patients; identifying how the compound will differentiate from existing and emerging
therapies and establishing the development path to achieve a clinical meaningful and competitive
product profile. To meet these objectives, our R&D team designed the workflow system to facilitate
the designation of a target product profile (“TPP”) at the outset of each program, create customized
assays aligned to that TPP, and formulate and implement a governance process to support
evidence-based decision-making based on our internal data and analysis of publicly available
information. For clarity, the discovery and development of the TRANDD workflow system was
conducted solely by our R&D team, with guidance from our management, without contributions
from any third-party contributions except for the use of publicly available research and data.

Our TRANDD workflow system takes a disciplined approach to building differentiated
therapies. We select targets with strong translational relevance in cardiometabolic diseases, refining
target product profiles using translational insights and real-world evidence. We prioritize chemical
scaffolds with optimal drug-like properties while pursuing novel indications through mechanism-
based reasoning and biomarkers. Our clinical trials incorporate biomarker endpoints to test
proof-of-mechanism and differentiation, enabling biomarker-driven patient stratification strategies
that support target engagement, de-risk translation, and inform go/no-go decisions. See “— Our
Workflow System ” below for more details on the design and capabilities of our TRANDD
workflow system. As of the Latest Practicable Date, we had not obtained any patents for our
TRANDD workflow system, but we had registered the TRANDD trademark in Switzerland, an U.S.
trademark application and a PRC trademark application were in process.

Beyond our TRANDD workflow system, our medicinal chemistry capabilities focus on
rationally designing drug molecules optimized for potency, selectivity, safety, pharmacokinetics,
and manufacturability suitable for long-term use in broad populations. Leveraging these combined
strengths, we have advanced an integrated pipeline of therapeutics for cardiometabolic diseases and
inflammatory disorders, including three quality clinical programs with differentiated profiles that
address unmet medical needs.

OUR STRENGTHS

A Clinical-Stage Biotech Company Advancing the Next-Generation Oral Small Molecule
Solutions for Cardiometabolic Diseases and Inflammatory Disorders

We are advancing an integrated pipeline of next-generation oral small molecules targeting
cardiometabolic diseases and inflammatory disorders, including obesity/overweight, T2D, MASH
and their associated comorbidities. Within just four years of beginning our oral small molecule
programs, we have advanced three drug candidates into clinical development, reflecting our rapid
innovation and execution capabilities supported by our TRANDD workflow system and strong
medicinal chemistry expertise.

GLP-1 based therapies, particularly GLP-1RAs, have transformed T2D and
obesity/overweight and are rapidly evolving from monotherapy to combinations with
complementary mechanisms, expanding into broader cardiometabolic disease. The GLP-1 based
therapy market increased from US$13.2 billion in 2020 to US$72.1 billion in 2024 and is expected
to US$246.5 billion in 2029 and US$415.8 billion by 2034. The existing approved GLP-1RAs face
a number of limitations, including usage and handling requirements, and cold-chain logistics
limiting uptake and adherence. Within oral options, small molecules offer distinct advantages over
peptides, such as higher bioavailability, no strict food-related dosing constraints, less supply chain
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constraints, and easier co-formulation. Oral GLP-1RAs are poised to capture over 30% of the
market by 2034 compared to approximately 6% in 2024, according to Frost & Sullivan, positioning
ECC5004 to capitalize on this shift and support future oral combination regimens across
cardiometabolic diseases.

We believe we are well positioned in this vast and fast-growing market, led by our advanced
oral small molecule GLP-1RA, ECC5004, which as of the Latest Practicable Date is expected to be
potentially best-in-class and second to global market, according to Frost & Sullivan. Our careful
selection of a superior chemical scaffold through our TRANDD workflow system has resulted in a
molecule with good drug-like properties. Through our vision, technical strength, and strategic
partnerships, we are developing oral small molecule solutions to potentially address the evolving
needs of patients with cardiometabolic diseases and inflammatory disorders worldwide.

A Competitive Pipeline for Mono and Combination Therapies to Enhance Potential Benefits
of GLP-1 Based Therapy

With extensive expertise in disease biology and translational research, we have built a robust
and diverse pipeline, including both clinical and preclinical assets. In addition to developing
monotherapies, we are dedicated to creating innovative combination therapies to address the
complex nature of cardiometabolic diseases and inflammatory disorders and deliver meaningful
outcomes for patients worldwide. To date, we have successfully discovered and developed three
clinical-stage oral small molecule assets, namely, ECC4703, ECC5004 and ECCO0509, each
designed to address key unmet needs in cardiometabolic diseases and/or inflammatory disorders,
and each with significant potential for use in combination regimens.

. ECC4703: Our Core Product, oral small molecule THR- full agonist with potential
to be best-in-class and second to global market for MASH and first-in-class for
obesity/overweight. ECC4703 is our Core Product, a self-discovered and independently
developed oral small molecule liver-targeting, selective THR-B full agonist. Unlike
partial THR-3 agonists which demonstrate only moderate effects on lipid lowering,
hepatic fat reduction and fibrosis improvement, ECC4703 is a THR-@ full agonist. This
confers enhanced pharmacological potency, supporting potentially greater efficacy in
reducing circulating atherogenic lipids and improving hepatic steatosis, inflammation,
and fibrosis in MASH. According to Frost & Sullivan, ECC4703 has the potential to
become best-in-class and second-to-global market for MASH and first-in-class for
obesity/overweight. In the completed Phase I trial of ECC4703 as a monotherapy in
healthy volunteers and participants with treatment-unnecessary LDL-C under 160 mg/dL
in the United States, it has shown robust pharmacodynamic changes, including a 30% to
45% placebo-adjusted reduction in LDL-C, at 40 mg and 80 mg doses, substantially
outperforming other agents in its class, including Rezdiffra, VK2809 (Phase IIb dose),
and Tern-501, which achieved only 15-27%, based on reported data and not head-to-head
trial results, according to Frost & Sullivan. In the same Phase I trial, ECC4703 has
shown a favorable safety and tolerability profile, with no Grade =3 treatment-related
adverse events (“TRAE”), limited gastrointestinal or cardiac side effects, and no
pruritus, supporting its suitability for combination use. We obtained the IND approval
for Phase Ila trial of ECC4703 and ECCO0509 for the treatment of MASH as monotherapy
and in combination therapy from the FDA in October 2025. We initiated the trial in
December 2025. Additionally, ECC4703 can be combined with GLP-1RAs for
obesity/overweight, where preclinical models have shown greater weight loss than
GLP-1RAs alone, driven primarily by fat mass reduction with minimized lean mass loss.
We have submitted the IND application to the FDA for Phase Ila trial of ECC4703 as an
adjunct to GLP-1RA for the treatment of obesity/overweight in December 2025 and
received the IND approval from the FDA in January 2026. Subsequently, we have
initiated the trial in March 2026.
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. ECC5004, Our Key Product, highly differentiated oral small molecule GLP-1RA with
best-in-class and second to global market potential. ECC5004 represents a
differentiated oral small molecule GLP-1RA with the potential to set a new standard in
its class. ECC5004’s pharmacokinetic profile is optimized for convenient, once-daily
dosing, with an extended half-life that supports this regimen and no clinically
meaningful food effect, as demonstrated in its Phase I trial, allowing administration with
or without regard to meals. See “— Our Pipeline — ECC5004, Our Key Product —
Summary of Clinical Trials — Completed Phase I First-in-Human Trial of ECC5004 as
Monotherapy in Healthy Participants and in Patients with T2D in the United States” for
more details.

ECC5004°s small molecule modality enables flexible co-formulation with other oral
agents, such as SGLT?2 inhibitors and oral PCSK9 inhibitors. Additionally, ECC5004’s
oral route of administration eliminates the need for injections and offers greater patient
convenience, adherence and access.

According to Frost & Sullivan, the current scaffold types for oral GLP-1RAs can be
generally categorized into two classes, Scaffold A and Scaffold B. ECC5004 belongs
Scaffold A class of oral GLP-1RAs, which is more amenable to the design and creation
of drug molecules with favorable safety profile and good drug-like properties, offering
a lower risk of toxicity issues compared to Scaffold B, according to Frost & Sullivan.
In contrast, compounds from Scaffold B class, such as Danuglipron and Lotiglipron,
were discontinued due to liver-related safety concerns, in April 2025, and June 2023,
respectively.

Pursuant to the AstraZeneca Agreement, we granted AstraZeneca the global rights
(excluding Greater China) to develop and commercialize ECC5004. We retained the
right of co-development and co-commercialization in Greater China. See “Business —
Our Collaboration and Licensing Agreement” for more details. ECC5004 has completed
two global IIb trials in T2D and in obesity/overweight, with data readout expected
around June 2026.

. ECC0509: Our Key Product, an oral inhibitor of SSAO with first-in-class potential.
ECCO0509 is an oral small molecule SSAO inhibitor with first-in-class potential for OA
pain, according to Frost & Sullivan. It has demonstrated dose-dependent pain relief in
OA models and robust pharmacodynamic effects in humans, including sustained SSAO
inhibition and methylamine accumulation. ECC0509’s versatile combination potential is
being explored in MASH in combination with ECC4703 to address both metabolic and
inflammatory drivers of disease, and ECC0509 could treat OA pain as monotherapy or
in combination with GLP-1RA for enhanced efficacy in patients with obesity/overweight
with joint pain.

Our clinical development strategy emphasizes phase-appropriate evaluation of combination
potential. By leveraging the complementary mechanisms of our assets, we aim to address the
complex biology underlying cardiometabolic diseases and inflammatory disorders. Key potential
combination regimens include:

. THR-B agonist (ECC4703) + SSAO inhibitor (ECC0509) for MASH. This combination
aims to address both the metabolic and fibrotic components of MASH. ECC4703, a
THR-{ full agonist, targets hepatic lipid metabolism and fibrosis, while ECC0509, an
SSAO inhibitor, targets inflammation and fibrosis. The combination is designed to unite
complementary mechanisms — THR-B-driven reductions in hepatic steatosis and
atherogenic lipids with ECC0509’s inhibition of SSAO-mediated leukocyte trafficking
and oxidative injury — to target the inflammation-fibrosis axis that persists despite
metabolic correction;
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. THR-B agonist (ECC4703) + GLP-1RA for obesity/overweight. Combining a THR-3
agonist with a GLP-1RA leverages complementary mechanisms to potentially deliver
better weight loss. ECC4703 is aimed at fat mass reduction and improvement of lipid
metabolism, while GLP-1RA act via appetite suppression and delayed gastric emptying,
leading to improved glycemic control and sustained weight loss. Preclinical data suggest
this combination may result in greater weight loss, minimized lean mass loss and
improved metabolic parameters than GLP-1RA monotherapy alone, addressing the
complex needs of patients with cardiometabolic diseases;

. SSAO inhibitor (ECC0509) + GLP-1RA for OA pain. ECC0509, as an SSAO inhibitor,
has demonstrated efficacy in reducing OA pain in preclinical models. A GLP-1RA has
shown benefits for the treatment of OA pain. The combination of SSAO inhibitor
(ECCO0509) with GLP-1RA may provide synergistic effects, offering enhanced pain
relief, particularly in patients with obesity or are overweight with joint pain; and

. GLP-1RA (ECC5004) in combination with SGLT2 inhibitor or oral PCSK9 inhibitor.
ECC5004 has the potential to be combined with other oral therapies such as SGLT2
inhibitors and PCSK9 inhibitors. This approach targets glycemic control, weight
management and lipid lowering, addressing a broader spectrum of cardiometabolic risk
factors. In partnership with AstraZeneca, we aim to develop combination regimens that
can be tailored to individual patient profiles, potentially improving outcomes and
expanding the therapeutic reach of oral GLP-1RA based treatments.

Beyond our clinical-stage assets, we have developed a competitive pipeline of preclinical
programs, including oral small molecule GIPR modulator, Amylin receptor agonist and peptide
UPA.

An Innovative R&D Powerhouse Anchored by Deep Expertise in Translational Research and
Proven Execution Capabilities

Our TRANDD workflow system sits at the core of our discovery and development efforts,
linking target biology with clinical translation. Drawing on our expertise in translational medicine
and cardiometabolic biology, this workflow system enabled us to conceive, design, and progress
three key assets within four years, providing compelling proof of the system’s productivity. Our
TRANDD workflow system integrates a comprehensive set of translational research capabilities
built on core strengths in the following:

. Target selection and validation. We prioritize mechanisms with strong human genetic
evidence or clinical precedent, such as GLP-1 receptor and THR-3, which have already
demonstrated therapeutic utility in cardiometabolic diseases and inflammatory disorders.
By grounding our discovery decisions in targets that possess clear, translatable biology,
we lower scientific risk while retaining ample room for pharmacological differentiation.

. Refinement and development of TPP. We view the disciplined determination and
refinement of TPP as equally important. At the inception of programs, cross-functional
teams benchmark the current standard of care, quantify unmet medical needs, and
integrate physician, payer and regulatory insights to define clinical and commercial
objectives. These TPPs provide pragmatic guidance for medicine-chemistry
optimization, non-clinical strategy and early-phase design.

. Analysis and prioritization of chemical scaffold. Our translational understanding allows
us to compare different chemical scaffolds and select those with optimal drug-like
properties and potential to achieve desirable product profiles. For oral small molecule
GLP-1RA program, we deliberately selected a chemical scaffold that is more amenable
to the design and creation of drug molecules with a favorable safety profile and drug-like
properties, offering a lower risk of toxicity issues.
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. Novel indication selection. Our indication selection is grounded in deep understanding
of disease biology and mechanistic relevance, leveraging preclinical models to generate
therapeutic hypotheses with focus on translation to human diseases, which inform our
clinical trial design and indication expansion strategy. For example, the combination of
GLP-1RA and THR-B full agonist (ECC4703) has demonstrated profound additional
weight loss and muscle-sparing effects compared to GLP-1RA monotherapies in animal
models, informing an important therapeutic opportunity for obesity/overweight and
supporting our clinical trial design and indication expansion strategy.

. Design of early clinical trials. We design adaptive, biomarker-enriched protocols that
generate quality pharmacokinetic and pharmacodynamic data, including dose-ranging
insights for later-phase trials. Developed in collaboration with biostatisticians and in
accordance with GCP, our approach integrates preclinical insights into clinical trial
design, enabling seamless bench-to-bedside transition. Coupled with rapid go/no-go
decision points, this supports efficient resource allocation while maintaining scientific
rigor.

. Determination of biomarkers and patient stratification. For each asset, we
prospectively nominate translational biomarkers — such as body weight, glucose, and
LDL-C — that confirm target engagement, elucidate mechanisms in humans, and serve
as predictors of downstream clinical benefit. These readouts provide early proof-of-
concept, refine patient selection strategies, and increase confidence that later-phase
trials are designed for improved likelihood of success, ultimately helping to shorten the
path to pivotal studies. In addition, our translational research enables us to pinpoint
patient subgroups most likely to benefit from specific mechanisms of action.

Additionally, the intellectual property rights generated from the various programs supported
by our TRANDD workflow system and medicinal chemistry expertise are protected. Our Core
Product, ECC4703, and Key Products, ECC5004 and ECCO0509, are protected by issued patents
whose terms extend to 2040 and beyond, covering the United States, China and other major markets.

Strategic Global Partnership to Advance Development and Commercialization Efforts

In November 2023, we entered into the AstraZeneca Agreement for our internally developed
oral small molecule GLP-1RA, ECC5004. This collaboration represents a major validation of our
TRANDD workflow system and highlights the significant potential of ECC5004 to treat
obesity/overweight and related cardiometabolic diseases. Under the agreement, we granted
AstraZeneca exclusive global rights to develop and commercialize ECC5004, except in the Greater
China (including mainland China, Hong Kong, Macau and Taiwan). In Greater China, we retain
co-development and co-commercialization rights. This structure in Greater China provides us with
the opportunity to participate directly in the development and commercialization of ECC5004. The
agreement includes a US$185 million upfront payment and up to US$1.825 billion in development
and commercial milestone payments, making it the largest licensing transaction in the oral
GLP-1RA space globally by upfront payment, according to Frost & Sullivan. We are eligible to
receive tiered royalties of high-single to mid-teens percentage of annual net sales outside of Greater
China. To date, we have received the US$185 million upfront payment and US$60 million in
milestone payments from AstraZeneca. We also entered into a side letter with AstraZeneca in March
2026, pursuant to which AstraZeneca will provide a total credit of $75 million toward our share of
development expenses for a global Phase III MRCT program of ECC5004, starting in the third
quarter of 2026.

Since inception of our partnership, two global Phase IIb trials (VISTA for obesity/overweight
and SOLSTICE for T2D) have been completed. In China, we were sole sponsor of the completed
Phase Ib bridging trial and plan to participate in the global Phase III trial as part of a MRCT
program, supporting regulatory alignment with Chinese authorities and facilitating integration of
China-specific data into the global development program. This strategy allows comprehensive
evaluation of ECC5004 across diverse populations and supports potential regulatory submissions in
both China and other major markets.
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Experienced Management with Deep Scientific Expertise and Industry Insight

We are built on a foundation of experienced founders and propelled by a seasoned executive
management team. Our leadership brings a combination of scientific excellence, entrepreneurial
execution, and global development insight, empowering us to advance meaningful oral small
molecule therapies for cardiometabolic and inflammatory disorders. Our management team is led
by:

Our co-founder and CEO, Dr. Jingye Zhou, a distinguished scientist and biotech entrepreneur
with deep expertise in translational research and small molecule drug discovery. Prior to founding
the Company, Dr. Zhou served as the Head of Chemistry at Eli Lilly’s China R&D Center, where
he led project teams to identify clinical candidates for the treatment of diabetes and its
complications. Under his leadership, Eccogene has built an integrated pipeline of cardiometabolic
candidates;

Our scientific research is led by co-founder and CSO, Dr. Jianfeng Xu, who has extensive
experience in metabolic disease biology and translational research. Dr. Xu has played a central role
in the discovery and development of our three clinical stage assets;

Our clinical development is overseen by our CMO, Dr. Jaikrishna Patel, a seasoned clinical
leader with deep expertise in global drug development. Dr. Patel is responsible for the design and
execution of our clinical programs, ensuring scientific rigor and regulatory alignment across all
stages of development; and

Our financial and strategic planning efforts are led by our CFO, Mr. Ting Xiao, chartered
financial analyst, a partner and founding member of Delos Capital with extensive experience in life
sciences advisory and investments. Mr. Xiao oversees our financial strategy and capital planning,
ensuring strong fiscal discipline and alignment with our long-term growth objectives.

Our management team is supported by a research and development organization, which
included 15 Ph.D. and M.D. holders as of December 31, 2025, with great expertise spanning
discovery biology, medicinal chemistry, CMC, non-clinical development, clinical operations and
regulatory affairs. This breadth of talent enables us to maintain a wide range of capabilities from
early research through clinical development. In addition, we have also established a distinguished
Scientific Advisory Board and a Liver Disease Advisory Board, composed of leading experts in
cardiometabolic and liver diseases. These boards provide critical guidance on translational research
and clinical development across our pipeline programs. In addition, we regularly engage with KOLs
and external experts to further strengthen our strategy and decision-making, supporting continued
progress in scientific and clinical innovation.

OUR STRATEGIES

Strategically Advance Our Pipeline Programs and Capture Market Opportunities via
Indication Expansion and Combination Therapies

We are actively investing in innovative therapeutics designed to expand treatment options and
further improve clinical outcomes. At the heart of our strategy, each of our assets is versatile and
designed for monotherapy and/or combination therapy, we aim to deliver more effective, durable
solutions for patients with complex, overlapping conditions. Following this strategy, our
competitive pipeline includes three clinical-stage programs and three preclinical assets, all designed
to address cardiometabolic diseases and inflammatory disorders through differentiated mechanisms.
Each program is purpose-built to deliver superior outcomes with optionality for monotherapy and/or
combination therapies that address the needs of diverse patient populations. Our agile clinical
execution enables customized development strategies for each molecule, maximizing therapeutic
impact and accelerating our path to leadership in next-generation oral small molecule therapeutics.
For ECC4703, we initiated the Phase Ila trial of ECC4703 as a monotherapy and in combination
with ECC0509 for MASH in December 2025. We also believe ECC4703 can be combined with
GLP-1RAs. We have submitted the IND application to the FDA for Phase Ila trial of ECC4703 as
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an adjunct to GLP-1RA for the treatment of obesity/overweight in December 2025, with IND
approval from the FDA in January 2026, we have initiated the trial in March 2026. For ECC5004,
we believe it has the potential to serve as a monotherapy and a backbone therapy for combination
regimens, including those with SGLT?2 inhibitors and oral PCSK9 inhibitors. For ECC0509, we
initiated the Phase Ila trial of the ECC0509 in combination with ECC4703 as discussed above, and
plan to conduct a Phase II trial as a monotherapy for OA pain in 2027.

For our small molecule GIPR modulator, which is currently in preclinical development, we are
strategically exploring its use in combination with other weight loss agents for the treatment of
obesity/overweight and its associated comorbidities. In parallel, our Amylin receptor agonist
program is currently in preclinical development and has the potential to be used both as a
monotherapy and in combination regimens. Building on this foundation, our preclinical UPA
program is advancing a peptide agonist that is aiming to deliver durable weight loss and
cardiometabolic benefits as a single molecule.

We intend to develop these assets to broaden our therapeutic reach and explore combination
therapies, leveraging our translational research expertise to continuously deliver innovative
therapies.

Continue to Strengthen Our Proprietary TRANDD Workflow System and Enhance Our R&D
Capabilities

We believe next-generation oral therapeutics have the potential to redefine the treatment
landscape for cardiometabolic and inflammatory disorders. We are committed to advancing our
proprietary TRANDD workflow system and strengthening our R&D capabilities. The TRANDD
workflow system was developed solely by our R&D team, with guidance from our management,
without any third-party contributions except for the use of publicly available research and data.

We aim to advance our pipeline through measured, data-informed execution by leveraging our
TRANDD workflow system. We will continue to draw on our experience in cardiometabolic and
inflammatory biology to prioritize mechanism with patient evidence and clinical relevance,
grounding our programs in translational principles. Building on our approach to animal models and
assay selection, we plan to invest in translational research to support steady progression from
preclinical studies to early clinical evaluation and to enable more timely decision-making. In
medicinal chemistry, we will continue to refine oral small molecule and UPA programs for potency,
selectivity, safety and manufacturability. We also plan to incorporate technology tools, including
biomarker analytics, to support our discovery and development efforts. While our primary focus
remains cardiometabolic disease, we will evaluate adjacent opportunities in cardiovascular and
immunological disorders where the underlying biology may be applicable. We will also continue to
develop and protect our intellectual property, seeking appropriate patent coverage for our drug
candidates to support our portfolio over time. Through these initiatives, we aim to further strengthen
our TRANDD workflow system, enhance our R&D capabilities, and expand the reach of our
innovative therapies, ultimately disrupting the current treatment paradigm and delivering
meaningful benefits to patients worldwide.

Maximize the Value of Our Assets Through Accretive Partnerships

We have established a proven track record of forging successful global partnership. Building
on this foundation, we will continue to pursue value-accretive collaborations worldwide to
accelerate clinical development and enable earlier market entry for our next-generation
therapeutics, with the goal of delivering innovative treatments to patients globally more rapidly and
efficiently. In parallel, we remain committed to leveraging our internally built TRANDD workflow
system to developing our in-house pipeline.

We apply a resource-optimization lens when considering any third-party collaborations,
prioritizing partnerships that could help accelerate development timelines, expand patient reach,
and enhance capital efficiency. Our primary focus is on engaging with partners whose strengths
complement our own, enabling us to leverage their expertise and infrastructure to optimize
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development strategies, accelerate worldwide development, and expand patient access globally. Our
strategic collaboration reflects this approach, targeting broader market access, particularly in
large-population geographies outside of China, thereby enhancing patient access and expanding our
global reach, while enhancing the overall realization of our assets through broader reach and
operational leverage. We may retain regional rights, and partner with global pharmaceutical
companies to capitalize on their established presence and accelerate our commercial scale-up in the
region. This partnership-driven model enables us to rapidly build a meaningful commercial
footprint efficiently, while maintaining strategic flexibility and focusing on delivering innovative
oral therapies to patients at scale. However, we are disciplined in our selection process. To date, we
have not in-licensed any programs and, apart from ECC5004, have not out-licensed any programs.

Attract, Train and Retain Talents Across Regions to Drive Global Innovation

Since our inception, we have built a globally integrated organization with offices in the United
States and China, enabling our team to collaborate across geographies throughout the drug
development continuum — from early discovery and preclinical research to clinical trial design and
execution. By integrating capabilities and leveraging regional strengths, we accelerate development
and generate quality data to support the development of our innovative therapies globally. We will
continue to attract, develop, and retain talent across discovery, translational medicine, non-clinical
development, and regulatory affairs to sustain our competitive position and advance next-generation
therapies for cardiometabolic diseases and inflammatory disorders.

OUR PIPELINE
Since our inception, we have executed our research and development programs with precision,

harnessing the TRANDD workflow system to build an integrated pipeline of three clinical-stage
assets and three preclinical programs.

- 160 -



THIS DOCUMENT IS IN DRAFT FORM, INCOMPLETE AND SUBJECT TO CHANGE AND THAT THE INFORMATION
MUST BE READ IN CONJUNCTION WITH THE SECTION HEADED “WARNING” ON THE COVER OF THIS DOCUMENT.
BUSINESS

‘(Teaoxdde K10je[nS01 pue synsal [BOIUI[O [eulj 0) 199[qns) BUIYD UI $IIS [euonNESNsdAUr Jo uorsnpour yim weiSoxd OV IIT 2Seyd
1oddns Kew yorym ‘9z(z dunf ur ssaISu0d dyNuaIds B e pajussaid oq 0] BIBp q[ ISBYJ PUB ‘970 AIBNIqo Ul pasunoute s)nsai aurjdo) yym ,mmwa IoquoAON Ul pojo[dwod sem eury) ul [ern SurSprq q aseyd SIyL (S)
‘sonaed oy) USOMIOQ JUSWSAISE [EMINW PUB UOISSNISIP I9YINJ O3 10o[qns SUIBWI PUB JUOWITY
BOQUIZRIISY 2U) Jopun pajepuewi 1o paijroads Ajuarind jou st judwdo[oAdp yons 1qnop Jo 2OUBPIOAER ) 10 "2InInj Y} Ul 10)1qIYul 6 SO [BI0 pue 1I03IqIYul 7 TOS S, BouaZensy yiim padojaaap oq Aew $00SODH (¥)
*S[TBIOp 2IOWI IOJ , JUSWISY SUISUAII]
puE UONLIOQR[[0D) INQ — SSAUISN,, 99S "PIIOA YY) UI SILIOILLI) JAY)O [[€ Ul $00SDDH JO SINIANIE Judurdo[aAdp pue Yaaeasat 3y} 03 303dsax (s Jamod Sunjewr-uoIsIP [euly AY) SBY BIIUIZELISY YA ‘suondaoxa
UIB1190 YIIM BUIY)) 1918315 UI H0SIH JO SINIANIE JudwIdo[dAIp PUE YIIBISAI 3Y) 03 199dSa 1M Jomod SUIBW-UOISIIAP [BUL) 9Y) JABY IAN “H00SIDH ZI[BIOIOWW0D-00 put dO[aAdP-0 0] JYSLI dY) PIUIRIDL IM AIAYM
‘eury)) 1ojealn) 1dodxa SOLI0JLLIS) [[B Ul UONEIIPUI AU 10J $())SDDH ZI[erorowwod pue do[oAap 03 SIYSLI SAISN[OXS BIOUIZBISY PAIURIS oM UOIYM IOPUN JUIWAISY BIOUIZBISY Y} OJUI PAINUI oM ‘70T ‘8 JOqUIAON UQ (€)
$00SDDH 10U IYS1oMI2A0/A)1S2qO JO Juduean) 3Y) I0J opnn[Sewag 03 jounlpe ue se mOhv%Um JO TeLI) BJ] 9SBUJ PAIRIIIUL QARY A (2)
-ooueping K1ore[n3al pue s)nsar o) 102[qns ‘s[ern) ‘g juanbasqns pue e[ oseyd YsnoIy) JySromIoro/L11saqo pue HSYIA 0]
C0LPDDH 99UBAPE 0} dNUNUOD [[IM 9A\ "S[ELI} [eJTUI[0 djeedas a1ninsuod jou op pue ‘Jodojoxd duo 03 juensind [ern) B[] 9seyd dwes ) uIym JNJ S’ [SUIs & Jopun pajonpuod are sue [[e ‘(qQ) Adeioy uoneurquod
w Of 6050004 snid Sw of 0L+DDA pue (@O ‘Sw ¢ 10 Sw ]) Adesoyiouowr momouum {(dQ ‘Sw o 10 Sw g) Aderoyrouow ¢0L+DDH {(AO) 0qooe[d :sure judunean [dfered Xis sopn[oul HSVIA JO juaunean
ay) 10 [e11) B[] 9seyd YL 'S’ Y} UI JYSToMIoA0/K1IS2qO JO JUdUEal) 9y} 10 apnn[Sewas 0} jounlpe ue se ¢/ DD JO el B[ dseyd oy} SE [[om st “°S ) oY) ur Aderoy) uoneurquod ut pue Aderdyjouow se HSYIA JO
Juduean Y} 10J 60S0DDH PUe £0LFDDH JO [e1n BI[ 2seyd 10] suoisstuqns (INJ 1IN0 YIIM UOIIDUUOD UT V(] 2U) AQ PIMIIAI (JOq WOIJ BIBP IIM ‘SIS PA)IUN) 2 puB BUIYD UT S[eL) | aseyd pale[dwod sey ¢0L+DDH (1)

:S210N
uonearpuy pea| 4 1onpoid Koy M\AV JonpoIg 210D *

/ 1eq019 8202 Aq uorssiuqns AN / 34390553 3 vdn I posnoosp MY apndag eagosg
o e I a0qeIN 8 udio ' van
A-dT1O
y . . oquo) saseasIp PAIIAOISIP anoajow wesdoxg
) ot S0 4 v N I sy aE oamag Tee ey antary
£ a3 oquio) SaseasIp PIIDA0ISIP a[nodour ,
! 1eqo1H 8C0T Aq uorsstuqns (NI / IN390223 ,H\ I Jouopy SMOqEIN 108 AdID [ews (210 weagord 419
sureaSou [earuPdLg
£Z0T ut a191dwoo 0y €0LYODH
Ppaoadxa :gzOg 92 ul pajjo1ud yuaned SN IN390503 L/u (vad sn P oquio)y 4 HSVIN padofaaap
18I (L uonenIul I 3seyd SN JOUOIN pue (I-dvA) Sqnasjour
! [eqorD PAIOAOISIP ovSsS [rews [e1Q 6050004 %
RIEN
LZ0T ut vonenur 1 aseyd s 3390353 K3 (V@D Sn ouop WV urd vo
:670g 1y ur paroxdde NI SN W
QZOT un( Ul SS2I3U0d dYNUAISS © 18 pajuasald aq 0)
Paradxa BIEp M “GZT JOUIDAON U ruIy) IN190323 1 (VAINN) eurg) OO
parordwod eury) ut e SwSpuq qf aseyq 1yS1omIan0
vuny) 1oealny 9TOT dunf Ul S2IFU0D AYNUALS © e pajuasad aq o) < /Ansaq0
90dXa BIEP M “SZ0T J0qUIAAO) 2qo] BORUSZEISY q ouoy T - oot
@PIUIZENSY 11 [erorownion Pa10adXa BIEp YA “SZOT J9qUIAON [eqo1D (VINED N “(Va:D) SN W (©UONBIOQEIOD  yi-dTD e $00sD0d M\\W
) ut pao[duwod (V. LSIA) [eth qI dseyd [ews [e10
9Z0T dunf U ssaI3U0d dYNUIDS B Je pajuasaid aq 0}
PR103dX3 BIED (M “G70Z JquIBoa 12010 FoouezERsY (VINE) N8 *(vad) sn OouoW Vau

ur paduod (OLLSTOS) et qIf seyd
i o o | ol oqwr
ut [em eury) 1 aseyq parwdwo) B 390223 3 (VAAN) euid U RGBT

£Z0T ut 219[dwoo 0y padofaaap

Pa1adxa :9707 YOI Ut pafjoaua juaned s 3N390253 £ (vad sn VAI-dTO + v BRI pue S[noajour
/ 12010 ' ' = /A115290 gHL WEOLFODE *
@

514 im uonentul I aseyd SN PI2A0ISIP [Tews 10
RIEN
£z0z ut 9[dwod 0 60500049

paroadxa (¢z0z da(1 Ul paf[oIud juaned N IN390233 MW (Vad) sn yim oquio) < HSVIN
ISIY )M UODENIUL ] 95eyd S JOuo

Tue, SHERL SUMIAMN uonsey Sestods asey asey q/1 sey BIUI[IAL
ved PuIwo)) Sunwoad()/sme)g yuarany ey, e, IOy 2558 IV 35e4d /155544 [ERIEHRe-d

:91e(q Q1qeonoRIg 1s9)eT o) Jo st swerdoid [eorurjoard pue sojepIpued syl jo snjels juowrdo[oAdp oy sozuewwns jeyd auradid Suimor[oj oyJ,

sureagoag age)s-fedrur)

uawiSay suonorpuy PPOIN XY ja81e], Ayepoy werdoxg

pea]

- 161 -



THIS DOCUMENT IS IN DRAFT FORM, INCOMPLETE AND SUBJECT TO CHANGE AND THAT THE INFORMATION
MUST BE READ IN CONJUNCTION WITH THE SECTION HEADED “WARNING” ON THE COVER OF THIS DOCUMENT.

BUSINESS

ECC4703, our Core Product
Overview

ECC4703, our Core Product, is a our self-discovered and independently developed liver
targeting, oral small-molecule THR-B full agonist in development for MASH and
obesity/overweight, with potential expansion into other metabolic diseases. THR-B is
predominantly expressed in the liver, where its activation lowers lipids without the cardiac or
skeletal safety liabilities associated with extrahepatic THR-« activation. It remains one of the few
mechanisms with strong human validation in MASH. As a THR-B full agonist, ECC4703 is
expected to achieve more consistent and pronounced reductions in hepatic fat, circulating
atherogenic lipids, and liver fibrosis compared to partial agonists. In the Phase I trial in healthy
volunteers and participants with treatment-unnecessary LDL-C under 160 mg/dL in the United
States, ECC4703 showed a favorable safety and tolerability profile, a pharmacokinetic profile
compatible with once-daily dosing, and biomarker changes consistent with robust target
engagement and clinically relevant decreases in circulating atherogenic lipids.

As of the Latest Practicable Date, we had completed two Phase I clinical trials of ECC4703,
including one trial conducted in the U.S. and one trial conducted in China. We are also conducting
two Phase Ila clinical trials in the U.S. to evaluate ECC4703 for the treatment of MASH and
obesity/overweight, respectively.

Drug Design and Mechanism of Action

ECC4703 is our self-discovered and independently developed, liver-targeted, selective THR-f3
full agonist, designed through our TRANDD workflow system to maximize the therapeutically
relevant thyroid hormone receptor signaling in the liver while limiting activation in non-liver
tissues. See “Our Workflow System — Translational Research-Aided Drug Discovery and
Development Workflow System” for more details. The program was initiated in July 2018 with the
goal of identifying a molecule with full THR- agonism, high THR-B/THR-a selectivity, and
liver-preferential exposure. Through our internal R&D efforts, we identified the ECC4703 molecule
in December 2019, and in October 2021 nominated it as our preclinical candidate after it had met
our internal criteria for advancement into IND-enabling preclinical development. We completed the
IND-enabling package, comprising the requisite preclinical pharmacology, pharmacokinetic, and
other supporting studies and documentation for the first-inhuman trial, in June 2022. Since
completing the IND-enabling package, we have continued to advance ECC4703 through our own
development activities and have publicly presented data relating to ECC4703 at a number of
scientific conferences, including a pre-clinical study of ECC4703 for MASH at the European
Association for the Study of the Liver (“EASL”) meeting in June 2022, Phase I results of ECC4703
in the United States at the American Association for the Study of Liver Diseases (“AASLD”)
meeting in November 2024, a pre-clinical study of ECC4703 in combination with Semaglutide or
Tirzepatide for obesity/overweight at the American Diabetes Association meeting in June 2025, and
a pre-clinical study of ECC4703 in combination with ECC0509 or Semaglutide for MASH at the
AASLD meeting in November 2025.

Its discovery and development have been led by Dr. Zhou, together with our CSO, Dr. Xu, and
our CMO, Dr. Patel, whose prior experience in drug discovery, translational science and clinical
development has informed the design and advancement of the program. The design of ECC4703
focused not only on the biological role of THR-B, but also on optimizing the molecular and
pharmacokinetic properties of the compound itself. We believe ECC4703 incorporates three key
design features that collectively underpin its pharmacological profile: (i) full agonist activity at
THR-(, (ii) receptor subtype selectivity, and (iii) liver-preferential exposure.

. Full agonist activity to induce a robust and durable hepatic pharmacodynamic
response.

ECC4703 is designed to function as a full agonist at THR-3 in hepatocytes, thereby
activating liver-selective transcriptional programs involved in lipid utilization, fatty acid
oxidation and lipoprotein metabolism. Full receptor activation is mechanistically
important: unlike partial agonists, which occupy the receptor but elicit a submaximal
transcriptional response, a full agonist drives complete conformational change of the
receptor, enabling recruitment of the full complement of co-activator complexes and
robust downstream gene expression. In preclinical head-to-head studies, ECC4703
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achieved an 80% response at the highest dose level compared to 32% for Resmetirom,
an FDA-approved THR-[3 partial agonist for MASH. Consistent with this profile, in the
Phase I trial, ECC4703 demonstrated robust, placebo-adjusted pharmacodynamic effects
after 14 days of once-daily dosing, including a significant increase in sex hormone
binding globulin (“SHBG”), a sensitive hepatic biomarker of THR-3 engagement, and
a robust reduction LDL-C, confirming meaningful target engagement in humans. This
full agonist profile, together with liver-directed exposure, may support a stronger
pharmacodynamic effect in the liver than compounds with lower potency, partial
efficacy or less favorable tissue selectivity. This may support reductions in liver fat and
improvements in metabolic dysfunction and MASH disease activity.

. Receptor subtype selectivity to prioritize THR- activation.

THR-a and THR-3 have highly similar ligand-binding pockets, making receptor subtype
selectivity difficult to achieve. THR-a is broadly expressed in the heart, bone, and
skeletal muscle, and its activation is associated with adverse effects including
tachycardia, cardiac arrhythmia, bone loss, and muscle wasting, which is the principal
safety liabilities that have historically limited the therapeutic utility of non-selective
thyroid hormone receptor agonists. THR-(3, by contrast, is predominantly expressed in
the liver, making it the therapeutically relevant isoform for hepatic metabolic diseases
such as MASH and dyslipidemia. ECC4703 was identified from a large number of
compounds through iterative structure-activity relationship optimization based on our
internal know-how. In this process, we applied both THR-a and THR-3 transcriptional
activation assays to identify compounds that combined strong THR-B activation, low
THR-o activity and full agonist efficacy. This design enables ECC4703 to retain potent
activity at the intended receptor while reducing the likelihood of undesired
pharmacology associated with less selective compounds.

. Liver-preferential exposure to support efficacy in the target organ while limiting
extrahepatic activity.

Because thyroid hormone receptors are broadly distributed across tissues, receptor
selectivity alone may not be sufficient to optimize therapeutic performance. ECC4703
was therefore further designed with balanced physicochemical and pharmacokinetic
properties intended to favor liver exposure over extrahepatic distribution. In selecting
ECC4703, we optimized parameters including lipophilicity (“LogP”), pKa, membrane
permeability, transporter-mediated uptake and drug metabolism and pharmacokinetic, or
DMPK, characteristics because these properties are key determinants of tissue
distribution, hepatocyte access and duration of exposure. Balancing these parameters is
important to achieving preferential liver exposure, sufficient intracellular activity in
hepatocytes and limited exposure in extrahepatic tissues. In turn, this optimization is
intended to enhance efficacy-relevant THR-3 signaling in the liver while reducing the
risk of adverse effects associated with thyroid hormone receptor activation outside the
liver. This liver-preferential distribution profile is intended to enhance efficacy-relevant
THR-@ signaling in the liver while reducing the risk of adverse effects associated with
thyroid hormone receptor activation in non-target tissues. Importantly, ECC4703 is
designed not to form reactive metabolic intermediates, further supporting its safety and
tolerability profile.

The differentiated profile of ECC4703 arises from the coordinated optimization of all three
design features, i.e. full agonist efficacy, receptor subtype selectivity, and liver-preferential
pharmacokinetics, rather than from any single property in isolation. In our in vitro studies,
ECC4703 demonstrated higher potency, efficacy and receptor isoform selectivity than Resmetirom
(MGL-3196), an FDA-approved treatment for MASH, and showed greater effects on liver-selective
gene transcription. This profile reflects the combined effect of receptor-binding optimization and
liver-targeting pharmacokinetic design and is intended to support therapeutic activity at clinically
relevant exposure levels. The following diagram demonstrates mechanism of action of ECC4703.
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MASH. MASH is a progressive, inflammatory liver disease. Closely associated with
obesity/overweight and T2D, MASH is increasing worldwide and can advance to cirrhosis,
cardiovascular disease, chronic kidney disease, or hepatocellular carcinoma if left untreated.

Traditional management of MASH centers on lifestyle modification — caloric restriction,
weight loss, and increased physical activity — along with control of metabolic risk factors using
agents such as statins, antihypertensives, and anti-diabetic therapies. Although Semaglutide and
Resmetirom have been approved for MASH, limitations such as tolerability issues and limited
efficacy indicate that there is still a significant need for novel therapies.

As of the Latest Practicable Date, Resmetirom, a THR-3 partial agonist and Semaglutide, a
GLP-1RA were approved for the treatment of MASH and four THR-3 candidates entered Phase II
clinical development globally. For more details, please refer to “Industry Overview — Overview of
Cardiometabolic and Inflammatory Diseases Drug Market — MASH Drug Market — Competitive
Landscape of Small Molecule THR-B3 Drug Market.”

Obesity/overweight. Obesity and overweight, defined as abnormal or excessive fat
accumulation that may impair health, are commonly measured using the BMI. According to the
World Health Organization (“WHO”), a BMI = 25 is considered overweight, while a BMI = 30
qualifies as obesity. Obesity/overweight presents significant challenges, particularly with respect to
lifestyle interventions. Besides lifestyle modification, GLP-1 based therapies have become the
first-line treatment for obesity/overweight, but limitations in weight-loss magnitude, tolerability,
and loss of lean mass constrain broader adoption, whereas adding a THR-f3 agonist offers clear
advantages by enhancing weight loss and minimize lean mass loss and potentially improving
metabolic parameter.

As of the Latest Practicable Date, no THR-$ drug have been approved globally for the
treatment of obesity/overweight. For more details, please refer to “Industry Overview — Overview
of Cardiometabolic and Inflammatory Diseases Drug Market — Obesity/Overweight Drug Market
— Competitive Landscape of THR-3 Drug in Obesity/Overweight Drug Market.”

Beyond MASH and obesity/overweight, ECC4703 also presents significant market

opportunities in dyslipidemia, a chronic metabolic disorder characterized by abnormal blood lipid
profiles. While acknowledging an active and evolving competitive landscape, including potential

— 164 -



THIS DOCUMENT IS IN DRAFT FORM, INCOMPLETE AND SUBJECT TO CHANGE AND THAT THE INFORMATION
MUST BE READ IN CONJUNCTION WITH THE SECTION HEADED “WARNING” ON THE COVER OF THIS DOCUMENT.

BUSINESS

competition from lower-cost generic drugs or biosimilars, and relying on broad market expansion,
the strategy emphasizes differentiation on clinically meaningful measures (including atherogenic
lipid subfractions, cardiometabolic risk markers, and tolerability), targeted penetration of defined
patient segments (such as mixed dyslipidemia and statin-intolerant populations), and potential use
in combination with standard of care. This approach is intended to address competitive intensity in
a measured way, supporting sustainable adoption and growth aligned with clinical practice
evolution. Such generic or biosimilar competition could intensify pricing pressure, influence payer
coverage and reimbursement decisions, affect physician and patient preferences, and limit market
share, pricing flexibility and overall commercial potential.

Key Advantages

. Stronger Target Engagement and Potentially More Robust Lipid Lowering and MASH
Efficacy than Partial Agonists. ECC4703 as THR-B full agonist can potentially drive a more
completely receptor activation, which may lead to robust PD effect than a partial agonist.
Enhanced efficacy and reduced undesirable effects associated with THR-a activation are
achieved with ECC4703, which demonstrates strong potency and full-agonist activity on
THR-B while maintaining high selectivity over THR-a in preclinical study.

Significant improvements in liver disease and lipid profiles were observed with ECC4703,
with further fibrosis reduction under combination therapy. In preclinical models, treatment
with ECC4703 resulted in significantly lowering in both the NAFLD Activity Score (NAS)
and fibrosis scores relative to vehicle. In addition, the combination of ECC4703 and ECC0509
further reduced liver fibrosis, highlighting the potential of combination therapy for MASH.
Moreover, in a hyperlipidemia model, ECC4703 significantly lowered circulating LDL
cholesterol and total cholesterol.

Superior in vivo efficacy versus MGL-3196 was achieved while preserving high selectivity
and a clear liver-preferential profile. In preclinical model, ECC4703 demonstrated stronger in
vivo efficacy versus MGL-3196 while preserving high selectivity and a clear liver-preferential
profile. As illustrated in the chart below, in a head-to-head preclinical study, ECC4703
achieved an 80% response at the highest dose level, while MGL-3196 achieved 32%.
ECC4703 is purpose-built to maximize the potential to hepatic benefit and limit systemic
exposure without forming reactive intermediates.

. Promising PD Changes in Early Study. In the Phase I trial, ECC4703 showed robust,
placebo-adjusted pharmacodynamic effects after 14 days of once-daily dosing. Notably, we
observed a significant increase in sex hormone binding globulin (“SHBG”) and a robust
reduction in LDL-C, indicating clear targeted engagement in humans.

. Favorable Safety and Tolerability Profile in Humans. In the first-in-human Phase I trial of
ECC4703, no serious adverse events were observed, and all observed side effects were mild.
Notably, limited GI effects, no pruritus, and no clinically meaningful changes in Thyroid-
Stimulating Hormone (“TSH”) or Triiodothyronine (“T3”) levels were observed, suggesting
that ECC4703 may support improved patient adherence, lower discontinuation risk, and
reduced safety monitoring burden, particularly in chronic treatment settings.

. Promising Candidate for Combination Therapies in Cardiometabolic and Inflammatory
Diseases. Building on ECC4703’s superior profile, we are actively advancing research on
combinations of ECC4703 with SSAO inhibitor and GLP-1RA, and we are exploring
opportunities for indication expansion.

o Potentially enhanced efficacy in MASH. In preclinical studies, the combination of

ECC4703 with ECC0509 for the treatment of MASH, achieved greater improvements in
fibrosis scores which is associated with liver benefits.
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o Indication expansion in obesity/overweight. Combining ECC4703 with GLP-1RAs has
the potential to enhance weight loss, minimize lean mass loss, and improve overall
outcomes.

In preclinical studies, ECC4703 potentiated total weight loss without additional reductions in
food intake in combination with GLP-1RAs. In addition, ECC4703 in combination with
GLP-1RAs demonstrated reduction in lean mass loss. It was hypothesized the synergistic
weight loss effect may be derived from the remobilization of fatty acid to the liver under the
energy deficient state, followed by lipid oxidation from THR-3 agonism.

Clinical Development Plan

ECC4703 is being clinically developed for the treatment of MASH and obesity/overweight.
We may also evaluate ECC4703 in additional metabolic disease indication in the future based on
emerging clinical data. As of the Latest Practicable Date, our clinical development for ECC4703
Phase 1II trials is U.S.-focused, although ECC4703 has also been studied in a Phase I trial in China
to support its overall development. As of the Latest Practicable Date, the ECC4703 clinical program
consists of: (i) two completed Phase I trials, one conducted in the U.S. and one in China; (ii) one
ongoing U.S. Phase Ila proof-of-concept (“PoC”) trial for the treatment of MASH, conducted under
a single protocol encompassing ECC4703 monotherapy, ECC0509 monotherapy and their
combination as separate treatment arms; and (iii) one separate ongoing U.S. Phase Ila PoC trial
evaluating ECC4703 as an adjunct to Semaglutide for the treatment of obesity/overweight.

We elected to design the Phase Ila trial of ECC4703 and ECCO0509 for the treatment of MASH
as monotherapy and in combination therapy as PoC studies, which are exploratory clinical studies
intended to establish early evidence of pharmacologic activity, clinical benefit, safety, tolerability,
and dose-related effects to inform subsequent development decisions, because this approach
generally requires a smaller patient population and a shorter study duration than later-stage trials,
thereby enabling a more efficient early assessment of pharmacologic activity, clinical benefit,
safety, tolerability, and dose-related effects. In particular, for a novel metabolic therapy such as
ECC4703, a Phase ITa PoC design is intended to provide an early indication of whether the observed
data are consistent with the proposed mechanism of action, while also informing dose selection,
patient population selection and refinement of clinically relevant endpoints for subsequent
development.

. Phase I Trial of ECC4703 in the U.S. (IND 161573)

We initiated the Phase I clinical trial of ECC4703 in the United States in September 2022
and completed the trial in October 2023. This study provided the initial U.S. clinical
safety and pharmacokinetics data for ECC4703 and formed a key component of the early
development package supporting the subsequent advancement of ECC4703 into U.S.
Phase II trials. Its primary objective was to evaluate safety and tolerability, with
secondary objectives assessing PK and PD, and the trial met these objectives.

. Phase I Trial of ECC4703 in China (CTR20230786)

We have initiated the Phase I clinical trial of ECC4703 in China in April 2023 and
completed the trial in November 2023. The China Phase I trial was conducted to
complement the overall clinical package for ECC4703 and to expand our early clinical
dataset in a Chinese population, and provide initial clinical safety and pharmacokinetic
data of ECC4703 in Chinese patients. Data from this study, together with data from the
U.S. Phase I trial, have informed our understanding of the safety and pharmacologic
profile of ECC4703 and have been included in materials reviewed by the FDA in
connection with subsequent U.S. Phase II IND submissions. As of the Latest Practicable
Date, the China Phase I trial serves a supportive role within our overall development
program and does not form part of our current primary registrational pathway. Our
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determination as to whether to pursue later-stage standalone clinical development of
ECC4703 in China will depend on a number of factors, including the results of our
ongoing and planned U.S. studies, the target indication, our global development strategy
and applicable regulatory requirements in China. Its primary objective was to evaluate
safety and tolerability, with secondary objectives assessing PK and PD, and the trial met
these objectives.

. Phase Ila PoC Trial of ECC4703 and ECC0509 for the Treatment of MASH as
Monotherapy and in Combination Therapy (IND 176762)

We have initiated the Phase Ila clinical trial in December 2025 and expect to complete
by 2027. This study is designed to evaluate ECC4703 as monotherapy, ECC0509 as
monotherapy and their combination in adults with presumed MASH. The study includes
six parallel treatment arms: placebo (QD); ECC4703 monotherapy (20 mg or 40 mg,
QD); ECC0509 monotherapy (10 mg or 30 mg, QD); and ECC4703 40 mg plus ECC0509
30 mg combination therapy (QD). All arms are conducted under a single IND within the
same Phase Ila trial pursuant to one protocol, and do not constitute separate clinical
trials.

Accordingly, ECC4703 monotherapy, ECC0509 monotherapy and the combination of
ECC4703 and ECC0509 for the treatment of MASH are not separate ongoing clinical
trials, but rather distinct treatment arms within the same Phase Ila trial conducted under
a single protocol and a single U.S. IND. Participants across these treatment arms are
enrolled under the same core eligibility criteria and follow the same overall visit
schedule and study procedures, enabling controlled comparison of the relative
contributions of ECC4703, ECC0509 and their combination within a comparable patient
population. The trial design reflects the distinct and potentially complementary
mechanisms of action of ECC4703 and ECC0509. ECC4703 targets THR-B pathway,
which is a clinically validated therapeutic target in MASH, while ECCO0509 inhibits
SSAO, a pathway implicated in inflammation, metabolic dysfunction and fibrogenesis.
By evaluating ECC4703 and ECCO0509 both as individual monotherapy arms and in
combination, the study is designed to characterize the treatment effect attributable to
ECC4703, assess the activity of ECC0509 as a monotherapy, and determine whether the
addition of SSAO inhibition to THR-f pathway modulation may provide incremental
benefit through two parallel mechanisms. In this context, the ECC0509 monotherapy
arms also serve as internal comparator arms to facilitate interpretation of the treatment
effects observed with ECC4703 and the combination regimen.

Further, the trial is designed to establish early PoC in MASH by evaluating noninvasive
endpoints, including liver fat reduction as measured by MRI-PDFF at Week 12, together
with additional assessments of liver function biomarkers, fibrosis and inflammation
biomarkers, metabolic parameters, pharmacokinetics and safety. The results of this trial
are intended to inform subsequent decisions regarding dose selection, combination
strategy and later-stage development planning in MASH.

. Phase Ila Trial of ECC4703 as an Adjunct to Semaglutide for the Treatment of
Obesity/Overweight in the U.S. (IND 179857)

We have also submitted the IND application to the FDA in December 2025 and received
the IND approval from the FDA for the Phase Ila clinical trial in January 2026 to
evaluate ECC4703 as an adjunct to Semaglutide for the treatment of obesity/overweight.
We subsequently initiated the trial in March 2026 and expect to complete by 2027. This
study is intended to evaluate ECC4703 as an oral adjunctive therapy to GLP-1RA
treatment in adults with obesity BMI =30 kg/m” and to evaluate whether ECC4703 may
contribute incremental weight loss and favorable metabolic effects beyond background
Semaglutide therapy.
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The following table sets forth an overview of the completed, ongoing and planned clinical
studies of ECC4703:

(Expected)  (Expected)
Trial Trial
Initiation ~ Completion
Indication Trial Phase  Study Population Regimens  Trial Status  Jurisdiction Date Date Trial Design

MASH Phase | Healthy volunteers ~ Mono Completed ~ United States September  October Randomized, double-
Obesity/overweight and participants 2022 2023 blind, placebo-
with treatment controlled, first-in-
unnecessary human study
LDL-C under 160 evaluating the safety,
mg/dL tolerability,
pharmacokinetics, and
pharmacodynamics of
ECC4703 in healthy
volunteers and
participants with
treatment-unnecessary
LDL-C below 160
mg/dL.
MASH Phase | Healthy participants  Mono Completed ~ China April 2023 November  Randomized, double-
Obesity/overweight 2023 blind, placebo-
controlled trial
designed to evaluate
the safety, tolerability,
pharmacokinetics, and
pharmacodynamics of
ECC4703 in healthy
volunteers.
MASH . . ... .. Phase [la Presumed MASH ~ Mono Ongoing United States December 2027 U.S.-based, multicenter,
patients Combo with 2025 randomized, double-
ECC0509 blind, placebo-
controlled Phase Ila
trial that will evaluate
the efficacy, safety,
PK, and PD of
ECC4703, ECCO0509
as monotherapy and
the combination of
ECC4703 and
ECC0509 in presumed
MASH patients.
Obesity/overweight . . Phase [la  Obese patient Asan Ongoing United States March 2026 2027 U.S. based, multicenter,
adjunct to randomized, double-
Semaglutide blind, placebo-
controlled trial to
evaluate the efficacy,
safety, and tolerability
of ECC4703 as an
adjunct to
Semaglutide in adults
with obesity.
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Summary of Clinical Trial Results

Completed Phase I First-in-Human Trial of ECC4703 in Healthy Volunteers and Participants with
Treatment-Unnecessary LDL-C under 160 mg/dL in the United States

Trial Design. The study was a Phase I, double-blind, randomized, placebo-controlled, single
and multiple ascending dose study of ECC4703, designed to investigate single ascending dose
(“SAD”) part of ECC4703 in healthy volunteers and multiple ascending dose (“MAD”) part of
ECC4703 for 14 days first in 1 cohort of healthy volunteers and then in 2 cohort of
treatment-unnecessary LDL-C under 160 mg/dL. 38 healthy participants were enrolled in Part 1
SAD, and 8 healthy participants and 21 participants with treatment-unnecessary LDL-C under 160
mg/dL were enrolled in Part 2 MAD.

See the diagram below for an illustration of the Phase I trial design.
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BI: HVs B2-B3: Pts with LDL-C 100~159 mg/dL

Source: “Safety, Tolerability, Pharmacokinetics and Pharmacodynamics of ECC4703, a Highly Selective Liver Targeting
Thyroid Hormone Receptor-beta (THR-B3) Full Agonist for MASH in a Phase I Trial” by Samuel Pak. M.D., et all, The Liver
Meeting, AASLD, Nov. 15-19, 2024.

The SAD portion enrolled healthy adults aged 18-65 years. Eligible participants were required
to be in good general health, BMI 18-32 kg/m? with no clinically significant findings on medical
history, physical exam, 12-lead ECG, vital signs, or laboratory evaluations. Individuals with a
history of liver or thyroid disease, or other conditions that could confound results or increase risk,
were excluded. Participants were randomized to receive single oral doses of ECC4703 (1, 4, 12, 32,
80, 160, or 320 mg) or placebo in two sequential interlocking cohorts. The primary objective was
to assess safety and tolerability, with secondary objectives including characterization of
pharmacokinetic parameters such as area under the curve (“AUC”), Cmax, Tmax and apparent
terminal half-life (“t1/2”).

The MAD portion enrolled adults aged 18-65 years with BMI 18-32 kg/m?, including
generally healthy participants and those with fasting LDL-C 100-159 mg/dL. Participants were
randomized to receive once-daily oral ECC4703 (40 mg or 80 mg) or placebo for 14 days across
three sequential cohorts: B1 (40 mg in healthy volunteers), B2 (40 mg in participants with mild
LDL-C elevation), and B3 (80 mg in participants with mild LDL-C elevation). Eligibility required
meeting the general inclusion criteria from SAD; for B2 and B3, additional requirements included
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fasting LDL-C 100-159 mg/dL without indication for lipid-lowering therapy, being otherwise
generally healthy, use of stable concomitant medications not affecting lipid metabolism or thyroid
axis, and normal baseline liver and thyroid function tests. The primary objective was to evaluate
safety and tolerability with repeated dosing, while secondary and exploratory objectives included
pharmacokinetics and pharmacodynamic biomarkers such as SHBG and lipid panel. All dosing was
conducted under fasted conditions to reduce PK variability.

Trial Status. We submitted the IND application in June 2022 and received the IND approval
from the FDA in July 2022. Subsequently, we dosed the first participant in September 2022 and
completed the trial in October 2023. As of August 20, 2024, we enrolled 75 adult participants in this
trial. We did not encounter obstacles or practical challenges in recruiting participants who met the
requisite patient selection criteria. All objectives had been met, the FDA has completed the review
and indicated no objection.

Safety Results. ECC4703 was generally well tolerated by the study participants, no deaths or
SAEs were reported in the study and no drug-related adverse events (“AEs”) of Grade 3 or higher.

Overall, in the MAD portion of the study, the most frequently reported TEAEs were mild
elevations of alanine aminotransferase (“ALT”) which were all asymptomatic. ALT increase
occurred in one participant at 40 mg and one participant at 80 mg. The most common
treatment-related AE was mild elevation of ALT, which were all asymptomatic. The ALT increases
were not accompanied by changes in bilirubin and returned to normal by the end of the study.
Notably, the approved THR- agonist Resmetirom shows a similar profile, with mild ALT
elevations typically observed within the first 4 weeks of treatment that return to baseline by around
8 weeks. In addition, GGT increase occurred in one participant at 40 mg, and pain in extremity
occurred in two participants at 80 mg. All TEAEs were mild in severity and managed if needed, and
all TEAEs resolved without any intervention by the end of the study. One participant with mild AEs
of chest pain and increased blood pressure was discontinued from the study due to a TEAE, but it
was determined to be not related to the study treatment.

Across the MAD cohorts, there were no clinically meaningful changes in blood pressure, heart
rate, T3, or TSH. Hematology, urinalysis, 12-lead ECGs, and physical examination findings were
unremarkable, with no abnormalities considered clinically significant or reported as TEAEs. No
participant experienced clinically meaningful arrhythmias or QTc prolongations. Across all dose
levels, laboratory results showed no clinically significant trends or symptom-associated
abnormalities, and thyroid function measurements revealed no treatment-related changes. Modest
reductions of approximately 20-30% in total and free Thyroxine (“T4”) were observed at Day 14,
similar to those reported with Resmetirom and were not associated with clinically meaningful
impact. No diarrhea or pruritus was observed in the MAD portion of the trial.

Pharmacokinetics results.

Following single oral doses of ECC4703, the terminal half-life was approximately 10-16
hours, supporting once-daily administration.

Pharmacodynamic results.

SHBG and LDL-C are established PD markers of hepatic THR-f activation. SHBG is
synthesized in the liver in response to THR-[3 stimulation and serves as a sensitive indicator of
target engagement, while LDL-C reduction reflects downstream effects on lipid metabolism. After
14 days oral administration of once-daily ECC4703, robust biomarker changes were observed.
LDL-C was significantly reduced: at 40 mg, LDL-C fell by 37% in B1 and 21% in B2; the pooled
40 mg reduction was 28%. At 80 mg (B3), LDL-C declined by 27%, while placebo showed an 8%
increase. These parallel changes — marked SHBG elevation with substantial LDL-C lowering —
underscore strong and selective THR-3 engagement by ECC4703. ECC4703 effectively lowered a
panel of atherogenic lipids over 14 days of treatment.
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Conclusion. ECC4703 was safe and well tolerated following single and repeated daily dosing
in healthy volunteers and in participants with treatment-unnecessary LDL-C <160 mg/dL. Its
pharmacokinetic profile supports a once-daily regimen. ECC4703 produced effect across a panel of
atherogenic lipids, with significant LDL-C lowering over 14 days. Collectively, these findings
support continued development of ECC4703 as a potential oral therapy for patients with MASH and
obesity/overweight.

Completed Phase I trial of ECC4703 in Healthy Volunteers in China

Trial Design.

This Phase I double-blind, randomized, placebo-controlled trial of ECC4703 included both
SAD and MAD parts. In the SAD arm, 17 healthy adults received a single oral dose of 1-320 mg
or placebo under fasting, with safety monitored for 48 hours and follow-up through Day 8. In the
MAD arm, 26 participants received 40 mg, 80 mg, once daily for 14 days or placebo, with
monitoring through 48 hours post-dose and follow-up to Day 21. The primary objective was safety
and tolerability, with pharmacokinetics as a secondary objective.

See the diagram below for an illustration of the Phase I trial design.

Al Period 1 Period 2 Period 3 Period 4
(n=8, A/P+6/2) 1 mg 12 mg 80 mg 320 mg

A2 Period 1 Period 2 Period 3
(n=8, A/P+6/2) 4 mg 32 mg 160 mg

B2
80 mg QD x 14 days
(n=12, A/P=9/3)
B1
40 mg QD x 14 days
(n=12, A/P=9/3)

___________________________________________________________________________________________________________

Source: Company Data

The SAD portion enrolled healthy adults aged 18 to 65 years, with a BMI of 18 to 32 kg/m?
and body weight of at least 50 kg for men and at least 45 kg for women. Major exclusions:
pregnancy, recent illness or vaccination, substance use, recent trial participation, infectious disease,
significant blood loss, prohibited meds, or abnormal ECG. The MAD portion enrolled adults aged
18 to 65 years with a BMI of 18 to 32 kg/m?, including generally healthy participants with mildly
elevated LDL-C. Eligibility mirrored SAD with similar key exclusions.

Trial Status. We submitted the IND application in October 2022 and received the IND
approval from the NMPA in January 2023. Subsequently, we initiated the trial in April 2023 and
completed the trial in November 2023. As of November 22, 2023, we enrolled 43 participants in this
trial. We did not encounter obstacles or practical challenges in recruiting participants who met the
requisite patient selection criteria. All primary and secondary endpoints had been met.
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Safety Results.

ECC4703 was safe and well tolerated, with no deaths, serious adverse events. Most adverse
events were mild and not dose related.

Conclusion. ECC4703 demonstrated a generally acceptable safety and tolerability profile.

Ongoing Phase Ila trial of ECC4703 and ECC0509 for the Treatment of MASH as Monotherapy and
in Combination Therapy in the United States

Trial Design.

This is designed as multicenter, randomized, double-blind, placebo-controlled Phase Ila trial
of ECC4703 and ECC0509 as monotherapy and the combination of ECC4703 and ECCO0509 for the
treatment of MASH. Approximately 160 participants are randomized into six arms. The study
includes six parallel treatment arms: placebo (QD); ECC4703 monotherapy (20 mg or 40 mg, QD);
ECCO0509 monotherapy (10 mg or 30 mg, QD); and ECC4703 40 mg plus ECC0509 30 mg
combination therapy (QD). All arms are conducted under a single IND within the same Phase Ila
trial pursuant to one protocol, and do not constitute separate clinical trials.

The six-arm design prospectively isolates the contribution of each mechanism (THR-(
agonism with ECC4703; SSAO inhibition with ECC0509) and quantifies any incremental benefit
when both mechanisms act in parallel. Monotherapy arms establish each agent’s effect size on the
same endpoints, in the same population and time frame. The combination arm, at fixed doses, is then
compared head-to-head with each component on identical primary and secondary endpoints
(magnetic resonance imaging-proton density fat fraction (“MRI-PDFF”), a noninvasive imaging
measure that quantifies liver fat burden and is commonly used to monitor treatment response) and
ALT-anchored measures, plus noninvasive fibrosis scores.

See the diagram below for an illustration of the Phase Ila trial design.

4{ ¢ Placebo, QD, n=20
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Abbreviation: FU = follow-up; QD = once daily; R = randomization.

Source: Company Data

Eligible participants are =18 years with presumed MASH, hepatic steatosis confirmed by
imaging, and features of metabolic syndrome or biopsy evidence of active disease, able to comply
with fasting and MRI procedures, and willing to use required contraception where applicable. Key
exclusions include other chronic liver diseases, advanced/decompensated cirrhosis, heavy alcohol
use, prior THR-3 therapy, use of prohibited concomitant medications with relevant drug-drug
interaction risk, recent major weight change or bariatric surgery, uncontrolled diabetes or
significant cardiovascular disease, pregnancy or breastfeeding, and standard contraindications to
MRI and conditions likely to confound efficacy or safety assessments.
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The 12-week treatment phase will measure change in liver fat by MRI-PDFF as the primary
endpoint. Safety will be monitored through adverse events, liver function, DILI signals, ECGs, and
labs. The primary efficacy endpoint was the change from baseline in liver fat at Week 12 measured
by MRI-PDFF, comparing ECC4703 dose groups with placebo under prespecified multiplicity
control. Secondary endpoints included additional MRI-PDFF measures for ECC0509 and for the
combination versus components, the proportion of participants achieving prespecified liver fat
reduction thresholds and fat normalization, change in ALT and a composite of ALT and MRI-PDFF
response, noninvasive liver fibrosis and inflammation scores, imaging-based liver stiffness,
metabolic measures (lipids, glucose control, weight), and patient-reported outcomes. Population
pharmacokinetics were characterized with intensive sampling after the first dose and prespecified
sampling at later visits.

Safety was monitored throughout via adverse event collection, examinations, vital signs,
ECGs, and laboratory testing, with predefined procedures for treatment-emergent events.
Management included close monitoring and protocol-defined stop rules for liver-related laboratory
changes or symptoms, real-time blinded adjudication of potential drug-induced liver injury,
evaluation and discontinuation for confirmed adrenal injury, protocol-directed evaluation for
clinically significant cardiovascular events with discontinuation for confirmed major adverse
cardiac events, creatine kinase-based pause/stop rules for muscle safety with urgent evaluation for
suspected rhabdomyolysis, and monitoring for histamine/tyramine-related intolerance with dietary
counseling and treatment interruption as indicated. An independent data monitoring committee
oversaw unblinded safety with prespecified stopping rules, serious adverse events were reported
within 24 hours, and pregnancies led to treatment discontinuation with follow-up of outcomes.

Trial Status. We submitted the IND application in August 2025 and have received the IND
approval from the FDA in October 2025. We initiated the trial in December 2025.

Ongoing Phase Ila Trial of ECC4703 as an Adjunct to Semaglutide for the Treatment of
Obesity/Overweight in the United States

Trial design. This is a Phase Ila randomized double blind placebo controlled U.S. study at
about fifteen sites tests ECC4703 added to once weekly subcutaneous Semaglutide in adults with
obesity who do not have diabetes. Primary objectives are to evaluate effects on body weight and on
liver fat content in an MRI PDFF imaging subgroup with hepatic steatosis. Key primary endpoints
are percent change in body weight, the proportion achieving at least five percent weight loss,
absolute and percent change in liver fat, and the proportion with at least thirty percent relative
reduction in liver fat. Secondary objectives include body composition by DXA, metabolic
biomarkers such as glycemic and lipid measures, additional weight outcomes, and liver enzymes.
Approximately 160 participants are randomized into two arms. See the table below for an
illustration of the Phase Ila trial design.

Study Phase Phase Ila

Study Design: Randomized; Parallel Assignment

Patient Inclusion Criteria: ~ Obese with BMI >30 kg/m?
Duration: 20 weeks

Interventions Study Arms
ECC4703 orally QD Arm 1: ECC4703 + Semaglutide Arm 2: Placebo + Semaglutide
Placebo orally QD ECC4703 orally QD plus Semaglutide  « Placebo orally QD plus Semaglutide
Semaglutide SC once weekly SC once weekly SC once weekly

Trial Status. We have submitted the IND application in December 2025 to the FDA and have
received the IND approval in January 2026. Subsequently, we have initiated the trial in March 2026
and expect to complete the trial by 2027.
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License, Rights and Obligations

We are developing ECC4703 in-house and own the global rights to develop and commercialize
ECC4703. We have not licensed in, acquired or outsourced the core R&D ownership or proprietary
technology relating to ECC4703 from any third party, no third party has any ownership,
development, commercialization, royalty, milestone payment or other economic rights in relation to
ECC4703.

Material Communications with Competent Authorities

Below is a summary of our material communications with the competent authorities regarding
ECC4703 from IND/pre-IND interactions as of the Latest Practicable Date.

FDA

In April 2022, we submitted a pre-IND meeting request to the FDA in relation to ECC4703
for the treatment MASH. In its written responses dated May 26, 2022, the FDA indicated that the
completed nonclinical studies described in the meeting package appeared adequate to support the
proposed Phase I clinical trial, subject to the FDA’s review of the full study reports. The FDA also
indicated that the chemistry, manufacturing and controls package provided at that stage appeared
reasonable to support initiation of the proposed Phase I clinical study.

In June 2022, we submitted the IND application for the Phase I trial of ECC4703 as a
monotherapy to the FDA (IND 161573). The IND covered a Phase I clinical trial, the objective of
which was to evaluate the safety, tolerability and pharmacokinetic profile of ECC4703. On July 25,
2022, the FDA granted the IND approval for IND 161573. The FDA’s comments were non-hold
comments and included certain nonclinical recommendations. The FDA did not impose a clinical
hold on IND 161573.

In April 2025, we submitted a pre-IND meeting request to the FDA in connection with a
proposed Phase IIa clinical trial for ECC4703 as monotherapy, ECC0509 as monotherapy and their
combination for the treatment of MASH. In its written responses dated June 27, 2025, the FDA
stated that the comprehensive nonclinical package for ECC4703 as monotherapy, ECC0509 as
monotherapy and the combination therapy for the treatment of MASH was sufficient to support the
proposed Phase Ila clinical trial, and agreed with our proposed plan to submit a new IND for the
combination therapy development program. In response to the our question on whether ECC4703
and ECCO0509 could be advanced into the proposed Phase Ila trial based on the Phase I safety and
pharmacokinetic profiles together with the nonclinical combination toxicology package, the FDA
stated that the submitted pharmacokinetic and safety data of ECC4703 and ECCO0509 from their
respective Phase I trials, and nonclinical combination toxicology package, were adequate to
evaluate the combination for the proposed trial. The FDA also provided preliminary comments on
the proposed study design, including comments relating to the fixed-combination rule, sample size,
eligibility criteria, safety monitoring, drug-drug interaction exclusions, pharmacokinetic sampling
duration and statistical methodology.

In August 2025, we submitted the IND application for the Phase Ila trial of ECC4703 and,
ECCO0509 for the treatment of MASH as monotherapy and their combination in adults with
presumed MASH (IND 176762) to the FDA. On October 2, 2025, the FDA granted the IND
approval for IND 176762. The FDA stated that it had completed its safety review and concluded that
the proposed clinical investigation may proceed. The FDA’s comments were non-hold comments
and primarily to clinical pharmacology, eligibility criteria, baseline cirrhosis exclusion criteria,
statistical analysis, handling of intercurrent events and missing data, and submission of a statistical
analysis plan prior to unblinding. The FDA did not impose a clinical hold on IND 176762.
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In December 2025, we submitted the IND application to the FDA for the Phase Ila trial of
ECC4703 as an adjunct to Semaglutide for the treatment of obesity/overweight to evaluate the
efficacy, safety and tolerability. On January 21, 2026, the FDA granted the IND approval (IND
179857). The FDA stated that it had completed its safety review of the application and concluded
that we may proceed with the proposed clinical investigation. The FDA also provided comments and
requests for additional information, while expressly noting that such requests were not clinical hold
issues. These comments related primarily to clinical pharmacology, including potential drug-drug
interactions, and clinical considerations relating to trial design, Semaglutide dosing, follow-up
duration, tolerability management, eligibility criteria and body composition endpoints. The FDA did
not impose a clinical hold on IND 179857.

As of the Latest Practicable Date, ECC4703 had not been placed on clinical hold by the FDA
in connection with the foregoing clinical development.

NMPA

In October 2022, we submitted the Phase I IND application to the NMPA for ECC4703 as
monotherapy. On January 13, 2023, the NMPA approved the application, permitting the trial to
proceed in China. The NMPA did not object to the conduct of the Phase I trial, and the trial was
approved without a clinical hold.

The following table sets forth a summary of our material communications with regulatory
authorities regarding ECC4703:

Proposed or

Recommended
IND Revision to the Study
IND Approval  Material Reviewed by the Material Reviewed by the Scope of IND Protocol by the
Clinical Trial Jurisdiction  Application Date FDA NMPA Approval FDA/NMPA

Phase I (IND United States ~ June 2022 July 2022 IND application for N/A Approval with non- No
161573) . . . . IND161573 hold comments

Phase I China October 2022 January N/A IND application for Unconditional No
(CTR20230786) . 2023 CTR20230786 approval

Phase Ila (IND United States ~ August 2025 October ~ PK, safety and tolerability ~ N/A Approval with non- No
176762) . . . . 2025 results from preclinical hold comments

results, study results of

Phase I trials (IND 161573
and CTR20230786), study
protocol of Phase Ila trial

(IND 176762)
Phase Ila (IND United States ~ December January PK, safety and tolerability ~ N/A Approval with non- No
179857) . . . . 2025 2026 results from preclinical hold comments

results, study results of
Phase I trials (IND 161573
and CTR20230786), study
protocol of Phase Ila trial
(IND 179857)

As of the Latest Practicable Date, ECC4703 had not received any major concerns or objections
from the above-mentioned regulatory authorities to its clinical development plans.
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WE MAY NOT BE ABLE TO ULTIMATELY DEVELOP AND MARKET ECC4703
SUCCESSFULLY

ECC5004, our Key Product
Overview

ECC5004 (also known as elecoglipron/AZD5004) is an once-daily, oral small molecule
GLP-1RA that is being developed for two lead indications with T2D and obesity/overweight.

Drug Design and Mechanism of Action

ECC5004 is an oral small molecule GLP-1RA designed to combine efficacy-relevant GLP-1
receptor signaling with the exposure and pharmacokinetic properties required for convenient daily
administration. In designing ECC5004, we deliberately selected a molecular scaffold with strong in
vivo potency and favorable drug-like properties, while deprioritizing an alternative scaffold that,
according to Frost & Sullivan, is more prone to off-target liabilities that have resulted in program
termination for other drug candidates in that scaffold class. We believe ECC5004 incorporates three
key design features that collectively underpin its pharmacological profile:

. G-protein biased cAMP signaling supporting sustained receptor responsiveness.
ECC5004 was specifically engineered to selectively activate cAMP signaling, the
principal downstream pathway that could be responsible for the established clinical
benefits of GLP-1 receptor agonism, including enhanced insulin secretion, reduced
glucagon, delayed gastric emptying, greater satiety and improved glycemic control. In
our in vitro assays, ECC5004 demonstrated potent cAMP activation while (-arrestin-2
recruitment and receptor internalization were not observed under the assay conditions
tested. In cellular assays, ECC5004 acts as a full agonist in HEK-293 cells and a partial
agonist in CHO-K1 cells, confirming effective downstream receptor activation across
different cellular contexts. By avoiding -arrestin engagement, ECC5004 is designed to
keep receptors available on the cell surface, supporting consistent pharmacological
activity.

. Potent GLP-1 receptor engagement and demonstrated in vivo efficacy. In receptor
binding and functional assays, ECC5004 bound with high affinity to the human GLP-1
receptor and exhibited potent agonist activity, supporting robust target occupancy at
clinically relevant exposures. ECC5004 also potentiates glucose-stimulated insulin
secretion in human pancreatic 3 cells in a dose-dependent manner, demonstrating that
receptor activation translates into enhanced insulin secretion in response to glucose, a
key mechanism for glycemic control in T2D and an important feature of effective GLP-1
receptor agonism. In non-human primate studies, ECC5004 administration resulted in
dose-dependent increases in insulin secretion and significant reductions in body weight,
confirming potent GLP-1 receptor engagement in vivo. The observed metabolic benefits
support the translational potential of ECC5004 for glycemic control in patients with T2D
and weight management issues

. Oral drug-like properties enabling once-daily dosing. The medicinal chemistry
strategy of ECC5004 was focused on optimizing oral absorption and metabolic stability.
Key structural modifications included careful engineering of the core scaffold, which
forms the structural backbone of the molecule, and optimizing the side-chain design,
leading to approximately 90% oral bioavailability, good metabolic stability and
pharmacokinetics suitable for once-daily dosing. By contrast, based on published data,
Rybelsus (ora