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CURRENT REPORT

Pursuant to Section 13 or 15(d) of the Securities Exchange Act of 1934
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Check the appropriate box below if the Form 8-K filing is intended to simultaneously satisfy the filing obligation of the registrant under any of the following provisions (see General Instruction A.2. below):

· Written communications pursuant to Rule 425 under the Securities Act (17 CFR 230.425)

· Soliciting material pursuant to Rule 14a-12 under the Exchange Act (17 CFR 240.14a-12)

· Pre-commencement communications pursuant to Rule 14d-2(b) under the Exchange Act (17 CFR 240.14d-2(b))

· Pre-commencement communications pursuant to Rule 13e-4(c) under the Exchange Act (17 CFR 240.13e-4(c)) Securities registered pursuant to Section 12(b) of the Act:

	
	
	
	
	Name of each exchange on which

	Title of each class
	Trading Symbol(s)
	registered

	Common Stock
	
	GYRE
	
	The Nasdaq Capital Market



Indicate by check mark whether the registrant is an emerging growth company as defined in Rule 405 of the Securities Act of 1933 (§230.405 of this chapter) or Rule 12b-2 of the Securities Exchange Act of 1934 (§240.12b-2 of this chapter).

Emerging growth company ☐

If an emerging growth company, indicate by check mark if the registrant has elected not to use the extended transition period for complying with any new or revised financial accounting standards provided pursuant to Section 13(a) of the Exchange Act. ☐
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Item 7.01	Regulation FD Disclosure.

On June 1, 2026, Gyre Therapeutics, Inc. (the “Company”) made available an updated corporate presentation on the Company’s website.

A copy of the corporate presentation is furnished as Exhibit 99.1 to this Current Report on Form 8-K and is incorporated by reference herein. The exhibit furnished under Item 7.01 of this Current Report on Form 8-K shall not be deemed to be “filed” for purposes of Section 18 of the Securities Exchange Act of 1934, as amended (the “Exchange Act”), or otherwise subject to the liabilities of that section, nor shall it be deemed incorporated by reference in any filing under the Exchange Act or the Securities Act of 1933, as amended, regardless of any general incorporation language in such filing.

	Item 9.01
	Financial Statements and Exhibits.

	(d) Exhibits.
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Forward-looking Statements

This presentation contains “forward-looking statements” within the meaning of the federal securities laws, including Section 27A of the United States Securities Act of 1933, as amended, and
Section 21E of the Securities Exchange Act of 1934, as amended, regarding the current plans, expectations and strategies of Gyre Therapeutics, Inc. (*Gyre”) and its subsidiaries, including
Cullgen Inc. (“Cullgen”), which statements are subject to substantial risks and uncertainties and are based on management's estimates and assumptions. All statements, other than
statements of historical facts included in this presentation, are forward-looking statements, including Gyre’s ability to leverage China operations for discovery, validation and development of
therapeutics, clinical development plans, anticipated timelines and milestones of CG923308, F528, CG620953, F351, CG001419, CG009301, and ETUARY™, including anticipated regulatory
submissions and approvals, and the potential therapeutic benefits, efficacy, safety and differentiation of such product candidates, and market size and commercial opportunity estimates.
Gyre or Culigen’s plans, objectives, goals, strategies, future events, or intentions relating to Gyre or Cullgen’s products and markets, the safety, efficacy and clinical benefits of Gyre or
Cullgen’s product candidates, the anticipated timing and design of any planned and ongoing preclinical studies and clinical trials, Gyre or Cullgen’s research and development efforts, plans.
and objectives of management forfuture operations and future results of anticipated product development efforts, potential addressable market size and Gyre or Cullgen’s liquidity and capital
resources and business trends. In some cases, you can identify forwarc-looking statements by terms such as “believe,” “can,” “could,” “anticipate”, “design,” “estimate,” “expect,”
“forecast” “intend,” “may,” “might,” “plan,” “target”, “potential,” “predict,” “objective,” “should,” “strategy,” “will,” “would,” “forthcoming,” or the negative of these terms, and similar
expressions that are predictions of or indicate future events and future trends. These forward-looking statements may include express or implied statements relating to: the estimated future
financial performance and financial position of Gyre; the synergies that may be achieved between Gyre and Cullgen; the therapeutic potential and utility, efficacy and clinical benefits of the
product candidates of the combined company, including for the treatment of fibrosis, pain and solid tumors; the risk/benefit profile of the product candidates of the combined company;
expectations regarding Gyre or Cullgen’s research and development efforts, including timing of initiation of Phase 2 trials for the product candidates of the combined company; Gyre or
Cullgen’s expectations regarding the advancement of product candidates into IND-enabling studies; and Gyre and Cullgen’s expectations, hopes, beliefs, intentions and strategies; and other
statements that are not historical fact. These statements involve known and unknown risks, uncertainties and other factorsthat could cause Gyre or Cullgen’s actual results to differ materially
from the forward-looking statements expressed or implied in this presentation, in addition to those risks and uncertainties, such as the uncertainties inherent in the clinical drug development
process, the regulatory approval process, the timing of any regulatory filings, the potential for substantial delays, the risk that earlier study results may not be predictive of future study results,
manufacturing risks, competition from other therapies or products and the impacts of current macroeconomic and geopolitical risks. A discussion of these and other factors, is set forth in
Gyre’s Annual Report on Form 10-K for the year ended December 31, 2025 filed with the Securities and Exchange Commission (the “SEC”) on March 13, 2026 and elsewhere in such other
filings and in Gyre’s periodic reports and subsequent disclosure documents filed with the SEC. Each of Gyre and Cullgen cannot assure you that it will realize the results, benefits or
developments that it expects or anticipates or, even if substantially realized, that they will result in the consequences or affect Gyre or Cullgen or its business in the way expected. Forward-
looking statements are not historical facts and reflect management's current views with respect to future events. Given the significant uncertainties, you should evaluate all forward-looking
statements in the context of these risks and uncertainties and not place undue reliance on these forward-looking statements as predictions of future events. All forward-looking statements in
this presentation apply only as of the date made and are expressly qualified in their entirety by the cautionary statements included in this presentation. Gyre and Cullgen have no intention to
publicty update or revise any forward-looking statements toreflect subsequent events or circumstances, except as required by law.

Certain information contained in this presentation and statements made orally during this presentation relate to or is based on studies, publications, surveys and other data obtained from
third-party sources and Gyre or Cullgen’s own internal estimates and research. While each of Gyre and Cullgen believe these third-party studies, publications, surveys and other data to be
reliable as of the date of this presentation, ithas not independently verified, and makes no representation as to the adequacy, faimess, accuracy or completeness of, any information obtained
from third-party sources. In addition, no independent sources have evaluated the reasonableness or accuracy of Gyre or Cullgen’s internal estimates or research, and no reliance should be
made on any information or statements made in this presentation relating to or based on such internal estimates and research. This presentation contains, trademarks, trade names and
service marks of other companies which are the property of their respective owners. This presentation concerns a discussion of investigational drugs that are under preclinical and/or clinical
investigation, and which have not yet been approved for marketing by the U.S. Food and Drug Administration. They are currently limited by Federal law to investigational use, and no
representations are made as to their safety or effectivenessfor the purposes forwhich they are beinginvestigated.
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Gyre Therapeutics (Nasdaq: GYRE): At-A-Glance
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Fibrosis, Inflammatory Diseases, Cancer Portfolio Based on US-China Innovation
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Gyre’s ETUARY™ is the Mark
Leader of Pirfenidone for
Treatment of Organ Fibrosis
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First Product ETUARY™ Demonstrates Gyre’s Capability from Innovation to
Commercialization and Managing Life Cycle of Innovative Drugs
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Promising Preclinical and Clinical Results for Two ETUARY™ Line Extensions
Potential to Drive Market Expansion
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F351 (hydronidone): An NDA Stage Next-Generation Fibrosis Therapy
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Liver fibrosis caused by Chronic Hepatitis B (CHB) and Metabolic dysfunction-
Associated Steatohepatitis (MASH)

Next-Generation Pirfenidone: An Antifibrotic Agent with Enhanced
Potency, Improved Safety, and Favorable Metabolism.

F351 modulates the Smad7-TGF-B and p38y signalling pathways,
preventing the activation of hepatic stellate cells (HSCs)—the primary
drivers of collagen deposition and fibrotic scarring in the liver. F357 will be
positioned as a complementary therapy to agents targeting metabolic
drivers of fibrosis such as agonists of GLP-1 and THR-B receptors and
FGF21analog.

Phase 3 trial of CHB-associated liver fibrosis was completed in China; Last
patient completed treatment Oct 2024; Reported positive topline data in Q2
2025 — met primary endpoint. NDA accepted by NMPA in May 2026

Breakthrough Therapy designation from NMPA (March 2021) for CHB-induced

liver fibrosis by NMPA and CDE. U.S. IND for MASH filed, with anticipated
Phase 2 start in 2027.

China: Largest burden of hepatitis B world-wide, with an estimated 79 —86
million cases of chronic HBV infections
USA: 14.9 million MASH patients in 2020 and increases to 23.2 million by 20502
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F351 Development Highlights

¥ Welltolerated as a single agent and upon repeated oral
dosing, with no SAEs reported.
¥ Consistent safety and PK profile in US trial

¥ Met primary endpoint of improvement of liver fibrosis
score (Ishak decrease of 21 point)

¥ Good tolerability
¥ The 90 mg/tid dose selected for Phase 3

Positive Phase 3 topline results in CHB-associated
liver fibrosis.

NDA accepted by China NMPAin May 2026
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F351 Phase 3 Results Demonstrate New Global Potential
in Liver Fibrosis and Cirrhosis
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U.S. MASH Fibrosis Market Provides Significant Opportunity for F351
China First Strategy Provides Accelerated POC
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« Current U.S. MASH prevalence is estimated at~14 million'
* MASH represents tremendous growth opportunity due to very low current MASH diagnosis rate (5-10%)
* Rising obesity and diabetes increase MASH progression via liver inflammation

USAMASH Therapeutics Sales forecast from Evaluate Pharma as of 5-13-2026
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Hyperactivation of the CDK2-Cyclin E Complex Drives Solid Tumor Progression and
Confers Resistance to Breast Cancer Therapy
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CDK2-Cyclin E Degrader for Treating CCNE1-amplified Solid Tumors and Breast
Cancer Resistant to CDK4/6 Inhibitors; IND Anticipated Q1 2027
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B. Target product profile
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concept Study

Solid tumors with CCNEZ amplification (CONE1#™);
HR+/HER2- breast cancer with CDK4/61 resistance;

Estimated in the US for 2024 by ACS (cancer.org) and cbioportal analysis of
TCGA database

CONE1=» solid cancer: >25,000 new cases/year

~ Ovarian cancer (19,680 new cases, 19% CCNE1*"¥)

+ Endometrial cancer (67,880 new cases, 10.8% CCNE1*")

+ TNBC (62,144 new cases, 10.7% CCNE1*"*)

+ Esophagogastric cancer (49,260 new cases, 10.1% CCNE1*")

+ Non-small-cell Iung cancer (187,664 new cases, 4% CCNE1*")

HR+HER2- metastatic breast cancer with CDK4/6i resistance:
~25,000 patients /year
+ (310,720 new cases of breast cancer, 73% are HR+, 20-30% with

metastatic disease; 40-50% progression rate)

Chemotherapy/ADCs
Hormone therapy (ovarian, breast)
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CDK2-Cyclin E Degrader Demonstrates Greater In Vivo Anti-Cancer Efficacy Than

Phase 2/3 CDK2 Inhibitors in CDX and PDX Models
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Dual Targeting of TYK2 and JAK1 for Autoimmune Diseases,
Focus on Systemic Lupus Erythematosus and Rheumatoid Arthritis
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CG620953 Demonstrates Superior Efficacy in Preclinical Models of Lupus and
Rheumatoid Arthritis (RA)
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Gyre’s China Innovation and Validation Engine Provides Ability to Leverage China’s
Unique Ecosystem Pillars
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Targeting TRK for Pain and Cancer
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Clinical Development of CG001419 for Cancer

Phase 1a Dose Escalation 1b Dose Expansion Phase 2 Basket Trial

Dose level
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Group2:  NTRKfusion failed prior TRK-TKI

Dose level3,

n=3-6 Group3:  NTRK point mutations

Doselevel 1
n=3-6

+ Data from first 22 patients demonstrated no observed DLTs, treatment-related SAEs or grade 23 treatment related AEs.
* Enrollment in Phase 1b (dose expansion portions) began Q1 2026.
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Summary of CG001419 for Cancer

Positioning and
Differentiation

2 Clinical Strategy

(;) Gyre
N/ THERAPEUTICS

»

»

« First-in-Class, selective, oral TRK degrader for the treatment of adult cancer
patients with NTRK gene abnormalities

« Potential use in cancer patients with NTRK gene fusion who acquire resistance to
prior TRK kinase inhibitors via NTRK mutations

« Exploratory study in cancer patients with NTRK amplification, overexpression and
point mutations

A rational, step-wise, biomarker-driven Phase 1/2 study design with expansion
cohorts to provide early efficacy readout and assess the safety, PK and PK/PD
relationships in selected tumors
* If successful, expected accelerated regulatory pathway toward early approval, including
breakthrough designation
* Earlyincorporation of biomarker strategy supports development of precision treatment and
associated companion diagnostic (CDx)
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NGF And TRK Are Key Mediators of Acute and Chronic Pain

A. Nerve growth factor (NGF) stimulates the TrkA signaling pathway to transmit pain to the central nervous system

TrkA
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B. TRKA mutations cause congenital insensitivity to pain and anhidrosis (CIPA)  C. Blocking NGF reduces cancer bone pain
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Summary of Phase 1 PD, PK and Safety Study of CG001419

CG001419-101 (NCT06636500): a SAD/MAD/FE study in healthy subjects in Australia
« The surrogate PD assay demonstrated DCsyand DCoo values of 2.4 nM and 18.2 nM, respectively

* Inthe SAD/FE of the study, 72.2% had a TEAE and in the MAD 83.9% had a TEAE

blood collection procedures
Following a single oral dose, the exposure to CG001419 increased in a dose-proportional manner
The food-effect cohort demonstrated a higher systemic exposure under the fed condition
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Single and multiple oral doses of CG001419 up to the highest dosing levels were safe and well tolerated by the healthy subjects

Most TEAEs were considered mild or moderate at their maximum severity in both parts of the study. No Grade 4 (potentially life-threatening) TEAEs were reported
The most frequently reported TEAEs by SOC were general disorders and administration site conditions. Since the drug was administered orally, these were likely due to

For the MAD cohorts after multiple daily dosing for 7 days, exposure to CG001419, metabolite M2 and M8 increased in a less than dose-proportional manner
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CG001419: Differentiated as a Potential Firstin Class Non-Opioid Medicine for the
Treatment of Pain
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Cancer-induced Bone Pain Market Opportunity

Current pharmacological
therapies to treat CIBP are
inadequate, with 70% treated
with opioids reporting continued
bone pain®

Tanezumab, an NGF antibody,
showed reduction in pain in phase
Iil rials of cancer patients with
bone pain?

Opioids - Marginally effective at
relieving CIBP and come with
significant side-effects (nausea,
vomiting, constipation) especially
for advanced o palliative stage
cancer patients where quality of
life is paramount

New cases of
malignant bone
metastasis in the
U.S. annually#4

pubmed.ncbi.nim.nih.gov/30627511
pubmed.ncbi.nlm.nih.gov/37343145
pubmed.ncbi.nlm.nih.gov/22570568
‘pubmed.ncbi.nim.nih.gov/26229504

Cancer-Induced Bone Pain
Market Opportunity in the U.S.

Significant
Unmet Need

70-90% develop Average treatment
symptomatic pain duration for
with limited current cancerindused
treatment options® bone pain®”

//pubmed.ncbi.nlm.nih.gov/25919474
/ipubmed.ncbi.nlm.nih.gov/37343145
sed on treatment pricing of $10/ day
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Summary of CG001419 for Pain

First-in-class TRK degrader as an analgesic for acute and chronic pain

1 Positio »

Differentiation

Potential for differentiation in efficacy and safety from NSAIDs, opioids,
and NAV1.8 inhibitors via novel mechanism of action

Rational, mechanism-based selection of indications and target populations

Planned Phase 2 study in cancer-induced bone pain applications

Objectives: 1) magnitude and time course of CG001419 analgesia relative to placebo
2) safety of CG001419 compared to placebo
3) PK characteristics of CG001419

2 Clinical Strategy »

Phase 1atrial in Australia to assess PK and safety completed Q4 2025

Phase 2 POC trial in patients with cancer-induced bone pain or other
metastatic cancer pain syndromes
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Targeting GSPT1 for AML and MYC+ Cancers

» GSPT1 controls protein translation termination and plays important
function for leukemia stem cells and tumor cells with MYC overproduction.

» GSPT1 lacks an active site and is often considered “undruggable”.
» Cullgen has developed a potent and selective GSPT1 degrader, CG009301.

» Preclinical studies have validated the selectivity, potency and safety of e =
CG009301. Hydrolysis:
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Clinical Development of CG009301 in Patients with Recurrent or Refractory
Hematologic Malignancies
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Summary of CG009301 for Cancer

« Relapsed / refractory AML, HR-MDS, and ALL patients

Positioning and
s >> « Potential to also treat relapsed / refractory MYC-driven solid tumors

Differentiation

* Pre-clinical leukemia models indicate strong anti-tumor activity

* Cullgen initiated a Phase 1 clinical trial in subjects with refractory

2 Clinical Strategy he_matologlc malignancies in April 2025 in Cr_una. Th_e expansion _coho_rts_
will focus on R/R AML, HR-MDS and ALL patients with hopes of identifying
the optimal cohort for subsequent Phase 2 testing.

* The Phase 1a/1b data is expected to be submitted as the basis for an IND
application to conduct the Phase 2 studies in the chosen disease
population
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Degrader-Antibody Conijt
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Degrader-Antibody Conjugates (DACs) Are the Next-Generation of ADCs
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DAC Mechanism of Action Overview
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Epigenetic Factor DAC Demonstrates Potent and TAA-dependent Target Degradation
and Cell Killing

A. Cullgen epigenetic factor DAC induces potent protein target B. Cullgen epigenetic factor DAC kills cancer cells in a
degradation in a TAA-dependent manner in vitro TAA-dependent manner
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Degrader-Antibody Conjugates: Durable Tumor Regression, Superior to Dxd-ADC,
and Overcoming Resistance in CDX and PDX Animal Models
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Gyre Has Established a Robust DAC Platform

DACs represent the next generation
of ADC therapies

Cullgen has developed >7,000 active
degraders targeting >20 distinct
proteins, serving as a valuable
resource for payload selection

'We have successfully generated
‘multiple DACs and demonstrated
their selectivity, efficacy and safety

Conjugating a diverse array of
degraders to different antibodies
offers the opportunity to selectively
target different cancer types
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U.S. Management Team with Cross-Culture Operational Experience
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Key Value Drivers

Robustand balanced therapeutic pipeline including assets from discovery to marketed products,
with established manufacturing and commercialization operations

Utilization of highly efficient and cost-effective drug discovery and innovation capabilities in China to advance
risk-mitigated products to the United States

Strong foundation in protein degrader development provides distinct advantage for the development of DACs as next
generation ADC therapeutics

Accomplished management team in the United States and China with extensive intemnational business
operations experience
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