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Item 7.01 Regulation FD Disclosure.

On October 23, MAIA Biotechnology, Inc. (the “Company”) issued a press release entitled “MAIA Biotechnology Details 30-Month Patient Survival in Ongoing Phase 2
Clinical Trial in Non-Small Cell Lung Cancer.” Pursuant to Regulation FD, the press release is furnished with this Current Report on Form 8-K (this “Report™) as Exhibit 99.1.

The information set forth in Item 7.01 of this Report and in the attached Exhibit 99.1 is deemed to be “furnished” and 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. The information set forth in Item 7.01 of this
Report, including Exhibit 99.1, shall not be deemed incorporated by reference into any filing under the Exchange Act or the Securities Act of 1933, as amended, regardless of
any general incorporation language in such filing.

Item 8.01 Other Events

1. The Company has prepared a poster (the “Poster”) entitled “Presentation 1: A Phase 2 Study of Ateganosine (THIO; 6-thio-2’-deoxyguanosine) in Combination with
Immune Checkpoint Inhibitor (ICI) in Patients with Advanced Non-Small Cell Lung Cancer (NSCLC) Resistant to Prior ICI and Chemotherapy: THIO-101 Trial
(“THIO-101 Trial Poster”). The THIO-101 Poster was presented at the European Society for Medical Oncology (ESMO) Congress 2025 held in Berlin, Germany
starting on October 19, 2025 and posted to the Company’s website on such date, a copy of which is filed as Exhibit 99.2 to this Report and is hereby incorporated by
reference.

2. The Company has prepared a poster (the “Poster”) entitled ¢ Presentation 2: A Phase 3 Study of Ateganosine (THIO) Sequenced with Immune Checkpoint Inhibitor
(ICI) versus Standard of Care Chemotherapy in ICI-Resistant Advanced NSCLC: THIO-104 Trial in Progress (“THIO-104Trial Poster”). The THIO-104 Poster was
presented ESMO starting on October 19, 2025 and posted to the Company’s website on such date, a copy of which is filed as Exhibit 99.3 to this Report and is hereby
incorporated by reference.

Each of the THIO-101 Trial Poster and THIO-104 Trial Poster contain forward-looking statements, and as a result, investors should not place undue reliance on these forward-
looking statements.

Item 9.01 Financial Statements and Exhibits.

(d) Exhibits.

Exhibit No. Description

99.1 Press Release dated October 23, 2025

99.2 THIO-101 Trial Poster

99.3 THIO-104 Trial Poster

104 Cover Page Interactive Data File (embedded within the Inline XBRL document)

2



https://content.equisolve.net/maiabiotech/sec/0001493152-25-019014/for_pdf/ex99-1.htm
https://content.equisolve.net/maiabiotech/sec/0001493152-25-019014/for_pdf/ex99-2.htm
https://content.equisolve.net/maiabiotech/sec/0001493152-25-019014/for_pdf/ex99-3.htm

SIGNATURES

Pursuant to the requirements of the Securities Exchange Act of 1934, the registrant has duly caused this report to be signed on its behalf by the undersigned hereunto duly
authorized.

Dated: October 23, 2025
MAIA BIOTECHNOLOGY, INC.
By: /s/ Vlad Vitoc

Name: Vlad Vitoc
Title:  Chief Executive Officer




Exhibit 99.1

MAIA

BIOTECHNOLOGY

MALIA Biotechnology Details 30-Month Patient Survival in Ongoing Phase 2 Clinical Trial in Non-Small Cell Lung Cancer
o Outstanding measure of efficacy relative to high-risk cancers with limited treatment options

CHICAGO - October 23, 2025 — MAIA Biotechnology, Inc. (NYSE American: MAIA) (“MAIA”, the “Company™), a clinical-stage biopharmaceutical company focused on
developing targeted immunotherapies for cancer, today announced highlights from a recent presentation at the European Society for Medical Oncology (ESMO) Congress 2025
held in Berlin, Germany. Starting October 19, 2025, MAIA showcased two e-posters at ESMO detailing its ongoing Phase 2 and Phase 3 clinical trials of ateganosine in non-
small cell lung cancer (NSCLC).

“The posters showcased at ESMO 2025 featured exceptional extended survival in third-line NSCLC patients. In addition, as of September 17, 2025, a patient that began therapy
in March 2023 has shown survival of 30 months, or 912 days, an outstanding measure relative to many of the high-risk cancers,” said MAIA CEO Vlad Vitoc, M.D. “Very few
options exist for patients who are refractory or resistant to immune checkpoint inhibitors (ICI). We believe that a survival of over two years is a clear signal of ateganosine’s
role in effectively targeting and eliminating NSCLC tumor cells.”

The THIO-101 patient with 30-month survival received therapy every three weeks, and concluded treatment upon reaching the maximum treatment duration of 2 years based on
protocol requirements.

MAIA’s newest posters featured at ESMO 205 are now available on MAIA’s website at maiabiotech.com/publications.

e Presentation 1: A Phase 2 Study of Ateganosine (THIO; 6-thio-2’-deoxyguanosine) in Combination with Immune Checkpoint Inhibitor (ICI) in Patients with Advanced
Non-Small Cell Lung Cancer (NSCLC) Resistant to Prior ICI and Chemotherapy: THIO-101 Trial in Progress

e Presentation 2: A Phase 3 Study of Ateganosine (THIO) Sequenced with Immune Checkpoint Inhibitor (ICI) versus Standard of Care Chemotherapy in ICI-Resistant
Advanced NSCLC: THIO-104 Trial in Progress

About Ateganosine

Ateganosine (THIO, 6-thio-dG or 6-thio-2’-deoxyguanosine) is a first-in-class investigational telomere-targeting agent currently in clinical development to evaluate its activity
in non-small cell lung cancer (NSCLC). Telomeres, along with the enzyme telomerase, play a fundamental role in the survival of cancer cells and their resistance to current
therapies. The modified nucleotide 6-thio-2’-deoxyguanosine induces telomerase-dependent telomeric DNA modification, DNA damage responses, and selective cancer cell
death. Ateganosine-damaged telomeric fragments accumulate in cytosolic micronuclei and activates both innate (¢cGAS/STING) and adaptive (T-cell) immune responses. The
sequential treatment of ateganosine followed by PD-(L)1 inhibitors resulted in profound and persistent tumor regression in advanced, in vivo cancer models by induction of
cancer type—specific immune memory. Ateganosine is presently developed as a second or later line of treatment for NSCLC for patients that have progressed beyond the
standard-of-care regimen of existing checkpoint inhibitors.




About THIO-101 Phase 2 Clinical Trial

THIO-101 is a multicenter, open-label, dose finding Phase 2 clinical trial. It is the first trial designed to evaluate ateganosine’s anti-tumor activity when followed by PD-(L)1
inhibition. The trial is testing the hypothesis that low doses of ateganosine administered prior to cemiplimab (Libtayo®) will enhance and prolong immune response in patients
with advanced NSCLC who previously did not respond or developed resistance and progressed after first-line treatment regimen containing another checkpoint inhibitor. The
trial design has two primary objectives: (1) to evaluate the safety and tolerability of ateganosine administered as an anticancer compound and a priming immune activator (2) to
assess the clinical efficacy of ateganosine using Overall Response Rate (ORR) as the primary clinical endpoint. The expansion of the study will assess overall response rates
(ORR) in advanced NSCLC patients receiving third line (3L) therapy who were resistant to previous checkpoint inhibitor treatments (CPI) and chemotherapy. Treatment with
ateganosine followed by cemiplimab (Libtayo®) has shown an acceptable safety profile to date in a heavily pre-treated population. For more information on this Phase II trial,
please visit ClinicalTrials.gov using the identifier NCT05208944.

About MAIA Biotechnology, Inc.

MALIA is a targeted therapy, immuno-oncology company focused on the development and commercialization of potential first-in-class drugs with novel mechanisms of action
that are intended to meaningfully improve and extend the lives of people with cancer. Our lead program is ateganosine (THIO), a potential first-in-class cancer telomere
targeting agent in clinical development for the treatment of NSCLC patients with telomerase-positive cancer cells. For more information, please visit www.maiabiotech.com.

Forward Looking Statements

MALIA cautions that all statements, other than statements of historical facts contained in this press release, are forward-looking statements. Forward-looking statements are
subject to known and unknown risks, uncertainties, and other factors that may cause our or our industry’s actual results, levels or activity, performance or achievements to be
materially different from those anticipated by such statements. The use of words such as “may,” “might,” “will,” “should,” “could,” “expect,” “plan,” “anticipate,” “believe,”
“estimate,” “project,” “intend,” “future,” “potential,” or “continue,” and other similar expressions are intended to identify forward looking statements. However, the absence of
these words does not mean that statements are not forward-looking. For example, all statements we make regarding (i) the initiation, timing, cost, progress and results of our
preclinical and clinical studies and our research and development programs, (ii) our ability to advance product candidates into, and successfully complete, clinical studies, (iii)
the timing or likelihood of regulatory filings and approvals, (iv) our ability to develop, manufacture and commercialize our product candidates and to improve the
manufacturing process, (v) the rate and degree of market acceptance of our product candidates, (vi) the size and growth potential of the markets for our product candidates and
our ability to serve those markets, and (vii) our expectations regarding our ability to obtain and maintain intellectual property protection for our product candidates, are forward
looking. All forward-looking statements are based on current estimates, assumptions and expectations by our management that, although we believe to be reasonable, are
inherently uncertain. Any forward-looking statement expressing an expectation or belief as to future events is expressed in good faith and believed to be reasonable at the time
such forward-looking statement is made. However, these statements are not guarantees of future events and are subject to risks and uncertainties and other factors beyond our
control that may cause actual results to differ materially from those expressed in any forward-looking statement. Any forward-looking statement speaks only as of the date on
which it was made. We undertake no obligation to publicly update or revise any forward-looking statement, whether as a result of new information, future events or otherwise,
except as required by law. In this release, unless the context requires otherwise, “MAIA,” “Company,” “we,” “our,” and “us” refers to MAIA Biotechnology, Inc. and its
subsidiaries.
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-deoxyguanosine) in Combination with Immune Checkpoint Inhibitor (ICI) in Patients

with Advanced Non-Small Cell Lung Cancer (NSCLC) Resistant to Prior ICI and Chemotherapy: THIO-101 Trial in Progress

Conclusions

The expansion of the study was warranted by
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A Phase 3 Study of Ateganosine (THIO) Sequenced with Immune Checkpoint Inhibitor (ICI) versus
Standard of Care Chemotherapy in ICI-Resistant Advanced NSCLC: THIO-104 Trial in Progress
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Introduction

- Despite progress in the treatment of advanced non-small cell lung
cancer (NSCLC), therapeutic options remain scarce for patients
who have developed resistance to immune checkpoint inhibitors
(ICIs).

 Long-term prognosis remains poor with a 5-year survival rate of

28%? and limited options exist in patients’ refractory or resistant
toICls.

. (THIO, 6-thio-2" atelomere-
targeting agent, is selectively recognized by telomerase and
integrated into the telomeres of cancer cells. Once incorporated,

the and function,
leading to ‘uncapping’ of the chromosome ends and thus resulting
in rapid tumor cell apoptosis.

+ Preliminary trial results in NSCLC from THIO-101 (NCT05208944)
indicates that low doses of Ateganosine induce sensitivity to ICLs
when administered prior to an ICTin tumors which otherwise are
resistant or do not respond to an ICI.

. THlO 104 s a multicenter, open-| label random\zed Phase 3 study
confirmed

advanced/melastaﬂc NSCLC (NCTO6908304).

- Eligible participants must have received two prior lines of systemic
treatment, including at least one line of ICTs and platinum-based
chemotherapy

uteof

Study design
Figure 2. THIO-104 study schema

A Phase I11 Study With THIO + Cemiplimab vs Chemotherapy as 3rd Line
Treatment in Advanced/Metastatic NSCLC

Patient Population:
« CPI Resistance (SITC criteria)
« Prior Platinum Therapy
« 2prior lines of systemic therapy
« Excluding Driver Mutations
« Exclude untreated or symptomatic CNS mets
- PS0-1

Ateganosine +
cemiplimab
(n=150)

Investigator

Randomize 1:1

=150)
Stratified by: s
« Prior docetaxel vs. no prior docetaxel

igator Choice
bine, doce;

ions: gemiabine,

Primary Target 0S: 9.3m v. 5.8m (HR 0.62);
Endpoints Minimum 0S:7.8m v. 5.8m (HR 0.74)

Secondary e
Endpoints DCR; ORR; DoR; PFS; Safety

Exploratory PK and PD: activity of Ateganosine (THIO) in circulating tumor cells measured
Endpoints by specific biomarkers

+ Participants will be 11to ith
180 mg percycle (60 mg 1V on Days 1-3 of a 3-weck cycle)
followed by cemiplimab 350 mg IV on Day 5, or single-agent
chemotherapy (vinorelbine, gemcitabine, or docetaxel).

- The primary endpoint is overall survival (0S). Secondary endpoints
include objective response rate (ORR), progression-free survival
(PFS) and duration of response (DoR).

 Preliminary safety data and efficacy outcomes will be assessed
through scheduled interim analysis as the study develops.

- The trial is planned to enroll patients globally, including the USA
and countries in Europe and Asia. Final list of sites may vary
depending on regulatory approvals.

Figure 1. THIO-104 planned enrollment geographies

n f
w S

References

t/car

Objective: To evaluate the efficacy and safety of Ateganosine (180 m per cycle) sequenced with fixed
dose cemiplimab (350 mg per cycle) compared to s choice of
third-line treatment in subjects with advanced/metastatic NSCLC.

Experlmemaurm THIO/Cemiplimab
+ THIO 60 m; by 30-mi (v) daily on Days 1-3 of
every 3 woek Cyele (ot a tota of 1301 mg per cycle), foHowed by a fixed dose of cemiplimab

(350 mg IV) on Day 5 every 3 weeks (Q3W)

Control Arm: Single-Agent Chemotherapy
Standard of Care (for example or docetaxel if not
previously exposed, por Investigator's Choice) in 3-weok cycles
inorelbine (30 mg/m2 1V on D1, D8, and D15 Q3W)
emcitabine (1250 mg/m2 IV on D1 and D8 Q3W)
ocetaxel (75 mg/m2 IV on D1 Q3W) (Docetaxel 60-65 mg/m2 permitted based
on country-specific approvals).

*D = day (within a 21-day cycle); IV= intravenous; Q3W=every 3 weeks (21-day cycles)

d i 1

Pharmacokinetic parameters (PK):
levels and PK t

(Limited PK collection)

and (PD):
« " TIF (Telomere dysfunction-induced foci) formation in CTCs

CTCs evaluation of PDL1 expression

Tumor telomerase TERT (+) status (via expression of telomerase mRNA), by ISH-TERT (in situ
hybridization for TERT) of paraffin-embedded tumor samples

cell/statistics

. Mender 1, et al. Cancer Disc 2015 Jan;5(1):82-95.

Hematology and Clinical Chemistry:
I Kin- 6 (IL-6)

C-Reactive Protein (CRP)
Carcinoembryonic Antigen (CEA)
Lactate dehydrogenase (LDH)
Neutrophil-ymphocyte ratio (NLR)
Platelet-lymphocyte ratio (PLR)
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- Telomere dysfunction-Induced foci (TIF)-positive CTCs were characterized as
TRF1+/gammaH2AX+raction in CD326+/PanKRT+ CTCs.

« TIF analysis demonstrated the intended on-target mechanism of action: modification of telomeres in
CTCs by THIO (Figure 3).

Efficacy findings from THIO-101 ongoing Phase 2 study

Figure 4. Average response across patients in THI0-101 Parts A and B
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- Figure 4 illustrates the average response across all patient cohorts to Ateganosine and

cemiplimab in NSCLC patients receiving 60, 180 or 360 mg doses based on data from THIO-101
Parts A and B (August 13, 2025).

- Atthe data cut-off, 15 patients had observed survival greater than 12 months, 4 patients

observed survival greater than 24 months. The longest observed survival was 842 days.

 The trend indicates a consistent response pattern to Ateganosine plus cemiplimab among

patients to date.

Conclusions

THIO-104 is expected to provide critical
insights into the potential role of telomere-
targeting agents in improving survival in
NSCLC patients resistant to immunotherapy
and platinum agents.

In the Phase 2 THIO-101 trial, as of the data
cut-off (June 30, 2025), the selected dose of
Ateganosine 180mg, has shown a median
observed Overall Survival (OS) of 17.8
months in advanced third-line NSCLC
patients who were resistant to prior
treatment with ICI and chemotherapy.

Based on the previously conducted studies?,
Ateganosine has been found to lead to a
significant induction in TIF formation in
CTCs, which is considered a primary
biomarker for Ateganosine. The study will
also explore key biomarkers to further
characterize Ateganosine’s mechanism of
action and it’s potential to predict patient
response to therapy.

The current response trend observed in the
THIO-101 tri expected to persist as the
study progresses, paving the way for further
exploration in THIO-104.
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