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Dyne Therapeutics Presents New Preclinical Data from its Myotonic Dystrophy Type 1 Program
During American Society of Gene & Cell Therapy Annual Meeting Demonstrating Sustained
Knockdown of Toxic Human Nuclear DMPK RNA

May 14, 2021

- Robust Reduction in DMPK RNA in Multiple Muscles at Four Weeks in Novel In Vivo Model Developed by Dyne; Additional In Vitro Data Support
Advancement of Lead DM1 Candidate -

- DM1 Program One of Three IND Submissions Planned Between Q4 2021 and Q4 2022 -
- Company to host webcast today at 4:00 p.m. ET -

WALTHAM, Mass., May 14, 2021 (GLOBE NEWSWIRE) -- Dyne Therapeutics, Inc, (Nasdag: DYN), a muscle disease company focused on advancing
innovative life-transforming therapeutics for people living with genetically driven diseases, is presenting new preclinical data from its myotonic

dystrophy type 1 (DM1) program during the American Society of Gene & Cell Therapy (ASGCT) 24" Annual Meeting today, including results

demonstrating sustained knockdown of toxic human nuclear DMPK RNA, the genetic basis of the disease.

“We are excited to present these data at ASGCT, which continue to validate our FORCE™ platform and our approach to developing a potential therapy
for people living with DM1. In particular, we are seeing impressive reductions in toxic human nuclear DMPK RNA with twice the duration and at half the
dose compared to the data we reported in January of this year in the same model,” said Romesh Subramanian, Ph.D., chief scientific officer of Dyne.
“This reinforces the advantage of the FORCE platform and its potential to enable targeted delivery of therapeutic oligonucleotides to muscle and
supports our goal of offering monthly or less frequent dosing. We believe the preclinical hTfR1/DMSXL model that we developed establishes a new
standard to evaluate pharmacodynamics in DM1 and has the potential for translation to human disease.”

Dyne’s lead DM1 candidate consists of an antigen-binding fragment antibody (Fab) conjugated to an antisense oligonucleotide (ASO) to enable
targeted muscle tissue delivery to reduce accumulation of toxic DMPK RNA in the nucleus, release splicing proteins, allow normal mRNA processing
and translation of normal proteins, and potentially stop or reverse the disease. To assess the ability of its lead DM1 candidate to reduce toxic human
nuclear DMPK RNA, Dyne developed an innovative hTfR1/DMSXL mouse model that expresses the human TfR1 and carries a human DMPK gene
that represents a severe DM1 phenotype with more than 1,000 CTG repeats. In January 2021, Dyne reported data showing that two doses (2 x 10
mg/kg) of its lead DM1 candidate resulted in significant toxic human nuclear DMPK knockdown at 14 days. New data being presented at ASGCT are
consistent with these findings, with the candidate demonstrating an approximately 40 percent reduction in DMPK heart foci at 14 days.

Dyne expanded its analysis in the hTfR1/DMSXL model to evaluate the administration of a single, low 10 mg/kg dose of its lead DM1 candidate after 4
weeks. These new data show sustained DMPK knockdown at 4 weeks: 51 percent in the diaphragm, 46 percent in both the heart and tibialis anterior,
and 42 percent in the gastrocnemius. Dyne’s candidate was well tolerated in the hTfR1/DMSXL studies.

Additionally, Dyne is reporting during ASGCT new in vitro findings from DM1 patient cells with approximately 380 and 2,600 CTG repeats, where its
candidate showed a robust, dose-dependent reduction in DMPK RNA, nuclear foci and correction of splicing defects as measured by BIN1 exon 11
inclusion. The results in the cell line with approximately 2,600 CTG repeats are particularly notable given the severity of DM1 disease represented.

“At Dyne we are focused on delivering disease-modification for patients, and the DMPK knockdown we are observing in our hTfR1/DMSXL model is
consistent with the range that genetic studies suggest can be clinically meaningful,” said Joshua Brumm, president and chief executive officer of Dyne.
“These latest findings further strengthen the dataset we've already assembled, showing reduction in nuclear foci and splicing correction in patient
cells, as well as splicing correction and reversal of myotonia in the well-validated HSALR in vivo model. We believe we are well positioned as we
continue to advance our DM1 program toward the clinic.”

Data from Dyne’s DM1 program are being featured during the following presentations at ASGCT today and will be made available in the Scientific
Publications & Presentations section of Dyne's website following the meeting:

Presentation: Splice Correction and Reduction of Toxic DMPK RNA In Vitro and In Vivo Utilizing Novel Antibody Targeted Antisense Oligonucleotides
Scientific Symposium: Hot Topics and Remaining Challenges in RNAi and Oligonucleotide Therapy for 2021
Time: 10:26 a.m. ET

Oral Presentation: The FORCE™ Platform Achieves Robust Knock Down of Toxic Human NucleaDMPK RNA and Foci Reduction in DM1 Cells and
in Newly Developed hTfR1/DMSXL Mouse Model (Abstract #247)

Session: Oligonucleotide Therapeutics

Time: 1:15 p.m. ET

DM1 Program Webcast

Dyne will host a live webcast event today at 4:00 p.m. ET to review the company’s DM1 program and preclinical data, and the importance of targeting
the genetic basis of the disease. Joining management on the webcast will be Charles Thornton, M.D., the Saunders Distinguished Professor of
Neuromuscular Research at the University of Rochester. Dr. Thornton has been engaged in bench and clinical research on myotonic dystrophy for 30
years.

To access the event, please visit the Investors & Media section of Dyne’s website at least 10 minutes before the start time in order to register:
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https://investors.dyne-tx.com/events/event-details/dm1-program-webcast. The replay of the webcast will be made available shortly after the event and
remain accessible for 90 days. The corresponding slide presentation will also be available at the time of the event.

About Myotonic Dystrophy Type 1 (DM1)

DML1 is a rare, progressive, genetic disease that affects skeletal, cardiac and smooth muscles. It is a monogenic, autosomal dominant disease caused
by an abnormal expansion in a region of the DMPK gene. The expansion in the number of CTG ftriplet repeats causes toxic RNA to cluster in the
nucleus, forming nuclear foci and altering the splicing of multiple proteins essential for normal cellular function. This altered splicing results in a wide
range of symptoms. People living with DM1 typically experience progressive weakness of major muscle groups, which can affect mobility, breathing,
heart function, speech, digestion and vision as well as cognition. DM1 is estimated to affect more than 40,000 people in the United States and over
74,000 people in Europe, but there are currently no approved disease-modifying therapies.

About the FORCE™ Platform

The proprietary FORCE™ platform drives Dyne’s efforts to develop targeted, modern oligonucleotide therapeutics with the potential to be
life-transforming for patients with serious muscle diseases. Dyne designed the FORCE platform using its deep knowledge of muscle biology and
oligonucleotide therapeutics to overcome the current limitations in delivery to muscle tissue with the goal of stopping or reversing disease progression.
The FORCE platform leverages the importance of transferrin 1 receptor, TfR1, in muscle biology as the foundation for its novel approach. TfR1, which
is highly expressed on the surface of muscle cells, is required for iron transport into muscle cells. Dyne links therapeutic payloads to its TfR1-binding
fragment antibody (Fab) to develop targeted therapeutics for muscle diseases.

About Dyne Therapeutics

Dyne Therapeutics is building a leading muscle disease company dedicated to advancing innovative life-transforming therapeutics for people living
with genetically driven diseases. With its proprietary FORCE™ platform, Dyne is developing modern oligonucleotide therapeutics that are designed
to overcome limitations in delivery to muscle tissue seen with other approaches. Dyne’s broad portfolio of therapeutic candidates for serious muscle
diseases includes programs for myotonic dystrophy type 1 (DM1), Duchenne muscular dystrophy (DMD) and facioscapulohumeral muscular dystrophy
(FSHD). For more information, please visit https://www.dyne-tx.com/, and follow us on Twitter, LinkedIn and Facebook.

Forward-Looking Statements

This press release contains forward-looking statements that involve substantial risks and uncertainties. All statements, other than statements of
historical facts, contained in this press release, including statements regarding Dyne’s strategy, future operations, prospects and plans, constitute
forward-looking statements within the meaning of The Private Securities Litigation Reform Act of 1995. The words “anticipate,” “believe,” “continue,”
“could,” “estimate,” “expect,” “intend,” “may,” “might,” “objective,” “ongoing,” “plan,” “predict,” “project,” “potential,” “should,” or “would,” or the negative

of these terms, or other comparable terminology are intended to identify forward-looking statements, although not all forward-looking statements
contain these identifying words. Dyne may not actually achieve the plans, intentions or expectations disclosed in these forward-looking statements,
and you should not place undue reliance on these forward-looking statements. Actual results or events could differ materially from the plans, intentions
and expectations disclosed in these forward-looking statements as a result of various important factors, including: uncertainties inherent in the
identification and development of product candidates, including the conduct of research activities and the initiation and completion of preclinical
studies and clinical trials; uncertainties as to the availability and timing of results from preclinical studies; the timing of and Dyne’s ability to submit and
obtain regulatory clearance for investigational new drug applications; whether results from preclinical studies will be predictive of the results of later
preclinical studies and clinical trials; whether Dyne’s cash resources will be sufficient to fund the Company’s foreseeable and unforeseeable operating
expenses and capital expenditure requirements; uncertainties associated with the impact of the COVID-19 pandemic on Dyne’s business and
operations; as well as the risks and uncertainties identified in Dyne’s filings with the Securities and Exchange Commission (SEC), including the
Company’s most recent Form 10-Q and in subsequent filings Dyne may make with the SEC. In addition, the forward-looking statements included in
this press release represent Dyne’s views as of the date of this press release. Dyne anticipates that subsequent events and developments will cause
its views to change. However, while Dyne may elect to update these forward-looking statements at some point in the future, it specifically disclaims
any obligation to do so. These forward-looking statements should not be relied upon as representing Dyne’s views as of any date subsequent to the
date of this press release.

" ” " " u " " w " u " u

Contact:

Dyne Therapeutics
Amy Reilly
areilly@dyne-tx.com
857-341-1203


https://www.globenewswire.com/Tracker?data=lHmVYG_syMrMMFxod5hnZmyQYQRzxY-OlrQADScJIGem9zt6mDVy8N0swtslq-0CP3Tfy6tLbHKf-yW3x7mw0nBfJHcdtly2Lhmja6D0mgF-eU9bO5NCvsUTpnsc0CIuJCKslmIBQu0a89zUShfH4DX1LqRoR1gDSqGVWzpFRbuhaEsgGrhRQNfBWm5sQKM_PrnEEzxnJfFlouuY7BlSqkYLcG_IMv0gztm6hDDmVvc=
https://www.globenewswire.com/Tracker?data=lHmVYG_syMrMMFxod5hnZpaWPPXGyj-zWQa90P7MN-7uxl57aNutdmq5EfMen8z3Riz94OO4DBwxjDLnS_Ha2HJh1PE6HwugRenlxvBXGkaKPeJQcARXyEilAPoXHEzsSKhUr8anH059q3H0_fRe3gJM-GJlqnwL4DsYcNAhNdcW9CIGlipjf_vpXUS76prI_1K4QeSGr3tYlX9YzmaEGmEgUsMgmji0Tbn5fRb46-bZBcJxu9TqOrm9KVBypyqvBLCpnsbSzSg1Y6rgaeWYdA==
https://www.globenewswire.com/Tracker?data=K-7LBH7_YCWH2DYcf3sH0I4sjwCuiXW3K5665XxW3QmAVzv5hQoT5Cgle0rfgsGr0p7r8UJvwXxsNwdOkARtqAdtbfzr_dcI71OJs7-fpY6GqGsPDiT_SmmjHIwJzOthlXnfomUdbEXVvLnHehIy-BkdLQGBMj5_khVVBC4kdLmF6LTuJ2ZZU9zV_9GiDrUmX-f4e-5ocirwyAYXCgcy-hjquGz2z5WGto_26fuccKUpcO3W0cO9H7-Mr0PZ8pyYnKEgE02YmTBY9Vmv9bRImMZHxp22053-HY-r0ZDq_fugKJRv9wxruWsQE9N2oWDlpXqiQrxJapjX9EN9_0vHYDavMs3KFajuMbl8lRVR_TBXVBy9PUutQJLXsej6HeZtlVGGgrGj0CNiGh9xVnGlV3CG-sfkGQGcZ1a4nlAZY48=
https://www.globenewswire.com/Tracker?data=_wzeyf4GoP-umz1KpPYvJDLsUmEQUNqlPbojBa0y9gkNucFQ5hN1joxdUkSLnk8FhKcCAtIH8UcrNxKVo0Zd3Er1e-OxXiruKaexjhvQG1JYepVLrydXAUQgoZkqpKabcjH29Gvhmqrt1zm4yg_wSVMxwEeX6O9_idkMsKwTAwEbWICsUtdFfjzkbf8GIw0H9krGbMsjV60XSvyfr0uxIoTxqEg18S_1aB7SFH8tYBkJJl3PaA0_glgkAOA43Rac9N2WvDBPbd5gTTPCkftcd716QJJj9w4cTHSxwBZSPeQtsqCOiRA6t-GD85ZvyqgMGLJnq5m4Zfu6l2l1EW4qg9Fygd3HusDbbsVZh9zSke0IpfIkg3N5Th3_GCrIcEswyz_QEIvv1FxdUV5VBH6RozrxltOKdlIY1OBhjeiXQAQhWtkPTrJLI7maYidL5arI
https://www.globenewswire.com/Tracker?data=2GlgbFsK9wE9J5o-ct3CDHDey9dHpm5cxuaiMCKmUZv0gc5PHxU-CJ1kduB6SxwoQZUW10GXmHVMtmHRmZzIiU1DlyGfKVMae1iAo1Jpdn6yr7E_rDPXZFsSIhkdcsZcYWhIxOvG0HL4fBN_7Bz4rHXNgXT1wZmdi6BRz-a32waNSwCVwWXRNL6jnmS226oyKbVqiGyA_8jQpKG0JhnzmZfHmd3H3h-n7pXTWwGFRv4VBMhig1LmrNTNAQOFnEhjRwlmnZ_8WyW7mhEOwS6TlAyU_DtuenbC7iHvX0evw7n84P5vrfKWSh4h-wpb8JCQCRLDs11JYf6FekncIWTHwZgnH7BZX95rbpghIFbG80pM237QP0VqukIGGUFl8_k57WJgGdDdzA6NjWw3jq7GKf554zJ8IjPph2wVhI2FllLo8mYX0yDfHyIyluEPPNsM
https://www.globenewswire.com/Tracker?data=fUUB01dB1i1j8RPgX2iezhi9JLq2UlGd3Zn3TXE895tQUZIpGZnGoihAYAVLi_l_bHl7WibuIXfrfcwiRBIRUVQtL9CIrdAD7dj7OEPgBUg=

