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Item 7.01 Regulation FD Disclosure.

On June 11, 2026, C4 Therapeutics, Inc. (the “Company) posted a a corporate presentation on its website at https://ir.c4therapeutics.com/events-presentations. A copy of the presentation is furnished herewith as Exhibit 99.1 to this
Current Report on Form 8-K.

The information contained in Item 7.01 of this Current Report on Form 8-K and Exhibit 99.1 attached hereto is intended to be furnished and shall not be deemed “filed” for purposes of Section 18 of 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 Securities Act or the Exchange Act, except as expressly set forth by specific reference in such a filing. The furnishing of
this information hereby shall not be deemed an admission as to the materiality of any such information.

Item 8.01 Other Events.

On June 11, 2026, the Company posted on its website a poster presentation with further analysis from its fully enrolled Phase 1 trial of cemsidomide, a next-generation oral IKZF1/3 degrader, in combination with dexamethasone for the
treatment of relapsed/refractory multiple myeloma (“RRMM?), to be presented at the European Hematology Association 2026 Congress (“EHA 2026 Congress”). A copy of the poster presentation, which has been published to the
“Events & Presentations” section of the Company’s website, is filed as Exhibit 99.2 to this Current Report on Form 8-K and is incorporated herein by reference.

On June 11, 2026, the Company also issued a Press Release reporting further analysis from the Phase 1 trial of cemsidomide in combination with dexamethasone for the treatment of RRMM to be presented at the EHA Congress. A
copy of the Press Release is filed as Exhibit 99.3 to this Current Report on Form 8-K and is incorporated herein by reference.

Item 9.01 Financial Statements and Exhibits.

(d) Exhibits. The exhibits shall be deemed to be filed or furnished, depending on the relevant item requiring such exhibit, in accordance with the provisions of Item 601 of Regulation S-K (17 CFR 229.601) and Instruction B.2 to this
form.

Exhibit

Number Description
99.1 Corporate presentation of the Company _dated June 2026
99.2 Poster from C4 Therapeutics, Inc.’s EHA 2026 Congress Presentation, dated June 11, 2026
99.3 Press release issued June 11,2026
104 Cover Page Interactive Data File (embedded within the Inline XBRL document)
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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.

C4 Therapeutics, Inc.

Date: June 11, 2026 By: /s/ Kendra R. Adams

Kendra R. Adams

Chief Financial Officer and Treasurer
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Forward-looking Statements and Intellectual Property

FORWARD-LOOKING STATEMENTS

The following presentation contains forward-looking statements. All statements other than statements of historical fact are forward-looking statements, which are
often indicated by terms such as “anticipate.” “believe,” "could," "estimate.” "expect,” "goal," “intend," “loock forward to," "may.” "plan,” "potential,” "predict.”
“project.” "should,” "will,” "would" and similar expressions. These forward-locking statements include, but are not limited fo, statemenis regarding the therapeutic
potential of C4 Therapeutics, Inc.'s technology and products. These forward-looking statements are not promises or guarantees and involve substantial risks and
uncertainties. Among the factors that could cause actual results to differ materially from those described or projected herein include uncertainties associated
generally with research and development, clinical frials and related regulatory reviews and approvals, as well as the fact that the product candidates that we are
developing or may develop may nof demonstrate success in clinical fials. Prospective investors are cautioned not to place undue relionce on these forward-
looking statements. The forward-looking statements included in this presentation speak only as of the date hereof and are subject to a variety of risks and
uncertainties, including those set forth in our most recent and future filings with the Securities and Exchange Commission. Qur actual results could vary significantly
from those anticipated in this presentation, and our financial condifion and results of operations could be materially adversely affected. C4 Therapeutics,

Inc., undertakes no cbligation to update or revise the information contained in this presentation, whether as a result of new information, future events or
circumstances or otherwise.

This presentation alse contains estimates, projections and other information concerning the markets for C4 Therapeutics, Inc.'s product candidaotes, including
data regarding the estimated size of those markets, and the incidence and prevalence of certain medical conditions and patient use of medicines. Informatior
that is based on estimates, forecasts, projections, market research, or similar methodologies is inherently subject to uncertainties and actual events, and
circumstances may differ materially from events and circumstances reflected in this information. Unless otherwise expressly stated, the Company obtained this
industry, business, market and other data from reports, research surveys, clinical frials studies and similar data prepared by market research firms and other third
parties, from industry, medical and general publications, from other publicly available information, and from government data and similar sources.

INTELLECTUAL PROPERTY

C4 Therapeutics, Inc., owns various registered and unregistered tfrademarks and service marks in the U.S. and internationally, including, without limitation, C4
THERAPEUTICS, our housemark logo, the name of our TORPEDQ platform, and the names of our BIDAC and MONODAC degrader products. All frademarks, servic
marks, or frade names referred to in this presentation that we do not own are the property of their respective owners, Solely for convenience, the trademarks,
service marks, and frade names in this presentation are referred to without the symbols ®, M and ™, but those references should not be construed as any
indicator that their respective owners will not assert, fo the fullest extent under applicable law, their rights to these frademarks, service marks, or frade names.
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Potential Best-in-
Class IKZF1/3
Degrader for MM

Establishing
cemsidomide as a
potential
foundational therapy
for the freatment of
MM across multiple
lines of therapy

Discovery
Strategy Focused

on INN

(Inflammation,
Neuroinflammati
Neurodege

Progressing potential
first-in-class
degraders focused on
INN diseases to build
a sustainable pipeline

Platform
Collaborations
Expand TPD
Reach

Leveraging discovery
collaborations to
generate non-dilutive
capital and to redlize
our full potential of TPD

Advancing Differentiated TPD Medicines and Building a Sustainable Pipeline
of High-value Degraders To Achieve Our Vision

Financial
Strength to I
Execute N 4
/@\
Cash runway Gi%
expected to end of Vision:
2028, beyond key To become a ful
value inflection integrated
points across the biopharmaceutic
DDTT\CO“O Compgny

STRATEGY: DEVELOP BEST-IN-CLASS AND FIRST-IN-CLASS DEGRADERS. VALIDATED PATHWAYS. LARGE MARKET
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Nan-small cell lun.

1 cancer |

MNSCLC); Targeted Protein Degradaton [TPD|

OPPORTUNITIES
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CA4T is Focused on Advancing Potential Best-in-Class And First-in-Class
Degraders Across Clinical Oncology Portfolio and INN Discovery Strategy

Q1 20246 Key
Accomplishments:

@
&

&

First patient dosed in cemsidomide
Phase 2 MOMENTUM frial

First patient dosed in cemsidomide
Phase 1b trial in combination with
elranatamal

Expanded long-term partnership
with Roche through new
collaboration agreement focused
on discovering and developing
DACs?

Received a $2 million milestone
payment for designing and
delivering a second degrader to
Biogen for clinical development

Shared plan to nitiate a Phase 1b
trial evaluating cemsidomide with
approved multiple myeloma
therapies

|DACS|

Therapeutics

2026

Advance potential best-
in-class and first-in-class
degraders

+ Enroll 2 clinical frials with

cemsidomide to address 2L+ and

4L+ opportunities in MM

+ Establish combinability profile
with cemsidomide +
elranatamab!

+ Optimize indication selection for
multiple targets across discovery
portfolio

o]

=

2027

Position for regulatory
success and pipeline build

se 1k frial: 2 Annc

I Inflarnmatic

Complete enrollment for Phase 2
MOMENTUM tricil

Initiate additional Phase 1b trial

Present two cemsidomide data
readouts;

» Initial ORR data from Phase 2
MOMENTUM trial

» Phase 1b data w/
elranatamab’ to support
advancement to Phase 3 trial

Start up activities for Phase 3
cemsidomide + BCMAxCD3
Bispecific

Advance internal discovery
pipeline to enable INDs

ment on Ape 9, 2

urcinfic

© 2026 C4 Therapeutics, Inc
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i [INN]; Acceles

Unlock value
across portfolio

+ [nitiate and enroll Phase
3 trial of cemsidomide +
BCMAxCD3 Bispecific

» Present efficacy and safety ¢
from the Phase 2 MOMENTUM
fricl

+ Potentially submit NDA for
cemsidomide

+ Deliver 3 potential INDs from

discovery pipeline in INN
indications

UG Cominews-releases/newi-elease-dal

oval [AA): Multipte mysloma [MM];




Focused Pipeline Advancing Clinical Oncology Degraders and a New
Discovery Strategy in Inflammation, Neuroinflammation &
Neurodegeneration (INN) Diseases

PROGRAM
CLINICAL
ONCOLOGY
PORTFOLIO  cemsidomide
CFT89197
INN Discove
DISCOVERY i

License and collaborafion agreement with Betto Pharmaceuticals for develepment ond comr
1 Plizer supplying elranaiomalby (ELREXFIO®. a B-cell moturction ontigen CDS torgeted bispeciiic

Dexamethosone (dex|

, C4 Therapeutics

TARGET

IKZIF1/3

EGFR L858R

Novel targets in
pathways of:
-IL-23/1L-17
Type 1IFN
-MAPK,
PI3K/AKT,
NF-kB

INDICATIONS

4L+ Multiple
Myeloma

2L+ Multiple
Myeloma

Non-3mall Cell
Lung Cancer

INN
Inflammation,
Neurcinflammation &
MNeuradegeneraltion

RESEARCH &

PRECLINICAL PHASE 1 PHASE 2 PHASE 3

i

fion In Greoter China
. to CAT for the Phase 1k frial

© 2026 C4 Therapeutics, Inc.

NEXT MILESTO

Q1 2027: Complet:
enroliment

2H 2027: Present ini
ORR data

2H 2024: Provide
incremental updal

Mid-2027: Present
Phase 1k data fror
cohorts

By year-end 2024:
Optimize indicatio
selection for mulfig
targets




Strategic Platform Collaborations Expand Potential Reach of C4T TPD
Medicines

Merck KGaA J Biogen

Darmstadt, Germany

Ongoing Collaborations

1) Evaluating targets in autoimmune Discovering targeted protein degraders Delivered two development candidates

diseases & oncology against crifical oncogenic proteins E'RAK;‘P nd BTK) for non-oncology
argets?

v Advanced two programs to v Achieved preclinical milestone from : y
preclinical milestones! a project within the KRAS family v' Both development candidates are
: ; : now in Phase 1 clinical

2) Discovering and developing DACs development

for two programs against oncology
targets

. By year-end 2026: Deliver at least one development candidate to collaboration partner

PO O aaY Lar o
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Cemsidomide
IKZF1/3 Degrader

Multiple Myeloma

:::::: C4 Therapeutics




I Cemsidomide is Positioned for Success in Multiple Myeloma

Despite recent approval for immune-based therapies in the MM landscape,
IKZF1/3 are central drivers of MM development and progression, thus IKZF1/3
degraders will remain relevant across multiple lines and in combinations

Cemsidomide has a potential best-in-class profile among other IKZF1/3
degraders, including CELMoDs®, in a large and growing multiple myeloma market
with a clinically and commercially de-risked MOA

Two ongoing trials with a third trial expected to start next year to support cemsidomide’s
potential to become a foundational MM treatment

sss, C4 Therc]peutics © 2026 C4 Therapeutics, Inc




IMiDs®

IKZF1/3 are Transcription Factors That are Central Drivers of Multiple
Myeloma Development and Progression

and cemsidomide all degrade IKZF1/3 to drive anfi-myeloma activit

Key Roles of IKZF1/3

Physiological Functions:

+ IKZF1/3 directly regulate the
activity of IRF4, another
transcription factor that
regulates downstream
immune cell differentiafion

Oncogenic Functions:

* Multiple myeloma cells rely on
IKZF1/3 and IRF4 for survival

IKZF1/3 Degradation Leads to:

» Downregulation of IRF4
promoting proliferation and
myeloma cell death

+ T-cell activation

+ On-target nevtropenia

 C41 I'werc;pe;euti:;fg
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Hematopoietic Stem Celi

Common Lymphoid
Progenitor Ce
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The MOA of IKZF1/3 Degraders Supports Their Role Across Lines of Treatment
and Combinations

Treatment Landscape of Approved MM Agents in 2025’

~11K I —

MM patient deaths expected in the U.s. in ANK-CD38 + Pl + Pi+ IKZF1/3 | ANfi-CD38 mAB +
2 - IKIF1/3 degrader degrader | IKZF1/3 degrader
+dex +dex + dex

2/3 Line

Pi+ IKZIF1/3
degrader
doublets for frail
potients

ANt-CD38 MAB + ANti-CD38 + Pl +
IKZF1/3 degrader IKZF1/3 degrader
+dex + dex
1 survive beyond five et

ent

Pl+ IKZF1/3
degrader doublets |

4/5+ Line for frail patients

MM in ULS.,

IKZF1/3 degraders remain relevant across multiple lines of therapy

Unmet need for an IKZF1/3 degrader that is well-tolerated with compelling anti-
myeloma activity




First-generation IKZF1/3 Degraders (IMiDs®) Have Limitations Supporting the
Need for Next-generation IKZF1/3 Degraders

First-generation IKZF1/3 degrader limitations:

First-gen IKZF1/3 degraders’ potency
vs. Next-gen IKZF1/3 degraders’ potency

High to moderate renal clearance
(illustrative graphic)

decreasing tolerability
» ~50% of MM patients suffer from renal impairment!

Not as selectiveand results in off-target non

hematology toxicities®
+  Gastrointestinal (Gl) and skin side effects are
often observed??

Revhmld (F'omalyst Neﬁ-gen I!(ZFU; Degradgrs:
llenalitomidelases —  (pomalidomivejcapsikes  (|berdomide, Mezigdomide, Cemsidom

Least to Most Potent IKZF1/3 Degraders

Potency not optimized resulting in both modest on-
target degradation, limiting anti-myeloma activity,
and blockade of proliferation alone, increasing the
risk of resistance mechanisms emerging*

eukemio, 15, 564-54%; Dimopoulas, M., Leleu, X.. Palumba, A, et al; Ex
/10.1038/18u.2014.40: * CELMaD: May Represent Next Wave of Immun

g |
seee DS hnc‘#m‘:«s of Rr ﬁ
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Phase 1 Trial of Cemsidomide + Dexamethasone Enrolled a Heavily
Pre-tfreated Patient Population with Majority Receiving Prior CAR-T or T-cell
Engager Therapy

Heavily Pre-treated Patient Population
Cemsidomide’s patient population is representative of current
multi-refractory patients

Safety

Characteristics
Population (N=73)

Prior therapies, median (range) 7 (3-22)
Prior CAR-T therapy, n (%) 37 (51)
Prior T-cell engager therapy, n (%) 40 (55)
Prior CAR T or T-cell engager therapy. n (%) 55 (75)
Prior CAR T and T-cell engager therapy, n (%) 22 (30)
Prior BCMA therapy, n (%) 55 (75)
Triple-class exposed®, n (%) 73 (100)
Penta-drug exposed!, n (%) 59 (81)

Enrollment was completed in September 2025

sege ‘DeE a3 eposed fo 21 immunomodulatory agent, 2 | proteasame inhibitor. and 1 ani-CD38 monoclonal anfioady; Dsfined as exposed o 22 immunamodulafory agents, 2 2 profeasoms inhibitors, ana | anf-CD38 monaclonol anfibay
[ ]
sss C4 Therapeutics © 2026 C4 Therapeutics, Inc 12

Cemsidomide Phase 1 data cutoff as of 2/27/2024; Source: C4T data on file. Poster presentafion at EHA 2024 (hitps/fircdtherapeutics com/siatic-files/0081 1021 -beld-de7i-bdb?-9a0 | e9 Sedéeb)




Cemsidomide + Dexamethasone Demonstrated a Well-tolerated Profile With
Minimal Dose Reductions and Discontinuations

Hema_iologlc ond o Grade 3 | Grade 4 | Grade 5
Infection TEAEs, Grades . o e = : o
n (%) (N=73) N=73 (N=73) | (N=73 Neutropenia was manageable with majority of
events occurring in the first two cycles?®
Neutropenia 45 (62) 16 (22) 26 (36) 0
el ele) | At 1l i 45% of patients received G-CSF across all doses
Pneumaonia 13(18) 11 (15) ()] 0
URTI 13(18) 2 (3 0 0
Sapiic Shock 1) 0 0 ) Limited grade 3/4 non-hematology side effects
Sepsis 2 (3) 2(3) 0 0
PML* 1 0 1) 0 Minimal dose reductions
1 - x s . i 1
P 2 (38) 7 23 - . TEAEs leading to dose reductions: 5/73 (7%)
Leukopenia 22 (30) 10 (14) g(1) 0
No discontinuations related to cemsidomide
Iixenibosyicasnic 1) 247 gits) & - 3 TEAEs led to discontinuation, unrelated to
Lymphopenia | 12(14) 7l 1) T 40 0 cemsidomide?
Febrile Neutropenia 4 (4) 3(4) 1{1) 0

= 'Grode 4 PML considered possibly related but occured in the setting of pre-existing chronic lymphopenio and prior exposure to immunosuppressive therapies, inciuding theropies that have been associoted
PML. Pafient had recurrent seizures in the setting of o brain lesion with @ negative CSF for PML. After withdrawal of core due to recurrent seizures and ultimately death. autopsy report indicated a brain le
cansistent with PML diagnasis.
4 patients experienced grade 5 AEs [seplic shock, subdural hematoma. T-Cell lymphoma and partial seizures), all deemed unrelated to cemsidamide

penia possitly relg
rfient in the 100
sidomide. 23 p

o cemsidomide re ticn: A patient in the
ort had o dose ter o arthrolgio, deemed pos
nued due to a grode 5 AE of sepfic shock, grade 5 AE

C47 dafa on file, presenfed af IMS Septemt
'Y Treaiment emergent adverse events [TEAEs)
L]
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Cemsidomide Phase | data cutoff os of 2/27/2024; Source: C4T dota on file. Poster presentotion at EHA 2024 (hitps-/fir cdtheropeufics com/stotic-files/0081 102 1-bodd-sa7f-bab-900 1 29 5edéeb)




Cemsidomide + Dexamethasone Demonstrated Deep and Durable
Responses Across the Highest Two Dose Levels With Some Responses
Deepening Over Time

ORR 36% ORR 40% ORR 53%
1% (1) , .
100% T : VGPR> - *  At75pg: 1 patient who
i%((%)l }ng 5% 1% (2) vorks 5’:” ) previously achieved a PR
5% (1) 117 (2) Aot deepened to a VGPR
40% (8 - N% (2¢
275% + [ 24% (17) & 3% ) Gt = AL 100 pg: 1 patient who
= 37% (7% previously achieved a PR
53 % 26% (5) deepened to a sCR; 1 pati
2 147 (10) 14% (10) who previously achieved ¢
S 50% + 155 (% 19560 deepened to a VGPR
2 1% (2) 1% (2)
& * Al 100 pg: Two patients wh
% =3%i(22) 36% (26) 2ato) 30% (6) achieved a sCR and CR a
@ 25% 1% (4) 21% (4) achieved MRD negativity
20% (4) *=  mPFS across all doses: 3.9
15% (11) 14% (10) 15% (3) 16% (3) 16% (3) months (95% Cl, 3.2 — 5.6)
0% -

Data Presented Data Presented Data Presented Data Presented Data Presented Data Presented

=  mDOR across all doses: 7.5
Oct. 2025 EHA 2026 Oct. 2025 EHA 2024 Oct. 2025 EHA 2026

months (?5% CI, 3.0 - NE)
All Doses' (N=72)° 75 ug QD (N=20) 100 pg @D (N=19)
®sCR  ®CR ©VGPR ®PR ®MR  ®SD  =PD

*Invesfigotor ossessed response: ' In the Phase 1 cemsidomide + dexamethosone fial evoluoted doses of 50 ug MWF, 37.5 ug MWF, 42.5 ug GD, 75 ug GD, 100ug QO0: 71 pofient in the
<ohort had an unconfimed PR in the October 2025 dotaset ; bAfter fhe 2/27/26 dofa cutoff one potient went from VGPR fo sCR; =after the 2/27/26 data cutoff one patient went from PR to VPGR

Clinicol benefit rate {CBR|: Dexomethasone [dex); Minimal response [MR); Minimal residual disec D): Objecfive response rate [ORR|; Progressive disease [PD): Partiol response [PR) | Once daily (QDY); Relopsed/refraciony multiple myeloma (REMM): Sirit
complete response (5CR): Stoble disease (S0 Very good parfial response (VGPR): Confidence Inferval (C1)

2.5 ug cohart did not have a posttasefing assessment; *2 pafients in th

ELLL] .
338 C4Therapeutics © 2026 C4 Therapeutics, Inc. 14
For EHa 2024 doto: Cemsidomide Phose | daoto cutoff as of 2/27/2026:. Poster presentation at EHA 2026 (hitps:fe.c4theropeutics. comisiatic-files/0081102 1-beld-de7f-bob®-9a0 1 e%5edbet)

For Oct. 2025 data: CAT data on fle os of 2/10/2025 (004054690-olfl-4chd- 9099 coAaRff] 0cilD)




ORR was Consistent Across Key Subgroups in the Phase 1 Trial of
Cemsidomide + Dexamethasone

ORR across key subgroups:

q%; All Doses Responders/ Patients ORR % (95% CI)
Prior CAR-T or T-cell engager therapy 20/54 37.0% (24.3, 51.3)

Prior BCMA 18/54 33.3% (21.1, 47.5)

> 5 Prior Lines of Therapy 16/48 33.3% (20.4, 48.4)

69 At 100 ug (RP2D) Responders/ Patients ORR % (95% CI)
Prior CAR-T or T-cell engager therapy 9117 52.9% (27.8, 77.0)

Prior BCMA 7115 46.6 % (21.3, 73.4)

> 5 Prior Lines of Therapy 7115

46.7% (213, 73.4)

Overall respense tate [ORR): Recommended Phese 2 Dese (RP2D,
Teee e S

sss C4 Therapeutics
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Cemsidomide Has the Potential fo Be a Foundational Treatment Across
Multiple Lines of Multiple Myeloma

3 strategic paths to capture multi-billion dollar opportunities

e— ]
e Late line Opportunity * Novel Combmqhon IMiD® Replqcemenf Across Ling
nbination with d ne = anon w AxCD3 Bi Combination with a Pl o ntibe
RATIONALE RATIONALE RATIONALE
. Only next-generation IKZF1/3 degrader with a . For use in earlier lines L Opportunity to improve upon first-generatior
label-enabling development strategy for the 4L+ +  Goalis fo establish cemsidomide as an IKZF1/3 IKZF1/3 degraders
. Unmet need for an all-oral freatment regimen degrader of choice for novel combinations * Establish dose of cemsidomide for potential
that is both well-tolerated and efficacious for . Complementary MOA via T-cell activation with standard of care combination approaches
patients who have exhausted all options potential to drive potent anti-myeloma effect
. Near-term value
STATUS STATUS STATUS
+” Enrolling Phase 2 MOMENTUM Trial +” Enrolling Phase 1b Trial (O |Initiation of Phase 1b Trial w/ Two Arms
= Cemsidomide + dexamethasone « Cemsidomide + dexamethasone + Expected in 1H 2027
elronctamab® « Cemsidomide + dexamethasone + P
= Cemsidomide + dexamethasone + CD38
antibody
+ Data from the Phase 1 frial of cemsidomide + + Data from MagnetisMM-30 trial’ demonstrates proof- + Upcoming data from the EXCALIBER RRMM trial?
dexamethasone demonstrated a potential best-in- of-concept for combination with opportunity to and SUCCESSOR-1 trial*
class profile® improve depth of response

@ GOAL: Develop a potential best-in-class IKZF1/3 degrader to become partner of choice for MM treatment

© 2026 C4 Therapeutics, Inc




Phase 2 MOMENTUM Trial of Cemsidomide + Dexamethasone in 4L+ MM Now
Enrolling Patients

PHASE 2 MOMENTUM
TRIAL DESIGN:

Endpoints:

ORR per IMWG responst
criteria assessed by
independent review

Enroliment Expected to Complete in Q1 2027

Phase 2 MOMENTUM
Cemsidomide + dex (single arm) 4L+

committee
N =~100 « 20% increase over a
Dose: 100 ug QD background rate of 20%

Potential for accelerated approval

. 2H 2027: Phase 2 initial ORR data

Schedule: QD 14/14

RP2D: 100 ug

sss C4 Therapeutics © 2026 C4 Therapeutics, Inc 17




Based on Complementary Mechanisms of Action, Cemsidomide in
Combination with Elranatamab Has Potential to Provide Additional Benefit
to Patients

Elranatamab
BCMA-Linding arm

2y
Ry

o

¥

Cytokines, CD3-binding ar

perforin, ..

cytokines
perfarin/granzymes,
resulting in myeloma
~ell lysis

Elranatamab + cemsidomide +

dexamethasone may provide ' W B
additional benefit to pafients with 4
RRMM based on the complementary |myeloma cell survival Enhanced myeloma cell killing
i i " 3 with elranatamab +
mechanisms of acfion |myeloma cell proliferation cemsidomide

®,®® fimmunomodulafion

duct charocterstics. Plizer Europe Ma EEIG: 2024; ! C4T dota on fle: hitpsiifincatherapeyiics,com/siqlic-fles/39470c.1

adlBi-ef 831 BF7ed

iy (mAb); Pr ome inhibitar (PI]; F

or refractory multiple

0 (CRBN)
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Early IKZF1/3 Degrader + BIiTE Data Provide Proof of Concept for Cemsidomide
with Opportunity For Improvement

Currently CAR-Ts demonstrate higher ORR and >CR than BiTEs alone'?2 Opportunity to improve BiTE
response rate including depth
Early data from IKZF1/3 degrader + BITE combo support POC for similar anti- of response
myeloma activity to CAR-Ts with better overall profile, but opportunity to
improve depth of response CEMSIDOMIDE DEVELOPMENT
+ Combination is safe RATIONALE IN 2L+ IN COMBO WITH A
+ Early evidence of anfi-myeloma activity BITE
100% BiTE + Differenfiated safety profile

IKZF1/3°

i Fﬂiﬂaz B, T-cell activation obs
40% > all cemsidomide
20%

0%

ORR Range

— fr Jual (M

E all r u
s3s C4 Therapeutics © 2026 C4 Therapeutics, Inc 19




Phase 1b Trial is Evaluating Safety and Tolerability of Cemsidomide in
Combination With Elranatamab, With Data From All Cohorts Expected in
Mid-2027

Trial Initiated in Q1 2024; Enroliment Ongoing @Pf-‘zer PHASE 1b TRIAL DESIGN:

Primary Objectives:

i

Potential to expand at each dose level
once combination is declared safe Characterize the safety and

tolerability of cemsidomide in

combination with elranatamab

Cemsidomide

e

Dose Level: 100 pg Dosing Regimen:
+ Elranatamab ) -
Cemsidomide: QD 14/14

/ * Dexamethasone: QW through

Cemsidomide I£75 HY is de.:clcxred safe, cycle 4
Dose Level: 75 ug potential to simultaneously
+ Eranatarmab evaluate 50 ug and 100 ug

\ ﬁ Key Differentiators:
Cemsidomide

Dose Level: 50 ug * Evaluated with dex, which ma
+ Eranatamab help manage neutropenic
complications

it

Elranatamab step-up

dosing without
cemsidomide

* Eranatamab

* Focused on evaluating MRD
u . . negativity rates to demonstrah
. 2026: Provide incremental updates throughout Phase 1b dose escalation depth of response
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Discovery

Inflalmmation, Neuroinflammation, & Neurodegeneration (INN)

Il

C4 Therapeutics
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New Discovery Strategy Focused on Inflammation, Neuroinflammation &
Neurodegeneration (INN) with First-in-Class Potential in Clinically Validated

Pathways Uniquely Suited for TPD

Leveraging C4T's CAT HAS CONSISTENTLY DEVELOPED ORALLY BIOAVAILABLE HIGHLY
success CATALYTIC HETEROBIVALENT DEGRADERS THAT...

* Penetrate the blood brain barrier to achieve high ceniral nervous system
exposures and compelling efficacy in central nervous system models
= Control target protein levels through finely-tuned degrader kinetics

e TARGET-TO-DISEASE LINK:
Maximizing value

e e ERr e« Selecting targeis that modulate clinically validated pathways in
inflammation, neurcinflammation, and neurodegeneration (INN) to enhance
efficacy

« Focusing on early clinical validation with opportunity o grow value through
indication expansion

STRONG DEGRADER RATIONALE:
« Strong competitive positioning
+ Clear and compelling advantage for a degrader over an inhibitor

EXPANDED CAPABILITIES:

+ Extended capabilities to identify molecular glue degraders for fargets with
and without G- and RT-loops by utilizing DNA-encoded library
(DEL) technology

Targeted Frolein Degradation (TPD): Centrol nervous system (CNS)

Cc4 Ther(]peUfICS © 2026 C4 Therapeutics, Inc

Deliver
degraders with

first-in-class
potential that
are CNS
penetrant

22




Focused on Inflammation, Neuroinflammation & Neurodegeneration (INN)
to Address High Unmet Needs in a Large Patient Population with a Clear TPD

Advantage
@ | e , o000
Degraders have the Fast path to clinical Normalize elevated Large market
potential to proof-of-concept, protein levels without opportunities with
outperform inhibitors including early the need for high unmet
in efficacy and safety validation based on complete elimination medical needs
in CNS diseases! PD markers in of the target

healthy volunteers

Deploying TPD where the MOA is uniquely positioned to have an advantage over inhibitors to help be
patients in a large market




Potential for Degraders To Be the Optimal Therapeutic Modality for CNS
Diseases Over Inhibitors

Lower exposure levels for

highly catalyfic degraders are Theoretical Inhibitor and Degrader Brain PK Curves for Molecules With Similar Efficacy

(llustrative graphic)

required for effica Cy versus *For target profeins with a long resynthesis rafe
inhibiters to achieve
efficacious results in CNS 08 High Cmax increases chance of on- and off-target toxicity
i 07 =
diseases I
#0861 ~
205 - N
> .

Pharmacokinetics of inhibitors 04 1 Ny

Radioacti
§

is associated with high Cmax S s paatas Sann SRS SO SRS Or SMBOOY ] e s
driving toxicities vs. degraders 02 e stoichiometric +
have consistent and sustained o f SNTOTHHE N | pegader expoiore requbed for elicacy. | | Cific intora
levels resulting in lower 00 T e o o

toxicity issues Thie ol

Sources: Drug Discov Today. 2019 May:24(3):1067-1073. dol: 10.101&/].drudis.2017.01 015 Pharm Res. 2022 Jul:39(7):13Z21-1341. dei: 10.1007/51 109 5-022-03246-6
Cenfral nervous gystern (CHS); Pharmocaokinetic [PK)
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Pursuing Targets in Validated Pathways With Application to a Broad Set of

Indications
POTENTIAL INDICATIONS

Alzheimer's Disease*

abe T T ol - M 1217

o

~—=» Psoriqasis

IL-23/IL-17
Pathway

Multiple Sclerosis*
— Down Syndrome*
s Parkinson's Disease*
e T Rheumatoid Arthritis

T Multiple Myeloma

Type 1 IFN
Pathway

+ Lupus Nephritis
~ = Systemic Lupus Erythematosus

= Inflammatory Bowel Disease

e Asthma

MAPK, y Autosomal Dominant Polycystic Kidney Disease
PI3K/AKT, :

NF-kB —= Chronic Kidney Disease
Pathways
Metabolic Dysfunction Associated Steatohepatiti

—= |diopathic Pulmonary Fibrosis

*Highlights indications that are central nervous system dissases
Irnage ' Theng M-Y, Luo -7 int. J. Mol. Sci. 2025; Image *Lukhele 5, et al. Semin Immunal 201%: Image %iu T. et al, Sig, Transduct. Target. Ther, 20
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CA4T is Focused on Advancing Potential Best-in-Class And First-in-Class
Degraders Across Clinical Oncology Portfolio and INN Discovery Strategy

2026

Advance potential best-in-class
and first-in-class degraders

» Enroll 2 clinical frials with cemsidomide
to address 2L+ and 4L+ opportunities in
MM

+ Establish combinability profile with
cemsidomide + elranatamab’

* Optimize indication selection for multiple
targets across discovery portfolio

@]

&

2027

Position for regulatory

success and pipeline build

« Complete enrollment for Phase 2

MOMENTUM trial

Initiate additional Phase 1b Trial

* Present iwo cemsidomide data readouts:
» Initial ORR data from Phase 2

MOMENTUM trial

» Phase 1b data w/ elranatamab’ to
support advancement to Phase 3 trial

+ Start up activities for Phase 3
cemsidomide + BCMAxCD3 Bispecific

+ Advance internal discovery pipeline to
enable INDs

3 frial

2): Inflammation, Neurginflammation, Meurs

© 2026 C4 Therapeutics, Inc

&

2028

Unlock value
across portfolio

+ Initiate and enroll Phase
3 trial of cemsidomide + BCMAXCD3
Bispecific

« Present efficacy and safety data from the
Phase 2 MOMENTUM trial

+ Potentially submit NDA for cemsidomide

= Deliver 3 potential INDs from discovery
pipeline in INN indications

erafion (INN); Accelerated aporoval (AA): Mulfiple myelo
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Updated Results of a Phase 1 First-in-Human Study of Cemsidomide, a Novel MonoDAC® Degrader, wi
Dexamethasone (DEX) m Patlents (pts) wnth Relapsed/Refractory Multlple Myeloma (RRMM)

Sagar Lonial, MDY,

Introduction

Patients Anti- Act
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pretreated patient population
= # 53% ORF was observed at the highest dose of 100 ug OO, with a 36% ORR observed acro:
= 100 pg 14714 Q0 was established as the APZ0 and MTDR
- Responses were durable and continued to deapen over time at the 75 g and 100 pg dose |
- ORR was consistent across subgroups, with patients receiving prior CAR-T or TCE having 3
+ Cemsidomide 14,14 plus Dex was well tolerated across dose levels
- TEAE: were manageakle with minimal treatment discontinuations os reductions
*Cemsidomide data strongly support further development across multiple lines of treatm
with other anti-myeloma agents, including Pls, CD-38 mA8, ADCs, and TCEs
= Based on these results, cemsidomide 14/14 plus Dex is currently being assessed in the p
study in the 4L+ patient population and in a phase 1b study in combination with elranati
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C4 Therapeutics Presents Phase 1 Data at European Hematology Association (EHA) 2026
Congress Highlighting Cemsidomide as a Potential Best-in-Class IKZF1/3 Degrader for
Multiple Myeloma in Heavily Pretreated Relapsed/Refractory Population

At the 100 pug Recommended Phase 2 Dose (RP2D), Cemsidomide Demonstrated a 53% Overall
Response Rate, Including Complete Responses and Minimal Residual Disease (MRD) Negative
Status

Cemsidomide Was Well Tolerated With Minimal Discontinuations and Dose Reductions Related
to Safety or Tolerability

Data Further Support Development Strategy Across Lines of Therapy and in Combination With
Approved Therapies, Positioning Cemsidomide as a Potential Foundational Therapy for
Relapsed/Refractory Multiple Myeloma

WATERTOWN, Mass., June 11, 2026 (GLOBE NEWSWIRE) -- C4 Therapeutics, Inc. (C4T)
(Nasdag: CCCC), a clinical-stage biopharmaceutical company dedicated to advancing targeted
protein degradation (TPD) science, will present further analysis from its fully enrolled Phase 1
trial of cemsidomide, a next-generation oral IKZF1/3 degrader, in combination with
dexamethasone for the treatment of relapsed/refractory multiple myeloma (RRMM) in a poster
presentation at the European Hematology Association (EHA) 2026 Congress on Friday, June 12,
2026 at 6:45 pm CEST/ 12:45 pm ET.

The analysis is consistent with previous data disclosed from the Phase 1 clinical trial and
highlights cemsidomide's anti-myeloma activity and differentiated safety profile, further
supporting its development as a potential best-in-class IKF1/3 degrader. The poster will be
presented by Sagar Lonial, M.D., FACP, FASCO, chief medical officer at the Winship Cancer
Institute at Emory University, and an investigator in the cemsidomide clinical trials.

“Despite advances in multiple myeloma therapies, IKZF1/3 degradation remains a foundational
treatment strategy across lines of therapy because it is the only approach that addresses the
underlying biology of the disease and has the built-in ability to stimulate the immune function,
becoming a natural partner for immune therapies. Next-generation 1IKZF1/3 degraders are
expected to help advance treatment regimens for this persistent disease, given data demonstrating
their efficacy and tolerability,” said Dr. Lonial. “The clinical activity and safety profile of
cemsidomide are highly encouraging for patients with relapsed/refractory multiple myeloma as
they continue to seek disease-altering treatment options. The data from the ongoing Phase 1
study support the continued development of cemsidomide for patients with relapsed/refractory
multiple myeloma who may benefit from IKZF1/3 degradation.”




“The totality of cemsidomide data, particularly data showing that patients have experienced a
deepening response over time, continue to demonstrate its potential to deliver a tolerable therapy
that can provide sustained benefit for patients who have progressed through other treatment
options,” said Len Reyno, M.D., chief medical officer of C4 Therapeutics. “We remain focused
on advancing our clinical development strategy to capitalize upon cemsidomide’s differentiated
profile in hopes patients at various stages of their treatment journey may be able to benefit from
this important investigational therapeutic regimen.”

The poster presentation includes data on 73 patients with a data cutoff of February 27, 2026.
Patients were heavily pretreated, receiving a median of seven prior lines of therapy. Fifty-five
patients (75%) received prior BCMA therapy, and 55 patients (75%) received prior CAR-T or T-
cell engager therapy (TCE).

At the RP2D and maximum tolerated dose (100 pg,) cemsidomide achieved a 53% overall
response rate (ORR). At the 75 pg dose level, cemsidomide achieved a 40% ORR. Across all
doses evaluated, cemsidomide achieved a 36% ORR.

Key new data include:
e Responses deepened over time across the cemsidomide 75 pg and 100 pg dose levels:
o At 75 pg, one patient whose best response was previously a partial response (PR)
deepened to a very good partial response (VGPR).
o At 100 pg, several patients achieved a deeper response:
* One patient whose best response was previously a PR deepened to a
stringent complete response (sCR)
= One patient whose best response was previously a PR deepened to a
VGPR
o Minimal residual disease (MRD) negativity was achieved in two patients who
achieved a sCR and complete response (CR) at 100 pg.
* ORR was consistent across key subgroups:

ORR % (95% confidence interval (CI))
All Doses

Prior CAR-T or TCE 37% (24, 51)
Prior BCMA 33% (21, 48)
Prior Lines of Therapy > 5 Lines 33% (20, 48)

100 pg (RP2D)
Prior CAR-T or TCE 53% (28, 77)
Prior BCMA 47% (21, 73)
Prior Lines of Therapy > 5 Lines 47% (21, 73)

e Durable responses were observed across all dose levels:
o Patients experienced a median duration of response of 7.9 months (95% CI, 3.0 —
non-evaluable).
o Seven patients remain on treatment currently.




Cemsidomide in combination with dexamethasone was generally well tolerated. Incidences of
on-target neutropenia remained manageable; 42 patients (58%) experienced Grade 3/4
neutropenia. All treatment emergent adverse events were manageable with no discontinuations
deemed related to cemsidomide and minimal dose reductions (five patients; 7%).

UPCOMING INVESTOR EVENTS
o June 18, 2026 at 9 am ET: C4T will host an educational webinar with Nisha Joseph,
M.D., associate professor at the Winship Cancer Institute at Emory University and
investigator in the cemsidomide clinical trials to discuss the evolving multiple myeloma
landscape, the role of IKZF1/3 degradation in treating multiple myeloma, and
cemsidomide’s profile.

About Cemsidomide

Cemsidomide is an investigational, next-generation orally bioavailable MonoDAC® degrader
(molecular glue) of IKZF1/3, transcription factors foundational to multiple myeloma biology.
Data from the fully enrolled Phase 1 trial show cemsidomide’s differentiated safety and
tolerability profile and potentially class-leading anti-myeloma activity that support the potential
for durable outcomes.

About Multiple Myeloma

Multiple myeloma is a blood cancer that affects plasma cells in the bone marrow. It is the second
most common blood cancer, with approximately 36,000 people in the United States diagnosed
each year. Multiple myeloma is characterized by cycles of remission and relapse, which leads to
patients needing multiple lines of therapy to manage this persistent disease. More than 175,000
patients in the United States are estimated to be living with or in remission from myeloma.
However, despite treatment advances, approximately 40% of patients do not survive beyond five
years.

About IKZF1/3 Degradation

Targeted degradation of IKZF1 (lkaros) and IKF3 (Aiolos) is a foundational therapeutic strategy
to treat multiple myeloma, a blood cancer affecting plasma cells. IKZF1/3 degradation leads to
downregulation of IRF4, which promotes myeloma cell death. IKZF1/3 degradation also
activates T-cells, which contributes to broader anti-myeloma response. For decades, IKZF1/3
degradation has been used in approved therapies for multiple myeloma. Next-generation
IKZF1/3 degraders are being developed to leverage advances in targeted protein degradation
research while continuing to address the biology foundational to multiple myeloma.

About the MOMENTUM Trial

MOMENTUM (Multi-center trial Of cemsidoMidE iN relapsed/refracTory mUItiple Myeloma)
is a Phase 2, open-label, single-arm study to evaluate the efficacy, safety, pharmacokinetics and
pharmacodynamics of cemsidomide in combination with dexamethasone in patients with
relapsed/refractory multiple myeloma. Data from the Phase 1 trial identified 100 pg as the
recommended Phase 2 dose. The primary endpoint is overall response rate per International
Myeloma Working Group response criteria, as assessed by an independent review committee.
Approximately 100 patients who have received at least three prior anti-myeloma regimens that
must have included an IKZF 1/3 degrader, a proteasome inhibitor, an anti-CD38 antibody, and a




T-cell engager or CAR-T therapy will be enrolled in the trial. More information is available at
clinicaltrials.gov (NCT07284758).

About Cemsidomide in Combination With Elranatamab (ELREXFIO®)

The Phase 1b trial is designed to evaluate the safety, tolerability and preliminary efficacy of
cemsidomide and dexamethasone in combination with elranatamab, an FDA-approved B-cell
maturation antigen CD3 targeted bispecific antibody. Data generated from the cemsidomide
Phase 1 trial in relapsed/refractory multiple myeloma demonstrate robust T-cell activation and
cytokine expression across multiple doses. By activating immune T-cells, cemsidomide, when
combined with a BCMAxCD3 bispecific such as elranatamab, may amplify the anti-myeloma
immune response and lead to deeper and more durable responses. The study will evaluate
different cemsidomide dose levels (beginning with 75 pg, with the opportunity to simultaneously
explore 50 pg and 100 pg) in patients who have received one to four prior lines of therapy, which
must have consisted of at least one IKZF1/3 degrader. Exclusion criteria for patients include
those who have received prior treatment with a BCMA-directed T-cell engager or BCMA-
directed CAR-T therapy. More information is available at clinicaltrials.gov (NCT07280013).

About C4 Therapeutics

C4 Therapeutics (C4T) (Nasdaq: CCCC) is a clinical-stage biopharmaceutical company
dedicated to delivering on the promise of targeted protein degradation science to create a new
generation of medicines that transforms patients’ lives. C4T is progressing targeted oncology
programs through clinical studies and leveraging its TORPEDO™ platform to efficiently design
and optimize small-molecule medicines to address difficult-to-treat diseases. C4T’s degrader
medicines are designed to harness the body’s natural protein recycling system to rapidly degrade
disease-causing proteins, offering the potential to overcome drug resistance, drug undruggable
targets and improve patient outcomes. For more information, please visit
www.c4therapeutics.com.

Forward Looking Statements

This press release contains “forward-looking statements™ of C4 Therapeutics, Inc., within the
meaning of the Private Securities Litigation Reform Act of 1995, These forward-looking
statements may include, but may not be limited to, express or implied statements regarding our
ability to develop potential therapies for patients; the safety, tolerability, design and potential
efficacy of our therapeutic approaches and product candidates; the predictive capability of our
TORPEDO" platform in the development of novel, selective, orally bioavailable BIDAC™ and
MonoDAC" degraders; the potential initiation, timing, design, results and advancement of our
preclinical studies and clinical trials, including the potential timing for and receipt of regulatory
authorization and guidance related to clinical trials and other clinical development activities
including clinical trial commencement or cohort initiation; the potential for regulatory approval,
including accelerated approval, of our product candidates; our ability and the potential to
successfully manufacture and supply our product candidates for clinical trials; regulatory
developments in the United States and foreign countries; our ability to replicate results achieved
in our preclinical studies or clinical trials in any future studies or trials; and our ability to fund
our future operations. Any forward-looking statements in this press release are based on
management’s current expectations and beliefs of future events and are subject to a number of
risks and uncertainties that could cause actual results to differ materially and adversely from




those set forth in or implied by such forward-looking statements. These risks and uncertainties
include, but are not limited to: uncertainties related to the initiation, timing, advancement and
conduct of preclinical and clinical studies and other development requirements for our product
candidates; the risk that any one or more of our product candidates will cost more to develop or
may not be successfully developed and commercialized; the risk that our product candidates will
not receive accelerated approval or that we will need to redesign our regulatory strategy; the risk
that sufficient capital to fund our future operations will be available to us on acceptable terms or
at the times required; and the risk that the results of preclinical studies and/or clinical trials will
or will not be predictive of results in connection with future studies or trials. For a discussion of
these and other risks and uncertainties, and other important factors, any of which could cause our
actual results to differ from those contained in the forward-looking statements, see the section
entitled “Risk Factors” in C4 Therapeutics’ most recent Annual Report on Form 10-K and/or
Quarterly Report on Form 10-Q, as filed with the Securities and Exchange Commission. All
information in this press release is as of the date of the release and C4 Therapeutics undertakes
no duty to update this information unless required by law.
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Associate Director, Investor Relations
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