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Item 8.01. Other Events.

On June 10, 2022, SpringWorks Therapeutics, Inc. (“SpringWorks” or the “Company”) hosted a virtual research and development day (the “R&D Day”).
The program included presentations by members of the SpringWorks’ executive leadership team as well as external thought leaders in SpringWorks’ core
development areas. A copy of the Company’s presentation materials for the R&D Day is attached hereto as Exhibit 99.1 to this Current Report on Form 8-K
and incorporated herein by reference.

Item 9.01. Financial Statements and Exhibits.

(d) Exhibits.

Exhibit Description

No.

99.1 R&D Day Presentation by SpringWorks Therapeutics, Inc. on June 10, 2022.

104 Cover page interactive data file (embedded within the Inline XBRL document)




SIGNATURE

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.

SpringWorks Therapeutics, Inc.

Date: June 10, 2022 By: /s/ Francis L. Perier, Jr.

Francis 1. Perier, Jr.
Chief Financial Officer
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Forward-Looking Statements

Mate: Unless olhensise indicated, the information presented hersn is as of June 2022 and made publicly sailable on June 10, 2022,

This presentation may contain “forwanddocking statements™within the meaning of the Private Securities Litigation Reform Act of 1985, as amended, relating to our business, opemations, and
financlal conditions, including but nat limited 1o curent beliefs, expectations and assumptions regarding the future of cur business, fulure plans and strategies, our development plans, our
preclinical and clinical results, our plans to report additional data from the Phase 3 DeFi clinical tral al an upcoming madical conference, the potential for the results of the Phase 3 DeFi clnical trial
to support an MDA submission, the timing of our planned WDV submission for nimgacestiat, and owr plans for seeking regulatory  approval for and making nirgacestat awailable to desmod tumor
patients, i approved, aswell as relating 1o other fulure conditions. Words such as, but nal Bmited 1o, ook forsaand 10," “believe " “expeact,” “anticipate,” “estimate,” “intend,” “plan,” “would,” “should®
and “could,” and similar expressions or words, identify forward-looking statements. Mew risks and uncerainties may emerge from fima to {ime, and it is nof possible to predict all risks and
uncetainties. Any forsaid-iooking = it in i pi ion are based on management's cumen! expaclations and beliefs and are subject to a number of Asks, upceranties and impodant
faclons thal may cause aclual evenls of resulls (o difier malerially Trom those expressed or impled by any lorvard Jooking  staterments comtained in this presenltalion, including, withoul limilation,
risks relating to: (i) the success and timing of our product development activities, including the initiation and complation of SpringWWorks' clini cal trals, (i) the fact that topline or interim data from the
Phase 3 DeFi tral or olher clinical studies may nol be prediclive of The final or mone delalled resolls of such study or the resulls of olber ongoing o fulure studies, (i) the success and liming of our
collaboration parners’ ongoing and planned clinical trals, () the timing of owr planned regulatory submissions and interactions, including the KD for nirogacestat planned for the second half of
2022 and the timing and euleome of decisions made by the LS, Food and Drug Administration (FDA) and olher regulalony aulhonilies, imestigational revew boards al clinical trial sites and
publication reviews bodies; (0 whether FDW or other regulatory. authorities will requine additional information o fwther studies, or may &l or refuse o approse or may delay approsal of our drug

didades, including niregacestal and mirdamelinik, (W) ow ability to oblain and maintain regulatory approval of any of our product candidales, (M) owr plans to research, discover and develop
additionsl produc] candidates, (i) our ability to enfer info collaborations far the development of new producd candidates, @) our abdily 1o establish mamdacluing capab@ilies, and our and aur
collaboration parners’ abilities to manufacture our product candidates and acale production, (x) our ability to mest any specific milestones set forth herein, and (xi) uncerainties and assumptions
regarding the impact of the COMID-19 pandemic on S pringWorks' business, operations, clinical frials, supply chain, strategy, goals and anticipated timelines.

Except as required by applicable law, we do not plan to publicly update or revise any forward-looking statements contained herein, whether as a result of any new information, fulure events,
changed Ginl 5 OF O i, Although we beliee the expectalions reflected in Such o oking stal ane reasormble, we can give no assurance thal such expectations will prowe
o be correst. Acoomdingly, readers are caufioned not o place undee reliance on these forwand -looking slalmris

For further information regarding the risks, uncertainties and other factors that may cause differences bebween SpringWorks' expectations and actual results, you should review the "Risk Factors”
section(s) of our filings with tha Securities and Exchange Commission.

Certain mibmmation contained in this presentation ralates to or is baaed on sludes, publications, sureys and other data obtsined from third-pafy sources and our own intemal estimates and
resaearnh, While SpringWorks belioves these third-parly sources 1o be reliable as of the dale of this presentation, wae have not independently worified, and make no representation as lothe
adequacy , faimess, accuracy or complatensse of, any information obtained from third-party sowrces. In addition, all of the marked data included in thie presentation imokes a number of

plions and limilations, and there can be no guarantes as 1o the accuracy or reliability of such assumplions, Finally, while we believe our own intemal research is reliable, swh reseanch has
not bean verified by any independent source.
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SpringWorks Leadership Team and External Speakers Participating Today

External Key Opinion Leaders

SpringWorks Participants

L. Mary Smith, PhD

Saqib Islam Badreddin Edris, PhD
Chief Executive Officer Chief Operating Officer Chief Development Officer
Breelyn Wilky, MD MNeal Rosen, MD, PhD
Director of Sarcoma Medical Diwector, Center for Mechanism-
Based Therapy, Enid A Haupt

Oncelogy, Deputy Associate

Director for Clinical Research Chakr in Medical Oncslegy

University of Colorado, Denver Memorial Sloan Keftering Cancer
Center, New York

Mike Burgess, MBChB, PhD Jim Cassidy MD, PhD
Chief Medical Officer

Bhavesh Ashar
Chief Commercial Officer Head of R&D
" SpringWorks




Agenda

T S R S R

Nirogacestat

MAPK
Pathway

Preclinical Pipeline

Introduction and Business Overview

KOL Presentation: Unmet Need in Desmoid Tumors
Clinical Experience in Desmoid Tumors

Desmoid Tumor Commercial Opportunity

Additional Expansion Opportunity

BCMATherapy Combination Development
Program B."cl;lrkl -

Mirdametinib: NF1-PN

Mirdametinib: Additional Expansion Opportunities
Mirdametinib + Lifirafenib: Combination Development
KOL Presentation: Introduction to BGB-3245
BGE-3245: Initial Clinical Data and Program Update
TEAD and EGFR Inhibitor Program Overview

Closing Remarks
Q&A

Sagib Islam
Badreddin Edris, PhD

Bree Wilky, MD (CU Denver)
Mary Smith, PhD

Bhavesh Ashar

Badreddin Edris, PhD

Mike Bu!'gfess, MBChE, PhD

Mary Smith, PhD

Jim Cassidy, MD, PhD

Jim Cassidy, MD, PhD

MNeal Rosen, MD, PhD (MSKCC)
Jim Cassidy, MD, PhD

Mike Burgess, MBChB, PhD
Saqgib lslam
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Introduction

Saqib Islam, Chief Executive Officer
Badreddin Edris, PhD, Chief Operating Officer

¥ SpringWorks

THERAPEUTICS



SpringWorks’ Efforts Over
the Past 5 Years Have Led To...

First NDA filing on track for
LE! N 2022 later this year
£ THEFULL POTENTIAL™
~ OF TARGETED ONCOLOGY

: ) Marketed products by 2025
2 IS LHVAJ'TJWG .TQ BEUNLOCKED. ' 2

with potential to serve
patients across 4 indications

$381M Runway into 2024("

...with the singular goal of making a
profound impact on the lives of people
living with devastating cancers

" SpringWorks
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Executive Leadership Team: Demonstrated Track Record of Advancing and

Commercializing Transformative Oncology Therapies

Saqgiblslam

Chief Executive Officer

Badreddin Edris, PhD

Chief Operating Officer

Mike Burgess,
MBChB, PhD

Head of R&D

Jim Cassidy, MD, PhD

Chief Medical Officer

L. Mary Smith, PhD

Chief Development Officer

Frank Perier, Jr.

Chief Financial Officer

Bhavesh Ashar

Chief Commercial Officer

Daniel Pichl

Chief People Officer

Herschel Weinstein, JD

General Counsel




Repeatable and Sustainable Business Model Has Driven Rapid Portfolio Expansion in Areas of
Significant Unmet Need

€l IDENTIFY

= Partner of choice for leading academic
and industry asset originators

DEVELOP | 2]

Patient-centric clinical development
Translational insights guiding biomarker-
driven development pathways

Strong execution on clinical development
and regulatory strategy

EXPAND B

Opportunity expansion via
maonotherapy and combination
approaches

Ideation and execution via academic
and industry collaborators

= Versatile and validated molecules with
pipeline-in-a-product potential
= Fit-for-purpose business development

Ll DELIVER

* Fully-integrated
commercial organization

= High-touch relationships
with providers and payers
= Emphasis on patient support

Continued emphasis on strategic capital allocation, operating efficiency, and fit-for-purpose partnerships

has grown portfolio from 2 to 19 active R&D programs in under 5 years

0 " SpringWorks




Unlocking the Full Potential of Every Molecule

Desmoid Ovarian Granulosa

Tumors Cell Tumors MF1 Plexiform
MNeurofibromas BGB-3245
- RAF Mutant
) ;i Solid Tumars

+ BCMA ) Pediatric
Low-Grade
Glioma TEAD

Inhibitor

Nirogacestat
{Gamma secretase
inhibitor)

Mirdametinib
(MEK inhibitor]

Hippa Mulan
Tuamncs

+ BCMA
ADC

EGFR
Inhibitor

+ BCMA + BCMA

Bispecific mab ER+ Metastatic

Breast Cancer® EGFR Mutant
Tumors

Multiple

Myeloma* MEK 1/2 Mutant

Solid Tumors

RAS/RAF Mutant
Solid Tumors*

WNRare Oncology MMBCMA Combos W 2omarkerDefined %s Gyring\Works

Mote: " Being devel oped 3% 3 combnabon Sueapy Eolid Tumars




Diversified Targeted Oncology Pipeline Spanning Solid Tumors and Hematological Cancers

Compound Indication Development Approach e Phase 2 Phase 2 Collaborator(s)
Monolheragy Edult) DeFi
Deemmoid Tusmons* -
Monathermpy (pediatric) @
Crarian Granulosa Call Tumors Monothempy
+ BLENREP (belantamab -
mabodoting ooy GSK
+ ALLO-T15 icamT) & Alogere
MNirogacestat . = z
+ Teclistamab @igpedic) jmssen

Gamma Secratase Inhibilor

Multiple My aloma
(BCMA Combinations)

+ PECARZGRA jcaRr-T)

6 FECBIN
Fefer

+ Elmnatamab (Bisechic

+ SEA-BCMA fmab) DSeagen
+ ABBW-3B3 iRisgucine) olobrAie
+ REGMS458 (Bispecitic) REGENERON

WFl-Associated Pexform
Mgurafibromast

Monatherapy @ ReNeu

I

B BeiGene

@ Mimorai Soan Baruring
e

Pediatric Low-Grade Gliomas Monatherapy
Mirdametinib ”
B [ PRy I
MEK Inhibior MAPK Mutant Solid Turmors + Lifirafenib (Fan-RAF inhibiten
ER+ Melasialic Breast Cancer + Fulvestrani (SERD:
MEK 1/2 Mulan Solid Turmons Monathemgy
BGEE-3245 Monotheragy
RAF Fusion and MAFK Mutant Solid Tumors i . =
Dimer Inhibitor + Mirdamedini (MEK irhitiar)

5 vapture 1

TEAD Inhibitor Program Hippo Mutant Tumors

Monotherapy and combo

EGFR Inhibitor Program EGFR Mutant Tumors

qg Mol NiogacesGls PF-DI084014 and Midamecnin = PO-IA25001 (Do indieased Wom Proer)
Recesed Orphan Dngand Fad Tack Desgnations.

* Received Crphan Drug Fast Track and Seeakrough Theragy Desdgnations. '

45 =0 . kg

3

=
|

-

=5

Monotherapy and combo

Salid Tumors

s % i
BERare Oncology EMBCMA Combos [ 2m arker-Dafined g SpnngWQrks



On the Path to Multiple Revenue Generating Opportunities by 2025

= Establish nirogacestat as the
standard of care in desmoid tumors

= Serve patients with 2 approved

= Positive topline results from DeFi products in up to 4 different
ial i i indications
= First patients dosed in DeFi and i e e .
ReNeu trials = First NDA submission expected * Advance mature portfolio of late-
stage clinical programs
» First BCMA collaboration signed = Clinical PoC demonstrated in BCMA i i el
with GSK combinations = Continue disciplined capital
: ; ; allocation across earlier-stage
= 5 total programs in development » § BCMA industry collaborations programs and business
= Nasdag IPO = 19 total programs in development development opportunities

" ' SpringWorks




Today’s Highlights

Nirogacestat:

= Phase 3 DeFitopline results in desmoid tumors
Clinical Data Nirogacestat + BCMA therapies:

Across Our Three = |Initial clinical data from combo trial with GSK (low-dose BLENRER)
SUELEE VR LU Biomarker-defined solid tumors:

= Phase 1b/2 initial data readout from MEK/RAF combo trial in RAS/RAF -mutant solid tumors

= Phase 1 initial data readout from BGB-3245 programin RAS/RAF-mutant solid tumors

= Launch preparationto serve patients with desmoid tumors in the U.S. beginning in 2023

= Expand opportunity for nirogacestat inlo additional indication

Strategic Priorities
to Drive Our Growth

= Continue development of mirdametinib both as a monotherapy and combination therapy

= Advance early-stage pipeline

= Continue disciplined capital allocation across R&D and BD

OUR COMMITMENT

15 TO MAKE APROFOUND IMPACT FOR PECPLE SUFFERING FROM RARE DISEASES AND CANCER
2 ' SpringWorks




Nirogacestat A SpringWorks



Nirogacestat: A Potentially Best-in-Class Gamma Secretase Inhibitor Being Evaluated Across

Multiple Indications

MNirogacestat is an investigational oral, selective gamma
secretase inhibitor with over 10 years of clinical experience

Fast Track and Breakthrough Therapy Designations
received from FDA and Orphan Drug Designation received
from both FDA and European Commissiont"

Achieved statistical significance on primary and all key
secondary endpoints in Phase 3 DeFi trial in adult patients
with progressing desmoid tumors

Potential to become cornerstone of BCMA combination
therapy in multiple myeloma with eight current
collaborations representing all major modalities

1) Grphan Drag, Fast Teackand Breschrosgh Therapy i igrot o recescsd imm F (4 dor desmosd tumers and Omhan Oreg Oeagration ez mved from Bempe Comme son for softbems samoma

Anticipated NDA Filingin
Desmoid Tumors:

Clinical Trials Ongoing or On
Track for 2022 Initiation:

BCMA Collaborations:

US Composition of Matter and

Method of Use patent protection:

&y SpringWorks




Nirogacestat: Clinical Experience
in Desmoid Tumors

< SpringWorks
L. Mary Smith, PhD, Chief Development Officer il



Encouraging Phase 2 Data in Progressing Desmoid Tumors Demonstrated at the Time of 2017
Publication

PHASE 2

Clinical Responses by RECISTv1.1

* mPFS: Mot reached by the time of publication in
2017 due to lack of tumor progression events

Mutstions: BAPC [gersiing] BAPC (somats) BCOTMNET T414  § CTHNEY S45F O Ne midations

— At time of enrollment, all patients had progressing

T T
F tumaors
o | »

'-L-' — Patients failed a median of 4 prior lines (1-9) of
systemic therapy!'"

Objective response rate (ORR) = 29.4% (5/17) with
no progressive disease

Mela: Par RECET 1817 palleaiswar dwa ksl Cne bosaimen sych = 1
SUBEDErE e raquinemEnt
17 Sourck Kemmar el al, Joune'of Cinical Oncobyy, 20

s .
17 :* SpringWorks:
11 7% had fec i ad chemahenapy B5% M2a0 S end 50% THIs 475 panid resgossedSad praviar b Taind manb or sordand "'o p T

£ mg BID corneanly for 21 days. Patimst #1 bad am g Easban s e it (bt hid MR Palion! $14 sk not seabisbbegar oot | wdbdnew frem sudy afler eyse 1




With Maturation of Trial, 2022 Data Cut Demonstrated 4.4 Years of Median Time on Treatment

PHASE 2

Long-Term Progression Free Survival * Among 17 treated patients, median time on
: - treatment 4.4 years (range: 0.17 — 7.99 years)
6 ) -
g :PR = 4 patients remain on study after >7 years
= | P = ORR = 29% (5/17) with no progressive disease
F s _ PR maintained with long-term follow-up
3 2 PR
E 1: | PR = Nirogacestat was well tolerated
J— == Treabment Dngol
L: — o " — Most commonly (>50%) reported treatment-related
; : :;"Mmu AEs included diarrhea, fatigue, nausea, AST
i, b CTHNB1 S45F increase, lymphocyte decrease, hypophosphatemia,
o - . , , mee. and rash (maculopapular)
a0 2.0 4.0 3EQ 4B.0 L] 70 840 0

loeiths on Traatmsat

5 .
1a :* SpringWorks:
Source OFulbvan Coyne et al A500, 10732 "" Pyl




Phase 3 DeFi Trial Was Designed to Robustly Demonstrate Clinical Benefit of Nirogacestat

» DeFi

Trial Summary Summary of Endpoints
= Global (North America and Europe), randomized (1:1), = Primary Endpoint: Progression-free survival'®
double-blind, placebo-controlled study » Secondary and Exploratory Endpoints: Safety and tolerability,
= 142 patients randomized with open label extension objective response rate (ORR), duration of response,
available upon radiographic disease progression volumetric tumor change assessed by MR, patient-reported
= 90% powered to show ~12-month median PFS difference outcomes (PROs)

between nirogacestat and placebot"

Progressive Disease (PD)

Nirogacestat

150mg BID

ﬂ Treatmeni-naive progressing
9 Relapsed progressing
o Refractory progressing

Progressive Disease (FD)

11 Asstalel 51 v el proide D5 pewer and & 1-ikded hypa 1 afror rete of 0025 | 1-ude hypot e b Select & difemncs Babwes aissgeciiil i d pesets, assuming the medes PFS w30 ik in the sisgeosil group end B mena in the slicebe group
18] PFE i dedised wakbs lime From e demiation unll B date of s sesssol of s dographic progressos as delermissdusing RECIET 1.1 1he det of asssm menl of dincal grogreseas or Sasth by aey caie B edegraphe or clrcalpsgressan determinad by
tnded ndependin| st e

13] Prograsiian difned 2 (4inc ras awarpant 12 mmthe by RECIST w1 1 S s o
" (4] Omeeiheendef double-bird phase noéfizaion had been lsped andthe pimary PFS aralsis hadbeen complewd patienssremalning on siudy that had not achieved 3 radiograghio progression could enedd| in the OLE - Spr']gwqus




Nirogacestat Achieved Primary and All Key Secondary Endpoints in Phase 3 DeFi Trial
»DeFi

Hazard Ratio (HR) P-value

Progression-Free Survival (PFS) 0.29 (95% Cl: 0.15, 0.55) < 0.001 ‘

Results demonstrated a statistically significant improvement for nirogacestat over placebo, with a 71% reduction in risk of d isease
progression as assed by blinded independent central review (hazard ratio (HR) = 0.29; P < 0.001)

= Statistical significance was achieved on all key secondary endpoints, including objective response rate (ORR) and patient-reporied
outcomes (PROs)

= Nirogacestat was generally well tolerated with a manageable safety profile
= The majority of women of child-bearing potential had adverse events consistent with ovarian dysfunction

— Other adverse events were generally consistent wath presously reported data

Additional data are expected to be presented at an upcoming medical conference in 2H 2022

MDA filing for nirogacestat in desmoid tumors expected 2H 2022

p " SpringWorks
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Putting Ovarian Dysfunction Into Context

= Ovarian dysfunction is a constellation of MedDRA preferred terms and includes:
= Premature menopause!!!
— Menopause
— Qvarian failure
- Amenorrhea

What is ovarian
dysfunction?

= DeFi data analysis for the affected participants will include (but is not limited to):
How is ovarian dysfunction - Baseline demographics - Concomitant medications

being evaluated - Pricr therapies - Dose modifications

in the DeFi trial? — Potential for resolution — Hormone levels
- Time to onset and duration of events

= Other therapeutic options for the treatment of desmoid tumors have the potential to

Is reproductive toxicitya impact ovarian function and/or embryo-fetal health, including:
concem forotherdesmoid ~ Chemotherapy - Hormone blockers
tumor treatments? — Tyrosine kinase inhibitors
- Radiation
1 Heie: MedDRA = Medical Didiosary for Ragul slory Sctvlies 'I;»‘;' Spnmcrks

(114 dieorder characterned by promalos oy e Talune. Symgtons may nelude hot Rashes, night swedts, Boodiwings, and @ decreass in s deve Laboraion fadingsinclde do atediuisis@nghameons | LH) asd Mol -disult ng Barmsne | F SH)




Next Steps for the DeFi Program

Detailed study results expected to be presented at a medical conference and published in a peer-reviewed
journal in 2H 2022

FDA NDA filing is projected for 2H 2022

» Nirogacestat currently has Orphan Drug, Fast Track, and Breakthrough Therapy Designations
» FDA acknowledged that the nirogacestat NDA can be submitted under the RealTime Oncology Review (RTOR) program

~RTORis an initiative of the FDA's Oncology Center of Excellence that aims to provide a more efficientreview process to ensure that safe and
effective treatments are available to patients as early as possible

~Underthe RTOR program, the FDA has accessto clinical trial data before the information is formally submitted to the agency

Frd
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Nirogacestat: Desmoid Tumor
Commercial Opportunity

Bhavesh Ashar, Chief Commercial Officer

A SpringWorks



We Are Eager to Serve the Desmoid Tumor Community

24 & SpringWorks




Real-World Perspectives Highlight the Significant Unmet Need

— Surgical oncologist (sarcoma
specialist)

“This is a slow; long-ferm process.
These pafienis are frustrafed
because there is ho end, no welk-
defined treatment options. Thare is
no resolution of any kind and they
do nof know what the fifure holds.”
— Medical oncologist (community)

I have done 3 ampulations in
the last 2 years. | vouwld argue
that these are not banign
tumars!”

- Surgical oncologist
|sarcoma specialist)

n e
- Radiation oncologist

—Desmoid tumor patient

“My doctor suggested we starf
with a targeted chema first.
There were so many side effacts
from this drug. | got 50
overvhelmed | fold my
oncologist [ needed fo stop, that
my body was faling apart.”
—Desmoid tumor patient

Desmoid tumors are anything but benign —

Bource SOTY Quakiahve Besmchwifs BEPy and paksck

T shouwldnt have agreed fo
surgery — | should have
asked [my physician] to
educate himself a bif more or
to plesse refer me to
someone that undarstood
desmold turmors batfer”
—Desmoid tumor patient

I am nat able fo phy

d

|
g and scars are

" SpringWorks




Building Blocks to Support a Substantial Market Opportunity

Large prevalent population due to high recurrence rates

1,000 to 1,660 incident patients annually

Up to 77% Estimated
post-surgical prevalence 5,500 to 7,000
recurrence 3.7x US patients
||||'|d?ﬂr‘rzlj|?:!dl:‘rlrl;l;|rr:. Incide ncecz} treatEd
in | sofd dala in @ natiomsde Dantah annua"}"
sats! ™ apidemiology study

High degree of physician awareness and engagement

@,
>70% of More than 90% of
oncologists are U.S. DeFi sites were
aware of P
J i registered SARC centers
nirogacestat!
of 100 US onco .w:,lalre;;.ug ~65% were NCCN centers

patients with desmaoid tumors

Potential to be first and bestin category

¥ Rigorously designed Phase 3 (progressing population, BICR)
v Statistically significant improvement in PFS (HR = 0.29; P = 0.001)

¥ Statistical significance on all key secondary endpoints, including ORR
and PROs

+ Generally welltolerated with a manageable safety profile

+ Evidence of long treatment durations in Phase 1 and Phase 2 trials with
maturing Phaze 3 data

Substantial enthusiasm for nirogacestat profile

Hirngas exial Cionpaned i Soralesie Wilingress (o St h Cument Pis la Mimgs esisd

" SpringWorks
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Desmoid Tumor Physician Treatment Goals are Driven by Efficacy, Durability and Patient QoL

% Selected as Top 5 Treatment Goals in Treating Adult Patients With Desmoid Tumors
T (N=100 ancologists)

Legend

rdary ar

CeR primory, saco

60% 5G%
exploratary endpoint
51%
e - hot a DeFi endport
4
2%

0%
20%
10%
o =

lenprowarnant in - Durable resporse  Avoiding S eae Durablka Iﬂ'pmmlmﬂ n Red l,u:tq;n i turmar g e et in Avpiding mcﬂm Avoickng lang -h:-lm Igarey ;g-lv\en.cr Cegan
quakty of ife o tmatment ol ey of mtabiiza tan of funetion ardhar wilimme pain BT Jary e e i pacts  AoR-pn rekated e aln
i ke - mabiity from systemic symploms
[rC] MRS D Ehempy

DeFi endpoints are well aligned to the most important desmoeid tumor treatment goals

P " SpringWorks
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Existing Off-label Systemic Therapy Options Have Significant Limitations

Statistically Significant
vement in Female Reproductive
PROs/GoL Toxicity considerations
{Secondary Endpoint)

Statistically Significant | Statistically Significant
Fhase 3 Evidence Improvement in PFS | Improvement in ORR
(Primary Endpaint) | (Secondary Endpoint)

FDA Approval

The rapy Status for DT

MDA filing

M stat
trogace planned 2H22
v v v .
Accepted

under RTOR

Sarafenibih x I or-sponsaned (N=87) v 4 x Yes
28% of patiants entering 1 dy had a
prograssing desmaoid tumons)

Imatinib! X 4 MA A L] Yes
Pazopanib!® X x NA& A A&, Yeu
Sunitinibt x X NA A A Yes
Chie ot ra pyt! x X NA A i, Yes

Lack of systemic therapy with strong efficacy, improved quality of life and manageable safety profile has led to a

fragmented treatment landscape; nirogacestat profile supports potential to become standard of care, if approved

4
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Female Reproductive Toxicity Concerns Are Expected to Impact Treatment Decisions for a
Minority of Patients and Apply to All Current DT Treatments

<10% (") of Addressable DT Patients Are Expected to Forgo All Current Therapies Pose Fertility Concerns That Physicians
TreatmentDue to Female Reproductive Toxicity Concerns Routinely Discuss with DT Patients®

7,500 " .
Frecuensy with Which Physicians Currently
T - . OT Patients Without Femaie Repro Discuss Trealmenl-Related Felily Concams
Tox Concems
|’“_! . DT Patients'Wiih Femal e Repre
3 Tox Concems Treatad 5 ¥
&£
= G0odd DT PatentsWih Femals Repm
L= ¥ TozConeams Unireaiad
]
3
H Cohem othrape o agents
n
E Frevalent Femalke Patients
500 with Reproductive
ra Taxicky Concerrs
THI {Roand ed Aversge)
- |
o EE W Foeme 5T
Tobal Men Fernalepatients Fernale patienls  Femal B ccomeormy
withowd Terfl By ity ity waith fesiity il o X
¥ ol gy |1
OONCRr NS oanoerns whio DONCRrNs whi . i :
require or eledt doeTL reqiane ar . Fict Lamd
treatrment ekt restment
|
Mobe: DT: desmoid fumaens repro o reproductive tosoly
1) Actwe desmod bumor prevalent patents 5 530.7.000 (Wean = 6 2600 Male D7 patients reapresen 3040% of prevalent paiients. Per marka research and KOL imenviews. as ectimated 20% of {otl patients are espeded b havefemae reprodudive
1t bty EONGETe_ Of 3V ETage. & s aed TO% of thes e patiems wil v enbually Tequine acty &t tment . L
FL ] 2 Mediaal anool ogists dn=d G were asked “On a scake from 1-7 where 1 is'never. 4 s somdimes,” and 7 & ‘abways,” howTeguendy Jo yau ourrenfly dis-ouss treaiment-reat od fertbly 2 oncems with your femaie pabients of chidtearing poiental sho ,{‘;" Spnng'\l'u'brks
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Launch Activities Rapidly Advancing to Ensure Successful Preparation of Market, Organization
and Brand

Preparing the Market Preparing the Organization Preparing the Brand

Establishing deep understanding of the Hiring teams and developing Generating evidence, building the brand,
unmet needs and identifying opportunities to cross-functional strategic, operational, and preparing to bring differentiated value to
generate awareness, educate, and improve and tactical plans; building scalable patients, HCPs, and payers
the journey of patients with desmoid tumors infrastructure

M dical Affars m m “

KOL engagerment Go-to-markeat strategy Payer engagement Customer segmeantalion
¥ Medical Education activities v KOL engagement v \alue story / dossier ¥ Sales force sizing
¥ Publication and Congresses v Disease Slate Education ¥ Distribution maodea v Recruitment sirategy
¥ Advocacy group engagement v Brand building v Patient Support Strategy

Systems and commercial infrastructure build on track and commercial supply secured
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Summary of the Desmoid Tumor Opportunity

~1,000-1,650incident/new cases, and large prevalent pool with ~5,500-7,000 patients actively
receiving treatment annually in the U.S.

Propensityto treatis high with over 90% of US DT patients receiving an active intervention;
utilization of currently available therapies is fragmented due to treatment limitations

DT experts and guidelines moving away from surgery first due to invasive nature
and high recurrence ratesupto 77%

Nirogacestat differentiated based on evidence of efficacy, manageable tolerability, QoL
improvement and oral convenience, which supports potential for extended duration of treatment

Awareness of nirogacestat is high and significant clinical experience at SARC and NCCN
centers; potentialto be first FDA-approved therapywith IP protection through 2039

0000

3 " SpringWorks




Nirogacestat: Additional
Expansion Opportunity

< SpringWorks
Badreddin Edris, PhD, Chief Operating Officer il



Nirogacestat in Ovarian Granulosa Cell Tumors: Monotherapy Expansion
Opportunity in Rare Ovarian Cancer with Significant Unmet Need

Disease Characteristics

= Ovarian granulosa celltumors (OvGCT )are a rare ovarian cancer subtype that are usually slow-
growing and have limited impact on mortality, resulting in a large prevalent patient population

= DT are most commonly diagnosed in women during the perimenopausal / early
postmenopausal period (median diagnosis age of 50 years)

Patients typically present with abdominal pain and abnormal or postmenopausal bleeding alongside
a large pelvic or abdominal mass

potentfaf to be the first = Recurrences can occur late, thereby requiring long-termsurveillance and intervention to avoid

Nirogacestat has the

bulky disease that is resistantto thera
targeted therapy for / w
OvGCT patients @ @

= OwGCT accounts for ~5% of all ovarian * No cumrently approved therapies and limited
cancers treatment options

= Estimated US incidence of 1,500-2,000 per = Surgery is mainstay of freatment, but ~40%
year with a significant pool of prevalent of patients experience recurrence
patients of ~10,000-15,000 = Systemic therapies (e.g.,chemo,

bevacizumab, paclitaxel and carboplatin)
have shown limited benefitand tolerability

" SpringWorks
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Gamma Secretase Inhibitors Could Address Need for Targeted Therapy Options in OvGCT

OvGCT are potentially susceptible to gamma secretase Threshold forinclusion in NCCN guidelines likely to be low
inhibition due to mutations in FOXL2 given precedents and limited therapeutic options
>97% of OvGCT are driven by C124Wmutationin FOXL2, : f‘“n" d”gi;:;ﬁ::%:‘r:“ r_1:§:r:1§r;.:}dge;2as been observedfor single agents
a transcription factor required for development and function of - gl
granulosa cells = Single arm trials with published datahave been sufficient to support

inclusion of regimens in NCCN Guidelines

= Selectbenchmark data from completed OvGCT trials:
Mutant FOXL 2 alte rs multiple signaling pathways and

gene expression of granulosa cellsrelated to proliferation Single agent Single agent paclitaxel vs.
and apoptosis ] bevacizumab Paclitaxel + bevacizumab
' Ph 2 ALIENOR/ENGOT-ov7
Fh 2 single randomized trial {n = &0)
Study arm study S :
Notch signaling has been shown to block apoptosis and N =36 chi'tg;el ce ; Eagc gtamel
increase proliferation of OVvGCT cells L A . = || =
s ORR 17% 23% 44
mPFS 8.3 mo 14.9 mo 14.7 mo

Preclinically, GSls have been able to address the
fundamental driver mutation in this tumor ty pe

>
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Emerging Insights From OvGCT Physician Market Research

= Preliminary market research survey conducted to assess practice demographics and current treatment practices and to gather
feedback on physician need for new treatments for OvGCT

- Responses were collected from 31 physicians, including OB-GYMs, gynecologic oncologists, gynecologic surgeons and medical
oncologists, with practices covering the academic and community settings

— On average, each of these physicians currently treats ~5 OvGCT patients, with ~15 patients treated per physician in the last 5 years
= Key insights relating to perceived unmet need and current limitations of existing treatments noted by physicians include:

— Meed for options in the post-surgical recurrent setting, placing emphasis on long-term control after first recurrence and reducing recurrence rate
— Meed for late-line options that do not involve surgery

— Improvements in screening with better diagnosis, predictive testing for stage and risk of recurrence as well as non-invasive screening options

“There are no good options for patients afterrefapsed “An oral option for freatment allows for grealer access
disease. Surgical and radiation options are quite poor. to care. Many patients will review an oral treafmerit
Systemictherapyis very much needed.” favorably as comparedio an IV."
— Gynecological Medical Oncologist — Gynecologic Surgeon

35 Mets: O OCT ovarias g B ol Laina:
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Phase 2 Study of Nirogacestat in Recurrent Ovarian Granulosa Cell Tumors

Trial Summary Summary of Endpoints
= Single-arm open label study to determine the = Primary Endpoint: Objective response rate by RECIST 1.1

efficacy, tolerability, safety, and pharmacokinetics » Secondary Endpoints: Progression-free survival, overall
of nirogacestat forthe treatment of recurrent OvGCT sunvival, duration of response, safety and tolerability, and

= Expected enroliment of ~40 patients quality of life assessments

Principal Ivestigator: Dr. Panagiotis Konstantinopoulos
at Dana-Farber Cancer Institute

= |ND cleared in December 2021

Eligible Patients

, Nirogacestat Safety
Recurrent C'r'-'arl_en 150 mg BID follow-up
Granulosa Cell MAssess for response
Tumors & 2z one lina of every2 months {30 days}

systernic tharapy

First site activation icipated in June 2022

] .
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Nirogacestat: BCMA Combination
Therapy Development

< SpringWorks
Mike Burgess, MBChB, PhD, Head of Research and Development iRl



Nirogacestat in Multiple Myeloma: A Potentially Best-in-Class
Combination Backbone for BCMA-Directed Therapies

Rationale and Development Strategy
* Gamma secretase directly cleaves membrane BCMA, a clinically validated multiple
myeloma target across modalities (ADC, CAR T, mAb, bispecific)

= Emerging clinical data and strong preclinical synergy support combining
gamma secretase inhibitors across BCMA modalities

Nirogacestat is
positioned to be a

Pursuing broad collaboration strategy with leading BCMA therapy developers to generate a
diverse datasetto position nirogacestat as the "go-to”™ G5l for MM

potential cornerstone
of BCMA combination
therapy @ @

= ~40 000 multiple myeloma patients » Combination use being investigated
receiving 1L and 2L therapy annually in across all BEMA-targeted therapy
the US™ modalities

= ~15,000 relapsed/refractory multiple = Potential for use alongside SoC MM
myeloma patients receiving 3L+ therapy therapies across lines of treatment

annually in the US™

AR T: chimaric astigen mecapior T-call; BEMA: B-cellmaluafion antiges: GS1- gamea saretass ishiblor. mh: mmodonad a by
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Multiple Myeloma is a Large and Evolving Market

= Multiple myeloma represents the 3rd largest oncology revenue opportunity despite having a lower 5-year prevalence than solid
tumors including breast, prostate, lung, and colorectal

— Opportunity driven by long durations of therapy, particularly in early lines
— First- and second-line drug sales account for ~75% of total market

= Combination regimens are utilized across lines of therapy to achieve the longest durations of PFS by addressing the polyclonal
nature of the disease

= Over 70% of MM is treated in the community setting — adoption requires strong efficacy, tolerability and relative convenience
— BCMA therapies are poised to become a new SoC, but broad uptake in community settings may be challenging due to current profiles
=ADCs: ocular toxicity (keratopathy)
=Bispecifics and CAR-Ts: cylokine release syndrome, neurotoxicity, neutropenia, conditioning regimens, extended hospitalizations

= Clinical development in myeloma typically begins with monotherapy treatment in RRMM before advancing in combination with
SoC in first- and second-line settings

Mirogacestat has the potential to improve the benefit-risk profile of each type of BCMA modality

and foster earlier and broader adoption

" SpringWorks
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Eight Clinical Collaborations Ongoing Covering All Key BCMA Therapeutic Modalities

Collaborator r'.ﬂndallt'_.r Collaboraion Current Status
019

'l-:F :l( Lbelan:ﬂﬁa\d?"fa?adm i) -1 ST -‘kd'{a’!c;;::dzLD raﬁ';?rﬂEEC
= Allogene ALLO-T15 ( January 2020 Phase 1 frial cngoing
—

Ja.!'.liSf.‘l'l f Teclistamab s/ September 2020 Phase 1 frial ongoing
@ PRECISION PBCARZEIA U/ September 2020 Phase 1 frial ongoing

a}ﬁer Elranatamab 1/ October 2020 Phase 1b/2 fnal ongoing
osam' SEA-BCMA J June 2021 Phase 1 trial planned

obbvie ABEV-383 v December 2021 Phase 1b trial planned
REGENERON REGN5458 1./ April 2022 Fhase 1b frial planned

Expecting additional clinical data releases for BCMA collaboration trials in 2022
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SpringWorks is Leading the Mechanistic Understanding and Clinical Development of GSI +
BCMA in Multiple Myeloma

T Mambrane-bound BCMA (mBCMAY

v Saluble BCMA (sBCMA)
‘ Gamma secratase (activated)

‘ Gamma secratase (inhibitad)

E‘Nim-gmm

Note: G5 gamma secretams nhebicr,

Enhanced anti-BCMA activity leading to multiple myeloma cell death




Nirogacestat Has Been Validated Preclinically in Combination with BCMA Therapies Across All
Key Modalities

BCMA ADCM BCMA-CD3 Bispecifici!
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Gamma Secretase Inhibition Shown to Increase Membrane BCMA in Multiple Myeloma Patients

Median BCMA Ex pression Post GSI Median 20-Fold Increase in BCMA
is 99% (96-100%) Surface Density (8-157-fold)

O
R L |
i i R
E ™ i
" T VR
e 1
Rl ¥ L . == :
G [
2

3 doses of GSI (JSMD194/Crenigacestat) over 1 week led to substantial increases in BCMA positive cells

and BCMA cell surface density on myeloma cells from patient bone marrow aspirates
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With Longer Follow-up and More Patients, GS| Demonstrated Consistent Ability to Increase
BCMA Receptor Density

: :
200007
]
_: 150007
g N pre-GSi
]
E’ 100007 E post-GS|
3 ]
@
3 50007
g
0
1 2 3 4 5 8 7 8 9% 101112131415181718
Patient

GSl (JSMD1394/Crenigacestat) treatment shown to reproducibly increase BCMA cell surface density
on myeloma cells from patient bone marrow aspirates
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Preliminary Clinical Data Demonstrate That Nirogacestat Treatment Can Lead to Profound
Expansion of BCMA CAR-T Cells in Relapsed/Refractory Multiple Myeloma Patients

10000= » Cohort A, DLZ:2.0 x 10%cells/kg
sooo — Cohort A, D"E“is = Cohort A, DL4: 960 x 10% cells
s [ Lish L R L (flat dose)
40004 1— Cohort B, DL2n =51 [mmmm——— ——
. | L———mmmmmemmaas -4 I = Cohort B,DL2:2.0x 10%cells/kg |
E 2000 |+ nirogacestat i
2 15004 e T S e e 5
[T}
o 1000
5 500+
© 20y
%1 BemAcART
100+
504 l
Oy — T i ] I B

S N y 5 . T L
‘_‘.;}“B*\ T N R A A e
Nirogacestat Sample day (post-CAR T)
(Day -3 to Day &80)

When combined with nirogacestat, a low dose of allogeneic BCMA CAR-T cells (PBCAR269A) achieved a similar level of

expansion and persistence as a 7-fold higher dose of CAR-T cells administered as a monotherapy
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Most Advanced Nirogacestat BCMA Combination Is With Low-dose BLENREP (ADC)

@ BLEMNREP was approved in relapsedirefractory multiple myeloma (RRMM) in 2020

= BLENREP RRMM approval study (DREAMM-2} utilized 2.5 mg/kg Q3W monotherapy dose and schedule, resulting in deep and
durable responsesin a triple-class refractory populationwith a 31% ORR™

= |n DREAMM-2, a 44.5% Grade 3/4 keratopathy rate using K\VA scale was observed — keratopathy leading to dose modification in
DREAMM-2: dosage interruption (47%), dose reduction (23%) and permanent discontinuation(2.1%)1

BCMA potentiation via nirogacestat may preserve efficacy of low-dose BLENREP while reducing ocular toxicity

*  Low-dose BLENREP (0.95 ma'kg Q3W) not expected to be clinically active based on DREAMM-1 study (2/29 objective responses at
= 2.5 mg/kg Q3WBLENREP)2)

» “Theideaof using gamma secretase inhibition to increase expression of BCMA on the plasma cells to further optimize the
regimen by reducing the dose, which hopefully, will maintain efficacy and potentially reduce ocular [toxicity] ..."— GSK 1022
Earnings Call (01/27/22)

Mote: MVA Scake: Keratopathy 300 Wisud Sauly 55ale; DR R- ohjedh e reson se rabe: Q30 one svey Twesios; R EMG: Risk Evaiuation and MbQaton Staegy; RAM- reagosshelrtey mkple mysom. n 5
48 (1) BLENREPLISP A% SpringWorks
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Initial Low-dose BLENREP + Nirogacestat DREAMM-5 Cohort Has Advanced to Randomized
Phase 2 Expansion Cohort

June 2020: Phase 1 Commenced October 2021: Randomized Phase 2 Expansion and Additional Sub-studies Announced

Phase 1 Phase 2 Additional Sub-studies
Dose Exploration Randomized Cohort Expansion with SoC Agents

Monotherapy (n= 35) BELEMREF + nirogacestat +
2.5 mo/kg BLENREP Q3W pomalidomide + dexamethasone

Cohort1 (n=10)
0.95 mg'kg BLENREP Q3W @
+ 100 mg BID nirogacestat

Combination {n= 35)
0.95 mgfkg BLENREP Qi3W +
100 mg BID nirogacestat

BLEMNREF + nirogacestat +
lenalidomide + dexamethasone

-
Bon. N | Potential for other cohorts fo be :

T | expanded to further optimize 1
- ! efficacy/safety profile 1

Additional Cohorts:
BLENREP + nirogacestat

pemm————
i
'

Additional sub-studies with standard-of-care agents expected to commence dosing mid-year

a " SpringWorks
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Interim Data from DREAMM-5 Study Evaluating Nirogacestat in Combination with Low-dose
BLENREP vs. BLENREP Monotherapy Presented at ASCO 2022

Patient Characteristics

2.5 mg/kg BLENREP 0.95 mg/kg BLENREP + 0.95 mg/kg BLENREP +

100 mg BID Nirogacestat 100 myg BID Nirogacestat
CE(N=14) CE(N=14) DE(N=10)

High-risk cytogenetics 6 (43) 7 (50) 8 (80)

Extramedullary Disease

Yes 1(7 4 (29) 2 (20)

No 13(93) 10(71) 8 (80)
Autologous stem cell transplant

Yes 9 (64) 10(71) 9 (90)

No 5 (36) 4 (29) 1 (10)
Prior lines of therapy, median (min — max) 45(3=T7) 45(3-10) 45(3-10)

e s Eoptreen R el &* SpringWorks




No Significant Difference Noted in Grade 2 3 Non-Ocular AEs Between Combination and
BLENREP Monotherapy at Interim Analysis

Drug-Related Grade 23 Adverse Events by System Organ Class and Preferred Term
2.5 my'kg BLENREP 0.95 mg/kg BLENREP + 0.96 mg/kg BLENREP +

100 mg BID Nirogace stat 100 mg BID Nirogacestat

Blood and Lymphatic

Thrombocytopenia 2(14)
Febrile neutropenia 1(7)
Gastrointe stinal 1{7)
Diarrhea 1{F)

Upper abdominal pain -

Investigations 3(21)

Blood magnesium decrease - - -

AST increase 1{7)

Platelet count decrease 2(14) 1{N) -

Bload urea increasa - 1{7) -
General and adrministration site conditions - - -
Metabolism and nutriticn - 1(7) 11(10)

Hypophosphatemia 1{7) 1(10)
Injury and procedural complications 1(7) - 2 (20)

Infusion Related Reaction 1{7F) - 2 (20
Renal and urinary - 1({7)

Proteinuria - 10 -
Respiratory, thoracic and mediastinal 1(7) - -

Pulmonary embaolism 14{7)

Musculoskeletal and connective tissue - - i
4 '_... £ ik o e on wliidy, all ensibad e gy e il ,;‘.-" Spnngworks'




Reduction in Ocular Adverse Events Observed with Combination Versus BLENREP
Monotherapy at Interim Analysis

2.5mgl/kg BLENREP 0.95mg/kg BLENREP + 0.95mg/kg BLENREP +
100 mg BID Nirogacestat 100 mg BID Nirogacestat
CE(N=14) CE (N=14) DE (N =10)
Grading Methodolog: L KvA | ______KVA_ CTCAEVS5
Mumber of Subjects with Any Ocular Event 12 (86%) 7 (50%) & (60%%)
Grade 1 0 4 (29%) 2 (20%)
Grade 2 5 (36%) 2(14%) 2 (20%)
e e R B |
: Grade 3 7 (50%) 1 (T%) . 2 (20%)
1
! I
| Grade4 0 0 } 0
e o o o . . . o s e, e o
Median (range) number of treatment cycles 2.0(1-5) 40(1-9) 8.5(1-29)
Median (range} follow-up duration (weeks) 12.0 (2=22) 12.0(3=24) 34.5 (5-88)

twigh daiy, £ & KA, kiralapaltiy and vl i il
u fully ervolisdpnon to the open i1} were concuTently medomieed
sl of any griedie by the CTCAES & cal
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Emerging Efficacy Profile of Low-dose BLENREP in Combination with Nirogacestat

Objective Response Rate (ORR) Onset and Duration of Responsen Responders (6/10)
from the DE Cohort
50%
PR =WGPR
38% PR >
PR VGPR )-
0
17% £ | vGPR
g PR ’-
PR ’ Resraing Crgorg
PR
CE EE + DE L T T L T ¥ ¥ ¥ L] L] ¥ L T T T T T
2 5mglkg Q3W Blenrep 0.95mgkg Q3W Blenrep 7 35 B3 91 118 147 175 203 231 250 287 315 343 371 300 437 455 4B3 511 539 547 585
=14} + 100 mg BID nire Study days
(r=24)
= Comparable efficacywith nirogacestat + low-dose * More mature data on profile of response to be presented at future
BLENREPvs. monotherapy BLEMREP congress, including data on complete CE cohorts (n=70)

Nirogacestat and low-dose BLENREP combination may provide an attractive benefit-risk profile compared to BLENREP

monotherapy at approved dose given a reduced incidence of Grade 3 ocular toxicity while maintaining comparable efficacy

Bl twde i iy CF: £ohon assarrsen, DE: don e weloratian, Q1A ancd avary 3 weks ..-;'-" SpnngWDrIn‘.S'
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Nirogacestat May Help Open the Path for BLENREP in Earlier Treatment Lines

@ Precedents support move from RRMM to NDMM

= Daratumumab demonstrated 29.2% single-agent ORR{12.2% VVGPR or better) in the SIRIUS study'!) and subsequently significantly
enhanced activity in combination with SoC (92.9% ORR with improved MRD and PFS) in the POLLUX study'in RRMM

*  SoCimprovementin RRMM preceded evaluation and ultimate approval of daratumumab in earlier-line treatment

@ BLENREP has demonstrated increased response rate when combined with SoC

= BLEMREP evaluatedin combination with bortezomib, lenalidomide, and dexamethasone (VRd) regimen in transplant-ineligible
newly diagnosed MM patients at variety of doses and schedules!3)

*  Oninterim analysis (n=36 patients), 83-100% ORR with significant \'GPR rate reported, demonstrating proof of concept for additive
efficacy of BLENREP in first-line patients

»  Grade 3 ocular toxicity rate of 33-83% reported based on various doses and schedules evaluated

Preservation of BLENREP monotherapy efficacy with significantly improved ocular safety profile

in RRMM could support broader development in combination with SoC agents across lines of therapy

M obe: MED - meinimal resaiual diseade ;M ONM nesdy Siagrased mutipe mysiona: CRR b0l e respors & rate; PFS: progressondras survial; POC: pral of aonoepl: KAV reapsalrefradta sy mubiple mysoma SaoC: standand of oare; VGFR: vty

53  gocd partial response: ‘}.;_ SDI"II'Ig |v(5
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Additional Data Readouts and Trial Starts Anticipated in 2022 Across Several BCMA
Collaboration Programs

Mirogacestat evaluation in combination with BLENREP alone and in combination with standard of care agents

= DREAMM-5 Randomized Cohort Expansion (Phase 2): Updated data on additional patients with longer follow-up expected in
2H22

= DREAMM-5 Sub-studies: Enrollment to be initiated mid-year in cohorts combining low-dose BLENREP and nirogacestat with
lenalidomide/dexamethasone and with pomalidomide/dexamethasone to support potential development in earlier lines of
therapy

Mirogacestat evaluation in combination with other BCMA-targeted therapeutic modalities

* BCMA-CD3 bispecific antibodies: 2 clinical trials ongoing, 2 planned
= BCMA allogeneic CAR T-cell therapies: 2 clinical trials ongoing

= BCMA monoclonal antibody: 1 study planned

BCMA-targeted therapies are positioned to become a cornerstone of MM treatment —

nirogacestat has potential to enhance risk/benefit profile across agents and lines of therapy
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Mirdametinib: Potent and Selective MEK Inhibitor With Differentiated Safety Profile

* Mirdametinib is an investigational oral, allosteric MEK1/2
inhibitor with over 10 years of clinical experience

Pediatric and Adult NF1-PN
Patients Enrolled on ReNeu

= Granted Orphan Drug Designation for NF1 by FDA and
European Commission and Fast Track Designation for
NF1-PN by FDA

= Ongoing Phase 2b ReNeu trial in NF1-PN is fully enrolled; Clinical Trials Ongoing or On

MNF1 is one of the largest genetic tumor predisposition Track for 2022 Initiation:
syndromes with ~100k patients in the US today

* Compound potency, optimized dose/schedule, lack of food
effect, limited DDI potential, and CNS exposure may allow US Composition of Matter
for potentially differentiated development settings Patent Protection:

* Monotherapy and combination studies ongeoing in NF1-PN,
low-grade glioma, breast cancer, RAS/RAF-mutated solid
tumors and other indications
4 Spring\Works
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Biomarker-Guided Pipeline-in-a-Molecule Development Strategy for Mirdametinib

Development s Potential Annual
Indication Approach ELSCATG Flan Al Fhi 1 Collaborator(g) Patient Population!'! Biomarker(s)
NF1-PN wonotnerapy | T ~40,000% NF1
rir oo D

(Pan-RAF inhibitar)

MAPE Mutant Solid

Tumors + BOB-3245
(RAF dmer inhibitor)

q
& Mapkure 70,000+ RAS, RAF

Pediatric Low-Grade

oy ~15,000! MAPK. Mutations
Gliomas

Maonatherapy

NF1 and Other

~12,000% MAPK. Mutations

Breast Cancer (SERD)

MEK. 1/2 Mutant
Solid Tumaors

ER+ Melastatic + Fulvestrant _

Manatherapy ~12 500% MEK1/2 Mutabons

Mirdametinib has a potential total addressable population of 150,000+ patients annually
and data are expected across studies in 2022

00; Famer et al., J sy Ganal . 200
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Mirdametinib: NF1-PN

L. Mary Smith, PhD, ChiefDevelopment Officer
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Plexiform Neurofibromas Are Painful, Disfiguring Tumors That Grow
Along Peripheral Nerve Sheaths

Disease Characteristics

* NF1-associated plexiform neurofibromas (NF1-PN) patients present with significant morbidities

= NF1 mutations cause loss of neurofibromin, a key MAPK pathway repressor, leading to
uncontrolled tumor growth across the body

= NF1-PM grow along nerves and can lead to extreme pain and disfigurement

= NF1 patients can experience neurocognitive deficits and developmental delays

S o

= ~100,000 patients living with NF1 in the Us = MEK inhibitors are a validated class for

o NF1-PN treatment
= NF1 patients have a ~30-50% lifetime risk of

developing NF1-PN * Surgical resection is challenging due to the
infiltrative tumor growth pattern along nerves
and can lead to permanent nerve damage
and disfigurement

Kendall " SpringWorks
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Potentially Registrational Pediatric and Adult Phase 2b ReNeu Trial is Fully Enrolled

@ ReNeu

Trial Summary Study Endpoints
= Study fully enrolled with 114 patients in 2 = Primary Endpoint: Objective response rate (220% reduction

cohorts (pediatric, adult participants) across ~50 sites in tumor volume)

in the US — Blinded Independent Central Review (BICR) used for tumor
= 2 mg/m? BID dosing with intermittent course (4-week assessments

cycles of 3 weeks on, 1 week off) for up to 24 cycles = Secondary and Exploratory Endpoints: Safety and tolerability,

— Maximum dose of 4 mg BID duration of response, quality of life, and physical functioning

— Treatment duration designed to evaluate longer-term assessments

benefitof mirdametinibin NF1-PN
Eligible Patients Cohort1
217 years old Mirdametinib
PN causing 2 mg/n? BID Long-term

iani 3 weeks on/ 1 week off extension
S Cohort2 “Upto 24 cyclea
morbidity 218 years old P i

Adult cohort fully enrolled in August 2021 and pediatric cohort fully enrolled in December 2021

p " SpringWorks
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Mirdametinib NF1-PN Program Highlights

= Mirdametinib has the potential to benefit a broader set of NF1-PM patients

MEK inhibitors are a proven therapeutic approach for NF1-PN
MNF1-PM is rapidly emerging as a validated commercial market
Mo currently approved treatment for the adult NF1-PN population

Potential for approval of a pediatric formulation as well as the potential for a label which allows for dosing of mirdametinib without
regard to food/drug effect may greatly decrease patient burden and increase access to therapy

= ReNMeu study fully enrolled

56 panticipants enrolled in the pediatric cohort and 58 panticipants enrolled in the adult cohon
Participants completing 24 cycles of treatment have entered the long-term extension phase of the study

= Regulatory status

[}

Planned 2022 FDA interactions to align on data expectations and path to regulatory approval




Mirdametinib: Additional
Expansion Opportunities

Jim Cassidy, MD, PhD, ChiefMedical Officer
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Phase 2 Trial in Pediatric Low-Grade Glioma Provides Additional Expansion Opportunity for
Mirdametinib

Trial Summary Summary of Endpoints

= Open-label, multi-center study evaluating single agent = Primary Endpoint: Objective response rate

mirdametinib, a brain penetrant MEK 1/2 inhibitor, in = Secondary Endpoints: Safety and tolerability, duration of
pediatric low-grade gliomas response, and quality of life assessments

= Recommended dose from Phase 1 dose-finding/dose-
escalation study will be used (2-4 mg/m?, BID continuous)

Phase 1 Phase 2

Cohort 1:
Newly Diagnosed or Untreated
. T o [except surgery)
Pediatric Mirdametinib dose-finding = Safety

1
1
I
1
1
I
progressive or L determrlreFFZD T Progressive or Recurrent follow-up
racurrert LGG 24 mg/n’ : (no MEKi expasure) (28 days)
i
1
1
1
|

Eligible

Patients

no previous BID continuous T

MEKI exposure) Progressive or Recurrent
{with previous MEKI exposure)

Manageable safety profile and blood-brain barrier penetration properties set the stage for a potential best-in-class profile

for pediatric |Qw—grad¢ gliomaﬁ — initial data to be presented at ISPNO on June 13 and 14
8 : " SpringWorks
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Mirdametinib: MEK Inhibitors Can Potentially Address Endocrine Therapy Resistance Due to
MAPK Mutations in ER+ Breast Cancer

= MAPK mutations in ER+ mBC cells can lead to fulvestrant resistance, which can be reversed with MEK inhibition
= ~25% of ER+ mBC patients progress on endocrine therapy
* NF1 deficiency has been shown to enhance ER transcriptional activity leading to hormone resistance

Up to 15% of mBC harbor MAPK pathway mutations, including NF 1 LoF

NF1-DeficientER+ BC PDX: Durable Tumor GrowthInhibition MEKi + Fulvestrant Modulates ER and MAPK Signaling
with MEKi+ Fulvestrant
10007 = ER ERK/ERK
<F s o A i
B =8 Nid NS
o e 11 g 15
E - F+B &8
S . 2510
g }H a
P # g %
2 0
200 F. —+—%++ —+—+ %
B s - = = o= o=
L) P ———— T W. B - = = a= ah - = e =
0 10 20 30 40 50 60 7O B0 90 1001101720130
Diays ahar raasment

Phase 1 trial ongoing for mirdametinib + fulvestrant in ER+ breast cancer patients with MAPK-mediated resistance

.
Bl Meta: B boparis b P IS8 nhiblery BO: bkl canser, P ub e, LaF e of fundion; miB0: m ekl sl Biaast < aiosr; 5 eslumels (MEK mdbien), Sel dandad of care W valicie ol 5 il ks‘
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Mirdametinib: Activity Demonstrated in Preclinical Models Driven by Activating Mutations in

MEK1 and MEK2

= Mirdametinib shows potent preclinical activity against Class 1 and Class 2 mutations in MEK1 and MEKZ2

= MEKT and MEK?2 have been validated as oncogenic targets with mutations present in ~2% of solid tumors

= Clinical case reports with allosteric MEK inhibitors also support utility of mirdametinib in tumors driven by MEK mutations

MEK 1/2 Mutants Occur Across Tumor Ty pes

-]

H

Number of umor sampies.
-] -] [
[ S
I
| & I
L 1}
fijiiiin
3 gi
|

Supplementary Figure 51, Tumor fype distribution of MAPIFI hotspat mutations.,

Turner byjss nafisrns gest Ruskigesl MAPIR T mscssns o -l debstam rind

b=t

Class 1 and 2 MEK Mutants Are Sensitive to Mirdametinib in vitro

Mirdametinib

. mm_

a0

» Class 2 (RAF-regulated)

Class 1 (RAF-dependeant)

Class 3 (RAF-independent)

IC50 of p-ERK {nh)
B

Phase 1 trial ongoing for mirdametinib in patients with MEK1/2-mutant solid tumors

05

Source Gao o al | Cances (ircowy, J018; Hanahm f 3l Cascar Snesarch, 2000
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Building on Mirdametinib’s Potential Best-In-Class Profile, We Developed Our MAPK Targeted
Portfolio with Complementary Combination Opportunities in Collaboration with BeiGene

Key Accomplishments from BeiGene Collaborations:

Demonsfrated activity and tolerability of vertical MAPK pathway inhibition in RAS and RAF
mutant solid tumors with mirdametinib + lifirafenib combination

Commenced first-in-human study of BGB-3245 and demonstrated tolerability and
monotherapyclinical activity in tumor types of interest

Defined priority tumor types and mutations for next stage of clinical development across
MAPK portfolio

Completed additional equity investmentin MapKure joint venture to enable expanded focus
and development

- & SpringWorks




Mirdametinib + Lifirafenib: Combination Synergy Demonstrated Across RAS Mutant Preclinical
Models Informed Phase 1 Study Design

mirdametinib combo

Wehicle

NSCLC RAS Max ECi shift with Mirdametinib + Lifirafenib fn Vive Activity (NCI-H3BB)
Cell Line Mutation
Calu-5

-
K-RAS Q81K 59 fold | st [ SR
E mLif 2 8 mpk e Mirda 1.8 mpk
SW1ST3  K-RAS G120 o7 fold | @
H § 1
MCHH23  K-RAS G12C 22 fold | 'E i ]
MCIH2122  K-RAS G12C 21 foid | ! B
a -
NCLHISE  K-RAS G12C 18fold | £ 2001 &
Calu-1 K-RAS G12C Mo shift E §
=4
Skis-1  K-RAS G120 32 fold | ' Saat
[ B B mn e ]
AS4D K-RAS G125 11 fold | . ¥ FrE L2 P PR
MCIH1289  MNGRAS QB1K 16 fioled | Days of Treatment M = Mumber of Regressians = 30%

Preclinical synergy demonstrated with mirdametinib and lifirafenib in vitro across RAS mutations
and in vivo at clinically relevant doses

o & SpringWorks
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Diverse Group of Solid Tumor Patients with MAPK Activating Mutations Enrolled in Dose
Escalation Cohort of the Mirdametinib and Lifirafenib Study

As of11/05/21

Overall, n (%)

Baseline Characteristics Overall,n (%) Baseline Characteristics

Patients treated 35 (100) Prior systemic cancer regimens
Still on Treatment 13 (37.1) Median (Range) 3 (1-8)
Sex ECOG status at entry
hale 8 o 24 (68.6)
Female 26 1 11 (31.4)
Age Location of Tumor
Mean 583 Gynecological 21 (80.0)
Median (Range) 60 {22-78) Gastrointestinal 9257
Lung 2087
Cancer stage at entry Cther 3 (8.6)
I 5(14.3) I
b 30 (8a.7) Mutation Status
RAS 22 (62.9)
RAF 11 (31.4)
MF1 2(587)
% .
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Mirdametinib + Lifirafenib: Clinical Efficacy Observed During Dose Escalation
As 0f 11/05/21

a0

A0
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10 objective responses observed in 33 evaluable patients
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LGSOC Patients Demonstrate Potential for Long Term Responses and Tolerability

Enroliment data as of 05/11/22

Duration of Treatment in LGSOC Patients W csoc OFuri-'.mbtlu Rtmﬁcp Remains on Thamgy

Batient #

Dy o Tharapy

» 100% Disease Control Rate {DCR)with median time on therapy of ~26 months with 10 of 11 patients remaining on therapy (13-34 months) as of
May 2022

» 3% ORR inLGSOC (1 CR + 7 PRs (out of 11), 3 durable SDs 272 weeks) with deepening or stable responses ower time

= Responses seen irrespective of underlying RAS/RAF mutation (2 KRAS 12V, 2 KRAS G120, 1 NRAS QG1R, and 3 BRAF VEGOOE)

Combination clinical activity and tolerability demonstrated by durable antitumor activity

(median time on therapy ~26 months in LGSOC)

i, R R ol risponae PR g
dray rov el niolnast dalaas of 05

p— & SpringWorks
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Mirdametinib + Lifirafenib Patient Vignette - KRAS G12D-mutant LGSOC

= Patient initiated therapy in September 2020 and achieved a 77%
reduction from baseline at Week 48 (time of first response: Week 8) by
RECIST v1.1 with continued stability in tumor size and CA-125 levels

— B2-year-old female with low grade serous ovarian carcinoma
— 3 lines of prior treatment

- Investigator indicated patient experienced rapid symptomatic response

= Patient remains on therapy as of May 2022 (19.6 months on treatment)

CA125 Levels Over Treatment

Baseline (Sept 2020)

kL

=
o
o
o
=
=]
=
=
[
2]
w
R
7]
=
'S

LB 55 e s & SpringWorks




Evidence of Acceptable Safety and Tolerability Profile with Multiple Patients Exposed for >2
Years

Grade 23 TEAE - All Cause Grade 23 TEAE - Related

MedDRAPT Grade 23/ n (%) MedDRAPT Grade 237 n (%%

Overall 15 (42.9) Overall 8(22.9)
Thrombocylopenia + platelet count decrease 4{11.4) Thrambocylopena + platelet count decrease 4(11.4)
ntestnal obstruction 4{11.4} ALT increased 2(5.7)
ALT increased 3(B.6) Hypartension 2{5.7)
Hypartension 2{3.7) Abdarminal pain 1{2.9)
Abdominal pain 1(2.9) Anamia 1(2.9)
Anemia 1{2.8) AST increased 2.9)
AST increased 1(2.58) Febrile neutropenia 1(2.8)
Febrie neutropania 1{2.8) Hypertrighyceridemia 1(2.8)
Hypertrighyceridemia 1(2.58)

Oither! (2.5 each

All-cause adverse event profile aligns with relapsed/refractory cancer patients generally; related TEAEs have been

manageable with few treatment discontinuation due to adverse events; expected publication at a future medical conference

Fewlon; respirdory brat infeaion; recplases progresshor: metrsiases 0 spine; soubs myscandlal infarction: and biliary obis nuction ,;‘-" Spnngworks'
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Joint Venture with BeiGene Created to Advance BGB-3245 Through Clinical Development

BGB-3245 Profile MapKure Background
= BGB-3245is an investigational next-generation oral, selective small » MapKure was formed as a joint venture between SpringWorks and
molecule RAF dimer inhibitor BeiGenein 2019
= BGB-3245has demonstrated 5-10x greater potency than lifirafenib in = :h,'g;”m heensed global rights (ex-Aska, inclikling Japan) for BGB-3245 from
L=} ne

inhibiting RAF -dimer activity in preclinical studies, including CRAF

‘. - o - . - :
kinase activity, dimer-mediated signaling, and cell proliferation At the time, BGB-3245 had finished prechinical development and was in IND

enabling activities
= BGB-3245 has shown greater kinome selectivity than lifirafenib: - SpringWorks and BeiGene together are the majority equity holders in Mapkure

Selectivity (Kinases MNo. of Kinases for  No. of Kinases for = Clinical development of BGE-3245 has been advanced through the
vs. VGOOE BRAF) BGB-3245 Lifirafenib jointventurs

=10 fold 5 37 — Cross-functional collaboration using resources and teams from both
SpringWorks and BeiGane

= Scientific advisory board comprised of leading industry and academic
experts
— Neal Rosen, MD, PhD — Memorial Skoan Kettering Cancer Center
— Toni Ribas, MD = University of California, Los Angeles
= Dejan Juric, MD — Massachusetts General Hospital
— Kevin Koch, PhD = Founder and CS0O, Array Biopharma

7 " SpringWorks
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BGB-3245: Clinical Data Update

< SpringWorks
Jim Cassidy, MD, PhD, Chief Medical Officer el



BGB-3245 Monotherapy Phase 1a/1b Study Design

Phase 1b

Solid tumors with
BRAF non-V&00
mutations

Phase 1a BRAF V600
Advancedsolid BGB-3245 melanoma Safety
tumors with BRAF RP2D progressed on | follow-up
or RAS mutations prior BRAF/MEKI

NRAS Mutant

Melanoma

s ' SpringWorks
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BGB-3245 Monotherapy Patient Characteristics in Dose Escalation

As of 02/26/22

Baseline Characteristics Overall, n (%) Baseline Characteristics

Overall, n (%)

Patients treated 38 (100) ECOG status at entry
Still on Treatment 14 (36.8) 0 24 (53.2)
: 13 (34.2)
Sex Undocumented 1(2.8)
ial % (57.9)
'_:lln'e £ oA Classification of Tumor
Female 1 Gastrointestinal
fgn ;:r?.ala geniteurinary
Mean 58.6 Mk geniatrinary
Median (Range) 57 (31-83) Lung 40
« e (L Leiel | Th:.l'fﬂid 3
Cancer stage at entry Malc_-:- genitourinary 2(33)
IWathear 5{13.2) Brain 1(28)
m a3 (86.8) Breast 1(28)
Oiher 1(28)
Prior systemic cancer regimens Mutation Status
Median (Range) 5 {0109 RAS 11 (28.9)
RAF 27 (T1.1)

Diverse group of solid tumor patients with RAS/RAF mutations enrolled

corbrady reviewed Enrclment vy of §




BGB-3245: Early Clinical Efficacy Observed in Dose Escalation
As of 02/26/22
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Emerging Clinical Data Highlight Rapid Objective Responses in Metastatic BRAF V600
Melanoma Patients Progressed on Existing I1-O and MEK + BRAF Treatments

As of 02/26/22

Patient Case Report#1

= 39-year-old man presentedwith ERAF VE00E-mutated melanoma
and had previously received 2 prior lines of treatment,
including BRAF + MEK combination (dabrafenib + trametinib)
followed by 1-O therapy (ipilimumab + nivelumab)

= Began treatment on November 16, 2021 with 40 mg QD of BGB-
3245 dosed continuously

» Af the patient’s first scan (Week 8), a T2% decrease from baseline
in the target lesion was observed

= Dose and schedule were well tolerated, with Grade 2 rash and
Grade 2 ALT elevation noted

* Thepatientremained on treatmentat the time of data cutoff

Patient Case Report#2

57-year-old woman presented with BRAF VB00E-mutated
melanoma and had previously received 3 prior lines of
treatment, including BRAF + MEK combination {(dabrafenib +
trametinib) and |-O the rapy (ipilimumab + nivelumab)

Began treatment on November 8, 2021 with 40 mg QD of BGE-
3245, dosed continuously

At the patient’s first scan (Week 8), a 42% decrease from baseline
in target lesions was observed - this radiological response also
coincided with symptomatic relief

Dose and schedule were well tolerated, with Grade 2 fever, Grade
1 diarrhea and Grade 1 rash noted

The patientremained on treatment at the time of data cutoff

We are anticipating monotherapy RP2D declaration 2H 2022 and expansion cchorts to commence thereafter

" SpringWorks
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BGB-3245 Emerging Safety Profile Manageable and Consistent with MAPK Pathway Inhibitors

Asof 0110722

Grade 23 TEAE - All Cause Grade 23 TEAE - Related

MedDRA PT Grade 23/ n (%) MedDRAPT Grade 23/ n (%)
Cwverall 14 (41.2) Cwverall 4(11.8)
Rash maculopapular 21{3.8) Rash maculepapular 2(5.9)
Dyspnea 2{5.9)
ALT increased 3{8.8)
AST increassad 2{5.9)
Abdominal pain 2(5.9)
Pyraxia 1(2.9)

" SpringWorks
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Future Development for Portfolio of BeiGene Collaborations

Mirdametinib + Lifirafenib

= Complete Phase 1 dose finding 2H 2022 prior to expansion studies

= Data from ongoing study expected to be presented at a medical conference in 2H 2022
BGB-3245

= Complete dose escalation and determine RP2D in 2H 2022

= Data from ongoing study expected to be presented at a medical conference in 2H 2022

= Continue menotherapy development in BRAF non-V600 mutant solid tumors, post-BRAF/MEK exposed BRAF VB00
mutant melanoma and NRAS melanoma tumor types

= Commence proof of concept combination study with mirdametinib, focusing on KRAS (non-G12C) mutant tumors
- Combination study sponsored by SpringWorks

= MapKure equity financing completed in early June to further advance development for BGB-3245

— Participation from SpringWorks, BeiGene and other original investors in the joint venture

m & SpringWorks

Mzte: BP0 recommangsdphase 2 does




Preclinical Pipeline

Mike Burgess, MBChB, PhD, Head of Research and Development
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TEAD Inhibitor: Program in Lead Optimization With Selectivity, Potency and In Vivo Tumor
Growth Inhibition Demonstrated in Hippo-Driven Models

Mesothelioma HECLC

(MWF2 Deletionh [NFZ D i NF2 WT}
TEAD inhibitors potently e 2 i
and selectively inhibit b
growth of cancer cell gm R §
lines driven by Hippo # #

pathway mutations
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EGFR Inhibitor Portfolio: Developing Several Novel Targeting Approaches to Address De Novo
Oncogenic Drivers and Resistance Mechanisms

EGFR inhibition is a validated therapeutic approach = limitations of existing agents
center on development of resistance and subgroups with suboptimal responses

% ' .
‘{{ Sprlngworks = SpringWorks is working with Dana-Farber Cancer Institute and Stanford on a

THERAPEUTICS 4 3 Feleavad
porntfolio of next-generation EGFR inhibitors

= Most advanced program is addressing EGFR C797S-mediated osimertinib
resistance utilizing a novel chemical strategy and is currently in lead optimization

Three EGFR Inhibitors

= Additional strategies being advanced to address de novo EGFR driver
and resistance mutations through first-in-class targeting approaches

EGFR Mutant Tumors

= Research will be conducted in collaboration with Dr. Nathanael Gray (Stanford)
and Drs. Pasi Janne, Michae| Eck, and Jarrod Marto (Dana-Farber)
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The SpringWorks Opportunity

< SpringWorks




Focus Areas

2022+

5

Foundation in Place to Drive Sustainable Growth and Value Creation in
2022+

9 Executing late-stage development programs for nirogacestat and mirdametinib, with positive
DeFi readout expected to yield first FDA-approved therapy for OT patients

9 Advancing nirogacestat as a cornerstone of BECMA combination therapy across modalities
with data readouts expected throughout 2022

o Building commercial infrastructure to support first potential commercial launch in 2023

e Bolstering R&D capabilities to advance preclinical portfolio into the clinic

@ Enhancing exclusivity position through regulatory designations and IP portfolio development
9 Expanding portfolio of opportunities as a partner of choice to industry and academia

9 Maintaining strong financial position with disciplined capital allocation strategy and mult-year
cash runway

4 SpringWorks




Value-Driving Data Readouts and Program Updates Anticipated Across the Pipeline in 2022

Milestone Expected Timing

Nirogacestat

Phase 3 DeFitopline readout in desmaoid tumors
Mirogacestat+ BCMAtherapies

Phase 1 trial initiation with AbbVie (ABBV-383)

Initial clinical data from Phase 1 combo trial with GSK (BLENREP)
Mirdametinib in pLGG

Phase 1b/2 initial data to be presented at the |ISPNO Conference

Mirdametinib + Lifirafenib
Phase 1b/2 initial data readout in RAS/RAF-mutant solid tumors

BGB-3245
Phase 1 initial data readout in RAF-mutant solid tumors

TEAD inhibitor program
Preclinical data at AACR

Potential for additional data readouts and updates from other programs
» Additional clinical data from BCMA combo trials in RRMM
» ReMeu trial for mirdametinib in NF1-PN

1
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Q&A

Instructions
= Call the appropriate participant diakin number

= Provide the operator with the conference |ID

Dial-in numbers
= US: (844) 946-0285
= |nternational: (802) 585-9676

ConferencelD
= 4453188

Helpful keypadcommands
= *(} - Operator assistance

= *§ - Self mute/unmute

i)

Participantsin Today's Q&A Session

Saqgiblslam
Chief Executive Officer

Badreddin Edris, PhD
Chief Operating Officer

®O

L. Mary Smith, PhD
Chief Development Officer

Bhavesh Ashar
Chief Commercial Officer

Mike Burgess, MBChB, PhD
Head of Research and Development

Jim Cassidy, MD, PhD
Chief Medical Officer
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