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Item 1.01 Entry into a Material Definitive Agreement

On January 7, 2020 (the “Effective Date”), Verastem, Inc. (the “Company”) entered into a license agreement (the “Agreement”) with
Chugai Pharmaceutical Co., Ltd. (“Chugai”), whereby Chugai granted an exclusive, worldwide license to the Company for the development,
commercialization and manufacture of products containing CH5126766 (CKI27), a dual RAF/MEK inhibitor (the “Chugai Compound”).

Under the terms of the Agreement, the Company receives an exclusive right to develop and commercialize products containing the
Chugai Compound at its own cost and expense. The Company is required to pay Chugai a non-refundable payment of $3,000,000 by February
21, 2020. The Company is obligated to pay Chugai double-digit royalties on net sales of products containing the Chugai Compound, subject to
reduction in certain circumstances. Chugai also obtained opt back rights to develop and commercialize the Chugai Compound (a) in the
European Union, which option may be exercised through the date that the Company submits a New Drug Application to the U.S. Food and Drug
Administration (the “FDA”) for a product which contains the Chugai Compound as the sole active pharmaceutical ingredient, and (b) in Japan
and Taiwan, which option may be exercised through the date the Company receives marketing authorization from the FDA for a product which
contains the Chugai Compound as the sole active pharmaceutical ingredient. As consideration for executing either option, Chugai would be
obligated to make a payment to the Company to be calculated on the Company’s development costs to-date. The Company and Chugai have
made customary representations and warranties and have agreed to certain customary covenants, including confidentiality and indemnification.

Unless earlier terminated, the Agreement will expire upon the fulfillment of the Company’s royalty obligations to Chugai for the sale of
any products containing the Chugai Compound, which royalty obligations expire, on a product-by-product and country-by-country basis, upon
the last to occur, in each specific country, of (a) expiration of valid patent claims covering such product or (b) 12 years from the first commercial
sale of such product in such country.

The Company may terminate the Agreement upon 180 days’ written notice. Subject to certain limitations, Chugai may terminate the
Agreement upon written notice if the Company challenges any patent licensed by Chugai to the Company under the Agreement. Either party
may terminate the Agreement in its entirety with 120 days’ written notice for the other party’s material breach if such party fails to cure the
breach. Either party may also terminate the Agreement in its entirety upon certain insolvency events involving the other party.

The foregoing description of the Agreement does not purport to be complete and is qualified in its entirety by reference to the text of

the Agreement, which will be filed as an exhibit to a subsequent periodic report to be filed under the Securities Exchange Act of 1934, as
amended (the “Exchange Act”).

Item 7.01 Regulation FD Disclosure

The Company will be conducting meetings with investors attending the 38th Annual J.P. Morgan Healthcare Conference in San
Francisco, California beginning on January 13, 2020. As part of these meetings, the Company will deliver the slide presentation attached to this
report as Exhibit 99.1, which is incorporated herein by reference.

The information in this report (including Exhibit 99.1) is being furnished pursuant to Item 7.01 and shall not be deemed filed for
purposes of Section 18 of the Securities Exchange Act of 1934, as amended (the “Exchange Act”), or otherwise subject to the liabilities of that
section, nor will it be incorporated by reference in any filing under the Securities Act of 1933, as amended, or the Exchange Act, except as
expressly set forth by specific referencing in such filing.

Item 9.01 Financial Statements and Exhibits
(d) Exhibits

Exhibit No. Description

99.1 Verastem, Inc. presentation for 38th Annual J.P. Morgan Healthcare Conference




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.

Verastem, Inc.

Dated: January 13, 2020 By: /s/ Brian M. Stuglik
Brian M. Stuglik
Chief Executive Officer




Exhibit 99.1

Verastem
Oncology

Verastem Oncology

Corporate Overview | J.P. Morgan Healthcare
Conference | January 13, 2020
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Safe Harbor Statement ‘

This presentation includes forward-looking statements about, among other things, Verastem Oncology's
products and product candidates, including anticipated regulatory submissions, approvals, performance and
potential benefits of Verastem Oncology products and product candidates, that are subject to substantial
risks and uncertainties that could cause actual results to differ materially from those expressed or implied
by such statements.

Additional information regarding these factors can be found in Verastem’s Annual Report on Form 10-K for
the fiscal year ended December 31, 2018 and in any subsequent filings with the SEC, including in the
sections thereof captioned “Risk Factors” and “Forward-Looking Information and Factors that May Affect
Future Results”, as well as in our subsequent reports on Form 8-k, all of which are filed with the U.S.
Securities and Exchange Commission (SEC) and available at www.sec.gov and www.verastem.com.

The forward-looking statements in this presentation speak only as of the original date of this presentation,
and we undertake no obligation to update or revise any of these statements.
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\" Verastem Oncology (- |

Products

= The first-approved oral inhibitor of PI3K-6 and PI3K-y

Corporate Overview R

ut = Exclusively marketed in the US by Verastem Oncology
( :Opl KTrG = Partnered in Japan, China, Russia/CIS,
Movel small molecule kinase f a1\ 18mg | 26mg
L i ; | IpsLe:
inhibitors targeting malignant {duvel Slb}

cells both directly and through

Turkey, Middle East, & Africa

Full prescribing information, including BOXED WARNING
and Medication Guide, is available at www.COPIKTRA.com

modulation of the tumor

St Investigational Research & Pipeline

Duvelisib Program Defactinib Program CH5126766 Program

* NASDAQ: VSTM * Ongaing registration study in PTCL = First in Class Investigational FAK * First in Class Investigational
{FDA Fast Track Designation) inhibitor RAF/MEK inhibitor
» Headquarters: Needham, MA = Ongoing clinical investigation as = Activity in KRAS Mutant Tumors = Acquired WW Rights from Chugai
monotherapy and in combination = Phase 2 I-O Combinations in lan-20
* Incorporated: 2010 in multiple hematologic fre E
P malign:\:les E = Orphan Designation: Ovarian ® Activity in KRAS Mutant Tumors
& rmesathelioma in the US & EU = Novel Dasing Schedule
*® Phase 2 I-0 Combination in Solid
Tum
N OI:S . *  Oral Combination study in KRAS Mutant Tumars
= Pre-Clinical data completed and = Phase Z Dose defined, ongoing basket trial
e L *  Initiate Regulatory Discussions, present Clinical Data in 1H 2020

with CAR-T




The Verastem Corporate Plan

6 MONTHS ) YEARS

Dec 2019 June 2021

al @

» Refocused commercial efforts on

| & * Achieve cash flow break * Broaden indications for
: [:'irﬁi?:::g - even for both the COPIKTRA®
Cogmpl o dregbat SEt g commercial and clinical * Additional marketed products
® * Robust pipeline of assets in
*  Advanced new indications for COPIKTRA® program developl::nrl)en;:
COPIKTRA®
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2019 Recap

Corporate and Financial

v
v

v

"'2 Verastem Oncology

F¥19 Revenue Guidance in the range of $12-514M
Refinanced Hercules Loan Facility
Appointed Brian Stuglik as CEQ

Signed Exclusive License Agreement with Sanofi for the
Development and Commercialization of Duvelisib in Russia and CIS,
Turkey, the Middle East, and Africa, for a total of 78 countries

Announced a plan to right-size operations that is expected to yield
$25M of annualized costs savings beginning in 2020

F¥20 Operating Expense guidance in the range of 5110-5115M
Refinanced 5121M of Convertible Notes due 2048

Signed License Agreement with Chugai for the worldwide
development and commercialization rights to the RAF/MEK
inhibitor CHS126766

PROPERTY OF

WVERASTEM, IMC

MOT FOR

COPIKTRA® & Development Pipeline

v
+

v

U5 Launch of COPIKTRA® in Follicular Lymphoma (FL)

Duvelisib received orphan drug designation from FDA for the
treatment of T-Cell Lymphoma

Yakult dosed first patient in Japanese bridpEIng study evaluating
COPIKTRA in relapsed or refractory CLL/SLI

Submitted MAA for COPIKTRA® in Europe

ASH 2019 - Presented Duvelisib & Venetoclax Phase 1 Data, and
Dose Optimization Data for R/R PTCL from the Phase 2 PRIMO Trial

Expansion of IST Program with focus on combination, earlier lines
of therapy, and aggressive cancers

Initiation of key company sponsored trials:

v

+

TEMPO Study — Phase 2, open-label, intermittent dosing study for
patients with R/R iNHL. Expected to enroll ~100 patients.

Duvelisib + PD-1 Inhibitor (Pembrolizumab) — Phase 1b/2
combination study for patients with head and neck squamous cell
carcinoma.

DUETTO Study - FL Confirmatory Phase 3 Study

HETRIBUTION OR DISSERIMATION




2020 Milestones

Commercial Development

[ NCCN Guidelines — PTCL

O Eu Regulatow Opinion [ Clinical Data on FAK + MEK
in 1H 2020
O Complete Accrual on
i PRIMO

= At ) U Clinical Data on FAK + /O in
1 Japan First Patient In — 1H 2020

) CSPC First Patient In (FL) PRIMO
O DUV + /0 — First Patient In, [ Regulatory ‘Discussions on

[ Sanofi Regulatory Filings Safety Data FAK + MEK in 1H 2020

U Updates on multiple ISTs

L" Verastem Uncology PROPERTY OF VERASTEM, IMC. = NOT FOR DISTRIBUTION OR DISSEMINATION




Key Financial Statistics

OTD Net Revenue as of 9/30/2019 58.0M

Cash, cash equivalents & investments as of 9/30/2013 5160.2M

Shares outstanding as of 9/30/2019 74.3M
Shares fu ”vdllumdasof wngmg ................................................................................................ 1 125M ......................................................................................................
Hercmesmrmman':acmw ................................................................................................................. 5350M* ...................................................................................................

5.00% Convertible Senior Notes Due 2048 S74.6M**
OTDND nG MP neﬂos 5 asofgﬁ Dﬁmg ..................................................................... $262M ...................................................................................
Fu” tlme E mplweesas Gfgﬂwzmg ............................................................................................. 1 58 ..............................................................................................................
IHSIderOW”emhlpmmstamdlng’westm]asofgﬂwzmg .................................................. 1 92%!,96% ..........................................................................................
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Refinancing of Convertible Senior Notes due 2048 c

Total DEbt =  Exchanged 5114M of 5.00% Motes due in 2048 for
. ~563M in newly issued notes and ~512M in Cash

5200 SISSM = Lﬁwered the initial conversion price to $1.65 per
share.

5160 = |owered the trigger for the company to exercise its
&14 $134M‘ conversion option to $2.00 per share
a1440
5120 $35M = Coupon (5.00%) and Maturity (2048) are unchanged
5100

580

¥ Lowered Total Debt by $51M

&5 Secured ¥ Improved Verastem's Debt to Equity Ratio

$63M

W Motes lssoed Oct 2018

*Since the transaction ~521M of Bonds have

m Exchanpe Notes lssued Nowv 2015

converted and an additional S7M has been
Ending Sep 30, 2019 Past Exchange exchanged- Proforma Debt Balance of ~5110M

\" Verastem OﬂC()ngy PROPERTY OF WERASTEM, INC. = NOT FOR ISTRIBUTION OR DISSEMINATION




Senior Management Team

Cathy Carew

Chief People & Organizational Strategy
Officer

Principal - HR Collaborative

Iromwood, ActiveBiotics, ynogen, Tufts Health Plan

Brian Stuglik

Chief Executive Officer

Global VP & Chief Marketing Officer — Lilly
Oncology

Founding Membear = Prowentus Health Solutions

Hagop Youssoufian, MSc, M.D.

CMO, BIND Therapeutics, EVP, Progenics,
ChO & EVP, Ziopharm Oncology, VP, Imclone

Amy C. Cavers

Chief of Engagement and Innovation
WP Scientific Affairs — TG Therapeutics, Inc.

sr.Dir Scientific Strategy and Comrmunications —
Qnyx Therapeutics, WP Marketing = Celgene Corp.

Daniel Paterson

President and Chief Cperating
Officer

CEQ - The DNA Repair Co. (mow On-Ci-ity]
Phartetrics (now IM3], Axion

Jonathan Pachter, Ph.D.

Chief Scientific €

ar

Head of Cancer Biology - 081 {now Astellas)

"E)

Rob Gagnon

Chief Business and Financial Officer
CFO — Harvard Bioscience, Clean Harbars

WP of Finance = Biogen ldec

\" Verastem O : \ROPERTY OF VERASTEM. INC .




e \" Verastem

Oncology

'

&

COPIKTRA® / Duvelisib




~iktrey Building a Global Brand
@Cu?eﬁgll S TI’O COPIKTRA® Global Expansion Strategy

EU

Commercialization strategies under
review
Filed in EU in 2013

NITED STATES

CANADA

Regional license
qunnipg to file

o." Verastem Oncology

PROPERTY OF YERASTERM, INC. = NOT FOR DISTRIBUTION OR DISSEMINATION

RUSSIA & CIS, TURKEY,
MIDDLE EAST, & AFRICA
" Regional license

Y, o

Ny

5420 Development and Sales milestones ‘J
Double digit royalty

SANOFI

JAPAN YWakult

" Regional license

5100 Up-front

5900 Development and Sales
milestones

Couble digit rovalty

~. CHINA u
Regional license

S15M Up-frant CSPC
5160M Development and Sales
milestones

Double digit royalty




Changes in Execution to Shift the Launch Trajectory

{lil Accelerate

KA

Z N Expand

n." Verastem

Moving to Account Based Selling
Upgrading and flattened Field Organization for improved account access and

experience

Shifting focus to efficacy based messaging

Improving Thought Leader support
Secure PI3K of choice within several accounts and EMR systems
Executing volume based contracting with GPOs and IDNs

Increasing focus on ‘Reach’ and ‘Breadth’ of prescribing base

Host In-Practice Educational Programs to support field teams across the US
Deploy Nurse Educator roles




Grow COPIKTRA® Through Clinical Expansion =

BROADEN REACH
Expand into PTCL
Expand in CLL/SLL and FL

TODAY:

1

Monotherapy for R/R FL and :

CLL/SLL after 2 Prior Lines * I

FL; 132,000 incidence, |

141,000 prevalence? !
CLL: 23,000 incidence,

197,000 prevalence?

n" Verastem

MAXIMIZE POTENTIAL
Combinations with I-O and CAR-T

BOLD STEPS Solid Tumors, NHL
Aggressive NHL Subtypes . N
DLBCL, MCL, Richter's,

Transformed FL
|

4. Dacision Resources, s 2018




Duvelisib Pipeline — PI3K DELTA / PI3K GAMMA INHIBITOR

PHASE1 /1B PHASE 2 PHASE 3

Relapsed/Refractory CLL/SLL

Randemized cpen lobel vs. afatumurmat

Refractory INHL

Single arm, monotherapy

Relapsed/Refractory PTCL

Single arm, manotheraoy

Relapsed/Refractory iNHL - Intermittent Dosing

Raondomized, apen-lzbel

Head and Neck Squamous Cell Carcinoma
With Pembralizumakb

long-term foliow-up

PRIMO I Enrolling

TEMPO | Enraliing

Not yet recruiting

COLLABORATOR

Investigator Sponsored Trials

1# line, younger CLL/SLL patients

Single arm, with FCR

Relapsed/Refractory T Cell Lymphoma

With Rormidepsin or Bortezomib

Relapsed/Refractory CLL/SLL

With Venetoclax
Relapsed/Refractory CLL/SLL
ibrutinih Resistant

Richter’s Syndrome / Transformed FL

With Nivelurrab

\" Verastem Oncology R

PROPERTY OF WERASTEM, INC. = NOT FOR DI

Iri long term follaw-up

Enralling

Enraliing

Enroiling

Enralliing

STRIBLUITION OR DISSEMINATION

DANA-FTARBERR

CANCER INSTITUTE

@r—-'—*-q;—-‘
Eacontean

DANA-TARBER

CAMCER IKSTITUTE

Magional Heard, Lung,
NIH P oned Blud Insiituin




Relapsed/Refractory Peripheral T-Cell Lymphoma (PTCL)

US PREVALENCE?

* 1% Line Treatable: 4,000
* R/R Treatable: 2,800

UNMET NEED

* MedianOSis<6
monthst

«  NCCM guidelines still
recommend clinical
trials for relapsed
patients?

*  KOLs are unsatisfied
with the available
treatment options

I." Verastem Oncoloay

INVESTIGATIONAL

APPROVED?

ONGOING
EARLY CLINICAL SIGNALS DEVELOPMENT
Drug / Trial FDA decision >
duvelisib (oral menetherapy) Fast Track "RIMO Enrolling
Ph 2 Dose Optimization, n=33  54% 31% 1 (~22 sitesin US; ~28 sitesin
{Horwitz et al., ASH 2019) (62% IRR) Designation m“ﬁ Tealy, LG, and
duvelisib + romidepsin IST i
- . expansion
Ph115T, n=27 59% 36% - 2
{Harwitz et :I._ ASH 2018) (total enrollment ~50)
Folotyn (pralatrexate IV) 7% 4% AA 7009
Single arm, n = 109
LEUKEMIA &
et 5% 1a8%  aazom SOCETY
' fighting blood cancers
Beleodaq (belinostat IV) 55.8%  10.8% AL 2014

Single arm, n =120




PRIMO Overview: Optimal Dose Decision q

Patient population Cohort 1: Duvelisib 25mg BID 8 Study end points

f ™ N=10 i

Includes all comman PTCL sub-types a3 : g Expansion Primary (Expansion phase):
= For PTCL, minimum one prior therapy = *If 50 and tolerable at Cycle 1, intra-patient g Phase at «  ORR on optimal dose
= Ma maximum limit of prior therapies dose escalation allowed: Increase to S0mg x
+ For CD30+ ALCL, patients must have failed or = g BID; if no ehange, increase to 75mg BID % Duvelisib |- Secondary:

are inaligible or intalerant to brentuximak Optlmal *  Safety, DoR, DCR, PITS, 05

vedotin Dose * % ableto reach optimal dose
+ Mo transformation to aggressive lymphoma .. Cohort 2: Duvelisib 75mg BID N=100 Exploratory:
* ECOG Performance Status <2 N=10 *  PESPD markers

Clinical Trials.gov Identifier: NCTO3372057

Dose Optimization Phase Insights Optimal Dose Decision
¥ ORR = 50% in evaluable population for each cohort = Start with 75 mg BID for the first 2 cycles then reduce to 25 mg BID
¥ Responses across PTCL subtypes n proactively reduce dose to potentially reduce
¥ No new safety signals
-

Data suggests need for rapid disease contral:
+ All early dropouts were on 25 mg BID (n = 7)
* Increased near-term Gr3+ AEs and SAE on 25
mg cohort
®  PK: Correlation between dose and higher exposure
= PD: Greater baseline immunosuppression in early
dropouts as assessed by CD4/CD8 counts Expansion phase activated immediately

t" Verastem OnCDng‘f PROPERTY OF VERASTER, INC. = NGT FOR DISTRIBUTION OR DISSEMINATION




Phase 1/2 Study of Duvelisib and Venetoclax in Patients with Relapsed or

Refractory CLL/SLL
RATIONALE

Duration of response to menatherapy is limited,
especially for patients who have failed BTE inhibitars or
hawe TP53 dystunction .

PI3K inhibitars kill ex wivo CLL cells even in the presence
of stroma and enhance cell dependence on the anti-
apoptotic protein, BCL-2, for survival [Fig. &/B). .

Tla ol At o B

m periphieral blood syen in the prose
wrestones higher beviels of apoptatic prir
{Davids. et al., Blood, 2012

Mechanism of action of DUV and VEN .

EFFICACY

Best Response to Date:

ORR: 92% [11/12)

CR,/CRI: 33% (4/12)

UMRD Blood: 33% (4/12)
UMRD Marrow: 33% (4/12)

To date, 3/12 pts completed 4 cycles, 7712
completed 7 cycles and 2/12 completed 12 cycles

SAFETY

= No DLTs observed

*  SAEs (all grade 3): Asymprtomatic elevation in
amylase and/or lipase (n=2}, febrile neutrepenia (n=1),
pneumania {n=1)

* Mo laboratory ar clinical TLS

*  Poster Reference:

\' Verastem OI"I(".U|E)(L]'}-' PROPERTY OF WERASTER, INC. — NOT FOR DISTRIBUTION OF DISSEMINATION

OVERVIEW

*  l-year, time-limited, all oral regimen are
encouraging, with CRs and uMRD already
observed despite short follow-up

*  RF2D of VEN is 400 mg QD in combination
with DLW 25 g BID

+ A phase 2 portion of the tral is now accruing
for R/R CLL/SLL and includes a separate
cohort for Richter's syndrome

Participating Institutions:

Dana Farber Cancer Institute
University of Miami - Sylvester
University of lowa - Holden

Morthern Light Eastern Maine Medical
Center

Massachusetts General Hospital
Boston Medical Center

Berkshire Medical Center




Duvelisib is synergistic with PD-1 and OX40 antibodies in B-cell q
lymphoma (A20) preclinical model

12004 Duvelisib o
. . ory 12004 uvelisi
£ 1000{"" e Endooint anti-0X40
E g 800+
- -
E 600 z 600-
E 4004 E 400+
e 2001 200
Duvelisib + anti-PD-1 Duvelisib + anti-0X40
0 ! T ; T — 3 0
0 3 s 2 3 30 0 5 10 15 20 25 30 35
Day Day
«  Duvelisib @ 50 mg/kg po, BID +  Duvelisib @ 50 mg/kg po, BID
= Anti-PD-1 @ 100 mg/mouse ip, biweekly x 2 < ARt-0XA0 @ 100 pg/mouse ip, biweeklyx 2

PI3K-delta inhibition is known to reduce immunosuppressive Tregs & enrich memory T cells

= P|3K-gamma inhibition is known to reduce immunosuppressive myeloid cells

COPIKTRA is not indicated for use in the treatment of B-cell lymphoma or in combination with PD-1. The safety and efficacy of COPIKTRA in
this setting has not been established. Any such use Is investigational only.
L" VEraStem Or 1COI0QAy PROPERTY OF WERASTER, INC, = NOTF TRIBUTION OF DISE
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Su.lru ali, Mature )II 14, A|.'II. I'u Cancer Res 2017; 2. Kaneda, Nature 2016; De Henau, Mature 2016




Ph 1b/2 I-O combination trial in HNSCC d

= Stage 1 Primary Objective: Determine safety & tolerability of duvelisib in combination with pembrolizumab
{Keytruda®!, anti-PD-1) in recurrent/ metastatic head and neck squamous cell carcinoma (R/M HNSCC)

= Stage 2 Primary Objective: Characterize the overall response rate of duvelisib in combination with pembrolizumab

= Phase 1b/2 trial design: Simon 2-stage, R/M HNSCC 1% or 2™ line, 10 naive (trial design updated following review with CRO
and Investigators)

Stage 1 (N=13) Stage 2 (N=17)

Duvelisib Evaluate ORR after N=13
. have been through at
25 mg BID Duvelisib 25 mg BID [ i :JUUE"S;IEI zf_mg B{Itﬁ
monotherapy in combination with : assessment for Stage 1 b,:';mn mab i;‘.ﬂiﬂ wi .
run-in pembrolizumab (200 mg g3w) : {>2 CR or PR, continus pembrolizumab (200 mg g3w)

e with Stage 2 enrollment
1 Cycle 1 | Cycle 2 | Cycle 3 | {continue comf:o_ . 'fcim‘i_m‘re_':ﬁfibi
1wk mona + 3 whs comba 3 wks comba I Twkecombe 1w e

wntil PDY 3 week combao cycles until P3)

Scans every 3 cycles Scans every 3 cycles

subjects only)
I.l" VEraStem l.r_._)"l':'llj Uf_ 1Y) PROPERTY OF VERASTEM, INC. = NOT FOR DISTRIBLUTION OR DISSEMINATION




Opportunity: Additional Therapy Options are Needed for Chronic

iINHL Patients
1ST LINE TREATABLE
22,205 Increasing Elderly At-Risk
! PATIENTS/YEAR (AVG.)! ~ patient Popul =

AGING BABY BOOMER
13,500 65'75 POPULATION
CLL/SLL S T—
US PREVALENCE 20181
197,000 FL
US PREVALENCE 2018" Additional Therapy Options Needed
141,000 . for Chronic Disease Control N

MEED FOR MORE LINES
MEDIAN OS OF THERAPY

1O+ vears?  INCREASED DEMAND FOR
ORAL TARGETED THERAPIES
A

SOurcEs
1. Decsian Resourcas, J016-2018 annisal sstirnabas; JTO1E anfual sstimates;
T SEER, FLand CLL statistics; 3. WMl NHL and CLL PRQ

\" Verastem O I"ICD'OQY PROPERTY OF VERASTER, INC. = NGT FOR DISTRIBUTION OR DISSEMINATION




( op| KTrO COPIKTRA® for CLL/SLL Patients with at Least 2 Prior Therapies

Progression-free Survival (COPIKTRA vs. Ofatumumab)

I’_J J \_,J \_) t 1"
o | ow e
50 \H—I [m=95: SE 2.1)
80 N e n 16 4 MUNTI'I - E'I:IFIUIIIITIQEI:;EJ
PFS per IRCin 70 5 MEDIAN PFS WITH COPIKTRA O Comorod

Patients with at = ' e J

PROBABILITY OF PFS (%)

Least 2 Prior N bo
Therapies 30 1 ﬁ?ﬂl%cﬁgllt Eﬂiﬂmn‘_l_L
_ 20 W | o e
(N = 196) - 91-MONTH -.pm A0:SE02)
; MEDIAN PFS WITH OFATUMUMAE =~ === = = = = = = = = _'I
V] 1 ] a 18 2 24 27 30 13 £
Oy MONTHS
COPIKTRA a5 88 69 60 50 39 23 19 1 ] 2 2 li]
Ofatumumah 10 78 52 k| 22 4 2 2 1 1 9 1 li]

[l" VEraStem (J"I'::l_') Og"]." PROPERTY OF VERASTEM, INC. = NOT FOR DISTRIBLUTION OR DISSEMINATION




e

C KT  COPIKTRA® for CLL/SLL Patients with at Least 2 Prior Therapies
opl 'a PFS Analysis by Selected Variables

PFS analysis -

OPIKTES

Diverall X I 166 0.40

High-risk cytogenetics e i 41 032

No high-risk cytogenetics - 133 038

Refractory/early relapse | - | 49 050

PFS Analysis in No refractory'eary relapse L 147 0,34
Grade 4 cytopeniais) at baseline | = 13 oe

High_Risk Patient Mo gracke 4 cytopenials) al baveline HeH 183 039
Male e s 0.47

Subgroups (N = 196)* Female ot © | o
Age < A5 YEars Fe® i 59 042

Age =65 years 2 = 137 D38

Pricr anticancer theragy <12 months & a2 034

Prior anticancer therapy =12 months Ha— 114 0.42

Mot previously treated with ofaturmummalb HeH 190 0.40

del|17p] orTPS3 He— 59 0.36

No del[17p) or TPS3 Ha—i 103 045

Hazard Ratio (95% ;00 (181 .o 15 20

=
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ORR and LNRR

Overall Response Rate (ORR) per IRC!

18%

(n=14/33)

39%

(1=391101)

PARTIAL RESPONSE RATE (%)

COPIKTRA Ofatumumab
[n=95) (n=101)

Data were evaluated based n the Intemational Workshap n TLL o revised Interational
Waorking Group response criteria, with rmadification for treatment-related lyrmphocytasis

L" Verastem UNCoIoqgy PROPERTY OF VERASTERM, IMC

RESPONSE RATE (%)

Co pl KTFO COPIKTRA® for CLL/SLL Patients with at Least 2 Prior Therapies

Lymph Node Response Rate (LNRR) per IRC2

88%

(n=B4/95)
Lttt

14%

COPIKTRA Ofatumumab
(n=95) [n=101)

LMRR was not ranked o formally tected in the hierarchy of key tacondary endpoints
Lyrmph node responge was defined as 250% reduction in Larget lesion site

(n=14/101)
- 95% CI:71-20.6




COleTrQ" FL: Data Supporting Accelerated Approval

(duvelisib)ca

Efficacy in Patients with Relapsed or Refractory FL

FL = Primary data supporting accelerated
Outcome per IRC .
Bel N=83 approval is from the DYNAMO™ Phase 2

ORR, n (%) ® 35 (42%) trial of duvelisib in patients with refractory
95% Cl (31, 54) indolent NHL

CR, n (%) 1({1%) " Heavily pre-treated double refractory

PR, n (%) 34 (41%) patient population, with median of 3 prior
Duration of response lines of therapy

" , Inclusion criteria required that patients be refroctory to
Range, months 0.0°to 419 both rituximab and a chemotherapy regimen or BT
Patients maintaining response at & manths, n/M (%) 15/35 (43%) Refractory is defined as ne response while an therapy, or

Patients maintaining response at 12 months, n/N (%) 6/35 (17%) progressive disease within & months of the last dose.

Abbreviations: Cl = confidence interval; CR = complete response; IRC = Independent Review Committes; ORR =
overall respanse rate; PR = partial respanse

# Per |RC according to Revised International Working Group critena

* Denotes censored chaervation

l." Verastem OF'IC'.U|UQ'}-' PROPERTY OF WERASTEM, INC. = NOT FOR DISTRIBUTION OR DISSEMINATION




CODIKTFQ" Pooled Analysis of Safety Supporting Approval

(duvelisib) =< 442 patients with Previously Treated Hematologic Malignancies

Most Common Adverse Reactions (2 10% Grade 2 3 or 2 20% Any Grade] in Patients with B-cell
Malignancies Receiving COPIKTRA®

COPIEKTRA 25 mg BID
(N=442) Serious adverse reactions were reported in
Gradez 3 Any Grade .
n (%) n (%) 289 patients (65%). The most frequent
Neutrapenia ¥ 132 [30%) 151 [34%) serious adverse reactions that occurred were:
: : “mylitis 12 5 . .
Eldllhud L," r:lllls f:ﬂ?lllliiiﬁll 2;12':[;%:‘ = infection ta 1%} t
NEUMOonia ! t ) . . "
(]
Aomint 28 (11%) 30 (20%) diarrhea or colitis {Ilﬂ%j
Rash 1* 41 [5%) 136 (31%) * pneumonia (17%)
Fatigue 1 22 [5%) 126 (295 = rash [5%) '
Pyrexia 7 [2%) 115 [26%) n pneumonilig iS%J"
Wusculoskeletal pain T 6 (1%) 90 (205%) )
+ Groupad teom for ractions with multipk prefoored iooms
Nausea T 4 [=1%) 104 [24%) *Di colitie me hudes th prefomed tenms: colitis. miorocolitis, colitis mioroseops, colitis
! e b
CUUEh 1 2 ["—1%!‘ 111 [25%:‘ 'l;'rhllm'illhllltlld(‘\-lh\' proferred torms: Al preforned forms costaining *preumeonia” cxeept
Upper respiratory tract infection * 2[<1%) 54 [21%) R inchte o el ot g b, ntebnoe,pesascabch

erythema line luding mkifommel, rmeh (mehdng cxioliatne, erythematous, fallicular,
generalresd, macular & papular, pravitic. pussalar), wxic opidarmal necrobvsis and toxic skin
eruplion, drag reaction with cosinephilia and systemic symptoms, dup ouption, Sioaoms-
Tohnson symdrome
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FAK and RAF/MEK Program
Targeting KRAS Mutant Cancers




Defactinib + CH5126766: Potential Best-in-Class
Combination for RAS/RAF-Mutant Cancers

= Defactinib and CH5126766 have each shown independent clinical activity in RAS
mutant cancers

* MEK blockade activates pFAK as a potential escape mechanism

= Multiple preclinical studies provide rationale for why FAK and MEK inhibitors are
synergistic

= Defactinib is generally well tolerated, and has a non-overlapping safety profile relative
to CH5126766. A manageable all-oral combination regimen has been defined.

= |nitial clinical data with the combination are promising including both objective
response rate and durability

= We are exploring the breadth of this activity against KRAS mutant cancers
and the clinical results will be presented at an upcoming scientific meeting (1H 2020)

L" VEraStem Oncoloagy PROPERTY OF VERASTEM, IMC. = NOT FOR DISTRIBUTION OR DISSEMINATION




This licensing transaction and combination of defactinib +
CH5126766 are potentially transformative for Verastem Oncology

» This transaction is aligned with and supports our 6-2-5 strategy to build a company
with multiple products as we continue to make progress with our lead agent Copiktra®

= The RAS/RAF/MEK pathway represents a large market with high unmet need

= Given the potential of this opportunity, the company will be evaluating various
partnering strategies

= Based on the promising objective response rate and manageable safety profile
of this combination in patients with KRAS mutant tumors:
o Verastem Oncology has in-licensed world-wide rights to CH5126766
o Verastem Oncology to initiate regulatory discussions in 1H 2020 to further define
the initial registration-directed study for the defactinib + CH5126766 combination

L" VEraStem Oncoloagy PROPERTY OF VERASTEM, IMC. = NOT FOR DISTRIBUTION OR DISSEMINATION




Ongoing Investigator-Sponsored Basket Study
of CH5126766 + Defactinib in KRAS-mutant Cancers

Dr. Udai Banerji
Royal Marsden Hospital
Phase |
Advanced 5olid Cancers
CH5126766 oral twice wkly x 3 every 4 wks *“Refractory
Defactinib oral BID daily x 3 wks q 4 wks to conventional
3 cohorts increasing doses to full single agent doses ht;atment or for I
(CH5126766 4mg & Defactinib 400 mg) which no conventions
treatment exists”

Recommended Phase 2 Dose has been
determined and expansion cohorts are
underway

Results to be presented at a scientific conference in 1H-2020
u" Verastem Or




Defactinib Pipeline — FAK Inhibitor

PHASE1/18B PHASE 2 PHASE 3 COLLABORATOR
Investigator Sponsored Trials

HSﬂ:.C, Pmeatiq, Mesathelioma s Dose-escalotion complete; ‘ﬁ Lae O ME

With Pembrolizumah = In expansion phase E 1 RCK
Resectable Pancreatic Ductal Adenocarcinoma .

With Pembrolizumab Enralling m 6 MERCK
Pancreatic, relapsed Dose-escalation complete; ﬂm.m S

With Pembrolizumah + Gerncitohine 208 In expansion phase Uiy c @ ":’ MERCK
Advanced Solid Tumors S Dose-escalation complete; The ROYAL MARSDEM

With BAS/MEK Imhibitar : In exponsion phase HHE Prassdation Trust
Carboplatin Resistant Ovarian ) )

With Platinum + Taxane Dose-escalation UIC S Ty

Ly U ek,

L] or out t b jwer roval f j information p I is not intended

cacy. There is no guarantee th me of thes
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High Unmet Need in RAS/RAF/MEK/ERK-Driven

Cancers
= 30 percent of all human cancers are driven by mutations of the RAS family of genes

= Patients with mutations of the RAS family have an overall worse prognosis

* Multiple approaches (direct targeting, blocking downstream signal processing, identify
new targets that oncogenic RAS proteins depend on for their survival) have resulted in
modest progress with a limited number of approved therapies

= Single agent therapies (e.g. MEK inhibitors) associated with the development of
resistance

= Tolerable combination regimens with MEK inhibitors have been challenging

References:

McCarmick F Clin Cancer Res 15April2015

Adderley H et al. EBioMeadicine 01Mar2019

Papke B et al. Scence 17Mar2017

Ryan M =t al. Mature Reviews Clinical Oncology 01012018

i cancer govfresearch/key-initiatives/ras
Lq Eragfém UNcoioqgy PROPERTY OF WERASTEM, IMNC. = MOT FOR DISTRIBUTION OR DISSERINATION




The Importance of RAS Pathway in Human Cancers

Common Mutations in Many Large Cancer Types

,'a’a KRAS-mutant * NRAS-mutant Go BRAF-mutant

o' Cancers! Cancers! o Cancers?

NSCLC Colorectal S Melanoma Ovarian
Uterine
' Multiple Myeloma Papillary Thyroid
(& > N

aek, , Other cancers driven by MEK-ERK pathway activation
Referance for RAS mt frequancies — Cox et al, Nature Reviews 13; 828, 2014

2 Reference for KRAS mtin LGS0C — Grisham ASCO 2012
Reference for BRAF mt frequencies — Turski et al. Mol Camcer Ther 15: 533, 2014

3
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KRAS mutation status: % frequency by tumor type

\/4 Verastem

159

Lung Adenocarcinoma

09

% of patients
ha
T

...

G12C G112V G12D G12A G13C 6125 G13D

KRAS Mutation

Pancreatic Adenocarcinoma

Iﬂlm_. .

G12D G12v G1ZR Q61H Q&1R G12A G12C
KRAS Mutation

% of patients

% of patients

159

=
=
i

o
1

Colorectal Adenocarcinoma

...

G120 G2V G13D A146T G12C G|2A 6125

KRAS Mutation

Uterine Endometrioid Carcinoma

IHIH-T;

G120 G12v G13D G12A G12C G13C Q&1H
KRAS Mutation

Sounce: TCGA Database




FAK is critical for multiple aspects of tumor progression

Extracellular Matrix

n ?

r'd '4 \ N
Fm_:al adheslf_m contacts Anti-apoptosis

/ ; ;
L . Anti-anoikis (survival) Angiogenesis
Motility  Inplantation/Invasion

Cell adhesion
Drug resistance

Branton VG & Framss MC. Cuvr Opir PAsrmacol 2008:8:
Schisepler DD ot ai. Sivciim Biophys dcta 2004188277

= Focal Adhesion Kinase (FAK) is a non-receptor tyrosine kinase that mediates signaling downstream of integrins
& growth factor receptors

= Plays key roles in metastasis and drug resistance

= Immuno-Oncology/Tumor Microenvironment

o FAK inhibition reduces immune suppressive cell populations in the tumor microenvironment: Tregs, M2 tumor-
associated macrophages, MDSCs

o FAK inhibition reduces stromal density: Facilitates entry of cytotoxic T cells into tumor
l‘" Verastem On(tt)lc)gy PROPERTY OF WERASTER, INC. — NOT FOR DISTRIBUTION OF DISSEMINATION




Defactinib (VS-6063) — Selective FAK Inhjbitor @ oesks ﬂ

1509

==

| C03-315

Dosage: Oral, 400mg BID
FAK ECsg = 15 nM * Studied in 300+ patients with

100 - good safety profile observed to
date
5 4 * DLT not reached
* Early signs of clinical efficacy
* Well established safety profile MESOTHELIOMA: TUMOR BIOPSIES

as a single agent and in 5

combination:
= MEK/RAF, FD-1, Chemotherapy

pFAK (Y397; H-Score)

-
-]

Pre-treatment Post-treatment

50 4

25 o
4

n T T ™~ ul T
00001 0001 0.0 X 1 10
Defactinib yM

SCellular Autophosphorylation

pFAK ELISA

I." Verastem |- ‘ 1COI00Y PROPERTY OF VERASTEM, INC, = NOT FOR DISTRIBUTION OR DISSEMINATION Contral VES-5063 Treatment




Clinical Activity of Defactinib Monotherapy in
KRAS mutant NSCLC

12-week PFS rate of experimental

agents for KRAS mt NSCLC
W 30-45%
KRAS mt is necessary for sensitivity L 36%
to FAK inhibition in NSCLC cell lines 0%
M control  [sikmA FAK (1) [ SIRNA FAK (2) o 10%
0%
"1 Oncogenic wt ’ Oncogenic wt ™ -
[ KRAS KRAS = KRAS KRAS Defactinib  Placebo! Gefitinib!  Sorafenib?  Docetaxel'*  Trametinib®
2 o
=
i A
o . = & J £ { Ay comparable
F P ﬁ# 4‘5" qb"? «if’} f v"# & 3“ & t . Future directions include
Mutant INK4a/ARF NSCLC Mutant p53 NSCLC possible combination studies with existing standard
and emerging theraples, including checkpoint inhibitors.”
—Dr. David Gerber, IASLC 2015; Lung Cancer
Reference: References:
Kaonstantinidou G et al. Cancer Discovery 2013;3:444-57 1 Phase 3 INTEREST, Douillard et al,, JCO 2010

2 Phase 3 MISSION, Mok et al., ESMO 2012
Phaze 2, P;Iu"n?nanl'!m‘n et al., Ann Oncol 2015

Yrir 1V i TV I T AT R - - = _:!'.,. Tl Al L f
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Targeting FAK Overcomes Key Resistance Mechanisms

to BRAF & MEK Inhibitors

Growth factors ECM
RTK Integrin
" S Cl):
- Al
Rhoa(_Gg
| 9 (s
RAS | < T
| _ RAC \
V//" K( \\\
RS paka
l \
MlEK \
ERK RhoA YAP
P P Y ] ™
: T
Proliferation/Survival/Migration

I." Verastem Onco ogy
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MEK inhibition induces compensatory activation of pFAK
preclinically and clinically (Banerji, BTOG 2019)

BRAF & MEK inhibitors can block Growth Factor-stimulated

ERK signaling, but Cell Attachment can also stimulate ERK

signaling through a FAK-dependent pathway (Slack-Davis, JCB

162:281, 2003)

GPCR-mediated activation of RhoA and YAP pathways through

FAK (Feng, Cancer Cell, 2019) may also confer cancer cell
proliferation and survival bypassing the ERK pathway

Signaling through a RhoA-FAK axis is required for maintenance

of KRAS-dependent lung adenocarcinomas (Konstantinou,

Cancer Discovery 3:444, 2013}

BRAF inhibition generates a drug-tolerant microenvironment
for melanoma cells which can be abolished by FAK inhibition

(Hirata, Cancer Cell 27:574, 2015)

HETRIBUTION OR DISSERIMATION




Screen for Synergy with Defactinib Identified
MEK Inhibitors (& CH5126766) as Top Hit

TOV-21G CELLS KRAS-MUTANT OVARIAN CANCER H441 CELLS KRAS-MUTANT NON-SMALL-CELL LUNG CANCER

. == Defactinib 1 - .
. = Defactin
o “* Defactinib + Trametinib
- [efactinib « Trametinib
-
Loawe fMade

o Loewe Model

Cg " ]
] ¥ 4
: e 1-
: g
L ~ ) [
A y—— y——— — ey — — —
T T i W " 1] 1 " "
Dt inits {jib] Detactinib [jaM)
SW9I82 CELLS SARCOMA BRAF:pVE600E MEROD-14 CELLS MESOTHELIOMA CAL-51 CELLS TRIPLE NEGATIVE BREAST CANCER
15 -+ Defactinib 1.8 - Defactinib 15 -4 Defactinib
- & Defactinib + CH5126766 = & Defactinib + CH5126766 4 Defactinib + CH3126766
% 10 | cowe Model 10 * Loewe Madel % 10 ' Loewe Model
= £ = "L"&,\\N
% 2 2
0.5 e, E s g 05 = t'{i :
& ri“\.\l\. & - x
oo+ 0.0+ — T o - a.04 d
o001 0.1 qi 10 100 o 01 1 10 100 0.0t 01 1 0 100
Dafactinib (b} Dhefactinit M) Defactinib (b}
t" Verastem Oncology PROPERTY OF wERASTEN I - NOT eprastermissued patent on FAK/MEK inhibitor combinations




CH5126766 is a Unique Small Molecule RAF/MEK

Inhibitor

= (CH5126766 uniquely inhibits both MEK kinase and RAF

kinase activities

| RAS Ip{ RAF p{ MEK Bp{ ERK ] Proliferation & Survival

= Standard MEK inhibitors (e.g. PD0325901) paradoxically
induce MEK phosphorylation (pMEK) by relieving ERK-
dependent feedback inhibition of RAF which may limit

their efficacy

= By inhibiting RAF phosphorylation of MEK, CH5126766
has the advantage of not inducing pMEK

* This unique mechanism of CH5126766 enables more
effective inhibition of ERK signaling, and may confer
enhanced therapeutic activity against ERK-dependent,
RAS or BRAF mutant tumors

Reference:

Ishii et al, Cancer Research, 2013

J Verastem Oncology
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CH5126766 is effective against multiple RAS & RAF

mutations: Potential to act more broadly or be combined with
agents targeting specific mutations only

KRAS | KRAS | KRAS | HRAS | BRAF | BRAF | BRAF Wild-
G13D | Q61K | G12D | Q61L | V600E | V6OOE | VG00E type
HCT116 | Calu-6 |AsPC-1 | QG56 HT29 A375 WiDr | NCI-H292
83 €3 €35 €3 €3 23 €3 €3
oﬁgoﬁgoﬁgoﬁg I
@ b @ o @R o @ o @ @ o @ b @ in
2858 285R 358358 |35L8|358|358|85°8

pMEK

Reference:
Ishii et al, Cancer Research, 2013
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N O, OO
Background O e,

F H H

CH5126766: MEK inhibitor with functional pan-RAF
inhibition, first-in-class agent
Dose escalation by Martinez-Garcia et al. 2012
« MTD 2.25 mg, once daily
CH5127566 — © #
- + MTD 4.0 mg, 4 days on/3 days off
« MTD 2.7 mg, 7 days on/7 days off

Promising activity: tumor shrinkage in 40 % of pts
Development of these schedules challenging

Ishii ef al. Cance
Martinez-Garcia et al. Clin Cancer

resoren s ASCO ANNUAL MEETING 17 #ASCO17
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Background

* In view of promising activity, a different trial design was
iInvestigated to mitigate toxicity

Mean terminal t,,, of = 60 hours
+ 2x-weekly and 3x-weekly scheduling, in 4 week cycles

Led by the Drug Development Unit at RMH/ICR

_ | 4.0mg 2x week _
n= RP2D

4.0mg 2x week

Dose
escalation
n=22

resones ASCO ANNUAL MEETING 17 | #ASCO17

Elides are the property of the authar. Permission re
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Adverse Events

Martinez-Garcia et al.
Expansion: 4mg 2x weekly CCR 2012

Adverse event details n=26 Patient treated at OD
MTD n=6

All grades zGr. 3 zGr. 3
Rash-related 22 (84.6 %) 51(19.2 %) 3(50.0 %)

CK elevation 15 (7.7 %) 2 (7.6%) 1({16.7 %)

Blurred vision 13 (50 %) 0 0

Peripheral cedema 10 (38.5 9) (8]

Diarrhoea 9(34.1 %) 1(3.8 %)

Fatigue 6(23.19) 1(3.8 %)

0

0

Muceositis/Mouth ulcer & (30.8 %) 1(3.8 %) 0
0

4]

Mausea 5(19.2 %) 0

cia et al. Clin Cancer Re!

s ASCO ANN MEETING 17 | #ASCO17
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Results: KRAS™t NSCLC - Adenocarcinoma

Best response by RECIST v1.1 Progression Free Survival

from baseline
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Results: Gynaecological cancers

Best response by RECIST v1.1 Progression Free Survival
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Conclusion

CH5127566 (RO5126766) is a potent and well-tolerated
RAF-MEK inhibitor

Twice-weekly scheduling improved therapeutic index
Multiples responses in KRAS- and BRAF-mutated

malignancies, with impressive results in NSCLC and
gynaecological cancers

Preliminary results suggesting single-agent activity in
relapsed/refractory multiple myeloma
* Ongoing cohort

Presented by: Maxime Chénard-Poirier, MD




KRASY MEK + FAK inhibitor combinations

Nuclear FAK drives expression of Cel5 Regulatory T-Cell
+ other chemokines in SCC tumor cells (Treg)
CD8+ T-Cell ’
Viable Tumor Cell ‘
Dying Tumor Ceall ’
i, Ve g
recruitment / retention &7 "“cq
&
CD&+ T cells drive tumor
Tregs suppress anti-tumor immunity when Tregs are low
CD8+ T cells .... - W
-
Phosphoproteomic signature of KRASM A549 NSCLC —
cell line exposed to Trametinib for 1hr shows e
feedback loops involving FAK

PROPERTY OF VERASTEM, INC Sen'efs A -ce” 2015! 163:160.1?3 "‘ VEFBStem OI’TCO|DQY




Tumor regression achieved with FAK + RAF/MEK Combination in
KRAS-mutant Ovarian Xenograft Model (TOV21G)

Tumor growth
FAKi + CH5126766
500+ _
- -o- Vehicle
w — 4004 A ® Trametinib
o= e
Ew ~ ¥ FAKI
= ©» 300 re
chd - + CH5126766
5® 2004 ¥ A" FAKi + CH5126766
E E P
FZ 0¥ ¥ = *
0 L | L] | | ' L L ] L L I T | L | I
0 5 10 15

Days on treatment
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Seulgtt Selected Important Safety Information
B WARNING: FATAL AND SERIQOUS TOXICITIES: INFECTIONS, DIARRHEA OR
COLTIS, CUTANEOUS REACTIONS, and PNEUMONITIS
o o - = Fatal and/or serious infections occurred in 31% of COPIKTRA-treated
(d Uve| | C5| b) -y ' patients. Monitor for signs and symptoms of infection. Withhold
- . ) COPIKTRA if infection is suspected.

indication = Fatal and/or serious diarrhea or colitis occurred in 18% of COPIKTRA-
: ) NP treated patients. Monitor for the development of severe diarrhea or

COPIKTRA is a kinase inhibitar indicated for the treatment colitis. Withhold COPIKTRA.

of adult patients with:
= Fatal and/or serious cutaneous reactions occurred in 5% of COPIKTRA-

*  Relapsed or refractory chronic lymphocytic leukemia

{CLL) or small lymphocytic lymphorna (SLL) after at Eneeitadt pamierts. Withiioid COPIIRA.

least two prior therapies. * Fatal and/or sn_!rious pneumonitis occurred in 5% of COPIKTRA-treated
*  Relapsed or refractory follicular lymphoma (FL) after mp““‘hd"“amm“‘"'“'“m“'m"" and interstitial infiftrates.

at least two prior systemic therapies, :

This indication is approved under accelerated Warmings and ons

approval based on overall response rate, Continued *  Hepatotoxicity: Monitor hepatic function.

approval for this indication ma'fbe WM“M upon = MNeutropenia: Manitor bloed counts.

s firmat a':::h_ y of dinjcal benefit in = Embryo-Fetal toxicity: COPIKTRA can cause fetal harm. Advise patients

of potential risk to a fetus and to use effective contraception.

Dosing & Administration Contraindications: MNone
25 mg orally, twice daily. Modify dosage for toxicity. Most common adverse reactions {> 209%): Diarrhea or colitis, neutrapenia,

rash, fatigue, pyrexia, cough, nausea, upper respiratory infection,
pneumeonia, musculoskeletal pain, and anemia.

For full preseribing and safety informeation, plense




Verastem, Inc.
Reconciliation of GAAP to Non-GAAP Financial Information
(in thousands, except per share amounts)
{unaudited)

Three months ended September 30, Nine months ended September 30,

2019 2018 2019 2018
Net Loss Reconciliation
Net Loss (GAAP basis) S (30,139) S (21,668) S (110,435) S (61,085)
Adjust:
Amortization of acquired
intangible asset 392 31 1,177 31
Stock-based compensation
expense 1,915 2,040 7,228 4,908
Non-cash interest, net 1,611 156 4,426 335
Severance and Other 40 — 1,820 —
Adjusted Net Loss (non-GAAP
basis) S (26,181) 5 (19,441) $ (95,784) S (55,811)
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