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Item 7.01 Regulation FD Disclosure.

On December 1, 2016, Blueprint Medicines Corporation hosted an investor conference call and live webcast to discuss
initial data from the dose escalation stage of its ongoing Phase 1 clinical trial evaluating BLU-554 for the treatment of advanced
hepatocellular carcinoma and initial data from the dose escalation stage of its ongoing Phase 1 clinical trial evaluating BLU-285
for the treatment of advanced gastrointestinal stromal tumors. These data were presented at the 28th EORTC-NCI-AACR
Symposium on Molecular Targets and Cancer Therapeutics in Munich, Germany on November 29, 2016 and December 1, 2016,
respectively. BLU-554 is an orally available, potent and highly selective inhibitor that targets the kinase FGFR4. BLU-285 is an
orally available, potent and highly selective inhibitor that targets D842V mutant PDGFRa and Exon 17 mutant KIT. A copy of
the slide presentation from the conference call is attached as Exhibit 99.1 to this Current Report on Form 8-K.

The information in Item 7.01 of this Current Report on Form 8-K, including Exhibit 99.1 attached hereto, is intended to
be furnished 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 shall it be deemed 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 reference
in such filing.

Item 9.01 Financial Statements and Exhibits.

(d) Exhibits.
Exhibit No. Description
99.1 Slide presentation by Blueprint Medicines Corporation on December 1, 2016




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.
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Exhibit 99.1
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EDICINES

28 EORTC-NCI-AACR Symposium

Summary of BLU-285 GIST Oral Presentation
&
Summary of BLU-554 HCC Poster Presentation

Blueprint Medicines Corporation

Investor Webcast & Conference Call

December 1, 2016




Conference Call Participants

Jeff Albers
Chief Executive Officer, Blueprint Medicines

D

Chief Medica ar, Blueprint Medicines

Oregon Health & Sciences University
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Combining Biology and Chemistry Expertise to Unlock the

Potential of Kinase Therapies

Target Discovery Engine

Propretary Compound Library

*  Unigue collection of small +  MNew insights into the biology of
molecule kinase inhibitors kinases as disease drivers

+ Identification of new drug targets
from Kinases of Unknown
Biology (KUBs)

* Provides high-guality medicinal
chemistry starting points

= Ability to craft drug candidates to

previously difficult targets + Precision target product profiles

Highly selective and potent kinase inhibitor drug candidates:
BLU-285 — Inhibitor of KIT Exen 17 and PDGFRa D842\ mutations
*  BLU-554 = Inhibitor of FGFR4
BLU-86T — Inhibitor of RET fusions and predicted resistance mutations

Frarme S HOn WgeCeS OUny 0 CAT) Ao Tre formgoung weinse 0. mastaned by CAT1 ar Basgnns ) 500 Asponsin o I8 Dot




Robust Portfolio with Diverse Clinical Stage Assets

Initiad Diseases

GIST
PDGFRG DE43V end FKIT Exon 17
Wintahors.

HCC

FGFR4 Inkebiior

5M
KIT DE16Y Mutatiors

NSCLC, Thyroid
RET Futasid & Resistant Moty

FLC {Fibrolamellar

Carcinoma)
PREACA Fusions

Cancer Immunotherapy
Immunckingses

Rare Genetic Disease

Discovery

Pre-Clinical Clinical Development

Phase 1

Commercial Rights

Up to 5 Programs

Target and Development Stage Undisclosed




Preliminary safety and activity in a first-in-human Phase 1
study of BLU-285, a potent, highly selective inhibitor of KIT
and PDGFRa activation loop mutants in advanced
gastrointestinal stromal tumor (GIST)

Michael Hemrlrh‘ R‘obln Jr_mEa Patrick ‘:n_hc-rfskl ‘-Fhaa!lan Eaun:r' H-Elrl:ldl'Et von

01 Dec 2016




Disclosures

= BLU-285 is an investigational agent currently in development by Blueprint
Medicines Corporation (Blueprint Medicines)

= Dr. Michael Heinrich is an investigator for Blueprint Medicines’ ongoing
Phase 1 study in unresectable gastrointestinal stromal tumor

= Dr. Michael Heinrich has the following disclosures:
= Consultant: Blueprint Medicines, Novartis, MolecularMD
— Equity interest: MolecularMD
— Research funding: Blueprint Medicines, Deciphera, Ariad
- Expert testimony: Novartis
— Patents: four patents on diagnosis and treatment of PDGFRu-mutant GIST




Gastrointestinal Stromal Tumor (GIST)

Maost common Gl sarcoma Activating RTK mutations drive metastatic GIST
KIT ~ 80% PDGFRox ~ 8%

Exgng
Extraceluiar
8 Dewmgpiry

- @ v Dcmain
[:ﬁ__] 11 12 m] JM Dhorroasn

E] 13 . Kinass Doman-1
* 17 18 Kinass Domain-2
[@ctvadion oon)

Stomach 60%
Duadenum 5%

Small inestine 30%

Colon and rectum 5%

= Cancer of the interstitial cells of Cajal * Primary mutational hotspots ¥
= Primary tumer usually presents as a =RKIE Exng 8 or 31
stomach or intestinal mass — PDGFRa D842V Exons 12 and 18
= Metastatic recurrences spread 1o liver, * Resistance mutations #
peritoneum, and other distant sites - KIT Exons 13 and 17

o Chemotheragy hes no impact - PDGFRu D842V Exon 18

Gl, pesirciniesiiral; JM, jedsrsmbrans; KIT, recspion tyresins kinass peotsin; PDGF R, plotsisl-derved grosth fecior recepior;, FTH, receplor yeosins kinsss, Th, rarsmiesrmbnmrss
Barsest® & Hasnnich (2012) Am Sae Chin Onodl Eduet Bock 853 Nowain o al (2005) J Gastroan Heptsl 200818 Demates ot al (2000) Ann Sworg 731.51;
Plumb &k al {2013) Chn Radol #5771, Joenseas (2008) 17 Suppl 102280




Advanced GIST has high medical need

Primary resistance Secondary resistance
ORR ~50% ORR ~5%
1l PFS 19 mo aL PFS 4.8 mo i
imatinib regorafenib BSC or trial
« Activation loop mutations are
Res'ftf_'“ce Primary | Secondary associated with resistance to therapy
e ' = Approved agents are ineffective
KIT Exon 17 ~ 1% 2L~ 20% against POGFRu D842V
3L ~ 90% — ORR ~ 0%
PDGFRa — mPFS ~ 3 months
DB42V 0% rare

mPFS, medan progressien-ires surdal. ORR, cbyective responas mie; PFS, progression-nss sundeal

Cassmr (2012) OCR: 1E44458. Yiad (2016) Cant Rad Trast 48 S45; Corleds (2005) JCO.23 5357, Barrait and Handch (2012) Am See Cin One Ed Book: 883
Demedr (2006) Lancet MRE 1328 Demein (2013} Lancet J8T- 235302




BLU-285 is a highly potent and selective inhibitor of KIT and

PDGFRa activation loop mutants

Biochemical profiles . Tumor regression in
JM domain KIT exon 11/17* mutant GIST PDX
Activation loop activation loop
Exon 18 Exan 17 Exan 11117
1000 8- vehicle QD
= - Imatni 50 mghg BID
E 200 BLLLZ85 3 mglg 0D
= ¥ BLL-285 10 mg/kg QO
"E; 600 - BLU-285 30 mgig QD
]
>
E
g
=
imatinib sunitinib regorafenib 0 T T 1
. 0 10 20 30
% Days aftar the start of treatment

“del556-558/Y 823D

BID), twice dadly. ICy,. half maximal infebfiory conceniration; PO, patent derfved xenograft. G0, onoe dady
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BLU-285 Phase 1 study

Enrolling Dose expansion

Dose escalation
PDGFRo D842-mutant GIST

Advanced GIST >

Unresectable GIST after imatinib

and z 1 other TKI

First patient enrolled
October 2015 T

Anticipated initiation first half 2017

BLU-285 continuous once daily oral dosing

* Primary objectives — determine the MTD and RP2D, and assess safety and tolerability
= Secondary objectives — PK, mutational status, anti-tumor activity

MTD, macimum iolsrsted dose; P¥, phamacckinetics, RPZD, mcommanded Phase 2 dose; TE], hyrosne-kirass inhdsdior
HCTO25085K




Demography and baseline patient characteristics

Parameter All patients, N = 36

Age (years), median (range) 61 (41 -77)
n (%)
GIST subtype
KIT mutant 18 (50)
PDGFRa mutant 18 (50)
Metastatic Disease 35 (97)
Largest targel lesion size (cm)
5 8(22)
>5-510 12 (33)
=10 14 (39)
pending 2 (6)
#Prior TKI, median (range) 35(0-12)
52 12 (33)
>2 24 (67)

Data are prebminary and based on a cut off date of 1 November 2016




Initial dose escalation results

= Patients with unresectable GIST BLU-285
= Prior imatinib and = 1 TKI mgl/day
— PDGFRw D842 mutation regardless of prior a0
therapy 60
= 3 + 3 dose escalation with additional
a0
accrual to dose levels declared safe at a
dose escalation meeting 135
= 36 patients enrolled over 12 months L
= MTD has not been reached EE

Patients treated
by dose N = 36

3 + 2 enrichment

3 + 3 enrichment

3 + 3 enrichment

3 + 3 enrichment

3 + 2 enrichment

3 + 1 enrichment
4

» 75% (n=27) of patients remain on treatment, range 0.8 — 12.3 months

* All PDGFRa patients remain on treatment

= 9§ patients off treatment (all due to progressive disease)




BLU-285 pharmacokinetics support once daily dosing

10000 ciD1 10000 C1D15 steady state
ry
E
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o
a T 5
44 60 80 0 10 0 0
Time (hour} Tirme (hour)

= Half-life > 24 hour, supporting QD dosing
= Relatively rapid absorption: T, ~2=8hr
= Accumulation in plasma: 2.5 — 4.7 -fold after 15 days

= Exposure at 300 mg is at low end of predicted therapeutic range based on KIT Exon
17 mutant xenograft studies

CAD1, Cycle 1 Day 1; CI1D15, Cycla 1 Day 15 T, b &l which C_, 1§ cbsarvad. O, cace daily




Radiographic response per RECIST 1.1 in PDGFRa D842V GIST

(dose level 1, 30 mg)

After 8 weeks, Rapid PDGFRa D842V
Baseline partial response (-42%) ct-DMNA decline
150
— *.\
E 100 1\ \\. -
EE = |III T ——a
o L

o S W0 150 N0 M0 00
Days on study
a CT scan o= ciDhA

= 65 yo female, Primary Gastric GIST, PDGFR« D842V
= Previous surgical de-bulking: stomach; peritoneal metastases x 2; colon
— Prior response to crenolanib followed by progression
— Progression on prior dasatinib (no response)
— Ongoing at Cycle 13 with confirmed partial response (-52% per RECIST 1.1)

T, computerzed tomography. ci-DNA, cenuatng tumor DNAC PR, partal response; RECIST, Response Evaluaton Criiena in Soled Tumors

L
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Strong clinical activity against PDGFRa D842-mutant GIST

at all dose levels

% PDGFRo Exon 14
B PDGFRg Da42

L
=
i

5]
=
i

i ] i
A} ) = -
=] (=] f=1 =1 (=]
i i I i i

Maximum reduction = sum of diamedier
change from Baselne (%)

L
(=]

= 14 out of 14 D842-mutant patients with tumor reducti
= All PDGFRu patients remain on treatment

T i SbOvebeiTw The Dars dendte (e 0ose level (mg) GO mecesed by each patent
S0, wiabls desass; PO, progressive desans; PR, partal resporss




Radiographic response per RECIST 1.1 in heavily pretreated KIT

Exon 11/17 GIST (dose level 4, 135 mg)

After 24 weeks,
Baseline partial response (-62%)

= 57 year old male, KIT Exon 11 (delWK557-8)/Exon 17 (D816V) mutations
= Prior imatinib, sunitinib, nilotinib, sorafenib, imatinib + BKM120
— Ongoing at Cycle 8 with confirmed partial response per RECIST 1.1




KIT GIST - early dose-response relationship

BLU-285 30 - 90 mg BLU-285 135 - 300 mg

a0 -

01 a0 = 4 of 6 patients with tumor reduction

80 4 5 of 6 patients remain on treatment = 5 cycles
50 y ‘
40 300

8 Off breatmend

304 0 g
20 =+ - - - -5 O PD
i 135

1] 5D
A0 300
=20 4 60
T - I -

change from baseling (%)

=4

Maximum reduction — sum of diameter

-5 -
-80 o

135
=70 Patient

NB: The values abova/below the bars denole the dose levsl (mg) OO recefwed by sach patent




Best radiographic response with BLU-285 per RECIST 1.1

o PDGFRo. KIT | Total
. . N=15 N=13 N=28
(per investigator) n (%) n (%) n (%)
PR 6 (40) 1(8) 7 (25)
SD 9 (60) 6 (46) 15 (54)
DCR (PR +SD) 15 (100) 7 (54) 22 (79)
PD 0 6 (46) 6 (21)

= Of 7 partial responses, 6 confirmed; 1 pending (still on treatment)

DCR, s contiol rute




BLU-285: GIST treatment duration

KIT m POGFR = PR .« S0 = PD = Ongoing

2 8 moanths & ot
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(=) L= 3 L= L=t L= L= L=rg o8 ce [=a 1] crY Leg g L= - (=3 £ C18

Treatment Duration

Each cycie is 3§ days in duration




Adverse events associated with BLU-285

* No DLTs or treatment-related Grade 4 - 5 AEs
= No patient discontinued BLU-285 due to treatment-related toxicity

= 11 (31%) patients had Grade 3 or higher AEs; of these, 3 were considered
treatment-related:
- 1 patient with Grade 3 nausea and vomiting
— 1 patient with Grade 3 anemia and intratumoral hemorrhage
- 1 patient with Grade 3 hypophosphatemia

= AEs occurring in 2 20% of patients
— Nausea (42%)
- Vomiting (33%)
- Peripheral edema (31%)
— Fatigue (28%)
- Constipation (22%)

AE_ adverse event; DLT, dose bm#ing lowicity




= BLU-285 has been well tolerated on a QD schedule at doses of 30 — 400 mg
= Half-life > 24 hours, supports QD dosing

= BLU-285 demonstrates strong clinical activity in PDGFRa D842-mutant GIST at
all dose levels

= Significant anti-tumor activity in TKl-resistant, KIT-mutant GIST observed at
doses = 135 mg with tumor reduction in 4 of 6 patients, including 1 PR

= Dose escalation continues with the goal of maximizing clinical activity in KIT-
mutant GIST and to define the MTD and RP2D

= Anticipate initiation of expansion cohorts in first half of 2017
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First-in-human study of BLU-554, a potent, highly selective
FGFR4 inhibitor designed for hepatocellular carcinoma
(HCC) with FGFR4 pathway activation

Richard Kim', Sunil SharmaZ®, Tim M i Debashis Sarker', Teresa Macarulla®, Max
Kittler®, Corinne Clifford®, Beni
losep Llovel®

EORTC-NCI-AACR Molecular Targets and Cancer
Therapeutics Symposium,
Munich, Germany,
29 Nov 2016




The FGFR4 signaling pathway is a promising new driver for

a molecularly targeted therapy for HCC

* Liver cancer, most often HCC, is 2™ leading cause of cancer death worldwide

= Sorafenib only approved drug, no approved 2™ line therapy
* Response rate ~2%; median time to progression 3-6 months

* Approximately 30% of HCC patients estimated to have abnormally active FGFR4
pathway, a validated driver

= No genomically targeted therapies available




FGFR4 activation may result from FGF19 being expressed

by either endocrine or autocrine physiology

NORMAL ENDOCRINE PHYSIOLOGY

ALY LW

HEY, rapatits B vina, HOV, hapastis C vina; NASH, nonslcohol: stesohepatits; KLE, Klotha-f




BLU-554 is a potent and highly selective inhibitor of FGFR4

Irreversible FGFR4 inhibition Potent and Highly Selective
" G g (NM)
BLU-BS4 B 6242203
AZDASLT 160 0225
WVP-BGJ30E" ] Og-1 4

“Pan FOFR inhitsions

LIX-066 xenograft model

xanografl model
i i FGF 19 overexpression without amplification

xpression with amplification

2 000 5 == Vehicle
Tl
. I

E 1,500 = BLUES4 100 Mgy -~ g
*E 4000 / 3t

E - s E
1 -
= 500 I

0 5 10 15 20 P
Study days

"Hagel W et al (201%) Cancer Discovery & 424=3T; Gavine PR et al (2012) Cancer Res: 72:2045
Kinoems lusiraton mproduced counesy of Cell Signaling Technologry, Inc. [www calisgnad comi




BLU-554 Phase 1 study

Part 1: Dose Escalation Part 2: Dose Expansion

Key inclusion criteria: —  Autocrine IHC >1%, FISH+, N=15
* Unresectable HCC
- i 3+3 Dose Escalation
Child-Pugh class A @—> Autocrine IHC >1%, FISH-, N=15
with na einically MID
apparent ascites, Durbirpmined
ECOG PS 0-1 L s  Endocring IHC <1%, FISH-, N=15
+ % prior sorafenib

Completed Enrollment Ongoling

.

Primary objectives — determine MTD and RP2D, assess safety and tolerability
« Secondary objectives — PK, biomarker status, anti-tumor activity

IHC, immunckistcchesiatry, FISH, fuonscancs in situ hybmndzaton: MTD. masmum olemnisd dose; PR, phemesokingtcs. RF2D, recommendsd Phase 2 doee
HCTOZS0EET




Demography and baseline patient characteristics

Al pationts. N = 25

Age (years), median {range) B1 (19 =81)
Gendar - Male 19 (76}
Etialogy
Mor-viral 4 (16)
HBEV B(32)
HCY 4. {18)
Cthariunknomn B (36)
Matastalic Diseass 7 [68)
FGF18 IHC
IHZ = 1% {IHC+) 10 [20)
IHC = 1% {IHC-} 10 (40
Linkrrn 5 (20
FGF18 FI3H
FI5H+ 1 {4
FigH- 13 (53
Uinkrgwn 1M {44)
Prior Therapy
Suirgeal Resectan 14 [56)
Radaitherapy B (24)
TACE / embolizabon 10 (40)
Kirsage inbsbaor 20 [8)
soratand 19 (76}
Systoma: Tharapy 23 (a3

“Ched, low level copy numisr gan; TAGE. ransanesial chamosmbolization
Daia are peabminary and based on a cut off date of Movembaer 7, 2018




Initial dose escalation results

BLU-554 Patients treated DLT
mg/day by dose N = 25
140 3 0
280 3 0
420 3 + 3 enrichment 0
600 3 + 3 enrichment 0
3900 7 2

* Patients with unresectable HCC # prior sorafenib

* 3 + 3 dose escalation with additional accrual to previous dose levels
= 25 patients enrolled over 12 months

* MTD defined as 600 mg QD

DLT, dema bmiing toxicity; OO, once daily




Five of 10 FGF19 IHC+ patients with radiographic tumor shrinkage

Endocrine/unknown FGF 10 Autocrine FGF10

ENE L= T -

« 25 patients in the first 5 dose
escalation cohorts were
evaluable for clinical activity
(doses ranging from 140 mg -900
mg Q0)

12 patients had SD, including 7
patients with tumor reduction that
did not reach the threshold of
30% tumor reduction for a PR per

. R RECIST

]
x | T of 10 FGF19+ patients remain
E + . on treatment as of the data cutoff
k¢ : £
- : = + Duration of treatment ranging

from 0.8 to 7.6 months

Patiari

PD, peograiaie deeine, PR partial eaporie; 30, stable deesis
" Case shudy 1. °" Case shudy 2




Case study 1: Radiographic response per RECIST in patient with alcohol-

related cirrhosis and advanced HCC (dose level 2, 280 mg)

B1 year old male; alcohol-related cirrhosis and metastatic HCC; prior

FGF19 IHC+
radiation therapy; sorafenib; remained on treatment for 8 cycles =

Week 16, confirmed partial response

Basalme (-44% per RECIST)

11g13.3 FISH-

Tumaor marker decline

Alpha-fetoprobein

ngimil
8

0
RECEST, Response Evaluation Criteria in Solid Tumors Pre Post




Case study 2: Radiographic response per RECIST in patient with HBV-

related advanced HCC (dose level 4, 600 mg)

64 year old male; HBV-related HCC; BCLC stage C with macrovascular
invasion; prior sorafenib; ongoing at cycle &
Week 16, stable disease

Baseline (-15% per RECIST)

RECIST, Response Evaluation Criena n Solid Tumors

FGF18 IHC+ Pre-treatment
r,:l'\> 3 *.. Ki-67 ~40%
_ T"*i* .
L [Ty
. a ,_'1 \ ol
11g13.3 FISH- Post-reatmant

Ki-67 ~ 5%

Tumor marker decline

Alpha-fetoprabein

ngimi
@
o
o




Blood pharmacodynamic markers demonstrated FGFR4 pathway

inhibition at all doses

C4 (bile acid)

Cholestarol 1000
280 4 ;
- oo . Vi
" - $ /)
B 1 — . o el r/ 4
P ST \\ - -7 Y- 7
120 \\\_ 5 4 / E /
-, . i o
= - \ 1
Pre Post Pre Post Pra Post Pre Post Pre Post Pre Post Pre Post Pre Post Pre Post Pre Post
[T [ S— [ S— [ S— [ [ [ e e P
180mg ®img d20mg E0mp M0 mg 1d0mg 2B0mg 420mg B0Omg  BOD mg
10000 FGF19

{000 —t Effects on metabolic pathways downstream of FGFR4:
E - :f/‘ﬁ A % : / = Decreases in cholesterol
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BLU-554 pharmacokinetics

BLU-554 plasma concentration:
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= Half-life of ~10 hours

* Rapid absorption: T, ~1-3 hours

» Exposure increases over the 140-900 mg dose range with significant AUC
overlap between 600 and 900 mg dose levels

ANMC, anea under the cure
Each cycle is 28 days in duration




Adverse events associated with BLU-554

. 2 [B%} patients experienced DLTs at 900 mg: Adverse Events Occurring in of Patients
- Grade_ 3 abdominal pain (1 patient); Grade 3 fatigue AE Category # (%) Any
(1 patient)
. ] _ Diarrhea 18(72) 2 (8)
» 2 (8%) patients discontinued BLU-554 due to Navsea 11 {44) 0
¥ 3 e o Abdorminal pain 10 (40) 3 (12)
treatment-related toxicity. Vomiing 10400 -
- Grade 3 hemorrhage (1 patient); Grade 4 AST ii!li_i!“ g:g: gﬁ;]
increase (1 patent) AST increased 7 (28) 4 (16)
» 17 (68%) patients had AEs of Grade 3 or Decreased appetiie B (24) 0
M . a : Anemia 5 (20) 5 (20)
greater, of which AEs in 12 (48%) patients were ALP increased 5 (20} o
treatment-related Dyspnea 5 (20) 144)
Peripheral edema 5 (20) 114)
Maculo-papular rash 5 (20) 1(4)
Bilirubin increased 4 {18) 144)
Hyperhidrosis 4 (18) 0
Hyponatraemia 4 (16) 2(8)
Lymphocytes decreasaed 4 (18} 3{12)

AE, advarse ewant, ALT. alevine avenctianiferase, AST, sipartats amnotranidecaie




* Proof-of-concept established for highly selective targeting of FGFR4 with BLU-554
in advanced HCC

- 5of 10 FGF19 IHC+ patients with radiographic tumor shrinkage, including 1 confirmed
PR

- T of 10 FGF18 IHC+ patients remain on treatment

* MTD and recommended dose for expansion (600 mg QD) provides tolerability,
pathway modulation and exposure within expected therapeutic range based on
xenograft models

= Screening experience with IHC assay supports estimate of FGF19-FGFR4
pathway activation in approximately 30% of HCC patients

* Part 2 dose expansion initiated with central laboratory FGF19 IHC and FISH
testing and goal of better defining responsive patient population(s) based on
pathway status




Next steps

= BLU-285in GIST

* Continue dose escalation to define an MTD and to maximize clinical activity in KIT-driven
patients

* Increase the cohort sizes in the expansion to evaluate the potential of BLU-285 as a single
agent therapy in PDGFRa-driven and KIT-driven GIST

» Seek guidance from the FOA on the development path forward, including any possibilities for
expedited clinical development of BLU-285 for the treatment of advanced GIST

= Accelerate the evaluation of expanded development options, including opportunities to move
to earlier lines of therapy and possible combinations

* BLU-554 in HCC

* Continue enroliment in the expansion to define the patient population(s), based on their
biomarker status, that may respond to BLU-554 as a single agent therapy

= Accelerate the evaluation of expanded development options, including opportunities to move
to earlier lines of therapy and possible combinations
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