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Cautionary Note Regarding Forward Looking Statements CLRIS

This presentation contains certain forwalabking statements abouCuri€ LYy O® 6 a8 S>¢ aGdzazé 2N 0KS G/ 2YLI yeéo gAGKAY GKS
1 QG 2F mMpppZ a FYSYRSRO® 22NRa &4dzOK |a GSELSOGO6a0 DAY éd BRIMNG ASEHBEEE adBRASY T I d Bl e
"project,” "seek," "should,"” "would" and similar expressions are intended to identify forlaking statements. Forwarlboking statements are statements that are not
KAaG2NAOLE FIL OGaz NBTFESOG YIFylF3aSySyidQa SELISOGLH (A 2y #aintied. F@wardabkng stdteméns heteth (0 KA & LINE
include, but are not limited to, statements with respect to the timing and results of future clinical ardipieal milestons; the timing of future preclinical studies and clinical

trials and results of these studies and trials; the clinical and therapeutic potential of our drug candidates; and man@giiignto successfully achieve its goals. These
forward-looking statements are based on our current expectations and may differ materially from actual results due to a¥anptyrtant factors including, without

limitation, risks relating to: whether any of our drug candidates will advance further in the clinical development pratesetrer and when, if at all, they will receive

approval from the U.S. Food and Drug Administration or equivalent foreign regulatory agencies; whether historical preslifiealill be predictive of future clinical trial

results; whether historical clinical trial results will be predictive of future trial results; whether any of our drug @@distovery and development efforts will be successful,

whether any of our drug candidates will be successfully marketed if approved; our ability to achieve the benefits contebplate dzNJ O2 €t f 6 2 NI G A2y | IANBS)
ability to successfully achieve its goals; the sufficiency of our cash resources; our ability to raise additional ¢apdaliooperations on terms acceptable to us or the use of
proceeds of any offering of securities or other financing; general economic conditions; competition; and the other riskdattined in our periodic and interim reports

filed with the Securities and Exchange Commission which are available on the SEC websiesat.govYou are cautioned not to place undue reliance on these forward

looking statements that speak only as of the date hereof, and we do not undertake any obligation to revise and dissemiaatédoking statements to reflect events or

circumstances after the date hereof, or to reflect the occurrence of orourrence of any events, except as required by law.
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Corporate Overview

Summary

Investment
Thesis

Robust
Pipeline

Upcoming
Milestones

Curis seeks to developvel,first-in-class, cancer therapeutics
that we believe have significant potential areas of unmepatient need

Cash and investments of approximately $161M as of June 30, 2021; cash runway into 2024

CA4948:

first-in-class inhibitoof IRAK4 in oncology
There are no drugs currently approved for IRAK4 inhibition in oncology

C18993: first-in-class antagonistf VISTA
There are no drugs currently approved for VISTA inhibition
2021 Report safety data in G993 (VISTA)
2022 Discuss potential for rapid approval path for-€348 with FDA
2022 Report initial data of GA948 in combination with ibrutinib in NHL
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Pipeline

Curis develops novel, first-in-class cancer drugs

Indication

Heme Malignancies

CA4948
IRAK4

CA4948
IRAK4

Fimepinostat
HDAC/PI3K

IRAK4driven Lymphoma
(NHL, CLL, WM)

IRAK4driven Leukemia
(AML/MDS)

MY Galtered
Cancers

Immune Checkpoint Inhibitors

C18993"
VISTA

CA327
PDL1/TIM3

CAl170
PDLI/VISTA

Erivedgé™
Hedgehog

ARURIGENE

VISTAexpressing
Cancers

PDL1/TIM3expressing
Cancers

PDL1/VISTAxpressing
Cancers

Basal Cell
Carcinoma

* |P licensed from Aurigene

Proof of Principle

ImmuNext ** Exclusive option to license IP from ImmuNext

Genentech ++* |P |icensed to Genentech (Curis receives royalty income)

Dose

Optimization

Clinical
Activity

Pivotal

o\
CRRIS

PRECLINICAL CLINICAL MARKETED

Commercial

Two programs
are the focus of this presentation

4 )

IRAK4 (CA1948)
A Positioned to become the cornerstone agent in heme malignancies
A Attractive PK/PD exposure correlating with 98% target inhibition
A Clear monotherapy activity with consistent marrow blast reduction and complete resporjses
\A Multiple clinical paths in targeted and broader B cell populations j

VISTA (G8993)

A Novel immune checkpoint with unique role in T cell activation
A Early clinical demonstration of immune activation biology in solid tumor cancers
A Ongoing dose escalation study to establish safety, activity, and recommended phase 2 flose







IRAK4 Biology and CA-4948 CLRIS

IRAK4 is a novel and important target across multiple heme malignancies

IRAK4 in AML/MDS IRAK4 in B Cell Cancers
Spliceosome mutation drives overexpression of IRAK4 TLR Pathway is dependent upon IRAK4 for function
(which causes constitutive activation of the myddosome) (the 219 pathway driving NF B overactivity)
Normal Heme Ceéll - MalignantHeme Cell - | | BCR Pathway TLR Pathway
Spliceosome Spliceosome o reBc:SLr . L e 3
e Ex3 S'E)/Illctect)_some VY'Y
£ g == b@é@ 8.8,
. | @ ﬁ@@ e
[ ™ o | rne) ¥
| 5 |brut|n|b
" N i N !
...... ; constitutive activation a3
( NF'B )
p65 | p50 US Incidence* US Incidencé
\T’ 34,873 patients 98,280 patients
Leukemi& B Cell Lymphonfa
(AML, MDS) (NHL, WM, CLL)

1) Guillamotet al. Nat Cell Biol 2019

2) Smith et al. Nat Cell Biol 2019

3) American Cancer Society, Cancer Facts & Figures 2020

4) Leukemia & Lymphoma Society, Facts and Statistics Overview

5) IMBRUVICA Package Insert. Rev 08/2018 6



CA-4948 Targeted Design

CA-4948 is the most advanced IRAK4 inhibitor in clinical development for cancer

CA4948 inhibits IRAK4 CA4948

and several additional key oncogenic targets binding affinity
FIT3 Target KynM
IRAK1 12,00(
IRAK2 >20,00(
IRAK3 8,50C

| IRAK4 23 |

DYRK1A 25
CLK1,2,4 FLT3 (D835H) 5
FLT3 (D835V) 44
FLT3 (ITD) 8
FLT3 (K663Q) 47
7 i FLT3 (N841l) 16
"?‘{ e\ Haspin(GSG2) 32
90-100% AN CLK1 10
:30.39% CLK2 20
) 60-79% CLK3 >20,00(
) 40-59% CLK4 14
O 20-39% RET (V804L) 3,00C
o 0-19% % Inhibition at 0.1nM TrkA 130

lllustration reproduced courtesy of Cell Signaling Technology

DiscoverXinase Panel
(378 kinases screened)



CA-4948 PK/PD

Attractive PK profile supports BID dosing and high target suppression

Attractive PK Profile
A Halflife of ~6 hours

High Target Suppression
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Trough - A Exposure at RP2D correlates with 98% inhibition
A S ts BID dosi . Exposure Dose Inhibition
upports osing regimen 25M  200mg  97%
[ 41>M  300mg  98% |
v 5.9>M 400mg 98% 4
CA-4948 Pharmacokinetic Profile CA-4948 Target Inhibition
at various dose levels of CA-4948 (clinical patient samples) at various concentrations of CA-4948 (preclinical TLR-stimulated TNFa release)
7,000 100%
(¢] =Uu.
W 6,000 wadel : | :
= 80% i i
5 |
2 5000 | |
S / 70%
o | I |
= 1 1
(Crnin) c 60%
§ 4,000 Drug Concentration o ! I !
S at Trough Level S 50% : :
g 3000 miefecfmg = = = IR == === === 5.9 uM at Trough _E 40% : : :
1]
t 2,000 4.1pM at Trough 30% : I :
@
v 0,
. | G e e e == 2.5uM at Trough 20% : I :
1,000
10% I |
| |
[ | I [ |
2.5 4159
2 hrs 4 hrs 6 hrs 8 hrs 10 hrs 12 hrs 0.1 pM 1.0 uM 10.0 uM 100.0 uM
Time Concentration of CA-49438

Data from CA1948 lymphoma clinical study

Data from preclinical study of target inhibition



CA-4948 Preclinical Data CLAIS

Clear anti -cancer activity suggests broad potential across heme malignancies

P4

AML/MDS AML/MDS B Cell Cancers
Monotherapy Combination Monotherapy & Combination
N o N N
. E s vehicle
3 504 E Ibrutinib
CA4948reduces 2 » o 9007 mgun'oqlherapy
leukemic blasts g § CA4948
in monotherapy o _— B €12
Z v Control  Ven Ven Aza Aza Azal/Ven g
o8 3 + + —
S s 3 50 CAa9as e S 300 g Combination
< 8 59 = natl
(<_t) : o4

AML cell lines treated for 9&s

. 3 1004 values presented as mearSE AzaiVen () jeepempe——p—p————————
T T = CA4948 0 5 10 15 20 25 30
g MWW Days of Treatment

CA4948 demonstrates monotherapy activity CA4948 demonstrates synergy with CA4948 demonstrates monotherapy and
in patientderived xenografts both azacitidine and venetoclax in THPnhode? combination activity in O&ly10 modél

1) Choudhary et al. AACR 2017
2) Curis AML MDS poster, EHA 2021
3) Booheret al. WaldenstromRoadmap Symposium 2019



CA-4948 Clinical Plan

Planned clinical studies for AML/MDS and B cell cancers

AML/MDS AML/MDS
Monotherapy Combination
Specific Subpopulations Broader Population
1) Patients with spliceosome mutation 1) R/R patients, HMaive
2) Patients with FLT3 mutation 2) R/R patients, venetoclaxaive
R/R patients who doot have a spliceosome/FLT3
mutation and are ineligible for intensive chemotherapgy

\_ AN /

Supports rapid regulatory path Supports use in broad population

A Spliceosome mutation is a leading cause of IRA#¥erexpression A Clinical data show G#948 reduces tumor burden in

A Signaling through IRAK4 is an adaptive response mechanism for the significant majority of evaluable patients

FLT3 patients treated with a FLT3 inhilitor A Preclinical data demonstrate synergy with azacitidine
and venetoclax

1) Smith et al. Nat Cell Biol 2019
2) Rabiket al. AnnTransiMed 2020

o\
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B Cell Cancers
Monotherapy & Combination

4 N

Monotherapy

No monotherapy studies planned

Combination
1) BTKi naive, Marginal Zone Lymphoma (MZL)
2) BTKi naive, Primary CNS Lymphoma (PCNSL
3) BTKi naive, ABOLBCL

!) Patients w/ adaptive resistance to ibrutiy

Maximizes speed and probability of success

A MZL, PCNSL, and ABCBCL are aggressive indications
which are associated with TLR Pathway activity

A If patients R/R to ibrutinib can be brought back into control,
it would likely be because €848 was added

10






CA-4948 in AML/MDS CUUS
Clinical studies designed to leverage the role of IRAK4/FLT3 in AML/MDS

% of Patient
Disease Drive Population

IRAKA4L > 50%
FLT3 25-309%6

Rationale for Monotherapy

TET? 10.20% A IRAK4 | FLT3 is the largest targeted market in AMLAMDS
IDH2 9-1304 A Spliceosome mutation is a leading cause of IRABMerexpressidn
IDH1 6-1094 A Signaling through IRAK4 is an adaptive response mechanism for FLT3 patients treated with a FLTS inhibitol
CEBPA ~109%6
o AL it RS R Rationale for Combination
W IRAK4L A Nearly all patients express some level of IRRK4

B IRAK4-S

(=23
o
o

A Clinical data show G#948 reduces tumor burden in the significant majority of evaluable patients
A Preclinical data demonstrate clear synergy with azacitidine and venetoclax

0 IRAK4 stimulates NB and ultimately an array of artipoptotic factors (beyond BCL?2),
which prevent the effectiveness of atgukemic drugs

Sum (IRAK4 variants)
=
o

[}
o
o

AL patients (ordered by ratio of IRAK4-L to IRAK4-S) of those agents in preclinical models

o Blocking this effect with GA948 synergistically enhances the ardincer efficacy

1) Smith et al. Nat Cell Biol 2019

2) Sayginet al. HematolOncol. 2017 Apr 18

3) DiNardo, Cortes. Hematology Am Soc Hematol Educ Program. 2016
4) DiNardo et al. NEngld Med 2018

5) Rabiket al. AnnTransiMed 2020

12



CA-4948 in AML/MDS CLAIS

Study design and patient characteristics

>90% of patients enrolled had intermediate or worse_
cytogenetic risk

Phasel/ 2 Study Baseline Patient Characteristics Patients(n=22)

A Openlabel, single arm Female n (%) : Male n (%) 5(23): 17 (77)
A Dose escalation and expansion Median Age 74yrs

o ECOG: n 0/1/2 7/11/4
Study Objectives

M T etermine maximum tolerated dose
Determine recommended Phase 2 dose

(10), 2 (20), 7 (70

1(9),4(36),3(27), 3

H T Wharmacokinetic (PK) profile o _ ) .
Preliminary anticancer activity lag(r)105|s
n (%) 11 (50)

. 33 (7, 275
StudyPopulation ( )
A Relapsed/RefractorgML or HigkRisk MDS — : 1.2(0.1,14.8)
A ECOQGISNF 2NXI yOS {6 Gdza 2 MUEEEUNLEKITJUauEEIOMEnD) 2 (1-4)
A Agex My &SI N& Azacitidine 14 (64)
Prior Therapy | Decitabine 7 (32)
Dosing n (%) Cytarabine 3 (14)
A Oral, Twice Daily (BID) Dosing Venetoclax 10 (45)
A 28day cycles
. FLT3 1
A 3+3 escalation Relevant —r )
(200mgrMH300mgrh400mgrbh500mg) Mutations
3 patients 6 patients 10 patients 3 patients U2AF1 2

Data cutoff: 30Apr2021

13



CA-4948 in AML/MDS CLAIS

Preliminary safety data suggest differentiated profile

Predictable and manageable safety profile
AMTD not exceeded until 500mg BID

ANo doselimiting toxicities related to myelosuppression
ANo overlap in doséimiting toxicities with azacitidine and venetoclax, which are planned for combination
with CA4948

ADoselimiting side effect at higher doses consists of uncomplicated rhabdomyolysis (elevated CPK and
muscle soreness), was manageable, quickly and easily detected, readily reversible, and did not limit further

treatment at a reduced dose level

14



Preliminary Clinical Data: Specific Population in Monotherapy CUAIS
Clear efficacy highlights potential for rapid regulatory path in spliceosome and FLT3

Patients with Patient with
Spliceosome Mutation FLT3 Mutation
25% 75% DNA Sequencing

indicates disease modification

Spliceosome
20% FLT3 60% . . .
\ - A 4 of 4 evaluable patients/ targeted mutationachieved
’ F3B1 . .
su?grletmserg;riyer%han E' ObjeCtlve response
s 1 N\ TTTT7T=====-=== ng :
“(7) 15% 45% % 20%
c ==I . . . .
D A Ablation of cancer confirmed by genetic or morphologic
g Spliceosome - 10% anaIyS|S
< 10% 30%
WT1
RUNX1
Spliceosome 0% . o
5% 15% Data cutoff: 30Apr2021

Normal Range: < 5%

0% 0%

Baseline Best Response

Duration of Treatment

(o8 Spliceosome

lule 98 Spliceosome

lul¢i 98 Spliceosome

PR

|

0 Days 28 Days 56 Days 84 Days 112 Days 140 Days 168 Days 196 Days 224 Days 252 Days

15



Preliminary Clinical Data: Broader Population in Combination CLRIS

Efficacy supports differentiated profile even in patients without spliceosome/FLT3 mutation

Unselected Patients

Marrow Blast %

90% ~

75% -

60% -

45% -

30%

15% A

~ Heme Improvement
indicates clinical benefit

Marrow Blast %

Reduction in

Marrow Blast Reduction
deepened after several cycles
40%
35%
30%
25%
- - =P a
supplementary charts 20%
o for this patient °
// S 1%
10%
5% ' ’

Baseline Cycle2 Cycle4 Cycle6 Cycle8

Platelets (10%/mm?)

o

T h e amememm | A9 of 11 evaluable patients/o targeted mutationachieved
o tumor reduction or maintained counts in normal range

150
100 -
50-
0

Neutrophils (10%mm?)

104
05

00

0 28 S6 8‘411‘2140168196224252
Study Day

Baseline Best Response

0%
Data cutoff: 30Apr2021

Duration of Treatment

Y

0 Days 28 Days 56 Days

84 Days

16
112 Days 140 Days 168 Days 196 Days 224 Days 252 Days



CA-4948 in AML/MDS CLAIS

Multiple regulatory paths based on clear biologic activity and durable responses

A Preliminary clinical data show clear biologic activity with / Next Steps in Expansioh
deepening, durable responses

. A . Spli i
O In population targeted for monotherapy, Monotherapy: Spliceosome mutation

4 of 4 patients achieved objective response A Monotherapy: FLT3 mutation

A Combination: GA948 + azacitidine

O Ablation of cancer confirmed by genetic or morphologic analysis A Combination: GA948 + venetoclax

A Multiple paths to rapid regulatory approval in targeted
subpopulations

Plan to discuss potential for rapid approval

path with FDA in 2022
A Clear anticancer activity in broader population suggests \ /
expanded opportunity in combination therapy

17






CA-4948 in B Cell Cancers CLAIS

Monotherapy Phase 1/2 study design and patient characteristics

Heavily pretreated population =
Study Objectives
+ _ _ Baseline Patient Characteristics Patients(n=31)
M D’eterm!ne maximum tolerated dose 26 (84) : 5 (16)
Determine recommended Phase 2 dose 69yrs
H T Bharmacokinetic (PK) profile 14 (45)
Preliminary anticancer activity Diagnosis 6 (19)
n (%) 4(13)
StudyPopulation 7(23)
A Relapsed/Refractorg-cell NHL, including WM/LPL
A ECOGISNF2NNI yOS {GFidda 27
A Agex my &St N Prior Therapy
%)
Dosing
A Oral, Once Daily (QD) and Twice Daily (BID) Dosing MYD8S8
A 21-day cycles Status
A 3+3 escalation

Source: ASH 2020 Presentation

(50mglMH100mgrH200mgrHh300mgrHh400mg BID)

19



CA-4948 in B Cell Cancers CLAIS

Two potential biomarkers may increase probability of success

NFSB phosphep50

positive expression of-p50 indicates the NFB complex is active

BCR Pathway TLR Pathway Baseline testing may support future patient selection

 TiRPanway | g e son e

, 191001 | -35%SD  12-1002 | +86% PD
6 of 7 patients 021001  -24%SD 182004 +156% PD 7 of 7 patients
testing pp50 positive |/ 02-3003 [[#229SD 02-4004 | #76%PD % testing pp50 negative
at baseline experienced 125007 | -35%SD 12-4004 [+125%PD | at baseline experienced
SD or tumor shrinkage| 02-6007 | +25% SD  12-5006 |+190% PD disease progression
02:6008 | +16% SD 13-6001 | +98% PD
151001 | +65% PD 01-4002 | +7% PD

Biomarker data support thesis that GA dony a G dzNFa 2FF¢ |bC
p-p50 positive at baseline p-p50 negative after treatment
s e ]

P
Endosome|
TLR7TLRSTLR!

- ”

CARD1

IRAKl IRAK4 ) CA4948

R FE g Source: ASH 2020 Presentation

MYD88

MYD88 mutation indicates the TLR/myddosome is drivingBl&ctivity

Baseline testing may support future patient selection

SIS both patients testing positive for MYD88 mutation

Lymphoma : : :
12-5005 E20%SDI  at baseline experienced PR or tumor shrinkage
(NHL, WM, CLL) 17-3002 | -67% PR

Observed tumor reduction is consistent with our thesis that patients with
MYD88mutated tumors should benefit from IRAK4 inhibition

1) IMBRUVICA Package Insert. Rev 08/2018 Source: ASH 2020 Presentation
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CA-4948 in B Cell Cancers CURIS

Promising preliminary safety data

200 mg BID 300 mg BID 400 mg BID All

(n=5); (%) (n=6); (%) (n=8); (%) (n=30); (%)
Adverse Reaction

All Grade All Grade All Grade All
Grades 3or4 Grades 3or4 Grades 3or4 Grades

Predictable and manageable safety profile

. Diarrhea 20 0 33 0 25 0 20
AMTD not exceeded until 400mg BID . \aucon 0 . - . . . 27
Gastrointestinal disorders Vomiting P 5 17 17 = : o
ANo overlap in dosdimiting toxicity with ibrutinib, which Constipation 20 0 0 0 13 0 20
is planned for combination with G#948 e e e i o 40 20 0 0 13 0
Respiratory Dyspnoe 20 0 0 0 13 13
. .. . . . Upperairway cough 40 0 0 0 0 0
ADosellmltlng side effect at higher doses consists of Fatigue 20 0 0 0 50 0 a7
uncomplicated rhabdomyolysis (elevated CPK and mu: Oedema. 20 0 0 0 0 0 10
soreness), was manageable, quickly and easily detect — —— - — —
readily reversible, and did not limit further treatment at : Dizziness 0 0 0 0 25 0 20
Nervous system disorderg -
a reduced dose level ::r?;:; sensory neuropathy 200 2 g 2 ;2 8
Back pain 20 0 0 0 13 0 10
Musculoskeletal disorderg Myalgia 40 0 0 0 38 0 1
Rhabdomyolysis 0 0 0 0 25 25
Muscle weakness 20 20 0 0 13 0
Neutropenia 40 40 17 17 25 0
Hematological Anemia 20 33 0 13 13 20
Thrombocytopenia 0 0 0 0 13 13 7

Data cutoff: 110¢t2020
21



CA-4948 In B Cell Cancers

Preliminary clinical data: clear reduction in tumor burden

Best Response

50%

25%

0%

-25%

-50%

-75%

. »

Change in Tumor Burden for 13 Evaluable Patients

(200mg BID+)

Clear Single Agent AR€ancer Activity at RP2D

A Tumor reduction 6 of 7 pts in heavily pretreated populatign
(4 prior lines of therapy)

IIIII
D

[ ] 200mg BID or 400mg BI
B 300mg BID (RP2D)

Data cutoff: 23Nov2020

M SPike (lgM SPEP)

o\
CRRIS

Dose Response Observed in WM Patient

100
mg
200
mg

1600

1400

1200

1000

800

600

400

100

200

(50mg- 300mg BID)

Clear Single Agent An€ancer Activity

A Tumor burden decreased with each increase in dos
(objective response observed at RP2D)

Note: this is 1 of the 2 patients who tested positive for MYD88

300
mg

PR
dotted line indicates

67% reduction vs. baseline ongoing treatment

300 400 500 600 700 800

Days on Study 22



CA-4948 in B Cell Cancers CLAIS

Preliminary clinical data: strong durability profile

Patients Dosed at Recommended Ph2 Dose

0% (300mg BID) Strong Durability Profile at RP2D
Patients have remained on therapy 1-2 years
c
W
=
a 25%
o
£
=
|_
2 - 400 500 600 700 800
=
=
« - e >
~ 25% —
&0 dotted line indicates
E ongoing treatment
c
W
=
£ -50%
----------------------.}.
-75%

Data cutoff: 23Nov2020

Days on Study

23



CA-4948 in B Cell Cancers CLAIS

CA-4948 is the ideal candidate to combine with BTKi to maximize downregulation of NF -éB

4 Next Steps in Expansion N
A Patients are treated with BTKi because downregulating

NF¢ B activity provides benefit in B Cell Cancers A BTKi naive, Marginal Zone Lymphoma (MZL)
A BTKi naive, Primary CNS Lymphoma (PCNSL))

A BTKi naive, ABDLBCL

A Two pathways drive NFB:
WO pathiway v : : A Patients with adaptive resistance to ibrutinib
0 BCRPathway:addressed with BTKIi \_ /
O TLRPathway:addressed with IRAKA4i

A Preliminary clinical data demonstrate clear reduction in
tumor burden, even in heavily pretreated patients

24






VISTA Biology CURIS

VISTA is an important checkpoint regulator target across multiple malignancies

RESEARCH ARTICLE SUMMARY

T CELLS Integration of VISTA with other well-

. . . established negative checkpoint
VI§TA is a checkpm-nt regulator for naive T cell regulators of :-gce" acti,,aﬁ",’,‘,’
quiescence and peripheral tolerance

Mohamed A. ElTanbouly*, Yanding Zhao*, Elizabeth Nowak, Jiannan Li, Evelien Schaafsma, : :
Isabelle Le Mercier, Sabrina Ceeraz, J. Louise Lines, Changwei Peng, Catherine Carriere, Xin Huang, QUIGSCGI’]CG Anergy EXhaUStIOI"I
Maria Day, Brent Koehn, Sam W. Lee, Milagros Silva Morales, Kristin A. Hogquist,

Stephen C. Jameson, Daniel Mueller, Jay Rothstein, Bruce R. Blazar, Chao Chengt, Randolph J. Noellet

A CTLA4, PB1, and VISTA are the three main player
in controlling checkpoint blockade

A VISTA controls early T cell activation events VISTA CTLA-4 PD-1

JJ

A Blockade of VISTA will allow for an expanded T cdll
response against tumors

Activation Priming Effector
function

ElTanboulet al. Science. 2020 ElTanboulet al. Science. 2020
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