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Classes of Cancer Directed Therapies

Cytotoxic Chemo  Hormone Therapy Targeted Therapy Immunotherapy

[ ] Alkylating Agents [ | Anti-estrogens || Biologic Agents (mAbs) [ | Checkpoint Inhibitors

|| Antimetabolites [ | Anti-androgens [ | Small Molecules (TKIs) | | Cellular Therapies

[ | Antimicrotubular Agents [ | Peptide Hormones | | Antibody-Drug Conjugates | | Bi-specific T-cell Engagers
|| Topoisomerase Inhibitors | | Cytokine Therapy

[ ] Cytotoxic Antibiotics || Oncolytic Viruses
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How did we get here?




Chemotherapy
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Targeted Therapies

Owerall
s 10— Hazard ratio, 0.74 (953 C1, 0.65—0_E5)
IE Pz O
5 0B Events: gefitinibk, 453 {4 4%); carboplatin
= ) plus paclitaxsl, 497 [E1_75)
o
B= 05—
'E =
[
'S e 04—
=
=i
_E B2 o Gefitinib
paclitaes
o 0.0 . I | | | 1
o 4 E 12 16 20 4
Months since Randomization
Mo, at Risk
Gafitinib B0 363 217 7B 4 5 a
Carboplatin plus &0 413 118 32 3 1 u]
paclitze==l

Mok. NEJM. 2009

B EGFR-Mutation—Positive

- 1.0 Hazard ratia, 048 (353 CL 036—0.64)
_,_E P M1
0.5 Ewvents: gefitinib, 97 [73.5%); carboplatin
-E plus paclitaesl, 111 [B&.OD5)
i
&= 6 —
2=
'S -5 0.4
=
= 0.2
E
0.0 T T T T T 1
o 4 B 12 16 20 4
Months since Randomization
Mo. at Risk
Gefitinib 132 L& 7l £ 11 ] i
Carboplatin plus 139 103 7 7 z 1 1]
paclitaxes]
C EGFR-Mutation—Megative
o 10— - Hazard ratio, 285 {955 CI, Z.05—3.98)
2 P00
£ _— "‘w-,‘ Events: gefitinib, 88 (96.7%); carboplatin
— ) - plus paclitazel 70 (BEZ.4%)
1
hg 0.6 "x.,
&£ E \_
'S¢ D4 s
=y L
- L, Carboplatin plus
% 037 , paclitazel
Gefitinib 1
o
ERE T T T T 1
] 4 B 12 16 70 4
Months since Randomization
Mo, at Risk
Gefitinib | 71 4 2 1 o] 0
Carboplatin plus E5 5B 14 1 1] a o

paclitzesl



Targeted Therapies
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(Growing) List of FDA Approved Targeted Therapies

Pazopanib: PDGFR/VEGFR/KIT/
FGFR/ITK inhibitor
Everolimus: mTOR inhibitor

Imatinib: Ber-Abl/PDGFER/KIT inhibitor

Cabozantinib: VEGFR/ROS/TIE2/
c-Met//KIT/TRK2/
RET inhibitor
Ponatinib: Ber-Abl/PDGFR/FGFR/
Sre/FLT3/KIT inhibitor
Afatinib: EGFR/HER?2/4 inhibitor
Ibrutinib: BTK inhibitor
Trametinib: MEK1/2 inhibitor
Dabrafenib: BRAF/CRAF inhibitor

Brigatinib: ALK/EGFR/IGF1R/FLT3/
ROS inhibitor
Tivozanib: PDGFR/VEGFR/FGFR/

KIT/RET inhibitor
Acalabrutinib: BTK inhibitor
Ribociclib: CDK4/6 inhibitor
Abemaciclib: CDK4/6 inhibitor
Neratinib: EGFR/HER? inhibitor
Midostaurin: FLT3/KIT inhibitor
Enasidenib: IDH2 inhibitor
Niraparib: PARP inhibitor
Copanlisib: PI3K inhibitor

Pemigatinib: FGFR inhibitor
Avapritinib: KIT/PDGFR inhibitor
Ripretinib: KIT/PDGFR inhibitor
Selumetinib: MEK 1/2 inhibitor
Capmatinib: c-Met inhibitor
Tepotinib: c-Met inhibitor
Tucatinib: HER2 inhibitor
Almonertinib: EGFR inhibitor
Tazemetostat: EZH2 inhibitor
Selpercatinib: RET inhibitor

Praleatinik Bl

P RET i

Erlotinib: EGFR inhibitor

Sunitinib: PDGFR/VEGFR/FLT3/
KIT/RET inhibitor

Dasatinib: Ber-Abl/Sre/KIT/LCK/
PDGFR inhibitor

Vorinostat: HDAC inhibitor

2001 2003 2004 2005 2006 2007 2009

Axitinib: VEGFR inhibitor

Radotinib: Ber-Abl inhibitor

Bosutinib: Abl1/Src inhibitor

Vismodegib: SMO inhibitor

Carfilzomib: Proteasome inhibitor

Regorafenib: VEGFR/PDGFR/FGFR/
RAF/RET/KIT inhibitor

Nilotinib: Ber-Abl inhibitor
Lapatinib: HER2/EGFR inhibitor
Temsirolimus: mTOR inhibitor

Gefitinib: EGFR inhibitor

Bortezomib: Proteasome inhibitor

Romidepsin: HDAC inhibitor

2010 2011 2012 2013 2014

Pexidartinib: CSFIR/KIT/FLT3 inhibitor |
Zanubrutinib: BTK inhibitor

Entrectinib: TRK inhibitor 1
Erdafitinib: FGFR inhibitor

Quizartinib: FLT3 inhibitor

Fedratinib: JAK2 inhibitor

Alpelisib: PI3Ka inhibitor |

2015 2016 2017 2018 2019

Ceritinib: ALK/ROS inhibitor
Apatinib: VEGFR2 inhibitor
Belinostat: HDAC inhibitor
Olaparib: PARP inhibitor
Idelalisib: PI3K$ inhibitor

Venetoclax: BCL-2 inhibitor
Rucaparib: PARP inhibitor

Anlotinib: VEGFR/PDGFR/

FGFR inhibitor

Lorlatinib: ALK inhibitor

Sorafenib: VEGFR/KIT/FLT3/
PDGEFR inhibitor

Icotinib: EGFR inhibitor
Crizotinib: ALK/ROS/c-Met inhibitor

Vandetanib: EGFR/VEGFR/RET inhibitor
Ruxolitinib: JAK1/2 inhibitor
Vemurafenib: BRAF inhibitor

Alectinib: ALK inhibitor

Cobimetinib: MEK1/2 inhibitor

Palbociclib: CDK4/6 inhibitor

Osimertinib: EGFR inhibitor

Sonidegib: SMO inhibitor

Sirolimus: mTOR inhibitor

Panobinostat: HDAC inhibitor

Tucidinostat: HDAC inhibitor

Ixazomib: Proteasome inhibitor

Lenvatinib: PDGFR/VEGFR/FGFR/KIT/RET inhibitor
Nintedanib: VEGFR/PDGFR/FGFR/MDR I/BCRP inhibitor

Fruquintinib: VEGFR inhibitor
Binimetinib: MEK1/2 inhibitor
Encorafenib: BRAF inhibitor
Dacomitinib: EGFR inhibitor
Gilteritinib: FLT3 inhibitor
Glasdegib: SMO inhibitor
Ivosidenib: IDH1 inhibitor
Larotrectinib: TRK inhibitor
Talazoparib: PARP inhibitor
Duvelisib: PI3K3/y inhibitor

Zhong. Signal Transduction
and Target Therapy. 2021



Antibody Drug Conjugates (ADCs)
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ADC in NSCLC

Te NEW ENGLAND JOURNAL of MEDICINE

Trastuzumab Deruxtecan in HER2-Mutant Non—-Small-Cell Lung Cancer Event Grade 1-2 Grade 3 Grade4  Grade5  Overall
MULTICENTER, INTERNATIONAL, PHASE 2 STUDY number ofpatients (pemgnt)
" Drug-related adverse event 46 (51) 37 (41) 4 (4) 1(1)* 88 (97)
9 1 Drug-related adverse events with
« >20% incidence
Adults with metastatic HER2-mutant Nausea 58 (64) 8 (9) 0 0 66 (73)
NSCLC refractory to standard treatment Fatiouer 42 (46) 6(7) o 0 48 (53)
(median follow-up, 13 mo) Der riaca BHel
o Alopecia 42 (46) 0 0 0 42 (46)
Confirmed objective response 559 Vomiting 33 (36) 303) 0 0 36 (40)
(assessed by independent central review) L) (EERHELCE ) Neutropeniaz: 15 (16) 14 (15) 3(3) 0 32 35)
Duration of response 9.3 mo Anemia 212 219 0 0 3063)
Progression-free survival 8.2mo Diarrhea i) ~ s 0 )
- Decreased appetite 27 (30) 0 0 0 27 (30)
Overall survival 17.8 m
SiIY Leukopenia¥] 17 (19) 4 (4) 0 0 21 (23)
Grade 3 or higher drug-related adverse'events occurred in'46% of patients: Constipation 20 (22) 0 0 0 20 (22)

Trastuzumab deruxtecan showed durable anticancer activity.

B.T. Li et al. 10.1056/NEJMoa2112431 Copyright © 2022 Massachusetts Medical Society




ADC are well tolerated but have real toxicities!

Cytotoxic Payload Side Effects

* Class effects: myelosuppression, nausea

* ADC specific effects:
1. Vedotin: peripheral neuropathy
2. Deruxtecan: pulmonary toxicity
3. Ozogamycin: hepatotoxicity (VOD/SOS)

Antibody Side Effects

* Generally, well tolerated

e (lass effects: infusion-related reactions

e Trastuzumab: Cardiotoxicity

Linker Effects:

* Unclear direct effects
* Alters release kinetics of cytotoxic payload

* C(Cleavable & non-cleavablelinkers
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Khongorzul P, etal., Mol Cancer Res. 2020 Jan;18(1):3-19.



Challenges with our mainstream therapies

#1 Often response rates are modest and may not confer a survival benefit
#2 Drug resistance

#3 Lack of biomarkers for optimal patient selection



The Present




The T Cell

Dendritic cell T cell
(Naive, Effector, Memory)

Lee. Nature EMM. 2020



PD1 Mechanism of Action
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Clinical Benefit with PD1/PDL1 therapy Is real and significant!

Percent Survival (%)

Overall survival (%)
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What we don’t talk enough about...
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Bonfire Analogy: Enhancing Immune Response

“Cold” Tumor Add in 10 No Change

oo &

Light the fire with Add in 10 “Hot” Tumor
an “Adjuvant”




Combination Immunotherapies

T cell
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Pico de Coana. Cell Press. 2015
PDQ Melanoma Treatment. 2016




Perhaps we don't give up on the old-timers vyet...

* Neoadjuvant therapy in HNSCC is controversial
* Not SOC
* Intense research interest, particularly incorporating PD1 therapies

MPR=major pathologicresponse; pCR=complete pathologicresponse

VPR/pCR

PD1 ~14%




Combination Therapies

Dual-Checkpoint Blockade

Checkmate 067
Ipilimumab + Nivolumab

Immunotherapy + VEGF
Keynote 426
Pembrolizumab + Axitinib

T-cell receptor

PD-1
inhibitor

Antigen

Chemoimmunotherapy
Keynote 189
Carboplatin + Pemetrexed +
Pembrolizumab

PD-L1 + BRAF/MEK
Dabrafenib + Trametinib +
Spartalizumab

Espie. Front. Immunol. 2022



The Future is here...




Disclaimer

| am not an expertin...

1. Immunology

2. Bioinformatics
3. Cellular therapy
4. Genetics

5. Virology

However, it is critically important that we become familiar with emerging therapies
because your patients will be asking about these treatments.



Focus on novel iImmunotherapies

Cytotoxic Chemo  Hormone Therapy Targeted Therapy

[ ] Alkylating Agents [ | Anti-estrogens || Biologic Agents (mAbs)
|| Antimetabolites [ | Anti-androgens [ | Small Molecules (TKIs)
[ | Antimicrotubular Agents [ | Peptide Hormones || Antibody-Drug Conjugates

|| Topoisomerase Inhibitors

[ ] Cytotoxic Antibiotics

Immunotherapy
[ | Checkpoint Inhibitors
| | Cellular Therapies
[ | Bi-specific T-cell Engagers
| | Cytokine Therapy

|| Oncolytic Viruses




Where new I0-based therapies may have biggest impact

Immune-inflamed

T-cell ()

Tumor
cell °
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evasion
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Cellular therapies fall into 1 of 2 categories based on their target

Immunopeptidome Surfaceome
* Set of peptides present by tumor cells * Set of antigens on the surface of the
* Actioned by T-cells cancer cell
* Actioned by antibodies and antibody
constructs

Mass spectrometry

A Ny .4 o |
YFXFSFAORO0 YOO ALF IO

A 4
M3541 _{
ATM M4076 ATM
MRN
| Rads1 - U WM
\
HLA-presented peptide é‘f Cell cycle arrest Mitotic cahstrophe
<
P53 »p21 » >
ATGGCCGTCATGGCTCCCCGARCCCTCGTC
CTGCTACTCTCGGGEGECTCTGGCCCTGACT \
CAGRCCTGGGCGGGCTCTCACTCCATGAGG
TATTTCTTCACATCCGTGTCCCGRCCCRGT Cancer cell survival Cancer cell death

DNA/RNA sequencing

Bauer. Intern ) Mol Sciences. 2019
Wang. Molecular Cancer Therapeutics. 2022



The Immunopeptidome

1. Vaccines
2. TCR



Vaccines

Vaccines directed against specific tumor antigens * T-cell responses were robust, durable, and
Prime de-novo immune responses polyfunctional
Earliest efforts in Melanoma
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MRNA-4157

MRNA-4157 (V940) is an individualized neoantigen therapy designed to target an individual patient’s unique tumor mutations and
encodes up to 34 neoantigens’:2

Therapies targeting neoantigens can increase endogenous neoantigen T-cell responses and induce epitope spreading to novel
antigens with the ability to drive antitumor responses and maintain memory with cytolytic properties, potentially producing long-
term disease control for patients3-7

100 A 12-month RFS 18-month RFS
P — 1 1
- - !
Key eligib ' 83.4% 78.6% + Censored
+ Resected 80 - ]
lC, 1D, ¢ ! » JLI
cutaneous : et e
+ Complete < 60 - :
within 13\ S . : L i e
first pembi E ! !
- Disease-fr 40 - : :
1
. ECOG PS 1 | Events, Hazard Ratio
T4 i l % (n/N) (95% Cl)
» Tissue av: 1 I
20 A 1 I mRNA-4157 (V940) +
! : pembrolizumab 224 (241107) 4 564 (0.309-1.017)
! ! ) P =0.0266
i i pembrolizumab 40.0 (20/50)
O T T ! T ! T ! T T 1§
0 20 40 60 80 100 120 140 160
Time From First Dose of Pembrolizumab (weeks)
Number at Risk
MRNA-4157 (V940) +
pembrolizumab 107 92 85 73 49 24 20 8 1
1 0

pembrolizumab 50 42 40 37 28 13 6

Rivzi. Science. 2015



PANDA-VAC

Determination of “inadequate” response (mixed response, oligoprogressive state or
non-threatening PD on immunotherapy

¥ Method of Vaccine Generation

[ SCREENING/ELIGIBILITY & CONSENT FOR VACCINE GENERATION ]
' g
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Prediction
; Single cell R
WES l
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PREPARATION OF Pre-Treatment:
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T cell Receptor (TCR)

Targeted 4 Leukapheresis
antigen ~E L
positive é‘.- J !ﬂ‘ ’*\_ PBMC pre- O
. oY ~7 days S g ‘{.".l 5 activation using
T o anti-CD3 and -CD28
Biomarker L ‘dk antibodies
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P

@ ~
» & \@‘ \ =
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o ™ 6 characterization
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Al _ Lentiviral vector
i o i
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HLA-A*02:01 ~7 days
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10

Patient  treatment and
with cancer monitoring

8 Generation of TCR
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Lymphodepletion: e.g. IL-2 Follow-up
Fludarabine
Cyclophosphamide x 2-4 days

Challenges

Product manufacturing
Patient selection
Preparation with
lymphodepletion

Tsimberidou. J Hematology & Oncology. 2021



Tebentafusp

A Overall Survival

Median Overall
Survival (95% Cl)

mo

21.7 (18.6-28.6)
16.0 (9.7-18.4)

Stratified hazard ratio for death,

1.0
0.9+
0.8
0.7+ Tebentafusp
£ 0.6- Control
:g 0.5+
a 047 Tebentafusp
0.3 Ly
0.2
0.1- .
Control
00 | I I I I I I I I | I I I I I I 1
0 2 4 6 8 10 12 14 16 183 20 22 24 26 28 30 32 34
Months
No. at Risk
Tebentafusp 252 242 221 197 167 132 109 90 71 59 44 33 22 17 9 6 5 O
Control 126 116 100 86 69 48 43 34 27 20 12 7 4 4 1 1 1 O

0.51 (95% Cl, 0.37-0.71)

FDA Approval in Uveal Melanoma in 2022

Natham NEJM 2021



The Surfaceome

1. CAR-T
2. BITE



CAR-T

Collectlon of patient Administration

T cells by leukapheresis of CAR T cells

Enrichment & Expansion of CAR- . ® = Ok
activation of T cells “& ‘ expressing T cells & Y% or LOR™%
. Seor X X
% ,
: \ o e, s 87

&

’( - ‘«
Transduction with f 2’}-: ;’?Q;) Isolation of final
lentiviral CAR construct ® @@ cell product

NCI. Cancers.gov. 2020



CAR-T Side Effects

O @
® o ©@ & ® GO °® © Neurotoxicity
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= — — = =—=—|=——=—— Seizures
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., Brain Pericyte @ @ © @ I?[FB ra ?Iim‘d )
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\\\\ O 0 D O a. O a O a O g
Altered blood- Increased vascular
brain barrier permeability
Inflammatory Macrophage Hemodynamic instability
cytokine release mediator release Tachycardia

Hypotension
Capillary leak syndrome

Organ dysfunction

AST and ALT elevation
Hyperbilirubinemia
Respiratory failure

Gupta. AJKD. 2019



Approved CAR-T Cell Therapies

OKYMRIAH

> YESCARTA

2016

2019

FDA-Approved CAR T-Cell Therapies

Breyanzi'
Vrecamrus TAbecma
) |
2020 2021

Generic Name Brand Target |Targeted Disease Patient Population
Name Antigen
Tisagenlecleucel Kymriah [CD19 B-cell acute lymphoblastic Children and young adults with refractory or
leukemia (ALL) relapsed B-cell ALL
B-cell non-Hodgkin lymphoma (NHL) Adults with relapsed or refractory B-cell NHL
Axicabtagene ciloleucel Yescarta |CD19 B-cell non-Hodgkin lymphoma (NHL) Adults with relapsed or refractory B-cell NHL
Follicular lymphoma Adults with relapsed or refractory follicular lymphoma
Brexucabtagene Tecartus |CD19 Mantle cell lymphoma (MCL) Adults with relapsed or refractory MCL
autoleucel
B-cell acute lymphoblastic Adults with refractory or relapsed B-cell ALL
leukemia (ALL)
Lisocabtagene maraleucel |Breyanzi [CD19 B-cell non-Hodgkin lymphoma (NHL) Adults with relapsed or refractory B-cell NHL
Idecabtagene vicleucel Abecma |BCMA  [Multiple myeloma Adults with relapsed or refractory multiple myeloma
Ciltacabtagene autoleucel |Carvykti [BCMA | Multiple myeloma Adults with relapsed or refractory multiple myeloma

U.S. CAR T-cell Therapy Market

Size, by Product, 2020 - 2030 (USD Billion)

$1.0B =
$0.6B
= mm N
2020 2021 2022 2023 2024 2025 2026 2027 2028 2029 2030
@ Yescarta Abecma Tecartus
@ Breyanzi ® Carwkti @ Others

Kymriah



Bispecific T cell Engager (BITE)

( cps+
) T-LYMPHOCYTES

MALIGNANT B-CELL




Tarlatamab

Best % Change From Baseline in Sum of Diameters

MOA: BiTE
AE’s: CRSin52%, G3 in 1%; Neurologicin 70%, 1% G3
RR: 23%; >30% at higher doses
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TCR vs CAR-T

Modified TCR expressed on T-cells,
NK cells, and other cells

CAR expressed on T-cells, NK cells,
and other cells

I Constructs I

Manufacturing

Mechanism of action

Dosing
Availability

Unique facets

Mechanism of resistance

Native or minimally engineered native
TCR delivered via biologic vector

MHC peptides derived from intracel-
lular proteins

Ex vivo gene transfer into autologous
T-cells or NK cells, “personalized” for
each patient

Binds and kills target cells leading to
limited clonal expansion of T-cells

Single or limited doses
Experimental basis only

Small patient populations for any single

construct

Modest cytokine release syndrome due

to limited proliferation

Loss of target, loss of IFNy signaling

Artificial receptor complex delivered by
a biologic vector

Surface proteins and glycans

Ex vivo gene transfer into autologous
T-cells or NK cells, “personalized” for
each patient

Binds and kills target cells leading to
extensive clonal expansion of T-cells

Single or limited doses

Experimental and commercially avail-
able products

Limited number of suitable potential
targets

Extensive cytokine release syndrome
due to extensive cell proliferation

Loss of target, loss of IFNy signaling




TILSs

STEP 1 STEP 2 STEP 3 STEP 4
Tumor Tissue Non-myeloablative Infusion of TIL IL-2
Procurement Lymphodepletion Administration
provide the Sutslogas fissue (NMA-LD) A

' that serves as the source of TIL

——5—TT— 3

-—( Manufacturing Method: Produces a cryopreserved TIL infusion product (LN-144/LN-145) in 22 days :)—'




TIL vs. Ipi iIn Metastatic Melanoma

Progression-free Survival (%)

No. at Risk
TIL
Ipilimumab

e - - - - e o o - - - -

Hazard ratio for progression or death, 0.50 (95% Cl, 0.35-0.72)

P<0.001

TIL

Ipilimumab

84
84

41
17

1 1 1 1 1 I

30 36 42 48 54 60

Months since Randomization

[w—
[
[
o
~
w
w

66

72

N

78

N

84

oo

Rohaan. NEJM. 2022



The curves look better but not great...

Progression-free Survival (%)

No. at Risk
TIL
Ipilimumab

404"
30- ;
) TIL
20"‘ : 3
104 !
; Ipilimumab
0 4 | || 1 1 | ] 1] | | | |
0 6 12 18 24 30 36 42 48 54 60 66 72 78 84
Months since Randomization
84 41 29 18 14 11 10 7 6 5 3 3 2 2 0
84 17 8 6 5 3 0 0 0 0 0 0 0 0 0

Rohaan. NEJM. 2022



Our goal Is cure.

National Cancer Institute (NCI)

® Emm
wwan 29,209 followers
2018 ASCO
NCI Director Dr. Sharpless highlights research findings from the 2018 ASCO

ANNUAL MEETING meeting.

DELIVERING DISCOVERIES: EXPANDING THE REACH OF PRECISION MEDICINE

Of course, we don’t want to overpromise and give people, especially patients, false
hope. But too many from my generation are afraid to be optimistic, too sheepish to ever
use the word “cure.” But that's what we want to do, cure our patients. We are, in fact,
curing patients right now, more than ever, including those with metastatic cancer.



A Vision on How to Cure

TARGET
ANTIGEN(S)

* In vivo response monitoring * Di ]
iscover resistance

mechanisms

Checkpoint
Blockade

* Broadening antigen prediction

* Overcome resistance
mechanisms

* Optimizing
immunogenicity prediction

Traditional
therapies

Neoantigen
Vaccines

* Vaccine &/or cell therapy?

* “Off-the-shelf” priming
agent as induction?

IMMUNOSUPPRESSION
REVERSAL

THERAPEUTIC
AGENT(S)

* NeoAg-specificmAbs?



Cellular Therapies in Community Oncology??

Home / Learn / Precision Medicine / Treatment / Immunotherapy / Effective Practices For Optimizing Care Coordination
and Delivery of CAR T-Cell Therapy Across Care Settings / Bringing CAR T-Cell Therapies to Community Oncology

BRINGING CAR T-CELL THERAPIES TO COMMUNITY ONCOLOGY

The delivery of CAR T-cell therapy requires workforce and infrastructure not necessitated by more traditional cancer
therapies, such as chemotherapy and radiation. While sustained remission and improved survival for patients with
hematologic malignancies has led to a growing interest in CAR T-cell therapy among community cancer providers,
there is a wariness among lesser-resourced programs and practices to take steps to offer CAR T-cell therapy. Smaller
community cancer programs have expressed a preference for referring patients who are candidates for CAR T-cell
therapy to larger cancer programs and academic medical centers, due to unfamiliarity with the therapy; inadequate
reimbursement for steep costs; insufficient infrastructure; and the potential for unfamiliar life-threatening toxicities in
patients.

In a series of surveys in 2016 and 2017, of nearly 400 US community oncologists/hematologists and practice
administrators representing a diverse mix of practice types and geographic regions, 64% said the biggest barrier they
face to successfully implementing CAR T-cell therapy is the logistics involved in administering treatment and patient
follow-up.

ACCC, with support by Bristol Myers Squibb, Janssen Oncology, and Legend Biotech, is helping community cancer
programs and practices of all sizes gain the education they need to offer CAR T-cell therapy, sharing effective practices
on overcoming logistical and financial hurdles, and highlighting tips on the operational infrastructure (eg, care
coordination and patient support) required for a successful program.

For more information on this program, please contact the ACCC Provider Education department.




Cellular Therapies in Community Oncology

Basic/preclinical research
Translational research
Clinical research and trials

Drug target/biomarker discovery
Rational drug design
Improved drug efficacy

OIS
® " ©

MAIN ACADEMIC SITE COMMUNITY PRACTICE SITES

Clinical trial design/recruitment
Clinical data



Summary-Bold Statements

Siddharth Sheth
Siddharth.sheth@med.unc.edu

We will continue to see rapid advances in
immunotherapy, particularly in solid
oncology

Our “older” agents continue to have a
purpose and will be a part of the solution
(not replaced) to achieve more cures

Newer therapies will become mainstream,
outpatient, “off-the-shelf”, community
based in the not-too-distant future



mailto:Siddharth.sheth@med.unc.edu
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