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GOALS

• A failure of confidence from the public and government
• What is the state of progress in improving outcomes in 

cancer
• What is Precision Oncology/Personalized Medicine
• Challenges to Precision Oncology
• Precision Oncology and SMMART Trials at OHSU



POTENTIAL CONFLICT OF INTEREST DISCLOSURES

• Financial Relationships Current
– SAB/Consultant: 

• Amphista, Astex, AstraZeneca, BlueDot, Chrysallis Biotechnology, 
Ellipses Pharma, ImmunoMET, Infinity, Ionis, Lilly, Medacorp, 
Nanostring, Nuvectis, PDX Pharmaceuticals, Roche, Signalchem 
Lifesciences, Tarveda, Turbine, Zentalis Pharmaceuticals

–  Stock/Options/Financial: 
• Bluedot, Catena Pharmaceuticals, ImmunoMet, Nuvectis, SignalChem, 

Tarveda, Turbine
– Licensed Technology 

• HRD assay to Myriad Genetics, DSP patents with Nanostring
– Sponsored research

• AstraZeneca, Nanostring Center of Excellence, Ionis (Provision of tool 
compounds)

– Clinical trials support (funding or in kind)
• AstraZeneca, Genentech, GSK, Lilly

–  I will discuss off label use and/or investigational use of drugs



WINNING THE WAR AGAINST CANCER
1953  5 year survival         30%
1971  National cancer act
   5 year survival         50%
   Cancer survivors     3 million
1990s  Mortality rate declines (per 100,000 individuals) 
2001     Cancer survivors              9.8 million
2003     Absolute death rate declines
2010     Breast cancer death rate declines         2% per year
2013      Cancer survivors                 14.5 million
2015      5 year survival (ACS)           66%
2016      21st Century cures act
2019      Cancer death rate has declined by 32% from peak in 1991 

 2% per year from 2014-2019
2019     Breast cancer peaked 1989 42% decrease from peak
2022        Moonshot 2.0
40% of men and 38%women will develop cancer in their lifetime



WE ARE MAKING REAL PROGRESS

Peak Mortality 1991
Mortality decreasing more rapidly than 

incidence

Why
1. Lifestyle

  Smoking
  Obesity

2. Early 
   Detection
         Cervix
         Breast
3. Improved 
          Therapy



WE ARE MAKING REAL PROGRESS
Lung, breast, colon Why stomach and prostate?

LUNG

LUNG
BREAST

Colon

Colon Prostate

UterusStomach Stomach



Why is uterine cancer death rate increasing



Cancer deaths averted
Change from peak in 1995



WHY AREN’T WE MAKING MORE PROGRESS
• There are many types of cancer

• Every person’s cancer is unique

• Cancers are frequently detected late
• Early detection is hard

• While cancer over a lifetime is common, 
incidence is low

• Most effective approaches are 2 stage
• Multi-disease methylation assays promising

• Cancers have characteristics that are derived from 
normal cells
• Therapeutic index determines utility

• Tumors become resistant to therapy

• Silos

• FUNDING



The right treatment for the 
right person at the right 

time

Trial and Error

Personalized MedicineCurrent Practice

What is Personalized Medicine?

One size fits all

Trial and error

LET THE PATIENT TEACH US WHAT IS IMPORTANT



Current approach: treat patients based on pathology

Remarkable progress: but not where we want to be



Current approach: Limited benefit for most



Basic Precept: manage each patient based on biomarkers

Still not where we want to be: limited information and montherapy



e term cancer survivor includes anyone who has been diagnosed with cancer, from the time of diagnosis through the 
rest of his or her life.” – NCCS, 1986

e term cancer survivor includes anyone who has been diagnosed with cancer, from the time of diagnosis through the 
rest of his or her life.” – NCCS, 1986

Personalized medicine

Barbeau, J. “PDX and Personalized Medicine” https://blog.crownbio.com/pdx-personalized-medicine



Multiple Editorials Question Benefits 
of Personalized Medicine



CHALLENGES TO 
PERSONALIZED 

TARGETED  THERAPY 

Will Precision Oncology 
Benefit All Patients

 Precision Oncology
 We are at the end of the 
  beginning: monotherapy
  Testing

Many questions remain 
 Stratified Medicine
 Homogenous patient groups
  Ductal Breast Cancer
   8 subclasses
  A set of orphan diseases

What proportion of patients will benefit
 Will it benefit patients when all 

other therapies have failed

Will there be a cost benefit for patients

How many patients need to benefit for 
precision oncology to be a success
 



Patient life span is not shortened by having CML 
(Sweden)

Imatinib 
Mesylate

Imatinib 
Mesylate



Personalized medicine in breast cancer
 Improved outcomes
 Decreased toxicity
 Fewer women receiving chemo



Change in outcomes for breast cancer
Targeted therapy has changed the natural history

Now 98%

Now 92%



TAILORx

Personalized 
medicine to 

decrease 
toxicity

Overtreatment 
in breast 
cancer



Outcomes indistinguishable for 
low and intermediate risk

Distant recurrence



Oncotype Dx Saves 2,256 per patient tested and 
  costs 1,944 per year of life saved
KRAS testing for EGFR inhibitors would save 604 

 million per year
Intermountain Health: 
 Charges per PFS week lower at 4,665 vs 5000
 Increased PFS 21.4 wks vs 11wks 
 Total costs (Mainly drug costs) higher $91,790 

 vs 40,782 



Medical Decision-Support

Doc, you must 
know everything!



Personalized Cancer Therapy Website  https://pct.mdanderson.org





‘Genomic testing is associated with 
improved outcomes even in phase I trials 

when drugs are available 

Unpublished data from S. Kopetz, J. Lee, R. Broaddus & K. Shaw.

All patients were enrolled 
on ongoing phase I trials

Markedly increased 
repertoire of drugs

Does not count patients 
entered on standard of 

care



Targeted Therapy
 Even for patients with the biomarker only 
       subpopulations of patients benefit 
       from monotherapy: Usually short term
 Emergence of resistance is almost     

       universal

Immunotherapy
 When benefit occurs, tends to be durable
 Remarkable effects in some diseases: 
           Leukemia, melanoma, lung, bladder
 In most diseases benefit is modest
 Few effective biomarkers
 Need to apply precision oncology precepts

Patient specific combination therapy
 Needed to fulfill promise
 Limited ability to predict combinations
 Deep longitudinal spatial analysis   
                       incorporating structure, DNA, RNA, 
                       protein, and phenotype
 

END OF THE BEGINNING
Tumor intrinsic, monotherapy, silos



SMMART
Serial Measurements of Molecular and Architectural Responses to 
Therapy: Beyond genetics (60% without actional genetic events)

Patients are treated based on a pre-therapy biopsy: Many years prior
Malignant cells and tumor ecosystem adapt rapidly to therapy
Hypothesis: Optimum patient outcome will accrue from treating patients 

based on how the tumor and tumor ecosystem adapts to therapy
Corollary: Requires acting on spatial analysis of malignant cells and the 

tumor   ecosystem including immune cells and communities as they 
adapt to therapy

 

Requires comprehensive analysis of DNA, RNA, protein with single cell 
spatial resolution in real time (DNA/RNASeq, cycIF, mIHC, EM, scRNA Seq, DSP, 

CosMx)

®



Cancer 
therapy

Tumors 
adapt to 

therapeutic 
stress using 
endogenous 

stress 
mitigation 
programs

Interdict

Catastrophe

Cell death

Emergent therapy 
opportunities

Immune activation

Adapted from Joan Brugge

Measuring and targeting 
adaptive responses 

provides novel therapeutic 
opportunity

Therapeutic 
challenge increases
stress in tumor cells

Tumor Cells Engage Endogenous Stress Mitigation Programs to Survive 
Therapeutic Stress: Adaptive responses represent therapeutic opportunities

Combination 
Therapy

Approaches

Labrie M., Brugge J., Mills GB., Zervantonakis I 2022 Therapeutic 
opportunities created by adaptive responses to target therapies in 
cancer Nat Rev Cancer. doi: 10.1038/s41568-022-00454-5 

Tumor cells have 
high endogenous 

stress

Adaptive responses are mediated by state and state change: not genetics



Capitalization on DNA damaging activity of PARP 
inhibitors outside of HRD

PARP inhibitors

Fork protection
Replication Fork Collapse

Fork reversal
Double strand breaks

Replication stress
STING response

PARP BRCA2

Base excision repair

3

Base excision repair     Single strand breaks
Replication fork protection   Replication stress
Trapping PARP on DNA     Difficult to repair  
             double strand breaks



Prerequisites for targeting adaptive responses
• Adaptive responses are conserved across different lesions in an individual 

patient: Limited intrapatient heterogeneity of change in signal
• Adaptive responses are different across individuals: Interpatient 

heterogeneity require personalized therapy
• There are a limited number of adaptive responses
• Adaptive responses predict rational combinations Must measure response
• Do adaptive response predict response to subsequent therapy better than 

a pre-therapy biopsy 
Drug of 
interest

PARPi
WEE1i
MEKi
PLKi

Window of opportunity 
trial in ovarian and 
metastatic pancreatic 
cancer



Adaptive Responses to PARP inhibitor 
Converge on a limited number of targetable 

pathways
Ongoing and completed biopsy driven trials

PARP and PDL1 inhibitors (AMTEC)
PARP and PI3K/AKT/mTOR inhibitors (Octopus)

PARP and MEK inhibitors (Solar)
PARP and WEE1 inhibitors: Combined and sequential 

(Effort/STAR)
PARP and ATR inhibitors (AMTEC)

PARP and CDK4/6 inhibitors (PANNTHR)
Reversing PARP resistance WEE1 combination and monotherapy 

(Effort/STAR)



CD4

CD8

Chaoyang Sun

dsDNA Fragments

IFN

PARPi induced dsDNA STING and dsRNA RIG1/MAVS induced 
interferon production in tumor cells and the microenvironment:PDL1? 

ERV reactivation and dsRNA fragments 



Adaptation to 
Therapeutic 

stress

Resting
Tumor 

Ecosystem

Perturbed
Tumor 

Ecosystem

Olaparib
28 Days

Assess 
Adaptation 

to PARPi 

Olaparib
PDL1 Durvalumab

Combination
Limited 
systems

information

AMTEC: Adaptive Multi-Drug Treatment of Evolving Cancers
BRCA1/2 wild type

Real-Time Deep 
Spatially Resolved 
Characterization of
DNA, RNA, Protein

from Tumor and 
ctDNA

Alexandra Zimmer, Evie Hobbs, Zahi Mitri

Real-Time Deep 
Spatially Resolved 
Characterization of
DNA, RNA, Protein

from Tumor and 
ctDNA

Bayesian analysis:
Phase 1: 15 patients: 
Phase 2: 13 patients 

Phase 1 patients used to 
develop or refine markers 
to be evaluated in phase 2



Median OS 14.1 months 
(95% CI 9.3-18.9 months)

Olaparib and Durvalumab
Ascent TROP2 12.1 months

Keynote 119 Pembrolizumab vs 
physicians choice chemo 10.7 months

Zahi Mitri 
Evie Hobbs

Shannon McWeeney

Median PFS 7.9 months 
(95% CI: 4-9 – 10.9 months)

Olaparib and Durvalumab
Ascent TROP2 5.6 months

Keynote 119 Pembrolizumab 3.3 
months vs physicians choice chemo 1.7 

months

PFS OS

AMTEC and Pilot 
Olaparib 28 days then olaparib and durvalumab 18 patients

Trop2Pembro Trop2Pembro



SMMART Analytics Linked to a Strong Comp Bio Program
RUO with transition to CLIA  First multiplex protein assay in CLIA

• Linked to a strong computational biology platform
• *Joanna Pucilowska, PhD/IMCO
• Chris Corless Knight Diagnostic Laboratory Pathology
• All assays are available (**denotes special request)

CLIA 
(in close collaboration with Dr. Chris Corless and the Knight Diagnostic Laboratory)

IHC Proliferation (Ki67), cell lineage (ER, PR, HER2), PDL1, CD4/8 lymphocytes

GeneTrails Deep analysis of 256 candidates for mutation, copy number and TMB

RNASeq Analysis of RNA levels, fusion genes, pathway analysis, GSVA (requires high tumor content)

Digital Spatial Profiling (DSP)* IMCO Proteins in tumor and stroma; 100+ proteins (signaling pathways, lineage, rep stress, DNA damage, immune)

Research Use Only
(in close collaboration with OHSU/Knight Cancer Institute research laboratories)

cycIF  IMCO Single-cell, spatially-resolved analysis of tumor and immune contexture Tumor and immune: 2 slides 60 
markers

mIHC  IMCO Single-cell, spatially-resolved analysis of immune contexture (Discovery panel = 23 antibodies). 
Deep analysis of specific immune compartments available

scRNAseq Single-cell analysis of disaggregated tumor cells for tumor, stroma and immune component

RPPA Analysis of 486 proteins in tissue lysates

Spatial Molecular Imaging (CosMx) Single-cell, subcellular resolution with RNA (2000) and Protein (200)

Liquid Biopsy** Circulating cytokines: Proteins miRNA, and mRNA in exosomes

Electron Microscopy** Large field EM for architecture (2D/3D)

Liquid Biopsies** 
ctDNA Response to therapy (Natera)

O-link  IMCO >100 cytokines

CyTOF* Peripheral immune content36



Tumor microenvironment predictors 

Allison Creason
Jayne Stommel

Bx2:
Overall Survival Probability P = 0.003
Best Response t-test P = 0.016

Bx1:
Overall Survival Probability P = 0.6
Best Response t-test P = 0.22

Angiogenesis RNA Signature: May explain activity of 
PARPi and anti VEGFR



Tumor microenvironment predictors: RNA
Extended sample set Pilot: phase 1 and phase 2 

Interferon gamma 
response

OS Bx2: P=0.003 
Best Response P=0.00016

Interferon Gamma Response
OS Bx1: P=0.007

Best Response P=.0017

Allison Creason
Jayne Stommel



Tumor microenvironment predictors: RNA Hallmarks
Extended sample set Pilot: phase 1 and phase 2 

JAK Stat3 signaling
OS Bx2: P=0.0005 

Best Response P=0.0026

JAK Stat3 Signaling
OS Bx1: P=0.13

Best Response P=11

Allison Creason
Jayne Stommel



Tumor microenvironment predictors: 
PFS Consensus Immune RNA/DSP/mIHC Phase 1 only

BX1 p=.66 BX2 p=.005

Allison Creason
Jayne Stommel



AMTEC OS: Extended set Basal-Like Immune Activated (BLIA), Basal-Like Immune 
Suppressed (BLIS), Luminal Androgen Receptor (LAR), Mesenchymal (Mes)

Burstein et al Clin Cancer Res 
2015 21:1688

Zahi Mitri, Evie Hobbs, Alexandra Zimmer
Allison Creason, Aurora Blucher
Alfonso Poire, Marilyne Labrie
Jeremy Goecks, Shannon McWeeney

P=0
2 patients move

P=0.009

AMTEC 17.5 months
Ascent Trop 2 12.1 months
Keynote 119 Pembro  10.7



Test set patients ** 

*
**
**
*

*
*

*
*

*
*

*
*





PI3K and MAPK activity predicts outcomes in AMTEC
Pilot, phase 1 and phase 2 

Allison Creason  Jayne Stommel

AKT or MAPK Pathway Activation DSP
OS Bx2: P=0.14



Adaptation 
to 

Therapeutic 
stress

Resting
Tumor 

Ecosystem

Perturbed
Tumor 

Ecosystem

Olaparib

Assess 
Adaptation 

to PARPi 

TARGET THE 
ADAPTIVE RESPONSE

PDL1 Durvalumab
Combination

AKT/Capivasertib
Combination

MEK/Selumetinib
Combination

ATR/Ceralasertib
Monotherapy

Limited 
Systems

Information

Real-Time Deep 
Spatially Resolved 
Characterization of
DNA, RNA, Protein

from Tumor and 
ctDNA

28 days: Combination 
selected based on 

adaptive response to 
Olaparib

Biggest challenge: Measuring adaptive responses in real time

14 days
Real-Time Deep 

Spatially Resolved 
Characterization of
DNA, RNA, Protein

from Tumor and 
ctDNA

Zahi Mitri
Evie Hobbs
Alexandra Zimmer
Chris Corless
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Immune activation 

RAS-MAPK 
activation 

PI3K activation 

Replication stress

AMTEC: Adaptive Multi-Drug Treatment of Evolving Cancers
First trial that treats patients based on how tumors adapt to therapy



Adaptation 
to 

Therapeutic 
stress

Resting
Tumor 

Ecosystem

Perturbed
Tumor 

Ecosystem

Olaparib

Assess 
Adaptation 

to PARPi 

TARGET THE 
ADAPTIVE RESPONSE

PDL1 Durvalumab
Combination

AKT/Capivasertib
Combination

MEK/Selumetinib
Combination

ATR/Ceralasertib
Monotherapy

Limited 
Systems

Information

Real-Time Deep 
Spatially Resolved 
Characterization of
DNA, RNA, Protein

from Tumor and 
ctDNA

28 days: Combination 
selected based on adaptive 

response to Olaparib

Biggest challenge: Measuring adaptive responses in real time

14 days
Real-Time Deep 

Spatially Resolved 
Characterization of
DNA, RNA, Protein

from Tumor and 
ctDNA

Zahi Mitri
Evie Hobbs
Alexandra Zimmer
Chris Corless

46

Pr
ec

isi
on

 b
io

m
ar

ke
r-

dr
iv

en
 p

at
ie

nt
 

se
le

ct
io

n

Immune activation 

RAS-MAPK 
activation 

PI3K activation 

Replication stress

AMTEC: Adaptive Multi-Drug Treatment of Evolving Cancers
First trial that treats patients based on how tumors adapt to therapy

Retained 
Angiogenesis

VEGFR/Cediranib
Combination



Chris Corless  Joanna Pucilowska
<pucilows@ohsu.edu>

CLIA Nanostring DSP:90 antibodies on one FFPE slide.
Tumor intrinsic
Immune and tumor microenvironment
ADCs  

Digital Spatial Profiling
Spatially oriented ROI

March 2023



• ALL OF OUR PATIENTS
• Knight Leadership: Brian Druker
• SMMART Leadership: Gordon Mills, Chris Corless, Shannon McWeeney, Jeff Tyner
• SMMART Operations: Christina Zheng, Kiara Siex, Jayne Stommel, Allison Solanki 
• Clinicians & Clinical Teams: Lara Davis, Alexandra Zimmer, Charles Lopez, Adel Kardosh, 

Tanja Pejovic, Ronan Swords, Shivaani Kummar, Brian Druker, Alexandra Sokolova, 
Elizabeth Munro, Christopher Ryan, Ted Braun, Curtis Lachowiez and more 

• Biology/Pathology/Radiology/Surgery: Laura Heiser, Lisa Coussens, Chris Corless, Chris 
Suciu, George Thomas, Alex Guimaraes, Brett Sheppard, Monika Davare, and many 
more

• SMMART Clinical Team: Kiara Siex, Nat Tilden, Jules Amaya
• SMMART Translational Operations: Jayne Stommel, Ben Kong, Jamie Keck, Brett 

Johnson, Heidi Feiler 
• SMMART Data Team: Lauren Murray, Ana Olson, Dayana Rojas-Rodriguez, Jordan 

Teicher
• Knight Data Team: Christina Zheng, Matt Viehdorfer, Andrew Silvernail
• Knight Computational Biology Team: Allison Creason, Emek Demir and team
• Research Lab Staff: Allison Creason, Koei Chin, Jessica Riesterer, Boyoung Jeong, Tugba 

Ozmen, Furkan Ozmen, Alfonso Poire, David Kilburn, Sam Sivagnanam, many more
• Knight Diagnostics Lab/BioLibrary/Histopathology Core Teams
• Immune Monitoring & Cancer Omics (IMCO): Joanna Pucilowska and team
• Brendon Colson Center for Pancreatic Health: Rosie Sears, Jonathan Brody and teams
• CEDAR: Sadik Esener and team
• Biostatistics Shared Resource
• Knight Finance and Knight CRM Finance
• Knight Disease Teams and Knight CRM Group
• Knight Clinical Research and Quality Teams
• OHSU Tech Transfer, CTO, OPAM and CRSO
• Patient Advocates
• Prior Leads: Joe Gray, Ray Bergan, Tom Beer, Annette Kolodzie, Marlana Klinger, 

Rochelle Williams-Belizaire, Souraya Mitri, Marilyne Labrie, Nathan McMahon, Patrick 
Leyshock, Chaoyang Sun, and many more

• AND MANY MORE!!

TEAM THAT MAKES 
IT HAPPEN

Others not pictured:
Allison Creason, Shannon McWeeney, 
Clayton Kills First, Nat Tilden, Dayana 
Rojas-Rodriguez, Jordan Teicher, Andrew 
Silvernail








ALL THE PATIENTS 
Patient Advocates 
Dottie Wadell 
Marilyn McWilliams  
OHSU/Knight Leadership 
Danny Jacobs 
Brian Druker 
Mary Stenzel-Poore 
Tom Beer 
Sadik Esener
Mayumi Fukui
Shannon McWeeney
Irene Barhyte
Eneida Nemecek 
SMMART Leadership 
Gordon Mills 
Joe Gray 
Ray Bergan
Chris Corless
Jeremy Goecks
Annette Kolodzie
Rochelle Williams-Belizaire
Marlana Klinger 
SMMART Operations

Swapnil Parmar 
Brett Johnson 
Jamie Keck
Ben Kong
Souraya Mitri 
Jennifer Laverdure
Christina Zheng
Tara Macey
Kiara Siex
Ana Olson
Leanna Williams
Taylor Kelley
Nick van Marten
Becky Goodford
Patrick Leyshock
Georgia Mayfield
Matt Viehdorfer
Andrew Silvernail
Anne Marshall
Katie Crossen
Kate Deppen
Clinicians
Zahi Mitri
Charley Lopez

Uma Borate
Jacqueline Vuky
Koenraad DeGeest
SuEllen Pommier
Sancy Leachman
Pathology/Radiology/Surgery
Alex Guimaraes
George Thomas
Brett Shepard
Skye Mayo
Bryan Foster
Alice Fung
Valerie Hunter
Karen Oh
IRB
Kathryn Schuff
IRB members and staff
Knight Diagnostics Lab/
BioLibrary
Jen Robbins
Danielle Galipeau
Carol Beadling
Amy Fricke
Christian Denagnon

Milly Seeley
Tanaya Neff
Amy Schilling
Todd Camp
Gail Harper
Pharmacy
Erin Corella
Susie Jiing
Computational Biology
Allie Creason
Janice Patterson
Emek Demir
Hannah Manning
Ozgun Babur
Abhi Nellore
Kyle Ellrott
Sam Sivagnanam
John Letaw
Julia Somers
Michal Grzadkowski
Jonah Hocum
Daniel Persson
Knight Biostatistics
Byung Park 

Catherine Degnin
Knight Clinical Research Management/
Clinical Research Quality & Administration
Eliana Turk
Mindy Roberts
Shaun Goodyear
Christina Burgin
Tamara Olenyik
Jocelyn Adamo
Ayesha Batra
Bethany Wollam
Nan Subbiah
Laura Fornier
Wendy Stitzel
Sarah Ward
Mihir Wanchoo
PIs/Researchers/Technical
Rosie Sears
Koei Chin
Summer Gibbs
Laura Heiser
Lisa Coussens
Jessica Reisterer
Paul Spellman

Courtney Betts
Chris Boniface
Young Hwan Chang
Guillaume Thibault
Carol Halsey
Mehmet Gonen
Zhi Hu
Marilyne Labrie
Hisham Mohammed
Jenny Eng
Brenden-Colson Center
Dove Keith
Alison Grossblat-Wait
Jason Link
Sydney Owen
Furaha Rwatambuga
Trent Waugh
Vince Palladino
Breast team
Matt Crocker
Jeannette Phillips
Karleigh Taylor
Tabatha Diaz
Ashton Meyer

Carrie Symmes
Nick Coddington
Enrica DiMicco
AML team
Cristina Tognon
Kara Johnson
Brian Junio
Mark Loriaux
Jeff Tyner
Madison Hayes
Shikha Misra
GI team
Anne Fahlman 
Lei-ann Greeneltch 
Erin Taber
Other teams
Belinda McCully
Anna Ratzlaff
ITG/OCTRI
Wade Anderson
Rob Schuff
David McCoy
Ocean Murff
Justin Ramsdill

Matt Denny
Key Support
Terry Lo
Allen Tomlinson
Julia Ronlov
Amanda Gibbs
Darsen Campbell-Prissel
Joseph Rojas
Anne Carlson
Ruth Epling
Joseph Hill
Leann Linson
Lauren Kronebusch
Emily Bamford
Heidi Feiler
John Muschler
Chris Peters
Rosalie Blauer
Tabatha Milican
Rebecca DeBo
All the Financial Analysts
Others Unnamed but Appreciated

Prospect Creek Foundation

SMMART®

Foundational Partners

NCI Center for Cancer 
Systems Biology

NIH Microenvironmental 
Perturbagen LINCS

OCSSB
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