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Challenges of genetic driver

Driver of clonal expansions

Target 1 specific gene in cancer cells;
pos. examples: Herceptin, Glivec

But:
Genetic therapy matching

Matched therapies 4-25% (most <10%)
Responses/ benefit about 5% of ITT population

many cancer driver mutations in healthies
inter-& intra-tumor heterogeneity
dynamic

EXALT1 and 2 trials

$3eha SF(PM)



Functional assays

Malignant cell Non malignant

Ex vivo drug
cytotoxicity
(ATP levels,
MTT,
proliferation)

Read-out

3 EXALT1 and 2 trials

Tea Pemovska

-~

[Drug response score %

Healthy cell

Ex vivo measure of differential killing potential of
anticancer drugs that correlates to clinical response

Drug response score

»

v

Likelihood of
clinical response

DBP Automated flow Automated
(apoptotic profiling microscopy
priming) ((phosphor)- profiling
&ntibody FACS) (image analysis)

Tea Pemovska et al. Curr Opin. Pharm. 2018
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Functional Precision

15t meeting March 12-13 2019

meeting: March 25-26 2021

meeting: Sept. 5-7 2022

meeting: Sept. 24-26 2024

meeting: March 2025

4

EXALT1 and 2 trials

Superti-Furga Vladimer
Staber

* * %

L JEHA|SWG

B SPECIALIZED WORKING GROUPS
Precision Hematology

Vienna
Zurich
Helsinki
Copenhagen
Boston

Medicine (FPM

5
Topics-in-Focus * EUROPEAN
Precision Hematology * HEMATOLOGY
ASSOCIATION

Topic-in-Focus

P
r

= &

|
|
J s . .

EHA president: Elizabeth°Macintyre, 6/2023

1. Foster research in precision hematology

2. Foster the development of diagnostic tests
3. Foster clinical PM trials

4. Foster access to drugs

Current action task:
MI-FPM criteria
... minimal information on reporting of FPM results

$3eha SF(PM)



How to apply FPM to patients?

» Classic: drug discovery as rationale for a clinical trial

» Personalization of treatment (,, n-of-one therapy®)

5  EXALT1 and 2 trials % eha Sf(PM)



How to apply FPM to patients?

» Personalization of treatment (,, n-of-one therapy®)

and 2 trials % eha Sf(PM)



scFPM trial: EXALT

(EXtended Analysis for Lgukem'a Treatment)

mphoma

PB

Malignant cell Non malignant

= Qo/i
% 9,

Y £ B cl’ g
Christoph Tea Gregory
Kornauth Pemovska Vladimer

fe

scFPM treatment

Tumor (EXALT) board
high content

Treatment _ ntent
Recommendation single cell imaging

{ Differential Cytotoxicity |

! Clinicaltrials.gov: NCT03096821

Positive
Clinical Effect
L]

Negative/No
Clinical Effect

7 EXALT1 and 2 trials

PFS(SCFPM treatment)

PFS

(Previous treatment)

> |

i Marker

% specific scFPM treatment
] fluorescent Previous treatment Previous treatment do
Slngle cell o~ antibodies DAPI do progression progression

functional precision medicine
(scFPM) @
} Fe
(o]
o ; ell . EXALT
ol A~ © Previous treatment procedure scFPM treatment
Q Q

>1.3

$3eha SF(PM)



EXALT Tumor Board

pr: ! 7l ,. $
Christoph Tea Gregory
Kornauth Pemovska Vladimer

r
J 4 y 1 52
- scFPM treatment
1 Previous treatment Previous treatment do scFPM treatment
‘ l do progression progression

EXALT
Zlelgenc%tete"[ heraple et Z )
“hamatologischen Neoplaixet‘\»

d N Ty e /ler aple

?mhuu Staber g J : e
ﬁ ﬁ ﬁ % - % Gera/d Prage
\ : .
/ o
(f ' -— i
y = .

Previous treatment Lpr%?:(éclj-l]-re J scFPM treatment

PFS
? (scFPM treatment) ~13
PFS(Previous treatment)

> 2 Hematologists

Molecular Biologist
Pathologist
Pharmacist

www.mol-onko.at

Pocket-Guide Molekulare Hamatologie
Staber P., Prager G. Spectrum 2024
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EXALT1 consort diagram

193 screened patients

50 non-eligible patients

24 patients with primary endpoint post censoring date
11 patients with secondary malignancy

A4

143 tested patients

7 patients with other treatment available
5 patients with PFS last treatment missing
3 patients with chronic viral infection

67 non-evaluable patients

21 patients received limited or no treatment
20 patients with insufficient material

76 evaluated patients

9 patients died early
9 patients lost to follow up
8 patients without therapy response evaluation

20 physicians choice patients

A

(observational)

A 4

> post hoc analysis

56 scFPM guided patients

9 EXALT1 and 2 trials

Chfstoph  Tea
Kornauth Pemovska

Vladimer

fe

scFPM treatment

Previous treatment Previous treatment
do progression

scFPM treatment
progression

Previous treatment I prlczééclﬁl-re

J scFPM treatment

PFS

(scFPM treatment)

PFS

Clinicaltrials.gov: NCT03096821

(Previous treatment)

>1.3

$3eha SF(PM)



EXALT1: 54% improved their = M &
PFS ratio > 1.3 e

Kornauth Pemovska Vladimer

PFS ratio
0213 |Ho<15% ] |

O <13 [PFS ratio 21.3: 54%, 30/56 |
1250 -

Upco.oom

*

1000 - )
B previous treatment [l scFPM treatment

% *

PFS (Days)

500 -

750 - * E

252:..JhuIIIJuLJILJl J‘ " [T dailly

L e P e T L E P T e [ Exceptional
response

IIIII- Il EE N -:I:-IIIIIIIIII:- -:-:E.:EE_:E-.ECOG>1

C)l.nNcoDmmvmh—mmﬂ'movmmwrwhcm-m l.rJ:\Immmmmmmhmmmmw-mwrmw-co(\lhmomhmw-m

Kornauth, Pemovska, Vladimer et al. Cancer Discovery 2022 % e h a Sf(PM)
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EXALT1: 40% of responders
‘exceptional responses”

== rest

== exceptional scFPM

Crstoph Tea
Kornauth

§_9, Log-rank p < 0.0001
4“‘_:? 100% 1 l 1 11 I Ll ]
o I 1l I I
S 75%H
()
p
"E 50%1 =
]
2 I
g 25% 1 I
(@) 1 ]
E I I |
o 0%7 1
rest1 64 5 2 1 0
excepi 12 12 10 3 0
0 300 600 900 1200
Time (Days)

" EXALT1 and 2 trials

Count %
Exceptional Responders 12 21
Sex
Male 6 50
Female 6 50
Median Age (range) 60 (29-86)
Disease Group
Lymphoma 9 75
Leukemia 3 25
B-NHL 2 17
AML 3 25
T-NHL 7 58
ALL/LBL 0 0
Median number of previous treatments 2(2-9)
Response - Last Treatment
CR 7 58
PR 3 25
SD 1 8
PD 1 8
Sampling - Treatment in days 28 (4-56)
ECOG at treatment start
ECOG o 8 67
ECOG 1 4 33
ECOG 2 0 0
ECOG 3 0 0

Kornauth, Pemovska, Vladimer et al. Cancer Discovery 2022

i - A7
Gregory

Pemovska Vladimer

$3eha SF(PM)



Drug score integration

Data integration: matching score  e-Xe-3 s

DMSO | Drug X

© I
... ( a posthoc analysis) @ Dbgh £ ,
. L. .~~~ a= Drug B 3 = ,AUC
Therapy matching score relates to clinical outcome G o®bugC =8 | =
i@ Drug X o £ * P
76 evaluated patients . 1”M 1O“M .
Received treatments  Drug concentration
non-matched scFPM-matched 20 physicians choice patients
¥ (observational)
p =0.51 p = 0.0039
1250 =
1000 = 56 scFPM guided patients > post hoc analysis
s DrEVIOUS treatment s non-matched treatment == previous treatment == scFPM-matched treatment
2 750 = = HR non matched treatment: 2 100 p<0.001
S < 100 1.4 (0.64 - 3), p = 0.41 by
a £ —
E 500 = g 7 5 7
@ o]
£ 50 £ 501
250 - S s
@ 251 3 2519
= )
O - i 0' DE. O-
1 1 1 1 previous treatq 14 8 4 0 prev. treat. { s2 [ [1] 0 0
last current last current non matched treat-| 14 5 2 0 scFPM matched treat. { 52 16 11 3 0
Treatment 0 O D 300 0 300 600 900 1200
ime (Days) Time (Days)
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PFS (Days)

Drug score integration

Data integration: matching score wwe-} auc-3; erem
i \ s
. / :'_,3 w 3
... ( a posthoc analysis) = DugA £ | :
. .. .~ am™ Drug B 3 Pt .AUC o
Therapy matching score relates to clinical outcome . ®bugC 28 | = O (2
i@ Drug X o 2 ) o
6 evaluated patients . * 1IJM 1O“M .
7 P Received treatments  Drug concentration
non-matched scFPM-matched ,| 20 phy?icii)ans c}tlpicelp))atients
1050 - p=0.51 p = 0.0039 —|— scFPM —|— physician's choice
1000 - 56 scFPM guided patients > post hoc analysis 1001 scFPM: HR: 053, (03 - 096), p=0035
£ 75
750 = 0
@ ' =
PFS ratio < 1.3 3 50
500 = © PFSratio =1.3 s
® 25
o
250 =
01
physician's choice{ 20 5 3 3 1 0
0- . ; . scFPM{ s6 24 15 4 u !
last current last current (l) 260 560 750 1 0'00 1 2150
Treatment Time (Days)
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Kornauth, Pemovska, Vladimer et al. Cancer Discovery 2022

$3eha SF(PM)



scFPM response prediction
relies on tumor cell content

Chrtoph Tea
Kornauth Pemovska

Tumor cell content

Leukemia Lymphoma .

9 =+ =+ ~ == high == medium =}= low

- P

o X Lymphoma: HR 0.52 (0.27 - 0.98), p=0.042 by . .

g 100 ymp ( . P £ 100{ ¢ HR medium to high: 0.35 (0.15-0.83), p=0.016

= o

[ =

g i< S 751

3 50+ g H

s g 50 S .

2 251 2 i |

05)3 O 257 I

S 5 —

| o | I 1

a 0 o 0 I
Leukemiaq 23 4 3 0 0 high - 2 1 0
Lymphoma 29 12 8 3 0 medium A 7 1 0

T T T T T IOW' 1 1 0
0 300 600 900 1200 600 900 1200
Time (Days) Time (Days)
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scFPM response prediction
relies on tumor type and fithess

== Leukemia == Lymphoma

)

£ 1001 Lymphoma: HR 0.52 (0.27 - 0.98), p=0.042

5

S 75

()]

o

= 507

e}

(2}

8 251

>

O

a O
Leukemiaq 23 4 3 0 0
Lymphomaq 29 12 8 3 0

0 300 600 900 1200
Time (Days)

15 EXALT1 and 2 trials

Chrtoph Tea
Kornauth Pemovska

Patients with == ECOG<1 == ECOG>1

Progression-free patients (%)

ECOG>11
ECOG=1+

—_
o
2

\I
g

o
2

N
g

0-

ECOG=1: HR 0.18 (0.083 - 0.37), p<0.0001
15 0 0 0 0
37 16 11 3 0
0 300 600 900 1200
Time (Days)

Kornauth, Pemovska, Vladimer et al. Cancer Discovery 2022 % e h a Sf(PM)



How to apply FPM to patients?

» Personalization of treatment (,, n-of-one therapy®)

and 2 trials % eha Sf(PM)



EXALTZ2: scFPM vs CGP vs physicians’choice

EXALT-2 Lukas Kazianka Tea Pemovska
Board

Randomization

single-cell fPM

functional precision medicine fPM

M| high-throughput treatment

* Innsbruck University Hospital
*  Medical University Graz

* Keppler University Linz

*  Medical University Salzburg

1l

genomic-based
precision medicine (gPM)

AT

PC

physicians' choice

AT

. =2

PC Start Q2 2020

treatment
(no PM support) Sponsor MUW, Roche

(fPM) 2 :
sessssewesas E drug screening
= _-
| = L
W/ =
=2) 5 gPM -
Real-time E m DNA and RNA treatment Centers. . . .
Biopsy = targeted sequencing *  Medical University Vienna
v

17 EXALT1 and 2 trials % eha Sf(PM)

Clinicaltrials.gov: NCT04470947 Kazianka, Pemovska, et al. in rev
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EXALTZ2: consort diagram

patients screened
n=56

EXALT1 and 2 trials

E no ICF given (1) j

patients included
(55)

(.
|

Ccreening failure (19
real time biopsy
(54) /death/progression 3)
inconclusive histology (5)

non-native material (1)
other malignancy detected (1)
cher anti-tumor therapy (1)

EDED

/\ ‘( death/progression (1) J
change to PC (2)
- change to fPM (4)
change to PC (6) N\
change to gPM (2) _
\
J
4 early drop-out (13)
-fPM (7)
- gPM (2)
\_ -PC4)

Y @9 &I

Clinicaltrials.gov: NCT04470947 Kazianka, Pemovska, et al. in rev

Lukas Kazianka Tea Pemovska
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EXALTZ2: scFPM vs CGP vs physicians’choice

Patlent Jou rney 2 Cycles Lukas Kazianka Tea Pemovska
Patient 37a, male, ECOG 0 R-Mini-BEAM
w stem cell harvest

2 Cycles 11/2021

Pembrolizumab Progression 01/2022

04/2021

Progression

06/2021

= ¢

10/2015 Q
| |
| g 8 cycles

R-CHOP l
TCRBCL / Recurrence Q
|
[+)
7 Cycles
Rituximab /
| Polatuzumab +
Bendamustine
06/2021
Progression 10/2021
1919  EXALT1 and 2 trials % eha Sf(PM)

Clinicaltrials.gov: NCT04470947 Kazianka, Pemovska, et al. in rev



EXALTZ2: scFPM vs CGP vs physicians’choice

lq FOUNDATIONONE"HEME

rduclit 57d, I11idie, eu

10/2015
I

A

TCRBCL /
NLPHL

EXALT1 and 2 trials

2020

PATIENT

01-033, 01-033

TUMOR TYPE

disease
Report Highlights

® There are no highlights associated with this patient’s genomic
findings.

2C
Per
04/
Pro
06/

For more information on potential biological and clinical
significance, see the Biomarker and Genomic Findings sections.

8 Cycle m A

R-CHOF

01/2021

No therapies or clinical trials. see Biomarker Findings section

No therapies or clinical trials. see Biomarker Findings section

|
[+)
Q Rituximab /
| Polatuzumab +
Bendamustine
06/2021

Progression 10/2021

inhibitors:

Vandetanib,
Larotrectinib,
Rociletinib and Gefitinib

Clinicaltrials.gov: NCT04470947

Lymph node lymphoma Hodgkins

AUC

REPORT DATE

07 Feb 2022

Lukas Kazianka Tea Pemovska

DAPI-CD22+CD79a+
overall hits (W EYLY
O
0.6 [ immunomodulators
Il Epigenetic modulators
_ [l Chemotherapeutics
0.4+ . PLK/CDK inhibitors
[l Famesyitransferase inhibitors
DPARP inhibitors
0.2 -
o.o-lbLL
SO0 00ZOFOCO0S000NOaEoSh a8 e 000000
S R 2 S B EEEE LS EnhEREREE 28 ESS 255
ceNOoD 2% 5 _ogcun.t"‘"‘ﬂﬂmﬂ'ngE 5825 @0
R%tgg%§%§§35§§32§357233% S8E852
= = = =1 = =
3850328EEes <a® g ¢d5E "whagg
®» ag®g4 2 a @ s a
>
=
(]
=
Copanlisib Vandetanib
PI3K inhibitor VEGFR inhibitor
100+ 1004 & - DAPL
CD3+
T %07 s ¥
2 o 3 2 gl ps ~+ CD1s+
£ = : N o
0 40 & 0 404 - CD79%a+
BQ 20 - BQ 20 - - CD22+CDT9a+
0 0
T T T T T T T T T T
0.1 1 10 100 1000 01 1 10 100 1000
Conc (nM) Conc (nM)

Kazianka, Pemovska, et al. in rev
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EXALTZ2: scFPM vs CGP vs physicians’choice

Patient Journey
Patient 37a, male, ECOG 0

10/2015
I

A

TCRBCL /
NLPHL

21 21 EXALT1 and 2 trials

8 Cycles

2 Cycles

R-Mini-BEAM

w stem cell harvest Molecular
2 cycles 11/2021 Tumorboard
Pembrolizumab Progression 01/2022 02/2022
04/2021 EXALT-2 |
Progression .
e 01/2022

| T
K |
| Q\ —A [
5 | |
°
Q + Copanlisib
I

Real-time biopsy or Vandetanib
Randomization to Arm A

Tafasitamab

R-CHOP cl, (SCFPM) |
Recurrence Q fCFTVIZ D?tentt_lal
01/2021 reatment options
| ¢ PI3K inhibitors:
Copanlisib and
l Dactolisib
7 Cycles * VEGFR/EGFR/Trk
Rituximab / inhibitors:
| Polatuzumab + Vandetanib,

Larotrectinib,
Rociletinib and Gefitinib

Bendamustine
06/2021
Progression 10/2021

Clinicaltrials.gov: NCT04470947

1D
1D

Tafasitamab +
Vandetanib
02/2022

Partial response
(PET-CT 04/2022),
Evaluation for
autologous HSCT

o
I

Kazianka, Pemovska, et al. in rev

Lukas Ka

zianka Tea Pemovska

$3eha SF(PM)



EXALTZ2: scFPM vs CGP vs physicians’choice

Patient Journey
Patient 37a, male, ECOG 0

PET-CT 2012022

allo-HSCT

29.07 2022
after 4 months
(06/2021)
after 2 months
(04/2022)
“partial response” complete response
2922 EXALT1 and 2 trials % eha Sf(PM)

Clinicaltrials.gov: NCT04470947 Kazianka, Pemovska, et al. in rev



Functional Precision Medicine in the news
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heblood cancer had returned, and haematologist at the Dana-Farber Cancer
Institute in Boston, Massachusetts, and
president of the Society for Functional Pre-
cision Medicine, a professional organization
founded in 2017 to advance the field. And, if
anecdotal reports serve as any indication, the

Kevin Sander was running out of
treatment options. Astem-cell trans-
plantwould offer the best chance for
long-termsurvival, but to qualify for
the procedure he would first need
to reduce the extent of his tumour  try-everything tactic see

convince their surgical colleagues to change
their ways, keeping the tissue alive and sending
it quickly for processing and storage. “Fresh
tissue is the most important thing,” Simo-
nitsch-Klupp says.

Some of that tissue arrives in Staber’s lab,
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outside the body.

my life”

Many cancer researchers feel the same

. because successive treatmen
Sign up for alerts L1 RSS feed keep the disease in check.
As alast throw of the dice, he joined aland-
mark clinical trial. Led by haematologist
Philipp Staber at the Medical University of
Vienna, the study is exploring aninnovative
treatment strategy in which drugs are tested
on the patient’s own cancer cells, cultured

goal, p
tshadallfailedto  genetic sequence of a tu
actionable information, as was the case for

Companies around the world are already
offering these kinds of personalized drug
testing service. But proponents of the strategy
still have much to prove. Althoughthe concept

s, even when the  knife, forceps and a nylonstrainer, creating a
mour provides no  slurry to distribute across a 386-well plate. In
eachwell, they test adifferent drug compound
— chemotherapy agents, enzyme-targeted
drugs, immune-modulating therapies and
more. After a night of incubation, lab testing
reveals which drugsare active against the can-
cerand which ones are not.

InFebruary 2022, researchers tried 130 com-
pounds on cells grown from Sander’s cancer —
essentially trying everything at their disposal
to see what might work.

Oneoptionlooked promising. It was atype
of kinase inhibitor that is approved to treat
thyroid cancer, but it is seldom, if ever, used
for the rare subtype of ymphomathat Sander
had. Physicians prescribed him a treatment
regimen thatincluded the drug, and itworked.
The cancer receded, enabling him toundergo

THIS IS AREVOLUTION.
PATIENTS ARE
DEMANDING THIS
APPROACH;

Ateam of clinicians, known as amolecular
tumour board, then uses this information to
determine the most appropriate course of
treatment for each patient.

Several groups have reported success with
this general approach. Ina trial from the Uni-
versity of Helsinki, for example, researchers
found that individualized drug screening of
leukaemia cells provided informative results
substantially faster than did genomic profil-

ing, yielding impressive clinical responses as
well*. Of 29 people with treatment-resistant

thestem-celltransplant. He has beenin remis-
sion eversince. “I'mabit more free now,” says
Sander, a38-year-old procurement manager
living in Podersdorfam See, Austria.”l do not
fear death any more,” he adds. “I try to enjoy

of screening a bunch of drugs seems simple,
the methods used to culture cancer cells out-
side the body can be technically demanding,
time-consuming and costly.

The challenges are particularly acute for
solid tumours, which live in complex envi-
ronments inside the body; replicating those
onsis no easy feat. Researchersare try-
ing wildly differing methods that range from
growing tumour samples in miceand chicken

Hisstory is atestament to this kind of inten-
sive and highly personalized drug-screening
method, referred to as functional precision
medicine. Like all precision medicine, it aims

ac yeloid ia(AML),17
to drug-screening-informed therapies and
entered remission.

Likewise, Candace Howard, aradiologist at
the University of Mississippi Medical Centerin
Jackson, and her colleagues published astudy
lastyear showing that people with aggressive
brain tumours live longer when their chemo-
therapy regimens are guided by lab testing
thanwhentheir treatment s directed by aphy-
sician’s intuition alone® — with lower annual

tomatch treatments to patients, butitdiffers embryos to cultivating carefully engineered  health-care costs to boot®.
- . from th ics-guid i i
way, and now they just need to prove it to

the wider medical community. All eyes are
therefore on Staber and his randomized trial,
whichresearchers anticipate willgo along way
towards convincing clinicians that genomics
is not the be-all and end-all of personalized
care. “Paradigm shifts can be very threaten-
ing to people,” says Howard, the University of
Mississippi radiologist, “but it shouldn’t be

sticks.

and even the delivering infinitesi-
cometodominate the field. Instead of relying  mal amounts of various medicines to atumour
on genetic data and the best available under-

standing of tumour biology to select a treat-
ment, clinicians throw everything they’ve got
atcancer cells in the laboratory and see what

whileit’s still in a patient.

Figuring out what works and what s practi-
cal, withregard to cost and scale, won’t be easy.
But momentum is growing, says Christopher

Kemp, a cancer biologist at the Fred Hutchin-
But what it sometimes lacks in elegance, it i

could make up for in results: in pilot studies,
Staber and his colleagues found that more
than half of people with blood cancer whose
treatment was guided by functional drug Behind thescreen
testing enjoyed longer periods of remission
compared with their experiences of stand-
ard treatments'?. Large-scale testing of

Down a long corridor, beyond a set of
tangerine-coloured doors, lies the Vivi-Bank  picture. Yet, as with most lab-based testing
atthe Medical University of Vienna. Short for

genome-directed approaches suggests that ~ ‘Viable Biobank’, the room is brimming with  expensive and requires trained personnel to

thetect
threatening. It’s justanother toolin our arsenal
against disease.”

everyeffecti
cancers, yet they benefit, atmost, only around
10% of patients overall®. Staber and his group’s

Elie Dolgin is a science journalist in
Somerville, Massachusetts.

functional assays,” says Anthony Letai, a

Kazianka, Pemovska, et al. in rev

“It’s cheaper and it’s more effective,” says
Jagan Valluri, a cell biologist at Marshall Uni-
versity in Huntington, West Virginia, who
co-founded a company called Cordgenics,
also based in Huntington, to commercialize
theassay used in Howard's trial.

Functional drug testingisnotanewidea. It

son Cancer Center in Seattle, b d by cancer e hersinthelate
“This is arevolution. Patients are demanding  twentieth century, butsoon fell out of favour —
thisapproach.”

largely owing to the limitations of assays at the
time and arestricted repertoire of anti-cancer
drugs. Technological improvements and an
expanded pharmacopoeia have changed the

systems, the necessary equipment can be

liquid-nitrogen dewars, each containing operateit.
frozen lymphoma samples.
When surgeons extract biopsies from can-

latest trial is the first to compare functional-  cerouslymphnodes, theyusuallyimmersethe  celona in Spain, because it hinders the broad
and -guided appr i

That’s a big limitation according to Joan
Montero, abiochemist at the University of Bar-

to

alongside treatments directed by standard  pathology analyses. Th:
pathology and physician intuition.

“That’ll be a very powerful study, and it
will probably vindicate the utility of these

ation of functional preci;

ndrug

prep
at kills the cells, how-  testing, especially in low-resource settings.

ever, rendering them useless for functional ~ Toaddress these challenges, Montero and his
testing. So, to enable drugscreens, Staberand ingil i
hologistIng; i

havebeen

who jointly oversee the Vivi-Bank, had to

-Klupp, and portable microfluidic devices for rapid,
on-site testing of cancer cells’.
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gPM (genomic)

median time to report

assay report available [%] targets identified [%] |PM therapy feasible [%]
fPM (image) 64 100 64 7(5-21)
fPM (flow cytometry) 86 100 86 6.5 (2 - 24)
gPM 86 76 65 19 (10 - 28)
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EXALT2: fPM assay comparison
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EXALTZ2: fPM assay comparison

Efficacy:

to deliver a robust result from patient samples
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EXALT1 and 2: conclusion

« scFPM implementation rates 39% (EXALT1) to 80% (EXALT2)

related to patients’ clinical performance status (ECOG)
« scFPM guided tx demonstrated meaningful clinical responses, 40% exceptional
 Randomized 3-arm PM study, EXALT2, feasible and currently ongoing
 Different single-cell functional platforms deliver comparable results

« EHA-SWG Precision Hematology: Apply today!
28  EXALT1and 2 trials % eha Sf(PM)



Patients and their families
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