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CD19-Directed CAR-T for Relapsed/Refractory Large B-Cell Lymphomas

Axicabtagene ciloleucel* Tisagenlecleucel? Lisocabtagene maraleucel?
as Z 3rd-line therapy ZUMA-1: axi-cel as > 3rd-line therapy for LBCL JULIET?: tisa-cel as > 3rd-line therapy for LBCL TRANSCEND?: liso-cel as > 3rd-line therapy LBCL
N=101 N=115 N =257
Median follow-up: 63.1 months Median follow-up: 40-3 months Median follow-up: 23.9 months
Estimated 5-year EFS: 30.3% (95% Cl, 21.5-39.6) Estimated 40-month PFS: ~30%

Estimated 24-month PFS: 40.6% (95% Cl, 34.0-47.2)

~ 2/3 of patients ultimately fail

*The studies summarized above differ in their designs, patient characteristics and follow-up; therefore, direct comparisons are precluded.
INeelapu SS, etal. Blood 2023; 141(19):2307-2315; 2Schuster SJ, et al. Lancet Oncol 2021;22(10):1403-1415; *Abramson J, et al. Blood 2024;143(5):404-416.

Axicabtagene ciloleucel' Lisocabtagene maraleucel?
as 2nd_line therapy ZUMA-7%: axi-cel as > 2"*-line therapy for r/r LBCL TRANSFORM?: liso-cel as > 2"-line therapy for r/r LBCL
N =180 N=92
Median follow-up: 24.9 months Median follow-up: 17.5 months
Estimated 24-month EFS: 41% (95% Cl, 33-48) Estimated 18-month EFS: 52.6% (95% Cl, 42.3-62.9)
~ 1/2 of patients fail by 2 years - 1
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ILocke FL, et al. N Engl J Med. 2022;386(7):640-654; 2Abramson, et al. Blood. 2023;141(14):1675-1684.
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Opportunities to improve CD19-Directed CAR-T for B-Cell Lymphomas

* a complex, multistep process with many opportunities to improve outcomes

[Patient selection]

Apheresis +/- cryopreservatlon

Manufacture CAR-T cells]

+/ Bridging therapy ]

Release testing ]

Lymphodepletion |

: . Post-infusion Lifelong
[ CAR-T cell infusion ] ’[ management ]‘[SUI"VE“'E”CE]

SJS 2021
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CAR transgene
transduction

apheresis material

Patient Characteristics Apheresis ': CAR-T Manufacturing
. Y D-iig;rgsl_iz):T for r/r LBCL or FL 7 Treeticaunts (€02 f'i " fapid (24-72hours)
. 2" LOT for primary r/early r v T-subsets (CD4; CD8) ¥ v conventional (7-14+ days)
v life expectancy = 8 weeks v B-cell counts Te
v" ECOG PS
v' expected efficacy: Optional Bridging Therapy CAR-T product
* LBCL subtype 1) avoid chemotherapy in chemo-refractory patients w

+ tumor control
- tumor volume (“bulk”)
+ serum LDH

2) immunotherapy: moAbs; consider antigens targeted
3) BsAbs: consider antigens and timing

3) ADC: consider antigens and timing

4) kinase inhibitors: e.g., ibrutinib

CAR-T cels

5) radiotherapy: very useful for bulky disease sites
v Post Infusion Management
Lymphodepletion g CAR-T Infusion v CRS v B-cell aplasia
v’ Cytoxan / fludarabine @ - Y v" ICANS v" prolonged cytopenias
v bendamustine R mors < v infections v SPMs
v other ? v" immune effector cell HLH-like syndrome

$JS2021
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Patient characteristics impact outcome: LBCL Subtype

* Subtype of lymphoma impacts CAR-T response rates and progression-free survival
- Data from the JULIET trial: Phase 2 trial of tisagenlecleucel in r/r LBCL

Overall response rates by lymphoma subtype Progression-free survival by lymphoma subtype
n/N Overall response 24-month PFS
rate (95% Cl) 00 (95% CI)
100
Predominant histology - DLBCL - Al 31-3(20-1-431)
e P . = DLBCL - Flu/Cy 36-4 (23-1-49-9)
Diffuse large B-cell ymphoma 32/92 34-8% (25-1-45-4) 3 — tFL- Al 53-8 (27-8-74-1)
Transformed follicular lymphoma 11/21 52-4% (29-8-74-3) —~ 804 — tFL - Flu/Cy 57-1 (27-5-78-5)
All patients 44/115 * 38:3% (29-4-47-8) g — Other histology orno LD chemo  21-2 (7-7-39-0)
I T T L T 1 a
0 20 40 60 80 100 3 60 - _
— $ S —
Worse response Better response 'E
» 40+ -
8 — b
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a 204 5—a £ = 3|
04

I I I I I I I I I I I I I I I I
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45
Months post-infusion

Schuster SJ, et al. Lancet Oncol. 2021;22(10):1403-14:
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Patient characteristics impact outcome: Tumor Control

Disease status at the time of CAR-T infusion impacts best response and EFS

- Belinda trial: tisagenlecleucel vs SOC as 2" LOT in r/r LBCL

EFS by per BIRC Response Status Pre-infusionl
100 1 a— PD: 1.2 mo {95'}’. Cl. 1014}
":'30 === SD: 16 mo (95% C
t - O~ = PR: 3.5 mo (35% C1. 25
& 804 . . o~ - CR: 92 mo (95% C1 3 0-NE
w I
- =
3 I
) I](]' - ‘. Y -
< 14 -
3 40 Seeeagt .
E ? e,
o | m
o 201 N Saandiniaie h--.
o
0 !
012 3 4 56 7 8 91011 12131415 16 17 18
patients still at risk Time (months)
PO 4125 5 3 2 1 1 1 1 0 0 0 0 0 0 0 0
SO 5037 1% 15 11T 7T 6 & & 5 2 1 0
PR 4239 292313108 7 5 5 3 00000 0
CR 171211 119 7 § & 3 3 2 (

EFS time is relative to date of tisagenlecleucelinfusion
EFS events defined as PD/SD after day 71 from randomization or death at any time
PD = progressive disease; SD =stable disease; PR = partial response; CR =complete response

1Bishop et al. N Engl ] Med. 2021 Dec 14. Epub

- Real-world data from Japan for tisagenlecleucel in r/r LBCL?
EFS after tisa-cel by disease status after bridging therapy and before LD

109 + Censored
—~ 0.81
2
:5 064
5]
P
a 041 iy
w before lymphodepletion
i 021 CR/PR
- SD/PD
0.01 P=0.002
L] Ll L L]
0 200 400 600
Time (days)
Number at risk
CR/PR 38 19 6 3
SD/PD 51 1 6 2

*EFS defined as the period from infusion to either progression or death

21Goto H, et al. IntJ Clin Oncol. 2023;28:816-826.
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* Tumor bulk and its impact on response (“size matters”)* * MTV Data for tisagenlecleucel in r/r LBCL?
- Data from JULIET trial: Phase 2 trial of tisagenlecleucel in r/r LBCL - Real-world evidence from Japan
1.04
+ Censcored
n/N Overall response
rate (95% CI) ~ 0.8
, =
CT tumor volume m Bulky disease (> 10 cm) =
Yes 1/9 I —— 11-1% (0-3-48-2) ﬁ 0.6
No 43/106 = 40-6% (311-505) -8
£o4d 1
w
& 0.2 4
* — MTV < 80ml
« MTV & 80ml P<0.001
0.0 1 -
0 200 400 600
Time (days)
Number al risk
MTV < 80mi 45 21 T 3
MTV 2 80ml 14 3 3 1
* EFS defined as the period from infusion to either progression or death
MTV, metabolic tumor volume, EFS, event-free survival

ISchuster S, et al. Lancet Oncol. 2021;22(10):1403-1415. “Goto H, et al. Int J Clin Oncol. 2023;28:816-826.
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Patient characteristics impact outcome: Serum LDH

* Pre-infusion serum LDH impacts response to CAR-T and survival outcome
- Data from the JULIET trial: Phase 2 trial of tisagenlecleucel in r/r LBCL

Response Survival
Overall best response rates by pre-infusion LDH Progression-free survival by LDH Overall survival by LDH
Overall response 4 Median 100 - Median
n/N rate (95% Cl) 100 Events, nN [95% CI I'. Events, niN 5% Cl)
- Normal 20T (3 O=NE) 26555 92014 3N
Pre-infusion LDH #  80- 1 ] 18 0) 80 - 7-6 (4 8-NE)
<1xULN 29/55 I 52.7% (38-8-66-3) B 0 7 2021 36(18-60
>1to 2xULN 11/39 —- 28:2% (15.0-44-9) % - 3 6
>2xULN 421 — s 19-0% (54-41-9) g g 1
bt
5 . ®
s 404 T 40-
All patients 44/115 38:3% (29-4-47-8) 3 $
© o)
0 20 40 60 80 100 g 204 20
a
Worse response  Better response
o L 0 L
Multivariable analysis * 0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 0 3 6 9 1215 18 21 24 27 30 33 36 39 42 45 48 51
Months post-infusion Months post-infusion
Predictive Factors from
Univariable Analysis Responders/Patients Odds Ratio (95%Cl)
LDH
<xULN 29/55
2.74(0.71-10.56)
>2 x ULN 4/21
>1-2xULN 11/39
0.97(0.23-4.06)
>2 x ULN 4/21
. . P
LabanaMesavedeﬁneda.sthedosesttumePefor.eoronthedayofmfusuon Schuster SJ. et al. Lancet Oncol. 2021_22(10):1403_1415
(93% of values were obtained on the day of infusion) ' ’
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Patient characteristics impact outcome: T-cell fithess

T-cell fitness refers to the functional capacity and metabolic vigor of T cells, reflected by their ability to effectively recognize antigens,
respond to co-stimulation, proliferate, produce cytokines, differentiate into effector cells, resist exhaustion, and provide
immunologic memory.

Patient characteristics impacting T cell fitness: Considerations Genomic evaluation of CLL patient-derived CAR-T cell products

+ Age-related immunosenescence and response to CAR-T cells
Genes Significantly Up- or Down-regulated Eary

* Lymphoma-related immunosuppression Early memory T col o
* Therapy-related (iatrogenic) immunosuppression Nonexhausted T cell 504 %: .

P=00343

Memory 60

Naive vs. activated T,2 Cd4" T cell

0
Unstimulated vs. stimulated memory T cell

Gene set score
Gene set score
)

. — . . i . =50 4 L5 20 -
Naive and memory CD8* T cell content (CD45RO™CD27*cells) in Resting vs. bystander activated CD4" T cel . “
. . . . Conventional vs. effector memory T cell - 4
leukapheresis material contribute to response to CAR-T in CLL Multipotent vs. progenitor CD4* T cell el
a Svo Memory vs. effector CD8" T cell '
Discovery cohort Validation cohort Exhausted vs. effector T cell , o 00064 o 00002
P = 0.0009 P =0.0286 Exhausted T cell oo 100 - — BRSO 100 —
+ 60 ® 60 Activated T, .2 vs. naive CD4" T cell o
~ e 504 [ 44 5 504 .
o e Stimulated vs. unstimulated memory T cell g 8
8 ® Glycolysis T o4 ; 04
o  40- ° 40 - g_ Hypoxia 3 .l & .l
x ° Effector vs. memory CD8" T cell
N |- - - -.z-.— - WOHBEK == = = — = - Apoptosis Glyochyals: ~100 T — Exhasnton. 100 T
p 20 4 . . 20 . CR/! PR/NR CR/P PR/NR
§ i CR, complete remission; PRyp, partial remission with late relapse of transformed disease; PR, partial response;
o ® NR, noresponse
o2 0- 0 T .r
CR/ PR/NR CR PR/SD

AR Sy =B RENDy ) i Fraietta, et al. Nat Med 2018; 24:563-571.
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Impact of age-related immunosenescence on naive and memory T cells

» Study of healthy adults (n = 363) established age-specific, immune cell reference ranges;
A systematic review and meta-analysis validated these findings (n = 7,425)!

*  Effector function |

- Fro— Demaographics and immune cell subsets distributior of study population (1=363) by three age groups
. [ <40yearsold | | 40-64 years old | | >64yearsold |
(n=158) (n=127) (n=78)
Age, median (Q1, Q3] 29 (27, 34) 47 (43, 55) 705 (67, 76)
Gender; Male, n (%) 72 (45.6%) 56 (44.1%) 29 (37.2%)
CD4 subsets age group,years  CD8subsets
- <40 :

CD4 naive CD8 naive ~ 40-64 -
Il cD4CM Il CD8CM _ e - >64 B —==
I CD4EM I CDSEM 53 . n 3 * | _

CD4 EMRA CD8 EMRA § : = 3 e .

bt — o .
CO4 T cell subsets (mean values), distribution by age e CD8 T cell subsets (mean values), distribution by age o — | E ‘
E . \ —_ :
& H ot _— L3 % 2 “« "
= Gt o L g L ek aog 3 X £ s
D4 EMRA CD8 EMRA 'E' _’!__g_ } S . y . [ f_ v i._é.
e 2 { by * \ £ K ;
{n - SENLALIL ELAS T bedsg Y
T Taa Tew Temaa Tw Tew Tem Temea
xa L L) L 190 200 k=) 00 500
o -_—

Tw, naive T cells; Tgep, T stem cell memory cells; Ty, T central memory cells; Ty, , T effector memory cells; T, T effector cells; Teyga , CD45RA* terminal effector memory T cells

IChang, et al. Immunity & Ageing.2024; 21:75
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Pre-existing lymphoma- and therapy-related immunodeficiency

* Naive T-cell deficits at diagnosis and after chemotherapy may impair cell therapy potential

Pediatric Non-Hodgkin Lymphomas!
% Ty in blood of healthy children: Distribution by age
100 T-Cell Phenotypes 100 Fold in vitro Expansion CD4. n = 805: CD8. n =807 2
. -§ Disease  Age ()un)‘ Number Subset 0'3 mo 2'6 y
= E_ ALL 58247 7 CD 4+/45RA +/62L+ 89 (61-94) 70 (50-85)
é b B LEEEL 2 CD 8+/45RA +/62L+ 79 (56-88) 64 (42-81)
4 ° HD 1526 2
? £ 50 TLLLy 11126 9 3-6 mo 6-12y
5 3 e CD 4+/45RA +/62L+ 88 (64-92) 58 (42-74)
o b =15
» Wilms 3523 19 CD8+/45RA +/62L+ 77 (53-88) 58 (39-73)
) § 0 Ewmgs 11259 13 6 12 mo 12 18
Rhabdo  76£53 12 a -1y
0‘ 1 2 3 4 5 6 | (P23 4 5 B How wies s || |CD4+/4SRA+/62L+ 83 (58-91) 51 (31-65)
Y = Tre I . e CD8+/45RA +/62L+ 72 (47-87) 56 (42-73)
Chemotherapy cycle o ::: Chemotherapycycle mmrai (<200 12y
Indeterminate (2-5-fold) . ;
Baseline M "~ Baseline I Pass (>5-foid) CD4+/45RA +/62L+ 79 (62-90)
o CD8+/45RA +/62L+ 71 (46-85)
T-cell subsets from children with solid tumors and lymphomas at diagnosis and after every cycle of chemotherapy*

Ty, naive T cells; Ty, T stem cell memory cells; Tey, T central memory cells; Tgy , T effector memory cells; Tie , T effector cells; Tegyga , CD45RA* terminal effector memory T cells

1Das, et al. Cancer Discov. 2019; 9(4):492-499.
2Shearer, etal. J Allergy Clin Immunol. 2003; 112(5):973-980.
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- ’ > 1AD0 —
CHAR =0 > a
- | " 9 \ /
CD19 antigen loss T-cell exhaustion/hypofunction | Intrinsic tumor resistance . o .
; Insufficient T-cell infiltration
* acquired mutations and * mediated by inhibitory ligands on * loss of death receptor T cell
alternative splicing of CD19 tumor cells and cells in the TME signaling molecules causes il el Ly
(30tNIO et & Cancer . 2015 " resis ne o T ir itro + | « nh siologic ctors (high
PRSI SES G- » peripheral self-tolerance (B cel esistance to CAR T in vitro + in physiologic factors (hig
recovery? late relapses?) Vivo nterstitial fluid pressure
p hypoxia, pH)
' ' * failed CAR-T assoc./w lower YPOX
* TME-induced T cell hypofunction death receptor-assoc. gene
(reversible) b ,
expression by tumor cells
Singh, ot al. Cancer Disc. 20N
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Investigator-initiated trials at UPenn addressing potential causes of CAR-T failure

CD19 ANTIGEN LOSS

T-CELL
EXHAUSTION/HY POFUNCTION

INTRINSIC TUMOR RESISTANCE

MISCELLANEOUS

Phase Il study of dual targeting of
CO9 and CO20 antigens using
COY9-CAR T cells and CD20-BsAb

Pi: E. Chong
N TOSESST1G

= BCTVE » FeCrLting

Epcoritamab-CART Cells for
Large B-cell Lymphomas
Pl: E. Chong

NCT06458439
* active -« recruiting

Interieukin-18 secreting anti-C0M9
CAR T cells [huCARTIO-ILIE cells]

Pi: J. Svoboda

W TGRS 6

= fulty acorued

* Svoboda, et al NEngl J Med 2025;392:1824
KiR-CARDap12-modified T cells
Pre- Chric i completed”

* Wang, et al. Cancer Imm Res 2015;3:815
Pi: 5. Schuster

W TG54 ES

* SCTAAS » FOCILATInG

CDS5 knockout CAR-T cells
Pre-clinic ol completed*

+ Patel, et al. Sci Inm Res 2024;19(97)2
Pl 5. Barta

N T IS

= SCTAAS » FOCTLATIngG

Venetoclas -resistant CAR T
overaxpressing mutated BCL-
2(F104L) [BCL-2(F1D4L)-CARTIE]

Pre- i o completied
* Lee, et al. Cancer Disc 2022;12:2372

Pi: M. Rusila

« clinicad trial planned

BHB & CAR-T for Lymphomas
Pre-clinical completed*

* Liy, et al Cell 2026; Epub ahead of print

PI: E. Chong
NCT06610344
* active -« recruiting

LYMPHODEPLETION and CAR-T IMAGING

Phase 1 Study of huCART19-IL18-eDHFR Cells in R/R Follicular Lymphoma

Pi: 5. Schuster

* [BrlFe-THE PET/CT

maging to track eDHFR labeled CAR-T cells

Phase 3 Trial of Flu/Cy vs Bendamustine LD before Axi-Cel for R/R LBCL

PI: 5§, Schuster
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Disease-specific determinants of CAR-T success or failure: antigen loss
e Recruiting UPenn clinical trial addressing CD19 antigen loss or downregulation

Rationale:

Early administration of CD20:CD3 bispecific antibodies (mosunetuzumab or glofitamab) after CD19-directed CAR-T cell therapy may enhance
tumor cytotoxicity by:

« synergistic or additive B cell cytotoxicity via simultaneously targeting two different B cell (tumor) antigens, i.e., CD19 and CD20
* reducing CD19-negative tumor cell escape by targeting a second B cell antigen
* enhancing in vivo expansion of CAR T cells, as observed for T cells in general, after bispecific T cell engaging antibody exposure

\% ClinicalTrials.gov Identifier: NCT04889716
,-,»"fm’f*"“‘\
.._,-..X e Recruitment Status @ : Recruiting
= 3 First Posted @ : May 17, 2021
- 4 Typo O Clievcal Te

: .‘.i-“;;‘ “ Y : ¢ “()
..: t ' g prventon Mode
i irecoc com oS
. . € 0
* w0

. .

P ‘ P s >
P o '. o
. - y co
5 . X -
Yy *e 3 A .
i . : -

Pl: E. Chong
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« UPenn clinical trial addressing T cell exhaustion
Phase | Trial of huCART19-IL18 Cells in Patients With Relapsed or Refractory CD19+ Cancers

RNAL of MEDICINGE Rationale Results
to utilize IL-18 as a pro-inflammatory cytokine to: N = 21 received huCART19-I1L18
“ ORIGINAL ARTICLE H + enhance CART cell proliferation Median follow-up: 17.5 months (range 3 - 34)
+ recruit additional immune cells into the TME to mediate * 3-months ORR: 81% (90%Cl, 62-93)
Enhanced CAR T-Cell Therapy for antitumor effects toward CAR-T resistant tumor cells * 3-months CRR: 52% (90% Cl, 33-71)
Lymphoma after Previous FEailure + mitigate the potential impact of CART cell exhaustion * Median DOR: 9.6 months (90% Cl, 5.5-NR)
Three-Month Response (all patients and by lymphoma Response Rate at 3 Months by Prior Progression-free Survival
subtype) Product Subtype 8 100
- g
Partial response Partial response 2
Complete respanse Complete response E
1004 £ 5 Median progression-free survival,
Table 1. Characteristics of the Patients at Baseline.® 100+ 20 é N 8.7 ma (90% CI, 5.4-NR)

» Patients » = w 504 03 6 9 121518 21 24 27 30 33
Characteristic (N=21) 2 &0 o £ 30 Months since huCART19-IL18 Infusion
Median age (range] — yr 64 (47-74) k] £ ) )

Male sex — io. (%) 16 {76) 5 60 25 &7 67 % 60 0 No.atRisk 2116 7 4 4 3 3 3 2 2 1
ECOG performancestatus score — no. ()1 . ; 52 ) Overall Survival
o 2{10) Previous CAR therapy — no.ftatal no. (%) g 4 2 H 404 W 100
1 19 (30) €028 based produst 10720 (50 ] E E
Lymphoma sublype — no. (%) Ausicabtagene ciloleucel £(20 (40) a 20 204 & g
Largs Bcel lymphoma 17 Bremucablagene autaleucel 220 (10) s 50
Diffuse large B-cell ymphoma, not cther. 8(38) A e e 10720 (50) ol HEN | N BN Nl B = &
vise specied Tisagenlecleucel /20 (a0 NHL LBCL FL McL Prior Prior § B
Transformed follicular lymphoma 210 o ; . (N=21) (N=12] (N=6) (N=3) 4-1BB  CD2E £
High-grade B-cell lmphoma 15 Lisocabtagene maraleucel 220 (109 (N=10)  (N=10) & o T T T T T T T
T.cell histiocyte-rich large B-cell lym. 109 Response to previous therapy 4188 0 3 6 9 121518 21 24 27 30 33
phoma ) Progressive disease — no. ftotal mo. (%) 7720 3%) (N-10) Months since huCART19-IL18 Infusion
Follicular lymphama 6(29) Mfdl.\'\lg‘l;.gzl\lmon free survival — mo 67 (3.1-10.2) No.atRisk 21 20 16 14 13 10 8 7 6 4 2
Marithe-cell lymphoma 314 e

Pl: J. Svoboda
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* Recruiting UPenn clinical trial addressing T cell exhaustion or hypofunction
CD19-directed KIR-CAR/DAP12-modified cells for CD19+ lymphomas

Rationale: KIR-CAR/Dap12 expressing CAR T cells have potent in vivo antitumor activity that is resistant to the tumor- and/or TME-induced
T-cell hypofunction observed with CD3{-based CAR T cells. This potent activity may be of benefit in LBCLs with bulky disease.

- KIR-CAR/Dap12 Solid tumor model B-cell tumor model
'y,
p 1.
KIR2DS2 § 5 KIR-CAR 15007 —e— wock 10 -® Mock
extracellular :' scFv —&— $S1.KIRS2/Dap12 = 10'°4 - CD19BB:
d ) do"o‘ P - ssi X —A— CD19;
omain ¢ v E 1,000 L 'E 109 4 -¥- CD19KIRS2/Dap12
P = —— 551.28 @
: | g K-
5 —— 551-B8¢ o 10°4
) 3 8
5 500 = -g 107 4
H . p— £ —
KIR2DS2 = .g 105 4
TM & cytoplasmic = .
. 1] 107 T T T 1
domain 0 20 40 60 o 20 40 60 80
Days Days
NSG mice injected with EM-meso cells and treated NSG mice engrafted with CBG-labeled Nalm6cellsand
DAP12 DAP12 with mesothelin-specific 551 scFv-directed CAR T cells treated with CD19-directed CAR T cells

Moon, et al. Clin Cancer Res 2014;20:4262—73.
2Wang, et al. Cancer Imm Res 2015;3:815-826. (data show on the right)




. \Venice,
CAR-T for DLBCL: next gen March 12-13, 2026

CD5 KO CART cells can enhance efficacy in multiple liquid + solid tumor models

B-CELL LEUKEMIA AND LYMPHOMA OVARIAN CANCER
T-cell leukemia or Iymphoma CD5 KO vs Traditional CD19 CAR-T CD5 KO vs Traditional HER2 CAR-T
Tumor burden o In vitro Incucyte tumor killing
CD5 KO vs Traditional CD5 CAR-T 00
101 _— 1. l
1010 : 908
3 £ pogte Ll """
1 0 12 _, S 1004 H 3 ® PC.3cels aone
-} 1 40000 / ) e N . i 1.1 @ UTDMock
“L; 108+ § | e ‘ l "0-9-@® @ CART-HER2 Mock
= N . .
1011— = 107 g * *e | | | @ CART-HER2 COSKO
08 009 ) M1 A RS R
105
10 ]
,_‘10 LT [ S— —y — .."o...
g 0 10 20 30 40 ™ T )
— 1 O 9_] Days after Nalm6 injection Hours of Coculture
=
-
- 1 08— PANCREATIC CANCER
© HODGKIN LYMPHOMA - :
S 107 CD5 KO vs Traditional CD30 CAR-T COSKO vs Tradslons) Mesollolly CAR-T
2500 Tumor size 1012+ # Mock KO UTD
= CD5KOUTD
6_| —2000_] 10"+ - Mock KO CARTmeso
10 T 2000 _ . CD5KO CARTmeso J*
£ -3
105 T T T T 1 g g "
0 10 20 30 40 50 S g 1
L 5 7
Days after Jurkat injection § 0
- 10%4
Ruella lab data o
Patel RP, ASH, 2022 #662 50 100 150

Days post CAR T cell ingections.
Weeks Post-Infusion yS po: inject
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Grazie / Thank You!
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