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Cancer immunotherapy
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Cellular I-O Landscape

* Highly competitive, rapidly
evolving, relatively
immature landscape

* Investors are turning
attention to solutions to the
challenging patient-specific
autologous business model

* NK cell segment is still
small, and no OTS
programs are beyond proof
of concept trials

* Cellularity, Allogene &
Fate have substantial war
chests to pursue OTS
therapies
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* Alternatives to CAR-T, NK cell

Q Natural Killer Cell

= (Canrecognize abnormal cell (like cancer) and delete from body.

= Can be used without GVHD in allogeneic transplantation.

= Evaluated it’s anti-cancer effect and safety through HSCT.

= [Is useful in a commercial aspect, compared to autologous product.

= AACR 2017, NK cell research presentation the was most increased area.

: NK cell (88% increase) vs T cell (7.7% increase)

. = Company No. : >10in 2010, 17 in 2017.
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Cancer immunotherapy with NK cells

[ 1 NK cells were initially described in 1975 and were originally defined as innate effector lymphocyte (Int. J. Cancer 1975,
16:230-239/Eur J Immunol 1975, 5: 112-117). They make up about 5% up to 15% of the total lymphocyte circulating

population in normal healthy subjects.

[ ] NK cells are specialized lymphocytes that provide a first line of immune defense against viral infections and cancer. They

are considered to influence both innate and adaptive immune host defenses.

[] Depressed NK cell activity and populations are associated with a wide variety of diseases including various cancers,

hepatitis, AIDS, chronic fatigue syndrome, various immunodeficiency syndromes, and certain autoimmune diseases.

[] MouseNK cell studies demonstrated that NK cells could inhibit graft-versus-host disease (GVHD) and promote graft-

versus-tumor (GVT) effects (J Clin Invest. 1998, 101:1835-42).

[ 1 Patients with AML who underwent haploidentical stem cell transplantation (HI-SCT) in which KIR-ligand mismatch
prevailed in the graft-versus-host direction showed improved disease-free survival (DFS) and reduced GVHD (Science,
2002,295:2097-2100).

[ ] The usage of NK cells has been proposed in human cancer immunotherapy and treatments with these cells have been

recently entered clinical trials targeting various cancer types.



Target recognition by NK cells
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Nat Rev Immunol. 2007 May;7(5):329-39.
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K cell donar

Tumeur cell in recipient

K cell donar 2

Prospects for the use of NK cells in immunotherapy of human cancer.

Ljunggren HG, Malmberg KJ.

Centre for Infectious Medicine, Department of Medicine, Karolinska Institute, Karolinska University Hospital
Huddinge, 141 86 Stockholm, Sweden. hans-gustaf.ljunggren@ki.se

K cell donar 3
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Role of NK cells in killing recipient immune cells

Haploidentical bone marrow hematopoietic stem cells transplantation (HSCT) in leukemia patients

Killing of recipient APCs

Donor
alloreactive
NK cells

Leukaemia killing

Killing of recipient T cells

Ruggeri et al Science 2002; 295:2097-2100
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Donors with group B KIR haplotypes improve relapse-tree survival after 1
unrelated hematopoietic cell transplantation for acute myelogenous leukemia

Blood (2009) 113:726-732

E Acute myelogenous leukemia patients after HSCT: 448
g NK helps implantation, reduce GVHD (graft-versus-host disease), reduce the recurrence of the leukemia.

o KIR haplotype
KIR haplotype A | KIR2DL1, KIR2DL3, KIR3DL1, KIR2DS4

KIR haplotype B | KIR2DS1, KIR2DS2, KIR2DS3, KIR2DS5, KIR3DS1, KIR2DLs

Group A A/A; 2A KIR haplotype
Group B B/x; at least 1 B haplotype

L KIR genotype of donor influence the survival (3 year) of AML in URD (unrelated donor) HCT
g KIRA/A(21%) vs KIR B/x(31%)
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5% NIH Public Access

2 Author Manuscript
P e

Published 1n final edited form as:
Biol Blood Marrew Transplant. 2010 April ; 16(4): 533542 do1:10.1016/) bbmt 2009.11.022.

Improved survival with inhibitory Killer Immunoglobulin Receptor

(KIR) gene mismatches and KIR haplotype B donors after

nonmyeloablative, HLA-hapIoidentic)ﬂl bone marrow

transplantation

Heather J. Symons, MD, MHs! -3, M. Sue Leffell, Pth, Nancy D. Rossiterz, Marianna Zahurak,
Ms' Richard J. Jones, MD', and Ephraim J. Fuchs, MD

"Department of Oncology, Sidney Kimmel Comprehensive Cancer Center at Johns Hopkins
University, Baltimore, MD, USA

“Department of Medicine, Johns Hopkins University, Baltimore, MD, USA

Total patient number: 85

Overall Survival (%)

C Non-relapse mortality
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Open Innovation
: Buy or make?
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Allogeneic NK cells

Direct killing

Activation receptor

NK

00 o

© Granule release (Cytotoxicity)

Arthritis Rassarch & Tharapy

Cytokine production

F receptor
Antibody

Target cancer !
antigen NE cell
\ 0 B

Cancer cell
Perfarin and Grangymea

e released

argeted-activated killing

QQ

Antigen Antigen

NK Receptors
scFy’ NKG2D,
DNAML....
//’ g |
/ Co slmld Co-stim1 \
( Co-stim2 "‘ £ costim2

Ll (.

\\ h
- signa

Mass Production

* Feeder cell system
e Cell source: PBMC, CBMC
* Bioreactor

Targeting

* Targeting antibody
(Rituxan, Herceptin,
Cetuximab etc.)

* ICI: anti-PD-L1, PD-1 etc.

Proliferation, survival

* scFV-CAR-NK

* NCR-CAR-NK

* NK specific intra-cellular
domain

- Highest efficiency & safety
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Clinical application of

Allogeneic NK cell




Allogeneic NK cell: Phase I trial

(NK cell stand alone)

First-in-Human trial with expanded random donor NK cell.
Title: A Phase |, single center, non-comparative, dose-escalation,
single and repeated dose studies of MG4101

Step 1 (single) Step 2 (triple) Dose Type of cancer
DLBCL
Cohort 1 Cohort 3 1 x 108/kg Renal cell cancer
1x108/kg, single 1x106/kg, Triple Sinale Thymic carcinoma
n=3 n=3 9 Ovarian cancer

injection 4, 197/kg Maxillary cancer
Sigmoid colon cancer

Maxillary sinus, adenoid cystic cancer
1 x10%/kg Bladder cancer
Tongue cancer

3x108/kg, Triple

n=3 NK T cellLymphoma
| 3 x10%/kg Nasopharyngeal cancer
NSCLC
Renal cell cancer
1x107/kg, single 1x107/kg, Triple Triple 1x107/kg Esophageal cancer triple primary cancer
n=3 n=3 injection Ovarian cancer

Adenoid cystic carcinoma of salivary gland

7
3x10%kg Papillary thyroid cancer
3x107/kg, Triple NSCLC

n=3

Cancer Immunol Res, 2016 Jan 19 21



Allogeneic NK cell: IIT, Hepatectomy

(NK cell stand alone)

| Patients: HCC after resection, modified UICC T3 stage

[] Treatment 5qw 3 x 107cells / kg

[ ] No. of Patients: 5 Patients

[] Study site : Samsung Medical Center, Transplantation

MG2101  MG4101  MGA101  MG4101 MGA101

Patient Infusion  Infusion  Infusion  Infusion  Infusion Final
enroll Baseline I I | | I evaluation
| ' I 1 I 1 1 i
I 1 1 1 P »
I 1 I 1 I 1 I "
! ! [ I | | I Follow up !
i = : : : : : =
I I 1
Y Y v W v v L Y
HCC patients after | I I I | | | | | |
curative resection | I | | | | | | | |
Vi V2 V3 V4 W5 V& i v Ve V1o
W 10 W W & 10W 14w 20N 34W 46N
-1D POD2W) (POD4W) (PODEW) (PODEW) (PODL2W) (PODISW)  (POD24W) [POD36W)  (POD4EW)

Unpublished data 2



Allogeneic NK cell: Case study, r/rAML, 3¢ party NK cell

(HSCT + NK cell)

[ Patients: Refractory, relapsed AIVIL, 3 patients

| Phase1, Single center, open

| Pre-treatment: allogeneic HSCT, lymphodepletion by fludarabine, Cyclophosphamide before 3 party
MG4101 treatment

| Dose: 3x1077/kg ~ 9x10"7/kg, 3~4 days interval, 6 times

[ Results: complete dosing of 3 party NK cell for 3 patients.
= No AE related with NK cell

Days Screening 1 8 11 15 22 25 29 113~
Allo HSCT Vv
NK cell infusion v v v v v
Blood test \Y Vv

Tumor response

Survival
Vital \% Y v V
AE Vv Vv v

< < < < < < <

Unpublished data v 23



Allogeneic NK cell: IIT, r/rAML, NK with conditioning

(lymphodepletion + NK cell + I1L-2)

Open, Single center, Single-arm, Phase Il, Pilot study for monitoring the safety and efficacy
of MG4101(Ex vivo-expanded Allogeneic Natural killer cells) and Interleukin-2(IL-2) combination

following lymphodepletion in patients with refractory or relapsed AML

. Endpoint
. Primary : Overall Response Rate
Secondary : CR rate, duration of CR, overall survival, HLA-KIR research, Immunological Assays

Patient no. 13 patients

........................................................................................................................................................................................................................

Treatment period (Day)

3= 1 2 3 4 5 6 11 12 13 18 19 20
cycle
20 29 30 31 | 32 | 33 34 39 40 | 41 @ 46 47 48
Lymphodepléetion
riu H I'-"'-=| 'l:..;.:- ':':.-’-,r_.--m o /m 1% week 20 waek 3 week
Unpublished data MG4101 +IL-2 MG4101 +IL-2 MG4101 + IL-2 24




Allogeneic NK cell: IIT, high rish Neuroblastoma,

(HSCT + NK cell + IL-2)

[ Title: Haploidentical Stem Cell Transplantation and NK Cell Therapy in Patients With
High-risk Solid Tumors

HD-MIBG
treatment
{ Patients: Neuroblastoma 3
Relapse -, Salvage ) RI o Early NKI
/Refractory Treatment AlloSCT +|L-2
U Outcome: Immune reconstitution Y
<y o e Haplo-donor

— Exvivo expanded donor-derived NK cell (MG4101)
* 3 x 107 cells /kg on days 2, 9, and 16
— IL-2 treatment after NKI .
* 1x10%/m?/day
GvHD T T NK GvT
ondays2/4/6,9/11/13, and16/18/ 20
Transplant
I Fail .

25

Unpublished data



Allogeneic NK cell: Phase I1a trial, HCC-TACE

(NK cell stand alone)

[ Tite: A Study of MG4101 (Allogeneic Natural Killer Cell) for Intermediate-stage of
Hepatocellular Carcinoma

[ Purpose: evaluate the safety and efficacy of MG4101 (allogeneic Natural killer cells) in patients with
hepatocellular carcinoma (HCC) after trans arterial chemoembolization (TACE).

[ Primary outcome: Time To progression [ Time Frame: every 12 weeks, up to the time of death or 18

months]

Enroliment CR after TACE, BCLCB
| Estimated Enrollment: 78 24
randomization
Placebo group Treatment group

Best supportive care =  Treatment group
Primary endpoint: » 3qw at 3x107 fkg 2 cycles

12 months monitoring after the
Primary endpoint: Recurrence-free survival

Secondary endpoint: Overall survival, time to recurrence,
Objective response rate etc

26



Allogeneic NK cell: Phase Il1a trial, HCC-TACE
(NK cell stand alone)

Phase IIa, Primary: Time to Progression Local,
Randomized, Secondary: Progression-free survival, Multiple
Open Overall Survival, Tumor Markers
Randomization LPI + 12M

IP administration Survival Follow-up
Safety Assessment

|[m Visit2 | Visitz || Visitq || Visits || Visite | Visitz | Visit8 Visit 11 ]
Visit 1 - . FU Visit 1, 2...
Visit 2 )

Every 12 weeks

—3W oW W 2W sW 6W 7W oW 21W 33W 45W
II@ Follow-up

CT Scan [ CT Scan l CT Scan l €T Scan I CT Sean I CT Scan l

Unpublished data 27



Allogeneic NK cell: Phase I/I1a, Lymphoma, Rituxan combi.
(Antibody + NK cell)

Study Title

Multi-center, Open-label, Phase I/lla Clinical trial to evaluate

the efficacy and safety of MG4101 plus Rituximab

in patient with relapsed/refractory Non-Hodgkin’s lymphoma of B-cell Origin

Study Objectives

Phase I: RP2D

To determine the dose of MG4101 to be studied in Phase lla for patients with NHL

Phase lla: Proof of Concept

RP2D of MG4101 in combination with Rituximab (under pre-conditioning and IL-2) is efficacious in

patients with Relapsed and Refractory NHL of B Cell origin (either indolent FL or DLBCL)

Unpublished data 28



Allogeneic NK cell: Manufacturing of PBNK

NK cells

Seed cells Cryopreservation

AM_

—

> S

o - Thawi ng

Final Product o Product _
Cryopreservation (Activated & frozen) Expansion

Patient \ /
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Gene modified NK cell




Expansion

Purity

Cytotoxicity

107-fold of cell expansion from cord blood-derived NK cells

for 35 days, with good viability and cytotoxicity.

10* =
[107
G 105
E 105
% 104
£ 100 u
=
E 102
2 10! . . .
o (total 3 times stimulation)
B 0 7 1162125303539 M : . :
= (Cytotoxicity and purity are maintained.
Cuture time (day)
D21 D25 D39
100 g 100 g 100 Ses
804 804 30
M L n
@ 60 @ 60 @ 60
‘s ‘s ‘s
404 40+ 40
= = =R
204 20 20
o Bew e xEx 0 e G weE e e
o of -] o o o < 2 Lol o
eg? & & & 9 & s & 40"‘9 & & &
&
& & &
i00 100~
g
E 80 g 804
b =3
- = 601
S 0 S
£ %9 = nsy |§ ol = g
= 1-R(11 = | 1-R{11,21
= : ;2-:13: N e 200 o g2.11.21)
101 31 11 031 102 31 AL 033 101 31 11 031
Effector: target Effector: target Effector: target

During 35 days, the log phase of growth is maintained

Unpublished data



Gene Modified NK cell: CAR-NK

| CARNK |

target scFv
Internal sequence NK specific stimulation signal
Production Allogeneic, Off-the-Shelf

Antigen

Co-stim 2

Specific against only one target
on cancer cells
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Gene Modified NK cell: Universal-NK

| | UniversakMK

target NK specific receptor
Internal sequence NK specific stimulation signal
Production Allogeneic, Off-the-Shelf

<>

Antigen

Ab Ab Ab
NK Receptors
NKG2D, {
DNAML....
NK cell Co-stim 1
cD8 Tm Receptors Co-stim 2
CD16

cozs @ (cb16) ‘ < “

a188 0O
i

CD3¢

Specific against multiple targets
on cancer cells




Gene Modified NK cell: Key technology

Chimeric Antigen Receptors

P

Targeting l Y oX :
4 5 1] 4
domain i i : 0_5 'm ,.

Delivery

tool High yield of
mADb 1st 2nd 39 Generation CAR-NK
Production

NK-specific signaling molecule
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Gene Modified NK cell: scFv-CARs

Receptor-specific

ligands % HER1, HER2,
? HER3 or HER4
]
R &

HER2 signaling is related to Breast cancer/ Gastric cancer/ Colon cancer.....




Gene Modified NK cell: scFv-CARs (HER2-CAR)

Construction of HER2 CAR-NK

Signal sequence

2" CAR
34 CAR

Signal sequence

» MY Qo

o) | |

CD28(TM)

DO D4 D5 D11 D14
Setting D Media sorting (MACS) Media
adding adding
106
-~ CBNK
10° e MOCK
104+ -©- #3(2nd)
-o- #14(3rd)
1034
1024
D28
Fold increase
1074 ! (harvest)
100 C112 (CBNK] | 131025.6
0 7 9 11161821242528 l\/loclfj 63073.5
n
Days #3 (2 ; d) 34391.7
#14 (3) 27942.7

Unpublished data

| D3z _.

Domain 3

(D3

D16

Re-stimulation

D28

Thawing
Assay

//‘,’) _ o,
%ERZ CAR (%)

S
%

N 404

100+

Q

Q

-~ #3 (2nd)
-~ #14 (3rd)
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Gene Modified NK cell: scFv-CARs (HER2-CAR)

Characterization of HER2 CAR-NK (IncuCyte analysis)

¢ Phenotype (thawing)

100+

804

Em CBNK
mm MOCK
Em #3(2nd)
B #14(3rd)

X/

s CD107a expression & cytokine release (thawing)

100- 1001
1001

80 801
80+

60 : 601
60-

4 404
40- 40

y 20
20 2 @ &
I

Unpublished data 37



Gene Modified NK cell: scFv-CARs (HER2-CAR)

In vitro Efficacy of HER2 CAR-NK (IncuCyte analysis)

SKOV3-Confluence (%)

SKOV3,MDA-Incu - Mean vs Time SKOV3,MDA-Incu - Mean vs Time
100 g SKOV3 (1) 4K/ wel SKOV3 (1) 4K | well
Mock (1) 12K 1 well Mock (1) 1333/ well
T T T T —@- SKOV3 (1) 4K/ well 100 SKOV3 (1) 4K | well
8 I [[] | #14(1) 12K/ well #1 (1) 1333 well
& SKOV3 (14K | well SKOVE (1) 4K1 well
L, H #801) 12K/ well #5(1) 1333/ well
o T oo o SKOVE (1) 4K/ well 80 SKOV3 (1) 4K f well
#14-50% (1) 12K/ well #14-50% (1) 1333 / well
- T0 eyl . B0
£ =
8 : $
E 60 § n
2 of 3
= =
H 4 &
S = h (3}
i fadtte i
g w Mt e 3
° [ s o 5
£ £
o % o
fE 40
20
%
10
o 0
(1] 06 1 15 2 25 3 35 4 45 6 65 & 65 ] 05 1 15 2 25 3 =13 4 45 6 65 & 65
Time (Days) Time (Days)
o o
L] — L] [ ] — L]
E:T ratio =3:1 E:T ratio=0.3:1
: mock
.

: #14 (Her2 scFv-3 generation)

‘4 b

: #6 (Her2 scFv-2"d Generation)

) -@- : #14 + mock
Unpublished data 38



Gene Modified NK cell: scFv-CARs (HER2-CAR)
Killing activity of HER2 CAR-NK (IncuCyte analysis)

Long-term
killing activity
(InCucyte™)

Target: SKOV3
(E:Tratio=0.3:1)

A - i i = : 710
1575 x 1:29 mm, 2.26 mm? | i 1.75%1:29 mm. 2.26 mm? £ N I N T
o . 0d OhOm 5 A 0d Oh Om

NK
killing activity
(BioStation )

Unpublished dat




Gene Modified NK cell: scFv-CARs (HER2-CAR)

In vivo Efficacy of HER2 CAR-NK

W Vehicle,CBNK,Mock, 2" (#3)CAR NK, 3¢ (#14)CAR NK 2x107/head (S.C)

WV rhiL-2 1x104U/head (1.P)
hIL-15 0~10day "-l VW hiL-15 10ng/head (I.P)

VYV VYVVVYY

106

NSG mice

HCC1954(5C) 5)(105/head

<<

300+

vehicle
CBNK
MOCK
2nd(#3)
3rd(#14)

o060

I ] I Ll Ll Ll I I I
13 17 20 24 27 31 34 41 45
Days after implantation

Unpublished data 40



Gene Modified NK cell: CD16 based Universal CARs

Unpublished data
NK lymphocytes expressing a CD16-CAR exert antibody-dependent cancer cell killing.
- Applicable to any type of cancers if tumor specific Abs are available
CD16-CAR-Lentivirus Promoterl CD16-costim Promoter 2 GFP
Mock-Lentivirus Promoter1l mock Promoter2 GFP
io 0329 0.208] 2.45 95.3
8 |4
; ¥ CD3- CD56+
ﬁ ] L. | 3 ﬂ gated NK cells
o e ]
116 @ 3.8/ 1.06 1.23)
Antibody : Specific to any target on tumor <FITC-A>: GFP B " <FITC-A>:GFP

#17 CAR virus

Mock virus infected NK cells

infected NK cells
CD16: Fc receptor
(high-affinity V158)

extraceliular Mock vs CD16#17 .
! Mock virus
it CDB8: transmembrane/hinge 30.0
intraceliviar  jcd 70.0 + control IgG
Co-stimulatory molecule 60.0 T~ + Rituxan
— 50.00 \‘x“'
CD3Z: TCR signaling Lo | m N
5 300 h““—-&x\\ CAR virus
20.0 o
CD16 expressing Universal T or NK 100 T + control 1gG
' + Rituxan
0.0
51 251 11
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Gene Modified NK cell: NKG2D based Universal CARs

| Activating NK cell receptors and their ligands

RAE
MIC-A
MIC-B
ULBPs

&

target cells

cellular ligands NTB-A
B7-H6  unknown CD48 CRACC CDllZ AICL  KACL

cuutttl““

E .
E U N KpES

NTB-A CRACC NKp80
DNAM-1

Z—

/

fi
T
.1
4'

CD16

NK cells

iTF

Expression of NKG2D ligands
on human tumor cells

Tumor Type Reference
Carcinoma

e Ovarian (40, 43, 148-151)

e Bladder (152)

» Breast (40, 153-155)

o Lung (40, 156, 157)

e Hepatocellular  (158)

« Colon (40, 41)

o« Renal (40, 159, 160)

» Prostate (40, 161)
Leukemia

o AML (39, 162-164)

« CML (39, 165, 166)

s CLL (167, 168)
Lymphoma (169)
Multiple Myeloma (138, 170)
Melanoma (42,171, 172)
Ewing’s Sarcoma (56, 173)
Glioma (38, 108)
Neuroblastoma (104)

< Frontiers in Bioscience 17, 1418-1432, January 1, 2012 >
< Cancer Immunity (2013) 13, 8 P.Spear et al.>
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Gene Modified NK cell: NKG2D based Universal CARs

Unpublished data
NKG2D CAR expression
on NK cells
1 ;‘H |
Il |
/ r ! ( |’|h|'I
] | goi || "
Em! JrJ 1 ;‘fl | |I“ 1|
FLTR ; /\
— Mock — Mock
= NKG2D-1t CAR =— NKG2D-3"" CAR
H1299 H1944
80- 50-
o~ Mock -4 Mock
v NKG2D-1% CAR 40- +wv NKG2D-1st CAR
60- o NKG2ZD.3" CAR o NKG2D-3" CAR
30
40
20
20_ \\' 10_
0 —G 0 —=x X
5:1 2.5:1 1.25:1

51 251  1.25:1
Effector: target ratio

Effector: target ratio

43



FHX 7191 & 0] 89t0 HHF/FO| HAHE
Long-lasting NK (Log-NK) 7H E

,/D.t::r NK
Log-NK << “ oxﬁ/ HE 7/ =2 0/30/09’ < E E E

SFEldaﬂ “ ;P LIAf 7/‘7-/ =" = o/&ol0f
Therapeut ﬂZM T X} T A

S2M (-) / scHLA-E (+) Single-chain HLA-E &'81

o7
W . ﬁ
A L
HLA-E

|
i
HLA-F HLAG
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71 Mot FHX7F H|AHE Log-iGVT-NK 7H'E

7 LA 7t 7l E HE

Genomic DNA /
Cas9 Nuclease

RN RRRERNARY
5.‘\\\IIH LLELELLLLTL

L BFeldan
nerapeutics LOg—IGVT—N K
PAM '

\

T

\ i
T T

3f b

tracrRNA
KG2
CBLB o ¢
CISH —Inhibitory molecules c
GSK3 GSK3
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L

NK cells Seedcells  Cryopreservation

L] : %

b i 7 i b, SR
‘é | 3 weeks ,\_.—s_i&_:*- i
) i

Final Product Cryopreservation Product
Patient / {A:?Ftlvated & Major histocompatibility complex (MHC) or
S — "4 \ rozen) human leukocyte antigen (HLA) inhibition

46




Pipelines of GCLC

Classification

NK Cell

NK+AD

CB-NK

Engineered
NK

Stem Cell

Classification

NK Cell

Project
MG4101
(Allogeneic NK)

MG4101+Rituxan

MCHE = cH

Allogeneic NK

HER2 CAR-NK
OGD2-CAR NK
B7-H3 CAR-NK
NKG20-CAR NK

CD16-CAR NK

Project

MG4101
(Allogeneic NK)

Indication

HCC after TACE

Lymphoma

J
[1%
>
My

Solid cancer

Pediatric Neuroblastoma

Solid cancer

Solid / blood cancer

Solid / blood cancer

Indication

Acute Myeloid Leukemia

et A Al

Research Preclinical Phase 1 Phase 2

AIPAFEE

e
o>

FAIE

Phase 3

Heg =t

2 o 2
2 i
% a2l
2 aHel

2 el

N =0t
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