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FT536: A First-of-Kind, Off-the-Shelf CAR-INK Cell
Product Candidate for Solid Tumors Designed to
Specifically Target MICA/B Stress Proteins and
Overcome Mechanisms of Tumor Evasion




Forward-Looking Statements

This presentation contains "forward-looking statements" within the meaning of the Private Securities Litigation Reform Act of
1995, including statements regarding the safety and therapeutic potential of the Company’s product candidates, the
advancement of and plans and timelines related to the Company’s ongoing and planned clinical studies and the clinical
investigation of its product candidates, the timing for the Company’s receipt of data from its clinical trials and preclinical
studies, and the Company’s clinical development and regulatory strategy. These and any other forward-looking statements in
this presentation are based on management's current expectations of future events and are subject to a number of risks and
uncertainties that could cause actual results to differ materially and adversely from those set forth in or implied by such
forward-looking statements. These risks and uncertainties include, but are not limited to, the risk that results observed in
studies of its product candidates, including interim results and results from earlier studies, may not be predictive of final
results or results observed in ongoing or future studies involving these product candidates, the risk of a delay in the initiation
of, or in the enroliment or evaluation of subjects in, any clinical studies, and the risk that the Company may cease or delay
manufacture, or preclinical or clinical development, of any of its product candidates for a variety of reasons (including
regulatory requirements, difficulties in manufacturing or supplying the Company's product candidates, and any adverse
events or other negative results that may be observed during preclinical or clinical development). These statements are also
subject to other risks and uncertainties as further detailed in the Company's most recently filed periodic report, and
subsequent periodic reports filed by the Company, under the Securities Exchange Act of 1934, as amended, any of which
could cause actual results to differ materially from those contained in or implied by the forward-looking statements in this
presentation. The Company is providing the information in this presentation as of the date hereof and does not undertake any
obligation to update any forward-looking statements contained in this presentation unless required by applicable law.
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Harnessing the NKG2D:MICA/B axis as a pan-tumor targeting strategy

NKG2D = activating receptor responsible for tumor surveillance by NK and T cells
(Guerra et al. Immunity, 2008).

In advanced human cancers, tumor cells shed NKG2D ligands, namely MICA and
MICB, to evade immune recognition.

Soluble MICA/B = associated with poor clinical prognosis in patients.

Overcoming MICA/B shedding & re-engaging NKG2D:MICA/B mediated tumor
recognition is emerging as a novel tumor targeting approach.
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NKG2D ligands expression in human cancers

Tumor type Ligands identified  Known regulation
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MICA/B a3 domain targeting provides a novel strategy to mitigate
multiple tumor evasion strategies

MICA/B proteins contain highly polymorphic al-2 domains and more conserved a3 domains
MICA/B proteins are ubiquitously expressed on many solid & hematological tumors
a3 domain targeting prevents MICA/B shedding, augments surface density & resists sSMICA/B inhibition
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Development of SMICA/B CAR - a novel synthetic receptor targeting
the a3 domain of MICA/B stress induced ligands
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Single-cell isolation of a multiplexed-engineered IPSC and
creation of a clonal master IPSC bank

MICA/B CAR, O _
CD38 KO; FT536 iPSC
IL- 15RF hnCD16 Kl 8 Master Cell Line
ME —_—
Reprogrammlng Engmeerlng ‘
ﬁ i q "ufi'\u“ﬁi'\"'f\fﬂﬂ'\?mf\f\ " —
CRISPR/Cpfl O
Donor Single-cell Screening and
. ) Expansion of i izati

Fibroblasts iPSC Pool Engineered iPSC Sorting of IndividuZI PSC Clones Extensive Characterization of
Reprogramming Pool Engineered Every Individual Engineered

iPSCs iPSC Clone Prior to Master

Cell Line Selection

. *Does not require patient or donor sourced cells
Consistent and

homogeneous
NK cell manufacturing from
renewable iPSC MCB

=~ —

Eliminates stochastic editing variability associated with pool editing

*Consistent, cost effective and highly scalable manufacture process

*Anal to pharm tical dr r t development
e TP eten Gl alogous to pharmaceutical drug product developme

Line Expanded to
generate FT536

Fcate

THERAPEUTICS -6-

Uniform off-the-shelf ~ *Administered off-the-shelf in outpatient setting
NK Cell Products



Extensive clonal master IPSC bank characterization

Novel Multi-antigen Targeting Strategy to Overcome Tumor Heterogeneity and Antigen Escape for a Durable Response in Solid and Liquid Tumors
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FT536: SMICA/B CAR + IL-15RF + hnCD16 + CD38KO iPSC-derived NK Cell Product Candidate

Four functional elements uniformly engineered into master iPSC bank; Renewable source for mass production of FT536

_ In vitro functionality — Antigen Sensitivity, Specificity & Cytotoxic Potency
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FT536 demonstrates durable TGl when administered as monotherapy orin
combination with a therapeutic antibody
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FT536: Multi-edited iPSC derived INK cells expressing 3MICA/B CAR demonstrate potent pan-tumor multi-
antigen activity and are equipped with multiple tumor evasion mitigation competency
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Lessons/Take Home Message

Proprietary iPSC product platform was used to create a clonal master iPSC bank from a
multiplexed-engineered, single iPSC

Serves as a renewable source of starting material for mass production of FT536
Cost effective and available on-demand for broad patient access

FT536 incorporates four novel anti-tumor MOAs:

a3 domain targeting mitigates against antigen loss/tumor evasion
Resists sMICA/B competitive inhibition
Enables pan-tumor targeting of stress-induced antigens

for enhanced ADCC & heterogenous tumor/antigen targeting
for enhanced metabolic fitness
IL-15RF for cytokine independent persistence

FT536 has potent activity against multiple solid/liquid tumors in vitro and solid tumor xenografts in vivo
FT536 IND has cleared, and Phase 1 Safety/Dose Escalation Trial to commence soon
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