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Indicate by check mark whether the registrant is an emerging growth company as defined in Rule 405 of the Securities Act of 1933 (§230.405 of this chapter) or Rule 12b-2 of the Securities Exchange Act of 1934 (§240.12b-2 of this chapter).

Emerging growth company ☒
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Item 7.01	Regulation FD Disclosure

On June 13, 2022, Century Therapeutics, Inc. (the “Company”) updated information reflected in a slide presentation, which is attached as Exhibit 99.1 to this Current Report on Form 8-K and is incorporated herein by reference. Representatives of the Company will use the updated presentation in various meetings with investors from time to time.

The information contained in this Item 7.01 (including Exhibit 99.1) is being furnished and shall not be deemed “filed” for purposes of Section 18 of the Exchange Act, as amended (the “Exchange Act”), or otherwise subject to the liabilities of that section and shall not be deemed to be incorporated by reference in any filing under the Securities Act of 1933, as amended, or the Exchange Act, except as shall be expressly set forth by specific reference in such filing.

Item 9.01	Financial Statements and Exhibits

(d) Exhibits

The following exhibit is being furnished herewith:

	Exhibit
	
	

	No.
	
	Document

	99.1
	
	
	Investor Presentation of Century Therapeutics, Inc., dated June 13, 2022
	

	104
	
	
	Cover Page Interactive Data File (embedded within the Inline XBRL document)

	
	
	
	
	



SIGNATURES

Pursuant to the requirements of the Securities Exchange Act of 1934, the registrant has duly caused this report to be signed on its behalf by the undersigned hereunto duly authorized.

CENTURY THERAPEUTICS, INC.

	By:
	/s/ Osvaldo Flores, Ph.D.

	Name:
	Osvaldo Flores, Ph.D.

	Title:
	President and Chief Executive Officer



Date: June 13, 2022
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Forward-looking statements

This presentation contains forward-looking statements within the meaning
of, and made pursuant to the safe harbour provisions of, The Private
Securities Litigation Reform Act of 1995. All statements contained in this
document, other than statements of historical facts or statements that
relate to present facts or current conditions, including but not limited to,
statements regarding possible or assumed future results of operations,
business strategies, research and development plans, regulatory activities,
market opportunity, competitive position and potential growth
opportunities are forward-looking statements. These statements involve
known and unknown risks, uncertainties and other important factors that
may cause our actual results, performance or achievements to be materially
different from any future results, performance or achievements expressed
or implied by the forward-looking statements. In some cases, you can
identify forward-looking statements by terms such as "may,” “might,"
“should,” “expect,” “plan,” “aim,” “seek," “anticipate,” “could," “intend,”
“target," “project,” “contemplate,” "believe," “estimate,” "predict,” “forecast,”
“potential” or “continue” or the negative of these terms or other similar
expressions. The forward-looking statementsin this presentation are only
predictions. We have based these forward-looking statements largely on
our current expectations and projections about future events and financial
trends that we believe may affect our business, financial condition and
results of operations. These forward-looking statements speak only as of the
date of this presentation and are subject to a number of risks, uncertainties
and assumptions, some of which cannot be predicted or quantified and
some of which are beyond our control, including, among others: our ability
to successfully advance our current and future product candidates through

BE will”

development activities, preclinical studies, and clinical trials; our reliance
on the maintenance on certain key collaborative relationships for the
manufacturing and development of our product candidates; the timing,
scope and likelihood of regulatory filings and approvals, including final
regulatory approval of our product candidates; the impact of the COVID-19
pandemic, geopolitical issues and inflation on our business and
operations, supply chain and labor force; the performance of third parties
in connection with the development of our product candidates, including
third parties conducting our future clinical trials as well as third-party
suppliers and manufacturers; our ability to successfully commercialize our
product candidates and develop salesand marketing capabilities, if our
product candidates are approved; and our ability to maintain and
successfully enforce adequate intellectual property protection. These and
other risks and uncertainties are described more fully in the *Risk Factors”
section of our most recent filings with the Securities and Exchange
Commission and available at wwwisec.gov. You should not rely on these
forward-looking statements as predictions of future events. The events
and circumstances reflected in our forward-looking statements may not
be achieved or occur, and actual results could differ materially from those
projected in the forward-looking statements. Moreover, we operate in a
dynamicindustry and economy. New risk factors and uncertainties may
emerge from time to time, and it is not possible for management to
predict all risk factors and uncertainties that we may face. Except as
required by applicable law, we do not plan to publicly update or revise any
forward-looking statements contained herein, whether as a result of any
new information, future events, changed circumstances or otherwise
CENTURY
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Building A Next-Generation iPSC Platform
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Building A Next-Generation iPSC Platform
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Building a Next Generation Allogeneic Cell Therapy Platform
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= Proprietary gene editing platform
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(CD34+HSC,aB T cell,y8 T cell derived) precise transgene integration

iPSC Differentiation/Manufacturing .
-

» Scalable protocolsand processes to produce
highly functional INK and iT cell products + Universal tumor targeting platform

Protein Engineering ! !

+ Developing proprietary next-generation CARS'

Vertically integrated capabilities differentiate Century’s approach O SENTURY 5




image17.png
With a Strong Foundation in Place, Century is Ready to Execute
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Pipeline
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Universal Tumor Antigen Receptor Targeting Platform
(UTRAP)

Cancer-Cell
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+ Multifaceted tumor targeting platform KEY SYSTEM

« Compatible with soluble CARs and TCRs

« Potentially enables targeting of multiple TAAs
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Century’s Strategic Vision for Winning in Solid Tumors
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Anticipated Catalysts Over Next 12 months
Underpinned by strong balance sheet with platform synergies and
operational excellence
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Glioblastoma is an aggressive disease

Disease progression

Most prevalent primary brain tumor in Standa.rd of care.(SoC):
adults causing death * Surgical resection
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image25.png
Glioblastoma (GBM) Overview

FOCUS — Unmet need in brain cancer therapy

* 9-month relapse period e

¢ 15 months median survival
post-diagnosis

* ~5% five-year relative survival
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COMMERCIAL POTENTIAL

* ~13,390 new cases diagnosed in 2020 in the US?

* Global GBM treatment market to reach USD $1.15 billion by 20242

* In 2016, North America contributed 39.2% of the global GBM market?
e Opportunity to acquire orphan/breakthrough designation
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GBM Market landscape — Limited competition
A total of 139 drugs current!
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Glioblastoma: A Graveyard of Clinical Trials, or Unmet Opportunity?

* First-line standard of care was developed @ 20 years ago.

« SoC is far more effective in MGMT- methylated vs.
unmethylated patients but used regardless of biomarker
status due to lack of targeted options.

= Second-line options include lomustine or bevacizumab,
the latter which provides marginal benefit, causes
pseudo-progression, and renders subsequent
intervention essentially ineffective.

4 Historical failures arguably due to solvable problems

* Companies tend to focus on GBM as a line-
extension of programs being developed elsewhere
and hence may not be prioritizing as necessary to
win in GBM

* Furthermore, many of the therapeutic targets (EGFR,
VEGF) are relevantin treatment-naive patients but
become selected againstfollowing frontline therapy.

“Every surgeon carries within
himself a small cemetery, where
from time to time he goes to
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- Dr. René Leriche: from epigraph
to “Do No Harm,” Dr. Henry Mars
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CART Cell Therapies for GBM: the Promise of Locoregional
Delivery
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EGFR CAR T Cells for GBM: Continued Improvements to
Overcome Technical Challenges
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Lessons from GBM Treatment Failures: Challenges to
Overcome for New Immunotherapeutic Protocols

 Trusted therapeutic targets expressed in treatment-naive, primary GBM may
be selected against and evolve out of GBM recurrence: new therapeutic
targets must be pursued that are relevant to recurrence.

* Monotherapies will not likely succeed in eradicating such a rapidly evolving,
highly heterogeneous tumor: rational combinatorial polytherapies should be
developed.

* Therapeutics should target not only the GBM cells but also the tumor
microenvironment, and to overcome the immunosuppressive niche, the
tumour immune microenvironment (TIME)

* Locoregional delivery of immunotherapies (especially into CSF spaces) has

been well tolerated and may promote better trafficking, durability and
persistence of cell therapies
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Mimicking GBM recurrence: Designing mouse-adapted in vivo
tumor treatment protocol
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Preclinical model of recurrent GBM
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GBM program: A Translational Pipeline

Targeting clonal heterogeneity in treatment-refractory GBM with novel and empiric immunotherapies
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CD133, a marker of treatment-resistant GBM

‘adiated

D133+ i i

Y }

Tumour from  Tumour from @  Tumour from
intreated CD133*  iradiated CD133*  unireated CD133*
3 Groen:
anti-GFAP
astrocyte
ineage

Tumour from
imadiated CD133+ Red

anti-04
oligodendrocyte
lineage.

_ Shideng Baol-2, Qiulian Wu

Shil2, Anita B. Hjelmeland-
N. Rich1:2:5.6

Nature 444, 756-760 (7 December 2006) | Col:10.1038/nature05236; Received 1 June 2006; Accepted 7
semgmngr 2006; Publishes online 18 October 2006

Glloma stem cells promote radioresistance by
preferential activation of the DNA damage response

, Roger E. McLendon3, Yueling Haol2, Qing
, Mark W. Dewhirst?, Darell D. Bigner23 & Jeremy

Molecular Cancer o
Research [Oven access ]

Analysis of gene expression and chemoresistance of CD133* cancer
stem cells in glioblastoma.
Gentao Liu'2, Xiangpeng Yuan', Zhaohui Zeng!, Patrizia Tuni
Hiushan Ng!, Iman R Abdulkadir', Lizhi Lu'3, Dwain Irvin', Keith L Black!
and John § Yu*4
oot vomnaon -GOS3 rom No. 1049
+CO133- rom . 1049

o 10 1w 20
Tomozolomide (uM)

T % e e o
Carboplatin ( ub)

CD133 expression correlates with disease progression, metastasis, recurrence, and poor overall survival in several human malignancies

2




image36.png
Engineering CD133-targetingimmunotherapies
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CD133-directed treatment significantly eliminates GBM tumor burden
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Measuring the ‘ON target OFF tumor’ effect in humanized NSG mice
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ET001 treatment does not significantly reduce numbers of human HSPCs or
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NCT02541370: a phase | clinical trial of CD133-specific CAR-T for
treatment of relapsed and/or chemotherapy refractory advanced malignancies
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Locoregional delivery can address CAR-T trafficking challenges

Ongoing Phase 1 CAR-T clinical trials utilizing intracranial route of administration
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Engineering new allogeneic CAR T therapies for cancer
patients

RESEARCH ARTICLE SUMMARY

CLINICAL TRIALS

CRISPR-engineered T cells in patients with
refractory cancer

Edward A. Stadtmauer*, Joseph A. Fraletta®, Megan M. Davis, Adam D. Cohen, Kristy L. Weber,
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Vanessa E. Gonzalez, Jun Xu, In-young Jung, J. Joseph Melenhorst, Gabriela Plesa, Joanne Shea,
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Il Using CRISPR could make the immune cells more potent

Cutting-edge CRISPR gene editing appears safe in three
cancer patients

By Jennifer Couzin-Frankel | Feb. 6,2020, 2:00 PM
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Enhanced Control of iNK Cells in the Treatment of GBM

QEEQUICLSJ RY Hy Levitsky, MD | President, R&D
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Major Challenges in Cell Therapy for GBM

Clonal evolution of cancer cells driving antigen heterogeneity
The most abundant target antigens are also expressed at some level on normal tissues

The CNS is highly sensitive to features associated with immune effector function (e.g,,
cytokines, rapid cell expansion, altered vascular permeability)

Difficulty assessing PK and biodistribution of effector cells in the brain complicates dose
and schedule optimization

Suppressive features of the tumor microenvironment must be addressed in product and
clinical trial design

The ability to address many of these challenges requires a level of therapeutic control that
has not been a feature of current generation cell therapies
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Century’s iNK platform-

Engineered to provide control to overcome these challenges

NK cells significantly less proliferative than T cells, reducing the risk of toxicities associated with rapid and
extensive lymphocyte expansion in the brain

iNK clones selected for maximal serial killing capacity, achieving tumor eradication with less cell expansion
vs CAR-T

Direct activation of iNK cells via NKG2D recognition of GBM “stress ligands” MIC-A, MIC-B, ULBP

Antigen heterogeneity addressed with multi-plex targeting via “bridge molecules” (monoclonal antibodies
engaging CD16 and custom binders engaging Universal CAR)

+ Finite half-life of protein bridge molecules provide control over the extent of iNK cell activation
against targets

HSV-tk enables rapid termination of toxicities unresponsive to SOC

PET reporter genes designed to enable serial non-invasive assessment of PK and biodistribution to guide
dose and schedule during clinical development (and potentially in clinical practice)

O CENTURY
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HSVtk-2A-PSMA Cassette

HSVTK(AtGEH) (A
L — — —Y ) m—

Single molecular construct enables co-expression and selection for intracellular HSV-tk,
and surface membrane expressed PSMA

HSV-tk encodes an intracellular enzyme that converts ganciclovir (GCV) into GCV-
triphosphate that inhibits DNA-polymerase, leading tocell death ("Safety Switch”)

Used successfully in the clinic to abort T cell mediated toxicity (GVHD) associated
with allogeneic donor lymphocyte infusions'?

PSMA imaging with clinically approved PET probes is widely used to detect and quantify
prostate cancer micro-metastases

Preclinical studies of PSMA as a PET reporter gene in CAR-T demonstrate sensitive
and quantitative detection of CAR-T in sites of accumulation (“total body PK")

1) Bonini et al,, SCIENCE VOL. 276/p1719-24 13 JUNE 1997 and 2) Greco et al, Frontiers in Pharmacology 1May2015|Volume 6|Article 95
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PET Imaging for Quantitative Assessment of Cell Trafficking,
Abundance, and Persistence

PSMA PET Imaging
of Prostate Cancer

OncologyLive, Vol. 21/No.
6, Volume 21, March 13,2020

HSV-tk PET Imaging
of CAR-T in GBM
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Safety Switch

« Ability to rapidly eliminate the product upon encountering severe toxicities improves safety profile,
broadens eligible patient populations, and partially de-risks pursuing novel targets that may have narrow

therapeutic windows

+ Transgenic HSV-tk expression has been successfully used in the clinic to abrogate severe T cell mediated

toxicities within hours of ganciclovir administration

+ Recently, CAR-T associated ICANS and CRS has been successfully abrogated within hours of triggering an

alternate safety switch platform (iCas9 + rimiducid)

HSV-TK Gene Transfer into Donor Lymphocytes
for Control of Allogeneic Graft-Versus-Leukemia
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Enhanced Control of iNK Cells To Address GBM

« Therapeutic control achieved through engineered product attributes enables the pursuit of the
most challenging oncology settings, including GBM

+ These attributes include:

Selection of cell type (iINK) and clones with limited replicative capacity

Tumor targeting via co-administered bridge molecules with finite half-lives

Precise assessment of cell expansion, biodistribution, and tissue-resident PK to guide dose
and schedule determination

Safety switch to abrogate toxicities

Q GENTURY 3o
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Century'’s iNK 3.0 platform

CENTURY iNK common progenitor and Next-Gen CNTY-103

Luis Borges, PhD | CSO

THERAPEUTICS
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iNK 3.0 Common Progenitor
Multiple New Features for Enhanced Functionality
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The iPSC Common Progenitor Enables Significant Cost and
Time Efficiencies

One Common Different Multiple Product
Progenitor —° CARs Candidates

CAR
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iNK 3.0 Cell Platform Has Multiple Built-In Mechanisms for
Tumor Cell Killing
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iNK 3.0 Enhanced Allo-Evasion Features

Allo-Evasion 3.0

Deletion of 2M designed to eliminate HLA-I

expression and prevents recognition by CD8 T
cells

Knock out of CIITA designed to eliminate HLA-II

expression and prevents recognition by CD4 T
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Knock-in of HLA-E and HLA-G prevent killing by
NK cells
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iNK Cells Lacking HLA-I Are Not Recognized by Allogeneic

CD8 T cells

iNK Cells Expressing HLA-I Cause Allogeneic CD8 T Cell
Activation, But Not HLA-I Null iNK Cells
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Lack of HLA-I on iNK Cells Can Lead to Their Elimination by
Allogeneic NK Cells
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Expression of HLA-E + HLA-G Offers Better Protection From

NK Cell Killing

Proof-of-Concept Study with HLA-I
Null K562 Cells Engineered with
HLA-E and HLA-G
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HLA-E and HLA-G engage different receptors on
NK cells including NKG2A, KIRs, and LIRs

The expression of NKG2A, KIRs, and LIRs varies
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Protection to Killing by Allogeneic NK Cells

Donor RCO1

s~ Parental K562
-+ HLAG K562
> HLAE K562
> HLAE+G K562

% Killing

FP LN Y e
& J

Ratio (ET)
Agglomerated Data from 22 NK Cell Donors

b4

Relative cytolysis.

47




image59.png
Membrane-Bound IL-15/IL-15RA Enhances iNK Cell
Persistence in vitro
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Engineered NKG2D Expression on iNK Cells Enhances Tumor

Killing
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High-affinity CD16 Augments CAR-Mediated Killing of Tumor
Cells Through Antibody-Dependent Cellular Cytotoxicity (ADCC)

iNK Cells Engineered with High Affinity CD16
Mediate Robust ADCC of Tumor cells
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Pivoting to the iNK 3.0 Platform to Create Next-Gen CNTY-103
Is Expected to Improve the Likelihood of Clinical Success

The iINK 3.0 Platform incorporates multiple features that are highly relevant for the treatment
of GBM

Pivoting to the iINK 3.0 platform is expected to improve the likelihood of clinical success for
CNTY-103 without a major timeline impact

Next-Gen CNTY-103 uses a single specificity CAR to target CD133 and adds two additional
mechanisms for tumor cell killing (NKG2D and CD16)

Targeting of EGFR is leveraged through the combination with an anti-EGFR antibody that acts
through CD16

PET-reporter (PSMA) provides a non-invasive image tool that we believe will help gain
significant insights on the persistence and migration of CNTY-103 iNK cells after infusion

The incorporation of a safety switch is expected to improve the safety profile

Q GENTURY 5,
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Next-Gen CNTY-103 Has Multiple Built-in Mechanisms for
Enhanced Anti-tumor Activity

/MULTIPLE MECHANISMS TO
CONTROL TUMOR GROWTH
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Century’s Novel Universal Targeting Receptor

@ CENTURY Adaptor Platform
THERAREUL 23 Jill Carton, PhD | Executive Director of CAR Engineering and

Protein Sciences
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Century's Protein Sciences Capabilities Drive
Sophisticated Therapeutic Solutions
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Universal CAR Platforms Extend the Versatility of

Conventional CARs

Canonical CAR

CAR binds
directly to
tumor
antigen

Universal CAR

CARbindsto a
soluble protein|
which engages
tumor antigen

Universal CAR has two components:
1. CAR that binds a tag on a soluble
protein

2. Soluble protein that binds to the
tumor cell antigen and the CAR

Effector cell mediated tumor cell
killing is only activated when the
soluble protein engages both the
CAR and the tumor antigen

Activity of the CAR can be .
modulated by the tumor targeting
specificity and dose of the soluble
protein
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Century’s Novel Universal Targeting Receptor
Adaptor Platform (UTRAP) is Versatile and Flexible
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Century’s Novel Universal Targeting Receptor
Adaptor Platform (UTRAP) is Versatile and Flexible

/ Cancer Cell

Tumor binding
domain

! BAIT
| PROTEIN ]
| CAR binding VHH |

BAIT CAR . BAIT Binding VHH

0004000000000s,,,
T-Cell

ceveneenesees

00000000ee

I Signaling
\ I domains

~

’
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proteins

1. BAIT CAR
« Inactive in circulation
+ Inactive in the presence of tumor cells

2. Bispecific Anti-ldiotype Targeting (BAIT) Protein
« Exploits the high specificity of an anti-Idiotype antibody
+ Adaptable binding affinity to the CAR and to the tumor antigen

« Effector cell mediated tumor cell killing is only activated when
the BAIT engages both the CAR and the tumor antigen
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BAIT Proteins are Engineered for Diverse Functions and Used
With a Single Cell Line
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Century’s UTRAP Platform Mediates Potent Cytotoxicity
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In vivo Proof of Concept Studies with Century’'s uTRAP

Platform Initiated

In vivo studies with Peripheral Blood T-cells

UuTRAP in vivo efficacy studies in IPSC-
derived iNK and iT cells are initiated

Tumor Size (BLI)

5x107 1x10° n
4x107 & e No CAR
T 3
3x107 E 6x10*
]
2x107 g -
2
1x107 0t BAIT CAR
. : d 3
o py o 5 10 15 2
o P D
& F o*l\c ays

BAIT CAR-T cells are
potent killers on Ag+ cells

BAIT CAR-T cells are inert
without Bridge Protein

EGFR Tumor cells BAT CARINK EGFRBAIT Protein

.- 0
Pa 2 4
'
-9 T -9 — -9 T

CENTURY

O GENTURY ¢





image1.png




image73.png
Century’s UTRAP Addresses Multiple Clinical Challenges

Advantage

Extend the target
landscape

Address tumor
heterogeneity

Widen the therapeutic
window

On/Off safety switch

Tracking and detecting

Tunable potency and temporal regulation of BAIT protein
increases control of target engagement

Antibody and TCR BAIT formats access cell surface and
intracellular targets

Soluble BAIT proteins can target multiple antigens, each for use
with a single uTRAP cell line

One cell line can be used to develop many therapeutic
approaches

Tunable potency and temporal regulation of activity provides
greater control over adverse effects

Soluble protein half-life regulation allows for off-switch
Stop or Eliminate BAIT proteins can switch off/clear uTRAP cells

Non-targeted, labelled BAIT protein to trace engineered cells
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UTRAP Enables a Therapeutic Strategy to Tackle Tumor
Heterogeneity in Glioblastoma
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MAD?7 CRISPR Nuclease for iPSC Genome

CENTURY Engineering
HEBARENTIGS Michael Naso, PhD | VP Cell Engineering
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Century’s End-to-End Platform Has the Key Components to
Realize Potential of iPSC
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Product Candidate Engineering Requires a High Functioning
and Reliably Sourced CRISPR Nuclease

Attribute Preferen?e for product candidate
engineering

Double-stranded gDNA
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MAD?7 is a Novel Class 2 Type V-A CRISPR Nuclease
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MAD7 Produced in House In E. Coli and is Functionally
Equivalent to Industry Standard Cpfl

Bacterial Expression  Multi-Step Purification  -80°C Storage, 6 mo.
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Mad?7 Facilitates HDR at Multiple Loci in iPSCs at Efficiencies
Seen with Cpfl

HDR efficiency with MAD?7 is equivelent to Cpfl

MAD7 HDR Cpf1 HDR
5% 3.15% 5 2.12%
SRR s b Jn i
wiE AETE
Donor DNA MAD7/gRNA Terpetions ) ﬂ vvvvvvv E “ —
=Y l = Transgen; 1 ’ : “Tra;sgeng i
= High HDR efficiency with MAD7 at multiple loci
/ 3 Locus1 ) Locus 2 . locus3

i
i
d

[369%] 71 e 120%

Transgene 1 Transgene 2 ) Transgene 3
CENTURY
O GENTURY o

A
‘“]11.2% ¢
@ ‘...q] ]
i ~
i

T

"




image81.png
MADY is a High-Fidelity CRISPR Nuclease with Off-Target

Rates at Least as Good as Cpfl

Guide-seq off-target analysis
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+ SNP microarray CNV analysis does not show increased
frequency of small or large CNVs with MAD7, comparableto
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We Have Pivoted to MAD-7 for Platform and Pipeline
Engineering of All Product Candidates
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We Continue to Optimize and Evolve Our Mad7 Platform

Increasing protein production yield and long-term stability
PAM site evolution
Increased HDR efficiencies with further protein engineering

MAD7-on and MAD7-off fusions for gene regulation strategies

Not for further distribution
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Concluding Remarks

QEEQUICLSJ RY Lalo Flores, PhD | CEO
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With end-to-end

capabilities to develop CNTY-103 engineered with
iNK and ysiT cell multiple features to
candidates increase PTS
iNK 3.0 platformand ysiT Product engine
cell platform engineered anticipated to deliver 5
with versatile features like INDs over the next 3 years
UTRAP

Cash runwayinto 2025
Ended 1Q22 with cash, cash
equivalents, and
investments of $466.4M
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