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Disclaimer

THIS DOCUMENT OR THE INFORMATION CONTAINED HEREIN IS NOT INTENDED TO AND DOES NOT CONSTITUTE ANY OFFER OR INVITATION, SOLICITATION, COMMITMENT OR
ADVERTISEMENT OF ANY OFFER FOR SUBSCRIPTION, PURHCASE OR SALE OF ANY SECURITIES, NOR SHALL ANY PART OF THIS DOCUMENT FORM THE BASIS OF OR BE RELIED
ON IN CONNECTION WITH ANY CONTRACT OR COMMITMENT WHATSOEVER.

This document is strictly confidential to the recipient only, and may not be copied, reproduced, redistributed, disseminated, or used or disclosed to any other person, or published, in whole or in part, for
any other purpose. This document has been prepared by ImmuneOnco Biopharmaceuticals (Shanghai) Inc. (the “Company”) but without further investigation and cannot be warranted as to its
accuracy or completeness. Neither the Company, its advisors and representatives nor any of their respective subsidiaries or affiliates have or may have been able to verify independently any or all
such information or assumptions made, or there may exist other facts, risks or considerations which might be material concerning the information herein. Accordingly, neither the Company, its advisors
and representatives, nor any of their respective subsidiaries or affiliates, nor any of their respective directors, officers, employees or agents, make any representation or warranty, expressed or implied,
with respect to the information or assumptions contained in this document or on which this document is based, or that the information or assumptions remains unchanged after the issue of this
document, and will not accept any loss, liability or responsibility whatsoever for the accuracy or completeness of the information or assumptions on which this document is based.

This document does not have regard to the specific investment objectives, financial situation or particular needs of any specific persons who may receive this document. This document is not to be
relied upon as such or used in substitution for the exercise of independent judgment. The recipient must make its own assessment of the relevance, accuracy and adequacy of the information
contained or assumptions made in this document prior to entering into any transaction or investment.

Certain data in this document was obtained from external data sources, and the Company has not verified such data with independent sources. Accordingly, the Company and its advisors and
representatives make no representations as to the accuracy or completeness of that data. Such data involves risks and uncertainties and is subject to change based on various factors. The use of
registered trademarks, commercial trademarks and logos or photographic materials within this document are exclusively for illustrative purposes and are not meant to violate the rights of the creators
and/or applicable intellectual property laws.

Certain statements are set forth in this document with respect to the Company or other events, including but not limited to opinions and forward-looking statements with respect to the future financial
condition and results of operations of the Company and certain plans and objects of the management of the Company. Such statements are based on a number of assumptions, including but not
limited to the present business strategies of the Company and other matters beyond the control of the Company, such as the political, social, legal and economic environment in which the Company
will operate in the future. Such statements are subject to known and unknown risks, uncertainties and other factors which may cause the actual performance or results of operations of the Company to
differ materially from such opinions or forward-looking statements or the views, expressed or implied, contained in this document. No reliance should be placed on such statements, which reflect the
view of the management of the Company as at the date of this document. Neither the Company nor any of its advisors or representatives shall be obliged in any way to update such opinions or
forward-looking statements for any event or circumstances that may occur. In any case, past performance is not necessarily an indication of future results.

This document is for information and reference only and does not constitute or form part of and should not be construed as, an offer to sell or issue or the solicitation of an offer to buy or acquire
securities (the “Securities”) of the Company in any jurisdiction or an inducement to enter into investment activity nor should it form the basis of, or be relied on in connection with, any contract or
commitment or investment decision whatsoever. In particular, this document and the information contained herein are not an offer of the securities for sale in the United States and are not for
publication or distribution in the United States. The document is being presented to you on the basis that you have confirmed that you are either (i) a qualified institutional buyer (as defined in Rule
144A under the U.S. Securities Act of 1933, as amended (the “Securities Act”)) or (ii) a non-U.S. person (as defined in Regulation S under the Securities Act). This document is not intended for
distribution to persons who are not professional investors (as defined in Schedule 1 to the Securities and Futures Ordinance (Chapter 571 of the Laws of Hong Kong)).

THE SECURITIES HAVE NOT BEEN, AND WILL NOT BE, REGISTERED UNDER THE SECURITIES ACT, OR THE SECURITIES LAWS OF ANY STATE OF THE UNITED STATES OR ANY
OTHER JURISDICTION AND MAY NOT BE OFFERED OR SOLD WITHIN THE UNITED STATES, EXCEPT IN CERTAIN TRANSACTIONS EXEMPT FROM, OR NOT SUBJECT TO, THE
REGISTRATION REQUIREMENTS OF THE SECURITIES ACT. NO PUBLIC OFFERING OF ANY SUCH SECURITIES WILL BE MADE IN THE UNITED STATES OR IN ANY OTHER
JURISDICTION WHERE SUCH AN OFFERING IS RESTRICTED OR PROHIBITED.
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Key Milestones
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L) + Steady team with 10+ years coordination 0 |ssue.d gaients .
» 23 pending patent applications
) * 29 IND approvals from the NMPA and the FDA &g@ * 8 ongoing clinical programs

IMMO1: IMMO1:

i i IMMO1:
IECRE LI U (P « Phase Il in combination with either

2019: The first patient of the Phase ~ * IND approval by NMPA for the Phase

* Orphan drug designation China

| 20152020 | 2021 2022 2023 2024
o - ImmuneOnco was

IMM2510+ IMM27M in IMMO1: DLBCL dosed first
» Three phase Il clinical patient

- ; b/l in with each of azacitidine and PD-1 mAb or azacitidine commenced in the U.S. + Phase Il monotherapy for trials approved for MDS, + Two IND approvals in

GC) Lﬁrg;&:} trial for IMMO1 was e in Ching IMMO0306: - R/R STS dosed first CMML and cHL in China autoimmune field
= . 2019: IND aporoval for IMMO306 « Phase Il initiation for IMMOL IMM2902: _ ' ' + Phase Ib/lla initiation in patient + Phase Ill IMMO1+PD-1 IMM2510: o
(&) : approvalto monotherapy * Phase | dosed patients in both China China in combination with  IMM27M: mADb for R/R cHL * Phase Ib in combination
9— from NMPA . . IMMO306: and US lenalidomide and dosed * Phase | dose escalation dosed first patient with IMM27M for solid
o * 2020: Es'tabll.shed t'he pilot - IND approval by FDA P its first patient LPI and RP2D determined  IMMO306: tumors dosed first

production line with 200L GE IMM2902: o ) . ) IMM2510: in China * Phase Il of IMM0306+ patient

single-use mammalian cell + IND approval by NMPA and FDA + Phase | trial patients dosed in China o HEm [ chen carkitn IMMA7: g emies ket © Resshes q feense-aut

bioreactors IMM27M: IMM40H & IMM2520: LPI and RP2D determined « IND approval by NMPA advanced R/R FL agreement of US$2.1B
» 2020: IND approval for IMM2510 « IND approval by NMPA - IND approval by NMPA and FDA * IND approved for » Dosed first patient in * Phase Ib of IMM0306+ with Instil Bio
from NMPA IMM2510+ chemo and Australia lenalidomide for R/R
2015 2016 2017 2018 2019 2020 2021 2022 2023
2017: Series Pre-A, 2018: Series A, 2020: Series Pre-B, 2020: Series B, 2021: Series B+, 2022: Series C, 2023: IPO,
RMB30 MM RMB90 MM RMB40 MM RMB240 MM US$65 MM US$87.5 MM US$43 MM
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Management team
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Integrated proprietary R&D platform

Efficiently Conduct Screening Optimize Molecule Structure Cost-effectively Manufacture
and Druggability Analysis Design High-quality Drug In-house

Next-generation Innovative
Oncology Therapies

High-throughput
Screening

Global Rights %

IND approvals from the

High-thro Proprietary mAb= ; ici 29 NMPA and the FDA
Scree Platfo i
30 Issued patents
o Efficiently identify and ¢ Allowing for favorable binding U Our stable R&D, CMC
improve antibody affinity with tumor targets while and regulatory affairs . o
fragments with higher preserving 1gG1 Fc effector teams with 62 23 Pending patent applications
specificity, affinity and function members
other best-suited »  Ease of manufacturing, product
properties stability, higher tier and protein
yield

Pilot manufacturing: 200L/250L bioreactors




Comprehensive Pipeline Covering Oncology and non-Oncology Therapeutic Areas
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Program @

-

IMMO1 (Timdarpacept)

IMMO1 + Azacitidine

IMMO1 + Azacitidine

IMMO1 + Tislelizumab

IMMO0306
Monotherapy

IMMO0306 +
Lenalidomide

IMM2510
Monotherapy

IMM2510 + Chemo

IMM2510 + IMM27M

IMM27M

IMM2902

IMM2520

IMM47

IMM40H

IMM4701

IMC-002 (IMMO0306)

IMC-001 (IMMOL1)

IMC-003 (IMM72)

IMC-004 (IMM7211c)

Source:

Notes:

: Company Data

Target (Modality)

CD47
(SIRPa-Fc fusion
protein)
CD47
(SIRPa-Fc fusion
protein)

CDA47+PD-1
CD47xCD20
(Bispecific)

CD47xCD20
(Bispecific)

VEGFXxPD-L1
(Bispecific)

VEGFxPD-L1
(Bispecific)

VEGFxPD-L1
(Bispecific) + CTLA-4

CTLA-4 ADCC+
(MmAb)
CD47xHER2
(Bispecific)

CDA47xPD-L1
(Bispecific)

CD24
(mAb)

cD70
(mAb)

CD24xCD47
(Bispecific)

CD47xCD20 (Bispecific)

CD47

(SIRPa-Fc fusion protein)

ActRIIA
(Fc-fusion protein)

ActRIIA x Non-disclosed
(Bispecific)

Indication(s)

MDS®

CMML

cHL®), Solid tumor

R/R FL&MZL

B-NHL

STS, Solid Tumor

1L TNBC, 1L NSCLC

2L HCC, TNBC

Solid tumors

HER2-positive and low-
expressing solid tumors

Solid tumors
Solid tumors
Liquid/Solid tumors
Solid tumors
SLE, NMOSDs
Undisclosed
PAH, Undisclosed

Undisclosed

Discovery Preclinical Ilzﬁzﬁwr?g Phase la/l Phase Ib/Il Pgiﬁet;:u Partners
nstio
Insfio
nsibio
st

Innate Immunity
Targets

Innate and Adaptive
Immunity Targets

Current Status / Upcoming Milestone

Received Phase IIl approval from CDE in May

Received Phase Ill approval from CDE in June

Received Phase Ill approval from CDE in April; FPI on July 1, 2024
Phase Il trial commenced in Q2 2023

Phase Ib/lla commenced in June 2023 in China

Phase Ib/Il commenced in November 2023 in China

IND approved in China in November 2023

IND approved in China in October 2023, FPI on July 24, 2024

Phase | completed in September 2023 in China and RP2D
confirmed

Phase la commenced in February 2022 in China and in June 2022 in
the U.S.

IND approved in China and the U.S. in Q4 2022; Phase |
commenced in China in March 2023 and 5t cohort ongoing

IND approved in China and the U.S. in October and December in
2023; Phase | commenced in September 2023 in Australia

IND approved in China and the U.S. in August 2022

IND-enabling

IND approved in China for the treatment of SLE and NMOSDs in
June 2024, expecting to initiate enroliment in Q4, 2024

IND-enabling
IND-enabling in one year
IND-enabling in one and a half year

Adaptive Immunity
Targets

Autoimmune and
metabolic disease

(1) All of the Company’s clinical- and IND-stage drug candidates are classified as Category 1 innovative drugs, and preclinical- and discovery-stage drug candidates are expected to be classified as Category 1 innovative drugs, in accordance with relevant laws and regulation in China
(2) The trial is mainly designed to target the first-line treatment of higher-risk MDS (patients who fall into higher-risk group categories in the original or revised International Prognostic Scoring System).

(3) This combination of IMMO1 and tislelizumab targets all subtypes of cHL.

Commercial
Rights

Global

Global

Global

Global

Global

Great China

Great China

Great China

Great China

Global

Global

Global

Global

Global

Global

Global

Global

Global
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Breaking Drug Resistance and Broaden Benefit

Research Has Shown PD-1/PD-L1 Inhibitors Are Only Expected to be Effective in Hot Tumors, Corresponding to its
Limited Monotherapy Response Rates, The Activation of Innate Immune Cells is Able to Attract T Cells into Tumor
Microenvironment, Turning Cold Tumors to Hot Tumors, Significantly Improve the Response Rates of PD-1/PD-L1

Inhibitors

————® Type |

Lack of TILs in TME

Innate immune activation to
induce inflammation and
attract adaptive immune cells

.—

——————©® Type llI

Dysfunctional TILs activation
Activation of antigen specific T

cells

.—

cells through antigen presenting

Source: Frost & Sullivan, literature review

Cold Tumor

| Type
PDL1=/TIL= ||

a-TIGIT
a-VISTA

Type Il :
. | PDL1-/TIL* [f

Cold Tumor

S ——

Type Il

Overregulation of activated TILs

L ——

™ TCR
@m» MHC
@»e PDLL
9@ PD1

® IFNy

———® Typelv O&——

Lack of TILs in TME

Innate immune activation to
induce inflammation and

attract adaptive immune cells

10
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Q{j B &M Breaking Drug Resistance and Broaden Benefit

Our Pipeline Harnessing Both Innate and Adaptive Immunities

Macro- NK Tumor

phage Cell Cell
FcyR ,  SIRPa

o
Z
<
o
=

o
W)
=
=

o IMM51 (IL-8) v v
o IMM50 (PSGL-1) v
o IMM62 v

INNATE IMMUNITY

Macro- NK Tumor
phage Cell Cell
FcyR_, SIRPa

¢
.

[} PD-L1

IMMO1 + tislelizumab v Vv

INNATE & ADAPTIVE
IMMUNITY

Teff Treg Tlg:ﬁr

VE(;F TAA
o IMM2510 (VEGFXPD-L1) v v
o mmzmETasabcey
o IMMdOH(CDTO) v VvV

ADAPTIVE IMMUNITY

The Company stands out as one of the few biotechnology companies globally adopting a systematic therapeutic approach to harness J

both the innate and adaptive immune systems

11
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Scientifically and structurally differentiated molecule design based on our “drug-by-design (DbD)”
concept to achieve potent efficacy and favorable safety

Mechanism of Action in the CD47-SIRPa Signaling Pathway Guided by the DbD concept, our differentiated molecule design

tackles scientific barriers presented by the selected immune checkpoints,

Tumor Cell ' o ' leading to an optimized safety and efficacy profile
cD47  Anti- CD47 l CD47
FcyR FcyR Opsonizing i How Our Differentiated Design Improves Safety and Efficacy
SIRPa SRPq  Antibodies SIRPa _
—® The safety concerns around CD47 pose considerable challenge @&—
Macrophage
CLD47 don't eat RBC CDA47 antibodies inevitably bind with RBCs,
PR » “don’t eat me” Ry 1 q i IaF
a enerating issues including severe blood toxicity,
C.D47. don’t eat me T St \\ ”] binding gen (g g y
signaling . e . . Y antigenic sink, and decreased potency
No “eat me” signaling No “eat me” signaling Fc-receptor “eat me II
Poor macrophage lelteq e PR sl l' 19G4 Fc Most CD47 antibodies resort to an IgG4 Fc with
o activation Limited macrophage .
activation activation weak FcyR engagement, unable to deliver the
CD47 antibody “aat me” signal
£S < .'5“2,/ —® Our differentiated design allows full macrophage activation @———
Opsonizing 3 28 Anti-CD47 L \ ,
Antibodies ™ :| CDA47- Engineered CD47-binding domain with no RBC binding
OR gg’n‘::g in vitro; Modification of deglycosylation of the binding
— } domain mitigates immunogenicity
‘ Active IgG1 No RBC binding enables usage of potent IgG1 Fc

CDA47 blocked CD47 blocked IMMO1

Fc-receptor “eat me” signaling Fc-receptor “eat me” signaling

Full macrophage activation Full macrophage activation

12
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1

Magrolimab Has Very High Target Affinity and RBC Binding Activity

Target affinity assay

200 4 Hu5F9-G4 binding to dimeric hCD47:
L Assay 1: Kd=14.3(2)p
?c:, 1501 g\ amiad e St e Sbecestan
3
g
8
@
O 500 1000 1500 2000 2500 3000 3500
255 Hu5F9-G4 binding to dimeric hCD47:
Assay 2: Kd=2.02 (2)pM
~ 200 B J
=) S rom
2 v
g 150 fA —— "
g - . g o
2 100 i
& e
50
04
0 500 1000 1500 2000 2500 3000 3500
Time (s)

Magrolimab: KD = 2-14.3pM

Timdarpacept (IMMO1): KD =
~3nM

Source: Liu et al. PLoS One. 2015 Sep 21;10(9):e0137345.

Without priming dose

Dose
Administered

167
144
124

104

‘Concerns

Hemoglobin g/dL
%

With priming dose (Impk, 3mpk)

16

14

. Tramsfusion |
Rangs

—= pBS

== HuSF9-G4 (0.1 mg/Skg)

Hemoglobin gfdL
o

—e— HuSF9-G4 (0.3 mg/ke) 6
o *~ HuSF9-G4 (1 mg/kgl
~o HuSF9-G4 (3 mg/ke) 44
~o- HUSFS-G4 (10 mg/kal
21 e HuSFS-G4 {30 mg/kg) 2
o ! —+- HuSF9-G4 (30 mg/kg)
1 8 15 22 05
Day

Magrolimab Receptor Occupancy (RO)

A CD47-Receptor Occupancy on White Cells and Red Cells
Transition to administration every 2 wk
+

1004 (r'_--T.:_—-—' ]
3 / kol
&, il 1
7 804 /]
i p'j;' ] = Red cells
3 e /] ] ~= White cells
o 7 ( i
o | :
E. oy |/ :
i N
B \J ]
T o] :
a ]
v '
0 T T T T T J
14 28 42 36 70 84
Day

|
-

~ Transtusion
o Rangs

< pBS
. PD1/MD30
PD3/MD30

IMMO1 Receptor Occupancy (RO)

@

Receptor Occupancy of IMMO1
PBMC
60
N
40+
- 4
X N a
S N
o 20+ I - L
A
24 . . A
o R T o4 3 i1, dalia 1.as
-20 T T T T T T
2 Q& 3 Q> N
& (’é‘\ o Y ,9&\ >
© > oid < 92 5>
> > & v >
S 9 R & 9
9 &
Days

15 22 29 38 43 50 57 84
Day

Concerns

KBind to RBC, leading to hemolysis\

» Too high target affinity, causing
severe “antigen sink”

» High clinical dose is required due
to the “antigen sink”

* High clinical dose will inevitably
results in severe adverse event

(SAE)
L /
13
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Challenges for CD47-Targeted Drug Development

CD47 Antibody

* Target affinity is too high

* Severe “antigen-sink”

* Much higher clinical dose (30-45mg/kQ)

e SAEs are inevitable

14
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Our Differentiated Approaches

Overview and Competitive Advantage of IMMO1(Timdarpacept)

IMMO1 o
Full activation of
macrophages
SlRPq Blocking “Don’t eat me”
domam signal via interrupting CD47

CD47-SIRPa interaction FcyR jMmo1

Activating “Eat me” -“ Tumor cell
Active IgG1 signal via Fc-FcyR .

engagement
Macrophage
Phagocytosis

Attract T cells to
°
N .. T cells
. L XY
® P ® ®.
@ .
®
e
MHC Cytokines/Chemokines
Secretion (CXCL9, CXCL10,
Tumor peptides O WETER ete)

on MHC

T cell activation

Tumor cells fully killed

Antigen Presentation

MHC refers to major histocompatibility complex

Notes:

Source: Company Data

In Vivo Efficacy of IMMO1 is Dependent on Effective Fc Function (HL-60 xenograft model)

Vehicle
8000 9 CR=0%
2500 -
2000 -
1500 -
1000 -

500 -

Tumor Volume (mm3)

}z IgG1-Fc

0 3

Days Post Treatment

7 10 14 17 21 24

IMMO1

Active

i

IMMO1
(5mg/kg)
200 -
CR=100%
) J
2 150
£
£ 100 -
=
o
>
50
o
E
2
0 R

0o 3

Days Post Treatment

Notes: IMMO1M has an engineered mutant inactive IgG1 Fc.

7 10 14 17 21 24

IMMO1M

Inactive
19G1-Fc

Tumor Volume (mm3)

N
o
o
o

o
a
o
o

=
o
o
o

a1
o
o

IMMO1M-Inactive Fc
(5mg/kg)

CR=0%

0

T T T T T T T

3 7 10 14 17 21 24

Days Post Treatment

15
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Our Differentiated Approaches (cont’d)

Overview and Competitive Advantage of IMMOL (Timdarpacept)

‘ % Competitive Advantage of IMMO1 Monotherapy - Safety

Human RBC Binding Analysis of IMMO1

350 -
5 4 = Donor Characteristics (n=100)
@ 300 o Male (n=62)
First SIRPa-Fc fusion protein to enter g 250 Female (n=38)
the clinical stage in China ° Type A blood group (n=29)
e 200 Type B blood group (n=31)
8 = = Type AB blood group (n=10)
g Type O blood group (n=30)
—e S 1090 L hB6H12: 500nM
T 12 TTI-621: 5000nM
= 9 - = - IMMO1: 5000nM
3 e
Improved safety profile with engineered = 6 “ * ﬁ ‘ ‘ higG1-Fe: 5000nM
\ ’ SIRPa /7 ‘ CDA47-binding domain of human SIRPa to 3 , X ¥ T 1 ¥
; avoid human RBC binding & & NV 9 S «©
domain \\_ ® .{o"&(,g @‘32\ «'\\'6 \\‘s“ QC’N
S A \\\
&
_.
Notes: B6H12 is a CD47-based antibody that serves as the control.
Al Jye Phagocytosis Against Human RBC
Designed to fully activate macrophages 200 = habelolot
through a dual mechanism
§ o Bl seH12
150 - L |
SIRPa-Fc
Sk
L 100 I ivvo1
ns ns ns
50 ns ns ns Rituximab
Encouraging single-agent efficacy at 7] — b
Q relatively low dose, with CR observed - - - L - - = T
0.
@ 1M 10nM 100nM 1,000nM
PY Notes: B6H12 is a CD47-based antibody that serves as the control.

Source: Company Data
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Our Differentiated Approaches (cont’d)
Phase | Clinical Trial Results of IMMO1 Monotherapy

One of the only two companies to have observed CR in monotherapy clinical trials with a well tolerated safety profile

Potent Antitumor Activity and Encouraging Preliminary Clinical Efficacy

Response Observed in Patients Treated with IMMO1 Monotherapy

Duration of Response in Patients Treated with IMMO1 Monotherapy

PD
A0 m ppm sSD=

PR CR

100%

50%

PD PD PD sp sp SD
0%

SD SD sp gp sD

-50% SD

PR

-100%

!

O © © © © © © © © O O O € OO OO OO OO OO OO %RC§

S S S S T S S T T ST S ST T ST

S MR PR & &SN NSNS NN &S X & (N

O I AN K S N NN N NN S S R PN NN N A S TR R IR RS

Y R S N I I AR I S AR SR R e o
N NN R RN NI AN

o/ A/ N
S
S © M P

Q

Patients

Note: The colors of bars represent the best overall changes in size of target tumor lesions among 27 evaluable patients in the Phase |
monotherapy study

Source: Company Data, as of December 14, 2022

Change in Target Lesion from Baseline (%)

600
550

500

250
200
150

100

(50)

(100)

(150)
0

3 pgkg

10 pg/ke
M s0pgke
W 150 ug/kg
M 500 pg/kg
M 1000 pg/kg
M 1500 pg/kg

2000 pg/kg

b —

——

100 200 300 400 500 600 700 800 900

Days Post Treatment (d)

Among 27 evaluable patients receiving 0.003 mg/kg to 2.0 mg/kg dosage, two patient reached complete response (2 CRs), one reached partial response (1 PR), and 13 reached stable disease (13 SDs) (including six cases with observed
l substantial tumor shrinkage)

Source: Company Data
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Our Differentiated Approaches (cont’d)
Clinical Trial Results of IMMO1 Monotherapy

.

)
} Safety Results ‘ .QQ_ I The impact on hemoglobin or platelet is transient and insignificant following the administration of IMMO1.

HGB Changes Following Single-dose and Cycle 1 by Cohort

% I Majority of TRAE is grade 1 and 2

150 =
S =8~ 50ug/kg (N=3)
5 Grade 3 and above TRAE mainly include Leukopenia, Thrombocytopenia, 1409
. e V! P ) ylop 7 135 4 =m- 150yg/kg (1=3) 4 \
N Anemia, Neutropenia, with the highest rate of occurrence as 14% (4/29) = ]
ALL 2Gr 3 E 125 5 =d— 500ug/kg (n=3) i
Treatment-related adverse event (n=29) n (%) p (g/o) O 1204 K (e Although a transient )
YT — . T ] = Ay =9 decrease of hemoglobin
Los:(nve o. nti erythrocyte antibody o (25) — 1o ] L5mglkg (1=6) was observed at 8 to 24
He“ olpe'_“a o (52) ™ 105 o hours after the first dosing,
In'fsun;i(;t,]erZIated reaction 15 252; 100 ; u 4 L N S Y ! ¥ L " L S o O (= U] Gl G2t [EEs
$ $ $ ® b N o \J 0] © 8
Thrombocytopenia 13 (45) 3(10) e\"oe RO NSRS N \9& NI M- Al Patients foloali cyelben/een
OCYOpeTa. P RS A O A M N A day 2 and 4.
Hypertriglyceridemia 13 (45) ¢t O ¢ Days and Cycles
Anemia 13 (45) 4 (14)
Neutropenia 12 (41) 13) Note: Dosing days are C1D1, C1D8, C1D15, C1D22, C1D29, C1D36.
Neutrocytosis 12 (41) . .
ALl pepaees e 8 (28) PLT Following Single-dose and Cycle 1 by Cohort
Leukocytosis 8(28) 260 =
Hyperbilirubinemia 7 (24) 240 —— 50ug/kg
Hypercholesteremia 6 (21) 220 = 2
Fever 5(17) Q 200 = == 150pg/kg v
Proteinuria 5(17) & 1804
ALT d 4014 S i —&— 500pg/kg (n=3) _ _
increase (14) & 140 Transient decrease in
CCllincieased 3(10) 1204 %~ 1.0mglkg (n=6) platelet was also observed
Hyperuricemia 3019 o at 2 hours after the first
g’;o.t hyro'dls:: i(ig) g = AR (8 dosing, but it generally
Increase as 40 ~ returned to normal level
Notes: T T T T T T T T T T T T T 8= 2.0mglkg (n=6) after 5 days
1. TRAE above 10% is presented e < < < S B 6 & O b O a6 Hih
2. IMMOL is generally safe and well tolerated in 29 patients é\‘\ .\fi'o .\3"\ ° 0'\9 o'\o o'\o 0'\° 0'\0 \0\ \Oq' .\Oq' »\0’5 =J= All Patients
3. Majority of TRAEs were grade 1 and 2 Q;bg IN A R N () [CAN¢) (¢)
4. Grade 3 and above TRAEs mainly include Leukopenia, Thrombocytopenia, Anemia, Neutropenia, with o o Days and Cycles
the highest rate of occurrence as 14% (4/29)
Source: Company Data Note: Dosing days are C1D1, C1D8, C1D15, C1D22, C1D29, C1D36.
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Bispecific molecules developed by our mAb-Trap platform to achieve potent efficacy and favorable safety

How Our Differentiated Design Improves Safety and Efficacy — CD47-based Bispecific Molecules

The structure of our bispecific molecules was deliberately designed
through a series of rigorous studies and tests guided by our We developed our CD47-based bispecific molecules leveraging our
“DbD” concept on various aspects, including synergy between targets, g mAD-Trap platform — all having symmetrical structure with the same

tailored molecule structure, expected dosing level, stability, and ease of engineered CD47-binding fragment used in IMMO1
manufacturing

IMMO306 IMM2902 IMM2520 IMM4701 .
e e B e e e L e SIRPa N terminal:
. N S ge 8 e ! \ ____/___ SIRPa binds with CD47 on its N terminal
W, Q l' NN

1 "‘l' """""""" "'l' """"""" s "' !' -t ADCC enhanced IgG1 Fc with strong
: 1] 1] il il ADCC and ADCP

HX009 (Hans Bio)

W/ - PD-1 Certain molecules connect the CD47-binding domain to the Fc end, which could interfere with
‘ ' CD47-binding epitope located at the N-terminal of SIRPa fragment, and further disrupt
’l Fc region immune activation resulted from Fc-FcyR engagement
CD47
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Our differentiated approach to developing therapies targeting CD47-based and other promising innate
and adaptive immune checkpoints

. Our Approach to Seize Market Opportunities *
Innate Immunity Innate & Adaptive Immunity Adaptive Immunity
IMMO1 IMMO0306 IMM2902 IMM2520 IMM47 IMM4701 IMM2510 IMM27M  IMM40H
j# | SIRPa-D1 _} SIRPa-D1 {o._} sIRPa-D1 o - r---VEGFRl
s 2 \ ;- “\ ”‘ ) 2 X/ 4 Y4 ‘\‘\ l’l‘" i 2.
E:J;'gl’r‘] h) i ’ Anti-CD20 " Anti-HER?2 *n? | anieowur S []] ’ aniccoza ¥ 1) ? | Anicpaa \‘" Aml oD.L1 Antl CTLA4 Antl D70
l l MAD l l MAD l l MAD l l mAb . l MAD l l mAb mAb mAb
O':\,/\'A'\:/looll(fDAM) - o:mméiifL(g)DMXHERZ) oIMMO1 + tislelizumab oIMM4701 (CD47xCD24) 0IMM2510 (VEGFxPD-L1)
° zaciudine @) -
IMM2520 (CD47xPD-L1 IMM2547 (CD24xPD-L1
«IMMOL + Inetetamab  oIMM50 O||v||v|4§ ?;écm 5 ) OIMM38 (CD24x ) oIMM27M (CTLA4 ADCC+)
oIMMO306 (CD47xCD20) oIMM62 0 (CD24) ° oIMM40H (CD70)
Wide Range of Indications with Unmet Need
. @ . @ ﬂ(@ . e
NSCLC Pancreatic HNSCC ESCC B-NHL AML, MDS,
SCLC Cancer CMML
© Achieve Better Therapeutic Efficacy and Safety Profiles

Notes:
ADCC refers to antibody-dependent cellular cytotoxicity; NSCLC refers to non-small cell lung cancer; SCLC refers to small cell lung cancer; HNSCC refers to head and neck squamous cell carcinoma; HCC refers to hepatocellular carcinoma; CRC refers to colorectal cancer; GC refers
to gastric cancer; OC refers to ovarian cancer; ESCC refers to esophageal squamous cell carcinoma; UC refers to urothelial carcinoma; B-NHL refers to B-cell non-Hodgkin lymphoma; AML refers to acute myeloid leukemia; MDS refers to myelodysplastic syndrome; CMML refers to

chronic myelomonocytic leukemia
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IMMO1 (Timdarpacept) - Competitive Landscape

@ One of the only two companies to have observed CR in monotherapy clinical trials with a well tolerated safety profile

Company Molecule Fc isotype RBC binding 1stin human Monotherapy CR Latest Stage
1 (Tim(lil\;':'/lpoalcept) "E"Lg‘gf;f”m @ HIIBH SIRPaFc 1gG1 No 2019.9 Yes Phll 1
T e e L G S BB B
Hu5F9 Forty-Seven 3 FORTY Ph Il
(Magrolimab) (Gilead) 9 Suene (P GILEAD mAb IgG4 e AWAE g (Suspension by the Company)
Ph
UL mgruar;eutics T T— @ SIRRGRC lyred Ne OTESE WEE (Partial Suspension by the Company)
o ;Jmﬁ:czept) (Pfizer) SIRPaFc 1gG4 No 20185 Yes Ph I
! sire (i Bristol Myers Squibt Ph
CC-90002 Celgene (BMS) Q s Yers g mAb 19G4 Yes 2015.2 No (Partial Suspension by the Company)
Surface SURFACE PhI
SRF231 Oncology ORCOLDGEY mAb 1gG4 Yes 2018.4 No (Suspension by the Company)
(Ecgéjfgpt) ALX Oncology o Nf‘l‘?é ov SIRPaFc . c'%ﬁén) Yes 2017.1 No Ph Il
HengRui 7 Ph I
SHR1603 B %ﬂi mAb 9G4 Yes 2018.10 No (Suspension by the Company)
) p A - Ph 1/l
AO-176 Arch Oncology arch ] mAb 1gG2 Minimal 2019.2 No (Suspension by the Company)
1B1188 Innovent INNOvent Ph 1b/11l
(Letaplimab) 1Bk AEY BHEENHE ey lges VEs 2015 N (Partial Suspension by the Company)
TJC4 I-Mab R 3t A4/ MR i . Ph il
(Lemzoparlimab) AbbVie O LMrg  oLLVie ab lges Migipet 20105 NE (Partial Suspension by the Company)
AK117 Akesobio 5 7 £ 4 i mAb 1gG4 Minimal 2020.4 No Ph I
Notes: Source: Frost & Sullivan, Official Websites of Relevant Companies

Clinical data are extracted from official websites of relevant companies, reported clinical trials and published literature

. Despite a comparison is made here, the key results are not from head-to-head studies

“1st in human” refers to the first posted date of the first clinical trial

The stage listed here is the latest clinical trial of the drug

Partial suspension means not all clinical trials of this drug are suspended, such as monotherapy of CC-90002 which has been suspended but its combination therapy with rituximab has completed

For the drugs associated with two companies, the company in the parenthesis is the acquirer

The FDA has lifted all of the partial clinical hold placed on several trials evaluating magrolimab, as it determined that, following a comprehensive review of the safety data from each trial, the clinical sponsor had sati orily the
As to the monotherapy CR column, “No” means that no CR was achieved in a completed or suspended clinical trial

The clinical trials of drug candidates marked as dark-gray have been suspended

© 0 NOUTH LN
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IMMO1 (Timdarpacept) + Tislelizumab (PD-1 mAD)
Phase Il Efficacy in Prior Anti-PD-1 Failed R/R cHL

Best Percentage Change from Baseline in Target Lesion

CHL Patients

g

Duration of Treatment and Response

CHL Patients

_ 5.
S22

g

&

ek

]
3 5588
g

£

— —» _ Cmgoing

R ieod o & B - -

:
=
Subject ID
eSS
= SS=2
Sessiasne

D
B PR FR 5D PR pp
PR PR PR cR

%

Best change from baseline of SPD (%)
1

=

B — CR pR CR CR CR PR o R
PR

e

gsc

oF
88

:
|

g
|

BE8SE

L |
D P A S SR S R N T T T - PR N S A P SR S U A R N

&, @, = @, %, [P PRC-P [} @ @, @, e

NN ’Qﬁ”w% NN ’ea;fa:‘r qzb/%,d %, B o, g, ’@?’;%/\r e T, ”%,"@?fso"o oy, —

0 20 40 60 80 100 120 140 160 180 204 220 240 260 280 300 320 340 360 380 400 420 440 460

Subyject 1y
Time since first dose (Day)

Received approval from the NMPA for the protocol of the Phase IlI clinical Best Ove;a(l(!A)F)zesponse R(lNRzgg)L
trial of IMMO1 in combination with tislelizumab versus physician’s choice ORR 22 (66.7)

chemotherapy in prior PD-(L) 1-refractory cHL in April 2024. FPI reached on '
July 1, 2024 DCR 31(93.9)
CR 8 (24.2)
2024 ASCO  QOral Presentation PR 14 29
ANNUAL MEETING sD 9 (27.3)

Source: Company Data; The clinical data is as of June 30t , 2024 PD 2(6.1)
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IMMO1 (Timdarpacept) + Tislelizumab (PD-1 mAb) (cont’d)

Phase Il: Superior Efficacy in Anti-PD-1 Failed R/R cHL

Timdarpacept Favezelimab Tifcemalimab
(SIRPa-Fc) + (Anti-LAG-3) + (Anti-BTLA) +
Tislelizumab (PD-1) Pembrolizumab 1 Toripalimab (PD-1)2
N 33 34 34
ORR 66.7% 29% 35.3%
CR 24.2% 9% 0%

Phase Il started in Jul 2024 to Phase lll of the coformulated two Phase Il started in Dec 2023 to

SIEE treat PD-(L)1 refractory cHL drugs started in Oct 2022 treat R/R cHL
SUlely China China + International China
Geography

Source:
1. Timmerman et al. Blood (2022) 140 (Supplement 1): 768—770.

2. Song et al. Blood (2023) 142 (Supplement 1): 4458.Hodgkin Lymphoma. Histopathologically, 95% of HL cases are classified as cHL.”- Momotow et al. J. Clin. Med. 2021, 10(5), 1125
Company Data; The clinical data is as of June 30th , 2024
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IMMO1 (Timdarpacept) + Azacitidine in 1L CMML ( Phase Il)

Best Percent Change from Baseline in the Blast Cells in the Bone Marrow Duration of Treatment and Response
Treatment Naive CMML Treatment Maive CMML
¥ change from baseline > 10% R :m ._ ._ * : . * . : : : . * . . g
10 * + baseline and post-haseline are less than 5% };IE"“""‘ — S - - - - - .
7 904 [Iv} 121004 4 n . . . ] * v . n . 0x
= 80+ 113002 o v L] L] L] L] L] L . L L . . L3
g 70+ 133001 - v I T S ) . . . >
601 R v . . . . [} . . .
E 0 :zt:- . . . . .
= E
i | e —
5 0+
% 10 E. HENTE - - * [ ]
E 0+ 5 o Y &+ + x + = v
2 oA 109006 - = . . - *CR
E 2204 1ane - . ) - - = . ’marrowCR+H_I
] o | — *marrowCR
% 50 125004 L] - L lS—I]I)
0] 109007 { = = - ¢
ﬁ 10 101007 0 0 'Relapse
& ﬁ: 102006 v *NE
A0 |2sou: L] 'PD
B » Treatment Ongoing
% T T e T, T B N T T, Y, Rl
Patient
Best Overall 1L CMML 24 months 26 months
Response, n (%) (N=22) (N=16) (N=13)
( w ORR 16 14 11
. . . . . 72.7% 87.5% 84.6%
Phase IlI study of IMMO1 (Timdarpacept) in combination with ( s ‘) ( 5 ) ( 5 ‘)
azacitidine in patients with newly diagnosed CMML was approved by CR (27.3%) (37.5%) (46.2%)
NMPA in June 2024 3 2 2
mCR + HI
(13.6%) (12.5%) (15.4%)
IR EEIE (27.%%) (31.53%) (15.24%)
Notes: ORR = Overall Response Rate, CR = Complete Response, 1 1 1
mCR = Marrow Complete Response, HI = Hematological Improvement HI
(4.5%) (6.3%) (7.7%)

Source: Company Data; The clinical data is as of June 30™, 2024
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IMMO1 (Timdarpacept) + Azacitidine in 1L CMML
Comparison in Treating 1L CMML

Response of Major Clinical Studies in CMML

(85% )
* As indicated by the graph, the ORR and CR rates range from
mORR ®CR 37% to 54% and 8% to 18% respectively in major clinical trials
of azacitidine in CMML based on historical data.
)
54% China
. 45% RWD 46% . Partigglgrly, real-worl'd data on efficqcy and safety of
el 43% azagltldlne therapy in 24 patlgnts _Wlth CMML f.rom a
37.5% multicenter, retrospective study in China published in July
2022 showed an ORR of 37.5% with a CR rate and a
MCR/HI rate of 8.3% and 20.8%, respectively. In contrast, in
17% 18% our Phase Il trial for the combination of IMMO1 and azacitidine,
11% 10% among the 13 evaluable patients (=26 months) with 1L CMML,
8.3% six reached complete response (6 CRs), four reached marrow
. I . I . complete response with two hematological improvement
(2 mCRs + HI and 2 mCRs alone), and one reached
AZA AZA AZA AZA AZA IMMO1 + AZA hematological improvement alone (1 HI alone), resulting in
Costa 2011 Ades 2013 Pleyer L 2014 Coston T 2019 |YU Xu 2022 N=13 an ORR of 84.6% and a CR rate of 46.2%.
N=38 N=76 N=48 N=56 S N=24 ) \(26 months))

Notes:
1. ORR refers to overall response rate; CR refers to complete response.

2. There were no head-to-head comparison clinical trials conducted between these drugs. The results of clinical trials of a drug cannot be directly compared to that of another drug and may not be representative of the
overall data.

Source: Literature Review; Company Data, the clinical data is as of June 30, 2024
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IMMO1 (Timdarpacept) + Azacitidine in 1L MDS (Phase 1)

Best Percentage Change from Baseline in the Blast Cells in the Bone Marrow (%)

Treatment Naive MDS

100+
90
LR
70
60
50
40
304
204
L0~

# change from baseline = 100%
# baseline and post-baseline are less than 5%

104
.20+
-3n-
-4
50
-6
70
a0
o0
1004

Best Percent Change From Baseline in Bone Marrow Blast(%)

RSN RGRRE

Patient

R e R R R

’.a ’J

5

(

\

Phase Il study of IMMO1 in combination with azacitidine in patients with
newly diagnosed higher-risk MDS was approved by NMPA in May 2024

2024 ASCO  Oral Presentation

ANNUAL MEETING

Naive MDS

Duration of Treatment and Response

- -
- -
- -
- - - -
-
=~CR
-PR
smarrowCR L1
“ MAarrow!
HI
“SD

D=
-~ Relapse

*NE

“PD

= Treatment Ongoing

Best Overall
Response
n (%)
ORR
DCR
CR
MCR+HI
mCR alone
HI
SD

33 (64.7%)
45 (88.2%)
17 (33.3%)
8 (15.7%)
6 (11.8%)
2 (3.9%)

12 (23.5%)

24 months
(N=34)
29 (85.3%)
34 (100%)
17 (50.0%)
7 (20.6%)
3 (8.8%)

2 (5.9%)

5 (14.7%)

26 months
(N=29)
26 (89.7%)
29 (100%)
17 (58.6%)
6 (20.7%)
2 (6.9%)

1 (3.4%)

3 (10.3%)

Notes: ORR = Overall Response Rate, CR = Complete Response, mCR = Marrow Complete Response, HI = Hematological Improvement, SD = Stable Disease

Source: Company Data; The clinical data is as of June 30t, 2024
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IMMO1 (Timdarpacept) + Azacitidine

Comparison: Safety results

TRAE
Anemia
Leukopenia
Neutropenia
Febrile neutropenia

Thrombocytopenia

TRAE
Anemia
Neutropenia

Thrombocytopenia

Magrolimab + AZA vs AZA alone

MDS Ib

Magrolimab + AZA (N=95)

All grades, N(%)
49 (51.6%)
28 (29.5%)
45 (47.4%)
29 (30.5%)

52 (54.7%)

IMMO1 + AZA vs AZA alone

2Grade 3, N(%)
45 (47.4%)
28 (29.5%)
44 (46.3%)
27 (28.4%)

44 (46.3%)

IMMO01-02 Study — MDS Cohort

IMMO1 + AZA (N=57)

All grades, N(%)
27 (47.4%)
38 (66.7%)

41 (71.9%)

2Grade 3, N(%)
25 (43.9%)
38 (66.7%)

38 (66.7%)

AZA-001 MRCT
AZA alone (N=175)

All grades, N(%)
90 (51.4%)
32 (18.2%)
115 (65.7%)
24 (13.7%)

122 (69.7%)

2Grade 3, N(%)
24 (13.7%)
26 (14.9%)

107 (61.1%)
22 (12.6%)

102 (58.3%)

China MDS-002 Single-arm Study
AZA alone (N=72)

All grades, N(%)
38 (52.8%)
48 (66.7%)

52 (72.2%)

2Grade 3, N(%)
35 (48.6%)
48 (66.7%)

50 (69.4%)

Compared to the trial of AZA alone, significant
higher rates of occurrence of some TRAEs (such
as anemia, leukopenia and febrile neutropenia) were
observed in the clinical trial for the combination of
Magrolimab and AZA.

Compared to the trial of AZA alone, similar rates of
occurrence of TRAEs were observed in our phase
Il trial for the combination of IMMO1 and AZA.

David et al. A.J Clin Oncol ,2023,41:2815-2826;
Company Data; The clinical data is as of June 30, 2024

Source: Valeria Santinil et al, Eur J Haematol. 2010 August ; 85(2): 130-138.
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IMMO1 (Timdarpacept) - Market Opportunities

Increased CD47 Expression is Correlated with Poor Clinical Outcomes for Various Cancers

Strong Potentials of CD47-based Therapies

AML? NSCLC?
100 —— CDA47 Low 1901 MFI of CD47 in WBC
—— CD47 High — 51,6355
80 — >1,635.5
£
] E 60
= 3
: i
: & 40
T ®
2
l¢] 204
o4 p=0.031
Years 0 10 20 20 40
Moths
HCC:? GC*
— CD47 ()
i —— CDA47 (+) 100 4 — CD47 Low
—— CDA47 High
$ 08 80
: g
'; 0.6 % 60
& g
@ [2]
§ 0.44 i 40
5
& 02 20 4
p<0.001
o] p=0.038 o, . - T
0 a8 % 184 192 240 0 20 40 60 80
Months Months after surgery

v CDA47 is overexpressed on the surface of numerous tumor cells, including NSCLC, SCLC, BC, GC,
CRC, HNSCC, HCC, ESCC, BTC, OC, lymphoma, AML, MDS, CMML, MM and highly correlated

with poor prognosis

v Therapeutic potential of CD47-targeted agents have been validated by accumulating clinical data in

treating both hematologic and solid tumors, such as non-Hodgkin lymphoma (NHL), AML, MDS,

SCLC, HNSCC, OC and GC

4 Unique MoA of IMMO1 could present strong synergy with PD-1/PD-L1 inhibitors and enhance the
response rates of solid tumors to PD-1/PD-L1 treatments

Note: Diagram HCC illustrates the recurrence survival of patients post surgical resection without any adjuvant therapy

Source:

1. Majeti et al. Cell 138, 286-299, July 24, 2009

2. Barreraetal. BrJ Cancer 117, 385-397 (2017)

3. KimH, etal. J Clin Pathol 2020;0:1-5

4. Shi et al. Cancer Immunol Immunother 70, 1831-1840 (2021)

Developing In-house and Own IP and Commercial Rights

1 issued patentin China, 1 issued patent in

Japan, 1 issued patentinthe U.S.

J

issued European patent (validated in the ES, CH, )

DE, FR, GB, IT)

Other patent applications are pending

y,
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IMMO0306 (CD47%CD20)
15t CD47 and CD20 Dual-targeting Bispecific to Enter into the Clinical Stage Globally

Overview | E Mechanism of Action

IMMO0306 Molecule Structure

Full macrophage activation IgG4 CD47 mAb ”
= - SIRPa-D1 S —e SIRPa
) L
8 & Improved ADCP and ADCC activity CD47
A ) 'l (4 Anti-CD20 .
mAb — FcyR -
'l Improved effectiveness for treating cD20
1aG1 patients predominantly expressing Lo B cell
with Enhgnced ADCC FcyRIIIA-158F polymorphism that is less 0 (Ellguz)t()l rrTr:aA?a)
sensitive to CD20 antibody treatment SIRPa
CD47
( - - ) /=
Market Opportunities and Competition ¢=~
D)
FOYR  1ge1 e ®
Unmet needs of R/R B-NHL treatment: CD20
v/ CD20 antibody combined with chemotherapy are recommended for 1L & later Mo YTV B cell
line treatment _ . _ SIRPa CDA47
v' However, approximately 50% of B-NHL patients will eventually relapse o

2 CD47xCD20 bispecific antibodies/fusion proteins under development globally
Among them, IMMO306 is the 15t to enter into a clinical trial

-—
Mo 1gG1 ADCC+ ¢cp20o
Have great potential in addressing the unmet needs of R/R B-NHL treatment

@ O

B cell

“Don’t eat me” blocked
“Eat me” signal inactive

— 3
Limited ADCP »

B cell sparsely killed

“Don’t eat me” exists

“Eat me” signal activated

Certain ADCP °

B cell partially killed

“Don’t eat me” blocked

“Eat me” signal activated

—
Strong ADCP

B cell fully killed
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IMMO0306 (CD47%CD20) (cont’d)

Preclinical Results

@ In Vivo Efficacy Study

Efficacy Study in Lymphoma (Daudi) Xenograft Mouse Model Efficacy Study in Lymphoma (Raji) Xenograft Mouse Model
q Rituximab
Vehicle —e— PBS, IV, QWx4W, n=8
(5mgrkg) - |MM0306Q0.§(mq/k2 IV, OWx4, n=8
4000 - 3000 - _ o —— IMMO0306, 1.5mg/kg, IV, QWx4, n=8
CR=37.5% ~+— IMM0306, 5mg/kg, IV, QWx4, n=8
~ 3000 - =~ 2000 - —— IMMO1, 0.25mg/kg, IV, QWx4, n=8
= = —— IMMO1+Rituximab, 0.25mg/kg+1.25mg/kg,IV+IV, QWx4+QWx4, n=8
£ 2000 - = 40007 _o_ IMMO0306+Clodronate Liposomes, 5mg/kg+0.2 mi, IV+IV,
~ ~ 1000 - QWx4+ Day-3, Dayl, Day4, Day7, n=8
£ 1000 - 7
0 — T T—T— T 0 - & 30004
0 4 7 11 14 18 21 25 0 4 7 11 14 18 21 25 = _ o (e
Days Post Treatment Days Post Treatment E I TGl =27.6% (Rituximab, 5mg/kg )
()
IMMO1+Rituximab IMMO0306 E 2000
(0.25+1.25mg/kg) (1.5mg/kg) 5
1500 4 CR=37.5% 300 CR=100% E
~ 1000 . ~ 200 E 1000, TGI = 73.7% (IMMO0306, 1.5mg/kg)
£ € F ‘
E £
> 500 - > 100 1 TGI = 92.7% (IMM0306, 5mg/kg)
04 T T T T ]
0 - 0o+ 3 4 11 18 25 32
0 4 7 11 14 18 21 25 0 4 7 11 14 18 21 25
Days Post Treatment Days Post Treatment Days After the Start of Treatment
® @

» IMMO0306 was more potent than rituximab (CD20 mAb) monotherapy, even at a much lower dosing level, and it is more potent than the combination therapy of
IMMO1 and rituximab at a comparable dosing level
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IMMO0306 (CD47%CD20) (cont’d)

Preclinical Results

Favorable Safety Profile with No Human Red Blood Cell Binding In Vitro, with Only Minor Cytokine Storm

Human RBC Binding Analysis of IMMO0306

350 T

300 =

250 =

200 =

150 = -

100 ==
12

Mean Fluorescence Intensity

w

¢
/))o_ “.

L]

A\ ¢ )\q'
& KK &
o&" © ®
N

<

Donor Characteristics (n=100)
Male (n=62)

Female (n=38)

Type A blood group (n=29)
Type B blood group (n=31)
Type AB blood group (n=10)
Type O blood group (n=30)
hB6H 12:500nM
hlgG1-Fc:5000nM
IMMO0306:5000nM
Rituximab:5000nM

:

oo
Dn
oo

|

Does not bind to RBCs in in vitro preclinical studies or cause
hemagglutination or hemolysis in clinical trials

With the higher affinity for CD20 to minimize “on-target, off-
tumor” toxicity

Only triggers minor CRS
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IMMO306 + Lenalidomide (CD47xCD20)
1st CD47 and CD20 Dual-targeting Bispecific to Enter the Clinical Stage Globally

Best Percentage Change from Baseline in Target Lesion in Phase Ib Duration of Treatment and Response in Phase Ib

on 4 101002 sDngoin
20 PR g0 1NE
102001
102005

101003

T T T T T T T T T T T
Lozo03 102004 101005 102006 102001 101002 102008 102009 LOLO03 102005 102007
Subject IT

Developing In-house and Own its IP and Commercial Rights

)

o 5 issued patents in China, Japan,
.\ Europe (validated in the ES, CH, DE, FR,
, IT) and the U.S.

Source: Company Data; The clinical data is as of June 30t, 2024

&
=
&
™
s
o -z
B 102006
T 304 2
@
| _E 102007 slngoing
: E
- 102009 sngoing
504
®
2 god 1040 sgoing
- R W INHO306 1600 g/kg + Lenalidomide 20 mg
k] 0 laz008 2Ongoing W I0E0E 2000 1 gkg + Lenalidomide 20 mg
m R
~B0 < 10200 & PR
CR A SD
"0 @ IMMO306 1600 Be/ks ¢ Lenalidowide 20 mg R 102004 e
Lo B 1MMO306 2000 e/l + Lenalidonide 20 me < Other anti-HHl treatments

@ 10 20 30 40 50 &0 TO B0 G0 160 110 120 130 140 150 160 170 180 190 200 210 226 FA0 240 250 260 270 280 260 300 310 320 330 340 350 350 370 I8 380 400
Tine since first dose (Day)

IMMO0306 + Lenalidomide Phase |b

Best Overall Response

Efficacy Evaluable

n (%) (N=11)
ORR | 10 (90.9)
CR | 3(27.3)
PR | 7 (63.6)
PD | 1(9.1)

Note: among 6 efficacy-evaluable R/R FL patients in the Phase lla
trial, 4 CR and 2 PR were assessed by investigators by Mid July.
The ORR and CRR were 100% and 66.7%, respectively
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IMM2510 (VEGF x PD-L1)

A bsAb with the mAb-Trap Structure Targeting VEGF and PD-L1

IMM2510 - Target Introduction and Molecule Structure

N

¢ PoL1

IMM2510 Molecule Structure °

VEGFR1-D2 Tumor cells expressing PD-L1 can bind to PD-1
(=5 \I on the surface of T cells to evade T-cell attacks
‘ f — \1 )
2
#y--
\N0p°? VEGF
\I l PD-L1 .& S —
A dynamic angiogenic factor that is up-regulated
ll in many tumor indications, which contributes to
IgG1 Fc with angiogenesis and tumor growth
Enhanced ADCC

:‘i Synergistic effect validated by approved anti-PD-(L)1 and anti-VEGF combo

@ rPoLL €» VEGF @ PD-(L)1 Combot
OIEOIEN  recenrric GlEsvencia 2 IMFINZI @A\,ﬂ.ﬁ‘{j[ﬂ'

UC, SCLC, NSCLC CRC, NSCLC RCC, HCC, NSCLC
Treatment

NSCLC, HNSCC, Melanoma
HCC, RCC, UC, HL

GBM, CRC, NSCLC,
RCC, OC, CC

Others

EAC, CC

Notes:
1. Approved anti-PD-1/PD-L1 and anti-VEGF combination therapies

| E IMM2510 - Mechanism of Action

By connecting VEGF and PD-L1, IMM2510 can

O)

Block the PD-(L)1 pathway and thus activate T cells, which has demonstrated robu
antitumor activities in a broad range of solid tumors

%)

P

~

—

Reduce VEGF-mediated tumor angiogenesis and inhibit immune suppression, thus
promoting the activation of T-cell immune responses

0

L%

PD-L1 antibody

Exert synergistic antitumor activities than the combination of a VEGF blocker and}

Equipped with an ADCC-enhanced IgG1 Fc fragment, IMM2510 can

o)

Further activate NK cells and macrophages through strengthened Fc-mediated

ADCC/ADCP activities to promote innate and subsequent adaptive immune responsQ
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IMM2510 (VEGF x PD-L1) (cont’d)

Clinical Development Plan

Aug 2021 Q4 2023 November 2023 July 2024
o e _.H
Phasel | IND approval for Phase bl | Initiated the Phase | IMM2510 + ]
dose-escalation IMM2510 + Chemo (TNBC, Il clinical trial
. IMM27M FPI
trial NSCLC) IMM2510 + (mono therapy)
IMM27M (HCC, TNBC)
( B
Developing One Owned Patent Family
%‘{_ ) 1 issued patent in each of the U.S. and Japan y.
1 issued patent in the PRC y
i . . . .
1 pending patent application in each of Europe and the U.S. y.

@’ Global Collaboration

On August 1, 2024, we have reached a license and collaboration
agreement with SynBioTx Inc., a wholly-owned subsidiary of Instil Bio, Inc.
(NASDAQ:TIL) pursuant to which SynBioTx will in-license the global rights
(outside the Greater China region) to our proprietary PD-L1xVEGF
bispecific molecule IMM2510, as well as our next-generation anti-CTLA-4
antibody (ADCC+) IMM27M.

We will receive an upfront payment and potential near-term payments of
up to US$50 million as well as potential additional development,
regulatory, and commercial milestones payments of up to US$2.1 billion,
plus single digit to low double-digit percentage royalties on global (outside
the Greater China region) net sales.

& Insti

Bio
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IMM2510 (VEGF x PD-L1) (cont’d)

Phase I Efficacy Summary in advanced solid tumors

Duration of Treatment and Response Best Percentage Change from Baseline in Target Lesion

T S S N W S0 W Ohgsisg 80+ Dose lovel

0208_3.0mg'kg L 4 & & & & W 0.007mgkg M 0. 1mgkg
B 20mgleg & & & & & N 50 W O03mghkg W 1makg
a0z _10ma'kg b A & _____& &L PO FD op W 3mgikg Bmahkg
0214_10molkg A S " 0 40 W oi0mgkg W 20mgikg
BI0Z_10mg'kg T S 50
(1211_3.Dmy'kg " W D -
0212 Brgikg 50 3
= 0401_2Omglg — 50 &
3 o206 e— 5
- a104_1.0mglieg PO bl
2 pane ook . Fr g
T N216_20mikg PO k-]
5 pon_o000fmgig | PO 3
ﬂ 297 _Mmg'kg PO -
2 ouwenamow 1 o - 0.007mgk % -20 SD SD
o 030 _Emgy'kg 2] W 0imgka [ 80 sp.
a202_0. 1mg'kg [as] W 0.3mykg B e e i -
0210_3.0my'kg 1F0 L]
a103_0.3mg'kg = 3mofo -40
0906_Birgkg fmgia _ PR
B i0mgkg -50
0206 0o = E0mgig FR
(1206_0,2mey'kg oo 80
g:;lm P x T T T T T T T T T T T T T T T T T T T T T T
I T T T T T T T T T T T &2, @ Dy Gy Gy - 2, [ &
0 5 1 15 20 25 30 35 40 45 S 55 60 65 70 e ;%%T}d‘%%@ R 'br%b %r%%%%’r%%%%;% %%
Time sinca First Dose (Weshs) Patients

Of 25 response-evaluable patients as of June 30, 2024, 3 patients
had confirmed PR, and 7 patients achieved SD, with 4 of them observed tumor shrinkage of over 15%

Source: Company Data; The clinical data is as of June 30t, 2024
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IMM27M (CTLA-4 ADCC+)
A CTLA-4 mAb with Enhanced ADCC Activity

:\|>I/Io'\|/|ezc7u|\l/le- MIESUENISI O ACH I el HIMIETEE e Al el e | Stronger In Vivo Antitumor Effects and Preliminary Ph1l data

Efficacy Study in Colon Cancer (MC38) Syngeneic Mouse Model

IMM27M Molecule Structure

Blocking the interaction between CTLA-4 and G1: PBS, QWx4 doses, i.p. G2: Ipilimumab, 0.3 mpk, QWx4 G3: IMM27M, 0.3 mpk, Qx4
@ CD80/CD86, and thus enhancing immune %«3"0" aE«m’ e - % CoseRlib:
\ , responses of T cells to tumor antigens £ 3 CR=30.0% £ CR=90.0%
\ ’ @ 2000 o a
: : :
l l Inducing enhanced immune responses E ° S
targeting CTLA-4 overexpressed T, cells 5 1% 5 <
(o] T T 1
Promoting T .4 depletion, thus improving T-cell © W 20 30 0 10 20 30 0 10 20 30
Engineered IgG1 CTLA-4 mAb antitumor response to kill tumor cells Days Post Treatment (d) Days Post Treatment (d) Days Post Treatment (d)
with Enhanced ADCC
Duration of Treatment and Best Response in Phase |
[ Currently Approved CTLA-4 Antibody with Unmodified Fc : ]
"N 1 > dimwie - ,
"= | Limited High dosage to achieve Serious E N b i Preliminary efficacy:
efficacy desirable efficacy safety issue £ o %:E:EE% 2 confirmed PR
w0 and 3 SD with tumor
g .
Clinical Development Plan ’ . STEEE
Jun 2022 Mar 2023 Sept 2023 July 2024 .
2
o —.—.—.— E 1 e
| IMM27M+PD-1 Phase | mono IMM2510 + £ ] S~
Phase | mono (advanced solid tumors) CompIEted and IMM27M FPI : R Sour_ce: Company Data; The clinical
IND approva' for Ph |b/|| Conf"‘med RP2D 0 10 20 0 40 S50 60 70 S0 90 100 110 126 130 140 150 160 170 180 150 200 210 220 230 240 250 260 270 280 290 0 310 320 33 0 data is as of June 30t, 2024

Time since first dose (Day)

37



ImmuneOnco

SECTION 4

Non-Oncology
Programs



W 2msw
ImmuneOnco

Our CD47-targeted IMMO1 presents a strong potential in treating atherosclerosis

o
| Q@ CDA47 is highly expressed in human atherosclerotic plaque

—_——

c Discovery
o= ——
?
8 E 10 5 B
e 53 52
85 Et £s
~ 3 3® £
58 ° = 2s
8¢ T8 =

c ES EQo
[0} A o 15
=g 8 Iy S 55
8 5 A Z0 =
[} 5 A
o
s§= Validation CDA47 a-SMA
Q
HS & 10

3
53 kS) - >
Qg ° = E
°z S <X}

= (5] o E G
2 o
ZE 9 co o 0
£E 0 28
= 3 = se
L £ < gt
: A 4 : 37

”Ssoo‘az i‘/;ero I S
%’éifz?’ Os, Pug e, 4 %
/ss‘/ GV (o) Trich T ;
¢ e richrome CD47 0-SMA CD47 Haematoxylin

8 Shrinkage of atherosclerotic plaque was observed in rat model by
oW blocking the CD47/SIRPa signaling pathway

—————

b IgG Anti-CD47
)
i p 2E 2
2 g 820
@ > 3515
ie) o %JE
= 8 310
2 c o 5
i} £%o
Zg 0

IgG  Anti-CD47

19G  Anti-CD47

Oil Red O

Reference: Yoko Kojima, et al., 86 , Nature, Vol 536, Augest 2016;

By blocking the CD47 signal, macrophages can phagocytose
the atherosclerotic plague in rat vessel

e

o

IgG Anti-CD47
2} D — [k —
2 < 8 1.0 e
) XS &
Q Sg a
5 3O = -
< o - oD
o xR 0.0
Caspase DAPI 5= IgG  Anti-CD47
e )
IgG Anti-CD47
© ©
@ ]
Q (&} o
T = £ =
=3 = =
8 E ° 5
3 X o o
IgG + - + - + - Macrophages Macrophages
Anti-CD47 - + - + — +
oXLDL — = 24h24h72h72h
9 oG Anti-CD47 & BITTERROOTBIO
) « Bitterroot Bio has one CD47/ SIRRPa that
E was developed for atherosclerosis
3 « Bitterroot Bio announced the completion
<} of $145 million round A funding in June
g 2023
s § SN « It was co-founded by Irv Weissmanv, Nick
Electron microscopy Leeper, John C. Martin and Lou Lange
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IMC-002 (IMM0306, CD47xCD20/mAb-Trap)

B-cell depletion was observed in IMMO306 clinical studies, presents a strong potential in the treatments of autoimmune diseases

A study conducted by Dr. Georg Schett at the University of Erlangen-
Nuremberg showed that deep depletion of B cells was observed
©_following CD19+ CAR-T treatment in 15 patients, including 8 with systemic

Mechanism of Action

“Don't eat me” exists
“Eat me” signal activated

Certain ADCP

Peripheral B cell depletion by IMM0306 was robust and
sustained until three months after treatment withdraw

N1 e o : SIRPa CD47
@ lupus erythematosus (SLE), 3 with idiopathic inflammatory myopathies
(IIM), and 4 with multiple sclerosis (MS). All patients achieved drug-free !
remission after the reappearance of B cells, and there were no relapses ,oﬁ . .
reported during the 2-year follow-up period. . o Ll
lgG1 ADCC+ ¢p2g
Methods Timeline Results Mo B cel
Day -13
o ; SLEDAI-2K —{ L Drug-fi
E;};":;',?’G'L‘:f,,‘:':; “ELeukapheresis N=4 score 0 D!nephritis rerrtrlmgssriii
Day 5o -3 N=1 score 2 s N=5 N=5 .
. y {4, Fludarabine DORIS remission Anti-DsDNA antibody '\\ Peripheral B cell depletion by IMM0306 was
L L1 it i ?_?f elophosphamide { criteriaN=5 seroconversion ' observed in a wide range of clinical dose
C)

\=/ CAR T cell infusion

Baseline SLEDAI-2K

Tolerability (3 months)

Long-term (5-17 months)

(3

scores 8-16 ppips - B cell depletion
§< inpetiont monkoring B Fever (CRS Grade 1) Ereconstitutiontime & 400
R Failure to respond to Follow-up: 7 N=3 Neurotoxicity X=110%32d @
SR :':“:""‘L“r:zmo . 3months 222 " Infecti ICANS New B cells SLErelapse T 300
? therapies duatory Long term (5 — 17 m) p?:enc on L:o g )gOmostly naive N=0 §
£ 200
RITUXAN® (rituximab, CD20) was approved by FDA in 2006 for the I;’: 1o
treatment of rheumatoid arthritis (RA); 3
) 0
BRIUMVI™(Ublituximab, CD20) was approved by FDA in 2022 for the S S S S S
treatment of multiple sclerosis (MS); S
] ) ) ) RIS
B-cell depletion therapies (BCDTs) are widely used in the SFFT S PSS
treatments of autoimmune diseases.
)

02002-500 pgrkg

03009-800 pgrkg

03010-800 pgrkg

03011-1200 pglkg
04006-1200 pglkg
03014-1600 pglkg
05002--1600 pg/kg
050031600 pglkg
03017--2000 pglkg
04008--2000 pglkg
03019-2000 pglkg

R L EREEEE

B cell absolute count cell/g

1504

100+

4]
o
1

B cell fully killed

B cell depletion

ISingle-  Multi-
dosing  dosing

vy

62 cell/ul

6 cell/ul

Last doing

¥ 03011-1200 pg/kg

EOT

date (C12D22) 2023.5.11
2022.12.8

H

16 cell/ul

Reference: Dimitrios Mougiakakos, et al., August 5, 2021, N Engl J Med 2021; 385:567-569; Andreas Mackensen, et al. NATURE MEDICINE, VOL 28, Oct. 2022, 2124-2132
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CDA47 contributes to pathogenesis of lupus nephritis

| Knockout of CD47 reduces IgG levels and improves lupus

nephritis CDA47 knockout in Faslpr LN disease model resulted in remission of
P L — . ; I
T i == 1§68 glomerular base membrane thickening and significantly reduced
D ﬁ e = —A— anti-cD47 autoantibodies and complement deposition
£ 800
=30, W Fas/P" *% >
E ~&- cD47-FasP” E | Antigen
Eﬁ 25 o Immunization
~ 20 *k >
@ e
% 15 §
S0 g ™
£ ~
S5 5 3 0
)
0 2 4 6 8 0 5 10 15 20 25

Time (months) Days

CDA47 knockout in Faslpr LN disease model resulted in
decreased proteinuria levels and prolonged survival

- — WT
B ol |-|-| e CD47-/-
e Fasipr
160 - i : — WT == cD47-~-Faslpr
S 140 el ° c — D47+
E 120 . ° t. CD47-Faslpr
< 10 ; o= Oe 120 — FaslpP? 1gM
B - ] 51001
AP o
- S t I e P<0.01 z
“alate ' 0 Wi : —
: o8 o% g rg. e
O S ¢ Xy ° 3 s— Faddpr
12"\%*0; f’\’,%fr’; 23%%’;" ’g’\?}g& 0 2 4 8 8 1012 14 18 18 2 === CD47-I-Faslpr
Time (months) I%

:
;s & &
4wk 8 wk 16 wk 32 wk
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IMC-003 (IMM72, ActRIIA/Fc-fusion)

ActRII biology in reducing fat mass while preserving muscle mass

ActRII biology in muscle tissue
Signaling via ActRIl receptors inhibits muscle growth and promotes

ActRIl biology in adipose tissue

Activin signaling via ActRIIl receptors directly promotes lipid storage, atrobh
g’@ acting as a key driver of visceral fat accumulation and obesity phy- d '}’}
. : N : . Blocking activin signaling in skeletal muscles inhibits this atrophy ' °
By blocking ActRIl signaling in adipose cells, can mobilize and . . : : :
. and can promote increases in muscle mass, helping patients with
metabolize fat. o . ) . X
obesity improve body composition and metabolism while losing fat.

Skeletal muscle myotubes Skeletal muscle myotubes

Activin A,
Myostatin

Protein Ubiquitination Increased Muscle Growth

Pre-Adipocyte Differentiation Proteolysis

Lipid Storage

Decreased Adipose Tissue

Reference: versanishio.com 42
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IMMUNECARE

IMC-003 (IMM72, ActRIIA/Fc-fusion)

Preclinical Results

binding and blocking capacity

‘4} 2 Compared to Sotatercept, IMC-003 has stronger

NS

J Negiwn
[T
|| ]| ||

WAV,
ACVRZAIMutl)-Fo
IMC-003 (IMPM72)

IMC-003 (IMM72) Sotatercept

Company
Structure
Affinity
Binding (ELISA)

Blocking

In vivo efficacy

0OD450

Binding of ACVR2 Fc Fusion Protein to Activin-A

0.1 1 10 100

Sotatercept
ACVR2A(WH)-Fc
ACVR2A(Mut1)-Fc
ACVR2A(Mut2)-Fc

ACVR2A(Mut3)-Fc

TR

hlgG1

1000 10000 100000

Conc. (ng/ml)

| Sotatercept | ACVR2(WT)-Fc | ACVR2(Mutl)-Fc |

| EC50 | 4057 [ 1826

[ 5523

ImmuneOnco

ACVR2A-Fc (point
mutation)

Comparable
Stronger (by 7 times)
Stronger

Stronger

MSD
ACVR2A-Fc

Comparable
Medium
Medium

Medium

| {ﬁ'> IMC-003 helps build muscle and lose weight

Body weight increased substantially

by IMC-003 treatment

20.00

RS SC QWS
18.00 ~@=IMC-003, 6mg/ke, 5.C., QWxS
~~IMC-003, 18mg/kg. 5.C., QWxS
16.00 s
=@-Bimagrumab, 6mg/kg, 5.C.. QW5 w44

14.00
12.00
10.00

8.00

Body weight change (%)

0 4 7 11 14 18 21 25 28
Days post treatment

Eli Lilly completed the acquisition of
Versanis Bio in up to $1.925 billion cash
in August 2023.

Versanis’ lead asset, bimagromab, which
was being assessed in a phase llb study
alone and in combination with semaglutide
Q adults living with overweight or obesity.

s 8 8 8 8 3
8 8 8 8 8

from control (%)
=

o o ¢

g8 8 8

Muscle weight change

3 s 2
8 8 &

from control (%)
w &
==
8 8

Muscle weight chan
=3
8

20.00
10.00
0.00

Skeletal muscle increased substantially

by IMC-003 treatment

Tibialis anterior

*** x** I

G1PBS G3IMM72 G4 IMM72 G5 Bimagrumab
N/As.c. QW*SW 6 mg/kg s.c. QW*5W8 mg/kg s.c. QW*5W8 mg/kg s.c. QW*5W

Sokok

XXk *¥k
G1PBS G3 IMM72 G4 IMM72 G5 Bimagrumab
N/A s.c. QW*5W 6mg/kg s.c. 18 mg/kg s.c. 6mg/kg s.c.
QW*sw QW*sw QW*sw
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IMC-004 (IMM7211c, [undisclosed] x ActRIIA/mADb-Trap)

A Bispecific molecule Targeting [undisclosed] and ActRIIA with Global First-in-Class Potential

® [undisclosed] Y [undisclosed] \\{’Denosumab v OPG
® The binding of [undisclosed] to its receptor triggers ] ’ Q s.,
osteoclast precursors to differentiate into osteoclasts / ; - : Osteoclast
and results in osteoporosis. B = @ ® v Precursors — acnvm -
{ [¢] (GDF8)
LA b \' O‘stedb‘iast. ¥ : r‘ ‘V’ @ T é
® Activin A can stimulate the formation of osteoclasts. By  Osteoclast b /\ /\
blocking the Activin A/ActRIIA signaling pathway — Precursors g 8 ° P A 4 | e
can inhibit the formation of osteoclasts and increase the ° ,4‘ j ‘%
bone density, and also leads to increases in skeletal l " v l
muscle mass. v -!l

Mature
© IMC-004 (IMM7211) is expected for the better OS‘wc'ag/\’ j Y\

treatments of osteoporosis and skeletal muscle mass j @ ”' _)/ Mature Blocked signaling leads to increases
decrease, by blocking both [undisclosed] and ’ @ e “ @ os‘e°°'as‘ in skeletalmuscle mass
Activin A/ActRIIA signaling pathway. c% &
b, e 9 \E\S\Q)
%U MQQ,MQS\J\N\S
Osteoclast Stlmulatlon Osteoclast Inhibition
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IMC-004 (IMM7211c, [undisclosed] x ActRIIA)

Preclinical Results

4} IMC-004 (IMM7211) has stronger binding and blocking capacity than IMM7212 on
Activin A and [non-disclosed]; and is similar to Denosumab on [non-disclosed]

20230629 Binding of IMM7211 to Activin A by ELISA 20230629 Binding of IMM7211 to wuiscosed by ELISA
3 -
. - IMM7211 3 - IMM7211
= |[MM7212 A = IMM7212
o 2+ 4 IMM72 - 2+ * -4 Denosumab
g -4 Denosumab “a" u ¥ higG
=]
14 -+ hlgG o .
-
0 0 al ey | " e ™
0.0001 0.001 0.01 0.1 1 10 100 0.0001 0.001 0.01 0.1 1 10 100
Cone. (ug/mil) Cone. (ugimi)
EC50 EC50
IMM7211 | 0.04139 TM7211 0.01644
IMM7212 | 0.1245 IMM7212 0.03036
IMM72 2.260 Denosumab | 0.03438
20230630 IMM7211 relieves the inhibitory effect of activin A on MPC-11 cell proliferation IMM7 211/IMM7212 Blocking the Interaction of [undisclosed]
1.504 1.29
L ]
1.259 A IMM7211 0.9
g & MNP @~ IMM7211-B
1.004 P 2 0.6 - IMM7212-B
N - hIgG —&— Denosumab
0.75- » 0.3 ¥ IMM72
O
0.50—rrrrm—TT T 0.0——rrrmmy bt BRI L BN, LI AL B |
0.4 1 10 100 0.0001 0.001 0.01 041 1 10 100
Conc. (ug/mL) Cone. (ug/mi)
IMM7211-B | IMM7212-8 | Denosumab
|| IMWT211 | MM7212 | NM72 |
e T 5 1C50 | 0.1297 006907 02263 |

0.2+
{ Denosumab 94.58% %
E Il
< (110 mOn || gy
NN o T
wmro || =]
] g | N o
- / - v
L e e e
000 200 400 600 BOD 1000 1200 1400 1600 100 2000 2200 2400 2600 2800 30
Mrutes
0204 @
IMM7211 96.63% it
o
2 010] (1
88 | 8 o
~t @ -
or | \o ¢
e e —— ———— A
000 200 400 600 800 1000 1200 1400 100 1800 2000 2200 400 %00 B0 0
Mrutes
P_'J‘-
IMM7212 58.67% 2
" '
005 . B
) 2 8800 © wru
I
g | Titw ~ cwo
e -1 - e
DCIJ- ’gr\l'uﬂlr'ﬂovuuu
N B e e e o N o ot o T e e e e e e e e
0o 200 400 GO0 BOD 1UUIJ 1200 HIII IEUU IEIII 2000 200 M0 2600 2800 0mM

Mnutes
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IMM2520 (CD47xPD-L1)

Overview

| E Mechanism of Action

IMM2520
S (@ | SRPa-D1

-——

\ , Anti-PD-L1 (@)
\ “ ¢ |men i
@,

IgG1
Competition Landscape

(©)
Q@

with enhanced ADCC

A CD47 and PD-L1 dual-targeting
bispecific molecule for the treatment of
solid tumors

—y

Unique structure to avoid RBC binding

Engineered ADCC-enhanced IgG1 Fc
fragment to fully activate macrophages
and induce enhanced ADCP and ADCC
activity

Full activation of

macrophages
CD47
FcyR
IMM2520 >
[/

"
-

o
8
IgG1 ADCC+
SIRPa

Fc Receptor

Other 9 CD47 and PD-1/PD-L1 bispecific molecules under clinical development

FcyR engagement

v’ 1gG4 Fc: several molecules resort to an IgG4 Fc
region with weak FcyR engagement

v' Bispecific molecule formats: certain molecules
connect the CD47-binding to the Fc end, which
could disrupt immune activation resulted from Fc-

HX009 (Hans Bio)

- PD-1

N X/

l l — Fc region
,{ — CD47

lgG1 ADCC+
i O8NS
- e
n
IMM2520 0

[ ]
-
[ ]
L J
L
CD47

NK Cell
.

“Don’t eat me” blocked
‘Eat me” signai activated
ﬁ

Strong ADCP

Tumor cell

Tumor cell fully killed
[ ] O ..:‘o
0 g ..: °

®,°° Attract T cells
- to TME
Transform “cold
HImDEES (e T cells

tumors” and

sensitize TME to V 4
the PD-1/PD-L1
inhibition
o
Tumor cell

Tumor cells fully

killed

‘N\ Due to the crosstalk among macrophages, NK cells and T cells, IMM2520 is able to
unleash significant synergistic effects
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IMM2520 (CD47xPD-L1) (cont’d)

@’ Preclinical Results ‘

Note:

Efficacy Study in Colon Cancer (CT26) Mouse Model @

3000 ~

8= G1:PBS,BIW x 4w, i.p.

& == G2:IMMO01, 3 mpk,BIW x 4w, i.p.
£ —a= G6:IMM2520 ,6 mpk,BIWx4w, i.p.
é 2000+
[}
£
=
o
>
S 10004
€
5
'_
0 " = E $ 3 -
o] 6 12 18 24 30 36

Days Post Treatment (d)

1. IMM2505 is a first-generation CD47 and PD-L1 bispecific molecule internally developed by us; (2) Six mice per group were used in this study
Source: Company data

&

IMM2520 has also demonstrated a favorable safety profile. Its engineered CD47-
binding domain shows no binding activity with human RBCs in vitro.

(

Developing In-house and Own its IP and Commercial Rights

@

issued patent in Japan

)

1 issued patentin PRC

W

=\

issued patent in the U.S.

g Several pending patent applications in Europe, Korea and
Brazil j

Market Opportunities and Clinical Development Plan

Opportunities

A huge market potential for IMM2520

v A wide range of cancer indications with high macrophage infiltration

8

v' Only about 10% to 25% of patients across almost all major cancer types respond
to PD-1/PD-L1 inhibitor monotherapy, including but not limited to NSCLC, SCLC,
CRC, GC, HNSCC, HCC, ESCC, OC, prostate cancer, and pancreatic cancer

Clinical Development Plan —e

Have obtained IND approvals from the NMPA in November 2022 and from the FDA in
December 2022; Phase | commenced in China in March 2023. Expect to complete this

trial in 2024.

Phase | Preliminary Efficacy

As of June 30, 2024, 24 patients have been enrolled and dosed. The preliminary
data has demonstrated that IMM2520 is safe and well tolerated. One PR and two
SDs with tumor shrinkage over 10% were achieved.
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IMM2902 (CD47xHER?2)

The only CD47xHER2 bispecific molecule that has entered into clinical trial globally

Overview ‘ Market Opportunities and Competition

Q HER?2 overexpression is prevalent in many major cancer types, such as BC, GC, lung cancer,

LaLAae07s CRC, EC, BTC, HNSCC and CC, presenting a huge market potential

’ \
‘ "6.’ :SIRPG'Dl Incidence of BC

>== (millions)
s‘| (I
Anti-HER2 mAb

Global
l l 2.3
@ China
0.4
IgG1

with enhanced ADCC 2022 2030

Incidence of Other Major
HER2-expressing Cancers
(millions)

Incidence of GC
(millions)

Global
Global 12.2

| 9.9

Global
1.2 1.4

2022 2030

2022 2030

HER2-low expression

B ~50% ~25%
!;) No RBC binding in vitro of all BC cases of all GC cases

4ﬁ> | BRI B B andADCC activity IMM2902 could benefit a large patient population globally

S —e
@9& Safer and more efficacious treatment for patients with HER2-low

expressing solid tumors and those relapsed from trastuzumab treatment

Q | Accelerated HER2 internalization and degradation
—
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IMM2902 (CD47xHER2) (cont’d)

MoA and Competitive Advantages

Mechanism of Action |

IgG4 CD47mAb ;g

=N, CD47
SIRP N,
“ \\__ “Don’t eat me™ blocked

i “Eat me” signal active
e e e ey
HER2 .  § Limited ADCP

HER2 expressing tumor cell Cancer cell sparsely killed

Mé Herceptin
(HERZ2 mAb)
CD47 -~ X “Don’t eat me™ exists
“Eat me” signal activated

——————————
Certain ADCP

’ ;

/; - R
1

ST )

HER2 expressing tumor cell

M¢

Cancer cell partially killed

SIRPa 29()2
IMN2902 " g7 s N “Don’t eat me” blocked
":—_ ¢ “Eatme” signal activated
(4 B Strong ADCP

=7
§ HER2 ' /i

-——
FerR oGl ¢

SN
ADCC \‘

o

M¢

HER2 expressing tumor cell Cancer cell substantially killed

Notes:

Enhanced ADCC, ADCP, potentially ADCT, and accelerated
HER2 degradation

Expression Analysis of HER2 and p-HER2 by Western Blot ()

Group 4 Group 5
Group 1 Group 2 Group 3 1IMM2902, IMMOI1+Herceptin,
DPBS IMMO1 1.5mg/kg ~ Herceptin 3mg/kg Img/kg 0.5+3 mg/kg, IP+IP,

IP, BIWx4W 1P, BIWx4W 1P, BIWx4W IP, BIWx4W  BIWx4W+BIWx4W
Mouse # 1 2 3 4 S 6 7 8 9 10 11 12 13 14

- -
T - -
GAPDH M..P..

1.500

PHERZ | s s S

1,000

b I I I I I I I
. l -
L2 3 4 s 6 7 8

Tumor Volume
(mm?)

F =
13 14

Mouse # 9 10 11 12 B
4 . . Group 4 Group 5
Group 1 Group 2 Group 3 g
MN s MN s
DPBS IMMO1, 1.5mpk Herceptin, 3mpk ll:“ li‘i‘:} I(\jli-:g::l:::clffl‘:’n
1P, BIWx4W 1P, BIWx4W 1P, BIWx4W P N . P, N

BIWx4W BIWx4W+BIWx4W

» Preclinical study showed that IMM2902 could accelerate the endocytosis and

degradation of HER2, resulting in robust tumor suppression

+ IMM2902 is also expected to potentially induce ADCT activity, another important Fc-

induced mechanism observed with amivantamab (a marketed EGFR/c-MET bispecific
antibody with IgG1 Fc), which works together with ADCC and ADCP to combat tumor cells

1. p-HER2 refers to phospho-HER2, DPBS refers to Dulbecco’s Phosphate Buffered Saline, intended to provide a buffer system for maintaining cell culture media in the physiological range of 7.2 to 7.6.

Source: Company data
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IMM2902 (CD47%HER?2) (cont’d)

Preclinical Results — Strong In Vivo Antitumor Efficacy

Efficacy Study in Herceptin-sensitive Breast Cancer Efficacy Study in Herceptin-resistant Breast Cancer

(BT474) Xenograft Mouse Model (HCC-1954) Xenograft Mouse Model
1500~ —®— DPBS, IP, BIWx4W, n=10 4000~ ~—® DPBS, IP, BIWx4W, n=10
| —— 1Mmo1, 1.5 mg/kg, IP, BIWx4W, n=10 | —A— IMMO01, 1.5 mg/kg, IP, BIWx4W, n=10
—&— Herceptin, 3 mg/kg, IP, BIWx4W, n=10 —&— Herceptin, 3 mg/kg, IP, BIWx4W, n=10
o 12007 % 1Mm2902, 1 mgikg, IP, BIWxAW, n=10 o 32007 —v- 1MM2902, 1 mglkg, IP, BIWXAW, n=10
c 1% IMM2902, 3.5mg/kg, IP, BIWX4W, n=10 c < 8- |MM2902, 3.5mg/kg, IP, BIWx4W, n=10 A
3 __ 9004 —*— IMMO1+Herceptin, 0.5+3 mg/kg, IP+IP, 1 . S __2400- —® IMM2902, 10 mg/kg, IP, BIWx4W, n=10
g "’E BIWX4W+BIWX4W, n=10 et g “’E . —*— IMMO1+Herceptin, 0.5+3 mg/kg, IP+IP, -
= E 600- Pt i -— = E 1600 BIWX4W+BIWx4W, n=10 i,b-'i" i
g _.i-"-.-- g 1 .-.t(___.-‘_: --1' —+
~ 300 — PRI S | I 1 = 800~ e
——w— . ] o=+ =+ 334 24
0 ——————— . . & O..........,.........'.'.'.'..'.—.'-.1-.-...
0 7 14 21 28 -0 7 14 21 28 35 42 49
LV s i Sl e R Days After the Start of Treatment
Efficacy Study in Herceptin-sensitive Gastric Cancer Efficacy Study in HER2-low Expressing Gastric Cancer
(NCI-N87) Xenograft Mouse Model (SNU-1) Xenograft Mouse Model
2000 —®— DPBS, IP, BIWx4W, n=10 20004 _o_ ppBs, IP, BIWX4W, n=6
| —& IMMO1, 1.5 mg/kg, IP, BIWx4W, n=10 1 —8— Inetetamab, 8 mg/kg, IP, BIWx4W, n=6
1600- & Herceptin, 3 mg/kg, IP, BIWX4W, n=10 1 1600-| —¥— IMM2902, 2 mg/kg, IP, BIWx4W, n=6
© | ~¥" IMM2902, 1 mg/kg, IP, BIWx4W, n=10 - © | —®- IMM2902, 6 mg/kg, IP, BIWX4W, n=6 P
£ 8- |MM2902, 3.5mg/kg, IP, BIWX4W, n=10 f} E —&— IMM2902, 18 mg/kg, IP, BIWX4W, n=6
2 12007 ~®- IMM2902, 10 mg/kg, IP, BIWX4W, n=10 _&~ : 2+ 1200+ B
§ [ . —*— IMMO1+Herceptin, 0.5+3 mg/kg, IF:;IP:" = S E 1 - 1
52 o BIWXAW+BIWXAW, n=10 5= A 5 E 800 fI-f ,J' —1
g | i I - - g -_1.-' r B l,-- -
e - = Fa . '
= 400 - ol x = & 400 T e -+ 1
. % ] = —s——4 2
0 . - Ea—— - - 0 T ¥ T .
0 7 14 21 28 35 0 7 14 21 28 35
Days After the Start of Treatment Days After the Start of Treatment

IMM2902 exhibited favorable efficacy in trastuzumab-sensitive and HER2-low expressing BC and GC models

52




. =02

ImmuneOnco

IMM2902 (CD47xHER2) (cont’d)

Preclinical Results and Clinical Development Plan

Favorable safety profile with no human RBC binding in vitro

» With an engineered CD47-binding domain, IMM2902 does not bind to human RBCs nor
induces hemagglutination in vitro

* IMM2902 did not induce hemagglutination even at the concentration as high as 10,000
ng/ml; while magrolimab analog induced obvious hemagglutination at the concentration
beyond 370 ng/ml

IMM2902 Does Not Induce Hemagglutination of Human Red Blood Cells @

Donor 1 Donor 2

o o
28 3 &~ o S 8 d N o

Conc. S w 4 ® ¥ v o S % 4 ™ % w o
8 8 d 8w o N N~ o o I~ 8 8§ & S o 9 N N~ o o~

(ng/mL) & ® 9 R & < o 0 O 1 o S ®m 4 K & & o 2w . A
a4 ® 4 ®m A4 o 4 F 4 o o o a4 M d ®m 4 o4 4 F 4 o o

Notes:
1. Magrolimab analog used in this study was replicated by us based on public information
Source: Company data

Clinical Development Plan

Q)
‘©)

Phase I/l trial initiated in China in February 2022

Evaluated for treatment of advanced HER2-positive and HER2-low
expressing solid tumors, including BC, GC, NSCLC and BTC
Enrolling the seventh cohort

Phase la/lb trial in the U.S. ongoing, with the first patient dosed in June
2022

Evaluated for treatment of HER2-positive and HER2-low expressing
solid tumors

Received Fast Track Designation from the FDA in July 2022

Developing In-house and Own IP and Commercial Rights

1 issued patentin the U.S., 1 issued patent in Japan, 1 issued patent

in PRC, 1 allowed European patent application (Unitary effect registered
& validated in the GB)

2 pending patent applications in the U.S., and Hong Kong
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IMMA47 (CD24)
A Potential Global First-in-Class CD24-Targeted mAb

E IMM47 — Molecule Structure and Mechanism of Action

Apoptosis

n n IMM47
LN ¢’¢"\
,,I \‘\.¢ \\‘ CD24 mAb

e

)’\ ADCP

»

)

ADCC
":z’f.' -
N Tumor Cell

‘ o
Fc Receptor W

[ )
® o 4
NK Cell .
. : Granzyme, Perfofin... rophage
S i -
...: o. ... Siglec-10 5 . -=",¢,
s cpa M

co* 0 ®° Granzyme, g
i in... °. . .
Cytokines Perforin o‘ : ‘... pm—— |

% %° oo o QELCE Siglec-10

Promote T Cell ®
Activation )
Siglec-10
T Cell Receptor T Cell

-

/

'\\ Suppressing the CD24/Siglec-10 inhibitory signals sent to macrophages, NK

~—

IMMA47 Molecule Structure
[ Block CD24/Siglec-10

\\“ ':’ immune inhibitory signaling
i

Ch2imAb l Induce ADCC/ADCP
1gG1 Fc with

Enhanced ADCC

N

¥ cells and T cells

Potently activating macrophage and NK cell-immune responses through
ADCP and ADCC

g ({?\ Significantly increasing the amount of M1 macrophages in tumor tissues

& U o)\ U

Activating and promoting T-cell response likely through tumor antigen
presentation by activated macrophages to T cells and direct blockade of

CD24/Siglec-10 inhibitory signals
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IMM47 (CD24) (cont’d)

CD24 is a Promising Target with Wide Expression and Broad Therapeutic Potential across Various Tumor Types

primary NECs, and PC!

Primary Breast Cancer?

1.0
__ 09 ’;-lﬂbﬂﬂ-hlmh-rhﬂﬂ-f
g 0.8¢
S ‘
507
D o6
[}
D 0.5
T
@ 0.4 Total CD24
8 0.3 ¢ Positive
72}
= 0.2 + Censored
D LELE] i
“ Negative

p=0.0042
O * Censored
0 20 40 60 80 100120140

Months

Source:

Progression-free Survival Rate
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Progression-free survival

1.0 1
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0.6 1

0.4 1

0.2 1

0.0+
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Log-rank p<0.001

0 20 40 60 80

Survival in Months

Progression-free Survival Rate

1.0

0.8

0.6

0.4

0.2

0

Recognized as an important marker for poor prognosis of those cancers, presenting a huge market potential

ESCC*

== CD24 negative
CD24 positive

<0.001

3 4 5 6

Time after Surgery (Years)

1. Cellular & Molecular Immunology (2010) 7, 100-103); 2. Clin Cancer Res 2003; 9:4906-4913; 3. J Thorac Oncol. 2010;5: 649-657; 4. Ann Surg Oncol (2009) 16:506-514; 5. The Prostate 58:183 192 (2004)
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.
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Broadly overexpressed on many types of tumor tissues, including B-cell ymphomas, erythroleukemia, gliomas, SCLC, ESCC, HCC, CCA, PAAD, UC, OC, BC,
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Competitive Advantages

@’ Proof-of-Concept Study in Colon Cancer (MC38-hCD24) Syngeneic Model in hSiglec-10 Tg C57BL/6 Mice

Compelling Tumor Killing Capabilities

6000

4000

2000

Tumor Volume (mm3)

6000

4000

2000

Tumor Volume (mm3)

0

PBS, i.p., BITW*8 times
0 4 8 12 16 20 24 28 3
Days Post Inoculation
IMM47, 1 mg/kg, i.p., BIW*8 times
0 4 8 12 16 20 24 28 32

Days Post Inoculation

Tumor Volume (mm3)

Tumor Volume (mm3)

6000

4000

2000

0

6000

4000

2000

0

IMM47, 0.3 mg/kg, i.p., BIW*8 times

G

T v T T

0 4 8 12 16 20 24 28 32

Days Post Inoculation

IMM47, 3 mg/kg, i.p., BIW*8 times

— i T ———
0 4 8 12 16 20 24 28 32
Days Post Inoculation

» Atthe dose level of 3.0mg/kg (~0.3kg/mg in human), IMM47 successfully eradicated

subcutaneously inoculated tumor cell in all six mice after three treatments in colon cancer model

Notes:

Complete Tumor Eradication

Means of Tumor Volume (mm3) Means of Tumor Volume (mm3)

8000
6000
4000
2000
300
200
100

Group 1 PBS, i.p., BIW*4 times

0
0 4 8 12 16 20 24 28 32 36 40 44 48

8000
6000
4000
2000

300

200

Days Post Administration

[ Group 3 IMM47C1, 10mg/kg,
i.p., BIW*4 times

2nd Seeding Cell

0
0 4 8 12 16 20 24 28 32 36 40 44 48

Days Post Administration

Means of Tumor Volume (mm3) Means of Tumor Volume (mm3)

8000 Group 2 IMM47H2, 10mg/kg, i.p.,
6000 BIW*4 times
4000
2000
300
200 2nd Seeding Cell

0
0 4 8 12 16 20 24 28 32 36 40 44 48

8000
6000
4000
2000

300+

200

100+

Days Post Administration

] Control

1 —=t
2nd Seeding Cell r"_:.f/.:?'

0 4 8 12 16 20 24 28 32 36 40 44 48
Days Post Administration

Robust antitumor activities, leading to complete tumor eradication, with the ability to induce
immunological memory against tumor

Tumor-specific immune response that prevents tumor growth against re-inoculation

1. IMM47C is a previous chimeric version of IMM47 and IMM47H is an earlier fully humanized version of IMM47. IMMA47 revealed highly similar in vitro efficacy as IMM47C and IMM47H, and was eventually selected for further development
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IMM47 (CD24) (cont’d)

Strong synergy between IMM47 and PD-1 mADb

Tumor Volume (mma)

Tumor Volume (mm?)

Proof-of-Concept Study in MC38-hCD24/hPD-L1 syngeneic tumor model in hPD-1 Tg C57 BL/6 mice

Vehicle, i.p,Q10D*3 times

2000

1500:

1000
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0 T 1 2
Days post administration
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20001
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1000+
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0 B Y T 1
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Tumor Volume (mmz)

0 7 14 21 28
Days post administration
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200
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-
o
3
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=
@ S
Z 3

0 7 14 21 28
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Opdivo, 2 mpk, i.p., Q10D*3 times

20004
1500 CR=16.7%(1/6)
10004

5001
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Days post administration
IMM47+Keytruda, 0.5+2 mpk, i.p., Q10D*3 times
200
1501 CR=100%(6/6)

100:

50

Tumor Volume (mm?)

0 7 14 21 28
Days post administration

In comparison to the vehicle-controlled group, IMM47 (anti-CD24 antibody, 0.5mpk), Opdivo (anti-PD-1
antibody, 2mpk), and Keytruda (anti-PD-1 antibody, 2mpk), all showed significant but similar anti-tumor

activity at relatively lower dose;

While the combination of IMMA47 with either Opdivo or Keytruda at comparable dose demonstrates a
potent and robust anti-tumor activity, with complete response rate of 83% and 100% respectively

Vehicle, i.p,Q10D*3 times Control
1000
4000 ,;,E«
o~ 800
< E
£ 3000 °
< £ 600
1 El
?:’; 20004 § 400 2" Seeding Cell
z s v
2 10001 E 200
S =
=
0
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0 7 14 21 28 35 42 49 56 63 70
Days post administration

0 7 14 21 28 35 42 49 56 63 70
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IMM47+0Opdivo, 0.5+2 mpk, i.p., Q10D*3 times

200 2007

R\ 2" Seeding Cell
. M

0 7 14 21 28 35 42 49 56 63 70
Days post administration

IMM47+Keytruda, 0.5+2 mpk, i.p., Q10D*3 times

N

a

S
N
@
3

2" Seeding Cell

@
S

@
S
Tumor Volume (mmﬁ)
=
S
3

Tumor Volume (mm®)
=
S
3

0
0 7 14 21 28 35 42 49 56 63 70
Days post administration

Most intriguingly, upon reinoculation of the same cancer cells into the
mice pretreated with IMM47 and anti-PD-1 antibodies, tumor growth was
quickly and completely eliminated, suggesting tumor-specific immune
response has been established
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IMM47 (CD24) (cont’d)

Novel Target Development with Only a Handful Contenders, Well-Recognized by Industry Pioneers

IMMA47 - Competition Landscape

CoO®

No approved drug targeting CD24 globally. Only one drug candidate recently receiving IND approval from the FDA for its Phase | clinical trial

Clinical Development Plan

Global R&D race with few contenders: only very few reported CD24-targeted mAbs under pre-clinical development for cancer treatment have global first-in-class potential,
ImmuneOnco as the only company reported to have been developing CD24-targeted bispecific molecule around the world

High entry barrier: the weak immunogenicity of CD24 due to its small protein core has made the screening and development of antibodies against CD24 highly challenging

2023 Sep 2023
[ ) e @ ee——
File IND applications with the Initiated clinical trial first in
NMPA and FDA Australia (FPI)

Drug Name Target Modality  Clinical Stage Q;{' Eﬂﬁf{gﬁ)
IMM47 CD24 mAb IND Enabling
- — — The ONLY company reported to
IMM4701 CD47 x CD24 Bispecific Preclinical have been developing
IMM2547 CD24 x PD-L1  Bispecific Discovery CD24-targeted bispecific molecules
@ Recent Catalysts: Validation from Industry Veterans and Pioneers
. . Key Financial Strategic/CVC/
. OIS Latest Financing Investors Research Institutes
| = = Dr. Amira Barkal Series-A: US$76MM ,.”\1.,. e s
Pheast . pr irving Weissman (with an estimated CATALIO
Therapeutics valuation of D Stanford
US$304-456MM) YL e

Source: Frost & Sullivan, public information, https://datacommons.technation.io/companies/pheast_llc

Proprietary Intellectual Property

1 issued patent in the PRC, 1 issued patent in Japan,

j and 1 issued patent in the U.S.

3 pending patent application in Europe, Korea and Brazil

Y,
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IMM4701 (CD47 x CD24)
A Bispecific Molecule Targeting CD24 and CD47 with Global First-in-Class Potential

IMM4701 - Mechanism of Action

‘ -|% Strong and Robust Antitumor Activities

IMM4701 Molecule Structure

%ll
i

1gG1 Fc with
Enhanced ADCC

’y_ _i SIRPa D-1

Anti-CD-24
mAb

102

%

Activating key innate and adaptive immune responses

Enhancing the synergistic crosstalk

IMM4701 - Competitive Advantage

@ Undisputable Global Leader

x Potent and Synergistic Immune Activation

Carefully Designed Clinical Roadmap
@ Promising Combination Partner

(

@

1 patent application in Europe

Developing One Owned Patent Family

3 issued patents in China, Japan and the U.S.

J

Notes:

1. IMM47 revealed highly similar in vitro efficacy as IMM47C (a previous chimeric version of IMM47) and IMM47H (a previous fully humanized version of IMM47), and was eventually selected for the further development. IMM4701, IMM4701C and IMM4701H were developed based on IMM47,

IMM47C and IMM47H, respectively

2. IMM2547 is another innovative discovery-stage bsAb targeting CD24 x PD-L1 developed by the Company

Efficacy Study in Triple-negative Breast Cancer (MCF-7) Xenograft Mouse Model

Tumor Volume (mm§3)

-+ DPBS, IP, BIWx4W, n=8
—+— |MM4701C, 3 mg/kg, IP, BIWx4W, n=8
+- IMM47C, 2.5 mg/kg, IP, BIWx4W, n=8

1200 |, IMMO1, 2.5 mg/kg, IP, BIWx4W, n=8
IMMA4701H, 3 mg/kg, IP, BIWx4W, n=8
1000 -+ \MM47C+IMMO1, 2.5+2.5 mglkg, IP+IP,
800 -
s
600 - 1l
.-"fl-' -
] /__,l" ) l_ Py
400 - T
A A
.r" x r
i
200 ‘.;-____:E;—_— :i_'_:__.-' - # *
-'E — R -
T —
0 L LR L LA DL L LA L L LR L B B |
0 7 14 21 28

BIWx4W+BIWx4W, n=8

A

r TGl =17.2%

4 TGl =37.3%

4 TGl =922%

u TGl =112.1%
+ TGl = 122.3%

35

Days After the Start of Treatment
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IMM40H (CD70)
A Humanized IlgG1 CD70 mAb with Potential to Combo with IMMO1

IMM40H — Mechanism of Action | Potent In Vivo Antitumor Effects in Combination with IMMO1

M
Il, o . . - "
IMM40H Molecule Structure Siﬁr;)aling \U ; IMM40H Efficacy Study in Lymphoma (Raji) Orthotopic Mouse Model?
Inhibition = CD70 mAb
% el Y
» . =2 N = 100 —— Groupl PBS IV BIWx3weeks
\ , D27 Tumor Cell ? 7 *« IMMA40H has exhibited S L | | ~+~ Group2 IMMO1 0.3mg/kg IV BIWx3weeks
\ ’ strong antitumor § ,_U_E —— Group3 IMM40H 1mg/kg IV BIWx3weeks
l l TTPEPARR, % ‘ - 2 activity in the s —— Group4 IMM40H 3mgrkg IV BIWx3weeks
i prec|inica| studies. 5’) 50 ~+— Group5 IMM40H 10mg/kg IV BIWx3weeks
] s =t Group6 IMM4002 3.6mg/kg IV BIWx3Weeks
l l i Fss + Strong synergism e —— Group7 IMMA4003 3.6mg/kg IV BIWx3weeks
CD70™ a between IMMO1 and E + Group8 IMMOL1 0.3mg/kg IV + IMM40H
; ot ; ; IMM40H has been 3mglkg IV BIWx3weeks
: . ructing th ivation and proliferation of T Il 0 T T !
Humanized IgG1 CD70 mAb with Obstructing the activation and proliferation of Treg Cells observed 0 50 100 150
High Target Affinity Inducing immune attacks against tumor cells Days Elapsed

IMM40H - Competitive Advantage | Other Pre-clinical Benefits of IMM40H

4 -bindi ini

Promising adaptive immune checkpoint: IMM40H demonstrated strong synergistic - Sleng2; G LyAelely iy Ul cusatuzumab. '

potential when used alongside IMMO1 <7 Demonstrated potent ADCC, CDC and ADCP activity
- o @ Favorable safety profile of IMM40H
2 Leading R&D progress worldwide: the Company is one of the first few companies to
@ develop molecules targeting CD70

( . . ) Current Status
Developing One Owned Patent Family
\ 1 issued patentthe U.S. , 1 issued patent in the PRC ‘ IND approved by both NMPA and FDA in August 2022
1 issued patent in Japan
O 1 pending patent application in Europe
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