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Item 7.01 Regulation FD Disclosure

On February 11, 2026, Tempest Therapeutics, Inc. (the “Company”) intends to post an updated corporate presentation, dated February 2026, to the
“News, Events & Presentations” subsection of the “Investors™ tab on the Company’s website at www.tempesttx.com. A copy of the corporate
presentation is attached hereto as Exhibit 99.1 and is incorporated by reference into this Item 7.01.

The foregoing information (including Exhibit 99.1 hereto) is being furnished and shall not be deemed “filed” for purposes of Section 18 of the Securities
Exchange Act of 1934, as amended, or otherwise subject to the liabilities of that section, nor shall it be deemed incorporated by reference in any filing
under the Securities Act of 1933, as amended, except as shall be expressly set forth by specific reference in such filing.

Item 9.01 Financial Statements and Exhibits.
(d) Exhibits.
Exhibit
No. Description
99.1 Investor Presentation dated February 2026

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.

TEMPEST THERAPEUTICS, INC.

Date: February 11, 2026 By: /s/ Matthew Angel

Name: Matthew Angel
Title:  Chief Executive Officer
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Forward Looking Statements

This presentation contains forward-looking statements (including within the meaning of Section 21E of the Securities Exchange Act of 1934, as amended, and Section 27A of the Securities Act of 1933,
as amended (the “Securities Act”) concerning Tempest Therapeutics, Inc. ("Tempest Therapeutics”). These statements may discuss goals, intentions and expectations as to future plans, trends, events,
results of operations or financial condition, or otherwise, based on current beliefs of the management of Tempest Therapeutics, as well as assumptions made by, and information currently available to,
management of Tempest Therapeutics. Forward-looking statements generally include statements that are predictive in nature and depend upon or refer to future events or conditions, and include words
such as “may,” “will,” "should,” “would,” "could”, “expect,” “anticipate,” “plan,” "likely,” "believe,” "estimate,” “project,” “intend,” and other similar expressions. All statements that are not historical facts are
forward-looking statements, including any statements regarding: the potential benefits of Tempest Therapeutics' expanded oncology pipeline; the design, initiation, progress, timing, scope and results of
clinical trials; the anticipated therapeutic benefit, opportunity to improve patient care, and regulatory development of Tempest Therapeutics’ product candidates; Tempest Therapeutics’ ability to deliver
on potential value-creating milestones; the potential use of Tempest Therapeutics’ product candidates to treat additional indications; Tempest Therapeutics’ ability to achieve its operational plans; and
the sufficiency of Tempest Therapeutics’ cash and cash equivalents. Forward-looki ts are based on current beliefs and assumptions that are subject to risks and uncertainties and are not
guarantees of future performance. Actual results could differ materially from those contained in any forward-looking statement as a result of various factors, including, without limitation: Tempest
Therapeutics' strategies, prospects, plans, expectations or objectives for future operations; the progress, scope or timing of the development of Tempest Therapeutics' product candidates; the benefits
that may be derived from any future products or the commercial or market opportunity with respect to any of Tempest Therapeutics’ future products; Tempest Therapeutics' ability to protect its
intellectual property rights; Tempest Therapeutics’ anticipated operations, financial position, ability to raise capital to fund operations, revenues, costs or expenses; statements regarding future economic
conditions or performance; statements of belief and any statement of assumptions underlying any of the foregoing. These and other factors that may cause actual results to differ from those expressed
or implied are discussed in greater detail in the “Risk Factors” section of the company’s Quarterly Report on Form 10-Q filed with the Securities and Exchange Commission (SEC) on Novemnber 5§, 2025,
as well as in other filings the company may make with the SEC in the future. Except as required by applicable law, Tempest Therapeutics undertakes no obligation to revise or update any forward-
looking statement, or to make any other forward-looking statements, whether as a result of new information, future events or otherwise. These forward-looking statements should not be relied upon as
representing Tempest Therapeutics’ views as of any date subsequent to the date of this press release and should not be relied upon as prediction of future events. In light of the foregoing, investors are
urged not to rely on any forward-looking statement in reaching any conclusion or making any investment decision about any securities of Tempest Therapeutics.

This pr ion di product lid that are under clinical study and which have not yet been approved for marketing by the U.S. Food and Drug Administration. No
representation is made as to the safety or effectiveness of these product candidates for the use for which such product candidates are being studied.

This presentation incorporates publicly-available third-party data that Tempest Therapeutics has not independently verified. There are risks inherent in conducting cross-trial comparisons and the results
should be interpreted with caution. The presentation of such third-party data does not represent a head-to-head comparison of how TPST-2003 performed against any other third-party drug candidate or
study. Rather, such third-party data has been pulled by us from publicly-available sources for supplemental informational purposes, only. Tempest Therapeutics cautions you that any comparisons
against third-party data set forth herein should not be viewed as a side-by-side comparison, and you should not rely on the completeness or accuracy of Tempest Therapeutics’ presentation of the
results of any third-party drug candidate in these slides, due to differences in study design, how other companies quantify or qualify eligibility criteria, and how results are recorded, among other
distinguishing factors and uncertainties. Because Tempest Therapeutics may be unaware of or may not adequately present various distinguishing factors and uncertainties, the comparisons set forth
herein may not properly present such third-party data, which may differ materially from the data as presented here. Investors are encouraged to independently review third party data and should not rely
on Tempest Therapeutics' presentation of such data (including any such data placed in comparison with the performance of TPST-2003) as a single measure to evaluate Tempest Therapeutics'
business. The trademarks included herein are the property of the owners thereof and are used for reference purposes only. Such use should not be construed as an endorsement of such products.
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Partner-Funded Development Driving Diversified Oncology Pipeline with Capital
Discipline

Enables de-risked, data-driven deployment of internal capital

DEVELOPMENT STAGE'
IND- Advanced By:
Indication(s) Discovery Enabling Phase 1 Phase 2 Phase 3

Amezalpat Potential BD
PPARa Antagonist Partner
TPST-2003
CD19/BCMA Dual CAR-T Novatim
1
TPST-1495 el
Dual EP2/4 Antagonist
TPST-2206 T
CD70/CD70 Dual CAR-T
_ TPST-3003 —— Novatim
Universal (Allogeneic) CD19/BCMA Dual CAR-T
) TPST‘3206 RCC Novatim
Universal (Allogeneic) CD70/CD70 Dual CAR-T
) TPST‘4003 SLE Novatim
In vivo (mRNA LNP) CD19/BCMA Dual CAR-T
¢ amezalpat, Phase 3 timelines are subject 10 a par tnership andior separate funding. TPST-1495 Phase 2 to be Network of the: National Cancer Institute "NCI"), TPST-2003, TPST-

o d
% TEMPEST 2205, TRST-3003, TPST-3206, and TPST-4003 clinical d 4 in China to be by Novatim mimiane Therapeutics

THERAPEUTICS “RCC™ renal cancer, *HCC™ tar CCA™ “FAP familial % polyposis, ‘FPI™ First

In; MM refapsedireiracior multiple mysloma, “SLE" lupus




Selected Potential Value-Inflecting Milestones through Q4 2027

2026 2027
Q1 Q2 Q3 Q4 Q1 Q2 Q3 Q4
Phase 2b
IIT and Phase 1 (China

TPST-2003 (China) results Ecitan:tey registrational) ATEERAD (U ghaseldl Phase 2b (U.S.

CD19/BCMA Dual CAR-T Sompiete enrollment CESEE ST B registrational) DL
i ] enroliment registrational) otk (China)
r/r Multiple N?“:':::; TEChg:::Sfer Pre-IND (U.S.) start start interim data interimidata
wit
File IND (U.5.)
TPST-2206 Phase 1 _ i
€D70/CD70 Dual CAR-T Chigs) (China) interim LU registrational)
. enrollment (China) results
Renal Cell Carcinoma . data readout enrollment
start

TPST-3003

Universal CD19/BCMA IIT enrollment IIT data ! e
File IND (U.S.) enrollment
Dual CAR-T start readout S

r/r Multiple Myeloma

-TPST-4003 IIT enrollment IT data L)

In vivo CD19/BCMA s uam File IND(US)  enrollment
Dual CAR-T & reaco start
SLE

All activities shown above in bold are 100% funded by strategic partner



TPST-2003

Dual Targeting CD19/BCMA CAR-T




TPST-2003 CD19/BCMA CAR-T!

TPST-2003 is the world’s first parallel-structure dual-target CAR-T cell therapy focused on rrMM with EMD

« irMM (with extramedullary disease) (N=15): PET ORR 86.7%

(13/15) Best in class
Dual-target CAR-T structure

+ The incidence of = grade 3 CRS was 4.3%, and the incidence of
= grade 3 ICANS was 8.7% (IIT)

= No DLTs were observed and clinical data showed a favorable
vl\ safety profile
BCMA scFV CD19 scFV
_ _ * Completed Phase 1/2a clinical trial with Peking Union Medical
SR8 frge — College Hospital as the core unit
cD8TM | | CD28TM | 9 P
 |IT on Autoimmune Diseases is coming soon
4-1BB CD28m
* Planning to submit China BLA in 2027
cox oSy + Planning to be included in breakthrough therapy category
S— —— . The autol‘ogou.s CAR-T product With .the greatest potential to be
included in China’'s national medical insurance
« Data from Phase 1 dose expansion expected 2026
'Jiang, H., et. al. "A Prospective Investigator-Initiated Phase 1/2 Study of BCMA/CD19 Dual-Targeting CAR T Therapy in Patients with R diRefractory Multiple My I Those with

Exiramedullary Disease”. Blood 144 (2024) 923-924.
TEMPEST y )

= = THERAFEUTICS “PET" Positron Emission Tomography, "CRS” Cytokine Release Syndrome, "DLT™ Dose Limiting Toxicity



TPST-2003 Dual CAR-T for rrMM: CD19/BCMA Dual Targeting

O Dual-target
Mitigate antigen escape
O Parallel structure

# Significantly inhibits tumor growth in CDX model

_ Day -7 Day 6 Day 0 7 1
Ensure stable expression of dual targets A 5 °
—ee Inoculating Imaging Incculating Imaging Imaging
Tumes Colls CAR-T Cells
B Day 7 Day 14
. . A EARAS
4 high levels of cytokine release l 'Y l
BCMA scFV CD19 scFV i ; "'i I
CD8 Hinge CD28 Hinge a g ’
cosT™M | | cDB8TM | LB
gex XN
4-1BB CD28m pismitryes 4N b Aa LS
cAR-T ¥ o,
) 2 W E
[ehz'4 co¥,
BCMA-CAR . CD19-CAR
O CD28 co-stimulatory domain mutation

reduces CAR-T cell exhaustion, Ensure

PRy, & #
’ 'f sustained T cell persistence
Dohor: Donars B: Nalmé-luc CDX model
C: Nalm6-lue + H929-luc CDX model
"Jiang. H., et. al. "A Prospective Investigator-Initiated Phase 1/2 Study of BCMA/CD19 Dual-Targeting CAR T Therapy in Patients with Relapsed/Refractory
% T E M P E S T Multiple Myedoma Incleding These with Extramedullary Disease”. Blood 144 (2024) 923-924. ?



TPST-2003 Dual CAR-T for rrMM: IIT Study Design

Multicenter, open label, lIT study
FPIl Jan.2021, LPI Jun.2024, Patients continued to be assessed for response
Data cut-off Jul.25th,2024, Efficacy evaluable patients N=23, Safety Set N=20, PKPS N=20

Key Inclusion criteria

. Relapsed / Refractory Multiple
Myeloma (R/R MM)

. R/R MM pts with =21 prior lines of

therapy including proteasome
inhibitor (PI1), and immunomodulatory .
drug (IMiDs), and/or anti-CD38

Primary endpoint:

Secondary endpoint:

AE and SAE

Clinical recommended dose

PK/PD

PFS., ORR, DoR, DCR, OS

Dose Level:

DL1: 1.0x10° CAR-T cells/kg
DL2: 2.0x10% CAR-T cells/kg
DL3: 3.0x 108 CAR-T cells/kg

ICF and Apheresis KQ-2003 Qc Lymphodepletion KQ-2003 DLT Follow up
Screening Manufacturing Release (Flu/Cy*3 days) Infusion Evaluation Assessment visits
3 A A A r r L 4 -
D-47 D-27 D-6 DO D1~D28 M2 M3 M6 M9 M12 M15 M18 M21 M24

PKPS: Pharmacokinetics Parameter Set; AE: Adverse Event; SAE: Serious Adverse Event; PFS: Progression Free Survival; ORR: Objective Response Rate; DoR: Duration of Response; DCR:
Disease Control Rate; OS: Overall Survival; ICF: Informed Consent Form; QC: Quality control

TEMPEST

-

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

"Jiang. H., et. al. "A Prospective Investigator-Initiated Phase 1/2 Study of BCMA/CD19 Dual-Targeting CAR T Therapy in Patients with Relapsed/Refractory

Multiple Myeloma Including Those with Extramedullary Disease”. Blood 144 (2024) 923-924



TPST-2003 Dual CAR-T for rrMM: Baseline Characteristics

Baseline Characteristics Total (N=23) Baseline Characteristics Total (N=23)
Median age (range) 64 (52-77) Median prior lines of therapy, n(%) 5 (2-11)
Male, n(%) 12 (52.2) Prior auto-SCT, n(%) 9(39.1)
ECOG performance-status score, n(%) Refractory, n(%)
) 14 (60.9)
" 1 8 (34.8) m P .refractory 23 (100)
2 1(4.3) B [MiD refractory 23 (100)
. B Triple-refractory 21 (91.3)
Type ofImGyeloma, n(%) — ®  Quadru-refractory 16 (69.6)
" g (56.5) B Penta-refractory 6 (26.1)
B gA 6 (26.1)
m IgD 1(4.3) Extramedullary disease, n(%) 14 (60.9)
B Light chain 3(13.0) Bridging therapy 18 (78.3)
High-risk profile?, n(%) 12/19¢ (63.2) Refractory to last therapy 18 (78.3)
Double-hit?, n(%) 4/19 (21.1) 2 FISH By mSMART 3.0
b By presence two of del(17p), t(4;14),t(14;16),t(14;20),gain 1q, or p53
mutation

¢ The rest 4 pts (all with EMD ) without clonal plama cells in BM at
baseline for FISH analysis

T E M F) E S T “Jiang, H., et. al. “"A Prospective Investigator-Initiated Phase 1/2 Study of BCMA/CD19 Dual-Targeting CAR T Therapy in Patients with Relapsed/Refractory

e Multiple Myeloma Including Those with Extramedullary Disease”. Blood 144 (2024) 923-924.



TPST-2003 Dual CAR-T for rrMM: Hematological Response

01003
D':1|: 02003 e @& &  Oeaabeeeeesfe—————
=3 02002 ™Y m................;.
[~ 01010 pe
02008 ® ¢ | ieseeede—e——
01011
02011 ® &  eaeaedees@e—— sCR
DL2| 02015 e & & o =l CR
N=11 02013 sz . Z Z > VGPR
02017 e eoR
02020 e & & @@ = L
02019 G - - sD
02021 % =nm Relapse after CR
L 02023 ﬂ MNon hematological
[ 02007 L . —————— A measurable indicators
02012 oo T ———— ) = PD
02016 e S — «  Death
pLal 02018 e &  em
N=S| 02025 vz ®  MRD-negative
02026 oo ///7////47///4.;—. ® MRD-positive
02027 oA R el —b Ongoing
02028
N ***% Survival follow-up
0 3 6 9 12 15 18 21 24

nu

Hematological ORR* N=18

T N=3 N=10 N=5 N=18
80%
£ 60%
()
£ 40%
20%
0% ——
DL1 DL2 All Pts
»VGPR msCR/CR
MRD Assessment** N=20
 100% N=18 N=11 N=5
2
E 80%
£ 60%
2 40%
m
g 20%
2 0%
= M12
uMRD+ mMRD-
“Pis had Hematol ble indi N=18(18/23);
“NGF ity: a threshold of 10-® nucleated cells
27

Multiple Those with
“sCR" siringent P p A P p
disease, “MRD" minimal residual disease, “ORR” shjective response rate, “Pts” patients

gTEMPEST

THERAPEUTICS

“Jiang, H., et. al. “A Prospective Investigator-Initiated Phase 1/2 Study of BCMA/CD19 Dual-Targeting CAR T Therapy in Patients with Relapsed/Refractory
Disease™. Blood 144 (2024) 923-924,
I . "WGPR" very good partial respense, “PR” partial response, “SD” stable disease, "PD" progressive



TPST-2003 Dual CAR-T for rrMM: EMD Patient Baseline Characteristics

Baseline Characteristics Total (N=14)

Median age (range) 60 (54-73)
Male, n(%) 5(35.7)
ECOG performance-status score

" 0 8 (57.1)

L 5 (35.7)

m 2 1(7.1)
Type of myeloma, n(%)

B IgG 8 (57.1)

m IgA 4(28.6)

B Light chain 2(14.3)
High-risk profile®. n(%) 8/10¢ (80)
Double-hit®, n(%) 1/10 (10)

@ FISH By mSMART 3.0

> By presence two of del(17p), t(4;14),t(14;16),t(14;20),gain 1q, or p53
mutation

¢ The rest 4 pts without clonal plama cells in BM at baseline for FISH
analysis

Baseline Characteristics
Median prior lines of therapy (range)
Prior auto-SCT, n(%)

Refractory, n(%)
B Pl refractory
B |MiD refractory
B Triple-refractory
B Quadru-refractory
®  Penta-refractory

Without hematological measurable indicators

EMD
B Extramedullary Extraosseous (EM-E)
B Extramedullary-bone related (EM-B)
B Both

Bridging therapy, n(%)

Refractory to last therapy

Total (N=14)

6 (2-11)
5(35.7)

14 (100)
14 (100)
14 (100)
10 (71.4)
3 (21.4)

5 (37.5)

7 (50.0)
5(35.7)
2 (14.3)

13 (92.9)
10 (71.4)

T E M ]‘:) E S T “Jiang, H., et. al. “"A Prospective Investigator-Initiated Phase 1/2 Study of BCMA/CD19 Dual-Targeting CAR T Therapy in Patients with Relapsed/Refractory

=  THERAPEUTICS

Multiple Myeloma Including Those with Extramedullary Disease”. Blood 144 (2024) 923-924.




Hematological
Response

PET Response Of EMD

TPST-2003 Dual CAR-T for rrMM: EMD PET Response

PET ORR: 85.7% (12/14)

DL1C 02003 100% N=1 N=7 N=6 N=14
02008 80%
02015 i
02013 2 60%
2
DL2| 02017 —a CMR o 40%
02020 I —
02019 —— - - PMR 20%
L 02021 L | SMD 0%
B —— - - i Al
02018 > . Hematologic PD DL2 DL3 Pts
02025 - —— uSMD mPMR =mCMR
DL3 | 02026 s = Death
- = =P Ongoi z =
Ejg;; = . Best Reduction Size
==*F Survival follow-up of soft tissue plasmacytomas
L 02029 - E—
0 3 6 9 12 15 18 21 i i oo
TABLE 7. Proposed Refinement of PET Response Criteria After Therapy 50% 36%
PET Respanse After —\
Therapy Response Criteria
Complete metabolic Uplake = liver activity in BM sites and FLs previously invoved i xtramedullary and dulla
response diseasa (DS score 1-31)
Partizl metabolic Decrezse in number and/or activity of BMFLs present at baseline, but persistence of lesion{s) with uptake > liver
response activity (DS score 4 or 5) -50% ~-75%
Stable metabolic diseasa | Mo significant change in BM/FLs compared with baseline 14%
Progressive metaboic New FLs compared with basaling consistent with mysloma
disease

Abbriviations: BM, bone marrow; DS, Deauvile scale; FL, focal lesion; PET, positron emission tomography.

Elena Zamagni, etal. J Clin Oncol. 2021 Jan 10;38(2).116-125. doi: 10.1200/JC0.20.00386

"Jiang. H.. et. al. “A Prospective Investigator-Initiated Phase 1/2 Study of BCMA/CD19 Dual-Targeting CAR T Therapy in Patients with Relapsed/Refractory 12
Multiple: M Including Those with E: y Disease”. Blood 144 (2024) 923-924.

gTEMPEST

THERAPEUTICS




TPST-2003 Dual CAR-T for rrMM: EMD PET Response

Case-02008 58-yo male Penta-refractory, 11 prior LO Case-02003 55-yo female Quad-refractory, 5 prior LOT

~-49d |

M3: VGPR & PMR — M6: sCR MRD- & CMR for 21+ mos M3: VGPR & CMR— M9: sCR MRD- & CMR for 23+ mos

e 1/2 Study of BCMA
ease”. Blood 144 (20

-Targeting CAR T Therapy in Patients with Relapsed/Refractory
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TPST-2003 Dual CAR-T for rrMM: Survival

Progression-free Survival (PFS) Overall Survival (0S) . 6-mo rates 12-mo rates
. - (95%Cl) (95%Cl)
o Lb’“‘—‘_jj - —m G 86.5% 75.3%
g _______ z (73.4%-100%) (58.4%-97.0%)
1 oS 86.2% 86.2%
gz 302 (72.8%-100%) (72.8%-97.0%)
s : = - P ol . - - - = - Median follow-up: 13.7 months (2.1-35.2)
Tina: (masth) Time (month) Median PFS and OS were not reached
MNumber at risk Number at risk
§M1 n " n 2 1 :EM 7 1 1 2 1 1 1 H 6-mo rates | 12-mo rates
‘ ° Tirs {mont) * * o . = e e o ) : (95%Cl) (95%Cl)
Progression-free Survival (PFS) Overall Survival (OS) Non- 88.9% 77.8%
suns [ e [ w0 v [ et [ 050 PFS EMD (70.6%-100%) (54.9%-97.0%)
o - evp  844% 73.9%
= Eor _ (66.6%-100%) (51.9%-97.0%)
& -1
i t. Non- 88.9% 84.4%
H E OS EMD (70.6%-100%) (66.6%-97.0%)
A0z : i 025 pross. EMD 88.9% 84.4%
o} EMD: l..'Jeduan PIIES reach.ed (13.?monn:as] . . . i Median OS5 were not reached (?0.60/3—1 OOO/G) (66.60/0—97.00/0)
0 3 L] 9 T‘"‘?[M] 15 18 il F2 L] 3 L] 9 12 15 'r‘:;.m:;lpm“ M ko 30 n % 3 M d f |I 13 ? th
s e edian follow-up: 13.7 months
-Eumemrw:b! * : & 7 7 s i i i §rneuo m;“ .:N., P T T R Non-EMD Median PFS were not reached
P = Ui Median OSwerenotreached
Time{menth) Time(month) EMD: Extramedullary Disease
& TEMPEST e S L Dt T O T e et it it :



TPST-2003 Dual CAR-T for rrMM: Safety Profile
v | cRsin | loANs (|

Hematologic (TEAEs 2 5% All Grades)

Leukopenia
Thrombocytopenia
Anemia
Neutropenia
Lymphopenia

Non-Hematologic (TEAEs 2 5% All Grades)

LDH increase
Hyperferritinaemia
Elevated D-dimer
Hypoalbuminemia

Urinary tract infection

AAT increase
Hypogammaglobulinaemia
Diarrhoea

FDP increase

AST increase

Pneumonia

Prolonged PT
Hypokalemia

Upper respiratory infection
Hypofibrinogenemia

AE were graded according to CTCAE v5.0, 2CRS criteria (ASBMT consensus grading); FDP: Fibrin degradation products, ALT: Alanine aminotransferase, AST: Aspartate aminotransferase,

TEAEs' TEAEs
(n,%) Gr 2 3 (n,%)

17(85.0) 14(70.0)
17(85.0) 8(40.0)
16(80.0) 8(40.0)
16(80.0) 10(50.0)
16(80.0) 16(80.0)
16(80.0) 0
15(75.0) 0
13(65.0) 0
11(55.0) 0
8(40.0) 2(10.0)
8(40.0) 0
12(60.0) 0
7(35.0) 0
8(40.0) 0
8(40.0) 0
8(40.0) 6(30.0)
6(30.0) 0
4(20.0) 3(15.0)
4(20.0) 1(5.0)
4(20.0) 0

TRAEs
(n,%)

16(80.0)
16(80.0)
15(75.0)
15(75.0)
14(70.0)

7(35.0)
14(70.0)
13(65.0)
0
2(10.0)
8(40.0)
12(60.0)
2(10.0)
8(40.0)
8(40.0)
5(25.0)
6(30.0)
3(15.0)
0
4(20.0)

TRAEs

Gr 23 (n,%)

12(60.0)
6(30.0)
6(30.0)
9(45.0)
11(55.0)

L= = B o o i s Y Y o e i ]

o

4(20.0)
0
1(5.0)
0
0

Grade 1-2 17 (85.0) 3(15.0)
Grade 3 1(5.0) 2(10.0)

Grade 4-5 0 (0) 0 (0)

All Grade 18 (90.0) 5 (25.0)

Time to onset 4 1,9

Duration 4 2,15

ICANS any grade Median (days) Min, Max (days)
I

Time to onset 10 8,23
Duration 3 19

O All CRS and ICANS were manageable and resolved by SOC

( Tocilizumab, vasopressors and dexamethasone )
O Totally 4 deaths occurred, including 2 for therapy-related
pneumonia on D62 and D103, and 2 deaths for PD

LDH: lactate dehydrogenase; PT: Prothrombin time; CRS: Cytokine release syndrome, ICANS: IEC-associated neurotoxicity Syndrome, PD: Disease progression

< TEMPEST
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"Jiang. H., et. al. "A Prospective Investigator-Initiated Phase 1/2 Study of BCMA/CD19 Dual-Targeting CAR T Therapy in Patients with Relapsed/Refractory
Multiple Myeloma Including Those with Extramedullary Disease”. Blood 144 (2024) 923-924



TPST-2003 Dual CAR-T for rrMM: Expansion and Persistence

CAR-T cell positivity rate-BCMA*®

CAR-T call postivity rate-CD19"
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CAR-T cell positivity rate-time plot-BCMA* (PKPS)

it —~

Lymphod D¢ DI D3 D6 D7 Di0 D4 IR DOF M2 M1 M6 M MIS M MN
eplation Visit time:

o

5

= Lheha @ Tithag - Tae iy

CAR-T cell positivity rate-time plot-CD19* (PKPS)

1/ l / R
i ,4;? 4 i —}—"H__..fk-i--,._.
4 [ 1

Lymphod D0 DI DI Df D7 DIo DI DI D2S MI MI M6 MP MIS M MM
eplat

ion Visit tirme

[ Taimne & suieme  — satie

THERAPEUTICS

CAR-T cell VCN-time plot (PKPS)
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CAR-T cell VCN PK DL1
parameter (PKPS) (N=3) (N=10) (N=7)
Median T..(D) 14 11.50 9
Median C,,,,(copies/ug) 97014.00 168218.00 83878.00
Median AUC,, (D-copies/ug) 716037.01 1430939.38 437946.63 ‘
Median AUC,«(D-copies/ug)  1168278.89 1705951.87 509249.27 ‘

Among pts with 6 and 12 mo’ follow-up, 66.7% (10/15) and 50.0% (4/8) had
detectable CAR'T cells above the level of quantification (2 cells/uL) in PB.

"Jiang. H., et. al. "A Prospective Investigator-Initiated Phase 1/2 Study of BCMA/CD19 Dual-Targeting CAR T Therapy in Patients with Relapsed/Refractory 1
Multiple Myeloma Including Those with Extramedullary Disease”. Blood 144 (2024) 923-924.



TPST-2003 Dual CAR-T for rrMM: Conclusions

TPST-2003 is the world’s first parallel-structure dual-target CAR-T cell therapy focused on rrMM with EMD

* TPST-2003 showed early, deep and durable response in Relapsed/Refractory MM patients
- Hematological response (n=18): 100% ORR, 88.9% sCR/CR
- MRD (n=20): 83.3 MRD- in M3, 82% MRD- in M6 and 100% MRD- in M12
- 12-mo PFS rate: 75.3% (Median follow-up 13.7 mo, Median PFS not reached)
* TPST-2003 exerted promising and persistent efficacy in EMD patients
- PET response: 12/14 (85.7%) PET ORR, 9/14 (64.3%) CMR
- 7/14 (50.0%) of EMD patients showed a 275% reduction in soft tissue plasmacytoma size
- Comparable benefit for EMD v. non-EMD PTS (12-mo PFS 73.9% v. 77.8%, mPFS 13.7mo)
« Favorable safety profiles
- CRS occurred in 90% of patients (G3: 5%, No G4/5, n=20)
- ICANS occurred in 25% of patients (G3: 10%, No G4/5 n=20)
- CRS/ICANS were manageable and reversible

g T E M F) E ST hr"] H.. et. al, "A Prospective Investigator-Initiated Phase 1/ ?Qllt‘yo BCMA/CD19 Dl 1I Targeting CAR T Therapy in Patients with Relapsed/Refractory
= MR AREGTIGE Multiple Myelom: '|Ir‘r'| ding Those with Extramedullary Disease”. Blood 144 (2024) 923



TPST-2003 Shows Similar Favorable Safety Profile to Approved BCMA CAR-T

: . Abecma™ | Carvykti™

Target CD19, BCMA BCMA BCMA
Stage T Approval Approval
Indication MM M M
Target Dose 1x108 cellsikg 2x106 cells/kg 3x106 cells/kg 420x106 cells 0.75x106 cells/kg
CRS% (N) 66.7% (2) 100% (11) 88.9% (8) 85% 84%
CRS% Grz3 (N) 0% 9.1% (1) 0% 9.3% 4%
ICANS% (N) 33.3% (1) 27.3% (3) 11.1% (1) 28% 13%
ICANS% Gr 23 (N) 0% 9.1% (1) 0% 4% 2%

CRS and ICANS were manageable and reversible, showing a favorable safety
profile comparable to existing therapies

1

< TEMPEST!

Patients with Relapse: =fraciony Multiple My luding Those with
d Nov 2025 KtTM label at https:liwww.c: p.comicanykti-
inical trials, Cross trial comparisons are inherently limited
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TPST-2003 Performance Relative to Approved Therapies

TPST-2003" Abecma™ Carvykti™
(BMS)?2 (J&J/Legend)?
Target CD19, BCMA BCMA BCMA
Stage Phase 1/2a Approval Approval
Indication MM MM MM
Trial T KarMMa CARTITUDE-1
(NCT 03361748) (NCT 03548207)
Number of 15 50 19

EMD patients

Median PFS of EMD patients 22.9 months 7.9 months 13.8 months

“Patients... with EMD demonstrate significantly inferior Day 90 ORR [following treatment with
Abecma™] and presence of EMD is an independent risk factor for inferior PFS.”

- Saurabh Zanwar et al., ASCO 2024 Annual Meeting

r-Initiated Ph:
23-924, 2, Z.

Myeloma Including

e vicleucel.J He,
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TPST-2003 Positive Performance Relative to GC012F (Gracell)

GCO012F

Target CD19, BCMA CD19, BCMA
Stage Phase 1/2a Phase 1b/2
Indication rrMM rrMM

Median number of

previous treatments 2 ?
High-risk cytogenetics 66.7% =
Extramedullary disease 62.5% 27.6%
ORR 100% 93.1%
sCR/CR 89.5% 82.8%

Median PFS not reached : i
PFS 12-month PFS rate: 74.6%+ Median PFS: 38.0 months

rrMM (with EMD) PET ORR 86.7% (13/15) Not available

« AZ Acquired Gracell for $1B in 2024

1. Jiang, H., et. al. “A Prospective Investigator-Initiated Phase 1/,
llary Disease”, Blood 144 (2024) 923-924. 2, Du J, F

Study of BCMA/CD19 Dual-Targeting CAR T Therapy in Patients \I[h Relapsed/Ref nctc'} Multiple Myeloma Including Those w

N, Jiang H, et al, PAES: UPDATED R - OF BCMA/CD19 DUAL-TARGETING FA‘;T\,'\Q T
phere. 2023,7(Suppl ):e840601 srtain data in this presentation 5-trial 20
mited and may suggest misleading similarities or differences in ou Immpe. Results of head-to-head

‘éTEMPEST

RAPEUTICS comparisen and are not based on head-to-head clinical trials
comparisons may differ significantly from those set forth herein.

rial comparisons are inh



Amezalpat (TPST-1120

First-in-Class PPARa Antagonist

TEMPEST 21
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Amezalpat’s Activity is Consistent from the Lab to the Clinic

Amezalpat Pre-Clinical MOA Predicts Clinical Story

Amezalpat Pre-Clinical Hypothesis:
« FAO supports tumor cells, selective immune cells (suppressor, not effector), and angiogenesis
» Blocking PPARa should provide an opportunity to benefit patients regardless of tumor immune status

In The Clinic:

* Amezalpat works where it should
- High tumor PPARa/FAO gene expression predicts observed benefit in patients with HCC, RCC and CCA

« Amezalpat works for whom it should
- Randomized data show benefit of amezalpat in immune-compromised tumors
- Amezalpat shows improved benefit in b-catenin activated HCC

¢ Amezalpat works with the combination partners it should
- Amezalpat combines well with anti-PD-1/L1 (immune-stimulating agents) and anti-VEGF (anti-angiogenic agents)

g TEM F’ E_S T “EAQ" Fatty Acid Oxidation 2



Amezalpat (TPST-1120) in HCC: MOA Supports Indication & Combination Therapy

Amezalpat Pre-Clinical Hypothesis:
FAO supports tumor cells, selective immune cells (suppressor, not effector), and angiogenesis

% Amezalpat (TPST-1120) | HCC: Highest Expression of PPARa and FAO Genes

Targets FAO-dependent tumors
Tumor cell ration -
" (on-tumor activity)

- Targets FAO-dependent
PPARa  RXR FAO Immunxression immune suppressor cells
(>100 genes) . Combine with ICI
: Targets angiogenesis distinct
AM““‘S from VEGF inhibitors

Combine with Bev

Target tumor or immune suppressive cell

PPARa: Peroxisome Proliferator-Activated Receptor alpha

“First-in-Class status is dependent on FDA approval
TEMPEST 23

E— THERAPEUTICS “FALQ" = fatty-acid oxidation, "VEGF" = vascular endothelial growth factor, "ICI” = immune checkpoint inhibitor



Preclinical HCC Data Support Clinical Development Strategy

B-catenin pathway frequently activated in HCC: Potential Biomarker

» Wnt/B-catenin pathway is critical for stem Efficacy in syngeneic B-Catenin-driven
cell regeneration, and tumorigenesis (i.e., hepatocellular carcinoma model*
EMT)

= Activation of WNT/B-catenin pathway occurs 2000
frequently in HCC1:2 o~ @ Vehicle

E 15004 -4 TPST-1120
* PPARa expression is higher in CTNNB1- £
mutated human HCC 2 W AEPREL RS
5 10004 S TPST-1120 + Anti-PD-1
 B-catenin activated HCC confers S mAb
dependence on FAO for metabolism ‘g 500~

= Available genetic tests for CTNNB1, APC = o

and modulators of B-catenin pathway S ©,01qP e o P F S SO F S B
Treatment Days

TEMPEST Morita et al Cancers 2023, *de Galarreta et al Cancer Discov 2019:9:1124-41
= = TwEmaPzuTics




Amezalpat (TPST-1120) in Front-Line Phase 1b/2 HCC Randomized Study

Positive Global Randomized Phase 2 result positions Tempest for pivotal study

-

| HCC: Highest Expression of PPARa and FAO Genes |

amezalpat + atezolizumab +

Ongoing /v beVE::g;l)mab

1LHCC

\ atezolizumab + bevacizumab
(n=30)

¢ SoC 1L regimen +/- TPST-1120

* Ongoing multi-arm global
randomized study’
- US, Asia, Europe
- 26 sites
- 7 countries

* Primary Efficacy Endpoint
- Confirmed ORR (RECIST 1.1)

« Secondary Efficacy Endpoints
- Include PFS and OS

* Comprehensive Safety
Endpoints

! Morpheus HCC study in collaboration with Roche (NCT04524871) — Tempest retains all product rights; IE criteria based on pivotal IMbrave 150

TEMPEST

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

“1L" = front-line, "ORR" = objeclive response rate, “SoC” = Standard of Care, *PFS” = progression-free survival, 05" = overall survival
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Balanced Demographics and Baseline Characteristics

No statistically significant differences, although multiple numerical differences favor the SoC control arm

Demographic Result m{::gg; e TPT::::: i
Age group (yr) >=65 12 (40.0%) 25 (62.5%)
Sex Male 26 (86.7%) 33 (82.5%)
ECOG Status 02 22 (73.3%) 26 (65.0%)
Disease due to viral hepatitis® Yes 16 (53.3%) 26 (65%)
Macrovascular Invasion andfor Extrahepatic spread Yes 14 (46.7%) 21(52.5%)
Baseline alpha-feto protein = 400 ug/L 2 400 ug/L 17 (56.7%) 16 (40%)
Region of enroliment Asia (vs ROW) 8 (26.7%) 14 (35.0%)
Baseline neutrophil to lymphocyte (MLR) ratio® 25 4 (13.3%) 11 (27.5%)
PD-L1 Negative Neg (TAP<1) 15 (60%)° 26 (67%)°

ECOG status, MVI/EHS, baseline NLR, PD-L1 status all favor the control arm, whereas AFP and region of enroliment favor the 1120 arm

2 ECOG status 0 indicates healthier patients  ® IMbrave 150 update showed that atezo+bev regimen performed similarly in viral vs non-viral disease’

<A number of recent studies have reported that baseline NLR is predictive of ORR and/for OS in HCC with atezo + bev regimen?. %25 subjects PD-L1
evaluable; *39 subjects PD-L1 evaluable

gTEMPEST

THERAPEUTICS

pdated efficacy ata from IMbrar
s A
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Amezalpat (TPST-1120) Arm Improves All Efficacy Endpoints vs. SoC Control

Primary Global

Regulatory atezo/bev TPST-1120 + atezo/bev
Endpoint N=30 N=40

; 0OS HRO0.65 15m 21m

PFS HR 0.8 Median 4.27m (2.8, 7.3) 7m (5.6, 13.8)
Confirmed ORR (ITT population) 13.3% 30%
PD-L1 negative Confirmed ORR 7% 27%
B-catenin mutation Confirmed ORR N/A! 43% (100% DCR)

= Biomarkers and pharmacodynamic data support MOA of amezalpat
- Consistent with mechanism, amezalpat improves activity of atezo+bev in PD-L1 negative and
immune desert/excluded phenotype compared to atezo+bev alone
- B-catenin activation and FAO upregulation improve activity in amezalpat arm

» Manageable safety profile - no new signal

February 14, 2024 data update; ' Data not provided by Roche.
g TEMPEST
= Fmn s

RAPEUTIC "HR" = Hazard Ratio

—
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Consistent
Improvement
Across
All
Endpoints



Superior OS in Amezalpat (TPST-1120) Arm vs. Atezo-Bev Control

* HR 0.65 - early and persistent separation of survival curves
« Six-month improvement in mOS with 50% of amezalpat arm patients still in survival follow-up?

1.00— m AD €D 112 A Closer Look at HR
mOs, months 16.05 211
(95% Ci) (105, 185) (154, HA) + Stable HR compared to April 2023 data cut
HR (95% CI) 0.65(0.31, 1.21) (ten months earlier)
0.75— | # Even
‘_g # Events (%) 21(72.4) 20 (50.0) - Apr '23 Feb ‘24
s HR 0.59 ‘ 0.65
= mOS  NRuvs. 15 21vs 15
® 0.50— b
s
4
(o) L1
0.25— ! L
— Aae :
AB (N=29)
0.00— | Censor
T I I T I T I I T I T I
0 3 6 9 12 15 18 21 24 27 30 33 36
Time (Months)
AB (control) 29 25 20 18 17 14 7 4 4 4 2 1] 0
AB + 1120 40 38 33 3 25 22 14 8 3 1 1] 0 0
-I- E M P E S T ! February 14, 2024 data cut. Elongafed censor symbols are permanently censored subjects o8

= TeEearruTics “mOS" = median overall survival, "AB” = atezolizumab + bevacizumab, “CI” = confidence interval



AB SoC Control Arm Responses Enriched for PD-L1+ and Hot Tumors

Atezo + Bev biomarker associations

100

fi d Best Overall Resp

m==_ Partial Response
= Stable Disease

w== Progressive Disease
mm=  Not Evaluable

(0) (0) (0) (0)

Best %Change in Sum of
Diameters from Baseline
=
1

-100

10004 =
10003 =
10016 =
10019 -
10009 =
10012 =
10001 -4
10002
10018 =
10024 =
10020 =
10027 -4
10007 =
10010 =
10021 -4
10017 =
10023 =
10000 -4
0025
0026 -1
0022 =
0015=]
0008 -

[ £ 10006+
=2
H
=
b=
=
>
-]

10014 =

PD-L1 Score |na

<1% [J21%&=<5% NA, assay fail or no tumor
W =%58<10% W =10%

% T E M P E S T Primary data cut, per protocol - April 20, 2023 28
=
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Amezalpat Responses Across the Board: Cold, Hot and B-catenin™ut &wt Tumors

RECIST Complete Response in a PD-L1 negative, immune excluded and B-catenin (CTNNB1") tumor

100

Confirmed Best Overall Response
» Complate Response
BN - Partial Response
I - Stable Disease
I - Frogressive Diseasa
B - Not Evaluable

50

-50

Best %Change in Sum of
Diameters from Baseline
(=]

[l

-100
PD-L1 Score
N N NA| N NA N N.
@ <1% [0 =21%&<5% NA, assay fail or no tumor B-catenin status?!

B 2%58<10% Wl 210%

O wildtype [ Mutant [J No Data
Primary data cut, per protocol - April 20, 2023
< TEMPEST iy %
-
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Overall Survival Benefit Maintained Across Key Subpopulations

PATIENTS
AMEZ-AB (%) vs AB (%) HR FOR DEATH (95% Cl)

PD-L1 Status .

Pos (21%) 13 (32.5%) vs 10 (34%) — 44— 0.36 (0.12-1.11)

Neg (<1%) 26 (65%) vs 15 (52%) ,_’_._| 0.64 (0.28-1.45)
ECOG

ECOG 0 26 (65%) vs 21 (72%) — 0.63 (0.25-1.35)

ECOG 1 14 (35%) vs 8 (28%) — 0.66 (0.22-2.01)
AFP

AFP 2400 16 (40%) vs 17 (59%) ——— 0.54 (0.22-1.32)

AFP <400 24 (80%) vs (41%) ——i 0.63 (0.32:2.15)
MVI and/or EHS

Yes 22 (55%) vs 14 (48%) —— 0.59 (0.24-1.45)

Mo 18 (45%) vs 15 (52%) I—‘-:—I 0.74 (0.31-1.76)
HCC Etiology

HBV 21 (53%) vs 6 (21%) —— 0.45 (0.15-1.33)

HCV 5(13%) vs 10 (34%) —— 1.16 (0.28-4.8)

HBV + HCV 26 (65%) vs 16 (55%) — 0.72 (0.32-1.62)

Non-viral 14 (35%) vs 13 (45%) ——i 0.47 (0.16-1.42)

0.1 1 10

I Amezalpat (TPST-1120) + AB Favoredl'— — AB SoC Control Arm Favored

February 14, 2024 data cut

g‘ THE “AFP" = alpha fetoprotein, “MVI" = microvascular invasion, “EHS” extrahepatic spread

RAPEUTICE
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Manageable Safety Profile Consistent with MOA and Phase 1 Data

Amezalpat combination’s safety profile is similar to AB SoC control arm

. . Atezo + Bev Amez + Atezo + Bev
0,
Grade 1 or 2 Severity TEAE 7 (24.1) 12 (30.0)
Grade = 3 TEAE 22 (75.9) 28 (70)
Treatment-Related SAE* 7 (24.1) 10 (25.0)
Grade 5 TEAE 4(13.8) 5(12.5)
Grade 5 Treatment-Related AE 2(6.9) -
Any TEAE Leading to Drug Interruption/Dose Reduction™t 6(20.7) 6 (15.0)
Any TEAE Leading to Drug Withdrawal® 4(13.8) 5(12.5)
“Related to any drug
*Any drug
"Ore subject dose reduced TPST-1120. Dose reductions not applicabile to AB
Fatal TEAEs in AB arm: Aspiration, COVID-19, Ok varices (related), Upper g, wrhage (related)
Fatal TEAEs in TPST-AB arm: Acufe kidney injury, cerebrovascuwlar accident, diverticulifis, Fournier's g e adenocarcinoma
Dats as of Feb 14, 2024
Drug Dose Intensity
Study Arm Atezolizumab Bevacizumab Amezalpat
Control 88.9% 83.3% NA
Amezalpat 93.2% 84.5% 93.6%

Dala as of April 20, 2023

< TEMPEST 2
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Pivotal Phase 3 Study Design — FDA, EMA and NMPA Agreement

* Replicates positive Phase 2 study with additional size & power — increases probability of repeating
Phase 2 result with regulatory statistical significance
» Planned analyses that could shorten timeline; Phase 2 data are stronger than required to win

Arm A Secondary Endpoints
a0 = Primary | TS 0% 00r
st st B resmsmsioer | | =NCPOUE - TPDLT negatve
received prior systemic therapy £ unatoe'?‘:ltabl‘:lzizl?c;ly Overall + B-catenin mutant
e g Arm B Survival Proposed Interim Analyses
Placebo PO + Futility (30% OS events)
Atezolizumb IV « Early Efficacy (70% OS events)
Bevacizumab IV
Stratification factors: Study Assumptions:
* Geographic region (Asia excluding * 90% power
Japan vs. rest of world) + 2-sided 5% alpha
* MVI and/or EHS (yes vs. no) * Critical hazard ratio® of <.805 for primary efficacy and
« Baseline AFP (< 400 vs. = 400 <.729 for early efficacy (compare to .65 in Phase 2)
ng/mL) * Control arm assumption based on longer historical
* Baseline ECOG PS (0 vs. 1) value, as opposed to shorter Phase 2 & RW data

* 1:1, >700 subjects

% TEMPE S T " Minimal hazard ratio for statistical significance a3
= THE =

RAREUTIC



Broadly Positive Regulatory Interactions for Amezalpat Pivotal Study

* FDA

- Achieved FDA agreement on proposed amezalpat Phase 3 dose and schedule, including no Project
Optimus requirement

- FDA IND successful for final protocol and Study May Proceed
- FDA Orphan Drug Designation granted December 2024
- FDA Fast Track Designation granted January 2025
« EMA
- EMA regulatory Clinical and CMC Scientific Advice cleared with general agreement
- EU Orphan Drug Designation submitted February 2025
» China (NMPA)
- Received study may proceed/agreement on Phase 3

» Balance of APAC regulatory, including Japan (PMDA) initiated and on track

< TEMPEST



First-Line HCC is a Large and Uncrowded Market

Amezalpat's MoA and lead position offers a unique opportunity’ to build a valuable program

HCC Incidence Treated
(BCLC BIC)
us 32,128 14,233
EU5 33,995 15,499
China 324,012 205,053

Total 390,135 | 234,785 |

” 905‘-700

pocess were disgnosed
wilh liver cancer in 2020

Tha numbaer of peopio
diagrosed win of dying fom
Wie cancer glabally could
increase by
more than 55%
Botwoen 2020 and 2040 i

current ratos o not change

Liver cancor rankod s
top 3 causes of cancer death in

n l i 46 countries
i 2020

% TEMPEST = meckawcas
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» 1L HCC is already large and expected to
grow 55% to 1.4M patients globally by
20402

Uncrowded space dominated by one
therapy, atezo + bev

Market can accommodate multiple new
entries, and recent approvals may not
shift the standard of care

» Even conservative modeling
assumptions result in blockbuster status

» Activity in b-catenin mutant and PD-L1
negative tumors could be a marketing
advantage

* Low COGs




Amezalpat Combination is Poised for Phase 3 Global Registrational Trial

Survival benefit over SOC in full patient population and key subgroups, with similar safety profile to SoC alone

/ Stable 0.65 hazard ratio for OS — slight shift from 0.59 at topline through follow-up analysis

AN

Six-month improvement in median OS over control arm (21 months vs. 15 months)

20/40 patients remain in survival follow up in amezalpat arm vs. 9/30 in control

Survival benefit maintained across key subpopulations, including PD-L1 negative

FDA, EMA and NMPA agreement on pivotal study

v
v
J Manageable safety profile similar to SOC
v
v

Oral therapy with market differentiation; blockbuster potential

g T E M P E S T Data as of February 14, 2024. Hazard ratio was 0.59 at primary data analysis, ten months earlier than follow-up analysis. 36
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TPST-1495

First-in-Class Dual EP2/4 Antagonist

37



TPST-1495 is a First-in-Class' Dual EP2/EP4 PGE2 Receptor Antagonist

Rationally designed, based on an understanding of PGE2 signaling in cancer progression

' PGE2 Signaling Pathway |
 Prostaglandin E, (PGE2) has both tumor 5-LOX

|
promoting and tumor suppressing activity L ‘:>
COX-2/COX-1 l

through its 4 receptors (EP 1-4)
Prostaglandin H2 (PGH2)

l TX & PG Synthases

- NSAIDs prevent signaling through beneficial EP
receptors and have toxicity

» TPST-1495 features Other

' EP4 antagonist
- Firstin class', highly specific antagonistinhibits only 4 I/| |

the tumor promoting EP2 and EP4 receptors PGF2a) and 5

o i o
- Oral therapy (

00 T T
- Nanomolar potency? [er ] [er2 | -

- Targets both tumor cells and immune suppressive -
Tumor supp Tumer

cells Immune activating Immune suppressive

» Completed Phase 1 dose escalation TPST-1495

"Alterations in thromboxanes, prostacyclins and leukotrienes are
associated with cardiovascular toxicity of NSAIDs

TEMPEST 'If approved by FDA
2 1C50s: 17 nM for EP2, 3 nM for EP4, and 51 nM in human whole blood assay

THERAPEUTICS
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TPST-1495 Program Summary: Moving Forward in FAP Phase 2

TPST-1495 therapy conferred a significant survival advantage
compared to other prostaglandin pathway inhibitors

« Therapeutic activity comparison in Apc™™* mouse model of FAP

Familial Adenomatous Polyposis
(FAP) Program

Tumor burden after 3 weeks of Survival after 3 weeks of
therapy* therapy*
15 = Vehicke e g o
- . TPST-1495 (100mg/kg BID) = 3
= EP4 Amagonist (150mg kg Q) c
g B EF2 Antagonist (100mg/kg QD) I
ERTE Celecoxb (Smg/kg QD) 5
P
k] Z 50
5 2
a 5
s !
= o
0
1-2mm  23mm  >3mm Total 0 50 100 150 200
*Treatmend initiated in 13-week-old mice. Days
= ‘Vehicle —i- E7046 (EP4 antagonist)
-+ TPST-1495QD -~ PF04418948 (EF2 antagonis!)

=== TPST-1495BID === Celecoxib
=~ ET046+PF04418948

+ No approved therapies for FAP (germline
APC mutations)

Strong clinical support for PGE2 MOA (COX-
2s effective, Accelerated Approval for
celebrex)

Strong preclinical support for TPST-1495
based on ApcM"* model

Working with FAP consortium
To be funded by NCI

+ FPI in Phase 2 study expected in 1H26, data
in 2027
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