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Item 8.01 Other Matters

On September 8, 2026, BridgeBio Oncology Therapeutics, Inc. (the “Company”) issued a press release titled “BBOT Announces New BBO-8520 Data;
Highlights Strategic Focus on 2L+ NSCLC BBO-8520 Combination as Well as BBO-11818 and BBO-10203 Combinations in KRAS-Mutant Cancers.”
A copy of the press release is attached as Exhibit 99.1 to this Current Report on Form 8-K and incorporated herein by reference.

Also on September 8, 2026, the Company revised its Corporate Presentation in connection with recent corporate updates, a copy of which is being filed
as Exhibit 99.2 to this Current Report on Form 8-K and incorporated herein by reference.

Item 9.01. Financial Statements and Exhibits

(d) Exhibits

Exhibit No. Description
99.1 Press Release dated September 8, 2026.
99.2 Corporate Presentation updated as of September 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 thereunto duly authorized.

BRIDGEBIO ONCOLOGY THERAPEUTICS, INC.

Date: September 8, 2026 By: /s/ Pedro J. Beltran, Ph.D.

Name: Pedro J. Beltran, Ph.D.
Title: Chief Executive Officer



Exhibit 99.1
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BBOT Announces New BBO-8520 Data; Highlights Strategic Focus on 2L+ NSCLC BBO-8520 Combination as Well as BBO-11818 and
BBO-10203 Combinations in KRAS-Mutant Cancers

. BBO-8520 plus pembrolizumab demonstrated a 75% ORR at 500 mg OD and 53% ORR across dose levels in 2L+ KRASG!2C inhibitor-
experienced NSCLC patients

. BBO-8520 monotherapy continues to show highly competitive ORR in the 2L+ KRASG12C inhibitor-naive NSCLC with ORR of 63%
(26/41), disease control rate (DCR) of 100% (41/41) and no grade 3 liver enzyme elevations

. BBO-11818 and BBO-10203 combination cohorts enrolling in KRAS-mutant CRC and PDAC

. $344.1 million in cash, cash equivalents and marketable securities as of June 30, 2026, provides runway into 2028

SOUTH SAN FRANCISCO, Calif., September 8, 2026 — BridgeBio Oncology Therapeutics, Inc. (“BBOT”) (Nasdaq: BBOT), a clinical-stage
biopharmaceutical company focused on RAS-pathway malignancies, today announced new clinical data for KRASG12C inhibitor BBO-8520 and the
strategic prioritization of (i) BBO-8520 in combination with checkpoint inhibitor in 2L+ KRASG!2C inhibitor-experienced non-small cell lung cancer
(NSCLC) patients and (ii) BBO-11818 and BBO-10203 combinations in KRAS-mutant cancers.

“Across our portfolio, all three programs have now generated encouraging clinical data supporting further development, enabling us to focus our capital
on the opportunities with the highest probability of success, clearest development paths, and greatest potential patient benefit,” said Pedro J. Beltran,
Ph.D., Chief Executive Officer of BBOT. “With a strong balance sheet and multiple data catalysts through mid-2027, we believe BBOT is well
positioned to advance differentiated therapies for patients with KRAS-driven cancers.”

BBO-8520 (Direct KRASG12C ON/OFF Inhibitor) Key Findings:

BBO-8520 is an oral, direct KRASG12C(ON/OFF) inhibitor. By directly inhibiting both the ON and OFF states of KRASG12C, BBO-8520 is designed to
achieve potent pathway inhibition at lower free-drug exposures and enable combination with checkpoint inhibition. In the ongoing ONKORAS-101
(NCT06343402) Phase 1 study (data cutoff: June 1, 2026):

BBO-8520 in combination with pembrolizumab in NSCLC KRASG12C inhibitor-experienced patients showed:
. Objective response rate (ORR): 75% at the 500 mg once-daily (QD) dose level and 53% across all dose levels (N=17).

. Generally tolerable and manageable safety profile. Adverse events were primarily gastrointestinal (GI)-related, and a favorable liver safety
profile was observed.



[BBOT]

BBO-8520 monotherapy in 2L+ NSCLC KRASG12C jnhibitor-naive patients showed:

. ORR: 63% (26/41), with a disease control rate (DCR) of 100% (41/41).
. Among 28 patients eligible for a six-month follow-up, 75% (21/28) remained on treatment beyond six months.
. Tolerable and manageable safety profile with no grade 3 liver enzyme elevations.
“The encouraging efficacy and safety profile with BBO-8520 plus pembrolizumab supports development in patients with KRASG12C-mutant NSCLC

who have progressed on a prior G12C inhibitor, a growing population with significant unmet need,” said Yong (Ben) Ben, M.D., Chief Medical and
Development Officer of BBOT.

Approximately 21,000 patients are expected to be diagnosed with NSCLC harboring KRAS G12€ mutations in the United States in 2026. As G12C

OFF-state inhibitors potentially move into the first-line setting, BBOT expects a growing population of patients who progress following treatment with a
G12C inhibitor and for whom there is currently no approved targeted therapy.

Strategic Prioritization:

BBOT is focusing its capital and resources on opportunities that offer the highest probability of success and greatest potential benefit for patients:
. BBO-8520 in combination with pembrolizumab in 2L+, KRASGI2C inhibitor-experienced NSCLC patients.

. BBO-11818 and BBO-10203 internal combination and independent combinations with standard of care agents in KRAS-mutant cancers.

Financial Position and Upcoming Milestones

As of June 30, 2026, BBOT had approximately $344.1 million in cash, cash equivalents and marketable securities which BBOT projects will fund
operations into 2028. BBOT expects the following data catalysts over the next 12 months:

. BBO-11818 and BBO-10203 monotherapy data update in the fourth quarter of 2026.
. Expanded BBO-8520 plus pembrolizumab dataset in 2L+ KRASG12C inhibitor-experienced NSCLC expected in mid-2027.

. Data from BBO-11818 and BBO-10203 internal and standard-of-care combination cohorts in colorectal cancer (CRC) and pancreatic
ductal adenocarcinoma (PDAC) expected in mid-2027.
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About BBOT

BBOT is a clinical-stage biopharmaceutical company advancing a next-generation pipeline of RAS-targeting small molecules. BBOT has the goal of
employing novel therapeutic approaches to improve outcomes for patients with KRAS-driven cancers. For more information, please visit
http://www.bbotx.com and follow us on LinkedIn.

Forward-Looking Statements

This press release contains forward-looking statements within the meaning of the U.S. Private Securities Litigation Reform Act of 1995, as amended,
and other federal securities laws. Any statements in this press release that are not historical facts may be deemed forward-looking statements, which
generally are accompanied by words such as “believe,” “may,” “will,” “estimate,” “continue,” “anticipate,” “intend,” “expect,” “should,” “would,”
“plan,” “predict,” “potential,” “seem,” “seek,” “future,” “outlook” and similar expressions that predict or indicate future events or trends. These
forward-looking statements include, without limitation, statements regarding the clinical and therapeutic potential and safety profile of BBOT’s product
candidates, including BBO-8520, BBO-10203 and BBO-11818, as monotherapy or in combination with other therapeutics, the design and conduct of
clinical trials with BBOT’s product candidates, including expected timelines for clinical data readouts, ongoing and planned regulatory interactions,
BBOT’s plans to continue and expand its clinical trials, including its planned internal combination studies, the market opportunities and competitive
landscape for BBOT’s product candidates, and BBOT’s beliefs, expectations and assumptions regarding the future of its business, future plans and
strategies, including statements regarding anticipated operating expenses, BBOT’s projected cash runway and sufficiency of its cash, cash equivalents
and marketable securities to fund its operations.

29 ¢ 29

29 29

These statements are based on various assumptions, whether or not identified in this press release, and are the current expectations of BBOT’s
management and are not predictions of actual performance. Many actual events and circumstances are beyond the control of BBOT. These forward-
looking statements are subject to a number of risks and uncertainties, including initial and interim data from BBOT’s clinical trials not being indicative
or final data; the design, success and timing of ongoing and planned clinical trials; adverse events that may be encountered in BBOT’s clinical trials;
risks relating to the uncertainty of the projected financial information with respect to BBOT; risks related to the regulatory review and potential approval
of BBOT’s product candidates and the timing of expected regulatory and business milestones, including the progress of enrollment in clinical trials and
availability of data from ongoing and planned clinical trials; the impact of competitive product candidates and commercial products; ability to obtain
sufficient supply of materials; BBOT’s ability to maintain its existing agreements with third parties and to negotiate and enter into new definitive
agreements on favorable terms, if at all; intellectual property-related claims; global economic and political conditions; changes in domestic and foreign
business, market, financial, political, and legal conditions; and those other risks and uncertainties factors are described more fully in the “Risk Factors”
section of BBOT’s most recent filings with the Securities and Exchange Commission and available at www.sec.gov.
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In addition, forward-looking statements reflect BBOT’s expectations, plans, or forecasts of future events and views as of the date of this press release
and are qualified in their entirety by reference to the cautionary statements herein. BBOT anticipates that subsequent events and developments will
cause BBOT’s assessments to change. These forward-looking statements should not be relied upon as any guarantee, assurance, prediction or definitive
statement of fact or probability or as representing BBOT’s assessments as of any date subsequent to the date of this press release. Neither BBOT, nor its
affiliates undertake any obligation to update these forward-looking statements, except as required by law.

BBOT Contacts:
Investor Contact:

BBOT
Investors@BBOTx.com

Media Contact:

Inizio Evoke Comms
Jake.robison@inizioevoke.com
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Forward-Looking Statements




Advancing next generation RAS-pathway targeted small molecules

Bring hope to patients with mutant KRAS-driven malignancies

Mission i e e (gt e Sl e
by translating innovative science into novel medicines

m KRAS is ON enabled by direct effector = Selective targeting of RAS pathway
blockade mechanism oncogenic drivers designed to enable
superior therapeutic index

Unique approach to targeting the m Strong research pipeline focused on
MAPK and PI3Ka signaling pathways breakthrough science

designed to enable superior

response and durability potential

Flexibility to fund operations into 2028 including full phase 1

Financial Strength e e e e
development across all three clinical programs




BBOT is developing three Phase 1 programs; all three programs have
generated clinical data supporting further development

Program / Target

Previously disclosed data

Clinical achievements

®E BBO-8520
KRASS2< (ON / OFF)

85% ORR monotherapy (N=17) in 2L+ C12C inhibitor nalve
NSCLE, 68% 6-mo. PFS, and 83% of patients remaining
an treatment for =6mo follow-up

Differentiated pembrolizumab combination [N=15) safety
data observed at optimally active dose level with
favorable liver safety profile

%,

Compelling monotheropy efficacy profile

Differenticted liver texicity in cormbination
with pembrolizumob at active doses

Anti-tumaor activity across dose levals and tumor types

with turmor reductions and partial response at higher « Highly differentiated safety profile vs.

® BBO-11818 dose levels ponAS

Pan-KRAS (ON / OFF) Differevtiated safety profile (N=13) observed in dose ¢ Dose-propartional PE & preliminary

escalation evidence of clinicol actviity
PK exposure approximately dose proportional
N=32 patients with no observed events of hyperglycemia ¥ Achieved predicted efficacious exposure &

m BEO-10203 and no enrollment restrictions on HbAlc or glucose full target engagernent at 500 mg QO
Achieved target systemic exposure and rapid full target ¥

RAS:PI3Kx Breaker

engagement

Oifferenticted safely profile vs. PI3Ka
inhibitors




Q3 2026 corporate update summary: Strategic prioritization

Allocating capital to opportunities with the highest probability of success, clear
development path, and greatest potential patient benefit

Strategic Focus

BBO-8520 and pembrolizumak cormbination in 2L+ C12C inhibitor
experienced KRASYZC NSCLC patients

B BBEO-11818 and BBO-10203 +/- standard of care in KRAS™ cancers




BBO-8520 in 2L+ G12C inhibitor experienced patients in combination with
pembrolizumab

BBO-8520 KRA (ON/OFF) inhibitor Strong 'Earl.'!" Efﬁcacy 5'9"3[5

In G12C inhibitor experienced patients, BBO-8520 +
pembrolizumab has shown 75% ORR at 300mg QD
and 53% ORR across dose levels!

@@ NSCLC '21 hY Growing market

Potential G12C OFF inhibitor approvals in 1L are
expected to change SoC and create a significant
GC12C inhibitor experienced 2L market

~21000 incident KRA
NSCLC patients, US 20267

Unmet need
Docetaxel delivers 9-13% ORR and 3.8-4.5 months?
PFSin the G12C inhibitor naive setting

Competitive whitespace

Mo approved targeted agents and no announced
or ongoing registrational trials in this segment

B -




BBO-11818 and BB0O-10203 +/- standard of care combinations in KRAS™ut
cancers

BBO-11818 Pan-KRAS(ON/OFF) inhibitor

BBO-10203 RASPI.
BBOT is uniquely positioned to fully inhibit
MAPK and PI3Ka signaling in KRAS™ tumors

Combination enrollment ongoing
Multiple combination cohorts are enrclling across
CRC & PDAC

PDAC ~4IK

Clinical data on both molecules
Dermonstrated potential based on clinical safety,

exposure, and early efficacy data
NSCLC ~17K

Differentiated CRC opportunity
~98 000 incident KRAS! Potential to address CRC efficacy in combination
g A “; 29l with PIZKa and / or EGFR inhikition based on
patients, US 2026 single-agent toxicity profiles

EI..




BBOT is investing in phase 1b cohorts with the greatest potential patient benefit

Indication Mutation

Treatment Regimen

Status of Combination Cohorts

A NsCLC KRASS1E
KRASEEEN
CRC
B KRASmMJt
PDAC KRASS20NV

BEBO-B520

BBO-NB18

BBO-10203

BBO-11818

+ pembrolizumab

Monotherapy

+ BBO-10203

+ cetuximab

+ BBO-10203 + cetuximab
Monotherapy

+ FOLFOX [ bevacizumab
Monotherapy

+ BBO-10203

Enroiling

went Complete

Enrolling
Enrolling

Planned

Enrolling

Enrolling



BBO-11818 and BBO-10203 data catalysts planned for Q4 2026

Expanded BBO-8520 + pembrolizumab dataset in L
A | 51+ G12C inhibitor experienced KRASSC NSCLC Mid-2027

Data update on BBO-11818 and
BBO-10203 monotherapy Q4 2026

BBO-11818 and BBO-10203 internal / SoC .
combination cohorts in CRC & PDAC Mid-2027

$344M cash as of end Q2 2026’ Cash runway projected into 2028




Strategic focus

A

BBO-8520 + pembrolizumab
combination in 2L+ G12C inhibitor
experienced KRASS12C NSCLC



BBO-8520's direct ON/OFF inhibition enables improved therapeutic index

BB

Growth factor

PLOF tyTosirn inase
£ Receptor tyrosine kinasa

b
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./
b Prevention of
KRASTE (OFF) KRASES :\ adaptive
{CH) 5 erapeutic index in mechanisms of
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BBO-8520
Inhibition of
/ Cell Crowth \

KRASSEC DNA




2L+ G12C inhibitor experienced KRASS2¢ NSCLC opportunity: Differentiated
data in a growing market with high unmet need

Growing market

Potential G12C OFF inhibitor approwvals in
1L are expected to change SoC and create
a significant G12CI experienced 2L market

Differentiated data

InG inhibitor experienced patients, Docetaxel delivers 9-13% ORR and 3.8-4.5
BBO-8520 + pembrolizumab has months? PFS in the G12C inhibitor naive
shown 75% ORR at 500mg QD and setting

53% ORR across dose levels

Unmet need

Competitive whitespace

Mo approved targeted agents and no
announced or ongoing registrational trials
in this segment




In G12C inhibitor naive 2L+ monotherapy patients, efficacy and safety data continue

to track in line with our prior data disclosure in January 2026, with an ORR of 63%

Bast % change from Boseling in target fesions

BBO-8520 efficacy evaluable' G12C inhibitor naive patients
Best overall response (M=41)

00 sy [m=Z] . 00 g[S . 300 Py [mea 500 g [me=15) . TOO g ekl

Tumor response

705 ORRE, % [n) 63% [26/41)
-8B 4 DCRE, % (n) 1003% [41/41)
-90%

100% -

Evidence of response durability - 21/28 (75%) of patients eligible far 6-manth
follow-up remoined on treatrment greater than & months

AE term

Any TRAE
ClIARRHEMS
MALUSEA
WOMITIMG

FATIGUE

DECREASED
APPETITE

AE of Interest
AST INCREASED

ALT INCREASED:

~ Treatment-related AEs and AEs of Interest
Reported in >20% of monotherapy patients

BBO-B520
Monotherapy

41 (93.2)

33 [75.0)
33 [75.0)
23 (52.3)
15 [34.1)

10 [22.7)

S M)

& (20

Grade 23

7 (15.9)
5 M.4)
1123

1(23)



2L KRASS2C NSCLC may see an increasing share of G12C inhibitor experienced
patients with significant unmet need

£ 771 ph3 primary readout window

& Individual trial readaut

G12C OFF inhibitor + pembrolizumak phase 3 trials in 1L KRASS2S NSCLC

Population { regimen e

olomorasib - Moy 27 divarasib - Mg 28

G12Ci + pembrolizumab * A 1]
PD-L1 250% S L iR e

G12Ci + pembrolizumab + chemo e i e e B e e e
all PE-L1 Lol
olamarasib - b

ealderasib - Dec 70

—_—

Growing, unaddressed patient population




Following a suboptimal dose of a G12C OFF inhibitor in the 1L, BBO-8520 ON/OFF
potency could enable new immunogenic cell death in combination with PD-1

BECTIEE !
1. Targeted Therapeutic 2. Induction of 3. Immune Activation
(Small Molecule + Anti-PD-1) Immunogenic Cell Death and Adaptive Response

CDg8+ T cells
[eytetenic)

BBO-8520
At full dose’ : Activated T cells

o+
\g

the turmor and
kill caneer celle

N
-

Anti-PD-1 CD4+ T cealls
antibody Turnar {helper) Dendritic cells sense danger signals,
become activated, and prime T calls
MNotes 1) Full dose refiors to the dose shown to be efficacious as maonot Ny, BBEOT Phase | data indcate BE0-8520 can b¢ combined with pembrolizumab at this dose, unlike B 15
rrast CI2CIOFF) inhibitors EI

Source Figure adapted (rom Znai e 8, Fronlien in Pharmacology, 2023



In the G12C inhibitor experienced setting, BBO-8520 + pembrolizumab has shown
75% ORR at 500mg QD and 53% ORR across dose levels in 2" to 5t line patients

BEO-8520 E

BBO-8520 in efficacy evaluable G12C inhibitor experienced patients’ Change in tumor burden over time'*
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BBO-8520 + pembrolizumab ORR reported to date is above phase 1 clinical
benchmarks and standard of care in G12Ci pretreated patients

/
BREO-8520 + pembrolizumab vs. third-party trials of other KRASSC inhibitors’
2L+ G12C inhibitor experienced ORR (%)

o * gORR No approve
a0
BO
70 58
F &0 500 mg QO
T S0 e 42H
40
o TE _— Current SoC
1o 13%
Regimen HEC a0 elironrasib? clomorasibh olomorasib* elisrasib® CHvnesi docetaxel’
A + pembro + pembro’ + Atezo®
Mo OMNSOFF Oi 2 gen OFF N
Trial ONECRAS- 1O MNCTOGIZBE5] LOWC-RAS-200M NCTOS410145 MCTOE4428T4 CodeBreak 200
Dose 200-500 mg QD 200 myg BID 50100 mg BID 150 rmg BID &S00 mg Qb 400 mg QO A
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BBO-8520 + pembrolizumab has shown a generally differentiated safety
profile in 2L+ G12C inhibitor experienced patients

TRAESs reported in =20% patients & TRAEs of interest’

M=17

AE term All Grades Grade =3
Any TRAE TT (100%) 7 (41.2%)
CIARRHEA 13 [76.55%) 5 [29.4%)
MNAUSEA 12 [T0uE%) 1{5.5%)
VOMITING 9 [32.9%]) o
FATIGUE T (41.29%) 0

AE of Interest

AST INCREASED Z (M.a%) 1(5.9%)
ALT INCREASED 1 (5.9%) 1(5.8%)

Dose modifications due to TRAEs'®
M=17

Dose modification by agent BBO-8520
Dose discontinuation, n (%) O (0.0%) 1(5.9%)
Dase interruption, n (%) 9 [529%) 7 [47.2%)

Dose reduction, n (%) 7 [91.23%)7 Mia

Combination safety profile summary

ofile appears




BBO-8520 + pembrolizumab has the potential to address a $1-2B US opportunity

Patient flow to our target population
KRASSS metastatic NSCLC, US

Today's SoC SoC 2028+

pembro +/- chemo

;_":Iu
KRAS G12C OFF inhibitor

2L+ Gl2Ci-experienced
BBO-8520 + PD-1

g
.“I_

$1-2B US TAM

docetaxel




Strategic focus

BBO-11818 and BBO-10203 +/- standard
of care in KRAS™Y cancers




Mechanism of action for BBO-11818, Pan-KRAS (ON/OFF) inhibitor &

BBO-10203, RAS:PI3Ku breaker

BEO-B5H0 BEO-TE1S

BEO-10203

BBO-11818 Pan-KRAS(ON/OFF) inhibitor
Mechanism of action

Growth factor
Receptor tyrosine * BBO-N8I18 is an orally
bioavailable, reversible
pan-KRAS inhibitor
with activity in both
QQ the ON and OFF states

* Highly selective
(=500x) for KRAS,
spares H- and W-RAS

= Single-digit nM
activity with no shift in
potency between
PERK and 3D viability

BEO-TIENR

inhibidoned
Cell Grawih S
T y
HRASTE DA

BEBO-10203 RAS:PIZKa breaker
Mechanism of action

)

e * Blocks binding of
2T -f-{?“l— — K-, H-, and N-RAS to
Vs < ey N g PlI3Ka
> @
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a mutational status
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Source: BEO-1020% Simanshu ot al. Scence, 2025 BRO-1218: Stahlhut at al Cancer Discovary, 20061644 )740-59



Pan-KRAS[{ON/OFF) inhibitor

nd no

entially
sity over N-,
H-RAS relative
inhibitors

Broader mutant allele coverage
y increas 3

opportunity relative to mutant-

selective KRAS inhibitors

BBO-11818 and BB0O-10203 were each designed to improve therapeutic index
and enable unique combinations relative to competitor approaches

BEBO-10203
RAS:PI3Ka breaker

Designed to overcome safety
limitations, including high rates
of hyperglycemia of WT PI3Ka
inhibitors

Designed to inhibit RAS-driven
Pl3Kea signaling in =90%
KRASmMUL tumors that are PI3Ke
WT, which are not addressable
for mutant selective PIZKa
inhibitors

BEO-10203



Each program has been independently clinically evaluated through
monotherapy dose escalation

BEO-B5H0 BEQ-T@E BEO-10203

BBO-11818 BBO-10203
Pan-KRAS[ON/OFF) inhibitor RASPI3Kx breaker
; Escalation through top dose 500mg QD selected as
Dose selection of 800mg BID complete RDE
213 (15%) Gr 3 TRAES, No Mo hyperglycemia; overall
Safety profile significant skin toxicity E, grade 3TRAEs <5%
observed




KONQUER-101 for BBO-11818 is
currently enrolling monotherapy
backfill and combination dose
escalation

Es ion througt mig BID fasted with no DLTs

Mo significant skin toxicity observed at any dose level!

BREAKER-101 for BBO-10203 has
completed monotherapy dose
escalation and is currently
enrolling combinations

g QD selected as RDE

KONQUER-101 & EREAKER-101
Monotherapy & combination - active cohorts

KR“SN!D\N | BBO-11818 [
PDAC
BEO-E8
KRASS12D/V + BEO-10203
1oy BEO-M1S
KRAS I + catuximab
&1 BRO-1818
CRC KRASS1D/V + BEO-10203
at BEO-10203
KRAS™ ‘ + FOLFOX » bevacizumakb l




BBO-11818 and BB0O-10203 were designed for internal combination to enable
superior activity in KRASS'22/V tumors

* Mutant KRAS strongly drives both the
MAPK and AKT pathways

* |n response to MAPK pathway inhibition,
WT RAS activates the AKT pathway for
survival

* BBO-10203's pan-RAS activity enables
inhibition of RAS-driven AKT pathway
activation by any RAS

* Simultaneous inhibition of both the MAPK
and AKT pathways has the potential to stop
proliferation and induce apoptosis leading
to strong tumaor regressions

No Tumer Growth

BBOT has initiated enrollment of BBO-10203 combinations with BBO-11818
in CRC and PDAC in order to test this hypothesis in the clinic



BBO-11818 in combination with BBO-10203 drives deeper tumor regression

than single-agents in preclinical models
B80-8520

CN57 PDX C1329 PDX CAPAN-2 CDX
CRC - KRASCRD CRC - KRASS:V PDAC - KRASSI2V

§

8
L
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SFLU, Irinotecan, and oxaliptatin, respectively: Statistical analyses: two-way repeated maasures ANCVA from day 4 to 29 *p<005 ; PO, patient-derived xenograft COX, cell ling: B F.
darived xanograft



Competitor approach: Adding selective KRASS"2P inhibition to pan-RAS results

in improved efficacy due to deeper target coverage, but with high toxicity

G12Di improves pan-RAS efficacy via target ... but the combination still sees high rates
coverage... of toxicity
100% - Overall Response Rate
2L+ PDAC Patients Combo Safety Data (M=50)" All Grades Grade 23
80% 4 Any TRAE 7% 35%
Rash 0% 12%
B80% - S0 Diarrhea B53% 5%
Mausea 5% 2%
40% - 33% 0%, Stomatitis™Mucositis 53% 7%
Anemia 205 10%
20% 1 Daraxonrasib  Zoldonrasib
Doge Interruption 57% £08
0% : .
daraxonrasib zoldonrasib daraxonrasib + Dose Reduction 0% a%
RAS G12X! KRAS GI20° zoldenrasib
[M=228] (=4 KRAS G207

[N=30)



BBOT approach: Enabling robust, concurrent, inhibition of RAS-driven PI3Ka and
MAPK signaling using an orthogonal approach to competitors

BEO-B5H0 BEQ-T@E BEO-10203

PO GROoGenic Signaling
— Partial oncogenic signaling

Morg oncogenic signaling
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BBOT's agents could enable combination with cetuximab without overlapping
skin toxicity, which drives deep regressions in preclinical models

BEO-B5X0 BEQ-TEE BEO-10203

In vitro assay

Synergy summary In vive efficacy data
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BBO-11818 and BBO-10203 combinations have the potential to address
significant unmet medical need for patients with KRAS™"t cancers

We are uniguely
positioned to robustly
inhibit MAPK and
PlI3Kux signaling in
KRAS™Yt tumors in an
orthogonal approach

Potential to address
CRC in combination
with PI3ka and EGFR
inhibition based on
single-agent toxicity
profiles

Clinical evaluation of
each molecule
independently &
combination cohort
enrollment initiated




APPENDIX

BBO-11818 & BBO-10203 previously disclosed clinical data




Initial cohorts demonstrate anti-tumor activity at predicted efficacious dose
levels across tumor types and appears generally tolerable and manageable
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BBO-11818 PK exposure was approximately dose
proportional, with 600 mg BID covering G120 and
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BBO-11818 appears generally tolerable and manageable

TRAES reported in =1 patient

N=13

AE term
Mausea
Diarrhea
Varmiting
Ciry Mouth
Fatigue
Anorexia
Hypomagnesamia

Crysgeusia

All Grades

a

Grade 1/2

7

5

5

BEQ-T@E

Monotherapy safety data

BBO-11818 monotherapy [N=13) appears
generally tolerable and manadea ble

* No DLTs
* TRAEs mainly Gl related

s 2Gr3Glevents (diarrhea and nausea)
in patients with pre-existing
Gl conditions



BBO-10203 exposure achieved predicted efficacious levels with complete
target engagement across all dose levels at steady-state

BEO-E520 ' BEONEE

C1D15 (Steady State) PK in patients Day 1 target engagement by dose
Z 10000 100 f!
% -+ 750 mg Qb (n=5) & Eﬁ
£ 4= 500 g QD re6) £ L
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g - 150ma QD (n=3 g
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3 O |
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= Predicted efficacious exposure achieved in patients at 500 mg QD
= Rapid target engagement observed across all dose levels with complete target engagement at steady-state

Source: BROT Internal data |BI 34



BBO-10203 demonstrated a potentially differentiated safety profile in heavily
pretreated patients

TRAEs by Grade in >10% patients Monotherapy and combination safety profile
MN=32 has potential to be a key differentiator
Monotherapy Trastuzumab FOLFOX/Bev compared to other PI3Ka-targeting agents
Combination Combination
N=24 M=d MN=4
All Grade All Grade Al Grade
AE term s & 3 Grade >
Ommcies 23 Crncins = Oraces 23 * Mo DLTsand ) * Mo dose reductions
Any TRAE 7 o) & " - 3 o treatment-related SAES « Early cornbination data with
* No hyperglycemia trastuzumab and
* Mo Grade 23 TRAEs except FOLFOX/Bev appears.
Diarrhea 7 (29%) 0 1 (25%) 0 0 o for 1 incidence of generally tolerable with no
asymptomatic hypokalemia grade 3+ TRAE
(lab abnormality)
Fatigue & [25%) o 1(25%) a o o
Efficacy data
Mausea & [25%) o 1{25%) a 2 (50%) o
Decreased
Appetite 5 (21 a o a 4] o
Arsarexia «  Clinical benefit was observed = Monotherapy DCR:
in patients with CRC (>80% 62% (13/21)'
Wamiting 3 3%} Q 1(25%) Q 1(25%) Q 3L+ and HR+ BC who were
previously heavily treated and
Rash tumer reductions observed in
Dermatitis 3 (13%) Q 4] 4] Q 0 some patients
Acneifonm




