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Important Notices & Disclaimers

n o« n o«

This presentation (the “Presentation”) by BioAtla, Inc. (“we”, “us”, “our”, “BioAtla”, or the “Company”) contains “forward-looking statements” within the meaning of the Private Securities Litigation Reform Act
of 1995 relating to our business, operations and financial conditions, including but not limited to statements regarding business plans and prospects and whether our clinical trials will support registration;
achievement of milestones; results, conduct, progress and timing of our research and development programs and clinical trials; expectations with respect to enroliment and dosing in our clinical trials,
plans and expectations regarding future data updates, clinical trials, regulatory meetings and regulatory submissions; plans to form collaborations or other strategic partnerships for selected assets; the
potential regulatory approval path for our product candidates; expectations about the sufficiency of our cash and cash equivalents to fund operations. Words such as, but not limited to, “anticipate”,

“believe”, “could”, “estimate”, “expect”, “intend”, “may”, “plan”, “potential”, “predict”, “project”, “should”, “will", “would” or the negative of those terms, and similar expressions that convey uncertainty of future
events or outcomes, identify forward-looking statements.

These forward-looking statements reflect management'’s beliefs and views with respect to future events and are based on estimates and assumptions as of the date of this Presentation and are subject to
risks and uncertainties, including those described in the Company's filings with the SEC, including but not limited to the Company's latest Annual Report on Form 10-K and any subsequently filed Quarterly
Reports on Form 10-Q. Moreover, the Company operates in a very competitive and rapidly changing environment. New risks emerge from time to time. It is not possible for management to predict all risks,
nor can the Company assess the impact of all factors on its business or the extent to which any factor, or combination of factors, may cause actual results to differ materially from those contained in any
forward-looking statements we may make. Given these uncertainties, you should not place undue reliance on these forward-looking statements. The Company qualifies all the forward-looking statements
in this Presentation by these cautionary statements. Except as required by law, the Company undertakes no obligation to publicly update any forward-looking statements, whether as a result of new
information, future events or otherwise.

Statements contained herein are made as of the date of this Presentation unless stated otherwise, and this Presentation shall not under any circumstances create an implication that the information
contained herein is correct as of any time after such date or that the information will be updated or revisited to reflect information that subsequently becomes available or changes occurring after that date
hereof.

Certain information contained in this Presentation relates to or is based on statistical and other industry and market data obtained from independent industry publications and research, surveys and
studies conducted by independent third parties as well as the Company’s own estimates of the prevalence of certain diseases and conditions. The market data used in this Presentation involves a number
of assumptions and limitations, and you are cautioned not to give undue weight to such data. Industry publications and third-party research, surveys and studies generally indicate that their information
has been obtained from sources believed to be reliable, although they do not guarantee the accuracy or completeness of such information. The Company’s estimates of the patient population with the
potential to benefit from treatment with any product candidates the Company may develop include several key assumptions based on its industry knowledge, industry publications and third-party research,
which may be based on a small sample size and may fail to accurately reflect the addressable patient population. While the Company believes that its internal assumptions are reasonable, no independent
source has verified such assumptions.

This Presentation may contain trademarks, trade names, or service marks belonging to other entities. The Company does not intend the use or display of other parties’ trade names, trademarks or service
marks to imply a relationship with, or endorsement or sponsorship of, or by these other parties.

None of the Company or any of its directors, officers, employees, contractors, agents, consultants, advisors or other representatives makes any representation or warranty, express or implied, as to the
accuracy or completeness of the information contained in this Presentation.
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BioAtla® Is A Clinical Stage Company Focused on Transforming Cancer Therapy
with Conditionally Active Biologics (CABs)

Proprietary technology with
over 500 issued patents

Clinical readouts for
multiple indications /
assets through 2025

Completed out-licensing
transaction with Context
Therapeutics for preclinical
TCE asset

Clinical stage assets:
P2 CAB-ROR2-ADC
P2 CAB-AXL-ADC
P2 CAB-CTLA-4
P1 CAB-EpCAM-TCE

Broad applicability in solid
tumors

FDA guidance for leading
to 2 potentially
registrational trials in 2025

Advancing Cash sufficient into 2026

strategic collaboration
discussions for P2 asset

Increases therapeutic
window

@atla ADC - antibody drug conjugate; TCE — T-cell engager .



Leadership Team

Jay Short, Ph.D. Richard Waldron, M.B.A. Eric Sievers, M.D. Sheri Lydick
Chairman, CEO and Cofounder Chief Financial Officer Chief Medical Officer Chief Commercial Officer
@@-mmm~ @ DIVERSA ,&{e INTREXON" GeneMedicine, Inc. COWEN 'OSeattleGenetics ZYMOGENETICS  {ifi FRED HuTCH CCdgme (I Bristol Myers Squib" © ALTANA

William Boyle, Ph.D. Monica Sullivan Susie Melody
Sr. Research Fellow Sr. VP, Intellectual Property & Contracts Sr. VP, Human Resources
0 wensss - AMGEN ~ Salk @ smmcone: @ BLYERSA  Capalp senomx  "Biogen  BCG

@81:'.8 BioAtla | Overview

4



Board of Directors and Scientific Advisors

Jay Short, Ph.D.
Chairman, Chief Executive
Officer & Cofounder
Director

Scott Smith
Director

James Allison, Ph.D.
MD Anderson Cancer Center
Scientific Advisor

Mary Ann Gray, Ph.D.

Lawrence Steinman, MD
Director

Padmanee Sharma, MD, Ph.D.
MD Anderson Cancer Center
Scientific Advisor

Sylvia McBrinn
Director

Susan Moran, MD, MSCE
Director

Eddie Williams
Director

Lawrence Fong, MD
Cancer Immunotherapy Program, UCSF
Scientific Advisor



Selective and Targeted CAB Technology Widens Therapeutic Window

Thus has the potential to enhance clinical outcomes in multiple tumor types

sotla

Alkaline Healthy Cell Membrane Acidic Cancer Cell Membrane

HEALTHY CELL CANCER CELL

BioAtla discovered that acidic pH at the cancer cell
surface unveils binding sites that are shielded at normal
pH of healthy cells

BioAtla invented CAB technology, creating antibodies that
bind only to these unveiled sites on cancer cells

CAB binding region is not masked or caged and thus
different from prodrugs that require irreversible enzymatic
cleavage to become activated

CAB antibodies have the potential for increased efficacy
with improved safety relative to traditional antibodies

Chang, H.W., Frey, G,, Liu, H., Xing, C., Steinman, L, Boyle, B.J., & Short, J.M. (2021) PNAS 118(9): 1-10, Suppl. 1-19.

BioAtla | Overview 6



Broad Applicability of BioAtla's CAB Platform Across Several Antibody Types

I/0 Antibodies Bispecific TCE

Targets: ROR2, AXL Target: CTLA-4 Target: EpCAM & CD3
Widely expressed in a variety of tumor CTLA-4 blockade activates effector Bispecific antibodies bridge cancer
types, ROR2 and AXL overexpression T cells, thereby enhancing anti- cells and cytotoxic T lymphocytes,
correlates with poor prognosis, tumor immunity activating T cells and promoting
metastasis, and drug resistance to PD-1 cancer cell lysis

and EGFR therapies
CAB-CTLA4 CAB-CTLA4
CAB-Tumor Cell Target \ \ / Tumor Cell Target
. Cytotoxm payload .. T Cell Target

and linker
@atla ADC - antibody drug conjugate; 10 — immuno-oncology; TCE — T-cell engager

CAB-EpCAM

CAB-CD3




Focused Pipeline with Broad Applicability of Differentiated CAB Assets
Designed to Deliver Near-term value

. IND Enabling

UPS
CAB-ADCs
AR BA3182 EpCAM x CD3 Adenocarcinomas
Bispecific TCE P I
BA3361 Nectin-4 Multiple tumor types

o l_ BioAtl i
@31: 3 IND, investigational new drug; UPS, Undifferentiated Pleomorphic Sarcoma; NSCLC, Non-small Cell Lung Cancer; SCCHN, Squamous Cell Carcinoma of the Head and Neck loAtla | Overview 8



Ozuriftamab Vedotin (CAB-ROR2-ADC):
Squamous Cell Carcinoma of the Head
and Neck (SCCHN)



Potential Market Opportunity in SCCHN

people living Available Treatment
with head and newly diagnosed

neck cancer cases / year (U.S.)’ 1L: Pembro + platinum
(U.S)’ 36% ORR*

2L+: Cetuximab mono
13% ORR®

with locally
advanced disease
develop recurrent
or refractory
disease?

limited effective
options post 1L3

Clarivate, Disease Landscape and Forecast: SCCHN (2022). www.cancer.net; 2Argiris A, et al.(2017) Evidence-Based Treatment Options in Recurrent and/or Metastatic Squamous Cell
Carcinoma of the Head and Neck. Front. Oncol. 7:72; 3Future Oncology, Jan. 2019. Vol. 15, No. 8; “Ketruda USPI accessed 2024; 5Erbitux USPI accessed 2024.
potl
@at 3

SCCHN, squamous cell carcinoma of the head and neck; 1L, first line; 2L, second line; 2L+, second line or greater; ICIs — Immune checkpoint inhibitors. BioAtla | Overview 10



Phase 2 Ozuriftamab Vedotin in SCCHN: Demographics

Median of 3 prior lines of treatment

Patients with PD-1 treatment refractory SCCHN were treated with ozuriftamab vedotin 1.8 mg/kg 2Q3W or Q2W

Total
(N=32)*

Age, y, mean (range) 62.4 (47-84) 65.7 (54-79) 64.4 (47-84)
ECOG Status, n (%)

0 5 (42%) 8 (40%) 13 (41%)
1 7 (58%) 12 (60%) 19 (59%)
# of prior systemic therapies, n (%)
1 0 4 (20) 4 (13)
2 6 (50) 5 (25) 11 (34)
3 3 (25) 4 (20) 7 (22)
>4 3 (25) 7 (35) 10 (31)

* One patient from Phase 1 not included

@atla Data Cut Date: 31May2024 BioAtla | Overview 11



Ozuriftamab Vedotin in SCCHN Continues to Demonstrate Clinical Responses and
Median Overall Survival of ~9 months in a Heavily Pretreated Population
n=29 of 33**; 1.8 mg/kg Q2W and 2Q3W; Median of 3 prior lines of tx

o] 228 Total (n=29)

30

BOR 11 (38%)
ém E BOR confirmed 6 (21%)

N DCR 25 (86%)
f%fo i 4.4 months
C 2.7 months

-80 -

-90 -

8.8 months (ongoing)

-100 +

**Evaluable patients defined as patients that had at least 1 scan after treatment with study drug
Prior to first scan:
» 2 patients had clinical progression
+ 2 patients withdrew consent

@atla Data Cut Date: Live Database as of 150ct BioAtla | Overview 12
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Ozuriftamab Vedotin Monotherapy Has Promising Clinical Profile in 2L+ SCCHN

Cross trial comparisons between 3 vs 1 — 2 median prior lines of therapy

Ozuriftamab vedotin
monotherapy
(all PD-1 failures)

IC monotherapy IC monotherapy Cetuximab

(Checkmate-141)'2 (Keynote-040)3 monotherapy®°

Median prior lines of

therapy 2 2 ! !
ORR - confirmed (%) 21%* 5.8% 7.2% 13%
DCR 86% 41% Not available 46%
Median PFS (mos) 2.7 2.3 2.3 2.3
Median OS (mos) ~8.8 (ongoing) 5.1 6.9 59

*ORR = 38% (confirmed + unconfirmed responses)

2L+ monotherapy market for ozuriftamab vedotin represents a peak $1B+ worldwide revenue opportunity

N Engl J Med 2016;375:1856-1867. 2 Journal of Clinical Oncology 2018; 36(15): 1551-1558. 3Cohen E, et al. (2019) Lancet 393, 156-167.*British Journal of Cancer (2018) 119:153-159;
https://doi.org/10.1038/s41416-018-0131-9. 52008 Jun 15;112(12):2710-9. doi: 10.1002/cncr.23442, 6Erbitux USPI accessed 2024.
’ \ IC = Investigators choice (Cetuximab, Methotrexate or Docetaxel)
U l"'at la The ability to interpret and draw conclusions from cross-study comparisons is limited.



Ph2 Ozuriftamab Vedotin: Overall Safety Summary of SCCHN patients

Median of 3 prior lines of Tx; Generally well-tolerated

Any Adverse Events (AEs) 11 (92%) 20 (100%) 31 (97%)
Related AEs with CTCAE! Grade 3 or 42 1(8%) 6 (30%) 7 (22%)
Any related serious AEs? 1(8%) 3 (15%) 4 (13%)
Possibly Related AEs leading to death? 0 0 0
Related AEs leading to treatment discontinuation? 1 (8%) 1 (5%) 2 (6%)

TCTCAE: Common Terminology Criteria for Adverse Events. The NCI Common Terminology Criteria for Adverse Events is a descriptive terminology which is utilized for Adverse Event (AE) reporting. A grading
(severity) scale is provided for each AE term.

2As assessed by the investigator. Missing responses are counted as related.
3 One patient from Phase 1 not included

@atla Data Cut Date: 31May2024 BioAtla | Overview 14



Phase 2 Ozuriftamab Vedotin Safety Data

Most frequent treatment-emergent adverse events irrespective of causality (>15%)

S R I v
N=12 N=20)n N=32)A

Preferred Term All Grades Grade 3-4 All Grades Grade 3-4 All Grades Grade 3-4
n (%) n (%) n (%) n (%) n (%) n (%)

Number of subjects with at least one TEAE 11 (92) 8 (67) 20 (100) 14 (70) 31(97) 22 (69)
Fatigue 8 (67) 0 (0) 11 (55) 1(5) 19 (59) 1 (3)
Anaemia 6 (50) 2 (16) 5 (25) 1(5) 11 (34) 3 (9)
Nausea 4 (33) 1 (8) 7 (35) 0(0) 11 (34) 1 (3)
Constipation 4 (33) 0 (0) 5 (25) 0(0) 9(28) 0 (0)
Hyponatraemia 2(17) 0 (0) 7 (35) 4 (20) 9 (28) 4 (13)
Decreased appetite 2(17) 0(0) 6 (30) 1(5) 8 (25) 1 (3)
Diarrhoea 1 (8) 0 (0) 7 (35) 2 (10) 8 (25) 2 (6)
Blood lactate dehydrogenase increased 3(25) 0(0) 4 (20) 0(0) 7 (22) 0 (0)
Lymphocyte count decreased 1 (8) 0 (0) 6 (30) 4 (20) 7 (22) 4 (13)
Neutropenia* 1 (8) 0(0) 6 (30) 2 (10) 7 (22) 2 (6)
Neuropathy* 3 (25) 0 (0) 3 (15) 1(5) 6 (19) 1 (3)
Hypercalcaemia 2(17) 0 (0) 4 (20) 1(5) 6 (19) 1 (3)
Weight decreased 2(17) 0(0) 4 (20) 1 (5) 6 (19) 1 (3)
White blood cell count decreased 2(17) 0(0) 4 (20) 0(0) 6 (19) 0 (0)

A One patient from Phase 1 not included
* Derived from neutropenia, and neutrophil count decreased

@ ¥ Derived from neuropathy peripheral, peripheral motor neuropathy, and peripheral sensory neuropathy

Data Cut Date: 31May2024 15



FDA Actionable Guidance Received on Pivotal Trial in Second-Line Plus SCCHN

Ozuriftamab vedotin has Fast Track Designation

« Supportive of:

At the current dose of 1.8 mg/kg of ozuriftamab vedotin, limited randomized evaluation of the Q2W and
2Q3W dosing schedules

» Proposed pivotal randomized, controlled trial of ozuriftamab vedotin monotherapy vs investigator’s
choice (cetuximab, docetaxel, or methotrexate)

 Dual primary endpoints
 Overall Response Rate (potential for accelerated approval with DOR)
« Overall Survival (supports full approval)

 Patient population: recurrent or metastatic SCCHN with disease progression on or after platinum-based
chemotherapy and PD-1 antibody therapy (2L and 3L)

@atla s



Phase 3 Study of Ozuriftamab Vedotin in Patients with Previously-treated SCCHN

Ozuriftamab vedotin vs investigator’'s choice

@atla

Ozuriftamab vedotin
1.8 mg/kg
(Q2W or 2Q3W)

Investigator choice PFS
(cetuximab, docetaxel, or ORR
methotrexate)

Patient population: Previously treated advanced SCCHN (2L and 3L)
Prior therapies: PD-1 inhibitor and platinum chemotherapy

N = ~570 patients (full approval based on OS)

N = ~300 — 350 (accelerated approval based on ORR)

Opportunity: 1L in combination with PD1



Strategic Paths to Registration

Ozuriftamab
Vedotin :

SCCHN

FDA Mtg.

Partnership

.atl_a *Interim analysis based on ORR may potentially support accelerated approval and OS results from the same study could potentially verify its clinical benefit to support regular approval. Timelines

P2 mono — median 3
prior lines of therapy Accelerated BLA

. Submission*

2L/3L Registrational
Ozuriftamab Vedotin vs investigator’'s choice (chemo or cetuximab)

1L Registrational
Ozuriftamab Vedotin + PD-1 antibody vs PD-1 antibody in PD-L1 positive patients

Partner (Terr. or Global) Explore other indications

(Maintain % N.Am.) (3x breast, melanoma, etc.)

s oo 2027

subject to change based on FDA feedback.

BioAtla | Overview
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Mecbotamab Vedotin (CAB-AXL-ADC) in
Non-Small Cell Lung Cancer (NSCLC)



Potential Market Opportunity In Metastatic NSCLC with mKRAS Variants

newly diagnosed

people in the patients /year Available Treatment:
>540K U.S. living with (U.S.) - majority
advanced /
metastatic?

lung cancer’

1L: Chemo + ICI

2L+: no FDA-approved pan mKRAS

NSCLC tumors targeted therapies

that express a ~55%
mutant KRAS

variant34

MKRAS expressing

tumors are
nonG12C variants®

Thttps://www.lung.org/lung-health-diseases/lung-disease-lookup/lung-cancer/resource-library/lung-cancer-fact-sheet 2https://www.cancer.net/cancer-types/lung-cancer-non-small-
cell/statistics, 33Cancer Genetics Volume 209, Issue 5, May 2016, Pages 195-198, “Nat. Rev. Cancer, 19 (2019), pp. 495-509, 5Clin Cancer Res. 2021 April 15; 27(8): 2209-2215;

@at la 1L, first line; 2L+, second line or greater; NSCLC, non-small cell lung cancer; mKRAS, mutant KRAS BioAtla | Overview 20



Co-expression of mutant KRAS and AXL is Significant and Functionally Linked

* In lung cancer cells, AXL over-expression is involved in resistance to chemotherapy and targeted
therapies and drives epithelial to mesenchymal transition

» Prevalence of AXL expression in KRAS mutant NSCLC is significant, the majority of these tumors
exhibit high levels of AXL

o Upregulation is associated with aggressive tumor characteristics, resistance to therapies, and poor
patient outcomes.

« AXL signaling mediates the adaptive resistance to mKRAS inhibitors adagrasib and sotorasib
(G12C) in lung cancer (85% AXL positive) (Morimoto et al., Cancer Letters 587 (2024) 216692)

« Potential significant opportunity for mecbotamab vedotin to improve outcomes in the mKRAS
population across mKRAS variants

@atla 7



AXL Plays a Crucial Role in the Survival of KRAS G12C mutant NSCLC Cells
Treated with KRAS G12C Inhibitors

AXL driving resistance to KRAS inhibitors
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Days from treatment start

» KRAS inhibition leads to upregulation and activation of AXL expression
o Autocrine/paracrine of increased GAS6 expression

« AXL inhibition alone does not lead to tumor killing, but potentiates anti-
tumor effects of KRAS inhibition

o These results indicated pivotal roles for the YAP-GAS6-AXL axis and
its inhibition in the intrinsic resistance to KRAS G12C inhibitors

» AXL-ADC improves outcomes via tumor killing

KRAS G12C inhibitor
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Morimoto et al. Cancer Letters 587 (April 2024)



Emerging Opportunity for Mecbotamab Vedotin in Patients with Mutated KRAS

(mKRAS) Variants

mKRAS constitutes 30% of all NSCLC patients

mutant KRAS; all NSCLC (SQ+NSQ); median of approximately 3 prior lines of tx for both mKRAS and wtKRAS

@atla

Total
(N=78)

Age, y, mean (range) 67 (46-82)

wassmus oo |
WtKRAS 50 (64)
mKRAS 24 (31)
Unknown KRAS status 4 (5)*

* Two responders with no additional biopsy sample for KRAS mutation assessment

Data Cut Date: Live database as of 240ct2024

BioAtla | Overview
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Confirmed Responses with Mecobotamab Vedotin Across mKRAS Variants -
Ongoing
N=21 of 24**; 1.8 mg/kg Q2W, 2Q3W, and Q2W+nivo

Best % Change in TL

N 2 Median of
> Confirmed . .
s0- 3 prior lines of tx

20 - - <= - oo

[=]

i 5(24%)

o 0- G12R G12R G12S G12A Q61H G12C G12D G12S G12Vv G12Cc* G12A G112V

Eﬁ m G12C Q61H G12D 4 (1 9%)

é -20

F T 76%

E} -40 -

g

5 01 4.8 months

E -60

[F)

(o
4.6 months
_80_
90 12.6 months
-100

**Evaluable patients defined as patients that had at least 1 scan after treatment with study drug
Prior to first scan:
Two patient withdrew consent
One patient DC due to AE

A Data Cut Date: Live database as of 240ct2024 _ _
atla BioAtla | Overview 24

A Patient was previously treated with Sotorasib
# Complete Response as defined by disappearance of all pathologic lymph nodes
*Confirmed responses



Improved Overall Survival with Mechotamab Vedotin among NSCLC Patients with
Tumors Expressing mutant KRAS Variants Compared to KRAS Wildtype

Median of 3 prior lines of tx

100

Events n (%) Median (95% Cl)
m 10(41.7) 12.6 (6.5 - NE)
m 27 (55.1) 8.7 (5.2 -10.2)

90
80
70
60 —

L L T S
1 | L | L |

40 -

Overall Survival (%)

30

20

10

T T T T T T T T I
01 2 3 45 6 7 8 910111213 14 1516 17 18 19 20 21 22 23 24 25 26 27 28 29 30 31 32

Number at Risk Months from first dose
Not detected 49 48 42 34 28 26 24 20 17 12 9 5 4 4 3 2 2 2 2 1 0
Positive 24 2219181716 16 151412 9 9 9 7 7 7 7 5 5 5 4 4 4 3 2 2 2 2 2 11 0

@atla Data Cut Date: Live database as of 240ct2024



Ph2 Mecbhotamab Vedotin: Overall Safety Summary of NSCLC patients

Generally well-tolerated

1.8 mg/kg
Q2W + Nivo
(N=19)
Any Adverse Events (AEs) 26 (100) 33 (100) 19 (100) 78 (100)
Related AEs with CTCAE' Grade 3 or 42 10 (39) 12 (36) 4 (21) 28 (33)
Any Related Serious AEs? 4 (15) 3(9) 1(5) 8 (9)
Possibly Related AEs leading to death? 0 0 0 0

Related AEs leading to treatment
discontinuation? 1(4) 4(12) 1(5) 6 (7)

1CTCAE: Common Terminology Criteria for Adverse Events. The NCI Common Terminology Criteria for Adverse Events is a descriptive terminology which is utilized for Adverse Event (AE) reporting. A grading
(severity) scale is provided for each AE term.

2As assessed by the investigator. Missing responses are counted as related.

@atla Data Cut Date: 10Jul2024 BioAtla | Overview 26



Mecbotamab Vedotin: Phase 2 Safety Data of NSCLC patients

Most frequent treatment-emergent adverse events irrespective of causality (=15%)

BA3011 Q2W BA3011 2Q3W BA3011 Q2W + Nivo TOTAL
(N=26) (N=33) N=19 (N=78)

#‘E‘L“Eber ol SHaflels B & Legst O 26(100) 17(65) 33(100) 18(55) 19(100) 9 (47)  78(100) 44 (56)
Fatigue 12 (46) 1(4) 8 (24) 2 (6) 8 (42) 0 28 (36)  3(4)
Diarrhoea 8 (31) 1(4) 12 (36) 2 (6) 6 (32) 0 26 (33) 3 (4)
Decreased Appetite 6 (23) 1(4) 13 (39) 0 6 (32) 0 25 (32) 1(1)
Neuropathy* 8 (31) 1(4) 12 (36) 0 4 (21) 0 24 (31) 1(1)
Nausea 6 (23) 0 9(27) 0 8 (42) 0 23 (29) 0 (0)
Neutropenia* 9 (35) 3(12) 8 (24) 7 (21) 1 (5) 0 18 (23) 10 (13)
Constipation 8 (31) 0 9 (27) 1(3) 5 (26) 0 22 (28) 1(1)
Anaemia 3(12) 1(4) 5(15) 1(3) 6 (32) 2 (11) 14 (18) 4 (5)
Aspartate Aminotransferase Increased 5(19) 2 (8) 5(15) 0 4 (21) 1 (5 14 (18) 3 (4)
Alanine Aminotransferase Increased 5(19) 2 (8) 5(15) 0 3 (16) 1 (5 13 (17) 3 (4)
Arthralgia 3(12) 0 7 (21) 0 3 (16) 0 13 (17) 0 (0)
Back Pain 4 (15) 0 7 (21) 0 3 (16) 1 (5  14(18) 1(1)

* Derived from neutropenia, and neutrophil count decreased
¥ Derived from neuropathy peripheral, peripheral motor neuropathy, and peripheral sensory neuropathy

@atla Data Cut Date: 10Jul2024 o | v 27

Confidential



Mecbotamab Vedotin NSCLC Summary

Median of 3 prior lines of tx

« Promising anti-tumor activity among patients whose tumors express KRAS mutations
« mKRAS represents 30% of all NSCLC patients and is associated with increased AXL expression
« Improved overall survival observed among treated patients with tumors expressing mutated KRAS variants (12.6
months) compared to KRAS wildtype (8.7 months)

» Anti-tumor activity across nine different KRAS mutation variants
» Partial response observed in a patient who had experienced prior failure of sotorasib

» Patient treated with mecbotamab vedotin + anti-PD-1 antibody remains in complete response for >2 years

« Potential for a pan mKRAS strategy in NSCLC; currently determining the most efficient path forward for a
future pivotal trial

@atla
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Evalstotug (CAB-CTLA-4)



Evalustotug Is a Next Generation Adaptation of Ipilimumab
CAB-CTLAA4 selectively active in tumor microenvironment, thereby reducing immune related adverse

events (irAEs)

Ipilimumab

'

Evalstotug

CAB CDR
Engineering

0oD450

Inability to distinguish
between normal and
tumor tissue

Similar efficacy and PK
enhanced with selective pH-
dependent tumor binding

@atla

pH-dependent binding of CAB-anti-CTLA-4

25 =
2.0 -
©
1.5 = 8
== |gG control oa
1.0 == |ICl comparator
0.5 = =& Evalstotug
0 .=#='=- . ;
5.5 6.0 6.5 7.0 7.5 8.0

> 7.4 is pH of normal cell

Note: Modified from Chang HW, et al. Proc Nat! Acad Sci USA. 2021.
ICI comparator = Ipi analogue
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Evalstotug Effectively Reduces Clinically Relevant Gl Toxicity in NHP

Evalstotug significantly reduces Gl toxicity relative to ipilimumab analog in combination with nivo

“Study date 1234567891011 121314 15 16 17 18 19 20 21 22 23 24 25 26 27 28 29
Cyno #
#1

Vehicle Control #2
#3

e e e e e e e e e e e e e e e e e e o e e R R R R R R S R e e e e e e e e o e e e e e e e e e e e e e e e e e e e

>
o
>
>

A
Nivo + IPI #2 A A
O

20mg/kg + 15mg/kg #3

—— O S S B S S S R S e e e e e e e S e e e e e e e e e e e e e e e e e e e e e e e e e e e e e e e e R e e e e e e e ==

Gl Symptoms
Nivo + evalstotug #3 A Liquid feces

20mg/kg + 15mg/kg #4 A @ Non-formed feces

#5 . Other Gl symptoms
Nivo: 20mg/kg QW (~14.6mg/kg human dose) + Ipi or evalstotug: 15mg/kg QW (~11mg/kg human dose)

Once weekly for four weeks exposure to Nivo + Ipi or BA3071
NHP - Nonhuman primates

v 21
@atla *Chang et al., PNAS 118 (9): 1-10, 2021
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Multicenter, Open-Label, Evalstotug Ph1 Dose Escalation and Ph2 Monotherapy

Eligible patients Analyses

* Age 218 years » Safety: AEs using the NCI CTCAE
e ECOGOor1l 700-1000 mg v5.0
T * Efficacy: Best overall response

* Anti—CTLA-4 naive

* Locally advanced, unresectable “ (CR, PR, and SD) per RECISTV1.1
or metastaticrelapsed and/or
eraconysoidmos  EEETTH) I | o

* Measurable disease per RECIST - Evalstotug +

vl.1 nivolumab 240 mg Q3W

I | | | | | | | | —
Cycleday D1 D8 D15 D1 D8 D15 D1 D8 D15 D1

Study drug infusion A A A A
Tumor assessment? A A
\ A A J
Y Y Y
Cycle1 Cycle 2 Cycles 3 — EOT

At 350 mg, evalstotug was administered with nivolumab either sequentially (starting in cycle 2) or concurrently (starting in cycle 1). At 700 mg, evalstotug was administered either with nivolumab sequentially
%_startlng in cycle 2) or as monotherapy.

reatment continued until confirmed disease pro%ression per RECIST v1.1 or unacceptable toxicity.
aResponse assessment was performed Q6W for 24 weeks, then Q12W until progression

@atla Mehmi |, Selfridge JE, Mangla A, et al. Poster presented at: Society for Immunotherapy of Cancer Annual Meeting; November 8—10, 2024; Houston, TX.



Evalstotug Phase 1: Demographics — Tumor Types
Median of 3 prior lines; all patients experienced failure of prior PD-1 treatment

(N=23) (N=23) treatments

Age, y, mean (SD) 62 (11) Tumor type, n (%)

Sex, n (%) Melanoma 6 (26) 1-4
Female 8 (35) Gastric 5(21) 2-6
Male 15 (65) Renal cell 4 (17) 1-6

White race, n (%) 20 (87) Cervical 3 (13) 1-3

ECOG, n (%) NSCLC 2 (8) 3-7
0 13 (56) Urothelial 1(4) 4
1 10 (44) SCLC 1(4) 3

Prior Anti-PD-1 Therapy, n (%) 22 (96) Parathyroid Cancer 1(4) 0

@atla Data Cut Date: 26Jul24 BioAtla | Overview 33



Evalstotug Phase 1: Grade 3+ Adverse Events of Special Interest
Cleared all dose levels up to and including 1 gram (14.2 mg/kg)

Most related AEs were low grade; no related NUMBER OF PATIENTS All AE Related
grade 4 or 5 events WITH ANY, n (%) All grades Grade 3-4 All grades Grade 3-4
All (n=21) 23(100) 12(52)  20(87) 5(22)
All Grade 3 related events (N=4 pts): Fatigue 11 (48) 2(9) 4(17) 0
* CRS-like events: Eh'us :(2? g j(?j) g
« New onset atrial fibrillation (only AE to meet ausfe,a (35) (17)
DLT criteria) Vomiting 8 (35) 0 3(13) 0
- Readily reversible hypertension CRS 7(30) 0 7(30) 0
. Abdominal pai 6 (26 2 (9 1(4 0
* Immune Mediated: , ominatpain (26) ©) )
Endocrine: H | ia/DKA Diarrhea 6 (26) 1(4) 2 (9) 0
naoctine. Ryperglycemia/una - Arthralgia 5(22) 0 3(13) 0
» Gl Lipase increase and Gastritis/Diarrhea _
Back pain 5(22) 0 0 0
Decreased appetite 4 (17) 0 1(4) 0
Only 2/21 pts discontinued due to an adverse Headache 4(17) 0 1(4) 0
event (atrial fibrillation and gastritis) Pyrexia 4 (17) 0 4(17) 0

@atla Data Cut Date: 26Jul24



Phase 1 Evalstotug: 3 of 8 Responders in the 350mg + Nivolumab Cohort

Durable antitumor activity across multiple solid tumor types

80

] Monotherapy Combination with nivo
700mg — /Mg
60 1000mg 21mg
i — 70mg
— 210mg
40 N m— 350mg
. 700mg

Uveal Melanoma
A

20 /
0] @.’:—F - - - - -
] ] 8 Melanoma
-20 7]
-40 - \\_.
] Melanoma

Change in Target Lesion from baseline (%)

60 —
Gastric
80 -
-100 - Cervica
rrrrrrrrrrT rrrrrrrrrrT rrrrrrrrrrt rrrrrrrrrre TrrrrrrrrrT TrrrrrrrrrT rrrrrrrrorrt rrrrrrrrrrT rrrrrr ot T
0 10 20 30 40 50 60 70 80 90

Time (Weeks)
@
@atla Mehmi |, Selfridge JE, Mangla A, et al. Poster presented at: Society for Immunotherapy of Cancer Annual Meeting; November 8—10, 2024; Houston, TX.



Phase 2 Multicenter, Open-Label, Evalstotug in Combination with PD-1

Evaluate the efficacy and safety of evalstotug in combination

Patient disposition:

 Age =18 years

« ECOG performance
status of 0 or 1

evalstotug + pembrolizumab

1L Stage Ill or Stage IV melanoma

*Coded by MedDRA and graded according to NCI CTCAE v5

Abbreviations: ORR: overall response rate; AEs: adverse events; DOR: duration of response; PFS: progression-free survival;
BOR: best overall response; DCR: disease control rate; TTR: time to response; OS: overall survival

Primary endpoint:

ORR via RECIST v1.1
Incidence and severity of AEs*

Secondary endpoints:

DOR
PFS
BOR, DCR, TTR, 0S

@
@81:[8 Mehmi |, Selfridge JE, Mangla A, et al. Poster presented at: Society for Immunotherapy of Cancer Annual Meeting; November 8-10, 2024; Houston, TX.



All 8 First-Line Unresectable and/or Metastatic Cutaneous Melanoma Patients
Treated with Evalstotug plus PD-1 Antibody Achieved Tumor Reduction

Four of 8 achieved objective responses (including 3 partial responses and 1 complete response)

Evalstotug dose Prior Treatment Best change in | Response to Grade 3 imAE
(mg) target lesion evalstotug
(%)

350 34 M 0 None -54% cPR None
350 54 F 0 Adjuvant anti-PD-1 for -83% «CR None

3mos

Adjuvant anti-LAG- e
350 63 M 0 bt for 1imos 9% SD (resolved

within 3wks)*

350 59 F 0 Adjuvant anti-PD-1 for 6% D None

12mos
200 73 M 0 Adjuvant anti-PD-1 for 38% I_DR ‘ None

7mos (confirming)

Neo-adjuvant anti-PD-1 Pneumonitis &
700 57 F 1 J -8% SD pancreatitis (resolved

for 12mos within 1mo)*

Adjuvant anti-PD-1 for
11mos

Adjuvant anti-LAG-
3/anti-PD-1 for 3mos

All patients were Caucasian; The patient with -54% tumor reduction initially experienced tumor growth with new lesions and Investigator continued treatment per protocol resulting in confirmed partial response.

*Treated with prior adjuvant 10 experienced grade 3 imAEs

@atla |0 - immuno-oncology; imAE - immune-mediated adverse events BioAtla | Overview 37
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Intrapatient Evalstotug Dose Escalation Re-achieved Disease Control
3 of 3 patients experienced tumor volume reduction following continued exposure and dose escalations

z
o
—~ 60 Dose escalated from -
° '
o 700 mg to 1000 mg : — 70mg Q3W + anti-PD1
e Dose escalated from — 210mg Q3W + anti-PD1
£ 40 - 210 mg to 350 mg — 350mg Q3W + anti-PD1
P : —— 700mg Q3W + anti-PD1
g ' — 1000mg Q3W + anti-PD1
g Ao L R
5 20 !
5
7 ] S AL L L B R L L L L L L L
3
- NG R T e B R ——y — —— '
5
22204
<
F A L L L R L L L L L L B e .. S N I I
8
°5’1) -40 Dose escalated from R
= 70 mgto 210 mg , -
6 Dose escalated from
-60 - 210 mg to 350 mg
Confirmed PR
-80 -

I 1 ! I I I I I I I T I I I I I I I I I I

0 5 10 15 20 25 30 35 40 45 50 55 60 65 70 75 8 8 90 95 100
Time (Weeks)
Phase 2 data are from a live data cut as of October 22, 2024 and are subject to change.
@atla
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57-Year-old Male Achieved Tumor Volume Reduction Following Dose Escalation of
Evalstotug in Combination with PD-1 Antibody (still ongoing)

Prior adjuvant therapy with investigational anti-PD-1 and anti-LAG-3 combination

700 mg evalstotug 700 mg evalstotug 1000 mg evalstotug

April 2024 August 2024 September 2024

Tumor assessment after 7 cycles —

SD per RECIST ' '
2D per RECIST Tumor volume reduction after first

cycle of dose escalation

Baseline

Therapy well-tolerated. Tumor was
assessed as SD with increasing volume.

39
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FDA Guidance Regarding Evalstotug Pivotal Trial in 1L Unresectable and / or
Metastatic Melanoma

Centrally reviewed PFS acceptable as primary endpoint

General agreement with proposed study population and sample size

Additional guidance received on ongoing dose optimization and control arm:
 10-based combination regimen should be included in the control arm

 Project Optimus should guide determination of Phase 3 evalstotug dose

Anticipated to enable study initiation in 2025

@atla |0 — immuno-oncology
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BA3182 (CAB-EpCAM x CAB-CD3 Bispecific T-Cell
Engager): Adenocarcinoma



CAB-EpCAM x CAB-CD3 Bispecific T-Cell Engager (BA3182)
Significant opportunity for safe and effective EpCAM x CD3 bispecific

« EpCAM is an attractive, but challenging therapeutic target because it's expressed in most solid
tumors, as well as in normal epithelial tissues

« BA3182 exhibits efficient tumor shrinkage with encouraging safety profile in vitro and in vivo'

 In non-GLP and GLP tox studies in NHP, dual selection results in high selectivity with 100-fold
therapeutic index (TI) increase’

* Phase 1 dose escalation ongoing

« Observed multiple patients with tumor reduction, including one colorectal cancer patient with stable
disease for one year (ongoing)
« Maximally tolerated dose has not yet been reached

« Implemented priming dose to modulate cytokine release syndrome that is commonly observed with T-
cell engagers and can also occur in patients with heavy tumor volume

 Given encouraging continued ongoing dose escalation with increasing antitumor activity, we now
anticipate data readout of Phase 1 study around mid-2025

!Gerhard Frey, Ana Paula G. Cugnetti, Haizhen Liu, Charles Xing, Christina Wheeler, Hwai Wen Chang, William J. Boyle & Jay M. Short (2024) A novel conditional active biologic

@ tl anti-EpCAM x anti-CD3 bispecific antibody with synergistic tumor selectivity for cancer immunotherapy, mAbs, 16:1, 2322562, DOI: 10.1080/19420862.2024.2322562
| 42



Key Milestones And Catalysts Throughout 2024

1H 2H

v" Evalstotug: v/ Evalstotug:

7 Dosm sl e v Readout additional Phase 2 data in treatment-refractory solid tumors

v Cleared 10mg/kg v' Define pivotal path in treatment-refractory indications

v Evaluate safety and efficacy at 14.2mg/kg dose level v' Ozuriftamab Vedotin: FDA actionable guidance received on pivotal trial in

v Initial readout Phase 2 in treatment-refractory solid tumors (~20 pts) second-line plus SCCHN

v Demonstrate supportive data as mono- and combo- therapy

* BA3182: Given encouraging continued ongoing dose escalation with
increasing antitumor activity, we now anticipate data readout of Phase 1
study around mid-2025

v Mecbotamab Vedotin:
v" Evaluate clinical benefit in target-agnostic NSCLC patients (~30 pts)
v Update UPS status * Establish strategic collaboration for evalstotug and/or one CAB-ADC
v Completed out-licensing deal for preclinical TCE asset

v" Ozuriftamab Vedotin: Readout final data sets in melanoma (n = ~25 pts) and
SCCHN (n = ~30 pts)

v BA3361: IND clearance

@atla BioAtla | Overview 43




BioAtla® Is A Clinical Stage Company Focused on Transforming Cancer Therapy
with Conditionally Active Biologics (CABs)

Proprietary technology with
over 500 issued patents

Clinical readouts for
multiple indications /
assets through 2025

Completed out-licensing
transaction with Context
Therapeutics for preclinical
TCE asset

Clinical stage assets:
P2 CAB-ROR2-ADC
P2 CAB-AXL-ADC
P2 CAB-CTLA-4
P1 CAB-EpCAM-TCE

Broad applicability in solid
tumors

FDA guidance for leading
to 2 potentially
registrational trials in 2025

Advancing Cash sufficient into 2026

strategic collaboration
discussions for P2 asset

Increases therapeutic
window

@atla ADC - antibody drug conjugate; TCE — T-cell engager »



	Default Section
	Slide 1
	Slide 2: Important Notices & Disclaimers
	Slide 3: BioAtla© Is A Clinical Stage Company Focused on Transforming Cancer Therapy
	Slide 4: Leadership Team
	Slide 5: Board of Directors and Scientific Advisors
	Slide 6: Selective and Targeted CAB Technology Widens Therapeutic Window
	Slide 7: Broad Applicability of BioAtla’s CAB Platform Across Several Antibody Types
	Slide 8: Focused Pipeline with Broad Applicability of Differentiated CAB Assets  Designed to Deliver Near-term value
	Slide 9
	Slide 10: Potential Market Opportunity in SCCHN
	Slide 11: Phase 2 Ozuriftamab Vedotin in SCCHN:  Demographics
	Slide 12: Ozuriftamab Vedotin in SCCHN Continues to Demonstrate Clinical Responses and Median Overall Survival of ~9 months in a Heavily Pretreated Population
	Slide 13: Ozuriftamab Vedotin Monotherapy Has Promising Clinical Profile in 2L+ SCCHN
	Slide 14: Ph2 Ozuriftamab Vedotin: Overall Safety Summary of SCCHN patients
	Slide 15: Phase 2 Ozuriftamab Vedotin Safety Data
	Slide 16: FDA Actionable Guidance Received on Pivotal Trial in Second-Line Plus SCCHN
	Slide 17: Phase 3 Study of Ozuriftamab Vedotin in Patients with Previously-treated SCCHN
	Slide 18: Strategic Paths to Registration
	Slide 19
	Slide 20: Potential Market Opportunity In Metastatic NSCLC with mKRAS Variants
	Slide 21: Co-expression of mutant KRAS and AXL is Significant and Functionally Linked
	Slide 22: AXL Plays a Crucial Role in the Survival of KRAS G12C mutant NSCLC Cells Treated with KRAS G12C Inhibitors
	Slide 23: Emerging Opportunity for Mecbotamab Vedotin in Patients with Mutated KRAS (mKRAS) Variants
	Slide 24: Confirmed Responses with Mecobotamab Vedotin Across mKRAS Variants - Ongoing
	Slide 25: Improved Overall Survival with Mecbotamab Vedotin among NSCLC Patients with Tumors Expressing mutant KRAS Variants Compared to KRAS Wildtype 
	Slide 26: Ph2 Mecbotamab Vedotin: Overall Safety Summary of NSCLC patients
	Slide 27: Mecbotamab Vedotin: Phase 2 Safety Data of NSCLC patients
	Slide 28: Mecbotamab Vedotin NSCLC Summary
	Slide 29
	Slide 30: Evalustotug Is a Next Generation Adaptation of Ipilimumab
	Slide 31: Evalstotug Effectively Reduces Clinically Relevant GI Toxicity in NHP
	Slide 32: Multicenter, Open-Label, Evalstotug Ph1 Dose Escalation and Ph2 Monotherapy
	Slide 33: Evalstotug Phase 1: Demographics – Tumor Types
	Slide 34: Evalstotug Phase 1: Grade 3+ Adverse Events of Special Interest
	Slide 35: Phase 1 Evalstotug: 3 of 8 Responders in the 350mg + Nivolumab Cohort
	Slide 36: Phase 2 Multicenter, Open-Label, Evalstotug in Combination with PD-1
	Slide 37: All 8 First-Line Unresectable and/or Metastatic Cutaneous Melanoma Patients Treated with Evalstotug plus PD-1 Antibody Achieved Tumor Reduction
	Slide 38: Intrapatient Evalstotug Dose Escalation Re-achieved Disease Control
	Slide 39: 57-Year-old Male Achieved Tumor Volume Reduction Following Dose Escalation of Evalstotug in Combination with PD-1 Antibody (still ongoing)
	Slide 40: FDA Guidance Regarding Evalstotug Pivotal Trial in 1L Unresectable and / or Metastatic Melanoma
	Slide 41
	Slide 42: CAB-EpCAM x CAB-CD3 Bispecific T-Cell Engager (BA3182)
	Slide 43: Key Milestones And Catalysts Throughout 2024
	Slide 44: BioAtla© Is A Clinical Stage Company Focused on Transforming Cancer Therapy


