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| am a shareholder and employee of BridgeBio Pharma
Inc, the parent company of Aspa Therapeutics
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Forward-Looking Statements and Disclaimer

Statements in this Presentation that are not statements of historical fact are forward-looking statements within the meaning of Section 274 of the Securities Act of 1933, as amended, and Section 21E of the Securities
Exchange Act of 1934, as amended. Such forward-looking statements include, without limitation, statements regarding BridgeBio Pharma, Inc.’s (the “Company’s”) research and clinical development plans, expected
manufacturing capabilities, commercialization and general strategy, regulatory matters, market size and opportunity, future financial position, future revenue, projected costs, prospects, plans, objectives of
management, and the Company’s ability to complete certain milestones. Words such as “believe,” “anticipate,” “plan,” "expect,” “intend,” “will,” “may,” “goal,” “potential,” "should,” “could,” “aim,” “estimate,”
“predict,” “continue” and similar expressions or the negative of these terms or other comparable terminology are intended to identify forward-looking statements, though not all forward-looking statements necessarily
contain these identifying words. These forward-looking statements are neither forecasts, promises nor guarantees, and are based on the beliefs of the Company's management as well as assumptions made by and
infarmation currently available to the Company. Such statements reflect the current views of the Company with respect to future events and are subject to known and unknown risks, including business, regulatory,
economic and competitive risks, uncertainties, contingencies and assumptions about the Company, including, without limitation, risks inherent in developing therapeutic products, the success, cost, and timing of the
Company’s product candidate development activities and ongoing and planned preclinical studies and clinical trials, including for its four (4) core value driver programs, the success and timing of clinical trial results, the
success of its clinical trial designs, the fact that successful preliminary clinical trial results may not result in future clinical trial successes and/or product approvals, trends in the industry, the legal and regulatory
framework for the industry, the success of the Company’s engagement with the U.5. Food and Drug Administration (“FDA") and other regulatory agencies, the Company’s ability to obtain and maintain regulatory
approval for its product candidates and FDA-approved products, including NULIBRY™ [fosdenopterin), the Company's ability to receive approval for and commercialize its product candidates and FDA-approved products,
including NULIBRY, the success of current and future agreements with third parties in connection with the development or commercialization of the Company’s product candidates and FDA-approved products, including
MULIBRY, the size and growth potential of the market for the Company's product candidates and FDA approved products, including NULIBRY, the accuracy of the Company's estimates regarding expenses, future revenue,
future expenditures and needs for and ability to obtain additional financing, the Company’s ability to obtain and maintain intellectual property protection for its product candidates and approved products, including
MULIBRY, the potential for NULIBRY as the first and only FDA-approved therapy for MoCD Type A, the efficacy of NULIBRY for the treatment of patients with MoCD Type A, the safety profile of NULIBRY for the treatment
of patients with MoCD Type A, plans for the supply, manufacturing and distribution of NULIBRY, the competitive environment and clinical and therapeutic potential of NULIBRY, potential adverse impacts due to the
ongoing global COVID-19 pandemic such as delays in clinical trials, preclinical work, overall operations, regulatory review, manufacturing and supply chain interruptions, adverse effects on healthcare systems and
disruption of the global economy, and those risks and uncertainties described under the heading “Risk Factors” in the Company’s most recent Annual Report on Form 10-K filed with the U.5. Securities and Exchange
Commission (“"SEC”) and in subsequent filings made by the Company with the SEC, which are available on the SEC's website at www.sec.gov. In light of these risks and uncertainties, many of which are beyond the
Company’s control, the events or circumstances referred to in the forward-looking statements, express or implied, may not occur. The actual results may vary from the anticipated results and the variations may be
material. You are cautioned not to place undue reliance on these forward-looking statements, which speak to the Company’s current beliefs and expectations only as of the date this Presentation is given. Except as
required by law, the Company disclaims any intention or responsibility for updating or revising any forward-looking statements contained in this Presentation in the event of new information, future developments or
otherwise. No representation is made as to the safety or effectiveness of the product candidates for the therapeutic use for which such product candidates are being studied.

Certain information contained in this Presentation relates to or is based on studies, publications, surveys and other data obtained from third-party sources and the Company’s own internal estimates and research. While
the Company believes these third-party sources to be reliable as of the date of this Presentation, it has not independently verified, and makes no representation as to the adequacy, fairness, accuracy or completeness of,
any information obtained from third-party sources. In addition, all of the market data included in this Presentation involves a number of assurmptions and limitations, and there can be no guarantee as to the accuracy or
reliability of such assumptions. Finally, while the Company believes its own internal research is reliable, such research has not been verified by any independent source.

The Company is the owner of various trademarks, trade names and service marks. Certain other trademarks, trade names and service marks appearing in this Presentation are the property of third parties. Solely for

convenience, the trademarks and trade names in this Presentation are referred to without the ® and ™ symbols, but such references should not be construed as any indicator that their respective owners will not assert,
to the fullest extent under applicable law, their rights thereto.
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BBP-812 is being developed as a potential therapy for

Canavan disease

« Canavan disease is characterized by a loss of
Aspa expression and a systemic build up of N-
acetylaspariticacid (NAA).

» +In the presence of elevated NAA, neuronal
demyelination occurs leading to progressive
psychomotor regression.

Healthy NAA metabolic pathway NAA metabolic pathway in CD

» There are currently no approved therapies that

target the underlying cause of Canavan disease.

Aspa is expressed throughout the body and is
enriched in deep, white matter regions of the
brain

BBP-812 is an AAV9-based gene therapy
encoding the human Aspa gene being developed
as a potential treatment for Canavan disease
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BBP-812 provides phenotypic and biomarker normalization
In a murine model of Canavan disease
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Motor function recovery is dose-dependent
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Dose-dependent reduction in CNS edema and
NAA metabolism
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Evaluation of safety and biodistribution of BBP-812 In
juvenile cynomolgus macaques
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N =3 \V Low
N=3 vV Mid
BBP-812 N=6 \Y, High
N=6 ICV High
N=6 IT High
Vehicle N =4 ICV/IT

Hematology and Clinical pathology
Biodistribution

3.18x10% vg/kg
1.15x10* vg/kg
3.18x10 vg/kg
8.98x10"* total

8.98x10% total

Immunological response to capsid and transgene

Full histology panel with focus on CNS
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BBP-812 induces a transient increase in transaminase levels
without impacting other markers of hepatotoxicity
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 No coagulopathies
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IV-administration of BBP-812 provides superior biodistribution
to brain regions when compared to ICV and IT
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I\V-administration of BBP-812 was not associated with adverse
histopathological findings including in DRG

Summary of analysis per animal: Key Findings:

Full panel of peripheral tissues. Liver analysis demonstrated portal infiltrates and/or
Increased cellularity in high dose IV group which
was minimal (Grade 1) and not considered adverse.

Brain was analyzed at 15 levels.

Spinal Cord was analyzed at four levels. There was a minimal (Grade 1) increase in cellularity

At least two dorsal root ganglia and observed in 4 of 48 DRG analyzed from highest
associated spinal nerve roots from each dose IV-treated animals.

of four spinal cord levels .
No evidence of axonopathy or neuronal

degeneration associated with IV-administered
BBP-812
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GLP Toxicology assessment of BBP-812 in wild type C57BI|/6
mice

1 \Y; High 3.0x10* vg/kg 4,12, and 24 weeks
2 BBP-812 IV Low 1.0x10% vg/kg 4,12, and 24 weeks
3 Vehicle \Y; - - 4,12, and 24 weeks

Hematology and Clinical pathology
Biodistribution

Immunological response to capsid and transgene
Full histology panel
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IV-administration of BBP-812 was not associated with any
adverse changes in hematology or clinical chemistry
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IV-administration of BBP-812 provided broad and persistent

biodistribution
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* Vector detected in all tissues assessed
with a gradual decline over time

« Transgene RNA detected in all tissues
assessed and remained steady throughout
study
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Conclusions

Transient elevation in AST/ALT in NHPs returned to baseline without
Intervention and a similar increase was not observed In mice.

I\V-administration resulted in
regions that was superior to

No adverse histopathologica
or mice at any dose.

oroad CNS biodistribution to deep brain
T or ICV administration.

findings were observed in either NHPs

NOAELs were determined to be 3.18x1014vg/kg in NHP and 3.0x10

vg/kg In mice.

Results support the continued clinical development of BBP-812 for the
treatment of Canavan disease.
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