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This presentation contains statements that relate to future events and expectations and as such constitute forward-looking statements within the meaning of the Private
Securities Litigation Reform Act of 1995. When or if used in this presentation, the words “anticipate,” “believe,” “could,” “estimate,” “expect ” “mtend ” “may,” “outlook,” “plan,”
“predict,” “should,” “will,” and similar expressions and their variants, as they relate to Nurix Therapeutics, Inc. (“Nurix”, the “Company,” “we,” “us” or “our”), may identify forward-
looking statements. All statements that reflect Nurix's expectations, assumptions or projections about the future, other than statements of historical fact, are forward-looking
statements, including, without limitation, statements regarding our future financial or business plans; our future performance, prospects and strategies; future conditions, trends,
and other financial and business matters; our current and prospective drug candidates; the planned timing and conduct of the clinical trial programs for our drug candidates; the
planned timing for the provision of clinical updates and initial findings from our clinical studies; the potential benefits of our collaborations, including potential milestone and
sales-related payments; the potential advantages of our DEL-AI platform and our drug candidates; the extent to which our scientific approach, our drug discovery engine,
targeted protein degradation, and degrader antibody conjugates may potentially address a broad range of diseases; the extent animal model data predicts human efficacy; and
the timing and success of the development and commercialization of our current and anticipated drug candidates. Forward-looking statements reflect Nurix’s current beliefs,
expectations, and assumptions. Although Nurix believes the expectations and assumptions reflected in such forward-looking statements are reasonable, Nurix can give no
assurance that they will prove to be correct. Forward-looking statements are not guarantees of future performance and are subject to risks, uncertainties and changes in
circumstances that are difficult to predict, which could cause Nurix's actual activities and results to differ materially from those expressed in any forward-looking statement. Such
risks and uncertainties include, but are not limited to: (i) risks and uncertainties related to Nurix’s ability to advance its drug candidates, obtain regulatory approval of and
ultimately commercialize its drug candidates; (ii) the timing and results of clinical trials; (iii) Nurix’s ability to fund development activities and achieve development goals; (iv) risks
and uncertainties relating to the timing and receipt of payments from Nurix's collaboration partners, including milestone payments and royalties on future potential product sales;
(v) the impact of macroeconomic events and conditions, including increasing financial market volatility and uncertainty, inflation, interest rate fluctuations, instability in the global
banking system, uncertainty with respect to the federal budget and debt ceiling, the impact of war, military or regional conflicts, and global health pandemics, on Nurix’s clinical
trials and operations; (vi) Nurix's ability to protect intellectual property and (vii) other risks and uncertainties described under the heading “Risk Factors” in Nurix's Quarterly
Report on Form 10-Q for the fiscal quarter ended February 28, 2025, and other SEC filings. Accordingly, readers are cautioned not to place undue reliance on these forward-
looking statements. The statements in this presentation speak only as of the date of this presentation, even if subsequently made available by Nurix on its website or otherwise.
Nurix disclaims any intention or obligation to update publicly any forward-looking statements, whether in response to new information, future events, or otherwise, except as
required by applicable law.

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 assumptions and limitations, and there can be no guarantee as to the accuracy or reliability of such assumptions.
Furthermore, while we believe our own internal estimates and research are reliable, such estimates and research have not been verified by any independent source
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(Chen, Sig Trans & Targeted Ther, 2018) (Rahl, CSHP, 2014)

Cancer Type MYCNamp

ngh levels of MYC promote cell grOWth by Alveolar rhabdomyosarcoma 25%
transcriptional amplification of target genes e Neuroblastoma 18-20%
MYCN gene is amplified in subsets of cancers S el 13%
and is associated with poor prognosis Medulloblastoma 5-10%
NE prostate cancer 40%
MYCN is essential for embryonic development, ey ppE—
but not readily detectable in normal tissues Adult — ey
Prostate adenocarcinoma 5%

(Liu, Front Onc, 2021)



Degradation of AURKA Eliminates Scaffolding Function

to Promote MYCN Degradation
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proliferation disrupted

Aurora kinase A (AURKA) functions during
DNA replication, centrosome maturation,
mitotic entry, and chromosome segregation

AURKA is frequently overexpressed and
associated with poor survival in adult and
pediatric cancers

Kinase-independent scaffolding activity
protects MYCN from proteasome-dependent
degradation via FBWX7 ubiquitylation

(Mou, Exp & Mol Med, 2021)
(Otto, Cancer Cell, 2009)



Industry Leading Platform Used to Discover
Orally Active, Brain Penetrant, AURKA Degraders
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Our discovery engine leverages
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automated chemistry, HTP cell
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NRX-4972 potency evaluated in IMR32 cells after 6-hour incubation; AURKA measured by Jess Simple Western and normalized to vinculin as a percentage of DMSQO control.
Proteasome-dependence was evaluated in an MV4-11 AURKA-overexpression HiBIT line; 1-hour pre-treatment of bortezomib, then addition of NRX-4972 for 6 hours.



AAC X )IANNUAL

NRX-4972, AURKA, and CRBN Form a Ternary iz <MEETING

Complex With Strong Positive COOperatiVity APRIL 25-30 | AACR.ORG/AACR2025 | #AACR25
o-f - AURKA (Binary)
5 2 -+ AURKA + CRBN (Ternary)
S -6 254 Positivcla.
= .S Joooperativity Binary Ternary  Cooperativity
§ % * . AURKA AURKA + Alpha
£3 Compound | 1c, nm) CREN |15 i)
o s 75 (IC5o NM)
1004 NRX-4972 [|11.88+0.17| 0.34 + 0.05 366
1 1 1 1
10° 10 10° 10= 101 10° 10 Alpha > 1 indicates positive cooperativity

NRX-4972 (pl\/l) (Alpha = Binary IC./ Ternary IC,)

NRX-4972 was titrated to inhibit binding of a fluorescent probe to AURKA in the presence of either AURKA protein alone or AURKA + CRBN protein (IC50 mean + SD,).
Positive cooperativity (alpha > 1) indicated by NRX-4972 inhibiting probe binding more potently in the presence of AURKA + CRBN compared to AURKA alone.
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NRX-4972 at 50x DC50 = 335 nM, >9,000 proteins detected
AURKA, AURKB, and MYCN are not expressed at detectable levels in human PBMCs



NRX-4972 Selectively Degrades AURKA and
Partially Reduces MYCN in the SK-N-BE(2)
Neuroblastoma Cell Line
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. NRX-4972 exhibited higher plasma, tumor, and brain exposures compared to AURKA inhibitor LY3295668

NRX-4972 has 58% oral bioavailability in mice and moderate clearance (17.5 mL/min/kQ)

Plasma, tumor, brain exposure curves: athymic nude mice implanted subcutaneously (SC) with IMR32 neuroblastoma CDX model were treated orally, single dose (QDx1), n=3 per timepoint
Bioavailability and clearance: C57BL/6 mice were treated with a single dose either intravenously (IV) at 1 mg/kg or orally (PO) at 10 mg/kg



After a Single Oral Dose, NRX-4972 Rapidly
Degrades AURKA Kinase in the IMR32
Neuroblastoma Tumor Model
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NRX-4972 AURKA degrader, single oral dose, 60 mg/kg
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Athymic nude mice implanted subcutaneously with IMR32 neuroblastoma CDX model were treated orally, single dose (QDx1)

IMR32 tumor protein levels measured by Jess Western, normalized to human GAPDH. % remaining calculated relative to vehicle control, n = 2 or 3 per timepoint
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Athymic nude mice implanted subcutaneously with IMR32 neuroblastoma CDX model were treated daily, orally, for 3 days (QDx3)
IMR32 tumor protein levels measured by Jess Western, normalized to human GAPDH. % remaining calculated relative to vehicle control, n = 2 or 3 per timepoint
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Athymic nude mice implanted subcutaneously with IMR32 neuroblastoma CDX model were treated daily, orally, for 3 days (QDx3)
IMR32 tumor protein levels measured by Jess Western, normalized to human GAPDH. % remaining calculated relative to vehicle control, n = 2 per timepoint
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= Studies performed with increased tumor burden to assess activity of early leads and evaluate the
potential benefit of degradation over inhibition

Athymic nude mice implanted subcutaneously with IMR32 neuroblastoma CDX model were treated daily, orally, for 3 or 7 days (QDx3 or QDx7); n = 2 to 5 mice per group
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= Degradation maximizes target coverage and provides superior efficacy
compared to an inhibitor

Athymic nude mice implanted subcutaneously with either IMR32 neuroblastoma or H82 SCLC CDX models were treated daily, orally, beginning on day 1, n = 10 mice per group.
Statistical significance evaluated by either two-way ANOVA (IMR32) or mixed-effects analysis (H82) with Dunnett’'s multiple comparisons post-test.
p value: *<0.05, **<0.01, ***<0.001, ****<0.0001
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= NRX-4972 is a potent and highly selective AURKA degrader

= NRX-4972 penetrates the CNS and has a superior PK/PD profile compared to an AURKA inhibitor

= Three days of daily oral NRX-4972 administration downregulated MYCN and induced DNA damage,
apoptosis, and G2/M arrest more effectively than an AURKA inhibitor in IMR32 xenograft tumors

= NRX-4972 is efficacious in both the IMR32 neuroblastoma and the H82 SCLC tumor models

= NRX-4972 warrants further preclinical assessment of cancer types and therapeutic opportunities
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