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Important Notice and Disclaimers

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,” “intend,” “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 the therapeutic potential of Nurix's drug candidates; Nurix's plans for the clinical development of its drug candidates; the planned timing for the initiation

and enrollment of patients in current and future clinical trials of Nurix's drug candidates; the planned timing for the provision of updates and findings from Nurix's clinical trials; 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 potential benefits of our collaborations, including potential milestone and sales-

related payments; the potential advantages of DEL-AI 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, in vitro potency data, and proteomics data predicts human efficacy; the

timing and success of the development and commercialization of our current and anticipated drug candidates; and our ability to fund our operations into the second half of 2029 or any

other specific date in the future. 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) whether Nurix will be able to advance, obtain regulatory approval

of and ultimately commercialize its current and prospective drug candidates; (ii) risks and uncertainties inherent in the drug discovery and drug development process; (iii) the timing and

results of clinical trials; (iv) Nurix’s ability to fund development activities and achieve development goals, including its obligations under the Nurix-Roche collaboration; (v) risks and

uncertainties relating to Nurix's collaboration partners, including the speed of development of partnered programs and the timing and receipt of payments from Nurix's collaboration

partners, including milestone payments and royalties on future potential product sales; (vi) whether Nurix and Roche will be able to successfully co-commercialize bexobrutideg in the

United States; (vii) the impact on Nurix’s clinical trials and operations of macroeconomic events, including inflation, interest rate fluctuations, financial market volatility, tariff and trade

policy changes, geopolitical conflicts, and pandemics; (viii) Nurix’s ability to protect intellectual property and (ix) other risks and uncertainties described under the heading “Risk Factors”

in Nurix’s Quarterly Report on Form 10-Q for the fiscal period ended August 31, 2026, 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 Nurix’s own internal

estimates and research. While Nurix 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 such sources. In addition, all 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 Nurix believes its own internal estimates and

research are reliable, such estimates and research have not been verified by any independent source.
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Nurix Is a Clinical-Stage Leader in Targeted Protein Degradation with a 
Focus in Oncology and Inflammation
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Brisbane, CA  Headquarters The Woodlands, TX  Second site

Three discovery alliances with Gilead, Sanofi and Pfizer in TPD and DACs, and landmark co-development and co-

commercialization collaboration with Roche for bexobrutideg (BTK degrader) in oncology and autoimmune disease

Ligase Biology Pioneer
Founded in 2009 on E3 ligase science 

from UCSF and UC Berkeley

Integrated R&D
300+ employees spanning discovery 

through clinical development

Clinical-Stage Pipeline
Four programs advancing in the clinic, 

wholly owned or partnered

BTK, Bruton's tyrosine kinase; DAC, degrader antibody conjugate; TPD, targeted protein degradation



Program
Indication / Line of 

therapy
Preclinical

IND 
enabling

Phase 1 Phase 2 Phase 3 Partner

Bexobrutideg
BTK degrader 

Oncology (CLL)

Dermatology (CSU)

Neurology (MS)

NX-1607
CBL-B inhibitor

Solid tumor
Relapsed/refractory

GS-6791/NX-0479
IRAK4 degrader

Potential in RA and AD

SAR448272/NX-3911
STAT6 degrader

Potential in Type 2 
inflammation

BRAF degrader
Pan-mutant wt-sparing

mBRAF Class I/II/III
NSCLC, CRC, mel

Degraders and DACs
Multiple undisclosed
Oncology, I&I

DACs
Multiple undisclosed
Oncology

4

Multiple Programs in the Clinic, Led by Bexobrutideg in Late-Stage CLL

Ongoing Planned 
AD, atopic dermatitis; BTK, Bruton's tyrosine kinase; CLL, chronic lymphocytic leukemia; CRC, colorectal cancer; CSU, chronic spontaneous 

urticaria; DAC, degrader antibody conjugate; I&I, immunology and inflammation; IND, investigational new drug; mBRAF, mutant BRAF; mel, 

melanoma; MS, multiple sclerosis; NSCLC, non-small cell lung cancer; RA, rheumatoid arthritis



Track Record of Success: Partnerships Have Expanded our Clinical Pipeline
All Ongoing Partnerships Provide U.S. Profit Share Opportunities

5 TPD, targeted protein degradation; DAC, degrader antibody conjugate; I&I, immunology and inflammation; BTK, Bruton's tyrosine kinase

Molecular glue and ligase 

discovery

2015

5-target TPD discovery

2019

5-target TPD discovery

2019

Multi-target DAC 

collaboration

2023

Global co-development 

and co-commercialization

2026

NX-1607
CBL-B inhibitor

Nurix-owned; 

discovered on the 

Celgene-enabled 

ligase platform

IN CLINIC

IRAK4 degrader
Partnered with 

Gilead

Phase 1 in 

rheumatoid arthritis 

and atopic dermatitis 

since H1 2025

IN CLINIC

STAT6 degrader
Licensed to Sanofi

Phase 1 in atopic 

dermatitis and asthma 

since Q3 2026

Additional pre-clin I&I 

program licensed

IN CLINIC

DAC programs
Partnered with 

Pfizer

In vitro and preclinical 

proof of concept

PRECLINICAL

Bexobrutideg
BTK degrader 

partnered with 

Roche

Co-development in 

oncology, I&I and 

neurology

IN CLINIC



Roche & Nurix: A Transformative Partnership to Maximize the Value of 
Bexobrutideg
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Accelerating and expanding the potential of bexobrutideg through a shared ambition to 

transform patient outcomes across oncology, immunology and neurology

Co-development and co-commercialization in the U.S. accelerates Nurix’s evolution into a 

fully integrated biopharmaceutical company in major medical markets

G L O B A L  D E V  
C O S T  S P L I T

40/60
Nurix 40%   Roche 60% 

E X - U . S .  
R O Y A L T I E S

Low–High 
Teens

Tiered royalties on 
ex-U.S. net sales

U P F R O N T

$700M
Cash to Nurix at close

T O T A L P A Y M E N T S
U P  T O

$2.3B
Upfront payment plus 

development, regulatory, 
and commercial milestones

U . S .  P R O F I T  
S P L I T

50/50
Equal split of 

U.S. profits & losses



Bexobrutideg: Executing a Robust Clinical Development Plan
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CLL

Chronic 
lymphocytic 
leukemia

DAYBreak CLL-306 | Phase 3 – 2L+ vs Pirtobrutinib 

Planned Phase 3 – 2L Combination 

MCL
Mantle cell lymphoma

WM
Waldenström macroglobulinemia 

Planned Phase 3 – Combination 

Planned Phase 3 – Combination  

DAYBreak CLL-201 | Phase 2 – 3L+ Single Arm

Planned Phase 3 – 1L (best regimen to be determined)

Phase 1b/2 Study – 1L+ Basket Combination Study 

CSU
Chronic spontaneous urticaria

Planned Phase 2 

MS
Multiple sclerosis 

Planned Phase 2 

Trial ongoing

Nurix-Roche partnership 
enables comprehensive 
bexobrutideg development 
across multiple lines of 
therapy and combination 
settings in B-cell 
malignancies and more 
broadly across immunology 
and neurology



Bexobrutideg: Targeted Protein Degradation of BTK with Potential Best-in-Class 
Profile

BTK, Bruton's tyrosine kinase; CNS, central nervous system; MOA, mechanism of action.8

Eliminates both the enzymatic and 
scaffolding activities of BTK

Exquisitely selective degrader of BTK

Active against wildtype BTK and overcomes BTK 
inhibitor resistance mutations

Potential clinical utility across B cell driven diseases

Acts catalytically with unprecedented potency

Crosses the blood brain barrier with clinical 
responses in patients with advanced CNS disease

Degradation removes all functions of BTK unlike 
BTK inhibitors

bexobrutideg



Bexobrutideg Displays Best-in-Class Potency and Selectivity Relative to 
BeOne’s BTK Degrader

Degradation assessed at 24 hours by flow cytometry in human peripheral blood mononuclear cells, gated on CD20+ B cells9
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Comprehensive Healthy Volunteer SAD/MAD Study of Bexobrutideg

BCRP, breast cancer resistance protein; H2RA, histamine-2 receptor antagonist; MAD, multiple ascending dose; P-gp, P-glycoprotein; PPI, proton pump inhibitor; 

SAD, single ascending dose

First-in-human SAD/MAD of the tablet formulation (NCT06717269)

SAD

Single dose
Dose 1 Dose 2 Dose 3 Dose 4

MAD

Once daily for 

14 days

Dose 1 Dose 2 Dose 3 Dose 4 Dose 5

Endpoints

• Safety and tolerability

• Plasma, skin, and CSF PK

• BTK degradation

Food effect

Low-fat and high-fat 

meals vs fasted

Informs: Dosing with 

or without food

Acid reducers

Famotidine (H2RA) 

and esomeprazole 

(PPI)

Informs: Co-use with 

PPIs and H2RAs

Drug interactions

Midazolam (CYP3A), 

digoxin (P-gp), 

rosuvastatin (BCRP)

Informs: Co-

medication guidance

Mass balance

[14C] absorption, 

metabolism and 

excretion

Informs: Elimination 

pathways

Cardiodynamic

QTc assessed across 

the dose range

Informs: Cardiac 

safety labeling



Treatment (NX-5948 Tablets)

Adverse Event

( In ≥ 1 participant across these doses)

Placebo 

QD

(N = 3)

Dose 1

(N = 7)

Dose 2

(N = 7)

Dose 3

(N = 7)

Dose 4

(N=6)

Dose 5

(N=6)

Number of Volunteers With TEAEs 2 (67%) 4 (57%) 1 (14%) 4 (57%) 5 (83%) 2 (33%)

Petechiae 0 (0%) 2 (29%) 1 (14%) 4 (57%) 5 (83%) 2 (33%)

Diarrhea 0 (0%) 1 (14%) 0 (0%) 0 (0%) 1 (17%) 0 (0%)

Dizziness postural 0 (0%) 1 (14%) 0 (0%) 1 (14%) 0 (0%) 0 (0%)

Insomnia 0 (0%) 0 (0%) 0 (0%) 0 (0%) 1 (17%) 1 (17%)

Myalgia 0 (0%) 0 (0%)  1 (14%) 0 (0%) 0 (0%) 1 (17%)

Post lumbar puncture syndrome 0 (0%)  2 (29%) 0 (0%) 1 (14%) 0 (0%) 0 (0%)

Pruritus 0 (0%) 0 (0%) 0 (0%) 0 (0%)  2 (33%) 0 (0%)

Bexobrutideg has been evaluated in more than 500 people, including over 200 healthy volunteers who received 

single- and multiple-ascending doses for up to 14 days across 3 completed clinical pharmacology studies

Well Tolerated in Healthy Participants
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• No MTD reached

• No severe or Grade 3 

adverse events

• Most frequent TEAE 

across all doses was mild 

petechiae

Adverse Events Observed in Multi-Ascending Dose Phase 1 in Healthy Volunteers

Dosed for 14 days

MTD, maximum tolerated dose; QD, once daily; TEAE, treatment emergent adverse event



Cardiac Safety: Concentration-QT Analysis Shows No QTc Prolongation

• No cardio-safety signals were 

observed preclinically in either 

the in vitro (hERG) or in vivo 

(cyno telemetry) studies

• Evaluation of the clinical and 

electrocardiogram (ECG) data in 

oncology Phase 1 trial (NX-5948-

301) did not show evidence of 

QT prolongation 

∆∆QTcF, QT interval double corrected (∆∆) for heart rate using Fridericia’s formula and placebo; 

Solid blue line denotes regression line; blue shaded region denotes 90% confidence interval
12

-40

-20

0

20

40

Healthy Volunteer ECG data

Bexobrutideg concentration

Δ
Δ

Q
T

c
F

 (
m

il
li
s

e
c

o
n

d
s
)

Upper threshold for non-oncology

Steady state clinical exposure 

corresponding to >95% BTK degradation 

in whole blood of healthy volunteers



Bexobrutideg has No Drug-Drug Interaction (DDI) Liabilities as a Perpetrator

• Lack of perpetrator liability toward CYP3A, P-gp, or BCRP supports concomitant use of 

bexobrutideg in polypharmacy settings
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600 mg QD

Bexobrutideg Phase 1a/b (NX-5948-301) Trial Design
Ongoing Phase 1a/b clinical trial in adults with relapsed/refractory B-cell malignancies
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2L+, second line +; BCL2i, B-cell lymphoma 2 inhibitor; BTKi, Bruton’s tyrosine kinase inhibitor; CLL, chronic lymphocytic leukemia; CNS, central nervous system; NHL, non-Hodgkin’s 

lymphoma; QD, once daily; SLL, small lymphocytic lymphoma; wAIHA, warm autoimmune hemolytic anemia; WM, Waldenström macroglobulinemia 

Phase 1a dose escalation (fully enrolled)

CLL/SLL

CLL Phase 1b randomized cohort 1 (fully enrolled; 200 vs 600 mg)

CLL Phase 1b expansion, other cohorts (ongoing; all 600 mg)

Non-C481S BTK 

mutations, prior 

BTKi and BCL2i

Prior non-covalent 

BTKi, no BCL2i

TP53 or 17p 

deletion, 2L, prior 

BTKi, no BCL2i

2L+, prior BTKi, 

no BCL2i

BTKi-naïve 
With wAIHA, 

prior BTKi

With CNS 

involvement, 

prior BTKi

WM/NHL

50 mg QD

100 mg QD

200 mg QD

300 mg QD

450 mg QD
WM

Waldenström 

macroglobulinemia

MZL 

Marginal zone 

lymphoma

FL

Follicular lymphoma

DLBCL

Diffuse large B-cell 

lymphoma

MCL 

Mantle cell lymphoma

CLL/SLL 200 mg QD 

Prior BTKi and BCL2i

CLL/SLL 600 mg QD 

Prior BTKi and BCL2i

50 mg QD

100 mg QD

200 mg QD

300 mg QD

450 mg QD

600 mg QD

NHL/WM Phase 1b expansion cohorts (600 mg)

PCNSL

Primary CNS 

lymphoma



Bexobrutideg PFS and ORR in Relapsed/Refractory Patients (Phase 1a)
PFS remains durable with a median of 22.1 months

CI, confidence interval; CLL, chronic lymphocytic leukemia; CR, complete response; nPR, nodal partial response; NR, not reached; ORR, objective response rate; PD, progressive disease; 

PFS, progression-free survival; PR, partial response; PR-L, partial response with lymphocytosis; SD, stable disease; SLL, small lymphocytic lymphoma
aMedian for PFS by Kaplan–Meier method; bExcludes 1 patient who was not evaluable for response; cObjective response rate includes CR + nPR + PR + PR-L; dTime from treatment start to data cutoff
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Relapsed/refractory CLL/SLL

PFS summary

n=48

Median PFSa, months (95% CI) 22.1 (14.0–NR)

ORR summary

n=47b

ORR, % (95% CI)​c 83.0 (69.2–92.4)

CR 2 (4.3)​

nPR 1 (2.1)​

PR 36 (76.6)​

SD 6 (12.8)​

PD 2 (4.3)​

Median follow-up,d months 

(range)​
22.4 

(16.9–35.7)​
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Censored+

Event-free rate

18 months

55.8%

Data cutoff: 1 Jan 2026



Reduction in Lymph Node Size in Patients Treated with Bexobrutideg
Bexobrutideg demonstrates broad clinical activity including in high-risk patients

ATM, ataxia-telangiectasia mutated; BTK, Bruton’s tyrosine kinase; BTKi, BTK inhibitor; CLL, chronic lymphocytic leukemia; CNS, central nervous system; CR, complete response; 

NOTCH1, neurologic locus notch homolog protein 1; PLCG2, phospholipase C gamma 2; SLL, small lymphocytic lymphoma; SPD, sum of products diameters

Waterfall plot includes patients with measurable lymph node status; mutations were reported at VAF >5%; Patients could have no mutations, a single mutation, or multiple mutations
16
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C481S

C481R

V416L

V416M

T474F

T474I

L528S

L528W

G541V

CNS involvement at baseline

Best response CR

*
‖

* * * *‖ ‖

Phase 1a dose escalation, all doses BTKi-treated and 

BCL2i- naïve
Phase 1b Cohort 5

BTKi-naïve 

(including treatment-naïve)
Phase 1b Cohort 15

Earlier lines of treatment CLL/SLLRelapsed/refractory CLL/SLL

n=45 evaluable

Mutation status

Unavailable

Wild type

Single mutant

Multiple mutant

n=13 evaluable n=18 evaluable

Data cutoff: 1 Jan 2026



DAYBreak Pivotal Phase 2 Single-Arm Study Designed to 
Support Bexobrutideg Accelerated Approval
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600 mg cleared for pivotal studies in R/R CLLFirst patient dosed in October 2025

Key Eligibility

• R/R CLL/SLL

• Triple-

exposed 

(post-cBTKi, 

ncBTKi & 

BCL-2i) Response 

assessment every 8 

weeks until week 24, 

every 12 weeks after

ORR 

per iwCLL as 

assessed by IRC

Response 

assessment & 

survival follow-up

Enrollment

(N= ~100)
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S
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N

Single Arm:

Bexobrutideg orally 

600 mg QD

Primary 

efficacy 

endpoint

Safety follow-

up

r/r CLL, relapsed or refractory chronic lymphocytic leukemia; ORR, objective response rate; iwCLL, International Workshop on CLL; IRC, Independent Review Committee; QD, 

once daily; SLL, small lymphocytic lymphoma; cBTKi, covalent BTK inhibitor; ncBTKi, non-covalent BTK inhibitor; BCL-2i, BCL-2 inhibitor
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DAYBreak Phase 3 Trial Positions Bexobrutideg for 
Full Approval
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Stratified by high-risk genetic 

features and prior lines of therapy

Note: Final design pending regulatory feedback

r/r CLL, relapsed or refractory chronic lymphocytic leukemia; PFS, progression-free survival; iwCLL, International Workshop on CLL; IRC, Independent Review Committee; QD, 

once daily; SLL, small lymphocytic lymphoma; cBTKi, covalent BTK inhibitor

R 
1:1

Dual efficacy 

endpoints

Enrollment

(N= ~620)

PFS & ORR

per iwCLL as 

assessed by IRC 

(superiority)

Response 

assessment 

& survival 

follow-up

Arm A:

Bexobrutideg 600 mg oral QD

Key Eligibility

• 2L+ R/R 

CLL/SLL

• Prior cBTKi

Arm B:

Pirtobrutinib

Safety follow-up

Single trial strategy to support 

global approval and establish 

superiority of degrader 

mechanism of action

Designed to evaluate superiority 

to latest approved BTKi, 

pirtobrutinib

First patient enrolled in August 

2026



NX-5948-203: Phase 1b/2 Combination Study to Address Emerging 
Treatment Standards and Potentially Earlier Lines in CLL

19 CLL, chronic lymphocytic leukemia; SLL, small lymphocytic lymphoma; ORR, objective response rate; QD, once daily; RP2D, recommended Phase 2 dose

Strategy provides potential path to 1L CLLCombination regimen of bexobrutideg + BCL-2i 

maximizes 2L market share opportunity
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Bexobrutideg + venetoclax

Cohort 1: 2L+ CLL/SLL

Bexobrutideg + venetoclax + 

rituximab

Cohort 2: 2L+ CLL/SLL

Bexobrutideg + venetoclax + 

obinutuzumab

Cohort 3: 2L+ CLL/SLL

Additional cohorts:

Exploring additional 

combinations

RP2D

Primary 

efficacy 

endpoint

ORR 

per iwCLL as 

assessed by 

IRC

Safety 

follow-up

Response 

assessment 

& survival 

follow-up

RP2D

Phase 1b:

Safety run-in

450 mg QD & 

600 mg QD

N = minimum of 

3 at low dose 

and 6 patients 

at high dose

Phase 2:

Cohort 1-3 

expansion

N = ~20 

patients per 

cohort

Bexobrutideg + venetoclax 

+/- obinutuzumab

1L+ CLL/SLL Cohort 4-5



Bexobrutideg: A Differentiated BTK Degrader with a Clean Safety Profile

>500 people dosed with bexobrutideg  |  >200 healthy volunteers and >320 patients with B-cell malignancies

Potent, selective BTK degrader

Active against wild-type BTK and BTK inhibitor resistance mutations

Well tolerated

Most TEAEs mild and unrelated; no serious or Grade 3 AEs; no bleeding signal beyond mild petechiae

Clean cardiac safety profile

No QT prolongation liability, supported by healthy volunteer, nonclinical and CLL patient ECG data

No drug-drug interaction liabilities as a perpetrator

Concomitant dosing of most approved drugs with bexobrutideg is feasible

No evidence of liver toxicity

No clinically significant LFT abnormalities; no DILI or Hy’s law cases in >320 patients
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