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Item 7.01. Regulation FD Disclosure.

Nuvation Bio Inc. (the “Company”) intends to conduct meetings with securities analysts, investors and others in connection with the 40th Annual J.P.
Morgan Healthcare Conference beginning on January 10, 2022. As part of these meetings, the Company intends to utilize the corporate slide presentation
furnished with this report as Exhibit 99.1.

The information in this Item 7.01 is being furnished, not filed, pursuant to Regulation FD. Accordingly, the information in Item 7.01 of this report will not
be incorporated by reference into any registration statement filed by the Company under the Securities Act of 1933, as amended, unless specifically
identified therein as being incorporated therein by reference. The furnishing of the information in this report is not intended to, and does not, constitute a
determination or admission by the Company that the information in this report is material or complete, or that investors should consider this information
before making an investment decision with respect to any security of the Company.

Item 9.01. Financial Statements and Exhibits.

(d) Exhibits.

Exhibit No. Description

99.1 Corporate Slide Presentation, dated January 10, 2022

104 Cover Page Interactive Data File (embedded within the Inline XBRL document)



SIGNATURES

Pursuant to the requirements of the Securities Exchange Act of 1934, as amended, the registrant has duly caused this report to be signed on its behalf by the
undersigned hereunto duly authorized.

NUVATION BIO INC.

Date: January 10, 2022 By: /s/ Jennifer Fox

Name: Jennifer Fox
Title: Chief Financial Officer



A
A : :
.@ Nuvation Bio
L A 4




Forward looking statements

Certain statements included in this presentation (this “Presentation”)that are not historical facts are forward-looking statements for purposes of the safe harbor provislons under
the United States Private Securities Litigation Reform Act of 1955, Forward-locking statements are sometimes accompanied by words such as "believe,” "may,” "will " “estimate,”
“continue,* "anticipate,” "intend, * “ewpect, ® "should " “would," "plan, " *predict, " "potential * "seem," “seek, " "future, " "outlook” and similarexpressions that predict or indicate future
events or trands or that arg not statemants of historical matters, These forward-looking statemants include, but are not limited to, statements regarding Misvation Bio's business
strategles, cash resources, current and prospective product candidates, the potentsaltherapeutic benefit of Muvation Blo's product candidates, the expected timing of regulatory
filings and clearance and dinical trial dose selection, initiation and data presentation, as well as the petential for market scceptance of any approved praducts and the related market
opgortunity. Thesestatements are based on various assumptions, whether or not identifiedin this Presentation, and on the current expectations of the management team of
Muyvation Bio and are not predictions of actual performance, Actual events and circumstances, many of which are beyond Muvation Bio's contral, are difficult orimpossible to predict
and may cause actual results to differ materially from those anticipated by these forward-looking statements. Factors that could cause or contribute to swch differences include, but
are not limited to, the inherent uncertainty associated with pharmaceutical product developmentand clinical trials; the risk of unexpected emergence of adverse events ar other
undesirable side effects; delays in cdinical trials due to difficulties or delays in the regulatory process, enralling subjects or manufacturing or supplying product for such clinical trials;
disruptions to normal business operations relating to the COVID-1g pandemic; the risk that Muvation Bio will be unable to successfully market or gain market acceptance of its product
candidates; the risk that Muvation Bio’s product candidates may not be beneficial to patients or successfully commercialized; the risk that Muvation Bio has overestimated the size of
the tanget patient population, their willingness to try new therapies and the willingnessof physicians to prescribe these therapies; and developmentsin the competitive landscape.
The ricks and uncertainties facing Muvation Bio are discussed more fully in its Cuartery Report on Form 10-0 filed with the SEC on Movember 10, 2021, under the heading “Risk
Factors,” and other docurments that Nuvation Bio has filed or will file with the SEC. There may be additional risks that Nuvation Bio does not presently know, or that Nuvation Bio
currantly balieves are immaterial, that cowld 2lso cause actual results to differ from those anticipated by the foraard-loeking statements. In addition, forward-leoking staternants
reflect Muvation Bin's expectations, plansor forecasts of future events and views only as of the date of this Presentation. Muvation Bio anticipates that subsequent events and
developmants will cause its assessmants to change. Howewver, while Muvation Bio may elect to update these forward-leoking statements at some pointin the future, Muvation Bio
specifically disclaims any obligationto do so
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Recent accomplishments and potential 2022 milestones

=

Recent Accomplishments

First patient treated with NUV-422 in high grade
glioma (HGG) trial in December 2020

Dose escalation angoing in Phase 1 study in High Grade
Gliema (HGG), breast and prostate cancer

IMD accepted for advanced Beast Cancer (aBC) Phase
1b combination study with fulvestrant and NUV-4 22

IMD accepted for metastatic Castration-Resistant
Prostate Cancer (mCRPC) Phase 1b combination study
with enzalutamide and NUV-422

Fast track designation granted for NUV-422 in HGG

Weea clinical development candidate, NUV-g6g,
declared

Bioavailable Drug-Drug conjugate (DDC) candidate in
lead optimization

Potential 2022 Milestones

= l|dentify Recommended Phase 2z dose (RP2D) for NUV-423:

Initiate Phase 2 monotherapy dose expansion cohorts
in recurrent Glioblastoma (rGEM), aBC and mCRPC

Initiate combination Phase 1b studies in aBC and
mCRPC

# Present initial data from Phase 1 NUV-422 dose escalation

study

= Acceptance of IND for BETi MUV-868 and treatment of first
patient in NUY-B68 Phase 1 study in advanced solid tumors

= Submit Wee1 IND
~ DDC Clinical Candidate Selection

= AzA Clinical Candidate Selection
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Nuv-422 selectively targets CDK2 in addition to CDK4/6 and may

prevent or reverse resistance

CDKz2 Drives Resistance to CDK4/6 Inhibitors CDKNzA Deletion or alterations commonly
Drive Cancer growth Through CDKz2/4/6
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CDK2/4/6 inhibition that avoids CDK1 may be associated with better

efficacy and tolerability
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l EFFICACY
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NUV-422-02 phase 1/2 monotherapy study

PHASE 1 Dose Escalation
PRIMARY OBJECTIVE: safety, tolerahility, RFzD

HGG, HR+/HERz-aBC, and mCRPC

Including Surgical Substudy in rGBM,
and Dose Backfill*

Phase 1 Dose Escalation Data By Year End
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PHASE 2 in Multiple Tumor Types
PRIMARY OBJECTIVE: efficacy

Isocitrate dehydrogenase wild-type

glioblastoma (IDHwt) rGBM
COHORT 1: Upto g0 pts with measurable disease

HR+/HERz- aBC POST CDK4/6i

COHORT 2: Up to 4o pts with measurable disease
COHORT 4: Up to 4o pts with active brain mets

mCRPC POST ANDROGEN
RECEPTORTHERAFY (AR) &

TAXANE
COHORT 3: Up to 40 pts with measurable
diseasa or rising P54
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CDKN2A deletion and CDK2 overexpression associated with worse

survival in primary high-grade gliomas

CDEM2A Deletion is Associated CDKz2 Expression |s Associated With Lower
With Worse Survival* Overall Patient Survival?
100 = -
- cDK2"" (n = 20)
75 = % 80 — CDK2'"(n=21)
5 60
8 50— i
1)
-4
% &
p=0,0262
o— 2 p=0714 0 - r . J
! ! I | o 20 40 60 80
0 40 B0 120 Months

Months

w e CDERM2A - with MVP ard o0 nedrosis
Emm—

mwmr COREM2A WL with BVP ard o r
Fl  CDKMN2A wt without MYP and or necrosi
A



NUV-422 is superior to standard of care temozolomide in xenograft

model of GBM
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NUV-422-02 rGBM monotherapy phase 1/2

PHASE 1 Dose Escalation
PRIMARY OBJECTIVE: safety, tolerability, RP2D

HGG, including rGBM PHASE 2 Dose Expansion
PRIMARY OBJECTIVE: efficacy; ORR & DOR

L IDHwt rGBM CDKNzA known status
Up to 40 patients

Dose Escalation & Dose Backfill

Surgical Substudy: rGBM

PRIMARY OBJECTIVE: PK of NUV-422 in
resected tumor tissue
Up to 30 patients randomized (2:1)

Phase 1 Dose Escalation Data By Year End
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NUV-422 inhibits growth of palbociclib-resistant ER+ breast cancer

cells with high CDK2/Cyclin E

Cyclin E predicts resistance to palbociclib
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MUWV-422 has similarly strong potency in
palbociclib-sensitive and palbociclib-resistant cells

Cyclin Ea
Falkas Palbak

; Cempound Palbociclib-sensitive  Palbociclib-resistant

—— cells cells
ChKz : .
PalicS Palbot Cisplatin 11580 10070
N— Palbociclib 288 1401
NUY-422 229 325
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NUV-422 shows activity across ER+ breast cancer xenografts

ER+ breast cancer xenograft

e
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ER+ CDK4g/6 inhibitor and fulvestrant
resistant patient derived breast cancer
xenograft harboring an ESR1 mutation
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NUV-422-02 2L+ aBC monotherapy phase 1/2

PHASE 1 Dose Escalation PHASE 2 Dose Expansion
PRIMARY OBJECTIVE: safety, tolerability, RP2D PRIMARY OBJECTIVE: efficacy; ORR & DOR

HR+fHERz- aBC POST CDK4/6i
COHORT 2: Up to 40 pts with measurable disease

HR+/HERz- aBC 2L+

Dose Escalation & Dose Baclfill HR+/HERz- aBC with ACTIVE BRAIN

METS POST CDKg/6i
COHORT 4: Up to 40 pts with measurable brain lesion

Phase 1 Dose Escalation Data By Year End
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NUV-422-03 phase 1b/2 aBC study NUV-422 in combination with

fulvestrant

Randomized Phase 2
HR+/HERz- aBC with prior CDK4/6i

Phase 1b Safety Run-in = Primary Endpoint: ORR
HR+/HERz- aBC
Primary Endpoint: Safety; RP2cD ' MNUY-422 + Fulvestrant =
Stage 1: Stage 2: Expansion:
[ 20 pts ¥ -5o pts | Upto1oo pts
[ ¢
|'&
HR+/HERz- aBC with prior | ﬁ o =
CDK4/f6i E .
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I'E " Uptesopts
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. Fulvestrant monotherapy
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Additional xenograft data suggests broad potential for NUV-422 in

endocrine-independent breast cancer

Tumor Volume
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Advanced prostate cancer is associated with CDK2 overexpression

Role of CDK2/4/6 in mCRPC

CDK 2z expression increases
with progression of prostate
cancer and is associated with

Warse prognosis?
CDK2 can phosphorylate
and activate AR3

Ty

' Brighd et al, 202z; Schiewer et al, 2032
Wi, ot al zpal
e’ tlorda et al, 28]

Overexpression of CDKz
is associated with high
probability of recurrence®

Critical role of CDK2 as an
escape mechanism for G1/S
cell cycle targeting provides
rationale for targeting CDK2
in addition to CDK 4 /6



NUV-422 causes tumor regression in an enzalutamide-resistant patient

derived prostate tumor xenograft

Individual animal tumor volume
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NUV-422 shows activity in a prostate cancer model resistant to standard of care

Prostate cancer ARV-7 xenograft that is resistant to
standard of care anti-androgen therapies
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NUV-422-02 mCRPC monotherapy phase 1/2

PHASE 1 Dose Escalation PHASE 2 Dose Expansion
PRIMARY OBJECTIVE: safety, tolerability, RP2D PRIMARY OBJECTIVE: efficacy; ORR & DOR;
PSA Decline

Recurrent/Refractory mCRPC mCRPC POST AR & TAXANE
COHORT 3: Up to 4o pts with measurable
3 : di rlsing PSA
Dose Escalation & Dose Backfill ZeselidiniL

Phase 1 Dose Escalation Data By Year End
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NUV-422-04 phase 1b/2 study in mCRPC: NUV-422 combination with

enzalutamide

Phase 1b Safety Run-in
mCRPC
Primary Endpoint: Safety; RPzcD

mCRPC with prior
abiraterone acetate

NUWV-422 Dose Escalation +
Enzalutamide (SOC Dose)

Phase 1b Initiation Mid-2022

SRR RPzcD: Recarmmended Phase @ Cambination Dode
¥ s FUL: Fulvestrant
LT Orwerall Cohort includes Measurable and Unmeasurable mCRPC

Phase 2
mCRPC: Measurable & Unmeasurable Disease
Primary Endpoint: ORR; PSA Response Rate

Overall Cohort

MUY-422 RP2cD

+ Enzalutamide
{n=20)

|

If 20-patient assessment provides preliminary evidence of efficacy
with favorable benefitjrisk after SponsorfIDMC review

| |

Measurable Disease Subcohort Overall Cohort
Expand to a minimum Expand to a minimum
of 20 patients of g0 patients
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BET: Bromodomain and extra-terminal motif proteins

-

BET are a family of proteins (e.g., BRD4) with two bromodomains (BD1 and BD2)

BET family of proteins have critical biological functions and are found to be altered in many human cancers?

BET proteins play a critical role in gene transcription

To date, BET inhibitors have largely focused on targeting both BDa and BDz2

MNon-selective BD1/z2-inhibitors in development have been associated with tolerability issues, potentially due to BDa
inhibition?

Several BET inhibitors have advanced to clinical studies, but development has been limited due to PK, toxicity, or
lack of efficacy+

Potential strategies to overcome development challenges include investigating BET inhibitors in combination and
developing BET inhibitors with BD2 selectivity

Taniguchi, 2026

2 Bechier ard Schoffski, 7020
Famwe et & 2020

“5un et al, 2oz1



BET: Bromodomain and extra-terminal motif proteins

BET are a farily of proteins with two bromedermains (BD1 and BDz2) _ Bﬂﬂh ﬁfﬂnh'r"
BET proteins can induce the expression of a number of encogenes, _ Selectivity
including MYC - an oncogene that cannot be targeted directly with a _—“

drug

Todate, BET inhibitors have largely focused on targeting both both
domains (BD1 and BDz2)

Mon-selective BD1/2-inhibitors in development have been associated CPl-oB1ot ““
with tolerability issues, potentially due to BD1 inhibition?

MNUV-868 is a highly selective BDz vs BD1 BET inhibitor

Selective BDz vs BDa inhibition can potentially imprave telerability
but has been difficult to achieve

Selective BDz inhibitors have the potential to black many
oncogenes, including c-rmyc
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NUV-868 inhibits tumor growth by down regulating tumor promoting

genes BCL-2 and MYC and up regulating tumor suppressor Hexim-1

Pharmacodynamic Markers AML CDX AML CDX
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High selectivity for BD2 over BDa significantly reduces the gut toxicity

observed with other nonselective BET inhibitors

ABBV-075 (Dual BD1/BDz2) NUV-868 (BDz Selective) May Avoid Gl Toxicity

Vehicle ABBV-o75
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Vehicle MNUY-868
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«  Treatment of mice for 20 dayswith BD2 selective compound MUV-
B68 shows na evidence of goblet cell Inss

® A non-selective inhibitor (ABBV-a75) leadsta
marked reduction in rat small intestine goblet cells*
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NUV-868 causes tumor reductions in an enzalutamide-resistant

patient-derived prostate cancer xenograft model

Enzalutamide-resistant prostate cancer xenograft
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BET inhibitors (BRD4) cause sensitization of HR-proficient cancers to

PARP-inhibitors

SCIEMCE TRANSLATIONAL MEDICINE | RESEARCH ARTICLE

CARCIE

Repression of BET activity sensitizes homologous
recombination-proficient cancers to PARP inhibition
Lis Vg, '* 'h’nuuu Thasg,"* Wbl Shan.'" Thoagyl Hi," B Veas," Engfany L'
Tm'l'm. hnnhhm"mnl’n‘ anuu“mmﬂu."thTnm.
¥i Fan," Qikeng Huang.® Mathleen Mantane,” Chi V. Dang " Lin Thasg ™"

Oancer Call

BRD4 Inhibition Is Synthetic Lethal with PARP
Inhibitors through the Induction of Homologous
Recombination Deficiency
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BET romodomain inhibition synergizes with PARP inhibitor in
eplthalial ovarlan cancer
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Combination of NUV-868 + olaparib increases double stranded DNA

breaks (yH2AX) in an HR-proficient ovarian tumor model

HR-proficient ovarian cell line xenograft
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Weea inhibitors increase the efficacy of DNA-damaging therapies by

forcing cancers to replicate before they can repair their DNA

TUMOR GROWTH

Tumors activate their Weea checkpoint to:

Wee1 Checkpaoint

replication
darmaged D&

re-initiate growth

DA damaging therapies
by forcing replication of
damaged DNA

Wee1 Checkpoint ~
1
¥

Bl

REPLICATING DAMAGED DNA CAUSES CELL DEATH

Wee1 inhibitors may potentiate any therapy that causes
DMA damage (chemotherapy or radiation)
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NUV-569's Highly Potent and Selective profile = less toxicity

ompond | wees DGR ccc
7

NUV-569 687 2362
AZDay7s 4 5 251
IC, M)
MUV-56g is highly potent against Weea
PLK1 is a ubiguitous but avoids PLK1 unlike AZD1775
cell kinase that may be i
responsible for gut and 10X reduced potency en rat gut epithelial
bone marrow toxicity cells (IECE), relative to AZDagys, suggests
these new compounds have significantly

improved tolerability
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NUV-569 synergizes with SOC gemcitabine in pancreatic cancer cells

and carboplatin in breast cancer cells to enhance cancer cell death

Pancreatic Cancer Cell Lines Breast Cancer Cell Lines
Cell inhibition (%) Cell inhibition (&)
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NUV-569 further enhances cancer cell death in combination with both

gemcitabine and radiation

Pancreatic Cancer Cell Line
Cell inhibition(%)
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NUV-569 synergizes with SOC carboplatin and gemcitabine to inhibit

tumor growth in breast cancer xenografts
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Drug-Drug Conjugate
(DDC) Platform

Solid Tumaors




The drug-drug conjugate (DDC) platform is a potentially revolutionary

advance beyond ADCs

Antibody-Drug Conjugates - Drug-Drug Conjugates

¥ Improves therapeutic index vs,
untargeted warhead

v Tisspe-selective targeting
improves therapeutic index vs,

= IV delivery untargeted warhead

= Limited to cell-surface targets ¥ Oral or IV delivery

Binds intracellular and cell

% Complex and expensive
mernbrane targets

manufacturing
*  Highly cell permeable

¥ Simpler and less expensive to
manufacture

Antibody-Drug “
Canjugate
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DDCs are designed to bind TWO different targets simultaneously

TWO SEPARATE DRUGS/TWO SEPARATE TARGETS

Drug Target X

Drug X

Fuse Binding Domains
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NUV-1156 is a novel drug-drug conjugate that targets AR and PARP

TWO SEPARATE DRUGS/TWO SEPARATETARGETS

Fuse Binding Domains

— fpe—

PARP AR
Lynparza:
olaparil Ll (enzalutamioe)
PARP Inhibitory Warhead AR Targeting Small Molecule
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NUV-1156 targets high AR-expressing tissue like prostate cancer and

avoids low AR-expressing tissue like bone marrow and Gl tract

SCORE
High

Medium

Low  Low AR expression in gut and bane marrow,
the argans most affected by PARP tosicity

Mot
Detected

Testis
Prostate
Epididyrmis
Seminal Vesicle
Fallopian Tube
Breast
Cervix, Uterine
Endometrium

Small Intestines
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NUV-1156 DDC potently kills prostate cancer cells resistant to current

standards of care

CELL PROLIFERATION
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NUV-1156 is >100-fold more potent at inhibiting cell growth in prostate

cancer 22RV1 cells than in IEC6 gut epithelial cells

Approved PARF inhibitors
have high rates of Gl
toxicity
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Unlike current PARP inhibitors, NUV-1156 kills HR-Deficient and HR-

proficient cancer cell lines with equally high potency

=N

el inhibition {Cgon'v)

HR-Deficient Cell Lines
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ER protein expression is limited to female sex organs; Low ER expression

in sites of PARP-related toxicity like bone marrow and Gl tract

Lo ER expression i gut and bane marmow,
tha organs mast affected by PARP toxicity
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NUV-1176, an ER-targeted DDC, potently kills both HR-D and HR-P

ER+ breast cancer cells without killing healthy gut epithelial cells

Cell Growth Inhibition
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NUV-1511, a DDC derivative of a widely used chemo agent, suppresses

prostate and breast cancer growth in xenografts

Prostate Cancer CDX ER+ Breast Cancer CDX

Tumor Volume Tumor Volume

Vehicle
Wehicle

Cherng

Tumsar vialumi (mme)
Tumor Vialurme {mimd)

HMUV-1511 dose regime 1
Ela . = T ik N UY-1£11 dose regime 2 MUW-1511 dose regime 1
LN-1511 diose regime 2
a 7 oy I 2B 35




Adenosine
Antagonist
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NUV-1182, an A2A adenosine receptor inhibitor, boosts immune

function and may enhance the efficacy of 10-targeted therapies

© NUWV-118z targets the AzA adenosine receptor

=

AzA adenosine receptor plays multiple critical
roles in human physiology and
pathophysiology including anti-cancer
immunity

Accumulation of adenasine in the tumor
microenvironment may be a critical factor in
limiting the activity of currently available
immune-oncology drugs, including anti-
PD1/PD-L1 drugs and anti-cancer chimeric T
cells.

Targeting A2A may overcome this blockade,
leading to improved anti-cancer activity in
tumors which are resistant to immuno-
oncology drugs and T cell therapies.

NUV-1182 is a potent and selective
AzA vs A1 adenosine receptor inhibitor

~20 ~7 -3 -1 ~3 -3

AR
binding

A1 binding >300
AzA

Selectivity ~20

(A2i /A1)

AzA cAMP
{40 nM
MECA)

=100

>100 >10 -2 10 =200
~15 ~10 ] ~& =75
=50 >10 >10 >10 >50



Nuvation A2A inhibitors increase the anti-tumor activity of immune

checkpoint inhibitors in an in vivo melanoma xenograft model

Tumor Volume
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Upcoming Milestones
& Summary
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Broad wholly-owned pipeline leveraging and improving upon validated
drug mechanisms heading into multiple clinical trials/indications

Pragram ¥ an al b ) Anticipaled M

. Phase 3 Dose Escalation Data by Waar End 2023; Fhase 2
Glicblastama Reurment G2 Initiatian by Year End toa
2L = aB{ Mono Phase z Initiatian by Year End 202z
-Enm:!tr 2L+ SBL ?-;::‘: Fhase 2 Initiston by Year End 20232
EBK /56 HLV-g22 Ao
?Fnjl-?\.-l‘e;ranil Phase ab Bitiatian Mid-z20232
miCRFC Mono Phase z Initiation by ¥ear End 203z
Prostate
Cancer
mCRPC + Enza Phase ab bnitiatian Mid-2022
BET HW—H‘ Advanced Sold Tumers Phase a Initiatien Mid-z022
WEE1 w Advanced Sold Tumors IND Subsmession by Year End 3033
Adenosine * A S L = e :
At i h.ﬁ\ Advanced Solid Tumars with 1O Chnical Candidate Selection by 'Wear End 2022
Drug-l:ltug
Conjugate (DOC) Do Solid tumoes Chnical Candidate Selection by Year End 1023
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Upcoming catalysts across multiple programs

Initiate Phase Initiate Phase Phase 2 Mono

Phase 1 Dose Initiationfor  Present First Efficacy Data from
COK24i5:: 1bcombo sty --+b comno sy, e ovanData.  rGE; HitkaBr; High-grade Glioma trial
in HR+ aBC in mCRPC 2% MCRPC

Azh Clinical Candidate Selection

DDC Clinical Candidate Selection
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Experienced Biotech
Leadership Team

Founded in 208 by Dr. David Hung, previously the
founder and CEO of Madivation and succassful
developer of major oncology drugs (XTANDI &
TALZEMNMA)

Best-in-class Drug Candidate
Profiles Leveraging and Improving
Validated Drug Mechanisms

Potential for better efficacy and tolerability
Mechanisms that target multiple tumor types

Potential for accelerated approval pathways

Committed team tackling the greatest unmet needs in oncology

Broad Wholly-Owned Pipeline

3 INDs cleared for MUV-423, a CDK2/4/6 inhibitor, with
ongoing studies in brain, breast and prostate cancer

MUV-B68, & BD2 selective BET inhibitor, entering the clinic
for solid tumers

Muv-5hg, a selective Weed inhibitor, declared a clinical
candidate

Az# and DDC candidates advancing

Comprehansive IP protection

Strong Cash Position
-576¢ million as of Decamber 2021
Enables a world-class drug development tearm to rapidly

pursue clinical development of multiple portiolio
therapeutic candidates



