Determined to realize a future in which people with
cancer live longer and better than ever before
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Forward-looking statements disclosure

This presentation contains forward-looking statements within the meaning of the Private Securities Litigation Reform Act of 1995. Words
such as "may," "will," "expect,” "plan,” "anticipate” and similar expressions (as well as other words or expressions referencing future events or
circumstances) are intended to identify forward-looking statements. All statements other than statements of historical facts contained in
this presentation, including statements regarding future operations, financial results and the financial condition of Syndax Pharmaceuticals,
Inc. (“Syndax” or the “Company”), including financial position, strategy and plans, the progress, timing, clinical development and scope of
clinical trials and the reporting of clinical data for Syndax’s product candidates, and Syndax’s expectations for liquidity and future
operations, are forward-looking statements. Many factors may cause differences between current expectations and actual results, including
unexpected safety or efficacy data observed during preclinical or clinical studies, clinical site activation rates or clinical trial enrollment
rates that are lower than expected, changes in expected or existing competition, failure of our collaborators to support or advance
collaborations or product candidates and unexpected litigation or other disputes. Moreover, Syndax operates in a very competitive and
rapidly changing environment. Other factors that may cause our actual results to differ from current expectations are discussed in Syndax’s
filings with the U.S. Securities and Exchange Commission, including the “Risk Factors” sections contained therein. New risks emerge from
time to time. It is not possible for Syndax’s management to predict all risks, nor can Syndax 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 statement. In light of these risks, uncertainties and assumptions, the forward-looking events and circumstances discussed in
this presentation may not occur and actual results could differ materially and adversely from those anticipated or implied. Except as
required by law, neither Syndax nor any other person assumes responsibility for the accuracy and completeness of the forward-looking
statements. Syndax undertakes no obligation to update publicly any forward-looking statements for any reason after the date of this
presentation to conform these statements to actual results or to changes in Syndax’s expectations.




Syndax pipeline addresses key areas of unmet need in cancer

Entinostat SNDX-5613 Axatilimab
Class |

e Menin Inhibitor anti-CSF1R mAb
HDAC Inhibitor Leukemias Chronic GVHD

Breast Cancer

Targeting endocrine - Targeting acute - Targeting macrophage
therapy resistance in leukemias driven diseases

HR+ met breast cancer Ph 1 data provides  Clinical POC for chronic

Ph 3 data expected 2Q20 initial clinical GVHD achieved

Potential approval 2Q21 evidence of efficacy

- Ph 1/2 data expected
Ph 1 data expected 4Q20
4Q20

Syndax >



Phase 3 E2112: Focused on
overall survival

E2112 Trial Assumptions

...................................................

E2112: Exemestane +/- entinostat 80% power to detect HR = 0.75

............................................................................................................

Exemestane

)” + entinostat Minimal HR detectable = 0.82

(n=300)
Advanced HR+ Equates to a clinically meaningful

HER2- BC following . . _ . .
SOC progression risk reduction and ~5 mo mOS benefit

............................................................................................................

DEUENENE

) 3 3 2 + placebo

(n=300) 2Q20: Final OS analysis anticipated

Primary endpoint: 0S IR

A positive OS result allows filing for full

TIONAL
CER regulatory approval
INsTiTuTE  Syndax 3 ECOG-ACRIN S y app
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Blockbuster potential as 2"9/3"d line agent

Leading treatment options - HR+, HER2- advanced breast cancer

1st line 2nd/3rd/4th lipne

hormone Tx hormone Tx L

Anastrozole or Anastrozole, Faslodex +/-
letrozole +/- CDK 4/6 inhibitor or
CDK 4/6 inhibitor Afinitor-exemestane

Capecitabine,
gemcitabine, eribulin

34,000 pts

Entinostat-exemestane
target population

U.S. commercial launch preparation underway

Source: Kantar 2019 Breast cancer Epidata; IQUVIA Monthly treatment report (2018)




Recent market research with U.S. and EU physicians demonstrated
favorable reaction to entinostat TPP

Attribute Key Feedback

Indication * High unmet need in 2L, especially after CDK 4/6 treatment

Mechanism » Re-sensitization to endocrine therapy seen as positive,
of Action providing rationale for other entinostat -- ET combinations

* OS benefit viewed as most important efficacy measure;

Efficacy « Positive QoL benefit could offset smaller PFS benefit

Route of

— : » Oral administration reduces cost and burden of hospital visits
Administration

Safety &

s * AE profile viewed as favorable vs SOC and alpelisib
Tolerability

Source: 2019 HR+/HER2- breast cancer Physician market research
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SNDX-5613: Breakthrough Science
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Projecting pre-clinical PK/PD to
target clinical exposure

Target PK Profile Requirements

Maintain steady state levels above ICy;
(~600 ng/mL) for most of dosing
interval

Maintain C_. level above
projected ICy, (~300 ng/mL)

Minimum 24 h AUC of
~30,000 ng*h/mL

Concentration, ng/mL

Steady State Plasma Levels

100007

1000+

1004

1 1 1 1 1 1
6pm 10pm 2am 6am 10am 2pm
Time of Plasma collection

DOSE STRENGTH AVE CONC AUC, ,,
% ng/ml ng*hr/ml
0.025 203 4900
0.05 573 13700
0.10 1425 34200

0.20 2713 65100




Patient #2: 226 mg PO q12h

Patient Characteristics
Gender, Age Female, 69 yr old

Day 8 C_.. = 3030 ng/mL

Diagnosis Refractory MPAL Day 8 est. AUC, ,, = 93,900 ng*h/ml
Mutational MLL-TET1 fusion 100005
status FLT3 ITD g 3000 f\‘\.\Q ----------
G © _
Prior lines of 2 (chemo, gilteritinib) é = 10004
therapy z < ] i ICys
«— & 3004 ICq0
SNDX-5613 dose 226 mg PO q12 h °a :
S5 1001
e 7 ;
DLT period No DLTs; Grade 2 QTc BT 30
- resolved with dose § B '
reduced to 113 mg B 103 | e Subject 2 (226 mg BID) Day 1 and Day 8
q12h 3_:
Day 28 CRi; beyond DLT ——
response period has improved 0 4 8 12 0 4 8 12
to CR while on Time (h) C1D1 Time (h) C1D8 (or C1D17)

reduced dose

CR = Complete response, CRh = Complete response with partial hematologic recovery,
CRi = Complete response with incomplete hematologic recovery




AUGMENT-101: Phase 1/2 trial of SNDX-5613, in patients with
acute leukemia

Phase 1: Dose escalation

Accel. titration into 3+3 design; 28-day cycle
Endpoints: Safety, PK, RP2D

Phase 2: Expansion

Adult MLL-r ALL

Adult MLL-r AML

Patients
with R/R
acute
leukemias*

Adult NPM1 mut AML

Primary endpoint:
CR Rate (CR + CRh")

>
>
>
>
3
>
>

Arm A = patients not on a strong CYP3A4 inh. Arm B = patients on a strong CYP3A4 inh.

* Unselected population; * CR = Complete response, CRh = Complete response with partial hematologic recovery; MLL-r - mixed lineage leukemia rearranged; NPM = nucleophosmin

Syndax >



Axatilimab: CSF-1R mAB with
potential best-in-class profile

...................................................

< ’ Axatilimab Phase 1 MAD data presented at
AACR Virtual Meeting |

@ Showed rapid and sustained depletion of
circulating pro-inflammatory monocytes
observed at all doses

@ Identified RP2D as Monotherapy agent in
patients with solid tumors

(Y Identified RP2D in combo with IMFINZI®
(durvalumab, AZ)

@ Demonstrates tolerability and robust PD
biomarker modulation

CSF-1R - colony stimulating factor -1 receptor; RP2D recommended Phase 2 dose.
Source : Ordentlich, P. et al SITC 2016.

Syndax >

CSF-1 Receptor Axatilimab
Ligand binding

Dimerisation

ATP binding

P
Kinase insert EB

Kinase domain

High affinity, IgG4 (K, = 4-8 pM)




Axatilimab: significant
potential in cGVHD

cGVHD develops in 40% of HSCT'2
« US prevalence ~14,0002

Pre-clinical evidence suggest CSF-1-
dependant macrophages mediate
cGVHD3

Phase 1/2 trial enrolling; data 2H20

Syndax >

Signaling through CSF-1R may play a meaningful role in
the management of chronic GVHD

CSF-1 &°
& CSF-1R

Monocyte (\
Blood vessel (\ _

Tissue

Circulating

Circulating
Monocyte

CSF-1R
Circulating
Monocyte CSF-1R

Fibroblasts
Collagen

Source: 1. SmartAnalyst 2017 Smartimmunology Insights chronic GVHD report.; 2. Bachier, CR. et al.
ASH annual meeting 2019; abstract #2109 Epidemiology and Real-World Treatment of cGVHD Post
Allogeneic HSCT: A U.S. Claims Analysis.; 3.Alexander, KA et al., J Clin Invest. 2014;124(10):4266-4280.
Figure Adopted from MacDonald, K.P.A. et al., BLOOD, 5 (129) 13-21; HSCT - Hematopoietic stem cell
transplantation




Axatilimab: Phase 1 established early proof of concept in cGVHD, Phase
2 designed to identify optimal dose

Enrolling cGVHD pts progressed on 2 or more prior therapies

Phase 1: Dose Escalation Cohort 4 ’ Phase 2: Expansion

Cohort 3 3.0 mg/kg

0.5 mg/kg

Up to 22 pts
q2wks

0.15 mg/kg Primary endpoint:
q2wks ORR (2014 NIH GVHD criteria)

q2wks
Cohort 2
. -—| Cohort 5
Cohort 1 | L)

Endpoints: Safety, ORR, RP2D




Proven ability to build the pipeline

...................................................

Established relationships enhance
identification and access to quality assets

.................................................................................

Clinical development leadership enables
competitive advantage

.................................................................................

Business development continues to be a
core strength of our business

.......................

Syndax >

Axatilimab

Menin-MLL
inhibitors




Financial highlights and 1H 2020 financial guidance

1Q 2020: Raised $35 million at a 20% premium to market, closed on $20 million debt
2Q 2020: Equity offering at $18.00, net proceeds of $93.7

Ticker SNDX (NASDAQ)
Cash and short-term investments (at Mar 31, 2020) $99.0 million
Cash proceeds from Q2 2020 offering $93.7 million
Shares Outstanding* (at May 6, 2020) 41.7 million
2Q 2020
Research and Development $12-14 M
Total Operating Expenses” $18-20 M

* Includes 36.1 million common shares and pre-funded warrants to purchase 5.6 million common shares; " Includes $1.5 million non-cash stock
compensation expense for 2Q 2020; ** Financial guidance for 2H 2020 will be issued following results of the E2112 trial




Key upcoming milestones

Entinostat (Class 1 specific HDAC inhibitor) 1Q20 | 2Q20 | 3Q20 | 4Q20

E2112 - Final Overall Survival analysis expected

SNDX-5613 (Menin inhibitor) mﬂ

Data presentation from AUGMENT-101 trial (in R/R acute leukemias)

Axatilimab (anti-CSF-1R mAB)

Data presentation from Phase 1/2 chronic GVHD trial




Thank you. Questions?
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