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Cautionary Note and Disclaimer
This presentation contains certain "forward-looking statements" within the meaning of the U.S. Private Securities Litigation Reform Act of 1995 that involve
substantial risks and uncertainties. All statements, other than statements of historical fact, contained in this presentation, including, without limitation,
statements regarding the potential advantages of our physics-based computational platform, our strategic plans to accelerate the growth of our software
business, our research and development efforts for our internal drug discovery programs and our computational platform, the initiation, timing, progress, and
results of our internal drug discovery programs or the drug discovery programs of our collaborators, our plans to discover and develop product candidates and
to maximize their commercial potential by advancing such product candidates ourselves or in collaboration with others, our plans to leverage the synergies
between our businesses, our outlook for the ﬁscal year ended December 31, 2021, our expectations regarding our ability to fund our operating expenses and
capital expenditure requirements with our cash, cash equivalents, and marketable securities, our marketing capabilities and strategy, and our expectations
related to the key drivers of our performance, are forward-looking statements. The words “anticipate,” “believe,” “contemplate,” “continue,” “could,”
“estimate,” “expect,” “intend,” “may,” “might,” “plan,” “potential,” “predict,” “project,” “should,” “target,” “will,” “would” or the negative of these words
or other similar expressions are intended to identify forward-looking statements, although not all forward-looking statements contain these identifying words.
These forward-looking statements reﬂect our current views about our plans, intentions, expectations, strategies and prospects, which are based on the
information currently available to us and on assumptions we have made. Actual results may differ materially from those described in the forward-looking
statements and are subject to a variety of assumptions, uncertainties, risks and factors that are beyond our control, including those risks detailed under the
caption "Risk Factors" and elsewhere in our Securities and Exchange Commission ﬁlings and reports, including the Annual Report on Form 10-K for the year
ended December 31, 2020, ﬁled with the Securities and Exchange Commission on May 11, 2021, as well as future ﬁlings and reports by us. Except as required
by law, we undertake no duty or obligation to update any forward-looking statements contained in this presentation as a result of new information, future
events, changes in expectations or otherwise.
This presentation includes statistical and other industry and market data that we obtained from industry publications and research, surveys, and studies
conducted by third parties as well as our own estimates of potential market opportunities. All of the market data used in this presentation involves a number of
assumptions and limitations, and you are cautioned not to give undue weight to such data. Neither Schrödinger nor its afﬁliates, advisors or representatives
makes any representation as to the accuracy or completeness of that data or undertakes to update such data after the date of this presentation.
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Vision for the future of drug discovery and materials design
If we could prospectively compute all relevant molecular properties with sufﬁciently high
accuracy, designing drugs and materials would have a much higher success rate, be much
faster and cheaper, and would yield much higher-quality molecules
Drug Discovery
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Current state of computationally driven molecular design
Schrödinger has developed computational assays with unprecedented accuracy that
combines rigorous physics-based technology with state-of-the-art machine learning
Drug Discovery

Select a
high-quality
molecule

~100 billion
synthesizable
molecules
Computational
Property Predictor

Potency ✓
Selectivity ✓
Solubility ✓
Clearance ✓
Permeability ✓
Drug-Drug Interactions ✓
Synthesizability ✓✓
Toxicity ✓
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Impact of Schrödinger platform on drug discovery
Reduces time and cost and increases quality versus traditional drug design
Drug development
candidate with
Property issues

• Manual molecule design

Traditional
Drug Design

• ~5,000 molecules synthesized and tested over ~4 – 6 years
• High attrition rate to clinic
Hit Discovery

Hit Discovery

Hit-toLead

Hit-to-Lead

Lead
Optimization

Lead Optimization

✓

!

Drug development
candidate with
Optimal property proﬁle

• Billions of molecules tested in computational assays
• ~1,000 molecules synthesized and tested over ~2 – 3 years
• Low attrition rate to clinic
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We are transforming the way therapeutics and materials are discovered
We have developed an industry-leading physics-based computational platform that enables discovery of
high-quality molecules for drug development and materials applications faster than traditional methods,
at a lower cost, and with a higher likelihood of success

Software Business
Preclinical Drug Discovery & Materials Design

Drug Discovery Business
Collaborative Programs

Internal Pipeline
CLINICAL

~1,450 customers worldwide(1)

~25 programs

(1) Active customers as of Dec 31, 2020. We define active customers as the number of customers who had an ACV of at least $1,000 in a given fiscal year.
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Schrödinger drug discovery platform
Large-Scale
ideation

Structure
determination

MACHINE LEARNING

EXPERIMENTAL
PHYSICS

Data management at scale

Hit identiﬁcation
PHYSICS & MACHINE LEARNING

ENTERPRISE INFORMATICS
CLOUD & HPC

Multi-parameter
optimization in silico
PHYSICS & MACHINE LEARNING

Structure-activity
relationship (SAR) analysis
MACHINE LEARNING

Synthesis & assay
EXPERIMENTAL

Development candidate
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Schrödinger platform: Combines accuracy of physics with speed of machine learning
Enables ultra-large scale exploration of chemical space

1

1,000

DAY

random molecules

1 billion

Train machine
learning model

FEP+

molecules

1-2

Score

DAYS

~8

molecules that
advance the
program

1 billion

molecules using
ML model

FEP+

Synthesize

10

molecules

Top 5,000

molecules enriched
in “good” molecules
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Drug Discovery
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Our strategy: Expand and advance collaborative and internal drug discovery programs
•

Apply our latest technologies to the discovery of small molecules and biologics

•

Add new collaborations that offer scientiﬁc synergies

•

Maximize the value and commercial opportunities generated by program IP

•

Advance our wholly-owned programs into clinical development ourselves or in
partnership to maximize success and commercial opportunities
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Broad pipeline of collaborative programs(1)(2)
Programs Progressed by Collaborator
Collaborator

AJAX

Indication
Oncology
Oncology
Oncology
Oncology

Status
FDA Approved(3)
FDA Approved(3)
Discovery
Discovery

Antifungal

Discovery

Undisclosed

Discovery

Fibrosis
Inflammatory Bowel Diseases
Undisclosed no. of add’l programs
Metabolic Diseases
Autoimmune Disease
Immuno-oncology
Oncology
Oncology
Undisclosed no. of add’l programs

IND Enabling
Phase 1
–
Phase 2(4)
Phase 1
IND Enabling
Discovery
Discovery
–

Collaborator

Undisclosed

Indication

Status

Undisclosed

IND Enabling

Oncology/Metabolic Disease
Oncology/Metabolic Disease
Autoimmune Disease
Autoimmune Disease
Oncology

IND Enabling
Discovery(5)
Phase 1
Discovery
Discovery

Cardiopulmonary Diseases

IND Enabling

Metabolic Diseases

IND Enabling

Oncology

Discovery

Tuberculosis

Discovery

Programs Progressed by Schrödinger
Neurodegenerative Disease

Discovery

Oncology

Discovery

(1) As of March 2021. Based on publicly available information or information disclosed to us. Excludes programs from any undisclosed collaborations.
(2) With the exception of Takeda, where we retain all intellectual property rights until Takeda exercises its option to acquire a program, all of the programs being pursued under these 11
collaborations are fully owned and controlled by each respective collaborator. (3) Acquired by Servier. (4) Acquired by Gilead Sciences, Inc. (5) Petra was acquired by a third party.

Our internal drug discovery programs
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MALT1 Inhibitor Program
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MALT1 inhibitors are additive to covalent and non-covalent BTK inhibitors
• MALT1 is one of the key regulators of physiological antigen
receptor signalling in B cells and T cells, also the only
component of the CARMA1-BCL10-MALT1 (CBM) signalosome
which has proteolytic activity.

• 30-40% of DLBCL patients experience progression or relapse
following R-CHOP treatment.

• Mutations that trigger constitutive MALT1 protease activity and
MALT1 fusions with cellular inhibitor of apoptosis (cIAP) are
associated with aggressive forms of non Hodgkin B-cell
lymphoma.

• Our data suggest that targeting MALT1 may expand therapy
options for patients with selected B-cell lymphomas, such as
ABC-DLBCL.

Studies conducted using versions of Ibrutinib, Acalabrutinib, and ARQ-531 synthesized by third-party contract research chemists, using publicly available information
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Discovery of novel MALT1 inhibitor candidates in under two years
• Schrödinger physics-based technology enabled identiﬁcation and advancement of multiple novel and promising series
•

Exploration of billions of compounds allowed highly efﬁcient chemistry execution of best hit series and best molecules

•

Multi-parameter optimization (MPO) allowed prioritization of ideas with good potency and drug-like properties during lead
optimization

• On track to initiate IND-enabling studies in ﬁrst half of 2021

Computer & human
ideation
ML/DL

Crystallography
Hit Finding
FEP+

Structure/Activity
Relationship (SAR)
ML/DL

Evaluate Designs
FEP+ & ML/DL

Multiple Lead
Series

Lead
Optimization
FEP+
MPO

Synthesis & Assay
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Computational platform supported rapid MALT1 project progression
8.2 billion compounds triaged → 12,186 modelled → 78 synthesized → DC-quality matter within 10 months

No. Compounds Synthesized

Potency

In vivo active compound with good PK
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Strong inhibition on substrate cleavage and NF-kB transcriptional activity
Western Blot on Cleavage of MALT1
Substrates RelB and N4BP1 in Jurkat cells

MG132 PMA/Ionomycin +
SDGR-7055 (nM) 0

+ - +

-

0

0 100 10

0

+
+

NFkB Reporter Assay in Jurkat Cells

+ + +
+ + +
1 0.1

MALT1
Uncleaved RelB

SDGR-7055 (nM)

Cleaved RelB

IL-2 Secretion in Jurkat Cells
Uncleaved N4BP1

Cleaved N4BP1

Actin

SDGR-7055 (nM)
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SDGR-7055 demonstrates strong anti-tumor activity as single agent and in
combination with ibrutinib or venetoclax in OCI-LY10 xenograft model
Anti-Tumor Activity in OCI-LY10 CDX

Anti-Tumor Activity in OCI-LY10 CDX

Tumor Uncleaved BCL10

Plasma IL-10

Anti-Tumor Activity in OCI-LY10 CDX
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CDC7 Inhibitor Program
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CDC7 inhibition - exploiting replication stress - an Achilles’ heel in cancer

●

CDC7 plays a key role in initiation of DNA replication and has emerged
as an attractive target for cancer treatment.

●

Overexpression of CDC7 in ovarian, lung and triple-negative breast
cancers is linked to proliferative capacity and ability to bypass DNA
damage responses.1

●

CDC7 inhibition prolongs S phase progression, leaving cancer
cells vulnerable to failed DNA damage repair, high levels of
replication stress, mitotic abnormalities and cell death.2,3

●

CDC7 inhibitors have shown anti-tumor activity in CDX, PDX
and Phase Ib studies.

The low ATP Km of CDC7 requires very potent inhibitors with optimized PK properties to achieve
a high level of target engagement, optimal pharmacodynamic effects and anti-tumor activity

2000
CDC7 inhibitor properties

~10-100 nM + poor PK + poor selectivity
(1) Kulkarni, et al., Clin. Cancer Res. 15, 2417–2425 (2009

2020

2010
~1 nM + poor PK and/or poor selectivity
(2) Iwai et al. Sci. Adv. 2019; 5

Goal: pM inhibitors with improved drug-like properties

(3) A. Montagnoli et al., Nat. Chem. Biol. 4, 357–365 (2008)

Figure created with BioRender
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Highly accurate modeling at scale supported rapid and efﬁcient project progress
Simultaneous computational
optimization of potency, selectivity
and permeability is crucial to success

74 billion
compounds ideated and triaged

Selectivity

1000x

5,808
compounds progressed to
physics-based modeling

- 6.0

1 pM

226
compounds
synthesized

DC-quality matter identiﬁed

Potency

1 nM

Permeability

- 4.5

To our knowledge, the compound is most potent and
ligand-efﬁcient inhibitor ever discovered for CDC7
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Selective and potent CDC7 inhibitors
Dose-dependent inhibition of CDC7 by Compound-1 (Cpd-1) or
Cpd-2 in a biochemical kinase (ADP-Glo) assay
Cpd-1

Cpd-2

The limit of sensitivity of the assay is very close to observed IC50 values, making discrimination of compound potencies difﬁcult

Sensorgram of Cpd-1 binding to CDC7/DBF4 in
Surface Plasmon Resonance (SPR) assay

KD=10 pM

Compound characterization in biochemical (ADP-Glo)
and biophysical (SPR) assays
Compound

CDC7 ADP-Glo
(IC50) [nM]

SPR-CDC7
(KD) [pM]

SPR-CDC7
(T1/2) [h]

Cpd-1

0.028

10

9.4

Cpd-2

0.045

73

1.5

Cpd-3

0.037

11

9.2

Cpd-4

0.031

10

7.7

TAK-931

0.062

15

5.3

Cpd-1 showed kinome selectivity comparable to
TAK-931 in Euroﬁns scanMAX and no off-target activity
in Euroﬁns SafetyScreen87 panel.
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Downregulation of MCM2 phosphorylation by CDC7 inhibitors in cancer cells
Inhibition of MCM2 phosphorylation at S53 and
concomitant phosphorylation of CDC6 marker of
the DNA replication checkpoint by CDC7
inhibitors in Colo205 cells (Immuno blot)

Inhibition of phosphorylation of MCM2 (CDC7 substrate) at S53
by CDC7 inhibitors in Colo205 cells measured by MSD (Meso
Scale Discovery) assay

Cpd-1

Cpd-2

Cpd-1

Compound

Cpd1

Cpd2

Cpd3

Cpd4

TAK-931

IC50 (nM)

1.1

5.2

9.8

4.5

5.5
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CDC7 inhibitors prevent cancer cell growth
CDC7 inhibitors prevent Colo205 tumor cell growth measured by Cell Titer Glo (CTG) assay
Cpd-1

Cpd-2

IC50 cell growth inhibition
of Cpd-3, µM

Sensitivity of cancer cell lines to CDC7 inhibition

TAK-931

Cpd-3

AML cell lines are more sensitive to CDC7 inhibition
relative to solid tumor cell lines

Cpd-3

Cpd-3

T0 = cells at the start of the treatment
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CDC7 inhibition induces apoptosis in cancer cells but not in normal ﬁbroblasts
CDC7 inhibitor, Cpd-1, induces apoptosis in Colo205 cancer cells but not in WI-38 normal ﬁbroblasts 24
hour after treatment measured by Caspase 3/7-Glo assay

Staurosporine, a wide spectrum kinase inhibitor, was used as a positive control inducing apoptosis in cancer cells and normal ﬁbroblasts
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CDC7 inhibition disrupts cell cycle dynamics in tumor cells
Colo205

HBMNCs

Cpd-4

Cpd-4

72 h

120 h

72 h

120 h

●

Treatment with a CDC7 inhibitor, Cpd-4, changed the cell cycle proﬁle of Colo205 cancer cells but not of human
bone-marrow mononuclear cells (HBMNCs) measured by ﬂow cytometry

●

Cpd-4 induced apoptosis, reﬂected in increased sub-G1 cell population, in Colo205 cells but not in the HBMNCs
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CDC7 inhibitors are synergistic with modulators of apoptosis, DNA repair and DNA
damage checkpoints
Combinations of a CDC7 inhibitor with venetoclax (BCL2i), olaparib (PARP1i), ceralaparib (ATRi), or
adavocertib (WEE1i) showed synergistic effect on inhibition of cancer cell viability

ẟ=35

ẟ=21

Cpd-4 (nM)

venetoclax (nM)

olaparib (nM)

Cpd-4 (nM)

ẟ=57

seralasertib (nM)

Cpd-4 (nM)

ẟ=58

adavosertib (nM)

Figures created with SyneryFinder

Cpd-4 (nM)
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Strong tumor growth inhibition in colon cancer xenograft model at low doses
Tumor growth inhibition of Colo205 tumors after oral
dosing with Cpd-1

Body weight of the tumor-bearing mice

Target engagement (pMCM2) in the tumor
tissue 6 and 12 hours after dosing on day 14
Plasma drug concentration 0.5-12 hours after
dosing relative to Colo205 proliferation IC50
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Strong anti-tumor activity in AML xenograft model at low doses
•

Robust tumor growth inhibition with a range of doses of Cpd-1
leading to tumor regression and tumor-free animals

•

Intermittent dosing schedule maintained strong efﬁcacy and
improved tolerability

Body weight of the tumor-bearing mice

Tumor growth inhibition of MV-4-11 tumors after oral dosing with Cpd-1

Target engagement (pMCM2) in the tumor tissue 6
and 12 hours after dosing on day 15
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Schrödinger CDC7 inhibitors are potent, selective and show anti-tumor activity
• We have identiﬁed, to our knowledge, the most potent CDC7 inhibitors reported to
date with excellent PK and drug-like properties.
• Our compounds inhibit MCM2 phosphorylation and potently inhibit cell growth in
cancer cell lines from a wide range of indications and activate apoptosis in cancer cells
but not in normal human ﬁbroblasts.
• We observed synergy between CDC7 inhibitors and approved and investigational
cancer treatments such as venetoclax, olaparib, ceralasertib, and adavosertib.
• In mouse AML and colon cancer in vivo xenograft models, CDC7 inhibitors reduced
MCM2 phosphorylation and strongly inhibited the tumor growth at tolerated doses.
• These data show the anti-cancer therapeutic potential of our CDC7 inhibitors.
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Wee1 Inhibitor Program
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Wee1 inhibition takes advantage of cancer cells’ intrinsic replication stress
and dysfunctional checkpoints
Wee1’s role at G2-M and S-phase checkpoints:
INACTIVE

✅ /🚫

🚫
✅ /🚫

Replication initiation ✅
Entry into mitosis ✅

✅

🚫

ACTIVE

✅

Checkpoint activated 🚫
No cell cycle progress
until damage resolved 🚫

•

Wee1 is the gatekeeper of the G2-M cell-cycle checkpoint.

•

In normal cells, DNA damage response (DDR) is mediated by checkpoints which either activate DNA repair or induce cellular
apoptosis/senescence.

•

In cancer cells, oncogene activation, tumor suppressor loss and other DDR defects lead to maintained proliferative ability with
acquisition of DNA damage and replication stress (RS).

•

Wee1 inhibition removes the brakes on cell cycle progression and increases DNA damage, which leads to catastrophic mitosis and
apoptosis in cancer cells.
Pharmacology & Therapeutics 188 (2018) 155–167, Cell Cancer Cell (2018) 34(3): 411-426. Cell Cancer Cell. (2010) 18(3): 244–257,Clin. Cancer Res., Vol. 17, No. 13, pp.
4200-4207 (2011). Figures Created with BioRender.com.
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Clinical proof of concept established for Wee1 in tough to treat cancer types
Uterine Serous Carcinoma – efficacy (AZD-1775)

• Phase 2 efﬁcacy data from AZD-1775 (monotherapy
and combination) are promising in ovarian and uterine
serous carcinoma
• Optimal Wee1 inhibitor proﬁle to support dosing
ﬂexibility and combination opportunities:
•
•

Minimize kinase off targets that may contribute to toxicity
Avoid time dependent inhibition of CYP3A4 which impacts
elimination of the drug and limits the ability to readily
combine with other drugs like PARP inhibitors

Phase 2 trial results AZD-1775 presented at ASCO’20
●
●
●

Monotherapy
n = 27 (24 evaluable)
ORR = 30%

J Clin Oncol 2016 34:4354-4361.
J Clin Oncol 38: 2020 (suppl; abstr 6009)
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Computational platform enables rapid optimization of gene-family wide selectivity
Kinase Subpanel results

34
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Schrödinger Wee1 inhibitors - optimized selectivity and physicochemical properties
• Existing Wee1 inhibitors inhibit polo-like kinase 1 (PLK1). We have identiﬁed multiple lead compounds with no PLK1 activity.
• Using Protein FEP+ technology we rapidly achieved very high level of broad kinome selectivity for multiple lead series.
• Lead molecules from our chemical series show no CYP3A4 TDI liability, exhibit favorable ADME/DMPK properties and strong
anti-tumor activity in relevant CDX models.
AZD-1775
Wee1 IC50 0.25 nM
OVCAR3 CTG, EC50 330 nM

SDR-7995

SDR-7778

Wee1 IC50 0.06 nM
OVCAR3 CTG, EC50 90 nM

Wee1 IC50 0.8 nM
OVCAR3 CTG, EC50 190 nM
MAP3K3
MAP3K2

Wee1
Wee2

AZD1775 kinome from J Med Chem (2017) 60 (18)
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Rapidly progressing internal pipeline to clinical stage
• Selected a development candidate in our MALT1 inhibitor program
• Moving forward with IND-enabling studies for our internal programs
• Building capabilities to support our clinical program execution
• Expect to submit up to three IND applications next year, with our ﬁrst IND
submission expected in H1 2022
• Expanding into additional disease areas and expect to initiate new programs
this year

IND: Investigational New Drug
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Future of computationally driven drug discovery is bright
Our predictions for the next decade:
● Computers >100X faster

● High quality protein structures of
~75% of the human genome

● Explore trillions of compounds
per program

● ~10 molecular properties computed
with experimental accuracy

This could enable discovery of high
quality development candidates
within ~1 year of program launch
37

Schrödinger growth strategy
1990

2000

2010

2020

Over next several years, we plan to ...
Continue to make scientiﬁc breakthroughs
Work with pharma/biotech companies to
adopt our platform on a larger scale
Deliver on our collaborative drug discovery
programs and initiate new ones
Work with materials companies to adopt our
computational platform
Advance our internal pipeline into the clinic
and initiate new programs
Establish materials collaborations
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Key Financials
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Strong operating momentum across the business
Revenue ($M)

1Q21 ﬁnancial highlights:
• Total revenue of $32.1 million, 23% y/y growth

• Software revenue of $26.3 million, 11% y/y growth
• $649 million in cash* at March 31st 2021

* Cash, cash equivalents, restricted cash and marketable securities. In February 2020, we received net proceeds of $209.6M from our IPO after deducting underwriting discounts, commissions,
and offering expenses. In August 2020, we received net proceeds of $325.6M from our follow-on public offering after deducting underwriting discounts, commissions, and offering expenses.
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Key performance indicators show strength of software business
• Software annual contract value (ACV) was $92.1 million in 2020, up 22% vs. 2019
• 16 customers with >$1 million in ACV in 2020 vs. 10 in 2019
• 153 customers with >$100,000 in ACV in 2020 vs. 131 in 2019
• Customer retention in this cohort was 99% in 2020
Total Annual Contract
Value (ACV)

Customers with
ACV >$100K

Customers with
ACV >$1M*

($M)

2013-2020 CAGR: 16%

$92

122

$76

2013-2020 CAGR: 27%

16

131

103

$64
$51 $54
$32

153

2013-2020 CAGR: 12%

71

$39 $41

76

78

11

87
8
3

4

9

10

5

2020

2019

2018

2017

2016

2015

2014

2013

2020

2019

2018

2017

2016

2015

2014

2013

2020

2019

2018

2017

2016

2015

2014

2013

*For the fiscal year ended December 31, 2020, we had two customers with an ACV between $950,000 and $1,000,000, which is not included in the chart above; we had 3
such customers for the fiscal year ended December 31, 2019 and 1 such customer for the fiscal year ended December 31, 2016.
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Driving value from our collaborations and partnerships
Equity positions in our collaborators and
co-founded companies(1)(4)
Company

Equity

Revenue generation:
Research fees, discovery and clinical milestones and
potential future commercial milestones and single-digit
royalties from many of these programs

Ajax Therapeutics, Inc.

8.7%

Bright Angel Therapeutics Inc.

33.3%

Faxian Therapeutics, LLC (JV)

50.0%

Morphic Holding, Inc.(2)

2.6%

Nimbus Therapeutics, LLC(3)

6.9%

Received over $50 million in cash distributions from
equity in Nimbus and Petra*

Ravenna Pharmaceuticals, Inc.

3.1%

Morphic and Relay IPOs led to signiﬁcant equity gains

ShouTi Inc.

6.1%

Equity value:

1. Equity stakes in our collaborators on an issued and outstanding basis as of December 31, 2020, except as noted otherwise
2. Based on the number of shares of common stock outstanding as of February 24, 2021, as reported on Morphic’s Annual Report on Form 10-K, for the year ended December 31, 2020, as ﬁled with the
SEC on March 1, 2021
3. On a fully diluted unit basis
4. In January 2021, Schrödinger sold its equity stake in Relay Therapeutics, Inc. for aggregate consideration of $15.7 million

* $46 million in 2016/2017 related to acquisition of one Nimbus program by Gilead; $4.6 million from share of upfront acquisition fee of Petra in 2020
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2021 ﬁnancial outlook (as of May 11, 2021)
Revenue Expectation

Range

Percent Increase Year-Over-Year

Total revenue

$124-142M

15-31%

Software revenue

$102-110M

10-19%

$22-32M

41-106%

Drug discovery revenue

• Software revenue growth is expected to be higher in the second half of the year with the

majority of second half growth in the fourth quarter of 2021.
• Drug discovery revenue is expected to be highly variable quarter to quarter based on the timing

of potential milestones related to collaborative agreements.
• Operating expense growth is expected to be higher than the 42% annual growth rate reported

in 2020.
• Software gross margin is expected to be lower than the 81% reported in 2020.
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Schrödinger
• We have developed a leading computational platform that is
transforming discovery of therapeutics and materials
• We have a strong track record of software revenue growth
• We are advancing a pipeline of drug discovery programs internally and
through collaborations to bring new medicines to patients
• We have established a strong ﬁnancial position to enable continued
investment in our computational platform and therapeutic pipeline
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Transforming Discovery of
Therapeutics and Materials

