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As used in this Form 10-K, Enanta, the Company, we, our, and us refer to Enanta Pharmaceuticals, Inc., except
the context otherwise requires or as otherwise indicated.

NOTE REGARDING FORWARD LOOKING STATEMENTS

This Annual Report on Form 10-K contains forward-looking statements concerning our business, operations and
financial performance and condition, as well as our plans, objectives and expectations for our business operations and
financial performance and condition. Any statements contained herein that are not statements of historical facts may
be deemed to be forward-looking statements. In some cases, you can identify forward-looking statements by
terminology such as aim, anticipate, assume, believe, contemplate, continue, could, due, estimate,
may, objective, plan, predict, potential, positioned, seek, should, target, will, would, and other
are predictions of or indicate future events and future trends, or the negative of these terms or other comparable
terminology. These forward-looking statements include, but are not limited to, statements about overall trends, royalty
revenue trends, liquidity and capital needs and other statements of expectations, beliefs, future plans and strategies,
anticipated events or trends and similar expressions. These forward-looking statements are based on our
management s current expectations, estimates, forecasts and projections about our business and the industry in which
we operate and our management s beliefs and assumptions. These forward-looking statements are not guarantees of
future performance or development and involve known and unknown risks, uncertainties and other factors that are in
some cases beyond our control. As a result, any or all of our forward-looking statements in this Annual Report on
Form 10-K may turn out to be inaccurate. Factors that may cause actual results to differ materially from current
expectations include, among other things, those listed under Risk Factors and discussed elsewhere in this Annual
Report on Form 10-K. These forward-looking statements speak only as of the date of this Annual Report on Form
10-K. Except as required by law, we assume no obligation to update or revise these forward-looking statements for
any reason, even if new information becomes available in the future. You should, however, review the factors and
risks we describe in the reports we will file from time to time with the SEC after the date of this Annual Report on
Form 10-K.
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PART I

ITEM 1. BUSINESS
BUSINESS

Overview

We are a research and development-focused biotechnology company that uses our robust, chemistry-driven approach
and drug discovery capabilities to create small molecule drugs primarily for the treatment of viral infections and liver
diseases. Our success to date has been built on protease inhibitors we discovered for the treatment of hepatitis C virus,
or HCV, which are licensed to AbbVie and included in its HCV treatment regimens. Our new research and
development programs are currently focused primarily on the following three disease areas:

non-alcoholic steatohepatitis, or NASH, a liver disease estimated to affect approximately 6 million
individuals in the U.S. alone;

respiratory syncytial virus, or RSV, the most common cause of bronchiolitis and pneumonia in children
under 1 year of age in the U.S., resulting in an estimated 75,000 to 125,000 hospitalizations each year in the
U.S.; and

hepatitis B virus, or HBV, the most prevalent chronic hepatitis, which is estimated to affect approximately

240 million individuals worldwide.
Our development and licensing collaboration with AbbVie has produced one licensed product and a second product
candidate in Phase 3 development for HCV. The licensed product, paritaprevir, a protease inhibitor designed for use
against HCV, is a key compound in AbbVie s direct-acting-antiviral, or DAA, regimen VIEKIRA PAR and its other
3-DAA and 2-DAA treatment regimens currently on the market for HCV. Our second HCV protease inhibitor,
glecaprevir (ABT-493), has completed several Phase 3 registrational studies in combination with pibrentasvir,
AbbVie s second NS5A inhibitor. AbbVie has indicated it plans to submit a New Drug Application, or NDA, for this
combination in the U.S. by the end of 2016 and similar applications in the EU and Japan early in 2017. AbbVie
anticipates regulatory approvals and commercialization starting in calendar 2017.

We had $242.2 million in cash and marketable securities at September 30, 2016. In our fiscal 2016, we received $30.0
million in milestone payments for commercialization regulatory approvals of paritaprevir, and earned $57.7 million in
royalties on the portion of AbbVie s net sales of its HCV regimens allocated to paritaprevir. We expect our existing
financial resources and cash flows will allow us to continue to invest for the foreseeable future in our wholly owned
research and development programs.

Our Wholly Owned Programs
Our wholly owned research and development programs are in liver disease (non-virology), namely NASH and

primary biliary cholangitis, or PBC, and in virology, namely HBV, HCV and RSV:
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NASH and PBC: We are working on multiple compounds that selectively bind to and activate the farnesoid
X receptor, or FXR. We plan to develop these compounds, referred to as FXR agonists, for use in the
treatment of NASH, and possibly PBC, both of which are liver diseases with very few therapeutic options.
Our lead FXR agonist, EDP-305, represents a new class of FXR agonist designed to take advantage of
increased binding interactions with the receptor. We believe this class is significantly different from other
FXR agonists in clinical development.

In September 2016, we initiated a Phase 1 clinical study of EDP-305, which includes healthy
subjects and subjects with presumptive non-alcoholic fatty liver disease, or NAFLD, who are
obese and may also have pre-diabetes or type 2 diabetes.
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In November 2016, we published data at the AASLD meeting that demonstrated that EDP-305 is
a highly selective FXR agonist and shows more potent activity in a variety of in vitro and in vivo
NASH models compared to the most advanced NASH candidate in development, obeticholic acid,
or OCA.

We also intend to explore development of EDP-305 for PBC.

In addition, we are pursuing research in other classes of FXR agonists.

RSV: Our initial efforts in RSV are concentrated on non-fusion inhibitors which we believe will differentiate
our compounds from fusion inhibitors currently in development for RSV because non-fusion inhibitors
directly target the virus replication process and have demonstrated high barriers to viral resistance in vitro.
To develop successful therapies for RSV, we believe that it may be necessary to utilize more than one
compound/mechanism and therefore we are pursuing multiple approaches and compounds that provide in
vitro and in vivo evidence of synergistic potential.

HBV: We also have a program to discover and develop new chemical entities for the treatment of HBV. Our
initial focus is on core inhibitors, a mechanism with early clinical validation. We believe that it may be
necessary to utilize more than one compound/mechanism for the treatment of HBV and therefore we are
pursuing multiple approaches. We continue to make significant progress in discovering, characterizing, and
seeking patent protection for new core inhibitors of HBV.

HCV: We also have a cyclophilin inhibitor, EDP-494, for which we initiated Phase 1a/b clinical
development in the first quarter of calendar 2016. This study includes a proof-of-concept study in HCV
patients, to demonstrate EDP-494 s potential benefit as a host-targeted antiviral. Further development of
EDP-494 for HCV will depend in part on the results of this study and in part on our assessment of the
potential market opportunities in HCV and in other possible indications.

We intend to advance a candidate compound into clinical development for either RSV or HBV, in calendar 2017.

Licensed Product/Candidate

Under our Collaborative Development and License Agreement with AbbVie, we have developed and licensed to

AbbVie:

Paritaprevir: Paritaprevir is the protease inhibitor contained in VIEKIRA PAK® and AbbVie s other HCV
treatment regimens currently marketed in the U.S., EU, Japan and other countries around the world. First
approved and sold in the U.S. in December 2014 for treatment of genotype 1, or GT-1, HCV, AbbVie s HCV
regimens containing paritaprevir are now also approved for GT-4 HCV and are available in most major
markets. AbbVie s net sales of these regimens provided us $57.7 million in royalty revenue in our fiscal
2016, compared to $34.1 million in fiscal 2015. We have also received a total of $155.0 million in milestone
payments upon the initial commercialization regulatory approvals of a paritaprevir-containing regimen in
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major markets.

Glecaprevir (ABT-493): Our second protease inhibitor, glecaprevir, is being developed by AbbVie with its
second NS5A inhibitor, pibrentasvir (ABT-530), as AbbVie s next treatment regimen for HCV. This
combination, which is currently referred to as G/P, is a once daily, all oral, fixed-dose treatment for all major
HCV genotypes (GT1-6), which is referred to as being pan-genotypic.

In November 2016, AbbVie announced results from several Phase 3 studies of this investigational
combination demonstrating 97.5 percent of chronic HCV infected patients without cirrhosis and
new to treatment across all major genotypes (GT1-6) achieved SVR, with just 8 weeks of G/P
treatment.

AbbVie also announced results of its EXPEDITION-4 study in chronic HCV patients with
chronic kidney disease (CKD), in which 98 percent of patients (n=102/104) across all major
genotypes (GT-1-6) achieved SVR |, with 12 weeks of treatment with G/P.
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The FDA has granted Breakthrough Therapy Designation for G/P for the treatment of GT-1
patients with chronic HCV who failed previous therapy with direct-acting antivirals (DAAS),
including previous therapy with an NS5A inhibitor and/or protease inhibitor.

Upon commercialization regulatory approval of G/P in major markets, Enanta would be eligible
for up to $80.0 million dollars in milestone payments, as well as annually tiered, double-digit
royalties on 50% of the net sales of this 2-DAA product.

Our Strategy

Our primary objective is to become a leader in the field of viral infections and liver diseases in order to provide new
treatments for patients with unmet medical needs. Our focus is on antiviral targets for viruses such as RSV, HBV and
HCV, as well as non-viral liver diseases, such as NASH and PBC. All of these disease areas involve significant
market opportunities and have attracted the research and development efforts of many competitors. Our strategy
includes the following key elements:

Develop novel treatment options for NASH and PBC. We have a significant research effort underway to
identify potent and efficacious FXR agonists for the treatment of NASH and PBC. We are seeking to
develop at least two classes of novel FXR agonists with improved efficacy and safety properties versus OCA
and other published FXR agonists currently in clinical development. EDP-305, our lead FXR agonist now in
Phase 1 clinical development, is in a non-bile-acid class of compounds that contain steroid and non-steroid
components and do not contain the carboxylic acid group that can lead to the formation of taurine and
glycine conjugates and is normally present in other classes of FXR agonists and natural bile acids. We also
are seeking to identify a lead candidate in a second class of FXR agonists in 2017.

Invest in research and development of product candidates in RSV and HBV. We are continuing to invest
significant resources in our RSV and HBV research programs in an effort to identify and advance novel
compounds that have the potential to address significant unmet medical needs in these disease areas. We
plan to advance at least one of these programs into clinical development in 2017. In addition, we may seek to
augment our product candidate pipeline through the acquisition or in-licensing of external assets and/or
technologies.

Use our existing resources and future cash flow from our AbbVie collaboration to fund our research and
development activities. Our existing financial resources and any future royalty or milestone payment
revenues from our AbbVie collaboration will provide us substantial resources to fund our research and
development programs for the foreseeable future. These resources will allow us to advance up to several
compounds into clinical development and progress the most promising ones at least through
proof-of-concept for further development as monotherapy or in combinations with other therapeutic agents
when we believe such combinations will provide the most promising opportunities.

Collaborate, where and when appropriate, with pharmaceutical partners to create combination therapies
and accelerate the development and commercialization of our proprietary compounds. We are prepared to
join forces, where and when appropriate, with collaborators with compounds targeting other mechanisms of

Table of Contents 10



Edgar Filing: ENANTA PHARMACEUTICALS INC - Form 10-K

action in diseases such as NASH and HBV, where there is the potential for better treatments with
combination therapies. Our decisions regarding our proprietary programs will be based on the results of our
early phase clinical studies and the potential for combinations with one or more drugs targeting other
mechanisms of action in these diseases.
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Our Research and Development Pipeline

The following table summarizes our licensed products and product development pipeline in antivirals and potential
treatments for non-viral liver diseases:

Our FXR Program in NASH and PBC
Background and Overview of NASH and PBC

Non-alcoholic fatty liver disease, or NAFLD, is the accumulation of excessive fat in the form of triglycerides, a
process known as steatosis, in liver cells that is not caused by alcohol. It is normal for the liver to contain some fat.
However, if more than 5%-10% of the liver s weight is fat, then it is called a fatty liver. A subgroup of NAFLD
patients have liver cell injury and inflammation (steatohepatitis) in addition to excessive fat. Progression of this
condition leads to non-alcoholic steatohepatitis, or NASH. NASH is widely considered to be the liver expression of
metabolic diseases related to type 2 diabetes, insulin resistance, obesity, hyperlipidemia and hypertension.

According to the World Gastroenterology Organization Global Guidelines 2014, NASH is an increasingly common
chronic liver disease with worldwide distribution that is closely associated with diabetes and obesity, which have both
reached epidemic proportions. It is estimated that there are at least 1.46 billion obese adults worldwide.
Approximately 6 million individuals in the USA are estimated to have progressed to NASH and some 600,000 to
NASH-related cirrhosis. NASH and NAFLD are now considered the number one cause of liver disease in Western
countries.
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Currently, there are no approved treatments for NASH. While patients presenting with NASH are counseled on
lifestyle modifications, new effective treatments are urgently needed, particularly in the setting of advanced fibrosis
and cirrhosis. Currently, two compounds in advanced Phase 3 trials are underway in NASH, conducted by Intercept
Pharmaceuticals and Genfit, respectively. In addition, several Phase 2 and earlier stage studies of other classes of
compounds are underway by different companies.

Primary biliary cholangitis (formerly known as primary biliary cirrhosis), or PBC, is a chronic, or long-term, disease
of the liver that slowly destroys the medium-sized bile ducts within the liver. Bile is a digestive liquid that is made in
the liver. It travels through the bile ducts to the small intestine, where it helps digest fats and absorb fatty vitamins. In
patients with PBC, the bile ducts are destroyed by inflammation. This causes bile to remain in the liver, where gradual
injury damages liver cells and causes cirrhosis, or scarring of the liver. As cirrhosis progresses and the amount of scar
tissue in the liver increases, the liver loses its ability to function, leading to potential liver failure, liver transplantation
or hepatocellular carcinoma. While PBC is a relatively rare disease (in the U.S., the incidence has been estimated as
4.5 cases for women and 0.7 cases per 100,000 for men), it remains as one of the major causes of liver failure and/or
the need for liver transplant.

Agonists of the farnesoid X receptor, referred to as FXR agonists, have shown promising activity in many preclinical
models of liver disease. One FXR agonist, obeticholic acid, or OCA (brand name Ocaliva T™M), which was approved by
the FDA in May 2016 for the treatment of PBC, has already demonstrated favorable clinical results in NASH. We
believe that new FXR agonists may provide substantial therapeutic benefit in NASH and PBC and may overcome
some of the potential shortcomings of OCA, including limited effects on resolution of NASH, elevation of
low-density lipoprotein, or LDL, and itching, also called pruritis.

Scientific Background

The farnesoid X receptor, or FXR, is a nuclear hormone receptor that functions to modulate gene expression in
response to various metabolic stimuli. FXRs are expressed at high levels in the liver and intestine. Bile acids have
been identified as important physiological ligands for FXRs, able to bind and activate the receptor. The downstream
gene modulation resulting from bile acid engagement of FXRs not only contribute to the regulation of bile acid
synthesis and metabolism, but is also involved in a number of other metabolic processes, in particular lipid
metabolism. More recently, it has been discovered that bile acids, via FXR, are able to promote insulin sensitivity and
decrease lipid synthesis in the liver. In addition, studies have shown that bile acid-dependent FXR activation is able to
provide beneficial effects on fibrosis in the liver as well. For these reasons, FXR is considered to be a viable target for
NASH. Indeed, recent Phase 2b trials with OCA, a synthetic analog of natural bile acids known to activate FXR,
demonstrated efficacy in NASH patients. In PBC, improved outcomes would be expected due to the reduction of bile
acid synthesis by activation of FXR. OCA has demonstrated efficacy in a Phase 3 trial in PBC, which was the basis
for its approval in the U.S. in May 2016 for use in PBC patients.

EDP-305 and Our Approach to the Treatment of NASH and PBC

Even through there has been clinical validation demonstrated by the FXR agonist, OCA, we believe that there is
opportunity for the development of a treatment that shows improvements in potency and efficacy and reductions in
potential safety liabilities for the treatment of NASH and PBC. Using our strong chemistry capabilities, we have
undertaken the discovery and development of new FXR agonists that we believe may provide substantial
improvements over the FXR agonists currently in clinical development.

We initiated Phase 1 clinical trials of our lead FXR agonist candidate, EDP-305, in September 2016. Our
double-blind, placebo-controlled Phase 1 study is designed to evaluate the safety, tolerability and pharmacokinetics of
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single ascending doses (SAD) and multiple ascending doses (MAD) of EDP-305 in healthy adults, and in adults with
presumptive non-alcoholic fatty liver disease, known as NAFLD. By presumptive NAFLD, we mean adults who are
obese, with or without pre-diabetes or type 2 diabetes, whom we are including in order to obtain initial
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safety data and additional data regarding the relationship between EDP-305 plasma concentration levels and certain
pharmacological effects in the context of fatty liver disease. This relationship will be explored by using bio-markers
that are relevant to the disease and to the activity of EDP-305, such as evaluation of lipids, glucose, insulin resistance
and specific markers of FXR activity. The study will enroll approximately 90 subjects and is designed to evaluate up
to 5 dose cohorts, with EDP-305 administered orally, once daily.

Our HCYV Product and Product Candidates
Background and Overview of HCV Market

HCV is a virus that is a common cause of viral hepatitis, an inflammation of the liver. HCV is typically contracted by
contact with the blood or other body fluids of another individual infected with HCV. HCV is a leading cause of
chronic liver disease, including cirrhosis, liver failure and cancer, and the leading cause of death from liver disease in
the United States. HCV disease progression occurs over a period of 20 to 30 years, with the majority of HCV-infected
individuals generally exhibiting no major symptoms in the early stages of the disease. Therefore, until a major
symptom is diagnosed, many individuals are unaware they are infected and live undiagnosed without seeking
treatment. For that reason, combined with the new availability of effective treatments for HCV, the United States
Centers for Disease Control and Prevention, or CDC, issued new guidelines in 2013 recommending screening for all
Americans born between the years 1945 and 1965 so that HCV-infected individuals will be aware of their condition
and can consider treatment options.

An estimated 130-170 million people worldwide are chronically infected with HCV and have an increased risk of
eventually developing liver cirrhosis or liver cancer. More than 350,000 people die every year from HCV-related liver
diseases. The CDC estimated in 2016 that 2.7-3.9 million people in the United States are chronically infected with
HCV, with an estimated 30,500 new infections in 2014, the most recent year for which the CDC has published data.
We believe that the chronically infected population remains largely untreated, even with the introduction of several
new regimens beginning in 2013. The reported worldwide sales of the first of the currently available therapies for
HCV (sofosbuvir and simeprevir) in 2014 totaled approximately $15.0 billion. With the introduction of Gilead s
Harvoni® and AbbVie s VIEKIRA PAR in late 2014, the reported worldwide sales of the five leading HCV therapies
in 2015 totaled approximately $23 billion. However, after the introduction of Merck s 2-DAA regimen (brand name
ZEPATIER ) and Gilead s pan-genotypic 2-DAA regimen (brand name Epclysaeported worldwide sales of the seven
leading HCV therapies in the first nine months of 2016 totaled approximately $15 billion.

HCV is a small, single-stranded RNA virus. The specific genetic makeup, or genotype, of the virus can vary and at
least six genotypes have been characterized in HCV-infected patients, with over 50 sub-types identified. Genotypes
are designated with numbers (genotypes 1-6) and subtypes with letters (e.g., genotype 1a). HCV genotypes 1, 2, 3 and
4 are found worldwide, but their prevalence varies among geographic regions. Genotype 1, including its subtypes la
and 1b, is the most common genotype globally, accounting for approximately 74% of all HCV infections. It is
estimated that patients with genotype 2 or 3 represent approximately 12% of the worldwide chronically infected HCV
population, with approximately 6% comprised of genotypes 4 through 6 and the remaining 8% of patients in other
undesignated categories. The specific genotype and subtype of HCV in a patient appears to play a significant role in
the degree of efficacy of standard of care therapy. Genotype 1a is the most common genotype in North America, and
genotype 1b is the most common in Europe and Japan.

The first DAAs approved to treat HCV were protease inhibitors, telaprevir (Incivek®, Vertex Pharmaceuticals) and
boceprevir (Victrelis®, Merck), which showed cure rates of approximately 70% in GT-1-infected patients, when
co-administered with an interferon-based regimen. These were approved in 2011, and combination therapy
incorporating a protease inhibitor emerged as a new standard of care for a segment of HCV patients. In November
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combination with pegylated interferon and ribavirin, for the treatment of genotype 1 chronic hepatitis C in adult
patients with compensated liver disease. In December 2013, the FDA approved Gilead s sofosbuvir (Sovald), a
nucleotide analogue inhibitor of the HCV NS5B polymerase enzyme, as a once-a-day treatment given in combination
with ribavirin for the treatment of chronic hepatitis C in adult patients with GT-2 or GT-3 infection. Sofosbuvir was
also approved in combination with pegylated interferon and ribavirin for the treatment of GT-1 (the predominant
genotype in the major world markets) and genotype 4 infection. However, medical practice quickly evolved to use a
combination of sofosbuvir and simeprevir for these genotypes, which the FDA then approved in November 2014 for
genotype 1 patients. Meanwhile, in October 2014, the FDA approved Gilead s Harvomfi, an interferon-free
combination therapy containing sofosbuvir and an NS5A inhibitor, as a once-a-day treatment for genotype 1 infection.
AbbVie s 3-DAA regimen (VIEKIRA PAR) was then approved by the FDA in December 2014. In January 2016,
Merck received FDA approval for its combination of a protease inhibitor and an NS5A inhibitor (brand name
Zepatier™) for the treatment of patients with genotypes 1 or 4 HCV infection, and in June 2016, Gilead received
FDA approval of Epclusa® for its combination of sofosbuvir and a new NS5A, velpatasvir, the first all-oral,
pan-genotypic (any of genotypes 1-6) treatment of adults with chronic HCV infection. Other all-oral treatment
regimens are under development at AbbVie, Merck, Gilead and Johnson & Johnson (Janssen) and may obtain
regulatory approvals for the treatment of HCV, beginning in the next one to three years, for use in various
combinations for specific subpopulations and, in some cases, as pan-genotypic treatments.

The previously approved treatments for HCV have provided significant benefit to HCV patients, as will others still in
development. To date these treatments have cure rates approaching 100% in several subpopulations. Medical practice
defines a cure as the point at which there is no quantifiable virus in a patient s blood for a sustained period of time after
cessation of therapy, which is often referred to as a sustained virologic response, or SVR.

Scientific Background

Most of the currently approved HCV therapies and others under development targeting HCV focus directly on the
viral life cycle and proteins that are critical to HCV replication. Replication of the HCV genome occurs on
intracellular membranes and requires the participation of multiple viral proteins, some of which have enzymatic
activities. Agents, often referred to as inhibitors, that target viral proteins directly are generally referred to as direct
acting antivirals, or DAAs. Current DAA therapies typically include some combination of one or more inhibitors of
the NS3 protease, the NS5A protein, and the NS5B polymerase. In addition to targets in HCV itself, there are human
host proteins that are critical to viral replication. Inhibitors that interfere with host targets resulting in antiviral activity
are referred to as host-targeted antivirals, or HT As. One of the most promising HTA approaches to HCV treatment
focuses on the human host protein known as cyclophilin A, or cyclophilin.

Table of Contents 17



Edgar Filing: ENANTA PHARMACEUTICALS INC - Form 10-K

Table of Conten

Key Proteins in the HCV Replication Complex

NS3 Protease. As HCV replicates, it generates long strands of protein that must be processed into many individual
active functional proteins that are referred to as non-structural proteins with the designated abbreviation NS, including
NS3 and NS5A. The NS3 protease is responsible for most of this protein processing of the newly translated HCV
protein, and plays an essential role in the viral life cycle. Inhibition of the protease prevents these new critical proteins
from forming and therefore prevents replication and survival of the virus.

NS5A. The NS5A protein has key roles in both the RNA replication of HCV and modulation of the physiology of its
host cell in the body. Research has shown that targeting NS5A gives rise to profound antiviral activity, and as a result,
this protein has emerged as an additional important DAA target for anti-HCV drugs.

NS5B Polymerase. HCV is a single-stranded RNA virus, and NS5B is an HCV RNA polymerase responsible for
synthesis of new HCV RNA, allowing the HCV genome to be copied and the virus to survive and replicate. Two
separate classes of DAA inhibitors of NS5B polymerase are used as treatments for HCV. Nucleoside/nucleotide
inhibitors of NS5B directly inhibit the active site of that enzyme and prevent further elongation of the RNA, and thus
are equally active against all HCV genotypes. A second class, known as non-nucleoside inhibitors, affects replication
of the RNA by altering the shape of the enzyme at remote sites on the enzyme surface, with the result being that any
given non-nucleoside inhibitor is usually only active against certain HCV genotypes.

Cyclophilin. Viral function of HCV requires an interaction of the viral protein NS5A with the human host protein
known as cyclophilin. Inhibitors that interfere with this NS5A-cyclophilin interaction would essentially provide a
treatment that protects the human host cells from infection by the virus. Clinical proof-of-concept of a cyclophilin
inhibitor was established with alisporivir, a non-immunosuppressive cyclosporine A derivative that has demonstrated
effectiveness against many HCV genotypes and as a high barrier to HCV resistance, with no cross-resistance with
several DAAs.

Our Evolving Approach to the Development of Treatments for HCV

We have successfully identified clinical development candidates for inhibitors of three of the fundamental, validated
targets within the HCV field, including inhibitors of the NS3 protease and the NS5A protein, as well inhibitors of the
human host protein cyclophilin. We have already combined our first protease inhibitor with AbbVie s marketed HCV
therapies and our second protease inhibitor with AbbVie s next combination therapy for HCV, currently in Phase 3
clinical development. In addition, we initiated clinical studies of EDP-494, our lead cyclophilin inhibitor, into clinical
trials in the first quarter of calendar 2016, including a proof-of-concept study in HCV patients, to demonstrate its
potential benefit as a host-targeted antiviral, or HTA.
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Paritaprevir, the Protease Inhibitor in AbbVie s marketed therapies for HCV Infection

Our protease inhibitor, paritaprevir, was discovered through our collaboration with AbbVie. Co-administration of
paritaprevir with ritonavir, which we refer to together as paritaprevir/r, combines paritaprevir with a commonly used
boosting agent that increases the blood concentrations of many protease inhibitors and has enabled once-daily dosing
of paritaprevir. AbbVie developed paritaprevir/r in a 3-DAA combination with its non-nucleoside polymerase and
NSS5A inhibitors, with or without ribavirin, for treatment of genotype 1 HCV patients, which was approved in the U.S.
in December 2014 and in the EU in January 2015. This 3-DAA combination is sold as VIEKIRA PAK in the U.S. and
as VIEKIRAX®+EXVIERA® in the EU for non-cirrhotic patients and those with early stage, or compensated,
cirrhosis. In genotype 1a and 1b HCV patients AbbVie s clinical trials showed SVR rates of 90-100% depending on
the patient and group. AbbVie also markets a 2-DAA combination with the same NS5A inhibitor for genotype 4 HCV
patients in the U.S. and EU under the name VIEKIRAX, which is also approved for genotype 1 patients in Japan.

Glecaprevir (ABT-493), the Protease Inhibitor in AbbVie s Next Combination for HCV Infection

AbbVie is also developing our second protease inhibitor, glecaprevir (ABT-493), discovered within the
Enanta-AbbVie collaboration. AbbVie has co-formulated glecaprevir with AbbVie s second NS5A inhibitor,
pibrentasvir (ABT-530), and is developing them as its next combination, currently referred to as G/P, for HCV
treatment. G/P would be a pan-genotypic, once daily, all oral, fixed-dose combination treatment for HCV.

In November 2016, AbbVie announced results of several of its registrational Phase 3 clinical trials for the
investigational G/P combination, demonstrating high cure rates across all the major HCV genotypes in treatment naive
patients with only 8 weeks of treatment, and in patients co-infected with chronic kidney disease with 12 weeks of
treatment.

Treatment Treatment

Study Name Patient Population Duration  Regimen SVR,, Rate
GT1 without cirrhosis, new to treatment or

not cured with previous IFN-based

ENDURANCE-1 treatments (peglFN +/- RBV or SOF/RBV 8 week G/P

99%

(n=348/351)
+/- peglFN), and patients co-infected with

HIV-1
GT3 without cirrhosis, 95%
ENDURANCE-3 8 week G/P
new to treatment (n=149/157)
SURVEYOR.2 GT2, 4, 5, or 6 without c1r1jh051s, Qew to 97%
treatment or not cured with previous 8 week G/P
(Part 4) IFN-based treatments (pegIlFN, SOF/RBV (n=196/203)
or peglFN/SOF) B
EXPEDITION-IV 12 weeks G/P 98%
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GT1-6 chronic HCV infection and chronic (n=102/104)
kidney disease (CKD), including those on

dialysis, not cured with previous treatment
with sofosbuvir (SOF) plus ribavirin (RBV)

or with interferon (IFN) plus RBV, with or
without SOF
EDP-494, Cyclophilin (Cyp) Inhibitor for HCV Infection

In anticipation of resistance arising to DAA HCV therapy that targets viral proteins, we have been developing an
alternative HTA approach that targets the human host protein, cyclophilin, which is essential for replication of HCV.
We have demonstrated in replicon assays that our lead cyclophilin-targeting inhibitor, EDP-494, is a
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potent inhibitor of HCV replication in wild-type virus and in virus with resistance associated variants (RAVs) and is
more potent than the clinical stage cyclophilin inhibitor alisporivir. We are curr