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PARTI
Forward-Looking Statements and Market Data

This Annual Report on Form 10-K contains forward-looking statements that involve risks and uncertainties. All statements other than statements

of historical facts contained in this Annual Report on Form 10-K are forward-looking statements. In some cases, you can identify

forward-looking statements by terminology such as may, could, will, would, should, expect, plan, aim, anticipate, believe,
predict, seek, contemplate, potential or continue or the negative of these terms or other comparable terminology. These forward-looking

statements include, but are not limited to, statements about:

the initiation, timing, progress and results of our preclinical studies and clinical trials, and our research and development programs;

our ability to advance drug candidates into, and successfully complete, clinical trials;

the commercialization of our drug candidates;

the implementation of our business model, strategic plans for our business, drug candidates and technology;

the scope of protection we are able to establish and maintain for intellectual property rights covering our drug candidates and
technology;

estimates of our expenses, future revenues, capital requirements and our needs for additional financing;

the timing or likelihood of regulatory filings and approvals;

our ability to maintain and establish collaborations or obtain additional government grant funding;

our financial performance; and

developments relating to our competitors and our industry.
These statements relate to future events or to our future financial performance and involve known and unknown risks, uncertainties and other
factors that may cause our actual results, performance or achievements to be materially different from any future results, performance or
achievements expressed or implied by these forward-looking statements. Factors that may cause actual results to differ materially from current
expectations include, among other things, those listed under Item 1A. Risk Factors and elsewhere in this Annual Report on Form 10-K.

Any forward-looking statement in this Annual Report on Form 10-K reflects our current views with respect to future events and is subject to
these and other risks, uncertainties and assumptions relating to our operations, results of operations, industry and future growth. Given these
uncertainties, you should not place undue reliance on these forward-looking statements. For all forward-looking statements, we claim the
protection of the safe harbor for forward-looking statements contained in the Private Securities Litigation Reform Act of 1995. 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.
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This Annual Report on Form 10-K also contains estimates, projections and other information concerning our industry, our business, and the
markets for certain drugs, including data regarding the estimated size of those markets, their projected growth rates, the incidence of certain
medical conditions, statements that certain drugs, classes of drugs or dosages are the most widely prescribed in the United States or other
markets, the perceptions and preferences of patients and physicians regarding certain therapies and other prescription, prescriber and patient
data, as well as data regarding market research, estimates and forecasts prepared by our management. Information that is based on estimates,
forecasts, projections, market research or similar methodologies is inherently subject to uncertainties and actual events or circumstances may
differ materially from events and

Table of Contents



Edgar Filing: ChemoCentryx, Inc. - Form 10-K

Table of Conten

circumstances reflected in this information. Unless otherwise expressly stated, we obtained this industry, business, market and other data from
reports, research surveys, studies and similar data prepared by market research firms and other third parties, industry, medical and general
publications, government data and similar sources. In particular, unless otherwise specified, all prescription, prescriber and patient data in this
Annual Report on Form 10-K is from Datamonitor or Global Data. In some cases, we do not expressly refer to the sources from which this data
is derived. In that regard, when we refer to one or more sources of this type of data in any paragraph, you should assume that other data of this
type appearing in the same paragraph is derived from the same sources, unless otherwise expressly stated or the context otherwise requires.

ChemoCentryx®, the ChemoCentryx logo, Traficet and Traficet-EN are our trademarks in the United States, the European Community, Australia
and Japan. EnabaLink® and RAM® are our trademarks in the United States. Each of the other trademarks, trade names or service marks
appearing in this Annual Report on Form 10-K belongs to its respective holder.

Unless the context requires otherwise, in this Annual Report on Form 10-K the terms ChemoCentryx, we, us and our refer to ChemoCentryx,
Inc., a Delaware corporation, and our subsidiary taken as a whole unless otherwise noted.
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Item 1. Business
Overview

ChemoCentryx is a biopharmaceutical company focused on discovering, developing and commercializing orally-administered therapeutics to
treat orphan and rare diseases, autoimmune diseases, inflammatory disorders and cancer. Our approach has been to target the chemoattractant
system, a network of molecules including chemokine ligands and their associated receptors, as well as related chemoattractant receptors.

Chemokine ligands and their associated receptors, as well as related chemoattractant receptors are known to cause inflammation. Chemokine
ligands concentrate at the site of an inflammatory event, serving as signals that attract and guide inflammatory cells to the tissue, where, based
on the chemokine ligand and receptor combination, a specific inflammatory response is initiated.

Expression of chemokines and their receptors play a dual role in the ability of cells to give rise to either benign or malignant progressively
growing tumors. On the one hand, chemokines secreted by either the cancer-initiating cells or the normal cells surrounding them can help limit
tumor development by increasing leukocyte migration toward the site, and inducing long-term anti-tumor immunity. On the other hand, they
may facilitate survival, proliferation, and metastatic potential of tumor cells. The initially secreted chemokines at the tumor site play a key role
defining the composition of the connective tissue and recruiting tumor infiltrating white blood cells bearing specific chemokine receptors.

Tumor cells are able to hijack the chemokine receptor/chemokine system for their own benefit. They convert infiltrating leukocytes into
immuno-tolerant allies, since they are able to (1) attract suppressor T-cells and neutrophils, (2) hijack immature dendritic cells, avoiding their
migration toward the lymph nodes and therefore antigen presentation, favoring a tolerogenic profile, and (3) participate in the recruitment and
induction of myeloid-derived suppressor cells.

In certain diseases, discrete chemokine receptors that play a specific role in the pathology of interest have been identified, and the therapeutic
goal is to specifically inhibit that receptor to provide clinical benefit. Accordingly, each of our drug candidates is a small molecule designed to
target a specific chemokine or chemoattractant receptor, thereby blocking the negative inflammatory or suppressive response driven by that
particular receptor, while leaving the rest of the immune system intact. Using our pioneering insights and proprietary technologies designed to
better understand the chemoattractant system, we believe that we have established the broadest pipeline of novel drug candidates targeting
chemoattractant receptors. Our compounds are designed to be highly potent, selective to minimize the risk of off-target effects and generally
orally-available for improved patient compliance. As small molecules, they are also easier and less costly to manufacture than protein
therapeutics, or biologics.

Our pipeline comprises the following programs:

Orphan and Rare Diseases:

CCX168 is an orally-administered complement inhibitor targeting the C5a receptor (C5aR) and is being developed for orphan and
rare diseases, including anti-neutrophil cytoplasmic antibody, or ANCA, associated vasculitis, or AAV, atypical hemolytic uremic
syndrome, or aHUS, and immunoglobulin A-mediated nephropathy, or [gAN. CCX168 has successfully completed and reported
positive clinical data from the first Phase II clinical trial in patients with AAV, known as the CLEAR trial. This study met its primary
endpoint whereby treatment with CCX168 demonstrated numerical superiority and statistical non-inferiority in Birmingham
Vasculitis Activity Score, or BVAS, response relative to standard of care. The second Phase II clinical trial in patients with AAV, the
CLASSIC trial, is ongoing in North America and we expect to report top-line data from this trial in mid 2016. Following CLASSIC
data in mid 2016, we plan to conduct end-of-Phase II meetings with regulatory
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agencies and initiate the Phase III development program in patients with AAV by the end of 2016. Phase II pilot clinical trials with
CCX168 in patients with aHUS and IgAN are ongoing.
Immuno-Oncology:

CCX872 is being evaluated in patients with non-resectable pancreatic cancer, and is our second inhibitor of the chemokine receptor
known as CCR2. CCX872 completed Phase I clinical development in healthy volunteers. A Phase Ib clinical trial in patients with
advanced pancreatic cancer is ongoing. Having recently presented pharmacodynamic and pharmacokinetic, or PK, data from the first
step of the study, we expect to report early objective response rate, or ORR, data in the first half of 2016 and initial progression free
survival, or PFS, data in the second half of 2016.

Chemoattractant Receptor Targets CCR1, CCR4, CCRS, CXCR2, CXCR7 We believe these chemokine and chemoattractant
receptors play an important role in establishing a tumor microenvironment that suppresses a cytotoxic immune response. We have
discovered small molecule inhibitors targeting these chemoattractant receptors, which may be developed in certain oncology
indications targeting both solid and liquid tumors. We believe that such immunotherapeutic agents could be administered as
stand-alone therapies or result in a synergistic effect when given in combination with traditional chemotherapies or other
immunotherapies, such as programmed cell death protein 1, or PD-1/programmed death ligand 1, or PD-L1 antibodies.

Chronic Kidney Disease:

CCX140 is an inhibitor of the chemokine receptor known as CCR2 (distinct from CCX872 above) and is being developed as an
orally administered therapy for the treatment of diabetic nephropathy, or DN, a form of chronic kidney disease. We have successfully
completed and reported positive data from a Phase II clinical trial in patients with DN. The trial met its primary endpoint by
demonstrating that treatment with Smg of CCX140 given orally once daily added to a standard of care angiotensin converting
enzyme, or ACE, inhibitor or angiotensin II receptor blocker, or ARB treatment resulted in a statistically significant improvement in
urinary albumin to creatinine ratio, or UACR, beyond that achieved with standard of care alone. We are preparing to conduct an
end-of-Phase II meeting with the U.S. Food and Drug Administration, or FDA.

Other Inflammatory and Autoimmune Diseases:

Th-17 cell-driven inflammation and CCR6  Th-17 driven cells have been implicated in a variety of autoimmune and inflammatory
diseases such as psoriasis, rheumatoid arthritis, and asthma. Th-17 cells express high levels of the chemokine receptor known as
CCRO6, which induces their migration to and activation within disease sites. We have a preclinical program in the inhibition of CCR6
which has produced several unique CCR6 inhibitor leads that are now being optimized through medicinal chemistry approaches,
which we plan to advance to a clinical candidate.

Vercirnon (also known as Traficet-EN, or CCX282) is an inhibitor of the chemokine receptor known as CCR9, and being developed
as an orally administered therapy for the treatment of patients with moderate-to-severe Crohn s disease. Vercirnon is ready to
continue development in Phase III with a partner, should an alliance partner be identified for this program.

CCX507 is our second generation CCR9Y inhibitor for the treatment of inflammatory bowel disease, or IBD. CCX507 has
successfully completed Phase I clinical development, which demonstrated that CCX507 was safe and well-tolerated, and blocked
CCRO on circulating leukocytes. We also presented preclinical data with CCX507 in combination with an anti-a47 or anti-TNF
antibody showing combined treatment reduced the severity of colitis better than monotherapy with either drug alone.
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All of our drug candidates are wholly owned and being developed independently by us. Our strategy also includes identification of next
generation compounds related to our drug candidates, all of which have been internally discovered.

We have developed a suite of proprietary technologies, which we call the EnabaLink drug discovery engine, to better understand the
chemoattractant system and to accelerate the identification of small molecule lead compounds that target and inhibit the function of specific
chemokine receptors. We believe this platform provides us with an advantage in the rapid identification of highly specific drug candidates. An
important element of this platform is our thorough map of the chemokine network, which allows us to better understand how a given
chemokine-chemokine receptor interaction impacts the migration of cells in a given disease. With this understanding, we can apply our
advanced screening methodologies, including a purpose-built high-throughput robotic screening technology, known as the Reverse Activation of
Migration, or RAM, assay, to identify small molecule inhibitors for the chemokine receptor most closely associated with a specific disease. The
RAM assay is designed to markedly reduce or eliminate non-specific inhibitors and toxic inhibitors of cell migration, resulting in highly specific
lead candidates. This technology allows us to screen against targets that are not easily accessible with traditional technologies, providing us with
what we believe to be a competitive advantage in drug discovery. We have used our EnabaLink drug discovery engine in our drug candidate
programs and continue to apply these powerful research tools in our early stage drug discovery efforts.

Our Broad and Deep Wholly Owned Pipeline

*  Also known as CCX282 or Traficet-EN.
Orphan and Rare Diseases

In our orphan and rare disease program, our lead drug candidate is CCX168. CCX168 is a small molecule that targets the chemoattractant
receptor known as C5aR, and is being developed for inflammatory and autoimmune diseases. CCX168 blocks the activity of complement C5a, a
component of the complement system and the natural ligand for C5aR. The complement system is a group of proteins that work together to
destroy foreign invaders (such as bacteria and viruses), trigger inflammation, and remove debris from cells and tissues. The complement system
must be carefully regulated so it targets only unwanted materials and does not attack the body s healthy cells.

In the United States, under the Orphan Drug Act, the FDA has granted orphan drug designation for CCX168 for the treatment of AAV, including
granulomatosis with polyangiitis or Wegener s granulomatosis, microscopic polyangiitis, and Churg-Strauss syndrome. The European
Commission granted orphan drug designation for CCX168 for the treatment of granulomatosis with polyangiitis or Wegener s granulomatosis
and microscopic polyangiitis.
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Our most advanced clinical program in orphan and rare diseases is in patients with AAV. We also have pilot clinical trials that are ongoing in
patients with aHUS and IgAN.

AAV, aHUS, and IgAN are all rare autoimmune diseases that are characterized by inflammation that often affects the kidneys.
ANCA-Associated Vasculitis (AAYV)

AAV is arare, severe, and often fatal autoimmune disease that is caused by autoantibodies called anti-neutrophil cytoplasmic antibodies and is
characterized by inflammation that can affect many different organ systems, and commonly involves the kidneys.

AAV affects approximately 40,000 people in the United States, with approximately 4,000 new cases each year, and more than 75,000 people in
Europe, with at least 7,500 new cases each year.

Limitations of Current Therapies

AAV is currently treated with courses of immuno-suppressants (cyclophosphamide, or CYC, or rituximab, or RTX) combined with high dose
glucocorticoid (steroid) administration. Following initial treatment, up to 30% of patients relapse within six to 18 months, and approximately
50% of all patients will relapse within three to five years.

The current standard of care for AAV is associated with significant safety issues. First year mortality is approximately 11% to 18%. The single
greatest cause of premature mortality is not disease related adverse events, but rather infection that is thought largely to be a consequence of
steroid administration. The multiple adverse effects of courses of steroid treatment (both initial courses and those that are repeated as a
consequence of relapse) are major causes of both short-term and long-term disease and death. Such therapy-related adverse events contribute
significantly to patient care costs, as well as to the diminution of quality of life for patients.

Role of C5a and C5aR in AAV

Complement C5a, acting through its receptor C5aR, is thought to play a pro-inflammatory role in AAV. Autoantibodies lead to the activation
and increased adhesiveness of neutrophils to the walls of small blood vessels in different tissues and organs of the body. These accumulating
adhering neutrophils initiate an inflammatory cascade in the small blood vessels by secreting pro-inflammatory cytokines and chemoattractants.
Activation of the complement pathway occurs with production of C5a, one of the most potent pro-inflammatory mediators of the complement
system. C5a, through binding to its receptor C5aR, induces expression of adhesion molecules and chemotactic migration of neutrophils,
eosinophils, basophils, and monocytes.

A Novel C5a Receptor Inhibitor CCX168

CCX168 is a potent and highly specific inhibitor of the human C5a receptor. CCX168 is orally bioavailable and has demonstrated an excellent
preclinical safety profile, consistent with its intended chronic use in patients. CCX168 does not affect formation of the C5b-9 terminal
complement complex (or membrane attack complex), unlike the anti-C5-antibody, eculizumab. Therefore, CCX168 is believed not to increase
the susceptibility to infections such as Neisseria meningitides.

The efficacy of CCX168 was demonstrated in a mouse model of the renal manifestations of AAV, which closely mimics many of the
histological features of the human disease. In these studies, oral doses of CCX168 completely blocked the glomerulonephritis induced by
intravenous injection of anti-myeloperoxidase antibodies
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(one of the anti-neutrophil cytoplasmic antibodies that are implicated in AAV in humans). Levels of CCX168 in the blood of these mice were
comparable to levels in the blood of patients participating in our Phase II CLEAR clinical trial with CCX168 in patients with AAV.

Clinical Development
CCX168 Phase I Clinical Trials

We have completed two Phase I clinical trials with CCX168 in a total of 54 healthy subjects. The first was a randomized, double-blind,
placebo-controlled, two-period clinical trial in which subjects received either CCX168 or placebo, as a single dose in the first period and as
multiple once-daily or twice-daily oral doses in the second period. Single oral doses of 1mg, 3mg, 10mg, 30mg, and 100mg of CCX168 were
studied. In the second period, CCX168 doses of 1mg, 3mg, and 10mg once-daily for seven days, and 30mg and 50mg twice-daily for seven
days, were studied. CCX168 was well-tolerated by clinical trial subjects in this clinical trial and no serious adverse events, or SAEs, or
withdrawals due to adverse events have been observed. The most commonly reported adverse events in subjects receiving CCX168 in the
multi-dose period were headache, diarrhea, dizziness, lower abdominal pain, nausea, and sore throat. These adverse events typically were mild
and dosing was not stopped as a result. In the second Phase I clinical trial in six healthy male subjects, the way CCX168 was metabolized in the
body was studied after a single oral dose of 100mg CCX168. CCX168 was well-tolerated in this study.

CCX168 Phase II Clinical Trial

We have completed the first Phase II clinical trial in 63 evaluable patients with AAV in Europe, known as the CLEAR trial. CLEAR was a
randomized, double-blind, placebo-controlled clinical trial in patients with AAV. The aim of this trial was to provide effective therapy for AAV
with an inhibitor of the C5a receptor while reducing toxicity associated with standard of care therapy by eliminating or reducing exposure to
high dose systemic steroid use. The primary safety objective of this clinical trial was to evaluate the safety and tolerability of CCX168 in
patients with AAV on background CYC or RTX treatment. The primary efficacy objective was to evaluate the efficacy of CCX168 based on the
BVAS. BVAS measures AAV disease activity across all organ systems and is the most widely used and clinically validated outcome measure in
AADV clinical trials. The higher the BVAS score, the higher the level of disease activity. The greater the reduction in BVAS score with treatment,
the greater the disease improvement. The secondary objectives of this clinical trial included assessment of the feasibility of reducing or
eliminating the use of steroids in the treatment of patients with AAV without the need for rescue steroid measures; evaluation of the PK profile
of CCX168 in patients with AAV; and assessment of changes in renal function based on estimated glomerular filtration rate, or eGFR,
hematuria, and proteinuria with CCX168 compared to standard of care treatment.

The CLEAR trial met its primary endpoint based on the BVAS response at week 12 in patients receiving CCX168, compared to those patients
receiving the high dose steroid-containing standard of care. Specifically, all treatment groups receiving CCX168 demonstrated a statistically
significant (P=0.002) non-inferior clinical efficacy outcome when compared to standard of care. The study contained two CCX168 treated
groups: one group which received CCX168 with a low dose of steroids (one third the steroid in the standard of care group), in which the BVAS
response was 86% at week 12 versus 70% for standard of care; P=0.002 for non-inferiority. A separate group received CCX168 without steroids;
in this group the response was 81% (P=0.01 for non-inferiority). Following adjudication of BVAS data from the follow-up period, the previously
reported BVAS response of 75% for the standard of care group was found to be 70% and the resulting P-values were revised accordingly. The
BVAS response data for the CCX168 groups remain unchanged. The revised P-values are presented above. Standard of care treatment included
a placebo to CCX168, and all treatment groups received a standard background immunosuppressant (CYC or RTX) as well. The primary
endpoint of BVAS response was prospectively defined as the proportion of patients with a decrease from baseline of at least 50% in BVAS plus
no worsening in any body system.
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Other beneficial changes were noted, including in pre-specified secondary endpoints:

1) CCX168 exhibited a more rapid onset of improvement than standard of care treatment, as evidenced by beneficial changes in
proteinuria (measured as UACR); also rapid beneficial reductions from baseline in BVAS, as well as reductions in the levels of
MCP-1 (a marker of kidney inflammation) found in the urine;

2)  improvements in eGFR and hematuria were seen in all three treatment groups, indicating these disease activities did not require high
dose chronic steroid administration to be controlled; and

3) improvements in Quality of Life (as defined by the visual analogue scale of the EuroQOL-5D-5L) and measurements based on the
Short Form-36 were seen in CCX168 treatment groups, but not in the standard of care group.
Taken together, these results suggest that CCX168, a target-specific complement inhibitor, may be able to replace chronic steroids in the
treatment of AAV with at least equal efficacy. CCX168 also appeared safe and well-tolerated in the trial. There were no observations that would
prevent further clinical development of CCX168. We also recently completed the long-term toxicology program with CCX168. The results
provide support for chronic dosing of CCX168 in future clinical trials.

A second Phase II clinical trial, the CLASSIC trial, is ongoing in North America. CLASSIC is a randomized, double-blind, placebo controlled
Phase II clinical trial in patients with either newly diagnosed or relapsing AAV who require either CYC or RTX treatment. Eligible patients are
randomized in a 1: 1:1 ratio to receive either placebo plus CYC or RTX plus full dose starting steroids; 10mg CCX168 twice daily plus CYC or
RTX plus full dose starting steroids; or 30mg CCX168 twice daily plus CYC or RTX plus full dose starting steroids. The treatment period is 12
weeks, with a 12-week follow-up period. The aim of the CLASSIC trial is different from the CLEAR trial. The CLASSIC trial is mainly a
regulatory and safety trial. As such, the main goal of CLASSIC is to evaluate the safety of CCX168 when given with high dose
steroid-containing standard of care treatment, which also includes CYC or RTX. Therefore, the primary safety objective of this clinical trial is to
evaluate the safety and tolerability of CCX168 in patients with AAV on background CYC or RTX treatment. The primary efficacy objective is
to evaluate the efficacy of CCX168 based on BVAS. A total of 42 patients have been enrolled in this trial.

Atypical Hemolytic Uremic Syndrome (aHUS)

aHUS is a genetic, chronic, rare disease that is caused by the formation of blood clots within small blood vessels, or thrombosis, throughout the
body. aHUS affects both adults and children and can progressively damage vital organs, including the kidneys, but also other organs such as the
brain, heart, lungs, gastrointestinal tract, and pancreas. These clots can cause serious medical problems if they restrict or block blood flow.

As a result of clot formation in small blood vessels, people with aHUS experience kidney damage and acute kidney failure that lead to end-stage
renal disease, or ESRD, in about half of all cases. These life-threatening complications prevent the kidneys from filtering plasma and eliminating
waste products from the body effectively.

Limitations of Current Therapies
Current aHUS treatment has limited efficacy or is very expensive, and as a result, is not a practical option for many patients with aHUS.

Plasma exchange or infusion has decreased mortality from 50% to 25% in patients with aHUS. In patients with complement factor H, or CFH,
mutations, plasma exchange or infusion resulted in partial or complete remission in approximately 60% of patients. Plasma exchange with
immunosuppressive therapy such as steroids and azathioprine or mycophenolate mofetil and RTX resulted in long-term dialysis-free survival in
60% to 70%
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of patients. Patients may become non-responsive to plasma exchange or infusion. It is also debatable whether renal transplantation is appropriate
for patients with aHUS with ESRD as the disease recurs in approximately 50% of patients after transplantation, and graft failure occurs in 80%
to 90% with recurrent disease.

Eculizumab (Soliris) has been approved by the FDA for treatment of patients with aHUS to inhibit complement-mediated thrombotic
microangiopathy. Eculizumab treatment improves the disease based on platelet count, lactate dehydrogenase, hemoglobin, and serum creatinine
levels, and need for plasma exchange, infusion, or dialysis. Eculizumab is an anti-C5 antibody, designed to block the conversion of C5 to C5a
and C5b. Eculizumab needs to be administered by frequent intravenous infusion, is associated with an increased risk of Neisseria infections, and
can cost approximately $500,000 per year in the United States.

Role of C5a and C5aR in aHUS

aHUS often results from a combination of environmental and genetic factors. The genes associated with aHUS provide instructions for making
proteins involved in regulating the complement system. In aHUS, the regulatory proteins that prevent uncontrolled activation of the complement
system are defective due to gene mutations. The resulting uncontrolled activation of the complement system, including uncontrolled production
of the anaphylatoxin C5a, results in damage to the vasculature and organs such as the kidneys.

The fact that C5a and its receptor C5aR play a role in the pathogenesis of aHUS is supported by studies in mice. Mice deficient in CFH develop
proliferative glomerulonephritis, which is improved in mice where both the CFH and C5aR genes are deleted. Mice lacking C5aR were
significantly protected from functional renal disease as assessed by blood urea nitrogen levels. This is relevant as loss-of-function CFH
mutations are relatively common in humans with aHUS. In addition, C5a can prime neutrophils and enhance neutrophil activation. C5a, acting
on C5aR, is a potent neutrophil chemoattractant and agonist, which triggers neutrophil aggregation. Further, C5a activates endothelial cells,
promoting retraction and increased permeability.

CCX168, as a potent and specific inhibitor of C5aR, may therefore be effective in the treatment of patients with aHUS. Compared to
intravenously administered eculizumab, CCX168 is a convenient, orally administered treatment. CCX168 blocks the effect of C5a without
compromising the formation of the C5b-9 terminal complement complex (or membrane attack complex), which is important in fighting
Neisseria infections. Since CCX168 is a small molecule, manufacturing cost is anticipated to be lower than the protein-based drugs such as
eculizumab. As a small molecule, CCX168 has a shorter plasma half-life (terminal half-life is approximately 70 hours) than eculizumab (272
hours, according to eculizumab prescribing information). Therefore, in the event of an undesirable adverse event requiring discontinuation of
treatment, plasma clearance would be faster with CCX168.

Clinical Development

In collaboration with external scientists, we have demonstrated that CCX168, when added to the serum of patients with aHUS, reduces the size
of thrombus (blood clot) formation on vascular endothelial cells that has been stimulated by the aHUS serum. The positive effect of CCX168
was concentration dependent, and the magnitude of the effect was similar to that observed with eculizumab or soluble complement receptor 1.

Based on these encouraging in vitro findings, we have commenced a Phase II pilot clinical trial with CCX168 in up to ten patients with aHUS
who are on dialysis. The primary efficacy objective of the trial is to evaluate whether treatment with CCX168 may reduce thrombosis formation
in chronic dialysis patients with aHUS. We, through our external collaborator, plan to report early results from this proof-of-concept trial in
2016.

Immunoglobulin A Nephropathy (IgAN)

IgAN is a form of glomerulonephritis, or inflammation of the filtration units of the kidneys called glomeruli. The damage caused by I[gAN
results from abnormal deposits of immunoglobulin A, or IgA, complexes in the glomeruli. This immune complex deposition is associated with
complement activation.

Table of Contents 14



Edgar Filing: ChemoCentryx, Inc. - Form 10-K

Table of Conten

One of the kidney s most important jobs is to filter toxic waste products, such as creatinine, from the blood, and the glomeruli play a key role in
this process. As more glomeruli are damaged by the IgA immune complexes, protein is spilled into the urine, and the kidney progressively loses
its ability to clear waste products from the body. In some patients with IgAN, this loss of kidney function progresses to chronic kidney failure,
which requires dialysis treatment or a kidney transplant.

Limitations of Current Therapies

Renin-angiotensin-aldosterone system, or RAAS, blockers such as ACE inhibitors and ARBs are recommended when proteinuria is higher than
0.5g per day. Doses are titrated up to achieve blood pressure below 130/80 mmHg in patients with proteinuria less than 1g per day and below
125/75 mmHg if proteinuria is higher than 1g per day. Steroids are used in patients with persistent proteinuria higher than 1g per day despite
optimal RAAS blockade. Immunosuppressive treatment with CYC or azathioprine is not recommended unless there is crescentic IgAN with
deteriorating kidney function. Fish oil is also used. RAAS blockers have limited efficacy. Steroids are associated with an increased risk of
infection and other adverse effects including osteoporosis, cataracts, peptic ulcer disease, new onset hypertension and diabetes, and mental
disturbances. Immunosuppressive treatment such as with CYC is associated with an increased risk of infertility, cystitis, and cancer. Therefore,
there exists an unmet medical need for safe and effective therapies for patients with [gAN.

Role of C5a and C5aR in IgAN

IgAN is an autoimmune disease in which auto-antibodies are inappropriately made against IgA. The immunoglobulin immune complexes are
deposited in the glomeruli of the kidney, and may lead to activation of the complement system and production of C5a. The end result is kidney
inflammation which leads to inappropriate spilling of protein in the urine, and impairment of the ability of the kidney to filter the blood of waste
products such as creatinine. Consequently, this can ultimately lead to kidney failure and dialysis.

As a potent and specific inhibitor of C5aR, CCX168 may be effective in treating patients with IgAN. Because of its unique mechanism of action,
CCX168 has the potential to be synergistic to RAAS blockade, and could also potentially reduce the dosing req