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Forward Looking Statements

Disclaimer

This material has been made available to you with the consent of Vera Therapeutics, Inc. ("we", "us", "our", or the "Company"). Statements in this presentation that are not statements of historical 
fact are forward-looking statements. Such forward-looking statements include, without limitation, statements regarding our research and clinical development plans, the scope, progress, results 
and costs of developing our product candidate or any other future product candidates, expected manufacturing capabilities, strategy, regulatory matters, including the timing and likelihood of 
success of obtaining drug approvals, market size and opportunity and our ability to complete certain milestones. Words such as “believe,” “anticipate,” “plan,” “expect,” “intend,” “will,” “may,” 
“goal,” “project,” “estimate,” “potential” and similar expressions are intended to identify forward-looking statements, though not all forward-looking statements necessarily contain these 
identifying words. These forward-looking statements are based on the beliefs of the Company’s management as well as assumptions made by and information currently available to the Company. 
Such statements reflect the current views of the Company with respect to future events and are subject to known and unknown risks, including business, regulatory, economic and competitive 
risks, uncertainties, contingencies and assumptions about the Company, including, without limitation, risks inherent in developing products and technologies and acquiring or in-licensing products 
and technologies, future results from the Company’s ongoing and planned clinical trials, the Company’s ability to obtain adequate financing to fund its planned clinical trials and other expenses, 
trends in the industry, the legal and regulatory framework for the industry and future expenditures and other risks disclosed in the Company’s filings with the Securities and Exchange Commission. 
In light of these risks and uncertainties, the events or circumstances referred to in the forward-looking statements may not occur. The actual results may vary from the anticipated results and the 
variations may be material. These forward-looking statements should not be taken as forecasts or promises nor should they be taken as implying any indication, assurance or guarantee that the 
assumptions on which such forward-looking statements have been made are correct or exhaustive or, in the case of the assumptions, fully stated in this presentation. You are cautioned not to 
place undue reliance on these forward-looking statements, which speak only as of the date of this presentation. 

This presentation does not constitute an offer to sell or the solicitation of an offer to buy any securities, or a solicitation of any vote or approval, nor shall there be any sale of securities in any 
jurisdiction in which such offer, solicitation or sale would be unlawful prior to registration or qualification under the securities laws of any such jurisdiction. Investment in any securities described 
herein has not been approved or disapproved by the Securities and Exchange Commission or any other regulatory authority nor has any authority passed upon or endorsed the merits of the 
offering or the accuracy or adequacy of the information contained herein. Any representation to the contrary is a criminal offense.

This presentation discusses product candidates that are under clinical study and which have not yet been approved for marketing by the U.S. Food and Drug Administration. No representation is 
made as to the safety or effectiveness of these product candidates for the use for which such product candidates are being studied. 

The trademarks included herein are the property of the owners thereof and are used for reference purposes only. Such use should not be construed as an endorsement of such products.
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Agenda for Today’s Meeting

Corporate Overview Marshall Fordyce, MD Chief Executive Officer
Vera Therapeutics

Patient Caregiver Story Claire Flores Wife of late Art Flores and Organ Donor

Clinical Impact of BK Virus 
Reactivation Stan Jordan, MD 

Director of Nephrology & Transplant Immunology 
and Medical Director of Kidney Transplant Program
Cedars-Sinai Medical Center

MAU868 Development Celia Lin, MD Chief Medical Officer (CMO)
Vera Therapeutics

Q&A Marshall Fordyce, MD Moderator
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Corporate Highlights

Vera’s vision is to improve standard of care for patients with immunologic diseases. Our first three 
clinical programs focus on kidney disease.

Phase 2b “ORIGIN” study: atacicept for patients with IgA nephropathy – primary endpoint readout 
expected Q4 2022

Strong financial profile sufficient to fund current operations to Q2 2024

Phase 2 study: MAU868 for patients with post-renal transplant BK virus reactivation – plan to share 
interim results mid-2022

Phase 3 study: atacicept for patients with lupus nephritis – trial expected to initiate 2H 2022
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Strategic Vision: Develop Transformative Therapeutics for Immunologic Diseases
• Lead indications with large markets and validating clinical data

• Vera has worldwide, exclusive licenses to develop and commercialize atacicept from Merck KGaA and MAU868 from Pfizer/Novartis

• Experienced corporate development team with a strategic focus to develop and commercialize novel therapies for immunologic diseases

• Conducting Phase 2b trial, 
primary endpoint data 
expected Q4 2022

• Tarpeyo approval sets 
precedent for UPCR 
endpoint 

• Phase 2 results in SLE show 
clinical efficacy in severe 
patients

• Plan to initiate Phase 3 trial 
in 2H 2022

• Dual inhibition of BLyS and 
APRIL reduces disease-
associated antibodies with 
dose-dependence 

• Potential for best-in-class 
for B-cell targeting biologics

Lead Clinical-Stage Asset, Atacicept

IgA Nephropathy 
(IgAN)

Lupus Nephritis 
(LN)

Additional Autoimmune 
Indications

• Late-stage clinical asset for 
BK viral disease 

• No currently FDA approved 
therapies

• Phase 2 interim results 
expected mid-2022

BK Virus 
Nephropathy

New Asset MAU868
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Vera Is Well-Positioned to Develop and Commercialize MAU868 

• Leading cause of kidney transplant failure, 
leading to high morbidity and healthcare 
cost

• No available BK virus-specific treatments

• MAU868: late-stage clinical asset with 
encouraging data 

• We believe that MAU868 is poised to change 
the standard of care for transplant patients 

BK Virus Nephropathy

 Team with proven track record in antiviral 
development and commercialization 

 Development leadership maintained – Ciara 
Kennedy (former CEO of Amplyx), brought 
MAU868 through Phase 2, now serves as 
Senior Advisor of Vera

 Clinical and commercial synergy with Vera’s 
nephrology focus

Committed to the Development of MAU868
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• Director of Nephrology & Transplant Immunology and Medical 
Director of the Kidney Transplant Program at Cedars-Sinai 
Medical Center

• >30 years improving transplant care, including first 
desensitization protocol for HLA incompatibility, and 
establishing the Transplant lmmunotherapy Program at 
Cedars-Sinai in 2004 

• Published >400 peer reviewed manuscripts and served on the 
editorial boards of numerous professional journals 

• Numerous awards, including the Medawar Prize, The 
Transplantation Society's highest distinction for lifetime 
contributions in the transplantation field, the National Kidney 
Foundation "Gift of Life Award", and the inaugural Cedars-
Sinai Prize for Research in Scientific Medicine (PRISM)Stanley Jordan, MD, FASN, FAST 



cedars-sinai.org

The Clinical Impact 
of BK Virus 
Reactivation

Stanley C. Jordan. MD, FASN, FAST
Director of Nephrology & Transplant 
Immunology
Cedars-Sinai Medical Center

Comprehensive Transplant Center
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BK Virus is an Opportunistic Infection Associated with Significant Morbidity and 
Mortality in Transplant Patients

• BK Virus is one of 13 known polyomaviruses (DNA viruses)
◦ 80-90% of adults infected by BK virus (BKV) worldwide
◦ Persistent infection established in renal and urinary tract epithelium

• Reactivation of persistent infection in immunosuppressed hosts leads to 
disease in two key patient populations

◦ Nephropathy and allograft loss in kidney transplant recipients
◦ Hemorrhagic cystitis in hematopoietic stem cell transplant (HSCT) 

recipients

• Main risk factor is the overall degree of immunosuppression 

• Currently no approved or effective anti-BKV therapies, mainstay of 
management is reduction of immunosuppression which increases risk of 
allograft rejection

Hirsch HH Lancet Infect Disease 2003; Lorant C Ann Transplant 2022
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BK Virus is a Common and Important Threat to Renal Transplant Patients

• 100,000 Kidney transplants each year, with nearly 100,000 patients in the 
US alone on the waiting list

• BK reactivation will occur in up to 40% of patients post-transplant, virus is 
first detectable in the urine, with viremia developing several weeks later.

• There is a general consensus to intervene when a BK viremia of 10^3 
copies/ml is detected

• BK viremia may indicate irreversible damage to allograft despite no 
apparent change in graft function

• Kidney function deteriorates rapidly with persistent BK viremia >10^4 and 
can be associated with rapid graft loss

• Without effective treatments, the current standard of care is reduction of 
immunosuppression, but this can lead to acute rejection in up to 12% of 
patients

• 1-10% of patients will develop BKV nephropathy resulting in irreversible 
damage and significant risk of rejection

BKV Nephropathy is a Leading Cause of Allograft 
Loss In Kidney Transplant Recipients

2019, Statista.com; Bohl et al CJASN 2007; Brennan Am J Transplant 2005

~100K
Kidney Tx/year

~15%
BK viremia 10^4

~5-10%
Nephritis

~20%
BK viremia 10^3

~35%
BK viruria

~4%
Graft 
loss/
death
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BKV Nephropathy after Kidney Transplant: Risk Factors

Baek et al. Ann Transplant 2018 Oct 9; 23:704-712; Sawinski et al. Nephrol Dial Transplant 2015

Immunosuppression::

• The intensity of immunosuppression is the main risk factor for BKV reactivation and disease

• Replication rates are higher in the early posttransplant period and following treatment for allograft 
rejection when immunosuppression intensity is highest

• No specific immunosuppressive drug or regimen has been definitively associated with clinically 
significant BKV infection

• BKV replication and BKVAN have occurred in patients receiving nearly all immunosuppressive drugs 
and their combinations 

Other risk factors include:

Transplant risk factors:

Acute rejection episodes

Cold ischemia time

Delayed graft function

Ureteral stent placement 

Recipient risk factors:
Older recipient age
Male recipient
Recipient race 
(non-African American)
Diabetes

Donor risk factors:
BK virus seropositive donor
Degree of HLA mismatching



14

IL-2/TNF-α
Inflammatory 
Cytokines

Effector Functions: Viral Elimination, T-cell 
memory

Effector Functions: Viral Elimination, T-cell 
memory, B-cell Activation,  Antibody 
Production, Sterilizing Immunity, B-cell Memory

BK Virus 
Infection BK Virus Infection 

Replication

CD8+ T cell priming

Clonal 
Expansion

CD4+ T cell CD8+ T cell
Dendritic cell

T-cell Activation After BK Virus Infection
Immune Competent 

TNF-α/IFN-γVirus endocytosis 
and antigen 
presentation

Clonal 
Expansion

Viral Clearance

Inflammatory 
Cytokines

B cell priming

Cross 
Penetration
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BKV Infection in Immunocompromised Kidney Transplant Patient

Dormant BK Virus in 80-90%
BK Virus Replication

Kidney Transplantation

Immunosuppression

Immunosuppression

Poor T-cell 
Immunity

Donor Dendritic Cell

Recipient T-cell

BKV Peptides Not seen when Presented by Non-Self 
Dendritic Cells Interacting with Self T-cells.
Antigen Presentation is restricted to Self MHC

Persistent BK Virus 
Replication Results in: BKV-
>BKAN->Graft Loss

Why Does Viral Replication Persist?

IL-2/TNF-α
Inflammatory 
Cytokines

Effector Functions: Viral Elimination, T-cell 
memory

Effector Functions: Viral Elimination, T-cell memory, 
B-cell Activation,  Antibody Production, Sterilizing 
Immunity, B-cell Memory

CD8+ T cell priming

Clonal 
Expansion

CD4+ T cell CD8+ T cell
Dendritic cell

TNF-α/IFN-γVirus endocytosis and 
antigen presentation

Clonal 
Expansion

Viral Clearance

Inflammatory 
Cytokines

B cell priming

Cross 
Penetration
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Screening and Diagnosis of BKV Infection 

• All patients are screened for BKV reactivation after kidney transplantation.

• Screen for viremia with quantitative PCR of serum or plasma samples, by the time BKVAN is 
diagnosed the serum creatinine is significantly raised and subsequent graft survival is worse. 

• The frequency of monitoring can vary between transplant centers but is typically:
o Monthly for the first 3-6 months after transplantation
o Every 3 months until the end of the first post-transplant year
o Patients also undergo PRC-based screening for BKV every time an unexplained rise in serum 

creatinine occurs and after treatment for acute rejection

• Some transplant centers also screen urine for polyomavirus-bearing ‘decoy cells’ or urine DNA-PCR. 

• The definitive diagnosis of BKVN requires a renal biopsy showing polyomavirus-induced cytopathic 
changes in tubular or glomerular epithelial cells.

Hirsch HH et al Clin Transplant 2019

https://www.sciencedirect.com/topics/medicine-and-dentistry/graft-survival
https://www.sciencedirect.com/topics/medicine-and-dentistry/renal-biopsy
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Time to BKV Reactivation and BKVAN after Transplant

• BKV reactivation occurs within weeks to 
months of transplantation

• Can occur later in patients with prolonged 
immunosuppression

• Clearance of viremia after modifying 
immunosuppression can take months to years

• Viremia predicts progression of nephropathy

◦ Clinicians accept detection of viremia as 
presumptive evidence

• Viruria represents a higher risk group for 
viremia but has lower predictive value of 
nephropathy

Ramos et al. Transplantation 2009 
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Diagnosis of BKVAN

Renal biopsy is not always feasible or reliable, therefore, consensus groups have definitions for 
probable or presumptive BKVAN based on level of viremia

Consensus Group Proven BKVAN Probable/Presumptive BKVAN

Biopsy confirmed cytopathic 
changes of tubular epithelia cells 
in the allograft tissue

Probable: 
viremia >1,000 copies/mL in two measurements within 3 
weeks 
Presumptive: 
viremia >10,000 copies/mL in at least one of two 
measurements 

Biopsy confirmed viral 
cytopathic changes and 
antibodies against SV40 in 
kidney 

Possible: 
high level viruria, marked by high level of DNAuria, high 
VP1 mRNA load, Haufen, or decoy cells. 

NA Probable: 
Plasma BKV load ≥10,000 copies/mL in at least one 
measurement

Imlay et al CID 2022
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Graft Survival
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Viremia Associated with Reduction in Renal Function and Allograft Survival

Retrospective analysis of 349 kidney transplant recipients, 57 (16%) of whom developed viremia
• Median time to BK viremia was 3 months (1-17)
• BKV-related allograft loss in 7% of patients

Knight et al 2013

* *

P=0.02 P<0.01
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BK Viremia has profound effect on graft survival 

Moura et al. 2017

Patients with BK viremia had significantly shorter allograft survival
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%
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Time (years)

BKV (-)
BKV (+)

P (log-rank) < 0.01

Allograft survival was 6 
years shorter in patients 
who developed BK viremia
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Poor long-term prognosis of patients with BKVAN 

• Single center retrospective analysis of kidney transplants between 2001-2014

• BKVAN  was associated with a significantly worse graft survival and patient survival rate 

Comparison of (A) death-censored graft survival rate, and (B) patient survival rate between kidney transplant recipients with BK
virus associated nephropathy and those without BK virus-associated nephropathy (BKVAN).

Park et al. 2018
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Increased allograft loss in patients with BKV with immunosuppression reduction 

• Single center retrospective evaluation of 
kidney transplants with biopsy-proven BKVAN 
compared with no-BKVAN over 2 years
◦ 1404 kidney transplants analyzed during 

study period
◦ 58 (4.1%) diagnosed with BKVAN

• Graft survival at year 5 was significantly lower 
in patients with BKV despite 
immunosuppression reduction

Epidemiology and Outcomes of BKV Nephropathy Management by Screening Policy in a Real-
Life Setting - ATC Abstracts

ARCIA VD, Raupp FV, MEINERZ G, Piegas K, KEITEL E. Epidemiology 
and Outcomes of BKV Nephropathy Management by Screening Policy in a 
Real-Life Setting [abstract]. Am J Transplant. 2019; 19 (suppl 3).   

Figure 1B: Graft survival (uncensored by death) 
according to BK virus-associated neuropathy 
(BVKAN) after kidney transplantation
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BKV Management Strategies

• In the absence of effective therapies, current management for BKV 
involves careful reduction of immunosuppression

• Critical balancing act: lower immunosuppression to control the 
BKV, with increased risk of allograft rejection

o Acute rejection can occur in up to 12 percent of patients with BK 
viremia following a reduction in immunosuppression 

• Antiviral agents have been tried with little to no efficacy including: 
cidofovir, leflunomide, quinolone antibiotics and IVIG 

• Although early diagnosis and prompt therapeutic intervention have 
reduced rates of overt graft loss to approximately 15%, surviving
grafts frequently show progressive decline in graft function

• Acute rejection after immunosuppression reduction for BKVN 
showed worse allograft survival1

Baek et al 2018; Hardinger et al Am J Transplant 2010

Large unmet need for effective, anti-BKV therapies 
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MAU868, A Novel Monoclonal 
Antibody Against BK Virus

Celia Lin, MD
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BKV can be reactivated when a patient is 
immunocompromised

BK Virus Infection: Unserved market in Renal Transplant and HSCT

• BKV Nephropathy is the leading cause of allograft loss
• BKV in HSCT patients have increased risk of severe hemorrhagic cystitis

Unserved Market ~$1B+ Commercial Opportunity WW in 20361
BK Virus (BKV) leads to significant morbidity and 
mortality in transplant patients

80-90% of healthy adults have been infected with BKV 
and the virus remains latent in healthy adults

BKV impacts two immunocompromised populations 
including kidney transplant patients and hematopoietic 
stem cell transplant (HSCT) recipients

No approved anti-BKV treatments in the United States

Kidney Transplants: ~80,000 RTx per year WW

Viruria (30-50%) 40,000 pts – measurable BKV

Viremia (10-20%) 15,000 pts – kidney at risk

Nephropathy (3-4%) 3,200 pts – irreversible damage

Rejection (1-2%) 1,500 pts – kidney loss

HSCT Procedures: ~100,000 HSCT per year WW

Allogeneic (50%) 50,000 pts – higher risk of BKV 

Viremia (10-35%) 22,500 pts – risk of cystitis

Cystitis (6-16%) 10,500 pts – hemorrhagic cystitis 

1 Back Bay Analysis. 
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MAU868: First Known Neutralizing Antibody Targeting BK Virus

• Novel Target: mAB that neutralizes infection by 
blocking BKV virion binding to host cells   

• Active Against All Genotypes: Sub-nanomolar 
potency against all major genotypes

• Proven Mechanism: Neutralization of virus 
infection 
effective in other approved mAB therapies 

• More Potent than IVIG: ~10,000 fold more 
potent in vitro

Blocks BKV Virion Binding
Designed to disrupt cell surface binding and 
to prevent cell entry and spread of infection
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BKV Treatment Paradigms
Goal of therapy: prevent clinically significant viremia/disease

DNA copies/mL ≥ 10^4 has been correlated in two studies with BKV nephropathy (Hirsch et al; Limaye et al)
Clinically significant viremia is BKV mL ≥ 10^4 DNA copies/mL

Intervention Definition
Prophylaxis (a) Administration of MAU868 to all patients before any evidence of BKV replication in plasma

Prophylaxis (b) Administration of MAU868 to high-risk patients before any evidence of BKV replication in plasma

Preemptive Administration of MAU868 at an early stage of BKV infection or replication (VL <104) in plasma

Treatment Administration of MAU868 given at/after disease diagnosis (i.e. at VL ≥ 104 in plasma) 

Optimal Positioning for 
MAU868 value proposition

1a
1b

2

3

Preemptive therapy (2) 
For patients with low levels of 
viremia (<104 DNA copies/mL)

Treatment (3)
For patients with high levels of 
viremia, with or without biopsy 
confirmed disease/renal 
insufficiency (≥ 104 DNA copies/mL)

Prophylaxis (1a):
For all patients 

Prophylaxis (1b)
For high-risk patients (e.g., viruria
≥ 107 DNA copies/mL; cord blood 
transplant; haploidentical, others)
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MAU868: Potently Neutralizes all BKV Serotypes

MAU868 KD (pM) EC50 (nM) EC50 (μM/mL)

BKV Serotype I 5.8 ± 1.8 0.062 ± 0.068 0.009 ± 0.010

BKV Serotype II 2.8 ± 0.6 0.278 ± 0.175 0.040 ± 0.025

BKV Serotype III 8.4 ± 3.7 0.645 ± 0.397 0.093 ± 0.057

BKV Serotype IV 4.1 ± 1.3 0.143 ± 0.135 0.021 ± 0.020

%
 In

hi
bi

tio
n 

of
 B

KV

Antibody Concentration (μg/mL)

MAU868
serotype I

MAU868
serotype IV

Cytotect
serotype IV

Cytotect
serotype I

MAU868 Activity vs. Pooled Intravenous 
Immunoglobulin (IVIG - Cytotect)• MAU868 is a human IgG1-λ monoclonal antibody

• MAU868 potently binds to and neutralizes BKV
MAU868 neutralizes BKV infection of renal 

proximal tubular epithelial cells and prevents 
cell-to-cell spread

 No resistance-associated serotype variants

• MAU868 is ~10,000-fold more potent than   
hyperimmune immunoglobulin (IVIG - Cytotect)
 IVIG preparations like Cytotect are used to treat 

some patients with reactivated BKV
 Clinical efficacy of IVIG preparations has not 

been consistently demonstrated
 Observed IVIG activity has been limited 

to BKV serotype I
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Phase 2 Trial of MAU868 in Kidney Transplant Patients with Active BKV

Study Population

• Kidney transplant within 
one year of enrollment in 
the trial

• Documented BKV viremia 
within 10 days prior to 
enrollment in the trial

• Viral load ≥ 104 log10 
copies/ml, 
but no more than ≤ 107

log10 copies/ml, or  
consecutive positive VLs if 
most recent is ≥ 103 log10 
copies/ml 

Clinicaltrials.gov Identifier: NCT04294472

Dose Cohorts (n=12 each) 4 IV doses over 12-wks

Cohort 1 1350 mg x 4
Cohort 2 6750 mg x 1 followed by 1350 mg  x3

MAU868-201 Trial Design

Randomized, Double-blind, Placebo-controlled Phase 2 Study

12 Week
Treatment

Study Endpoints

Primary
• Safety, tolerability

Secondary
• BKV-related 

outcomes including 
viremia, nephropathy, 
graft function and 
rejection, PK

24 Week
Follow-up

2:1 
Randomization 

week 0

MAU868 

Placebo

36

R

12

Patient Follow-up 

Patient Follow-up 

Kidney 
Transplant 

Patients with 
BKV Viremia
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Vera’s Late-Stage Pipeline



32

© 2022 VERA THERAPEUTICS, INC.

Q&A
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8000 Marina Boulevard, Suite 120 
Brisbane, CA 94005

info@veratx.com
+1 (650) 770-0077

mailto:info@veratx.com
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