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Targeting autoimmune diseases before they 
become chronic

Our vision: 

Millions of people are spared from the 
chronic burden of autoimmune diseases 

• PLACEHOLDER

Our mission: 

Lead the way in autoimmune interception and 
prevention, forging new paths in clinical 
practice and the business of healthcare

• PLACEHOLDER

Focusing on patients’ lives to disrupt autoimmune science 
Disrupt the way autoimmune diseases are managed as one of the only companies bringing ingenious 
science to interrupt the disease process rather than treat symptoms, complications, end-stage disease
• Delivering interception in T1D 
• Diversified pipeline
• Partnering to deliver and expand
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Pipeline progress: Our focus on disease interception1

A diversified portfolio of advanced clinical-stage and precommercial-stage candidates that intercept, 
prevent, or delay the progression of life-threatening and debilitating immune-mediated diseases

*Enrollment in PROTECT was paused in March 2020 due to the COVID-19 outbreak. Enrollment resumed in June 2020; enrollment dependent on status of COVID in each country/site.
GI = gastrointestinal.

References: 1. Provention Bio. https://proventionbio.com/intercepting-autoimmune-disease. Accessed January 30, 2021. 2. Provention Bio. http://investors.proventionbio.com/2019-08-05-Provention-Bio-Announces-Breakthrough-
Therapy-Designation-for-Teplizumab-PRV-031-for-the-Prevention-or-Delay-of-Clinical-Type-1-Diabetes-in-At-Risk-Individuals. Accessed January 29, 2021.

FOCUS TARGET 
INDICATION PRECLINICAL PHASE 1 PHASE 2 PHASE 3 REGULATORY NEXT EXPECTED MILESTONE

Type 1 
diabetes (T1D) 
autoimmunity

Delay onset in 
at-risk patients

FDA granted priority review; 
PDUFA goal date July 2, 2021

Newly diagnosed 
patients

Complete PROTECT
enrollment*

Prevention First phase 1 readouts 
expected Q4 2021

β-cell 
autoimmunity 
checkpoint

Systemic lupus 
erythematosus Initiate phase 2a trial in H1 2021

Prevention of 
immunogenicity

Data to be presented
at upcoming 2021 conference

GI autoimmunity Celiac disease Complete enrollment in 2021; 
data expected in 2022

Program Partner

PRV-031 (teplizumab—anti-CD3 monoclonal antibody)

PRV-031 (teplizumab—anti-CD3 monoclonal antibody)

PRV-101 (Coxsackievirus B vaccine)

PRV-3279 (Humanized diabody against CD23B/CD27B)

PRV-3279

PRV-015 (anti–IL-15 monoclonal antibody)



Targeting the autoimmune 
genesis of type 1 diabetes (T1D)
Building a deeper understanding of T1D progression
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T1D is an autoimmune disease

Though monitoring and delivery technologies have improved (eg, with insulin 
pumps and continuous glucose monitoring), the management of diabetes relies 
on insulin, a treatment approach that is nearly a century old3,4

Research into the autoimmune origin of T1D has substantially improved 
understanding of the disease5

References: 1. Medline Plus. https://medlineplus.gov/ency/article/000305.htm. Accessed February 5, 2021. 2. Burrack AL, et al. Front Endocrinol (Lausanne). 2017;8:343. 3. Quianzon CC, et al. J Community Hosp Intern Med Perspect. 
2012;2(2). 4. Atkinson MA, et al. Lancet. 2014;383(9911):69-82. 5. Wenzlau JM, et al. Curr Diab Rep. 2013;13(5):608-615. 6. Insel RA, et al. Diabetes Care. 2015;38(10):1964-1974. 7. LabCorp. https://www.labcorp.com/tests/504050/diabetes-
autoimmune-profile. Accessed February 5, 2021. 8. Xie Z, et al. Clinic Rev Allerg Immunol. 2014;47(2):174-192.

How does autoimmunity arise?
As a result of β-cell infection, 
and in genetically predisposed 
patients, the immune system 
becomes “intolerant” of self. 
T cells attack and destroy β cells 
and lead to lack of insulin 
production. In addition, T cells 
activate B cells, which produce 
autoantibodies to autoantigens 
in the pancreatic β cells, 
including insulin itself. The 
immune system now recognizes 
β-cell proteins as autoantigens, 
so it attacks β cells.8

• PLACEHOLDERT1D is a chronic autoimmune condition in which the pancreas is unable to produce 
insulin due to autoimmune destruction of β cells by autoreactive T lymphocytes1,2

Autoantibodies circulating in a patient’s blood can be easily detected 
and can serve as a diagnostic tool for T1D before symptoms arise6,7
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As many as 46% of patients have DKA at time of diagnosis, which can be a very serious, potentially deadly event.6,7

T1D population: diagnosed and at risk

References: 1. Centers for Disease Control and Prevention. https://www.cdc.gov/diabetes/pdfs/data/statistics/national-diabetes-statistics-report.pdf. Accessed April 22, 2020 2. Insel RA, et al. Diabetes Care. 2015;38(10):1964-1974. 
3. Ward K, et al. https://t1dfund.org/wp-content/uploads/2020/02/Health-Advances-T1DConcept-Value-White-Paper-2020.pdf. Accessed April 22, 2020. 4. Data on file. Provention Bio, Inc. 2020. 5. Rogers MAM, et al. BMC Med. 2017;15(1):1-9. 
6. Mencher SR, et al. Glob Pediatr Health. 2019;6:1-9. 7. Rewers A, et al. JAMA. 2015;313(15):1570-1572.

DKA = diabetic ketoacidosis.

A rare disease that is on the rise1-5
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Autoimmunity results in β-cell destruction, 
leading to the need for exogenous insulin therapy
In T1D, the pancreas is unable to produce insulin due to autoimmune destruction of β cells by autoreactive T 
lymphocytes. The body's regulation of blood glucose depends in part on β cells.1

Measuring C-peptide levels is an important method to gauge β-cell function as 
C-peptide levels correlate with insulin secretion and are used to assess β-cell function.2

Pancreas Islet β Cell

References: 1. Bluestone JA, et al. Nature. 2010;464(7293):1293-1300. 2. Leighton E, et al. Diabetes Ther. 2017;8(3):475-487. 

Islets of Langerhans 
are located within 
the pancreas and 
contain β cells.1

β cells sense glucose 
levels and secrete 
insulin to prevent 
major swings.1
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T1D begins at stage 1, before the onset of symptoms1,2

T1D develops in stages, with 
detectable autoantibodies 
marking the onset of the disease.
Tests are available (easily 
accessible by major labs) for 
4 types of islet-cell 
autoantibodies2: 
• Autoantibodies to insulin (IAA) 
• Autoantibodies to GAD 

(GAD65) 
• Autoantibodies to the tyrosine 

phosphatases IA-2 and IA-2b 
• Autoantibodies to Zn 

Transporter 8 (ZnT8)

• PLACEHOLDER

References: 1. Insel RA et al. Diabetes Care. 2015;38(10):1964-1974. 2. LabCorp. https://www.labcorp.com/tests/504050/diabetes-autoimmune-profile. Accessed May 15, 2020.
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Typically Subclinical

≥2 Autoantibodies
Hyperglycemia 

Clinical T1D

Stage 1 Stage 2 Stage 3

Time

Once a patient 
develops 2 or more 
autoantibodies, their 
lifetime risk of clinical 
T1D approaches 100%

T1D will inevitably 
progress from 
subclinical stages to 
clinical T1D

T1D patients are 
typically diagnosed in 
stage 3 though they 
have already lost a 
significant portion of 
their β cells

Simple blood tests are available to detect autoantibodies in early stages of T1D.
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Inevitable progression

Lifetime risk of clinical T1D approaches 100% for patients with ≥2 autoantibodies1,2

Progression can take months 
or years to develop from the 
initial onset of 
β-cell autoimmunity2

One study showed that 34% 
of patients in stage 2 will 
progress to stage 3 in a year3

• PLACEHOLDER

References: 1. Ziegler AG, et al. JAMA. 2013;309(23):2473-2479. 2. Insel RA, et al. Diabetes Care. 2015;38(10):1964-1974. 3. Writing Committee for Type 1 Diabetes TrialNet Oral Insulin Study Group; Krischer JP, et al. JAMA. 
2017;318(19):1891-1902.

%34

Risk of progressing 
from stage 1 to 
stage 3: 
5-year: 44% 
10-year: 70%

Risk of progressing 
from stage 2 
to stage 3: 
2-year: 60% 
5-year: 75%



10Property of Provention Bio, Inc. Not for further dissemination. ©2021 Provention Bio, Inc. All rights reserved.

Clinical diagnosis of T1D at stage 3 can be serious, and is often 
made via a DKA event1-4

• As many as 46% of initial 
T1D diagnoses are made 
upon DKA, a very serious, 
potentially deadly event1,2

• 14.5% of patients who died 
due to causes related to 
their diabetes had DKA 
listed as the primary cause3

DKA is common and can have deadly consequences
DKA at diagnosis of T1D is 
both a short-term hazard 
and a harbinger of what’s to 
come4:

• DKA at diagnosis is 
causally linked to 
increased morbidity and 
mortality associated 
with poor glycemic 
control

• Effects of DKA are 
independent of other 
indicators of poor 
glycemic control such 
as demographic and 
socioeconomic factors

• PLACEHOLDER

DKA mortality by age group3

DKA = diabetic ketoacidosis.

References: 1. Mencher SR, et al. Glob Pediatr Health. 2019;6:1-9. 2. Rewers A, et al. JAMA. 2015;313(15):1570-1572. 3. Lind M, et al. N Engl J Med. 2014;371(21):1972-1982. 4. Duca LM, et al. Diabetes Care. 2017;40(9):1249-1255.
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Screening for autoantibodies can have an impact

• Although guidelines do not currently recommend broad screening for T1D autoantibodies, 
there may be value in identifying the risk of members within your plan1-4

• Panel of islet autoantibodies is currently recommended in research settings or as an 
option for first-degree family member of a T1D patient

• Many in the T1D community are aware that screening for autoantibodies is possible 
but are resistant2:

• There are no treatment options to prevent or delay T1D regardless of diagnosis, 
so prognosis will not change

• The fear that knowledge of pending progression will bring unnecessary stress

• Approximately 15% of those with T1D have a first-degree relative (parent, sibling, or child) 
with the disease5

• Recent studies have shown that identifying and monitoring at-risk patients decreases DKA incidence:
• In a US-based population, DKA was reduced from ~46% to ~15%6

• In Germany, close monitoring further reduced DKA from ~20% to ~3%3

• Identifying patients earlier through autoantibody testing enables enhanced 
monitoring for comorbidities2

• PLACEHOLDER

Better education 
and preparation for 
insulin dependence

Improve diet 
and exercise

Education can 
ameliorate 
parental distress

Screening family members for autoantibodies may be an effective way of reducing DKA.2,3

References: 1. Bingley PJ, et al. Diabetes Care. 2001;24(2):398. 2. Narendran P. Diabetologia. 2019;62(1):24-27. 3. Ziegler AG, et al. JAMA. 2020;323(4):339-351. 4. American Diabetes Association. Diabetes Care. 2020;43(suppl 1):S14-S31. 
5. Beck RW, et al. J Clin Endocrinol Metab. 2012;97(12):4383-4389. 6. Rewers M, et al. Poster presented at EASD Annual Meeting; September 16-20, 2019, Barcelona, Spain. 7. JDRF. https://www.jdrf.org/t1d-
resources/about/symptoms/ketoacidosis/. Accessed June 9, 2020. 8. Barker JM, et al. Diabetes Care. 2004;27(6):1399-1404.

Early T1D diagnosis 
can improve short- and 
long-term outcomes3,7,8:
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Even with advanced tools such as continuous glucose 
monitoring, many T1D patients are poorly controlled1

References: 1. Foster NC, et al. Diabetes Technol Ther. 2019;21(2):66-72. 2. DiMeglio LA, et al. Pediatr Diabetes. 2018;19(suppl 27):105-114. 3. Datye KA, et al. Curr Diab Rep. 2015;15(8):621.

• The majority of patients 
across age groups are 
insufficiently controlled

• ≤7% A1c is the target 
maintained by the
International Society for 
Pediatric and Adolescent 
Diabetes (ISPAD)2

Adherence to insulin 
therapy remains a 
challenge, especially for 
young patients, and studies 
have shown a significant 
drop in glycemic control as 
young patients transition to 
adolescence.3

• PLACEHOLDER

A1C levels by age group
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From onset of T1D symptoms, patients face substantial 
short- and long-term consequences

• In the short and long term, T1D patients have an increased 
mortality rate:

• They are at risk of DKA and hypoglycemia1

• They have greater incidence of coronary artery disease 
starting from childhood2

• Life expectancy is ~16 years shorter if diagnosed with clinical 
T1D before the age of 103

• Uncontrolled blood glucose can, over time, damage the body’s 
small and large blood vessels, causing microvascular 
or macrovascular complications4

• In addition to daily treatments, managing T1D is a substantial 
burden requiring at least 3-4 visits with medical providers per 
year. This often includes appointments with Certified Diabetes 
Educators, Registered Dietitians, and mental health visits, on 
top of those with medical doctors5

DKA = diabetic ketoacidosis.

References: 1. Daneman D. Diabetes Care. 2001;24(5):801-802. 2. Distiller LA. World J Diabetes. 2014;5(3):282-287. 3. Rawshani A, et al. Lancet. 2018;392(10146):477-486. 4. Chawla A, et al. Indian J Endocrinol Metab. 2016;20(4):546–551.
5. Markowitz JT, et al. J Pediatr. 2014;164(6):1384-1389.

Primary systems at risk of long-term damage4:

NERVES

EYES

HEART

KIDNEYS



Targeting at-risk patients to 
prevent or delay T1D progression
Clinical support in patients with 2 or more autoantibodies
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Targeting the T1D continuum of autoimmunity1-3

Natural history of β-cell loss and T1D onset
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Progressive loss of endogenous insulin production = loss of C-peptide production

= ≥2 Autoantibodies
Clinical (Symptomatic) T1D

≥2 Autoantibodies
Typically Presymptomatic≥2 Autoantibodies 

References: 1. Insel RA, et al. Diabetes Care. 2015;38(10):1964-1974. 2. Herold KC, et al; for Type 1 Diabetes TrialNet Study Group. N Engl J Med. 2019; 381(7):603-613. 3. Leighton E, et al. Diabetes Ther. 2017;8(3):475-487.

The Islet

β cell

]

At-risk study – teplizumab

AT RISK

Stage 1 Stage 2 Stage 3



16Property of Provention Bio, Inc. Not for further dissemination. ©2021 Provention Bio, Inc. All rights reserved.

Teplizumab is a monoclonal antibody in development 
for the prevention or delay of T1D for at-risk patients1

Mechanism 
of action

• Humanized antibody targeting the CD3-epsilon chain of the T-cell receptor complex2
• Selectively inhibits autoreactive T cells while sparing regulatory T cells (T-regs)3

Proposed 
indication

• Delay or prevention of clinical diabetes in patients at risk for developing T1D1

• At-risk patients are defined by the presence of an autoimmune process directed against the 
pancreatic β cells, as indicated by the presence of ≥2 autoantibodies and dysglycemia (stage 2)4,5

• Age ≥8 years

Dosage • Dose based on body surface area (total cumulative dose: 9 mg/m2 over a 14-day period)6

Administration • One 14-day course of treatment given at diagnosis of at-risk status6
• Daily outpatient IV infusion on each of the 14 days; infusion takes ~30 minutes6

Filing/approval • US approval estimated in Q3 2021 (PDUFA July 2, 2021) based on Priority Review1

• EU filing estimated in Q3 2021 with approval by Q2 2022 based on PRIME designation 

Large safety database with ~850 treated T1D patients across multiple studies

References: 1. Provention Bio Press Release. http://investors.proventionbio.com/2021-01-04-Provention-Bio-Announces-U-S-FDA-Filing-of-a-Biologics-License-Application-BLA-and-Priority-Review-for-Teplizumab-for-the-Delay-or-Prevention-of-
Clinical-Type-1-Diabetes-in-At-risk-Individuals. Published January 4, 2021. Accessed February 5, 2021. 2. Dayan CM, et al. Lancet. 2019;394(10205):1286-1296. 3. Hagopian W, et al. Diabetes. 2013;62(11):3901-3908. 4. Herold KC, et al; for 
Type 1 Diabetes TrialNet Study Group. N Engl J Med. 2019;381(7):603-613. 5. Herold KC, et al. J Clin Invest. 2015; 125(3):1163-1173. 6. Data on file. Provention Bio, Inc. 2020.

Proposed Profile:
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Teplizumab is believed to reset the immune system 
leading to delay or prevention of T1D1

Induces exhaustion of 
effector T cells 

Promotes regulatory 
T-cell (T-reg) induction 

• PLACEHOLDER

APC = antigen-presenting cell; MHC = major histocompatibility complex.

Reference: 1. Long SA, et al. Cell Immunol. 2017;319:3-9.

In T1D, T cells 
are triggered to 
attack β cells.

TRegs act as gatekeepers of 
immunological tolerance.



18Property of Provention Bio, Inc. Not for further dissemination. ©2021 Provention Bio, Inc. All rights reserved.

• PLACEHOLDER

TN-10 study evaluated the delay or prevention of T1D 

• Study duration: ~7 years 
• Enrollment (total n=76): 6 years (2011-2017) 
• Time from last subject enrolled to time to reach 

primary endpoint: 1 year (2017-2018) 
• Once enrolled, primary endpoint analysis was initiated 

when 40 participants were diagnosed with clinical T1D

• Median follow-up ~2 years; 75% >3 years 

• Approximately 70% less than 18 years of age 

Design  
• Randomized, double-blind, placebo-controlled study

Objective
• Demonstrate whether teplizumab can delay or prevent

T1D in at-risk patients
Population 
• ≥8 years of age, relative of a patient with T1D 
• Abnormal glucose tolerance (dysglycemia)
• ≥2 T1D-related autoantibodies

Treatment 
• One 14-day course of teplizumab by intravenous infusion

Primary endpoint 
• Time from randomization to development of T1D
• Defined as first of two consecutive diagnostic OGTTs 

(measured 3 and 6 months after treatment and every 
6 months after)

At-risk 
patients 
(n=76)

Primary 
endpoint:
onset of 

clinical T1D

Teplizumab (n=44) 

TN-10 study = at-risk study1,2

OGTT = oral glucose tolerance test.

References: 1. Herold KC, et al; for Type 1 Diabetes TrialNet Study Group. N Engl J Med. 2019;381(7):603-613. 2. Data on file. Provention Bio, Inc. 2020.

Placebo 
(n=32)
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Kaplan-Meier curve of time to T1D with number of patients at risk

Long-term analysis showed sustained delay of clinical T1D 
by ~3 years1,2

References: 1. Sims EK, et al. Presented at the American Diabetes Association 80th Scientific Session. June 2020. 2. Herold KC, et al. N Engl J Med. 2019;381(7):603-613.

• PLACEHOLDER

Updated analysis over median 
follow-up of 912 days

Median time to diagnosis
Teplizumab: 59.6 months
Placebo: 24.4 months. 
Overall hazard ratio 0.457  
(p=.01, two-sided, Cox model)

Percent estimate of T1D free at 
5 years:
Teplizumab: 46.6%
Placebo 16.4%

Some subjects yet to develop 
diabetes >8.5 years from start of 
treatment

*Data for primary endpoint was taken when 40 patients received clinical T1D diagnosis. The overall hazard ratio was 0.41 (p=.006). Median follow-up duration was 745 days.
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Decline of C-peptide reversed in teplizumab group1

ANCOVA = analysis of covariance; AUC = area under the curve.

Reference: 1. Sims EK, et al. 80th Scientific Sessions: A Virtual Experience. American Diabetes Association. June 2020.

• C-peptide levels were not only stabilized but 
reversed/increased (p=.02) upon teplizumab 
treatment (Comparison of teplizumab C-peptide 
AUC at 6 months vs baseline):

• Placebo-treated subjects kept declining 
(p=.002, teplizumab vs placebo, comparing 
the slope of the C-peptide AUC)

• This not only confirms preservation of beta cell function 
but also suggests restoration of dysfunctional beta-cell 
function

• Improvement in C-peptide translated to:
• Improved (higher) total insulin secretory rate 

(p=.004)

• Improved (lower) blood glucose levels (p=.04)*

• Correlation with induction of exhausted 
T cells (p=.01) and lower levels of inflammatory 
cytokines in these cells (p<.0001)

*ANCOVA model fitted to baseline glucose AUC, age, and teplizumab showed a statistically significant 
effect of treatment with teplizumab to decrease the on-study mean glucose values vs placebo.

Arrows indicate patients developing clinical T1D, whose C-peptide levels were no 
longer included in the graph.



21Property of Provention Bio, Inc. Not for further dissemination. ©2021 Provention Bio, Inc. All rights reserved.

TN-10, efficacy: 
Freedom from T1D, annualized rate of T1D1,2

• At the end of the study ~60% of teplizumab-treated patients were free of T1D, compared to ~30% subjects taking placebo

• The rate of T1D development was decreased by ~60%

Teplizumab 
(N=44)

Placebo 
(N=32)

Developed T1D during study 19/44 = 43% 23/32 = 72%

Freedom from T1D at study end 25/44 = 57% 9/32 = 28% p=.012

Annualized rate of T1D 14.9% 35.9% 58% decrease

References: 1. Herold KC, et al; for Type 1 Diabetes TrailNet Study Group. N Engl J Med. 2019;381(7):603-613. 2. Data on file. Provention Bio, Inc. 2020.
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TN-10 safety: Adverse events

Reference: 1. Herold KC, et al; for Type 1 Diabetes TrialNet Study Group. N Engl J Med. 2019;381(7):603-613. 

Adverse Effect Category
(possibly, probably, definitely related to study drug)

Teplizumab Placebo

Events occurring in ≥5% of patients: Number of events Number of patients (%) Number of events Number of patients (%)

Blood/bone marrow* 45 33 (75.0) 2 2 (6.2)
Dermatology/skin* 17 16 (36.4) 1 1 (3.1)
Pain 11 5 (11.4) 5 3 (9.4)
Infection 8 5 (11.4) 5 3 (9.4)
Gastrointestinal 5 4 (9.1) 3 3 (9.4)
Metabolic/laboratory 7 4 (9.1)  2 2 (6.2)
Pulmonary/upper respiratory 6 4 (9.1) 0 0 (0)
Endocrine 0 0 (0) 2 2 (6.2)

Total events and patients 112 44 (100) 23 32 (100)

*Drug-related, mechanism-related, and expected findings that recover without clinical intervention
- Blood/Bone Marrow: drop in white blood cell counts as they transiently attach to blood vessels
- Dermatology/Skin: mild rash that resolves without intervention 
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Teplizumab has extensive clinical experience and recent 
regulatory momentum1-3

References: 1. Data on file. Provention Bio, Inc. 2020. 2. U.S. Department of Health and Human Services, Food and Drug Administration, Center for Biologics Evaluation and Research. https://www.fda.gov/media/77497/download. Accessed May 
21, 2020. 3. European Medicines Agency. https://www.ema.europa.eu/en/documents/scientific-guideline/draft-guideline-clinical-investigation-medicinal-products-treatment-prevention-diabetes-mellitus_en.pdf. Accessed May 21, 2019.

Safety database with ~850 
treated T1D patients across 
multiple studies

• PLACEHOLDER
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A diversified portfolio of advanced clinical-stage and precommercial-stage candidates that intercept, 
prevent, or delay the progression of life-threatening and debilitating immune-mediated diseases

Teplizumab has been granted Breakthrough Therapy 
Designation by the US Food and Drug Administration1,2

*Enrollment in PROTECT was paused in March 2020 due to the COVID-19 outbreak. Enrollment resumed in June 2020; enrollment dependent on status of COVID in each country/site.
GI = gastrointestinal.

References: 1. Provention Bio. https://proventionbio.com/intercepting-autoimmune-disease. Accessed January 30, 2021. 2. Provention Bio. http://investors.proventionbio.com/2019-08-05-Provention-Bio-Announces-Breakthrough-
Therapy-Designation-for-Teplizumab-PRV-031-for-the-Prevention-or-Delay-of-Clinical-Type-1-Diabetes-in-At-Risk-Individuals. Accessed January 29, 2021.

FOCUS TARGET 
INDICATION PRECLINICAL PHASE 1 PHASE 2 PHASE 3 REGULATORY NEXT EXPECTED MILESTONE

Type 1 
diabetes (T1D) 
autoimmunity

Delay onset in 
at-risk patients

FDA granted priority review; 
PDUFA goal date July 2, 2021

Newly diagnosed 
patients

Complete PROTECT
enrollment*

Prevention First phase 1 readouts 
expected Q4 2021

β-cell 
autoimmunity 
checkpoint

Systemic lupus 
erythematosus Initiate phase 2a trial in H1 2021

Prevention of 
immunogenicity

Data to be presented
at upcoming 2021 conference

GI autoimmunity Celiac disease Complete enrollment in 2021; 
data expected in 2022

Program Partner

PRV-031 (teplizumab—anti-CD3 monoclonal antibody)

PRV-031 (teplizumab—anti-CD3 monoclonal antibody)

PRV-101 (Coxsackievirus B vaccine)

PRV-3279 (Humanized diabody against CD23B/CD27B)

PRV-3279

PRV-015 (anti–IL-15 monoclonal antibody)
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Summary

• T1D members face greater short-term risk and long-term complications, including death1,2

• Though much improved by monitoring and delivery technologies, management of T1D relies on a treatment approach that is 
nearly a century old, which does not address the underlying cause of the disease3,4

• The majority of T1D members are not well controlled; 3/4 do not meet their A1c goals5

Simple autoantibody testing can help diagnose T1D members in the presymptomatic stage of the disease6,7

• Screening populations has been shown to reduce dangerous outcomes such as DKA8

• Because genetics can increase risk, screening family members of T1D patients may help diagnose the disease earlier in members8,9

• Screening can help payers estimate risk in member populations10

Intervening with teplizumab, if approved, early in disease (stage 2) may delay the progression of T1D for up to 3 years11

We look forward to working with you to bring new and beneficial therapies 
to you and your members.

DKA = diabetic ketoacidosis.
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There is a significant unmet need in T1D: 



Thank you.

Property of Provention Bio, Inc. Not for further dissemination. ©2021 Provention Bio, Inc. All rights reserved. PM-TEP-008 01/21


