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SAFE HARBOR STATEMENT 
This presentation contains forward-looking statements that are based on the current expectations and beliefs of Amgen. All statements, other than statements of historical fact, are statements
that could be deemed forward-looking statements, including any statements on the outcome, benefits and synergies of collaborations, or potential collaborations, with any other company,
including BeiGene, Ltd. or any collaboration or potential collaboration in pursuit of therapeutic antibodies against COVID-19 (including statements regarding such collaboration’s, or our own,
ability to discover and develop fully-human neutralizing antibodies targeting SARS-CoV-2 or antibodies against targets other than the SARS-CoV-2 receptor binding domain, and/or to produce
any such antibodies to potentially prevent or treat COVID-19), or the Otezla® (apremilast) acquisition (including anticipated Otezla sales growth and the timing of non-GAAP EPS accretion), as
well as estimates of revenues, operating margins, capital expenditures, cash, other financial metrics, expected legal, arbitration, political, regulatory or clinical results or practices, customer
and prescriber patterns or practices, reimbursement activities and outcomes, effects of pandemics or other widespread health problems such as the ongoing COVID-19 pandemic on our
business, outcomes, progress, or effects relating to studies of Otezla as a potential treatment for COVID-19, and other such estimates and results. Forward-looking statements involve
significant risks and uncertainties, including those discussed below and more fully described in the Securities and Exchange Commission reports filed by Amgen, including our most recent
annual report on Form 10-K and any subsequent periodic reports on Form 10-Q and current reports on Form 8-K. Unless otherwise noted, Amgen is providing this information as of the date of
this presentation and does not undertake any obligation to update any forward-looking statements contained in this document as a result of new information, future events or otherwise.

No forward-looking statement can be guaranteed and actual results may differ materially from those we project. Our results may be affected by our ability to successfully market both new and
existing products domestically and internationally, clinical and regulatory developments involving current and future products, sales growth of recently launched products, competition from
other products including biosimilars, difficulties or delays in manufacturing our products and global economic conditions. In addition, sales of our products are affected by pricing pressure,
political and public scrutiny and reimbursement policies imposed by third-party payers, including governments, private insurance plans and managed care providers and may be affected by
regulatory, clinical and guideline developments and domestic and international trends toward managed care and healthcare cost containment. Furthermore, our research, testing, pricing,
marketing and other operations are subject to extensive regulation by domestic and foreign government regulatory authorities. We or others could identify safety, side effects or manufacturing
problems with our products, including our devices, after they are on the market. Our business may be impacted by government investigations, litigation and product liability claims. In addition,
our business may be impacted by the adoption of new tax legislation or exposure to additional tax liabilities. If we fail to meet the compliance obligations in the corporate integrity agreement
between us and the U.S. government, we could become subject to significant sanctions. Further, while we routinely obtain patents for our products and technology, the protection offered by
our patents and patent applications may be challenged, invalidated or circumvented by our competitors, or we may fail to prevail in present and future intellectual property litigation. We
perform a substantial amount of our commercial manufacturing activities at a few key facilities, including in Puerto Rico, and also depend on third parties for a portion of our manufacturing
activities, and limits on supply may constrain sales of certain of our current products and product candidate development. An outbreak of disease or similar public health threat, such as
COVID-19, and the public and governmental effort to mitigate against the spread of such disease, could have a significant adverse effect on the supply of materials for our manufacturing
activities, the distribution of our products, the commercialization of our product candidates, and our clinical trial operations, and any such events may have a material adverse effect on our
product sales, business and results of operations. We rely on collaborations with third parties for the development of some of our product candidates and for the commercialization and sales
of some of our commercial products. In addition, we compete with other companies with respect to many of our marketed products as well as for the discovery and development of new
products. Discovery or identification of new product candidates or development of new indications for existing products cannot be guaranteed and movement from concept to product is
uncertain; consequently, there can be no guarantee that any particular product candidate or development of a new indication for an existing product will be successful and become a
commercial product. Further, some raw materials, medical devices and component parts for our products are supplied by sole third-party suppliers. Certain of our distributors, customers and
payers have substantial purchasing leverage in their dealings with us. The discovery of significant problems with a product similar to one of our products that implicate an entire class of
products could have a material adverse effect on sales of the affected products and on our business and results of operations. Our efforts to collaborate with or acquire other companies,
products or technology, and to integrate the operations of companies or to support the products or technology we have acquired, may not be successful. A breakdown, cyberattack or
information security breach could compromise the confidentiality, integrity and availability of our systems and our data. Our stock price is volatile and may be affected by a number of events.
Our business performance could affect or limit the ability of our Board of Directors to declare a dividend or our ability to pay a dividend or repurchase our common stock. We may not be able
to access the capital and credit markets on terms that are favorable to us, or at all.
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EXECUTIVE VICE PRESIDENT, RESEARCH AND DEVELOPMENT

DAVID REESE, M.D.

INTRODUCTION
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AMGEN HIGHLIGHTS AT ESMO VIRTUAL CONGRESS 2020

Durability of clinical benefit and biomarkers in patients with advanced 

non-small cell lung cancer (NSCLC) treated with AMG 510 (sotorasib)

1257O

Proffered Paper

Results from a phase I study of AMG 160, a half-life extended (HLE), 

PSMA-targeted, bispecific T-cell engager (BiTE®) immune therapy for 

metastatic castration-resistant prostate cancer (mCRPC)

609O

Proffered Paper

9/21

Clinicopathological characteristics and treatment patterns observed in real-world 

care in patients with advanced non-small cell lung cancer (NSCLC) and KRAS 

G12C mutations in the Flatiron Health (FH)-Foundation Medicine (FMI) 

Clinico-Genomic Database (CGDB)

1339P

On-Demand 

E-Poster
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• Highly selective, irreversible inhibitor of KRASG12C with no 

dose-limiting toxicities

• Potential to address significant unmet need for patients with 

KRASG12C tumors due to sub-optimal current treatments

• Most advanced and robust KRASG12C clinical program

• Largest KRASG12C dataset in NSCLC demonstrating clinical 

efficacy and durability with favorable safety profile

SOTORASIB (AMG 510): A FIRST-IN-CLASS KRASG12C INHIBITOR ADVANCING 
RAPIDLY THROUGH CLINICAL DEVELOPMENT 

KRAS = Kirsten rat sarcoma viral oncogene homolog; NSCLC = non-small cell lung cancer; CRC = colorectal cancer
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WE ARE EXECUTING A BROAD SOTORASIB CLINICAL PROGRAM

Clinical Trial Treatments
Advanced KRAS G12C-Mutated Cancers

NSCLC CRC Other solid tumors
Phase

NCT04303780

Clinicaltrials.gov
NCT ID

NCT03600883

NCT04185883

NCT04380753

*In subjects of Chinese descent; NCT = National Clinical Trial number; NSCLC = non-small cell lung cancer; CRC = colorectal cancer; EGFR Ab = epidermal growth factor receptor antibody; ErbB = erythroblastic leukemia viral 
oncogene homolog; MEK = mitogen-activated protein kinase; PD-1 = programmed death-1; PD-L1 = programmed death ligand-1; SHP2 = src homology region 2-containing protein tyrosine phosphatase 2; TKI = tyrosine kinase inhibitor.

3Monotherapy vs. docetaxel X 3

X X XMonotherapy 2

Monotherapy X  (Treatment Naïve) 1

+ PD-1/L1 inhibitor

Monotherapy* X X X 1

+ PD-L1 inhibitor

+ Chemotherapy X

+ EGFR Ab +/- Chemotherapy X X X

+ PD-1 inhibitor X X X

+ MEK inhibitor X X X

+ SHP2 inhibitor X X X

+ Pan-ErbB TKI X

1

1b

1b

1b

1b

1b

1b

1b



VICE PRESIDENT, GLOBAL DEVELOPMENT AND ONCOLOGY 
THERAPEUTIC AREA HEAD

GREGORY FRIBERG, M.D.

SOTORASIB UPDATE
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Durability of clinical benefit and biomarkers in 

patients with advanced non-small cell lung 

cancer (NSCLC) treated with AMG 510 

(sotorasib): CodeBreaK 100

David S. Hong, Yung-Jue Bang, Fabrice Barlesi, Gregory A. Durm, Gerald S. 

Falchook, Ramaswamy Govindan, Grace K. Dy, Keunchil Park, John H. Strickler, 

Timothy F. Burns, June Kim, Agnes Ang, J. Russell Lipford, Gataree

Ngarmchamnanrith, Abraham Anderson, Bob T. Li

Presented at European Society of Medical Oncology 2020 Virtual Congress, September 19-21, 2020
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• KRAS p.G12C mutation is found in 

approximately 13% of NSCLC, 3-5% of 

colorectal cancer, and 1%-3% of other 

solid tumors1-6

• Sotorasib (proposed INN for AMG 510) is 

a novel, highly selective, first-in-class 

KRASG12C inhibitor that has demonstrated 

anticancer activity and a manageable 

safety profile in patients with KRAS 

p.G12C mutant solid tumors5,7

SOTORASIB IS A FIRST-IN-CLASS KRASG12C INHIBITOR 

1. Biernacka A, et al. Cancer Genet. 2016;209:195-198. 2. Neumann J, et al. Pathol Res Pract. 2009;205:858-
862. 3. Jones RP, et al. Br J Cancer. 2017;116:923-929. 4. Wiesweg M, et al. Oncogene. 2019;38:2953-2966.  5. 
Canon J, et al. Nature. 2019;575:217-223. 6. Zhou L, et al. Med Oncol. 2016;33:32.  7. Govindan R, et al. 
Presented at: European Society for Medical Oncology; September 27–October 1, 2019; Barcelona, Spain. 
Abstract #446PD.

AKT = protein kinase B; EGFR = epidermal growth factor receptor; ERK = extracellular signal-regulated kinase; GDP = guanosine diphosphate; INN = international non-proprietary name; KRAS = Kirsten rat sarcoma viral oncogene homolog; MEK = mitogen-activated protein kinase 
kinase; mTOR = mammalian target of rapamycin; NF-κB = nuclear factor kappa-light-chain-enhancer of activated B cells; NSCLC = non-small cell lung cancer; PI3K = phophoinositide 3-kinase; RAF = rapidly accelerated fibrosarcoma; RAL = Ras-like; RTK = receptor tyrosine kinase.
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Phase 1, Multicenter, Open-label Study – Dose Escalation

Primary endpoint: Safety

Secondary endpoints include: PK, ORR, DOR, DCR, PFS, duration of SD

Dose Expansion

Key Eligibility

– Locally advanced or 

metastatic malignancy

– Received prior standard 

therapies

– KRAS p.G12C mutation 

as assessed by 

molecular testing of 

tumor biopsies 

– No active brain 

metastases

Cohort 1 

180 mg

Cohort 2

360 mg

Cohort 3

720 mg

Cohort 4

960 mg

• 2-4 patients/cohort

• Oral daily dosing

• Tx until progression

• Radiographic scans 

every 6 weeks
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mutant advanced 
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n~20 

(maximum 60)
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PHASE 1 STUDY DESIGN (CODEBREAK 100: NCT03600883)

*30 (+7) days after end of treatment for safety follow-up; every 12 weeks for long-term follow-up. DCR = disease control rate; DOR = duration of response; KRAS = Kirsten rat sarcoma viral oncogene homolog; ORR = objective 

response rate; PFS = progression-free survival; PK = pharmacokinetic; SD = stable disease; Tx = treatment.
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DISPOSITION AND BASELINE CHARACTERISTICS OF PATIENTS WITH NSCLC

Dose cohort # patients (N = 59)

180 mg 3

360 mg 16

720 mg 6

960 mg† 34

▪ Data cut-off: June 1, 2020

▪ Median follow-up: 11.7 (range: 4.8-21.2) 

months

▪ 14 patients were continuing treatment 

▪ 45 patients discontinued

‒ 35: disease progression

‒ 5: death

‒ 4: patient request

‒ 1: adverse event

†Identified as the Phase II dose in NSCLC.

ECOG PS = Eastern Cooperative Oncology Group performance status; NSCLC = non-small cell lung cancer; PD-1/L1 = programmed cell death 1/ligand 1. 

Baseline Characteristic
960 mg

(n = 34)

All Patients

(N = 59)

Median age – years (range) 68 (49–83) 68 (49–83)

Female – n (%) 18 (52.9) 35 (59.3)

Current/former smoker

Prior anti-PD1/L1 therapy

Prior platinum-based chemo

30 (88.2)

28 (82.4)

34 (100.0)

53 (89.8)

53 (89.8)

59 (100.0)

ECOG PS score – n (%) 

0

1

2

8 (23.5)

26 (76.5)

0 (0.0)

12 (20.3)

45 (76.3)

2 (3.4)

Median prior systemic anticancer therapy for 

metastatic disease – n (range)
2 (0–10) 3 (0–10)

Prior systemic anticancer therapy – n (%)

0

1

2

3

≥ 4

2 (5.9)

12 (35.3)

8 (23.5)

6 (17.7)

6 (17.7)

2 (3.4)

13 (22.0)

14 (23.7)

11 (18.6)

19 (32.2)

Brain metastasis 12 (35.3) 18 (30.5)
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INCIDENCE OF ALL TREATMENT-EMERGENT ADVERSE EVENTS

Sotorasib monotherapy demonstrated a favorable safety profile
Data cutoff: June 1, 2020; AE, adverse event.

Events – n (%)

All Patients (N = 59)

Any 
Grade

Grade ≥3 Grade ≥4 Fatal

Treatment-emergent AEs

Any

Serious

Led to Discontinuation

58 (98.3)

30 (50.8)

5 (8.5)

37 (62.7)

27 (45.8)

5 (8.5)

17 (28.8)

16 (27.1)

3 (5.1)

13 (22.0)

13 (22.0)

3 (5.1)

Treatment-related AEs

Any

Serious

Led to Discontinuation

39 (66.1)

2 (3.4)

1 (1.7)

11 (18.6)

1 (1.7)

1 (1.7)

1 (1.7)

1 (1.7)

0 (0.0)

0 (0.0)

0 (0.0)

0 (0.0)

▪ No dose-limiting toxicities 

were reported

▪ No treatment-related fatal 

AEs were reported

▪ Grade 3 or 4 treatment-

related AEs occurred in 

18.6% of patients
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TREATMENT-RELATED AES (INCIDENCE ≥ 5% OR GRADE ≥ 3) 

Data cutoff: June 1, 2020; *Grade 4 ALT increase which resolved to baseline with dose reduction and glucocorticoid taper.

AE = adverse event; ALT = alanine aminotransferase; AST = aspartate aminotransferase; GGT = gamma-glutamyl transferase

Treatment-related 

Adverse Events

All Patients (N = 59)

n (%)

Any 

Grade

Grade 

≥3

Grade 

≥4

Any 39 (66.1) 11 (18.6) 1 (1.7)

Diarrhea 15 (25.4) 3 (5.1) 0 (0.0)

ALT increased 12 (20.3) 6 (10.2) 1 (1.7)*

AST increased 12 (20.3) 3 (5.1) 0 (0.0)

Fatigue 6 (10.2) 0 (0.0) 0 (0.0)

Nausea 6 (10.2) 0 (0.0) 0 (0.0)

Alkaline phosphatase 

increased
5 (8.5) 2 (3.4) 0 (0.0)

Decreased appetite 4 (6.8) 0 (0.0) 0 (0.0)

Treatment-related 

Adverse Events

All Patients (N = 59)

n (%)

Any 

Grade

Grade 

≥3

Grade 

≥4

Vomiting 4 (6.8) 0 (0.0) 0 (0.0)

Abdominal distension 3 (5.1) 0 (0.0) 0 (0.0)

Abdominal pain 3 (5.1) 0 (0.0) 0 (0.0)

Anemia 2 (3.4) 2 (3.4) 0 (0.0)

Lymphocyte count 

decreased
2 (3.4) 1 (1.7) 0 (0.0)

GGT increased 1 (1.7) 1 (1.7) 0 (0.0)

Hepatitis 1 (1.7) 1 (1.7) 0 (0.0)

Hyponatremia 1 (1.7) 1 (1.7) 0 (0.0)
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RESPONSE TO SOTORASIB

Data cutoff: June 1, 2020; Evaluation of response is based on RECIST 1.1. *Patient withdrew consent before tumor assessment. †Confirmed complete or partial response. ‡Confirmed complete or partial response, or stable disease; 

CI = confidence interval; CR = complete response; DCR = disease control rate; NSCLC = non-small cell lung cancer; ORR = objective response rate; PR = partial response; RECIST = response evaluation criteria in solid tumors.

960 mg
(n = 34)

All 
patients
(N = 59)

Best Overall Response per 

Investigators’ Assessment, n (%)

Confirmed Partial Response

Stable Disease

Progressive Disease

Not Evaluable

Not Done*

12 (35.3)

19 (55.9)

2 (5.9)

1 (2.9)

0 (0.0)

19 (32.2)

33 (55.9)

5 (8.5)

1 (1.7)

1 (1.7)

Confirmed Objective Response 

Rate†, % (95% CI)

35.3 

(19.8, 53.5)

32.2 

(20.6, 45.6)

Disease Control Rate‡, % (95% CI)
91.2 

(76.3, 98.1)

88.1 

(77.1, 95.1)

▪ Tumor shrinkage of any magnitude 

from baseline was observed in 42 

patients (71.2%) at the first week 6 

assessment

▪ At the 960 mg dose (n = 34), 

confirmed ORR was 35.3% and 

DCR was 91.2%

➢ 960 mg dose was identified 

as the Phase II dose in 

NSCLC
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TUMOR BURDEN CHANGE FROM BASELINE

Data cutoff: June 1, 2020; *Patients with NSCLC who had available post-baseline tumor data (n = 57); Evaluation of response is based on modified RECIST 1.1. 

NSCLC = non-small cell lung cancer; PD = progressive disease; PR, partial response; RECIST = response evaluation criteria in solid tumors; SD = stable disease.
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Patients with NSCLC Receiving Sotorasib

960 mg720 mg360 mg180 mgPlanned Dose

Tumor reduction was seen across all dose levels
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DURATION OF CLINICAL BENEFIT AND PROGRESSION-FREE SURVIVAL

*Duration of response was measured from first evidence of PR/CR to disease progression or death due to any cause, whichever was earlier. †At data cutoff of June 1, 2020. ‡Duration of SD was measured from the start of the treatment until the criteria for disease progression were 

met or death, whichever was earlier. + Indicates censored value. Median follow-up time was 11.7 (range 4.8-21.2) months. CR = complete response; NSCLC = non-small cell lung cancer; PFS = progression-free survival; PR = partial response; SD, stable disease.

Confirmed PR, n = 19

Duration of stable disease‡

Median of 4.0 

(1.4 to 10.9+) months

Patients with SD, n = 33

10/19 responders still in response†
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960 mg720 mg360 mg180 mgDose

Treatment ongoing

Progression

Death

First Response 

Duration of response*

Median of 10.9 

(1.1+ to 13.6) months

Median PFS: 6.3 (range 0.0+ to 14.9) months

|

|
|

|
|| | |

|| || ||||

59 56 51 39 32 25 23 18 16 9 7 4 3 3 1 0

0 1 2 3 4 5 6 7 8 9 10 11 12 13 14 15

Months Since Study Start

0.0

0.1

0.2

0.3

0.4

0.5

0.6

0.7

0.8

0.9

1.0

E
v

e
n

t-
fr

e
e

 P
ro

b
a

b
il

it
y

Number of Patients at Risk:



18

Provided September 20, 2020, as part of an oral presentation and is 

qualified by such, contains forward-looking statements, actual results may 

vary materially; Amgen disclaims any duty to update.

PATIENT CASE

AE = adverse event; ATM = ataxia telangiectasia mutated kinase; CNS = central nervous system; DLT = dose-limiting toxicity; KRAS = Kirsten rat sarcoma viral oncogene homolog; NSCLC = non-small cell lung cancer; 

STK11 = serine/threonine kinase 11
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SOTORASIB DEMONSTRATES CLINICAL ACTIVITY ACROSS A RANGE OF KRAS 
P.G12C MAFS, PD-L1 TISSUE EXPRESSION LEVELS, AND PLASMA TMB LEVELS

Response data used for biomarker analyses were from June 1, 2020 cutoff. ctDNA = circulating tumor DNA; DNA = deoxyribose nucleic acid; IHC = immunohistochemistry; KRAS = Kirsten rat sarcoma viral oncogene homolog; MAF = 

mutation allele frequency (mutants read/total reads); NSCLC = non-small cell lung cancer; PD = progressive disease; PD-L1 = programmed death ligand 1; PR = partial response; SD = stable disease; TMB = tumor mutational burden.
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RESPONSE TO SOTORASIB IS DEMONSTRATED ACROSS A RANGE OF TISSUE 
CO-MUTATIONAL PROFILES

Sotorasib demonstrates clinical activity across a range of tissue co-mutational profiles.

No clear tissue co-mutational profile correlates with response to sotorasib.
CDKN2A = cyclin-dependent kinase inhibitor 2A; EGFR = epidermal growth factor receptor; ErbB = avian erythroblastosis oncogene B; KEAP1 - Kelch-like ECH-associated protein 1; NRAS = neuroblastoma rat sarcoma viral oncogene homolog; PD = progressive disease; PI3KCA = 

phosphatidylinositol-4,5-bisphosphate 3-kinase catalytic subunit alpha; PR = partial response; PTEN = phosphatase and tensin homolog; SD = stable disease; SMAD4 = mothers against decapentaplegic homolog 4; TP53 = tumor protein 53.
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• Sotorasib (previously known as AMG 510) is a novel, highly selective, first-in-class, oral, KRASG12C 

inhibitor1

• Sotorasib showed a favorable safety profile:

– No dose-limiting toxicities

– No treatment-related fatal AEs

– Grade 3 or 4 treatment-related AEs occurred in 18.6% of patients with NSCLC

• Sotorasib demonstrated durable disease control in heavily pre-treated patients with NSCLC:

– Confirmed ORR: 32.2% for all patients; 35.3% for 960 mg cohort

– DCR: 88.1% for all patients; 91.2% for 960 mg cohort

– Median PFS was 6.3 months in all patients, with median duration of response of 10.9 months

• 960 mg dose of sotorasib was identified as the Phase II dose in NSCLC

• Sotorasib demonstrates clinical activity in NSCLC across a range of KRAS p.G12C MAFs, 

PD-L1 expression levels, TMB plasma levels, and co-mutational profiles

• Additional CodeBreaK trials evaluating sotorasib as monotherapy or in combination with other 

anticancer agents are currently underway (CodeBreaK 100, CodeBreaK 200, CodeBreaK 101, 

CodeBreaK 105)2-5

SUMMARY

1. Canon J, et al. Nature. 2019;575:217-223; 2. ClinicalTrials.gov. NCT03600883; 3. ClinicalTrials.gov. NCT04303780; 4. ClinicalTrials.gov. NCT04185883; 

5. ClinicalTrials.gov. NCT04380753; 



Q&A
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