For what stages of COVID-19 infection is Amarin researching the use of VASCEPA® (icosapent ethyl)?
Amarin is supporting investigator-sponsored pilot studies of VASCEPA® (icosapent ethyl) for potential
treatment of individuals at three different stages of COVID-19 infection:
1)

in people at risk of exposure to the novel severe acute respiratory syndrome coronavirus 2
(SARS-CoV-2),

2) in patients with active COVID-19 infection, and
3) in people with underlying heart disease who are at increased risk for severe illness from COVID19.
The goals of these studies are to generate data on the efficacy, safety, and activity of VASCEPA, if any, in
such individuals on endpoints that relate to the prevention, treatment, or recovery of infections with
SARS-CoV-2 and clinical sequelae of COVID-19. If these evaluations suggest that further studies are
warranted, a decision will be made at that time on additional research.
The three investigator-sponsored studies that Amarin is supporting, as previously publicly described, are:
•

Canada (status: completed): The VASCEPA COVID-19 CardioLink-9 clinical trial (NCT04412018)
investigated the effects of VASCEPA (icosapent ethyl) on high-sensitivity C-reactive protein
(hsCRP), an inflammatory biomarker, changes in other biomarkers and changes in patient
symptoms in individuals who tested positive for SARS-CoV-2 and had associated symptoms. The
Canadian Medical and Surgical Knowledge Translation Research Group conducted this trial led
by Dr. Subodh Verma MD, PhD, FRCSC, FAHA, a cardiac surgeon‐scientist at St. Michael's Hospital
in Toronto and a professor at the University of Toronto, and by Dr. Deepak L. Bhatt MD, MPH,
Executive Director of Interventional Cardiovascular Programs at Brigham and Women’s Hospital
and Professor of Medicine at Harvard Medical School. The trial primary endpoint was the effect
of VASCEPA versus usual care on hsCRP levels from baseline to 14 days in 100 participants who
tested positive for SARS-CoV-2 and had associated symptoms such as fever or cough. The clinical
study design also included other endpoints that assess rates and severity of coronavirus disease
2019 (COVID-19) in this high-risk group. The results of CardioLink-9 were presented as a latebreaker clinical trial by Dr. Deepak L. Bhatt at the National Lipid Association (NLA) Virtual
Scientific Sessions on December 12, 2020. The presentation slides can be downloaded here, and
our press release summarizing these results can be found here.

•

Argentina (status: ongoing): The PREPARE-IT clinical trial (NCT04460651) is investigating the
effects of VASCEPA (icosapent ethyl) on reducing SARS-CoV-2 infections and subsequent clinical
events associated with COVID-19 in 2,000 healthcare providers, or relatives of COVID-19 index
cases who have been in contact, and at high risk of contracting the novel coronavirus (expanded
by the sponsoring investigator from the original study target size of 1,500 subjects while blinded
to study results). The study is sponsored by ECLA (Estudios Clínicos Latinoamérica), and headed
by cardiologist and ECLA founder, Dr. Rafael Díaz. Dr. Deepak L. Bhatt leads the Executive
Committee of the study along with Dr. Díaz and others. The co-primary endpoints are the

percentage of subjects who become SARS-CoV-2 positive and the clinical status of subjects based
on the WHO descriptive COVID-19 categorical score which ranges from no infection or limitation
of activities to death. For additional information on the trial, please see the clinicaltrials.gov
listing.
•

United States (status: ongoing): The MITIGATE clinical trial is investigating the effects of VASCEPA
(icosapent ethyl) on laboratory-confirmed viral upper respiratory infection (URI) rates, clinical
impact and outcomes, especially with SARS-CoV-2 infection which causes COVID-19, in 1,500
adults with established atherosclerotic cardiovascular disease (ASCVD) who are at increased risk
for severe illness from COVID-19. A control group consisting of 15,000 adults meeting the same
eligibility criteria will be passively followed for outcomes. The trial is being led by Dr. Andrew P.
Ambrosy, Associate Program Director for Research (Fellowship), Department of Cardiology, Kaiser
Permanente San Francisco Medical Center, and Dr. Alan S. Go, Regional Medical Director, Clinical
Trials Program and Associate Director, Cardiovascular and Metabolic Conditions Research,
Division of Research, Kaiser Permanente Northern California. The co-primary study endpoints are
the rate of moderate-to-severe laboratory-confirmed viral URI, including COVID-19 and influenza,
prompting urgent care encounters, emergency department visits, or hospitalization and the worst
clinical status due to a laboratory-confirmed viral URI based on an ordinal scale taking
hospitalization, death, supplemental oxygen, and other clinical factors into account. For
additional information on the trial, please see the clinicaltrials.gov listing, as well as the recent
posting
of
the
rationale
and
design
paper
for
MITIGATE1:
https://www.sciencedirect.com/science/article/pii/S0002870321000314

Current understanding of the biology of COVID-19 is that patients who have or are at high risk for
developing ASCVD are at higher risk of death and severe effects from infection, and that the morbidity
and mortality associated with COVID-19 are due both to the direct toxicity of the virus as well as the body’s
robust inflammatory response leading to so called cytokine storm.2,3,4,5 Based on data related to the
mechanism of action and effects of VASCEPA, it is hypothesized that VASCEPA may play a potential
beneficial role in preventing SARS-CoV-2 infection and to potentially reduce clinical severity in patients
infected by this or other viruses.6,7
The clinical effects of VASCEPA may be multi-factorial. Multiple pleotropic mechanisms of action
associated with VASCEPA based on pioneering preclinical studies in a variety of tissue systems support
the rationale to test its effects in patients with active infection or at risk for COVID-19 disease.
Some of these postulated mechanisms include the following:
•
•
•

Potential antiviral/antimicrobial effects5,8
Fibrosis and cardiac damage mitigation in animal models9,10
Anti-inflammatory effects (acute) in pulmonary/lung tissue11,12
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