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16th September 2021		Welcome/ Introduction
Professor Dhavendra Kumar, Chair Organising/ Scientific Committees

An alumnus (Graduate,MBBS); Postgraduate, MD and Honorary Doctorate in Science,DSc) of the King George’s Medical University, Lucknow, UP, India. He holds Fellowship of the Royal Colleges of Physicians (FRCPI & FRCP London) and Paediatric-Child Health (FRCPCH). In addition, he is a Fellow of the American College of Genetics and Genomics (FACMG). He is one of the globally acknowledged genetic and genomic clinician. His special interests in clinical genetics include genetic diseases of children, inherited conditions of heart and blood vessels, genomic medicine and genomic applications in global healthcare. 
He has authored/edited many textbooks and monographs in the field of clinical genetics, cardiovascular genetics and genomic medicine & healthcare. Main titles include ‘Genetic Disorders of the Indian Subcontinent’, ‘Principles and Practice of Genomic Medicine’, ‘, ‘Genomics and Health in Developing World’ and ‘Clinical Molecular Medicine-Principles & Practice’. His books ‘Oxford Specialist Handbook Inherited Cardiac Disease’ and ‘Medical & Health Genomics’ received Highly Commended award at the British Medical Association Annual Medical Book Awards. Since 2016, he has served is the Serial Editor for ‘Advances in Genetics’ and serves on the editorial board of many biomedical journals. 
He is passionate for raising awareness and promoting importance of the inherited cardiovascular conditions (ICC) in clinical cardiology and genetic/genomic in modern medicine. He is acknowledged with the benchmark practice of ‘multi-disciplinary care for inherited/familial heart disease’. He founded and leads the ‘Global Familial Heart Challenge’ project for promotion; early detection, management and prevention of familial/ inherited heart diseases globally. He is an international authority in cardiovascular genomic medicine (CVGM) and leads the Global Network comprising of leading CVGM Centres. Since 2007, he has organized and led the Biennial International Cardiovascular Genetics and Genomics Conferences. He is the Founding Editor in Chief of the new biomedical journal ‘Genomic and Molecular Cardiology’ and co-author/co-editor of ‘Cardiovascular Genetics & Genomics- Principles and Clinical Practice’ and the ‘Oxford Specialist Handbook Inherited Cardiac Disease’.
Professor Kumar established the Post Graduate Certificate and Diploma course in Genomic Medicine and Healthcare of the University of South Wales. He founded and leads the Indo-UK Genetic Education Forum and the UK India Genomic Medicine Alliance (UKIGMA). He has initiated major collaborative project with India’s leading medical scientific academic institutions through Memorandum of Understanding beginning with his alma mater the King George’s Medical University, Lucknow, India and including many other institutions across India and Sri Lanka.
Professor Kumar is passionate for high quality healthcare in developing nations. His new project, the Global Consortium for Genomic Education (GC4GE) aims to enhance and empower healthcare providers in the developing world through genetic/genomic education and training. Pursuant to this initiative he is actively engaged with a number of global genomic medicine initiatives of the Human Genome Organization International (HUGO), Human Variome Project (Global Variome), Global Genomic Medicine Collaborative (G2MC) and Genomic Alliance for Global Health (GA4GH). He is the first Chair of the HUGO Genomic Education Committee. He founded and leads the Genomic Medicine Foundation (UK), a ‘not-for-profit’ organization that aims to support genomic and OMIC applications in medicine, healthcare and socio-economic welfare through scholarship, fellowship and mutually beneficial collaboration.

16th September 2021	Session I

Genetic architecture of inherited cardiac conditions- insights from recent genomic advances
Dr. James Ware, Cardiovascular Genomic Medicine, Imperial/ Brompton, London, UK

[image: ]

Inherited Cardiac Disorders: Beyond Mendelian Inheritance
Dr. Connie Bezzina, Academic Medical Centre, University Amsterdam, NL

[image: Bezzina, Prof. dr. C.R. (Connie)]Connie Bezzina has spent the past two decades conducting ground breaking research on inherited cardiac disorders that lead to sudden death at a young age. One of her discoveries was that multiple genes can cause ventricular fibrillation. Bezzina’s research makes it possible to identify patients with a genetic predisposition for sudden cardiac death sooner, leaving more time for preventive therapy, treatment with drugs, and the implantation of a defibrillator.



16th September 2021	Plenary I
[image: ]

‘Mainstreaming genomic medicine across the NHS’
Professor Dame Sue Hill, 
Chief Scientific Officer for England and Senior Responsible Officer for Genomics in NHS England and NHS Improvement

Professor Dame Sue Hill OBE PhD DSC CBiol FRSB Hon FRCP Hon FRCPath is the Chief Scientific Officer for England – providing expert clinical scientific advice across the health system and head of profession for the healthcare science workforce in the NHS and associated bodies – embracing more than 50 separate scientific specialisms.
Sue is the Senior Responsible Officer for Genomics in NHS England, leading developments in this area, having previously established the NHS Genomic Medicine Centres and led the NHS contribution to the 100,000 Genomes Project. She is a respiratory scientist by background with an international academic and clinical research reputation.

17th September Session IV: Cardiac conduction and rhythm disorders

“Deepening complexities of cardiac arrhythmias”
Professor Arthur Wilde, University of Amsterdam, NL

Arthur A Wilde MD, Professor of Cardiology, Heart Centre AMC, Department of Clinical and Experimental Cardiology, Academic Medical Centre, University of Amsterdam, Amsterdam, The Netherlands.

[image: Arthur Wilde]

Arthur A.M. Wilde got his M.D. at the University of Amsterdam in 1983. After his Ph.D. in 1988, he started his Fellowship training in Cardiology at the Academic Medical Centre, and was registered as such in 1994. Afterwards he specialized in clinical electrophysiology at the Academic Hospital Utrecht.
From the Netherlands Heart Association he was awarded a grant as Clinical Established Investigator for five years. In 1999, he became head of the Laboratory of Experimental Cardiology, and in 2003 head of the Department of Clinical and Experimental Cardiology (Academic Medical Centre). His major focus is on different aspects of inherited arrhythmia syndromes. In more recent years also genetic factors contributing to sudden cardiac death in the general population became a focus.
In 2011 he was appointed as member of the Dutch Academy of Science and in 2012 he received the Distinguished Investigator award of the Heart Rhythm Society.
Recent contributions include- 
1. Cardiac Hypertrophy Modulates Risk in Patients With Inherited Cardiac Sodium Channelopathy
2. Contemporary Outcomes in Patients With Long QT Syndrome
3. Efficacy of Flecainide in the Treatment of Catecholaminergic Polymorphic Ventricular Tachycardia
4. Nadolol Decreases Incidence and Severity of Ventricular Arrhythmias During Exercise Testing Compared With Beta-1 Selective Beta Blockers in Patients With Catecholaminergic Polymorphic Ventricular Tachycardia
He served as the Co-Chair of the Scientific Program Committee of this conference

17th September Session V: Genomics of Cardiac Musculature

‘Expanding horizon of cardiomyopathy genomics’
Professor Perry Elliott, UCL Cardiovascular Research Centre/ Bart’s Inherited Heart Centre

[image: ]
Prof. Perry M. Elliott (H-index 83, 37,824 citations) is Professor of Cardiovascular Medicine at University College London (UCL). He is director of the UCL Centre for Heart Muscle Disease, Head of Clinical Research at the Institute of Cardiovascular Science UCL and a consultant cardiologist in the Centre for Inherited Cardiovascular Disease at the Bart’s Heart Centre, St. Bartholomew's Hospital London, UK. He studied medicine at St. Thomas’s Hospital Medical School, London. After qualifying in 1987 he trained in general medicine, gaining membership of the Royal College of Physicians in 1991, and completed his general cardiology training at St. George’s Hospital Medical School, London. He was appointed as Senior Lecturer first at St. George’s Hospital in 1999 and then at UCL in 2003. He was promoted to Reader in Inherited Cardiac Disease in 2005 and became a full Professor at UCL in 2012. He was elected as a Fellow of the European Society of Cardiology (ESC) in 2005, is past Chairman of the ESC Working Group on Myocardial and Pericardial Diseases (2010–2012), and chairs the ESC Guideline Task Force on Hypertrophic Cardiomyopathy and the Executive Committee for the European Outcomes Research Programme registry on cardiomyopathies. He is cardiovascular lead for the North Thames NHS Genomic Medicine Centre and is President of Cardiomyopathy UK, Europe’s foremost charity for patients with heart muscle disease. From 2009 to 2013, he was Deputy Editor of The Heart Journal and is currently Deputy Editor for the International Journal of Cardiology. Over the past 25 years, Prof. Elliott has established an international reputation in the field of heart muscle disease, authoring more than 300 peer-reviewed papers on the subject. He develops diagnostic standards, risk stratification tools and clinical service models based on some of Europe’s largest inherited heart disease cohorts, fostering industry collaborations in sequence interpretation, therapeutic trials and multicentre research partnerships.
In the NIHR-BRC funded programme Prof. Elliott has used hypertrophic cardiomyopathy (HCM) as a model for translation. HCM is a genetic disorder (1:500 adults) that causes sudden cardiac death , stroke and heart failure. It is characterised by marked variability in disease expression and despite 20 years of research, an understanding of genotype-phenotype relations in HCM had remained elusive. Professor Elliott's work shows that genetic heterogeneity causes different but predictable effects on cardiac phenotype and that creation of an integrated genetic testing pipeline can be used to guide therapy and counselling strategies in patients with this and other inherited cardiac diseases. These results are used in national and international guidance on genetic testing in families affected by inherited heart muscle disease: 

He served as the Co-Chair of the Scientific Program Committee of this conference
[image: ] Professor Ajay Bahl, MD, FRCP
Professor of Cardiology
Incharge- Cardiomyopathy Clinic
Post Graduate Institute of Medical Education & Research
Chandigarh
India

“Genomic profiling of cardiomyopathies in India”
Genotyping facilities have greatly expanded since the first Indian report identifying a mutation in a cardiomyopathy patient in 2000. Despite genotyping being widely available, there are less than 70 publications on genetics of Indian cardiomyopathy patients in PubMed journals. Like all populations, Indians have their unique genetic makeup. In addition, India is a large and diverse country with regional differences which also need documentation. Due to the founder effect specific sequence variations would accumulate over generations. The most notable example in Indians is a 25 basepair deletion in intron 32 of MYBPC3 that causes skipping of exon 33. This variation is seen in 4% of the Indian population and is more common in heart failure patients. The role of this variation in the pathogenesis of cardiomyopathies is still not clear. It is possible that another common variation -MyBPC3 p.Asp389Val is found in around 10% individuals with the 32 basepair deletion and is linked to the deletion. This variation is also associated with abnormal cardiac contractility and may be responsible for the increased risk of cardiomyopathies associated with the 32 basepair deletion.
There is an urgent need to build databases of sequence variations in cardiomyopathies. These should include detailed clinical information and are essential for clinical application of genotyping information to an individual patient. Genotyping is currently useful in confirm a diagnosis and predicting future risk of disease in relatives of cardiomyopathy patients. These decisions often have to made on limited information since most variations have been reported in only a few patients. Creation of a large and comprehensive database will expand the information base on which clinical decisions are made. At present the department of biotechnology is supporting the creation of different genetic databases in Indians including on cardiomyopathies. These would help in clarifying the significance of individual sequence variations.

He served as the Co-Chair of the Scientific Program Committee of this conference


“Dilated cardiomyopathy in a family with splice site BAG3 mutation”
Vanya Vaidya1*, Ramandeep Singh1, Anupam Mittal2, Madhu Khullar3, Maryada Sharma4, Ajay Bahl1. 1. Department of Cardiology; 2. Department of Translational and Regenerative Medicine; 3. Department of Experimental Medicine and Biotechnology; 4. Department of Otolaryngology. Postgraduate Institute of Medical Education and Research, Chandigarh-160012, India. Presenter/Correspondence: Vanya Vaidya E mail: vanyavaidya@gmail.com; 

“Introduction: Most inherited cardiomyopathies are caused by mutations in structural genes that encode cytoskeletal or sarcomeric proteins. BCL2-associated athanogene 3 (BAG3) encodes cytoprotective proteins that regulate Hsp70 and mutations in this gene are a rare cause of dilated cardiomyopathy (DCM). 
Methods and results: This study analyses a three-generation family with a 5' splice site heterozygous BAG3 c.909+1G>A mutation. This has been reported as a likely pathogenic variant. The mutation was detected on whole exome sequencing in the proband and confirmed by Sanger sequencing. The proband was a 46-year-old male who presented with acute onset heart failure that progressed from NYHA class I to class IV only over 1 month. ECG had a narrow QRS. Echocardiogram revealed a dilated left ventricle (left ventricular end diastolic dimension of 60 mm) and biventricular dysfunction. Radionuclide imaging showed left ventricular ejection fraction (LVEF) of 12% and right ventricular ejection fraction (RVEF) of 27%. He symptomatically improved with standard heart failure medications. Implantable cardioverter defibrillator was inserted for primary prevention. His father also had dilated cardiomyopathy with onset of symptoms at 44 years of age. He had a rapid downhill course and died at the age of 47 of heart failure. His mother 72 years of age and is asymptomatic. Father’s younger sister also had dilated cardiomyopathy and died of heart failure at 52 years of age. There is no history of sudden death in the family. The proband’s wife is asymptomatic with normal echocardiogram and did not carry the mutation. He has 2 children and both are heterozygous carriers. His daughter is 22-year-old, asymptomatic with normal ECG and echocardiogram. His 17-year-old son was also asymptomatic. His ECG was normal. Echocardiogram revealed a dilated left ventricle (left ventricular end diastolic dimension of 63 mm) and biventricular dysfunction.  Radionuclide imaging showed LVEF of 35% and RVEF of 42% and he has been medically managed.
Conclusions: This family with a 5' splice site heterozygous BAG3 c.909+1G>A mutation with DCM presented with heart failure in mid-forties with a rapid downhill course and deaths due to refractory heart failure. Two young carriers were asymptomatic at 17 and 22 years of age. One of these had DCM while the other had a normal echocardiogram indicating late or incomplete penetrance. There were no sudden deaths in the family.”


Plenary 4: New horizons in cardiovascular genomic medicine

Clinical use of RNAs in genomic medicine
Professor Diana Baralle, 
NIHR Research Professor Genomic Medicine and Honorary Consultant in Clinical Genetics
Deputy Head of School, Human Development and Health

Abstract: The in-depth study of RNA from patients is a powerful tool complementing traditional and novel genomics-based medical diagnostics. Despite the success of genome sequencing, the current diagnostic rate for genomic analyses across a variety of rare diseases is 25-40%. Crucially, RNA provides information missed by standard methods of analysis. Accurate diagnosis is fundamental in medicine providing answers and facilitating informed decision-making for families and their doctors. Abnormalities of pre-mRNA splicing represent an important mechanism by which gene mutations cause disease. Genomic pathology data reveals that we still have much to learn about the basic mechanisms that underlie the complex and exciting pre-mRNA splicing process.

I will present examples of disease caused by disruption of the splicing process as supporting evidence for the importance of developing this arm of diagnostic practice. In association with the NIHR and Genomics England, we have begun to develop diagnostic pathways to take this into account, both by developing bioinformatics and high throughput transcriptome methods for assessing splicing abnormalities. In this way, we will expand our capabilities and find ‘missing’ mutations alongside potential biomarkers and enable future research and potential precision medicine.




‘Proteomics of Dystrophin Cardiomyopathy’
Dr. Federica Montanaro, The Dubowitz Neuromuscular Centre, GOSH, UCL, London, UK

[image: ]

Abstract/ Contributors
“Proteomic analysis identifies key differences in the cardiac interactomes of dystrophin and micro-dystrophin”
Hong Wang 1,2, Elena Marrosu 3, Daniel Brayson 3, Nalinda B. Wasala 4, Eric K. Johnson 1, Charlotte S. Scott 3, Yongping Yue 4, Kwan-Leong Hau 3, Aaron J. Trask 5, Stan C. Froehner 6, Marvin E. Adams 6, Liwen Zhang 7, Dongsheng Duan 4,8, Federica Montanaro 1,3
1 Centre for Gene Therapy, The Research Institute at Nationwide Children’s Hospital, Columbus, 43205, OH, USA
2 Department of Pediatric Cardiology, Shengjing Hospital, China Medical University, Liaoning, 110004, China
3 Dubowitz Neuromuscular Centre, Developmental Neuroscience Research and Teaching Department, UCL Great Ormond Street Institute of Child Health, London, WC1N 1EH, UK.
4 Department of Molecular Microbiology and Immunology, School of Medicine, University of Missouri, Columbia, MO, 65211, USA.
5 Center for Cardiovascular Research, The Research Institute at Nationwide Children's Hospital, Columbus, OH, USA; Department of Pediatrics, The Ohio State University College of Medicine, Columbus, OH, 43205, USA
6 Department of Physiology and Biophysics, University of Washington, Seattle, WA, 98195, USA.
7 Mass Spectrometry and Proteomics Facility, Campus Chemical Instrument Center, The Ohio State University, Columbus, OH 43210, USA.
8 Department of Neurology, School of Medicine; Department of Bioengineering, and Department of Biomedical Sciences, College of Veterinary Medicine; and Department of Biomedical, Biological & Chemical Engineering, College of Engineering, University of Missouri, Columbia, Missouri, 65211, USA.

ΔR4-R23/ΔCT micro-dystrophin (μDys) is a miniaturized version of dystrophin currently evaluated in a Duchenne muscular dystrophy (DMD) gene therapy trial to treat skeletal and cardiac muscle disease. In pre-clinical studies, μDys efficiently rescues cardiac histopathology, but only partially normalizes cardiac function. To gain insights into factors that may impact the cardiac therapeutic efficacy of μDys, we compared by mass spectrometry the composition of purified dystrophin and μDys protein complexes in the mouse heart. We report that compared to dystrophin, μDys has altered associations with α1- and β2-syntrophins, as well as cavins, a group of caveolae-associated signaling proteins. In particular, we found that membrane localization of cavins -1 and -4 in cardiomyocytes requires dystrophin and is profoundly disrupted in the heart of mdx5cv mice, a model of DMD. Following cardiac stress/damage, membrane-associated cavin-4 recruits the signaling molecule ERK to caveolae, which activates key cardio-protective responses. Evaluation of ERK signaling revealed a profound inhibition, below physiological baseline, in the mdx5cv mouse heart. Expression of μDys in mdx5cv mice prevented the development of cardiac histopathology but did not rescue membrane localization of cavins nor did it normalize ERK signaling. Our study provides the first comparative analysis of purified protein complexes assembled in vivo by full-length dystrophin and a therapeutic micro-dystrophin construct. This has revealed disruptions in cavins and ERK signaling that may contribute to DMD cardiomyopathy. This new knowledge is important for ongoing efforts to prevent and treat heart disease in DMD patients.
Keywords: Cardiomyopathy, gene therapy, cardiac hypertrophy, dystrophinopathy, caveolar signaling, mass spectrometry

18th September 2021	Plenary 5: 	Therapeutic cardiovascular genomics

Precision medicine in dilated cardiomyopathy
Professor Diane Fatkin, Victor Chang Cardiac Research Institute, NSW, Australia

[image: ]


Novel therapeutic developments in hypertrophic cardiomyopathy
Dr. Caroline Ho, Bingham Women Hospital, Harvard Medical School, Boston, USA
[image: SDA_1575RT]
Carolyn Ho,MD, is an Associate Professor of Medicine at Harvard Medical School and Medical Director of the Cardiovascular Genetics Center at Brigham and Women’s Hospital.  She obtained her undergraduate degree from Yale University and her medical degree from Harvard Medical School.  Dr. Ho trained at Brigham and Women’s Hospital for both Internal Medicine residency and Cardiology fellowship before joining the staff of the Cardiovascular Division in 2001.  

Dr. Ho’s research focuses on characterizing early phenotypes of sarcomere mutations in inherited cardiomyopathies, leading a large, multicenter registry of genetic cardiomyopathies, and developing clinical trials to diminish the progression of hypertrophic cardiomyopathy. The overall goal is to use genetic/mechanistic insights, careful clinical study, and collaboration to improve the care of patients and families with genetic heart disease.  

Session VII: Cardiovascular connective tissue genomics

Genetics of spontaneous coronary artery dissection
Dr. Eleni Giannoulatou, Victor Chang Cardiac Research Institute, NSW, Australia

Eleni Giannoulatou graduated with a Masters of Computer Engineering and Informatics from the University of Patras, Greece in 2004. She next received her Master of Philosophy in Computational Biology from the University of Cambridge, UK and her Doctor of Philosophy in Bioinformatics from the University of Oxford, UK in 2011. She undertook postdoctoral work at the Wellcome Trust Centre for Human Genetics in Oxford as part of the Wellcome Trust Case Control Consortium and the Weatherall Institute of Molecular Medicine in Oxford. A/Prof Giannoulatou joined the Victor Chang Cardiac Research Institute in 2013 as a member of the Bioinformatics and Systems Medicine Laboratory and in 2016 she started an independent research group. Eleni Giannoulatou is currently a Future Leader Fellow of the National Heart Foundation of Australia and an NSW Government Early-Mid Career Fellow. A/Prof Giannoulatou’s research focuses on the development and application of statistical methods to answer genetic questions using high-throughput genomics data. Using the latest next-generation sequencing technologies, her team develops quantitative approaches to identify disease-causing DNA mutations and increase the current genetic diagnostic rate of cardiovascular disease.

Abstract:
“Exploring the genetic architecture of spontaneous coronary artery dissection using whole genome sequencing”

Ingrid Tarr BSc*1, Stephanie Hesselson PhD*1, Siiri E. Iismaa PhD1,2, Emma Rath PhD1,2, Steven Monger BSc1, Michael Troup BCST1, Ketan Mishra MBTech1, Claire MY. Wong MGC 1, Pei-Chen Hsu MSc1, Keerat Junday MSc1, David T. Humphreys PhD1, David Adlam DPhil3, Tom R Webb PhD3, Anna A Baranowska-Clarke MRes3, Stephen E Hamby PhD3, Keren J Carss, PhD4, Nilesh J Samani MD3, Monique Bax PhD1, Lucy McGrath-Cadell MBBS, MPH1,2, Jason C. Kovacic MBBS, PhD1,2,5,6, Sally L. Dunwoodie PhD1,2, Diane Fatkin MD1,2,6, David WM. Muller MD1,2,6, Robert M. Graham MD**1,2,6, Eleni Giannoulatou DPhil**1,2
1Victor Chang Cardiac Research Institute, 405 Liverpool Street, Darlinghurst, NSW 2010, Australia; 2UNSW Sydney, Kensington, NSW 2052, Australia; 3Department of Cardiovascular Sciences, and NIHR Leicester Biomedical Research Centre, University of Leicester, Leicester, United Kingdom; 4Centre for Genomics Research, Discovery Sciences, BioPharmaceuticals R&D, AstraZeneca, United Kingdom; 5Cardiovascular Institute, Icahn School of Medicine at Mount Sinai, New York, NY, 10029, USA; 6Cardiology Department, St Vincent’s Hospital, Darlinghurst, NSW 2010, Australia. [* authors contributed equally ** joint corresponding authors]

“Spontaneous coronary artery dissection (SCAD) is a cause of acute coronary syndrome that predominantly affects women. Its pathophysiology remains unclear but connective tissue disorders (CTD) and other vasculopathies have been observed in a number of SCAD patients. A genetic component for SCAD is increasingly appreciated, although few genes have been robustly implicated.
We sought to clarify the genetic etiology of SCAD using targeted and genome-wide methods in a cohort of sporadic cases to identify both common and rare disease-associated variants. A cohort of 91 unrelated sporadic SCAD cases was investigated for rare, deleterious variants in genes associated with either SCAD or CTD, while new candidate genes were sought using rare variant collapsing analysis and identification of novel loss-of-function variants in genes intolerant to such variation. Finally, two SCAD polygenic risk scores (PRS) were applied to assess the contribution of common variants. We identified 10 cases with at least one rare, likely disease-causing variant in CTD-associated genes, although only one had a CTD phenotype. No genes were significantly associated with SCAD from genome-wide collapsing analysis, however, enrichment for TGF- signaling pathway genes was found with analysis of 24 genes harboring novel loss-of-function variants. Both PRS demonstrated that sporadic SCAD cases have a significantly elevated genetic SCAD risk compared to controls.
SCAD shares some genetic overlap with CTD, even in the absence of any major CTD phenotype. Consistent with a complex genetic architecture, SCAD patients also have a higher burden of common variants than controls.”

Plenary Session VIII

“Artificial intelligence in Genomics”
Professor Seema Mital, Sick Kids, Univ. Toronto, Canada

﻿Dr. Seema Mital is a Heart Failure and Transplant Cardiologist and Head of Cardiovascular
Research at the Hospital for Sick Children, Toronto. She is Professor of Paediatrics at the
University of Toronto and a Senior Scientist at the SickKids Research Institute. She is also
the Heart and Stroke Foundation of Ontario Chair of Cardiovascular Science, and the
Scientific Co- Lead of the Ted Rogers Centre for Heart Research.
Seema Mital has a strong translational research program focused on genomics,
pharmacogenomics and stem cell applications to model childhood heart disease and
discover new therapies. She has extensive experience in the genetics/genomics of
congenital heart disease and heart failure, personalized medicine and clinical trials.
She established the SickKids Heart Centre Biobank, a multi-centre biorepository of
children and adults with childhood onset heart disease for genomics research, one of
the largest international repositories of its kind.
She is the Scientific Co-lead of the Ted Rogers Centre for Heart Research Cardiac
Precision Medicine Program established in November 2014. Mital is a Principal Investigator of the CIHR-funded Canadian National Transplant Research Program, the NIH-funded Pediatric Heart Network, and leads the ERAPerMed funded PROCEED network for Personalized Genomics in congenital heart disease. She serves on the Leadership Committee of the Functional Genomics and Translational Biology Council of the American Heart Association, and the Heart and Stroke Foundation
Structural Heart Disease Council.












The 2021 William Harvey Oration
“A Journey toward Genomic Medicine”

[image: ]Dan M. Roden, MD
Senior Vice-President for Personalized Medicine
Vanderbilt University Medical Center, Nashville, TN, USA.  
dan.roden@vumc.org



Genomic Medicine represents the vision that we will routinely use genomic information in clinical care.  This talk will first outline approaches to develop evidence in the field, with a focus on the utility of large datasets, developed in the last decade, of deeply-phenotyped participants linked to DNA and other biomarkers.  These include electronic health records (EHRs) as well purpose-built large epidemiologic cohorts notably the UK Biobank.  Next, the way in which these resources have enabled the development entirely new methods of data analysis will be described. Finally, approaches and barriers to implement the vision of Genomic Medicine will be addressed, including how EHRs can be enabling by providing real-time advanced clinical decision support to practitioners, based on genetic or phenotypic information in an individual EHR. 
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