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A. Positions and Honors.

Positions and Employment:

2003-2004 Attending and Research Member, Department of Cardiology & Institute of Cardiology, Renmin
Hospital of Wuhan University, Wuhan, China

2004-2007 Post-Doctoral Fellow, Masonic Medical Research Laboratory, Utica, NY

2008 - Research Scientist, Masonic Medical Research Laboratory, Utica, NY

Membership:

2003-present Member of CSPE (Chinese Society of Cardiac Pacing and Electrophysiology)
2007-2008  Member of APS (the America Physiological Society)

2007-present Member of AHA (America Heart Association)

2008-present Member of CES (Cardiac Electrophysiology Society)

Honors:

1995-1997 Excellent student of Medical College of Wuhan University

1999 Excellent student leader of Medical College of Wuhan University

2001 Excellent graduate student of Wuhan University

2003 GENGSHAN AWARD of Wuhan University, Wuhan, China

2007 Gordon K. Moe Young Investigator Award, Upstate New York Cardiac Electrophysiology Society

(UNYCES), Rochester, NY

Scholarships

1995-1997 The 2nd prized Student Scholarship in Medical College of Wuhan University for consecutively 3
times (the rate 6%)

2001 The 1st prize of Union Educational Scholarship (sponsored by HongKong Union Pharmaceutical
Limited Co. for academic performances; rate 2%)

2003 The first one to win GENGSHAN AWARD of Wuhan University
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C. Research Support.

1. “Remodeling Characteristics of Atrial Fibrillation and Study of Drug Intervention” (2005-2007).
Young Doctor Fund by Wuhan University. Role: PI.

2. “Remodeling Characteristics of Atrial Fibrillation and Study of Drug Intervention” (2005-2007).
Wuhan Dawn Scholar Fund of China by Wuhan Science and Technology Bureau (No. 20045006071-4). Role:
PI.

3. “Electrophysiological action of ranolazine in the canine atrium”

(1/1/2008 — 12/31/2008)

This study was designed to assess the electrophysiological actions of ranolazine in canine atrial and
ventricular tissues and advance our understanding of the antiarrhythmic action of the drug.

By CV Therapeutics. Role: Co-Investigator
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Area Of Expertise And Primary Interest

Cardiac Electrophysiology and Pharmacology

Mechanisms and approach to treatment of cardiac arrhythmia

Molecular genetics and mutation analysis of the basis for cardiac arrhythmias and sudden cardiac
death

Molecular and cellular characteristics of ion channels in heart

Gene expression and modulation

Confocal microscope and cell culture

Current Research

My work involves basic and clinical research aimed at understanding the basis for the development of
cardiac arrhythmias secondary to genetic mutations involving ion channels within the cells of the heart.
Genetic errors in the genes that encode cardiac ion channels can lead to electrical disturbances that
can cause lethal arrhythmias such as ventricular fibrillation or less life-threatening arrhythmias such as
atrial fibrillation. After finding gene mutations associated with various arrhythmic syndromes such as
Brugada early repolarization, and Long QT syndromes, | use heterologous expression of the mutated
genes and voltage clamp techniques to study the nature of the dysfunction of the ion channel. When
the electrical defect observed is consistent with the phenotype of the patient in the clinic, we gain
confidence that the genetic variation uncovered is responsible for the disease. Using these same
techniques we are able to begin a search for drug therapies that may be used to correct the
abnormality in these patients.

In a recent study, we demonstrated for the first time that a mutation in SCN5A, the gene that encodes
the a subunit, may be responsible for the development of repeated episodes of ventricular fibrillation,
referred to as an electrical storm, in some patients experiencing a heart attack.

In other studies, we uncovered a mutation that sensitizes the heart to the antiarrhythmic drug lidocaine,
causing it to unmask the Brugada syndrome, an inherited arrhythmias syndrome that leads to sudden
death of young adults. In yet another study, we demonstrated the basis for the more sever clinical
phenotype of family members with compound mutations responsible for the Brugada syndrome.

We also recently demonstrated that a mutation in SCN5A is responsible for conduction disease. The
mutation caused a trafficking-defect, meaning that the ion channel protein produced was not properly
transported to the membrane of the cardiac cell. The results provide support for the hypothesis that, in
addition to the Brugada syndrome, loss of proper transport and functional expression of the hNav1.5
protein in the plasma membrane can result in cardiac conduction defects.

In another exciting study, we have attempted to delineate the molecular basis for the different
characteristics of sodium channels in cells form the upper (atrial) and lower (ventricular) chambers of
the heart. We provide evidence in support of the hypothesis that differences in the stochiometry of a/b
subunits may contribute to difference in inactivation characteristics of atrial and ventricular sodium
channels. This distinction is the basis for our efforts to identify atrial-selective sodium channel blockers
for the management of atrial fibrillation.

Recently, | have discovered BrS7. It provides evidence that a mutation in SCN3B, encoding the 3
subunit of the sodium channel, can cause a loss of function in INa leading to a Brugada phenotype. It
will assist with the diagnosis and ultimately with the approach to therapy by understanding the genetic
basis for the Brugada syndrome.
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