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JUNICHI SADOSHIMA,M.D.,Ph.D.holds
the position of Professor and ViceChair in
the Department of Cell Biology and
Molecular Medicine at the University of
Medicine and Dentistry of New Jersey,
New Jersey Medical School. Healsoserves
as the Associate Director of the Cardio—
vascular Research Institute, within the
Department of Cell Biology and Molecular
Medicine. Dr. Sadoshimareceived hisM.D.
and Ph.D. from Kyushu University in
Fukuoka, Japan, and completed his
postdoctoral training at Harvard Medical
School. Dr. Sadoshima was awarded the
American Heart Association’s Louis N.
andArnoldM. KatzBasic ScienceResearch
Prize(1995) and Cardiovascul ar Research
Prize(2001). HeisaFellow of theAmerican
Heart Association and the International
Society of Heart Research, andisamember
of the American Society for Clinical
Investigation. Dr Sadoshima sits on the
editorial board of 10 journals, including
Circulation Research, Journal of Molec—
ular and Cellular Cardiology, Autophagy,
and Journal of Clinical Investigation. Dr

Sadoshima serves on grant review panels
fortheNIH andtheAHA . Dr Sadoshima's
research has been supported by the NIH,
the AHA and the Leducq Foundation. Dr
Sadoshima has mentored 6 PhD students
and 24 postdoctoral fellows, two of whom
werealsoawarded AHA prizes: theMelvin
L. Marcus Young Investigator Award in
Basic Cardiovascul ar Sciences(2003) and
the Louis N. and Arnold M. Katz Basic
ScienceResearch Prize (2008).

Dr Sadoshimaisarecognizedworldleader
inthefield of cardiac growth and survival
signaling. Hislandmark study, reportedin
Cell over 16 yearsago, first established the
importance of myocyte-generated angio—
tensinand auto-activationof AT1receptor-
signaling and hypertrophy in response to
mechanical stretch. Over the past two
decades, his laboratory has continued to
conduct seminal research ontheregulators
of cell death, survival and growth, which
haveincluded major studies of therolesof
glycogensynthasekinase3, themammalian
Hippo pathway thioredoxin and sirtuins.

Onethrust of hisrecent research has been
the role of reactive oxygen species and
oxidative stress on both survival and
hypertrophic stimulation. His laboratory
wasthefirsttoestablishacentral roleof the
key reductive protein, thioredoxin-1, in
growth and death of cardiomyocytes, and
again led the field by showing the
mechanisms of its control.

Most recently, Dr Sadoshimademonstrated
anovel mechanismwhereby thioredoxin-1
regulates the oxidation of transcription
factors (class Il histone deacetylases),
providing the first direct link between
oxidative stress and a mechanism for
cardiachypertrophy. Hisextremely creative
work hasidentified many new andimportant
pathways that have become subsequent
targets of research worldwide. [ |

His recent experiments have established
the importance of mutations in the
intermediate filament protein desmin and
the chaperone, alpha B crystaline, as
causativefor aclass of cardiomyopathies,
which has recently led to the startling
observationthatintracellular pre-amyloids
appear to play an important, and possibly
generalizedroleincardiovascul ar diseases
of various etiologies.

In addition, recognizing the limits of the

murine models for studying critical
therapeutic avenues as well as certain
aspects of human cardiovascular disease,
Dr Robbins devel oped the ability to carry
out cardiac specific transgenesis in the
rabbit. Thishasalready ledtofundamental
discoveries in hypertrophic cardio—
myopathy, and allows the extension of
cardiovascular gain-of-function to an
animal whosecardiovascular systemmore
closely resemblesthat of the human.

Dr Robbins' recent work has focused on
integrating the changes observed in
contractile behavior with altered cardio—
myocyte protein homeostasis and mis—
folding. Understanding the critical patho—
genicpathwaysthat link altered contractility
withgeneralized deficitsinproteinfolding
may allow for the identification of novel
therapeutic targets for the treatment of
cardiovascular disease. ]
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