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ear Colleagues,

Happy New Year! I hope that the year
2009 will bless you and your family. It is
my great honor and pleasure to host the
XX World Congress of the International
Society for Heart Research on May 13–16, 2010, in Kyoto, Japan. As the President
of the World Congress, I cordially invite you to attend the Congress in the most
beautiful city in Japan.
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Concept and Main Theme
Recent progress in cardiology has closed the distance between laboratory
research and clinical cardiology. At the same time, however, the trend towards
specialization has promoted sub-discipline activities and led to a proliferation of
cardiology and cardiovascular research societies and conferences. At the World
Congress, I would like to stress the importance of discussions between basic
scientists and clinicians at the same ‘table’, with an over-arching theme of
“Bringing Clinicians and Basic Scientists Together towards Integrated
Cardiology”. As a consequence of the development of modern biological research
techniques, we have analyzed cardiac function and structure at the genetic and
cellular levels. In order to understand cardiac function in the whole body, we need
to integrate these individual elements. In addition, to understand the
pathophysiology of cardiovascular disease, we benefit from insights into biological
disciplines other than cardiology, e.g. immunology, endocrinology and neurology.
Thus, as the organizing team, we proposed “Paradigm Shift to Integrated
Cardiology – Gene, Function and Life” as the main theme of the Congress, to cover
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discussions of a wide variety of research
topics relevant to understanding the
cardiovascular system in health and
disease and the application of this
knowledge to clinical cardiology.
The Idea for the Congress
The idea is to offer cardiovascular
scientists a four-day World Congress in
Kyoto, the ancient capital of Japan, in a
unique cultural environment that provides
an atmosphere that is quite different from
the previous Congress in Bologna. I
believe that the environment is important
for the success of the Congress, and that
Kyoto offers a unique venue for par–
ticipants to enjoy an advanced scientific
program in exceptional surroundings. The
Congress program will incorporate ISHR
Section Meetings so that regional and
global discussions can be achieved at the
same time.
Scientific Program
The Scientific Program will be composed
of Symposia, Special and Award Lectures,
Free Communications, a Young Investi–
gator Award Competition, Morning
Tutorial Lectures, Luncheon Seminars
and Evening Satellite Meetings.
We will start with Morning Lectures,
which will provide educational information
for young scientists to expand their
knowledge base and learn novel tech–
niques for cardiovascular investigation.
The main body of the scientific program is
composed of Symposia, Special and
Award Lectures and Free Communi–
cations. A total of 40–45 Symposia will be
included in the four-day Congress in
parallel sessions. The content of these
Symposia will span from basic research to
translational and clinical research, from
gene to function and life, and will cover a
broad range of topics, including the
genome, intracellular organelles, ion
channels, membrane receptors, signal
transduction, cardiovascular develop–
ment, angiogenesis, cellular damage and
protection, cardiovascular diseases,
atherosclerosis, stem cells and regen–
eration, regenerative therapy, clinical
advances in cardiology and novel
therapeutic targets. Approximately 20
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Kyoto International Conference Center (ICC Kyoto), the venue of the Congress.

out of the 40 – 45 Symposia will be planned
by the ISHR International Scientific
Program Committee chaired by Prof. Metin
Avkiran, others will be planned by Section
Program Committees as Section-spon–
sored Symposia, and the remainder will be
planned by the local Scientific Program
Committee chaired by Prof. Ryozo Nagai
as sponsored symposia.
The Special Lectures will include
presentations by Prof. Oliver Smithies
(University of North Carolina at Chapel
Hill), who was awarded the 2007 Nobel
Prize in Physiology or Medicine for his
work on embryonic stem cells that led to
the development of murine gene targeting
technology, and Prof. Shinya Yamanaka
(Kyoto University), who will speak on his
pioneering work on induced pluripotent
stem cells. In addition, a number of ISHR
Award Lectures will be delivered: (1) the
Research Achievement Award lecture;
(2) the Outstanding Investigator Award
lecture; (3) the Peter Harris Distinguished
Scientist Award lecture; and (4) three
Distinguished Lectures (Keith Reimer
Distinguished Lecture, Janice Pfeffer
Distinguished Lecture, and President’s
Distinguished Lecture). The Richard J
Bing Young Investigator Award Com–

petition will be also be held, and we are
anticipating many applications from the
very best young scientists in the ISHR
community around the world.
A unique feature of the Kyoto
Congress will be the incorporation of
Section Meetings within the Congress
Program. The participating Sections will
have the opportunity to hold business
meetings and other Section activities,
including a session in their own language
if they desire. As noted above, several
Section-sponsored Symposia will be
interspersed within the Congress scien–
tific program.
Free Communications will be in the
form of moderated poster presentations.
These will be given prominence in terms
of space and time and will form an important
focal point of the Congress.
Social Program
A get-together on the evening of the first
day will provide an opportunity to renew
old friendships and make new acquain–
tances with delegates from all over the
world. A short excursion on May 15, to
enjoy the Japanese traditional “Aoi
Festival”, is a special highlight of the
social program. This festival is one of the

volume 16, number 3, 2009

most graceful festivals in Japan and has
been well preserved since the eighth
century, when it began as an occasion to
offer prayers for a good harvest following
frequent lean years caused by storms and
floods. Following the Aoi Festival
festivities, we will enjoy an exciting
Banquet for all participants at the
Conference Hall.
A sightseeing tour of Kyoto city, a
short tour of Uji and other social programs
are now being prepared. Kyoto is home to
nearly 2000 Buddhists temples and
shrines, reflecting its long history as the
cultural and religious center of Japan.
More than 60 museums throughout the
city offer visitors the opportunity to view
priceless works of art and important
cultural objects. Kyoto is also a panorama
of the changing seasons, and the timing
of the Congress will allow participants to
enjoy the lush greenery of early summer.
Travel Awards
We are pleased to announce that the
ISHR will provide travel awards of US$500
– US$1,000 for more than 110 young
investigators from all participating ISHR
Sections, with the award recipients to be
selected by the relevant Section exec–
utives.
Registration and Abstract Submission
Meeting and hotel reservations will be
available online, and we plan to make the
relevant website active beginning in May

2009. Please visit the Congress home page
(www.ishr2010.com) regularly for updated
information. There are plenty of hotels in
Kyoto with very reasonable prices,
offering a wide variety of choices.

setting for Congress participants to meet
and communicate informally with each
other. Importantly, ICC Kyoto has its own
terminal on the subway from Kyoto
station, thus offering very convenient

An inviting path
meanders through
a bamboo forest
in Kyoto.

Venue of the Congress
Kyoto International Conference Center
(ICC Kyoto) is one of Japan’s leading
convention centers and offers all the
modern amenities. ICC Kyoto is located in
a very scenic area of Kyoto, within verdant
and quiet surrounding. Its Japanese-style
landscaped garden offers a peaceful

access from downtown Kyoto City. Kyoto
Station itself has good access from Kansai International Airport (60 min by train)
and from Tokyo (2 hours and 15 min by
Shinkansen train).
Because all of the major ISHR Sections
will hold their Section meetings in
conjunction with the ISHR World Con–
gress, we are expecting a total of 2000
participants from all over the world. You
are cordially invited to share in the
excitement and success of the World
Congress 2010 in Kyoto.

Old Shrine in
Sagano.
Masatsugu Hori, M.D., Ph.D.
President, the ISHR XX World Congress;
President, Osaka Medical Center for
Cancer and Cardiovascular Diseases;
Professor Emeritus of Osaka University
Graduate School of Medicine
office@ishr2010.com
www.ishr2010.com
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Past truth

E

volution is often compared to a
tree with many branches; some
branches grow vigorously, while
others whither and die. Their fate is
ordained by natural selection as some of
the weak branches are unable to withstand
the destructive powers of the envi–
ronment. Survival of the fittest is a
challenge to the growth of the tree of life.
Like biological growth, new medical
therapies are also subject to natural
selection. New ideas only survive if they
are useful. In the treatment of disease,
new therapies persist if they benefit the
patient. I write here of the natural selection
of an idea: visualization of the coronary
arteries in man. Many attempts at
visualization fell by the wayside, while
others brought us closer to the goal.
Many different approaches were tried
to visualize the coronary arteries in man,
including needle puncture of the
ascending aorta or the carotid artery, a
transaxillary approach, and arresting
systemic blood flow by inflating a balloon
in the ascending aorta. The variety of the
names given to these methods illustrates
the variety of the approaches: thoracic
aortography, retrograde aortography,
coronary arteriography, percutaneous
selective coronary cinearteriography,
guided angiography, and percutaneous
transaxillary selective coronary angio–
graphy. Early x-ray techniques were also
primitive. I still remember the loud clatter
caused by the changing of cassettes
during angiocardiography in the early
1940s. It is not surprising that today the
memory of some of these methods evokes
a shudder. How could we do this to our
patients? As late as 1959, an article was
published in which the authors visualized
the coronary arteries by intrathoracic
needle puncture of the ascending aorta
with a suprasternal approach, advancing
the needle tip to a position slightly above
the aortic sinus followed by rapid injection
of a radio-opaque medium. The authors
added, “To improve our coronary
arteriographies in more recent studies, we
have induced cardiac arrest pharma–
cologically.” In 1948, Hoyos and Gomez
del Campo used an equally daring
technique, “…the long needle is intro–
duced into the left interspace, 2 cm outside
the left border of the sternum. It is directed
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backward and a little inward for a distance
of about 10 cm into the thorax. Rhythmic
pulsation of the needle or fluoroscopic
observation will show when the aorta has
been entered.”
Much later, Schelbert wrote, “While
the lineage of each of today’s common–
place techniques can indeed be traced
back to the innovations of our pre–
decessors, we are frequently less cog–
nizant of the blind alleyways they tried
and abandoned. Before openly accepting
the glowing promise of today’s inno–
vations, I am always reminded of a talk
entitled, “The Way We Were” given by
Kurt Amplatz at a June 1989 meet–
ing….During that talk, he showed a film
from the 1950s about the then promising
technique of left heart catheterization via
direct cardiac puncture. The statement
that more than one hundred cases had
been performed, with a mortality of only
one percent, made many shift uncom–
fortably in their seats to think about which
of our current techniques would endure,
and which would join direct cardiac
puncture.”
The physicians who used these dan–
gerous approaches were honestly
convinced of the validity of their methods.
The territory which they were exploring
was uncharted, and their work has helped
to prepare us for more viable approaches.
But progress is slowed when authors
cling to their prejudices, defending their
ideas by resorting to their authority. The
only authority in science is Truth.
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poetry
These developments in the field of
coronary visualization have helped to
stimulate the development of catheterbased interventions. Here, too, only the
fittest ideas survived. Early catheters
came in all shapes and sizes, including
single and double lumen and loop-ended,
with the loop placed directly above the
aortic valve. Finally, after natural selection
had done away with direct puncture, the
use of injection of the contrast medium
through a catheter became the method of
choice. Here, the method developed by
Seldinger was most helpful, but it remained
the strong belief of all who attempted
coronary angiography that direct cath–
eterization of the coronary artery was
courting disaster. The advice of the Nobel
laureate Andre Cournand carried much
weight when he warned that such a
procedure would certainly lead to deadly
myocardial ischemia. This is an example
how advice based on authority can stifle
progress.
In October 1958, Mason Sones was
working at the Cleveland Clinic. As the
contrast material was injected through
the catheter, with the tip located just above
the aortic valve, Sones relates that, “I hit
the switch to initiate a cine run. When the
injection began, I was horrified to see the
right coronary artery become heavily
opacified and realized that the catheter tip
was actually inside the orifice of the
dominant right coronary artery. I shouted,
‘Pull it out.’” Sones was prepared to
perform open cardiac massage, but the
patient was not fibrillating. He was in
asystole. When Sones ordered the patient
to cough, normal sinus rhythm ensued.
Sones related, “Using the ensuing days,
I began to think that the accident may
point the way to the development of a
technique which we had been seeking.”
Mason Sones was born in Mississippi
in 1918. He attended medical school at the
University of Maryland and had his
residency at the Henry Ford Hospital in
Detroit. He then transferred to the
Cleveland Clinic, where he did his major
work. He died in 1985 of bronchogenic
cancer. Sones was an unforgettable
person: his passionate honesty made him
appear rude in the defense of what he
believed to be the truth. When he visited
(continued on page 6)
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p resident 's l etter
in search of a title
Dear Colleagues,

This has been a difficult column to write because I have not found a unifying theme.
We are in the “low season” for the ISHR - that inconvenient trough between one peak
of World Congress adrenaline and the next one during which we all seem to hibernate
for a while, being too far from both the last and the next Congress. The excitement
and clamor elicited by Bologna ’07 have subsided, we have for the most part lost the
weight gained in those Italian restaurants, and Kyoto ’10 seems still to be a long way
in the future (but not really, if you think about it). At the time of this writing, most of us are emerging from the torpor of the
holidays, still trying to remember to write “2009” instead of “2008”at the end of the date. Fortunately, no acute crises are
threatening our Society, we do not face bankruptcy, and we are among the few institutions that don’t need a bailout from
the government. Yes, the stock market has crashed and the weather in Kentucky has been brutally cold (reaching -20 degrees
Celsius), but neither of these issues is likely to intrigue most of you. So, what is the ISHR President supposed to write about?
Not about politics. In the past, this newsletter has been used by one of my predecessors to peddle leftist propaganda. I
think that is deplorable. When I became President, I made a decision never to use HN&V to enunciate political opinions,
of any kind.
Ah, here is an idea. What about describing what I regard as the salient qualities that are necessary for a career in academic
medicine? I have been pondering this issue for a while and one of these days I would like to write about it. But on second
thought, I think I should leave this topic for the terminal segment of my Presidency. Another project that has been brewing
in the back of my mind is to describe the life and work of William Harvey (the guy who discovered the circulation of the
blood). Probably a good idea but I’m still reading about him; so, I need to acquire a better knowledge of the man before
I give you a report. Perhaps I could write about history (one of my favorite subjects), but then I’m afraid that this may not
be the favorite topic for most of you. As a last resort, I could lament my frustrations with the continually shifting world of
technology (whereby as soon as we become moderately familiar with a computer program, a gadget, a device, or whatever,
we are forced to experience the stress of learning another one); that would give me plenty to write, but I fear I would appear
to be an old relic.
What, then, should I write about? Oh yes, now I remember. One thing I need to do is exhort the organizers of the Kyoto
World Congress to be careful in selecting their invited plenary speakers. At the ’07 World Congress in Bologna, I was
stunned when I heard an invited speaker state, during a high-profile lecture and with great emphasis, something to the effect
that “the 2007 World Congress of the ISHR has nothing to do with human health” (I may be paraphrasing, but this was the
essence of the assertion). This was a remarkable statement. Think about it: this individual is selected to deliver a highly
honorific lecture at a World Congress in front of an international audience and what does he do in his lecture? He insults
the very Society that bestowed this honor upon him. He uses the lecture to inform us that all of the research that was
presented and discussed in Bologna had “nothing to do” with human health. I’m sure the people who were in the audience
with me were relieved to learn that the scientific work we shared in Bologna - the hard-earned fruit of our daily struggle to
understand pathologic processes and find therapies that alleviate, cure, or prevent them - is for naught and does not
contribute anything to fighting human disease or promoting human wellness; it’s all a useless academic exercise, a waste
of time and money. Very good. Although this vituperative statement is so obviously ridiculous that it does not even warrant
a rebuttal, two questions came to my mind: (i) how much ignorance of science does it take for someone to actually believe
that basic research has nothing to do with human health? and (ii) how much paucity of common sense does it take to select
the setting of an honorific lecture to hurl this slight at your hosts? So, here is my message to the Kyoto World Congress
organizers: please be judicious in selecting your invited lecturers!
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Speaking of Kyoto, it’s hard to believe that, by the time you read this column, our next World Congress will be only about
1 year away! Kyoto ’10 promises to be another memorable event in our Society’s history. You can look forward to an
outstanding meeting that will combine a state-of-the-art scientific menu with a superb social and cultural program, as one
has come to expect from a consummate organizer of the caliber of Matt Hori. The Congress will be held in a lovely location
and at a charming time of the year. In keeping with the legacy of Bologna ’07, it will encapsulate the 2010 meetings of four
ISHR sections: Chinese, European, North American, and Japanese (in addition, the Australasian and Latin American
Sections will participate and contribute symposia, speakers, etc.), which will greatly strengthen the impact and positive
energy of the conference. A record number of travel awards will be available to young investigators/trainees. I hope you
will plan to attend Kyoto ’10; please mark your calendar for May 13-16, 2010.
Alas, I still have not found a theme for this column, so here is another idea. Why don’t I use this opportunity to divulge
a proposal that has been in the back of my mind for a while? It pertains to the relatively low penetration of our Society in
the cardiovascular scientific community (i.e., the proportion of cardiovascular scientists who are not ISHR members is much
greater than that of those who are). In the past I have exhorted every member of the International Council to recruit 10 new
ISHR members (if everybody accomplishes such a recruitment, over 200 investigators will join us). By the same token, I
would like to exhort each of you to recruit another member. This ought not to be very arduous. If you look around, you
will likely find that (unfortunately) many of your colleagues are not ISHR members and, so, it is not difficult to identify one
that would understand the benefits associated with membership and would decide to join our Society. This is a simple idea,
but if implemented, this grassroots recruitment effort could literally double the size of the ISHR. I hope that you will agree
that the ISHR needs to expand, and will help us achieve this goal.
As I am about to make one more attempt at finding a unifying theme, the computer informs me that I have reached my word
limit for this column. So, here it is, a potpourri of unrelated, though genuine, thoughts. Isn’t life a bit like this?

Roberto Bolli, M.D.
President, ISHR

coronary arteriography and mason sones
my department on a project site visit and
a young associate presented some of our
data, he interrupted the young man with
a loud expletive. When I referred a patient
to him who was thought to have coronary
small vessel disease, I watched him do a
needle biopsy of the heart like a fence–
master with his foil.
Progress in medicine comes from all
sorts of people - physicians, basic
scientists, thinkers and doers. Moti–
vations also vary: some want glory,
others are possessed by a rarified
scientific goal, others are enchanted by
the enigma with which nature confronts
them, or love the “doing,” the actual
labor of grasping for the goal. Mason
Sones belonged to the doers, as did
Forssman and Gruntzig. Their work was
successful because their ideas passed
the test for survival of the fittest.
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PP2Ce - a molecular link between
protein homeostasis and cardiac
c ontractility?

I

am very honored to have been selected as the co-winner of the 2008 Young
Investigator Award at the XXX Annual Meeting of ISHR North American Section
held in Cincinnati, OH, for my work focusing on the functional characterization
of a novel ER transmembrane phosphatase, PP2Ce, in ER stress regulation and
SR calcium cycling. I obtained a BS degree in Microbiology and a MS degree in
Genetics from Fudan University, Shanghai, China. I came to the United States
to start my PhD training in Dr Yibin Wang’s lab at UCLA where, under the
guidance of Dr Wang, I initiated two research projects designed to determine the
role of novel type 2C protein phosphatases (PP2C) in the pathogenesis of
cardiomyopathy. From these studies, we found that one of these interesting
phosphatases, PP2Ce, is not only a potent regulator of IRE1 activity in ER stress
regulation, but also an important direct regulator of Phospholamban (PLB) Thr17 phosphorylation and cardiac contractility. Therefore, PP2Ce might offer an
exciting molecular link between protein homeostasis and cardiac contractility.

ER Stress Response in Heart Disease
The endoplasmic reticulum (ER), also
called the sarcoplasmic reticulum (SR) in
myocytes, is a central organelle that carries
out various biological processes in–

cluding protein synthesis, secretion and
post-translational modification and
calcium homeostasis. Accumulation of
unfolded/misfolded proteins inside the
ER triggers an integrated signaling

Figure 1. PP2Ce is a bona fide IRE1 phosphatase.
A. Identification of PP2Ce as an IRE1 interacting protein. INS-1 pancreatic β-cell lines,
expressing IRE1α-K599A C-terminally tagged with both FLAG and HA tags, were
subjected to sequential purification using anti-FLAG and anti-HA affinity columns. The
IRE1α interacting proteins were detected by Coomassie blue staining and further
identified by LC/MS/MS mass spectrometry. NS, nonspecific.
B. PP2Ce suppresses the IRE1 downstream signaling cascades via direct
dephosphorylation. HEK293 cells were transiently transfected with the plasmids as
indicated. Forty-eight hours later, the phosphorylation status of IRE1 was determined by
the mobility in the SDS-PAGE gel. In a duplicate assay, the IRE1 mediated splicing of
Xbp-1 was examined and quantified via RT-PCR analysis. The result from three
experiments is presented as mean±SD. * P<0.01.

Gang Lu

response, collectively termed the ‘un–
folded protein response’ (UPR) or ‘ER
stress response’, to attenuate de novo
protein synthesis, enhance ER folding
capacity, and promote degradation of
unfolding/misfolded proteins (Ref. 1).
Cardiac myocytes have a unique
requirement for both a high level protein
flux and a dynamic SR calcium flux to
maintain normal contractile function.
Elevated UPR gene expression is reported
in hearts subjected to pressure-overload,
Angiotensin II treatment, ischemia, postmyocardial infarction or hypoxia. While
several studies suggest that ER stress
induction contributes to myocyte apop–
tosis and heart failure, other reports
indicate that some aspect of UPR is
cardioprotective. It is clear that in heart,
as in other organs, balancing the
protective vs the damaging effects of ER
stress signaling is highly critical to normal
function and disease progression.
The Missing Component in IRE1
Mediated ER Stress Signaling
The ER stress response is orchestrated
by three proximal ER resident trans–
membrane sensors: inositol-requiring
protein-1 (IRE1), activating transcription
factor-6 (ATF6) and protein kinase RNA
(PKR)-like ER kinase (PERK). All of these
sensors are kept in an inactive state by the
ER resident chaperone, BIP, via direct
interaction under basal conditions.
Through direct competition for inter–
action, mis/unfolded protein in the ER
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dissociates BIP from all three stress
sensors, thereby triggering the activation
of their respective downstream signaling
pathways (Ref. 2).
Given its functional significance, it is
not surprising that ER stress is a highly
regulated process. For instance, upon
BIP dissociation, IRE1 homodimerizes
through the ER lumenal domain and
transautophosphorylates its cytosolic
domain, resulting in the activation of its
RNase domain. Then, activated IRE1 can
effectively splice out the noncanonical
intron of transcriptional factor XBP1 and
hence turn on XBP1 transactivation
activity through an open reading frame
shift to induce the expression of genes
involved in ER protein folding and
degradation. On the other hand, IRE1 also
promotes ASK1/JNK-mediated apoptotic
cell death if the ER stress cannot be
resolved. Although the molecular
mechanism of IRE1 activation has been
extensively explored, the IRE1 deac–
tivation mechanism required during the
ER stress recovery phase remains elusive.
Recent studies demonstrated that IRE1 is
rapidly dephosphorylated upon removal
of ER stress, indicating the presence of an
IRE1-specific phosphatase in the cell.
Through biochemical purification, we
identified a novel ER membrane phos–
phatase, PP2Ce, which specifically
interacts with IRE1 and attenuates its
activation via direct dephosphorylation
(Fig 1). In addition, we discovered that
PP2Ce could effectively suppress the
IRE1-mediated XBP1 splicing as well as
the ASK1/JNK signaling cascade. Fur–
Gang Lu (Boston, MA) was one of
the two winners of the Young Investigator Award competition during the
XXX Annual Meeting of the North
American Section (Cincinnati, OH;
June 2008).

thermore, we provided evidence that the
enhanced association between IRE1 and
PP2Ce is likely the underlying mechanism
of PP2Ce-mediated IRE1 deactivation
upon ER stress. Lastly, we demonstrated
that PP2Ce does not participate in the
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Figure 2. Regulation of calcium cycling by PP2Ce in heart.
A. PP2Ce selectively blocks ISO induced Thr-17 phosphorylation in cardiomyocytes.
Neonatal myocytes expression increasing amount of GFP or PP2Ce protein were treated
with 10 µmol/L of ISO for 6 hours. Immunoblots for pT17-PLB, pS16-PLB, total PLB,
GFP, PP2Ce, SERCA2a and beta-Actin were shown as indicated.
B. PP2Ce blunts ISO-induced SR calcium cycling in adult rabbit ventricular myocytes.
Quantification of changes in peak Ca transient (∆F/F0) and changes in [Ca2+]i decay
time after 0.1 µmol/L of ISO treatment in control (Adv-LacZ) and PP2Ce expressing
(Adv-PP2Ce) cells . * p<0.01, LacZ vs PP2Ce. ** p<0.05, LacZ vs PP2Ce.

negative regulatory mechanism of the
PERK signaling cascade, suggesting that
PP2Ce is a specific IRE1 phosphatase in
ER stress signaling. In conclusion, the
discovery of PP2Ce as a unique IRE1
phosphatase provides a missing piece of
the ER stress signaling module.
Regulation of SR Calcium Cycling and
Cardiac Contractility by PP2Ce
In myocytes, SR is also a critical organelle
for calcium release and uptake during
systolic contraction and diastolic re–
laxation. Defects in SR calcium cycling are
a major cause of contractile dysfunction
and arrhythmia in failing hearts (Ref. 3).
PP2Ce mRNA is expressed in many
different tissues; however, the highest
levels are found in brain, heart and
diaphragm based on Northern blot
analysis. The high level of PP2Ce
expression in the heart suggests that
PP2Ce may be involved in regulating other
SR protein phosphorylation in addition
to its regulation of the ER stress sensor,
IRE1. Several critical components of the
SR calcium cycling machinery such as
PLB, RyR, SERCA have been reported to
be regulated by Ser/Thr phosphorylation.
Using a candidate approach, we found
that PP2Ce expression in rat neonatal

ventricular myocytes significantly
blocked CaM kinase-dependent Thr-17
phosphorylation of PLB induced by
isoproterenol (ISO). In contrast, PKAdependent Ser-16 phosphorylation of
PLB was not significantly affected at lower
doses and only marginally affected at
very high doses. This remarkable speci–
ficity suggested that PP2Ce can poten–
tially function as a PLB phosphatase
specifically directed against CaM kinase
phosphorylation.
To further assess the functional impact
of PP2Ce on SR calcium regulation, we
expressed PP2Ce in adult myocytes and
measured intracellular calcium cycling
with or without ISO stimulation. There
was no significant effect of PP2Ce
expression on basal SR peak calcium
transients during systole or calcium decay
during diastole. However, as shown in
Figure 2, PP2Ce expression significantly
blunted the ISO-induced increase in the
Ca2+ transient as well as the acceleration
of calcium decay. These data suggest
that PP2Ce in heart may also modulate
βAR regulation of contractility by
attenuating CaM kinase-dependent
phosphorylation of PLB.
(continued on page 11)
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CaMKII Negatively regulates
calcineurin-nfat signaling in
cardiac myocytes

I

t was a great privilege to present my data and a honor to be the co-recipient
of the Young Investigator’s Award at the 2008 XXX North America Section
Meeting in Cincinnati, Ohio, for my work describing the regulation of NFAT
nuclear translocation in cardiac myocytes by Ca2+-calmodulin dependent
protein kinase II (CaMKII) phosphorylation and subsequent inhibition of
calcineurin. I became interested in myocardial calcium homeostasis and its
role in the pathogenesis of cardiac hypertrophy and failure during my doctoral
work and postdoctoral fellowship at Temple University in Philadelphia,
Pennsylvania. During my doctoral work, I examined how a physiologic stress,
exercise training, impacted cardiac structural and functional remodeling in
hypertension. I completed my postdoctoral fellowship at Temple University
School of Medicine in the lab of Dr Steven R. Houser where I worked to define
molecular mechanisms involved in the pathogenesis of cardiac hypertrophy
and dysfunction. I recently joined the Cardiovascular Diseases department
at Boehringer-Ingelheim Pharmaceuticals, Inc., where I continue my work to
help define new therapeutic treatment options for use in heart disease.

Ca2+ Mediated Cardiac Signaling
Cardiovascular diseases such as hyper–
tension and myocardial infarction raise
the contractile stress on the heart. This

A. NFAT Translocation in Neonatal Ventricular
Myocytes
Control

CaMKII – CA

CaMKII - DN

requires reflex responses (primarily via
the sympathetic nervous system) that
increase cardiac systolic stress gener–
ation by producing increases in myocyte

B. NFAT Phosphorylation State
IP: NFAT-GFP
IB: Phospho-Serine
B-Gal

CaMKII
CA

CaMKII
DN

IP: NFAT-GFP
IB: Phospho-Threonine

NFAT translocation (%)
nuclear/total cells

60.0%

B-Gal

P<0.01

CaMKII
CA

CaMKII
DN

50.0%
40.0%
30.0%
20.0%

P<0.01

10.0%
0.0%
adNFAT
Control

CaMKII
CA

CaMKII
DN

CaMKII
CA+DN

Figure 1. (A) Neonatal ventricular myocytes expressing GFP-tagged NFATc were
co-infected with either CaMKII-CA or CaMKII-DN (m.o.i. 100). In myocytes expressing
CaMKII-CA, reduced nuclear NFAT accumulation (5.98%) was observed. In contrast,
expression of CaMKII-DN resulted in nuclear NFAT accumulation (48.52%). The
co-expression of CA and DN was sufficient to blunt this effect (21.3%).
(B) To demonstrate the phosphorylation status of NFAT, protein extracts were made
from cultured neonatal myocytes expressing CaMKII-CA or CaMKII-DN while β-Gal
acted as a control. Immunoprecipitation was performed (IP:NFAT-GFP) and
subsequent Western blots for either Phospho-Serine or Phospho-Threonine. An increase
in phosphorylated NFAT was observed in myocytes expressing CaMKII-CA while
CaMKII-DN resulted in reduced phosphorylation, consistent with reduced and enhanced
nuclear translocation, respectively.

Scott M. MacDonnell

[Ca2+]. When excess contractile stress is
persistent it leads to cardiac hypertrophy
and over time is associated with arrhyth–
mias, myocyte death and eventually
congestive heart failure. The links
between persistent increases in myocyte
Ca2+, pathological hypertrophy, cardiac
arrhythmias and myocyte contractile
abnormalities have been studied but are
still not well established.
Increased myocyte Ca2+ activates calci–
neurin, a phosphatase that dephos–
phorylates and thereby induces nuclear
translocation of NFAT: NFAT, in turn, is
involved in the induction of pathological
cardiac hypertrophy and prosurvival
signaling (Refs 1 and 2). Increased
myocyte Ca2+ also activates cytoplasmic
CaMKII (CaMKIIδc), which phosphory–
lates a number of critical target proteins
involved in Ca2+ regulation (Ref. 3). While
the effects of CaMKII on individual Ca2+
regulatory proteins is fairly well described,
its role in the regulation of NFATmediated cardiac gene expression and
cell death are not well understood. In
addition, recent studies in hypertrophied
and failing hearts have shown that
CaMKII activity is increased, and this
activity is associated with cardiac
dysfunction (Ref. 4).
Does CaMKII Regulate NFATCalcineurin Signaling?
The present research was designed to
determine if activation of CaMKIIδc is
involved in the regulation of NFAT
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nuclear translocation and if so, to define
the molecular signaling pathway in–
volved. Our results clearly show that, at
least under our experimental conditions
in neonatal ventricular myocytes, acti–
vation of CaMKIIδc with a HA-tagged
constitutively active CaMKIIδc adeno–
virus (CaMKII-CA) increases NFAT
phosphorylation state (indirectly) and
reduces NFAT nuclear translocation,
while inhibition of CaMKII δc, with
dominant negative CaMKIIδc (CaMKIIDN) reduces NFAT phosphorylation
(indirectly) and induces NFAT trans–
location from the cytoplasm to the nucleus
(Fig. 1).
The most novel aspect of the current
study is how CaMKII achieves these
differences in NFAT phosphorylation
through a direct effect on calcineurin. All
other kinases that alter calcineurin-NFAT
signaling (GSK, p38m JNK, PKA, MEKK1,
CKII) do so by directly phosphorylating
the N-terminus of NFATc1-c4 within the
regulatory domain that controls nuclear
shuttling by masking and unmasking a

A.

Control

60

PLB-Thr17

7

PLB-Ser16

7

PLBt

7

Actin
GAPDH

45
38

B.

Control

Cn-Ser197

18

Actin

45

Figure 2. (A) To demonstrate protein abundance and phosphorylation state of proteins
involved in this signaling cascade, protein extracts were made from cultured neonatal
myocytes expressing CaMKII-CA or CaMKII-DN, while GFP-transfected cells acted as
a control. The phosphorylation of calcineurin (Cn) at Ser197 was detectable only in
neonatal rat ventricular myocytes expressing CaMKII-CA while PLB phosphorylation
was increased at Thr17 consistent with increased CaMKII activity. A reduction in ANP
abundance was observed in myocytes exspressing CaMKII-CA, consistent with
reduced hypertrophic signaling.
(B) An increase in phosphorylation of calcineurin at Ser197 was observed
in hypertrophied feline left ventricular tissue.

Cell Membrane
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Figure 3. A representative schematic of the proposed CaMKII-calcineurin interaction.
The phosphorylation of calcineurin by CaMKII results in reduced calcineurin activity
leading to reduced basal and calcium mediated NFAT translocation.
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nuclear localization sequence. However,
CamKII did not directly phosphorylate
NFAT in our hands, but instead directly
phosphorylated calcineurin. These data
were confirmed using a phosphorylation
specific antibody against the Ser197 site
on calcineurin, a site previously shown to
be phosphorylated by the autophos–
phorylated form of CaMKII, thereby
resulting in partial inactivation of
calcineurin (Ref. 5). Phosphorylation of
calcineurin at Ser197 was observed in both
neonatal ventricular myocytes expressing
CaMKII-CA and in hypertrophied feline
left ventricular tissue (Fig. 2). This phos–
phorylation inhibited calcineurin activity,
allowing NFAT to be more phosphory–
lated and maintained within the cyto–
plasm. That CaMKII-DN overexpression
enhanced NFAT translocation to the
nucleus at baseline suggests that CaMKII
controls calcineurin activity at all times,
likely under complex control and dynamic
equilibrium depending on the specific
calcium signal and the co-localization of
these factors in the cell. Taken together,
these results strongly support the idea
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that increases in myocyte Ca2+ activates
two parallel signaling cascades with
opposite effects on calcineurin activity,
and thereby on NFAT nuclear trans–
location and hypertrophic signaling (Fig.
3).
Conclusion
Our findings demonstrate a previously
unappreciated role of cytoplasmic
CaMKII in cardiac myocytes. Collectively
our results demonstrate that the consti–
tutively activated form of CaMKII directly
phosphorylates calcineurin and inhibits
its activity, resulting in reduced NFAT
nuclear translocation, and increased
myocyte apoptosis (data not shown). In
cardiac disease states in which CaMKII
activation is known to be increased, we
hypothesize that “hyperactivation”
(constitutive) of CaMKII disrupts NFAT
signaling and contributes to cardiac
structural and functional defects. Thus,
Scott M. MacDonnell (Ridgefield, CT)
was one of the two winners of the
Young Investigator Award competition during the XXX Annual Meeting
of the North American Section
(Cincinnati, OH; June 2008).

References
1. Molkentin JD, Lu JR, Antos CL,
Markham B, Richardson J, Robbins J,
Grant SR, Olson EN. A calcineurindependent transcriptional pathway for
cardiac hypertrophy. Cell 1998; 93:
215-228.
2. De Windt LJ, Lim HW, Taigen T,
Wencker D, Condorelli G, Dorn GW
2nd, Kitsis RN, Molkentin JD.
Calcineurin-mediated hypertrophy
protects cardiomyocytes from
apoptosis in vitro and in vivo: An
apoptosis-independent model of
dilated heart failure. Circ Res 2000;
86: 255-263.
3. Maier LS, Bers DM. Calcium,
calmodulin, and calcium-calmodulin
kinase II: heartbeat to heartbeat and
beyond. J Mol Cell Cardiol 2002; 34:
919-939.
4. Zhang T, Brown JH. Role of Ca2+/
calmodulin-dependent protein kinase II
in cardiac hypertrophy and heart failure.
Cardiovasc Res 2004; 63: 476-486.
5. Hashimoto Y, Soderling TR. Regulation
of calcineurin by phosphorylation.
Identification of the regulatory site
phosphorylated by Ca2+/calmodulindependent protein kinase II and protein
kinase C. J Biol Chem 1989; 264: 1652416529.

as suggested by others (Ref. 6), CaMKII
inhibition may be an effective strategy for
improving myocardial function in heart
disease.

pp2c e - a m olecular
link between protein
h omeostasis and
c ardiac c ontractility?
(continued from page 8)

Conclusions and Future Directions
Although ER stress signaling and SR
calcium cycling are confined in the same
intracellular compartment, little is known
about their potential interaction under
physiological or pathological conditions.
The specific activity of PP2Ce towards
not only the ER stress sensor, IRE1, but
also the calcium cycling regulator, PLB,

strongly suggests that ER protein
translation, folding and degradation is
tightly coordinated with the maintenance
of ER calcium homeostasis, especially in
beating cardiac myocytes. Future studies
will be needed to fully understand the
functional importance of this mechanistic
interaction mediated by PP2Ce in heart.
I wish to acknowledge Ms. Asuka Ota,
Drs Peipei Ping, Thomas Vondriska, Sarah
Warburton, David Ron, Hongmei Ruan
and Shuxun Ren for their significant
contribution to this study.
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ominations for the 2010 Outstanding Investigator Award, the Research Achievement Award, and the
Peter Harris Distinguished Scientist
Award are now being accepted (deadline: November 30, 2009).
The deadline for receipt of applications for the 2010 Richard J. Bing
Young Investigator Award is January
10, 2010.
Details of the nomination and application procedures can be found at
www.ishrworld.org under the "ISHR
Awards" tab.
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Contribution of Structural
Heterogeneity to Stretch-induced
Arrhythmias Examined in
Ventricular Tissues and Isolated
M yocytes

I

t was a great honor for me to receive the 2008 Young Investigator Award at the
25th Annual Meeting of the Japanese Section in Yokohama, Japan, for my work
entitled ‘Contribution of structural heterogeneity to stretch-induced arrhythmias
examined in ventricular tissues and isolated myocytes’. I am currently a Ph.D.
candidate working with Profs. Sugiura and Hisada in the Graduate School of
Frontier Science at the University of Tokyo. This work was carried out in close
cooperation with Dr Inagaki in the National Cardiovascular Center Research
Institute and Dr Nishimura in the Department of Cardiovascular Medicine at the
University of Tokyo. In this work, we used novel stretching devices and optical
recording techniques to study the mechanisms of stretch-induced arrhythmias
at both the cellular and tissue levels. In order to explain the experimental findings,
we also performed a computer simulation study.
Mechano-electric Feedback and Stretchinduced Arrhythmias
It is well known that alterations in the
mechanical state of the myocardium affect
its electrophysiological properties. This
phenomenon, termed mechano-electric
feedback, is considered to play a sig–

nificant role in the genesis of cardiac
rhythm disturbances. In particular, this
effect is exaggerated in various diseased
states in which alterations in the refractory
period and conduction velocity constitute
the substrate for arrhythmogenicity.
Stretch-activated channels (SACs) have

Figure 1. A. Cellular study. (Left figure) Carbon fiber technique for applying
stretch to a single isolated myocyte. (Right figure) Membrane potential changes
in response to axial stretch. The membrane potential depolarized in a stretchdependent manner (Control), but the response was inhibited by an inhibitor
of stretch-activated channels (GsMTx-4).
B. Tissue study. (Left figure) Arterially perfused free ventricular wall was attached
to the stretching device. Bead markers are seen. (Middle figure) Time-lapse images
showing the propagation of the focal excitation initiated by a medium (10%) stretch.
(Right figure) Inhomogeneous thickness distribution. In most cases, focal excitation
was initiated from the thinner area.
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Kinya Seo

been regarded as the most likely can–
didates for primary transducers of
mechanical stress, but there is a huge gap
between laboratory findings and studies
of clinical arrhythmias at the organ level.
Accordingly, the purpose of this study
was to examine how the cellular response
to stretch leads to arrhythmias in the heart
in experiments carried out at the cellular
and tissue levels.
Cellular Study
In experiments at the cellular level, we
developed a novel carbon fiber technique
to stretch single isolated cardiomyocytes
(Ref. 1). We measured membrane potential
by using a voltage-sensitive fluorescent
dye (di-8-ANNEPS) with an optical
recording system (Ref. 2).
Our data demonstrated that the
membrane potential responds to stretch
in a length-dependent manner, and that
when the amplitude of stretch exceeded
15%, action potentials were triggered in
some myocytes. These effects were
inhibited by the addition of GsMTx-4, a
known blocker of SACs (Fig. 1A, right
figure).
Tissue Study
The next step was to determine how such
cellular responses lead to arrhythmias.
We performed a tissue level study to
examine whether arrhythmias are also
initiated in an amplitude-dependent
manner in the heart.

volume 16, number 3, 2009

For this experiment, we developed a
means by which uniaxial global stretch
could be applied to arterially-perfused
rabbit right ventricular free wall using a
linear motor. We simultaneously recorded
the electrical and mechanical changes.
Membrane potentials were measured
using an optical mapping system and the
stretch was monitored by tracking the
beads as landmarks (Ref. 3).
Although uniform stretch was applied
to the ventricular tissue, the membrane
potentials depolarized heterogeneously
and the action potential was evoked in a
focal spot (Fig. 1B, middle figure). Such
spatial heterogeneity became prominent
when global stretch of intermediate
amplitude (10%) was applied. Mor–
phometry of the tissue revealed that such
focal spots were located where the tissue
was thinnest (Fig. 1B, right figure).

the cardiac excitation-contraction cou–
pling process was implemented in each
element. The model for SACs was also
included. In the simulation, stretches of
various amplitudes were applied 210 ms
after a preceding electrical stimulus.
When we applied a stretch of inter–
mediate amplitude, focal excitation was
initiated and evolved to a sustained spiral
wave (Fig. 2, right figure). On the other
hand, when a large stretch was applied,
excitation was induced in a larger area but
disappeared quickly. These results
successfully reproduced the experimental
findings, thus supporting our hypothesis.
Conclusion
In conclusion, at the cellular level,
membrane potential responds to stretch
in an amplitude-dependent manner. At
the tissue level, however, globally applied

Kinya Seo (Tokyo, Japan) was the
winner of the Young Investigator
Award competition during the XXV
Annual Meeting of the Japanese Section (Yokohama, Japan; December
2008).
Responses of single-ventricular myocytes to
dynamic axial stretching. Prog Biophys Mol
Biol 2008; 97: 282–297.
3. Inagaki M, Hidaka I, Aiba T, Tatewaki T,
Sunagawa K, Sugimachi M. High resolution
optical mapping of cardiac action potentials in
freely beating rabbit hearts. Conf Proc IEEE
Eng Med Biol Soc 2004; 5: 3578-3580.
4. Hirabayashi S, Inagaki M, Hisada T. Effects
of wall stress on the dynamics of ventricular
fibrillation: A simulation study using a
dynamic mechanoelectric model of ventricular
tissue. J Cardiovasc Electrophysiol 2008; 19:
730-739.

Kinya Seo
Tokyo, Japan
seo@sml.k.u-tokyo.ac.jp
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Figure 2. Simulation study.
(Left figure) Finite element method (FEM) model of the ventricular wall tissue
(seen from the endocardium).
(Right figure) Serial images showing the changes in membrane potential of the
ventricular tissue in response to intermediate (10%) stretch (seen from the
epicardium). It is clearly seen that the focal excitation from the thinner area
evolved into a sustained spiral wave.

Simulation Study
Our experimental study showed that
heterogeneous excitation was achieved
in response to global stretch of medium
intensity. Therefore, we hypothesized that
global stretch of medium intensity, rather
than an intense stretch, triggers fatal
reentrant arrhythmias and we sub–
sequently examined this hypothesis in a
computer simulation.
In the simulation, we developed a 3-D
model of excitable and contracting cardiac
tissue (Ref. 4). The model was based on
the finite element method with real tissue
morphology, and a mathematical model of

stretch is modulated by the inhomo–
geneous structure of the ventricular wall
to cause heterogeneous excitation. This
effect becomes manifest in response to
stretch of medium intensity and may trigger
fatal arrhythmias.
References
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Dr Philip Poole-Wilson
1943 - 2009

We were saddened by the passing of
Dr Philip Poole-Wilson (British Heart
Foundation Simon Marks Professor of
Cardiology, Head of Cardiac Medicine
at the National Heart & Lung Institute,
Imperial College London, and Honorary Consultant Physician at the Royal
Brompton & Harefield Hospitals) on
March 4, 2009.
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report on the x congress
ishr c hinese section

of the

(october 20-24, 2008; wenzhou, china)

T

he X Congress of the ISHR Chinese Section was held in Wenzhou, a famous
commercial and seaside city of China, on Oct 20-24, 2008. The Congress
was sponsored by the ISHR Chinese Section and the Cardiovascular Section of
the Chinese Association of Pathophysiology. It was organized by the Wenzhou
Medical College and Institute & Fu Wai Hospital, Chinese Academy of Medical
Sciences. The Congress attracted 188 registrants, 42% of whom represented
young scientists, including 48 students.

At the opening ceremony, Academician
Han Qide, who is Vice Chairman of the
Standing Committee of National People’s
Congress of China, President of the China
Association for Science and Technology,
and Chairman of the International Asso–
ciation of Pathophysiology and Chinese
Association of Pathophysiology, deliv–
ered warm welcoming remarks and an
important speech. In his speech, Acad–
emician Han expressed his confidence in
the future development of the ISHR
Chinese Section and the Cardiovascular
Section of the Chinese Association of
Pathophysiology.
There were 5 plenary lectures given by
specially-invited, outstanding inter–
national experts: Professor Metin Av–
kiran, Secretary General of the ISHR from
King’s College London, UK; Professor
Masatsugu Hori, Chairman of the upcom–
ing XX ISHR World Congress from Osaka
University, Japan; Professor John Y-J
Shyy from the University of California,
USA; Professor Hui Rutai from the
Cardiovascular Institute & Fu Wai
Hospital, Chinese Academy of Medical
Sciences, and Professor Yu Xiyong, from
the Guangdong Provincial People’s
Hospital. During the 13 symposia of the
Congress, 30 invited Chinese experts
engaged in basic and clinical cardio–
vascular research delivered excellent
lectures. Among these invited speakers
were Professor Zhang Youyi, from Peking
University Third Hospital, Professor Jin
Huiming from Fudan University, Profes–
sor Li Xiaoying from PLA General
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Hospital, Professors Wu Liling and Zhu
Yi from Peking University Health Sciences
Center, Professor Chen Qi from Nanjing
Medical College, and Professor Yang
Huangtian from Shanghai Institutes for
Biological Sciences of the Chinese
Academy of Sciences and Shanghai Jiao
Tong University School of Medicine.
During the Congress, there was an
amicable conversation between the
leadership of the ISHR Chinese Section
and Professors Avkiran and Hori.
Academician Han, as the former Chairman
of the ISHR Chinese Section, summed up
the development of the Section over the
past several years. He expressed con–
fidence that the Chinese Section will
continue to support the ISHR and
contribute to the cardiovascular research
effort both nationally and internationally.

for

heart research

Finally, he happily introduced the new
leadership of the ISHR Chinese section.
During the Congress, the participants
submitted their research results, focusing
on different aspects of cardiovascular
physiology, pathophysiology, pharma–
cology and molecular biology, as well as
on the clinical aspects of cardiovascular
disease and translational medicine. A total
of 236 abstracts were received and
published in Acta Physiologica Sinica
(Volume 60, Supplement 2, October 20,
2008). The papers presented at the
Congress were outstanding, both quali–
tatively and quantitatively, with 91 oral
presentations and 52 posters included in
the symposia.
In the “How-to-Sessions”, Professors
Tang, Chaoshu, a famous cardiovascular
expert in China, and Wei Bin, an editorial
director of Acta Physiologica Sinica, gave
excellent speeches on how to select a
research project and how to write a
research thesis, respectively. All attend–
ees enjoyed their wonderful talks.
A feature of this Congress was the
extensive participation of young scien–
tists and the high quality of their
presentations. There were separate
Selection Committees, appointed by the
Scientific Program Committee, tasked with
choosing the best oral and poster
presentations. Narrowing the selection

The Council of the ISHR Chinese Section; the new Chairman,
Professor Rutai Hui, is fourth from the left in the front row.
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ISHR MEETINGS CALENDAR


May 23-25, 2009.
XVII Annual Meeting of the Latin American Section (jointly with the National Congress of Cardiology).
Sheraton Hotel, Buenos Aires, Argentina.
Inquiries: Dr Eduardo R. Migliaro.
E-mail erm@fmed.edu.uy



May 26-29, 2009.
XXXI Annual Meeting of the North American Section.
Website www.ishr2009.umaryland.edu



May 30 - June 2, 2009.
XXIX Annual Meeting of the European Section (jointly with the ESC Heart Failure Association).
Nice, France.
Website www.escardio.org



August 29 - September 2, 2009.

Marriott Waterfront in Baltimore, Maryland.

Congress of the European Society of Cardiology.

Barcelona, Spain.

Website www.escardio.org


November 14-18, 2009.
Website



May 13-16, 2010.
Website

Scientific Sessions of the American Heart Association.

Orlando, Florida.

www.scientificsessions.org
XX World Congress of the ISHR.

Kyoto, Kyoto International Conference Center, Japan.

www.ishr2010.com

to only a few awardees was difficult, with
so many excellent young researchers
presenting their work at this Congress.
Finally, 9 best oral presentations and 9
best posters were chosen from among the
young researchers. Xiao Han from Peking
University Third Hospital was awarded
first place among the oral presentations,
and Huang Wei, from Guangdong
Provincial People’s Hospital received the
award for the best poster presentation.
The awardees received a certificate and a
cash prize during the closing ceremony.
During the Congress, the ISHR Chinese
Section held an election. As a result, the
Fifth Executive Committee of the ISHR
Chinese Section was formed. Qide Han
was elected as the Honorary Chairman of
the Committee, Hui Rutai was elected as
the Chairman of the Committee, Qi Chen,
Youyi Zhang and Huangtian Yang were
elected as the Vice-Chairpersons, Yi Zhu
was elected as the Secretary, and Liling
Wu was elected as the Treasurer. The
Committee of the ISHR Chinese Section
also revised the Section rules, with
beneficial additions to enhance the
development of transational medicine in
cardiovascular diseases.
During the closing ceremony, Professor
Youyi Zhang, Vice-Chairperson, intro–
duced the new Committee members of the
ISHR Chinese Section and extended
thanks to Wenzhou Medical College for
their successful organization of the

Executive Committee of the Chinese
Section of the ISHR:

Vice Chairman: Yang, Huangtian, PhD
Principal Investigator & Vice Director
Laboratory of Molecular Cardiology
Institute of Health Sciences
Shanghai Institutes for Biological Sciences
Chinese Academy of Sciences &
Shanghai Jiao Tong Univ. School of Med.
225 Chong Qing Nan Rd, #1 Bldg.
Shanghai 200025, China
Tel:
86-21-63852793,
86-21-63852773
Fax: 86-21-63852593
Email: htyang@sibs.ac.cn

Chairman: Hui, Rutai, MD PhD
Professor & Director
Fuwai Hospital & Cardiovascular Institute
167 Beilishi Road
Xicheng District
Beijing 100037, China
Tel:
86-10-99388154, 86-10-68333902
Fax: 86-10-68331730
Email: huirutai@gmail.com
huirutai@sglab.org

Secretary: Zhu, Yi, MD
Professor & Vice Chair
Department of Physiol. and Pathophysiol.
Peking University Health Sciences Center
38 Xueyuan Road
Beijing 100083, China
Tel:
86-10-82801440 (Office),
86-10-82802974 (Lab.)
Fax: 86-10-8280440
Email: zhuyi@bjmu.edu.cn

Vice Chairman: Chen, Qi, PhD
Professor & President
Atherosclerosis Research Center
Nanjing Medical University
140 Hanzhong Road
Nanjing 210029, China
Tel:
86-25-86862610
Email: qichen@njmu.edu.cn

Treasurer: Wu, Liling, MD
Professor & Vice Chair
Department of Physiol. and Pathophysiol.
Peking University Health Sciences Center
38 Xueyuan Road
Beijing 100083, China
Tel:
86-10-82802403
Fax: 86-10-82802403
Email: pathophy@bjmu.edu.cn

meeting. The XI Congress of the ISHR
Chinese Section will be held during the
ISHR World Congress in Kyoto, Japan, in
2010.
We are looking forward to joining the
2010 World Congress in Kyoto!

Vice Chairman: Zhang, Youyi, MD PhD
Professor & Director
Institute of Vascular Medicine
Peking University Third Hospital
49 Huayuan-Bei Road
Haidian District
Beijing 100191, China
Tel:
86-10-82802306
Fax: 86-10-62361450
Email: zhangyy@bjmu.edu.cn

The Committee of the Chinese Section
of the ISHR
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is published thanks to
an unrestricted grant from Servier
a private French pharmaceutical company committed
to therapeutic advances in cardiovascular medicine as
well as other key therapeutic areas. We have successfully
developed products in the field of cardiovascular diseases
(ischemic heart disease, hypertension, and heart failure),
as well as in other major therapeutic fields. A number
of landmark studies like PROGRESS, EUROPA,
PREAMI, ADVANCE, HYVET, and BEAUTIFUL are,
or have been, conducted with our support.
The dynamism of our research is ensured by consistent
allocation of as much as over 25% of the annual turnover
of the Group to search for new molecules and develop
their therapeutic applications.
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Servier is also the founding
father of The European
Cardiologist Journal by
Fax and Dialogues in
Cardiovascular Medicine,
a quarterly publication
with a worldwide
circulation edited by
Roberto FERRARI
and David J. HEARSE.
Dialogues discusses in a
comprehensive way issues
from the cutting edge
of basic research and
clinical cardiology.

Visit the web version at www.dialogues-cvm.org
The forthcoming issue, devoted to
MENDING THE BROKEN HEART
will feature articles by:
I.S. Cohen and G.R. Gaudette; H.K. Hammond and
T. Tang; K.C. Wollert and H. Drexler; M.R. Rosen et al
For further information on
Dialogues in Cardiovascular Medicine please contact:
Dr Irina Elyubaeva - Servier International
35 rue de Verdun - 92284 Suresnes Cedex - France
or webmaster@servier.com
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