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The PASPCR Newsletter is published three times a
year and is intended to serve as a regular means of
communication for the members of our Society. The
PASPCR Newsletter is distributed via e-mail, in pdf
format, on the first of April, August and December and it
will continue to be posted on the web-site of the Society.
We hope you had a great time at the 19th PASPCR
Meeting, held in Orange, CA, and organized by Dr. Frank
L. Meyskens, Jr. and Dr. Anand Ganesan. We invited
several participants to share their personal and scientific
thoughts on the meeting. This section can be found on
pages 11-22.
The next PASPCR Meeting will be held in Baltimore,
MD, from October 5th to October 8th, 2016, and will be
organized by Dr. Thomas Hornyak. The next IPCC will be
held in Denver, CO, USA, from August 26th to August
30th, 2017, and will be organized by Dr. David Norris.
In this issue, we continue the “Laboratory Updates”
section with a column by Dr. Gabriela Negroiu, the
“Clinical Insights” section with a column by Dr. Amit
Pandya, and the “Hot off the Presses” section with a
column by Dr. Thierry Passeron.
We hope you enjoy this issue. We encourage you to
send us your comments at our email address
paspcr.newsletters@gmail.com. Let us know what you
would like to see in the letters, suggest sections you think
would be useful to include, and recommend any changes
that you would like to see. We also encourage you to let us
know about meetings that you think would be of interest to
members of the Society. If you attend a scientific meeting
at which you heard about work which you think will be of
interest to the membership of the PASPCR, please write a
few paragraphs summarizing what was presented and share
it with us. If you know of training courses that would be of
interest to the PASPCR members, please let us know and
we will add them to a new section in our Calendar of
Events.
Also, keep us updated on any “Members in the News”
so we can spread the word of your successes.
This is your Newsletter, and we depend upon you to
help us ensure it best serves the Society‟s needs. We look
forward to hearing your ideas and suggestions and to

The PASCR Web-Site can be found at:
http://www.paspcr.org

continue working together to compile the Newsletters for
our Society.
The PASPCR Newsletter Editorial Team would like to
thank to all our contributors for their columns submitted to
us for inclusion in the letters.
We wish you Happy Holidays and a great 2016!
PASPCR Newsletter Editorial Team
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PASPCR PRESIDENT’S CORNER

by Dr. Prashiela Manga

Chicago, late November 2015

The PASPCR would like to thank Johnson &
Johnson for continued financial support of the
Aaron B. Lerner Award in 2015. We also thank
Celgene Corporation for their support of the
2015 Annual PASPCR conference and Wiley
for support of the Poster Awards.
- // -

Dear PASPCR members,

MEMBERSHIP UPDATES
by Dr. Prashiela Manga
Renewals
Yiqun Shellman
University of Colorado
Aurora, CO, USA
yiqun.shellman@ucdenver.edu

New members

During this Holiday season, I‟d like to focus on
our journal, Pigment Cell and Melanoma
Research. We are about to embark on a new
adventure, as the IFPCS Council has decided to
discontinue our current contract with the
publisher, Wiley. The concept is to negotiate a
new contract that is more suited for the current
market. In essence, the concept of maintaining
mandatory subscriptions was considered
untenable because many Universities offer free
access through a library subscription. At the
same time, the individual Sister Societies are
paying large sums to publish the meeting
abstracts every year, in amounts that do not
compare to regular articles. Indeed, other
Societies appear to fare much better in their
contract negotiations related to the journal
associated with their topic than we have.

Kingsley Essien
University of Massachusetts Medical School
Worcester, MA, USA
kingsley.essien2@umassmed.edu

Mayumi Fujita
University of Colorado
Aurora, CO, USA
mayumi.fujita@ucdenver.edu

InSeok Seo
Johnson and Johnson Consumer Inc.
Skillman, NJ, USA
iseo@its.jnj.com

Zili Zhai
University of Colorado
Aurora, CO, USA
zili.zhai@ucdenver.edu

Of course the market is very dynamic at the
moment, with electronic publications taking
over from hard copy journal editions across the
board. That also means that publishers have to
find a different structure to capture an income,
much like we‟ve seen in the Newspaper
industry. It‟s interesting that many Newspapers
have either ceased to exist or shrunk in
magnitude, whereas others (take the New York
Times) have apparently broadened their
readership and very much stayed afloat. I have
been concerned about the level of journalism
that would result at the end of this turnaround.
As have the publishers, so it seems: whereas
access to Newspapers was originally possible
via an essentially free app (99 cents) when
electronic versions first became available, that
same subscription to the New York Times is
now limited to reading 10 columns a month. I
feel cheated on one hand, but I‟m glad I‟m not
drowning in ads when I do open the NYT app
these days.
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That said, returning to PCMR as the topic of
today, some past Council members still vividly
remember how our journal title was changed
without much say from the IFPCS membership.
After a tumultuous start which left some of us
with a sour aftertaste, and after major
restructuring of the editorial board, we can
honestly look back at a sweeping comeback for
the journal. PCMR has gained a much broader
readership and the impact factor has gone up
markedly since its transition from PCR in a
Eureka moment. We are currently listed at an
impact factor of 4.619 and depending on where
you look: PCMR ranks 2nd or 3rd among
Dermatology journals. This is due in no small
part to joint efforts by editors with a passion for
both untransformed melanocytes and full blown
melanoma, with a vision for selecting fantastic
topics for virtual issues that capture everyone‟s
attention and exciting and attractive cover
images, while paying attention to detail by
bringing in well-established reviewers with
insightful comments to reshape an article before
resubmission, paying careful attention to any
plagiarism issues that could arise. OK, my
comment about cover images was a bit selfserving. But the covers are very colorful.
Where, then, are we heading next? I bring this
up because we will need to hear from you to
understand what you find important for the
future of our journal. To help me negotiate and
better represent your opinion as we move
forward, I will welcome your comments to my
questions below at ilepool@luc.edu.
Do you prefer a future journal that includes
melanoma
associated
publications
contributions, as we now have because the
journal also represents that SMR? Do you
access the journal via the IFPCS website, via
the publisher, through a hard copy, or not at all?
How many times a year do you access the
journal? Have you been able to successfully
submit your pigment cell research-based
manuscripts to PCMR? If not, have you found
acceptable alternatives to publish your

4
paper(s)? Do you cite PCMR-based work in
your current papers and would you say the
frequency is increasing or decreasing? Is it
important to you that the journal is published by
a particular publisher? Is PCMR an important
reason you are maintaining your PASPCR
membership? Are you willing to contribute to
the maintenance of PCMR if that contribution
becomes important to maintain PCMR as the
journal associated with our Society?
I personally find the journal an important asset
to our Society, and I appreciate the impact the
journal has gained in recent years. With the
discontinuation of our current contract coming
up, I propose to engage Dr. Heinz Arnheiter in
our forthcoming negotiations while I would
very much like to open the discussion with
Wiley as well as other publishers to a deal that
is as attractive to the SMR as it is to our
Pigment Cell Societies. I hope to hear from
you!
Respectfully yours,
Caroline Le Poole Ph.D.
PASPCR President
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COUNCIL ELECTION RESULTS
As PASPCR President-Elect and Chair of
the PASPCR Awards & Nominations
Committee, I am happy to announce that the
outcome of our nominations process and
election has resulted in the election of 3 new,
outstanding members to the PASPCR Council:
Robert Cornell, Ph.D. Stacie Loftus, Ph.D.
and Andrzej Slominski, M.D., Ph.D. Caroline,
Prashiela, and I look forward to beginning to
work with our new Council members beginning
with their 2017 term.
As a small scientific Society, the PASPCR
relies disproportionately on the willingness of
members to volunteer time and effort to
participate in leadership and advisory positions.
For that reason, I want to express my
appreciation for all of those who were willing
to stand for Council elections this year, as well
as those who provide input as members of the
Awards & Nominations Committee. We are
fortunate that our predecessors had the foresight
to create structured nominations and elections
processes, thereby conferring validity to the
results. Nearly two-thirds of the membership
submitted votes in the recent election, reflecting
a high level of membership interest in Society
business. More participation is always better.
Caroline, Prashiela, and I remain open to
suggestions on how Society processes can be
improved further, using the By-Laws
Committee and the Council to consider
changes.
Thomas Hornyak, M.D., Ph.D.
PASPCR President-elect
- // MEET YOUR NEW COUNCIL
MEMBERS:
Robert Cornell, Ph.D. Robert is Professor of
Anatomy and Cell Biology at the University of
Iowa Carver College of Medicine in Iowa City,
Iowa. He received his Ph.D. in Biochemistry at
the University of Washington, followed by a post-

doctoral fellowship in Neuroscience and Genetics
at the University of Oregon with Dr. Judith Eisen.
Using zebrafish as a model, his laboratory in
interested in dissecting gene regulatory networks
governing cell specification, survival, and
differentiation during embryonic development.
Current projects explore the role of Tfap2
transcription factor family members in
development of neural crest and melanocytes, and
of TRPM7 in melanocyte differentiation.
Stacie Loftus, Ph.D. Stacie is an Associate
Investigator in the Genetic Disease Research
Branch, National Human Genome Research
Institute (NHGRI), NIH. She received her Ph.D.
in Biological Chemistry from the University of
California, Irvine School of Medicine. She then
completed a post-doctoral fellowship in NIHGRI
and NINDS laboratories at NIH, including the
laboratory of William Pavan, Ph.D. Following
completion of her post-doctoral fellowship, she
advanced to her current position of Associate
Investigator within NHGRI. Her current research
is focused on discovering how normal and disease
melanocyte cell states establish distinct regulatory
DNA landscapes, and also determining how the
combination of both genetic variation within
these regulatory regions and environmental cell
signals alter gene expression and normal cell
function.
Andrzej Slominski, M.D., Ph.D. Andrzej is
Professor of Dermatology and Pathology at the
University of Alabama at Birmingham School of
Medicine, Birmingham, Alabama. He received
his M.D. and Ph.D. in Medical Sciences from the
Medical University of Gdansk, Poland. He
completed a post-doctoral fellowship in pigment
biology with John Pawelek and Aaron Lerner at
the Yale University School of Medicine, followed
by training in anatomic pathology and
dermatopathology at Albany Medical College. He
has held prior faculty positions at Albany Medical
College, Loyola University Medical Center, and
the University of Tennessee Health Sciences
Center before beginning his current position at
UAB in 2015. His current research interests
include neuroendocrinology of the skin, cancer,
photobiology, pigment biology, cutaneous
steroidogenesis,
vitamin
D
plus
novel
secosteroids and melatonin.
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THANK YOU TO OUTGOING
COUNCIL MEMBERS
On behalf of all PASPCR members, thank you
to Dr. Lidia Kos and Dr. Julio Valencia for their
service on the PASPCR Council. Their
participation and valuable contributions are
greatly appreciated.
Caroline Le Poole Ph.D.
Prashiela Manga, Ph.D.

LETTER FROM THE PASPCR
SECRETARY/TREASURER
Dear PASPCR Colleagues and Friends,
It is so hard to believe that we are once
again at the end of the year. 2015 Has certainly
been eventful and the annual meeting in
Orange, CA was a highlight. Thank you to
Frank Meyskens and Anand Ganesan for
organizing a stellar meeting. Thank you to all
the people who worked behind the scenes,
especially Ruth Schweitzer, Julie Snedeker and
Olivia Phan.
In addition to the great talks on diverse
topics, an exciting vitiligo patient meeting and
both karaoke and jam sessions (we have some
amazing musical talent in the society), we also
had a number of awards to celebrate: the Lerner
Award, poster awards, travel awards and the
Medrano Award. Congratulations to all our
nominees and awardees. They are all listed on
page 9.
It is also the time of year to renew your
PASPCR membership. Thank you to everyone
who has already paid their dues. Reminder
emails have been sent out and I will be
following up again in the coming weeks. Our
timeline for renewals is short because we need
to send the first list of members to Wiley by
January 1st. In order to maintain reasonable
subscription pricing for the PCMR journal, we,
together with our sister pigment cell societies,
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must meet a quota. Please renew your
PASPCR membership as soon as possible to
facilitate the generation of this list. Details on
how to renew are published below.
I wish you all a very happy holiday season.
Prashiela Manga, Ph.D.
PASPCR Secretary/Treasurer
- // Online Renewal Procedure
PASPCR membership dues can be paid online.
Please note that there are two steps to
completing your membership. After making
your payment you will be directed back to the
PASPCR website to enter your contact
information. Please be sure to complete BOTH
steps so that we have your updated information
in our new database. The link to the payment
site is:
http://paspcr.org/membershipform.php
The payment page can also be accessed through
our website: http://www.paspcr.org under the
membership tab.

Setting-up the Christmas Market in Bonn,
Germany.
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PANAMERICAN SOCIETY FOR PIGMENT CELL RESEARCH
2016 DUES
INVOICE DATE November 1, 2015
DUE DATE: December 31, 2015 .
Contact Information (Please be sure all contact information is current and correct, including e-mail address)
Name: __________________________________________________________________________________
Title: ____________________________________________________________________________________
Institution: ________________________________________________________________________________
Department: ______________________________________________________________________________
Institutional Mailing Address: ________________________________________________________________
___________________________________________________________________________
City: _____________________________________________________________________
State: _____________________________________________________________________
Zip: ______________________________________________________________________
Country: ___________________________________________________________________
Phone: _______________________________ FAX: _______________________________
E-mail: ____________________________________
Dues (Please mark the appropriate category below)

Regular with print journal ($224/yr) ($77 for PASPCR, $28 for International Federation of
Pigment Cell Societies and $119 for both printed and electronic subscription to the journal
Pigment Cell and Melanoma Research)

Regular with electronic journal ($154/yr) ($77 for PASPCR, $28 for International Federation of
Pigment Cell Societies and $49 for an electronic subscription to the journal Pigment Cell
and Melanoma Research)

Regular for Society for Melanoma Research Members ($105/yr) ($77 for PASPCR, $28 for
International Federation of Pigment Cell Societies)

Student ($40/yr) ($12 for PASPCR; $28 for International Federation of Pigment Cell Societies.
Includes free electronic subscription to the journal Pigment Cell and Melanoma Research)

Second membership ($77/yr) (if IFPCS dues and subscription to the journal Pigment Cell and
Melanoma Research are paid through another local society)
Make check payable to: PanAmerican Society for Pigment Cell Research or PASPCR.
Please send check or money order in U.S. funds drawn only on a U.S. bank. Checks drawn on a non-U.S. Bank
will be returned.

Prashiela Manga, Ph.D., Secretary-Treasurer, PASPCR, Ronald O. Perelman Department of Dermatology, NYU
Langone Medical Center, 522 First Ave, New York, NY, 10016
Tel: 212-263-9086 Fax: 212.263.5819 E-mail: Prashiela.manga@nyumc.org
Please return this form with your payment
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19th PASPCR MEETING, ORANGE, CA, USA, 2015
Letter to the Organizers
Dear PASPCR Members,
We hope everyone who attended the annual meeting had a great time and traveled home safely.
Please find below a note to the conference organizers, Frank Meyskens and Anand Ganesan on behalf
of PASPCR members.
Thank you to everyone who contributed in making this meeting a success! A special thank you
to Ruth Schweitzer, Julie Chapman and Olivia Phan for all their
hard work behind the scenes.
Dear Drs. Meyskens and Ganesan,
Frank and Anand, on behalf of our PASPCR membership, I‟d like
to thank you and all members of the local organizing committee
for putting together a tantalizing 2015 meeting on a refreshingly
new subject. We really had to think outside the box (or outside the
skin) to understand what may be happening to pigmented cells
everywhere, in health and in disease.
I know it takes a Herculean effort to put together a meeting
of this kind. The annual meetings are really the putty of our
Society, with opportunities to network, learn about new methods,
or learn new things about old methods.
Vitiligo patients were also delighted to share experiences
with us and with each other, during the vitiligo pre-meeting.
Thank you for the extra opportunity of putting this together.
Moreover, we much enjoyed the jazzy Social Event, and it
was great to meet up and share sweet memories with the honorary
The Lunar Eclipse over Orange
co-chairs, Drs. Cochran and Bowers.
The lunar eclipse coincided with our meeting, adding yet
another unique flavor to the event. That one may be difficult to
reproduce for any PASPCR meeting in the foreseeable future.

Drs. Cochran and Bowers in action

And what a great way to
share
international
pigment cell research
updates by including
speakers from afar and

having the IFPCS officers present.
All in all, a big „thank you‟ is in order!
Caroline Le Poole PhD, PASPCR President
Prashiela Manga PhD, PASPCR Secretary/Treasurer

Dr. Larue receiving the Lerner
Award from our President-elect.
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19th PASPCR Awards
Aaron B. Lerner/PASPCR Special Lectureship Award
Lionel LARUE, PhD, HDR
Institut Curie, Orsay, France.
“Relevance of in vitro and in vivo models for human melanocyte related pathologies “

Medrano Award
This year‟s “Medrano Young Investigator Award” recipient is Fabian Filipp, Ph.D - Assistant
Professor of systems biology and cancer metabolism at UC Merced. Dr. Filipp was selected by an
Awards Committee who considered eligible candidates who gave oral presentations at the annual
PASPCR meeting in Orange, CA. Criteria included consideration of the potential impact of the
awardee‟s research, the strength of their research program and potential as a mentor. Dr. Filipp‟s work
focuses on the study of large genomic data to understand melanoma biology by identifying drivers and
melanoma genes.

Travel Awards
Omotayo Arowojolu
Sharmeen Chagani
Hawasatu Dumbuya
Jonathan Eby
Kingsley Essien

Daniel Morales Falcon
John Harris
Sandeep S. Joshi
Javier Pino
Michal Sarna

Radomir Slominski
Bishal Tandukar
Erin Wolf-Horrell

Poster Awards
First Place ($300 Book Prize from Wiley)
Erin Wolf Horell (University of Kentucky College of Medicine,
Lexington, KY, USA)
“The Independent Regulation of Melanogenesis and NER
Following MC1R Activation”
Second Place ($200 Book Prize from Wiley)
Dr. Zili Zhai (University of Colorado Denver School of Medicine,
Aurora, Colorado)
“Differential regulation of NLRP1 in primary and metastatic
melanoma”
Third Place (2016 PASPCR Membership)
Bishal Tandukar (University of Maryland School of Medicine,
Baltimore MD)
“Quiescence and Proliferative Properties of Melanocyte Stem Cell
Sub-populations in Bulge and Secondary Hair Germ Region of Hair
Follicle

Erin Wolf Horrell – 1st place
Poster Award Winner
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Photos

Thanks to Lluis Montoliu and Prashiela Manga for the photographs
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PASPCR Meeting Impressions

Summary of the vitiligo patient meeting in Orange, CA on September 27th, 2015
by Dr. John Harris
This was a great meeting and was well-attended by vitiligo specialists and vitiligo patients from all
over the world. The meeting began with an introduction by Dr. Anand Ganesan, and the first 3 hours
were dedicated to talks by clinicians and researchers, followed by a panel question and answer session.
The talks started with me, John E. Harris (Worcester, MA), and continued with Pearl Grimes (Los
Angeles, CA), Amit Pandya (Dallas, TX), Caroline Le Poole (Chicago, IL), and Richard Spritz
(Denver, CO). Here is a brief summary of the meeting:
Vitiligo: what does it look like, what is it really, and what is the hope for future treatments? (Dr.
John E. Harris). I discussed the common, uncommon, and rare types of vitiligo that I see in clinic, and
what they mean for prognosis and response to treatment. I also talked about some known triggers of
vitiligo, including hair dyes and the recent outbreak of vitiligo in Japan due to a cosmetic skin
lightening cream that contained rhododenol. Next, I discussed what a typical clinic visit looks like, and
the available treatments. Lastly, I discussed the role of IFN- and CXCL10 in driving the disease, and
that targeting this pathway may be an important treatment strategy in the future. One recent example is
the ability of tofacitinib (or Xeljanz), an FDA-approved treatment for rheumatoid arthritis, to bring
back the pigment of one vitiligo patient. We are focusing on this approach to develop a number of new
treatments, and hope to test them in patients soon.
Vitiligo in children (Dr. Pearl Grimes). Dr. Grimes mentioned that children make up 20-30% of all
patients with vitiligo and, like adults, are at risk for other autoimmune diseases like thyroiditis, celiac
disease, and others. She talked about mimics of vitiligo, and discussed treatments like nbUVB/excimer
laser, topical steroids, Protopic, and Elidel, topical vitamin D, as well as oral steroids to stabilize
disease. She mentioned that she sometimes suggests that her patients use vitamins or other
supplements, but warns that many supplements that “boost” the immune system (Echinacea,
goldenseal, and astragalus) could be a poor choice, since vitiligo is due to an already overactive
immune system. Finally, she discussed whether it is appropriate to use Benoquin to depigment
children. In many cases, it makes sense to wait on making this very important, permanent decision.
However in rare instances in children who have severe vitiligo that is not improving on treatment it
may be appropriate, as sometimes the benefits outweigh the risks of the treatment.
Cost and insurance coverage for treatment (Dr. Amit Pandya). Dr. Pandya provided important
information on the costs of vitiligo treatment. They are listed as follows:
Makeup, self-tanner (DHA) - these require multiple applications, and the cost varies significantly with
the type and brand used
Topical clobetasol (steroid) - typically $33-36, but recently seen as high as $300
Topical tacrolimus (Protopic) - $195-355
nbUVB in office - Each visit: insurance payer $175, medicare $80, self-pay $50-100
nbUVB unit at home - 6 bulb $2400, 10 bulb - $4500
Excimer laser - Each visit: $150-300
Tofacitinib/Xeljanz - $2729 per month
MKTP surgery - $2500-4000
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He said that with nbUVB therapy to expect an average improvement of 25% at 3 months, 50% at 6
months, and 75% at 9 months. Over time, it is much cheaper to purchase a nbUVB unit than it is to get
treatment at the doctor‟s office if paying out of pocket.
Testing HSP70IQ435A treatment in a model of vitiligo and melanoma (Dr. Caroline Le Poole).
Dr. Le Poole discussed the role of cellular stress proteins, which is normally to protect the cells from
environmental stresses like heat shock. She found that the stress protein HSP70i is increased in affected
skin from vitiligo patients, and that mice deficient in the protein were protected from getting vitiligo.
She also found that making mutations in HSP70i abrogated its ability to induce vitiligo, and that some
of these mutations even became tolerogenic. She suggested that giving an equivalent mutated HSP70i
to human patients with vitiligo may also protect them from getting new lesions, and even help induce
repigmentation. They are now testing this as a potential therapy in Sinclair Swine, which develop both
melanoma and vitiligo, and hope to transition the results into human clinical trials in the future.
However, developing therapies like this from scratch takes time, and it can take 10-20 years before a
new treatment is approved for use in the clinic and readily available to patients. Though the first results
seem encouraging, she needs to conduct more preclinical studies and then clinical trials, which are both
time consuming and expensive to perform.
Genome-wide association studies of vitiligo (Dr. Richard Spritz). Dr. Spritz started by talking about
how he became interested in the genetics of vitiligo. He was hooked on genetics when he was involved
in finding the first human gene abnormality, which was in tyrosinase in individuals with a form of
albinism. Based on that and other successes in studying albinism, Dr. Maxine Whitten, then-president
of the Vitiligo Society, asked him to work on the genes that caused vitiligo. He resisted at first, since
vitiligo appeared to be multigenic and therefore much more complicated. However, the human genome
project made tackling this problem possible, and he began the work that is widely known today. He
explained how genetic studies are done, described the 3 studies that he has performed, and then said
that he will soon report 25-30 additional genes that influence the risk of getting vitiligo, doubling the
number of known genes to date. These 50-60 genes appear to account for half the risk of getting
vitiligo.
The results indicate that vitiligo is clearly an autoimmune disease, and that many of the genes are
shared with other autoimmune diseases. He mentioned that the genes discovered for vitiligo and
juvenile diabetes are VERY similar, which suggests that they have similar causes, and may explain
why family members of patients with vitiligo often have juvenile diabetes. Interestingly, many of the
risk alleles for vitiligo are the protective alleles against melanoma, helping to explain why vitiligo
patients seem to have a decreased risk of melanoma.
Poster presentations. Next, clinicians and researchers who presented posters at the meeting gave a
brief summary of their work, and took questions from the audience. Here are the posters:
1. Kirsten Webb, MD - TNF-α inhibition to stabilize disease and set the stage for repigmentation in progressive
vitiligo
2. Kyoungchan Park, MD - Nutritional therapy for vitiligo
3. Jitender Taneja, MD - Homocysteine levels correlated to severity of vitiligo and NBUVB phototherapy
4. Andreas Overbeck, MD - Correct use of UVB therapy in Vitiligo
5. Andreas Overbeck, MD - Stimulated punch grafts: A novel approach for segmental vitiligo
6. Caroline Le Poole, PhD - Vitiligo patients experience increased perceived stress
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7. Stanca Birlea, MD - Proliferation, migration and cell death processes are significantly modulated by narrow
band UVB in the hair follicle bulge of vitiligo patients
8. Prashiela Manga, PhD - Cellular stress and the onset of vitiligo
9. Vivek Natarajan, PhD - Epidermal tissue enantiostasis maintains physiological functions upon melanocyte
loss in vitiligo

The meeting was deemed a great success, and clinicians, researchers, and patients all hoped for another
opportunity in the near future.
- // -

Summary of the Session “Meet the Experts: Challenges & Opportunities in
Pigment Cell Research” held on 9/29/15 during the 19th PASPCR Conference in
Orange, CA
by Dr. Esteban Dell’Angelica
The 19th PASPCR Conference, held on September 27-30, 2015 in Orange, California, and
successfully co-chaired by Drs. Frank L. Meyskens, Jr., and Anand Ganesan, comprised a number of
exciting scientific sessions and social activities. It also included a career advice session entitled “Meet
the Experts: Challenges & Opportunities in Pigment Cell Research” and described in the program as
“Q&A session for grad students, postdocs and young investigators & disparities mentorship.” Dr. Zalfa
Abdel-Malek and I moderated the session, and Drs. Vijayasaradhi (Vijay) Setaluri and William (Bill)
Pavan were invited panelists. Dr. Anand Ganesan, though technically not sitting at the panel,
contributed actively prior and during the session.
I have to admit that, being the session scheduled for 8 AM on a day with a very rich scientific
program, I was quite unsure of what the turnout might be – what if the session ended up having more
panelists than attendees?
Contrary to my reservations, however, the session was a success by all measures. Slowly but
surely, the conference room got completely packed with students, postdocs and junior faculty eager to
participate in the discussion, and several well-established scientists – including, but not limited to, our
PASPCR President, Dr. Caroline Le Poole, and Dr. Michael (Mickey) Marks – joined spontaneously to
share their insights. Following a brief „ice-breaker‟ (when the pros and cons of using the word
“Experts” in the title were considered), the conversation focused on the challenges of pursuing a
scientific career during times in which funding seems so elusive and, once obtained, difficult to
maintain in the long run. Not unexpectedly, an important portion of the session was devoted to grant
writing and how to navigate the initial assignment of applications to study sections. However, the
session went significantly beyond the question of “how do I get the money?” and, prompted by
questions from the attendees, covered issues associated with various career stages, from graduate
(Ph.D. or M.D./Ph.D.) education to postdoctoral training to searching for a faculty position or
alternative career paths. Specific topics included: the key importance of having mentors at all career
stages, the search for positions for physician-scientists, the transition from postdoc to independent
researcher, and the „mid-term evaluation‟ during tenure track. The discussion was quite lively, to the
point that some of us felt that it had to be cut short to avoid running into conflict with the following
event scheduled in the program.
In my opinion, two core elements contributed to the success of this session. One of them was
the profound interest demonstrated by many attendees at the PASPCR conference – “maybe a sign of
these difficult times,” as one senior colleague put it in an informal conversation afterwards. The second
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element was the apparent openness and sincerity – as far as I could tell, there was no lip service paid to
the attendees, and some of the „experts‟ described candidly their own struggles at various points in their
careers. In other words, to describe the conversation during the session I would use the name of one of
the two chairs of the conference – frank.
I look forward to similar (or expanded?) sessions in future PASPCR meetings.
- // -

by Dr. Fabian Filipp (Systems Biology and Cancer Metabolism, Program for Quantitative Systems
Biology, UC Merced)
The 2015 PASPCR conference included a career advice panel on challenges and opportunities in
Pigment Cell Research. Dr. Esteban Dell‟Angelica, UCLA, Dr. Zalfa Abdel-Malek, University of
Cincinnati, Dr. William Pavan, NIH Bethesda, and Dr. Vijay Setaluri, University of Wisconsin‑
Madison led the expert panel for grad students, postdocs and young investigators. Below is a summary
of ideas and topics discussed in the conference faculty panel.
Building Future Faculty
Your career as future academic faculty leader started a long time ago. In fact, you might have
taken important decisions a decade ago as a predoc or even during your undergraduate time, despite
you never consciously having thought about a 10-year-plan. All events - conscious or completely by
chance - from the first research internship to writing a postdoctoral fellowship finally culminated in a
successful academic job search and you are ready to set up your own lab. What brought you here and
what went right on the way? Where would an alternative path have led to faster success? Or where
would you have done things completely differently or not at all if you were given a chance to start
over? Let‟s rewind, take one step at a time, and see how your Pigment Society helped to make this a
smooth ride.
Predoctoral stage - make a local impact
You chose your project and your Ph.D. supervisor wisely. A fruitful and nourishing
combination of you, your advisor, and your project is what makes an outstanding Ph.D. If you have
teaching commitments, choose courses that overlap with your research. A cancer course for example
taught by your advisor is a perfect opportunity to bond with your mentor and to engage in a research
relevant topic. In research, however, be prepared for temporary set-backs - they will always be part of
experimental sciences. Lower your expectations not your professionalism and fail better next time!
You are making a local impact. Your competitors across the globe will not compete for
departmental awards, which were created for you to shine. By engaging in departmental science
activities or succeeding at intramural fellowships you will systematically build your resume, open
doors to next steps and expand your network.
You are solving a real problem. Graduate school might be one of the longest phases in a steady
environment for a long time. Once you have created a well-focused project plan, devote your mind and
soul to your Ph.D. At the end of your Ph.D. you will be the expert in your specific research niche. A
way to boost your confidence is the following perspective: Nobody is more familiar with all pieces of
data from raw acquisition to set-backs and final conclusions than you - not even your supervisor,
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certainly not your Ph.D. advisory committee who will try to cover-up lack of their own preparation by
asking questions at your defense. No problem, practice talks prepared you well and you have already
packaged your research findings into a manuscript, which greatly accelerated writing your thesis.
You are exploring new avenues. Be a sponge, be interdisciplinary, go to other seminars in your
university. In addition, conferences during graduate school are tailored to serve two main purposes: to
expand your knowledge and as job forum at the final stage of your thesis. Connect with other
successful Ph.D. level professionals if university teaching is not your cup of tea forever. There are
plenty of job opportunities beyond academia (see resources below): from industry, journalism to
consulting - a Ph.D. prepares you for all of that!




The Pigment Societies offer significant young member discounts.
Annual society meetings usually offer plenty of opportunities to compete for poster and travel awards.
Participate in the next career workshop and learn about experience of established colleagues.

Postdoctoral fellow - blossom and strive
You are making the most out of your fellowship and your advanced training environment. Your
success is based on a few key assumptions that you are working with a mentor who cares about your
growth and that you are integrated in a productive research team / center. The only thing that is missing
is a clear plan of what you would like to get out of the postdoctoral training. This might be in stark
contrast to your Ph.D. road map. Chances are that you cannot expect your postdoctoral mentor to
answer this for you. Is there a valuable technique that will take your research to the next level? If you
are a clinician-scientist, do you also need to pick up specialized clinical expertise?
You finish what you started. Publications are critical for the next phase, and send a signal that
you able to execute a research idea from finish to end. Try to stick to your own timelines and get your
completed study to journals. Consider as part of your plan that it takes on average more 6-9 months
from submission to final acceptance of an article.
You are taking the next step. The important decision is when to take that step. The answer is
when you are ready. Your publication pipeline will be a direct gauge for that. Considering the delay of
wrapping up publications, about 12 months before you actually plan to finish is a good rule of thumb.
Knowing yourself, your abilities, strength and weaknesses will be critical to identify the perfect fit of
your next job.



The International Federation of Pigment Cell Societies offers International Travel Awards to facilitate
attendance of students and fellows.
The majority of Pigment Meetings have an emphasis on early career scientist and will select and
encourage oral talks from a pool of competitive submissions.

Faculty search - sniper vs shotgun approach
You know what you want. Identifying your career goals is one of the hardest things to
accomplish. The earlier such an individual development plan is settled the better. Being aware of
alternative careers should be part of that plan instead of a backup.
You are going for the gold standard. Once identified what type of position will make you
happy, you can target the appropriate schools. In general, more ammunition (=applications) will lead
(with time and practice) to more hits (=shotgun approach). A blind shotgun approach of sending dozens
of standard applications might be unlikely to succeed. A modified shotgun approach comes to play
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when you start customizing applications or emailing the search committee chair to put yourself on their
radar.
Is the M.D./Ph.D. job market different? Yes, while the positions for physician-scientists are
there, the challenge for M.D./Ph.D. colleagues is to find a position that provides you with the freedom
to be successful in the lab, to drive research goals by the care of patients, and still to be able to sleep. A
well-planned job search (=sniper approach) aimed at an in-state hospital might be the method of choice.
Generally, it is best to apply to schools other than where you trained, since you might experience more
interest and respect. However, in an ideal world, the faculty search committee is familiar with your
research profile and has you in mind when they write the job announcement.
You have that interview. Before the visit, look up the faculty list online and ask to meet with
people you might enjoy collaborating with. Keep your presentation on target and on time. Plan your
presentation for only about 75% of the allocated time to allow for the fact that you are apt to be
interrupted by questions and to leave plenty of time for discussion. Receiving direct feedback is
invaluable and may provide you with insights on the Departments interests. Most importantly, during
the interview trip, stay yourself.



Presenting your results at the next PASPCR meeting is not only a great way to promote your science, it
is also an effective way to reach colleagues at a national and international level.
Create a search profile tailored to your needs including dual-career options, Cancer Centers or affiliated
University hospitals Higher Education Recruitment Consortium (www.herc.org).

Junior faculty - focus all your energy
You get that grant out and press the manuscript submit button often. You will be surprised by
doing so, eventually your scientific goals will come true. While navigating the tenure-track it more
feels like drowning in an overwhelming mess of unsatisfying clutter.
You are managing your lab and your time. Avoid service on university-wide committees. Such
service is not valued by the department members who will decide your tenure, and it takes time away
from activities that they do value. Take pointers from your mid-career appraisal seriously. This is a
critical time - in fact the only time before submission of the tenure package - to make necessary
adjustments.
You are building a team. Recruit the best students and postdocs you can get. Getting the first
graduate students through candidacy before submitting for tenure will demonstrate your mentorship
and project management skills. Lastly, set time aside for regular writing activities.


Consult with seasoned colleagues at the Pigment Meetings about which study section and Institute at
NIH they recommend to successfully place your grant to. Get early heads-up about grant opportunities
specifically tailored to your field.

Tenured faculty - get that Zen back
You are recharged after your sabbatical. Challenges and opportunities of tenured faculty are
different than pre-tenure. Although it seems that the burden of academic service all of a sudden
exponentially increased, there are fun aspects, which were not accessible earlier. Your standing as
established researcher allows for coordination of team science initiatives. Junior faculty colleagues are
excited to work with you and implement their latest methodologies in your established field.

PASPCR
December 2015

17

You are promoting your intellectual offspring. What can be more gratifying than recruiting
colleagues, guiding junior faculty through their tenure cases, building and possibly leading a
department that is dedicated to pigment cell and melanoma research?


The Pigment Cell and Melanoma Societies annually present the Lifetime and Career Achievement
Awards for major and impactful contributions to pigment and melanoma research throughout their
career.

Further reading on effective laboratory management and references herein:
http://www.asbmb.org/asbmbtoday/asbmbtoday_article.aspx?id=4760
http://www.hhmi.org/resources/labmanagement
On a fruitful postdoctoral experience:
http://www.asbmb.org/uploadedFiles/ASBMBToday/Content/Archive/ASBMBToday-May2009.pdf (see page 19ff)
http://www.teachepi.org/documents/resourcess/8PostdocBoosts.pdf
http://www.beyondacademia.org/resources/

- // Further Meeting Impressions
by Sharmeen Chagani
I would like to begin by thanking PASPCR
for the generous travel award that made my
travel to the 2015 PASPCR conference held in
Orange County possible. I am very grateful to
the PASPCR organizers for the opportunity to
attend and participate as a graduate student and I
look forward to future meetings. I am also very
grateful to the PASPCR Committee for selecting
my abstract for an oral presentation which was a
great opportunity to share my work in the field
of pigment cell research. I had the chance to
present my lab‟s work describing the In vivo role
of Vitamin D receptor in maintaining
melanocyte homeostasis and protection against
UV induced DNA damage.
This meeting was an exceptional opportunity
that brought together physicians, faculty,
graduate students, doctoral, postdoctoral fellows,
and patients from different countries all over the
world and gave each one of us the scope to

discuss and brainstorm about different aspects of
pigment cell biology and associated diseases
ranging from pigmentary disorders (e.g.,
Vitiligo) to metastatic melanoma.
The presentations were excellent as expected
and organization of the conference was
outstanding. The quality of the speakers and the
diversity of topics of all the sessions ensured a
precious learning experience. I was pleased to be
able to put faces to the leading investigators in
melanoma research whom I have followed
through the literature. This meeting was my first
meeting on pigmentation and I am glad to say
that it was a wonderful experience.
I would like to highlight the talk by Dr.
Bruce Tromberg on in vivo microscopy of the
human skin which I found extremely fascinating
since it involved real time microscopic imagery
which can help distinguish between melanoma
and melanocytic nevi in vivo without having to
take biopsies. This technology can help identify
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epithelial tumors and distinguish them from nevi
without the use of invasive procedures.
Another memorable session was from Dr.
Zalfa Malek with whom my lab has done some
collaborative work in the past although this was
the first time I had the opportunity to meet and
hear about her work. She discussed how the
paracrine factors in the skin produced upon UV
exposure keep the melanocytes in check by
modulating the DNA damage response to UV.
Specifically, she identified that endothelin-1 and
α-MSH synergistically stimulate proliferation
and
induce
melanogenesis
of
human
melanocytes and reduce the apoptotic effect of
UV thus emphasizing that these receptors can be
used as novel targets for effective prevention
strategies against melanoma incidence.
I also had the opportunity to meet and
interact with other researchers who have been
carrying out superb projects such as Dr. Deborah
Lang, Dr. Michael Marks, Dr. Pamela Cassidy
and Dr. Andrew Aplin. I was impressed how
welcoming and encouraging they were with a
beginner in the field such as me.
The gala dinner was a great event and I made
many connections with researchers from other
continents. Overall, this conference was an
educational and inspiring experience and I am
excited about becoming a part of this community
of researchers and continue to pursue my career
in this field. I enthusiastically encourage
everybody in the field of pigmentation to attend
the next PASPCR meeting. Thank you PASPCR
and I hope to see more of you in the near future!
- // by Daniel Falcon
First off I would like to express my gratitude
to the PASPCR Committee for awarding me a
travel grant that allowed me to attend my first
PASPCR meeting. It was a real pleasure meeting
the people behind all the work I follow as well
as connecting with fellow graduate students.
For me the conference started with the
vitiligo pre-meeting aimed at bringing patients,
doctors and researchers together. At the meeting,

Drs. Le Poole and Harris gave talks on their
recent advances in vitiligo research such as
involvement of HSP70i and CXCL10 in the
onset and progression of the disease. Dr. Spritz
also lectured on results obtained in genome-wide
association studies that identified susceptibility
loci in both the immune system and
melanocytes.
Other talks by Drs. Grimes and Pandya
covered current treatment strategies in children
and insurance coverage which were both very
eye opening discussions for someone who
spends most of his time in the lab or in front of a
computer screen. Equally enlightening was the
Q&A
session
between
patients
and
physicians/researchers that concluded the
meeting. Afterwards Drs. Harris and Pandya,
both members of the Vitiligo Working Group,
led a discussion between members of Vitiligo
Support
International
and
researchers
highlighting the need for collaboration.
Although only lasting a half of a day, the vitiligo
pre-meeting definitely put the rest of the
conference into perspective.
The PASPCR meeting itself consisted of a
very diverse mix of talks covering a broad range
of subjects such as basic melanin chemistry,
melanocyte and melanocyte stem cell biology,
diagnostics, imaging and pre-clinical studies.
The meeting exposed me to a great deal of work
outside of my field of study (autoimmune
vitiligo) and gave me a much better
understanding of the cells I work with
(melanocytes). For instance, Dr. Abdel-Malek
presented on how the signaling molecules MSH and endothelin-1 use different pathways to
activate the DNA damage response in
melanocytes. Also of interest to my research was
Dr. Steingrimsson‟s talk on regulation of
transcription by networks involving MITF and
the co-transcription factors TFAP2A and IRF4.
In addition to talks on Day 2, I had the
privilege of attending the “Meet the Experts”
discussion and I would like to send a special
thank you to the panel and all others who
stopped by to offer their advice and insight.
From the opening remarks (“we are NOT
experts”) Dr. Abdel-Malek set the stage for a
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frank, open and honest discussion on everything
from finding a post-doc position, reaching out to
colleagues and staying focused on doing good
science. Also offered was very valuable strategic
advice on collaboration and getting funding. As
I begin to plan for life after graduate school their
kind words certainly helped settle my nerves.
Overall I enjoyed the meeting very much and
look forward to following up next year.
by Sandeep Joshi
First and foremost, I would like to thank the
PASPCR Organizing Committee for presenting
me a travel award to attend this year‟s meeting.
I‟m attending the PASPCR annual meeting for
the fourth consecutive year and I love its format
as it covers a variety of topics from basic
melanocyte biology to understanding and
managing melanocyte disorders such as vitiligo,
hyperpigmentation and melanoma. This year
wasn‟t any different. Being a postdoctoral
fellow, I enjoyed the “Meet the Expert” session
the most. Experts from scientific community
discussed career paths for young budding
scientists and provided solutions to various
queries of students, postdocs and even junior
faculties. I‟m sure other students, postdocs and
even young investigators will agree it was an
excellent session.
The program was well organized and had
wonderful talks which kept me glued all three
days. I would like to highlight the talk by
keynote speaker Dr. Charles Glabe which I
thoroughly enjoyed. He gave a presentation on
the role of amyloid structural polymorphisms in
neurodegenerative diseases, where he described
different structural types of amyloids and their
formation. Interestingly, he introduced us to
naturally occurring functional amyloids such as
Pmel17 (apomelanin protein Pmel) which play
important roles in cell physiology such as
melanin formation. Also, he emphasized on how
amyloids can trigger inflammosomes such as
NALP3, NLRC4, NLRP1, NLRP3 and AIM2
which are involved in various diseases. AIM2 is
an inflammosome which is also an oncogene and
is involved in primary melanoma development.
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Dr. Lionel Larue, who received the Aaron B.
Lerner Award, gave an excellent lecture on the
relevance of in vitro and in vivo models for
melanocyte related disorders. In doing this, he
not only urged the scientific community to
develop preclinical models but also introduced
us to their current preclinical in vitro and in vivo
models using human and mouse cell lines that
can be used to develop therapies against
melanoma.
A lecture by Dr. Andrzej Slominski was very
informative; he described the role of cutaneous
neuroendocrine
system
in
UV-induced
melanocyte activation. During this talk, I learned
that melatonin, a neurohormone which is
involved in synchronization of circadian rhythm
of various physiological functions including
sleep, is detected in human skin and is higher in
African American and younger individuals. In
addition, he explained that melatonin can serve
as a photoprotective agent, possesses antigenotoxic properties and can preserve cellular
integrity with clinical application in UVRinduced tissue damage. I was amazed to learn
melatonin‟s role in photoprotection, since I was
only aware of its role in sleep. In a concurrent
session on vitiligo, I got to hear a memorable
talk from Dr. John Harris where he discussed the
T-cell-mediated destruction of melanocytes in
vitiligo. He has identified the IFN-γ-CXCL10CXCR3 chemokine axis active in both human
vitiligo and mouse vitiligo models which they
have developed. He found that keratinocytes
promote the disease and Langerhans cells
suppress vitiligo. His findings suggest that
specifically targeting IFN-γ signaling in
keratinocytes through topical treatments may be
an effective treatment against vitiligo.
Before I finish, I would like to thank and
congratulate Dr. Frank Meyskens, Dr. Anand
Ganesan and all others involved in organizing
this fabulous meeting at Orange, California. The
venue was beautiful and the musical program
post gala was marvelous as we were introduced
to musical talents of several scientists. Finally,
icing on the cake was the lunar eclipse which
coincided with our meeting.
- // -
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by Bishal Tandukar
Graduate Student
Dr. Hornyak‟s lab
Department of Biochemistry and Molecular
Biology
University of Maryland, Baltimore MD
As a second year PhD student, the recent
PanAmerican Society for Pigment Cell Research
(PASPCR) conference from September 27 to
September 30, 2015 in the beautiful location of
sunny Southern California was a worthwhile
first time experience for an aspiring biochemist
like me. To be able to meet and listen to the
experts in the specialized field of melanocyte
research was a very fruitful experience for me at
this stage of training. The three days of the
conference allowed the participants to discuss
and learn about different aspects of pigment
cells ranging from melanocyte stem cells to
pigment cell-related diseases like vitiligo and
melanoma.
Personally, the first day of the conference
focusing on melanocyte stem cells as well as
melanin and melanocyte biology was my
favorite as my dissertation work is focused in
this field. The keynote lecture on Amyloid
structural polymorphisms and their role in
diseases was very interesting. The presentation
explored the structural aspect of amyloid and
linked the naturally occurring amyloids, such as
those occurring during melanin formation, to
more pathological misfolded proteins that leads
to neurodegenerative diseases. Similarly, the
presentations of Dr. William J. Pavan and Dr.
Deborah Lang clarified the roles of different
pathways and signaling molecules like SOX10
and PAX3 in melanocyte stem cell (MeSC)
maintenance and aberration, with genetic
modulation or abnormal expression leading to
age related phenotypes or even melanoma in
more extreme cases. Likewise, the presentation
of Dr. Hornyak highlighted the current work in
MeSCs in our lab. Additional interesting talks
included a treatment focused presentation by Dr.
Andreas Overbeck who discussed the innovative
technique of stimulated punch grafting to treat
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segmental vitiligo with considerable success,
and the comprehensive bioinformatics based
“multi-omics” method of studying various facets
of melanoma as presented by Dr. Fabian V.
Filipp. Besides the presentations, “the Meet the
Experts” session was very helpful as I was able
to hear about issues that arise during different
stages of a researcher‟s life and very helpful
advice from the experts. In addition to the
research, the gala dinner was one of the most
memorable segments of the conference with
very delicious food and beautiful music from
acclaimed musicians and supremely talented
fellow students and researchers.
I was thrilled to present my work during the
poster presentation and was exultant to be able
to discuss my findings with fellow scientists and
experts in the field. I am very grateful for all the
input and suggestions I received. I would also
like to thank PASPCR for the travel award that
helped me attend the conference. Lastly, the
third place award for my poster presentation will
make me strive even harder during the course of
my research work. I very eagerly await the next
year‟s event.
- // by Dr. Tamara Terzian
Department of Dermatology
and Gates Center for Regenerative Medicine,
University of Colorado Denver
Anschutz Medical Campus
This year‟s PASPCR meeting was in
Orange, California. A meeting on pigmentation
and melanoma in the sunshine state seemed
totally suitable, and the weather did not
disappoint. My family joined me, and I was truly
relieved that while I was at the meeting, my
mother and daughter were off having a good
time exploring the city. It somehow felt easier
abandoning them to the vices of Disneyland, the
Pacific Ocean and the shopping while I enjoyed
the great lectures and networking offered by the
PASPCR meeting!
I attended the “vitiligo pre-meeting” held all
day on Sunday, September 27. Vitiligo patients,
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dermatologists and advocates such as Vitiligo
Support International were present as well as top
researchers in the field. As a cancer researcher
and relative newcomer to the field of vitiligo, I
valued the opportunity to meet and interact with
the experts and learn from their experiences.
Of perhaps the greatest novelty to me was
meeting
with
the
“Vitiligo
Queen”!
Interestingly, I had previously found a picture of
her online and used it as an illustration for an
informal research presentation. I never knew
who she was, so I was surprised to see her there
in person, eloquently relaying the concerns and
questions of many patients.
Dr. John Harris (University of Massachusetts
Medical School, Worcester) introduced vitiligo
and future treatments while Dr. Pearl Grimes
(University of California, Los Angeles)
beautifully discussed the management of
Vitiligo in Children. Dr. Amit Pandya (UT
Southwestern Medical, Dallas) reviewed the
costs of repigmention, stabilization of pigment
or depigmentation of the vitiligo skin, the
suitability of some follow up home treatments,
the costs of private insurance, Medicare and
self-pay, among other things. Initially, as a
researcher, I thought that these topics would be a
little boring and irrelevant to me. On the
contrary, I found the discussion stimulating, and
it gave me a whole new perspective that I had
not considered. I feel I now understand some of
the issues that these patients deal with, and how
some of their experiences relate to the
pathophysiology of the disorder. Dr. Caroline Le
Poole (Loyola University, Chicago) presented
the next step of testing through future clinical
trials in vitiligo patients of an alternate form of
the inducible heat shock protein HSP70i found
upregulated in cells under stress. Targeting this
molecule promises an effective strategy that
interferes with the development of vitiligo. Dr.
Richard Spritz (University of Colorado Denver,
Aurora) presented next, with an excellent
demonstration of the complexity of this disorder.
He revealed the involvement of more than 100
genes in predisposition to vitiligo! Thereafter, a
poster session was held, with fruitful scientific
discussion about some new research projects.
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Finally, a panel led by Drs. Harris, Pandya, Le
Poole, Spritz and Ganesan (University of
California, Irvine) explored new therapeutic
avenues, the establishment of an online vitiligo
registry and tissue bank, and the making of a
“strong team-vitiligo” that is united to improve
funding for this cause. Mention was made of the
need to develop international connections to
strong European vitiligo research groups as well.
Moreover, the critical need to engage in
community fund raising as a mechanism to
support a tissue bank was discussed. The need
for a tissue bank with many different types of
vitiligo skin that are fully annotated with clinical
information was agreed upon, and as was the
need for standardized guidelines for the
classification and treatment of vitiligo and for
the conduct of clinical trials.
I left the “vitiligo pre-meeting” thinking that
the cancer conferences I usually attend would
benefit from the greater involvement of patient
advocacy groups and from a greater connection
between the researchers and the community
foundations that raise funds for research. I feel
that a greater patient connection, and a better
understanding of the real world issues with
which they struggle will help to fuel
developments particularly in addressing quality
of life, as well as new therapies.
As for the main PASPCR meeting, there
were many great talks that showcased the
breadth of research that has now developed in
the pigmentation field. I was particularly
interested in the presentations of Drs. Bruce
Tromberg (UC Irvine Beckman Laser Institute
and Medical Clinic), Ian Jackson (University of
Edinburgh) and Thomas Hornyak (University of
Maryland, Baltimore). Dr. Tromberg presented a
fascinating new imaging technology, the
multiphoton microscopy (MPM) that can be
used in clinic to generate 3D, near real-time,
label free high resolution images of live skin.
MPM can therefore differentiate in vivo between
cutaneous lesions like common nevi, dysplastic
nevi and melanomas and even detect Basal Cell
Carcinomas. Ian Jackson presented his
groundbreaking work matching in vivo modeling
of melanoblast migration with mathematical
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modeling to answer longstanding questions on
how melanoblasts migrate to colonize the
mammalian epidermis. Dr. Jackson‟s work
highlighted the central role of proliferation in
driving melanoblast dispersal, something that
cannot be appreciated without in vivo systems.
Consistent with this theme, I also appreciated
the work of Dr. Thomas Hornyak who is
working to understand the function of different
melanocytic cell populations in the hair follicle.
His group is using some beautiful marker
technologies in mouse models to identify
functionally
distinct
sub-populations
of
melanocytes in the follicle.
The Gala dinner was very nicely organized.
My fish dish was excellent and I also enjoyed
the chocolate desert! And the music was
exceptional! The songs were sung beautifully by
Andrea Miller and played on piano by Ron
Kobayashi, a renowned pianist. A few student
musicians from UCI also played. The ambiance
was quite relaxing and enjoyable!
In conclusion, I would like to thank the
organizers for their efforts to make this meeting
successful in the face of a poor funding
environment that challenges our existence and
distract us from our main goals of discovery and
finding cures. The topics presented were well
chosen, very educational and inspiring. I left this
meeting with the regret that I missed the last two
and with the determination to join this
exceptional group of experts and researchers in
the next conference that will be held in
Baltimore in 2016. I encourage all students,
scientists and clinicians in the field of
pigmentation and melanoma to attend these
fascinating meetings, and to participate in our
growing community.
- // -

HUSCRI MEETING IMPRESSIONS
Bench to Bedside Skin of Color
Symposium 2015
by Valerie M. Harvey, M.D., M.P.H.
Associate Professor, Eastern Virginia Medical
School
Co-Director Hampton University Skin of Color
Research Institute
There were approximately 120 attendees at the
Hampton University Skin of Color Research
Institute (HUSCRI) Benchtop to Bedside – Skin
of Color Symposium 2015 on November 14-15,
in Williamsburg Virginia. The meeting, a
successful gathering of basic scientists,
dermatologists, dermatology residents, and postdoctoral fellows from diverse backgrounds, was
the fourth symposium focused on dermatologic
diseases disproportionately affecting patients
with skin of color hosted by the HUSCRI and
Eastern Virginia Medical School. The
symposium was supported in part by the
National Institute of Musculoskeletal and
Arthritis and Skin Disease with co-funding from
the National Institute of Minority Health and
Health Disparities. Sessions topics included
vitiligo, melasma and hyperpigmentation,
cutaneous lupus, central centrifugal cicatricial
alopecia (CCCA) and keloids. The symposium
also included a one day grant-writing workshop,
which was rated as highly valuable by meeting
participants.
The objectives for the symposium were to: 1)
bring to the forefront the need of research
related to dermatologic diseases that uniquely
affect individuals with skin of color, 2) engage
and inform a diverse cadre of basic science
investigators and clinicians on the challenges, 3)
create an environment which facilitates the
cross-fertilization of ideas and concepts across
multiple disciplines, 4) enable communication
and networking opportunities for young
investigators facilitating their interaction with
established leaders in the field, and 5) increase
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the involvement and participation of individuals
from underserved backgrounds.
Presenters included top basic scientists who
spoke about advances in areas such as vitiligo
pathogenesis, and clinicians who covered
diverse topics such as the burden of central
centrifugal cicatricial alopecia (CCCA), laser
treatment of keloids, and the use of biologics for
the treatment of vitiligo. John Harris MD, PhD
served as plenary speaker for the vitiligo
session, “Vitiligo: translational research ushers
in novel approaches to treatment”. Dr. Harris, an
internationally recognized vitiligo expert, serves
as the director for the Vitiligo Clinic & Research
Center at UMass Medical School, Division of
Dermatology. “Melasma and post inflammatory
hyperpigmentation: translating discovery into
treatment session” was led by plenary speaker
Amit Pandya MD, FAAD Professor, holder of
the Dr. J.B. Shelmire Professorship in
Dermatology at the University of Texas
Southwestern Medical Center. Dr. Pandya is an
international expert on pigmentary disorders
including vitiligo and melasma. Ardershir Bayat
MBBS, PhD served as plenary speaker for the
keloid session. Dr. Bayat is physician scientist in
plastic & reconstructive surgery research at the
University of Manchester, England, UK. Dr.
Bashir has expertise in wound repair, fibrosis
and tissue regeneration. Dr. Bayat discussed his
use of in-vivo models to study the mechanisms
of keloid fibrotic growth. Other session topics
included genetic susceptibility of keloid
formation, as well as the management and
treatment of keloids. Dr. Ncoza C. Dlova,
Principal Specialist Dermatologist at the
University of KwaZulu-Natal in Durban Area,
South Africa served as plenary speaker for
CCCA session. Dr. Dlova discussed the genetic
and epigenetic factors resulting in CCCA, a rare
form of alopecia occurring almost exclusively in
African American woman. Victoria Werth, MD
served as plenary speaker for session on
cutaneous lupus. Dr. Werth serves as the Chief
of Dermatology at the Philadelphia Veterans
Administration Hospital. Dr. Werth is a leader in
patient-oriented research and the recipient of a
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NIAMS sponsored study investigating the role
of TNF-alpha in subacute cutaneous lupus. Abby
VanVoorhees MD, Professor and Chair of the
Department of Dermatology at EVMS delivered
the keynote address which focused on the
importance of workforce diversification in
dermatology.
The need for a conference focused on the unmet
dermatologic needs of minorities becomes even
more urgent as the demographic composition of
the United States continues to diversify. This
evolving landscape exposes large existing
lacunae in our current knowledge of skin
disorders that are more common or unique in
individuals with skin of color. The symposium
provided an opportunity for basic scientists,
clinicians and others across varying fields to
engage in rigorous dialogue. It is our hope that
collaborations and novel research paradigms will
spawn from the synergy created during this
meeting.
More information about the meeting can be
accessed at:
http://symposium.huscri.hamptonu.edu.
- // -
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PIGMENTATION MEETING - ANNOUCEMENTS
THE 20th ESPCR MEETING
12 SEPTEMBER – 15 SEPTEMBER, 2016, MILANO, ITALY

For more info, visit: http://www.esprc.org/ESPCR2016
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THE 20th PASPCR MEETING
5 OCTOBER – 8 OCTOBER, 2016, BALTIMORE, MD, USA

For more info, visit: http://www.paspcr.org
- // 8TH ASPCR MEETING
12 NOVEMBER – 13 NOVEMBER, 2016, KAOHSIUNG, TAIWAN

For more info, visit: http://www.aspcr.org
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THE VITILIGO INTERNATIONAL SYMPOSIUM
2 DECEMBER – 3 DECEMBER, 2016, ROME, ITALY

For more info, visit: http://www.ifpcs.org/VGICC; http://wwvis2016.org
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XXIII INTERNATIONAL PIGMENT CELL CONFERENCE
26 AUGUST – 30 AUGUST 2017, DENVER, CO, USA
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XXIII International Pigment Cell Conference
Fall 2017 - Denver, Colorado
Dear Colleagues:
It is with great pleasure that Dr. I. Caroline Le Poole and I invite you to attend the IPCC 2017
Conference in Denver, Colorado - August 26 thru August 30, 2017.
The theme of IPCC 2017 will be “Breakthroughs in Pigment Cell Research”. It will showcase the
newest and most innovative scientific findings and techniques in the field of pigment cell and
melanoma research and their application to treatment of disorders of pigment cells. In addition to
providing a program of great interest to pigment cell scientists and clinicians, we will endeavor to
attract investigators from other fields to present exciting new techniques and perspectives. There will
be special emphasis on Regenerative Medicine and Stem Cell Biology in pigment cell biology, immune
mechanisms of pigment cell disorders, and immune, biologic and targeted therapies for melanomas.
The fall season in Denver is beautiful. The Denver Sheraton Hotel is located in the heart of Downtown
Denver and well within walking distance of many popular venues. You will enjoy access to the Denver
Art Museum, Elitch‟s Amusement Park, the Denver Natural History Museum, and the Denver dining,
shopping and social scenes. Rail transportation from Denver International Airport to the Downtown
will be open in 2016.
The Rocky Mountains are located an hour away by car. You can take a drive, hike the Rockies and
enjoy the spectacular scenery. This is all the more reason to make Denver a place to visit and attend the
IPCC 2017!
Sincerely,

Dr. David A. Norris
Chairman of the IPCC, 2017
Denver, CO

Dr. I. Caroline Le Poole,
President of PASPCR
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In this issue, we continue the “Laboratory Updates”
section with a column by Dr. Gabriela Negroiu, the
“Clinical Insights” section with a column by Dr. Amit
Pandya, and the “Hot off the Presses” section that in this
number hosts a column by Dr. Thiery Passeron.
We hope that you will be inspired to take the
opportunity to fill us in on what is happening in your lab or
company. Volunteers would be greatly appreciated, just
email us at paspcr.newsletters@gmail.com.
This initiative is part of our effort to keep the
pigmentation community connected and to emphasize the
importance of collaboration and communication between
groups. We will keep adding stars on our world map below
each time you contribute a column about your newest
research projects. So, let‟s go on a global research
adventure!

Courtesy: http://www.mygeo.info/karten/802784.jpg

PASPCR
December 2015

30
LABORATORY UPDATES

by Dr. Gabriela Negroiu
Tyrosinase Related Protein-2/DopachromeTautomerase – A Sword with two edges

The “TRP2 Group” (left to right, back row): Sabina Zurac, MD, PhD; Anca Filimon, PhD student;
Gabriela Negroiu, Senior researcher; Livia Sima, Ioana Popa, Post-Docs; Emilia Ardelean, technician, and
Adina Milac, PostDoc (front row)
My first contact with the pigmentary system, melanoma and melanosomal antigens started in Dr.
Stefana Petrescu‟s lab, in 1997 as a post-doctoral fellow. She has just established her own lab in Bucharest
focusing on then recently discovered effect of N-butyldeoxynojirimycin (NBDNJ) of producing
depigmentation in B16F1 melanoma cells. NB-DNJ is a derivative of iminosugar deoxynojirmicyn (DNJ),
studied in the Glycobiology Institute in Oxford mainly for glycolipid storage disorders [1]. As in these
NBDNJ-treated cells tyrosinase (Tyr), the key enzyme of melanogenesis, became inactive, the group‟s
interest has gradually moved towards investigation of the molecular processes involved in Tyr correct
conformation required for its enzymatic activity and pigment production. Thus Tyr, a type I transmembrane
N-glycosylated protein, became an excellent model for exploring the N-glycoprotein processing. On the
other hand, the NBDNJ compound is an inhibitor of α–glucosidase I and II, the trimming enzymes of Nglycan precursors in ER compartment. Thus, it was a suitable tool for the study of the folding pathways
assisted by ER lectin-chaperones calnexin and calreticulin known to interact with monoglucosylated
substrates [2].
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Distinct molecular mechanisms operate on
intracellular processing of members of
Tyrosinase Related Protein family - an indicative
for different biological functions
My direct contribution to that project was related
to another TRP-member, Tyrosinase Related
Protein-1 (TRP-1). Briefly, I demonstrated
differences in N-glycan composition of Tyr and
TRP-1 and that polypeptide folding, N-glycan
maturation and catalytic activities were distinctly
affected during perturbation of N-glycan processing
in the B16F1 cell line [3]. Furthermore, I deciphered
the TRP-1 folding pathway and found that TRP-1,
unlike Tyr polypeptide, was rescued by interaction
with BiP chaperone during perturbation of the ERprocessing steps [4].
As we demonstrated that distinct mechanisms
controlled the fate of Tyr and TRP-1, we considered
worthwhile to extend these studies to the third
member of the TRP-family about which not such
data were available.
The birth certificate of Tyrosinase Related
Protein-2 (TRP2) or Dopachrome tautomerase
(DCT) was “issued” in 1992 when Hearing‟s group
reported the cloning and sequencing of the mouse
cDNA corresponding to the region of the coat color
mutation slaty [5]. They named the product encoded
by this gene Tyrosinase Related Protein-2 or
Dopachrome tautomerase because it had a high
degree of amino acid identity with the other two
TRPs and tautomerase activity on the melanin
intermediate, DOPAchrome, the product of Tyr
activity [6]. Since then, TRP2/DCT was always
referred to as “a protein structurally similar to Tyr”,
or “a secondary enzyme in melanin synthesis”.
Several studies showed, however, differences in the
active catalytic site, length and amino acid sequence
of the transmembrane and cytosolic domains
required in membrane insertion and sorting [7, 8] or
the number and occupancy of the N-glycosylated
sites [9], anticipating particularities in the
intracellular processing and function of TRP2/DCT.
Our group was contributive to this topic and
showed that correct folding of TRP2/DCT
polypeptide, unlike of Tyr or TRP-1, was
exclusively dependent on the lectin-chaperon
calnexin. In the absence of the interaction with
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calnexin, TRP2/DCT polypeptide was severely
misfolded and targeted for proteasomal degradation.
In the same study we also pointed out for the first
time the unusual subcellular distribution of
TRP2/DCT in a TGN-like pattern, occasionally at
plasma membrane. Unexpectedly, only a low
amount of TRP2/DCT was detected in the late stage
melanin-laden melanosomes containing significant
amounts of TRP-1. We advanced the hypothesis that
TRP2/DCT could have a distinct maturation
pathway from Tyr and TRP-1 and possibly a second
regulatory function within the cell [10]. Indeed, in
the next study we demonstrated that post-ER
TRP2/DCT was sorted and trafficked in the early
secretory pathway with a cargo which did not
include TRP-1. Post Golgi, at least a fraction of
TRP2/DCT was transported to plasma membrane
and possibly recycled back into the cell or secreted
[11].
Our studies about the distinct regulation of
TRP2/DCT expression at post-translational level are
in good agreement with other data showing that
TRP2/DCT gene is also regulated at transcriptional
level independently of Tyr and TRP-1 genes [12].
TRP2/DCT - Dr. Jekyl in pigmentary / nervous
system and Mr. Hyde in melanoma / glioma
The increased TRP2/DCT expression in late
stages of malignant progression was reported in
early studies about pigment genes [13]. The need of
the tumor cell to preserve the expression of this
antigen while downregulating the others in order to
evade the immune system recognition originates
from the TRP2/DCT primary function within
melanogenetic pathway. TRP2/DCT modulates not
only the formation of DHICA-melanins with
specific physico-chemical characteristics [14]. For
example, Jiang et al. demonstrated that DHICA
(resulted as a TRP2/DCT enzymatic product) has
also a potent hydroxyl radical-scavenging activity
[15].
A suit of papers released by Ben David‟s group
showed that TRP2/DCT expression was increased in
most UV-radiation resistant melanoma clones and a
pathway of tumor resistance to drug and radiation
was specifically mediated by TRP2/DCT
independently of Tyr and TRP-1 expression and
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melanin content [16-19]. More recently Michard et
al. showed TRP2/DCT‟s involvement in decreasing
cell sensitivity to oxidative stress and inducing
protection to dopamine and hydroquinone toxicity
[20, 21]. Pak et al. proposed a mechanism according
to which DHICA‟s overproduction due to
TRP2/DCT overexpression can act as an indirect
activator of ERK-pathway [22].
So, practically the enzymatically active
TRP2/DCT and naturally expressed by melanocytes
would confer protection to melanoma cells which
inherit its expression.
In conflict with this theory come the early and
more recent studies which, interestingly, report
TRP2/DCT expression in amelanotic melanoma
phenotypes in which Tyr is enzymatically inactive
and therefore TRP2/DCT‟s enzymatic substrate is
absent [23, 24]. Moreover, from the direction of the
immune-based therapies it has been shown that
cytotoxic T cell targeting of TRP2/DCT was a
promissing approach in both melanoma and glioma
[25]. Glioblastoma multiformis, a type of cancer of
glial cells sharing common aggressiveness and
therapeutic resistance with melanoma, expresses
TRP2/DCT as the sole TRP-family member.
The TRP2/DCT overexpression in neural
progenitor cells correlated with their proliferation
[26] and the most recent and elegant study about
TRP2/DCT‟s involvement in a cellular antiapoptotic pathway in ASJ sensory neurons in C.
elegans [27] strongly supports a TRP2/DCT
biological activity outside melanogenic pathway.
Additional evidence for this theory is provided
by developmental studies which show that among
Xenopus laevis homologous (Xl) of TRPs, XlDCT
is expressed earlier than XlTyr or XlTRP-1 [28].
Moreover, unlike in case of Tyr, no natural
mutations are known so far for DCT in humans
which demonstrates that DCT is a well preserved
gene.
The more in depth understanding of TRP2/DCT
role in melanoma is the subject of an ongoing grant
proposal in our group [29]. A step forward is the
novelty brought by our most recent study about
TRP2/DCT potential in the assessment of
melanocytic lesions [30]. In a group of specimens
we identified a specific tumor architecture that we
called the “DCT-phenotype” characterized by the
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gradual or abrupt segregation of DCT/Tyr
expression in tumor components, culminating with
DCT+/Tyr- cells in the innermost dermis; in
correlation with the TRP2/DCT anti-apoptotic
function, this pattern can be seen as a “die-hard” one
which in benign tumors (compound nevi) correlates
well with neurotization, a process which confers
extended life span for nevus cells and may not
represent a threatening health problem. However, in
early malignant lesions DCT-clones selected in
inner dermis acquire molecular markers associated
with malignant progression and metastatic potential.
TRP2/DCT was the only melanosomal antigen we
found expressed in several advanced stage
amelanotic and acralentigious specimens.
Finally, we propose the intradermal DCTphenotype as a parameter worthwhile to be taken
into consideration in a multifactorial prognostic
analysis of melanocytic lesions.
TRP2/DCT – OPEN ISSUES
The molecular environment in which TRP2/DCT
exerts its biological functions is far from being fully
elucidated and this protein still stays in our attention.
The factors that control TRP2/DCT expression have to
be addressed in the cell phenotype context in order to
know how to preserve/maintain or, on the contrary,
decrease its activity in melanocytes/nervous cells or
melanoma/glioma, respectively. Last but not the least,
deciphering TRP2/DCT-mediated pathway would
mean a better understanding of how melanoma
specifically acts beyond the other mechanisms and
processes commonly activated in all types of cancer.
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CLINICAL INSIGHTS

by Dr. Amit Pandya
Confetti-like depigmentation: A potential sign of rapidly progressing vitiligo

From left to right: Amit Pandya with Lucio Zapata and Clifford Rodgers from Dallas Vitiligo Registry.
A few years ago we noticed that many patients in our vitiligo registry had confetti-like depigmented
macules at the edges of their existing lesions. These individuals reported rapid progression of their lesions in
the weeks to months prior to their clinic visit. These small white spots were 1-3 mm in diameter and present
in large numbers, sometimes hundreds (Figure 1), precisely in the areas pointed out by patients as
progressing most rapidly. Skin changes that have been reported to be signs of unstable, active vitiligo in the
past include trichrome vitiligo and the Koebner phenomenon. We hypothesized that confetti-like lesions
could be an additional, novel sign of rapidly progressing vitiligo.
A review of the literature revealed that confetti-like depigmented lesions have been reported after
chemical exposure, a phenomenon known as chemical leukoderma. Peri-follicular depigmentation has also
been reported. The majority of our patients did not report any chemical exposures in the affected areas and
many of the lesions were in areas lacking hairs, such as the fingers, elbows and knees. In order to investigate
this finding further, a review of our patient database was performed (Sosa et al., 2015).
This was a two-part study. The first part was a cross-sectional study of 178 patient records, including
clinical images. All patients seen at least twice in the last 2 years with photographic documentation of their
lesions were included. Fifteen patients with a confetti-like pattern of depigmentation were identified. Seven
fit the inclusion criteria (no treatment in the previous year, baseline and follow-up images, and lack of
treatment between visits). It was exceedingly difficult to find untreated patients, thus the low number.
Images of 12 lesions from these 7 patients were rated for percent depigmentation by 3 independent reviewers
using the percentage component of the Vitiligo Area Scoring Index. Chemical exposure history was obtained
from each patient. Baseline mean percent depigmentation was 19.2%, which increased to 42.9 at 16 weeks,
an increase of 23.7% (P = .0097). Two patients with additional follow-up images at 13 and 62 weeks,
respectively, had mean depigmentation of 67.2%, an increase of 45.6% from baseline.
The second part included all patients in the Dallas Vitiligo Registry. Of the 141 patients reviewed, 15 fit
the inclusion criteria consisting of presence of confetti-like lesions, no daily topical steroid and no
phototherapy in the previous 3 months. Sporadic or inconsistent (mean 3 times/ week) use of topical
tacrolimus and pimecrolimus was allowed, because this dose is unlikely to affect the course of vitiligo. 77
patients without confetti-like lesions also fit the inclusion criteria. Determination of the Vitiligo Disease
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Activity Score (VDAS) and the Koebner‟s phenomenon in vitiligo score (K-VSCOR) was performed in all
patients. The VDAS is scored based on patient recollection of stability of lesions whereas the K-VSCOR is
determined by observing the presence or absence of lesions in areas prone to trauma. The median VDAS in
patients with confetti-like lesions was 4.0 compared to 1.0 for those without confetti-like lesions (P < .0001).
Median K-VSCOR in patients with confetti-like lesions was 48.0 compared with a score of 27.0 in patients
without confetti-like lesions (P = .0001). There were no significant differences between the 2 groups in mean
age, age of onset, gender, family history, site of onset, or presence of autoimmune diseases. There was no
significant relationship between the lesions and a history of chemical exposure, and most of the lesions were
non-follicular in location when examined with magnification.
Interestingly, a biopsy specimen of a confetti-like lesion demonstrated absence of melanin and
melanocytes in the affected area and a mixed CD4+ and CD8+ T cell infiltrate. The CD8+ cells were located
at the dermo-epidermal junction, precisely where melanocytes are located. This is consistent with recent
investigations into the pathogenesis of vitiligo showing activation of the innate immune system in patients
with worsening vitiligo, leading to antigen-specific CD8+ T cells mediating melanocyte destruction
(Rashighi et al., 2014).
The implications of this study are multifold. If this finding is confirmed in other centers, confetti-like
lesions could be an indication for aggressive treatment of vitiligo in order to prevent rapid depigmentation.
We are entering a new age of understanding in the pathogenesis of vitiligo. With recent findings implicating
T cells as central in a pathway involving interferon gamma, CXCL 9/10/11 and JAK/STAT signaling in the
pathogenesis of vitiligo (Rashighi et al., 2014), confetti-like lesions could be a future marker of patients most
likely to respond to agents that block this pathway. Further research into confetti-like lesions and their
relationship to autoimmunity in patients with vitiligo is warranted, including observational studies in cohorts
undergoing treatment.

Figure 1. Examples of confetti-like pigmentation pattern.
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HOT OFF THE PRESSES

by Dr. Thierry Passeron
Dermal vascularization: a new player in the regulation of pigmentation
Regazzetti C, De Donatis GM, Ghorbel HH, Cardot-Leccia N, Ambrosetti D, Bahadoran P, Chignon-Sicard
B, Lacour JP, Ballotti R, Mahns A, Passeron T. Endothelial cells promote pigmentation through endothelin
receptor B activation. J Invest Dermatol 2015 (doi: 10.1038/jid.2015.332, Epub ahead of print).

In 1963, Fitzpatrick and Breathnach formulated the concept of the epidermal melanin unit, with
melanocytes and keratinocytes working together to produce skin color. Forty years later Jim Nordlund
expanded this concept to a cutaneous troika involving keratinocytes, Langerhans cells, and melanocytes
(Nordlund, 2007). More recently Vincent Hearing‟s group demonstrated the role of fibroblasts in regulating
skin pigmentation (Choi et al., 2010; Yamaguchi et al., 2007; Yamaguchi et al., 2008). These data are
emphasizing that pigmentation is a tightly regulated process and that melanocytes are constantly stimulated
by neighborhood cells. In addition to keratinocytes and fibroblasts, growing evidence also implicates
endothelial cells in pigmentation (Plonka et al., 2009). Indeed, melanocytes express receptors that can
potentially be regulated by several factors secreted by endothelial cells such as vascular endothelial growth
factor (VEGF), endothelin 1 (Edn1), Nitric oxide (NO), and leukotrienes (Kim et al., 2005; Yamaguchi and
Hearing, 2009). Additionally, histological studies have clearly shown a significant increase in vascularization
within melasma lesions compared to that in the surrounding healthy skin (Kim et al., 2007). These results
were subsequently confirmed by laser confocal microscopy examination (Kang et al., 2010), although the
significance of this increased vascularization in melasma remains poorly understood. A recent clinical report
cited cases presenting with acquired telangiectatic and hyperpigmented macules (Park et al., 2014), for
which the clinical and histological findings of skin hyperpigmentation localized above telangiectasias
suggested a close relationship between melanocytes and endothelial cells. We therefore examined the role of
dermal microvascular endothelial cells in regulating skin pigmentation (Regazzetti et al., 2015).
We first used high magnification digital epiluminescence dermatoscopy, laser confocal microscopy
and histological examination on benign vascular proliferations in patients. We further studied the biological
mechanisms involved using melanocytes or epidermal reconstructed epidermis cultured with microvascular
endothelial cells.
We showed that benign vascular lesions of the skin have a restricted but significant
hyperpigmentation compared to the surrounding skin (Figure 1). Microvascular endothelial cells release
endothelin 1 which induces the activation of endothelin receptor B at the surface of melanocytes.
Downstream the MAPK ERK1/2 and p38 pathways are activated and lead to the phosphorylation of MITF
and the increased expression of tyrosinase and DCT to finally increase pigmentation. Immunostaining for
endothelin 1 in vascular lesions confirmed the increased expression on the basal layer of the epidermis above
small vessels compared to perilesional skin. Finally, culture of reconstructed skins with microvascular
endothelial cells lead to an increased skin pigmentation that can be prevented by inhibiting the EDRNB
activation.
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Figure 1. Cherry angioma (epiluminescence dermoscopy, X200).
Note the hyperpigmentation restricted to the vascular proliferation.
Taken together these results demonstrated the role of underlying microvascularization in skin
pigmentation. Interestingly, although observed in all body sites and all skin types, the hyperpigmentation
associated to vascularization was significantly more frequently found and more pronounced in darker skin
types and in photo-exposed areas (Regazzetti et al., 2015). This suggests that solar irradiation (UV or other
wavelengths such as visible light that penetrate deeper into the skin) might stimulate the release of Edn1
from endothelial cells from the microvascularization of the skin and enhance the hyperpigmentation. From
poikiloderma of Civatte to linea fusca or acquired bilateral telangiectatic and hyperpigmented macules, the
presence of an increased vascularization in hyperpigmented disorders is well known. To the light of the
present data, we can hypothesize that this association is no mere coincidence and that the vascular
component could trigger or at least maintain the hyperpigmentation. The role of the vascular component is
probably even more important in melasma. Histological studies and confocal laser microscopy studies have
clearly shown a significant increase in vascularization within melasma lesions compared to that in the
surrounding healthy skin (Kim et al., 2007; Kang et al., 2010). Although the significance of this increased
vascularization was unknown, studies using different therapeutic approaches, but sharing the same aim of
targeting the vascular component of melasma, have been reported using pulsed dye laser or tranexamic acid
(Passeron, 2011; Na et al., 2013; Passeron et al., 2013). These pilot studies underline the potential interest in
targeting the vascular component for treating melasma. However, using laser approaches to remove the
vessels may promote post-inflammatory hyperpigmentation, especially in darker skin types while tranexamic
acid is non-specific and may induce side effects. By dissecting the pathway involved in the pigmentation
associated to vascularization, we demonstrated the key role of the EDNRB. These findings open new fields
of research for regulating physiological pigmentation and for treating pigmentation disorders such as
melasma.
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- // -

IN MEMORIAM: Professor Jan Borovansky
Dear PASPCR members,
Please find below an email from the IFPCS Treasurer and Webmaster, Dr. Lluis Montoliu, sharing the sad
news on Professor Jan Borovansky.
On behalf of the ESPCR and with great sadness I wish to inform about the passing of Prof. Jan Borovansky
(Prague, Czech Republic), ESPCR Honorary Member who died on 24 August 2015.
Prof. Jan Borovansky was a founder of the ESPCR in 1987, served in the ESPCR board between 1990 and
1998, organized the 8th ESPCR meeting in Prague (Czech Republic) in 1998, was appointed member of the
Editorial Board of Pigment Cell Research between 1995 and 1999, and was nominated ESPCR Honorary
Member in 2010. These and other main achievements of his scientific career have been nicely summarized
by Patrick Riley in the obituary he prepared, with the help of Stan Pavel, which has been now published at
the ESPCR blog:
http://www.espcr.org/blog/?p=319
Jan Borovansky was buried in Pisek (Czech Republic) yesterday, 31 August 2015.
Sincerely yours,
Lluis Montoliu
CNB-CSIC, Madrid, Spain
IFPCS Treasurer and Webmaster
http://www.ifpcs.org
montoliu@ifpcs.org
Tel. +34 915854844
Fax. +34 915854506
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POSITIONS WANTED/AVAILABLE
Postings for Positions Wanted will be open only to
members of the PanAmerican Society for Pigment
Cell Research (PASPCR) or its sister Societies
(ASPCR, JSPCR and ESPCR). Postings for
Positions Available will be open to all individuals
and institutions so long as the position is related to
pigment cell research. Please send postings to
paspcr.newsletters@gmail.com.
The postings will remain on the Positions Wanted
and Available section of the PASPCR Newsletter
and on the web page for 1 year, unless other
arrangements are made. Please provide an
expiration date for any submitted posting if less than
1 year. Final decisions will be made by the
Publications Committee of the PASPCR.
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most creative, and the brainiest cities in the nation,
Lexington is an ideal location to experience the
work-life balance that the University strives to
provide to its faculty.
Applications, including curriculum vitae, a brief
summary of accomplishments and future research
directions, should be sent to: MCC Faculty Search
Committee, c/o Dr. Nathan L. Vanderford via email
at nathan.vanderford@uky.edu. The review of
applications begins immediately and will continue
until the positions are filled.
The University of Kentucky is an Equal Opportunity
Employer
- // Position Wanted
Dear Colleagues,

Positions Available
Faculty Positions in Cancer Research
The University of Kentucky Markey Cancer
Center invites applications from outstanding
candidates for several faculty positions at the level
of Associate or Full Professor. Faculty with
expertise in the following areas are of specific
interest: tumor microenvironment, cancer genomics,
cancer immunology, epigenetic regulation, oxidative
stress, mitochondria and cancer metabolism, and
DNA repair. The successful candidate must have a
Ph.D., M.D. or M.D./Ph.D. degree, be highly
productive and will be expected to bring and
maintain a vigorous, independent, extramurally
funded research program. S/he will also actively
participate in collaborative investigations and
education programs in the University of Kentucky
Medical Center. Generous start-up funds,
competitive salary, and modern laboratory space are
available.
The NCI-designated Markey Cancer Center is
on the campus of the University of Kentucky, a
land-grant institution founded in 1865. Adjacent to
downtown Lexington, the University of Kentucky is
nestled in the scenic heart of the Bluegrass region of
Kentucky. Recently ranked as one of the safest,

One of my Ph.D. and MD students is looking for a
Postdoctoral Fellow position in melanocyte and/or
melanoma research laboratories in the United States
or other countries. She is currently working on
transcriptional
regulation
in
melanocyte
proliferation and differentiation. She has a strong
background in the research field of Pigment Cell
and Molecular Biology, Pigmentation, and Diseases
of Pigment Cells, and has an extensive experience in
the field of Medicine, Molecular, Cellular and
Developmental Biology. She already published a
manuscript as the first author and is co-author on
two other papers in international peer-reviewed
scientific journals, and one other manuscript is in
preparation. If you consider that she would be a
good candidate for a position in your laboratory,
please
contact
with
me
by
email
(lhou88@aliyun.com) for further information.
Best regards,
Ling Hou, Ph.D.
Professor of Cell and Developmental Biology
Laboratory of Developmental Cell Biology and
Disease
Wenzhou Medical University
Wenzhou, China
Phone: 86-577-88067931
Email: lhou88@aliyun.com
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FROM OUR COLLEAGUES
Dear PASPCR members,
please find below a request from Dr. Zalfa AbdelMalek who is looking for available recessive yellow
mice (mc1r e/e) on C57 BL6 background for her
experiments. Please contact Dr. Abdel-Malek
directly at the email/phone numbers listed in her
request if you can provide the mouse strain.
If you have available in your laboratory recessive
yellow mice (mc1r e/e) on C57 BL6 background,
would you please provide me with one of two
young female mice? I have a very urgent need to
cross these mice to K14-SCF mice to generate
K14-SCF/mc1r e/+ mice for experiments
proposed in a NCI funded grant. I will be most
appreciative if you would accommodate this
urgent request. You can contact me at
abdelmza@uc.edu, or call me at 513-709-1518 or
513-558-6246. Thank you!
- // Dear PASPCR Members,
Please see the note below from Dr. Sugumaran
soliciting articles for a special issue of the
International Journal of Molecular Sciences:
Special Issue: Biochemistry and Mechanisms of
Melanogenesis
Website:
http://www.mdpi.com/journal/ijms/special_issues/m
elanogenesis
Guest Editor: Manickam Sugumaran
Deadline for manuscript submissions: 31 March
2016
Dear Colleagues,
Melanin is one of the most abundant phenolic
biopolymers arising from the aromatic amino acid
tyrosine and its derivatives. Melanins are
heterogeneous in nature and ubiquitously found in
microorganisms, fungi, plants, and animals. Plants

and fungi make allomelanin while animals produce
pheomelanin, eumelanin, and neuromelanin. This
heterogeneity confers different physiological
functions: in animals, melanin pigments offer the
skin, hair, eye and coat color. In arthropods, they
participate in defense reactions and innate
immunity. Similarly, fungi and plants produce
melanin in response to invasion and environmental
stress. The yellow to red pheomelanin pigment
found in animals is formed by the oxidative
polymerization of cysteinyldopa derivatives
produced by the condensation of tyrosinasegenerated dopaquinone with the amino acid
cysteine. The brown to black eumelanin pigment is
generated by the oxidative polymerization of
dihydroxyindoles formed from the oxidative
cyclization of dopa, dopamine, and related
compounds. Neuromelanin found in the animal
brain tissue is produced by the oxidative
polymerization of dopamine derivatives.
Due to their wide distribution and importance in
many physiological processes, studies on the
biosynthesis and the structure of melanins have been
thoroughly examined by numerous research groups
throughout the world for many decades. Following
the pioneering work of Raper and Mason, who
initially established a general scheme of reactions
leading to biosynthesis of melanin, several
important contributions have been made in this
field. In this Special Issue, research papers and
authoritative review articles covering the progress
made in all aspects of the biochemistry of melanin
will be included. In addition, articles related to the
reactivities of all intermediates and their
biochemistry will be covered.

Submission
Manuscripts should be submitted online at
www.mdpi.com by registering and logging in to this
website. Once you are registered, click here to go to
the submission form. Manuscripts can be submitted
until the deadline. Papers will be published
continuously (as soon as accepted) and will be listed
together on the special issue website. Research
articles, review articles as well as communications
are invited. For planned papers, a title and short
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abstract (about 100 words) can be sent to the
Editorial Office for announcement on this website.
Submitted manuscripts should not have been
published previously, nor be under consideration for
publication
elsewhere
(except
conference
proceedings papers). All manuscripts are refereed
through a peer-review process. A guide for authors
and other relevant information for submission of
manuscripts is available on the Instructions for
Authors page. International Journal of Molecular
Sciences is an international peer-reviewed Open
Access monthly journal published by MDPI.
Please visit the Instructions for Authors page before
submitting a manuscript. The Article Processing
Charge (APC) for publication in this open access
journal is 1600 CHF (Swiss Francs).
- // Dear PASPCR members,
The University of Bath is celebrating its 50th year in
2016 by awarding prestigious Prize Fellowships to
early career researchers with the potential to become
research leaders. Amongst these are several
Fellowships in the field of Life Sciences.
http://www.bath.ac.uk/science/prize-fellows/bio-sciprize-fellowships-areas.html
In particular we are looking for a Prize Fellow in
Animal Models of Human Disease, and applications
from those focusing on mouse and/or fish models of
pigmentary diseases or melanoma would be
welcomed.
If you require further information about the
Fellowships or the Department of Biology &
Biochemistry, or wish to chat informally about the
opportunities at the University of Bath, please get in
touch with me. The application deadline is 31st
December 2015.
Do note that the University of Bath is one of the
UK‟s leading universities, e.g. being ranked in the
top 5 of the Guardian University Guide 2016. The

city of Bath is a World Heritage site and provides an
excellent environment for all, including those with
families.
The University of Bath is committed to equality and
diversity of employment, education and service
provision. We particularly encourage applications to
these Prize Fellowships from women.
Best wishes,
Robert
Robert Kelsh
Professor of Stem Cell and Developmental Genetics
Dept. of Biology & Biochemistry and Centre for
regenerative Medicine
University of Bath
Claverton Down
Bath
BA2 7AY UK
E-mail: bssrnk@bath.ac.uk
Tel.: +44 1225 383828
Web-site: http://www.bath.ac.uk/biosci/contacts/academics/robert_kelsh/

