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LETTER TO THE EDITOR
DISCUSSION, REVIEW,
SHORT COMMUNICATION, ...
MINUTES OF THE FIRST ESPCR COUNCIL MEETING
Sunday, September 24, 2006, 09:30
ESPCR meeting
Hotel ABBA Garden, Room Cerventes, Barcelona, SPAIN

1. Opening of the Meeting.
The meeting was opened by J-C. García-Borrón, who welcomed the following Council members:
F. Beermann, D. Bennett, G. Ghanem, C. Goding, J. Lambert, L. Larue, M. Picardo, A. Taieb and
N. Smit.
2. Apologies.
Apologies for absence were received from J. M. Naeyaert. The Council accepted them.
3. Minutes of the 2005 Council Meetings in Reston.
The Minutes of the Council and General assembly Meetings in Reston were approved without
amendments and signed by the President.
4. Secretary’s Report and matters arising.
Lionel Larue is acting as Secretary after the decision taken unanimously by the Council in Reston
in 2005. The ESPCR secretary book is in the hand of the acting Secretary.
a) Meeting reports
- 2005 IPCC Meeting report: No ESPCR report is asked for IPCC meetings.
- 2006 ESPCR Meeting report: The chairmen and chairwomen were asked to provide a report of
their session for the bulletin.
b) Raper Medal.
The new mould and two medals were given to the new ESPCR President. Nominations for the
Raper medal will be sought in the beginning of 2008 for the IPCC meeting, which will be held in
Sapporo in 2008.
c) Officer elections
Elections of new officers were conducted during the last trimester of 2005. After a call for
nomination only one candidate has been nominated for each of the three ESPCR Offices. In
consequence, no election was necessary. The new President is Mauro PICARDO, the new
Secretary is Lionel LARUE and the new Treasurer is Jo LAMBERT. Their terms of office began
at the end of this meeting and will end during the 2009 ESPCR meeting.
d) Council elections
Before the election, the situation of the Council members was as followed; F. Beermann, D.
Bennett and M. Picardo are finishing their mission on Council. They could not be re-elected as
Council members until 2010, but could be elected as Officer. The terms of J. Lambert, J. M.
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Naeyaert, A. Taieb and N. Smit also expired in September 2006, but they could be re-elected in
the council or as officer. J-C. García-Borrón (President), G. Ghanem (Web Master and Bulletin
Editor), C. Goding (elected on 2005) and L. Larue (elected on 2004) remain on the board.
Five positions were available. Seven members were nominees. Elections were required. 58
members voted. The results are Lluis Montoliu (48 votes), Alessandra Napolitano (41 votes),
Anja Bosserhoff (39 votes), Alain Taieb (37 votes), Miguel Seabra (35 votes), Corinne Bertolotto
(33 votes), Nico Smit (28 votes). The new Council members are Lluis, Alessandra, Anja, Alain
and Miguel.
After the Barcelona meeting the ESPCR Council members are
Anja Bosserhoff,
Jose Carlos Garcia-Borron as ex officio
Colin Goding
Ghanem Ghanem as non-voting permanent (Web site)
Jo Lambert as Treasurer
Lionel Larue as Secretary
Lluis Montoliu,
Alessandra Napolitano
Mauro Picardo as President
Miguel Seabra
Alain Taieb
The Council approved the report, and the President thanked Lionel Larue for his work.
5. Treasurer’s Report.
- Statistics
The number of members in the ESPCR Web site list is 202. However, the actual number of
members in good standing is 122 (8 honorary members, 92 regular members, 22 student
members). We have 38 new members (12 students and 26 regulars).
This means that we slightly increase the number of members (122 for 121) and that the expected
loss of members from the novel ASPCR society did not affect for the time being our Society.
- Finances
The finances are good over the year. For the 2006 year, we have a positive balance of 342,10
euros. On the account, we have a general positive balance of 12 690,67 euros.
The Treasurer, Jo Lambert, delivered the following report of incomes and outgoings (in Euros)
during this 2006 year.
Number of members on 9/2006

122

Members who paid subscription up to 9/2006:
Regular members
Student members
Honorary members

122
92
22
8

View on new members in 2006:
Regular members

38
26
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Student members
12
_______________________________________________________________________
Income 10/2005-09/2006
Member subscriptions 2006
Pigment Cell Research subscriptions
Donations by members

6 250
3 700
100

Total income
10 050 euros
_______________________________________________________________________
Outgoings 10/2005-9/2006
International Federation of Pigment Cell Societies
Member dues for 2005 :
92 x 28 USD = 2576 USD (1 USD = 0.78 EURO)
Bulletin and web costs
(Prof. Ghanem – equiv. 4 memberships)
Bank charges Centea
ESPCR Travel Awards at Barcelona meeting
Fritz Anders Lecture Barcelona
Pigment Cell Research Subscriptions :
37 x 128 USD = 4736 USD (1 USD = 0.78 EURO)
Credit card machine (running budget)

2 009
210
248,09
1 500
1 500
3 723,99
516,82

Total outgoings
9 707,90 euros
_______________________________________________________________________
Balance on 15/09/06
+ 342,10 euros
This is an approximate amount, pending minor adjustments due to bank charges and exchange
rates.
PS : The account balance on 19/09/06 is

12 690,67 euros

Member statistics
Members
Regular
Student
Honorary
New members
Regular
Student
Resignations
Out people

1998

1999

2000

16

18

18

2001 2002 2003 2004 2005 2006
106 113
121
99
121
122
97
99
106
89
91
92
9
9
15
10
22
22
6
6
8
8
8
8
18
19
15
20
36
38
14
13
10
16
22
26
4
6
5
4
14
12
6
12

4
7

13
12

- Bank account
ESPCR bank account remains in Belgium (Centea bank, account number 850-8169817-87).
The issue of the location of the bank account was discussed. The account was following the
Treasurer, and travels from one European country to another every three years. This simplifies
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the work of the Treasurer but causes expenses and is somewhat time consuming. Moreover,
changing bank account and country means that a new VAT number should be obtained every
three years, as the VAT number is associated with a country. The VAT issue is still not sorted
out. (See point #11 Legal status of ESPCR).
- Increase our incomes
The President raised several issues on the financial aspects of ESPCR. Our society is a poor
society and it has to fulfil his mission: promote research on pigment cells, attract young
investigators, support meeting. In consequence three decisions were taken: stop sponsoring
meetings, increase fees and attract members.
- Support of ESPCR for ESPCR meeting
A clear support of ESPCR is given to ESPCR meeting. However, the finance of ESPCR does not
allow supporting financially ESPCR meetings. No financial support was given to the 2006
ESPCR meeting.
- Fees for 2007
As mentioned in 2006, a moderate increase was proposed to the Council meeting after six years
of stability. The council approved an increased of 10 euros for regular members (60 to 70 euros)
and 5 euros for students (30 to 35 euros). This increase will have to be approved by the General
assembly.
- Attract new members during and after 2006 ESPCR meeting.
During the meeting: official announcement and make available printed forms for 2007.
After the meeting, action should be envisaged. One is by using the bulletin. Each contributor
should high light one article in order that the authors of this article will be contacted by email if
they are European and non-ESPCR members. These potential members will be contacted with an
email sent by the ESPCR President to present the Society and to propose him to join.
The Council approved the report, and the President thanked Jo Lambert for her work.
6. ESPCR Bulletin and Web site report.
The ESPCR Web Master G. Ghanem delivered this.
- Web site: G. Ghanem reported that the Web site has been regularly updated and improved.
- ESPCR list: Everything is going smoothly
- Bulletin: Everything is going smoothly
The Council approved the report, and the President thanked G. Ghanem for his outstanding work.
7. Travel award committee report and related matters
F. Beermann informed on the activity of the Travel Awards Committee.
- ESPCR travel award. Sixteen applications were sent to the Committee but unfortunately two
were sent after the deadline. From the fourteen applications, four were selected on their scientific
merits. Two were PhD students and two were Post-doc fellows.
- Visiting scientist award. No grant was available from IFPCS.
Travel awards will be advertised in the Bulletin.
F. Beermann, L. Larue and N. Smit now compose the travel award committee. The chair of the
committee is F. Beermann.
The status of the travel award committee will be proposed to the council meeting in 2007.
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The Council approved the report, and the President thanked the member of the travel award
committee.
8. Matters concerning the IFPCS
IFPCS officers were elected in 2005 at Reston. The Secretary-Treasurer of IFPCS is Jose-Carlos
Garcia-Borron (ESPCR). Two other ESPCR members have to stand as IFPCS councillors. Jo
Lambert and Mauro Picardo were designated as ESPCR representatives. Dot Bennett remains on
the board as ex-officio.
Several matters concerning the future of IFPCS were discussed. The Federation has now 4
members. The way IFPCS is running should be reconsidered. Moreover, the rotation of PCR
editor could be reconsider. Colin Goding (council member and PCR editor) reminds that IFPCS
proposes an Editor and the Publisher (Blackwell) accepts it.
9. Matters concerning the Barcelona meeting
252 persons registered to the 2006 ESPCR meeting. This meeting is the biggest ever organized
by ESPCR. It represents 26 countries from 5 continents. Twelve companies and six Spanish
institutions supported this meeting. Sixty per cent of the income came from the attendees and
40% from sponsors. The budget is even. The 2004 ESPCR meeting broke already numbers of
attendees (210). These results show that our Society is on the good track and it must stay like
this.
The entire board for the scientific program, the number of program and the Venues congratulated
Lluis Montoliu.
10. Venues for forthcoming Meetings.
The venue of the 2007 XIVth ESPCR Meeting is Bari, Italy, organized by R. Cicero. Rosa Cicero
asked to change the date of the meeting. It will be from the 14-17th of October 2007. The council
accepted this modification for 2007 and wish good luck to Rosa Cicero.
The next IPCC Meeting, 2008, will be held in Sapporo, Japan, organized by K. Jimbow.
One serious option was discussed for the venue of the 2009 XVth ESPCR Meeting. Organizer:
Markus Böhm, Location: Münster, Germany.
For 2010, a possibility was considered. Organizer: Robert Kelsh, Location: Bath, UK.
For 2011, ESPCR has to organize IFPCS meeting.
11. Legal Status of the ESPCR.
The legal status of the Society was discussed. As of today, the ESPCR is not legally registered,
because the original register in Italy is no longer valid.
Several options were considered. The goal is that ESPCR is to be official. Either ESPCR could be
created as an international Charity Organization (French: ASBL; Dutch: VZW) or as another type
of Organization (French: association loi 1901). Mauro Picardo will investigate some solution in
Italy, Jo Lambert in Belgium and Alain Taieb in France.
- Incomes from Sponsors. Sponsors need a VAT number for donation. This issue is unfortunately
not important to day because we do not have any sponsor. IFPCS could be used as intermediate.
- Outgoings to Companies. A VAT number is now absolutely required to pay invoices such as
those from Blackwell corresponding to Pigment Cell Research subscriptions. IFPCS accepted to
play intermediate in the matter. ESPCR thanks IFPCS for this help in this respect.
- Tax issue. This issue is not relevant because ESPCR income is too low to be taxable.

1660

12. Any other business
No election should be conducted for 2007. The next election should be conducted for 2008.
Ghanem Ghanem pointed out the major issue concerning the animal experimentation problem,
which is rising in Europe. The question remains ask. What our Society could do, if it would?
13. Close of the Meeting.
Jose-Carlos Garcia Borron thanked Ghanem Ghanem, Dot Bennett for their constant helps during
these three years. The officers were thanked but Jose Carlos was sorry not to thank directly JeanMarie Naeyaert directly.
With no other matters to discuss, the meeting was closed by J-C. García-Borrón.

o-0-o
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MINUTES OF THE ESPCR
GENERAL ASSEMBLY
Tuesday, September 26th, 2006, 19:00
ESPCR meeting
Auditorium Sant Joan de Deu, Barcelona, SPAIN

1. Opening of the Meeting.
The meeting was opened by J-C. García-Borrón, who welcomed all ESPCR members.
2. Approval of the minutes of the ESPCR general assembly in Reston.
The Minutes of the General assembly Meeting in Reston were published in December 2005
ESPCR bulletin, issue number 53. The Minutes of the ESPCR General Assembly in Reston were
unanimously approved.
3. Secretary’s Report.
Lionel Larue is acting as Secretary.
a) Officer elections
After a call for nomination in 2005 only one candidate has been nominated for each of the three
ESPCR Offices. The new President is Mauro PICARDO, the new Secretary is Lionel LARUE
and the new Treasurer is Jo LAMBERT. Their terms of office began at the end of this meeting
and will end during the 2009 ESPCR meeting.
b) Council elections
Five positions were available. Seven members were nominees. Elections were required. 58
members voted. Lluis Montoliu, Alessandra Napolitano, Anja Bosserhoff, Alain Taieb and
Miguel Seabra were elected.
After the Barcelona meeting the ESPCR Council members are Anja Bosserhoff, Jose Carlos
Garcia-Borron as ex officio, Colin Goding, Ghanem Ghanem as non-voting permanent (Web
site), Jo Lambert as Treasurer, Lionel Larue as Secretary, Lluis Montoliu, Alessandra Napolitano,
Mauro Picardo as President, Miguel Seabra and Alain Taieb.
After the last ESPCR Council Meeting, the ESPCR representatives for IFPCS are Dot Bennett
(as ex-officio), Jose-Carlos Garcia-Borron (as Secretary-Treasurer), Jo Lambert and Mauro
Picardo.
After the last ESPCR Council Meeting, the ESPCR travel award committee is composed of
Friedrich Beermann (chair), Lionel Larue and Nico Smit.
The report was approved by the General Assembly and the President thanked Lionel Larue for his
work.
4. Treasurer’s Report.
- Statistics
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The number of members in the ESPCR Web site list is 202. However, the actual number of
members in good standing is 122 (8 honorary members, 92 regular members, 22 student
members). We have 38 new members (12 students and 26 regulars).
This means that we slightly increase the number of members (122 for 121) and that the expected
loss of members from the novel ASPCR society did not affect for the time being our Society.
- Finances
The finances are good over the year. For the 2006 year, we have a positive balance of 342,10
euros. On the account, we have a general positive balance of 12 690,67 euros.
The Treasurer, Jo Lambert, delivered the following report of incomes and outgoings (in Euros)
during this 2006 year.
Number of members on 9/2006

122

Members who paid subscription up to 9/2006:
Regular members
Student members
Honorary members

122
92
22
8

View on new members in 2006:
38
Regular members
26
Student members
12
_______________________________________________________________________
Income 10/2005-09/2006
Member subscriptions 2006
Pigment Cell Research subscriptions
Donations by members

6 250
3 700
100

Total income
10 050 euros
_______________________________________________________________________
Outgoings 10/2005-9/2006
International Federation of Pigment Cell Societies
Member dues for 2005 :
92 x 28 USD = 2576 USD (1 USD = 0.78 EURO)
Bulletin and web costs
(Prof. Ghanem – equiv. 4 memberships)
Bank charges Centea
ESPCR Travel Awards at Barcelona meeting
Fritz Anders Lecture Barcelona
Pigment Cell Research Subscriptions :
37 x 128 USD = 4736 USD (1 USD = 0.78 EURO)
Credit card machine (running budget)

2 009
210
248,09
1 500
1 500
3 723,99
516,82

Total outgoings
9 707,90 euros
_______________________________________________________________________
Balance on 15/09/06
+ 342,10 euros
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This is an approximate amount, pending minor adjustments due to bank charges and exchange
rates.
PS : The account balance on 19/09/06 is

12 690,67 euros

Member statistics
1998
Members
Regular
Student
Honorary
New members
Regular
Student

16

1999

18

2000

18

Resignations
Out people

2001 2002 2003 2004 2005 2006
106
113
121
99
121
122
97
99
106
89
91
92
9
9
15
10
22
22
6
6
8
8
8
8
18
19
15
20
36
38
14
13
10
16
22
26
4
6
5
4
14
12
6
12

4
7

13
12

5. Financial matters
The President raised several issues on the financial aspects of ESPCR. Our society is a poor
society and it has to fulfil his mission: promote research on pigment cells, attract young
investigators, support meeting. In consequence three decisions were taken: stop sponsoring
meetings, increase fees and attract members.
- Support of ESPCR for ESPCR meeting
A clear support of ESPCR is given to ESPCR meeting. However, the finance of ESPCR does not
allow supporting financially ESPCR meetings. No financial support was given to the 2006
ESPCR meeting.
- Fees for 2007
The ESPCR council meeting propose to increase the fees after six years of stability. The General
assembly approved unanimously an increased of 10 euros for regular members (60 to 70 euros)
and 5 euros for students (30 to 35 euros).
- Bank account
ESPCR bank account remains in Belgium (Centea bank, account number 850-8169817-87). The
bank should stay in Belgium to reduce the associated cost and the requirement to have a new
VAT number.
6. ESPCR Bulletin and Web site report.
The ESPCR Web Master G. Ghanem delivered this.
- Web site: G. Ghanem reported that the Web site has been regularly updated and improved.
- ESPCR list: Everything is going smoothly, updated every month
- Bulletin: Everything is going smoothly
Lluis Montoliu proposed to simplify the web site address of our Society. A discussion between
Ghanem and Lluis is on going to analyze this issue.
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The next password for the web site was decided.
The report was approved by the General assembly, and the President thanked G. Ghanem for his
outstanding work.
7. Venues for forthcoming Meetings.
The venue of the 2007 XIVth ESPCR Meeting is Bari, Italy, organized by R. Cicero. Rosa Cicero
asked to change the date of the meeting. It will be from the 14-17th of October 2007. The council
accepted this modification for 2007 and wish good luck to Rosa Cicero.
The next IPCC Meeting, 2008, will be held in Sapporo, Japan, organized by K. Jimbow.
The XVth ESPCR meeting will be held in Münster (Germany) and will be organized by Markus
Böhm.
7. Any other business
Jose-Carlos Garcia-Borron thanked the officers, Ghanem Ghanem and Dot Bennett for their
constant helps during these three years of Presidency.
8. Close of the Assembly.
With no other matters to discuss, the meeting was closed by J-C. García-Borrón.

o-0-o
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MINUTES OF THE SECOND ESPCR COUNCIL MEETING
Wednesday, September 27, 2006, 14:00
ESPCR meeting
Hotel ABBA Garden, Room Cerventes, Barcelona, SPAIN
1. Opening of the Meeting.
The meeting was opened by Mauro Picardo, who welcomed the following Council members: J.C.
Garcia-Borron, G. Ghanem, J. Lambert, L. Larue, L. Montoliu, A. Napolitano and A. Taieb.
2. Apologies.
Apologies for absence were received from Anja Bosserhoff, Colin Goding and Miguel Seabra.
They were accepted by the Council.
3. Presidential address and welcome to the new council members.
Mauro Picardo explains his general policy for the next three years and informs Council Members
about the increase in membership fees which was approved at the General Assembly. The fee for
membership has been increased from €60 to €70 for regular members and from €30 to €35 for
students
4. ESPCR Website.
The ESPCR website should be the opportunity to increase news, exchange information, job
opportunity, advertise special task forces of the Federation.
5. Exchange among board members
Mauro Picardo wishes that constant exchanges (email, telephone, etc.) among board members
occur in order that we better accomplish the mission of ESPCR.
6. Bari ESPCR 2007 Meeting.
The frame of the scientific program was presented during this meeting.
A large number of comments were formulated by Lionel Larue, Mauro Picardo and Alain Taieb.
An extensive work is required from the organizers to achieve this scientific program. Obviously,
the scientific program must get the approval of the scientific committee.
Rosa Cicero has to present rapidly to the scientific committee the aim of this meeting, the number
of days of the meeting, the clear schedule of the entire meeting including all the matters, the
various sessions, the number of talks per session, the length of the different talks.
The Bari meeting is very important for the Society because the next ESPCR will be held in 2009
and we must not break the ESPCR positive stream; Ghent 160 participants, Paris 210
participants, Barcelona 250 participants. The constant rising of ESPCR meeting is due to the
quality of the program, the novel themes presented aspects of our field (Developmental Biology,
Cell biology, new visits of vitiligo). Other topics (molecular, cellular and physiological) are
coming.
The exact venues, previsionnal budget and potential sponsors were not presented.
7. IPCC Meeting 2011
ESPCR will organize the IPCC meeting in 2011. Where should we organize the 2011 IPCC
meeting? ESPCR secretary will formulate an email IPCC 2011 call for nomination in the
beginning of 2008.
Mauro Picardo as preliminary reminded that the WCD (World Congress of Dermatology) will be
held in Europe in 2011. From this, Mauro formulated the wish that IPCC and WCD meetings
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could occur in the same place at the same time (one after the other one). The location of the
WCD meeting is not yet determined; it could be in London or in Rome.
8. Any other business
During the Gala Dinner, the Board proposed Richard King as an honorary member of the ESPCR
Society and it was approved at this meeting.
JC Garcìa-Borron, as secretary-treasurer of IFPCS, informed the members that the PCR
subscription has been increased by Blackwell for 2007.
9. Close of the Meeting.
With no other matters to discuss, Mauro Picardo closed the meeting.

o-0-o
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CURRENT LITERATURE
___________________________________

11.. C
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Meellaanniinnss aanndd ootthheerr P
(Pr. A. Napolitano)
Several reports describing the binding properties of synthetic and natural melanins to different drugs including
antibiotics (Buzman et al, Pharmazie), oligonucleotides and beta-adrenergic blocking agents (Pitkänen et al Pharm
Res) have appeared. Of interest in this connection is a review article by Hong and Simon (J Phys Chem B) which
summarizes recent data on the interactions between melanins and metals, providing a detailed insight into the nature
of the binding sites, binding capacity, and relative affinity.
An interesting observation was reported by Olsen et al (J. Am. Chem Soc) regarding the absorption and emission
spectra of the eumelanin precursor 5,6-dihydroxyindole-2-carboxylic acid (DHICA), which apparently subvert the
mirror image symmetry rule. The dual features observed in the absorption spectra have been attributed to the
excitation into the S1 and S2 states of a catecholate anion form of DHICA whereas emission were considered to arise
from the S1 state of its proton-transfer conjugate following conversion via dual adiabatic and nonadiabatic reaction
paths. The relevance of this observation to the absorption properties of melanins is also discussed considering the
possibility that intramonomer proton transfer may function as an energy dissipation mechanism from high-lying
photoexcited states of the macromolecule.
Characterization of the first tetramer arising from oxidation of a 5,6-dihyroxyindole (DHI) dimer (Panzella et al Org
Lett) suggested a different positional reactivity of the DHI system when framed into a dimeric scaffold. This would
imply that structural models of eumelanin should take into account not only the positional reactivity of the DHI
monomer but also of its oligomers which accumulate in the early phases of the polymerization process.
An improved method has been presented (Nezirevic et al, J. Chromatogr. A) for analysis of the pheomelanin markers
aminohydroxyphenylalanines based on the use of hydrophilic interaction liquid chromatography with mobile phases
not including ion pairing reagents, conditions which are compatible with mass spectrometric detection and allow to
perform a number of runs (up to 30 ) without reconditioning of the system.
Finally a new section has been introduced to put up the reports on applications of melanins which cover much
different fields and are attracting increasing interest.

REACTIVITY AND PROPERTIES

-

Buszman E, Wrzesniok D, Trzcionka J.
Interaction of neomycin, tobramycin and amikacin with melanin in vitro in relation to aminoglycosidesinduced ototoxicity. Pharmazie 62(3), 210-215, 2007.

-

Fu D, Ye T, Matthews TE, Yurtsever G, Hong L, Simon JD, Warren WS.
Two-color excited-state absorption imaging of melanins. Proceedings of SPIE-The International Society for
Optical Engineering 6424 (Photonic Therapeutics and Diagnostics III), 642402/1-642402/7, 2007.

-

Hong L, Simon JD.
Current Understanding of the Binding Sites, Capacity, Affinity, and Biological Significance of Metals in
Melanin. J Phys Chem B. (2007) Jun 20; [Epub ahead of print]

-

Olsen S, Riesz J, Mahadevan I, Coutts A, Bothma JP, Powell B J, McKenzie RH, Smith S C, Meredith P.
Convergent Proton-Transfer Photocycles Violate Mirror-Image Symmetry in a Key Melanin Monomer. J.
Am. Chem. Soc. 129(21), 6672-6673, 2007.

-

Panzella L, Pezzella A, Napolitano A, d'Ischia M.
The first 5,6-dihydroxyindole tetramer by oxidation of 5,5',6,6'-tetrahydroxy- 2,4'-biindolyl and an
unexpected issue of positional reactivity en route to eumelanin-related polymers. Org Lett. 9(7), 1411-1414,
2007.

-

Pitkänen L, Ranta VP, Moilanen H, Urtti A.
Binding of Betaxolol, Metoprolol and Oligonucleotides to Synthetic and Bovine Ocular Melanin, and
Prediction of Drug Binding to Melanin in Human Choroid-Retinal Pigment Epithelium. Pharm. Res.

1668

(2007) Jun 2; [Epub ahead of print].
-

Sangaletti L, Pagliara S, Vilmercati P, Castellarin-Cudia C, Borghetti P, Galinetto P, Gebauer R, Goldoni A.
Electronic excitations in synthetic eumelanin aggregates probed by soft X-ray spectroscopies. J Phys Chem
B. 111(19):5372-5376, 2007. Epub 2007 Apr 20.

-

Sobolewski AL, Domcke W.
Photophysics of eumelanin: ab initio studies on the electronic spectroscopy and photochemistry of 5,6dihydroxyindole. Chem Phys Chem. 8(5):756-762, 2007.

BIOSYNTHESIS / CONTROL
-

Chang Y-H, Kim CT, Jung M, Lim Y-H, Lee S, Kang S.
Inhibition of melanogenesis by selina-4(14),7(11)-dien-8-one isolated from Atractylodis Rhizoma Alba.
Biol. Pharm. Bull. 30(4), 719-723, 2007.

-

Choi SW, Lee SK, Kim EO, Oh JH, Yoon KS, Parris N, Hicks KB, Moreau RA.
Antioxidant and Antimelanogenic Activities of Polyamine Conjugates from Corn Bran and Related
Hydroxycinnamic Acids. J. Agric. Food Chemistry 55(10), 3920-3925, 2007.

-

Liu SH, Pan IH, Chu IM.
Inhibitory effect of p-hydroxybenzyl alcohol on tyrosinase activity and melanogenesis. Biol. Pharm.
Bull.30(6):1135-11399, 2007.

-

Kim YJ.
Antimelanogenic and antioxidant properties of gallic acid. Biol. Pharm. Bull. 30(6):1052-1055, 2007.

-

Kubo I, Nitoda T, Nihei K.
Effects of quercetin on mushroom tyrosinase and B16-F10 melanoma cells. Molecules 12(5), 1045-1056,
2007.

-

Maeda K, Naitou T, Umishio K, Fukuhara T, Motoyama A.
A novel melanin inhibitor: hydroperoxy traxastane-type triterpene from flowers of Arnica montana. Biol.
Pharm. Bull. 30(5):873-879, 2007.

-

Nitoda T, Fan MD, Kubo I.
Anisaldehyde, a melanogenesis potentiator. Z Naturforsch [C]. 62(1-2):143-149, 2007.

-

Parvez S, Kang M, Chung HS, Bae H.
Naturally occurring tyrosinase inhibitors: mechanism and applications in skin health, cosmetics and
agriculture industries. Phytother Res. (2007) Jun 29; [Epub ahead of print]
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Skin pigmentation and photoprotection are determined by the amount and type of melanin synthesized by the
melanocytes in specialized membrane-bound organelles termed melanosomes, transferred to the neighboring
keratinocytes. It is well known that racial differences in skin pigmentation are not due to the number of
melanocytes, but they depend both on the amount and the type of melanin and also on the differences in size,
number and distribution pattern of melanosomes within keratinocytes. Yoshida et al , using a human skin
substitute (HSS) composed of cells derived from light and dark skin, strengthened the key role of the
keratinocytes in modulating the skin pigmentation through differences in the release of melanogenic cytokines
(bFGF, ET-1, -MSH, SCF), the phagocytic activity and the distribution pattern of melanosomes. These
mechanisms, in fact, appeared to be more effective in keratinocytes from dark skin, which are thus responsible
for a darker coloration compared to that induced by light keratinocytes. The authors reported for the first time
that in HSS the racial origin of the keratinocytes strictly influences the expression of melanogenic citokines, the
melanogenesis and the distribution pattern of melanosomes in the epidermis. Recently it has been reported a new
surprising genoprotective function of p53. As shown by Cui et al. p53 controls the sun tan response. As a
transcription factor, p53 binds directly to the POMC gene promoter in keratinocytes and induces POMC
transcription and -MSH production. p53 exerts a crucial maintenance function in normal skin, protecting the
genomes of epidermal keratinocytes and melanocytes against genotoxic damage and the risk of subsequent
malignant transformation. Interestingly in some basal cell carcinomas, the tumors become pigmented due to the
colonization of melanocytes. The authors found that this occurs only in tumors that retain wildtype p53, but not
in those harboring p53 mutations. These data suggest that in subsets of basal cell carcinomas with wild-type p53,
the constitutive activation of the p53-POMC mechanism leads to constitutive -MSH production in the tumor,
probably serving as a chemoattractant for colonizing melanocytes. Szabad et al described a novel culture system
without chemical mitogens to obtain melanocytes from adult epidermis. In fact, most of culturing techniques use
chemical mitogens to support melanocyte growth and to prevent contamination by keratinocytes and fibroblasts.
They proposed a method to isolate and grow normal human adult melanocytes in a chemical free defined
medium in which melanocytes proliferate already in the early passages, when they haven’t already lost their
pigmentation. Moreover, in this culture system, normal human adult melanocytes express EGFR both at the
mRNA and at protein levels, and the treatment with EGF has a mitogenic effect. Due to conflicting results in the
literature regarding the expression of EGFR in normal human melanocytes, the authors suggested that the
reported results should help in solving this contradiction. The incidence of cutaneous melanoma is continously
increasing and patients with advanced disease do not respond to conventional therapies mainly because of the
acquired resistance to apoptosis of melanoma cells. Thomas et al investigated the role of the apoptosis inhibitor
Survivin in in vivo melanocyte transformation and in tumor progression by the generation of a transgenic mouse
with melanocyte-specific expression of Survivin (Dct-Survivin mouse). The authors showed in detail the
capacity of Survivin to promote both early and late events of the UV-induced melanoma development.
Survivin+/HGF+ mice generated from Dct-Survivin mice bred with melanoma prone MH19/HGF-B6 Tg mice
showed: a) reduced susceptibility to UV-induced and spontaneous apoptosis; b) earlier tumor onset with an
increased tumor density and c) higher tendency of lymph node and lung metastasis compared to Survivin-/HGF+
mice. These results showed the involvement of Survivin in both melanoma development and progression, also
suggesting the potential role of Survivin as a target in the treatment of melanoma. Shc proteins are targets of
activated tyrosine kinases and play a role in different cellular functions including survival, proliferation and
apoptosis. Fagiani et al reported the identification and functional characterization of a new member of the Shc
family termed RaLP. Among the different tissues analyzed, RaLP mRNA was detected in melanomas only. Its
expression was low in nevi and radial growth phase (RGF) melanomas compared to the higher expression in
vertical growth phase (VGP) and metastatic melanomas. This suggest a correlation between RaLP expression
and the acquisition by the tumor cells of the ability to migrate and invade the underneath tissues. The authors
showed that the down-regulation of RaLP expression in metastatic melanomas by siRNAs, reduced the
migration of metastatic cells in vitro and the tumorigenesis in vivo, demonstrating the central function of RaLP
in the tumorigenic potential of melanoma in vivo. Moreover, since IGF-1 and EGF are known a being involved
in the survival, growth and migration of melanoma cells, the authors analyzed the role of RaLP in the signaling
pathways of these two growth factors. When overexpressed in RGP or VGP RaLP-negative melanoma cells,
RaLP acts as a downstream substrate of IGF-1R and EGFR, increases Ras/MAPK signaling and stimulates cell
migration. RaLP silencing in RaLP-positive melanoma cells reduces their migratory potential without affecting
MAPK signaling. These data suggest that RaLP activates the migratory pathways in both Ras dependent and
independent manner. RaLP may represent a new and specific marker for metastatic melanoma and a potential
target for novel anti-melanoma therapeutic approaches. Batistatou et al performed a histological and
immunohistochemical analysis of common acquired nevi, excised from the same individual. They observed that
multiple nevi from the same individual share similarities in the morphology and E-cadherin expression. The
authors thus hypothesized the new concept that melanocytes of the all body are all genetically similar and
changes predisposing to transformation can be a global melanocytic event for each person. The Authors suggest
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genomic and proteomic-based approaches to verify this hypothesis. c-KIT, a receptor tyrosine kinase, once
activated by binding to its specific ligand, the stem cell factor, leads to the activation of intracellular signaling
pathways involved in the control of cellular proliferation and apoptosis. Hussein examined by
immunohistochemical analysis, the expression of KIT protein in fifty specimens of healthy human skin, to better
elucidate its expression in normal skin. The results showed a positive staining for KIT protein distributed on
keratinocytes of the basal layer, mast cells, melanocytes, as well as on sebaceous and sweat glands. This report
may be useful for studies which analyze KIT expression in cutaneous development and disorders. The study
from Lee et al described the usefulness of artificial skin (AS) manufactured with both keratinocytes and
melanocytes as an in vitro model to test the cutaneous biological changes induced by UV and provide a
promising model closer to the in vivo skin in order to evaluate the phototoxicity of topical chemical agents. The
heat shock proteins (Hsps), in addition to their chaperoning activities, are also involved in the regulation of
apoptosis. Among them, Hsp70 has been reported to preserve various cell types from apoptosis induced by
different stimuli such as oxidative stress, irradiation, TNF- , heat shock. Bivik et al reported the role of Hsp70
in the protection of human melanocytes against UVB-induced apoptosis. Their findings demonstrated that
melanocytes pre-heated before UVB exposure, show a significant increase of Hsp70 expression, a colocalization of Hsp70 signal with both lysosomes and mitochondria and a reduction in apoptosis. The authors
showed the involvement of Hsp70 in preventing apoptosis through the reduction in the release of cathepsin D
from lysosomes and cytochrome c from mitochondria, both events involved in the apoptotic process.
Furthermore, the authors showed the protective role exerted by Hsp70 through the reduction in the translocation
of the pro-apoptotic protein Bax from the cytosol to the mitochondria in cells expressing high levels of Hsp70.
Finally, the authors reported on how these protective effects were abolished by Hsp70 siRNA transfection. On
the other hand, the anti-apoptotic effect of Hsp70 may result in survival of melanocytes with DNA damaged by
UV irradiation which constitute dangerous tumor precursors. Since overexpression of Hsp70 is a common
feature of several types of tumor, targeting Hsp70 may thus represent a future anti-cancer therapeutic strategy.
Due to the fact that agents that promote the pigmentation hold the potential to reduce UV-induced cell damage
and that lightening agents have become increasingly important in the cosmetic and medical products used for the
treatment of hyperpigmentation, several efforts have been devoted to screening for agents that regulate
pigmentation. Ni-Komatsu et al discussed a chemical genetic approach to identify novel compounds and their
targets involved in the regulation of mammalian pigmentation. By screening tagged triazine-based combinatorial
libraries in immortalized murine melanocytes, albino melanocytes or zebrafish, 12 compounds were identified as
either potent pigmentation enhancers or inhibitors in various systems. Target identification by affinity
chromatography revealed prohibitin as a propigmentation effector and mitochondrial F1F0-adenotriphosphatase
as the cellular binding targets for novel pigmentation enhancers. Newton and co-workers investigated the
contribution of MITF to pigmentation regulation after treatment with the adenylate cyclase activator forskolin
and/or resveratrol in normal human melanocytes. Resveratrol did not alterate MITF and its tyrosinase inhibitory
effect was explained by both direct tyrosinase inhibition and a post-transcriptional effect that reduced the
amount of fully processed tyrosinase. On the other hand, elevation of intracellular cAMP by forskolin markedly
increased protein levels for MITF, tyrosinase and dopachrome tautomerase. However there was no concomitant
increase in tyrosinase or dopachrome tautomerase mRNA. These data indicate that the increase of MITF protein
abundance should be mediated through post-transcriptional processing events. Several studies have been
focused on pathogenic mechanisms of pigmentation disorders. Schallreuter et al. showed that calmodulin
expression is reduced in acute vitiligo. Due to their previous data reporting in vitiligo skin a low epidermal
catalase activity and expression, leading to an over-accumulation of hydrogen peroxide, the authors
hypothesised that calmodulin can be oxidased, loosing thus the capacity to activate calcium ATPase. This
hypothesis was verified by measuring calcium ATPase activity in skin biopsies of lesional skin from patients
with active vitiligo. The results showed a significant decrease of calcium ATPase activity in vitiligo skin,
suggesting that hydrogen peroxide mediated oxidation of calmodulin strongly perturbs calcium homeostasis.
The capacity for autocrine synthesis, transport and degradation of acetylcholine is severely affected in patients
with depigmentation disorder vitiligo due to hydrogen peroxide accumulation as shown by in vivo FT-Raman
spectroscopy. Schallreuter and Elwary investigated the possible regulatory effect of hydrogen peroxide overaccumulation in the cholinergic signal in vitiligo skin. Based on enzyme kinetics, in vitro FT-Raman,
fluorescence spectroscopy and computer modelling the authors showed that oxidation of residues such as Met
and Trp in the active site of both acetylcholinesterase and butyrylcholinesterase by hydrogen peroxide generates
relevant structural changes, leading to the deactivation of both enzymes and the subsequent perturbation of
cholinergic cascade. These evidence underline the involvement of cholinergic system in the pathogenesis of
vitiligo. Furthermore, the authors suggested that pruritus present in patient with rapid progression of vitiligo can
be caused by the accumulation of epidermal acetylcholine. Increased level of catecholamines and of their
metabolites have been reported in plasma and urine of vitiligo patients as well as in lesional skin. The increase
of these monoamines mainly occurs at the onset and progression phase, possibly contributing to the
disappearance of melanocyte in vitiligo. Park et al investigated the toxic profile of dopamine and the molecular
mechanism of dopamine-induced apoptosis in melanocytes. Moreover the authors tried to search for protective
antioxidants against dopamine-induced toxicity in melanocytes. Especially, molecular mechanism of dopamineinduced apoptosis melanocytes was investigated by Western blotting for stress signalling pathways. The authors
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demonstrated a selective dopamine toxicity in mouse and human melanocytes, while another major epidermal
constituent, keratinocyte, was much more resistant to dopamine. Dopamine-induced apoptosis and JNK and p38
activation was shown by flow cytometry and Western blot analysis. Thiol-containing antioxidants, such as NAC
or GSH, inhibited both stress-activated protein kinase activation and apoptosis, indicating the peculiar protective
capacity of thiol compounds. The authors suggested that dopamine-induced cytotoxicity and cytoprotective
effect of thiol compound reported could be a clue to understand pathogenesis of viltigo and to provide a new
therapeutic strategy.
-
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A new concept of melanocytic neoplasia pathogenesis based on the phenotype of common acquired nevi.
Medical Hypothesis 2007.

-
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-

Hussein MR.
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Biology International 31:748-751, 2007.

-

Kim EH., Kim YC, Lee ES, Kang HY.
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-

Lee JH, Kim JE, Kim BJ and Cho KH.
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-
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In this commentary two hypotheses relating to the etiopathogenesis of Parkinson’s disease and three interesting
biochemical aspects relevant to the catecholamine oxidation-neuromelanin-Parkinson’s disease relationships
will be addressed.
Sulzer (2007) reviewed possible causes or risk factors for Parkinson’s disease and suggested that selective
neuronal death may be due to multiple hits that combine a toxic response derived from dopamine oxidation or
mitochondrial dysfunction with a failure of neuroprotective mechanisms, such as loss of function of parkin, a
ubiquitin ligase that facilitates proteasomal protein degradation, or autophagic degradation.
Lang (2007) focused attention to the emerging view that Parkinson disease (PD) does not begin in the substantia
nigra pars compacta but in other regions of the brain and proposed that once the original pathobiological process
(for example, protein aggregation) is set in motion, additional processes more specific to dopaminergic neurones
are triggered, resulting in acceleration of cell loss and nigrostriatal degeneration. This hypothesis would suggest
a change in therapeutic strategy based on a combined treatment designed to address both the original
mechanisms of the neurodegeneration and the processes specific to the dopaminergic substantia nigra.
Current views about the role of neuromelanin in Parkinson’s disease implicate both the intracellular pigment in
processes of free radical production and mitochondrial alteration, and the extracellular pigment, which may be
liberated from degenerating melanized neurones, in the inflammatory response accompanying the disease. In an
attempt to model neurone-glia interactions in Parkinson’s disease, Depboylu et al. (2007) investigated the effects
of extracellular purified neuromelanin on primary mesencephalic neurones in the presence and in the absence of
glia. The results showed that extracellular neuromelanin may be toxic to surrounding neurones possibly via free
radical production but not mitochondrial inhibition, and that glial cells have the potential to mitigate the
neurotoxic effect of neuromelanin.
Bisaglia et al. (2007) carried out a detailed investigation of the oxidation products of dopamine to determine
their relative abilities to interact with -synuclein, a possible target protein in Parkinson’s disease, and
concluded that in the absence of thiol groups, 5,6-indolequinone is the reactive species. Finally, dolichoic acids
containing 14-20 isoprene units were identified in neuromelanin by Ward et al. (2007).
-

Bisaglia Marco, Mammi Stefano, Bubacco Luigi.
Kinetic and Structural Analysis of the Early Oxidation Products of Dopamine: analysis of the interactions
with -synuclein. Journal of Biological Chemistry 282(21):15597-15605, 2007.
Abstract: Oxidative stress appears to be directly involved in the pathogenesis of several neurodegenerative
disorders, including Alzheimer and Parkinson diseases. Nigral dopaminergic neurons are particularly exposed
to oxidative stress because a pathol. accumulation of cytosolic dopamine gives rise to various toxic mols.,
including free radicals and reactive quinones. These latter species can react with proteins preventing them from
exerting their physiol. functions. Among the possible targets of quinones, -synuclein is of primary interest
because of its direct involvement in dopamine metab. Contrary to the neurotoxic processes, neuromelanin
synthesis seems to play a protective role by its ability to sequester a variety of potentially damaging substances.
In this study, we carried out a kinetic and structural anal. of the early oxidn. products of dopamine. Specifically,
considering the potential high toxicity of aminochrome for both cells and mitochondria, we focused our attention
on its rearrangement to 5,6-dihydroxyindole. After the spectroscopic characterization of the products derived
from the oxidn. of dopamine, the structural information obtained was used to analyze the reactivity of quinones
toward -synuclein. Our results suggest that indole-5,6-quinone, rather than dopamine-o-quinone or
aminochrome, is the reactive species. We propose that the obsd. reactivity could represent a general reaction
pathway whenever cysteinyl residues are absent in proteins or if they are sterically protected.

-

Depboylu Candan, Matusch Andreas, Tribl Florian, Zoriy Myroslav, Michel Patrick P., Riederer Peter, Gerlach
Manfred, Becker Sabine, Oertel Wolfgang H., Hoeglinger Guenter U.
Glia Protects Neurons against Extracellular Human Neuromelanin. Neurodegenerative Diseases. 4(23):218-226, 2007.
Abstract: Background: Neuromelanin-contg. neurons of the substantia nigra are highly vulnerable to degenerate
in Parkinson's disease. Inhibition of the respiratory chain or formation of reactive oxygen species (ROS) by
intracellular neuromelanin and triggering of inflammatory processes by extracellular neuromelanin emanating
from melanized neurons after their demise are thought to be causally implicated in the high vulnerability of
melanized neurons. Objective: We addressed the direct effect of purified neuromelanin on mitochondrial
complex I activity, and its influence on ROS prodn. and survival of primary mesencephalic neurons in the
presence or absence of glia. Methods: Neuromelanin was isolated from midbrain of postmortem human brains.
The content in iron and other elements was measured by inductively coupled mass spectrometry. The effect of
neuromelanin on mitochondrial complex I activity was analyzed in post-nuclear exts. Primary neuronal
enriched and neuron-glia mixed cultures from midbrain were treated with different concns. of neuromelanin.
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The generation of ROS was detd. by fluorochrome detection. MAP2-pos. and TH-pos. neuronal viability was
analyzed. Results: Neuromelanin did not affect complex I activity, but concn.-dependently increased ROS
prodn. in neurons and reduced the no. of MAP2-pos. and TH-pos. cultured neurons. Glia protected neurons
against the neuromelanin toxicity. Conclusion: Extracellular neuromelanin is detrimental to neurons implicating
a mechanism of intracellular ROS prodn., but not complex I inhibition. ROS formation may be catalyzed by
iron, which was sensitively identified in purified neuromelanin (3.3 mg/g). Importantly, we demonstrate that
glial cells have the potential to mitigate the neurotoxic effect of neuromelanin.
-

Lang Anthony E.
The progression of Parkinson disease: a hypothesis. Neurology 68(12):948-52, 2007.
Abstract: Recent neuropathologic studies suggest that Parkinson disease (PD) does not begin in the substantia
nigra compacta (SNc) but only involves this region later in the course of the disease. It is proposed that once the
SNc is affected by the original pathobiological process (for example, protein aggregation), additional processes
more specific to dopaminergic neurons are triggered (including sources of oxidative stress such as increased
dopamine turnover, reduced levels of reduced glutathione, increased iron, and the presence of neuromelanin, as
well as altered calcium homeostasis and excitotoxicity). This results in an acceleration of cell loss in the SNc,
causing nigrostriatal degeneration to both reach a threshold for symptoms in advance of earlier affected brain
areas and progress more rapidly than other aspects of the disease. Neuroprotective therapy directed solely at
more general biologic processes may not have sufficient effects on this accelerated degeneration in the SNc,
while neuroprotective therapy designed exclusively to slow the progression of dopaminergic cell loss will not
alter the progression of the nondopaminergic symptoms that contribute the greatest disability in the later stages
of the disease. Effective disease-modifying therapy may require a cocktail combining treatments designed to
address the basic mechanisms of the neurodegeneration and the additional biologic processes specific to the
dopaminergic SNc. This hypothesis has implications for the development of disease-modifying therapy and the
interpretation of endpoints of clinical trials evaluating the efficacy of such treatments.

-

Reinert Tilo, Fiedler Anja, Morawski Markus, Arendt Thomas.
High resolution quantitative element mapping of neuromelanin-containing neurons. Nuclear Instruments &
Methods in Physics Research, Section B: Beam Interactions with Materials and Atoms 260(1):227-230, 2007.
Abstract: Neuromelanin is a dark colored intracellular pigment that appears in a specific population of neurons
(dopaminergic and noradrenergic) predominantly in the substantia nigra and in the locus coeruleus. In recent
years, there is increasing interest in the role of neuromelanin because of a hypothesised link between this
pigment and the cell death of neuromelanin-contg. neurons in Parkinson's disease (PD). Therefore, the role of
neuromelanin in the pathol. of PD is an actual focus in neuroscience. We have investigated the elemental
contents and distributions of sulfur, calcium, iron, nickel and copper of neuromelanin in dopaminergic neurons
for a Parkinson case and a control case (in situ, 6 m brain sections). There was no difference in the iron concn.
between the two cases. However, the calcium concn. was 3-fold higher in the Parkinson case, whereas the
copper and nickel concns. decreased. An ultrastructural investigation of the concns. of calcium and iron within
the neuromelanin suggests that these two elements are not necessarily co-localized.

-

Shibata Eri, Sasaki Makoto, Tohyama Koujiro, Otsuka Kotaro, Sakai Akio.
Reduced signal of locus ceruleus in depression in quantitative neuromelanin magnetic resonance imaging.
Neuroreport 18(5), 415-8, 2007.
Abstract: We used a neuromelanin-magnetic resonance imaging technique to investigate abnormalities in the
locus ceruleus in depression. We examined 20 patients with major depression and 43 age-matched controls
using a 3 T scanner with a neuromelanin-sensitive sequence. The signal intensities of the areas corresponding to
the rostral, middle, and caudal portions of the locus ceruleus were measured, and the contrast ratio relative to the
adjacent pontine tegmentum was calculated. In controls, the contrast ratio in the middle portion was higher than
in the rostral and caudal areas. In patients, contrast ratios in the rostral and middle portions were significantly
decreased in comparison with controls, suggesting dysfunction of the ascending noradrenergic system.
Neuromelanin-magnetic resonance imaging can be used to visualize abnormalities in the locus ceruleus of
depressive patients.

-

Sulzer David.
Multiple hit hypotheses for dopamine neuron loss in Parkinson's disease. Trends in Neurosciences 30(5),
244-250, 2007.
Abstract: Parkinson's disease arises from genetic and possibly neurotoxic causes that produce massive cell death
of the neuromelanin-contg. dopaminergic neurons of the substantia nigra. Loss of these neurons is essential for
the diagnostic parkinsonian features. Although many genetic mutations have been suggested as causes or risk
factors for Parkinson's disease, the low penetrance of some mutations and the low disease concordance in
relatives suggests that there must be interactions between multiple factors. We suggest that multiple hits' that
combine toxic stress, for example, from dopamine oxidn. or mitochondrial dysfunction, with an inhibition of a
neuroprotective response, such as loss of function of parkin or stress-induced autophagic degrdn., underlie
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selective neuronal death. We discuss the properties of substantia nigra dopamine neurons that might make them
particular targets of such multiple hits.
-

Ward Weslyn C, Guan Ziqiang, Zucca Fabio A, Fariello Ruggero G, Kordestani Reza, Zecca Luigi, Raetz
Christian R H, Simon John D.
Identification and quantification of dolichol and dolichoic acid in neuromelanin from substantia nigra of
the human brain. Journal of lipid research 48(7):1457-62, 2007.
Abstract: Neuromelanin (NM) isolated from the substantia nigra of the human brain is found to contain a series
of dolichoic acids (dol-CA) containing 14-20 isoprene units. This is the first observation of dol-CA in a natural
system. Using internally spiked nor-dolichol and nor-dolichoic acid standards, the concentrations of dolichol
(dol) and dol-CA present in NM were determined. Remarkably, dol was only four times as abundant as dol-CA
in NM. The distribution of dol-CA chains lengths in NM also differed from that of dol, suggesting that the
enzyme(s) responsible for the conversion of dol to dol-CA prefer a dolichol substrate containing 19 isoprene
units.

-

Wilms H, Zecca L, Rosenstiel P, Sievers J, Deuschl G, Lucius R.
Inflammation in Parkinson's diseases and other neurodegenerative diseases: cause and therapeutic
implications. Current pharmaceutical design. 13(18):1925-8, 2007.
Abstract: Agents suppressing microglial activation are attracting attention as candidate drugs for neuroprotection
in Parkinson s disease (PD): While different mechanisms including environmental toxins and genetic factors
initiate neuronal damage in the substantia nigra and striatum in PD, there is unequivocal evidence that activation
of neuroinflammatory cells aggravates this neurodegenerative process. It was shown that following an acute
exposure to the neurotoxin 1-methyl-4-phenyl-1,2,3,6-tetrahydropyridine (MPTP) and other toxins the
degenerative process continues for years in absence of the toxin. Reactive microglia has been observed in the
substantia nigra of patients with PD, indicating that this inflammatory process might aggravate
neurodegeneration. By releasing various kinds of noxious factors such as cytokines or proinflammatory
molecules microglia may damage CNS cells. The stimuli triggering microgliosis in Parkinsonian syndromes are
unknown so far: However, analysis of neuronal loss in PD patients shows that it is not uniform but that neurons
containing neuromelanin (NM) are predominantly involved. We hypothesized that extraneuronal melanin might
trigger microgliosis, microglial chemotaxis and microglial activation in PD with subsequent release of
neurotoxic mediators. The addition of human NM to microglial cell cultures induced positive chemotactic
effects, activated the pro-inflammatory transcription factor nuclear factor kappa B (NF-kappaB) via
phosphorylation and degradation of the inhibitor protein kappaB (IkappaB), and led to an upregulation of TNFalpha, IL-6 and NO. These findings demonstrate a crucial role of NM in the pathogenesis of Parkinson s disease
by augmentation of microglial activation, leading to a vicious cycle of neuronal death, exposure of additional
neuromelanin and chronification of inflammation. Antiinflammatory drugs may be one of the new approaches
in the treatment of PD.
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- Baxter LL, Hsu BJ, Umayam L, Wolfsberg TG, Larson DM, Frith MC, Kawai J, Hayashizaki Y, Carninci P, Pavan
WJ.
Informatic and genomic analysis of melanocyte cDNA libraries as a resource for the study of melanocyte
development and function. Pigment Cell Res 20: 201-209, 2007.
- Braasch I, Schartl M, Volff JN.
Evolution of pigment synthesis pathways by gene and genome duplication in fish. BMC Evol Biol 7: 74, 2007.
- Chang HY.
Patterning skin pigmentation via dickkopf. J Invest Dermatol 127: 994-995, 2007
- Choi TY, Kim JH, Ko DH, Kim CH, Hwang JS, Ahn S, Kim SY, Kim CD, Lee JH, Yoon TJ.
Zebrafish as a new model for phenotype-based screening of melanogenic regulatory compounds. Pigment
Cell Res 20: 120-127, 2007.
- Deng WD, Xi DM, Gou X, Yang SL, Shi XW, Mao HM.
Pigmentation in Black-boned sheep (Ovis aries): association with polymorphism of the Tyrosinase gene. Mol
Biol Rep, 2007.
- Fagiani E, Giardina G, Luzi L, Cesaroni M, Quarto M, Capra M, Germano G, Bono M, Capillo M, Pelicci P,
Lanfrancone L.
RaLP, a new member of the Src homology and collagen family, regulates cell migration and tumor growth
of metastatic melanomas. Cancer Res 67: 3064-3073, 2007.
- Garcia RJ, Ittah A, Mirabal S, Figueroa J, Lopez L, Glick AB, Kos L.
Endothelin 3 Induces Skin Pigmentation in a Keratin-Driven Inducible Mouse Model. J Invest Dermatol,
2007.
Abstract: Endothelin 3 (Edn3) encodes a ligand important to developing neural crest cells and is allelic to the
spontaneous mouse mutation occurring at the lethal spotting (ls) locus. Edn3(ls/ls) mutants exhibit a spotted
phenotype due to reduced numbers of neural crest-derived melanocyte precursors in the skin. In this study, we
show that when Edn3 is driven by the keratin 5 promoter and thereby placed proximal to melanocyte lineage cells,
adult mice manifest pigmented skin harboring dermal melanocytes. Using a tetracycline inducible system, we
show that the postnatal expression of Edn3 is required to maintain these dermal melanocytes, and that early
expression of the Edn3 transgene is important to the onset of the hyperpigmentation phenotype. Crosses into
Edn3(ls/ls) mutants demonstrate that the Edn3 transgene expression does not fully compensate for the endogenous
expression pattern. Crosses into tyrosine kinase receptor Kit(Wv) mutants indicate that Edn3 can partially
compensate for Kit's role in early development. Crosses into A(y) mutant mice considerably darkened their yellow
coat color suggesting a previously unreported role for endothelin signaling in pigment switching. These results
demonstrate that exogenous Edn3 affects both precursors and differentiated melanocytes, leading to a phenotype
with characteristics similar to the human skin condition dermal melanocytosis.
- Ha L, Ichikawa T, Anver M, Dickins R, Lowe S, Sharpless NE, Krimpenfort P, Depinho RA, Bennett DC,
Sviderskaya EV, Merlino G.
ARF functions as a melanoma tumor suppressor by inducing p53-independent senescence. Proc Natl Acad
Sci U S A 104: 10968-10973, 2007.
- Haitina T, Ringholm A, Kelly J, Mundy NI, Schioth HB.
High diversity in functional properties of melanocortin 1 receptor (MC1R) in divergent primate species is
more strongly associated with phylogeny than coat colour. Mol Biol Evol, 2007.
- Hallsson JH, Haflidadottir BS, Schepsky A, Arnheiter H, Steingrimsson E.
Evolutionary sequence comparison of the Mitf gene reveals novel conserved domains. Pigment Cell Res 20:
185-200, 2007.
Shortened abstract: we use the evolutionary relationship of Mitf genes from numerous distantly related species,
including vertebrates and invertebrates, to identify novel conserved domains in the Mitf protein and regions of
possible functional importance in the 3' untranslated region. We also characterize the nine different 5' exons of the
Mitf gene and identify a new 5' exon in the Drosophila Mitf gene. Our analysis sheds new light on the
conservation of the Mitf gene and protein and opens the door for further functional analysis.
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- Hibma JC, Neufeld DA, Halaby MJ, Yang DQ.
A novel phenotypic marker for ATM-deficient 129S6/SvEvTac-ATMtm1Awb/J mice. Anat Rec (Hoboken)
290: 243-250, 2007.
Commentary: They show that ATM-/- mice have a characteristic white tail. It is postulated that melanoblasts are
present but fail to differentiate fully into mature melanocytes.
- Howell GR, Libby RT, Marchant JK, Wilson LA, Cosma IM, Smith RS, Anderson MG, John SW.
Absence of glaucoma in DBA/2J mice homozygous for wild-type versions of Gpnmb and Tyrp1. BMC Genet
8: 45, 2007.
- Julien S, Puig I, Caretti E, Bonaventure J, Nelles L, van Roy F, Dargemont C, de Herreros AG, Bellacosa A, Larue
L.
Activation of NF-kappaB by Akt upregulates Snail expression and induces epithelium mesenchyme
transition. Oncogene, 2007.
- Kerns J, Cargill E, Clark LA, Candille S, Berryere T, Olivier M, Lust G, Schmutz S, Murphy K, Barsh G.
Linkage and segregation analysis of black and brindle coat color in domestic dogs. Genetics, 2007.
- Kimura T.
Dermal melanocytosis in Japanese monkeys (Macaca fuscata). Comp Med 57: 305-310, 2007.
- Kumar SM, Yu H, Edwards R, Chen L, Kazianis S, Brafford P, Acs G, Herlyn M, Xu X.
Mutant V600E BRAF increases hypoxia inducible factor-1alpha expression in melanoma. Cancer Res 67:
3177-3184, 2007.
- Lacosta AM, Canudas J, Gonzalez C, Muniesa P, Sarasa M, Dominguez L.
Pax7 identifies neural crest, chromatophore lineages and pigment stem cells during zebrafish development.
Int J Dev Biol 51: 327-331, 2007.
- Lee J, Basak JM, Demehri S, Kopan R.
Bi-compartmental communication contributes to the opposite proliferative behavior of Notch1-deficient
hair follicle and epidermal keratinocytes. Development 134: 2795-2806, 2007.
Commentary: This publication addresses the effect of Notch1 deletion in different populations of keratinocytes in
the mouse. However, they also show that the number of melanocytes in hair follicles is affected when follicular
keratinocytes lack Notch1. This is most probably due to effects on kitl-dependent melanocyte proliferation and
survival.
- Liang Y, Yang S, Zhou Y, Gui J, Ren Y, Chen J, Fan X, Sun L, Xiao F, Gao M, Du W, Fang Q, Xu S, Huang W,
Zhang X.
Evidence for Two Susceptibility Loci on Chromosomes 22q12 and 6p21-p22 in Chinese Generalized Vitiligo
Families. J Invest Dermatol, 2007.
- Lopes VS, Ramalho JS, Owen DM, Karl MO, Strauss O, Futter CE, Seabra MC.
The ternary Rab27a-Myrip-Myosin VIIa complex regulates melanosome motility in the retinal pigment
epithelium. Traffic 8: 486-499, 2007.
- Lu B, Geurts AM, Poirier C, Petit DC, Harrison W, Overbeek PA, Bishop CE.
Generation of rat mutants using a coat color-tagged Sleeping Beauty transposon system. Mamm Genome,
2007.
- Lund PM, Maluleke TG, Gaigher I, Gaigher MJ.
Oculocutaneous albinism in a rural community of South Africa: A population genetic study. Ann Hum Biol
34: 493-497, 2007.
- McNeill MS, Paulsen J, Bonde G, Burnight E, Hsu MY, Cornell RA.
Cell Death of Melanophores in Zebrafish trpm7 Mutant Embryos Depends on Melanin Synthesis. J Invest
Dermatol, 2007.
- Mills MG, Nuckels RJ, Parichy DM.
Deconstructing evolution of adult phenotypes: genetic analyses of kit reveal homology and evolutionary
novelty during adult pigment pattern development of Danio fishes. Development 134: 1081-1090, 2007.
- Murakami M, Iwata Y, Funaba M.
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Expression and transcriptional activity of alternative splice variants of Mitf exon 6. Mol Cell Biochem, 2007.
- Murisier F, Guichard S, Beermann F.
The tyrosinase enhancer is activated by Sox10 and Mitf in mouse melanocytes. Pigment Cell Res 20: 173-184,
2007.
Commentary: Sox10 activates and binds the tyrosinase enhancer in melanocytes and is thus implicated in
tyrosinase gene regulation.
- Ortiz P, Vanaclocha F, Lopez-Bran E, Esquivias JI, Lopez-Estebaranz JL, Martin-Gonzalez M, Arrue I, GarciaRomero D, Ochoa C, Gonzalez-Perez A, Ruiz A, Real LM.
Genetic analysis of the GRM1 gene in human melanoma susceptibility. Eur J Hum Genet, 2007.
- Palmer MB, Majumder P, Green MR, Wade PA, Boss JM.
A 3' enhancer controls snail expression in melanoma cells. Cancer Res 67: 6113-6120, 2007.
- Schmutz SM, Berryere TG.
The Genetics of Cream Coat Color in Dogs. J Hered, 2007.
- Schwarzbraun T, Ofner L, Gillessen-Kaesbach G, Schaperdoth B, Preisegger KH, Windpassinger C, Wagner K,
Petek E, Kroisel PM.
A new 3p interstitial deletion including the entire MITF gene causes a variation of Tietz/Waardenburg type
IIA syndromes. Am J Med Genet A 143: 619-624, 2007.
- Stecca B, Mas C, Clement V, Zbinden M, Correa R, Piguet V, Beermann F, Ruiz IAA.
Melanomas require HEDGEHOG-GLI signaling regulated by interactions between GLI1 and the RASMEK/AKT pathways. Proc Natl Acad Sci U S A 104: 5895-5900, 2007.
Shortened abstract: Here we report that SONIC HEDGEHOG (SHH)-GLI signaling is active in the matrix of
human hair follicles, and that it is required for the normal proliferation of human melanocytes in culture. SHH-GLI
signaling also regulates the proliferation and survival of human melanomas: the growth, recurrence, and metastasis
of melanoma xenografts in mice are prevented by local or systemic interference of HH-GLI function. Moreover,
we show that oncogenic RAS-induced melanomas in transgenic mice express Gli1 and require Hh-Gli signaling in
vitro and in vivo. Finally, we provide evidence that endogenous RAS-MEK and AKT signaling regulate the
nuclear localization and transcriptional activity of GLI1 in melanoma and other cancer cells.
- Svetic V, Hollway GE, Elworthy S, Chipperfield TR, Davison C, Adams RJ, Eisen JS, Ingham PW, Currie PD,
Kelsh RN.
Sdf1a patterns zebrafish melanophores and links the somite and melanophore pattern defects in choker
mutants. Development 134: 1011-1022, 2007.
- Thomas J, Liu T, Cotter MA, Florell SR, Robinette K, Hanks AN, Grossman D.
Melanocyte expression of survivin promotes development and metastasis of UV-induced melanoma in HGFtransgenic mice. Cancer Res 67: 5172-5178, 2007.
- Tshori S, Sonnenblick A, Yannay-Cohen N, Kay G, Nechushtan H, Razin E.
Microphthalmia transcription factor isoforms in mast cells and the heart. Mol Cell Biol 27: 3911-3919, 2007.
- Uhm YK, Yoon SH, Kang IJ, Chung JH, Yim SV, Lee MH.
Association of glutathione S-transferase gene polymorphisms (GSTM1 and GSTT1) of vitiligo in Korean
population. Life Sci 81: 223-227, 2007.
- Yang CT, Hindes AE, Hultman KA, Johnson SL.
Mutations in gfpt1 and skiv2l2 Cause Distinct Stage-Specific Defects in Larval Melanocyte Regeneration in
Zebrafish. PLoS Genet 3: e88, 2007.
Shortened abstract: Here, we reported the identification of two mutants, eartha(j23e1) and julie(j24e1) from a
melanocyte ablation screen. Both mutants develop normal larval melanocytes, but upon melanocyte ablation, each
mutation results in a distinct stage-specific defect in melanocyte regeneration. Positional cloning reveals that the
eartha(j23e1) mutation is a nonsense mutation in gfpt1 (glutamine:fructose-6-phosphate aminotransferase 1), the
rate-limiting enzyme in glucosamine-6-phosphate biosynthesis. Our analyses reveal that a mutation in gfpt1
specifically affects melanocyte differentiation (marked by melanin production) at a late stage during regeneration
and that gfpt1 acts cell autonomously in melanocytes to promote ontogenetic melanocyte darkening. We identified
that the julie(j24e1) mutation is a splice-site mutation in skiv2l2 (superkiller viralicidic activity 2-like 2), a
predicted DEAD-box RNA helicase. Our in situ analysis reveals that the mutation in skiv2l2 causes defects in cell
proliferation, suggesting that skiv2l2 plays a role in regulating melanoblast proliferation during early stages of
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melanocyte regeneration. This finding is consistent with previously described role for cell division during larval
melanocyte regeneration.
- Ying W, Fei H, Jun D, Xi-chuan Y, Bai-yu Z, Qing-yi Y.
Reversible transfection of human melanocytes mediated by Cre/loxP site-specific recombination system and
SV40 large T antigen. Exp Dermatol 16: 437-444, 2007.
- Yoshida Y, Hachiya A, Sriwiriyanont P, Ohuchi A, Kitahara T, Takema Y, Visscher MO, Boissy RE.
Functional analysis of keratinocytes in skin color using a human skin substitute model composed of cells
derived from different skin pigmentation types. Faseb J, 2007.
- Yuasa I, Umetsu K, Harihara S, Kido A, Miyoshi A, Saitou N, Dashnyam B, Jin F, Lucotte G, Chattopadhyay PK,
Henke L, Henke J.
Distribution of Two Asian-Related Coding SNPs in the MC1R and OCA2 Genes. Biochem Genet, 2007.
- Yuasa I, Umetsu K, Harihara S, Miyoshi A, Saitou N, Park KS, Dashnyam B, Jin F, Lucotte G, Chattopadhyay PK,
Henke L, Henke J.
OCA2*481Thr, a hypofunctional allele in pigmentation, is characteristic of northeastern Asian populations.
J Hum Genet, 2007.
- Zuhlke C, Criee C, Gemoll T, Schillinger T, Kaesmann-Kellner B.
Polymorphisms in the genes for oculocutaneous albinism type 1 and type 4 in the German population.
Pigment Cell Res 20: 225-227, 2007.
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Melanosome trafficking, movement and distribution have received much attention recently: Two reviews deal
with the function of myosins (Coudrier, Eichler et al), two papers postulate the role of Rab27A-Myrip-myosin
VIIa complex in the melanosome motility in the RPE (Klomp et al, Lopes et al). A new method suitable for the
in vivo melanosome tracking has been reported (Toprak et al).
The demonstration of aberrant melanosomes in metastatic myxoid melanoma cells (Inoue et al) and in
conjuctival melanoma (Kabasawa et al) cannot any more be considered a surprising finding – the list of tumours
with the incidence of aberrant melanosomes has already become too long. Changes of normal melanosome
ultrastructure were described in epidermal melanocytes in slaty mice (Hirobe&Abe) and the rescue of
melanosome maturation by the excess of tyrosine was observed in cultured recessive yellow melanocytes
(Hirobe et al). Melanosomes in the extracutaneous melanocytes of amphibian testes were characterized by Zieri
et al. The occurence of giant melanosomes in the choroid melanocytes was induced by bevacizumab injections
(Peters et al).
-

Byers HR, Dykstra SG, Boissel SJS.
Requirement of dynactin p150(Glued) subunit for the functional integrity of the keratinocyte
microparasol. J Invest Dermatol 127(7): 1736-1743, 2007.

-

Coudrier E.
Myosin in melanocytes: to move or not to move? Pigment Cell Res 20(3): 153-160, 2007.
Comments: The role of myosins and different molecular mechanisms by which they contribute to the
distribution, the movement and the biogenesis of melanosomes in epidermal melanocytes and RPE cells has
been reviewed.

-

Eichler TW, Kögel T, Bukoreshtliev NV, Gerdes HH.
The role of myosin Va in secretory granule trafficking and exocytosis. Biochemical Society Transactions
34(5): 671-674, 2006.
Comments: Concise and nicely illustrated review. Melanosomes are mentioned mainly in the paragraph devoted
to myosin Va-related diseases.

-

Hirobe T, Abe H.
Changes of melanosome morphology associated with the differentiation of epidermal melanocytes in slaty
mice. Anat Rec (Hoboken) 290(7): 795-800, 2007.
Comments: Differences in the morphology and in the maturation of melanosomes in cultured epidermal
melanocytes between those derived from wild type and slaty mutant were studied by means of electron
microscopy. In wild type ((DCT+) almost all melanosome were elliptical stage IV organelles. In slaty
melanocytes stage III melanosomes were mainly present in 3 different forms: spherical melanosomes with
granular deposition of melanin, elliptical fibrillar melanosomes and mixed types. With the advancing age of the
mouse cell donor spherical and mixed type melanosomes were gradually decreasing in slaty melanocytes -see
also Hirobe, Wakamatsu, Ito / Zool Sci- below. As for the mixed melanosome see Sato et al / Cell Structure
Function 10: 421-425, 1985.

-

Hirobe T, Abe H, Wakamatsu K, Ito S, Kawa Y, Soma Y, Mizoguchi M.
Excess tyrosine rescues the reduced activity of proliferation and differentiation of cultured recessive
yellow melanocytes derived from neonatal mouse epidermis. Eur J Cell Biol 86(6): 315-330, 2007.
Comments: The murine recessive yellow (MC1r(e)) is a loss-of-function mutant in melanocortin receptor 1 for
α-MSH. The results obtained suggest that the MC1r(e) mutation affects the proliferation and differentiation of
melanocytes; L-tyr was shown to rescue the reduced proliferative and differentiative activities by stimulating
tyrosinase activity, TRP1 and TRP2 expressions as well as melanosome maturation.

-

Hirobe T, Wakamatsu K, Ito S.
Excess tyrosine stimulates eumelanin and pheomelanin synthesis in cultured slaty melanocytes from
neonatal mouse epidermis. Zoological Sci 24: 209-217, 2007.
Comments: The content of melanin was measured in the cultured epidermal melanocytes and in their
supernatants in serum-free primary cultures derived from wild type and slaty mouse melanocytes. The addition
of L-tyrosine increased the content of phaeo- and eumelanin in cultured slaty melanocytes and even stronger in
culture supernatants. The eu- and phaeomelanin contents in culture supernatants from 7.5-day-old slaty
melanocytes supplemented with L-tyrosine were even higher than those from wild-type melanocytes. See also
Hirobe et al / Eur J Cell Biol 85(6): 537-549, 2006.
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-

Inoue T, Misago N, Narisawa Y.
Metastatic myxoid melanoma with partial regression of the primary lesion. J Cuth Pathol 34(6): 508-512,
2007.
Comments: Aberrant stage 3 melanosomes with various sized vesicles within the unit membrane were
intermingled with normally looking melanosomes in the lymph node metastatic cells. The regressing primary
site was not examined ultrastructurally.

-

Kabasawa S, Murayama K, Tsuchida T, Tanaka K, Arai E, Yonyea S.
Case of corneally displaced malignant conjunctival melanoma. /In Japanese/ Nippon Ganka Gakki Zasshi
111(2): 102-106, 2007.
Comments: Ultrastructural study of the pigmented tumour cells in the cornea revealed the presence of aberrant
granular melanosomes.

-

Klomp AE, Teofilo K, Legacki E, Williams DS.
Analysis of the linkage of MYRIP and MYO7A to melanosomes by RAB27A in retinal pigment epithelial
cells. Cell Motil Cytoskeleton 64(6): 474-487, 2007.
Comments: The relationship among Myrip( = myosin 7A interacting protein), Rab27a and myosin7A was
examined with studies of mouse RPE in primary culture (including live-cell imaging), analyses of mutant retinas
and RPE cell fractionation experiments. In RPE cells Rab27A, Myrip and myosin7A were all associated with
melanosomes. Analyses of mutant mouse provided genetic evidence that Myrip is linked to melanosomes via
Rab27A but showed that recruitment of Myrip to apical RPE is independent of melanosomes and Rab27A. It has
been concluded that the Rab27A-Myrip-myosin7A complex functions in melanosome motility in the RPE.

-

Lopes VS, Ramalho JS, Owen DM, Karl MO, Strauss O, Futter CE, Seabra MC.
The ternary Rab27a-Myrip-Myosin VIIa complex regulates melanosome motility in the retinal pigment
epithelium. Traffic 7(8): 486-499, 2007.
Comments: Rab27a- Myrip - myosin VIIa complex was demonstrated to play a functional role in melanosome
motlity in retinal pigment epithelium. Significant and similar alterations were observed when any one of these
three components of the complex was missing as studied in ashen- (Rab27a defective), shaker1 (myosin VIIa
mutant) and in the cells with knockdowned Myrip expression. I expect that this modern, first class paper will
become a fundamental „compulsory“ reading on the melanosome motility in the RPE.

-

Peters P, Heiduschka P, Julien S, Ziemssen F, Fietz H, Bartz-Schmidt KU, Schraermeyer U.
Ultrastructural findings in the primate eye after intravitreal injection of bevacizumab. Am J Ophthalmol
143(6): 995-1002, 2007.
Comments: Bevacizumab, protein inhibitor of vascular endothelial growth factor, has been repeatedly tested for
the treatment of various malignancies and ocular pathological situations ./see e.g. Gerber HP&Ferrara N
/Cancer Res 65(3): 671-680, 2005/. This time intravitreal application of bevacizumab was reported to induce
various ultrastructural changes in the choriocapillaries of Cynomolgus monkeys´eyes: choroidal melanocytes
contained giant melanosomes on days 1 to 7 after the injection of bevacizumab.

-

Toprak E, Balci H, Blehm BH, Selvin PR.
Three-dimensional particle tracking via biphocal imaging. Nano Letters 7(7): 2043-2045, 2007.
Comments: Biphocal imaging method (using a single CCD camera) enabling three-dimensional tracking of both
fluorescent and non-fluorescent particles has been introduced and applied to several systems including in vivo
melanosome tracking. Two to five nm accuracy with 2-50ms time resolution was achieved.

-

Zieri L, Taboga SR, De Oliveira C.
Melanocytes in the testes of Eupemphix natterei (Anura, Leiuperidae): Histological, Stereological and
Ultrastructural aspects. Anat Rec 290: 795-800, 2007.
Comments: Description of extracutaneous pigmentary system in the testis of the anuran amphibian Eupemphix
natterei. Melanocytes occupied 0.71±0.33 mm3, were found to be in contact with neighbour melanocytes, myoid
cells, Leidig cells and fibroblasts, and contained a large amount of melanosomes. Transmission EM revealed
round and ovoid melanosomes of variable size and with indistinct margins. The authors have concluded that the
described pigment cell type is not a component of the melanomacrophage system.
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Microencapsulation of recombinant cells is a recent approach to gene therapy which does not depend on genetic
modification of the patient's own cells. Recombinant cell lines secreting a desired therapeutic gene product can be
implanted into different patients, requiring the same product replacement or a therapeutic protein delivery. Graft
rejection is avoided by enclosing these cells in immuno-isolation devices whose permeability excludes the host's
immune mediators but permits the transit of nutrients and recombinant gene products. The capsules, or bioreactors,
permit the release of recombinant proteins that may assert their effects in the tumor microenvironment. Such system
has been used by Zhang et al. (2007); they describe a method to systemically inhibit tumor growth by in vivo culture
of anti-angiogenic endostatin-secreting Chinese hamster ovary cells (CHO) in microcapsules as small as 200 µm in
diameter. Peritoneal administrations of these microcapsules inhibit the growth of melanoma cells more than 65 %
and enhance the survival of treated mice by 27 days post-treatment.
Hu (2007) has developed an original technique for the isolation, purification and cultivation of human conjunctival
melanocytes. The author compares 2 methods: (1) various enzyme digestion methods or (2) enzyme-microdissection
method (with dispase). The best results are obtained by the use of the second. This method provides a valuable
source of large numbers of human conjunctival melanocytes.

A. Signal transduction and cell culture
-

Bandyopadhyay D, Curry JL, Lin Q, Richards HW, Chen D, Hornsby PJ, Timchenko NA, Medrano EE.
Dynamic assembly of chromatin complexes during cellular senescence: implications for the growth arrest
of human melanocytic nevi. Aging Cell. 2007.

-

Elco CP, Sen GC.
Stat1 required for interferon-inducible but not constitutive responsiveness to extracellular dsRNA. J
Interferon Cytokine Res. 27(5):411-24, 2007.

-

Lee SO, Chun JY, Nadiminty N, Lou W, Gao AC.
Interleukin-6 undergoes transition from growth inhibitor associated with neuroendocrine differentiation
to stimulator accompanied by androgen receptor activation during LNCaP prostate cancer cell
progression. Prostate. 67(7):764-73, 2007.

-

Madhunapantula SV, Sharma A, Robertson GP.
PRAS40 deregulates apoptosis in malignant melanoma. Cancer Res. 67(8):3626-36, 2007.

-

Meier F, Busch S, Lasithiotakis K, Kulms D, Garbe C, Maczey E, Herlyn M, Schittek B.
Combined targeting of MAPK and AKT signalling pathways is a promising strategy for melanoma
treatment. Br J Dermatol. 156(6):1204-13, 2007.

-

Stecca B, Mas C, Clement V, Zbinden M, Correa R, Piguet V, Beermann F, Ruiz I Altaba A.
Melanomas require HEDGEHOG-GLI signaling regulated by interactions between GLI1 and the RASMEK/AKT pathways. Proc Natl Acad Sci U S A. 104(14):5895-900, 2007. Epub 2007 Mar 28.

B. Melanin and cell culture
-

Klomp AE, Teofilo K, Legacki E, Williams DS.
Analysis of the linkage of MYRIP and MYO7A to melanosomes by RAB27A in retinal pigment epithelial
cells. Cell Motil Cytoskeleton. 64(6):474-87, 2007.

-

Liu SH, Pan IH, Chu IM.
Inhibitory effect of p-hydroxybenzyl alcohol on tyrosinase activity and melanogenesis. Biol Pharm Bull.
30(6):1135-9, 2007.

-

Maeda K, Naitou T, Umishio K, Fukuhara T, Motoyama A.
A novel melanin inhibitor: hydroperoxy traxastane-type triterpene from flowers of Arnica montana. Biol
Pharm Bull. 30(5):873-9, 2007.
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-

Rousseau K, Kauser S, Pritchard LE, Warhurst A, Oliver RL, Slominski A, Wei ET, Thody AJ, Tobin DJ, White
A.
Proopiomelanocortin (POMC), the ACTH/melanocortin precursor, is secreted by human epidermal
keratinocytes and melanocytes and stimulates melanogenesis. FASEB J. 21(8):1844-56, 2207, 2007. Epub
2007 Feb 22.

C. 3D cell culture and/or skin reconstitution
-

Crigler L, Kazhanie A, Yoon TJ, Zakhari J, Anders J, Taylor B, Virador VM.
Isolation of a mesenchymal cell population from murine dermis that contains progenitors of multiple cell
lineages. FASEB J. 21(9):2050-63, 2007. Epub 2007 Mar 23

-

Feder-Mengus C, Ghosh S, Weber WP, Wyler S, Zajac P, Terracciano L, Oertli D, Heberer M, Martin I,
Spagnoli GC, Reschner A.
Multiple mechanisms underlie defective recognition of melanoma cells cultured in three-dimensional
architectures by antigen-specific cytotoxic T lymphocytes. Br J Cancer.96(7):1072-82, 2007. Epub 2007 Mar
6.

-

Lee JH, Kim JE, Kim BJ, Cho KH.
In vitro phototoxicity test using artificial skin with melanocytes. Photodermatol Photoimmunol Photomed.
23(2-3):73-80, 2007.

D. Other tools and cell culture
-

Bu P, Zhuang J, Feng J, Yang D, Shen X, Yan X.
Visualization of CD146 dimerization and its regulation in living cells. Biochim Biophys Acta. 1773(4):51320, 2007. Epub 2007 Jan 27.

-

Diaz A, Suarez E, Blanco R, Badia T, Rivero D, Lopez-Requena A, Lopez A, Montero E.
Functional expression of the human epidermal growth factor receptor in a melanoma cell line. Biotechnol
Appl Biochem. 2007 May 2;

-

Haas HS, Pfragner R, Siegl V, Ingolic E, Heintz E, Schraml E, Schauenstein K.
The non-competitive metabotropic glutamate receptor-1 antagonist CPCCOEt inhibits the in vitro
growth of human melanoma. Oncol Rep. 17(6):1399-404, 2007.

-

Hu DN, McCormick SA, Seedor JA, Ritterband DC, Shah MK.
Isolation, purification and cultivation of conjunctival melanocytes. Exp Eye Res. 84(4):655-62, 2007. Epub
2007 Feb 9.

-

Leotlela PD, Wade MS, Duray PH, Rhode MJ, Brown HF, Rosenthal DT, Dissanayake SK, Earley R, Indig FE,
Nickoloff BJ, Taub DD, Kallioniemi OP, Meltzer P, Morin PJ, Weeraratna AT.
Claudin-1 overexpression in melanoma is regulated by PKC and contributes to melanoma cell motility.
Oncogene. 26(26):3846-56, 2007. Epub 2006 Dec 11.

-

Liu X, Zhang L, Zhang X, Yu H, Zhao X, Lu J, Qian G, Ge S.
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-
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ANNOUNCEMENTS
& RELATED ACTIVITIES
Calendar of events
New Members
PCR to become “Pigment Cell & Melanoma Research” as of Jan 2008

Calendar of events
2007 16th Annual Growth Factor and Signal Transduction Symposium.
Senescence, Aging and Cancer
July 26–29, Ames, Iowa, USA
Contact: Symposium Office,
3208 Molecular Biology Building,
Iowa State University, Ames, IA 50011-3260, USA
Phone: +1 515 294 7978
Fax: +1 515 294 2244
E-mail: gfst@iastate.edu
Web site: http://www.bb.iastate.edu/~gfst/homepg.html

2007 First World Meeting of Interdisciplinary Melanoma Centers
September 5–8, Barcelona, Spain
Contact: Apartado Correos 14.040
08080 Barcelona, Spain
Tel. +34 690 846097
Fax +34 932 057230
Email: sbc@sbc-congresos.com
Web site: www.melanomacentersmeeting.com

2007 7th Congress of BADV
September 6-8, Riga, Latvia
Contact: Professor Andris Rubins
Tel: +371 2948 1725
Fax: +371 736 1615
E-mail: info@badv.lv
Web site: www.badv.lv

2007 37th Annual ESDR Meeting
September 5–8, Zürich, Switzerland
Contact: ESDR Office
7 Rue Cingria, CH - 1205 Geneva, Switzerland
Tel: +41 22 321 48 90
Fax: +41 22 321 48 92
E-mail: office@esdr.org
Web site : www.esdr.org

2007 14th Annual meeting of the PanAmerican Society for Pigment Cell
Research
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September 13-16, Chicago, IL, USA
Contact: Caroline LePoole
E-mail: ilepool@lumc.edu
Web site: paspcr.med.umn.edu/ ; www.paspcr2007.org

2007 21st World Congress of Dermatology
October 1-5, Buenos Aires, Argentina
Contact: E-mail: info@dermato2007.org
Web site: www.dermato2007.org

2007 Perspectives in MELANOMA XI
October 3-4, Huntington Beach, California, USA
Contact: IMEDEX
4325 Alexander Drive
Alpharetta, Georgia
30022-3740 USA
Tel: +1 (770) 751 7332
Fax : +1 (770) 751 7334
E-mail: meetings@imedex.com
Web site: www.imedex.com

2007 The 23rd IUSTI-Europe Conference on Sexually Transmitted Infections
and HIV/AIDS
October 11-14, Cavtat/Dubrovnik, Croatia
Contact: Spektar Putovanja
Tkalciceva 15
HR-10000 Zagreb
Croatia
Tel: 385 1 4862 600, 4862 607
Fax: 385 1 4862 622
Email: kongres-derma@mef.hr
Web site: www.iustieurope2007.org

2007 XIVth Meeting of the European Society for Pigment Cell Research
October 14-17, Bari, Italy “Pigment Cells and their environment”
Contact: Prof Rosa Cicero
E-mail : r.cicero@biolgene.uniba.it
E-mail : espcr@gruppotriumph.it
Web site: www.espcr.org

2007 The IV International Melanoma Congress
November 1-4, NY City, USA
Contact:
E-mail: MBerwick@salud.unm.edu
Web site: www.melanomacongress07.net

2007 XXVII Symposium of the ISDP
November 9-11, Malaga, Spain
Contact: E-mail: intsocdermpath@aol.com
Web site: www.intsocdermpath.org
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2007 26th PAD & 5th SARAD Conference of Dermatology
November 15-18, Lahore, Pakistan
Contact: Professor Atif Kazmi
Department of Dermatology, King Edward Medical University
Mayo Hospital, Lahore, Palistan
Tel: +92 42 735 4094
Fax + 92 42 735 3043
E-mail: atifkazmi80@yahoo.com
Web site: www.padsarad2007.com

2007 20th Annual Meeting of the Japanese Society for Pigment Cell Research
(JSPCR)
November 25-26, Matsumoto City, Japan
Contact: Prof. Toshiaki Saita, Shinsyu University
Web site: wwwsoc.nii.ac.jp/jspcr/

2007 21th Annual Meeting of the Japanese Society for Pigment Cell Research
(JSPCR)
December 8-9, Toyoake City, Japan
Contact: Prof. Kazumasa Wakamatsu
E-mail: kwaka@fujita-hu.ac.jp
Web site: wwwsoc.nii.ac.jp/jspcr/

2008 66th Annual Meeting AAD
February 1-5, San Antonio (TX), USA

2008 Dermatologia Globale
April 23-26, Genoa, Italy
Contact: Dr Salvatore Noto
Via Luciano 15
20156 Milano
Tel.: +39 02 36 57 07 00
Fax: + 39 02 36 57 07 40
Email: info@allroundcongressi.it
Website: www.globaldermatology.info

2008 20th International Pigment Cell Conference (IPCC)
conjoined with

Vth International Melanoma Research Congress
May 7–12 Sapporo, Japan
Contact: Secretariat Office
Toshiharu YAMASHITA (Sapporo Medical University, Japan)
Minami 1-jo, Nishi 16-chome Chuo-ku, Sapporo, Japan 060-8543
Phone: +81-11-611-2111
Fax: +81-11-613-3739
E-mail: ipcc-imrc2008@sapmed.ac.jp
Web site: www.e-convention.org/ipcc-imrc2008
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2008 International Investigative Dermatology
(Joint Meeting of the ESDR, SID and JSID)
May 14-17 , Kyoto, Japan
Contact: E-mail: office@esdr.org
Web site: www.esdr.ch

2008 9th Congress of the European Society for Pediatric Dermatology
May 15-17, Athens, Greece
Contact: Ms. Penelope Mitrogianni
Tel: +30 210 725 7693
Fax: +30 210 725 7532
e-mail: info@espd2008.com
Web site: www.espd2008.com

2008 5th EADV Spring Symposium
May 22-25, Istanbul, Turkey
Contact: Professor Mehmet Ali Gürer
Ayazmaderesi Cad. Karadut Sok. No:7
34394 Dikilitas - Istanbul, Turkey
Tel: +90 212 258 60 20 pbx Fax: +90 212 258 60 78
E-mail: info@eadvistanbul2008.com or president@eadvistanbul2008.com
Web site: www.eadv.org/istanbul2008

2008 17th Annual Congress of the European Academy of Dermatology
Venereology
September 17-21, Paris, France
Contact: EADV PARIS 2008 CONGRESS OFFICE :
EADV 2008 MCI - 24, rue Chauchat
FR - 75009 Paris - France
Tel. : + 33 (0)1 53 85 82 70
Fax.: + 33 (0)1 53 85 82 83
E-mail: www.eadvparis2008.com

2009 6th EADV Spring Symposium
April 23 – 26, Bucharest, Romania

2009 Annual Meeting for the Society for Investigative Dermatology
May 6-9, Montreal, Quebec, Canada
Contact: Web site: www.sidnet.org

2009 39th Annual ESDR Meeting
September 9-12, Budapest, Hungary

2009 XVth Meeting of the ESPCR
September 20-23, Münster, Germany
Contact: Dr Markus Böhm
E-mail: bohmm@uni-muenster.de

2009 18th EADV Congress
October 7-11, Berlin, Germany

2010 40th Annual ESDR Meeting
September 8-11, Helsinski, Finland
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NEW MEMBERS
The ESPCR is delighted to welcome the following colleagues to membership
and hope they will play a full and active part in the Society

BOYANO Maria Dolores
Cell Biology and Histology
Faculty of Medicine and Dentistry
Sarriena s/n
E - 48940 Leioa Bizkaia
Tel: 34-46015689
Fax: 34-46013266
E-mail: lola.boyano@ehu.es

VARELA-NIETO Isabel
Instituto de investigaciones biomédics"alberto sols"
cuam
C/Arturo Duperier, 4
E - 28029 Madrid
Tel: (+34)915854422
Fax: (+34)915854401
E-mail: ivarela@iib.uam.es

COLOMBO Sophie
UMR 146 du CNRS
Institut curie
Centre Universitaire, Bat 110
91405 Orsay
Tel: (+33)169867179
Fax: (+33)169867109
E-mail: sophie.colombo@curie.u-psud.fr

WHITTON Maxine
Cochrane Skin Group
Nottingham University
8 Warren Road
UK - E11 2NA London
Tel: 44-2089890785
E-mail: mewhitton@adl.com
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