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LETTER TO THE EDITOR
DISCUSSION, REVIEW,
SHORT COMMUNICATION, ...

MEETING REPORT

ESPCR 7th meeting
Bordeaux, 9 - 11 October 1997
by Dr. Sheila Mac Neil

This report has been compiled with input from several colleagues who kindly shared their highlights
from this meeting - Dorothy Bennett, David Gawkrodger, Marco d’Ischia, Mauro Picardo and Tony
Thody.

For those of you who may not have attended a European Pigment Cell Research meeting
before, there are perhaps a few facts I should tell you - you will have a good time socially (and the
food and drink this year were chosen with particular care - Tony Thody wishes congratulations to be
passed on to Jean-Etienne Surleve-Bazeille and Alain Taieb on the excellence of both) - however, you
will also need stamina and to keep your wits about you if you are to do justice to a 2% day meeting
which typically includes presentations from 6 guest lecturers, 55 oral communications and 72 posters
on a range of topics which span the biochemistry of the melanins, developmental and cellular biology
of the melanocytes, their genetics through to their behaviour in vitiligo and melanoma. There are no
simultaneous sessions at these meetings and it is tough being a member of the audience at a European
Society for Pigment Cell Research meeting.

So, is it worth listening to talks in areas outside of your own field or speciality? The answer is a clear
'yes’. If you are willing to listen and learn, the chances of setting up collaborations to extend and
broaden your research are excellent. Many scientific friendships have been forged at these meetings
and continue to flourish. A lot of the presentations at the meeting were visible fruit of such
collaborations. Not that I am biased, of course, but as the new Secretary for the ESPCR, I would say
that this meeting (more than any other that I know of) has just the right chemistry (Professor Prota)
to set up enjoyable collaborations - the meetings are the right size - they contain a number of
disciplines all focussed on the melanocyte and you can be pretty sure of meeting up with your
colleagues on an annual basis. If you have never attended one of these meetings before, don’t be put
off - we are a very easy society to join, very friendly, newcomers are made very welcome and guest
lecturers are chosen with infinite care to provide topical overviews of particular areas of melanocyte
biology. That was certainly the case at this meeting where the quality of the guest lectures was
excellent throughout. So, enough advertising - here are some of the highlights from this meeting.

GUEST LECTURES

Particularly commended by many colleagues was the guest lecture by Jonathan Rees on genetic
approaches to melanoma susceptibility in which he reviewed recent work from Newcastle and other
Centres on mutations affecting the melanocortin-1 receptor gene. There are now known to be a
considerable number of mutations of this receptor and Professor Rees group is leading the research
into looking at the possible relationships between gene variants and inheritance of red hair and between
gene variants and the likelihood of developing melanoma. This work is likely to open new vistas not
only on the origin of skin tumours but especially on the complex mechanisms affecting skin type and
hair colour - these studies favour a gradual shift of interest from the eumelanin to the phaeomelanin
pathway as the key to the understanding of melanoma susceptibility - it will be interesting to see how
these results will be integrated into the current knowledge of the biochemistry of phaeomelanin
pigmentation - Marco d’Ischia.

Other excellent guest lectures were from Seth Orlow on the comparative genetics of oculo-cutaneous
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pigmentation (detailing the different stages at which differences in genetics could have an effect on
pigmentation encompassing melanocyte migration, melanosome biogenesis and melanosome trafficking
and transfer) and from Barbara Gilchrest who addressed the issue of how melanocytes in vivo are
undoubtedly under the control of factors produced by adjacent cells which will themselves change in
response to UV. Professor Gualde also reviewed the very wide array of approaches to inducing
immunogenicity in melanoma that are currently under investigation in a very clear presentation.

Another excellent guest lecture was from Nicole Le Douarin on factors controlling the development
of the melanocytic lineage from the neural crest. This was closely followed by a presentation from
Laure Lecoins from Professor Le Douarin’s laboratory on a novel sequence for an avian endothelin
receptor which may help in understanding the evolution of function of these receptors (Dorothy

Bennett).

AND NOW TQ SOME OF OUR FAVOURITE THINGS ...

With respect to interactions between o-MSH and cytokines, things are looking interesting - on one
hand, we learned that inhibition of melanogenesis by TNF-a is mediated through a downregulation
of the tyrosinase promoter activity (Englaro et al.) - on the other hand, we learned that «-MSH itself
can oppose the action of TNF-« in melanocytes (Hedley & Mac Neil) and melanoma cells (Morandini
& Ghanem). The implications of a-MSH opposing the response of melanocytes and melanoma cells
to cytokines are potentially quite exciting - time and further work will tell.

a-MSH was also found to increase production of nitric oxide in melanocytes and to potentiate UV-
induced nitric oxide production (Alison Graham and Tony Thody) - whether this will relate to any
melanogenic actions of a-MSH or other actions of this busy little hormone, time will tell.

How the agouti protein fits into things is slowly emerging. Vincent Hearing showed that agouti protein
is capable of upregulating some and downregulating other genes. These genes are likely to be
important in control of eumelanin and phacomelanin synthesis and determining hair colour and may
provide further key information on the biochemical pathways responsible - possibly some important
missing pieces of our jigsaw - Dorothy Bennett. Dorothy also singled out a talk from Fritz Anders on
a new class of oncodeterminants as the most important talk of the meeting - Dorothy explains - that
the Xiphorus fish work produced the first oncogene and the first tumour suppressor gene and mammals
followed fish on both these occasions. In his talk, Dr. Anders presented evidence of retrotransposons
as heritable and amplifiable tumour-suppressor-suppressors. He also pointed out that all of these
sequences are found in telomeres and one repeat sequence that he gave in detail was crammed full
with methylation sites (of CG). Methylated DNA goes heterochromatic and can silence neighbouring
genes by spread of this state - apparently a well known phenomenon. Once again, these little fish in
Dr. Anders capable hands may be pointing the way ..........

I am indebted to Marco d’Ischia for highlights of the session on the biophysics and biochemistry of
melanins. The effect of thiol compounds on melanogenesis was the central theme of two contributions
by Smit, Pavel et al. and Potterf Benathan, Hearing and co-workers. While the first paper focussed
on the effects of varying concentrations of tyrosine and cysteine on melanogenesis highlighting a role
of melanin production on glutathione depletion in melanocytes cultured with high tyrosine and low
cysteine concentrations, the second paper addressed the relationship between agouti signal protein,
cysteine transport and uptake in melanosomes and cysteinyl dopa formation to reinforce the notion that
it is cysteine and not glutathione that is the actual ultimate precursor of cysteinyldopas. In another
partially related paper, Dr. Benathan went on to show that tyrosinase could play a protective role
against UV irradiation by catalysing the formation of cysteinyldopa conjugates.

Dr. Mars and Proféssor Larsson used a microautoradiographic technique to conclude that persons with
a high content of phaecomelanin in their skin have toxicological risks of melanin-related adverse effects
compared to those of dark skinned people.

Similarities and differences in the process of pigment formation between cutaneous melanocytes and
melanogenesis in the ink gland of Sepia Officinalis were presented by Dr. Palumbo. Analysis of the

827



nature of melanins is improving - Wakamatsu Ito and co-workers have used an improved version of
a spectrophotometric method for melanin analysis combined with gel filtration HPLC to evaluate the
DHICA content of eumelanins and their molecular size.

Also, in what must be the biggest ever group of related posters - 4 related poster presentations
by Riley, Land, Pavel, Smit and co-workers on the mechanism of tyrosinase activation and the
synthesis and properties of novel indoliumolate derivatives - these workers concluded that the actual
product of the action of tyrosinase on tyrosine is dopaquinone and not dopa which is formed only by
a reduction of dopaquinone by leucodopachrome. Other significant contributions dealt with the
structural modifications of synthetic eumelanins under aerobic conditions by Prota, d’Ischia and co-
workers, the characterisation of melanins from tetrahydroisoquinolines by Rosei, Mosca and colleagues
and a MALDI/MS study of oligomers of 5-hydroxytryptimine by Allegri, Traldi et al.

Putting the melanocyte back where it belongs ...

A number of groups are now looking at the behaviour of the melanocyte in in vitro models of
reconstructed skin. Clearly leading this field is work from Professor Taieb’s laboratory in which a
number of basic and fundamental parameters about the behaviour of melanocytes from different skin
types and from vitiligo skin have been established. These models are obviously going to prove very
useful for studies of pigmentation research and may yield a few surprises - a poster by Hedley et al.
showed that fibroblasts added to such an epidermal/dermal reconstituted skin tended to reduce
spontaneous pigmentation of these composites. To date, the majority of composites have examined
melanocyte/keratinocyte interaction in either an artificial collagen matrix or on acellular human
dermis. Such composites are now also being used to investigate invasion of melanoma cells and should
be a particularly useful tool for studying melanoma cells/ECM interactions (Bizik et al.).

Do melanocytes differ from melanoma cells in their ability to cope with oxidative stress?

Further evidence supporting this hypothesis was presented in a poster by Chau, Meyskens and
Buckmeier showing essentially that melanoma cells cope less well than melanocytes with reactive
oxygen species suggesting impairment of redox regulation in melanoma. Following on from this, this
same group (Meyskens, Buckmeier and Tohidian) showed that the transcription factor NF'B which
is activated by a variety of stimuli including inflammatory cytokines and reactive oxygen species
appear to be differently regulated in melanoma cells compared to melanocytes. Differences in
expression of rel family members between normal human melanocytes and metastatic melanoma were
noted which may go some way to explain the differing abilities of the cells to cope with reactive

OXygen species.

POSTER AWARDS
A first prize of 2,000FF was awarded to N.P.M. Smit, S. Pavel, C.J. Kooksey, C.A. Ramsden, P.A.
Riley for a poster entitled, "The mechanism of tyrosinase auto-activation. Part IV: Methylation of
indoluminolates by COMT". (This was the fourth part of a blockbuster poster presentation which
represented combined work from scientists in Leiden, London, Manchester and Keel. The breadth of
the work accomplished in these four posters was very evident). '

Two joint second prizes of 1500FF were awarded to Y. Gauthier, F. Nagy, M.F. Harmand,
A. Taieb for a poster entitled, "Transplantation of cultured melanocytes in piebaldism” and to S.A.
Gordan, M.AF. MacKenzie, P.S. Budd and 1.J. Jackson for a poster entitled, "Melanoblast
proliferation in W,PhRw mutants".

HONORARY ESPCR MEMBERSHIP

The Society took great pleasure in making two Honorary Lifetime (ESPCR) Membership Awards to
Professor Hans Rorsman and to Professor Fritz Anders. The awards were made by Professor
Patrick Riley with the unanimous approval of the ESPCR Council members - judging by the applause
on the evening, it was clear that Professors Rorsman and Anders have earned the respect and affection

of many many people.

In conclusion, apologies to everyone’s work that I haven’t mentioned - I hope I have given you a
flavour of the meeting and to persuade you that you really cannot afford to miss the next one in
Prague in September 1998.
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CURRENT LITERATURE

1. Melanins and other pigments chemistry
(Prof. M. Peter)

General: A review on pigment cell research containg aspects of structure and biosynthesis, emphasizing the role of DHI
and DHICA in protection of epidermal tissues against toxic oxygen radical species as well as in inflammatory and immune
reactions and the role of pheomelanin the abnormal susceptibility of red heads to sun damage and skin cancer has appeared
(Prota).

Structure and Analysis: Two papers of the Naples group dealt with the structure of Sepia melanin which contains a high
proportion of degraded 5,6-dihydroxyindole-2-carboxylic acid units (Pezzella et al.), as was also shown by mass
spectrometry (Pezzella et al.). Trufile melanin was characterized as an allomelanin by pyrolysis/GC-MS and by solution
and solid-state NMR (De Angelis et al.). Another paper decribes melanin from Tuber melanosporum (Harki et al.).
Spectroscopic studies of melanin were reported in a meeting of the Am. Chem. Soc. (Forest and Simon), X-ray
microanalysis was used to determine melanin types in buman skin melanosomes (Koerten et al.). The total content of
melanins and the proportion of pheomelanin was analyzed in hair of Karakul lambs by means of EPR spectroscopy
(Latypov et al.).

Oxidation Chemistry: The oxidative polymerization of §,6-dihydrexyindoles (d “Ischia et al.) and the role of peroxidase
in melanogenesis (Okun) have been reviewed. Memoli et al. found that certain melanin related metabolites inhibit lipid
peroxidation. A hydroxyl radical independent hydroxylation/oxidation mechanism - basically different from the Fenton
reaction - which involves direct interaction of the peroxide with a dopamine-Fe(III) chelate was discovered in the oxidation
of dopamine to 6-hydroxydopamine and rationalized as one of the possible mechanisms involved in degeneration of neurons
in Parkinson’s disease (Pezzella et al.). Riley et al. studied side chain variations in o-quinones with respect to
melanogenesis targeting and cytotoxicity in a model system. Rozanowska et a. reported on photoinduced oxidation of
ascorbate in the presence of melanin. Melanins from opioid-peptides were reviewed (Rosei).

A series of papers described conjugates of amino acids with quinonoids, including a review that contains an account of
conjugates formed in insect cuticle sclerotization (Andersen et al.). Electrochemically generated dopamine quinone reacts
with N-acetylcysteine to give mainly 5-S-(N-acetylcysteinyl)dopamine at pH 2 or 7 with minor amounts of 2-S-(N-
acetylcysteinyl)dopamine and 2,5-5,5-di-(N-acetylcysteinyl)dopamine (Xu et al.). Imidazole and N-acetylhistidine react
under similar conditions with the quinones of N-acetyldopamine (NADA) and N-F-alanyldopamine to give mainly C-6
adducts (Huang et al.). Serotonin yields, upon electrochemical oxidation in presence of glutathione, 4-S-glutathionyl-5-
hydroxytryptophan and 7-S-glutathionyl-tryptophan-4,5-dione where the latter is generated from tryptophan-4,5-dione or
by migration of a glutathionylresidue from position 4 to position 7. Another product is an unusual tricyclic pyrrologuinoline
(Wu and Dryhurst). The quinones of epinephrine or norepinephrineadd cysteine to give 5-S-cysteinyl- and 2-S-cysteinyl-
adducts which, upon further oxidation either lead to bis-addition products or cyclize to give a number of novel
dihydrobenzothiazines (Shen and Dryhurst); analogous cyclization products are not found with the quinone of dopamine
(Shen and Dryhurst).

Drug and Metal Binding: Quantitative structure-activity-relationships of drug binding were reported in a meeting of the
Am. Chem. Soc. (Famini et al,). The mechanism of incorporation of 2-thiouracil into melanin has been elucidated by
Napolitano et al. Cocaine binding to Caucasoid and Africoid hair is influenced by melanin and lipids (Joseph et al.) and
was compared in melanin granules and human hair in vitro (Potsch et al.). Wang and Casadevall mkugated the binding
of trifluoperazine and chloroquine in Cryptococcus neoformans.

Binding of iron to neuromelanin of human substantia nigra and synthetic melanin was investigated by EPR spectroscopy
(Shima et al.). EPR of neuromelanin extracted from normal human midbrains indicates that iron is preseat as polynuclear
oxy-hydroxy ferric aggregates as well as isolated Fe(TlIT) centres, different from ferritin (Aime et al.). The iron binding
capacity of melanin could possibly be used for magnetic resonance imaging of melanomas (Enochs et al.). Mouse
fibroblasts and human embryonal kidney cells that were transfected with an expression vector containing a complementary
DNA sequence that encodes the human tyrosinase gene (pcDNA3tyr) have a higher '"'In-binding capacity which can be
detected with MR imaging and scintigraphy (Weissleder et al.).

4-Borono-2-fluoropbenylalanine, a specific melanogenesis-seeking compound synthesized for use in boron neutron capture
therapy of malignant melanomas, is useful for diagnosis of metastatic malignant melanoma by positron emission
tomography (Mishima et al.). A resume of the early developments in boron neutron capture therapy of tumors with '°B-
boronophenylalamne was given by Sweet, mI-Qz-Me,thylterSme (AMT) is taken up in melanoma cells in vitro and in vivo
and is accumulated in melanoma metastases. However, owing to its low sensitivity, the clinical use of whole-body AMT
scintigraphy cannot be recommended (Boni et al.). Also, gadopentetate dimeglumine-enhanced MR imaging does not
differentiate malignant melanomas from benign melanocytic nevi (Maurer et al.). On the other hand, Menif et al. found
that MR imaging is accurate in determining the exact location of lesions in choroidal melanoma and their nature owing to
the paramagnetic properties of melanin. Furthermore, N-isopropyl-p-'2I-iodoamphetamine is incorporated into melanin and
melanotic melanoma allowing planar scintigraphy in the detection of malignant melanoma while single photon emission
tomography revealed the exact tumour localization, even in the case of a metastatic tumour located in the lung (Watanabe
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et al.).

Biosynthesis and Inhibition: Mechanisms of phenol-oxidizing enzymes and applications in biosensors were reviewed (Peter
and Wollenberger)., A mutational analysis of mammalian tyrosinase revealed that two copper binding sites, CuA and CuB,
are both required for catalytic activty, and that most likely His363, His367, and His389 are involved in the CuB site (Spritz
etal.). A new tyrosine hydroxylase that is not a tyrosinase occurs in the inner ear and possibly also in other extracutaneous
tissues (Benedito et al.), The peroxidase m-RNA of Sepia ink gland has been cloned (Gesualdo et al.) and the subcellular
localization and function of melanogenic enzymes in that gland has been elucidated (Palumbo et al.). Immune response in
insects is linked with melanization (Marmaras et al.). The enzymology of prophenol oxidase activation and melanization
of microfilariae in mosquito blood was investigated with inhibitors of serine protease (phenylmethylsulfonyl fluoride),
phenoloxidase (diethyldithiocarbamate), and dopa decarboxylase (m-hydroxybenzylhydrazine) (Liu et al.). Butterflies
contain an develomentally regulated pupal melanization reducing factor which is discussed in three papers by Starnecker
and by Starnecker and Biickmann. Different types of fungal melanin are synthesized depending on the growth medium
(Eagen et al.). Miranda et al. have investigated L-tyrosine 3-monooxygenase and L-DOPA oxidase in relation to
melanogenesis in black and white truffle. A bioassay for mycotoxins is based on a melanin precursor producing ciliate
(Gonzalez et al.).

Cellular thiols coregulate the activities of tyrosinase and glutathione peroxidase in opposite directions in melanoma cells:
high levels of CysSH regulate down tyrosinase while GPO increases. These interdependent processes could provide
melanoma cells with protection against oxidative stress at low as well as at high thicl concentration (Benathan). Insulin
inhibits the biosynthesis of melanin and the formation of 5-S-cysteinyldopa-and that of melanin in human Swift melanoma
cells via the inhibition of tyrosinase activity (Benathan and Labidi), Eller et al. report that DNA~damage enhances
melanogenesis.

Natural products chemistry continues to yield new inhibitors melanogenesis. Certain polyene natural products named
fusarins inhibit *melanin” biosynthesis from dihydroxynaphthalene (Eilbert et al.). The structures of the natural products
MRS566A and MR566B, produced by Trichoderma harzianum, were elucidated as 1-3-chloro-1,2-dihydroxy-4-isocyano-4-
cyclopenten-1-yl)ethanol and 1-(1,2,3-trihydroxy-3-isocyano-4-cyclopenten-1-yl)ethanol, respectively (Lee et al.). The
structure of novel oxazole, MR93B, was elucidated as 4-[(1Z)-3-hydroxy-2-hydroxymethyl-1-propen-1-ylJoxazole (Lee et
al.). DL-a-tocopheryl ferulate inhibits melanogenesis (Funasaka et al.). A screening test for insecticides, based on
inhibition of tyrosinase and quinone methide isomerase, was developed by Londershausen et al.

Other Topics: Drozdz and Eberle report a synthesis of radio-iodinated human (phe-~13, tyr-19) melanin-concentrating
hormone for receptor assay.

- Aime S, Bergamasco B, Biglinc D, Digilio G, Fasano M, Giamello E, Lopiano L.
EPR investigations of the iron domain in neuromelanin. Biochim Biophys Acta. 1361:49-58, 1997,

- Andersen SO, Peter MG, Roepstorff P.
Cuticular Sclerotization in Insects. Comp Biochem Physiol. 113B:689-705, 1996.

- Benathan M, Labidi F.
Insulin inhibits tyrosinase activity and 5-S-cysteinyldopa formation in human melanoma cells, Acta Derm

Venereol. 77:281-284, 1997.

- Benathan M.
Opposite regulation of tyrosinase and glutathione peroxidase by intracellular thiols in human melanoma cells.

Arch Dermatol Res. 289:341-346, 1997.

- Benedito E, Jimenez Cervantes C, Perez D, Cubillana JD, Solano F, Jimenez Cervantes J, Meyer zum Gottesberge
AM, Lozano JA, Garcia Borron JC,
Melanin formation in the inner ear is catalyzed by a new tyrosine hydroxylase kinetically and structurally
different from tyrosinase. Biochim Biophys Acta. 1336:59-72, 1997.

- Boni R, Steinert H, Huch Boni R, von Schulthess GK, Meyer J, Dummer R, Burg G, Westera G.
Radioiodine labelled a-methyltyrosine in malignant melanoma: cell culture studies and results in patients. Br J
Dermatol. 137:96-100, 1997,

- d’Ischia M, Napolitano A, Prota G.
Oxidative Polymerization of 5,6-Dihydroxyindoles - Tracking the biosynthetic pathway to melanin pigments. Gazz
Chim Ital. 126:783-789, 1996.

- Deangelis F, Arcadi A, Marinelli F, Paci M, Botti D, Pacioni G, Miranda M.
Partial structures of truffle melanins. Phytochemistry. 43:1103-1106, 1996.

- Drozdz R, Eberle AN.
Synthesis and iodination of human (phel3, tyr19) MCH for radioreceptor assay. J Pept Sci. 1:58-65, 1995.

- Eagea R, Brisson A, Breuil C.
The sap-staining fungus Ophiostoma piceae synthesizes different types of melanin in different growth media. Can
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2. Biology of pigment cells and pigmentary disorders

(Dr M. Picardo)

Prof. Riley in an interesting paper published in Dermatology suggests a hypothesis on the mechanisms controlling
melanocyte proliferation and naevogenesis in epidermis based on the concept that melanocyte growth is regulated by the
transfer of melanosomes to competent acceptor keratinocytes. The hypothesis sounds interesting and could explain both
the low rate of proliferation of epidermal melanocytes in vivo and the origin of acquired benign pigmented moles. Several
papers have been published on the mechanism of control of melanogenesis. Schallreuter et al. have evaluated the role of
pteridines in control of UV-induced pigmentation. The authors report that UVB irradiation increase epidermal TNFo and
6-bipoterin levels, GTP-cyclohydrolase 1 and phenylalanine hydroxylase activities suggesting that UVB can control the
supply of tyrosine in the epidermis and that this mechanism could be involved in de novo melanin synthesis. Interestingly,
they found that this metabolic cascade was stimulated more in fair than in dark skin types and, even if he number of the
examined subjects is too low to give a statistically significant differences, these results are intriguing. Suzuki and coworkers
presented data showing that the agouti signalling protein blocked the binding of a-MSH to the MCR1 and inhibits the effect
of o-MSH on cell proliferation and tyrosinase activity in normal human melanocytes, These results indicate a similar
functional activity of agouti protein in mouse and human melanocytes and suggest a potential physiological role of the
protein in human pigmentation. On the same subject Sakari et al. showed that in black melan murine melanocytes,
treatment with agouti protein inhibits eumelanin production and the formation of eu melanosomes. Moreover the treatment
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produced a time and dose response decrease in melanogenic gene expression On the contrary, treatment with «-MSH
stimulated the expression of the same gene. The results obtained suggest that, in vitro, agouti protein can induce
eumelanogenic cells to show features of pheomelanic cells. Imokawa et al. presented adjunctive data on the possible role
of Endothelin-1 in stimulating epidermal pigmentation. ET-1 treatment induced an increase of tyrosinase and TRP-1 mRNA
expression which was inhibited by H7 and exposure to UV light in vivo produced an increase of the ET-1 mRNA
expression. These data support the hypothesis that ET-1 is one of the mediators of UVB pigmentation in vivo, Kishikawa
et al reported the electron microscopic analyses of dermal end epidermal melanocytes obtained from Ota’s nevus and
cultured in vitro. :

Several papers have been published on the biclogy of melanoma cells. Rosdahl et al. studied the metabolism of retinol and
retinoic acid in culture human melanocytes and melanoma cells. These authors found the expression of mRNA for cellular
retinoic acid and retinol binding proteins; the cellular concentration of retinol and its metabolites were 5 times higher in
melanocytes than in melanoma cells and the authors conclude that the different concentration and metabolism of retinoids
between normal and malignant melanocytes may play a role in the regulation of cell differentiation and growth. Okano-
Mitani e coll. described that human melanoma cells can generate LTB4 and LTC4 from LTA4 and that the process is
catalysed by two enzymes the LTA4 hydrolase and LTC4 synthetase. Ahmed et al. have evaluated the expression of
fibroblast growth factor receptors in naevus-cell naesvus and in melanoma. The results suggest that tumour-derived bFGF
could be involved in melanoma formation through a paracrine mechanism. Dr. Benathan, continuing his interesting studies
on the intracellular metabolism of thicls in melanocytes and melanoma cells, reported that cellular thiols regulate the
activities of tyrosinase and glutathione peroxidase in opposite direction. Whea reducing or excluding the extracellular
concentration of cysteine low levels of intracellular glutathione, increased tyrosinase activity and decreased glutathione
peroxidase activity were detected. On the contrary higher concentration of cysteine decreased tyrosinase and increase
glutathione peroxidase activities. The conclusion of the author was that melanogenesis could be a mechanism compensating
a deficit in GSH-dependent antioxidant defences in melanoma cells. Spielholz et al. have evaluated the uptake of
dehydroascorbic and ascorbic acid in normal melanocytes and melanoma cells. They found that both melanocytes and
melanoma cells can transport vitamin C either in the reduced or in the oxidized forms. However melanoma cells transport
dehydroascorbic acid at a rate 10 times faster than melanocytes and that can accumulate vitamin C at concentrations 100
times greater than the corresponding extracellular concentration. They concluded that the differential capacity of melanoma
cells to transport the oxidized form of vitamin C can reflect the increased expression of transporters associated with the
malignant phenotype. Matsuyoshi et al. reported that even if in melanoma cells the expression of E- and P-cadberin are
lower than in melanocytes they showed a stronger homophilic adhesion. Using PCR-RT the authors identified 6 novel and
two known cadherins fragments in melanoma cells. Sakai et al. presented an interesting review on the melanosomal proteins
and, these structures being specific to melanocytes, could be considered as a source for specific immunetherapies of
melanoma. Lowes and coworkers have evaluated the cytokine mRNA expression in 20 primary melanomas and found an
association between Th1 cytokines and spontaneously regressing melanoma, suggesting that the intra lesional secretion of
these cytokines could be responsible for the regression of the lesion. On vitiligo, Kemp at al. reported the detection of auto-
antibodies tyrosinase in 10% of the tested patients with vitiligo using a novel radio immune assay with *S-labelled
recombinant human tyrosinase. The method seems to be sensitive, reproducible and capable of detecting conformational
epitopes. Le Poole et al have investigated the expression of integrins in lesional perilesional areas and in cultured vitiligo
melanocytes. They did not find any significant differences with respect to controls. Rather, they observed that near to the
lesions vitiligo skin contains increased amounts of tenascin in basal epidermis and papillary dermis. The authors suggest
that the anti-adhesive effect of this extracellular matrix molecule may contribute to the pigmeat cell loss in vitiligo. Finally
our group have presented data showing a decrease of catalase activity in vitiligo melanocytes in culture and a correspondeat
increase of vitamin E concentration. Moreover, we have reported that the increased sensitivity to the toxic effect of cumene
hydroperoxide in vitiligo melanocytes appeared to be dependent on the alteration of the antioxidants suggesting that the
imbalance of the antioxidant system could be the basis for the melanocyte degeneration in the disease.
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Melanocyte cultures

(Dr N. Smit)

Several new papers have appeared which describe some fascinating aspects of melanocyte cultures derived from many

different origins. In the paper by Goding and Fisher a meeting review is given from a melanocyte workshop that took place

835



April 11-14, in Oxted, UK this year. One of the main topics of this review is the development of melanocytes from the
neural crest, The importance of the microphtalmia and c-kit genes in the melanocyte development are specifically discussed.
Other new reports also deal with the topic of the differentiation of neural crest cells from murine and quail origin
(Opdecamp et al, Rao et al and Stone et al). The influence on melanocyte development by endothelin-3 and the ¢-kit ligand,
steel factor are described. Other important studies that may shed a light on pigment regulation by MSH and the agouti
protein (ASP) in melanocyte cultures from murine and human origin come from the papers by Sakai et al in EMBO Journal
and Suzuki et al in the JID, respectively. The first paper shows that equimolar concentrations of MSH and ASP have
similar effects as MSH alone. The effects of ASP alone resulted in a down regulation of the melanogenic enzymes,
tyrosinase, TRP1 and TRP2 and also of the activities of tyrosinase and dopachrome tautomerase (TRP2). The results using
the human agouti protein and human melanocytes show that the function of ASP in mice and humans is similar. Using
B16F1 mouse melanoma cells Graham et al (Pigment Cell Res 10 (5) 298-303, 1997) found that ASP bad an antagonizing
effect on the action of MSH. This was not observed in the study by Sakai et al. Using the method of Ito and Fujita (Anal
Biochem 144, 527-536, 1985) for measurement of eumelanin and pheomelanin only a limited change in the ratio of both
types of melanin were found in the mouse melanocyte system (Sakai) whereas for the melanoma cells (Graham) ASP had
a stronger effect on the reduction of eumelanin than that of pheomelanin., This may be a demonstration of the large
differences one may encounter when using melanocytes or melanoma cells as the model system for studying pigmeatation,
In this respect the use of both normal and malignant melanocytes in several studies offer interesting information on the
differences in the regulation of various aspects of metabolism in these cells (e.g. Easty et al, Halaban et al, Meyskens et
al, Shattuck-Brandt et al, Rosdahl et al and Yayon et al). In the study by Meyskens et al also a difference is demonstrated
between melanocytes originating from Caucasians and African Americans, suggesting that the latter cells are more efficient
in dealing with ROS.

In three different papers the effects of Ca2+ on melanocyte cultures are part of the investigations. Yanase et al show a
dose dependent stimulation of melanocyte growth by Ca2+ in culture medium from 0.2 mM to 1.0 mM. In the study by
Hedley et al it is described that the intracellular calcium levels strongly influence the attachment of uveal melanocytes to
extracellular matrix proteins. In the Barred Plymouth Rock avian melanocytes also a stimulatory effect of Ca2+ on the
number of cells with increased pigmentation has been found by Bowers et al.
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4. Photobiology and phqtochemistry

(Or M. d’Ischia)

A sigunificant number of papers dealing with the photochemistry and photobiology of melanin pigmentation focused from

different perspectives on the putative relationships between UV exposure, pigmeatary traits and susceptibility to short term
and long term skin damage, including melanoma. Breitbart et al. (Acta Dermato-Venereol 1997, 77, 374-378) investigated
513 patients with melanoma and 498 controls to show that both the history of sunburm and intensive sun exposure are
important for the development of melanocytic naevi and, hence, for melanoma. The characteristics of cutaneous
pigmentation are also related to atypical melanocytic naevi. Using a portable reflectance spectrometer, Damian et al. (Br.
J. Dermatol. 1997, 136, 714-718) measured skin pigmentation in terms of melanin index and demonstrated a good
correlation between skin pigmentation and MED. Bessou et al. (J.Invest.Dermatol. 1996, 107, 684-688) analyzed skin
phototypes ex vivo to validate their model of epidermal reconstruction with melanocytes, and demonstrated that in all
reconstructs the intensity of melanin transfer correlated with the in vivo situation and was induced by UVB. Rubegni et
al. (Photochem. Photobiol. 1997, 65, 347-351) specifically addressed the relationship between skin colour, as determined
with a colorimeter, and phototype assessed according to Fitzpatrick, whereas Hill et al. (Photochem. Photobiol. 1997, 65,
983-989) studied the photobiology of mouse melanocyte lines with different pigment genotypes, to conclude that the
pigment does not protect against UV-induced DNA damage or cell death, and that monocromatic results cannot predict
polychromatic responses. '
A new hypothesis on the genesis of cutaneous melanoma and a new 7-phase model of malignant transformation of
melanocytes were proposed by Dimitrov (European J. Dermatol. 1997, 7, 461-463). These were based on a principle,
evolved from the rules of non-equilibrium thermodynamics, of a critical point in local energy storege at a certain level of
structural organization of cells in which UV radiation plays a crucial role in the development of malignancy. Hansen et
al. (Photochem. Photobiol. 1997, 65, 550-555) found a biphasic transcriptional respose of metallothiopein to UV radiation
in human melanoma cells, which suggests an early depressed response to acute UV damage possibly switching to a positive
protective response at later times. Finally, the risk of melanoma in psoriatic patients treated with PUV A was evaluated by
Stern et al. (New England J. Med. 1997, 336, 1041-1045) over a period of 15 years while Kinley et al, (Photochem.
Photobiol. 1997, 65, 486-491) investigated the photoprotective properties of epidermal melanogenesis induced by
furocoumarins and UVA. From both studies, it could be concluded that PUVA therapy does not contribute significantly
to increase skin photoprotection and may increase the risk of melanoma in the long term.

- Bessou S, Etienne J, Surleve-Bazeille JE, Pain C, Donatien P, Taieb A.
Ex vivo study of skin phototypes. J Invest Dermatol. 107:684-688, 1996.

- Breitbart M, Garbe C, Buttner P, Weiss J, Soyer HP, Stocker U, Kruger S, Breitbart EW, Weckbecker J, Panizzon
R, Bahmer F, Tilgen W, Guggenmoosholzmann I, Orfanos CE.
Ultraviolet light exposure pigmentary traits and the development of melanocytic naevi and cutaneous melanoma -
a case-control study of the germany central malignant melanoma registry. Acta Dermato-Venereol. 77:374, 1997.

- Damian DL, Halliday GM, Barnetson RS.
Prediction of minimal erythema dose with a reflectante melanin meter. Br J Dermatol. 136:714-718, 1997.

- Dimitrov BD. _
UVR and energy storage within melanocytes - A 7-phase model of melanoma genesis and metastasis. European

J Dermatol. 7:461-463, 1997.
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- Hansen C, Ablett E, Green A, Sturm RA, Dunn IS, Fairlie DP, West ML, Parsons PG.
Biphasic response of the metallothionein promoter to ultraviolet radiation in human melanoma cells. Photochem

Photobiol. 65:550-555, 1997.

- Hill HZ, Hill GJ, Cieszka K, Plonka PM, Mitchell DL, Meyenhofer MF, Xin PT, Boissy RE. |
Comparative action spectrum for ultraviolet light killing of mouse melanocytes from different genetic coat color
" backgrounds. Photochem Photobiol. 65:983-989, 1997. _

- Kinley JS, Brunborg G, Moan J, Young AR. ) .
Photoprotection by furocoumarin-induced melanogenesis against DNA photodamage in mouse epidermis in vivo.’
Photochem Photobiol. 65:486-491, 1997.

- Rubegni P, Cevenini G, Flori ML, Fimiani M, Stanghellini E, Molinu A, Barbini P, Andreassi L.
Relauonshlp between skm color and sun exposure history - a statistical dassnficahon approach. Photochem
Photobiol. 65:347-351, 1997.

- Stemm RS, Nichols KT, Vakeva LH.
Malignant melanoma in patients treated for psoriasis with methoxsalen (psoralen) and ultraviolet a radiation

(PUVA). New England J Med. 336:1041-1045, 1997.

5. Neuromelanins
(Dr. Marco d’Ischia)

The ability of neuromelanin to cause iron accumulation in pigmented dopaminergic neurons and the possible
involvement in neuronal degeneration processes is undoubtedly one of the most active issues in studies of the etiology of
Parkinson’s disease. Two related papers (Aime et al., Biochim. Biophys. Acta 1997, 1361, 49-58; Shima et al., Free
Radic. Biol. Med. 1997, 23, 110-119) specifically address the mechanism of this binding by means of EPR spectroscopy.
It is concluded that iron is present in human neuromelanin as polynuclear oxy-hydroxy ferric aggregates as well as isolated
ferric centres, and that after binding to melanin, iron can change its location and/or state, as indicated by analysis of
spectra at g=4.3, attributable to Fe3+. Along a different line of thought, Galazkafriedman and Friedman (Acta
Neurobiologiae Experimentalis, 1997, 57, 217-225) reviewed published experimental results of iron in Substantia nigra
and highlighted existing controversies concerning the actual amount of iron, its redox state and the iron binding compounds.
While the evidence presented is taken to argue against a large accumulation of divalent iron in post mortem substantia
nigra, the authors do not rule out the possibility that iron is indeed involved in the pathogenesis of Parkinson’s disease.

- Aime §, Bergamasco B, Biglino D; Digilio G, Fasano M, Giamello E, Lopiano L.
EPR investigations of the iron domain in neuromelanin, Biochim Biophys Acta. 1361:49-58, 1997.

- Galazkafriedman J, Friedman A.
Controversies about iron in Parkinsonian and control substantia nigra. Acta Neurobiologiae Experimentalis.
57:217-225, 1997.

- Shima T, Sama T, Swartz HM, Stroppolo A, Gerbasi R, Zecca L.
Binding of iron to neuromelanin of human substantia nigra and synthetic melanin - an electron paramagnetic
resonance spectroscopy study. Free Radic Biol Med. 23:110-119, 1997.

6. Genetics, molecular biology

(Dr. F. Beermann)

- Boissy RE, Nordlund JJ.
Molecular basis of congenital hypopigmentary disorders in humans -a review. Pigm Cell Res. 10(1-2):12-24, 1997.

Bovolenta P, Mallamaci A, Briata P, Corte G, Boncinelli E.
Implication of Otx2 in pigment eplthehum determination and neural retina d:fferenuatmn. Journal of
Neuroscience. 17(11):4243-4252, 1997.

Castellano M, Gabrielli BG, Hussussian CJ, Dracopoli NC, Hayward NX. - :
Restoration of CDKNZ2A into melanoma cells induces morphologic changes and reduction in growth rate but not
anchorage-independent growth reversal. J Invest Dermatol. 109(1):61-68, 1997.

- Chen PW, Murray TG, Salgaller ML, Ksander BR.
Expression of MAGE genes in ocular melanoma cell lines. J Immunother. 20(4):265-275, 1997.

- Gause PR, Lluriaprevatt M, Keith WN, Balmain A, Linardopolous S, Wamneke J, Powell MB.
Chromosomal and genetic alterations of 7,12- dimethylbenz[a] anthracene-induced melanoma from TP-ras
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transgenic mice. Mol Carcinog. 20(1):78-87, 1997,

Graham A, Wakamatsu K, Hunt G, Ito S, Thody AJ.
Agouti protein inhibits the production of eumelanin and phaeomelanin in the presence and absence of alpha-
melanocyte stimulating hormone. Pigm Cell Res. 10(5):298-303, 1997.

Hazelwood S, Shotelersuk V, Wildenberg SC, Chen D, Iwata F, Kaiser-Kupfer M1, White JG, King RA, Gahl WA.
Evidence for locus heterogeneity in Puerto Ricans with Hermansky-Pudlak syndrome, Amer J Hum Genet.
61(5):1088-1094, 1997.

Kelsall SR, Lefur N, Mintz B.
Qualitative and quantitative catalog of tyrosinase alternative transcripts in normal murine skin melanocytes as
a basis for detecting melanoma-specific changes. Biochem Biophys Res Commun. 236(1):173-177, 1997.

Lefur N, Kelsall SR, Silvers WK, Mintz B.
Selective increase in specific alternative splice variants of {yrosinase in murine melanomas - a projected basis for
immunotherapy. Proc the Natl Acad Sci USA. 94(10):5332-5337, 1997a.

Lefur N, Silvers WK, Kelsall SR, Mintz B.

Up-regulation of specific fyrosinase mRNAs in mouse melanomas with the c(2]) gene substituted for the wild-type
tyrosinase allele -utilization in design of syngeneic immunotherapy models. Proc the Natl Acad Sci USA.
94(14):7561-7565, 1997b.

Lund PM, Puri N, Durhampierre D, King RA, Brilliant MH.
Oculocutaneous albinism in an isolated Tonga community in Zimbabwe. J Med Genet. 34(9):733-735, 1997.

Manga P, Kromberg JG, Box NF, Sturm RA, Jenkins T, Ramsay M.
Rufous oculocutaneous albinism in southern african blacks is caused by mutations in the Tyrp 1 gene, American
J Hum Genet. 61(5):1095-1101, 1997.

Matsunaga J, Dakeishi M, Miyamura Y, Tomita Y.
Sequence analysis of the human fyrosinase promoter from a patient with tyrosinase-negative oculocutaneous
albinism, Pigm Cell Res. 10(1-2):64-67, 1997.

Maw MA, Kennedy B, Knight A, Bridges R, Roth KE, Mani EJ, Mukkadan JK, Nancarrow D, Crabb JW, Denton
MJ, Mutation of the gene encoding cellular retinaldehyde-binding protein in autosomal recessive refinitis
pigmentosa. Nature Genetics. 17(2):198-200, 1997.

Miller KA, Guan TM, Carrasquillo MM, Lamoreux ML, Galbraith DB, Barsh GS.
Genetic studies of the mouse mutations mahogany and mahoganoid. Genetics. 146(4):1407-1415, 1997.

Miltenberger RJ, Mynatt RL, Wilkinson JE, Woychik RP.
The role of the agouti gene in the yellow obese syndrome. J Nutr. 127(9):51902-81907, 1997.

Morell R, Spritz RA, Ho L, Pierpont J, Guo W, Friedman TB, Asher JH.
Apparent digenic inheritance of Waardenburg-syndrome type 2 (WS2) and autosomal recessive ocular albinism
{aroa). Hum Mol Genet. 6(5):659-664, 1997.

Opdecamp K, Nakayama A, Nguyen M, Hodgkinson CA, Pavan WJ, Amheiter H.
Melanocyte development in vivo and in neural crest cell cultures - crucial dependence on the Mitf basic-helix-
loop-helix-zipper transcription factor. Development. 124(12):2377-2386, 1997.

Puri N, Durhampierre D, Aquaron R, Lund PM, King RA, Brilliant MH.
Type 2 oculocutaneous albinism (OCA2) in Zimbabwe and Cameroon - distribution of the 2.7-kb deletion allele
of the p gene, Hum Genet. 100(5-6):651-656, 1997.

Sakai C, Ollmann M, Kobayashi T, Abdelmalek Z, Muller J, Vieira WD, Imokawa G, Barsh GS, Hearing VJ.
Modulation of murine melanecyte function in vitro by agouti signal protein. EMBO J. 16(12):3544-3552, 1997.

Sato S, Roberts K, Gambino G, Cook A, Kouzarides T, Goding CR.
CBP/p300 as a co-factor for the microphthalmia transcription factor. Oncogene. 14(25):3083-3092, 1997.

Schartl A, Homung U, Nanda I, Wacker R, Mullerhermelink HK, Schlupp I, Parzefall J, Schmid M, Schartl M.
Susceptibility to the development of pigment cell tumors in a clone of the amazon molly, Poecilia formosa,
introduced through a microchromosome. Cancer Res. 57(14):2993-3000, 1997.
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- Spritz RA, Bailin T, Nicholls RD, Lee ST, Park SK, Mascari MJ, Butler MG.
Hypopigmentation in the Prader-Willi-syndrome correlates with p gene deletion but not with haplotype of the
hemizygous p allele. Amer J Med Genet. 71(1):57-62, 1997.

- Sullivan DM, Erb L, Anglade E, Weisman GA, Tumer JT, Csaky KG.
Identification and characterization of P2y(2) nucleotide receptors in hwman refinal pigment epnthehal cells. J

Neurosci Res. 49(1):43-52, 1997.

- Tachibana M.
Evidence to suggest that expression of mitf induces melanocyte differentiation and haploinsufficiency of MITF

causes Waardenburg-Syndrome type 2a. Pigm Cell Res. 10(1-2):25-33, 1997.

- Takabatake T, Ogawa M, Takahashi TC, Mizuno M, Okamoto M, Takeshima K.
Hedgeliog and patched gene expression in adult ocular tissues. FEBS Letters. 410(2-3):485-489, 1997,

- Tief K, Schmidt A, Beermann F.
Regulation of the tyrosinase promoter in transgenic mice: Expression of a tyrosinase-lacZ fusion gene in
embryonic and adult brain. Pigm Cell Res. 10: 153-157, 1997.

8. Melanoma and other pigmented tumours

Experimental melanoma therapy (Dr. N. Smit)

Glutathione is considered as highly important for detoxification reactions in melanoma. In the paper by Palomares et

al it is shown that I1-2 has an antagonistic effect on the toxicity of cyclophosphamide towards B16F10 melanoma cells
which may be a result of the increases in GSH levels in the IL-2 treated melanoma cells. Hasegawa et al describe that the
tyrosinase dependant toxicity of 4-S-cysteaminylphenol (4-S-CAP) is due to the formation of the dihydro-1,4-benzothiazine-
6,7-dione product (BQ). This compound was found to be highly reactive towards GSH and a BQ-GSH adduct is formed
rapidly in the cells and consequently GSH levels decreased.
Hypoxia treatmeat of four melanoma cell lines was investigated in order to measure possible changes in radiation sensitivity
shortly after or after a longer period of reoxygenation (Danielsen et al). Only minor changes of the radiation sensitivity
of the melanoma cells after hypoxia were found. Using a novel oxygen sensor Zilberstein et al were able to measure
oxygen consumption rates in melanoma tumors in mice as a result of illuminations during Photodynamic therapy (PDT).
Also the reoxygenation during the dark periods could be measured. PDT using 5-aminolaevulinic acid as a precursor of
photodynamically active porphyrins was investigated by Abels et al. No complete remissions of A-Mel-3 melanomas in
hamsters could be achieved with the treatments. The induction of porphynns was concluded to be less effective than other
photosensitizers such as Photofrin or synthetic porphycenes,

- Abstracts of the 2nd International Conference on the Adjuvant Therapy of Malignant Melanoma - London, UK,
14-15 March, 1997. Melanoma Res. 7(2):156-172, 1997. :

- Abels C, Fritsch C, Bolsen K, Szeimies RM, Ruzicka T, Goerz G, Goetz AE.
Photodynamic therapy with S-aminolaevulinic acid-induced porphyrins of an amelanotic melanoma in vivo. J
Photochem Photobiol B-Biol, 40(1):76-83, 1997.

- Aruga A, Aruga E, Chang AE.
Reduced efficacy of allogeneic versus syngeneic fibroblasts modified to secrete cytokines as a tumor vaccine
adjuvant. Cancer Res. 57(15):3230-3237, 1997.

- Ashley DM, Faiola B, Nair S, Hale LP, Bigner DD, Gilboa E.

Bone marrow-generated dendritic cells pulsed with tumor extracts or tumor RNA induce antitumior immunity
against central nervous system tumors. J Exp Med. 186(7):1177-1182, 1997.

Comments: In this study, we compared the efficacy of two types of vaccines for the treatment of tumors within the
central nervous system (CNS): dendnitic cell (DC)-based vaccines pulsed with either tumor extract or tumor RNA, and
cytokine gene-modified vaccines. Using the B16/F10 murine melanoma (B16) as a model for CNS tumor, we show
that vaccination with bone marrow-generated DCs, pulsed with either B16 cell extract or B16 total RNA, can induce
specific cytotoxic T lymphocytes against B16 tumor cells. The DC-based vaccines were at least as effective, if not more
50, as vaccines containing B16 tumor cells in which the granulocytic macrophage colony-stimulating factor gene had
been modified.

- Bonnekoh B, Bickenbach JR, Roop DR.
Immunological gene therapy approaches for malignant melanoma .1. Tu-mor-immunological background. Skin
Pharmacol. 10(2):49-62, 1997,

- Bonnekoh B, JR Bickenbach, DR Roop.
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Immunological gene therapy approaches for mallgnant melanoma .2. Preclinical studlm and clinical strategies.
Skin Pharmacol. 10(3):105-125, 1997.

Brasoveanu LI, Fonsatti E, Visintin A, Pavlovic M, Cattarossi I, Colizzi F, Gasparollo A, Coral S, Horejsi V,
Altomonte M, Maio M.

Melanoma cells constitutively release an anchor-positive soluble form of protectin (sCD59) that retains functional
activities in homologous complement-mediated cytotoxicity. J Clin Invest. 100(5):1248-1255, 1997.

Chelvi TP, Ralhan R.
Hyperthermia potentiates antitumor effect of thermosensitive-liposome-encapsulated melphalan and radiation in
murine melanoma. Tumor Biol. 18(4):250-260, 1997,

Danielsen T, Skoyum R, Rofstad EK.
‘Hypox:a-mduced changes in radiation sensitivity in human melanoma cells: importance of oxygen-regulated
proteins, adenylate energy charge and cell cycle distribution. Radiother Oncol. 44(2):177-182, 1997.

Glick RP, Lichtor T, Mogharbel A, Taylor CA, Cohen EP.
Intracerebral versus subcutanegus immunization with allogeneic fibroblasts genetically engineered to secrete
interleukin-2 in the treatment of central nervous system glioma and melanoma. Neurosurgery. 41(4) 898, 1997.

Hayes MT, Bartley J, Parsons PG Eaglesham GK, Prakash AS. :
Mechanism of action of fotemustine, a new chloroethylnitrosourea anticancer agent: Evidence for the formation
of two DNA-reactive intermediates contributing to cytotoxicity, Biochemistry. 36(35):10646-10654, 1997.

Hasegawa K, Ito S, Inoue S, Wakamatsu K, Ozeki H, Ishiguro 1.
Dihydro-1 4—benzoth1azme—6 ,7-dione, the ultimate toxic metabolite of 4-S-cysteaminylphenol and 4-S-
cystwmmylcatechol Biochem Pharmacol. 53(10):1435-1444, 1997.

Juang SH, Xie KP, Xﬁ L, Wang YF, Yoneda JY, Fidler IJ.
Use of retroviral vectors encoding murine inducible nitric oxide synthase gene to suppress tumorigenicity and
cancer metastasis of murine melanoma. Cancer Biother Radiopharm 12(3):167-175, 1997.

Krull F, Holzer U, Ihle J, Bethge W, Fierlbeck G, Kalland T, Dohlsten M, Niethammer D, Dnnecker GE.
Superantigen-induced lysis of melanoma cells. Melanoma Res. 7(3):214-222, 1997.

Palomares T, Alonsovarona A, Alvarez A, Castro B, CalleY Bilbao P.
Interleukin-2 increases intracellular glutathione levels and reverses the growth inhibiting effects of
cyclophosphamide on B16 melanoma cells. Clin Exp Metastasis. 15(3):329-337, 1997.

Pfutzner W, Przybilla B.
Malignant melanoma and levodopa: Is there a relationship? Two new cases and a review of the literature, J Am

Acad Dermatol 37(2 Suppl. Part 2):332-336, 1997.

Randazzo BP, Bhat MG, Kesari S, Fraser NW, Brown SM.
Treatment of experimental subcutaneous human melanoma with a replication-restricted herpes simplex virus
mutiant. J Invest Dermatol. 108(6):933-937, 1997.

Schiltz PM, Beutel LD, Nayak SK, Dillman RO.
Characterization of tumor-mﬁltrahng lymphocytes derived from human tummors for use as adoptive
immunotherapy of cancer. J Immunother. 20(5):377-386, 1997.

Schmidt W, Maass G, Buschle M, Schweighoffer T, Berger M, Herbst E, Schilcher F, Birnstiel ML.
Generation of effective cancer vaccines genetically engineered to secrete cytokines using adenovirus-enhanced
transferrinfection (AVET). Gene. 190(1 Sp. Iss.):211-216, 1997.

Wagner SN, Wagner C, Schultewolter T, Goos M.
Analysis of Pmel17/gp100 expression in primary human tissue specimens: Implications for melanoma immuno-
and gene-therapy. Cancer Immunol Immunother. 44(4):239-247, 1997.

Wang YP, Becker D.
Antisense targeting of basic fibroblast growth factor and fibroblast growth factor receptor-1 in human
melanomas blocks intratumoral angiogenesis and tumor growth, Nature Medicine. 3(8):887-893, 1997.

Widel M, Dobrut M, Maka B, Lubecka B, Pluciennik A.
The radiosensitivity of human malignant melanomas evaluated by cytokinesis-block micronucleus assay.
Neoplasma. 44(2):109-116, 1997.
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Wimerowicz M, Fong AZC, Mackiewicz A, Hawley RG.

Double-copy bicistronic retroviral vector platform for gene therapy and tissue engineering: application to
melanoma vaccine development. Gene Therapy. 4(10):1061-1068, 1997.

Comments: One approach to overcome these limitations would be to design universal vaccines consisting of
standardized gene-transduced neoplastic cell lines or mixtures of geae-transduced cell lines, to be combined with
autologous tumor samples if available. We developed and analyzed several different retroviral vectors for their ability
to stably express exogenous genes at high levels in a panel of melanoma cell lines. One vector, DCCMV, was found
to perform consistently better than the other vectors. The DCCMV vector, which is an extreme example of the double-
copy class of retroviral vectors, was subsequently used to generate melanoma cell lines constitutively secreting human
interleukin-6 or a soluble form of the human interleukin-6 receptor for potential use in a phase II clinical vaccine trial
for the treatment of melanoma patients.

Yu JS, Burwick JA, Dranoff G, Breakefield XO.
Gene therapy for metastatic brain tumors by vaccination with granulocyte-macrophage colony-stimulating factor-
transduced tumor cells. Hum Gene Ther. 8(9):1065-1072, 1997.

Zilberstein J, Bromberg A, Franz A, Rosenbachbelkin V, Kritzmann A, Pfefermann R, Salomon Y, Scherz A.
Light-dependent oxygen consumption in bacteriochlorophyll-serine-treated melanoma (umors: On-line
determination using a tissue-inserted oxygen microsensor. Photochem Photobiol. 65(6):1012-1019, 1997.

Zvulupov A, Wyatt DT, Rabinowitz LG, Esterly NB.
Effect of growth hormone therapy on melanocytic nevi in survivors of childhood neoplasia. Arch Dermatol.

133(6):795-796, 1997.

Melanoma clinical
(Prof. R. Peter, Dr G. Krihn)

Bodey B, Bodey B Jr., Groger AM, Luck IV, Siegel SE, Taylor CR, Kaiser HE.,

Clinical and prognostic significance of the expression of the c-erbB-2 and c-erbB-3 oncoproteins in primary and
metastatic malignant melanomas and breast carcinomas. Anticancer Res. 17(2B):1319-30, 1997.

Commeat: The problems of immunchistochemical detection of receptor tyrosine kinases have been addressed in this
paper. C-erbB2 is most likely not suitable as a marker for differentiation between benign and malignant pigmeated skin
lesions, C-erbB3 has not yet been extensively studied in melanoma. It certainly requires further studies on the DNA
and RNA level to promote it as a target for future therapies.

Mooy CM, De Jong PT.

Prognostic parameters in uveal melanoma: a review. Surv Ophtalmol. 41(3):215-28, 1996.

Comment: This paper summarizes the differences between cutaneous and uveal melanomas with respect to penotypical
and genotypical characteristics, an aspect underestimated for too long. For both ophtalmologists and dermatologist an

informative review,

Takaoka A, Adachi M, Okuda H, Sato S, Yawata A, Hinoda Y, Takayama S, Reed JC, Imai K.

Anti-cell death activity promotes pulmonary metastasis of melanoma cells. Oncogene. 14(24):2971-7, 1997.
Comment: An important aspect of the potential of metastasation in melanoma. Though still on the in vitro or animal
model level this might be a promissing approach in determining the risk of metastases in vivo.
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ESPCR COUNCIL MEETING - WEDNESDAY, 8 OCTOBER 1997 - BORDEAUX

1. The meeting was held in the Conference Centre La Cité Mondiale, Bordeaux on Wednesday, 8 October 1997 from 2.30
- 4.30 pm, The agenda was distributed at the meeting.

2. Attendance at the meeting - Dr. Pavel, Dr. Larsson, Professor Riley, Professor Thody, Dr. Mac Neil, Dr, Borovansky
and Professor Taieb (by invitation).

3. Dr. Larsson opened the meeting and Dr. Pavel gave apologies for absence from Dr. Peter, Professor Prota, Dr.
D’Ischia, Professor Pehamberger and Dr. Parsons (Professor Ghanem was, at that time, travelling by hire car from
Brussels to Bordeaux in a valiant effort to overcome a French rail strike on that day).

4. Dr. Pavel then circulated minutes of the last ESPCR Council Meeting which had been held in Anaheim in October 1996.
The Council members read the minutes and approved them - the President signed the minutes.

5. Dr. Pavel gave the Secretary’s report. He reported that he had sent cut 45 personal letters persuading people to take
up membership and had a 25% response rate resulting in something like 12 new members since last year. He emphasised
that we should continue doing this. He said that we have approximately 200 members but only 150 paid over 1996 and
only 120 have paid up so far in 1997.

The Council decided that if the fee is not paid for 2 years then members will get a letter requesting payment within 3
months (of back fees as well as current fees). If someone has not paid then at 3 years they will be automatically deleted
from the membership.

The Secretary also said that he had contacted organisers of other meetings like the Melanoma Meeting in Australia and
the Pigmentation Meeting in Bali and given them copies of our membership list.

6. The Treasurer’s report was then given by Dr. Larsson in the absence of Dr. Peter. The Council approved the
Treasurer’s report and it was agreed to publish the 1996 financial report in the bulletin.

7. The next item should have been the Editor’s report for the ESPCR bulletin, however Professor Ghanem was not present
because of the mil strike as explained in 3. Others present did say that there were lots of positive reports on the website
and that the ESPCR bulletin had focussed on meeting reports and it was now possible to visit the Japanese site on the web
and you can download the whole bulletin from the website directly. It is also possible to publish photographs in the bulletin
from now on. (It later transpired that the increased cost of the bulletin was due to opening up the website. The annual cost
of maintaining the website will be very low).

8. The next item was election of ESPCR Officers. The Election Committee comprised Guiseppe Prota, Patrick Riley and
Bengt-Larsson who chaired the Committee. Ninety-one ballot forms were received (of which 2 were spoiled). Qut of the
89 valid ballot forms, there was one nominee for President (Stan Pavel) who received 88 out of 89 votes, one nominee
for Treasurer (Ralph Peter) who received 82 out of 89 votes and 3 nominees for Secretary: Jan Borovansky who received
25 votes, Marco d'Ischia who received 18 votes and Sheila Mac Neil who received 44 votes.

9. Next was an update on the next ESPCR meeting which is in Prague. The organiser (Dr. Jan Borovansky) said that the
dates will be 23 September - 26 September 1998. Professor Taieb suggested that Dr. Borovansky could also invite the
EORTC members who will be present during the Melanoma Symposium on the Friday moming. Dr. Borovansky accepted
the kind offer.

Under Any Other Business, the location of the next International Pigment Cell Society Meeting in Europe was discussed.
The next international meeting will be in Nagoya in 1999 and the next one in Europe will be 2002. So far, there is one
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offer from Ralph Peter from Ulm in Germany. It was agreed that we should mention this at the ESPCR General Assembly
and also put it in the bulletin requesting any further offers for running the meeting in 2002. The Council will discuss the
site of next year in Prague and the final decision will probably be made by the Council of the IFECS during the Nagoya

meeting.

10. The next item under Any Other Business was the fate of the journal, Pigment Cell Research. In the Japanese Society,
every member has a mandatory subscription to the journal but in America and Europe, the subscriptions are voluntary.
Europe has the lowest percentage subscription. There was considerable discussion concerning the fate of the journal -
apparently, the publishers are able to keep it afloat for another year but only on the understanding that the Society does
something to increase the membership. Various options were discussed - this will be taken further under the second ESPCR

Council meeting held on Friday.

PRELIMINARY MINUTES OF ESPCR GENERAL ASSEMBLY - THURSDAY, 9 OCTOBER 1997 - BORDEAUX

This meeting was held in the Conference Centre La Cité Mondiale. It was held on the second day of the two and a half
day ESPCR Meeting. Approximately 25 members of the ESPCR attended the General Assembly.

1. The chair was taken by the President (Dr. B. Larsson).

2. The minutes of the ESPCR Council Meeting in Anaheim, October 1996 were read, approved and signed by the
President.

3. The Secretary (Dr. Pavel) gave his report in which he said that he had written 45 personal letters to colleagues to
increase the membership, resulting in some 12 new members. He stated that we have approximately 200 members, of
whom 150 have paid up their subscription for 1996 and only 120 have so far paid for 1997. He reported that in a meeting
by the Council, it was agreed that those members which had not paid for 2 years would be given a warning letter
requesting payment withinn 3 months. A third year of non-payment would result in automatic disqualification from the
Society.

He also said that he had contacted the organisers of other meetings making them aware of our membership list ie. the
Melanoma Meeting in Australia and the Pigmentation Meeting in Bali.

4. In the absence of the Treasurer, Dr. Peter, Dr. Larsson presented the Treasurer’s report for 1996 and said that this
would be published in the ESPCR bulletin.

5. Dr. Ghanem gave a report on the ESPCR bulletin. He said that there had been lots of positive reports about the bulletin
since it has been available on the website. It is now possible to visit the Japanese site via the web. He stated that, of late,
he has focussed on getting meeting reports into the bulletin. It is also possible to now publish photographs in the bulletin.
He stated that the cost of opening the website has been met in 1997 but the continued cost of running it on the website will
be very low.

There was some discussion concerning the desirability of keeping hard copies of the bulletin for those people who requested
it for a few years. There was a general feeling that more and more people would access the bulletin via the website,

6. The new Officers elected to the Society are: Dr. Pavel as President, Dr. Mac Neil as Secretary and Dr. Peter as
Treasurer.

7. Dr. Borovansky kindly showed some slides of the venue for the 1998 ESPCR Meeting in Prague and invited members
to visit Prague on the occasion of the next ESPCR meeting.

8. Under Any Other Business, the location of the next IPCC Meeting in Europe which will be in 2002 was raised. At
present, there is an offer from Dr. Ralph Peter to host the meeting in Ulm. A final decision on the location will be made
during the Nagoya meeting. The opportunity to organise the IPCC in Europe in 2002 will be announced in the Pigment
Cell Bulletin.

9. The fate of the journal Pigment Cell Research was discussed in light of the fact that the publishers say that it is not
financially viable as it stands and there is a need to increase the number of copies purchased by around 100. Various
suggestions were made by the membership including invited reviews, making it more accessible to clinicians, reducing the
cost of the subscription and making it mandatory as part of the ESPCR membership, page charges, changing publishers,
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etc,

10. The meeting was closed by Dr. Larsson.

ESPCR COUNCIL MEETING - 10 OCTOBER 1997 - BORDEAUX

This meeting was held in the Conference Centre La Cité Mondiale, Bordeaux on Friday, 10 October 1997 from 1.00 - 2.00
pm.

Those present were: Dr. Larsson, Dr. Pavel, Dr. Mac Neil, Professor Riley, Professor Ghanem, Dr. Sarna, Professor
Thody, Dr. Borovansky, Dr. Garcid-Borrén, Dr. Peter.

1. The chair was taken by the President (Dr. Pavel) who in his previous role as Secretary, circulated an agenda for the
meeting.

2. The first item discussed was communication within the ESPCR Council. Council members were urged to communicate
by e-mail or fax where this was not yet available or convenient. To facilitate this, the Secretary (Dr. Mac Neil) said that
she would shortly send a communication to all Council members and request confirmation of its safe receipt to confirm
accuracy of e-mail addresses, fax numbers, etc.

3. The question of nominating candidates for awards by the Pigment Cell Societies was discussed. The International Society
has several awards and will accept nominees for awards from its sister societies, It was agreed that a maximum of up to
3 nominees would be forwarded by the Society. For each award, there was some discussion of the nature of the awards
and previous recipients of awards and Dr. Riley offered to provide information on the awards and on the previous
recipients of the awards. It was agreed that the bulletin would be used to make ESPCR members aware of the existence
of the awards and the need for nominees. This item will be put on the agenda of the Council Meeting in Prague.

4. The next section of the agenda dealt with a number of activities that the ESPCR Council members need to pay attention
to in the coming year, namely the need to gain financial support from the Society from industrial sponsors, to pay attention
to public relations and make polential attendees at the ESPCR meetings aware of our existence, to systematically recruit
new members and to undertake Council elections for 1998.

The Secretary agreed to write to all Council members requesting that they consider carefully potential sources of
sponsorship for the meetings and that they also inform the Secretary of any meetings that they are aware of with relevance
to the ESPCR meetings which we should target for advance publicity of our own meeting. The issue of positively
encouraging new members to join the Society will also be raised with the Council members and once we are aware of the
number of new Council members required for 1998, existing Council members will be requested to be active in identifying
potential willing candidates. Dr. Borovansky offered to deal systematically with the problem of recruiting of new ESPCR
members.

5. The next item on the agenda was the position of the ESPCR bulletin in the life of the Society and it was agreed that it
is working well and we can use it to an even greater exteat in the future. For example, announcements of achievements
and developments and relevant anniversaries of events, etc. can be placed in the bulletin. We can use it to make people
aware of the need for ongoing and future sponsors, to remind members to inform us of other relevant meetings and to be
aware of the need to recruit new members and propose existing members for Council elections in 1998 and to propose
existing members of the Society as nominees for awards of the International Society for Pigment Cell Research.

6. Next, the meeting discussed cooperation with other European Societies - Dr. Sarna suggested a joint symposium with
the European Society for Photobiology in Prague and this received warm approval. After some discussion of topics, the
topic of phototherapy and photoprotection were identified. Dr. Sarna, on behalf of the European Society for Photobiology,
offered a contribution of up to DFL 3,000 to assist the ESPCR to organise a joint symposium on a topic of mutual interest,
Two other societies: the European Society of Radiation Biology and the European Society for Dermatological Research
are potential societies for joint symposia. Dr. Thody also mentioned a new small society on neuropeptides. There is also
the European Immunodermatology Society. Dr. Pavel will contact the European Society for Dermatological Research,

7. Dr. Borovansky announced that the Prague ESPCR Meeting would be organised by Dr. Matous and himself and that
arrangements were well underway, With respect to the finances of the meeting, Council members offered a pump-priming
budget of up to £5,000 to assist Dr. Borovansky in the running of the meeting.

8. Under Any Other Business, the issue of the fate of the journal Pigment Cell Research was considered. Dr. Pavel
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reported that at the Publications Committee, a number of suggestions were made concerning invited reviews obtaining more
clinical pigmentation material. There was a strong feeling that the journal should be assisted to survive and that steps should
be taken to increase its research rating. However, there is an equally strong feeling that mandatory subscription to the
journal at the current subscription price would have an adverse effect on the membership of this Society currently. Dr.
Pavel will write a personal letter to all ESPCR members who have not been subscribing to the PCR.

70" anniversary of Prof. J. Duchon

by Dr. J. Borovansky & Dr. S. Pavel

Prof. MUDr J. Duchon DrSc was born 70 years ago on 27% July 1927 in Prague into a family of university professor
of agricultural chemistry. His inborn inclination to natural sciences was further deepened during his grammar school studies
by Dr. J. Kostir who later became the most charismatic university Professor of biochemistry of Czechoslovakia in the 20*
century.

During the years 1946-1952, he studies medicine at the Charles University in Prague and simultaneously spent 5 terms
of chemistry at the Faculty of Natural Sciences. Already as a student he began scientific and pedagogical work at the 2*
Department of Medical Chemistry and Biochemistry of the Faculty of General Medicine (later renamed as 1* Faculty of
Medicine), Charles University in Prague, where he spent all his fruitful professional career consécutively as a lecturer
(1952), associated Professor (1966) and full Professor of biochemistry (1993). He acted also as a head of the 2*
Department of Medical Chemistry and Biochemistry since 1970 till 1995; in 1996 he retired.

The scientific journey of Prof. Duchon was predetermined by his teachers. Prof. A.F. Richter, the first head of Dr.
Duchon was a strict but enthusiastic scientist who was laying stress on enough scientic tasks for young lecturers even
during summer holidays. Before his departure for a summer leave he took, therefore, a dusty jar labelled "Waelsch horse
melanin® and asked Dr. Duchon to analyze it. This moment decided not only about the research program of Dr. Duchon,
but also about he research program of Dr. Duchon, but also about the research profile of the whole Department until now.
The second teacher of Dr. Duchon, Prof. J. Sula, the founder of biochemical oncology in Czechoslovakia extended the
research activities of Dr. Duchon in the area of malignant melanoma.

At the beginning, Prof. Duchon paid a special attention to metabolic changes in melanoma patients. He was first to
demonstrate an increased excretion of homovanillic acid (Clin Chim Acta 7, 1962, 443) and vanillactic acid (Clin Chim
Acta 18, 1967, 487) in the urine of melanoma patients. In cooperation with Dr. Pechan he amply extended our knowledge
on melanogenuria (Ann NY Acad Sci 100, 1963, 1048) and with Dr. Matous identified 5-hydroxy-6-methoxyindole-2-
carboxylic acid and 6-hydroxy-5-methoxyindole-2-carboxylic acid in melanoma urine (Clin Chim Acta 16, 1967, 397), the
compounds which were lately "rediscovered” as disease progression markers. In 1967-1968 he worked at the Department
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of Dermatology, Harvad Medical School in Boston in the lab of Prof. T.B. Fitzpatrick. After return to Prague, he put
together a research group engaged in melanosome research (Pigment Cell 1, 1973, 165) which brought the first evidence
that melanosomes consist of several proteins (Cas lek ces 111, 1972, 218). Postgraduate studeats of Prof, Duchon prepared
and defended 10 Ph.D. and 3 habilitation theses. Prof. Duchon has published almost 150 scientific papers.

As a university teacher he was permanently engaged also in pedagogical work and wrote several textbook of medical
chemistry and biochemistry.

in 1979 be took part in the 1* European Workshop on Melanin Pigmentation in Lyon and organized the 3™ Meeting
in Prague in 1981. Ever since he has become an indispensable participant of the meetings organized by the ESPCR who
enthusiastically took part in discussions.

We wish Prof. Duchon a long, happy and healthy retirement and we look forward to meeting him at future meetings
of the European Society for Pigment Cell Research.

Also available in more details from address: http://www.ulb.ac.be/medecine/loce/esper.htm

1998 8* ESPCR Meeting: Prague, 23 - 26 September
Contact: Dr J. Borovansky
Léka¥ska Fakulta
Univerzity Karlovy
Ustav Lé&ka¥ské Chemie a Biochemie
U nemocnice 5
Csech Republic- 128 53 Praha 2
E-mail: Jan.Borovansky@LF1.CUNI.CZ

1999 XVIIth International Pigment Cell Conference: Nagoya Congress Center,
Japan, October 30 - November 3
Contact: Fujita Health University School of Health Sciences
J- Toyoake, Aichi 470-11
Phone: +81-562-93-2595
Fax: +81-562-93-4595
E-mail: sito@fujita-hu.ac.jp

2000 9* ESPCR Meeting: Krakow
Contact: Dr T. Sarna

Jagellonian University
Al. Mickiewicza 3
Poland- 31-120 Krakow
Phone: 48-12-342008 (direct) or 48-12-341305 (switchboard)
Fax: 48-12-336907
E-mail: tsarna@mol.vj.edu.pl
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Dear Colleagues,

As your new Secretary, I am writing to urge you to add some important dates to your diaries for 1998
now.

The next meeting of the European Society for Pigment Cell Research is in Prague, 23 - 26 Seplember
1998. Additionally, it is highly likely that there will be a joint symposium with the European Society for
Photobiology at this meeting and there will also be a melanoma meeting the weekend before in Vienna with
the possibility of there being some social events linking the Vienna and Prague meeting.

We can all be sure of a warm and friendly welcome in Prague and I look forward to seeing you there.
With respect to supporting the Prague meeting, I would be glad to hear details of any potential sponsors for
the meeting,

Secondly, I would like to make a plea to encourage members of your research groups and your colleagues
to join the ESPCR - we are a very friendly Society, ideal for introducing younger scientific colleagues to a
multi-disciplinary approach to the melanocyte and an excellent Society for fostering collaborative research
in Europe.

I look forward to seeing you in Prague.

Yours sincerely

Dr Sheila Mac Neil

Postdoctoral position available

A postdoctoral position is available for up to 3 years to study the biology of melanosomes. Current interests
include the biogenesis of the melanosome, the relationship between melanosomes and lysosomes, and the
interactions among melanosomal proteins in the synthesis and deposition of melanin. Our approach
combines molecular and cellular techniques with the power of mouse genetics. The successful candidate will
be a higly motivated recent doctoral graduate from Europe, Canada or the US with expedence in either cell
biclogy, molecular biology or both.

Interested candidates may submit a C.V. and the names, addresses and fax/e-mail numbers of 3 references
to:

Seth J. Orlow, M.D., Ph.D.

Associate Professor

Departments of Dermatology and Cell Biology
New York University School of Medicine

560 First Avenue, Room H-100

New-York, NY 10016 USA

Fax:  1-212-263-5819

E-Mail: orlows01@mercr. med.nyu.edu

Postdoctoral Scientists

Johnson & Johnson
Skin pigmentation
Skin/Hair Biology

Web site: www,jnj.com
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NEWS FROM THE IFPCS

ESPCR
JSPCR
PASPCR

PRESIDENT

Vincent J. Hearing
(Bethesda, USA)

VICE-PRESIDENT

Yoshiaki Hori
(Fukucka, JAPAN)

SECRETARY/TREASURER

Bengt S. Larsson
{Uppsala, SWEDEN)

COUNCIL MEMBERS

Sally Frost-Mason
(Lawrence, USA)

Yutaka Mishima
(Kobe, JAPAN)

Masako Mizoguchi
(Kawasaki, JAPAN)

James J. Nordlund
{Cincinnati, USA)

Stan Pavel .
(Leiden, NETHERLANDS)

Giuseppe Prota
(Naples, ITALY)

EX OFFICIO MEMBERS
Shosuke ito
(Chairman, XVI™ [PCC)

Jiro Matsumoto
(Editor, Pigment Cell
Research)

A Letter from the President -

What are the function(s) of the IFPCS, or perhaps more accurately put, are
there any function(s) of the JIFPCS? The answers can be found on the IFPCS
Web page (http:/flenti.med.umn_eduipasperlifpes.html), but for those who prefer

the old fashioned way, please read on.. . .

The IFPCS was established with several main goals in mind :

1. To foster and enhance research on pigment cells and
pigmentation among the regional Societies.

2. To foster scientific collaboration, cooperation and communication
among the regional Societies.

3. To organize a tri-annual international meeting, to honor
outstanding contributions in the field by awarding the Myron
Gordon award at that meeting, and to select a scientist who has
made recent and significant advances in the field to present the
Seiji lecture.

4. To provide consultation and information regarding all aspects of

. pigmentation and related topics.

5. To encourage the dissemination of knowledge related to pigment
cells by the establishment, sponsorship and support for the
publication of books, bulletins, newsletters, journals, reports or
other means.

How are we doing with respect to these goals? Well yes, I would like your
feedback, but to be honest, I have my own opinions on each of the above
topics and would like to share them with you.

Historically we have actually worked to meet these goals somewhat in
reverse order. Goals #4 and #5 were achieved by establishing an official
IFPCS-sponsored journal, Pigment Cell Research, about 10 years ago. The
journal has grown steadily but is in need of your renewed support. Increasing

‘publication costs are squeezing its production costs and it is essential, if we

wish to keep our journal, that we all contribute to its health and vitality by:
(1) subscribing to it, and*(2) by submitting papers to it for publication. Qur
Societies have made a strong commitment to support our journal and the
hard work has already been done; if we don’t renew our efforts now to
support it financially and scientifically, we most probably will lose it within
the next several years. I would urge each of you to make sure your research
group and/or library subscribes to the journal, that you submit papers to it
and that you cite its pertinent references where applicable in your
publications. A quick and unofficial look at current statistics in these areas is
quite revealing. Support of the journal with respect to submitted manuscripts
is similar among the regional Societies: Of papers published in

President : Dr. Vincent J Hearing, Laboratory of Cell Biology, Nafional Insfitules of Health, Building 37 Room 1825, Bethesda,
MO 20892 USA - FAX: +1-301-402-8787 Tel: +1-301-496-1564 Email: hearingv@nih.gov

Vice-President: Prof. Yoshiaki Hor, Director, Asoizuka Hospital, 3-83 Yoshio-machi, lzuka, Fukuoka 820 JAPAN FAX: +81-
948 21-3124 Tel: +81948 22-3800 Email: hori-yh1@aso-group.co.jp

SecretarylTreasurer: Dr. Bengt S Larsson, Uppsala Universilet, Institutionen for Toxdtkologi, Box 594, S-751 24 Uppsala,
SWEDEN - FAX: +46-18-174-253 Tel: +46-18-174-247 Email: bengt larsson@fox uu.se
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Pigment Cell Research in 1996 and 1997, 27% originated from members of the ESPCR, 29% were
from the JSPCR and 31% were from the PASPCR; the remaining 13% of papers published were from
nonmembers. Thus there is comparable support of the journal from the regional Societies and this is
great. On the other hand, distribution of subscriptions by Society is not so equitable: there were 33
member subscriptions from the ESPCR, 166 from the JSPCR and 43 from the PASPCR. Since the
membership base is comparable among the three regional Societies, we obviously need to stimulate
our ESPCR and PASPCR members to subscribe to our journal, not only to make its support more
equitable, but to improve its circulation and usefulness. I would urge each of you to take a moment to
assess whether your laboratory and/or library is receiving the journal and if not, to correct that for
1998. Having a specialty journal is a tremendous synergistic resource for our Societies and we should
all commit to working to preserve it.

Goal #3 is probably the most obvious and publicly visible effort of the IFPCS; the social and scientific
success of the Internafional Pigment Cell Conferences (IPCC) has grown with each meeting, and
each IPCC seems to be more exciting and stimulating than the last. Prof. Ito, chair of the next IPCC,
and his Organizing and Scientific Committees have already designed the outlines of our next IPCC
which will be held in Nagoya, Japan in 1999. I would invite each of you, not only to attend the
meeting, but to watch its development over the next 2 years by tuning in at regular intervals to the
IPCC Website (http:fMenti.med.umn.edu/pasper/17ipcc.html). That site already has been stocked with
useful information about the development, format, social and scientific program of the Nagoya IPCC.

Goals #2 and #1 have been the most recent emphasis of the IFPCS. The Special Expert Groups are
now going full speed ahead; check out their activities from their home pages on the Web
(http:/fenti. med.umn.edufpaspcriexperts.html) and sign up to be on one or more of them. Those groups
are not only promoting active research and collaborations within their own specialties, but will
provide input into the design and scientific program of the next IPCC. We now have Expert Groups in
the subdisciplines of: Biology of Melanoma, Developmental Biology, Genetics of Pigmentation, Hypo /
Hyper-Pigmentation, Ocular [ Extracutaneous Albinism, and Vitiligo

The IFPCS has established a Scholars Travel Stipend program to promote travel aimed at
establishing international collaborations. I would urge any of you who have thought of travelling to
another lab to learn a new technique or to establish a collaboration, but haven’t had the resources to
do so, to apply for one of these Travel Stipends. Conversely, if you want someone to visit your lab for
the same reasons, encourage them to apply. The level of financial support (i.e. $3,000) should be
sufficient to cover expenses for 1 — 3 months of travel. Each regional Society has 3 of these grants to
award prior to the Nagoya IPCC and one such application has already been funded. You can check on
the details of this program, review the names of awardees and the scopes of their projects, and
acknowledge our magnanimous corporate donors, at the relevant Web site
(http:Menti.med.umn.edu/pasperitravel.html). I would like to express my thanks to the following
companies for their financial support of this program and hope that other companies will join their
ranks: Beiersdorf AG, Clairol Inc., ‘Nikko Chemicals, Procter & Gamble Co., Shiseido, Taisho

Pharmaceutical Co., and Unilever Research.

Finally, the IFPCS Council has just agreed to distribute the Newsletters and Bulletins from each
regional Society to members of the other regional Societies to further facilitate exchange of
information. _

In sum, the IFPCS is healthy, interactive and functioning well. Memberships in our constituent
regional Societies have been increasing steadily, arid there has been a tremendous influx of fresh faces
into the Offices and Councils, not only of those Societies, but into the IFPCS itself. The study of
pigmentation is now in the forefront of scientific research in a variety of discipliries, and we are all in
an advantageous position to further our own research and that of our colleagues. I would like to thank
all of you for your confidence and support and particularly to thank each of the IFPCS Council
Members who have all worked extremely hard to achieve the progress listed above. I'll look forward
to seeing you in Nagoya.

Vince Hearing
IFPCS President
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Charles University
Dept of Biochemistry
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BOTTI D.
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National Cancer Institute
Via Venezian 1

I - 20133 MILANO

CASTELLO G.

Cancer lastilute Fondazione Pascale
Division of Clinical Immunology
Via Mariano Semola

I- 80131 NAPOLI

CAUSSEC.

L'Oréal

Av. Eugene Schueller, 1

F - 93600 AULNAY-SOUS-BOIS

CESARINI J.-P.
INSERM-FOR

Fondstion de Rotschild

Rue Manin 29

F - 75940 PARIS CEDEX 19

CHEDEKEL M.R.

Mel<o

Rt.5, Box 5516, 4255 County Rd.MM
USA - Ordando, CA 95963

COOCKSEY C.J.

University College London
Dept of Chemistry

Gordon Street 20

UK - LONDON WCI1H 0AJ

CORSARO C.

Universily of Catania

Istituto Bioclogica Generale

Via Androne 81

1- 95124 CATANIA, SICILIA

CRIPPA P.R.
University of Parma
Dept of Physics

Via delle Scienze
1-43100 PARMA

D'ISCHIA M.

University of Naples

Dept Organic & Biol. Chemistry
Via Mezzocannone 16

I - 80134 NAPLES

DAS P.K.

Academic Medical Center

Dept of Dermatology (F7Z)/Pathology
Meibergdreef 9

NL - 110§ AZ AMSTERDAM

DELUCAC.

Istituto Dermopatico dell’Immacolata
({DI)-Ceantro Invecchiamento Cellulare
Via Monti di Creta 104

1- 00167 ROMA

DEFLANDRE A.

I'Oreal

Av. Eugene Schueller 1, BP 22

F - 93601 AULNAY SOUS BOIS

DEL MARMOL V.

L.O.C.E., Institut Jules Bordet
Univ. Libre de Bruxelles

Rue Héger-Bordet 1

B- 1000 BRUSSELS

DERAEMAECKER R.

Dept of Surgery, Instiut J. Bordet
Rue Héger-Bordet 1

B- 1000 BRUSSELS

DORE J.-F.

Centre Léon Bérard
Laboratoire d’Immunologie
INSERM U.218

Rue Lacnnec 28

F - 69373 LYON CEDEX 02

DREWA Gerard

University School of Medical Scicnces
Dept. of Human Biology

Karlowicza 24

PL- 85-092 BYDGOSZCZ,

DUCHON J.

Charles University
Dept of Biochemistry
U aemocnice 5

CZ- 12800 Praguc



DUMAS M.

Parfums Givenchi SA

LVMH Recherche

Rue des Peupliers 25

F - $2752 NANTERRE, Cedex

EBERLE A.N.

Dept of Research (ZLF)
University Hospital
Hebelstrasse 20

CH - 4031 BASEL

M. EISNER

University of Houston

Dept of Physics

4000 Calboun Road

USA - Houston, Texas 77204-5504

ENIKOE W.

Dept of Dermatology
University Hospital Leiden
P Box 9600

NL - 2300 RC LEIDEN

ESCHE C.

Univ. Pittsburgh

Cancer Institute

300 Kaufmann Bldg.

Div. Surgical Oncology

3471 Fifth Avenue

U.S.A.- PITTBURGH, PA 15213

FERRER C.
University of Murcia
Dept of Cell Biology
School of Medicine
E - 30100 MURCIA

FRENK E.

University of Lausanne
Dept of Dermatology
Rue du Bugnon 46

CH - 1011 LAUSANNE

FRIEDMANNP.S.
Liverpool University

Dept of Dermatology

P.O. Box 147

UK - LIVERPOOCL L69 3BX

FRITSCH P.
University of Innsbruck
Dept of Dermatology
Anichsirasse 35

A - 6020 INNSBRUCK

GARBE C.

Universitat Tibingen
Hautklinik
Liebermeisterstralle 25
D - 72076 TUBINGEN

GARCIA-BORRON J.-C.
Univzersidad de Murcia

Dept. Bioquim. Biol. Mol. Inmunol.
Facultad de Medicina Apt. 4021

E - 30100 ESPINARDO, MURCIA

GAUTHIER Y.
05-Dermato-Venercologue
Cours de Luze 75

F - 3300 BORDEAUX

GESUALDG L.
Suzione Zoologica
Villa Comunale
1- 80121 NAPLES

GHANEM G.E.

L.0.C.E., Institut J. Bordet
Université Libre de Bruxelles
Rue Héger-Bordet 1

B - 1000 BRUXELLES

GIACOMONI P.

L'Oréal

Laboratoires de Chevilly-Larue
188-200, Rue Paul Hochard, B.P. 553
F - 94152 RUNGIS Cedex

GOLDSCHMIDT D.
Hépital Emsme
Plast. Surg. Dept.
Route de Lennik 808
B - 1070 BRUSSELS

GRAMMATICO P.

Universith "La Sapienza”™
Catedra di Genetica Medica

clo Ospedale Lazzaro Spallanzani
Via Portuense 292

I - 00149 ROMA

GREEN A.

Queensland Inst of Medical Rescarch
Dept of Epidemiology

Bramston Terrace

AUS- Herston, BRISBANE,QLD4029

GREULICH K.

University of ULM
Klinikum .

Dept. of Dermatology
Oberer Eselsberg 40 (BWK)
D- 89081 ULM

HANSSON C.
University Hospital
Dept of Dermatology
S -221 85 LUND

HEARING V.

N.ILH.

Laboratory Cell Biology
Dept Healt Hum Serv

Bldg 37, Room 1B2S

USA - Bethesda, MD 20892

HEATH A.D.

Unilever Research

Colworth Lab. - Cell Biology
Shambrook

UK - BEDFORD MK44 1LQ

HEDIN A.
Centrallagsarcttet

Dept of Periodontology

S - 631 88 ESKILSTUNA

HILL G.J.

MSB-E578

New Jersey Medical School
University Heights

South Crange Avenue 185

USA - NEWARK NJ07103-2714

HILL H.Z.

New Jersey Medical School
MSB-ES86 - University Heights
South Orange Avenue 185

USA - NEWARK NJ 07103-2714

HIRAOKA 1.-I.

Kanebo Lid.

Cosmetic Laboratory
Kanagawa-Prefecture, 250
J- ODAWARA City

HONIKMAN-LEBAN E.
L'Oréal

Centre Zviak

90, rue Roguet

F - 92583 CLICHY Cedex

ITO S.

Fujita Health University
School of Health Sciences
Toyosake

J - AICHI 470-11

JACKSON I.

MRC, Human Genetics Unit
Western General Hospital
Crewe Rd.

UK - EDINBURGH EH4 2XU

KAAGEDAL B.
University Hospital

Dept of Clinical Chemistry
$ - 581 85 LINKOPPING

KARISSON M.
Linkoping University
Dept. of Oncology
Faculty of Health Sience
S- 581 85 LINKOPPING

KING R.A.

University of Minnesola

Depts of Medecine and Pediatrics
Box 485 UMHC

420 Delaware Street

USA- MINNEAPOLIS, MN 55455

KCKOSCHKA E.M.
University of Vicana

II. Dermatology Dept
Wahringer Gurtel 18-20
A - 1090 VIENNA

KOLLIAS N.

Wellman Labs of Photomedicine
Well 2

Mass General Hospital

50 Blossom Street

USA - BOSTON, MA 02114

KRAHN G.

University of ULM
Klinikum

Dept. of Dermatology
Oberer Esclsberg 40 (BWK)
D- 85081 Ulm

KRASAGAKIS K.
Univ-Klinikum Be¢njamin-Franklin
Dept of Dermatology
Hindenburgdamm 30

D - 12200 Bedin

853



854

KURTZ S K.

Pennsylvania State University
Dept Electr Comput Engineer
121 Electr Engincer East
UNIV PARK, PA 1680{-3857
U.S.A.

LAND EJ.

Paterson Inst. Cancer Res.
Christic Hosp. & Holt Radium
Wilmslow Road

UK - MANCHESTER M20 9BX

LANG G.

1*Oreal

Av. Eugtne Schueller 1
F - 92117 CLICHY

LARSSON B.S.

Uppsala University

Dept Pharmaceut Biosci

Division of Toxicology, Box 594
5 - 751 24 UPPSALA

LARSSON O.

Karolinska Hospital
Tumour Pathology

Box 60500

S - 10401 STOCKHOLM

LECOIN M.L.

Institut d’Embryologie Cellulaire

et Moléculaire UMRC 9924

CNRS - Colltge de France

Avenue de la Belle Gabricelle, 49bis
F - 94736 Nogent-sur-Marne, Cedex

LEJEUNE FJ.

Centre Plundisciplinaire 4~
CHUV, CPO - Nivesu 06
Ruc du Bugnon 46

CH - 1011 LAUSANNE

LINDQUIST N.G.

University of Uppsala

Dept Pharmaceut Biosci

Division of Toxicology, Box 594
S - 751 22 UPPSALA

LINK E.M.

Dept of Molecular Pathology
UCL Medical School
Cleveland Strest 46

UK - LONDON WIP 6DB

LOFBERG J.

Uppsala University
Dept of Zoology

Box 561

S - 75122 UPPSALA

LOIR B.

L.O.C.E., Institut J. Bordet
Univ. Libre de Bruxelles
Rue Héger-Bordelt, 1

B - 1000 BRUSSELS

LOZANO-TERUELJ.A.
University of Muccia

Faculty of Medicine

Dept of Biochem Mol Biol

E - 30100 ESPINARDO, MURCIA

MAC NEIL S.

University of Sheffield
Dept. of Medicine

Acad Div Med, Clin Sci Cir
Northem General Hospital
Herries Road
UK-SHEFFIELD 85 7AU

MecKIE R.

Glasgow Universily

Dept of Dermatology
Anderson College Building
56 Dumbarton Road

UK - GLASGOW G11 6NU

MANSSON-BRAHME E.
Radiumhemmet
Karolinska Hospital

Box 60500

S - 171 76 STOCKHOLM

MARROT L.

L'Oréal

Av Eugipe Schueller 1

E - 93600 AULNAY SOUS BOIS

MARS U.

Uppsala University

Dept Pharmaceut Biosci

Division of Toxicology, Box 594
S - 751 24 UPPSALA

MARSDEN C.D.

National Hospital, Dept of Neurclogy
Queens Square

UK - London WCIN 3PG

MARTINEZ-LIARTE J.H.
Universidad de Murcia

Dpto. Bioquimica y Biologica
Molecular ¢ Immunologica

Facultad de Medicina

Campus de Espinardo

E - 3100 MURCIA

MENKE H.E.

St Franciscus Gasthuis
Kleiweg 500

NL - 3045 PM ROTTERDAM

MEYER zm GOTTESBERGE A.
University of Dusscldorf

Res Lab of ORL - Dept
Moorensirasse 5

D - 40225 DUSSELDORF

MEZZINA M.

UPR 42 CNRS - [FCI, IRC
7, Rue Guy Mocquet

F - 943801 VILLESUIF

MIRANDA M.

University of I' Aquila

Dept of Biol.& Cell Physiology
Via Vewio Loc. Coppilo
1-67010 L’AQUILA

MISHIMA Y.

Mishima Inst Dermatol Rescarch
1-4-32 Sowa-cho, Nada-ku

J- KOBE 657

MORANDINI R.

L.O.C.E., Institut J. Bordet
Université Libre de Bruxelles
Rue Héger-Bordet 1

B - 1000 BRUSSELS

MORETTI S.

University of Florence
Dept of Clin Dermatology
Via della Pergola 58

I - 50121 FIRENZE

MURPHY B.P.
Bristol Mycrs Squibb Co.

P.0. Box 120036

USA - STAMFORD, CT 06912-0036

NAEYAERT J.M.
Universiteit Gent

Kliniek voor Huidziekten
De Pintelaan 185

B - 9000 GENT

NAKAZAWA S K.

Lab des Substitudes Cutancs
Hépital Edouard Herriot

S, Place d’Arsonval

F - 69437 LYON

NICOLAUS R.A.
University of Naples
Dept of Chemistry
Via Mezzocaanone 16
I - 80134 NAPLES

NOZ K.

Dept of Dermatology
Leyenburg Hospital
Leyweg 275

NL- 2545 CH DEN HAAG

ORFANOS C.E.

Univ. Med. Centre Steglitz
Dept of Dermatology
Hindeoburgdamm 30

D - 12203 BERLIN

ORRECCHIA G.

University of Pavia

¢/o Clinica Dermatologica/O.S.M.
I-27100 PAVIA

ORTONNE J.-P.

Hépital Pasteur

Dept of Dermatology, BP 69
Avenue de la Voie Romaine
F - 06100 NICE CEDEX

PALUMBO A.
Stazione Zoologica
Villa Comunale
1-80121 NAPLES

PARSONS P.

Queensland Inst for Med Rescarch
Bramstoa Terrace

AUS - Herston, Queensiand

PASSI S,

Ist. Dermopatico Immacolata (IDI)
Centro Invecchiamento Cellulare
Via Monti di Creta 104

1- 00167 ROMA



PAVEL S.

University Hospital Leiden
Dept of Dermatology

PO Box 9600

NL - 2300 RC LEIDEN

PEHAMBERGER H.
University of Vienna
Dept of Dermalology
Wahringer Ginel 18-20
A - 1090 VIENNA

PETER I.

Peace Villa Senior L.1.G.-2
Harshaward Nagar

IND- BHOPAL 462003

PETER M.G.

University of Potsdam

Inst. Org. Chem., Natural Producis
Am Neuen Palais 10

D - 14469 POTSDAM

PETER R.U.

University of Ulm (BWK)

Head of the Dept. of Dermatology
Oberer Eselsberg 40

D - 89081 ULM

PICARDO M.

Istituto Dermatologico San Gallicano
Via San Gallicano 25-a

I - 00153 ROMA

PLACZEK M.

Ludwig-Maximilians Universitét
Munchen

Dept. of Dermatology
Frauenlobstrasse, 9-11

D-80337 MUNCHEN

POMA A.

University of I’ Aquila

Dept Cell Biol & Physiology
Faculty of Sciences

Via Vetoio Loc. Coppito
1-67010 L’AQUILA

PROTA G.

Universita di Napoli

Dipt Chimica Organica ¢t Biol
Via Mezzocannone 16

1- 80134 NAPLES

RACHKOVA M.

Iriston Corporation

Div. Molecular Biology
P.O.Box 1-G

2619 W, Gunnison Str.

USA - CHICAGO, IL 60 625

RAGNELLI A M.
University of ' Aquila
Dipto Biol/Fisiologica Cell.
Via Vewio Loc, Coppito
1-67010 PAQUILA

RAMAIAH A.

All India Inst. of Med. Sciences
Dept of Biochemistry

Ansari Nagar

IND - New Dehli 110 029

RAST D.M.

Universitat Zirich

Institut fiir Pllanzenbiologie
Zollikerste. 107

CH - 8008 ZURICH

REGNIER M.

L’Oréal

Cir. Rech. Charles Zviak
Rue du Général Roguet 90
F - 92583 CLICHY CEDEX

REILLY D.

Unilever Research

Dept. of Cell Biology {section 928)
Colworth Laboratorics, Shambrook
UK- MK44 1LQ BEDFORD

RENIERI C.

Faculty of Vet Med

Via Fidanza s.n.c.

1- 62024 MATELICA (MC)

RIEGER E.

Dept of Dermatology
Auenbruggerplatz 8
A - 8036 GRAZ

RILEY P.A.

University College MLS
Dept of Molccular Pathology
Windeyer Building
Cleveland Street, 46

UK - LONDON WIP 6DB

RINGBORG U.
Karolinska Hospital
General Dept of Oncology
S - 104 01 STOCKHOLM

ROBERTO A.

Uppsala University

Division of Toxicology

Dept Pharmaceut Biosci, Box 594
§ - 571 24 UPPSALA

RORSMAN H.

Dept of Dermatology
Lasarettet

$-221 85§ LUND

ROSDAHL I.
Hudpolikliniken

Lundby sjukhus
Wicselgrensplatsen 19

§ - 417 17 GOTEBORG

ROSEEUW D.

Academisch Ziekenhuis, VUB
Laarbeeklaan 101

B - 1030 BRUSSELS

ROSEI M.A.

Univ of Rome "La Sapicnza®
Dept of Sci Biochemistry
Piazzale Aldo Moro §

I - 00185 ROME

SALES F

L.O.C.E. - Inst. J. Bordet
Universilé Libre de Bruxclles
Rue Héger-Bordet, |

B- 1000 BRUSSELS

SALOMON Y.

The Weizmann Institute of Science
Dept of Hormone Research

PO Box 26

IL - 76100 REHOVOT

SARNAT.

Iagiellonian University
Dept of Molecular Biology
Al Mickiewicza 3

PL - 31 120 KRAKOW

SCALIA M.

Istituto Biologica Generale
Via Androne 81

[-95124 CATANIA

SCHALLREUTER K.U.

Clinical & Experimental Dermatology
Dept of Biomedical Sciences

UK- WEST YORKSHIRE BD7-1DP

SCHARTL M.

University of Wiirzburg
Physiol. Chemistey I
Theodor-Boveri-Inst. of Biosci.
Am Hubland

D - 97074 WURZBURG

SCHOTHORST A.A.
University Hospital
Dept of Dermatology,
Bld-I-P-4-G, BP 9600
NL - 2300 RC LEIDEN

SCHRAERMEYER U.
University of Cologne
Institute fir Analomie
Labor Augenklinik
Joseph Stelzmann Str. 9
D - 50931 KOLN

SCHRIER P.I.
University Hospital
Dept Clinical Oncology
PO Box 9600

NL - 2300 RC LEIDEN

SICHEL G.

Istituto Biologia Generale
Via Androne 81
I-95124 CATANIA

SJOQUIST B.
Pharmacia Upjohn AB
S - 112 87 STOCKHOLM

SMIT N.

Academic Hospital Leiden
Lab. of Dermatology
Building 1 PQ, P4-38

NL - 2300 RC LEIDEN

SMITH C.

Medical Countermeasures Dept.
Chem Biol Defence, Porton Down
U.K.- SALISBURY, SP401Q

SOLANO-MUNOZF.

Univ. Murcia - Facult Medicina
Dept Biochem & Mol Biol
Espinardo

E - 30100 MURCIA

855



STIERNSCHANTZ].
Phacmnacia AB
Prostaglandin Research
S- 75182 UPPSALA

SURLEVE-BAZEILLEJ.E.
Unité Facteurs de Défense et de
Régulation Cellulaire

UFR de Biologic

Institut de Biologie Animale
Avenue des Faculiés

F- 33405 Talence

SUZUKI karu

POLA R&D Laboratorics
560 Kashio-cho
Totsuka-ku

J- YOKOHAMA 244

TAIEB A.

Hépita! Pellegrin Enfants
Dermatologic

Place Amélic-Raba-Léon

F - 33076 BORDEAUX CEDEX

TAKAHASHI H.

Dept of Dermatology
Sapporo Medical College
S1, WI6, Chuc-ku

J - 060 SAPPOROQ

TAN PHEN J.

Dept of Dermatology

Leiden Univeraity Medical Centre
Rijnburgerweg 10

NL- 2333 AA LEIDEN

THODY A.J.

Royal Victoria Infinnary

Univ. Newcastle Upon Tyne

Dept of Dermatology

UK- NEWCASTLE UPON TYNE
NEI4LP

TIARTA A.

University of Indonesia

Dept of Anatomic Pathology
Salemba Raya 6, Tromolpos 3225
RI - JAKARTA 10002

URQUHART AJ.

The Forensic Science Service
Aldermaston, Reading

UK - BERKS RG7 4PN

VACHTENHEIM J.V.
Inst. of Chest Diseases
Dept. of Molecular Biclogy
Budinova 67

CZ - 18071 PRAGUE

VETTERLEIN M.
University of Innsbruck
Inst. Histology Embryology
Miillerstrasse 59

A - 6020 INNSBRUCK

WEATHERHEAD B.
Faculty of Medicine
Dept of Anatomy

Li Shu Fan Building
HK - § Sassoon Road

WESTERHOF W.

Nederdands Instiute for Pigmentary
Disorders

IWO-gebouw AMC

Mcibergdreef 35

NL - 1105 AZ AMSTERDAM

WOLFF K.
University of Vienna
Decpt of Dermatology
Alserstrasse 4

A - 1090 VIENNA

YAMADA K.

4-19-1 Chome
Nishi-1-Jo
Memanbetsu-Cho
Abashiri-Gun

J - HOKKAIDO, 099-23

ZEISE L.

MelCo

Rt S, Box 5516

4255 County Rd. MM
USA - Orland, CA 95963

ZUASTIE.A.
University of Murcia
Faculty of Medicine
Dept of Cell Biology
E - 30100 MURCIA

New

Dear Colleague,

“For ESPCR members only”

[t is now possible to download an Electronic Version of the Bulletin from
ESPCR Web site: http://www.ulb.ac.be/medecine/loce/espcr.htm
However, this facility remains the privilege of ESPCR members and

consequently locked by a password.
You'll also find on the same page Photos taken at the Bordeaux meeting. Here

again you need to use the same password as above to access.

| hope you'll find this new facility both easy and helpful,
G. Ghanem, ESPCR Bulletin Editor

856






