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NO DWRENCES IN THE GLUTATHIONE S-TRANSFERASE 
GSTMI GENOTYPE BETWEEN IRISH PATIENTS WITH 
MALIGNANT MELANOMA AND NORMAL CONTROLS. 

M Mluphy’*, MJEMF Mabluk’*, S Collins’, M Leade2, E Kay’ and GM 
Murphg. Depanments of Pathology’ and Dermatolog?, Royal College of 
Surgeons in Ireland, Dublin 2 and Beaumont Hospital, Dublin 9. 

Glutathione S-Wferases (GSTs) play a primary role in cellular 
defence against electrophilic chemical species and radical oxygen 
species. GSTs catalyse the conjugation of electrophiles with reduced 
glutathione. The GST group contains five members, Alpha (GSTA), 
Mu (GSTM), Pi (GSTP) and Theta (GSIT). It is hypothesized that 
individual ability to deal with the oxidative damage may be 
impottant in cutaneous carcinogenesis. GSTMl null individuals 
express no GSTMl protein. The presence of the GSTMl null 
genotype has been shown to predispose individuals to stomach, 
colon and bladder cancer. In addition GSTMl can exist as two allelic 
variants A and B. Having the genotype GSTMIAB has been shown 
to be protective in Basal Cell Carcinoma.The aim of the present 
study was to determine if GSTMlA, GSTMIB and GSTMl null 
genotypes are risk factors for the development of malignant 
melanoma in the Irish population. In the present study, 80 malignant 
melanoma patients and 92 age matched control volunteers were 
recruited. Five ml of blood from each volunteer was taken and DNA 
was extracted. PCR and Restriction Fragment Length Polymorphism 
(RFLP) analysis was carried out in order to identify GSTMlA and 
GSTMIB and GSTMI null genotypes in the lrish population.No 
statistically significance differences for GSTM 1 genotypes were 
found between the two groups. In conclusion, GSTMlnull or 
GSTMlA or GSTMIB genotype dose not appear to confer an 
increased risk of developing malignant melanoma. 

Naevoid Melanoma - The Need for Better Classification 

K Blessing. 
North Glasgow University Hospitals NHS Trust, Glasgow, United 
Kingdom. 

The term ‘naevoid’ used in the setting of malignant melanoma implies 
that the melanocytic proliferation looks like a benign naevus on low 
power examination. Unfortunately, due to the heterogeneous appearances 
of lesions recognised as benign naevi, the term has become virtually 
meaningless. It has been applied to a wide variety of melanoma subtypes 
including so-called verrucous naevoid, small cell, balloon cell and 
Spitzoid melanomas. 

We reviewed 1,245 cases of primary cutaneous malignant 
melanoma to determine how many of them the term ‘naevoid‘ might be 
applied to and which subgroups these lesions fell into. 

We identified examples of all of the variants listed above as well 
as a number of dome-shaped intermediate cell size melanomas. 
Additionally, cases with a variety of biphasic patterns were noted 
including apparent maturation at the deep aspect of the lesion 
(‘pseudonaevoid maturation’) and combined small cell and conventional 
melanoma, which were, at least in part, ‘naevoid’. 

The disparity of the lesions described emphasises the need to 
redefine or, alternatively, abandon the term ‘naevoid’ and to better 
subtype these lesions. Prognostication can only improve as a result. 

Pseudoepitheliomatous Hyperplasia 
Melanoma - Another Diagnostic Trap 

associated with Malignant 

CEUukhn,  K Blessing. 
North Glasgow University Hospitals NHS Trust, Glasgow, United 
Kingdom. 

The epidermis overlying primary cutaneous malignant melanomas is 
often atrophic and sometimes ulcerated. Pseudoepitheliomatous 
hyperplasia, while well recognized overlying a number of other tumour 
types such as granular cell tumours, is not widely reported in association 
with cutaneous melanoma. 

We had noted this phenomenon in routine practice and decided to 
review a large number of cutaneous melanomas in order to estimate its 
true prevalence. H&E stained sections of 1,245 primary cutaneous 
melanomas were reviewed. Pseudoepitheliomatous hyperplasia was 
present in 17 cases (1.3%), suggesting that this phenomenon is not as 
infrequent as the paucity of reports in the literature might suggest. 

While in the majority of cases the melanocytic nature of the 
tumour was obvious, a significant minority of the cases appeared to be 
purely epithelial proliferatibns on low power examination. In these cases 
higher power examination and, in some cases, immunohistochemical 
studies were required to reveal the melanocytic component. 

These findings emphasise the importance of recognition of this 
relatively uncommon association. Interpretation of such lesions as 
squamous carcinoma, particularly in curettage specimens, is a trap that 
awaits us all. 

REGRESSIVE FEATURES DEFINE SPIT2 TUMORS AS CHARACTERIZED 
BY CELL KINETICS, CELL CYCLE REGULATORS, AND MICROVESSEL 
DENSITY 

E. Husain,’ M. de Miguel,’ A. B l a n e ~ , ~  R. Cerio,’ L. Pozo,’ 
S.J. Diaz-Cano,’ 
’Barts and The London School of Medicine (London, UK), and 
University Hospitals (’Seville and 3Malaga, Spain) 

Introduction: Spitz tumors (ST) are poorly understood, their 
behavior can be unpredictable and their cell kinetic is unknown. 
Methods: We selected ST (42), malignant melanomas (42, 15 
radial growth phase MM-RGP and 27 vertical growth phase MM- 
VGP), and conventional melanocytic nevi (15 junctional, 20 
compound), the latter two grou s used as controls. 
lmmunostaining for Ki-67, p53, p2IWAF! and ~ 2 7 ~ ’ ~ ’ .  was scored 
by topographic compartments (junctional, and dermal superficial 
and deep to 0.76 mm), screening the whole compartment in each 
case. CD-31-stained slides were used to estimate microvessel 
density. The results were statistically compared using analysis of 
variance and Student t-test, and considered significant if P<0.05. 
Results: Superficial-to-deep gradient was maintained for Ki-67 in 
all lesions, but significantly higher in MM. No differences in p53 
immunoexpression were detected. ST revealed reverse pattern 
with significantly overexpressed p2IwAF1 and ~ 2 7 ~ ’ ~ ‘  and 
increased microvessel density at the deep dermal compartment 
(Table) . 

ST MM-RGP MM-VGP 
Ki67 5.49 22.89 36.9 ~~ ~. 

5.58 4.24 9.56 
20.73 - 9.18 
52.76 _ _  A A7 .. .- 

CD31 7.42 2.58 4.89 
Conclusions: The kinetic profile suggests an overall regression 
for ST and a dissociated and ineffective deeD vascular 
proliferation to maintain the cell growth. 



 Regressive Features Define Spitz Tumors as Characterised by
Cell Kinetics, Cell Cycle Regulators, and Microvessel Density

E Husain, M de Miguel, A Blanes, R Cerio, L Pozo, SJ Diaz-Cano
The Journal of Pathology. 01/2002; 198:56A. DOI:10.6084/m9.figshare.99888     

Conclusions
The kinetic profile of Spitz tumors suggests 
an overall regressive lesion that shows an 
expansive superficial compartment. 
This pattern is associated with a deep 
microvessel proliferation, which is 
ineffective to maintain the cell growth.




