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P250| Giant orf in immunocompromised host

P. Puddu. G. Cianchini. L. Colonna. E. Scala. G. Fermnti.

G. Puddu'. R. Bono. C.R. Girardelli. Dip.
Immunodermatologia. Dir: Do, P.Puddu Istituto Dermopatico
Dell’mmacolata IRCCS, Rome; ' Osp. S.Francesco Nuoro,
laly

Orl is an endemic viral discase in sheep caused by poxvirus.
Human off" is an uncommon benign condition, normally scll-
limiting, acquircd through dircct contact with the virus.

We present the casc of a 63 year old female. who lived in the
country, who complained. after contact with a sheep. two giant
tumoral masses, localized at the left cheek and at the dorsal
side of the right hand. not painful but casy bleeding. These
lesions developed about three months before our observation. A
previous surgical treatment was lollowed by inunediate relapse.
Clinical and laboratory investigations were normal o negative.

A scrious deficiency wis detected in Flow cytemetry analy-
sis. CD3+ CD4+ T cell lymphocytes were 13%., %4 ol them
were CD45RO+ (memory cells). Only 12% of CD4+ T clls
were CD27+. 60% of CD3+ cells were CD95+. CD3-CD8+
CD16+ were 76% of circulating lymphocytes.

Giant orf has been rarcly described. mostly in immuno-
compromiscd subjccts. In our case the immediate relapse and
the giant aspect may be duc to the particular immunological
condition.

P251 | Bothrops moojeni venom action on
leishmania (Leishmania) amazonensis

promastigotes

D.C.A. Rocha?, A.G. Tempone', C.0. Lourengo'.

C.F. Takukura®, H.F. Andrade Jr.*. N. Nascimento!.
!Radiobiology Div.. IPEN/CNEN-SP; ° Lab. Patholagy Inf. Dis.
Dept. Pathology, FMUSP-SP; ? Protozoology L.
IMTSP-FMUSP-SP, Braczil

Cutancous Icishmaniasis is a widespread discase found on
tropical countrics. In South America is caused by a flagel-
late protozoa. Leishmania (Leishmania) amazonensis and the
main trcatment is bascd on loxic antimonial salts with few
suiiable altematives. Somce snake venoms have been showed
cffect on these parasites in vitro. In order to clucidate this
action, B.moojeni venom was assayed with L.Lamazonensis
promastigotes, using active fraction purification. cellular bind-
ing and ultrastructural analysis. The promastigotes were de-
stroyed by the venom at 3 pg/cell. The active fraction had
M.W. of 100-150 kDa, as determined by molecular exclusion
chromatography. Immunostaining of the promastigotes showed
binding of venom (o the surface at 4°C and parasites de-
struction at 25°C, furthcrmore conditioned media with active
venom also killed the parasites. Ultrastructural studies showed
an initial changes on cytoplasm of the parasites with subse-
qucnt destruction of the cell structure. Microtubule disassembly
was obsecrved, suggesting an ionic changes in the cytoplasm,
probably duc to a membrane lcsion or a specilic factor of
venom.

These preliminary data suggest that this venom had an active
action against these parasites, and if adequately tested. could be
used as an alternative therapy for cutancous leishmaniasis.
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P252| Cutaneous manifestations in chronic
hepatitis C: A retrospective-prospective
survey

G. Brandozzi'. F. Tarscui, L. D Angelo". ! Divisione
Dermatologica: 2 Divisione di Gastroenterologia, QOspedale
Regionale Umberto I, Ancona, ltaly

Hepatitis C virus is the cause ol or is associated with various
dermatologic disorders: vasculitis (mainly cryoglobulin-associ-
ated vasculitis), sporadic porphyria cutanca tarda, cutancous-
mucosal lichen ruber planus. Other cutaneous disorders associ-
ated with HCV infection include erythema nodosum, urticaria.
crythecma multiforme. polyareritis nodosa.

We examined the prevalence of cutancous manifestations in
i retrospective-prospective study o 60 paticnts with chronic
HCV hapatitis, 39 males and 21 females, aged between 18-77
years, median age 49.5 yean. The duration average of chronic
hepatitis was 7.8 years.

Chronie THCV hapatitis was defined by an alinine aminotrans-
lerase level twize the normal fevel for more than six months;
the detection of HCV antibodics was performed by a sccond-
gencration ELISA with contirmation by a sccond-generation
recombinant immunoblot assay (RIBA). HCV-RNA scquences
were searched in all paticnts with use of the polymerase chain
reaction. All patients were tested for cryoglobulin, rheunmatoid
lactor and many antitissue antibodics.

Results: pruritus was the most prevalent cutancous disorder
(33%). varying in intensity from mild to disabling scverity.
Rosacca (facial telangectasia) was found in 15% of patients;
lichen ruber planus in 10%. Other skin disorders (requently
associated with HCV chronic hepatitis, such mixed cryoglobu-
linemia and porphyria cutanca tarda, were found respectively in
3% of paticnt. In all patient alfected with lichen planus, HCV
genolype was identilicd (INNO-LIPA), to evaluate a possible
corrclation with viral subtypes.

P253 | Pseudo pyoderma gangrenosum, scars and
comedones revealing leukocyte adhesion

deficiency in adulthood

J. Castanct, J. Ph. Lacour, P. Hoffman, F. Desruclles, C. Perrin,
1.P. Ortonnce. Hapital I'Archet, Nice, France

A 40-year-old man had a 20-year-history ol cutancous abecesses
localized to the pubic and perianal regions. abdominal wall,
legs. arms and axillary folds. The patient had no history
of other recurrent or severe infection, cxcept for a scvere
periodontitis/gingivitis. Examination revealed several tender
and erythcmatous plaques and nodules with several scrosan-
guincous or purulent sinuses. multiple cxtensive scars and
numerous comedones on the back. White blood cell counts
were clevated. Tissuc cultures grew Staphylococcus aureus and
gram-negative bacilli. Histopathological study showed acute
and chronic inflammation with focal microabscesses. Flow cy-
lometry studics showed a deficiency of CD1 1b (also designated
MAC-1) surface expression after stimulation, while CDI [a.
CDI8. CD29 and CD47 and other immunologic tests were
normal. Long term therapy with various antibiotics resulted in
marked improvement.

LAD is a rarc autosomal recessive disorder due (o abnormal-
itics of the beta 2 leukocyle integrins, required for the normal




