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Abstract

Most invasive fungal infections occur in patienigtmhematologic malignancies and the prevalencdrt@esased steadily in recent years
due to intensive cytotoxic chemotherapies, sterhtcahsplantation, myeloablative radiation therapgd the use of corticosteroids,
cyclosporine or new immunosuppressive agents. Afh&andidais the main fungal agent involved in invasive fahimfection (IFl),
an increasing number of infections are caused bgsnaostlyAspergillus sppbut in the last 20 years other emerging fungdig@gens
such as Zygomycetes causing mucormycosis have igmpeath higher mortality rates. The rhinocerebsald pulmonary forms of
mucormycosis together with disseminated disease kaw highest mortality (78-100%). Zygomycetes abristically invade blood
vessels, causing thrombosis and infarction withress and scarring. Rapid diagnosis of zygomycasigital for management and
therapy since these infections progress rapidlgaffinent should combine early aggressive surgiozikiex of the necrotic lesions,
restoration of immune function if possible, and &otericin B at a dose of 1-1.5 mg/kg or a new angill such as posaconazole.

Streszczenie

Wiegkszas¢ inwazyjnych zakzen grzybiczych wysipuje u pacjentdw z nowotworami uktadu krwiotworozeg wystpowanie to stale
rosnie w ostatnich latach z powodu intensywnej cheenagiii cytotoksycznej, transplantacji komérek memgistych, mieloablacyjnej
radioterapii, stosowania kortykosteroidow, cyklogmy lub nowych lekéw immunosupresyjnych. Mimae Candida jest gtéwnym
grzybem zaangawanym w inwazyjne zakenia grzybicze (1ZG), coraz wksza liczba infekcji spowodowanych jest przezsipie,
najczsciej Aspergillus spp., ale wagu ostatnich 20 lat przybyto innych patogenéw giezjch, takich jak Zygomycetes powoda;j
mucormycosis, co ma zydek ze zwgkszora $miertelngcia. Mucormycosa nosowo-mézgowa i ptuc wykazogjwyzszy smiertelngé
(78-100%). Zygomycetes charakteryzuje siwazjp naczyr krwionasnych, powodujc zakrzepie i zawat z martwig oraz blizny.
Szybka diagnoza w zygomycosis ma kluczowe znacz#inieterapii zakzen poniewa zakaenia te pospuja szybko. Leczenie natg
potaczy¢. To kombinacja chirurgicznego wycia zmian martwiczych, przywrdcenie funkcji uktadumunologicznego, j@i to mozliwe

i amfoterycyna B w dawce 1-1,5 mg / kg lub nowe |aizieciwgrzybicze, takie jak pozakonazol.

Key words: zygomycosis, mucormycosis, lymphoproliferative difrs, immunosuppression
Stowa klucze zygomycosis, mucormycosis, limfoproliferatywne sa®mia, immunosuppresja

Introduction occasionally have been implicated Absidia corymbife

Zygomycosis refers to a group of uncommon
but aggressive infections caused by Zygomyceteighwh
is subdivided into two orders: the Entomophthoraed
Mucorales. The angiotropic Mucorales, causing &ssu
necrosis, are frequently lethal in immunocomproohise
hosts and are grouped into the term mucormycosi§.[1
Mucor spp, Rhizopus spp, Absidia spp and Rhizomucg
spp are the most common causal agents [3]. Rhizop
oryzae, Rhizopus microsporus var. rhizopodiformis a

=

US

the most commonly implicated (90%) [4], and

(2-3%) [5], Cunninghamella spp, Apophysomyces spp
and Saksenaea spp. These fungi are ubiquitousein th
nature and are found in high-organic matter and soi
[6,7], most of them are able to grow at more than 37°'C
[2]. They can be acquired by inhalation, ingestion,
infecting wounds [8], but their potential virulenoethe
human host is very low. They usually affect the
immunocompromised patient including patients with
hemato-oncologic diseases and transplant recipients
poorly controlled diabetics, iron overload states o
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treatment with deferoxamine [9] and extensive burns

[2,10]. The use of broad-spectrum antibiotics hs® a
been associated. Occasionally mucormycosis has be
reported in immunocompetent patients following tnawi
The main sites involved in cancer patients havg
been pulmonary, sinuses, sinopulmonary, rhinocatgbr
disseminated, gastrointestinal tract, and softuéisq11];
but rhinocerebral, pulmonary forms and disseminate
disease have the highest mortality (78-100%) [8].

Discussion

Zygomycetes characteristically invade blood
vessels, causing thrombosis and infarction withross
and scarring. This necrotic tissue favors fungaiwgn
and limits penetration of systemic antifungals [5].

Rhinocerebral zygomycosis was classically]
described as occurring in patients with uncontcblle
diabetes mellitus (with ketoacidosis). These pé#ien
typically present an advanced stage of the infactémd
in most cases is usually fatal [12]. Neverthelensre
invasive fungal infections are being observed in
immunocompromised patients over the past two decade
This trend is alarming because they are associaitd
significant morbidity and mortality. Two critical
developments have contributed to this trend: arease
in the number of individuals with acquired immune
deficits (cancer patients on systemic chemotherspiyd
and bone marrow transplant recipients and HIV disga
and aggressive therapeutic modalities like indweglli
catheters, potent antineoplastic or immunosuppressi
interventions and the widespread use of antimiedobi
agents [13]. Along the
manifestations and risk factors for zygomycosis in
patients with cancer have been described: patigitts
leukemia using high-dose steroid or cytotoxic drugs
especially with purine analogs [14], and with prajed
neutropenia [7,15]. Zygomycetes are the second mo
frequent cause of opportunistic mold infections in
hematologic malignancies; according to some serie
patients with acute leukemia are at highest risk14].
The presentation most frequently encountered isethe
patients is the pulmonary form [11,14,16]. The dtifen
rate is strongly correlated with the type of cykito
regimens administered and the duration of bone anarr
aplasia [10]. One third of the patients have coritamh
opportunistic  fungal infections, reflecting svere
immunosuppression [17].

The increased risk for developing zygomycosig
involves two main processes: one is failure to rchad
suppress fungal growth and failure to eliminate Hagm
Polymorphonuclear cells are the main host defens
against filamentous fungi so functional or numdrica
deficiencies affecting them can result in invasive
zygomycosis. Patients with hematological malignesici
such as leukemia, requiring potent cytotoxic regisner
with other causes of neutropenia (aplastic aneosahot
generate an adequate response against fungi. Lmimse
pH diminishes the phagocytic and chemotactic gbdit
polymorphonuclears, hence the high prevalence i
decompensated diabetic patients with hyperglycg®jia
Also, the transferrin system is less functionahet pH

last 50 years the classi¢

=)

conditions, unbound iron circulates in the serurd &n
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used by the fungus to grow which is the same
phenomenon that occurs with deferoxamine therapy [2

In one of the largest series of zygomycosis
performed in a large tertiary cancer center, gegioty
diversity of the causative Zygomycetes species by R
PCR showed lack of temporal-spatial clustering haf t
cases, making it unlikely that these infections aver
transmitted from a provider or other common source
the patients [18].

Recently it has been reported that the use of
voriconazole prophylaxis for invasive aspergillogis
patients with hematologic neoplasias has incredked
incidence of mucormycosis. A large series by
Kontoyiannis et al found that voriconazole propkiga
diabetes mellitus and malnutrition were independisht
factors for zygomycosis in patients with leukemia o
allogeneic bone marrow transplant (BMT) recipients
[18,19]. The most common symptom of infection igefe
(51%), especially while undergoing antimicrobial
therapy [12,15]. Nevertheless, the symptoms vary
according to the separate entities [10]. Sinusiiis
zygomycetes should be suspected in patients witér fe
of unknown origin, sinus-nasal symptoms, mucosal
discoloration or anesthetic necrotic regions offtee or
oral cavity [20], any of these parts may contaiorogc
areas that can be biopsied [21] (Fig. 1) allowingnmpt
clues to the diagnosis when trans-surgery studies a
analyzed, including procedures such as KOH test.

Zygomycetes enter the CNS through adjacent strestur
such as paranasal sinuses or eye orbit where they c
mimic a lymphoproliferative disorder (Fig. 2).

Commonly such patients complain of facial or orbita
pain. At physical examination there is some degrte
proptosis, ophthalmoplegia, altered consciousness a
nasal discharge [15]. Carotid artery thrombosis may
occur. Patients with pulmonary infection usuallye ar
feverish and have mild to moderate hemoptysis. The
most common imaging procedure (chest x-ray) rarely
shows an air crescent sign, with is noteworthy §R,1
Cutaneous mucormycosis can be primary or secoridary
spread and can present as hemorrhagic and neoiotic
nodular lesions or non-healing ulcers which can be
misdiagnosed as hemorrhagic manifestations of the
hematologic disease [8].



Figure 2. CT scan of a patient with invasion of ldf
paranasal sinuses and orbit.

most common imaging procedure (chest x-ray) rarel
shows an air crescent sign, with is noteworthy 8,1

Cutaneous mucormycosis can be primary or secoridary
spread and can present as hemorrhagic and neorotic

nodular lesions or non-healing ulcers which can be

misdiagnosed as hemorrhagic manifestations of th
hematologic disease [8]. In gastrointestinal trac
involvement the main clinical signs are paralytieus
and abdominal pain [22].

Rapid diagnosis of zygomycosis is mandatory
for management and therapy since these infectior
progress rapidly [2]. Blood cultures are invariably
negative (as in Aspergillosis), and sputum cultuxed
bronchial washings are seldom helpful [10]. Funga
elements are easily detected in biopsies, nasapisgss
or sputum. The key feature associated with thegmes
of Zygomycetes is the presence of wide, ribbon;like
non-septate, hyaline hyphae with  KOH or Black
Chlorazol [7] (Fig. 3). We must consider dermoscapy
an additional tool to improve diagnosis of zygontgse
in culture, because we can easily see the big spi@ra
through the glass of the culture tube [3] (Fig. 4).

S

Figure 3. Mycologic exam with KOH showing wide,

ribbon-like, nonseptate hyaline hyphae.

Most specimen samples sent to the pathology latiyrat
show large -10 to 2@m in diameter- [10], pauciseptate
rather than aseptate branching hyphae [23]. The
inflammatory responses are predominantly neutraphil
[3], but can also be granulomatous, suppurativebsent
(up to 20%). Invasive disease is characterized by

prominent necrosis, vessel [3,12] and perineurasion
which should be carefully sought after [23]. Spkcia
stains like Gomori-Grocott and Schiff Peryodic Acid
(PAS) should be used [@Fig. 5).

Figure 4. Dermoscopic vie of big sporangia seen
through the glass.

ur 5. iopsy with silver stain showing large
pauciseptate hyphae invading tissue.

Zygomycetes grow in 2 or 3 days (Fig. 6), and
genera are identified by morphologic charactessté
their sporangia and sporangiophores. Rhizopus spp i
characterized by cottony white colonies which ldten
yellow or gray, darkly pigmented rhizoids and stas,
sporangiophores on the opposite, big round sposangi
that break and leave the apophysis and collumelae
shaped like a flat hat. Mucor spp produces cotila-|
white colonies that darken with time, straight amified
sporangiophores, big spherical sporangia with ajesen
apophysis that break and leave a collarete. Thegado
produce rhizoids or stolones and grow at 40°'C (Fig.
Absidia spp also produces cotton-like white grayish
colonies with small, pyriform sporangia, scant oz
and cone-like apophysis and collumelae. Rhizomucor
spp is distinguished from Mucor by the presence of
underdeveloped stolones and rhizoids and thermal
tolerance of the 3 species [3](Fig.8).

© N Dermatol Online 1.201 5



Only 30% of cultures are positive [3]. The
asexual sporulating structures are rarely seenhaué
been reported [6]. Currently new molecular techegju
have been performed, for identification and
differentiation between the different species, dingb
early diagnosis such as direct PCR-RFLP [7] anetial
transcribed spacer (ITS) [24].

Treatment should combine early aggressive
surgical excision of the necrotic lesions, resioratof
immune function if possible, high doses of ampHhoter
B (1-15 mg/kg) must be  administered
[2,12,15,16,22,25]. The duration of therapy is clegarly
defined but prolonged treatment until remission ig
recommended [2]. There are reports of successful
treatment with lipid formulations of amphotericin(B-4
mg/kg) [12,16,26], WBC transfusions, hyperbaric
oxygen [17] and colony-stimulating factors, haveeibe
proposed; but large series have shown no advamtage
these modalities [11]. Specifically to reverse
neutropenia, G-CSF, which promotes neutrophilg
proliferation and differentiation, has been suchglys
used in combination with amphotericin B [2,27]. &nc
the infection has been controlled, a chronic suggive
course with amphotericin B should be consideredafor
long as the immunosuppresion persists [2]. Amorg th
new antifungal drugs, posaconazole has in-vivooacti
against Rhizopus species but other new azoles sagent

such as ravuconazole and voriconazole are inactiVe

against Zygomycetes. None of the echinocandingdest
are active against the Mucorales [18,28]. Highgaié
resistance against itraconazole have been repfi&id
discouraging its use as a prophylactic agent.

Indiscriminate prophylaxis with antifungals
without activity against non-Aspergillus molds ntigh
result in selection of resistant molds, so riskdohs
approaches or drugs with activity against Zygonsset
such as posaconazole as a prophylactic agent sheuld
considered in high-risk patients of invasive fungal
infections [18,27].

Conclusion

The mortality rate among cancer patients with
zygomycosis is high [22], in contrast to the refely
good prognosis in patients without an underlying
malignant disease, even patients with diabetesitoll
[9,15]. Even with the appearance of new antifungal
agents, recently one of the largest series repoated
mortality rate of 64% among patients with hemataog
malignancies diagnosed with zygomycosis [27]. The
poor prognosis is explained mainly by delayed diesgs
and resistance of the fungi. This could be avoidét
an emphasis in suspecting the zygomycete involvemen
promptly, looking for the wusual sites (sinuses,
pulmonary, gastrointestinal and rhinocerebral), and
starting an appropriate antifungal agent (posacupraar
amphotericin B). Hyperacute disease and involveroént
the lungs or= 2 noncontiguous sites confers a poor|
prognosis [11].

6 © N Dermatol Online 1.201

Figure 7. Sporr;mg'iophores (/-vith big éporangié, ’With
no apophysis, rhizoids or stolones.

D
| !*"‘f.}g gv rr.
F|gure 8. Sporanglophores Wlth sporangia and
underdeveloped stolones.
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Abstract

Background: Discoid lupus erythematosus (DLE) is a chronic,laimimatory skin disorder, presenting with scarrirggidns
predominating on sun exposed areas of the facesealp. Case Report: A 43-year-old African American female was evaluafed
possible DLE Methods: Skin biopsies for hematoxylin and eosin (H&E) mmaation, as well as for direct immunofluoresce(iog-)
analysis were performedResults: H&E staining demonstrated classic features of reeas lupus erythematosus, with the pertinent
presence of perineural lymphohistiocitic infiltrateespecially those associated with skin append@Hs revealed strong deposits of
immunoglobulins 1gG, IgM, fibrinogen and Complem&a8/ present in a shaggy, linear pattern at or reabasement membrane zone
(BMZ) of selected eccrine and sebaceous glandsaemehd some blood vessels. The BMZ positivity insthetructures consistently
colocalized with positive staining in multiple, puate areas for glial fibrillary acidic protein (&F), including within cytoid bodies.
Conclusions. The observed colocalization of the patient'soautibodies in cutaneous lupus with GFAP may hathgphysiologic
relevance. Specifically, our data could be conststéth previously described DLE patients with atheut overt central nervous system
manifestations, or could represent an epiphenomehddiitional, larger studies are needed to satisfidg address this possibility.

Streszczenie

Wstep: Toczér rumieniowaty ogniskowy (DLE) jest przewlakizapalm choroly skéry prezentuga bliznowaciejce zmiany
pojawiapce st na odkrytych obszarach twarzy i skéry gtowy popelzycji na promieniowanie stoneczr@pis przypadku: 43-letnia
czarnoskora kobieta zostata diagnozowana w kieriilkds. Metody: Wykonano biopsj skory z barwieniem hematoksydineozyra (H

& E), jak réwnigz immunofluorescengjbezpdredni (DIF). Wyniki: Barwienie H & E demonstrowalo klasyczne cechy typaiia
skornej postaci toczenia rumieniowatego, z dodatk@becndcia okotonerwowych naciekdéw zapalnych limfo-histioaytygch,
szczegolnie zwizanych z przydatkami skory. DIF ukazat silne deppzZgpnmunoglobulin 1gG, IgM, fibrynogenu i komplenté@3
dopetniacza, ukladae st w krzaczaste, linijne wzory w pobli strefy blony podstawnej (BMZ) gruczotéw potowyckojowych, a
takze wokét niektdrych naczy Pozytywna BMZ w tych strukturach konsekwentnieokalizowata z pozytywnym barwieniem w wielu
obszarach dla kwaego biatka fibrylarnego gleju (GFAP), w tym réwhie ciatkami cytoidalnymi.Wnioski:. Obserwowana
kolokalizacja pacjenta autoprzeciwciatami w skénpegtaci tocznia rumieniowatego z GFAP zeani&€ znaczenie patogenetyczne. W
szczegOlnéci nasze dane magby¢ zgodne z wcZmiejszymi opisami DLE u pacjentéw z lub bez jawnyathjawoéw z centralnego
uktadu nerwowego lub stanavepifenomenem. Niezlne g dalsze i szersze badania w celu zadowedgjo rozwazania tej kwestii.

Key words: discoid lupus erythematosus, autoantibodiesl| fiflieillary acidic protein, cytoid bodies, direchmunofluorescence.
Stowa klucze toczer rumieniowaty ogniskowy, autoprzeciwciakayasne biatko fibrylarnego gleju, ciatka cytoidalne,
immunofluorescencja bezgrednia.

Introduction clinically localized, or widespread. DLE predomitign

In classic clinical presentations of discoid lupus| affects the cheeks, nose and ears, but occasiothely
erythematosus (DLE), erythematous, scaly patchgs upper back, frontal neck, and dorsal hands. DLE is
develop and progress to postinflammatory pigmentata classified as an autoimmune disorder, as it is st
changes and hypopigmented scars [1,2]. DLE may be with antibodies directed against components of cell

8 © N Dermatol Online 1.20:



nuclei. [1,2]. DLE may affect any tissue, but st
article we describe the skin manifestations of the
disorder; these are often elicited by sun exposbid
tends to be more clinically severe in smokers [1,2]
Multiple variants of cutaneous LE exist, includibd.E,
subacute LE, tumid LE, neonatal LE, chilblain LEugt
induced LE, systemic
hypertrophic LE, among others [1,2]. Rarely, discbE
occurs on the palms and/or soles (palmoplantar IfE).
the hair follicles are involved, they are first ghed with
adherent scale; subsequently, bald areas devédlbgirl
follicles are destroyed,
permanent (scarring alopecia). DLE may affect tps |
and interior of the mouth, eliciting scaling anccars
[1,2].

Case Report

A 43-year-old African American female
presented with clinical lesions consistent with DIShe
denied systemic symptoms of arthralgia, arthropathy
myalgia, fatigue, Raynaud's phenomenon and
gastrointestinal complaints. Lesions were presenthe
head, predominately on the cheeks; truncal lesicre
also present. The lesions presented as reddiskepurp
atrophic plaques. Laboratory data demonstrated'malo
complete blood count (CBC) with differential anadys
and a normal erythrocyte sedimentation rate
Antiphospholipid antibody testing was negatiserum
electrolytes, blood urea nitrogen, creatinine, dindr
function tests, as well as urinalysis and chesogadphs
were within normal limits. The antinuclear antibody
(ANA) titer was normal. Specific ANA screening
yielded negative results for anti-Smith, anti-daubl
stranded DNA (dsDNA), and anti-histone antibodies
Tests for anti-ribonuclease-sensitive antigen (R&As
extractable nuclear antigen (ENA), small nucleaigam
(SNA), ribonucleoproteins (RNP), and Ul and U2
complexes were negative, as was testing for anthSS
(anti-Ro) and anti-SS-B (anti-La) antibodies. Lavef

Complement/C3 and C4 were normal. Biopsies of the

skin lesions were obtained, with hematoxylin angireo

(H&E) staining and additional multicolor direct
immunofluorescence (DIF), performed as previously
described [3-5].

H & E: Examination of the H&E tissue sections revealed
mild epidermal atrophy with focal follicular plugg. A
mild interface infiltrate of lymphocytes and histides
was noted. Focal cytoid bodies were appreciatettheat
BMZ. Within the dermis, a superficial and deep,
perivascular and periadnexal infiltrate of lymphiesy
histiocytes, and plasma cells was observed. Nehilsop
and eosinophils were rare. A PAS special staif
demonstrated no fungal organisms, and accentudjion
at the BMZ of the epidermal junctional zone, and 2
around dermal eccrine glands, blood vessels anagger

DIF: In brief, skin cryosections were prepared, ang
incubated with multiple fluorescein isothiocyanate
(FITC)-conjugated secondary antibodies, utilizing

lupus erythematosus, ang

the bald patches becomg

previously reported techniques [3-5]. The secondary
antibodies were of rabbit origin, and included: aaYi-
human IgG 1 chain), b) anti-human IgAa(chains), c)
anti-human IgM f-chain), d) anti-human fibrinogen, and
e) anti-human albumin (all used at 1:20 to 1:60tiihs
and obtained from Dako (Carpinteria, California,A)S
We also utilized secondary antibodies of goat arigi
including: a) anti-human IgE antiserum (Vector
Laboratories, Bridgeport, New Jersey, USA) andri} a
human Complement/C1q (Southern Biotech,
Birmingham, Alabama, USA). Finally, FITC conjugdte
monoclonal anti-human IgG4 antibody was used tb tes
for possible intercellular staining between kermatiytes
(Sigma-Aldrich Saint Louis, Missouri, USA). Thedsis
were then counterstained with 4',6-diamidino-2-
phenylindole (Dapi) (Pierce, Rockford, lllinois, WB
Slides were then washed, coverslipped, and dried
overnight at 4C. For colocalization of antibodies, we
used Cy3 conjugated monoclonal mouse anti-human
antibody anti-glial fibrillary acidic protein (GFAP
(Sigma-Aldrich).

In Figure 1, we demonstrate some of the most prominent
H&E and DIF patterns observed, as well as the
improvement of the quality and power of DIF stagin
via  simultaneous multicolor fluorescence and
counterstaining of cell nuclei. The DIF results aer
classified as follows: (0, negative; +, weak peositi++
and +++, positive; and ++++, maximum positive). The
following results were obtained: 1gG (++++, linear
BMZ); 1gG4(-); IgA (++++, linear BMZ); IgM (++++,
linear BMZ); IgD(-); IgE(-); Complement/C1q(-);
Complement/C3 (++, linear BMZ); GFAP(++++, linear
and colocalized in areas where most of the depo$its
IgG, IgM, and fibrinogen were found, including an
association with cytoid bodies)sde Figure ). The
control biopsy showed no GFAP staining at the BMZ);
albumin (++++, linear BMZ); and fibrinogen (++++,
linear BMZ).

Discussion

Similar to many other dermatoses, DLE often
presents in a bilateral, symmetric lesional pat{ér2].
However, DLE has not been classically associated wi
an immune response colocalizing with neural ansgen
addition, the disease is often exacerbated bysstned/or
sunlight. In our results, we demonstrate by H&E,SPA
and DIF evidence of autoreactivity at BMZs of théns
junctional zone and cutaneous appendages with plaulti
antibodies, including 1gG, IgM, Complement/C3,
fibrinogen and albumin. We also detected colocttira
of patient autoantibodies with GFAP at in theseasras
well as within cytoid bodies. Our data may indicttat
GFAP antigens may play a pathophysiologic role in
DLE, as previously documented in patients with
systemic lupus erythematosus.
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Figure 1:1a. PAS positivity around the hair follicle (blue aws), the sweat glands (red arrows) and blood {&¢geeen
arrows).b. H&E showing positive reinforcement around theasmous glands (blue arrows).H & E staining reveals
some separation of the BMZ of the hair follicleuglarrow).d. H & E staining demonstrates strong lymphohistiaryti
infiltration around some nerves, in proximity toceéne and sebaceous glands (blue arrows)Clinical photograph
showing erythematoous, hyperpigmented plaques suithe areas of atrophy in bilateral malar areae(blwows)f DIF
displaying positive staining with FITC conjugatedtichuman fibrinogen against the BMZ of the dermpidermal
junction, and the sebaceous glands (green staindtgarrows). Note the patient autoantibodies @ipe with positive
staining for GFAP (white staining, blue arrows).eTituclei are counterstained with Dapi (light blue)DIF demonstrating
positive staining with FITC conjugated anti-humaMI against the BMZ of the dermal-epidermal junctiand also on
cytoid bodies (green-yellowish staining, red arrpwéote the patient autoantibodies colocalized mitisitive staining for
GFAP (white staining, blue arrowd). DIF demonstrating positive staining with FITC caggied anti-human IgG against
the BMZ of the sebaceous glands (green-yellow istgjrred arrows). Note the patient autoantibodiel®aalized with
positive staining for GFAP (white staining, yellawrows).i. DIF showing positive staining with FITC conjugatedti-
human IgM against the neurovascular plexus suppth@ sebaceous glands (green-yellowish stainied,arrows). Note
the patient autoantibodies colocalized with posistaining for GFAP (white staining, yellow arrows)
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Specifically, previous authors investigated
groups of patients with SLE (with and without overt
central nervous system (CNS) manifestations) tealet
possible correlation between clinical parameterd an
large panel of antibodies, including ones reactigainst
neurotypic and gliotypic antigens. The patienthv@LE
were investigated in a cross-sectional study which
included clinical evaluation of symptoms, cerebral
magnetic resonance imaging (MRI) and brain single
photon emission tomography (SPECT) analysis
electroencephalography (EEG), and serological tfests
antibodies directed against nuclear, cytoplasmic,
neuronal and glial cell-related antigens. The tud
results revealed a significant positive associatan
GFAP colocalization of patient serum autoantibodies
with 1) neuropsychiatric (NP) manifestations, 2)
antiserin proteinase 3 (anti-PR3/c-ANCA) serum
antibodies and 3) pathological cerebral SPECT ddta.
data included significantly higher values of theganr
damage index in patients with abnormal MRIs, and 2
abnormal SPECT and MRI results [7,8]. The authors
concluded that neuropsychiatric manifestations, etam
those of the organic/major type, appeared to b
significantly associated with the presence of aurser
autoantibody against GFAP, a gliotypic antigen.tifen,
brain imaging by MRI and SPECT in SLE patients
appears to detect CNS involvement significantlyatesd
to specific categories of NP manifestations. The

11%

abnormalities detected by the two tests seem to he

preferentially associated with different activithgses of
the NP disorder, and/or the lupus disease proéess].

In a different study, investigators analyzed all
antigens reacting strongly with autoantibodies il@us
patient's serum, utilizing 1) proteonomic analysesl
two-dimensional electrophoresis (2DE), followed By
Western blotting and liquid chromatography-tanden
mass spectrometry(using rat brain proteins astigem
source). In their results, these authors identifiteot
relevant antigens: beta-actin, alpha-internexin, k&a
heat-shock protein (Hsp60) and GFAP. In addition
several reports exist regarding detection of anti
endothelial cell antibodies (AECAS) in SLE patients
Recently, one of the antigens reacting with AECAS i
SLE patient sera has been identified as human Hsp6
The authors suggested that their abnormal findimgs
brain MRI images could be caused by impairment of
microcirculation associated with vascular endo#ielell
injury, and mediated by the antibody against Hg9$0

Another relevant case involves data from the
eyes at autopsy in a 26-year-old female patiergraised
with SLE and peripheral neuropathy. The patient had
significant ocular problems. However, the
histopathologic findings in the eyes included dapj
lumen obliteration; these areas further demonstraé,
which was also detected throughout the choroid yslex
arterioles [10]. Compared to the control, the catine
tissue sheaths of the central retinal vessels aispl a
large number of proliferated fibroblast cells, avidsson
Trichrome staining revealed transmural vessel sagrr
strong GFAP immunoreactivity was further observed
surrounding the vessel wall. The authors suggetsied
these pathological changes were due to impaireddblo
circulation, specifically caused, hemorrhage, vihssu

(@)

and fibrinous vessel occlusion. The changes obderve
suggested that regular, thorough  ophthalmic
examinations should be conducted in SLE patienen e
in the absence of significant ocular symptoms [10].

We thus conclude that patients with DLE could
indeed have autoantibodies to GFAP, as seen ipriati
with SLE exhibiting discrete central nervous systzmal
NP manifestations. Further, larger studies are eded
further confirm this pathophysiologic possibility.
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Abstract

Pyogenic granuloma (PG) is a relatively common @peniascular lesion of the skin and mucosa. Thetesagse is not known but
multiple factors have been implicated in the etigimf pyogenic granuloma. The PG typically evolvapidly over a period of few

weeks. It can mimic a number of malignant tumorkintathe histopathological examination of lesiorcessary. Very large size PGs
are very rare. We report this rare case of a gigogenic granuloma in a ninety three year oldentiise healthy, female patient.

Streszczenie

Ziarniniak ropotworczy (PG) jest stosunkowa:siz, tagodr, zmiary naczyniow skory i btonysluzowej. Doktadna przyczyna nie jest
znana, ale istnieje wiele czynnikéw, ktére zostangaowane w ich etiologii. PG zwykle rozwijaesézybko w cagu kilku tygodni.
Moze ndladowa wiele nowotworéw zi@liwych, std konieczne jest badanie histopatologiczne zmi@ardzo due rozmiary PG

wystepuja bardzo rzadko. Zgtaszamy ten rzadki przypadektgigogenic granuloma u 93-letniej, ogélnie zdropagjentki.

Key words: pyogenic granuloma, giant tumor, tumor
Stowa klucze pyogenic granuloma, guz olbrzymi, guz

Introduction

Pyogenic granuloma (PG) is a benign localized
exuberant mass composed of proliferating capdtaim
loose stroma produced after injury or local infestiThe
term PG is a misnomer and lobular capillary
hemangioma is the preferred term [1]. PG occurskim
and mucosal surfaces of upper aero-digestive tratt
has also been reported to occur in gut, burn seard
intravenously [2,3]. PG has no malignant potentiat
recurrence is quite common after excision [4]. Most
reports suggest that PGs grow to maximum size of 2c
but large size lesions are also reported [5,6].

We report this unusual case of a large size PG i
an elderly female patient.

Case Report

A 93 year old female patient presented with g
three month history of a growing mass near mandibul
angle on right side of the face. There was histofry
frequent bleeding from the lesion spontaneousty @m
trivial trauma. The lesion started three monthskbac
after an injury which the patient had herself otfid to
remove a small pigmented lesion at the same she. T

lesion then gradually increased to the presentsittén

12 © N Dermatol Online 1.207

a period of two months. There was no history sstjge

of any systemic disease. Patient was not on lamg tise

of any drug. On examination, there was a peduredlat
mass protruding from the angle of mandible on rijtie

of the face measuring 15x12x10 cm. The base was
narrow and measured 6x3cm.lt was not fixed to the
underlying bone. The surface was pink to purplisiyg

in color and had crusts and old blood clots indlzat
bleeding episodes (fig. 1).The surrounding skin was
normal. There was no regional or generalized
lymphadenopathy. The general physical and systemic
examination was normal. Radiographs of chest and
ultrasonography of abdomen and pelvis was normal.
Complete blood counts, liver function tests andnkigd
function tests were all in normal limits. HIV seogly
was negative. On the basis of history and clinical
examination a provisional diagnosis of pyogenic
granuloma was made. An excision of the mass with a
margin of 15mm was performed and the defect was
closed with a primary closure. The biopsy of theigad
specimen was suggestive of a lobular capillary
hemangioma (fig. 2).



Figure 1. Giant Pyogenic granuloma, left angle of
mandible.

Discussion
Pyogenic granulomas are benign, exophytid
vascular tumors first described by Poncet and iDor
1897. It is seen quite often in children and yoadglts
but is wunusual in elderly [7]. Although exact
pathogenesis is not known, trauma, hormonal inftaen
inflammatory and infectious agents have all beer
hypothesized as possible factors in causation .[8,9
Because of similarity in clinical and histopathatg
findings with bacillary angiomatosis, some workbeve
suggested that PG may be causedBaytonella spp.
infection [10].We were unable to find any predispgs
factor other than trauma in our patient. The usim of
PG is less than 2cm,but there are reports of giaf
pyogenic granulomas in immunocompromised patient
[11]. Our patient, although elderly, did not showya
signs of immunosupression. PG can mimic malignan
diseases, therefore a biopsy is recommended. In o
series 38 percent cases of clinical diagnosis opRBed
to be wrong [12]. In our case there was a possibalf
malignant melanoma as there was a history of pigeaen
lesion at the site of origin but histopathologyackd the
doubt.

—

2

—

ne

Figure 2. Histopathology shows numerous vascular
spaces lined by endothelial cells, surrounded by
stroma mixed with inflammatory cells.
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Streszczenie

Zespot von Hippel-Lindau (VHL) jest rzadkim zabumzm genetycznym, wielonaidowym, charakteryzagym sk wystpowaniem
guzow w niektérych cgciach ciata (angiomatosis). Nowotworgrodkowego uktadu nerwowego (OUN) &godne i skladajsie z
gniazd naczy krwionosnych i nazywanesshemangioblastomas. Hemangioblastomagemozwira¢ sig w mdzgu, siatkbwce oka oraz
w innych obszarach ukladu nerwowego. Inne rodzayeatworéw mog rozwijat sig w nadnerczach, nerkach lub trzustce. Objawy VHL
roznia sig u poszczegodlnych pacjentéw i zaleod wielkdici i lokalizacji guzéw. Objawy magobejmowé béle glowy, zaburzenia
rownowagi, zawroty glowy, ostabienie dazyn, zaburzenia wzroku i wysokiesiienie krwi. Torbiele i / lub guzy (tagodne i zhove)
moga wyskpi¢ na catym organizmie i powodujobjawy wymienione powsej. Osoby z VHL nargone g na wkksze ryzyko ni
normalne wysfpowanie niektorych rodzajow raka, zwtaszcza rakkinéla podstawie przypadku 30-letniej pacjentkzqastawiono
charakterystyk zespotu von Hippel-Lindau jako fakomatozy.

Abstract

von Hippel-Lindau syndrome (VHL) is a rare, genetialti-system disorder characterized by the abnbgr@awth of tumors in certain
parts of the body (angiomatosis). The tumors ofdéetral nervous system (CNS) are benign and aremised of a nest of blood
vessels and are called hemangioblastomas. Hemdasfioimas may develop in the brain, the retina efayes, and other areas of the
nervous system. Other types of tumors develop énatirenal glands, the kidneys, or the pancreasp®yns of VHL vary among
patients and depend on the size and location ofutmrs. Symptoms may include headaches, probleithsbalance and walking,
dizziness, weakness of the limbs, vision probleansl, high blood pressure. Cysts (fluid-filled sacg}/ar tumors (benign or cancerous)
may develop around the hemangioblastomas and thessymptoms listed above. Individuals with VHL atso at a higher risk than
normal for certain types of cancer, especially kiglnancer. Based on the case of 30-year old patitimicharacteristics of von Hippel-
Lindau syndrome as phakomatosis.

Stowa klucze: choroba von Hiplea-Lindau, fakomatdmmangioblastoma
Key words: von Hiplea-Lindau diseagghakomatosidiemangioblastoma

Na podstawie przypadku klinicznego u 30-
letniej pacjentki przedstawiono opis zespotu vopHa-
Lindaua.

Zespo6t von Hippla-Lindaua (VHL) (choroba
von Hippla-Lindaua, naczyniakowato siatkéwkowo-
moézdzkowa, familial cerebelloretinal angiomatosis
(hemangioblastomatosisangiophakomatosis retinae et
cerebell) — rzadkie schorzenie genetyczne dziedziczone
autosomalnie dominggo, naleace do grupy fakomatoz
[1]. Zespdt opisali niezalmie od siebie Eugen von
Hippel w 1894 i Arvid Lindau w 1926 roku. Przycayn
choroby jest mutacja w obydwu allelach geviHL, z
ktorych jedna jest dziedziczna, a druga ¢age
spontanicznie [1]. Zespo6t charakteryzuje swigkszory
predyspozyef do nowotworow nerek, soodkowego

uktadu nerwowego, szczegdlnie mddku, nadnerczy i

14 © N Dermatol Online 1.201

Based on clinical case in 30-year-old woman
describes the syndrome von Hipple-Lindau.

von Hipple-Lindau syndrome (VHL) (von
Hipple-Lindau, familial angiomatosis cerebellorefin
Lat. Hemangioblastomatosis, retinae et cerebelli
angiophakomatosis) - rare genetic disorder autokoma
dominant, belonging to the phakomatosis group The
team described independently Eugen von Hippel 8418
and Arvid Lindau in 1926. The cause of the diséase
mutation in both alleles of the VHL gene, one ofickh
is hereditary and the other occurs spontaneouglyl fe
syndrome is characterized by increased susceptilbdi
kidney tumors, central nervous system, particulainky
cerebellum, adrenal gland and retina. There isausa
treatment, but counseling and genetic testing ajlow



siatkowki. Nie ma metody leczenia przyczynowege, al
poradnictwo i badania genetyczne pozwalajoraz
czesciej zdiagnozowdja, zanim pojawd Sie zagraajace
zyciu guzy nowotworowe [2].

Czestas¢ wyskpowania heterozygot w calej populacji
wschodniej Anglii zostata oceniona na 1:53 000 $eod/
zywych urodzé na 1:36 000 [3]. Badania populacyjne w
Niemczech okrdity czestas¢ choroby na 1:38 951 [4].
Szacuje s, ze w Polscezyje okoto 1000 pacjentow z
chorola von Hippla-Lindaua [5].

VHL wiaze sk z mutacp germinala genu
supresorowego kodagego biatko VHL na chromosomie
3. Mutacja jednego z alleli jest wrodzona, objawy
ujawniap sie gdy dojdzie do somatycznej mutacji
drugiego. Mechanizm ten olte sk jako utrat
heterozygotyczriei (LOH, - loss of heterozygosity) [1].
U wiekszasci pacjentdbw mutacja konstytucyjna genu
VHL jest dziedziczona od rodzica, mutacje de novd
odpowiadaj za okoto 15% przypadkow VHL. Rzadko
do mutacji dochodzi na etapie rozwoju zarodka. @bec
jest wtedy tylko w cgci komoérek pacjenta
(mozaicyzm). Istniej dowody, ze polimorfizm genu
cykliny D1 (CCND1) w locus 11 ql13 me
modyfikowat fenotyp chorych z mutagjw genie VHL

[6].

Patofizjologia

Produkt biatkowy genu VHL ma diugé 213
reszt aminokwasowych i dziata w kompleksie z biatka
elongim B i elongim C. Funkcj kompleksu VHL-
elongina B-elongina C (VBC) jest ydanie
specyficznych biatek i ich ubikwitynacja (kompleksa
aktywnas¢ ligazy E3) [7]. Stwierdzonoze substratami
kompleksu VBC s biatka HIFk i HIF20, a take
atypowa kinaza biatkowa. Miejsce wizania substratu
stanowi domenap biatka VHL; nastpnie biatka
podlegag ubikwitynacji i tak naznaczone, degradowane
sa w proteasomach. Mutacja w genie VHL i dysfunkcja
biatka, a w konsekwencji dysfunkcja kompleksu VBC,
prowadzi do rozregulowania tego mechanizmu; czynnik
HIF s3 aktywne niezatinie od s¢zenia parcjalnego tlenu
w komorce, co prowadzi do nadprodukcji czynnikéw
wzrostu.  Prawdopodobnie jest to  mechanizm
molekularny  odpowiedzialny za  nieprawidlpw
angiogenez w bogato unaczynionych guzach spektrum
zespotu von Hippla-Lindau. Niedawno stwierdzoge,
substratem kompleksu VBC jest atypowa kinazg
biatkowa L [8]. Akumulacja tego biatka prowadzi do
nadprodukcji czynnika B-jun, hanugego proces
apoptozy w komoérkach z grzebienia neuronalneg
rdzenia nadnerczy. Przypuszcza, gie jest to jeden z
mechanizméw  molekularnych  patogenezy  guza
chromochtonnego u chorych z VHL [9].

Objawy i przebieg

U chorych z VHL obserwuje &i mnogie
nowotwory, z ktérych najistotniejsze, z klinicznego
punktu widzenia, lokalizaj sii w md&dzku, rdzeniu
kregowym, siatkéwce, rdzeniu nadnerczy i w nerce
Obok nich szereg mnigj istotnych klinicznie zmianzm
wystepowa® w innych narzdach.  Nowotwory
rozwijajace se w VHL sa zwykle wieloogniskowe,

L

to diagnose it more often before they appear life-
threatening tumors [2].

The incidence of heterozygotes in the populaticst e&
England has been estimated at 1:53 000, and amang |
births at 1:36 000 [3]. Population-based studies in
Germany have identified the incidence of the diseas
the 1:38 951 [4]. It is estimated that in Polandréhare
about 1000 patients with von Hipple-Lindau [5].

VHL ss associated with germline mutations in theege
encoding the tumor suppressor protein VHL on
chromosome 3. Mutation of one allele is inherited,
symptoms become apparent when it comes to the decon
somatic mutation. This mechanism is defined as ¢dss
heterozygosity (LOH - loss of heterozygosity) [M]ost
patients had a constitutional mutation of the VHing is
inherited from a parent, de novo mutations accdont
approximately 15% of the VHL Rarely, the mutation
occurs at the stage of embryo development. Culigent
then only part of the patient's cells (mosaicishfjere is
evidence that cyclin D1 gene polymorphism (CCND1)
locus 11 13 might modify the phenotype of patients
with mutations in the VHL gene [6].

Pathophysiology

Protein product of the VHL gene has a length of
213 amino acid residues and acts in a complex with
proteins elongina B and C. The function of the claxp
elongina VHL-elongina B-elongina C (VBC) is the
binding of specific proteins and their ubiquitireati
(complex has E3 ligase activity) [7]. It was fouihat the
VBC complex substrates are proteins and IF2F1a,
and atypical protein kinaske Substrate binding site is
the B domain of VHL proteins, then proteins are subject
to ubiquitination, and so marked, are degraded in
proteasomes. VHL gene mutation and protein
dysfunction and, consequently, VBC complex
dysfunction leads to disturbance of this mechanism,
agents are active HIF regardless of partial oxygen
concentration in the cell, leading to overproductiof
growth factors. This is probably the molecular
mechanism responsible for abnormal angiogenedisein
well vascularized tumor syndrome von Hipple speutru
and Lindau. Recently it was found that the substiat
the VBC complex atypical protein kinasg [8].
Accumulation of this protein leads to overproductiaf
factor B-jun, inhibiting apoptosis in neuronal setif the
adrenal medulla comb. It is believed that this ne @f
the mechanisms of molecular pathogenesis of
pheochromocytoma in patients with VHL [9].

Symptoms and course

In patients with VHL observed in multiple
tumors, of which the most important, from a clihica
point of view, localized in the cerebellum, spiralrd,
retina, adrenal medulla and kidney. Besides these,
number of less clinically relevant changes can pdcu
other organs. Tumors developing in a VHL are uguall
multifocal, bilateral, and occur in a much youngeye
than the average population.
In many patients the first symptom is the occureent
organ damage in central nervous system of an emiaryo
malformations. The most common (75%) are in the
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obustronne i wyspuja w zdecydowanie miodszym
wieku niz w przecetnej populacji.

U wielu pacjentéw pierwszym objawem choroby jest
wystapienie  zmian nagdowych w  @rodkowym
uktadzie nerwowym o charakterze naczyniakéw
zarodkowych. Najogstsze (75%) & w mdadzku
(haemangioblastoma cerebelli); pozazdikiem, guzy
tego typu lokalizyj sie takze w rdzeniu przedionym
(haemangioblastoma medullae oblongatae) i rdzeni
kregowym (haemangioblastoma medullae spinalis)
Objawy wywolywane przez guza zate od jego
lokalizacji i rozmiaréw [1,10-12].

Narzad wzroku

Najwczeniej stwierdzan w przebiegu VHL zmiapn sa
naczyniaki zarodkowe siatkéwki (haemangioblastoma
retinae). Nieleczone guzy siatkéwki prowadzlo
stopniowej utraty wzroku.

Nerki

W nerkach pacjentébw z zespotem von Hippla-Lindau
rozwijaja Sk zmiany nienowotworowe o charakterze

torbieli  prawdziwych  (cystes renis), zmiany
nowotworowe tagodne o] charakterze
torbielakogruczolakow (cystadenomata) i nowotwory
zlosliwe - rak nerkowokomorkowy (carcinoma
renocellulare).

Trzustka

W trzustce mog wyskpowa pojedyncze lub mnogie
torbiele prawdziwe.
Narzad stuchu
Na tle zespotu von Hippla-Lindaua v rozwirgé sie
rzadki guz worka endolimfatycznego (endolymphaéic s
tumor, ELST).
Pozostale narady
Brodawczaki najdrza @& czstymi zmianami u
mezczyzn, ale nie dagymi objawow i
niewymagajcymi leczenia. Ich ekwiwalentem u kobiet
s torbiele wezadta szerokiego macicy.
Naczyniaki zarodkowe nidzku i rdzenia niekiedy
wykazup nadmieri ekspresj erytropoetyny, co objawia
sie klinicznie czerwienig.

Dermatolodzy rzadko spotykajsie z VHL.
Czasem mzna obserwowd najczsciej na twarzy
plamy typu czerwonego wina.

Leczenie

Jak dotd, mazliwosci leczenia przyczynowego
VHL, czyli terapii genowej, $ jedynie teoretyczne.
Podstaw leczenia jest chirurgiczne usuwanie guzow;
stad tak wielka rola okresowych kontroli i bada
obrazowych. W fazie bada klinicznych i
przedklinicznych jest szereg zwkéw, hamujcych
receptory dla PDGF, VEGF i TG@&FDwa z tych lekéw,
sunitinib i sorafenib, daly obiecige wyniki leczenia
przerzutujcego jasnokomorkowego raka nerki i zostaly|
zaaprobowane przez FDA do leczenia zaawansowane
raka nerkowokomérkowego [13].

Rokowanie

U wiekszaici os6b z zespotem VHL pojawigj
sie powikfania kliniczne midzy 15 a 30 rokientycia,
lecz w niektdrych przypadkach objawéw nie wida do
ukonczenia 50 roku.

e
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cerebellum (haemangioblastoma cerebelli), outslue t
cerebellum, localized tumors of this type are atsthe
medulla (haemangioblastoma oblongatae medullagl), an
spinal cord (medullae spinalis haemangioblastoma).
Symptoms caused by tumor depend on its location and
size [1,10-12].

Ocular

The earliest observed change in the course of He V
are embryonic retinal angiomas (haemangioblastoma

retinae). Untreated tumors of the retina lead to
progressive loss of vision.
Kidneys

In the kidneys of patients with VHL develop non-
cancerous changes in the nature of true cystse&yst
renis), benign tumors of a cystadenomata and cancer
renal cell carcinoma (carcinoma renocellulare).
Pancreas
The pancreas may be single or multiple cysts true.
Hearing organ
Against the background of the VHL may develop a&rar
tumor of the bag endoliphhomatic (endolymphatic sac
tumor, ELST).
Other organs
Papillary epididymis are frequent changes in mait, b
not giving the symptoms and not requiring treatment
Their equivalent in women are the broad ligamestsy
Hemangioma embryonic cerebellum and spinal cord
often show over-expression of erythropoietin, whish
manifested clinically polycythemia.

Dermatologists rarely meet with VHL.
Sometimes it can be observed, mostly on the faca of
port-wine stains.

Treatment

So far, the possibility of causal treatment of the
VHL, ie gene therapy, are only theoretical. Thatmeent
is surgical removal of tumors, hence the great oblthe
periodic inspection and imaging tests. In the phafse
clinical and preclinical studies, a number of connmis
that inhibit the receptors for PDGF, VEGF and TGF
Two of these drugs, sunitinib and sorafenib, havery
promising results of treatment of metastatic cleall
renal carcinoma and were approved by the FDA fer th
treatment of advanced renal cell carcinoma [13].

Prognosis

For most people with VHL syndrome clinical
complications occur between 15 and 30 years oltjrbu
some cases the symptoms are not seen until thef&ge
years.
The prognosis for patients with the VHL is closely
related to the age of diagnosis and frequency obgie
testing performance. Since approximately 97% otsas
occur in families, there are opportunities for aygprate
early diagnosis [1,14].
Untreated VHL may result in blindness and/or peramin
brain  damage. Hence the importance
recommendations for patients established by theohit
Institutes of Health (tabl.1).
With early detection and treatment the prognosis is
significantly improved.
Death is usually caused by complications of bramdrs
or kidney cancer.

of



Poniewa w okoto 97% przypadkéw choroba wystije
rodzinnie, istnigg maozliwosci odpowiednio wczesnego
postawienia diagnozy [1,14].

Rokowanie u pacjentéw z VHL jestisle powkhzane z
wiekiem  postawienia rozpoznania | esmicia
wykonywania okresowych bafia

Nie leczony VHL made spowodowé utrat wzroku i /
lub trwate uszkodzenie mézguaBtwazne  zalecenia
dla pacjentow ustalone przez Narodowy Instytut ¥adao
(tabl. 1).

Przy wczesnym wykryciu i leczeniu rokowanie jest
znacznie lepszesmier jest zwykle spowodowana przez
powikfania guzéw moézgu czy raka nerki.

Wiek (lata) Rekomendowane badania
Age (years) (Featured research)
0-2 Coroczne badanie fizykalne i okulistyczne
(The annual physical examination and ophthalmo)ogic
2 Badanie poziomu katecholamin w moczu co 1-2 lata
(Examination of the level of catecholamines in thi@e every 1-2 years)
11 Badanie MRI mézgowia i rdzeniaggowego 2 razy do roku

(MR of the brain and spinal cord, 2 times a year)

Badanie USG jamy brzusznej co roku
(Abdominal ultrasound examination every year)

Jesli zostary stwierdzone torbiele albo guzy - badanie KT coiésicy
(If you are found to contain cysts or tumors - Gmination every 6 months)

20 Zamiast corocznego badania USG wprowadaroczne badanie KT
(Instead of an annual ultrasound examination terghe annual CT)
60 W przypadku braku objawow choroby, badanie M&RBe lat
(In the absence of symptoms, MRI every 3-5 years)

KT przeprowadzaw kazdym roku w ktérym nie badano MRI
(CT carried out each year in which MRI has not bstedied)

Tabela 1. Zalecenia dla pacjentéw i cztonkéw ich mein (wg National Institutes of Health)
Table 1. Recommendations for patients and their faity members (National Institutes of Health)
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Abstract

Acrokeratosis paraneoplastica of Bazex is a raredisiinctive paraneoplastic dermatoses. This c@mliis a cutaneous marker of
supra-diaphragmatic neoplasia. This syndrome i®itapt because the cutaneous findings precedentet of symptoms referable to
the underlying neoplasm by several months in mbdteocases.

A 42 year old male who had scaly hyperkeratotigut@squamous lesions on face and dorsa of handéeahdavith a suspicion of an
underlying gastric neoplasm and a diagnosis of Bagesrome is being reported in view of the raoityhis condition.

Streszczenie

Zespot Bazexa jest rzaglkale charakterystycardermatoz paraneoplastycan Schorzenie jest skdrnym markerem nowotworéw. gesp
ten jest wany, poniewa zmiany na skorze poprzedzayystipienie objawéw nowotworéw nagddéw wewretrznych nawet na kilka
mieskcy (w wigkszasci przypadkow).

Przedstawiamy 42-letniegoetitzyzre z tuszczacymi, hiperkeratotycznymi, grudkowo-tusacymi zmianami na twarzy oraz grzbiecie
rak i stop z podejrzeniem nowotwozotadka, u ktérego rozpoznano zespot Bazexa wzwi z rzadkécia wystgpowania tej choroby.

Key words: Acrokeratosis, paraneoplastic, dermatoses
Stowa klucze Acrokeratosis, paraneoplastyczny, dermatozy

Introduction Case Report
Bazex syndrome was first described by A 42 year old male, mechanic by occupation,
Gougerot and Rupp in 1922 and was named after Bazegx normotensive, non-diabetic reported to the outpétie
It is a rare syndrome, much commoner in males than department of Dermatology, SMHS hospital (assodiate
females. It is associated with malignancies of ugeeo- teaching hospital of Govt. Medical College, Srimga
digestive tract such as malignancy of pharynx, riary with a two weeks history of asymptomatic, scaly
esophagus, lung, stomach, but other types of car@as eruption which started on the dorsal aspect of sz
have also been described. It appears also withcatrv feet and had subsequently spread to the nose, $hesk
and mediastinal lymphatic metastasis from a distant lobes and forehead. The patient did not have any
occult neoplasm. subjective complaints. There was no history ofteliag
Bazex syndrome is characterized by symmetrical over these areas prior to the development of these
psoriasiform lesions on acral parts of the bodympa lesions.
soles, ear lobes and nose. The patient had a significant past histofyupper
Associated features of Acrokeratosis Paraneoptastic gastrointestinal tract bleeding 2 years back forctvihe
Bazex include pruritus, vesiculation, sterile paana, was managed conservatively. At that time
hyperpigmentation, hypopigmentation, bullous lesion eosophagogastroduodenoscopy (EGD) with biopsy was
and carpel tunnel syndrome. done which revealed a benign Gastric ulcer.
Identification of this paraneoplastic syndrome may Except for pallor, the patient's general physical
enhance the earlier diagnosis of the associatedrtand examination was normal. Systemic examination was al
thus may be important in curative treatment [1-4]. normal. Cutaneous examination revealed well-defined
scaly papules and plaques distributed symmetyicall
over the dorsa of hands and feet, face, forehead, a
earlobes. These lesions had a peculiar violaceoesah
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the periphery. There was a diffuse dark brown
hyperpigmentation of malar area of face, foreheadsa

of hands and feet. Palms and soles were spareldqfig
Mucosae and nail examination was also normal.

Skin biopsy for histopathological examination waken
from one of the lesions which revealed hyperkeiatot
acanthotic lining epidermis with prominent basal
pigment layer and dermal perivascular inflammatory
infiltrate.

Except for microcytic hypochromic anemia, ather
blood tests were normal. Stool examination for dccu
blood was positive. Chest radiographs and
electrocardiogram was normal. Ultrasonography & th
abdomen revealed a 4.9#3.7 cm peripancreatic ma
(suggestive of metastasis). Computed tomograpltheof
abdomen revealed a circumferential Pyloric thighen
with Coeliac lymph node enlargement (fig. 7).
Esophagogastroduodenoscopy (EGD) revealed 3
ulceronodular lesion in prepyloric region suggestof
an antral malignancy. Biopsy taken from this lasio
revealed an adenocarcinom, Intestinal type with
superadded candidiasis (fig. 8).

In view of the constellation of clinical, laborayo
radiological and histopatological findings, a diagis of
Bazexs syndrome was entertained.

Figure 1. Bazex syndrome

Figure 2. Bazex syndrome

Figure 3,4,5,6. Bazex syndrome

© N Dermatol Online 1.201
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Figure 7,8

Discussion

Acrokeratosis  paraneoplastica was  first
described by Gougerot and Rupp in 1922 and was eham
after Bazex. This is a rare but distinctive pargtastic
dermatoses associated with internal malignanciesst m
often squamous cell carcinoma of aerodigestivé trac
(pharynx, larynx, esophagus, stomach), but, othees
of carcinomas have also been described (lung,ngcolo
prostate)[1-4].
Clinically, the syndrome evolves in three stageke T
first stage is characterized by erythema and psiforan
scaling on the fingers and toes which soon spraatise
bridge of the nose and the helices of the earsl Na
changes are frequent. In the second stage, a gmlac
keratoderma of palms and soles develops and thial fac
lesions spread to the pinnae and cheeks. In thd thi
stage, the eruption extends locally and beginsitolve
the legs, knees, thighs, arms, trunk and scalp.[1,2

The dermatoses may precede the diagnosis of neoplas

in about 65-70% of the patients. Cutaneous
manifestations follow the diagnosis of neoplasmld:
15% patients. There is a simultaneous onset of ski
lesions and diagnosis of neoplasm in 15-25% of th
cases.

The histopathological changes in the affected skim
non-specific. A mild degree of acanthosis with
hyperkeratosis, parakeratosis and a dermal lymptwocy
infiltration is seen.

D

>

11%
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The pathogenesis of this syndrome is uncertain.
Proposed mechanisms include cross reactivity betwee
skin and tumor antigens, the action of tumor-praugc
growth factors and even zinc deficiency.

The skin lesions either improve significantly or
resolve completely when the underlying neoplasm is
treated in 90-95% patients, whereas they remain
unchanged in the setting of persistent disease. The
reappearance of skin lesions signals a recurrehtieeo
tumor. Improvement has been reported with the dse o
topical and systemic retinoids, topical and oral
corticosteroids, salicylic acid, topical vitamin-D
analogues, PUVA therapy and zinc [5-9].
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Streszczenie

Wstep: Stany zapalne skory stopzatnierzy to duy problem, dotykajcy armie categdwiata. Sid wazne jest dziatanie profilaktyczne,
zabezpieczafe przed rozwojem takich standw. Antyseptyka jestiszczenie drobnoustrojow znajaltych si; na tkankach za pomac
substancji antyseptycznych.

Cel pracy: Celem pracy jest ocena skutecgriozastosowania Pigmentum Castelaniego i kalium tmgpeganicum w profilaktyce
stanow zapalnych skoéry stopzotnierzy.

Materiat i metody: Badaniem olgto 30zotnierzy, nezczyzn wsrednim wieku 20,5 lat oraz Gtnierzy stanowicych grug kontrolm
mezczyzn w srednim wieku 21,5 lat. Badanie prowadzono przez ©Kemiesicy. Z pardd 30 zotnierzy z grupy badanej u 15
zastosowano ptyn Pigmentum Castelani — grupa |,kalejnych 15 osob roztwér nadmanganianu potaswpail. Profilaktyczne
leczenie zotnierze otrzymywali wedtug okénego schematu. Grupa kontrolna &6tnierzy nie otrzymata leczenia. W trakcie
obserwacji wykonywano badanie kliniczne skory stigdanie mikologiczne i badanieswietle lampy Wooda.

Wyniki: U zadnego z 30 marynarzy (grupa | i Il badana) nigestizono infekcji bakteryjnej ani grzybiczej st&fv. grupie kontrolnej
rozpoznano 11 przypadkdw grzybicy guizypalcowej stop (64,71% przypadkéw), 3 przypadkiybicy grzbietu stopy (17,65%
przypadkow) oraz 3 przypadki dziobatej keratolizy,65% przypadkéw).

Whioski: Profilaktyczne stosowanie Pigmentum Castelaniegn ma@manganianu potasu skutecznie zabezpiecza qmzedjem
stanow zapalnych skéry stop. Odzwierciediatsiwe wzrdcie dyspozycji i dobrego stanu zdrow@nierza.

Abstract

Introduction: Skin inflammation in the foot soldiers is a majmoblem, affecting armies around the world. Hertces iimportant
preventive action, to prevent the development ahsstates. Antiseptic is the destruction of micgamisms present in the tissues by
means of antiseptic.

Aim: The effectiveness of the use Pigmentum CastelanKafidm hypermanganicum in the prevention of skifiammation in the foot
soldiers.

Material and methods: The study included 30 men middle-aged men 20.5y&@d 60 soldiers, as a control group of men withean
age 21.5 years. The survey was conducted overiadpef 3 months. Of the 30 soldiers from the stgglgup in 15 using liquid
Pigmentum Castelani - Group |, and in another 1%lgea solution of Kalium hypermanganicum - groupHtophylactic treatment of
soldiers received by a certain pattern. The corgrolp was 60 men received no treatment. The oatens were performed during
clinical examination of foot skin, mycological examation and examination under Wood's lamp.

Results: None of the 30 seamen (group | and Il test), theae no bacterial or fungal infection of the feet.the control group were
diagnosed 11 cases of athlete's foot feet (64.7fl%ases), 3 cases of fungal infection of the baak {17.65%) and 3 cases pitted
keratolysis (17.65% of cases).

Conclusions: Prophylactic Pigmentum Castelani and Kalium hypegaaicum effectively protects against the developmen
inflammatory skin feet. This is reflected in theliease in disposal and good health for the soldier.

Stowa klucze zotnierz, choroby skory, antyseptyki
Key words: soldier, skin diseases, antiseptics
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Wstep

Termin antiseptica zostalzyty w kontekcie
naukowym i praktycznym przez chirurga Johna Priagle
(1707-1782) w 1750 roku dla zabiegéw i substancj
zapobiegajcych gniciu ran. Pringle opracowat przepisy
sanitarne armii, apelowat o przestrzeganie zasgieny
przezzotnierzy.

W farmakologii
odkazajace i antyseptyczne.
Srodki odkaajace — substancje chemiczne nismez
(zabijapce) wszystkie drobnoustroje oraz ich formy
przetrwalnikowe, zapobieggje take rozmnaaniu sé
mikroorganizmOw. Substancja antyseptyczna tadia
zwiazek chemiczny (lub pierwiastek, np. fluor, ozon,
chlor) niszcacy drobnoustroje i zapobiegay ich
rozmnaaniu.

Etymologia terminu antyseptyka wywodzie skie stow
greckich: anti — przeciw oraz sepsis — gnicie.
Antyseptyka w dostownym przeleniu oznacza wtC
zapobieganie gniciu. W XVIII wieku nie zdawano s®bi
jeszcze sprawy o doniostym znaczeniu bakterii w
procesach gnilnych. Procesy gnilne i zak@a
stwierdzano organoleptycznie i nie zastanawiananad
ich przyczynami oraz mechanizmem przebiegu. W
zwiazku z tym wszelkie substancje hanug proces
gnicia okrdélano mianem antyseptycznych [1,2].

W historycznym ujciu antyseptyka to rownie
niszczenie zarazkéw za pomoavysokiej temperatury

[3].

Nadmanganian potasu (kalium
hypermanganicum, kalium permanganicum, KMhO
naley do grupy srodkéw antyseptycznych i
utleniapcych. Pod wpltywem zwizkOw organicznych np.
biatek ulega redukcji i wydziela tlen nisacy bakterie,
grzyby i pierwotniaki. Due znaczenie antyseptyczne
maja réwniez wolne jony manganu. Nadmanganian
potasu ma posta krystalicznych ciemnofioletowych
krysztatkbw z  metalicznym  potyskiem. tatwo
rozpuszcza giw wodzie. Roztwory wodne w zateosci
od stzenia g rézowe lub ciemnofioletowe. Wydziela

wyr@nia sk substancje

charakterystyczny,  $wiezy zapach. Dziata
przeciwzapalnie, bakteriob6jczo, bakteriostatycznie
grzybobojczo, przeciwwirusowo i

przeciwpierwotniakowo. Roztworyetone barwa skor
i dziatajp na ni zraco [1,2].

Fenol jest sktadnikiem bardzo starego leku
Pigmentum Castellani (Chema-Elektromet) — plyn dg
pedzlowania lub smarowania. Zastosowanie fenolu jak
srodka dezynfekucego znane bylo ju od dawna.
Roztwory alkoholowe i wodne fenolu 2% dzialaj
przyzegapco na ské. W latach przedwojennych i
powojennych (do lat 60) — byt skladnikiem ¢oa
przeciwgrzybiczych 0,5-1,3%, (0,2% #ca dziatap
bakteriostatycznie) [4].

Oprécz fenolu Pigmentum Castellani zawiera: fuksyn
rezorcyry, kwas borowy, aceton, etanol, wod
oczyszczoa. Fuksyna zasadowa (Fuchsinum basicum
rosalininum hydrochloricum) — krystaliczny proszek
barwy zielonej o metalicznym potysku. tatwo
rozpuszcza 8i w wodzie. Dziata silnie odkajaco

(przeciwbakteryjnie, przeciwgrzybiczo,
przeciwpasgytniczo). Acidum boricum jest biat

krystaliczry substangj rozpuszczajca sie w wodzie,

22 © N Dermatol Online 1.201

ponadto w glicerynie (4 e%ci) i w alkoholu (40 cgsci).

Jest to staba substancja antyseptyczna. Dziata
przeciwzapalnie. Szczegéblnie wliwa na bor jest
pateczka ropy kkitnej. Kwas borowy w wodnych
roztworach byt (obecnie rzadko) stosowany do olkdado
ptukanek, irygacji i przemywania przy stanach zapei
skoéry i btonsluzowych [1,5].

Celem pracy jest ocena skutecfrio
zastosowania Pigmentum Castelaniego i kalium
hypermanganicum w profilaktyce stanéw zapalnych
skoéry stop wotnierzy.

Materiat i metody

Badaniem ohkjto 30 zotnierzy nezczyzn w
wieku 18-23 lat {rednio 20,5 lat), ktorzy pehili shive
wojskowg w Centrum Szkolenia Marynarki Wojennej w
Ustce oraz 6Q:otnierzy, stanowicych grug kontrolm
mezczyzn w wieku 18-25 latfednio 21,5 lat).
Badanie prowadzono w okresie od 02.07-2008 r. do
25.09.2008 roku.
Zotnierze zostali zakwalifikowani do badania z dniem
przyjecia do Jednostki WojskowejZaden pacjent z
grupy badanej i kontrolnej nie wykazywat cech stanu
zapalnego skory stop w dniu rozpeca badania. W
przypadkach atpliwych  wykonywano preparaty
bezpdrednie w 20% KOH oraz zaktadano hodewl
mykologiczra. Z pasréd 30zotnierzy z grupy badanej u
15 zastosowano ptyn Pigmentum Castelani
(1 opakowanie 50g) — grupa I, a kolejne 15 o0séb
moczylo stopy w roztworze nadmanganianu potasu (1
opakowanie substancji 5g) - grupa stpdki lecznicze
pozyskano z planowej rotacji Zapaséw Wojennych.
Zotnierze z | grupy aplikowali lek w kay czwartek
tygodnia, rozpoczynag od 4. lipca. W kolejnych dwoch
mieshcach  (sierpniu i wrzmiu) ,smarowanie”
odbywatlo st co drugi czwartek. Podobny system
zabiegéw profilaktycznych zastosowano dla grupyr L.
jednak zoilnierze moczyli stopy w roztworze, w
plastikowej misce przez okoto 20 minut.
Grupa kontrolna 60zotnierzy nie otrzymatazadnego
leczenia.
Wszyscy uczestnicy ukezyli badanie w planowanym
okresie.
W trakcie badania w grupie badanej (I i Il) oragmpie
kontrolnej wykonywano badanie kliniczne skory stép,
przy podejrzanych klinicznie zmianach skérnych
pobierano zeskrobiny do badania mykologicznego
(bezparedniego i péredniego) oraz wykonywano
badanie wéwietle lampy Wooda. Kontrelw grupie | i Il
prowadzono pierwszego dnia badania (02. lipca) oraz
przed kadym smarowaniem lub moczeniem. Ggup
kontrolm badano 2. lipca, 22-go dnia badania (23. lipca),
45-go dnia badania (15. sierpnia) oraz 86-go dnia
badania (25.wrzmia).

Wyniki

U zadnego z 3@otnierzy (grupa | i Il badana)
nie stwierdzono infekcji bakteryjnej ani grzybiczspp
(nie wskazywat na to obraz kliniczny, badania
mykologiczne oraz badanie w lampie Wooda).
W grupie kontrolnej postawionadznie 17 rozpozra
stan6w zapalnych skoéry stép, co stanowi 28,33% @séb
tej grupy. Rozpoznano 11 przypadkéw grzybicy



migdzypalcowej stop (64,71% przypadkow) i 3
przypadki  grzybicy  grzbietu stopy (17,65%
przypadkoéw). Ponadto postawiono 3 rozpoznania
dziobatej keratolizy zlokalizowanej na podeszwaidp s
(17,65% przypadkow).

Dyskusja

Stany zapalne skoéry stop wgistanows duzy
problem wrod zotnierzy [6,7]. W dosfpnych w bazach
medycznych artykutach mna znaleé¢ te, w ktorych
prezentowane as czynniki ryzyka standw zapalnych
skéry stop, wyspowanie zakzen grzybiczych,
bakteryjnych skoéry stop, natomiast brakuje prad
przedstawiajcych profilaktyczne zabezpieczanie skory
stopy przed takimi czynnikami infekcyjnymi.

Nadmanganian potasu i ptyn Pigmentum Castelani tp

tatwo dostpne i szeroko stosowane srodki
antyseptyczne. W antyseptyce wykorzystywane s
roztwory 0,5-4% KMnQ. Uzywane g one do odkzania
ran i oparzé. Stosuje si roztwory do ptukania gardia,
jamy ustnej, spojowek, przewodow stuchowych, jamy
nosowej, nargow piciowych, do przemywania skory
oraz do kpieli. Nadmanganian potasu przyspiesza
gojenie ran i oparZze zmniejsza wydzielanie toju, lekko
zluszcza naskorek. Zasusza owrzodzenia, zet&d
saczace rany, ropnie. Do pilukania jamy ustnej i
narzdow piciowych stosowane soztwory 0,1-0,02%, a
do odkaania skéry roztwory 0,1%. Plamy po
nadmanganianie usuwa pirosiarczyn potasu [1,8].

Réwniez  powszechnie stosuje esi pilyn
Pigmentum Castelani. W dermatologii wykorzystuje si
jego dziatanie przeciwgrzybicze czy miejscowe
przeciwzapalne. Wykazuje on dziatanie adace i
zluszczajce. Fuksyna i fenol wykazaj dziatanie
grzybobojcze. Fenol dziata réwaidbakteriobojczo na
wiekszas¢ drobnoustrojow. Kwas borowy dziata stabo
bakteriostatycznie i grzybostatycznie. Rezorcynat je
pochodi fenolu o wihasnéciach redukujcych, ma
dziatanie stabo odkajace i ztuszczajce [1].

Dziatanie profilaktyczne to proces, ktory
wspiera czlowieka w prawidtowym rozwoju i zdrowym
zyciu [9]. Profilaktyczm ,akcj¢” wsrdéd personelu
wojskowego armii algierskiej przeprowadzili Djeridai
wsp. Badanie okjo 650 oséb. Zakeenie grzybicze
stwierdzono u 18,3% badanych [10].

Na podstawie raportow wojskowych armii brytyjskiej
stacjonujcej zimp w latach 1995/1996 w Bai,
stwierdzono,ze choroby skéry stanowity 12,7% choréb
zolnierzy. Lekarze stwierdzali egto suchét skoéry
(wyprysk zimowy). Stato gito przyczym wprowadzenia
na wyposaenie armii (na czas okresu zimowego)
emilientéw. Autorzy sugeruj ze srodki zmikkczapce
powinny by zastosowane profilaktycznie w catej armii
brytyjskiej, a nie tylko stacjonafej poza granicami
panstwa [11].

Profilaktyczne aplikowanie emolientow na skdwarzy

u finlandzkich zotnierzy zastosowal Lehmuskallio, po
tym jak 47% jego podopiecznych zgtositoe siz
odmrazeniami w obegbie twarzy. Emolienty zastosowano
u wszystkichzotnierzy [12].

Czestym czynnikiem sprzyjagcym stanom
zapalnym skory stdpasnieopatrzone lub niewdaiwie
opatrzone urazy mechaniczne, prowgdz do zakzen

bakteryjnych i grzybiczych. Istotne znaczenie do
wystapienia zmian zapalnych na stopach ma noszenie
niewtasciwego obuwia i skarpet.

Schorzenia skéry stOp stanawczesta niedyspozygj
zotnierza docwiczen, a kady dzien zwolnienia mae
przyczynia sie do ostabienia jego zdoléc bojowej.
Czynniki ryzyka grzybicy stop uzotnierzy armii
izraelskiej oceniali Cohen i wsp. We wnioskach axjo
stwierdzili, ze  grzybica stop jest bardzo
rozpowszechniona $m0d zolnierzy, a czstas¢
wystepowania ma zwizek przede wszystkim ze zmign
skarpetek, obuwiem i okresem szkolenia podstawowego
[13]. Ingordo i wsp. zbadali 410 kadetow szkoty
Wioskiej Marynarki Wojennej i stwierdzili obecfo
dermatofitbw u 2,4% badanych, ponadtaden z
kadetow nie bykwiadomy swojej choroby [14]. Fakt ten
sugeruje potrzebbada kontrolnych i profilaktycznych
wsrod kadetow.

Schissel i wsp. opisyj iz infekcja Corynebacterium i
schorzenie stép (pitted keralotysis) /adoy¢ przyczyra
niezdolndci zotnierzy do zada bojowych [15]. Spay
liczbe potwierdzonych rozpoziha grzybicy stop
zanotowali Zhang i wsp. po serii morskicdwiczen
wojskowych wotnierzy chhskich [16].

Noguchi podczas zimowego treningotnierzy armii
japaaskiej zdiagnozowat 8/15 przypadkéw grzybicy
stép, a w trakcie treningu letniego 9/15 przypadkégo
schorzenia [17].

Brzeziski w badaniach nad studentami wcielonymi do
JW. na przeszkolenie (398 oséb) zamybaze choroby
skoéry stép stanowity u nich 25,93% wszystkich sezhbr
[18]. Przyczynito si to facznie do utraty 199 dni
szkolenia. W innych badaniach Brzgsdti donosi,ze
pitted keratolysis byt przyczynw 51,42% wszystkich
chorob bakteryjnych stwierdzonychindd przebadanych
zotnierzy [19].

O potrzebie profilaktyki donogzlekarze chorwaccy.
Autorzy analizyc schorzenia skoéry stép iotnierzy
podczas wojny w Chorwacji w latach 1991-1992
stwierdzili znaczcy wzrost przypadkéw grzybicy stop
oraz mechanicznych wypnzektore predysponowaty do
schorzé bakteryjnych i grzybiczych [20]. Autorzy
zauwaaja, ze wowczaszotnierze nie mogli liczy na
profilaktyczne zabezpieczenie przed rozwojem zmian
chorobowych na stopach.

Brzezinski zwraca uwag na profilaktyczne zastosowanie
leczenia przecigwiezbowego u zotnierzy majcych
kontakt z innymzotnierzem zakzonym swiebem [21].
Mar'in i wsp. opisugc problemy zdrowotne armii
rosyjskiej dua uwag zwracaj ha wartéciowosé
programéw profilaktycznych w Wojskowej Shie
Zdrowia Rosji [22].

Ulepszenie warunkdw socjalno-bytowych i sanitarnych
a w tym profilaktyczne mycieak w | Dywizji Pancernej
Armii USA stacjonujcej na przetomie 2003 i 2004 roku
w Iraku przyczynito si do zmniejszenia ikzi chordb
skoéry i zaburze z6tadkowo-jelitowych [23].

w profilaktycznej akcji .Rubeolla 2008”
przeprowadzonej $vdd zotnierzy na terenie JW. przez
Brzezinskiego [24] skutecznie ograniczono, a npste
wyeliminowano epidemi zachorowa na ré&yczke,
kt6ra rozpoczta sk w 2006 roku.
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Whioski

Przedstawiany artykut jest pierwszym, swego
rodzaju badaniem przedstawiegym korzystny wplyw
profilaktycznego zastosowanieodkow antyseptycznych
na rozwdj czynnikéw infekcyjnych skéry stép u
zotnierzy (grzybicy stop czy infekcji Corynebacteamiu
Ze wzgkdu na charakter stby zotnierzy przedstawiono
tylko trzy miesgczny okres obserwacji i profilaktyki.
Potrzebne s dalsze obserwacje i badania, ktére mog
przyczynt sie do wzrostu dyspozycji i dobrego stanu

zdrowia zolnierza, co bdzie mialo swoje
odzwierciedlenie w warunkach pola walki.
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A fifty eight year old woman presented with a
2 month history of scaly lesions associated withirtg
on scalp, trunk and extremities. The patient was
diagnosed case of rheumatoid arthritis and wasgaki
oral corticosteroids and methotrexate for one y€here
was no history of any other ailment. Examination of
scalp revealed areas of erythema, scarring alopauia
yellow coloured cup shaped crusts pierced by hetiné
center (Fig. 1,2,3). Similar crusts with erythemarev

present on both knees, elbows and lower back (Fig.

4,5,6). The potassium hydroxide examination of the
crusts was positive for fungal hyphae and culture o
Sabrouds dextrose agar medium revealed

T. schoenleinii as single isolate. A diagnosisxiéasive
favus was made.

Figurel

Favus is a superficial fungal infection usually
caused by T. schoenleinii. It typically infects Igchair
but may also infect glabrous skin and nails. Favus
usually begins on the scalp, often in childhood and
persists for many years. The lesions start asqdkgiflar
erythema  with intact hair and developes into the
characteristic scutulum, a yellow cup shaped ctiigt
surrounds a hair which pierces its centre. The ikamot
heavily infected and is usually able to grow. Thesm
characteristic feature of the hair is the formatafnair
spaces within the infected hair, so called favye tiair.

In advanced stages, there are large areas of esddresr
loss, atrophy, scarring and formation of new
scutula at the periphery.

In our patient, unlike the usual course, the
lesions were not present since childhood, the hssio
were disseminated and the patient was on
immunosupressive drugs.

Figure 2
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Figure3

Figure4
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ACETANILIDE SIGN

Blueness of face and lips with faintness, a sign o
poisoning with acetanilide

OBJAW ACETANILIDOWY

Bickit zabarwienie twarzy i warg z omdleniami, jako
objaw zatrucia acetanilidem.

ACID BURNS SIGN

Burning in the mouth and throat with vomit contam
white lumps of mucosus and altered black or brown
blood. Possible staining of lips, skin or clothiingm the
acid. A sign of poisoning with a strong mineraldaci

OBJAW OPARZENIA KWASEM

Pieczenie w jamie ustnej i gardle, wymioty zawigecaj
bialy grudki i czarn lub bmzowa krew. Mazliwe
zabarwienie warg, skory lub odzie kwasem. $ to
objawy zatrucia silnym kwasem mineralnym

ACNE CORNEE SIGN

= synonim: contagious follicular keratosis, ichtsos

sebacea cornea (H. Leloir, E. Vidal, E. Wilson).

The whole body becomes covered with small spinelike
growths of a dirty yellow color. The spines arewbard
and, when cut off and placed in a container, rdikie
scraps of metalLeloir and Vidal shorten the name to
acne cornee. Wilson speaks of it as ichthyosis cagba
cornea.

OBJAW ACNE CORNEE

= synonim: contagious follicular keratosis, ichtsos
sebacea cornea (H. Leloir, E. Vidal, E. Wilson).

Cale ciato pokrywaj mate, spiczaste wyéta w brudno-
z0ktym kolorze. Kolce s bardzo twarde, a odge i
umieszczone w pojemniku, grzecheciak skrawki
metalu. Leloir i Vidal skrécili tt nazwe do acne cornée.
Wilson opisuje to jako ichthyosis sebacea cornea.

Fig. 1 Acne cornee sig
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LELOIR (LiLLE)

Fig. 2 Henri Leloir

HENRI CAMILLE CHRYSOSTOME LELOIR

French dermatologist (1855-189&tudied at Lille and
Paris, obtaining his doctorate in 1881. In 188baeame
Chef de clinique at the Hbépital St.-Louis, in 188as
appointed professor.

HENRI CAMILLE CHRYSOSTOME LELOIR

Francuski dermatolog (1855-189€6jtudiowat w Lille i
Paryu, uzyskujc doktorat w 1881 roku. W 1882 roku
zostat Kierownikiem Kliniki w Hépital St Jean-Louis/
1885 zostat mianowany profesorem.

Fig. 3 Jean Vidal

JEAN BAPTISTE EMILE VIDAL

(18 June 1825 - 16 June 1893) French dermatolatist
was a native of Paris. He studied medicine in Taung
Paris, becomingnédecin des hépitaum 1862. For much
of his career he was associated with the HopitaitSa
Louis (1867-90) in Paris. In 1883 he became a membe
of the Académie de Médecine. He is rememberedifor h
investigations of lupus and skin lichenificatioriskhame

is associated with: pityriasis circinata et martpnaf
Vidal - a localized variant of pityriasis rosea avidal's
disease, synonymous lichen simplex chronicus. H
distinguished himself in his successful struggle tg
separate the contagious patients in the hospitals.

D
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JEAN BAPTISTE EMILE VIDAL

(18 czerwca 1825 - 16 czerwca 1893) francuski
dermatolog, ktéry urodzit si w Paryu. Studiowat
medycyr w Tours i Paryu, stajc sk médecin des
Hopitaux w 1862 roku. Przez wkszaé Kariery
Zwiazany byt z Hopital Saint-Louis (1867/90) w Pauy

W 1883 roku zostat czlonkiem Académie de Médecine.
Pamgtany jest za swoje agjniecia w badaniach nad
toczniem i licheniifikacj. Jego nazwisko jest zgaane z
pityriasis circinata et marginata Vidal - zlokakzanego
wariantu rosea pityriasis i chorptVidala, synonim -
lichen chronicus simplex. Zdobyt sukces waltczaby
oddziel¢ pacjentdbw z chorobami zakaymi w
szpitalach.

WILSON WILLIAM JAMES ERASMUS

Brutish dermatologist and anatomist (1809-1884).sWa
born in London, Bartholomew's Hospital in Londdie
owe to Wilson in great measure the habit of thdydai
bath.Died at Westgate-on-Sea in 1884.

Fig. 4 Erasmus Wilson

WILSON WILLIAM JAMES ERASMUS

Angielski dermatolog, anatomista (1809-1884). Uibdz
si¢ w Londynie, studiowal w Bartholomew's Hospital w
Londynie. Zawdziczamy mu w dgej mierze zwyczaj
codziennej kpieli. Zmart w Westgate-on-Sea w 1884
roku.

ADDISON'S SIGN

Characterized by bronze-like pigmentations of #ie.s

OBJAW ADDISONA
Charakteryzuje sibrazowa pigmentaci skory.

ADDISON'S ORAL SIGN

Hyperpigmentation of the buccal mucosa due to laick
adrenal cortical control over the pituitary seaeti of
melanocyte stimulating hormone.



USTNY OBJAW ADDISONA

Przebarwienia btongluzowej jamy ustnej w zwiku z
zaburzeniem osi  przysadka-kora nadnerczy
wydzielaniem przez przysaekhormonu stymulujcego
melanocyty.

ADDISON'S PALM SIGN

Characteristic pigmentation in the creases of tralh

DEONIOWY OBJAW ADDISONA

Charakterystyczne zabarwienie wetgach k.

ADDISON’S DISEASE
Symptoms
(50% > 1 year)
Common (>80%) Less Common (<50%)
Anorexia Abdominal pain
Nausea & vomiting Dizziness on standing
Weight loss Salt craving
Increased pigmentation Joint pain
(MC1 - receptor) Vitilign

Weakness, tiredness
Loss of axillary & pubic hair (DHEA)
Fever

Rapid//slow onset + intercurrent illness

Fig. 5 Addison disease

Fig. 6 Addison’s palm sign

THOMAS ADDISON

English physician (1795-1860). Was the first toatibe
a disease of the endocrine glands and the typaeshia
now known as Addison's disease. Thomas Addison wa
born in April 1793 at Long Benton near Newcastlenp
Tyne. Thomas studied medicine at the University o
Edinburgh and took his doctorate in medicine in5.8f
1829, in collaboration with John Morgan, he puldigh
the first work on toxicology in English.

1S

Fig. 7 ThomasAddison

THOMAS ADDISON
Angielski lekarz (1795-1860). Byt pierwszym ktory

opisat chorob gruczotéw dokrewnych z
niedokrwistdci, znar obecnie jako choroba Addisona.
Thomas Addison urodzit siw kwietniu 1793 w Long
Benton w pobliu Newcastle-upon-Tyne. Addison
studiowat medycye na Uniwersytecie w Edynburgu i
doktoryzowat s w dziedzinie medycyny w 1815 roku.
W 1829 roku, we wspOlpracy z John Morgan,
opublikowat pierwsz prag na temat toksykologii w
jezyku angielskim.

ALCOHOLISM BURN SIGN

the characteristic burn from a cigarette occurring
between the fingers after the person has fallea @t
deep alcoholic sleep.

OBJAW OPARZENIA SKORY U AKOHOLIKOW

Charakterystyczne oparzenie po papierosie apygice
miedzy palcami, kiedy osoba zapadta wehglki sen
alkoholowy.

ALIBERT'S SIGN

= synonym mucosis fungoides

\ Vo
Fig. 8 Mucosis fungoides (Alibert’s sign)
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OBJAW ALIBERTA

= synonim mucosis fungoides

JEAN LOUIS MARC ALIBERT

French dermatologist (1768-1837). In 1798, whilk at
student Alibert was co-founder of the Société meldic
d’émulation de Paris of which he was a secretary fo
many years.His doctoral thesis of 1799, Dissentasior
les fievres pernicieuses, ou ataxiques intermitgnivas
such a success that it subsequently appeared én fi
improved and enlarged editions (1801, 1804, 1809
1820) and in 1808 was translated into English bgirels
Caldwell in Philadelphia.

Alibert did his work on diseases of the skin atetimhen
Willan's system was still unknown in France.
Contrary to Robert Willan, whose system was based o
pathological anatomy, Alibert preferred to dividg b
appearance. He attempted to introduce Jussiey
classification in the classification of diseases. divides
them into families, genera, and species, and ioged a
large number of new designations.

He originated several terms, like the term asbastsis.
Alibert also contributed significantly to the spdéay of
vaccination against smallpox.

Fig. 9 Jean Alibert

JEAN LOUIS MARC ALIBERT

Francuski dermatolog (1768-1837). W 1798 rokdab
jeszcze studentem Alibert byt wspoizafoielem Société
d'médicale emulacji de Paris, ktérego byt sekretarnd
wielu lat. Jego praca doktorska z 1799 roku: suwr le
fievres pernicieuses, intermittentes ataxiqueso@azata
sig takim sukcesemze nastpnie pojawita si w pieciu
lepszych i rozszerzonych edycjach (1801, 1804, 1804
1820), a w 1808 roku zostata przettumaczonacagkj
angielski przez Charles Caldwell w Filadelfii.

Alibert pisat prag¢ na temat choréb skéry w czasie, gdy
podziat choréb skéry Willana byt zuznany we Franciji.
Whbrew Robertowi Willanowi, ktérego system opierit s
na anatomii patologicznej, Alibert wolatl podzéeli
choroby skéry ze wzgtlu na wyghd. Prébowat
wprowadzé wiasm klasyfikacg choréb. Dzielit je na
rodziny, rodzaje i gatunki, wprowadzit wiele nowych
nazw.
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Od jego nazwiska pochodzi kilka oklen, takich jak
okreslenie - wysypka azbestowa.

Alibert réwniez znacaco przyczynit st
rozprzestrzenieniagszczepienia przeciwko ospie.

do

ALLIGATOR SIGN

Martin described a remarkable variety of ichthyoisis
which the skin was covered with strong hairs like t
bristles of a boar. When numerous and thick thdéesca
sometimes assumed a greenish-black hue. An exahple
this condition was the individual who exhibited endhe
name of the "alligator-boy." The skin affected this
case resembled in color and consistency that afuagy
alligator. Also called Martin’s sign (Martin and yiar)

Fi. 10 Iigatr sign

OBJAW SKORY ALIGATORA

Martin opisat niezwykly wariant rybiej tuski, w ktgm
skéra byta pokryta twardymi jak szczecina dzika
wlosami. Liczne i grube zmiany czasem przybieraly
zielono-czarn barwe. Przykladem tego stanu byta osoba,
ktéra okreslono nazw "aligator-boy". Skéra w tym
przypadku miata podobny kolor i konsystenajo skéra
mtodego aligatora. Zwany réwrieobjawem Martina
(Martin i Taylor).

AMPICILLIN MONO RASH SIGN

The appearance of an irritating rash of macular and
popular form seen in sensivity to ampicillin, often
indicates the patient has infectious mononucleosis,
because the rash appears more frequently in patiétht
infectious mononucleosis that been treated with
ampicillin.

OBJAW WYSYPKI PO AMPICYLINIE

Pojawienie si plamistej wysypki przy nadwriwosci
na ampicylirR, czsto wystpuje u pacjentéw leczonych
ampicylinp z powodu mononukleozy zakae.




ANDERS'’S SIGN

=synonim adiposis tuberosa simplex (Small seresitiv
painful masses of fat that occur on the abdomether
extremities.)

OBJAW ANDERSA

=synonym adiposis tuberosa simplex (niewielkie
wrazliwe lub bolesne masy tluszczu, ktore veystia w
jamie brzusznej lub na kozynach).

JAMES MESCHTER ANDERS

American physicaian (1854-1936). The third Predidén
the American Society of Tropical Medicine. He wasrb
at Fairview Village, Pennsylvania, on July 22, 186
received his MD degree from the University of
Pennsylvania in 1877, where he later also recehisd
PhD degree. In 1900 Anders was elected Chair of th
Medical Section of the American Medical Association
and in 1908 was the President of the Inte

rnational Congress on Tuberculosis. He died on Augu
29, 1936, at the age of 82.

Fig. 11 James Anders

JAMES MESCHTER ANDERS

Amerykaiski lekarz  (1854-1936). Trzeci prezes
Amerykaiskiego Towarzystwa Medicyny Tropikalnej.
Urodzit sk w Fairview Village, w stanie Pensylwania, 22
lipca 1854. Ukéczyt studia na Uniwersytecie
Pensylwania w 1877 roku, gdziezméej rowniez uzyskat
stopier doktora. W 1900 roku Anders zostat wybrany
przewodnicacym Sekcji Medycznej Amerykakiego
Towarzystwa Lekarskiego, a w 1908 r. zostal
prezydentem Midzynarodowego Kongresu na temat
gruzlicy. Zmart 29 sierpnia 1936, w wieku 82 lat.

ANILINE SIGN

Blueness of face lips with drowsiness. A aniliné oi
poisoning.

[1]

OBJAW ANILINOWY

Biekitne usta, twarz z senfma. Jako objaw zatrucia
aniling.

ANNAM SIGN

=synonym: oriental boil, cutaneous leishmaniasisihD
boil, old world leishmaniasis, oriental sore, tradisore,
oriental boil, Bagdad boil, Delhi sore, Bombay bai&li
fever, Biskra button, furunculus Orientalis, Jeadbil,
Tashkent ulcer, herpes du nil, die Orientbeule, die
Aleppobeule,  orientbyld,  pendsjabzweer, lupus
endemicus, leishmaniasis furunculosa, Bombaybuil,
Bassorabuil, Cochinzweer, Bagdadbuil, Asjbadkazweer
leishmaniasis tropica, Aleppobuil, bouton du Nifjuo

™g AvatoAng, fuma tis anatolis,

(Saunders 1945, E.J. Marzinowsky and Bogbow 1904).
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OBJAW ANNAMA
Patrz wyej.

ANTRHAX SIGN

A circumscribed boil with relatively little pain dnan
absence of pus. A sign of cutanesus anthrax.

Fig. 15,16,17 Antrhax signs

OBJAW “ ANTRHAX”

Ograniczony wrzdd z towarzygzym bdlem stosunkowo
niewielkich rozmiaréw i bez obecém ropnego wysiku.
Objaw skornej postaciaglika.
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ARGYRIA SIGN

A blue deposit of silver in the skin, caused by a&syre
to silver dusts or salts. Often appears as a dsytmze
in the white of the eye. Also known as SILVER EYE
SIGN

OBJAW (ARGYRII) SREBRZYCY

Niebieskie ztogi srebra w skoérze, wystijace u oséb
naraonych na pyly lub sole srebra. €t pojawia s
jako szaro-niebieska mgta w biatkbwce oka. Réwnie
zwany jako SILVER EYE SIGN.

ARMADILLO SIGN

Paternal hereditary ichtyosis, morbid developmérhe
papillae and thickening of the epidermic lamellaéso
called Pettigrew's sign (Pattigrew 1832 i Ascanius)
Pettigrew mentions a man with warty elongations
encasing his whole body. At the parts where frittio
occurred the points of the elongations were worin of
This man was called "the biped armadillo." The flma
had normal skins. All the members of the well-known
family of Lambert had the body covered with spines.

OBJAW PANCERNIKA

Paternal hereditary ichtyosis,. Zwany réwnigbjawem
Pattigrewsa (Pettigrew 1832 i Ascanius). Pettigrew
opisat czlowieka z  wydlkonymi  brdawkami,
obejmupcymi cale cialo. W ogci, w ktdrych wysipity
tarcia punkty wydlienia byly zatarte. Osab taky
okreslono jako "pancernik dwurimy". Kobiety miaty
prawidiowa skér. Wszyscy czlonkowie znanej rodziny
Lambert mieli ciato pokryte kolcami.

ARSENIC SIGN

A classic sign of chronic arsenical poisoning inickh
the palms and the soles of the feet have a leathery
texture. Also known as LEATHERY PALM SIGN.

Fig. 18 Arsenic sign



Fig. 19 Arsenic sign

OBJAW ARSENOWY

Klasyczne, przewlekle zatrucie arsenem, w ktérym na
dioniach i podeszwach stép wgstija skérzaste
struktury. Znany réwnie  jako OBJAW
SKORZASTYCH DtONI.

ARUM MACULATUM SIGN

Purging, cold clammy skin, with swelling of the ture.
Indicates poisoning from arum maculatum. Also known
as CUCKOO PINT SIGN.

OBJAW , ARUM MACULATUM"

Biegunka oraz zimna, wilgotna skéra, z aiiem
jezyka. Wskazuje na zatrucie Arum maculatum

(Obrazkiem Plamistym). Objaw réwiieznany jako
CUCKOO PINT SIGN.

Fig. 20 Arum maculatum

ASSAM'S SIGN

Chloasma. Macula Gravidarum; Macula Uterina; Maculg
Hepatica. During pregnancy the skin can becomezaron
with black spots like a leopard (ASSAM 1884 and
KAPOSI).

OBJAW ASSAMA

Chloasma. Macula Gravidarum; Macula Uterina; Macula
Hepatica. W czasie giy skéra mae st& sie brazowa z
czarnymi plamami, jak lampart (ASSAM w 1884 i
KAPOSI).

MORITZ KAPOSI

(born 23  October
1837 in Kaposvar,
Hungary - 6 March
1902 in  Vienna,
Austria) was  an
important Hungarian

dermatologist,
discoverer of the skin
tumor that received
his name (Kaposi's
sarcoma). Born to a
Jewish family,
originally his surname
was Kohn, but with
his conversion to the

Fig. 22 Moritz Kaposi

Catholic faith he changed it to Kaposi. In 1855 Ksip
began to study medicine at the University of Vieanal
attained a doctorate in 1859. In his dissertatidfed
Dermatologie und Syphilis (1866) he made an imparta
contribution to the field. Kaposi was appointed as
professor at the University of Vienna in 1875, and
1881 he became member of the board of the Vienna
General Hospital and director of its clinic of skin
diseases. He was authored the book Lehrbuch der
Hautkrankheiten (Textbook of Skin Diseases) in 1878
Kaposi's main work, however, was Pathologie und
Therapie der Hautkrankheiten in Vorlesungen fur
praktische Arzte und Studierende (Pathology and
Therapy of the Skin Diseases in Lectures for Pratti
Physicians and Students), published in 1880, which
became one of the most significant books in théohis

of dermatology. He is credited with the descriptiofn
xeroderma pigmentosum ("Ueber Xeroderma
pigmentosum. Medizinische Jahrbicher, Wien, 1882:
619-633"). In all, he published over 150 books and
papers.

MORITZ KAPOSI

(ur. 23 padziernika 1837 w Kaposvar, #yry — zm. 6
marca 1902 w Wiedniu) byt znanym carerskim
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dermatologiem, odkrywc nowotworu skory,
otrzymat jego im¢ (miesak Kaposiego).

Urodzit sk w rodzinie zydowskiej, pierwotnie jego
nazwisko brzmiato Kohn, ale po nawr6ceniu na wiar
katolicka, zmienit na Kaposi. W 1855 rozpetzstudia
medyczne na Uniwersytecie w Wiedniu i otrzymat
stopier doktora w 1859 roku. Swjprac doktorsly pt
Dermatologia i Kita (1866) uczynit way wkiad w tej
dziedzinie. Kaposi zostat mianowany profesorem na
Uniwersytecie w Wiedniu w 1875 roku, a w 1881 roku
zostat cztonkiem zasglu Vienna General Hospital i
Dyrektorem Kliniki Choréb Skéry. Byt autorem kski
Lehrbuch der Hautkrankheiten (pedenik choréb
skory) z 1878 roku. Gtownpraa Kaposiego, byt jednak
.Pathologie und der Therapie Hautkrankheiten in
Vorlesungen fir praktische Arzte und Studierende”
opublikowana w 1880 roku, ktéra stalac gedm z
ksiazek, najbardziej znagzych w historii dermatologii.
Przypisuje mu si opis xeroderma pigmentosum ("Uber
Xeroderma pigmentosum. Medizinische Jahrbiicher,
Wien, 1882: 619-633"). W sumie opublikowat ponad
150 kshzek i artykutéw.

ktory
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“BANDAID” SIGN

The “band aid sign” typically refers to one used:twer

a pyogenic granuloma because it bleeds so easil
Typically the band aid has been on so long that it
outline is easily visible when it is removed foreth
photograph to be taken.
dermatitis.

OBJAW ,PLASTRA”

,Objaw plastra” odnosi s8i zazwyczaj do pokrycia
plastrem ropnych ziarniniakdw, ktére fatwo krwawi
Zwykle plaster pozostaje na tyle diuge, jego zarys jest
widoczny, gdy zostaje usuty. Ostatecznym efektem
jest contact dermatitis.

Fig. 1 “Bandaid” sign

The net effect is a conta¢

M
Fig.2 “Bandaid” sign

BATTLE SIGN

This production of ecchymosis in the region of the
posteerior auricular artery, behind the ear, causgd
basilar skull fracture. In medical terminology, Bels
sign, is an indication of fracture of the base bé t
posterior portion of the skull, and may suggest
underlying brain trauma.

OBJAW BATTLE'go

To produkcja wybroczyn w regionie tylnejeticy
usznej, za uchem, spowodowane przezkngcie
podstawy czaszki. W terminologii medycznej, objaw
Battle jest oznak ztamania podstawy tylnej exi
czaszki, mae sugerows, urazu mozgu.
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Fig. 3,4 Battle sig!

WILLIAM HENRY MARFLEET BATTLE,

(23. February 1855 — 1936), was an English surgeoh
teacher. Was born in Lincoln and educated at Limcol
Grammar School. Battle graduated in 1880 from St
Thomas's Medical School in London, England. He avas
surgeon at St. Thomas's Hospital and an assodidte o
Royal Free Hospital of London. He became Profes§or
Surgery and Pathology in the Royal College of Soinge
of England and taught in the Medical School for Véom
He was the first to report a laparotomy to relieve

intestinal  obstruction caused by post-operative
adhesions. Battle researched concussion and oplic
neuritis.

Fig. 5 William Henry Battle

WILLIAM HENRY MARFLEET BATTLE,

(23. lutego 1855 - 1936), angielski lekarz i nawizly
Uurodzit st w Lincoln i ksztalcit st w Lincoln
Grammar School. Battle ukozyt w 1880 roku St
Thomas Medical School w Londynie, w Anglii. Byt
chirurgiem w szpitalu St Thomas i wspotpracownikiem
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Royal Free Hospital w Londynie. Byt profesorem
chirurgii i Patologii w Royal College of Surgeon$ o
England i nauczat w Szkole Medycznej dla kobiekoJa
pierwszy  zastosowat laparotagmi w  leczeniu
niedraznosci  jelit spowodowanej przez  zrosty
pooperacyjne. Battle badat objawy wgsa moézgu i
zapalenie nerwu wzrokowego.

BAELZ'S SIGN

Characterized by painless ulcerating papules of the
mucous membrane of the lips. Progression to SCC may
reflect chronic actinic damage

OBJAW BAELZ'A

Charakteryzuje si bezbolesnymi, wrzodziggymi
grudkami wys¢pujacymi na btonie Sluzowej warg.
Przewlekte zmiany magulec prgresji do SCC.

EDWIN VON BAELZ

German phisican (1949-1913). Balz was born in 1i849
Bietigheim-Bissingen in Germany. He attended gramma
school in Stuttgart and studied medicine at Eberhar
Karls University of Tubingen. Subsequently worked a
the medical department of the University of Leipiig
1869, and served as a medic in the German armygluri
the Franco-Prussian War in 1870. He returned to the
University of Leipzig in 1875. In 1876 Balz's he mteo
Japan. In 1881, he married a Japanese woman, Toda
Hanako, and had two children. In 1902, he was
appointed personal physician-in-waiting to Emperor
Meiji and the Imperial household of Japan. Balzgtau
more than 800 students in Western medicine duriag h
tenure at the University of Tokyo. In 1905, Balwreed

to Germany. In Stuttgart, late in the summer of 3,91
Balz succumbed to heart disease. In 1883, whildngfa

at the Fujiya Hotel in Miyanoshita, Hakone, BéalZioed
that his maid's hands were chapped. He made a mixtu
of glycerin and water for her, which was later sold
widely in Japan under the name of Balz Water. Hlso
listed in the Japan Pharmacopoeia.

EDWIN VON BAELZ

Niemiecki lekarz (1949-1913). Balz urodziksiv 1849

w Bietigheim-Bissingen w Niemczech. Uszczat do
gimnazjum w Stuttgarcie i studiowat medyeyma
Uniwersytecie Karla Eberharda w Tlbingen. Npste
pracowat na Wydziale Lekarskim Uniwersytetu w
Lipsku w 1869 roku i styt jako sanitariusz w armii
niemieckiej w czasie wojny francusko-pruskiej w 087
roku. Powrdcit na Uniwersytet w Lipsku w 1875 roku.
1876 roku Balz wyjechat do Japonii. W 1881 rokse it

sie z Japonk, Toda Hanako i miat dwoje dzieci. W 1902
roku zostal mianowany osobistym lekarzem Dworu
Cesarza Meiji i Domu Cesarskiego Japonii. Bélz
wyuczyt ponad 800 studentéw medycyny w czasie jego
kadencji na Uniwersytecie w Tokio. W 1905 roku, Bal



powrdcit do Niemiec. Chory na serce zmart w

Stuttgarcie, pgnym latem w 1913 roku. W 1883 r.,
podczas pobytu w Fujiya Hotel w Miyanoshita, Hakone
Béalz zauwayt, ze jego stuaca miata popkam, skoe
rak. Sporadzit dla niej mieszank gliceryny i wody,
Mikstura ta zostala pgdiej powszechnie sprzedawana w
Japonii pod nazw,woda Balza. Jest ona wymieniona w
Farmakopei Japonii.

Fig. 6 Edwin von Baelz

BANDY LEGS SIGN

A presentation of syphilis.

OBJAW ,KRZYWYCH NOG”

Opisany przy kile wrodzonej paej.

MIKHAIL AFANASIEVICH BULGAKOV

(1891-1940) was a Russian physician-writer whos
doctor stories are based on his experience asa ru
physician in a small village called Nikolskoye ihet
province of Smolensk.1(p8) Nikolskoye was his first
assignment after studying medicine at Kiev Uniugrsi
After 18 months in Nikolskoye, he went on to spkzéa
in venereology in Kiev. Shortly thereafter, he gayea
career in medicine for writing. All his life he was
sceptical to the Soviet system and used his sadjainst

the regime. He worked on his main work, The Mastef

and Margarita, from 1928 until his death. The novas
not published in his lifetime.

Fig. 7 Mikhail Bulgakov

D

MIKHAIL AFANASIEVICH BULGAKOV

(1891-1940), rosyjski lekarz i pisarz, ktérego tist
oparte na jego dwiadczenie jako lekarz wiejski w
malej wiosce 0 nazwie Nikolskoje w prowingji
Smolensk. Nikolskoje bylo jego pierwszym miejscem
pracy po studiach medycznych na Uniwersytecie w
Kijowie. Po 18 miesicach w Nikolskoje, udat sina
specjalizagj z wenerologii w Kijowie. Wkrotce potem
zrezygnowat z kariery medycznej. Zostat pisarzewrteC
zycie byt sceptyczny do systemu sowieckiego i jego
satyra skierowana byla przeciwkoziraowi. Pracowat
nad swaj gtéwrg praa Mistrz i Malgorzata, od 1928&a
do smierci. Powié¢ nie zostata opublikowana za jego
zycia.

BAR ROT SIGN

= paronychia refers to inflammation of the naikfol

» BAR ROT” OBJAW

= paronychia (zanokcica)s
zapalenie watéw paznokciowych :
towarzysacym czsto zapaleniem

lozyska paznokciowego. Fig. 8 Bar rot sign

BARCOO ROT SIGN

Synonym: desert soreThe Barcoo River in western
Queensland, Australia. Sign - "Barcoo Rot" chandsxe

by crusted impetiginous skin sores and occurring in
association with heat, dirt, minor traumas and et di
chronically deficient in fresh fruit and vegetables
Katharine Susannah Prichard writes in 1946: ‘Theyew
nothing to the torture he endured when barcoo rot
attacked him. The great sores festered on his leaeids
and legs: his lips split and bleeding’. Barcoo Ras the
slow healing of skin wounds because of scurvy ahuse
by a diet that consisted mainly of damper (breddtan

a camp fire).

OBJAW “ BARCOO ROT”

Synonim: desert sore. Rzeka Barcoo wepsie w
zachodniej cgci Australii, w Queensland. Objaw
"Barcoo Rot" charakteryzujecsliszajcowatymi strupami
Zz owrzodzeniami skory i wygbuje w pohczeniu z
cieptem, kurzem, drobnymi urazami i przewtekliety
ubogy w swieze owoce i warzywa. Katharine Susannah
Prichard w 1946 roku pisze: "....To jest nic w stdsu
do tortur, kiedy ,barcoo rot” go zaatakowato. Wielk
festonowate wrzody na plecackekach i nogach: usta
byly popekane i krwawace”. Barcoo Rot to rownie
powolne gojenie giran skéry, ze wzgtu na szkorbut
spowodowany przez digtktora skladata sigtéwnie z
chleba pieczonego w ognisku.
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BARTHOLINUS'S SIGN
= chromidrosis, perspiration with the color of Hack.

OBJAW BARTHOLINUSA

= chromidrosis, pot w kolorze czarnego tuszu.

CASPAR BARTHOLIN THE YOUNGER
(SECUNDUS)

Danish anatomist and physician, born September 1
1655, Copenhagen; died June 11, 1738.

Caspar Bartholin began his medical studies in 167,
already in 1674, aged 19, he was appointed prafedso
philosophy by the King, Christian IV. In 1678 he sva
conferred doctor of medicine by his father, Thomag
Bartholin.

‘ASPARVS BARTHOLINVS
THOM.FIL. CASP.NEP.

Fig. 9 Caspar Bartholin

(Secundus)

CASPAR BARTHOLIN MEODSZY (DRUGI)

Dunski anatom i lekarz, urodziteilO. wrzénia 1655 w
Kopenhadze, zmart 11 czerwca 1738.

Caspar Bartholin rozpoat studia medyczne w 1671
roku, a ju w 1674 roku, w wieku 19 lat zostat
mianowany profesorem filozofii w King Christian 1'W
1678 roku zostat doktorem medycyny nadanym prze
jego ojca, Thomasa Bartholina.

BATEMAN'S SIGN

This is a synonym for molluscum contagiosum. Othe
synonyms are: epithelioma contagiosum, molluscun
epitheliale, porcelaneum condyloma, molluscum
sebaceum

OBJAW BATEMANA

Whos &

To synonim molluscum
contagiosum. Inne synonimy to:
epithelioma contagiosum,
molluscum epitheliale,
condyloma porcelaneum,
molluscum sebaceum

-
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Fig. 10 Bateman sign (molluscum contagiosum)
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THOMAS BATEMAN

English dermatologist (1778-1821). Thomas Bateman
was born in Whitby, Yorkshire, on 29 April 1778.
Thomas Bateman was a physician to the Carey Street
Public Dispensary with Robert Willan in the firggahde

of the nineteenth century. Following Willan's deatith

his work still incomplete, Bateman published a hoak

an abstract of Willan's full concept, which was lpbly

the most influential dermatology text of the nireatth
century. This was the first classification of detoblagy.

He wrote a number of smaller papers, includingtfa
entries in Abraham Rees's The Cyclopaedia; or Usale
Dictionary of Arts, Sciences and Literature (181&m

the letter C onwards, with only the exception oé th
'History of Medicine'. He was the first librariari the
Royal Medical and Chirurgical Society. Died in Wiyit

on 9 April 1821, at the age of 42.

THOMAS BATEMAN

Angielski dermatolog (1778-1821). Thomas Bateman
urodzit se w Whitby, Yorkshire, w dniu 29 kwietnia
1778. Thomas Bateman byt lekarzem z Poradni Carey
Street Public Robert Willan w pierwszej dekadzieXXI
wieku. Po smierci Willana jego prace wgi byly
niepelne, Bateman wydat kgke, jako streszczenie
petnej koncepcji Willana, ktéra byta prawdopodobnie
najbardziej wplywowym tekstem w dermatologii XIX
wieku. Byla to pierwsza klasyfikacja dermatologiazn
Napisat kilka mniejszych prac, w tym wpisy do
Abrahama Rees The Cyclopaedia Ilub Universal
Dictionary of Arts, Sciences and Literature (181By}
pierwszym bibliotekarzem Kroélewskiego Towarzystwa
Medyczno-Chirurgicznego. Zmart w Whitby, w dniu 9
kwietnia 1821, w wieku 42 lat.

BAZIN SIGN

= buccal psoriasis, leucoplasie linguale, leucopkagq
glossite épithéliale papillomateuse végétante.

Fig. 11 Bazin sign

BAZIN SIGN

= buccal psoriasis, leucoplasie linguale, leucopilag
glossite épithéliale papillomateuse végétante.



ANTOINE PIERRE ERNEST BAZIN

French dermatologist, born February 20, 1807, Sain
Brice-sous-Bois, died December 14, 1878, ParisiBigwi
1847 came to Hbpital Saint-Louis and began conogrni
himself with dermatology. Bazin remained here foe t
rest of his professional life. Bazin first investigd
scabies and acne. He later devoted himself paatiguio
parasitary diseases. Bazin published over a doaeksb
on dermatological subjects. Bazin believed thadtioetis
glabre et capitis was due to Trichophyton, thapeadia
areata was due to Microsporon We owe him thg
identification of ertyhema induratum. In 1851, Bazi
wrote about molluscum contagiosum under the tifle o
acne varioliformis, but his article was considerefd
slight value by Besnier. He also established aenmnsat
the Hépital Saint-Louis. Bazin agreed with Lorryath
there were two varieties of eczema ; one of inferna
origin and the other due to external causes Baigd d
suddenly of a pulmonary edema at the age of 71.

Fig. 12 Ernest Bazin

ANTOINE PIERRE ERNEST BAZIN

Francuski dermatolog, urodzony 20 lutego 1807, tSain
Brice-sous-Bois, zmart 14 grudnia 1878 w Bary

W 1847 roku przybyt do Hépital Saint-Louis i rozpzek
specjalizagj z dermatologii. Bazin pozostat tu dorka
swego zawodowegaycia. Na pocgtku Bazin badat
swierzb i tmdzik. P&niej pdwiecit sie parazytologii.
Bazin opublikowat kilkangcie kshzek na tematy
dermatologiczne. Bazin uwat, ze grzybica skory
gtadkiej i owtosionej gtowy spowodowana byta przez
Trichophyton,ze tysienie plackowate spowodowane byto
przez Microsporon. W 1851 napisat artykut oeoziaku
zakanym pod tytutlem , tgdzik varioliformis”, ale
Besnier uznat to za niewielk wartaéé¢ naukow.
Zawdziczamy mu rownig identyfikacji erythema
induratum. Bazin wspdlnie z Lorry’em, uzgodnite s
dwie  odmiany  wyprysk, jedna  pochodzenia
wewretrznego, a druga z przyczyn zesnznych.

Bazin zmart nagle na ohgz ptuc w wieku 71 lat.

BEARDED WOMAN SIGN

The occurence of type 2 diabetes and androgen &xscq
in postmenopausal women. Cause in unknow, alsectall

Diabetis Bearded Woman Syndrome, Achard Thiers

syndrome

b
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OBJAW BRODATEJ KOBIETY

Wystepuje w cukrzycy typu 2 oraz u kobiet po
menopauzie. Znany ta& jako: Cukrzycowy Zespoét
Brodatej Kobiety, zesp6t Achard Thiersa.

BEAU'S LINES

Beau's lines are deep grooved lines that run fride t®
side on the fingernail. They may look like indeidas or
ridges in the nail plate. Beau's lines are horiabrgoing
across the nail, and should not be confused witticeé
ridges going from the bottom (cuticle) of the nait to
the fingertip.

Beau's lines should also be distinguished from
Muehrcke's lines of the fingernails. While Beaurses
are actual ridges and indentations in the nail eplat
Muehrcke lines are areas of hypopigmentation withou
palpable ridges.

There are several reasons that humans get Bazess ki

is believed that there is a temporary cessatiormedif
division in the nail matrix. This may be caused dy
infection or problem in the nail fold, where theilna
begins to form, or it may be caused by an injuryhat
area. Some other reasons for these lines inclzdent,
coronary occlusion, hypocalcaemia, skin diseas&, an
may be a sign of systemic disease. It may alscabsed

by an illness of the body, such as diabetes, psieria
certain drugs, as well as other drugs used in
chemotherapy. Severe zinc deficiency has also been
proposed as a cause of Beau's lines.

Beau's lines can also be seen one to two monthistaé
onset of fever, in children with Kawasaki disease.

LINIE BEAU

Linie Beau to zmiany paznokci map posta
jednolitych  rowkéw przebiegagych poprzecznie,
réwnolegle do siebie, przez ptygtk paznokciow.
Zazwyczaj najwyraniejsze g na paznokciach paluchow
i kciukéw. Spowodowane as zatrzymaniem wzrostu
piytki przez chorob uktadows albo dziatanie
toksycznych substancji.

Linie Beau nalgy takze odré&ni¢ od
linii Muehrckego. Podczas gdy w
liniach Beau wynioski i wgniecenia
w plytce paznokciowejaswyczuwalne,
linie Muehrcke s bez wyczuwalnych
wyniostdsci. Istnieje kilka powoddéw
wystepowania linii Beau.

Fig. 13 Beau’s lines

Uwaza sk, ze jest to czasowe zaprzestanie podziatu
komérek w macierzy paznokcia. M® to by
spowodowane przez zatemia lub uszkodzenie tego
obszaru. Inne przyczyny to uraz, nieghos¢ naczy
wiencowych, hipokalcemia, choroby skéry oraz jako
objaw choroby systemowej. Me réwnie by
spowodowane przez: cukrzycluszczye, niektére leki,

w tym beta-blokery, jak réwnie leki stosowane w

© N Dermatol Online 1.201 39



chemioterapii. Powane niedobory
zaproponowano réwnigako przyczys linii Beau.
Linie Beau mana dostrzec tale do dwdch miesty po
rozpoczciu gomczki, u dzieci z chorabKawasaki.

cynku

JOSEPH HONORE SIMON BEAU

(1806-1865) was a French physician, who is famous f
his investigations of the physiology of the heaud #he
lungs. Beau made on of the first descriptions ofliee
insufficiency and asystole, sometimes called Beau's
syndrome. Beau commenced his studies in Lyon, then
went to Paris and received his doctorate in thgtici
1836 with a thesis entitled "De I'emploi des évasua
dans la maladie connue sous les noms gastroentérite
dothinthérite etc." In 1839 he became physiciaheat
Bureau central, later at the Hbpital Cochin. In4.84
became professeur agrégé at the medical faculty.

‘; =
Beatr.

. SO vy

2 Fig. 14 Joseph Bau

JOSEPH HONORE SIMON BEAU

(1806-1865) francuski lekarz, ktory jest znany ddda
fizjologii serca i ptuc.

Beau przeprowadzit pierwsze opisy niewyddalhserca i
asystolii, czasami nazywane zespotem Beau.

Beau rozpocat studia w Lyonie, a nagbnie wyjechat do
Parya i uzyskat doktorat w tym mieie w 1836 roku.
Praca nosita tytut: "De I'emploi des évacuans dans
maladie connue sous les gastroentérite Nom,
dothinthérite itp." W 1839 roku zostat lekarzem w
Bureau central, pdiej w Hopital Cochin. W 1844 roku
stat st ,agrégé” profesora na Wydziale Lekarskim.

BEIGEL’'S HAIR SIGN

Synonym: piedra alba, piedra nigra,
nodosa alba et nigra. Described in 1865.

trichomycosis

OBJAW WLOSOW BEIGELA

Synonim: piedra alba, piedra nigra, trichomycosis

nodosa alba et nigra. Opisany w 1865 roku.
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HERMANN BEIGEL

German phisican (1830-1879). Was born w1830 years,
studied in Greifswald, Wroclaw and Berlin. Duringet
1870-1971 campaign was the 65th doctor putkowym
Infantry Regiment. Poxniej procowat in the newly
created Maria-Theresia-Woman's Hospital in Vienna.
where he worked until his death. Published in ikbes

rich descriptions of diseases of the skin and Hélher
abnorme Haarentwicklung Menschen beim", "Uber-
elevatum Papilloma area, etc.," "Zur Naturgesckeidds
Corpus luteum.

Fig. 15 Hermann Beigel

HERMANN BEIGEL

Niemiecki lekarz (1830-1879). Beigel, Hermann, wibd
sie w1830 roku, studiowat w Greifswaldzie, Wroctawiu i
Berlinie. Podczas kampanii 1870-71 byt lekarzem
putkowym, 65. Putk Piechoty. Pdiej pracowat w nowo
powstalym  Maria-Theresia-Woman's  Hospital w
Wiedniu, gdzie pracowatzado smierci. Opublikowat w
latach sz&dziesatych bogate opisy z zakresu chordb
skory i wlosow "Uber abnorme Haarentwicklung beim
Menschen”, ,Uber Papilloma area-elevatum etc”, ,Zur
Naturgeschichte des Corpus luteum”.

BILLARD’S SIGN

Blue discoloration f the skin, covering the faceckand
upper part of the chest. A sign of toxic exposure t
indigo.

OBJAW BILLARDA

Niebieskie zabarwienie skory, dotyce twarzy, szyi i
gornej czsci klatki piersiowej, w zwizku z toksycznym
naraeniem na indygo.



DOCTEUR A.BILLARD
, - 53

n en 1834
-
Loy

Fondateur de 1a Maiso
Jalhsiqua de Dot miinidiod

Fig. 16 Billard A.

BLUE HAIR SIGN

Blue hair as seen in workers in cobalt and indigoes

OBJAW NIE BIESKICH WLOSOW

Niebieskie wiosy mogwystpowat u pracownikow
kopalni kobaltu i indygo.

BLUE TOE SIGN

In patients with Acrodermatitis Chronica Atrophisaim
the earley stage, there is a vague erythema witinral
swelling. Usually the changes are sharply bordenasie

a blue-red tint and slowly expaned. Sometimes onl
digits is involvedinitially — blue toe sign.

Fig. 17 Blue toe sign

OBJAW BLEKITNEGO PALCA

U chorych z Acrodermatitis Chronica Atrophicans we|
wczesnym stadium  wygtuje niewyrany rumien z
minimalnym obrzmieniem. Zwykle zmianya sostro
odgraniczone, majsinawy odcié i powoli sk szera.
Czasem pocikowo zagty jest tylko jeden palec —
objaw bkkitnego palca.

BLUE PINK STRIAE SIGN

Striae on the abdomen and upper things which are- bl
pink in colour. A sign of Cushing’s syndrome.

:* = = B ot ; e
Fig. 18 Blue pink striae sign

OBJAW NIEBIESKO-RO ZOWYCH ROZSTEPOW

Rozstpy na brzuchu i ramionach, ktére rsebiesko-
rézowe. Objaw zespotu Cushinga.

HARVEY WILLAMS CUSHING

American surgeon (1869-1939), Born in Cleveland,
Ohio. Cushing came from a family of distinguished
physicians. He graduated in arts from Yale in 1a8d

in medicine from Harvard Medical School in 1895.

After working at the Johns Hopkins Hospital, Balttire,

in 1912 he became professor of surgery at Harvadd a
surgeon-in-chief at the Peter Bent Brigham Hospital
Boston , where he built an internationally renowned
school of neurosurgery.

Fig. 19 Harvey Cushing

HARVEY WILLAMS CUSHING

Amerykaiski chirurg (1869-1939). Urodzit i w
Cleveland, Ohio. Cushing pochodzit z rodziny
wybitnych lekarzy. Ukaczyt studia w zakresie sztuki w
Yale w 1891 roku i medycyny w Harvard Medical
School w 1895 roku. Po pracy w Johns Hopkins Haspit
w Baltimore, w 1912 zostat profesorem chirurgii na
Uniwersytecie Harvarda i lekarzem naczelnym w Peter
Bent Brigham Hospital w Bostonie, gdzie zbudowat
znary na catymiwiecie szka¢ neurochirurgii.
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BORDA SIGN

The presence of marked actinic damage in a youn
patient with Porphyria Cutanea Tarda

Fig. 20 Porphyria cutanea tarda
OBJAW BORDA

Znaczna elastoza wywotanéwiattem stonecznym u
miodego pacjenta z Porphyria Cutanea Tarda.

BORDA JULIO M.
Born 1961 in Buenos Aires Argentina.

BORDA JULIO M.

Urodzony w 1961 roku w Buenos Aires, Argentyna.

BORELLUS'S SIGN

= chromidrosis (colored sweat). An affection ok th
sweat-glands in which the effused secretion is realo
Green sweat has been caused by copper.

OBJAW BORELLUSA

= chromidrosis (kolorowy pot). Schorzenia gruczotéw
potowych, w ktérym pot wydzielany jest w kolorze.
Zielony pot zostat spowodowany przez niied

BOTTLENECK PHENOMENON

Exist, intermarriage among tribal clans caused an
amplification of recessive alleles and the emergeoic
disease-specific entities such as Navajo poikiloder
Navajo neuropathy, severe combined immunodeficiency
and Athabaskan brainstem dysgenesis. The expreskion
a recessive allelic gene product appears to condrito
the increased prevalence of certain skin disordethe

Native American populations.
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OBJAW “BOTTLENECK”

Istniepg makenstwa wrdd klanéw plemiennych
Amrykanskiej populacji Indian Native zwtane 2z
amplifikacja alleli recesywnych i powstawaniem
poszczegolnych jednostek chorobowych, takich jak:
Navajo poikiloderma, neuropatia Navajogaii ztozony
niedobér odpornei, dysgenezja pnia moézgu. Produkt
alleli recesywnych genéw wydajegsiprzyczyné sig do
zwiekszenia cgstaici wystpowania niektérych choréb
skory w Amrykaiskiej populacji Indian Native.

BREAKBONE SIGN

A week of fever with rash, headache and joint pain
associated with a mosquito bite. An indication ehbue
fever

OBJAW BREAKBONE

Tydziea gomczki z wysypla, bélami gtowy i bélami
stawOw zwizane z ukszeniem komara w przebiegu
goraczki Denga.

BOWDITCH’S SIGN

Tinea imbricata found in the Bowditch, Union Island
(South Pacific Ocean).

|. 1, 22 Tinea imbricata

OBJAW BOWDITCH

Tinea imbricata wygpujaca w Bowditch, Wyspa Union
(Potudniowy Pacyfik).




BROCQ'S SIGN

= synonim: parakeratosis psoriasiformis. Present in
dermatitis seborrhoica pityriasis lichenoides.,

OBJAW BROCQ

= synonim: parakeratosis psoriasiformis (zluszczani
luszczycowate). Wyspuje w tojotokowym zapaleniu
skory, przyluszczycy liszajowatej.

ANNE JEAN LOUIS BROCQ

French dermatologist, born Feb. 1, 1856, Laroque
Timbaut; died Dec. 18, 1928. He studied in Parigngh
in 1878 and received his doctorate in 1892. He the
undertook further education with Jean Alfred Foerni
(1832-1915), Jean Baptiste Emile Vidal (1825-1893)
Ernest Henri Besnier (1831-1909). In 1891 he becam
physician at the Hospice la Rochefoucauld, in 1896
the Hopital Broca, where he devoted his effortghe
establishment of a dermatological research ingiitut
equipped with the very most modern of aids. Fro619
to 1921 he worked in the Hbpital Saint-Louis. Héreel

in 1921 and died 1928. In 1900 he authored Pratiqu
dermatologique, the first encyclopedia of dermajglm
the French language. Brocq descriptions of numeroJ
skin disorders, including keratosis pilaris, pamfssis
and a form of dermatitis called "Duhring-Brocq dise"
(dermatitis herpetiformis). Other: Brocq's pseudage,
Brocqg-Pautrier angiolupoid.

ANNE JEAN LOUIS BROCQ

Francuski dermatolog, u. 1.02.1856 r.
w Laroque-Timbaut; z. 18.12.1928 r.
Studiowat w Paryu, gdzie od 1878 r.

i uzyskat doktorat w 1892 roku. W
1891 roku zostat lekarzem w
Hospicjum la Rochefoucauld, w 1896
roku w Hépital Broca.

Fig. 23 Anne Jean Louis Brocq

Tam pawiccit swoje wysitki na rzecz ustanowienia
instytucji bada dermatologicznych wypoganej w
najnowoczéniejszy aparatug. Od 1906 do 1921
pracowat w Hopital Saint-Louis. Przeszedt na emagyt
w 1921 i zmart 1928 roku.

W 1900 roku wydat Dermatologique Pratique, pierwsz
encyklopedi dermatologii w ¢zyku francuskim. Brocq
opisat wiele choréb skéry, w tym including kerasosi
pilaris, parapsoriasis i postazapalenia skéry zwan
"choroln Duhringa-Brocqa" (opryszczkowate zapalenie|
skéry). Inne choroby: pseudopelade Brocq, Brocq
Pautrier angiolupoid.

BRUG'S SIGN

In 1927 Lichtenstein A. and Brug SL. discovered a
microfilaria in the Dutch East Indies (now Indor&gsi
which was morphologically different from W. bandrof
and called it Filaria malayi (Brug, 1927; Lichtesist,
1927; Brug, 1928; Brug and de Rook, 1930). Thikia
lymphatic disease caused by nematodes transfeyred b
the bite of an infected masquito

OBJAW BRUGA

W 1927 Lichtenstein A. i Brug SL. odkryli microfiia

w Holenderskich Indiach Wschodnich (obecnie
Indonezja), ktéra rfnita sk morfologicznie od

Wuchereria Bancrofti i nazwali jFilaria Malayi (Brug,

1927; Lichtenstein, 1927). Objawem jest chorobayac
limfatycznych skory wywolywana przez nicienie
przekazane poprzez adeenie zarsnego komara
Masquito.

BRUSSELS'S SIGN

= sinonim; mycosis fungoides. Adam Thomson
described a case of mycosis fungoides in a youriggi

the age fourteen whom he saw in Brussels toward the
end of October 1893.

=

¥ :

Fig. 24 My_éosis‘fung_;oides (Brussels’s sién)

OBJAW BRUKSELSKI

= synonim: mycosis fungoides. Adam Thomson opisat
przypadek MF u miodej kobiety w wieku 14 lat, kior
widziat w Brukseli pod koniec pdziernika 1893 roku.

BUHL'S SIGN

= synonym: icterus neonatorum

OBJAW BUHLA

= synonim: icterus neonatorum.
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LUDWIG VON BUHL

German pathologist (1816-1880). In Munich,he dedote
himself to study at universities and in 1839 oludira
doctorate. In 1850 he was appointed professor @4 1
prorector of the university in general hospital and
1859 appointed professor of general pathology an
pathological anatomy. In association with Petteakof
and Voit he founded "Journal of Biology" in it hiasthe
first treatise "On the etiology of typhoid fever dne
relationship of the temporal occurrence of thigdie on
the state of groundwater in Munich made aware".|Bh
remembered for his work with infectious diseases
particularly research of miliary tuberculosis. Hame is
associated with "Buhl's disease", a rare disorder ¢
newborns that he first described in 1861. Thisatiseis
defined as an acute parenchymatous fatty degeniermaiti
the liver, kidney, or heart, combined with hemogbs
into the various organs.

Fig. 25 Ludwig von Buhl

LUDWIG VON BUHL

Niemiecki lekarz (1816-1880). W Monachiumspagcit
sig pracy na uniwersytetach i w 1839 roku uzyskat
stopier doktora. W 1850 roku zostal mianowany
profesorem, 1854 prorektorem uniwersytetu w sapital
0g6Iinym, w 1859 r. mianowany profesorem patologii i
0go6lInej anatomii patologicznej.

Wspdlnie z Pettenkoferem i Vojtem zayb"Journal of
Biology" z jego pierwszym traktatem "On the etiojanf
typhoid fever on the relationship of the temporal
occurrence of this disease on the state of groutsiwa
Munich made aware". Buhl jest autorem prac z choréb
zakanych, zwtaszcza badarwlicy proséwkowej. Jego
nazwisko jest zwizane z "choropBuhl'a", rzadk
choroly noworodkéw, po raz pierwszy opisaw 1861
roku. Choroba jest definiowana jako ostre zwyrodige
tluszczowe mizszu watroby, nerek lub serca, pgizone
z krwawieniami w rénych narzdach.

BULL'S EYE SIGN

=synonym erythema migrans in Lyme disease.

&N
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Fig. 26 Bull's eye in (Erythema migrans)

OBJAW “OKA BYKA”

=synonim erythema migrans w chorobie z Lyme.

BURNS SIGN

Dermoid cyst found in Burn’'s space. (A narrow intdr
between the deep and superficial layers of theicarv
fascia above the manubrium of the sternum through
which pass the anterior jugular veins).

OBJAW BURNSA

Dermoidalna cysta znajdiga s¢ w przestrzeni Burnsa
(waski kanat pomidzy gkboka i powierzchown
warstwy powiezi szyjnej, powyej rekojesci mostka,
przez ktéy przechodzi przedniayta szyjna).

ALLAN BURNS

(18 September 1781 — 22 June 1813) was a Scottish
surgeon and physician. A lecturer on surgery and
anatomy at Glasgow, he studied medicine in Glasgow.
1809 he published Observations on Diseases of the
Heart, and in 1812 Observations on the Surgical
Anatomy of the Head and Neck.

ALLAN BURNS

(18 wrzénia 1781 - 22 czerwca 1813), szkocki chirurg i
lekarz. Wyktadowca anatomii i chirurgii w Glasgow,
studiowat medycyeiw Glasgow. W 1809 roku
opublikowat Obserwacje dotygze choréb serca, a w
1812 r. Obserwacje chirurgiczne Anatomii gtowyyisz

BUTTERFLY SIGN

The butterfly rash of systemic lupus erythematosus.

OBJAW MOTYLA

Rumien w ksztatcie motyla na twarzy w przebiegu SLE.




BUTTONHOLE SIGN

Soft papules that invaginate on pressure then rrettur
level of skin (neurofibroma) in Neurofibromatosis.

Fig. 27. Buttonhole sign

OBJAW DZIURKI OD GUZIKA

Miekkie grudki wpuklagce sé do skory pod uciskiem
(neurofibroma), wysipujace w Neurofibromatozie.

ACKNOWLEDGEMENT:

Figure 11

Estelle LAMBERT

BIUMInfo

12, rue de I'Ecole de Médecine - 75006 Paris, Franc
estelle.lambert@bium.parisdescartes.fr

PISMIENNICTWO / REFERENCES :

1. Battle WH: Perforation of a gastro-jejunal ulcer
operation: recovery. Br Med J. 1910; 23; 1: 989.

2. Battle WH: Three Lectures on Some Points Rejatin
to Injuries to the Head. Br Med J. 1890; 19; 2:-147.

3. Sanaei-Zadeh H, Aghakhani K: Medical image
Battle's sign.. N Z Med J. 2009; 22; 122: 75-76.

4. Tubbs RS, Shoja MM, Loukas M, Oakes WJ, Cohen
Gadol A: Wiliam Henry Battle and Battle's sign:
mastoid ecchymosis as an indicator of basilar sku
fracture. J Neurosurg. 2010; 112: 186-188.

5. Yasui H: E. Baelz's "Uber Besessenheit und vediea
Zustande". Nippon Ishigaku Zasshi. 1984; 30: 129-12

6. Yasui H: E. Baelz and Tsutsugamushi-diseasepadtip
Ishigaku Zasshi. 1988; 34: 232-244,

7. Yasui H: Erwin Baelz and typhus. Nippon Ishigaku
Zasshi. 1982; 28: 307-316.

8. Klar H: Erwin von Balz--A German physician in
Japan. Medico (Eur). 1963; 73 :122-124.

9. Bottiger LE: Mikhail Bulgakov, physician and w&i--

a year of centenaries.
Lakartidningen. 1991; 88: 4269-4271.

10. Oransky I: Disarming life's invisible enemies:
Mikhail Bulgakov's A Country Doctor's Notebook.
Lancet. 1999; 353: 2059-2061.

11. Mathiasen H: William Carlos Williams and Mikhai

Bulgakov on feeling versus reason. Am J Med. 2010;

123: 774.

12. Martin CJ: Observations on the pathology ofc®ar

Rot (veld sore?): with suggestions as to treatmBnt.
Med J. 1917; 1: 761-762.

13. Morris M, Dore SE: Pigmented Tropical Skin, twit
Multiple Epitheliomata of the Rodent Type, also hwit

Manuscripts do not burn.

Barcoo Rot, in a Man, aged 53. Proc R Soc Med. 1913
6: 184-185.

14. Liston SLL: Barcoo Rot. JAMA. 1983; 249: 3174.
15. Shelley WB, Hurley HI Jr: Localized chromidrsisa
disorder of the apocrine gland. J Invest Dermdt852;

19: 265-266.

16. Shelley W: Mystery of the purple-spotted piltase-
-chromidrosis? JAMA. 1969; 207: 960.

17. Speert H: Caspar Bartholinus and the vulvowagin
glands. Med Hist. 1957; 1: 355-358.

18. Levell NJ: Thomas Bateman MD FLS 1778-1821. Br
J Dermatol. 2000 Jul; 143: 9-15.

19. Holubar K: The compilation and edition of thiestf
color atlas of dermatology by Robert Willan (1757-
1812), Thomas Bateman (1778-1821), and Ashby Smith
(?-1831) from 1790 to 1817. Acta Dermatolovenerol
Croat. 2004; 12: 12-17.

20. Journe D: Buccal psoriasis. Acta Stomatol Belg.
1965; 62: 307-329.

21. Lisiecka-Adamska H, Swiezawska E: Achard-Thiers
syndrome ("diabetes in bearded women". Endokrynol
Pol. 1962; 13: 413-423.

22. Klopouh L, Altman K, Nicol T, Braga-Basaria M,
Basaria S: Diabetes in a bearded woman. J Andogi5;2
26: 455-458.

23. Beigel H: A Contribution to Baby-Farming. Br Me
J. 1868; 2: 422-423.

24. Sadr AH, Akhavani MA, O'Toole G: Striae
ulceration in iatrogenic Cushing's syndrome. J tPlas
Reconstr Aesthet Surg. 2010; 63 :e506.

25. Avery H, Cooper HL, Karim A: Unilateral Beau's lines
associated with a fractured olecranon. Australas thBiei.
2010; 51: 145-146.

26. Smetanick MT, Zellis SL, Ermolovich T:
Acrodermatitis chronica atrophicans: a case repod a
review of thditerature. Cutis. 2010; 85: 247-252.

27. Borda JM, Abulafia J, Casas G, Grigaites V: Cyatid
nodular elastosis with comedos (Favre and Racoutisease)
and bullous and erosive porphyria in adults. Arclhgeht
Dermatol. 1965; 15: 438-451.

28. Halford: Greenchromidrosis. London Med. GaB33&11.

29. Murray M: Chromidrosis. Arch Derm Syphilol. 19401 :
379-380.

30. Pannell JR: Mating-system evolution: genies fram
bottleneck. Curr Biol. 2009; 19: R369-370.

31. Newsom EY: South Carolina's last yellow feveidemic:
Manning Simons at Port Royal, 1877. J S C Med Assoc.
1995; 91: 311-313.

32. Vilanova X, Cardenal C: Brocq's parakeratosis
psoriasiformis; report of a case. Actas Dermosifilidg51;

43: 81-87.

33. Brug SL: Een nieuwe Filaria-soort (Filaria malay
parasiterendi bij den mensch (voorloopige mededggli
Geneeskundig Tijdschrift voor Nederlandsch-Indie 1927
67: 750-754.

34. Lichtenstein A: Filaria-onderzoek te Bireuen.
Geneeskundig Tijdscrift voor Nederlandsch-Indie 1927;
67:742-749.

35. Levell NJ: Thomas Bateman MD FLS 1778-1821. Br J
Dermatol. 2000; 143: 9-15.

36. Fye WB: Allan Burns. Clinical cardiology. 1990; 13:
301-302.

© N Dermatol Online 1.201 45



