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Rezumat

Dermatita (eczema) de contact reflectd un proces
inflamator aparut la nivel tegumentar in perimetrul in care
se realizeazi contactul direct cu o substanfd nocivd pentru
acest organ. Descrisd in 1895 de citre Josef Jadassohn ca
rezultat al expunerii la mercur, dermatita de contact
cunoaste in linii mari doud forme, iritativi (80% din
cazuri) si de contact (20% din cazuri). Dermatita de
contact numdri 4-7% din totalul consultatiilor efectuate de
medicii dermatologi, iar afectiunile cutanate, unde in capul
listei se situeazd tot dermatita de contact, insumeazi peste
jumatate din totalul bolilor ocupationale.

Cuvinte cheie: dermatitid de contact, sensibilizare,
alergen.

Summary

Contact dermatitis (eczema) is an inflammatory
process occurring in the tequment by direct contact with a
harmful substance. First described by Josef Jodassohn in
1895 as the result of exposure to mercury, contact
dermatitis is roughly classified as irritant (80 per cent of the
cases) and allergic (20 per cent of the cases). Contact
dermatitis represents 4 to 7 per cent of the dermatological
disorders, while skin diseases (among which contact
dermatitis holds the first place) are responsible for over half
of the occupational diseases.

Key words: contact dermatitis, sensitization,
allergen.
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Consideratii generale

Dermatita de contact alergicd este rezultatul
contactului dintre o anumita substantd denumita
alergen si tegumentul unui individ, tegument
care a suferit o modificare specificd In ceea ce
priveste reactivitatea. Mecanismul fiziopatologic
are la baza reactia de hipersensibilitate de tip IV,
iar exemplul tipic este reprezentat de dermatita
de contact alergicd determinatd de contactul cu
seva de iedera otravitoare [1.2].

* UM.E. , Carol Davila” Facultatea de Medicina, Bucuresti.

General considerations

Allergic contact dermatitis is an inflam-
mation resulting from contact of a substance
called allergen with the tegument, which
undergoes specific reactive changes. The
physiological mechanism is triggered by a type IV
hypersensitivity reaction and is typically
exemplified by allergic contact dermatitis,
determined by contact with poison ivy [2].
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Termenul de ,alergie” a fost inventat pentru
prima datd de catre omul de stiinta von Piquet in
1906 [3] fapt urmat apoi de confirmarea
experimentald a sensibilizarii alergice adusa de
Bloch si Steiner —Woerlich [4].

In prezent mecanismele patogenetice care
determind aparitia si evolutia dermatitei de
contact, sunt partial elucidate, existand inca
numeroase necunoscute in explicarea producerii
acestora.

Studiile epidemiologice efectuate raporteaza
o incidentd a dermatitei de contact pe grupurile
populationale selectate determinata in functie de
sex, varsta, mediu, ocupatie, arie geograficd,
obiceiuri, etc. in general, alergenii comuni sunt
asemanadtori de la o tard la alta, diferente aparand
referitor la ordinea frecventei lor de aparitie
[5,6,7,8]. Alergenii medicamentosi precum
lanolina, neomicina, benzocaina sunt comuni
pretutindeni, dar pot exista diferente legate de
obiceiurile de prescriere a acestora, ceea ce poate
reflecta tipul sensibilitdtii la un anume
medicament.

Numeroase studii de prevalentd au urmarit
identificarea datelor de incidenta si prevalentd a
dermatitei de contact in populatia generala.
Diferentele existente In ceea ce priveste mediul
de expunere influenteaza natura sensibilizarii.
Astfel, in America de Nord este comuna prezenta
alergiei la iedera otravitoare comparativ cu
frecventa redusd a acesteia In Europa. Alergenii
apar si dispar continuu, prevalenta sensibilizarii
la o numitd substantd depinzdnd de multe
variabile cum ar fi selectia populatiei pe care
dorim sd o testdm, nivelele de expunere, moda,
mediul, uzajul, introducerea unor noi materiale
sau disparitia altora. Este asadar necesara
precizarea caracteristicilor de grup populational.

Conditii predispozante ale dermatitei de
contact alergice

Mediul poate influenta in mod evident
dermatita de contact alergicd prin expunerea la
un potential alergen, influentele generale de tip
climatic, geografic, socio-economic si cultural
fiind adesea interconectate.

Factorii climatici care cresc posibilitatea unei
persoane de a dezvolta dermatitd de contact
alergica sunt reprezentati de radiatiile ultraviolete,
caldurd si umiditate, suspectandu-se o influentd a
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The term “allergy” was coined by the
scientist von Piquet in 1906 [3] and shortly after
experimentally confirmed through allergic
sensitization induced by Bloch and Steiner-
Woerlich [4].

At present, the pathogenetic mechanisms that
yield contact dermatitis occurrence and evolution
are partly known, although many explanations as
to their causes have not been yet puzzled out.

Epidemiological studies have reported that
contact dermatitis incidence on population
groups varies with sex, age, environment,
occupation, geographical area, habits, etc.
Generally speaking, common allergens resemble
in all countries, differences occurring in their
frequency [5, 6, 7, 8]. Medicinal allergens such as
lanolin, neomycin, benzocaine are widely spread;
still, prescription habits may vary, reflecting the
type of sensitization to a certain drug.

Numerous prevalence studies have been
undertaken with a view to identify incidence and
prevalence of contact dermatitis in the general
population. Environmental differences are
reflected in various types of sensitizations. Thus,
allergy to poison ivy is common in North
America, as compared to rare occurrences in
Europe. Allergens continuously appear and
disappear, prevalence of allergy to a certain
substance depending on many variables, such as
the selection of tested population, the levels of
exposure, fashion, environment, placing of a new
material on the market and the removal of others.
Consequently, precise data on the population
group under study should necessarily be
provided.

Pedisposing conditions in allergic
contact dermatitis

The environment can obviously influence
allergic dermatitis by exposure to a potentially
allergic substance. Weather, geographical, socio-
economic and cultural conditions are frequently
interrelated.

Climatic conditions that increase the possibility
for an individual to develop allergic contact
dermatitis are UV rays, heat and humidity.
Environment factors may influence seasonal
contact dermatitis.

Individual factors. Sensitization implies a
certain degree of individual susceptibility, a fact




factorilor de mediu In ceea ce priveste
susceptibilitatea sezoniera a dermatitei de
contact.

Factorii individuali. Sensibilizarea presupune
un anumit grad de susceptibilitate individuala
care a fost demonstratd prin studii epi-
demiologice, familiale si pe subiecti gemeni [9].
Susceptibilitatea umand nu urmeazad regulile
geneticii mendeliene putind apdrea prin
amplificarea non antigen specifica a raspunsului
imun [10]. Capacitatea de a fi sensibilizat este
variabild, diferitd de la o persoand la alta. De
pild&, majoritatea indivizilor pot fi sensibilizati la
DNCB dupd una sau doud aplicatii daca
concentratia este adecvatd, insa exista si persoane
care sunt rezistente, aceastd rezistentd fiind
datoratd fie prin expunerea repetata la doze mai
reduse de alergen [11], fie ca rezultat al expunerii
orale cu dezvoltarea tolerantei [12]. Unele
experimente au ardtat Insa ca susceptibilitatea de
a fi sensibilizati a copiilor ndscuti din parinti care
la randul lor au fost sensibilizati, este mai mare
iar patch testele pozitive, decat pentru copii ai
cdror pdrinti nu au fost expusi la alergen [13,14].
In contrast, studii pe gemeni cu eczema a mainii
si alergie de contact la nichel au indicat faptul ca
mediul este un factor mai important decat cel
genetic [15], iar alte cercetari In acelasi sens au
ardtat cd nu exista diferente de sensibilizare intre
gemenii monozigoti si heterozigoti [16].

Sexul. In ciuda faptului ca femeile dezvoltd
un raspuns imun mediat celular mai puternic
decét barbatii [17,18], totusi ele nu par si fie mai
susceptibile la sensibilizare decat acestia [19]. In
anumite studii femeile au avut o rectivitate mai
crescutd la DNCB fata de barbati [20], iar in altele,
acestia din urmd au dezvoltat o susceptibilitate
mai mare decét femeile [13]. Motivul pentru care
femeile au fost pre-ponderente in studiile care au
folosit patch-testarea, poate fi explicat prin
expunerea mai largd la anumiti alergeni [17] -
diverse metale, parfumuri, produse cosmetice,
coloranti si produse pentru intretinerea parului
[21]. Pe de alta parte, barbatii au fost
predominanti in cazul alergiei la crom datorita
expunerii ocupationale — industria cimentului.

Femeile mature sau varstnice dezvoltd mult
mai frecvent alergii comparativ cu cele tinere [22].
O alta constatare statuteaza faptul ca barbatii
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that was demonstrated by epidemiological
studies and researches on families and twins [9].
Human susceptibility does not follow the rules of
Mendelian genetics; it may occur by nonantigenic
amplification specific to the immune response
[10]. Sensitization capacity varies from one
person to another. For instance, most people can
be sensitized to DNCB after one or two
applications in adequate concentrations, but
some people have developed resistance to DNCB,
either by repeated exposures to smaller doses of
allergen [11], or by oral exposure leading to
tolerance [12]. However, studies have shown that
susceptibility to sensitization in new borns from
families who had been sensitized is higher (and
the patch tests are positive) than in children
whose parents had not been exposed to allergens
[13, 14]. Nevertheless, studies conducted on
twins with hand eczema and contact allergy to
nickel have shown that the environment is a
stronger factor than the genetic one [15], while
other researches performed to the same end have
concluded that there are no sensitization
differences  between = monozygous  and
heterozygous twins [16].

Sex. Although females develop a stronger
mediated cellular immune response than males
[17, 18], it seems they are not more susceptible to
sensitization [19]. Some studies revealed a higher
reactivity to DNCB in females [20], while others
showed a higher susceptibility in males [13]. The
reason for higher female presence in patch tests
lies in the fact that women are more exposed to
certain allergens [17] — various metals, perfumes,
cosmetic substances, dyes and hair products [21].
On the other hand, males were predominant in
chrome allergy, due to occupational exposure —
cement industry.

Adult or elderly women develop allergies in
higher proportion than young women [22].
Another finding was that men are less susceptible
to develop nickel allergy, even when wearing
accessories made of this metal [23].

To conclude on the role of sex as inherent
factor in developing contact dermatitis, it appears
that women are exposed to higher risks, not only
because of the biological factor, but also as a
natural consequence of exposure to numerous
allergens [17].
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sunt mai putin susceptibili la alergia la nichel,
chiar si atunci cand poartd accesorii fabricate din
acest metal [23].

Ca o concluzie asupra rolului sexului ca
factor intrinsec in dobandirea dermatitei de
contact, se pare cd femeile sunt supuse unui risc
mai mare, nu doar datoritd factorului biologic, ci
si ca o consecintd fireascd a expunerii diferite la
numerosi alergeni [17].

Varsta. Desi varsta are o mica influenta
asupra capacitdtii de sensibilizare [24], totusi
reprezintd un factor important cand discutim
despre studii care implicd patch — testare [25].
Ambele dermatite de contact, iritativa si alergica
pot apdrea in timpul copildriei [26]. Copii se
sensibilizeazd la fel de usor precum adultii, desi
tegumentul lor este mai putin reactiv pentru
alergenii de contact potenti comparativ cu
adultii. Absenta la copii a mai multor tipuri de
dermatitd de contact ar putea fi explicatd prin
simplitatea mediului in copildrie si timpul scurt,
datorat varstei pentru a dezvolta sensibilizare.
Susceptibilitatea de sensibilizare la DNCB scade
dupd varsta de 70 ani, dar este constantd pana
atunci, iar sensibilizarea se estompeaza odata cu
trecerea timpului [27]. Pe de altd parte, numarul
patch-testelor pozitive are tendinta sa creascd cu
varsta [28] datoritd acumuldrii a numerosi
alergeni in timpul Intregii vieti.

In cazul copiilor, incidenta dermatitei de
contact este 1In crestere probabil prin
subevaluarea initiald datorata dificultatilor de
testare la copii sau pentru ca mediul inconjurétor,
in permanentd miscare a devenit mai bogat in
alergeni. Cei mai comuni alergeni sunt nichelul
(mai ales la fetite) [29], parfumurile, thimerosalul
(antiseptic) [30,31], neomicina [32], unele
cosmetice (ex. pudre, geluri), chimicale din
cauciuc folosite pentru fabricarea incaltdmintei
[33]. Se descriu si alergii de conatct la antihista-
minice, mercur, crom, benzocaini.

Adultii tineri dezvoltd mai ales alergii de
contact ocupationale sau la diferite cosmetice, in
timp ce persoanele in varsta sunt mai predispuse
la dermatite datorate medicamentelor - de pilda,
preparate topice folosite in terapia ulcerelor de
gambd (neomicind, nitrofurazon, lanolind,etc)
[34,35,36], colorantilor pentru pdr sau haine,
cosmeticelor.
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Age. Although age plays a minor role in
sensitization elicitation [24], it does represent and
important factor in patch testing [25]. Both
irritant and allergic contact dermatites can
develop in childhood [26]. Children are
sensitized as easily as adults, although their
tegument is less reactive to potent contact
allergens than that of adults. The absence of
several types of contact dermatites in children
can be attributed to the simple environment they
live in and to their small age, which does not
allow for sensitization to develop. Susceptibility
to DNCB sensitization decreases after 70 years of
age but is constant up to that moment and fades
in time [27]. On the other hand, the number of
positive patch tests tends to increase with age [28]
owing to the accumulation in time of numerous
allergens.

The incidence of contact dermatitis in
children is increasing, probably as a result of
initial undervaluation due to difficulties in
testing children or because the constantly
changing environment has become richer in
allergens. The commonest known allergens are
nickel (especially in little girls) [29], perfumes,
thimerosal (antiseptic) [30, 31], neomycin [32],
some cosmetics (such as powders or gels), rubber
chemicals used in footwear manufacture [33].
Contact allergies to antihistaminics, mercury,
chromium and benzocaine have also been
described in literature.

Young adults mainly develop occupational
contact allergies or reactions to various cosmetic
products, while the elderly are more susceptible
to drug-induced dermatites — topical substances
used in shank wulcers therapy (neomycin,
nitrofurazone, lanolin, etc.) [34, 35, 36], hair or
clothes dyes, cosmetics.

Race. It seems that racial differences do exist
in point of predisposition to allergic contact
dermatitis: experiments on sensitization to
DNCB and ivy have shown a higher resistance in
the African-American population as compared to
caucasians [37]. It is still not kwown whether
these slight differences in the prevalence of
sensitization to individual antigens in tested
racial groups is due to a real predisposition or to
exposure [38, 39].

The hormonal profile. Some studies have
focused on the role of sexual hormones in




Rasa. Diferente rasiale se pare cé existd In ceea
ce priveste predispozitia fatd de dermatita de
contact alergicd, experimentele privind
sensibilizarea la DNCB si iederd demonstrand o
rezistentd mai mare a populatiei afro-americane
fatd de cea caucaziana [37]. Nu se cunoaste inca
dacd aceste mici diferentieri in prevalenta
sensibilizarii la alergeni individuali pe grupuri
rasiale testate sunt datorate unei predispozitii
reale sau reprezintd doar o reflectare a expunerii
[39,39].

Profilul hormonal. Se pare ca existd cerecetari
care dovedesc rolul hormonilor sexuali in
modularea reactivitatii din dermatita de contact
[40]. Perioada de gestatie si hormonii
administrati pot ameliora sau agrava dermatita
de contact [41,42]. Reactivitatea cutanatd poate
varia in functie de fazele ciclului menstrual, iar
patch testarea poate fi influentatd In consecinta
[43]. De pildd, testarea la nichel poate avea
rezultate intense in faza progesteronicd a ciclului
si de asemenea in perioada premenstruala
[44,45].

Factorii medicamentosi pot exercita o influenta
asupra reactivitatii tegumentare [46]. Unele in
mai micd masurd, cum este cazul antihista-
minicelor si cromoglicatului de sodiu, altele,
precum prednisolonul sau dermatocorticoizii
potenti in mai mare masurd [47,48]. Acestea din
urmd, similar ciclosporinei si azatioprinei pot
determina o supresie a reactiei alergice induse la
patch testare [49]. De asemenea, fototerapia cu
UVB si PUVA pot conduce la reducerea
temporard a intensitdtii reactiilor alergiei de
contact [50,51].

Sensibilizarea este in mod firesc, mai usor de
dobandit dacd alergenul actioneaza la nivelul
unui tegument deja lezat [52]. In studiile
experimentale, aceastd injurie preexistentd a
pielii a fost indusa de aplicarea prealabild de
sodiu lauril sulfat. Riscul sensibilizdrii poate sa
apara prin: cresterea absorbtiei alergenului
datorita alterarii functiei de barierd a pielii,
acumularea de celule mononucleare si prin
determinarea unui rdspuns imunologic adecvat
cu recrutarea anterioard de celule imuno-
competente, citokine si mediatori. Adaptand
teoria lui Matzinger cu privire la sensibilizare
[53], se sugereazd cd alergia poate fi produsa
doar in prezenta unor citokine eliberate din
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modulating the reactivity in contact dermatitis
[40]. Gestation period and the type oh hormones
administered can ameliorate or aggravate contact
dermatitis [41, 42]. Cutaneous reactivity can vary
depending on the phases of the menstrual cycle,
influencing patch testing [43]. For instance, tests
to nickel allergy can yield high results in the
progesteronic phase of the menstrual cycle as
well as in the premenstrual period [44, 45].

Drug factors can also affect skin reactivity [46].
Some factors, such as antihistaminics and sodium
chromoglycate, exercise a small influence, while
prednisol and dermatocorticoids have a more
potent action [47, 48]. The latter, as well as
cyclophosphorin and azatioprin, can suppress
induced allergic reaction in patch testing [49].
Likewise, UVB phototherapy and PUVA can
determine a temporary diminution of the
intensity of reaction in contact allergies [50, 51].

Naturally, sensitization is easier to acquire if
the allergen acts on a tegument lesion [52].
Experimentally, this pre-existing injury was
induced by prior application of sodium lauryl
sulphate. The risk of sensitization is augmented
by: higher allergen absorption due to alteration of
skin’s barrier function; accumulation of
mononuclear cells by determining an adequate
immunologic response, with previous enlistment
of immunoicompetent cells, cytokines and
mediators. Adapting Matzinger’s sensitization
theory [53], researchers have suggested that
allergy can only be induced in the presence of
cytokines released from keratinocytes resulting
from the coexistence with an allergen [54, 55] in
whose absence tolerance is more likely to set in
than allergy.

The rise in the sensitivity to a certain allergen
by alteration of skin’s competent barrier function
is proved by the fact that hand eczema, for
instance, can predispose to a higher sensitivity to
nickle, chromium and balsam [56, 57].

The atopic status. No clear and unanimous
conclusion has been drawn up to now with
regard to the risk of contact sensitization in atopic
dermatitis patients. Some studies show a
prevalence of contact dermatitis in atopic patients
[58], especially to medicinal drugs [59], while
others totally disagree [60, 61]. Those who favour
the idea of a higher risk to develop contact
dermatitis argue that this is due to atopic
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keratinocite provocate de coexistenta unui
alergen [54,55], in absenta cdruia ar apdrea mai
degraba tolerantd decét alergie.

Cresterea sensibilitdtii la un anumit alergen
prin afectarea barierei competente a pielii este
dovedita de faptul cd, eczema mainii de pilda
poate predispune la o sensibilitate crescutd la
nichel, crom, cobalt si balsam [56,57].

Statusul atopic. Pand In prezent nu exista o
concluzie clard si unanimd in privinta riscului
sensibilizdrii de contact la pacientii cu dermatita
atopicd. Existd studii care aratd o crestere a
prevalentei dermatitei de contact in randul
pacientilor atopici [58], mai ales la medicamente
[59], insd alte cercetari sustin contrariul [60,61].
Cei care sustin cresterea riscului de a dezvolta
dermatitd de contact explicd acest fapt prin
expunerea semnificativd a pacientilor atopici la
alergeni de tipul medicamentelor, emolientelor
aplicate pe un tegument injuriat deja.

Factorii chimici. Cercetdrile au aratat ca
riscul sensibilizarii este dependent de potentialul
sensibilizant al unui alergen, dar si de doza
aplicatd din acesta pe unitatea de arie (aceasta
arie este peste 1 cm?). Se obtine o curbd sig-
moidala a reactivitatii, de tip doza — raspuns [62].
In practica, si conditiile de expunere sunt foarte
importante: durata expunerii, repetabilitatea
acesteia si felul in care se prezintd tegumentul.

Aspecte clinice ale dermatitei de contact
alergice. Dermatita de contact poate lua forma
unei eruptii cutanate de tip eczematos.
Diagnosticul se bazeazd pe o anamneza minutios
realizatd coroboratd cu aspectul clinic al
leziunilor si datele paraclinice.

Dermatita de contact alergica si cea iritativa
determind la nivel cutanat leziuni similare, fapt
explicat de existenta unor mecanisme patogenice
care conduc in final la declansarea acelorasi
procese inflamatorii. Datele statistice aratad cd din
totalul pacientilor cu dermatite de contact 80%
suferd de leziuni de dermatitd de contact iritativa
si 20% alergica.

Anamneza si istoricul medical realizate atent
si selectiv sunt deosebit de importante pentru
identificarea agentului etiologic si necesita
cunostinte vaste din partea medicului
dermatolog. Pacientul trebuie chestionat cu
privire la locul initial de aparitie a leziunilor, stiut
fiind faptul cd in dermatita de contact locul de
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patients’ significant exposure to allergens such as
medicinal drugs or emollients applied on the
already injured skin.

Chemical factors. Studies have shown that
the risk of sensitization depends on the the
sensitizing potential of the allergen, but also on
the dose of allergen applied on the area unit (over
1 sq.cm). Graphically, this is illustrated by a dose-
response type sigmoid curve of sensitivity [62]. In
practice, to these should be added the extremely
relevant exposure conditions: duration of
exposure, its repetability and the state of the skin.

Clinical aspects of allergic contact
dermatitis. Contact dermatitis can take the form
of an eczematous cutaneous eruption. Diagnosis
should be established following detailed
anamnesis, corroborated with the clinical aspect
of the lesions and the paraclinical data.

Allergic and irritant contact dermatitis
induce similar skin lesions, accounted for by the
existence of pathogenic mechanisms that finally
lead to the same inflammatory processes. Statistic
data show that 80 per cent of the patients with
contact dermatitis suffer from the irritant form
and 20 per cent from the allergic one.

Anamnesis and the patient’s medical history
are to be carefully and selectively analyzed as
being extremely relevant in identifying the
ethiological agent. This requires comprehensive
knowledge from the part of the dermatologist.
The patient is to be inquired as to the initial
localization of the lesion, since the original
contact place with the allergen is a significant
factor in contact dermatitis. The primary skin
lesion always provides essential elements for
diagnosis which are ignored by the patient who,
worried about diseminations, calls upon the
dermatologist.

After identifying the initial lesion occurring
moment and place, the next step is to establish
details regarding the evolution of the condition:
whether it has disseminated and, if so, to what
areas, whether it is intermittent or persistent,
whether there are predisposing factors.

The dermatologist should pay special
attention to details regarding patient’s
occupation, his/her hobbies and ways to spend
the spare time. For instance, a good evolution of
dermatitis during weekends or vacations could
be explained by its occupational origin. On the




origine a contactului cu alergenul responsabil
reprezintd un detaliu semnificativ. Leziunea
cutanatd primara furnizeazd intotdeauna
elementele esentiale pentru diagnostic, de multe
ori fiind omisd de cdtre pacientul care se
adreseazd medicului deranjat de aparitia
diseminarilor.

Dupad identificarea datei de debut si a ariei
initiale a leziunilor, este necesara stabilirea
comportamentului afectiunii: dacd aceasta s-a
raspandit si in ce zone, daca este intermitenta sau
are caracter persistent, daca existd factori
predispozanti.

Medicul trebuie sd acorde atentie sporita
detaliilor legate de profesia pacientului sdu,
hobby-urile acestuia si modalitatilor in care isi
petrece timpul liber. De pildd, evolutia bund a
dermatitei in week-enduri sau vacante poate
sugera originea ocupationald a acesteia.
Dimpotriva, o agravare pe durata zilelor libere
poate fi edificatoare in privinta unui alergen non-
profesional sau legat de un anumit obicei.
Variatiile sezoniere lezionale pot sugera o
fotoalergie sau o fitofotoalergie. Daca dermatita
se produce in jurul unui ulcer de staza sau
peritraumatic poate fi incriminat un alergen de
tip medicamentos. Sunt importante intrebarile
puse despre anumite parfumuri, cosmetice sau
accesorii metalice pe care pacientul le-ar putea
utiliza, la fel existenta unor animale de companie
din preajma acestuia. Istoricul medical anterior
poate fi semnificativ, reamintirea unor episoade
anterioare similare de eczemd, apdrute chiar cu
ani In urma pot fi deosebit de utile (alergia la
bijuteriile din nichel care poate precede cu ani de
zile aparitia dermatitei de contact a mainilor)
[62]. Istoricul pozitiv pentru o eczema flexurala
in copildrie, episoade de astm, rinitd sau
conjunctivitd acute pot conduce citre stabilirea
unui status atopic al pacientului din fata noastra.
Dermatita atopica, dupa cum am mentionat mai
sus poate predispune la dezvoltarea unei eczeme
de contact. Sunt utile si informatiile despre
asocieri morbide si despre existenta unor
afectiuni in familie, cunoscut fiind factorul
genetic. Dermatita de contact alergica poate fii
agravatd de existenta unor afectiuni inflamatorii
(eczema seboreicd, psoriazis etc.) sau cunoasterea
lor poate permite diagnosticul diferential mult
mai rapid.
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contrary, aggravation of the condition in free
days can suggest the presence of a non-
occupational or non-habitual allergen. Seasonal
variations can be indicative of photoallergy or
phytophotoallergy. If the allergy develops
around a stasis or peritraumatic ulcer, a drug
allergen can be incriminated. The dermatologist
should inquire about the use of perfumes,
cosmetics or metalic accessories, as well as about
the presence of pets in the household. The
patient’s medical history, such as memories of a
previous, even distant in time, eczema episode
can also be significant — for example, an allergy to
nickel jewellery can precede by many years a
contact hand dermatitis [62]. Positive history of a
flexural eczema in childhood, of asthma, rhinitis
or conjunctivitis episodes can help to establish
the atopic status of the patient. Also of use are
information on morbid associations and the
presence of certain conditions in family’s history,
since the genetic factor plays an important role in
contact dermatites. Allergic contact dermatitis
can ve aggravated by the existence of
inflammatory conditions (seborrheic eczema,
psoriasis, etc.); knowing about them, the
dermatologist can more quickly establish the
diferential diagnosis.

The main target in anamnesis questioning is
the identification of the potential allergen source.
One should focus on the patient’s past and
present profession, habits and hobbies, personal
objects, clothes, prescribed or self-administered
medicinal drugs, cosmetics.

As to patient’s occupation, the doctor should
inquire about the chemical substances or
materials used at work, as well as about the
cleaning components (creams, emollients, etc)
[63]. Unemployed patients are to be asked about
their activity, which in many cases is illegal and
not regulated by work protection norms.

Hobbies are frequently to be blamed in
contact dermatites, incriminated substances
varying from developing film chemicals to
cement and epoxy resins. Self car service also
implies contact with mineral oils, fats, etc., while
some sports require repeated and extended
contact with objects made of rubber or synthetic
fibres.

Objects for daily or intermittent personal use
comprise a huge range of cosmetic products,
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Scopul principal al intrebarilor din anamneza
este de a identifica sursa alergenului potential.
Trebuie sa ne concentram pe detalii legate de
tipul profesiei, din prezent, dar si anterioara, pe
obiceiuri, pe mediul de acasa al pacientului, pe

tipul obiectelor personale, hainelor,
medicamentelor prescrise sau autoadministrate,
cosmeticelor.

In ceea ce priveste profesia, este necesara
cunoasterea substantelor chimice sau a
meterialelor cu care lucreaza persoana respectivd,
precum si componentele (creme, emoliente,
agenti de curdtare) de curatare care le sunt oferite
[63]. Pacientii someri trebuie intrebati despre
activitatea pe care o desfdsoard pentru a se
intretine, activitate care de multe ori este ilegala si
in afara normelor de protectie a muncii.

Hobby-urile sunt frecvent cauza dermatitei
de contact, substantele incriminate variind de la
substante pentru developarea fotografiilor la
ciment si rdsini epoxi. Intretinerea autoturis-
mului propriu permite contactul cu uleiuri
minerale, grasimi, iar unele sporturi necesita
contactul repetat si indelungat cu unele obiecte
din cauciug, fibre sintetice etc.

Obiectele de uz personal, folosite zilnic sau
intermitent cuprind o gaméa uriasd de produse
cosmetice, textile, bijuterii, ochelari de vedere sau
aparate auditive, manusi, parfumuri si medica-
mente. Produsele care sunt suspectate de a
produce dermatita de contact ar trebui testate
pentru identificarea alergenului.

Aspecte clinice. Severitatea dermatitei de
contact depinde de intensitatea expunerii si de
nivelul de sensibilizare al pacientului. Clinic,
dermatita de contact se manifestd prin eritem,
edem, papule sau papulo-vezicule si prurit sau
durere.

Din punct de vedere evolutiv, dermatita de
contact poate fi :

a) acuta - cu debut brusc, In papule, placi si
placarde eritematoase cu delimitare imprecisd, pe
suprafata cdrora pot fi prezente vezicule, bule
prin a cdror spargere se formeazd o suprafata
madidantd (zemuindd) acoperitd ulterior de
cruste; subiectiv, intens pruriginoasa;

b) subacuta - reprezinta un stadiu evolutiv al
eczemei acute, cu disparitia leziunilor intens
zemuinde si prezenta de pldci si placarde
pruriginoase, imprecis delimitate acoperite de
scuame si cruste;

textiles, jewellery, sight glasses, hearing devices,
gloves, perfumes and medicinal drugs. Produscts
liable to induce contact dermatitis should be
tested for allergen identification.

Clinical aspects. The severity of contact
dermatitis depends on exposure intensity and the
degree of sensitization of the patient. The clinical
aspects of contact dermatitis are: erythema,
edema, papules or vesicles, pruritus or pain.

In point of evolution, contact dermatitis can
be classified as:

a) acute — with rapid onset, in erythematous,
slightly-defined papules, plaques and scales on
whose surface vesicles or bullae can occur that
suppurate when broken and are covered with a
crust; subjectively, this condition is highly
pruriginous

b) subacute — an evolutive stage of acute
eczema where intensely suppurating withdraws
and pruriginous undefined plaques and scales
occur, covered by crusts and squama

¢) chronic — an enduring eczema that can
evolve either in dry form (slightly defined
pruriginous plaques and scales with squama and
gritting lesions on the surface) or in liquenified
form (well-defined, brown-purple, intensely
pruriginous, infiltrated plaques and scales with
intense tegument gritting)

Close and repeated examination of the whole
tegument area, the hair, body annexes and
mucosae is frequently extremely important since
lesions distribution can provide valuable
information for the identification of the allergen
responsible for contact dermatitis. The anatomic
pattern of dermatitis often suggests a specific
cause.

Hand dermatitis (usually of household or
occupational origin) represents over 65 per cent
of contact dermatites [64, 65] and its presence is
due to several factors. Most incriminated agents
include chromium from cements, rubbler or
plastic gloves, (nickel) jewels and plants.

Face dermatitis can occur either isolated or in
association with an eczema localised elesewhere
on the body. Perfumes, hair dyes and cosmetic
preservers are the commonest allergens. They can
initially affect the eyelids [66], with subsequent
involvement of the face, neck and neck cleavage,
accompanied by erythema, desquamation and
pruritus that can occasionally take an intense
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) cronica - reprezintd o eczemd cu evolutie
indelungata si poate evolua sub forma de eczema
uscatd (placi si placarde pruriginoase, slab
delimitate pe suprafata cdrora se observa scuame
si leziuni de grataj) sau sub formd de eczemd
lichenificata (pldci si placarde bine delimitate,
intens pruriginoase, infiltrate, de culoare brun-
violacee si cu accentuarea cadrilajului
tegumentar).

Examinarea atenta si repetatd a intregului
teritoriu tegumentar, pdrului, fanerelor si
mucoaselor este foarte importantd de multe ori,
distributia leziunilor putdnd aduce informatii
nepretuite pentru identificarea alergenului
declansator al dermatitei de contact. Patternul
anatomic al dermatitei sugereaza deseori o cauza
specifica.

Dermatita mainii (frecvent de tip casnic si
ocupational) reprezintd peste 65% din toate
cazurile de dermatitd de contact ale mainilor
[64,65], iar provenienta sa este multifactoriala.
Cei mai incriminati alergeni sunt: cromul din
cimenturi, manusi de cauciuc sau plastic, bijuterii
(nichel) sau plante.

Dermatita fetei poate apdrea izolat sau in
asociere cu o eczemd in altd parte. Parfumurile,
vopselurile de pdr, conservantii din cosmetice
sunt cei mai comuni in a determina eczema de
contact alergicad. Alergenii care afecteaza fata pot
produce initial afectarea pleoapelor [66], dar se
produce ulterior o interesare mai largd a fetei,
gatului si decolteului acompaniatd de eritem,
descuamare si prurit uneori intens. Pentru
pleoape, frcvent incriminate sunt cremele pentru
zona perioculard, produsele cosmetice (rimeluri,
farduri de pleoape, etc), demachiantele, medica-
mentele utilizate pentru afectiuni specifice
oftalmologice care contin sensibilizanti din
randul conservantilor sau antibioticelor.

Sensibilizarea In zona periorald si a buzelor
poate determina dermatitd de contact alergica la
produse precum: balsamul de buze, rujurile,
medicamente, pasta de dinti, usturoiul, uleiurile
aromate de mentd, scortisoara, colofonul din
guma de mestecat. De asemenea, alergenii de tip
alimentar - conservanti, coloranti, aditivi (sodiu
metabisulfit) si antioxidanti au un mare risc de a
dezvolta cheilite.

Localizarea dermatitei de contact alergice la
nivelul pavilionului wurechilor poate avea
numeroase etiologii cel mai frecvent responsabile
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aspect. In the case of eyelids, the most
incriminated substances are the cosmetic
products (mascara, kohl, make up removal) and
the medicinal drugs used in ophthalmological
conditions which contain sensitizing preservers
or antibiotics.

Sensitization in the oral or lip area can trigger
an allergic contact dermatitis to products such as:
lip balm, lipstick, medicinal drugs, toothpaste,
garlicc, mint aromatic oils, cinnamon,
colophonium in chewing gum. Also, food
allergens (preservers, dyes, additives as sodiul
metabisulphite, antioxidants) have a high risk of
developing cheilitis.

Localisation of contact dermatitis in the ear
pavillion can have various causes, the most
frequent being the metals that glasses” rims are
made of, jewels (nickel, palladium, titanium,
gold), some plastic materials, resins and dyes for
ear plugs, optical medicinal solutions.

Although more likely than not spared, the
scalp can be involved as a result of application of
substances for hair care and dyeing such as
paraphenyldiamine, ammonia, glyceryl
monothioglycolate, certain perfumes, gels,
waxing products or fixative sprays, preparations
meant to ensure hair growth (minoxidil).

Contact dermatitis can also affect the neck as
a result of wearing nickel or exotic wood
jewellery and coloured textiles or of applying
perfumes with photoallergic potential, while
axillas are mainly affected by irritant reaction-
inducing allergens.

Contact dermatites to metallic accessories for
garments, to chromium from leather products or
to plastic in clothes containing too much elastic
material have been described in the trunk, thighs
and shanks. Allergic reactions on the shank occur
in persons with stasis dermatitis and shank ulcer
that use a lot of topic preparations that contain
lanolin, antibiotics, preservers, etc.,, or elastic
binding bands. Dermatitis can occur on the feet
as a result of wearing leather, plastic or rubber
shoes, or of applying antiperspirants and
antiseptics.

Numerous controversies have arisen as to
sensitization of mucosa [67, 68]. In any case,
contact dermatitis in mucosa is infrequent and
often secondary to skin sensitization with the
same substance. The reaction can be allergic or
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fiind metalele din care sunt fabricate ramele de
ochelari, bijuteriile (nichel, paladium, titan, aur),
diferite materiale plastice, rasini si coloranti
pentru dopurile de wurechi, solutii otice
medicamentoase.

Desi crutat de cele mai multe ori, totusi
scalpul poate fi interesat prin aplicarea unor
precum parafenilendiamina, amoniacul, gliceril
monotioglicolatul, anumite parfumuri, geluri,
produse de ceruire sau sprayuri de fixare,
preparate destinate initial cresterii parului
(minoxidilul).

La nivelul gatului se poate produce o
dermatita de contact alergica datorata purtarii
unor accesorii din nichel sau lemn exotic, aplicarii
unor parfumuri care pot fi si fotoalergice, unor
textile colorate, iar axilele sunt afectate mai ales de
alergeni care produc reactii iritative.

Pe trunchi, coapse si gambe se descriu
dermatite de contact la metalele cu care sunt
accesorizate hainele, la cromul din produsele din
piele sau plasticul din hainele care contin mult
material elastic. Pe gambe se descriu reactii
alergice la persoanele cu dermatitd de stazd, ulcer
de gambd care folosesc numeroase preparate
topice care contin lanolind, antibiotice,
conservanti, etc sau bandaje elastice. Pentru
picioare dermatita poate rezulta prin purtarea de
incaltaminte din piele, plastic, cauciuc, aplicarea
de antiperspirante sau antiseptice.

Existd numeroase controverse in ceea ce
priveste sensibilizarea pe mucoase [67,68]. In tot
cazul, dermatita de contact a mucoaselor nu este
foarte frecventa fiind deseori secundara
sensibilizdrii tegumentare cu aceeasi substanta.
Reactia poate fi alergicd sau iritativd. Reactiile
alergice de la nivelul cavitatii orale arata eritem,
edem, rar veziculatie, acompaniate de senzatie de
arsurd. Alergenii frecvent incriminati sunt
metalele (aur, nichel, paladium), mercurul,
acrilatii aparatelor dentare sau lucrarilor de la
acest nivel, cauciuc, aditivi sau arome alimentare,
alergeni a caror evitare duce la rezolvarea
simptomelor. Mucoasa nazald reactioneaza la
diferite preparate medicamentoase cortizonice,
antifungice, antibiotice sau antihistaminice, iar
mucoasa conjunctivald la conservanti, beta-
blocante administrate pentru glaucom si la
solutiile pentru lentilele de contact.

Intrat in redactie: 7.09.2011
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irritant. Allergic reactions in the oral cavity
suggest the presence of erythema, eczema and
(rarely) vesiculation, accompanied by burning
sensation. Most frequently incriminated agents
are metals (gold, nickel, paladium), mercury,
acrylates in hearing devices or surgical
interventions in the ear, rubber, food additives or
aromas; by avoiding all these allergens, the
condition recedes. The nasal mucosa reacts to
various cortisonic, antifungal, antibiotic or
antihistaminic medicinal preparations, while
conjunctival mucosa to preservers, beta-blocking
substances administered in glaucoma and to
solutions for contact lenses.

Received: 7.09.2011
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