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Rezumat

Fotoîmbãtrânirea cutanatã apare ca o consecinþã a
expunerii prelungite la radiaþiile ultraviolete. Acestea
modificã ireversibil integritatea structuralã a matricei
dermice extracelulare. Ultravioletele de tip A au cel mai
important rol în patogeneza îmbãtrânirii. Din punct de
vedere clinic,  în contextul fotoîmbãtrânirii sau în strânsã
asociere cu aceasta, pot apãrea: elastoza solarã, sindromul
Favre-Racouchot, lentigo solar/lentigine solare, purpura
actinicã, poikilodermia Civatte ºi porokeratoza.

Cuvinte cheie: fotoîmbãtrânire; radiaþii ultraviolete;
sindrom Favre-Racouchot; lentigo solar.

Summary

Cutaneous photoaging appears as a consequence of
prolonged exposure to ultraviolet (UV) radiations which
modify irreversibly the structural integrity of the dermal
extracellular matrix. Type A UV radiations have the most
important role in aging pathogenesis. Clinically, some
cutaneous disorders can appear related to photoaging or
associated with it such as solar elastosis, Favre-Racouchot
syndrome, solar lentigo/solar lentigines, actinic purpura,
poikiloderma of Civatte and porokeratosis.
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Introducere

Îmbãtrânirea pielii este rezultatul a douã
procese diferite: îmbãtrânirea intrinsecã ºi cea
extrinsecã [1,2]. Îmbãtrânirea cutanatã intrinsecã
se referã la modificãri ale pielii similare celor care
afecteazã organele interne o datã cu înaintarea în
vârstã ºi este influenþatã de contractarea
muºchilor mimicii, de gravitaþie, de factori
genetici ºi hormonali [1]. Aceasta va duce la
atrofia ºi pierderea elasticitãþii cutanate, cauzate
de scãderea numãrului de fibre elastice ºi de

Introduction

Skin aging is the result of two different
processes: the intrinsic and the extrinsic aging
[1,2]. The intrinsic skin aging refers to body
changes affecting the entire skin, as well as other
body organs, influenced by the contraction of
mimic muscles, gravity, genetic and hormonal
factors [1]. This will lead to skin atrophy and loss
of elasticity, due to decrease in number of elastic
and collagen fibers and loss of repair capacity [1,3].
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colagen din derm ºi de pierderea capacitãþii de
reparare [1,3].

Imbãtrânirea cutanatã extrinsecã este
denumitã fotoîmbãtrânire, întrucât este
rezultatul expunerii prelungite la radiaþiile
ultraviolete (UV) [1]. Aceste radiaþii promoveazã
modificãri ireversibile la nivelul integritãþii
structurale a matricei dermice extracelulare, prin
mecanisme care implicã stresul oxidativ ºi
distrugeri mitocondriale [4].

Principala consecinþã este degradarea cola-
genului, stimulatã de acþiunea metaloprotei-
nazelor ºi scãderea sintezei de colagen. Din punct
de vedere histopatologic, aceste modificãri în
derm ºi epiderm, însoþite de fibre elastice
neregulate ºi mai puþin dense, sunt descrise ca
elastozã solarã. În plus, se pot observa atrofie
epidermicã, joncþiune dermo-epidermicã apla-
tizatã, fibre de colagen ºi elastice degradate, cât ºi
un material bazofilic în dermul papilar, a cãrui
aranjare depinde de severitatea elasozei [1,4].

În patogeneza fotoîmbãtrânirii cutanate sunt
implicate radiaþiile de tip UVA ºi UVB.
Contributia UVA la fotoîmbatranire este mai
mare, deoarece acest tip de ultraviolete pãtrunde
pânã în dermul profund. În plus, peste 95% din
radiaþiile terestre sunt de tip UVA [5,6].

Discuþii

Clinic, fotoîmbãtrânirea se caracterizeazã
prin riduri, pigmentare neregulatã, lentigine
solare, comedoane deschise, pierderea translu-
ciditãþii ºi a elasticitãþii cutanate, teleangiectazii,
keratoze actinice ºi piele xeroticã, de aspect
gãlbui ºi poikilodermie [4,7,8].

Fotoîmbãtrânirea se produce diferit la
indivizi cu fototipuri cutanate diferite. Astfel,
atrofia cutanatã, ridurile fine ºi keratozele
actinice apar mai frecvent la cei cu fototip cutanat
I/II, în timp ce indivizii cu fototip III/IV dezvoltã
riduri profunde, piele asprã ºi nodularitate [4,9].
La cei din categoria V/VI, fotoîmbãtrânirea
cutanatã apare mai tardiv decât în cazul celor cu
piele deschisa la culoare [4,10]. 

Dintre manifestãrile cutanate apãrute în
contextul fotoîmbãtrânirii sau în asociere cu
aceasta, amintim elastoza solarã, sindromul
Favre-Racouchot, lentigo solar/lentigine solare,
purpura actinicã, poikilodermia Civatte ºi
porokeratoza [11].

The extrinsic skin aging is called photoaging
because it is the result of prolonged UV radiation
exposure [1]. UV radiation promotes irreversible
changes in the structural integrity of dermal
extracellular matrix through mechanisms related
to oxygen reactive species and mitochondrial
damage [4].

The main result is collagen degradation,
stimulated by the action of metalloproteinases
and decrease in collagen production. Moreover,
these changes, accompanied by irregular and less
dense elastic fibers, are described
histopathologically as solar elastosis, which
affects both epidermis and dermis.  Epidermal
atrophy, flattened dermo-epidemal junction,
damaged collagen and elastic fibers associated
with basophilic material in the papillary dermis
with different arrangement, according to the
severity of the elastosis can be observed [1,4].

Both UVA and UVB are involved in the
pathogenesis of photoaging. The contribution of
UVA radiations to photoaging is more important
because they can invade the deep dermis.
Moreover, more than 95% of the terrestrial
radiation is UVA type [5,6].

Discussions 

Clinically, photoaging is characterized by
wrinkles, irregular pigmentation, solar lentigines,
open comedones, loss of elasticity and translu-
cency, teleangiectasias, actinic keratoses and a
yellowish, xerotic appearance of the skin and
poikiloderma [4,7,8]. 

Photoaging occurs differently in individuals
with different phototypes. Atrophic skin, fine
wrinkles and actinic keratoses occur more
frequently in phototype I/II, whereas individuals
with skin type III/IV develop deep wrinkles,
coarseness and nodularity [4,9]. Photoaging
affects people with skin type V/VI later in life
than those with phototype I/II [4,10].

Solar elastosis, Favre-Racouchot syndrome,
solar lentigo/solar lentigines, actinic purpura,
poikiloderma of Civatte and porokeratosis are
cutaneous entities that can occur due to
photoaging or in association with it [11].

Solar elastosis

In solar elastosis, the skin chronically
exposed to sunlight, especially the face, becomes
yellow, thicker, with prominent wrinkles. Lesions
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Elastoza solarã

În elastoza solarã, pielea expusã cronic la
soare, în special faþa, capãtã o nuanþã gãlbuie,
devine mai îngroºatã ºi cu riduri proeminente.
Leziuni similare în regiunea cervicalã posterioarã
poartã denumirea de cutis rhomboidalis nuchae.
Histopatologic, se observã elastozã dermicã
proeminentã [11].

Sindromul Favre-Racouchot

Cunoscut ca elastozã cutanatã nodularã cu
chisturi ºi comedoane, presupune modificãri ale
pielii în special în zona periorbitalã ºi se asociazã
cu expunerea prelungitã la radiaþii ultraviolete ºi
cu fumatul [12]. 

Aceastã afecþiune a fost descrisã în rândul
persoanelor cu vârstã de peste 50 ani, mai ales
bãrbaþi caucazieni [13]. De asemenea, a fost
raportatã ºi la persoane cu fototip închis sau
tinere [12,13].

Sindromul Favre-Racouchot se caracterizeazã
prin multiple comedoane închise ºi deschise,
papule, chisturi ºi noduli în regiunea temporalã
ºi periocularã, cu o evoluþie prelungitã ºi
distribuþie simetricã [12,13]. Au fost descrise
leziuni unilaterale în cazul unor pacienþi trataþi
cu radioterapie sau care s-au expus la soare cu o
singurã parte a feþei [14,15]. De asemenea, poate
apãrea în zona cervicalã lateralã, pe pavilionul
urechii ºi pe antebraþe [12]. Pielea adiacentã poate
fi afectatã de elastozã solarã marcatã ºi poate

affecting the posterior neck are known as cutis
rhomboidalis nuchae.  Histologically, it corresponds
to dermal elastosis [11].

Favre-Racouchot Syndrome 

Favre-Racouchot syndrome (FRS), also
known as nodular cutaneous elastosis with cysts
and comedones, refers to skin changes mostly
affecting the periorbital area, associated with
prolonged exposure to ultraviolet light and
smoking [12].

This entity has been described in people over
50 years old, mostly Caucasian men [13]. Cases
involving dark-skin population or younger
individuals have been reported as well [12,13].

Favre-Racouchot syndrome is characterized
by multiple open and closed comedones,
papules, cysts and nodules involving the
temporal and periocular region, with a prolonged
evolution and a symmetrical distribution [12,13].
Unilateral lesions have also been described in
patients treated with radiotherapy or with
chronic unilateral sunlight exposure [14,15].
Other sun-exposed regions, such as lateral aspect
of the neck, ears and forearms can also be
involved [12]. The surrounding skin may be
affected by marked solar elastosis and has a
yellowish-brown atrophic appearance, associated
with wrinkles and furrows, diffusely thickened
[16]. An atypical variant, described as papules,
cyst and comedones on a yellowish background,

Fig.1 a Fig. 1 b

Fig. 1. Pacient în vârstã de 62 ani cu sindrom Favre-Racouchot (Fig.1 a) ºi poikilodermie Civatte (Fig.1b)
Fig. 1. A 62-year-old patient with Favre-Racouchot syndrome (Fig.1a) and poikiloderma of Civatte (Fig.1b)
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cãpãta o tentã gãlbuie, aspect atrofiat, cu riduri
mai fine sau mai profunde, îngroºatã pe alocuri
[16]. O variantã atipicã, descrisã ca papule,
chisturi ºi comedoane pe fond gãlbui, distribuite
pe antebraþe ºi torace poartã denumirea de placã
solarã comedonianã [17]. De obicei, leziunile sunt
asimptomatice. A fost raportat un caz în care
comedoane gigante pe pleoapa superioarã au
cauzat ptozã mecanicã [18].

Examinarea histopatologicã evidenþiazã atrofie
epidermicã, degenerare bazofilã a dermului
superficial, reducerea dimensiunii ºi a numãrului
de glande sebacee, concomitent cu lãrgirea
infundibulului pilosebaceu, ce conþine un mate-
rial keratinos [13,19,20].

Diagnosticul diferenþial include acneea
vulgarã, chisturile de milium, chistul epider-
moid, hiperplazia sebacee benignã, siringomul ºi
trichoepiteliomul [13,18].

Totuºi, patogeneza afecþiunii rãmâne neclarã.
Ipoteza care o leagã de expunerea cronicã la soare
ºi de fumat susþine cã fibrele elastice anormale în
cantitate crescutã, similare celor din elastoza
solarã, determinã alterãri ale dermului. Conse-
cutiv are loc retenþia de sebum ºi formarea de
comedoane [13,19,20,21]. 

over the forearms, chest and thorax is known as
actinic comedonal plaque [17]. The lesions are
usually asymptomatic. A case with giant
comedones over the upper eyelids causing
mechanical ptosis has been documented [18].

Histopathological examination reveals
epidermal atrophy, basophilic degeneration in
the upper dermis, reduction in size and number
of sebaceous glands, concomitant with enlarged
pilosebaceous infundibulum filled with
keratinous content [13,19,20].

Differential diagnosis includes acne vulgaris,
milia, colloid milium, epidermoid cysts, sebaceous
hyperplasia, syringoma and trichoepithelioma
[13,18]. 

The pathogenesis of the disease remains
unclear. A hypothesis that links this cutaneous
disorder with chronic sun exposure and
smoking is based on the idea that abnormal
elastic fibers, resembling those in solar elastosis,
determine dermis alteration and consequently
retention of sebum and comedones formation
[13,19,20,21]. 

On the other hand, FRS with no evidence of
solar elastosis or actinic epidermal alteration has
been described in patients who denied prolonged
sun-exposure during life [13,22].

Fig. 2. Purpurã actinicã la un pacient în vârstã de 93 ani
Fig. 2. Actinic purpura in a 93-year-old patient

Fig. 3. Porokeratozã superficialã actinicã diseminatã
Fig. 3. Disseminated superficial actinic porokeratosis
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As therapy options, topic retinoic acid,
cryotherapy and surgical techniques have been
proposed [12].

Solar lentigo/solar lentigines

Solar lentigo is a benign pigmented lesion
due to chronic sun exposure, distributed over the
face, dorsal aspects of the hands, dorsolateral
part of the arms and upper trunk [23]. People
with white skin are more prone to develop this
type of lesion than those with dark skin, because
the skin of the latter contains a larger amount of
melanin in the skin which has a protective role
against ultraviolet radiation [24].

90% of Caucasian elderly over 60 years old
can have solar lentigines, but young adults and
children can be affected as well [23]. While these
lesions occur in adults as a consequence of sun
exposure, in children they can be associated with
genetic syndromes, such as Peutz-Jeghers ,
LEOPARD or Laugier-Hunziker [23,24].

Psoralen and ultraviolet A (PUVA) lentigines
refer to multiple macules appearing after
treatment with PUVA therapy (more than 5-7
years) and which are more common in men [23].

Clinically, solar lentigines are described as
multiple light, dark brown or black, well-
demarcated macules distributed over sun-
exposed skin, 1-5 mm in diameter, with irregular
border and shape. The evolution can be
prolonged over many years as a result of
cumulative light exposure, but the lesions can
unexpectedly develop after acute ultraviolet
radiation exposure too. Solar lentigines present
as isolated or multiple lesions, which sometimes
can confluate giving rise to macules about 2 cm in
diameter [23,25].

Dermoscopy may reveal a light brown-
colored structureless area, fingerprinting or
reticular pattern, with sharp demarcation and
moth-eaten border [23,26]. A stellate, branching
pattern can be seen in a distinct type of solar
lentigo, also known as „ink spot“ lentigo [23].

Histopathological examination can
evidentiate solar elastosis of the dermis,
elongated rete ridges and a great amount of
melanocytes in the basaloid cells of the rete
ridges. Sometimes a mild perivascular infiltrate
of lymphocytes can be found in the superficial
dermis, together with melanophages [23].

Pe de altã parte, a fost descris sindromul
Favre-Racouchot la pacienþi care au negat
expunerea prelungitã la soare de-a lungul vieþii ºi
care nu aveau semne de elastozã solarã sau
alterãri actinice epidermice [13,22].

Ca opþiuni terapeutice, au fost propuse acidul
retinoic topic, crioterapia ºi tehnici chirurgicale
[12].

Lentigo solar/ lentigine solare

Lentigo solar este o leziune pigmentarã
benignã care apare datoritã expunerii la soare, cu
localizare facialã, pe feþele dorsale ale mâinilor,
partea latero-dorsalã a braþelor ºi toracele
superior [23]. Indivizii cu fototip deschis sunt
mai predispuºi la astfel de leziuni decât cei cu
fototip închis, întrucât pielea celor din urmã
conþine o cantitate mai mare de melaninã, cu rol
protector împotriva radiaþiilor UV [24].

90% dintre indivizii caucazieni cu vârsta de
peste 60 ani pot avea lentigine solare, dar pot fi
întâlnite ºi la adulþi ºi copii [23]. Dacã în cazul
adulþilor aceste leziuni apar ca o consecinþã a
expunerii la soare, în cazul copiilor mai degrabã
se asociazã cu sindroame genetice precum Peutz-
Jeghers, LEOPARD sau Laugier-Hunziker [23,24].
Lentiginele de tip PUVA (Psoralen ºi UVA) sunt
macule multiple, care apar dupã PUVA terapie
(peste 5-7 ani) ºi care sunt mai frecvente la 
bãrbaþi [23].

Clinic, lentiginele solare sunt descrise ca
multiple macule de culoare brun-deschis, brun-
închis sau negru, bine delimitate, localizate pe
zone fotoexpuse, cu diametru cuprins între 1-5
mm, cu margine ºi formã neregulate. Evoluþia se
poate prelungi pe parcursul mai multor ani
datoritã expunerii cumulative la soare, dar pot
apãrea ºi în mod neaºteptat dupã expunerea
acutã la UV. Lentiginele solare pot fi leziuni
izolate sau multiple ºi care uneori pot conflua,
formând macule cu diametru de 2 cm [23,25].

Examenul dermatoscopic poate evidenþia o
zonã brun-deschis, fãrã structurã, cu pattern de
tip ”fingerprinting” sau reticulat, cu delimitare
netã ºi margine ”mâncatã de molii” [23,26]. Un
model stelat, cu ramificaþii poate fi observat într-
un tip particular de lentigo solar denumit lentigo
”în patã de cernealã” [23].

Examenul histopatologic poate scoate în
evidenþã elastozã solarã în derm, creste



interpapilare alungite ºi numeroase melanocite în
celulele bazaloide din crestele interpapilare.
Uneori dermul superficial poate conþine un
minim infiltrat limfocitar perivascular, precum ºi
melanofage [23].

În ceea ce priveºte diagnosticul diferenþial al
lentiginelor solare, pot fi luate în considerare
afecþiuni cutanate ca lentiginele simple, efelidele,
keratozele seboreice plane, lentigo malign, nevii
melanocitari sau keratozele actinice [23,24].

Lentiginele solare reprezintã o problemã pur
esteticã. Ele pot fi tratate prin crioterapie sau
diferite tipuri de laser. Deºi lentiginele solare nu
au potenþial malign, prezenþa lor sugereazã o
expunere prelungitã la soare, putând fi asociatã
cu dezvoltarea melanomului ºi a altor tipuri de
cancer de piele ºi din acest motiv se impune
monitorizare atentã a acestor pacienþi [23].

Purpura actinicã

Purpura actinicã (purpura senilã Bateman)
este o afecþiune cutanatã care apare la persoanele
în vârstã, în strânsã legãturã cu expunerea
cronicã la soare, ce se caracterizeazã prin
echimoze violacee localizate pe pãrþile
fotoexpuse ale braþelor, antebraþelor ºi feþelor
dorsale ale mâinilor [27].

Radiaþiile ultraviolete favorizeazã apariþia
atrofiei dermice, pereþii vaselor de sânge se
subþiazã ºi eritrocitele extravazeazã în derm.
Clinic, au aspect de macule purpurice, distribuite
pe tegumente atrofiate fotoîmbãtrânite [28,29]. 

Pot fi prezente ºi alte semne sugestive de
expunere îndelungatã la soare, ca riduri,
decolorare gãlbuie a pielii, lentigine solare ºi
pseudocicatrici stelate [29].   

Leziunile apar spontan, dupã traumatisme
minore sau în asociere cu administrarea
concomitentã de anticoagulante sau
corticosteroizi [29]. Maculele purpurice se remit
în decurs de 1-3 sãptãmâni ºi sunt urmate de o
hiperpigmentare rezidualã brunã, cauzatã de
depozitele de hemosiderinã. Nu se întâlnesc
modificãrile de culoare tipice apãrute în timpul
remisiunii altor leziuni purpurice [29].

Poikilodermia Civatte

Poikilodermia Civatte este o entitate produsã
de expunerea prelungitã la soare, fiind implicate
partea superioarã a toracelui, gâtul ºi obrajii,
omiþând zona submentonierã. A fost prima oarã

Regarding the differential diagnosis of solar
lentigines, cutaneous conditions such as simple
lentigines, ephelides, flat seborrheic keratoses,
lentigo maligna melanoma, melanocytic nevi or
actinic keratoses can be taken into consideration
[23,24].

Solar lentigines are mostly an aesthetic
problem. They can be treated with cryotherapy or
different types of lasers [23]. Although solar
lentigines have no malignant potential, their
presence suggests a prolonged sun exposure,
which can be associated with the development of
melanoma and non-melanoma skin cancer and
for this reason it is advisable to be closely
monitored [23].

Actinic purpura

Actinic purpura, also known as senile
purpura or Bateman purpura is a benign
cutaneous disorder, related to chronic exposure
to UV radiation, characterized by violaceous
ecchymoses overlying the arms, forearms and
dorsa of the hands of older people [27]. 

The ultraviolet radiations favor the
appearance of dermal atrophy, the blood vessel
walls become thinner and the red blood cells
appear in the dermis, giving the aspect of
purpuric macules. Clinically, it presents as
purpuric macules distributed on photodamaged
atrophic skin [28,29]. 

Other sun-related findings, such as wrinkles,
yellowish discoloration of the skin, solar
lentigines and stellate pseudoscars may be
present [29]. 

The lesions appear spontaneously after minor
trauma or in association with anticoagulant and
corticosteroid administration [29]. The purpuric
macules resolve within 1-3 weeks, followed by a
residual brown hyperpigmentation due to
hemosiderin deposits. The typical discoloration
seen in the remission phase of other purpuric
lesions is missing here [29].

Poikiloderma of Civatte

Poikiloderma of Civatte is an entity caused
by prolonged sun exposure which involves
upper chest, neck and cheeks, but spares the
submental area. It was first described by the
French dermatologist Civatte in 1923. It is a
frequent benign condition which progresses
slowly and irreversibly [30].
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descrisã de dermatologul francez Civatte în anul
1923. Este o patologie benignã comunã cu o
evoluþie lentã ºi ireversibilã [30]. 

Poikilodermia Civatte apare mai frecvent la
femei decât la bãrbaþi [31], mai ales la persoanele
cu fototip deschis la culoare. Intrucât este o
condiþie pur cosmeticã, este posibil ca mulþi
pacienþi sã nu se prezinte la medic pentru ea ºi
din acest motiv incidenþa nu este cunoscutã.

În afarã de radiaþiile UV au fost propuºi ca
factori declanºatori factorii genetici, cantitatea
scazutã de estrogen ºi reacþiile fototoxice ºi
fototalergice la substanþele chimice din cosmetice
[32,33,34]. Se considerã a fi implicate în
patogenezã ºi substanþele fotosensibilizante din
parfumuri ºi cosmetice [35]. 

Termenul poikilodermie se referã la
combinaþia dintre atrofie, telangiectazie, precum
ºi hipo/hiperepigmentare. In poikilodermia
Civatte se observã o pigmentare brun-roºiaticã
localizatã pe partea lateralã a gâtului, pe obraji ºi
cu zonã submentonierã de aspect normal, care a
fost umbritã în timp de barbie  [32]. De obicei este
asimptomaticã, dar au fost raportate prurit,
senzaþie de arsurã, înroºire ºi hiperestezia zonelor
afectate.

Modificãrile histopatologice includ dege-
nerare hidropicã a celulelor bazale, subþierea
stratului malpighian, ºtergerea crestelor inter-
papilare, infiltrat inflamator în dermul superficial
ºi incontinenþã pigmentarã. Aceste caracteristici
histologice distincte sunt considerate a fi
reprezentative, însã nu patognomonice pentru
poikilodermia Civatte [36].

Nu existã niciun tratament specific pentru
aceastã patologie, însã terapiile de tipul IPL
(intense pulsed light), PDL (pulsed dye laser) ºi
laserul KTP (potassium-titanyl-phosphate) s-au
dovedit a avea o oarecare eficacitate [37]. 

Odatã ce poikilodermia Civatte a fost
diagnosticata, este important ca pacientului sã i
se explice natura acestei entitãþi, ceea ce-l va scuti
de biopsii ºi tratamente invazive inutile. 

Porokeratoza 

Porokeratoza (PK) reprezintã un grup
heterogen de tulburãri de keratinizare cu
transmitere autosomal dominantã ºi, în acelaºi
timp, o patologie autoinflamatorie specificã
cutanatã dobanditã, de cele mai multe ori legatã

Poikiloderma of Civatte occurs more
frequently in women than in men [31] and it can
be seen mostly in people with light skin. Since it
is only a cosmetic condition a lot of patients may
not seek medical attention and thus the incidence
is unknown.

Except for the UV radiation, the
pathogenesis can be related to genetic factors,
low estrogen and phototoxic or photoallergic
reactions to cosmetics chemicals [32,33,34].

Even photosensitizing chemicals used in
perfumes and cosmetics may be involved in the
appearance of this condition [35].

The term poikiloderma refers to the
combination of atrophy, telangiectasia, and both
hypo/hyperpigmentation. Clinically,
poikiloderma of Civatte presents as a reddish-
brown discoloration over the lateral areas of the
neck and cheeks leaving the submental area
normally coloured due to the shade of the chin
[32]. Usually it is asymptomatic, but there have
been reported some itching, burning, flushing
and hyperesthesia of the affected skin.

The histopathological changes include
hydropic degeneration of the basal cells, thinning
of the stratum malpighii, effacement of the rete
ridges, inflammatory infiltrate in the upper
dermis and pigment incontinence. These distinct
histological features are believed to be
characteristic, yet not patognomonic for
poikiloderma of Civatte [36].

There is no specific treatment for poik-
iloderma of Civatte, however IPL (intense pulsed
light), PDL (pulsed dye laser) or KTP (potassium-
titanyl-phosphate) laser treatments have proven
some efficacy [37].

Once diagnosis is established it is important
to reassure the patient about the nature of this
entity in order to avoid unnecessary biopsies and
useless invasive treatments.

Porokeratosis

Porokeratosis (PK) is a group of lesions
unified by keratinization disorders that exhibit an
autosomal dominant mode of inheritance and
also a skin autoinflammatory condition which
was often acquired and linked to ultraviolet (UV)
light exposure and immunosuppression [38,39].
PK is considered to be a premalignant skin
condition [40].
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de expunerea la razele ultraviolete (UV) ºi
imunosupresie [38,39]. Leziunile sunt considerate
a fi leziuni premaligne [40].

Existã ºase variante clinice de porokeratoza:
PK Mibelli, PK superficialã diseminatã (PSD), PK
actinicã superficialã diseminatã (PASD) asociata
cu imunosupresia si expunerea la UV, PK linearã,
punctatã ºi palmarã ºi plantarã diseminatã [41].
PASD este cea mai comunã formã de PK [42]. 

PK este o afecþiune rarã, de etiologie puþin
cunoscutã ºi patogenezã obscurã.  La pacienþii cu
predispoziþie geneticã, factori trigger externi pot
activa o clonã anormalã a keratinocitelor
epidermice care se afla  într-o formã latentã 
[43]. Pentru PASD triggerul este expunerea la
radiaþii UV.

PASD se prezintã ca multiple leziuni ce apar
la nivelul extremitãþilor  expuse la soare pe feþele
extensoare ale membrelor, pe umeri ºi mai rar pe
abdomen. Clinic, leziunile din DSAP sunt papule
sau plãci multiple inelare sau circulare, xerotice,
cu atrofie centralã ºi margini hiperkeratozice
elevate (expresia lamellei cornoida (LC) din punct
de vedere histopatologic), foarte bine delimitate
[44]. O treime din pacienþi acuzã prurit sau
senzaþie de înþepãturã. PASD este un tip de
leziune dobanditã de tipul  „patã solarã“ ºi
uneori este confundatã cu keratoza actinicã, dar
aceasta din urmã apare în mod special la nivelul
feþei ºi mainilor.

Aspectul histopatologic descris la toate
formele de PK este parakeratoza verticalã în
coloanã, LC, care sugereazã expansiunea focalã a
unei clone keratinocitare anormale [45]. Totuºi,
LC nu reprezintã un aspect patognomonic [42].
Sub coloana de celule parakeratozice, stratul
granular este absent, epiteliul este adeseori
subþire, ceea ce explicã atrofia centralã.  

DSAP apre de obicei între 30-40 de ani, cu o
evoluþie lentã, 90% dintre pacienþi fiind de sex
masculin [46]. Cel puþin 50% dintre pacienþi
acuzã exacerbare în timpul lunilor de varã ca ºi
consecinþã a expunerii la soare [47]. Pacienþii
prezintã de obicei un istoric de peste 1 an a
leziunilor înainte de a se prezenta la dermatolog.
Progresia cãtre un cancer cutanat nonmelanocitar
a fost doveditã prin studii ºi variazã între 6,9 ºi
30% . Riscul cel mai mare este de apariþie a bolii
Bowen ºi a carcinomului spinocelular pe leziunile
de PK [40].

There are six clinical variants described:
Mibelli or plaque type, disseminated superficial
(DSP), disseminated superficial actinic (DSAP),
linear, punctuate, and palmaris et plantaris
disseminata [41]. DSAP is the most common form
of PK [42].

PK is an uncommon disorder of unknown
etiology and unclear pathogenesis. In patients
with a genetic predisposition, external triggering
factors can activate an abnormal clone of
epidermal keratinocytes which remain latent
otherwise [43]. For DSAP, UV light exposure is
demonstrated to be the main trigger.  

DSAP presents  as dozens of lesions, dry
patches, annular or gyrate papules and plaques,
with central atrophy and sharply elevated
hyperkeratotic borders (histopathologically
coresponding to cornoid lamella) occurring on sun-
exposed extremities, especially on extension sites,
shoulders and sometimes on the abdomen [44].
One-third of patients experience pruritus or
stinging sensations. DSAP is a special type of
inherited „sun spot“ and it is sometimes
confused with actinic keratosis, which is more
likely to arise on the face and hands. 

As a histological aspect that invariable is
described in all variants of PK, cornoid lamella
(CL), is a vertical column of parakeratosis. This
feature is the expression of a focal, expanding
clone of abnormal keratinocytes [45]. However,
CL is not a patognomonic feature of PK [42].
Below the column of parakeratotic cells, the cells
from granular cell layer are missing and the
epithelium is often thin which explains the
central atrophy.

DSAP usually appears between 30 and 40
years, 90% are males and it is slowly progressive
[46]. At least 50% of patients experience
exacerbations during summer as a consequence
of sun exposure [47]. Patients have at least a few
months up to a year long history before
presenting to the dermatologist. Progression to a
non-melanoma skin cancer  is demonstrated by
numerous studies  and has an estimated range
between 6.9 to 30%. The highest risk is
developing Bowen’s disease and squamous cell
carcinoma on PKs lesions [40].

Education regarding photoprotection and
regular check-ups for malignant conditions is
needed in patients with PK. Even though there



279

DermatoVenerol. (Buc.), 61: 271-281

În cazul pacienþilor cu DSAP, educaþia
privind fotoprotecþia ºi screening-ul regulat
pentru malignitãþi sunt esenþiale. Deºi existã
multiple tratamente disponibile (keratolitice,
diclofenac gel, retinoizi topici, corticosteroizi
topici, retinoizi oral, 5-fluorouracil, imiquimod,
analogi de vitamina D3, methil aminolevulinatul,
crioterapie, laserterapie, electroterapie, curetajul,
dermabraziunea, terapia fotodinamicã ºi excizia),
de obicei rãspunsul la tratament este minim,
obþinerea unei remisiuni complete este dificilã ºi
boala progreseazã [48, 49, 50]. 

Concluzii

Manifestãrile clinice apãrute în contextul
fotoîmbãtrânirii cutanate sunt polimorfe ºi
inestetice. Având în vedere cã, de cele mai multe
ori, opþiunile terapeutice disponibile determinã
doar ameliorãri incomplete ale leziunilor, cel mai
important lucru este prevenirea fotoîmbãtrânirii,
prin limitarea expunerii la soare ºi prin folosirea
metodelor de protecþie solarã.

are multiple treatments available (keratolytic,
diclofenac gel, topical retinoids, topical
corticosteroids, oral retinoids, 5-fluorouracil,
imiquimod, vitamin D3 analogues, methyl
aminolevulinate, cryotherapy, lasertherapy
electrodesiccation, curettage, dermabrasion,
photodynamic therapy and excision) usually the
response of PK to therapy is poor, achieving
complete resolution is difficult and the disease
progresses [48, 49, 50].

Conclusions

Clinical aspects related to cutaneous
photoaging are polymorphous and unaesthetic.
Considering the fact that the available ther-
apeutic options determine only incomplete
resolution of the lesions, the most important fact
is preventing photoaging by limiting sun
exposure and by using photoprotection
measures.
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