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Rezumat

Introducere: Porokeratoza actinicd superficialid
diseminatd (PASD) reprezintd o tulburare de keratinizare,
fiind forma cel mai frecvent intdlnitd de porokeratozd.
Factorii de risc sunt reprezentati de radiatiile ultraviolete,
imunosupresia, radioterapia, traumatismele si factorii
genetici. Erupfia porokeratozicd se localizeazd la nivelul
tegumentului fotoexpus, sub forma unor macule rotund-
ovalare, cu margini bine delimitate si centrul atrofic.

Prezentarea cazului: Prezentdm cazul unei paciente
in varstd de 70 de ani, cunoscutd cu mastectomie stangd si
radioterapie pentru cancer mamar, care se adreseazid
Clinicii de Dermatologie, acuzind aparitia la nivel gambier
bilateral de multiple macule roz-maronii, pruriginoase. Pe
baza examindrilor clinice, evidentierii dermatoscopice a
patternului de “crater de wvulcan” si identificdrii
histopatologice a lamelei cornoide, s-a stabilit diagnosticul
de PASD. Analizele de laborator au ardtat valori modificate
ale glicemiei bazale, titru crescut al anticorpilor IgG anti
herpes simplex tip 1 si infectie cu toxoplasma gondii si
rubeold in antecedente. In urma tratamentului topic cu
polivinil A. 0,2%, tretinoind 0,02%, acid glicolic 4% sub
formi de gel si diclofenac 5% gel, se observd remisia
leziunilor cutanate. S-a recomandat reevaluare clinicd si
dermatoscopicd periodicd.
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Summary

Introduction: Disseminated superficial actinic
porokeratosis (DSAP) is a keratinization disorder and the
most common variant form of porokeratosis. UV radiation,
immunosuppression, radiotherapy, trauma, and genetic
factors are all risk factors for DSAP. Porokeratosis usually
affects sunexposed skin, and it appears as multiple pink
macules, with hypertrophic, well-defined borders and an
atrophic center.

Clinical case: We present the case of a 70-year-old
patient, with a history of left mastectomy and radiotherapy
for breast cancer, who came to the Dermatology Clinic, for
a bilateral eruption on the calves, consisting of multiple
pinkish-brown, itchy macules. A diagnosis of DSAP was
established based on clinical examinations, the dermoscopic
pattern of "volcanic crater”, and the histopathological
identification of the” cornoid lamella”. Laboratory tests
showed high values of fasting blood gliicose and positive
results for IgG antibodies against HSV type 1, toxoplasma
and rubella. Following topical treatment with 0.2%
polyvinyl A, 0.02% tretinoin, 4% glycolic acid gel and 5%
diclofenac gel the lesions regressed.

Conclusions: Multiple treatment options are
available for DSAP, no standard care being recognized.
Such cases should be followed-up clinically and
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Concluzii: Desi actualmente sunt descrise mai multe
optiuni terapeutice pentru PASD, atitudinea terapeuticd
nu este standardizatd. Asemenea cazuri trebuie monito-
rizate periodic clinic si dermatoscopic tindnd cont de riscul
de malignizare a leziunilor cutanate.

Cuvinte cheie: porokeratozd actinicd superficiald
diseminatd, lamela cornoidd, radioterapie; cancer mamar;
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dermoscopically considering the potential for malignant
transformation of such cases.
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Introducere

Porokeratoza actinica superficiald diseminata
(PASD) reprezintd cea mai frecvent intalnitd
formd a porokeratozelor [1]. Factorii de risc
implicati in geneza afectiunii sunt factori genetici,
radiatii ultraviolete, traumatisme, infectii,
imunosupresie [2]. Atat porokeratoza actinicd
superficiala diseminatd, cat si porokeratoza
liniara apar mai frecvent la sexul feminin, pe
cand forma palmard si plantard, impreuna cu
porokeratoza lui Mibelli au o preponderentd
masculind [3]. PASD afecteazd mai frecvent
pacientii aflati in decada a 3-a sau a 4-a de varsta
[4]. Afecteazd preponderent populatia cauca-
ziand, cu precddere italienii. Apare rar la per-
soanele cu fototip cutanat Fizpatrick IV sau V [5].

In PASD, leziunile cutanate sunt reprezentate
de macule pruriginoase, eritemato-scuamoase,
hiperkeratozice si cu centrul atrofic [1]; respecta
de reguld tegumentul de la nivelul palmelor,
plantelor si de la nivelul mucoaselor [3], in vreme
ce leziunile faciale sunt observate la aproximativ
15% dintre pacienti [6]. Etiopatogenia bolii este
incomplet elucidatd, iar in incercarea de explicare
a acesteia, s-au formulat multiple teorii, una
dintre acestea sustine cd asocierea dintre mutatii
ale genei mevalonat kinazei si expunerea la
radiatiile ultraviolete ar putea duce la o moarte
celulard accentuatd, cu aparitia clinicd a leziu-
nilor [7].

Caz clinic

Prezentam cazul unei paciente in varsta de 70
de ani, care se prezintd la Clinica de Dermato-
logie din Targu-Mures, acuzand aparitia unor
leziuni intens pruriginoase la nivelul gambelor.
Examenul dermatologic local pune in evidentd o
eruptie simetric dispusa la nivelul fetelor antero-
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Introduction

Disseminated superficial actinic porokera-
tosis (DSAP) is the most common subtype of
porokeratosis [2]. The onset of porokeratosis is
tied to risk factors such as ultraviolet radiation,
genetics, trauma, infection, and immunosup-
pression [2]. Both DSAP and linear porokeratosis
are more frequently found in females, while men
are more likely to be affected by porokeratosis
palmaris and plantaris or by Mibelli’s poro-
keratosis [3]. Female patients are more likely to
develop DSAP in their 30s or 40s [4]. DSAP is
much more likely to develop Caucasians. It's
rarely found in people with Fizpatrick skin types
IV orV [5].

In DSAP, clinically we will see pruritic
erythematous macules, round-oval in shape,
scaly, with well-defined hyperkeratotic margins
and an atrophic center [1]. The skin lesions
appear on the sun-exposed regions; they are
symmetrical, bilateral, and most frequently
found on the distal extremities of the lower limbs
[1]. Palms, soles, and mucous membranes are
typically spared [4], and lesions on the face are
found in about 15% of patients [6]. Although the
etiopathogenesis of porokeratosis is not fully
understood, it seems that a mutation of
mevalonate kinase in association with ultraviolet
radiation exposure are involved in the process
and could lead to increased cell death and the
clinical onset of the lesions [7].

Clinical case

We report the case of a 70-year-old patient,
who presented to the Dermatology Clinic with
some intensely itchy lesions on her calves. The




laterale ale gambelor, compusa din multiple
macule eritemato-scuamoase, cu margini bine
delimitate, ce prezintd deprimare centrala cu
atrofie [Figura 1]. Dupd badijonarea leziunilor cu
albastru de metilen 1% si indepartarea acestuia
cu solutie alcoolicd, se evidentiaza gulerasul
hiperkeratotic, care corespunde histopatologic
coloanei de celule parakeratozice din vecindtatea
zonei de atrofie epidermicd, cunoscuta sub
denumirea de lamela cornoida [Figura 2].
Examenul dermatoscopic constatd prezenta
de multiplii bulgdri (“clods”) de culoare alb-
gdlbuie, localizati in centrul leziunii, indicand
implicarea foliculard, in asociere cu rozete de
culoare albd, sugerand degradarea dermului sub
influenta radiatiei ultraviolete. De asemenea, se
constata aspectul de “crater de vulcan”, carac-
teristic leziunilor porokeratozice [Figura 3].
S-a efectuat biopsie cutanatd de tip punch, de
la nivelul unei macule roz-brune localizate la
nivelul gambei drepte, regiunea antero-externd,
iar examenul histopatologic a pus in evidentd un
epiteliu pavimentos stratificat keratinizat, cu
hiperkeratoza de tip orto si parakeratozd, stratul
spinos atrofic, format din 3-4 straturi de celule,
elastoza de gradul intéi la nivelul dermului, cu
focare de infiltrat inflamator cronic la nivelul
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dermatological examination revealed a sym-
metrical rash on the anterior and lateral sides of
the calves consisting of multiple erythematous-
scaly macules with well-defined margins and an
atrophic center [Figure 1]. After using methylene
blue 1% for staining the lesions and wiping it off
with an alcoholic solution, the hyperkeratotic
collar, that histopathologically corresponds to the
column of parakeratotic cells located next to the
epidermal atrophy area, also known as the
“cornoid lamella”, was highlighted [Figure 2].

Dermoscopy identified multiple yellowish-
white clods in the center of the lesion, indicating
the follicular involvement, while white rosettes,
due to the degradation of the dermis due to UV
exposure, were also seen. Additionally, the
"volcanic crater” mark was noticed. [Figure 3].

A punch skin biopsy was performed from a
pinkish-brown macule from the anterior calf.
The histopathological examination revealed a
keratinized stratified squamous epithelium, with
orthokeratosis and parakeratosis, an atrophic
spinous layer consisting of 3-4 layers of cells,
first-degree dermal elastosis, and a chronic
inflammatory infiltrate in the superficial dermis.

Figura 1. Aspectul clinic al leziunilor in momentul prezentdrii: macule eritemato-scuamoase, cu margini bine delimitate, cu
centru deprimat dispuse la nivelul fetelor antero-laterale ale gambelor.
Figure 1. Clinical appearance of DSAP lesions: on the antero-lateral sides of the calves - erythematous macules, with well-
defined margins, atrophic center.
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Figura 2. Aspectul leziunilor cutanate dupd badijonarea cu albastru de metilen 1%, se evidentiazd ”gulerasul hiperkeratotic”.
Figure 2. Clinical appearance of DSAP lesions after staining with methylene blue 1%. The "hyperkeratotic collar” is
highlighted.

Figura 3. Aspectul dermatoscopic al leziunilor porokeratozice: in centrul leziunii se observi bulgdri (“clods”) alb-galbui si
rozete de culoare albd. Se observd aspectul de "crater de vulcan”.
Figure 3. Dermoscopy of porokeratosis lesions: yellow-white lumps ("clods”) and white rosettes can be observed in the center of
the lesion. The "volcano crater” is observed.

dermului superficial, si remarca prezenta lamelei The cornoid lamella, a hallmark of porokeratosis,
cornoide, caracteristica afectiunii [Figura 4]. was also identified [Figure 4].

Testele de laborator remarca valori crescute Laboratory blood analysis revealed high
ale glicemiei bazale (117 mg/dl), trigliceridelor values for fasting blood glucose (117 mg/dl),
(178 mg/dl), vitezei de sedimentare a hematiilor triglycerides (178 mg/dl), erythrocyte sedi-
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Figura 4. Aspectul histopatologic in coloratie Hematoxilind-Eozind, obiectiv 20X orto si porokeratozd, strat spinos atrofic,
lamela cornoidd, elastozd de gradul I la nivelul dermului si infiltrat inflamator cronic in dermul superficial.
Figure 4. Histopathological aspect in Hematoxylin-Eosin stain, 20x magnification: orthokeratosis and porokeratosis, atrophic
spinous layer, cornoid lamella, grade I elastosis in the dermis, and chronic inflammatory infiltrate in the superficial dermis.

VSH (50 mm/h). De asemenea, identifica o
infectie virala herpeticd in faza latentd (Ac anti
HSV 1 IgG- 55.79 VU, Ac anti HSV 1 IgM 8.34
VU), prezenta unei infectii cu toxoplasma gondii
in antecedente (Ac anti Toxoplasma gondii IgG
7.40 IU/ml, Ac anti Toxoplasma gondii IgM 0.11
S/CO) si rubeold in antecedente( Rubella G 96.70
IU/ml, Ac anti Rubella IgM 0.14 S/CO). Restul
analizelor de laborator au fost in limite normale.
Pe baza examenului clinic, dermatoscopic si
examindrii histopatologice s-a stabilit diagno-
sticul de porokeratoza actinicad superficiald
diseminatd. PASD.

In urma tratamentului topic cu asocierea de
polivinil A. 0,2%, tretinoind 0,02%, acid glicolic
4% sub forma de gel in 2 aplicari/zi si diclofenac
gel de doud ori pe zi la nivelul leziunilor, se ob-
serva remisia clinica completa dupa aproximativ
5 sdptdmani de tratament. De asemenea, s-a
recomandat aplicarea zilnicd a cremelor cu factor
de protectie solard. Pacienta a fost urmarita clinic
si dermatoscopic timp de doi ani de zile, fara a se
decela recidiva locald sau aparitia unor leziuni
cutanate maligne.

mentation rate (ESR) (50 mm/h). Previous
herpetic infection (positive IgG antibodies
against HSV type 1), Toxoplasma Gondii infec-
tion (positive IgG antibodies against Toxoplasma
Gondii-7.40 IU/ml, negative IgM antibodies
against Toxoplasma Gondii 0.11 S/CO) and
Rubella infection (positive IgG antibodies against
Rubella-96.70 IU/ml, negative IgM antibodies
against Rubella 0.14 S/CO) were identified. The
other laboratory findings were withing limits.

Based on the clinical, dermoscopic and
histopathological examination, a diagnosis of
DSAP was established.

Topical treatment with 0.2% polyvinyl A,
0.02% tretinoin, 4% glycolic acid gel twice a day
and 5% diclofenac gel b.i.d. lead to complete
clinical remission after 5 weeks. Daily photo-
protection has been recommended as well. The
patient was carefully followed up for 2 years,
with no further treatment needed and no
malignant transformation of the lesions.
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Discutii

Clinic, porokeratozele se clasifica in poro-
keratoza lui Mibelli, PASD, porokeratoza liniard,
porokeratoza punctatd, porokeratoza palmo-
plantarda diseminatd, porokeratoza ptycotropica
si porokeratoza eruptiva diseminata [5].

In literaturd sunt mentionati diversi factori
declansatori ai bolii, printre acestia se numara
infectia cu virusul herpes simplex. Acesta este
intalnit la aproximativ 20% din pacientii cu
porokeratoza eruptiva diseminatd [6], dar nu au
fost raportate cazuri la pacientii cu PASD.

Markerul dermatoscopic al porokeratozei
este cunoscut sub denumirea de “crater de
vulcan” [8], acesta fiind compus dintr-un inel
periferic ce corespunde marginii hiperkeratozice,
elevate, bine delimitate, ce poate fi intrerupt pe
alocuri, adesea hiperpigmentat, la care se
asociazd centrul atrofic, deprimat. Examinarea
dermatoscopica a maculelor porokeratozice a
pacientei noastre a detectat suplimentar “cra-
terului de vulcan” si implicarea foliculard,
ecranatd prin prezenta bulgarilor de culoare alb3,
in centrul leziunilor. Literatura de specialitate
raporteaza un numdr limitat de cazuri de PASD
in care se observd implicarea foliculara [8].

Debutul PASD este adesea asociat cu
transplantul renal, exacerbdri ale diabetului
zaharat, si boli autoimune [9]; keratinizarea
anormald diseminata fiind pusa pe baza imuno-
supresiei [5]. In cazul nostru, diagnosticarea
PSAD a fost un semnal de alarmd, pacienta
prezentand valori modificate ale glicemiei bazale,
prin urmare a fost redirectionatd spre medicul
diabetolog. Radioterapia si fototerapia sunt
terapii frecvent asociate cu debutul porokeratozei
[2], iar In cazul pacientei noastre, radioterapia
poate fi considerata un potential factor favorizant
dat fiind istoricul pacientei si radioterapia aso-
ciatd mastectomiei pentru tratamentul cancerului
mamar.

Literatura de specialitate mentioneaza aso-
cierea dintre toxoplasmoza si porokeratoza
striatd a lui Nekam [9], nefiind descrise cazuri
care sd implice PSAD si infectia cu toxoplasma
gondii.

Diagnosticul diferential al PASD, se poate
realiza cu afectiuni precum: keratoza pilard
(papule perifoliculare, discrete cu un dop central
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Discussions

Clinically, porokeratoses are classified as
Mibelli’s porokeratosis, DSAP, linear poro-
keratosis, punctate porokeratosis, porokeratosis
plantaris, palmaris et disseminata (PPPD),
ptycotropic porokeratosis and disseminated
eruptive porokeratosis [5].

There are some triggering factors that may
contribute to the onset of the disease. Herpes
simplex virus infection is found in approximately
20% of patients with disseminated eruptive
porokeratosis [6], but there are no cases reported
in patients with DSAP. Also, no cases of
porokeratosis and coinfection with Rubella or
toxoplasma gondii have been identified.

The specific dermoscopic marker of poro-
keratosis is known as the "volcanic crater” pattern
[8], consisting of a peripheral ring that
corresponds to the hyperkeratotic, elevated,
usually hyperpigmented, well-defined margin,
which can be broken in some places. Dermoscopy
of the porokeratosis macules of our patient
detected the "volcanic crater" pattern, as well as
follicular involvement (white lumps in the center
of the lesions). A small number of DSAP cases
with follicular involvement have been reported
[8].

The onset of superficial disseminated actinic
porokeratosis (PSAD) is often associated with
kidney transplantation, diabetes mellitus
exacerbations, and autoimmune diseases [9],
abnormal keratinisation being linked to
immunosuppression [5]. For our patient, the
diagnosis of DSAP raised awareness for early
detection of pre-diabetes, the patient presented
high values of fasting blood glucose (117 mg/dl),
therefore she was referred to a diabetologist.
Radiotherapy and phototherapy are the most
common therapies associated with the onset of
porokeratosis [2]; in our case, radiotherapy can
be considered as a triggering factor of the disease
given the patient’s history (radiotherapy
associated with mastectomy for the treatment of
breast cancer).

The literature indicates the association
between toxoplasmosis and Nekam’s striated
porokeratosis®, but there are no cases involving
DSAP and toxoplasma infection.




de keratind, localizate pe suprafata extensoare a
membrelor, fiecare papuld fiind inconjurata de
margini eritematoase [10], se exclude pe baza
aspectului clinic si dermatoscopic); keratoza
Stucco (papule hiperkeratozice de culoare albd,
care se gdsesc mai frecvent la nivel acral si
afecteazd preponderent sexul masculin [11], se
exclude pe baza aspectului clinic si dermato-
scopic); porokeratoza eruptivd diseminatd [3]
(afecteazd pacientii imunocompromisi, caracte-
rizatd de debut acut cu numeroase keratoze ce
apar initial la nivelul membrelor inferioare, dar se
rdspandesc la nivelul intregului corp; nu
afecteazd doar expus radiatiilor utraviolete;
histopatologic sunt semne de porokeratoza,
excluderea diagnosticului realizdndu-se pe baza
contextului clinic si dispunerii leziunilor).

Leziunile porokeratozice sunt considerate
extensii ale ciampului de cancerizare [12,13] prin
potentialul evolutiv spre carcinom spinocelular
[1] sau boald Bowen [14]. Aceasta se explicd prin
identificarea lamelei cornoide, alcituitd dintr-o
coloana de porokeratozd, la examenul histo-
patologic al leziunilor de carcinom spinocelular
la pacientii cu porokeratozd degenerata malign
[1].

Analiza microfluorometrici a ADN-ului
keratinocitelor unui pacient cu porokeratoza
diseminatd si multiple leziuni de boald Bowen
[14], a aratat anomalii ale ADN-ului in celulele
epidermice ale leziunilor porokeratozice, cu
valori crescute ale indexului ADN. Leziunile
cutanate porokeratozice au progresat, dezvol-
tandu-se ulterior boala Bowen. Aceste observatii
sugereazd cresterea directd si secventiald a
celulelor clonale neoplazice, cu potential ma-
lign, in leziunile cutanate porokeratozice ale
pacientului si explicd dezvoltarea bolii Bowen
[14].

Evolutia malignd a fost mentionatd in cazul
porokeratozei liniare, PASD, porokeratozei lui
Mibelli si porokeratozei palmo-plantare [15, 16,
17,18], fiind mai frecvent intdlnitd in cazul
porokeratozei lui Mibelli [16].

Cele mai multe cazuri de PASD au fost
descrise la pacientii care prezentau un numadr
mare de leziuni la nivelul regiunilor distale ale
membrelor, sugerdnd impactul expunerii UV
asupra degenerdrii maligne [18].
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Keratosis pilaris (discrete perifollicular
papules with a central plug of keratin, seen on the
extensor surface of the limbs, each papule is
surrounded by erythematous margins [10]),
Stucco keratosis (white hyperkeratotic papules
more frequently found on the limbs and
predominantly affects the males [11]), dis-
seminated eruptive porokeratosis (acute onset
with numerous keratoses starting on the lower
limbs, and then spreading to the upper part of the
body, it does not affect only the skin damaged by
ultraviolet light, histopathologically there are
signs of porokeratosis, the diagnose may be
excluded based on the clinical presentation) [3]
are the main differential diagnosis options for
DSAP.

Porokeratosis lesions are considered exten-
sions of field cancerization [12,13] through the
evolutionary potential towards squamous cell
carcinoma [1] or Bowen's disease [14]. This link is
justified by the identification of the “cornoid
lamella” on the histopathological examination of
squamous cell carcinoma lesions in patients with
porokeratosis which undergo malignant
transformation [1].

Microfluorometric analysis of keratinocytes’
DNA of a patient with disseminated superficial
actinic porokeratosis and multiple Bowen’s
disease lesions showed DNA abnormalities in the
epidermal cells of the porokeratosis lesions, with
elevated DNA index values [14]. Porokeratosis
skin lesions progressed, subsequently developing
Bowen’s disease [14]. These observations suggest
the direct and sequential growth of neoplastic
clonal cells and the malignant potential of the
porokeratosis skin lesions, and their tendency to
progress to Bowen’s disease [14].

Malignant transformation has been docu-
mented in linear porokeratosis, DSAP, Mibelli’'s
porokeratosis, and porokeratosis plantaris pal-
maris et disseminata (PPPD) [15,16,17,18]; it is
more common in Mibelli’s porokeratosis [16].

In DSAP, most cases were described in
patients who had many lesions in the distal
regions of the limbs, suggesting the negative
impact of UV exposure on porokeratosis lesions,
which undergo malignant transformation [18].

The treatment of porokeratosis does not
follow a standardized pattern. There are multiple
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Tratamentul porokeratozelor nu este la
momentul de fatd standardizat. Literatura pre-
cizeazd multiple variante de tratament topic,
sistemic, chirurgical. Desi radiatiile ultraviolete
sunt considerate factori favorizanti ai aparitiei
porokeratozelor, sunt autori care raporteaza
efecte favorabile in urma utilizarii fototerapiei si
laserterapiei [19].

Analogii de vitamina D sunt deseori utilizati,
datoritd proprietatilor modulatoare asupra
keratinizarii si proliferdrii celulelor epidermice
[20]. Sunt raportate cazuri In care retinoizii topici
au fost utilizati cu succes in tratamentul poro-
keratozelor, datoritd efectelor pozitive asupra
proliferdrii epidermice, descuamarii si inflamatiei
[21].

Imiquimodul este un modulator imun care
stimuleazd sistemul imunitar inndscut [22].
Aplicarea sa topica in cazul PASD duce la aparitia
de ulceratii superficiale ce se vor vindeca ulterior
cu cicatrici superficiale si eritem rezidual [18].
Este necesard utilizarea cu precautie, din cauza
efectelor adverse puternice, pacientul avand
nevoie de consulturi repetate in vederea
monitorizarii [18].

Diclofenacul topic in concentratii de 3-5% sub
forma de gel, se poate utiliza datoritd efectelor
antiinflamatoare, prin inhibitia COX, stopand
proliferarea celularad si angiogeneza [23]. Acestea
asigurd o ameliorare a pruritului, efectele adverse
fiind aparitia eritemului si iritatiei locale cu o
eventuald evolutie spre o dermatitd de contact
[21].

Laserul CO, reprezinta o optiune terapeutica
in cazul porokeratozelor, cu raspuns clinic
variabil, fiind descrise atat cazuri de PSAD cu
rezolutie completa a leziunilor, si mentenanta
acestora in timp [24], dar si cazuri de poro-
keratoza lui Mibelli cu rezultate nesatisfacatoare
si recurenta rapidd a leziunilor post-tratament
[25].

Crioterapia cu azot lichid a prezentat rezul-
tate favorabile in cazul leziunilor ano-genitale
[26]. Pentru PASD, studiile raporteaza rezultate
nesatisfacdtoare [27].

Existd multiple raportdri de interventii
chirurgicale in cazul PASD, printre care
mentiondm excizia chirurgicald completd [28],
dermabraziunea [29] si chirurgia cu radiofrec-
venta [30].
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choices of topical, systemic, surgical treatment.
Phototherapy and laser therapy can also be used
in the treatment of the disease [19].

Vitamin D analogs are frequently used due to
their regulatory properties on the keratinization
and epidermal cell proliferation processes [20].
Topical retinoids have been successfully used in
the treatment of porokeratosis, due to their
positive effects on epidermal proliferation,
desquamation, and inflammation [21].

Imiquimod is an immune modulator that
enhances the innate immune system [22]. Topical
application in DSAP leads to superficial ulcera-
tions, that will later heal with superficial scars
and residual erythema [18]. It is necessary to use
it with caution to avoid unwanted adverse
effects; monitoring may be required during the
treatment [18].

3-5% Topical diclofenac gel can be used due
to its anti-inflammatory effects, by blocking
COX2, limiting cell proliferation and angio-
genesis [23]. Topical diclofenac provides an
improvement in itching; the most common
adverse effects are local erythema and irritation,
with a possible evolution to contact dermatitis
[21].

The CO2 laser is used to treat porokeratosis;
variable clinical responses have been seen. There
are cases of DSAP with complete resolution of the
lesions, but there are also cases with poor or no
response to laser treatment [24]; also, cases of
Mibelli’s porokeratosis with unsatisfactory
results to laser treatment have been reported [25].

Cryotherapy with liquid nitrogen showed
favourable results in porokeratosis affecting the
genital area [26]. Studies report unsatisfactory
results for disseminated superficial actinic
porokeratosis [27].

There are multiple reports of surgical inter-
ventions in DSAP, like complete surgical excision
[28], dermabrasion [29] and radiofrequency
surgery [30].

In our case, clinical resolution was observed
following the use of 0.02% tretinoin, 4% glycolic
acid 4% (which offers better penetration of
tretinoin at the follicular level), 0.2% polyvinyl A.
0.2% (which offers a gradual release of its active
substance) gel and 5% diclofenac gel.




In cazul pacientei noastre, s-a optat pentru
tratament local cu tretinoina 0.02%, acid glicolic
4% (care oferd o penetrare mai bund a
tretinoinului la nivel folicular), polivinil A. 0,2%
(care oferd o eliberare treptati a substantei lor
active) sub formd de gel si diclofenac gel 5 %
aplicate de 2 ori/zi, cu rezolutia clinicd a
leziunilor dupa aproximativ 5 sdptamani de
tratament.

Concluzii

Am prezentat cazul unei paciente in varsta de
70 de ani, diagnosticatd cu PASD, care a prezentat
un raspuns favorabil la terapia topicd combinata
(tretinoina 0.02, acid glicolic 4%, polivinil A. 0,2%
sub forma de gel si diclofenac 5% gel). In cazul
PASD, din cauza caracterului recidivant al bolii,
dar si potentialului evolutiv malign, se impune
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Conclusions

We reported the case of a 70-year-old female
patient, diagnosed with DSAP, who presented a
rapid and sustained response with topical
combined treatment (0.02% tretinoin, 4% glycolic
acid, 0.2% polyvinyl A as gel and 5% diclofenac
gel). The patient is being followed up to prevent
the recurrence of porokeratosis lesions and their
potential malignant evolution.

urmadrirea periodicd a pacientilor.
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