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Summary

High-potency topical glucocorticoids represent the
first-line therapeutic cornerstone in psoriasis vulgaris.
However, prolonged and unsupervised use may lead to
systemic absorption and suppression of the hypothalamic–
pituitary–adrenal (HPA) axis, resulting in iatrogenic
Cushing syndrome [1,2].

We present the case of a 40-year-old female patient
with a 25-year history of psoriasis vulgaris, admitted for
intense diffuse cutaneous erythema with a tendency toward
erythroderma, extensive lamellar desquamation, and
multiple erythematous-squamous plaques, developed on a
background of marked skin atrophy. The patient had
chronically used clobetasol propionate, applied topically
twice daily over long periods, without medical
recommendation or specialist monitoring. Clinical
examination revealed cushingoid facies, severe scalp
involvement, and significant nail changes. Paraclinical
investigations showed an extremely low serum cortisol
level (3.97 ng/ml) and osteopenia (DEXA score). Treatment
was initiated with oral Prednisone (10 mg/day) to support
the HPA axis, associated with systemic Methotrexate (15
mg/week subcutaneously), folic acid, and non-steroidal
topical emollient therapy. Clinical and paraclinical
evolution at 2 and 5 months was markedly favorable, with
a significant reduction in severity indices (PASI from 37.1
to 19.8) and recovery of HPA axis function, with serum
cortisol increasing to 105.2 µg/dL at two months.

Rezumat

Glucocorticoizii topici de potenþã mare reprezintã
pilonul terapeutic de primã linie în psoriazisul vulgar. Cu
toate acestea, utilizarea prelungitã ºi nesupravegheatã
medical poate determina absorbþie sistemicã ºi supresia axei
hipotalamo-hipofizo-suprarenaliene (HHS), conducând la
sindrom Cushing iatrogen [1,2]. 

Prezentãm cazul unei paciente în vârstã de 40 de ani,
cu antecedente de psoriazis vulgar de 25 de ani, care s-a
internat pentru un eritem cutanat difuz intens, cu tendinþã
la eritrodermizare, descuamare lamelarã extensivã ºi
multiple plãci eritemato-scuamoase, dezvoltate pe fondul
unei atrofii tegumentare marcate. Pacienta a utilizat cronic
propionat de clobetasol, administrat topic de douã ori pe zi,
pe perioade îndelungate, fãrã recomandare sau monitorizare
medicalã de specialitate. Examenul clinic a evidenþiat facies
cushingoid, afectare severã a scalpului ºi modificãri
unghiale severe. Investigaþiile paraclinice au relevat o
valoare extrem de scãzutã a cortizolului seric (3,97 ng/ml)
ºi osteopenie (scor DEXA). S-a iniþiat tratament cu
Prednison oral (10 mg/zi) pentru susþinerea axei HHS,
asociat cu tratament sistemic cu Metotrexat (15 mg/sãptã-
mânã subcutanat), acid folic ºi terapie topicã non-
steroidianã emolientã. Evoluþia clinicã ºi paraclinicã la 2 ºi
5 luni a fost intens favorabilã, evidenþiind scãderea marcatã
a indicilor de severitate (PASI de la 37,1 la 19,8) ºi reluarea
funcþiei axei HHS, cortizolul seric crescând la 105,2 µg/dL
dupã douã luni de tratament. 

179

* Spitalul Clinic de Urgenþã Militar “Dr. ªtefan Odobleja”, Clinica Dermatovenerologie, Craiova, România
“Dr. ªtefan Odobleja” Military Emergency Clinical Hospital, Dermatovenerology Clinic, Craiova, Romania

** Universitatea de Medicinã ºi Farmacie Craiova, România 
University of Medicine and Pharmacy of Craiova, Craiova, Romania



Introducere

Psoriazisul este o dermatozã inflamatorie
cronicã, recidivantã, imun-mediatã, ce prezintã o
prevalenþã globalã estimatã la aproximativ 2–3%
[3]. Din punct de vedere clinic, patologia se ca-
racterizeazã prin plãci eritematoase bine deli-
mitate, acoperite de scuame alb-sidefii, localizate
predilect la nivelul zonelor de extensie, scalpului
ºi unghiilor, fiind adesea asociatã cu o alterare
severã a calitãþii vieþii pacienþilor [4]. 

În managementul formelor uºoare ºi mode-
rate de boalã, glucocorticoizii topici rãmân op-
þiunea terapeuticã de primã linie datoritã pro-
prietãþilor lor antiinflamatorii, antimitotice ºi
imunosupresoare puternice [3]. Cu toate acestea,
utilizarea prelungitã sau aplicarea necontrolatã a
moleculelor cu potenþã mare (clasa IV, precum
propionatul de clobetazol) determinã reacþii
adverse locale semnificative (atrofie tegumen-
tarã, telangiectazii, vergeturi). Deºi consideratã o
complicaþie rarã în dermatologie, absorbþia
sistemicã transcutanatã poate apãrea în contextul
aplicãrii pe suprafeþe extinse sau pe perioade
îndelungate, realizând o supresie profundã a axei
hipotalamo-hipofizo-suprarenaliene (HHS) având
drept consecinþã instalarea sindromului Cushing
iatrogen [3, 4]. 

Material ºi Metode

Lucrarea prezintã analiza retrospectivã a
unui caz clinic de hipercorticism iatrogen asociat
cu psoriazis vulgar sever exacerbat secundar
abuzului terapeutic. Evaluarea clinicã a pacientei
s-a realizat prin cuantificarea indicilor dermato-
logici standardizaþi: Psoriasis Area and Severity
Index (PASI), Psoriasis Scalp Severity Index (PSSI),
Nail Psoriasis Severity Index (NAPSI) ºi chestio-

Introduction

Psoriasis is a chronic, relapsing, immune-
mediated inflammatory dermatosis with an
estimated global prevalence of approximately 2–
3% [3]. Clinically, it is characterized by well-
demarcated erythematous plaques covered with
silvery-white scales, predominantly located on
extensor surfaces, the scalp, and nails, often
associated with a significant impairment in
patients’ quality of life [4].

In the management of mild and moderate
forms, topical glucocorticoids remain the first-
line therapy due to their potent anti-inflam-
matory, antimitotic, and immunosuppressive
properties [3]. However, prolonged use or
uncontrolled application of high-potency
molecules (class IV, such as clobetasol
propionate) leads to significant local adverse
effects (skin atrophy, telangiectasia, striae).
Although considered rare in dermatology,
systemic transcutaneous absorption may occur
when applied over large areas or for prolonged
periods, causing profound suppression of the
hypothalamic–pituitary–adrenal (HPA) axis and
leading to iatrogenic Cushing syndrome [3,4].

Materials and Methods

This paper presents a retrospective analysis
of a clinical case of iatrogenic hypercorticism
associated with severe psoriasis vulgaris
exacerbated secondary to therapeutic abuse.
Clinical evaluation was performed using
standardized dermatological indices: Psoriasis
Area and Severity Index (PASI), Psoriasis Scalp
Severity Index (PSSI), Nail Psoriasis Severity
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This case highlights the dangers of self-medication
with super-potent dermatocorticosteroids. Interdisciplinary
collaboration and periodic medical monitoring are essential
to prevent severe iatrogenic complications.
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Cazul subliniazã pericolele automedicaþiei cu dermato-
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narul Dermatology Life Quality Index (DLQI). Pro-
filul paraclinic a inclus monitorizarea dinamicii
cortizolului seric matinal, a ionogramei serice, a
markerilor inflamatori (fibrinogen) ºi evaluarea
densitãþii minerale osoase prin osteodensito-
metrie DEXA la nivelul coloanei lombare (L1–L4).
Monitorizarea evoluþiei s-a efectuat prin re-
evaluãri periodice la intervale de 2 ºi 5 luni de la
iniþierea schemei terapeutice de desensibilizare
steroidianã ºi introducere a terapiei sistemice
imunomodulatoare. 

Prezentarea cazului clinic

O pacientã în vârstã de 40 de ani, provenind
din mediul urban, s-a internat pentru un tablou
clinic cutanat marcat de un eritem difuz intens,
cu tendinþã evolutivã spre eritrodermizare, acom-
paniat de o descuamare lamelarã extensivã ºi
multiple plãci eritemato-scuamoase bine delimi-
tate, localizate pe fondul unei atrofii tegumentare
generalizate. 

Din istoricul patologiei, pacienta prezenta un
psoriazis vulgar diagnosticat cu 25 de ani ante-
rior prezentãrii actuale. În încercarea de a auto-
gestiona puseurile acute ale bolii, pacienta a
recurs la utilizarea cronicã, abuzivã a propiona-
tului de clobetazol (aplicat topic de 2 ori pe zi pe
suprafeþe mari ale corpului), pe perioade lungi,
fãrã recomandare medicalã sau a unei monito-
rizãri clinice de specialitate. 

La examenul clinic obiectiv s-au decelat sem-
nele patognomonice ale hipercorticismului: facies
cushingoid („în lunã plinã”) ºi tegumente sever
atrofice, fragile, prezentând un desen vascular
intens accentuat (telangiectazii diseminate). La
nivelul scalpului, s-au evidenþiat plãci erite-
matoase confluente, acoperite de scuame groase,
aderente, determinând un prurit intens. Modifi-
cãrile unghiale au fost de asemenea severe, pa-
cienta manifestând pitting unghial, leuconichie,
pete roºii lunulare, onicolizã ºi hiperkeratozã
subunghialã. Scorurile iniþiale de severitate au
indicat o formã extrem de severã de boalã: PASI =
37,1; PSSI = 40; NAPSI = 100, cu un index DLQI
de 9. 

Investigaþiile de laborator iniþiale au decelat
un nivel crescut al fibrinogenului (381 mg/dl) ºi
un deficit marcat de vitamina D (19,6 ng/ml).
Ionograma sericã a evidenþiat valori normale:

Index (NAPSI), and Dermatology Life Quality
Index (DLQI).

Paraclinical assessment included monitoring
morning serum cortisol dynamics, serum iono-
gram, inflammatory markers (fibrinogen), and
bone mineral density evaluation by DEXA
osteodensitometry at the lumbar spine (L1–L4).
Follow-up was conducted through periodic
reassessments at 2 and 5 months after initiation of
steroid tapering and introduction of systemic
immunomodulatory therapy.

Case presentation

A 40-year-old female patient from an urban
area was admitted with a severe cutaneous
clinical picture characterized by intense diffuse
erythema with progression toward erythro-
derma, accompanied by extensive lamellar
desquamation and multiple well-defined ery-
thematous-squamous plaques on a background
of generalized skin atrophy.

From her medical history, the patient had
been diagnosed with psoriasis vulgaris 25 years
prior. In an attempt to self-manage disease flares,
she chronically and abusively used clobetasol
propionate (applied topically twice daily over
large body areas) for prolonged periods, 
without medical recommendation or specialist
monitoring.

Clinical examination revealed pathogno-
monic signs of hypercorticism: cushingoid
(“moon face”) facies and severely atrophic,
fragile skin with pronounced vascular pattern
(disseminated telangiectasia). On the scalp,
confluent erythematous plaques covered with
thick, adherent scales causing intense pruritus
were observed. Nail changes were also severe,
including nail pitting, leukonychia, red lunula
spots, onycholysis, and subungual hyper-
keratosis. Initial severity scores indicated
extremely severe disease: PASI = 37.1; PSSI = 40;
NAPSI = 100; DLQI = 9.

Initial laboratory investigations showed
elevated fibrinogen (381 mg/dl) and marked
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Figura 1: Aspectul clinic iniþial al pacientei la internare. Se observã eritemul cutanat difuz intens cu tendinþã clarã la
eritrodermizare, plãcile eritemato-scuamoase policiclice ºi atrofia tegumentarã marcatã cu evidenþierea accentuatã a reþelei

vasculare subcutanate la nivelul toricelui anterior.
Figure 1: Initial clinical appearance of the patient at admission. Marked diffuse cutaneous erythema with a clear tendency

toward erythroderma is observed, along with polycyclic erythematous-squamous plaques and pronounced skin atrophy, with
prominent visualization of the subcutaneous vascular network on the anterior thorax.

Figura 2: Afectarea severã a unghiilor la prezentarea
iniþialã, obiectivatã prin hiperkeratozã subunghialã masivã,

leuconichie structuralã, pete roºii lunulare ºi onicolizã
secundarã psoriazicã distroficã (Scor NAPSI iniþial = 100).

Figure 2: Severe nail involvement at initial presentation,
characterized by massive subungual hyperkeratosis,

structural leukonychia, red lunula spots, and secondary
dystrophic psoriatic onycholysis (initial NAPSI score =

100).
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vitamin D deficiency (19.6 ng/ml). Serum iono-
gram values were: potassium = 4.13 mmol/l;
sodium = 141 mmol/l; chloride = 105 mmol/l.
The crucial finding was a critically low morning
serum cortisol level (3.97 ng/ml), confirming
HPA axis suppression induced by topical
corticosteroids. DEXA osteodensitometry at the
lumbar spine (L1–L4) showed a mean bone
mineral density (BMD) of 0.907 g/cm²,
establishing the diagnosis of secondary iatro-
genic osteopenia.

Potasiu = 4,13 mmol/l; Sodiu = 141 mmol/l; Clor
= 105 mmol/l. Elementul paraclinic crucial a fost
reprezentat de valoarea critic scãzutã a cortizo-
lului seric matinal (3,97 ng/ml), confirmând
supresia axei hipotalamo-hipofizo-supra-
renaliene indusã de corticosteroidul topic. Exa-
minarea prin osteodensitometrie DEXA la nivelul
coloanei lombare (L1–L4) a înregistrat o densitate
mineralã osoasã (BMD) medie de 0,907 g/cm²,
stabilind diagnosticul secundar de osteopenie
iatrogenã. 
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Figura 3: Manifestare la nivelul scalpului, evidenþiind plãci
eritematoase extinse dincolo de liziera frontalã, acoperite de
scuamã groasã, hiperkeratoticã, alb-sidefie, cu prurit intens

asociat (Scor PSSI iniþial = 40).
Figure 3: Scalp involvement showing extensive

erythematous plaques extending beyond the frontal
hairline, covered by thick, hyperkeratotic, silvery-white

scales, associated with intense pruritus (initial PSSI 
score = 40).

Figura 4: Evoluþia clinicã dermatologicã favorabilã la 2
luni de la iniþierea terapiei cu Metotrexat ºi începerea

reducerii treptate a corticoterapiei sistemice. Se observã o
reducere semnificativã a eritemului ºi remisia fenomenelor

scuamoase lamelare trunchiale.
Figure 4: Favorable dermatological clinical evolution at 2

months after initiation of Methotrexate therapy and
gradual tapering of systemic corticosteroids. A significant
reduction in erythema and remission of truncal lamellar

scaling are observed. 
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Management terapeutic ºi monitorizare

În urma consultului endocrinologic, s-a decis
întreruperea aplicãrii de dermatocorticoizi ºi
iniþierea corticoterapiei sistemice de substituþie
cu Prednison 5 mg, în dozã de 10 mg/zi, pentru a
preveni declanºarea unei crize addisoniene acute
[5]. 

Concomitent, pentru controlul dermatologic
al bolii, s-a instituit tratament sistemic non-
steroidian cu Metotrexat (15 mg/sãptãmânã
administrat subcutanat), asociat cu Acid folic (5
mg/sãptãmânã administrat la 24 de ore dupã
Metotrexat) ºi suplimentare cu Vitamina D (2000
UI/zi). Planul terapeutic topic a fost restrâns la
preparate emoliente (gel de spãlare keratolitic ºi
emulsie hidratantã de 2 ori pe zi) ºi un ºampon cu
propionat de clobetazol limitat la doar 2 aplicãri
pe sãptãmânã. 

La reevaluarea efectuatã dupã douã luni,
pacienta a prezentat o evoluþie clinicã ºi biologicã

Therapeutic Management and Monitoring

Following endocrinology consultation, un-
controlled topical clobetasol use was dis-
continued and systemic replacement cortico-
therapy with Prednisone 10 mg/day was
initiated to prevent acute Addisonian crisis [5].

Simultaneously, for dermatological control,
non-steroidal systemic therapy with Metho-
trexate (15 mg/week subcutaneously) was intro-
duced, along with folic acid (5 mg/week,
administered 24 hours after Methotrexate) and
vitamin D supplementation (2000 IU/day).
Topical therapy was limited to emollients
(keratolytic cleansing gel and moisturizing
emulsion twice daily) and a clobetasol shampoo
restricted to two applications per week.

At the 2-month follow-up, the patient
showed favorable clinical and biological
evolution. Ionogram parameters remained stable
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Figura 5: Evaluarea finalã la 5 luni post-tratament (iunie 2026). Remisiunea remarcabilã a leziunilor de psoriazis ºi restaurarea
grosimii ºi elasticitãþii normale a barierelor cutanate trunchiale dupã eliminarea completã a efectului iatrogen atrofic steroidian.

Figure 5: Final evaluation at 5 months post-treatment (June 2026). Marked remission of psoriatic lesions and restoration of
normal thickness and elasticity of the truncal skin barrier following complete resolution of steroid-induced iatrogenic atrophy.
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favorabilã. Parametrii ionogramei s-au menþinut
stabili (K = 4,4 mmol/l, Na = 138 mmol/l, Cl =
109 mmol/l). Investigaþiile au evidenþiat o
creºtere semnificativã a cortizolului seric la
valoarea de 105,2 µg/dL, indicând reluarea
progresivã a funcþiei endocrine ºi recuperarea
parþialã a rãspunsului corticosuprarenalian. Ca
urmare, dermatocorticoizii au fost sistaþi
complet, iar doza de Prednison a fost redusã
treptat (de la 10 mg/zi la 5 mg/zi timp de douã
sãptãmâni, ulterior la 2,5 mg/zi pânã la
excludere). Scorurile clinice la 2 luni s-au
îmbunãtãþit, înregistrând valori PASI = 24 ºi PSSI
= 24. 

A treia evaluare, programatã în iunie 2026 (la
5 luni de la iniþiere), a confirmat succesul
terapeutic dupã sistarea completã a cortico-
terapiei topice ºi sistemice. Examenul clinic a
evidenþiat o remisiune substanþialã a leziunilor
dermatologice ºi refacerea structuralã a atrofiei

(K = 4.4 mmol/l, Na = 138 mmol/l, Cl = 109
mmol/l). Serum cortisol increased significantly
to 105.2 µg/dL, indicating progressive recovery
of endocrine function. Consequently, abusive
dermatocorticosteroids were completely discon-
tinued, and Prednisone was gradually tapered
(from 10 mg/day to 5 mg/day for two weeks,
then to 2.5 mg/day until cessation). Clinical
scores improved: PASI = 24; PSSI = 24.

At the third evaluation (June 2026, 5 months),
therapeutic success was confirmed after complete
cessation of both topical and systemic
corticosteroids. Clinical examination showed
substantial remission of lesions and structural
recovery of skin atrophy. Severity scores
decreased significantly: PASI = 19.8; PSSI = 12;
NAPSI = 97; DLQI = 4, reflecting improved
quality of life. Laboratory parameters confirmed
normal ionogram and optimal cortisol levels,
with no signs of adrenal insufficiency.

Parametru Internare Revaluare Reevaluare 
biologic iniþialã la 2 luni la 5 luni

PASI 37,1 24 19,8

PSSI 40 24 12

NAPSI 100 100 97

DLQI 9 7 4

Parametru Internare Revaluare Reevaluare 
biologic iniþialã la 2 luni la 5 luni

Cortizol 3,97 105,2 85,42
seric

Sodiu 141 138 141
(mmol/L)

Potasiu 4,13 4,40 4,2
(mmol/L)

Clor 105 109 109
(mmol/L)

Parameter Initial Re-evaluation Re-evaluation 
biological admission at 2 months at 5 months

Serum 3.97 105.2 85.42
cortisol

Sodium 141 138 141
(mmol/L)

Potassium 4.13 4.40 4.2
(mmol/L)

Chloride 105 109 109
(mmol/L)

Tabelul I. Dinamica scorurilor clinice de
severitate ºi a indicelui calitãþii vieþii pe

parcursul evaluãrilor

Parameter Initial Re-evaluation Re-evaluation 
biological admission at 2 months at 5 months

PASI 37.1 24 19.8

PSSI 40 24 12

NAPSI 100 100 97

DLQI 9 7 4

Table I. Dynamics of clinical severity 
scores and quality of life index 

during evaluations

Legend: PASI – Psoriasis Area and Severity Index; PSSI –
Psoriasis Scalp Severity Index; NAPSI – Nail Psoriasis
Severity Index; DLQI – Dermatology Life Quality Index.

Legendã: PASI – Psoriasis Area and Severity Index; PSSI –
Psoriasis Scalp Severity Index; NAPSI – Nail Psoriasis
Severity Index; DLQI – Dermatology Life Quality Index.

Tabelul II. Evoluþia în dinamicã a parametrilor
biologici monitorizaþi pe parcursul

tratamentului

Table II. Dynamic evolution of monitored
biological parameters during treatment
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cutanate. Scorurile de severitate au scãzut
considerabil: PASI = 19,8; PSSI = 12; NAPSI = 97,
iar indicele DLQI a scãzut la valoarea de 4,
reflectând o ameliorare semnificativã a calitãþii
vieþii. Parametrii de laborator au relevat o
ionogramã în limite normale ºi un nivel optim al
cortizolului seric, fãrã semne de insuficienþã
suprarenalianã. 

Discuþii

Analiza cazului clinic relevã o corelaþie
fiziopatologicã strânsã între severitatea extinderii
leziunilor cutanate ºi severitatea manifestãrilor
endocrine secundare, fenomen intens dezbãtut în
literatura dermatologicã contemporanã. Ab-
sorbþia percutanatã a glucocorticoizilor de
potenþã foarte înaltã (clasa IV), precum pro-
pionatul de clobetazol 0,05%, este guvernatã de
ecuaþia farmacocineticã a fluxului difuzional,
unde integritatea barierei cutanate reprezintã
rezistenþa principalã în calea penetrãrii sistemice
[4]. 

În psoriazisul vulgar, alterãrile arhitecturale
majore — caracterizate prin hiperkeratozã
parakeratozicã, acantozã ºi angiogenezã accen-
tuatã în dermul papilar — induc o reducere
drasticã a funcþiei de barierã a stratului cornos.
Aceastã breºã structuralã, cumulatã cu aplicarea
pe suprafeþe extinse (scor PASI iniþial de 37,1) ºi
ocluzia naturalã din pliuri sau scalp, explicã rata
masivã de biodisponibilitate sistemicã a mole-
culei topice înregistratã la aceastã pacientã [2]. 

La nivel endocrin, mecanismul molecular s-a
manifestat prin supresia profundã a axei
hipotalamo-hipofizo-suprarenaliene (HHS).
Clobetazolul absorbit exercitã un efect de
feedback negativ pronunþat asupra nucleilor
paraventriculari hipotalamici ºi a celulelor
corticotrope din hipofiza anterioarã, blocând
transcripþia genelor pentru hormonul eliberator
de corticotropinã (CRH) ºi pentru proopio-
melanocortinã (POMC), precursorul ACTH.
Absenþa cronicã a stimulãrii trofice exercitate de
ACTH asupra zonei fasciculate a cortexului
suprarenalian induce atrofia celularã progresivã
ºi sistarea steroidogenezei endogene, stare
biologicã obiectivatã prin valoarea criticã a
cortizolului matinal de 3,97 ng/ml [6]. 

Discussions

This case highlights a strong pathophy-
siological correlation between the severity of
cutaneous lesions and secondary endocrine
manifestations. Percutaneous absorption of very
high-potency glucocorticoids (class IV), such as
clobetasol propionate 0.05%, follows diffusion
kinetics where skin barrier integrity is the main
limiting factor [4].

In psoriasis, architectural alterations—
parakeratotic hyperkeratosis, acanthosis, and
increased dermal angiogenesis—lead to a drastic
reduction in barrier function. This structural
breach, combined with application over large
areas (initial PASI scor of 37,1) and natural
occlusion (folds, scalp), explains the high
systemic bioavailability observed [2].

At the endocrine level, the underlying
molecular mechanism was characterized by
profound suppression of the hypothalamic–
pituitary–adrenal (HPA) axis. Systemically
absorbed clobetasol exerted a pronounced
negative feedback effect on the hypothalamic
paraventricular nuclei and anterior pituitary
corticotroph cells, suppressing the transcription
of the genes encoding corticotropin-releasing
hormone (CRH) and proopiomelanocortin
(POMC), the precursor of adrenocorticotropic
hormone (ACTH). Chronic deprivation of the
trophic stimulation normally provided by ACTH
to the zona fasciculata of the adrenal cortex
resulted in progressive cellular atrophy and
cessation of endogenous steroidogenesis, a
biological state reflected by the critically low
morning serum cortisol level of 3.97 ng/mL [6].

Biological effects were evident on three
levels:

 Extracellular matrix damage: The marked
reduction in dermal thickness and the
development of telangiectasias are direct
consequences of glucocorticoid-mediated
inhibition of type I and type III collagen
synthesis and fibroblast proliferation [3].

 Metabolic disturbances and adipose
tissue redistribution: The development of
a cushingoid facies is mediated by
differential activation of central versus
peripheral glucocorticoid receptors,
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Efectele biologice ale stãrii de hipercorticism
iatrogen au putut fi demonstrate pe trei paliere
majore: 

 Afectarea matricei extracelulare cutanate:
Reducerea marcatã a grosimii dermului ºi
apariþia telangiectaziilor sunt rezultatul
direct al inhibãrii de cãtre glucocorticoizi a
sintezei de colagen tip I ºi III ºi a proli-
ferãrii fibroblastice [3].

 Perturbãrile metabolice ºi redistribuirea
adipoasã: Dezvoltarea faciesului cushin-
goid este mediatã de dezechilibrele re-
ceptorilor glucocorticoidici centrali versus
periferici, stimulând lipogeneza centripetã
[5].

 Osteopenia secundarã: Evidenþiatã prin
scorul DEXA (BMD 0,907 g/cm²), osteo-
penia este consecinþa acþiunii directe a
steroizilor de inhibare a osteoblastogenezei
ºi de activare a osteoclastelor, potenþatã în
acest caz de deficitul sever de vitaminã D
(19,6 ng/ml) [6].

Conduita terapeuticã a necesitat o abordare
multidisciplinarã extrem de nuanþatã. Întreru-
perea bruscã a dermatocorticoidului ar fi expus
pacienta unui risc vital triplu: precipitarea unei
crize addisoniene acute prin insuficienþã supra-
renalianã severã, riscul de colaps cardiovascular
ºi declanºarea unui fenomen de rebound derma-
tologic sever sub forma psoriazisului eritro-
dermic sau pustulos generalizat [1]. 

Conform ghidurilor actuale ale Societãþii
Europene de Endocrinologie ºi ale Academiei
Europene de Dermatologie ºi Venerologie
(EADV), strategia optimã a constat în instituirea
unei scheme de reducere treptatã a încãrcãturii
steroidiene (steroid tapering) [3]. Înlocuirea
clobetazolului cu un glucocorticoid sistemic cu
acþiune scurtã (Prednison 10 mg/zi) a asigurat
homeostazia metabolicã vitalã, permiþând în
acelaºi timp o reducere controlatã a dozelor
pentru a stimula refacerea pulsaþiilor endogene
de ACTH. 

Controlul bolii inflamatorii cutanate de bazã
s-a realizat prin introducerea timpurie a
Metotrexatului (15 mg/sãptãmânã subcutanat),
un agent sistemic non-steroidian imuno-
modulator de primã linie. Metotrexatul a blocat
eficient calea metabolicã a dihidrofolat re-

promoting centripetal lipogenesis and
characteristic fat redistribution [5].

 Secondary osteopenia: As demonstrated
by the DEXA findings (BMD 0.907 g/cm²),
osteopenia resulted from the direct
inhibitory effects of glucocorticoids on
osteoblastogenesis and their stimulatory
effects on osteoclast activity, further
exacerbated in this case by severe vitamin
D deficiency (19.6 ng/mL) [6].

The therapeutic management required a
highly nuanced multidisciplinary approach.
Abrupt discontinuation of the topical cortico-
steroid would have exposed the patient to a
threefold life-threatening risk: precipitating an
acute adrenal crisis secondary to severe adrenal
insufficiency, increasing the risk of cardio-
vascular collapse, and triggering a severe
dermatologic rebound phenomenon manifesting
as erythrodermic or generalized pustular
psoriasis [1].

In accordance with the current guidelines of
the European Society of Endocrinology and the
European Academy of Dermatology and
Venereology (EADV), the optimal strategy
consisted of implementing a gradual steroid
tapering regimen [3]. Replacing clobetasol with a
short-acting systemic glucocorticoid (prednisone
10 mg/day) maintained essential metabolic
homeostasis while allowing for controlled dose
reduction to facilitate the recovery of endogenous
ACTH pulsatility. 

Control of the underlying inflammatory skin
disease was achieved through the early initiation
of methotrexate (15 mg/week administered
subcutaneously), a first-line non-steroidal
systemic immunomodulatory agent. Metho-
trexate effectively inhibited the dihydrofolate
reductase metabolic pathway, thereby
suppressing keratinocyte hyperproliferation and
reducing T-cell infiltration within psoriatic
plaques and the scalp [4]. This combined
therapeutic approach enabled complete cortico-
steroid withdrawal, improvement in disease
severity indices (PASI 19.8; PSSI 12 at 5 months),
and full recovery of adrenal function, as
confirmed by an increase in morning serum
cortisol to 105.2 µg/dL.
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ductazei, stopând hiperproliferarea keratino-
citarã ºi atenuând infiltrarea limfocitarã T la
nivelul plãcilor psoriazice ºi al scalpului [4].
Aceastã abordare combinatã a permis retragerea
completã a steroizilor, corectarea indicilor de
severitate (PASI 19,8; PSSI 12 la 5 luni) ºi
reactivarea completã a funcþiei suprarenaliene,
confirmatã prin ascensiunea cortizolului matinal
la 105,2 µg/dL. 

Concluzii

1. Existã un risc iatrogen major în utilizarea
extinsã a corticoterapiei topice de clasã IV-
administrarea cronicã, nemonitorizatã ºi
pe suprafeþe cutanate mari a propio-
natului de clobetazol determinã o ratã de
absorbþie transcutanatã echivalentã cu o
expunere sistemicã masivã. Acest feno-
men anuleazã siguranþa specificã admi-
nistrãrii topice, generând un tablou clinic
complet de sindrom Cushing iatrogen
asociat cu supresia profundã a axei
hipotalamo-hipofizo-suprarenaliene [3].

2. Managementul terapeutic complex al
pacientului cu psoriazis impune cu-
noaºterea protocoalelor de sevraj stero-
idian ºi colaborarea interdisciplinarã. În
prezenþa supresiei axei HHS induse
iatrogen, sistarea terapiei steroidiene
topice nu se poate realiza brusc, din cauza
riscului iminent de insuficienþã supra-
renalianã acutã potenþial letalã ºi de
rebound eritrodermic. Este necesarã o
abordare secvenþialã coordonatã de o
echipã mixtã dermatolog-endocrinolog,
bazatã pe substituþie hormonalã sistemicã
descrescãtoare (Prednison) ºi control
concomitent al dermatozei prin imuno-
modulatoare non-steroidiene (Metotrexat)
[3,5].

3. Standardizarea screening-ului endocrin ºi
osteoarticular în formele dermatologice
severe devine necesar la pacienþii cu
psoriazis vulgar sever cu istoric docu-
mentat de utilizare abuzivã de dermato-
corticoizi super-potenþi aceºtia având
nevoie de o evaluare paraclinicã
proactivã. Monitorizarea cortizolului seric
matinal ºi evaluarea densitãþii minerale

Conclusions

1. There is a substantial iatrogenic risk
associated with the extensive use of class
IV topical corticosteroids. Chronic, un-
supervised application of clobetasol
propionate over large body surface areas
results in transcutaneous absorption rates
comparable to substantial systemic gluco-
corticoid exposure. This phenomenon
negates the safety profile typically
associated with topical administration,
leading to the full clinical manifestation of
iatrogenic Cushing’s syndrome accom-
panied by profound suppression of the
hypothalamic–pituitary–adrenal (HPA)
axis [3].

2. The complex therapeutic management of
patients with psoriasis requires familiarity
with steroid withdrawal protocols and
close interdisciplinary collaboration. In
the presence of iatrogenic hypothalamic–
pituitary–adrenal (HPA) axis suppression,
topical corticosteroid therapy cannot be
discontinued abruptly because of the im-
minent risk of potentially life-threatening
acute adrenal insufficiency and severe
erythrodermic rebound. A coordinated,
stepwise approach involving both
dermatologists and endocrinologists is
therefore essential, combining gradual
systemic glucocorticoid replacement and
tapering (prednisone) with concomitant
control of the underlying dermatosis
using non-steroidal immunomodulatory
therapy (methotrexate) [3,5].

3. Standardized endocrine and skeletal
screening should be considered an
integral component of the evaluation of
patients with severe psoriasis vulgaris and
a documented history of prolonged or
inappropriate use of super-potent topical
corticosteroids. These patients require
proactive laboratory and imaging assess-
ment. Measurement of morning serum
cortisol levels and evaluation of bone
mineral density by dual-energy X-ray
absorptiometry (DEXA) are essential
investigations for the early detection of
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osoase prin osteodensitometrie DEXA
sunt investigaþii obligatorii pentru de-
pistarea precoce a formelor subclinice de
insuficienþã suprarenalianã ºi a osteo-
peniei/osteoporozei secundare [6].

4. Cazul prezentat subliniazã necesitatea
consolidãrii programelor de educaþie
terapeuticã a pacientului cronic privind
riscurile automedicaþiei ºi utilizarea
corectã a unitãþilor de mãsurã topice
(regula Finger Tip Unit). De asemenea, se
impune un control farmaceutic mai
riguros privind eliberarea repetatã a
dermatocorticoizilor de potenþã înaltã fãrã
reevaluare medicalã periodicã de
specialitate [2].

subclinical adrenal insufficiency and
secondary osteopenia or osteoporosis [6].

4. The present case underscores the need to
strengthen therapeutic education pro-
grams for patients with chronic diseases,
with particular emphasis on the risks
associated with self-medication and the
appropriate use of topical corticosteroids,
including correct dosing based on the
Finger Tip Unit (FTU) rule. Furthermore,
stricter pharmaceutical oversight is
warranted to prevent the repeated
dispensing of high-potency topical
corticosteroids without periodic specialist
reassessment [2].
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