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Rezumat

Prevalenþa hidradenitei supurative (HS) în populaþia
generalã este de 1 pânã la 4 %, iar etiopatogenia acesteia
rãmâne incomplet elucidatã ºi multifactorialã. Mana-
gementul acestor bolnavi este complex, terapia actualã
neavând un rol curativ ºi mai degrabã unul care vizeazã
reducerea inflamaþiei cronice ºi menþinerea unei stãri de
remisie, prin prevenirea agravãrii ºi progresiei bolii.

Obiective: Scopul acestei lucrãri este de a sintetiza
date actualizate cu privire la etiologia HS, principalii
factori implicaþi ºi metodele terapeutice folosite în
managementul acestei afecþiuni.

Material ºi metodã: Analizând studiile publicate în
literatura de specialitate pe o perioadã de 8 ani (2010-2017),
am punctat noutãþile privind implicarea factorilor interni ºi
externi în apariþia HS ºi am sintetizat principalele linii
terapeutice recomandate de noile ghiduri terapeutice
internaþionale.

Rezultate ºi discuþii: Principalii factori  implicaþi în
HS sunt predispoziþia geneticã, imunitatea  ºi influenþa
hormonalã. Factorii adiþionali care întreþin ºi agraveazã
inflamaþia cronicã sunt infecþiile bacteriene, fumatul,
obezitatea ºi fricþiunea mecanicã.

În ceea ce priveºte arsenalul terapeutic utilizat în HS,
amintim rolul major al antibioterapiei, al corticoterapiei sau
al retinoizilor, în controlul inflamaþiei ºi în scãderea
rãspunsului imun. Rezultate încurajatoare s-au obþinut
prin utilizarea terapiilor biologice în special anti-TNFα, cu
îmbunãtãþirea calitãþii vieþii acestor pacienþi. În stadiile

Summary

Abstract: The prevalence of hidradenitis suppurativa
(HS) in general population ranges from 1% to 4%, while its
etiopathogenesis is still incompletely determined and
multifactorial. The management of these diseases is
complex, as the current therapy does not a curative role but
rather aims at reducing the chronic inflammation and
maintaining the remission state, by preventing the
worsening and progression of the disease.

Objectives: This paper is intended to summarize the
updated data on HS etiology, the main risk factors involved,
and the therapies used to manage this disorder.

Material and method: Based on the review of the
specialty literature published during a time range of 8 years
(2010-2017), we highlighted the news regarding the
involvement of the internal and external factors in the onset of
HS, and summarized the main therapeutic lines recommended
by the new international therapeutic guidelines.

Results and discussions: The main factors involved in
the development of HS are genetic predisposition, immunity
and hormonal effects. The additional factors that maintain
and cause worsening of the chronic inflammation are bacterial
infections, smoking, obesity and mechanical friction.

In terms of therapeutic options used in HS, we must
mention the major role of antibiotic, corticosteroid or
retinoid therapies in keeping the inflammation under
control and mitigating the immune response. The use of
biologicals, mainly anti-TNFα agents, has had encouraging
results, improving the quality of life of these patients. In
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Introducere

Hidradenita supurativã (HS), este o afecþiune
inflamatorie cronicã, recurentã a epiteliului
folicular terminal, caracterizatã prin ocluzii
foliculare similar comedoanelor cu formare de
abcese recidivante, traiecte sinuoase ºi cicatrizare
progresivã, ce afecteazã cu precãdere zonele
flexurale ale corpului, bogate în glande apocrine.

Aceastã afecþiune este cunoscutã ºi sub
numele de boala Verneuil (denumire istoricã),
dupã chirurgul francez care, în secolul XIX a
alocat manifestãrile clinice din HS unei afectãri a
glandelor apocrine [1]. Ulterior patogenia a fost
atribuitã ocluziei foliculare. Triada folicularã
include HS alãturi de celulita disecantã a
scalpului ºi acneea conglobatã, iar tetrada
folicularã adaugã ºi chistul pilonidal în aceastã
clasificare. La începutul anilor 90 a fost propus ca
ºi alternativã, termenul de acnee inversã în timp
ce termenul de apocrinitã este folosit în special în
literatura englezã.

În prezent, sunt autori care considerã cã nici
una din denumirile actuale nu este adecvatã
acestei patologii þinând cont de patologia
multifactorialã ºi de mecanismele implicate în
apariþia HS.

Boala poate debuta dupã pubertate, în
decada a 2-a de viaþã ºi este mai frecventã la
femei (F: M = 3:1)[2], la bãrbaþi având însã o
evoluþie mai severã ºi refractarã uneori la terapia
standard.

Introduction

Hidradenitis suppurativa (HS) is a chronic,
recurrent inflammatory condition of the follicular
epithelium, characterized by pimple-like bumps
follicular occlusions with recurrent abscess
formation, sinuous pathways and progressive
scarring, which primarily affects the flexural
areas of the body affluent in apocrine glands.

This condition is also known as Verneuil’s
disease (historical name), named after the French
surgeon who, in the 19th century. related the
clinical manifestations of HS to the clinical signs
and symptoms of a conditions of apocrine glands
[1]. Subsequently, the pathogenesis related to the
follicular oclusion. The follicular triad includes
HS along with dissecting cellulitis of the scalp
(perifolliculitis capitis) and acne conglobata, while
the follicular tetrad also adds pilonidal cyst to
this classification. At the beginning of the 90’s,
the term inverted acne (acne inversa) was
proposed as an alternative, while the apocrinitis
term is used especially in English literature.

Currently, some authors consider that none of
the current names is accurate enough for this
pathology if we were to consider the multifactor
pathology and the mechanisms involved in the
development of HS.

The disease onset could occur after puberty,
during the second decade of life, and it is more
common in women (F:M=3:1)[2]; however, it has

severe stages, when patients have extended lesions, the
surgical excision is considered the only curing method.
Dapsone therapy has good results, but the adverse events
are multiple. Cryotherapy, CO2 laser therapy, PDT or low-
dose radiotherapy continue to be complementary methods
associated with modest results and frequent relapses.

Conclusions: Patients with genetic predisposition or
with specific immunity have a higher risk of developing HS
when other external factors such as smoking and obesity are
associated. HS treatment should be customized and should
consist of medical therapies, surgical regimens and the use
of complementary methods, and it is often necessary to
combine these to control the disease.

Key words: hidradenitis suppurativa, etiopathogenesis,
risk factors, medical treatment, surgical excisions,
complementary methods.

severe, cu leziuni extinse, excizia chirurgicalã largã se
considerã a fi singura metodã curativã. Dapsona oferã
rezultate bune, însã are numeroase efecte adverse.
Crioinsuflarea, terapia cu laser CO2, PDT sau radioterapia
în doze mici rãmân metode complementare având efecte
modeste ºi recidive frecvente.

Concluzii: Pacienþii cu predispoziþie geneticã sau cu
imunitate particularã, au risc mai  mare de a dezvolta HS
atunci cand asociazã ºi alþi factori externi ca fumatul ºi
obezitatea. Tratamentul HS trebuie individualizat ºi constã
în terapii medicale, cure chirurgicale precum ºi folosirea de
metode complementare, iar deseori este necesarã asocierea
lor pentru a controla boala.

Cuvinte cheie: hidradenita supurativã, etiopatogenie,
factori de risc, tratament medical, excizii chirurgicale,
metode complementare.
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HS este o afecþiune cu incidenþã în creºtere,
care s-a dublat de-a lungul anilor, de la 4,3 cazuri/
100 000 locuitori în anii 1970-1979, la 9,6
cazuri/100 000 locuitori în perioada 2000-2008 [3].

Obiective

Scopul lucrãrii este de a sintetiza date
actualizate cu privire la etiopatogenia ºi factorii
de risc implicaþi în apariþia HS ºi de a analiza
întregul arsenal terapeutic (incluzând tratamente
medicale, chirurgicale sau metode comple-
mentare) folosit în tratarea acestei afecþiuni,
punând accent pe studii ce vizeazã eficacitatea,
tolerabilitatea, posibilele asocieri terapeutice, dar
ºi siguranþa folosirii acestora ºi limitãrile lor.

Material ºi metodã

Am analizat 13 studii clinice ºi 8 review-uri
dar ºi ghidul European recomandat în HS,
publicate în literatura de specialitate pe o
perioadã de 8 ani (2010-2017), ºi am folosit
motoare de cãutare precum Pubmed, Medscape,
Wiley online library, Springer, ResearchGate ºi
Science direct introducând cuvinte cheie precum:
“etiopatogenia hidradenitei supurative”, “factori
de risc”, “ghid de tratament în HS”, “terapii
biologice ºi HS”. Am punctat noutãþile privind
etiologia ºi implicarea factorilor de risc în apariþia
HS ºi am sintetizat principalele linii terapeutice
recomandate de noile ghiduri terapeutice
internaþionale.

Rezultate ºi discuþii

Deºi HS reprezintã o patologie intens dez-
bãtutã în rândul cercetãtorilor ºi al clinicienilor,
managementul acestei afecþiuni nu este încã
standardizat, iar alegerea tratamentului optim
variazã în funcþie de severitatea bolii, de factorii
de risc asociaþi, complianþa ºi aderenþa la
tratament a pacientului, precum ºi experienþa
medicului curant disponibilitatea unei echipe
interdisciplinare ºi legislaþia în vigoare.

În urma analizei studiilor menþionate în
articolul prezent, am sintetizat cele mai impor-
tante date referitoare la diagnosticul ºi trata-
mentul acestei afecþiuni.

a more severe and refractive progress in men,
sometimes under standard therapy.

HS is an increasingly common condition, has
doubled in prevalence throughout time, from 4.3
cases / 100,000 inhabitants during the 1970-1979,
to 9.6 cases /100,000 inhabitants during 2000-
2008 [3].

Objectives

This paper aims at summarizing the updated
data on the etiopathogenesis and risk factors
involved in the development of HS and at
reviewing all therapeutic options (including
medical, surgical, or complementary treatments)
used to treat this condition, focusing on studies of
efficacy, tolerability, possible therapeutic
associations, and the safety of their use and
limitations.

Material and method

We have reviewed 13 clinical trials and 8
reviews, but also the recommended European
Guideline on HS, published in the specialty
literature during 8 years (2010-2017), and we
used search engines such as Pubmed, Medscape,
Wiley online library, Springer , ResearchGate and
Science by directly entering keywords such as:
„the etiology of hidradenitis suppurativa“, „risk
factors“, „treatment guideline in HS“, „biological
therapies and HS” We highlighted the news
regarding etiology and the involvement of risk
factors in the onset of HS, and we summarized
the main therapeutic lines recommended by the
new international therapeutic guidelines.

Results and discussions

Although HS is an intensely debated
pathology among researchers and clinicians, the
management of this condition is not yet
standardized, and the choice of optimal
treatment depends on the severity of the disease,
the associated risk factors, the patient’s
compliance and adherence to the treatment, the
availability of an interdisciplinary team and the
legislation in force.

Following the analysis of the studies
mentioned in this article, we have summarized
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Etiopatogenia acestei afecþiuni este încã
incomplet elucidatã, însã, a fost acceptat faptul
cã, punctul de plecare îl reprezintã hiperkeratoza
folicularã ce antreneazã obstrucþia indundi-
bularã. Secundar acestui fenomen, apare dila-
tarea unitãþii pilo-sebacee urmatã de ruptura
folicularã cu extravazarea conþinutului în derm ºi
declanºarea unui rãspuns inflamator local ce
stimuleazã influxul de citokine pro ºi anti-
inflamatorii, perpetuând astfel procesul.

În lumina celor mai recente noutãþi legate de
etiopatogenia afecþiunii, în special de imunitate ºi
inflamaþie subliniem faptul cã, deºi mulþi autori
considerã obstrucþia indundibularã a fi prin-
cipalul eveniment în HS, aceastã teorie nu este
unanim acceptatã. Dereglarea rãspunsului imun
înnãscut ºi dobândit la aceºti pacienþi au ridicat
numeroase ipoteze. În timp ce unii cercetãtori au
observat inhibiþia receptorilor toll-like 2,3,4,7
(marker ai imunitãþii înnãscute) de cãtre celulele
dendritice la nivelul leziunilor de HS, alþii au
demonstrat supraexpresia acestora [4][5].
Totodatã, existã contradicþii ºi în ceea ce priveºte
implicarea peptidelor antimicrobiene cum ar fi
beta defensina 2, psoriasina sau cathelidicina,
raportându-se atât supraexpresia cât ºi inhibiþia
acestora [4][6]. Toate aceste date ne oferã dovezi
concrete cã existã o heterogenitate idiosincrazicã
la indivizii afectaþi, diferenþele în exprimarea
acestor markeri putând fi legate de diferitele
stadii în cursul bolii.

Un articol recent [7] sugereazã chiar cã HS se
poate numãra printre afecþiunile autoinflamatorii
caracterizate prin prezenþa episoadelor
inflamatorii recurente în absenþa infecþiei ºi cu
prezenþa anticorpilor sau antigenilor specifici. În
leziunile de HS s-au observat niveluri crescute de
cytokine proinflamatorii precum TNFα ºi IL1β
(cytokine implicate în majoritatea bolilor
autoinflamatorii), iar aceste creºteri se coreleazã
cu nivelul de severitate al bolii [1]. Macrofagele,
limfocitele T, B ºi mastocitele ce se regãsesc la
nivelul leziunilor, determinã de asemenea
niveluri crescute de cytokine antiinflamatorii
printre care se evidenþiazã ºi IL-10 producând un
feedback negativ cascadei proinflamatorii.
Schlapbach ºi colab. a supus atenþiei faptul cã
nivelurile crescute de IL-12 ºi Il-23 în dermul
papilar ºi reticular de la nivelul leziunilor de 
HS, sugereazã o cale IL-23/Th17 activã,

the most important data regarding the diagnosis
and treatment of this condition.

The etiopathogenesis of this condition
continues to be a partial mystery, however, it was
agreed that follicular hyperkeratosis is the
starting point that induces infundibular
obstruction. This phenomenon is secondarily
accompanied by dilation of the pilosebaceous
unit followed by follicular rupture with
extravasation of the content into the dermis and
the triggering of a local inflammatory response
that stimulates the proliferation of pro cytokines
and anti-inflammatory agents, thus perpetuating
the process.

Considering the latest information on the
etiopathogenesis of this condition, mainly the
data on immunity and inflammation, we
highlight that the theory placing the infundibular
obstruction as the main event in HS, agreed by
several authors, is not unanimously accepted.
Abnormal activity of the innate and acquired
immune response in these patients has raised
many hypotheses. While some researchers have
observed inhibition of toll-like receptors 2,3,4,7
(markers of innate immunity) by dendritic cells
in HS lesions, others have demonstrated their
overexpression [4] [5]. At the same time, there are
contradictions regarding the involvement of
antimicrobial peptides such as beta-defensin 2,
psoriasin or cathelicidin, expressing both their
overexpression and inhibition [4][6]. All these
facts provide actual evidence of idiosyncratic
heterogeneity in the affected individuals, and the
differences in the expression of these markers
could be related to the different stages of the
disease.

A recent article [7] even suggests that HS may
be among the auto-inflammatory disorders
characterized by recurrent inflammatory
episodes in the absence of infection and by the
presence of specific antibodies or antigens. In HS
lesions, increased levels of proinflammatory
cytokines such as TNFα and IL1β (cytokines
involved in most auto-inflammatory diseases)
have been determined, and these increases
correlate with the severity of the disease [1].
Macrophages, T-lymphocytes, and mast cells
found in lesions also cause elevated levels of anti-
inflammatory cytokines, including IL-10, which
yields a negative feedback to the pro-
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potenþialã þintã a anticorpilor monoclonali
precum Ustekinumab [8].

Declanºarea ºi întreþinerea acestui proces
cronic inflamator  este favorizatã ºi de terenul
genetic al pacienþilor, factorul hormonal, infecþiile
bacteriene dar ºi de factori externi cum ar fi
fumatul ºi obezitatea.

În ceea ce priveºte factorul genetic se
considerã cã aproximativ 40% din rudele de
gradul I ale pacienþilor cu HS dezvoltã la rândul
lor boala [10], raportându-se o transmitere
autosomal dominant cu penetranþã incompletã
[11]. Pânã în prezent au fost identificaþi mai mulþi
loci de susceptibilitate geneticã asociaþi cu HS
printre care se numãrã 1p21.1-1q25.3 [9]. Mutaþii
ale genelor PSENEN, PSEN1 ºi NCSTN (care
codificã proteine ce fac parte din complexul
proteolitic Gamma secretazã) au fost identificate
la familiile cu istoric de HS [13][14]. Studiile pe
ºoareci au evidenþiat faptul cã dereglarea funcþiei
gamma secretazei duce la keratinizarea foli-
cularã, atrofie, formarea chisturilor epidermice ºi
a hiperplaziei epidermale, caracteristici care pot
fi întâlnite ºi în HS [12].

Predominanþa femininã, exacerbãrile pre-
menstruale, debutul dupã pubertate precum ºi
ameliorarea leziunilor în  timpul sarcinii au atras
atenþia asupra implicãrii factorului hormonal în
patogenia HS. Ipoteza sindromului hiper-
androgenic nu a fost susþinutã în absenþa
semnelor clinice de virilism, a hiperseboreei, prin
prezenþa nivelelor normale de hormoni andro-
geni circulanþi, precum ºi efectul limitat al
tratamentelor antiandrogenice. Se considerã cã
nivelul crescut de androgeni liberi este rezultatul
unui nivel scãzut de sex hormone binding
globuline corelat cu greutatea corporalã [13].

O lungã perioadã de timp s-a considerat cã
bacteriile joacã un rol esenþial în apariþia HS. Cu
toate acestea culturile izolate din leziuni au fost
adesea sterile sau au evidenþiat prezenþa unei
flore comensale: stafilococi, streptococi, E.coli
etc., astfel, în prezent, factorul microbian nu este
considerat factor cauzal, însã poate juca un rol
important în manifestãrile clinice [16]. În sprijinul
acestei teorii vine un studiu care atestã cã în 51%
din cazuri culturile au fost negative[17] sugerând
faptul cã HS este o boalã ce afecteazã primordial
epiteliul folicular iar colonizarea bacterianã apare
ca un eveniment secundar.

inflammatory cascade. Schlapbach et al. has
brought into attention the fact that increased
levels of IL-12 and IL-23 in the papillary and
reticular dermis of HS lesions suggest an active
IL-23 / Th17 pathway, the potential target of
monoclonal antibodies such as Ustekinumab [8].

The triggering and sustenance of this
inflammatory chronic process is also favored by
patients’ genetic background, hormonal factors,
bacterial infections, and external factors such as
smoking and obesity.

Regarding the genetic factor, it is considered
that about 40% of first degree relatives of HS
patients also develop this disease [10], the reports
showing an autosomal dominant transmission
with incomplete penetrance [11]. Several HS
susceptibility loci associated with HS have been
identified to date, including 1p21.1-1q25.3 [9].
Mutations of PSENEN, PSEN1 and NCSTN genes
(these encode proteins belonging to the
proteolytic Gamma-secretase complex) have been
identified in families with HS history [13] [14].
Studies in mice have shown that impaired
activity of gamma secretase leads to follicular
keratinization, atrophy, epidermal cyst formation
and epidermal hyperplasia, characteristics that
can also be found in the HS [12].

Predominance in female subjects, pre-
menstrual exacerbations, post-pubertal onset as
well as improvement of lesions during pregnancy
have drawn attention over the involvement of the
hormonal factor in HS pathogenesis. The
hypothesis of hyperandrogenism was not
supported in the absence of clinical signs of
virilism, hyperseborrhea, by the presence of
normal levels of circulating androgenic
hormones, and the limited effect of antian-
drogenic treatments. It is believed that elevated
levels of free androgens are the result of low
levels of sex hormone binding globulin correlated
with body weight [13].

It has been considered for a long time that
bacteria play an essential role in the occurrence of
HS. However, cultures isolated from lesions have
often been sterile or have revealed the presence of
a commensal flora: staphylococci, streptococci, E.
coli, etc.; thus, the microbial factor is not
currently considered a causal factor, but might
play an important role in clinical manifestations
[16]. This theory is supported by a study showing
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Fumatul este un factor de risc important,
deseori asociat cu HS (77-88,9% dintre pacienþi
fiind fumãtori) [18]. Nicotina ºi hidrocarburile
poliaromatice reprezintã 2 dintre sutele de
componente ce intrã în compoziþia unei þigarete.
Acestea activeazã keratinocitele, fibroblastele ºi
acþioneazã asupra receptorilor nicotinici ai
acetilcolinei ºi receptorii aryl hydrocarbon [19].
Prin activarea citokinelor proinflamatorii precum
TNFα, IL 1a,1b ºi IL8 [19] se produc alterãri ale
chemotaxisului neutrofilelor dar ºi inducþia
limfocitelor T helper17 (au rol în sistemul
imunitar adaptativ prin secreþia de citokine).
Deºi, nu este încã clar dacã întreruperea
fumatului poate îmbunãtãþi cursul acestei boli,
totuºi a fost raportat un studiu de caz [20] în care
2 pacienþi au prezentat o remisiune completã a
bolii dupã renunþarea la acest viciu.

Obezitatea reprezintã un alt factor trigger
implicat în patogenia HS. În 55% pânã la 80% din
cazuri, aceºti pacienþi au un indice de masã
corporal mai mare de 25 kg/m2 (IMC>25) [21]. În
plus, a fost observat faptul cã indivizii cu un
IMC>30 kg/m2, prezintã manifestãri clinice mai
severe faþã de indivizii normoponderali [22].
Obezii prezintã niveluri crescute de cytokine
proinflamatorii: TNFα, IL1β ºi IL6. Aceste
niveluri crescute de cytokine, în special TNFα ºi
IL1b se regãsesc ºi în leziunile de HS, prin urmare
este posibil ca acest status proinflamator cronic
produs parþial ºi de adipocite sã contribuie la
apariþia ºi dezvoltarea HS.

Alþi factori: Antiperspirantele ºi iritaþia
chimicã pot declanºa sau exacerba HS deoarece
determinã închiderea porilor ºi alterarea florei
comensale axilare. De asemenea folosirea
aparatelor de ras pot creºte riscul apariþiei bolii,
transecþia indundibularã favorizând accesul
bacteriilor la acest nivel [23]. Un studiu
retrospectiv efectuat pe 45 de pacienþi a arãtat
faptul cã 10 dintre aceºti pacienþi au prezentat un
istoric personal de iritaþie mecanicã înainte de
debutul bolii, cauzele fiind variate, de la folosirea
aparatelor de ras pânã la fricþiunea mecanicã
determinatã de purtarea protezelor [23].

Diagnosticul de HS este unul clinic bazat pe
prezenþa urmãtoarelor criterii: debut insidios cu
formare de noduli subcutanaþi dureroºi, abcese,
traiecte sinuoase, fistule, cicatrici;  afecteazã
preponderent zonele de pliu ale tegumentului

that the cultures were negative in 51% of the
cases [17], suggesting that HS is a disease
primarily affecting the follicular epithelium, and
bacterial colonization appears as a secondary
event.

Smoking is an important risk factor, often
associated with HS (77-88.9% of patients are
smokers) [18]. Nicotine and polyaromatic
hydrocarbons are two of the hundreds of
components that go into the composition of a
cigarette. They activate keratinocytes, fibroblasts
and act on nicotinic acetylcholine receptors and
aryl hydrocarbon receptors [19]. By activation of
proinflammatory cytokines such as TNFα, IL 1a,
1b and IL8 [19], alterations of neutrophil
chemotaxis and T helper17 lymphocytes occur
(induction role in the adaptive immune system
through cytokine secretion). Although it is not
yet clear whether smoking cessation could
improve the course of this disease, however, a
case study [20] was reported in which 2 patients
experienced a complete remission of the disease
after giving up smoking.

Obesity is another triggering factor involved
in HS pathogenesis. In 55% to 80% of cases, these
patients have a body mass index over 25 kg / m2

(BMI> 25) [21]. In addition, it was observed that
individuals with a BMI > 30 kg / m2 develop
more severe clinical manifestations than
individuals with normal weight [22]. Obese
people have increased levels of proinflammatory
cytokines: TNFα, IL1β, and IL6. These increased
levels of cytokines, especially TNFα and IL1β, are
also found in HS lesions; therefore, this chronic
proinflammatory status of chronic partial and
adipocyte production could contribute to the
onset and development of HS.

Other factors: Antiperspirants and chemical
irritation could trigger or exacerbate HS as they
cause pore clogging and alteration of axillary
commensal flora. Also, the use of shaving devices
can increase the risk of disease development, as
infundibular transection favors bacteria access at
this level [23]. A retrospective study of 45 patients
showed that 10 of these patients had a personal
history of mechanical irritation before the onset
of the disease; the causes were various, ranging
from shaving devices use to mechanical friction
due to prosthetic wear [23].
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bogate în glande apocrine; tendinþa la cronicizare
ºi recidivele frecvente. Zonele cele mai frecvent
afectate sunt axilele, regiunea anogenitalã,
fesierã, perinealã, pliurile infra ºi intermamare.

Pentru a aprecia severitatea bolii, în 1989 a
fost introdus sistemul de stadializare clinicã
Hurley, bazându-se pe prezenþa ºi severitatea
fistulelor ºi a cicatrizãrii [16][24] dupã cum
urmeazã: Stadiul I - abcese unice/ multiple,
recurente, fãrã traiecte sinuoase, fistule sau
procese cicatriceale fibroase; Stadiul II - abcese
unice/multiple recurente, cu prezenþa fistulelor,
a traiectelor sinuoase ºi a cicatricilor, separate
însã de tegument de aspect normal; Stadiul III -
afectare difuzã, cu abcese ºi traiecte sinuoase
interconectate, fãrã interpoziþie de tegument
normal.

Tratamentul HS necesitã deseori o echipã
multidisciplinarã capabilã sã ofere un tratament
medical ºi chirurgical adecvat.

Dieta, controlul greutãþii, renunþarea la fumat
ºi evitarea factorilor triggeri alãturi de schemele
terapeutice medicale sau curele chirurgicale sunt
esenþiale în managementul HS.

Dintre clasele medicale folosite în trata-
mentul HS amintim antibioterapia, tratamentele
hormonale, imunosupresoare (corticosteroizii,
ciclosporina, anti TNFα ºi inhibitorii IL etc.).
Acitretinul ºi chiar isotretinoinul în doze mici pot
fi folosite în stadiile incipiente, în asociere cu alte
terapii.

Antibioterapia, prin proprietãþile sale anti-
inflamatorii dar ºi prin capacitatea de a acþiona
asupra biofilmului microbian, reprezintã cea mai
eficientã terapie convenþionalã, fiind cel mai
frecvent prescrisã de medicii curanþi [25]. Într-un
studiu retrospectiv realizat în 2006 de cãtre
Mendonca ºi Griffiths ce a inclus 14 pacienþi care
au efectuat timp de 10 sãptãmâni tratament cu
Clindamicina (300mg) ºi Rifamipicinã (300mg),
de 2 ori pe zi, s-a obþinut urmãtoarele rezultate:
57% dintre aceºtia au prezentat o remisiune
completã a leziunilor, în timp ce 28% au aban-
donat tratamentul din cauza efectelor adverse
[17] [26].

Alt studiu pe 116 pacienþi cu acelaºi
tratament, a confirmat eficienþa Clindamicinei
asociatã cu Rifampicinã administrate pe o
perioadã de 10 sãptãmâni. Rezultatele au fost
evaluate folosind scorul de severitate Sartorius, a

HS diagnosis is a clinical one based on the
following criteria: insidious onset with painful
subcutaneous nodules, abscesses, sinuous
pathways, fistulas, scars; they affect
predominantly the folding areas of the skin rich
in apocrine glands; tendency towards
chronicization and frequent recurrences. The
most frequently affected areas are the armpits,
the anogenital area, the buttocks, the perineum
area, the infra- and inter-breast folds.

In order to assess the severity of the disease,
the Hurley clinical staging system was
introduced in 1989, based on the presence and
severity of fistulas and scarring [16] [24] as
follows: Stage I - single / multiple, recurrent
abscesses, without sinuous pathways, fistula or
fibrous scarring processes; Stage II - single /
multiple recurrent abscesses, with the presence of
fistulas, sinuous pathways and scars, separated
by normal appearance skin; Stage III - diffuse
extent, with abscesses and sinuous
interconnected pathways, without interference of
normal skin.

HS treatment often requires a multidis-
ciplinary team capable of providing adequate
medical and surgical treatment.

Diet, weight control, smoking cessation, and
avoiding trigger factors along with medical
therapies or surgical regimens are essential in HS
management.

The medical groups used in HS treatment
comprise antibiotics, hormonal treatments,
immunosuppressant agents (corticosteroids,
cyclosporine, anti-TNFα and IL-inhibitors, etc.).
Acitretin and even low-dose isotretionin can be
used in the early stages, in combination with
other therapies.

Antibiotic therapy, through its anti-
inflammatory properties and its ability to act on
microbial biofilm, is the most effective
conventional therapy, being the most commonly
prescribed by treating physicians [25]. In a
retrospective study conducted by Mendonca and
Griffiths in 2006 that included 14 patients who
had treatment with Clindamycin (300 mg) and
Rifamipicin (300 mg) twice a day for 10 weeks,
the following results were obtained: 57% of them
had a complete remission of lesions, while 28%
withdrew from treatment due to adverse effects
[17] [26].
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cãrei medianã a scãzut considerabil dupã tra-
tament de la 29 la 14,5 (P < 0,01) [17][26][27]. În
ceea ce priveºte eficienþa antibioticelor topice
locale, efectul Clindamicinei topice 0,1% com-
parat cu placebo pe un grup de 27 de pacienþi [17]
a arãtat dupã 3 luni de tratament topic efect
favorabil cu reducerea abceselor, a nodulilor
inflamatori ºi a pustulelor.

Un studiu randomizat efectuat pe un lot de 46
de pacienþi, a evaluat comparativ eficienþa
Clindamicinei topice 0,1 % aplicatã de 2 ori pe zi
versus administrarea oralã de Tetraciclinã 1g/zi.
La sfârºitul celor 3 luni de tratament nu s-au
raportat statistic diferenþe semnificative, dove-
dind faptul cã medicaþia oralã nu este superioarã
celei topice [17].

Alte antibiotice folosite în tratamentul HS
sunt reprezentate de Doxicilinã, Claritromicinã,
Minociclinã, Rifampicinã în asociere cu Moxi-
floxacinã sau Metronidazol, cu rezultate variabile.

Alt studiu condus de Join-Lambert ºi colab.
[28] cu 28 pacienþi înrolaþi, a evidenþiat faptul cã
57% dintre aceºtia au obþinut o remisiune
completã a bolii dupã tratament cu Rifampicinã
în combinaþie cu Minociclinã sau Metronidazol.
Este posibil ca rezultatele sã fie influenþate de
faptul cã înainte de iniþierea acestei terapii,
pacienþii au beneficiat de tratament injectabil cu
Ceftriaxonã timp de 2 sãptãmâni ca ºi terapie de
inducþie.

Totodatã combinaþia de Amoxicilinã cu Acid
Clavulanic poate fi extrem de eficientã dacã este
administratã în prima orã de la debutul
simptomatologiei [16]. 

Retinoizii: În ciuda dovezilor medicale
curente care aratã o eficacitate limitatã a
Isotretinoinului în tratamentul HS, acesta rãmâne
în continuare o terapie frecvent prescrisã de cãtre
medicii dermatologi. Din 64 de pacienþi incluºi
într-un studiu, numai 23% au raportat
remisiunea leziunilor dupã o perioadã de 4-6 luni
de tratament, 29% dintre ei renunþând la terapie
datoritã ineficienþei acestuia sau a efectelor
adverse [17][25]. Din totalul pacienþilor care 
au obþinut vindecarea puseului, un procent de
30% s-a confruntat cu recurenþe în perioada de
follow-up.

În ultimii ani, s-a evidenþiat, pe studii
restrânse, o uºoarã creºtere a eficacitãþii
retinoizilor.

Another study conducted on 116 patients
with the same treatment confirmed the efficacy of
Clindamycin associated with Rifampicin over a
10-week period. The results were evaluated using
the Sartorius severity score, whose median
decreased considerably from 29 to 14.5 (P <0.01)
after treatment [17] [26] [27]. Regarding the
effectiveness of local topical antibiotics, the effect
of topical 0.1% Clindamycin compared to placebo
in a group of 27 patients [17] showed a favorable
effect after 3 months of topical treatment, with
the reduction of abscesses, inflammatory nodules
and pustules.

A randomized trial conducted on a batch of
46 patients compared the effectiveness of 0.1%
Clindamycin applied topically twice daily versus
oral Tetracycline 1 g / day. At the end of the 3
months of treatment, statistically significant
differences were not reported, proving that oral
medication is not superior to the topical
medication [17].

Other antibiotics used in the treatment of HS
are Doxycycline, Clarithromycin, Minocycline,
Rifampicin in combination with Moxifloxacin or
Metronidazole, with variable results.

Another study led by Join-Lambert et al. [28]
with 28 patients enrolled revealed that 57% of
them had a complete remission of the disease
after treatment with Rifampicin in combination
with Minocycline or Metronidazole. The results
could have been influenced by the fact that, prior
to initiating this therapy, patients received
Ceftriaxone injection for 2 weeks as induction
therapy.

At the same time, the combination of
Amoxicillin and Clavulanic Acid can be
extremely effective if administered within the
first hour after symptom onset [16]. 

Retinoids: Despite current medical evidence
showing limited efficacy of Isotretinoin in the
treatment of HS, it remains a commonly
prescribed therapy by dermatologists. Of the 64
patients included in a study, only 23% reported
the remission of lesions after a 4-6 month
treatment period, 29% of them discontinuing
therapy due to its ineffectiveness or the
development of adverse effects [17] [25]. 30% of
all patients who had reached flare-up relief have
experienced relapses during the follow-up
period.
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În 2014, un studiu prospectiv [29] cu 14
pacienþi cunoscuþi cu HS moderatã/ severã au
fost trataþi exclusiv cu Acitretin în dozã de 0,5
mg/kgc, obþinându-se un rãspuns bun în 53%
din cazuri. Deºi rezultatele iniþiale au fost
încurajatoare, toþi pacienþii au prezentat
recurenþe în decursul urmãtoarelor 8 luni de la
terminarea terapiei. Puri ºi Talwar [30] a
comparat eficienþa Acitretinului utilizat în
monoterapie, versus Acitretin combinat cu
tratamentul chirurgical (excizii chirurgicale),
înregistrându-se o ratã de recurenþã mult mai
scãzutã, respectiv 20% în cazul asocierii
terapeutice, comparativ cu monoterapia cu
Acitretin în care rata de recidivã a fost de 40%.

Doze mici de Alitretinoin (10mg/zi) s-au
dovedit eficiente la un lot de 14 femei. S-a notat o
îmbunãtãþire considerabilã a bolii la aceste
paciente, fapt care sugereazã cã Alitretinoinul
poate fi o bunã alternativã la Acitretin la femeile
aflate la vârsta fertilã [31].

Corticosteroizii. Administrarea corticoizilor
sistemici în doze mari asigurã un bun control al
puseului evolutiv, prin reducerea inflamaþiei ºi a
durerii, însã reducerea dozelor duce rapid la
recurenþe. O alternativã care ar reduce ºi riscul
apariþiei efectelor adverse constã în
administrarea de doze mici pentru perioade mai
mari de timp. Injectarea intralezionalã a
steroizilor (ex. Triamcinolon acetonid) permite
obþinerea remisiunii în primele 12-24 h.

Contrar eficienþei dovedite a Ciclosporinei în
tratamentul psoriazisului, prin acþiunea directã
asupra limfocitelor T, a IL2 ºi a TNFα, în HS au
fost citate cazuri izolate care au rãspuns favorabil
la aceastã terapie. Pe baza a 3 cazuri clinice tratate
cu Metotrexat, s-a observat ineficienþa lui în HS
[23]. Alte terapii imunosupresoare cum ar fi
Azatioprina sau Mycophenolat mofetil teoretic
pot fi eficiente în tratarea HS, însã nu existã studii
care sã le ateste eficacitatea.

Eficacitatea terapiei hormonale a fost
evaluatã prin efectuarea unui studiu încruciºat ce
a inclus 24 femei cu HS împãrþite în 2 grupuri,
primul grup în tratament cu Ciproteron acetat ºi
Etinilestradiol, iar al 2-lea grup tratat cu
Etinilestradiol ºi doze mici de Norgestrel. 7 dintre
aceste paciente (29%) au obþinut o vindecare
completã ºi de duratã, nedovedindu-se o
diferenþã statisticã între cele 2 tratamente [25]. 

During the past few years, a slight increase in
Retinoid efficacy has been reported in narrow
trials.

In a 2014 prospective study [29], 14 patients
with known moderate / severe HS were treated
exclusively with Acitretin 0.5 mg / kg, achieving
a good response in 53% of the cases. Although the
initial results were encouraging, all patients
relapsed within the next 8 months after the
completion of therapy. Puri and Talwar [30]
compared the efficacy of Acitretin used alone
versus Acitretin combined with surgical
treatment (surgical excisions), reporting a much
lower rate of recurrence and a 20% rate of
recurrence respectively for therapeutic asso-
ciation compared with Acitretin monotherapy
where the relapse rate was 40%.

Small doses of Alitretinoin (10 mg / day)
have been shown to be effective in a group of 14
women. A significant improvement of the disease
was seen in these patients, suggesting that
Alitretinoin could be a good alternative to
Acitretin in women of childbearing age [31].

Corticosteroids. Administration of high-dose
systemic corticosteroids ensures good control of
the progressive flare-up by reducing inflam-
mation and pain, but the dose reduction quickly
leads to recurrences. An alternative that would
reduce the risk of adverse effects is the
administration of low doses for longer periods of
time. Intralesional injection of steroids (e.g.
Triamcinolone acetonide) enables remission to be
reached within the first 12-24h.

Contrary to the proven efficacy of
Cyclosporine in the treatment of psoriasis, by
direct action on T lymphocytes, IL2 and TNFα,
isolated HS cases have been reported that have
responded favorably to this therapy.
Methotrexate ineffectiveness in HS has been
determined based on 3 clinical cases treated with
this medicine [23]. Other immunosuppressive
therapies such as Azathioprine or
Mycophenolate mofetil could be effective in
treating HS, but there are no studies to confirm
their efficacy.

The efficacy of hormone therapy was
assessed by performing a crossover study on 24
women with HS divided into 2 groups, the first
group receiving treatment with Cyproterone
acetate and Ethinylestradiol, and the 2nd group
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Cu toate cã tratamentul hormonal poate
îmbunãtãþi în unele cazuri evoluþia bolii,
procentul mic de succes relevã acþiunea limitatã a
acestei terapii în HS.

În 2013, Radhawa ºi colab. [33] au investigat
beneficiile inhibitorilor de 5 αα-reductazã la copiii
ºi adolescenþii cu HS. Finasterida, în combinaþie
cu contraceptivele orale sau antibioterapia
sistemicã, a condus la ameliorarea leziunilor ºi
reducerea recurenþelor inflamatorii, la cei 3
pacienþi incluºi în studiu, motiv pentru care
autorii au sugerat posibila utilizare a acesteia ca
ºi terapie adiþionalã în cazurile pacientelor sau
cazurilor periatrice cu HS refractarã la tratament.

Introducerea terapiilor biologice în mana-
gementul HS a oferit o abordare non chirurgicalã
promiþãtoare în special în cazul formelor severe ºi
refractare la tratamentele convenþionale. TNF-α
este o citokinã proinflamatorie pleiotropã, a cãrei
stimulare induce activarea unei cascade de reacþii
inflamatorii, ce determinã o inflamaþie excesivã.
Inhibiþia factorului de necrozã tumoralã joacã un
rol important în tratarea unui numãr de boli
inflamatorii printre care se numãrã ºi HS.
Rezultate recent publicate au evidenþiat efectele
favorabile ale terapiilor anti TNFα în tratamentul
acestei boli [35][36][37][38][39]. 

Infliximabul (IFX) este primul agent biologic
care ºi-a arãtat eficienþa la pacienþii cu HS ºi boala
Crohn asociatã. Printr-un trial randomizat
controlat placebo, Grant ºi colab. au analizat
eficienþa Infliximabului pe un lot de 38 de
pacienþi înrolaþi. Un procent de 26% dintre
pacienþii trataþi cu INN au prezentat o reducere a
severitãþii bolii cu mai mult de 50%, comparativ
cu braþul tratat cu placebo (5%) [39]. Rezultatele
acestui studiu confirmã eficacitatea acestui agent
anti TNFα care reduce activitatea bolii, prin
scãderea durerii ºi a inflamaþiei ºi amelioreazã
semnificativ calitatea vieþii pacienþilor. În ciuda
rezultatelor încurajatoare recurenþele apar la
intervale variate de timp. Cu toate cã mult timp 
s-a considerat cã tratamentul cu Etanercept are
efecte similare celui cu Infliximab [24], datele
recente susþin cã nu existã diferenþe semnificative
între pacienþii trataþi cu Etanercept ºi cei placebo
trataþi (rezultate obþinute dupã evaluarea globalã
a pacientului ºi DLQI) [40].

Adalimumabul (ADA) 40 mg administrat
subcutanat sãptãmânal sau la interval de 2

treated with Ethinylestradiol and low doses of
Norgestrel. Seven of these patients (29%)
achieved complete and lasting healing, with no
proven statistical difference between the two
treatments [25]. Although hormone treatment
could improve disease progression in some cases,
the low success percentage reveals the limited
action of this therapy in HS.

In 2013, Radhawa et al. [33] have investigated
the benefits of 5-αα-reductase inhibitors in
children and adolescents with HS. Finasteride, in
combination with oral contraceptives or systemic
antibiotics, led to relief of lesions and reduced
inflammatory recurrences in the 3 patients
included in the study, which is why the authors
suggested its possible use as an additional
therapy in cases of female patients or pediatric
cases with HS refractory to treatment.

The introduction of biological therapies in
HS management has provided an optimistic non-
surgical approach, particularly in patients with
severe disease and disease refractory to
conventional treatments. TNF-α is a pleiotropic
proinflammatory cytokine, whose stimulation
induces the activation of a cascade of
inflammatory reactions that cause excessive
inflammation. The inhibition of the tumor
necrosis factor plays an important role in treating
several inflammatory diseases, including HS.
Recently published results have revealed the
favorable effects of anti-TNFα therapies in the
treatment of this disease [35] [36] [37] [38] [39]. 

Infliximab (IFX) is the first biological agent
to have shown effectiveness in HS patients and
associated Crohn’s disease. In a randomized
placebo-controlled trial, Grant et al. analyzed the
effectiveness of Infliximab on a group of 38
patients enrolled. 26% of patients treated with
INN had a reduction in the severity of the disease
by more than 50% compared to the placebo arm
(5%). [39] The results of this study confirm the
efficacy of this anti-TNFα agent which reduces
activity disease, by decreasing pain and
inflammation and significantly improving the
quality of life of patients. Despite the encour-
aging results, recurrences occur at varying
intervals. While it has long been considered that
Etanercept treatment has similar effects to
Infliximab [24], recent data suggest that there are
no significant differences between patients
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sãptãmâni reprezintã cel mai studiat agent
biologic cu rezultate dependente de dozã, astfel,
într-un studiu prospectiv randomizat dublu orb,
controlat placebo [36] în care au fost incluºi 154
de adulþi cu forme medii/severe de HS, s-a
evaluat beneficiile ADA observându-se faptul cã
dupã sãptãmâna 16 (S16) de terapie, rãspunsul
clinic a fost obþinut de 17,6% din pacienþii trataþi
sãptãmânal versus 3,9% din pacienþii placebo
trataþi. La pacienþii trataþi cu ADA la interval de 2
sãptãmâni rãspunsul clinic a fost atins în 9,6%
din cazuri.

Recent a fost evaluat ºi tratamentul cu
Ustekinumab (UST), un anticorp monoclonal ce
acþioneazã pe subunitatea P40 ale IL12 ºi IL23.
Datele în ceea ce priveºte acest agent biologic
sunt puþine, în literatura de specialitate au fost
raportate 6 cazuri [41][42][43][44] tratate cu UST
ºi un studiu clinic ce a inclus un numãr de 17
pacienþi [45]. Ca ºi rezultate ale acestui studiu,
dintre cei 12 pacienþi care au finalizat protocolul
terapeutic, 47 % au obþinut îmbunãtãþiri clinice
semnificative în sãptãmâna 40. De subliniat este
faptul cã rãspunsul terapeutic nu a fost unul
rapid, ameliorãrile clinice devenind notabile
dupã câteva luni de la începerea tratamentului.

Datele privind eficienþa altor agenþi biologici
precum Ankinra sau Canakinumab sunt foarte
puþine [24] ºi necesitã studii amãnunþite pentru a
le evalua eficacitatea ºi tolerabilitatea.

Metodele medicale disponibile la ora actualã
controleazã puseul evolutiv ºi reduc inflamaþia,
însã de cele mai multe ori eficacitatea acestora
este tranzitorie. Prin urmare, la pacienþii cu
leziuni severe, extinse, este necesarã îndepãrtarea
chirurgicalã a þesuturilor implicate.

Tratamentul chirurgical este diferit în funcþie
de severitatea bolii, dar ºi de sediul leziunilor
(risc de contracturi cicatriciale). Astfel, în stadiile
incipiente se opteazã pentru incizia ºi drenajul
leziunilor iar pentru stadiile moderate, cu leziuni
limitate ºi abcese recidivante se poate efectua
excizia localã cu suturã per primam. În stadiile
severe, cu afectare difuzã, cea mai bunã opþiune o
constituie excizia radicalã, largã ºi profundã,
urmatã de reconstructive cu grefe de piele sau
lambouri [24]. Rompel ºi Petres [46][48] au
urmãrit evoluþia pe termen lung a 106 pacienþi
cãrora li s-au efectuat excizii radicale, iar
rezultatele obþinute dupã o perioadã de 36 luni

treated with Etanercept and those treated with
placebo (results obtained after the patient’s
overall assessment and DLQI) [40].

Adalimumab (ADA) 40 mg given subcu-
taneously on a weekly basis or every 2 weeks is
the most studied biological agent with dose-
dependent results; thus, in a randomized,
double-blind, placebo-controlled trial [36]
including 154 adults with moderate / severe HS,
the benefits of ADA were assessed; the findings
showed that after week 16 (S16) of therapy,
clinical response was obtained from 17.6% of
patients treated weekly versus 3.9% of placebo-
treated patients.

In patients treated with ADA every 2 weeks,
the clinical response was reached in 9.6% of cases.

Recently, treatment with Ustekinumab
(UST), a monoclonal antibody that acts on the
P40 subunit of IL12 and IL23, was also assessed.
Data on this biological agent are scarce, 6 cases
[41][42][43][44] treated with UST and a clinical
trial involving 17 patients [45] have been
reported in the literature. The results of this study
showed that 47% of the 12 patients who
completed the therapeutic protocol achieved
significant clinical improvements at Week 40.
One should note that the therapeutic response
was not quick, with clinical improvements
becoming noticeable after a few months after the
initiation of treatment.

Data on the effectiveness of other biological
agents such as Ankinra or Canakinumab are
very scarce [24] and require detailed studies to
evaluate their efficacy and tolerability.

Currently available medical methods control
the flare-up progress and reduce inflammation,
but their efficacy is often transient. Therefore, in
patients with severe, extensive lesions, surgical
removal of the tissues involved is necessary.

Surgical treatment varies depending on the
severity of the disease, but also on the location of
the lesions (risk of scarring contractions). Thus, in
the incipient stages, the incision and drainage of
the lesions are the preferred methods, while for
the moderate stages with limited lesions and
recurrent abscesses, the local excision with per
primam suture can be performed. In the severe
stages with diffuse extent, the best option is
radical, wide and deep excision, followed by
reconstructive skin grafts or flaps [24]. Rompel
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au arãtat o ratã de recurenþã de doar 2,5% la
nivelul zonelor operate ºi infecþia plãgii la 3,7%
dintre aceºti pacienþi.

Rata de succes a curelor excizionale radicale a
fost evaluatã într-un studiu [50] retrospectiv
realizat pe 106 pacienþi, în care: la 100 leziuni s-a
optat pentru excizii locale cu sutura per-primam,
la 29 dintre leziuni s-au efectuat excizii radicale
urmate de plastie cu grefe de piele iar la 14
leziuni s-au practicat excizii radicale urmate de
reconstrucþii cu lambouri fascio- sau musculo-
cutanate. Recurenþele în cazul exciziilor cu suturã
per primam au fost raportate într-un procent de
69.9%, pe când, în cazul exciziilor urmate de
reconstrucþii sau grefe de piele nu s-au raportat
recidive. Un alt studiu retrospectiv [51] în care 31
pacienþi au fost supuºi procedurilor de drenaj al
abceselor, chirurgiei locale limitate sau a
exciziilor radicale largi, a confirmat avantajul
terapeutic al curelor chirurgicale radicale
evidenþiind o ratã de recidivã de doar 27 % la 72
luni, comparativ cu 42,8% în cazul exciziilor
limitate sau de 100% în cazurile în care s-a optat
pentru drenaj. În concluzie, tratamentul
chirurgical rãmâne o metodã eficientã, ce asigurã
un control pe termen lung al bolii ºi care scade
considerabil rata recidivelor.

Laser CO2: Lapins el al. [52] au studiat
eficacitatea terapiei cu laser CO2 pe 24 pacienþi cu
HS, rezultatele obþinute dupã o perioadã de
follow-up de 27 luni fiind unele extrem de
avantajoase, doar 2 dintre pacienþi prezentând
recidive. Alt studiu [53] efectuat tot de Lapins în
2012 a evidenþiat faptul cã, deºi, aceastã terapie
oferã rezultate bune, cu un numãr minim de
recurenþe la nivelul zonelor tratate, totuºi
recidivele la distanþã sunt frecvente.

Hazen ºi Hazen [54] au tratat pe un lot de 61
de pacienti, 185 de leziuni, cu laser CO2 combinat
cu o tehnicã de marsupializare, obþinându-se
vindecarea completã a 183 din cele 185 de leziuni,
fãrã recurenþe în perioada de urmãrire cuprinsã
între 1 ºi 19 ani.

Utilizarea terapiei fotodinamice (PDT) a fost
derivatã din eficienþa ei în tratamentul acneei
vulgare, prin reducerea producþiei de sebum.
Mecanismul de acþiune implicã absorbþia
acidului aminolevulinic, urmatã de o creºtere a
producþiei de protoporfirinã IX în foliculii piloºi.
În cazul HS, rezultatele sunt controversate, având

and Petres [46] [48] have followed up the long-
term evolution of 106 patients who had
undertaken radical excision and the results
obtained after 36 months showed a recurrence
rate of only 2.5% on the surgical areas, and
wound infection in 3.7% of these patients.

The success rate of radical excisional cures
was evaluated in a retrospective study [50] of 106
patients, in which: 100 injuries were selected for
local excision with per-primam sutures, 29 of the
lesions were subject to radical excision followed
by skin grafting, and 14 lesions were subject to
radical excisions followed by reconstructions
with fascio- or musculocutaneous flaps.
Recurrences in the case of per primam sutures
were reported in 69.9% patients, whereas in the
case of excisions followed by reconstructions or
skin grafts, relapses were not reported. Another
retrospective study [51] in which 31 patients
underwent procedures for drainage of abscesses,
limited local surgery or broad radical excisions
confirmed the therapeutic benefit of radical
surgeries, indicating a relapse rate of only 27% at
72 months, compared with 42.8% for limited
excisions or 100% for drainage. In conclusion,
surgical treatment continues to be an effective
method, which ensures long-term control of the
disease and considerably decreases the rate of
relapses.

CO2 Laser: Lapins el al. [52] have studied the
efficacy of CO2 laser therapy on 24 patients with
HS, the results obtained after a 27-month follow-
up period being some of the most advantageous,
with only 2 patients presenting relapses. Another
study [53] conducted by Lapins in 2012 revealed
that, although this therapy offers good results
with a minimal number of recurrences in the
treated areas, however, remote relapses are
common.

Hazen and Hazen [54] treated a batch of 61
patients, 185 lesions, with CO2 laser combined
with a marsupialization technique, reaching
complete healing of 183 of the 185 lesions without
recurrence during the follow-up period ranging
between 1 and 19 years of age.

The use of photodynamic therapy (PDT) has
been derived from its effectiveness in the
treatment of acne vulgaris by reducing sebum
production. The mechanism of action involves
the absorption of aminolevulinic acid, followed
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o ratã de ameliorare a leziunilor de la 0% pânã la
100%. Laserul Nd-YAG 1064nm reprezintã o
metodã complementarã în tratamentul HS.
Eficienþa acestei terapii constã în declanºarea
unei fototermolize selective a unitãþii pilo-
sebacee. Tierrrey et al. [55] a studiat efectele
laserului Nd- YAG, pe un lot de 22 pacienþi cu HS
stadiile Hurley II ºi III. Observându-se o scãdere
semnificativã a severitãþii bolii într-un interval de
3 luni (65,3%). 

În cazurile în care terapia sistemicã este
contraindicatã, iar pacientul refuzã tratamentul
chirurgical, Pagliarello ºi colab. [56], au propus o
nouã tehnicã folosind crioinsuflarea. Aceastã
tehnicã presupune injectarea de azot lichid direct
în traiectele sinuoase. Pe mãsurã ce azotul lichid
pãtrunde în sinusurile infectate, acesta se
disperseazã rapid în traiectele comunicante
datoritã coeficientului mare de expansiune al
lichidului în gaz. Reprezintã o terapie nouã, 
uºor de efectuat, necostisitoare, ce poate fi folositã
în monoterapie sau ca tratament adjuvant, cu
rezultate rapide ºi ameliorãri clinice semnificative.

Deºi în trecut a fost ultilizatã pe scarã largã,
prezentând rezultate bune, în prezent radio-
terapia nu se mai foloseºte datoritã riscului
crescut de neoplazie la nivelul regiunii gluteale
sau intergluteale.

A fost publicat un singur caz [57] de HS tratat
cu toxinã botulinicã. S-au folosit 250 unitãþi de
toxinã botulinicã, într-o singurã ºedinþã, leziunile
inflamatorii remiþându-se complet în urmãtoarele
10 luni. Principiul eficienþei constã în faptul cã
toxina botulinicã reduce secreþia glandelor
apocrine ºi limiteazã ruperea folicularã.

Alte metode complementare include Gluco-
natul de zinc, peelingul cu rezorcinã ºi Dapsonã.

Gluconatul de zinc, în doze de 90 mg/zi
administrat pe o perioadã de 12 luni a avut o
evoluþie favorabilã la un lot cu 22 pacienþi [58], cu
remisiunea completã a 8 dintre pacienþi (36,3%) ºi
ameliorarea celorlalþi 14. Efectele adverse
resimþite de pacienþi au inclus greaþã ºi anemia
macrocitarã [58]. Eficacitatea acestei terapii
rezultã din proprietãþile antiinflamatorii ºi
antiandrogenice ale Gluconatului de zinc ce
inhibã a 5-a reductazã. 

Dupã tratament îndelungat cu Dapsonã (în
medie 2 ani), în doze de 50-200mg/zi s-au
observat îmbunãtãþiri clinice semnificative cu

by an increase in protoporphyrin IX production
in hair follicles. In the case of HS, the results are
controversial, with a lesion improvement rate of
0% to 100%. The Nd-YAG 1064nm laser is a
complementary method in the treatment of HS.
The effectiveness of this therapy consists in
triggering a selective photothermolysis of the
pilo-sebaceous unit. Tierrrey et al [55] studied the
effects of the Nd-YAG laser on a group of 22
patients with HS in Hurley II and III stages; a
significant decrease in the severity of the disease
within 3 months was reported (65.3%). 

In cases where systemic therapy is
contraindicated and the patient refuses surgery,
Pagliarello et al. [56] have proposed a new
technique, i.e., cryotherapy. This technique
involves the injection of liquid nitrogen directly
into sinuous pathways. As the liquid nitrogen
enters the infected sinuses, it quickly disperses
into the communicating pathways due to the high
expansion coefficient of the liquid in the gas. This
is a new, easy-to-use, inexpensive therapy that can
be used alone or as adjunctive therapy with rapid
results and significant clinical improvements.

Although it has been widely used in the past,
showing good results, radiation therapy is
currently no longer used due to the increased risk
of neoplasia in the gluteal or intergluteal region.

Only one case [57] of HS treated with
botulinum toxin was published. 250 botulinum
toxin units were used in one session, and the
inflammatory lesions were completely remitted
within the next 10 months. The principle of
effectiveness is that botulinum toxin reduces the
secretion of apocrine glands and limits follicular
rupture.

Other complementary methods include zinc
gluconate, resorcinol peeling and Dapsone.

Zinc gluconate at doses of 90 mg / day
administered over a 12-month period had a
favorable progression in a group of 22 patients
[58], with complete remission of 8 patients
(36.3%) and improvement of the other 14
patients. The adverse effects experienced by
patients included nausea and macrocytic anemia.
[58] The efficacy of this therapy results from the
anti-inflammatory and antiandrogenic properties
of 5-a reductase-inhibiting zinc gluconate. 

After long-term treatment with Dapsone (2
years in average), significant clinical improve-
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ameliorarea unui procent de 38% din totalul de 24
pacienþi incluºi în studiu [46][59]. Eficacitatea
Dapsonei derivã din proprietãþi antibacteriene ºi
antiinflamatorii ale acesteia în special datoritã
efectului sãu de inhibare a chemotaxisului
neutrofilic. Totuºi aceastã terapie trebuie folositã
cu precauþie datoritã efectelor sale adverse.

Resorcina topicã 15 % a dovedit o uºoarã
eficienþã în ameliorarea durerii ºi reducerea
inflamaþiei la pacienþii cu HS stadiul Hurley I/II
[46][59], însã sunt necesare studii suplimentare
pentru a trasa concluzii valide în ceea ce priveºte
eficacitatea ºi tolerabilitatea acestei terapii.

Pânã în prezent nu existã un consens cu
privire la tratamentul optim în HS, însã au fost
publicate ghiduri europene de tratament al HS
[59] ce vizeazã managementul afecþiunii în
funcþie de stadializarea clinicã Hurley. Acesta
trebuie deseori individualizat ºi constã în terapii
medicale, cure chirurgicale precum ºi folosirea de
metode complementare, iar deseori este necesarã
asocierea lor pentru a controla boala. 

Concluzii

HS este o boalã cronicã, debilitantã care
necesitã o asociere complexã de tratamente
medicale ºi chirurgicale. Îngrijirea acestor
pacienþi ar trebui gestionatã de o echipã
multidisciplinarã (dermatologi ºi chirurgi
deopotrivã) instruiþi corespunzãtor pentru a le
oferi acestor pacienþi un tratament optim
individualizat, adaptat gradului de severitate al
bolii dar ºi dorinþelor pacientului. Tratamentul
HS vizeazã reducerea inflamaþiei cronice ºi a
ocluziei foliculare, ameliorarea durerii, cu
vindecarea puseului, ºi menþinerea stãrii de
remisie prin prevenirea agravãrii ºi a avansãrii la
stadii mai severe, ºi nu în ultimul rând creºterea
calitãþii vieþii acestor pacienþi.

ments were observed for doses of 50-200 mg / day,
with an improvement of 38% of the total of 24
patients included in the study [46] [59]. The
efficacy of Dapsone derives from its antibacterial
and anti-inflammatory properties, particularly
due to its inhibitory effect on neutrophil
chemotaxis. However, this therapy should be used
with caution due to its adverse effects.

Topical resorcinol 15% has shown a mild
efficacy in relieving pain and reducing
inflammation in patients with HSH- Hurley stage
I / II [46] [59], but further studies are needed to
draw valid conclusions regarding the efficacy
and tolerability of this therapy.

So far, there is no consensus on the optimal
treatment of HS, but European treatment
Guidelines for HS [59] have been published to
address the management of the condition
according to Hurley clinical staging. This must be
often customized individually and consists of
medical therapies, surgical regimens and the use
of complementary methods, and it is often
necessary to combine them to control the disease. 

Conclusions

HS is a chronic, debilitating disease that
requires a complex combination of medical and
surgical treatments. The care of these patients
should be managed by a multi-disciplinary team
(dermatologists and surgeons alike) appropriately
trained to provide these patients with optimized
individualized treatment tailored to the degree of
severity of the disease but also to the patient’s
wishes. HS treatment aims at reducing chronic
inflammation and follicular occlusion, relieve pain,
flare-up healing, and maintain remission by
preventing worsening and progression to more
severe stages, and last but not least, improving the
quality of life of these patients.
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