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Introduction

Pyoderma gangrenosum (PG) is a rare neutrophilic derma-
tosis that can involve the skin and mucosae. Sites of pre-
dilection are the lower extremities and the trunk, but any 
cutaneous site may be affected [1–3]. The skin over the 
tibia is a classic site for PG lesions. Skin lesions consist 
of extensive, rapidly progressing, painful necrolytic ulcers 
that can exceed 10 cm in diameter, with undermined edges 
and violaceous borders. Pustules or tender erythematous 
nodules can precede these ulcers. Lesions have a rapid 
onset and generally develop over a period of 4–8 weeks [4, 
5]. Cribriform scarring is a typical presentation of healed 
skin lesions [2, 6]. Bullous and vegetative forms have been 
reported, but are less common than the ulcerative and pus-
tular forms [7]. The diagnosis is established between 30 
and 50 years of age. Women are more commonly affected 
than men. In as many as 70% of patients, an underlying sys-
temic condition can be associated with the occurrence of 
PG [2].

Etiology and pathogenesis are unclear. A multifactorial 
origin including neutrophilic dysfunction, overexpression 
of mediators of inflammation and genetic mutations predis-
posing patients to PG has been suggested in a recent review 
[8, 9]. Pathergy, a skin reaction in which minor mechani-
cal trauma such as a scratch, incision or needle stick leads 
to the development of a papule, pustule or ulceration, has 
been seen in about 30% of patients with cutaneous PG 
[10]. Minor trauma and surgery (colostomy, hysterectomy, 
caesarian section, breast surgery, etc.) are suggested as 
initiating factors in lesion development [1–4, 8, 11]. Con-
sequently, aggressive surgical wound debridement or skin 
grafting is contra-indicated in these patients.

Although the oral mucosa is repeatedly traumatized 
through everyday activities such as mastication and oral 
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hygiene, and can be iatrogenically injured during dental 
treatment procedures, oral manifestations of PG have been 
reported rarely and mainly as isolated cases in the scien-
tific literature. This paucity of identified cases suggests that 
many cases may have been undiagnosed or misdiagnosed 
(Fig. 1). For a dental practitioner treating a patient known 
to have PG, the risk of triggering oral lesions of PG sec-
ondary to mucosal injury is unknown. Furthermore, if oral 
PG lesions were to develop, they would need to be accu-
rately differentiated from other oral ulcerative conditions, 
such as major aphthae, traumatic ulcerative granuloma with 
stromal eosinophilia (TUGSE), neutropenic ulcers, mani-
festations of infectious diseases or oral squamous cell car-
cinoma, amongst others, in order to be properly managed. 
In an effort to provide a detailed explanation of the oral 
manifestations of PG, a systematic search was conducted 
using medical databases. This article presents the pertinent 
diagnostic criteria, discusses the differential diagnosis and 
therapeutic modalities for PG involving the oral cavity.

Search Strategy

A thorough search using the PubMed and Embase data-
bases was executed between September 1st 2015 and 

February 5th 2016. The combination of MeSh terms “Oral” 
and “Pyoderma Gangrenosum” was entered in the search 
fields. The reference list of each article was searched for 
any prior unidentified cases. Considering the rare occur-
rence of oral lesions in patients diagnosed with PG, it was 
impossible to assess articles based on methods of rand-
omization, patient selection, or blinding. No limitations on 
language or date of publication were imposed. None of the 
articles included in this review revealed any source of bias 
or conflict of interest. The quality of articles was assessed 
based on the rigor of the diagnostic methods, histopatho-
logical analysis of biopsied specimens, detailed therapeu-
tic management, and patient follow-up. Only lesions clini-
cally resembling PG and properly diagnosed by methods of 
exclusion were included in the qualitative analysis. Consid-
ering the non-specificity of the histopathologic appearance 
of these lesions, the absence of biopsies of oral ulcers was 
not considered as a criterion of exclusion in this review. 
However, it was considered an element reinforcing the 
diagnosis of PG by excluding certain similar pathologies 
[2]. Based upon these requirements, 10 cases were excluded 
from this review [6, 12–15]. The following Prisma Flow 
Chart exhibits the selection methodology (Fig. 2).

Results

A review of the English and French-language literature 
revealed 20 acceptable cases of intraoral PG. The impor-
tant features of these cases, as reported in individual case 
reports, are summarized in Table 1. The clinical and epide-
miological data is summarized in Table 2.

Discussion

Oral Manifestations of PG

Epidemiological data was available for all patients with 
intraoral PG. The average age was 48.7 years (±21.86 
years). Men were affected more frequently than women, 
with 65% (13/20) of reported intraoral PG cases affecting 
males. Oral lesions were reported in the absence of con-
comitant cutaneous involvement in 20.0% (4/20) of cases 
[14, 16–18]. The most frequent sites were the tongue, 
buccal mucosa and soft palate, together representing 
67.6% (23/34) of all reported oral lesions. Other lesions 
involved the hard palate, oropharynx, lip, commissure, 
gingiva, and retromolar area [5, 14, 16, 17, 19, 20]. Gen-
erally, mucosal lesions in the oral cavity were smaller 
than skin lesions, measuring between 1 and 5 cm in great-
est diameter [5, 14, 18, 21–27]. As with skin lesions, the 
onset is rapid and ulcers develop over the course of 4–8 

Fig. 1  This 67-year-old white male presented a thin leukoplakic 
lesion on the posterior dorsal tongue. His medical history included 
hypertension, diabetes and dyslipidemia, for which he took rovusta-
tin, metformin and olmesartan. He reported a 20 pack-year smoking 
history, having quit smoking 2-months prior, and consumed 6 beers/
week for the last 40 years. The lesion was biopsied and diagnosed as 
hyperkeratosis with focal mild epithelial dysplasia and no evidence 
of candidiasis. At the 1-week post-op examination, he presented nor-
mal healing of the biopsy site. One month later, he presented to the 
emergency dental clinic complaining of tongue discomfort. A large 
necrotic ulcer at the site of the biopsy was noted (picture). There was 
no purulence or submandibular lymphadenopathy. A second biopsy 
of the border of the ulcer was signed out as a non-specific ulcer. The 
patient was prescribed Chlorhexidine 0.12% rinses BID and clinda-
mycin 500 mg TID × 14 days. The lesion healed gradually over the 
next 2 months. Shortly after, he was diagnosed with primary lung 
cancer (the patient did not know which type)
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weeks [12, 14]. Initially, red colored nodules or papulo-
pustules can develop. As they rupture, irregularly shaped, 
painful ulcerations are created. Ulcers present irregular, 
rolled-out margins and a necrotic, grey or tan colored 
base. The base of the lesion can be granular and fri-
able leading to frequent bleeding [14]. The edges can be 
elevated and PG ulcers are often bordered by an erythe-
matous or violaceous halo underlining the inflammatory 
nature of these lesions [21, 28]. Certain ulcers are cov-
ered by an overlying yellow pseudomembrane, and may 
express purulent discharge [21, 24, 29]. Lesions on the 
lips can exhibit crusting [16, 29]. Supplementary images 
of oral PG ulcers showing the variety of morphologic fea-
tures can be visualized in the case reports [5, 10, 20–23, 
29]. Oral and skin lesions in PG are non-indurated. They 
can be tender to palpation. Pain, dysphagia, sore throat 
and difficulty in movement are frequently reported com-
plaints with oral PG. In more extensive cases, bone loss 
and destruction of the periodontal support of adjacent 
teeth have been reported [14, 24].

Histopathology

Biopsies of oral PG show non-specific histopathologi-
cal features. Diagnosis is therefore based on the clinical 
features and exclusion of other causes of oral ulceration. 
In a case series involving 16 patients with cutaneous PG, 
83% of cases were diagnosed based on the clinical features 
and the exclusion of infectious and neoplastic causes [4]. 
Reports of extensive ulceration bordered by an overlying 
fibrinopurulent membrane with heavy neutrophilic infiltra-
tion of the lamina propria are consistently seen in biopsied 
cases [5, 12, 16, 18, 23, 24, 26, 29–32]. Neutrophils can 
have an altered appearance [20]. A mixed inflammatory 
cell infiltrate comprised of polymorphonuclear neutrophils, 
lymphocytes, histiocytes, and plasma cells is also reported. 
Infiltration of lymphocytes can extend into the underly-
ing skeletal muscle [26]. Granulation tissue can be identi-
fied when chronic inflammation is present. Vasculitis was 
observed in one biopsied specimen [10]. However, it is sug-
gested that the presence of vasculitis is secondary to heavy 

Fig. 2  Prisma flow-chart
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inflammation and is not a direct consequence of PG [8]. 
Perivascular hyalinization, fibrin deposition, hemorrhage 
and leukocytoclasia can be present in some lesions [12].

Almost half of microbiological cultures obtained from 
cutaneous and mucosal ulcers associated with PG are 
negative for infectious agents [3, 17]. However, secondary 
infections are common; therefore, a positive culture cannot 
exclude PG. Immunofluorescence analysis is inconclusive, 
and does not constitute a useful diagnostic test due to the 
absence of a humoral autoimmune process in this disease.

Underlying Systemic Diseases Associated with PG

80% (16/20) of patients with oral PG have an underlying 
systemic disease. Most of these cases (6/16) were associ-
ated with inflammatory bowel disease (IBD). In fact, PG 
is an extra-intestinal manifestation in up to 1% of patients 
with IBD [1]. Other underlying systemic conditions include 
rheumatoid arthritis, monoclonal gammopathy, myelopro-
liferative conditions, and other hematological disorders [1, 
9, 33–35].

Some cases of cutaneous PG, sometimes accompanied 
by oral lesions, have been observed in patients with chronic 
hepatitis [36], acute or chronic leukemia [2, 8, 9, 33, 35], 
polycythemia rubra vera [10, 25] and refractory anemia 
[17]. PG was the initial manifestation of leukemia in some 
cases [35]. Furthermore, in 10–20% of cases, an associa-
tion with paraproteinaemia was identified [3, 5, 30].

Recently, PG has been included in two distinct auto-
inflammatory syndromes, PAPA and PASH [37]. PAPA 
syndrome results from mutations in the proline-serine-
threonine-phosphatase interactive protein 1 (PSTPIP1) 
and CD2-binding protein 1 (CD2BP1) genes, which cause 
a triad of pyogenic arthritis, PG and acne [35, 38]. The 
PASH triad is composed of PG, acne, and suppurative 
hidradenitis. Recent studies have revealed a heterozygous 
missense mutation for c.1213 C > T in the PSTPIP1 gene 
and an increased number of repetitions of the CCTG micro-
satellite motif in the in the promoter region of this gene in 
patients with PASH syndrome [37, 39]. Marzano et al. also 
reported a p.E277D missense mutation of the PSTPIP1 
gene in a patient with PA-PASH syndrome (associated pyo-
genic arthritis) [40]. To date, oral PG lesions have not been 
reported in the context of theses syndromes.

Although there is no specific diagnostic test for PG, 
some non-specific markers of inflammation have been 
found to be elevated in affected patients. Elevated erythro-
cyte sedimentation rate (ESR) [5, 17, 27, 29] and C-reactive 
protein [20–22, 30] have been observed in cases of oral PG. 
Blood work can be useful to exclude infectious causes and 
sexually transmitted diseases (ex.: syphilis, herpes, etc.) 
and to investigate for hematological disorders such as leu-
kemia, myelodysplastic syndromes and refractory anemia Ta
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with ringed sideroblasts [17]. Autoimmune pathologies can 
be investigated using serological studies and other pertinent 
diagnostic tests.

Differential Diagnosis

Oral PG can resemble many different entities such as 
mucosal tuberculosis, oral manifestations of Crohn’s dis-
ease, granulomatosis with polyangiitis, oral squamous cell 
carcinoma, necrotizing sialometaplasia, oral involvement 
by T cell lymphoma, traumatic ulcerative granuloma with 
stromal eosinophilia (TUGSE), tertiary syphilis, neutro-
penic ulcers, recurrent major aphthous ulcers, and deep 
fungal infections (histoplasmosis, mucormycosis, cryp-
tococcosis, blastomycosis). The characteristic features 

of these conditions are detailed in Table  3 [41–45]. The 
diagnosis of PG is primarily based on recognition of the 
characteristic morphology and evolution of the lesion, the 
presence of an underlying systemic disease (if any) and, the 
exclusion of other disease processes using proper diagnos-
tic tools. Although histopathological features of oral PG are 
non-specific, they can be useful for excluding other patho-
logical conditions with a similar clinical appearance.

Other neutrophilic dermatoses such as Behçet’s disease 
and Sweet’s Syndrome (SS or acute febrile neutrophilic 
dermatosis) should also be investigated. SS has a distinct 
clinical presentation that allows differentiating it from 
PG. Patients are febrile and present erythematous well-
defined and asymmetrical plaques or papules on the skin 
[46]. Histopathology shows absence of vasculitis, a dif-
fuse perivascular and nodular neutrophilic infiltrate, and 
various degrees of edema [46, 47]. Mucosal involvement 
is rare. The diagnosis of Behçet’s disease is based on the 
identification of one major (2 points) and two minor (1 
point each) criteria as suggested by the International Crite-
ria for Behçet’s disease for a total score of 4 and over [48]. 
Major criteria include recurrent oral aphthous ulcerations, 
while minor criteria include recurrent aphthous-like genital 
ulcers, uveitis, retinal vasculitis, and cutaneous lesions such 
as erythema nodosum, pseudofolliculitis, papulopustular 
lesions or a positive pathergy test.

The controversial term Malignant Pyoderma (MP) 
should be avoided in cases of aggressive oral PG. Revised 
cases of MP have been identified as granulomatosis with 
polyangiitis [7, 49].

Treatment of Oral Lesions

Treatment of the underlying systemic condition, if any, rep-
resents an integral part in the management of oral and skin 
lesions of PG. Systemic corticosteroids are most commonly 
used and constitute the first line of immunosuppressive 
therapy. Oral prednisone, prednisolone (0.5–1  mg/kg/day) 
and IV methylprednisolone (0.5–1 mg/kg/day) are all effec-
tive in treating both oral and cutaneous PG [25, 50, 51]. 
For the treatment of oral PG, lower dosages of corticoster-
oids have been effective in treating lesions and preventing 
relapses [14, 19, 24, 30, 52]. Intralesional triamcinolone 
injections can complement oral steroids or immunomodu-
latory drugs [18, 53]. Immunosuppressive agents such as 
cyclosporine A (5  mg/kg/day), tacrolimus, azathioprine, 
and cyclophosphamide have also been administered in 
combination with systemic corticosteroids to induce a pro-
longed remission period or to reduce treatment duration [5, 
29, 54]. Cyclosporine A has been used as the only systemic 
therapy in some cases [18, 55]. In a recent randomized, 
observer-blind, parallel group, controlled trial involving 
112 patients with cutaneous PG, similar remission rates 

Table 2  Epidemiological data

Number of cases reported (%)

Sex (n = 20)
 Female 7 (35.0%)
 Male 13 (65.0%)

Age (n = 20)
 <20 years 1 (5.0%)
 20–40 years 7 (35.0%)
 40–60 years 5 (25.0%)
 60–80 years 4 (20.0%)
 >80 years 3 (15.0%)

Associated underlying disease (n = 20)
 No underlying condition 4 (20.0%)
 Inflammatory bowel disease 6 (30.0%)
  Ulcerative colitis 4 (20.0%)

 IgA paraproteinemia 2 (10.0%)
 Polycythemia rubra vera 2 (10.0%)
 Rheumatoid arthritis 2 (10.0%)
 Leukemia 1 (5.0%)
 Paroxysmal nocturnal haemoglo-

binuria
1 (5.0%)

 Diverticular disease 1 (5.0%)
Oral pathergy (trauma or surgery) (n = 20)
 Yes 1 (5.0%)
 No 19 (95.0%)

Sites affected (n = 34)
 Tongue 13 (38.2%)
 Buccal mucosa 6 (17.6%)
 Soft palate 4 (11.8%)
 Hard palate 3 (8.8%)
 Oropharynx 2 (5.9%)
 Lip 2 (5.9%)
 Commissure 2 (5.9%)
 Retromolar area 1 (2.9%)
 Gingiva 1 (2.9%)



437Head and Neck Pathol (2017) 11:427–441 

1 3

Ta
bl

e 
3 

 D
iff

er
en

tia
l d

ia
gn

os
is

 o
f o

ra
l P

G
 41

D
iff

er
en

tia
l d

ia
gn

os
is

C
lin

ic
al

 a
pp

ea
ra

nc
e

H
ist

op
at

ho
lo

gi
c 

fe
at

ur
es

A
dd

iti
on

al
 d

ia
gn

os
tic

 w
or

ku
p

M
uc

os
al

 tu
be

rc
ul

os
is

C
hr

on
ic

 u
lc

er
at

io
n 

an
d/

or
 g

ra
nu

la
r s

w
el

lin
g 

of
 

th
e 

m
uc

os
a

Pa
lp

ab
le

 c
er

vi
ca

l l
ym

ph
 n

od
es

N
ec

ro
tiz

in
g 

gr
an

ul
om

at
ou

s i
nfl

am
m

at
io

n 
La

ng
ha

ns
 g

ia
nt

 c
el

ls
M

yc
ob

ac
te

ria
l o

rg
an

is
m

s r
ev

ea
le

d 
by

 A
ci

d-
fa

st 
st

ai
n

C
he

st 
X

-r
ay

PP
D

 te
st

O
ra

l m
an

ife
st

at
io

ns
 o

f C
ro

hn
’s

 d
is

ea
se

Li
ne

ar
 v

es
tib

ul
ar

 u
lc

er
s

C
ob

bl
es

to
ne

 a
pp

ea
ra

nc
e 

of
 th

e 
m

uc
os

a/
m

uc
os

al
 ta

gs
M

ac
ro

ch
ei

lit
is

, a
ng

ul
ar

 c
he

ili
tis

N
on

-n
ec

ro
tiz

in
g 

gr
an

ul
om

at
ou

s i
nfl

am
m

at
io

n
Fe

ca
l c

al
pr

ot
ec

tin
C

ol
on

os
co

py
En

do
sc

op
y

G
ra

nu
lo

m
at

os
is

 w
ith

 p
ol

ya
ng

iit
is

St
ra

w
be

rr
y 

gi
ng

iv
iti

s
O

ra
l u

lc
er

at
io

ns
—

la
te

r s
ta

ge
Le

uk
oc

yt
oc

la
sti

c 
va

sc
ul

iti
s, 

gr
an

ul
om

at
ou

s 
in

fla
m

m
at

io
n

El
ev

at
ed

 a
nt

in
eu

tro
ph

il 
cy

to
pl

as
m

ic
 a

nt
ib

od
ie

s 
(A

N
CA

) t
ite

rs
 a

re
 h

ig
hl

y 
sp

ec
ifi

c
O

ra
l s

qu
am

ou
s c

el
l c

ar
ci

no
m

a
Ir

re
gu

la
r e

nd
o-

 o
r e

xo
ph

yt
ic

 in
du

ra
te

d,
 re

d,
 

w
hi

te
 a

nd
/o

r u
lc

er
at

ed
 m

as
s

O
fte

n 
pa

in
le

ss
 in

 e
ar

ly
 st

ag
es

Si
te

s o
f p

re
di

le
ct

io
n:

 la
te

ro
-v

en
tra

l t
on

gu
e,

 
flo

or
 o

f m
ou

th
 a

nd
 so

ft 
pa

la
te

Lo
co

-r
eg

io
na

l l
ym

ph
ad

en
op

at
hy

In
va

si
ve

 m
al

ig
na

nt
 sq

ua
m

ou
s c

el
ls

 a
ris

in
g 

fro
m

 o
ve

rly
in

g 
dy

sp
la

sti
c 

or
al

 e
pi

th
el

iu
m

C
he

st 
X

-r
ay

Im
ag

in
g 

to
 ru

le
 o

ut
 lo

co
-r

eg
io

na
l l

ym
ph

at
ic

 
m

et
as

ta
se

s
PE

T-
sc

an

N
ec

ro
tiz

in
g 

si
al

om
et

ap
la

si
a

R
ap

id
 o

ns
et

 o
f s

w
el

lin
g 

an
d 

pa
in

 o
f t

he
 

la
te

ra
l p

os
te

rio
r h

ar
d 

pa
la

te
, f

ol
lo

w
ed

 b
y 

th
e 

ap
pe

ar
an

ce
 o

f a
 c

ra
te

r-l
ik

e 
ul

ce
ra

tio
n

Re
gr

es
si

on
 o

f t
he

 le
si

on
 w

ith
ou

t t
re

at
m

en
t

N
ec

ro
si

s o
f m

uc
ou

s a
ci

na
r c

el
ls

 w
ith

 p
re

s-
er

va
tio

n 
of

 th
e 

lo
bu

la
r a

rc
hi

te
ct

ur
e 

of
 th

e 
in

vo
lv

ed
 sa

liv
ar

y 
gl

an
ds

 P
se

ud
oe

pi
th

el
io

m
a-

to
us

 h
yp

er
pl

as
ia

T 
ce

ll 
ly

m
ph

om
a

In
tra

or
al

 in
vo

lv
em

en
t i

s r
ar

e 
an

d 
m

os
t o

fte
n 

pr
ec

ed
ed

 b
y 

cu
ta

ne
ou

s l
es

io
ns

Er
yt

he
m

at
ou

s i
nd

ur
at

ed
 p

la
qu

es
/n

od
ul

es
 th

at
 

ar
e 

ul
ce

ra
te

d.
 T

on
gu

e,
 p

al
at

e 
an

d 
gi

ng
iv

a 
ar

e 
m

os
t f

re
qu

en
tly

 a
ffe

ct
ed

A
ty

pi
ca

l l
ym

ph
oc

yt
ic

 c
el

ls
Pa

ut
rie

r m
ic

ro
-a

bs
ce

ss
es

Ex
te

ns
iv

e,
 d

en
se

 in
fil

tra
te

 c
om

pr
is

ed
 o

f a
ty

pi
-

ca
l l

ym
ph

oc
yt

es
Ly

m
ph

oc
yt

ic
 p

op
ul

at
io

n 
is

 C
D

4+

T 
ce

ll 
re

ce
pt

or
 g

en
e 

re
ar

ra
ng

em
en

t s
tu

di
es

Tr
au

m
at

ic
 u

lc
er

at
iv

e 
gr

an
ul

om
a 

w
ith

 st
ro

m
al

 
eo

si
no

ph
ili

a
D

ee
p,

 c
hr

on
ic

 u
lc

er
at

io
n 

w
ith

 e
le

va
te

d 
bo

rd
er

s
Po

ly
m

or
ph

ic
 in

fla
m

m
at

or
y 

in
fil

tra
te

 w
ith

 
ab

un
da

nt
 e

os
in

op
hi

ls
 in

 th
e 

su
pe

rfi
ci

al
 

m
uc

os
a 

an
d 

m
us

cl
e 

la
ye

r
A

ty
pi

ca
l l

ar
ge

 m
on

on
uc

le
ar

 c
el

ls
 (s

om
e 

ca
se

s)
Te

rti
ar

y 
sy

ph
ili

s
Sy

ph
ili

tic
 g

um
m

a:
 N

od
ul

ar
, i

nd
ur

at
ed

 o
r 

ul
ce

ra
te

d 
le

si
on

 c
ap

ab
le

 o
f c

au
si

ng
 e

xt
en

si
ve

 
tis

su
e 

de
str

uc
tio

n.
 P

al
at

e 
or

 to
ng

ue
 a

re
 m

os
t 

fr
eq

ue
nt

ly
 a

ffe
ct

ed

Pe
rip

he
ra

l p
se

ud
oe

pi
th

el
io

m
at

ou
s h

yp
er

pl
a-

si
a 

w
ith

 g
ra

nu
lo

m
at

ou
s i

nfl
am

m
at

io
n 

an
d 

m
ul

tin
uc

le
at

ed
 g

ia
nt

 c
el

ls

Se
ro

lo
gi

c 
sc

re
en

in
g 

te
sts

: V
D

R
L 

an
d 

R
PR

N
eu

tro
pe

ni
c 

ul
ce

rs
U

lc
er

at
io

ns
 u

su
al

ly
 in

vo
lv

in
g 

th
e 

gi
ng

iv
al

 
m

uc
os

a 
w

ith
 o

r w
ith

ou
t a

n 
er

yt
he

m
at

ou
s 

bo
rd

er

N
on

-s
pe

ci
fic

 u
lc

er
at

io
n 

Re
du

ce
d 

nu
m

be
r o

r 
ab

se
nc

e 
of

 n
eu

tro
ph

ils
C

om
pl

et
e 

bl
oo

d 
co

un
t



438 Head and Neck Pathol (2017) 11:427–441

1 3

were reported between groups treated with cyclosporine 
(4 mg/kg/day) and prednisolone (0.75 mg/kg/day) suggest-
ing that the treatment decision should be based on patient 
profile and possible adverse effects [55]. Monoclonal anti-
bodies such as Infliximab (anti-TNF-α) and Adalimumab 
have been suggested as secondary lines of treatment for 
refractory multifocal disseminated lesions or in cases of 
multiple organ involvement [13, 28, 56]. In patients diag-
nosed with inflammatory bowel disease, Infliximab is often 
the therapeutic drug of choice [28, 57, 58]. Some reports 
of treatment with thalidomide and colchicine demonstrate 
variable responses [5, 17, 19, 59].

In addition to systemic corticosteroids, local ulcer care 
is suggested to enhance patient comfort and prevent sec-
ondary microbial or fungal infections. Chlorhexidine 
0.12% mouth rinse can be used to achieve this in oral PG 
[21, 24, 31]. Topical clobetasol propionate (Dermovate 
0.05%) or Tacrolimus (Protopic 0.1 or 0.03%) can be used 
as adjuvants to systemic therapy to relieve symptoms [9, 
23]. Surgical debridement without concomitant medically 
induced immunosuppression or pre-operative corticoster-
oids should be avoided as surgery has been demonstrated 
to exacerbate cutaneous PG [3, 36, 51, 56, 60]. Similarly, 
in oral PG, Yco et al. reported that a PG ulcer spread to the 
adjacent alveolar ridge after a biopsy was undertaken [10]. 
Recurrence of PG is always possible as 10% (2/20) of cases 
with oral involvement have shown relapses over a period 
of time without appropriate maintenance therapy [22, 30]. 
Low dosage corticosteroids with or without Dapsone can 
be used as such [14, 29, 34, 61].

Conclusion

PG is an uncommon dermatological condition with very 
rare oral involvement. Few reports of oral lesions have been 
documented since the first description of PG by Brunsf-
ing et al. in 1930 [62]. Considering the possible morbidity 
associated with this disease, recognition and early diagnosis 
is of great importance. Exclusion of entities with a similar 
clinical appearance is essential. Clinicians must consider 
PG as a possible diagnosis for persistent and recurrent oral 
ulcers of unknown etiology, especially in patients with per-
sistent skin ulcers, an underlying systemic disease known 
to be associated with PG, and/or when a lesion worsens 
following biopsy or antibiotic therapy. To guide the clini-
cian in the diagnosis of oral PG lesions, we propose a set 
of diagnostic criteria based on the important clinico-patho-
logical features gathered from the reported cases (Table 4).

Standardized treatment protocols for mucosal lesions are 
still lacking and there is no scientific evidence to support 
the safety of local periodontal or surgical procedures in a 
patient affected with PG. Surgical dental interventions must Ta
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be considered as possible triggers of oral lesions in patients 
diagnosed with cutaneous PG. Therefore, dentists must act 
with precaution when considering surgery on a patient pre-
viously diagnosed with cutaneous PG as research evaluat-
ing the risks of inducing oral lesions and the therapeutic 
modalities to treat such iatrogenically induced lesions are 
non-existent. Early diagnosis, proper management and con-
sistent follow-up are essential due to the morbidity associ-
ated with these lesions and the significant risk of relapse 
reported in up to 30% of affected patients [14, 24].
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