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Abstract

Introduction: Linear atrophoderma of Moulin (LAM) is a rare dermatologic disorder characterized by hyperpigmented atrophic
plaques following the Blaschko lines (BL). The trunk and limbs are the usual sites affected. Isolated facial involvement is an exceed-
ingly rare entity. Despite a comprehensive medical literature search, the author could find only two cases of LAM where the lesions
are exclusively localized to the face. In this article, the author presents the third case of LAM localized to face only.
Case Presentation: A 26-year-old male complained of multiple linear non-pruritic pigmented lesions over the left side of the nose
and glabellar area of six months’ duration. There was no history of erythema, thickening/hardening of skin, or violaceous border
surrounding the lesions. On clinical examination, there were multiple hyperpigmented brownish lesions, the majority of which
were depressed, involving the left ala and bridge of nose laterally and glabellar area in a Blaschkoid pattern. Diagnosis of LAM was
established based on suggestive history and clinical examination.
Conclusions: LAM is a rare disorder, and the facial localization makes it exceedingly rare. It should be kept in the differential diag-
nosis when hyperpigmented depressed lesions are present in a Blaschkoid pattern on the face.
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1. Introduction

Linear atrophoderma of Moulin (LAM) is a rare der-
matologic condition in which hyperpigmented depressed
plaques are present following the Blaschko lines (BL) (1, 2).
The lesions are usually present over the trunk and limbs
without any tendency for long-term progression. These de-
pressed plaques are not associated with preceding inflam-
mation, induration, or sclerosis. Sites of predilection in-
volve the trunk (most common) followed by limbs. Face
and neck involvement has rarely been reported in the liter-
ature (3, 4). Isolated facial involvement in LAM is an exceed-
ingly rare presentation (5). The author could find only two
cases of LAM, where the lesions are restricted to the face
(5). In this article, the author is presenting the third case
of LAM exclusive to face.

2. Case Presentation

A 26 year-old-male complained of a band of multiple
linear non-pruritic pigmented lesions over the left side of
the nose and glabellar area for the last six months. The le-
sions started near the tip of the nose on the left side and

progressed upwards along the bridge of the nose later-
ally and reaching upwards to the level of the root of the
nose (Figure 1). There was no history of erythema, thick-
ening/hardening of skin, or a violaceous border surround-
ing the lesions. There was neither history of trauma to
the affected side nor skin lesions prior to the complaints.
The patient denied any history of similar lesions in his
family members. On clinical examination, there were
multiple hyperpigmented brownish macules and atrophic
plaques of variable size present in a band like pattern in a
Blaschkoid distribution. Lesions extended from the tip of
the nose on the left side up to the level of the root of the
nose involving the left ala and bridge of the nose laterally.
Similar lesions were present above the glabellar area on
the left side, just superior to the medial part of the left eye-
brows. At several places, lesions were depressed, revealing
clinical atrophy. There were no signs of inflammation and
induration. The rest of the dermatological and systemic ex-
amination was unremarkable. Skin biopsy was not done,
as the patient did not give consent for aesthetic reasons.
Based on history and suggestive clinical examination, a di-
agnosis of LAM was made.
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Figure 1. Multiple hyperpigmented atrophic lesions present in a band like pattern
over left side of nose following Blaschko lines.

3. Discussion

LAM is a rare dermatological disorder first described
by Moulin et al. (6). They reported five healthy patients
who complained of unilateral hyperpigmented atrophic
lesions along BL on the trunk and limbs without any evi-
dence of long term progression. These plaques had no in-
flammation, induration, or sclerosis associated with them
(3, 6). The lesions on histopathology revealed hyperpig-
mentation of the basal layer, while other epidermal lay-
ers and the dermis, including collagen and elastin, were
unremarkable (3, 6). The clinical atrophy was attributed
to the loss of subcutaneous tissue; however, a deep skin
biopsy from both the affected skin and contralateral sides
was originally not performed to assess the thickness of sub-
cutaneous tissue. Bauman et al. (7) reported a patient
with a similar disease and coined the term linear atropho-
derma of Moulin. However, in the last decade, the clinical

and histopathological features of LAM have been widened,
and several authors have described cases of LAM with vary-
ing clinical and histopathological findings not complying
with the original description, as stated by Moulin et al. (1,
2).

The etiopathogenesis of LAM is not clear to date. All
the reported cases of LAM have been sporadic so far. Der-
matoses where the lesions are present along BL are be-
lieved to be caused by a somatic mutation taking place
early in embryogenesis resulting in genotypic and pheno-
typic mosaicism. Some researchers have proposed that
LAM could be the result of the action of an autosomal
lethal gene surviving by mosaicism. The presence of two
or more genetically distinct cell populations in an indi-
vidual derived from a single zygote is called mosaicism.
Loss of the corresponding allele (wild type) at the locus of
atrophoderma can occur due to a postzygotic mutation.
This causes a homozygous cell clone, which becomes clin-
ically manifested later along Blaschko lines (8). However,
no gene involvement in LAM has been reported to date.

LAM is characterized by hyperpigmented depressed
plaques in a band-like distribution following the lines of
Blaschko. The lesions usually affect the trunk and extrem-
ities. These plaques are not associated with preceding
inflammation, induration, or sclerosis. The trunk is the
most commonly affected site, followed by upper and lower
limbs (3, 4). Rarely, involvement of the face/neck has been
reported. There are only a few cases of LAM where facial in-
volvement has been reported. However, in most of these,
facial involvement is seen in association with the involve-
ment of other body parts like the neck, trunk, and limbs (9-
12). Despite an extensive review of medical literature, the
author could find only two cases of LAM localized to the
face alone (Table 1). Darung et al. (5) have reported a case
of a 16-year-old girl having asymptomatic hyperpigmented
depressed plaques over the left chin of six months’ dura-
tion. Similarly, Ozkur et al. (12) have described two cases
of LAM from Turkey having facial lesions. However, only
one of the two cases had lesions restricted to the face. In
the present case, the lesions were present in a Blaschkoid
distribution involving the upper face, adding more novelty
to the case. Thus, the author believes that the present case
represents only the third case of LAM exclusive to the face.
The exceedingly rare nature of this case prompted the au-
thor to report it.

The histopathological features of LAM have been
widened. In the original report by Moulin et al. (6), the
characteristic finding was only basal layer hyperpigmen-
tation of the epidermis while the rest of the epidermal lay-
ers and dermis was unremarkable. However, in the last few
years, various researchers have reported new histopatho-
logical findings in LAM, which include perivascular lym-
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Table 1. Reported Cases of LAM with Facial Involvement

S. Number Authors/Year of Publication (Reference) Age Sex Sites Affected Exclusive Facial Involvement

1 Browne et al. (2000) (9) 16 M Trunk, upper and lower limbs, face (right jaw line) No

2 Miteva et al. (2002) (10) 20 F Arm, legs and face (left mandibular region) No

3 Emre et al. (2016) (11) 36 M Left side of chin and neck No

4 Darung et al. (2017) (5) 16 F Left side of chin Yes

5 Ozkur et al. (2020) (case-1) (12) 26 F Chin and neck No

6 Ozkur et al. (2020) (case-2) (12) 23 F Right side of nasolabial region and chin Yes

7 Arif (2020) (Present case) 26 M Left side of nose and glabellar area Yes

Abbreviation: LAM, linear atrophoderma of Moulin.

phocytic infiltrates, decreased elastic tissue, epidermal at-
rophy, altered dermal collagen, acanthosis, dilated dermal
blood vessels, dermal atrophy, and plasma cell infiltrates
(13). However, histopathology was not done in the present
case.

The differential diagnoses include those disorders
where the hyperpigmented atrophic lesions are present
along BL. Linear morphea usually has a preceding in-
flammatory phase, and the plaques have lilac colored
rings. Induration on clinical examination and sclerosis on
histopathology is the hallmark of morphea. The progno-
sis of morphea is less favorable and can lead to complica-
tions in contrast to LAM (4, 14). However, in the present
case, there was no induration, and linear morphea involv-
ing face, i.e., linear morphea en coup de sabre is usually
present above the plane of the eyebrows and rarely extends
downwards and resembles typically a sabre cut (linear scar
due to cut from a sword). In contrast, the progression in
the present case was from nose towards forehead (in an up-
ward direction), which is not the case with linear morphea
en coup de sabre (15). Blaschkoid lichen planus can also
be considered as a differential when the clinical atrophy
is not appreciated. However, in this case, several lesions
were having well-defined atrophy, which differentiated it
from the former (16). In linear and whorled nevoid hyper-
melanosis, lesions appear early at birth or soon after birth,
and they lack atrophy. Since the patient denied any history
of preceding dermatoses, linear post-inflammatory hyper-
pigmentation was ruled out. Another possibility could
have been idiopathic atrophoderma of Pasini and Pierini
(IAPP). IAPP involving the face has rarely been reported.
The lesions in IAPP are characterized by sharply defined
plaques that are depressed and have abrupt borders giving
a typical “cliff-drop” appearance. In addition, IAPP is rarely
seen to follow Blaschko lines (17, 18).

LAM is a self-limiting disease with a better progno-
sis in comparison to linear morphea. No definitive treat-
ment has been established for LAM. Progression of the le-

sions usually halts within a few months without involv-
ing internal organ systems (19). Several treatments have
been tried for LAM with variable results. Such treatments
include topical corticosteroids and heparin, intravenous
penicillin, weekly methotrexate (20 mg/week), oral potas-
sium aminobenzoate, high-dose vitamin E (400 IU/day)
in collaboration with topical clobetasol propionate, pho-
totherapy, and a combination of penicillin and PUVA.
Since, the problem is mainly aesthetic, self-tanning cream
leading to homogenization of the skin pigmentation has
been tried by some researchers (20, 21).

Footnotes

Authors’ Contribution: Not applicable.

Conflict of Interests: The author does not have any con-
flict of interest to declare.

Funding/Support: The article has no funding source.

Informed Consent: The author certifies that he has ob-
tained all appropriate patient consent forms. In the form,
the patient has given his/her consent for his/her images
and other clinical. Information to be reported in the jour-
nal. The patient understands that name and initials will
not be published, and due efforts will be made to conceal
identity, but anonymity cannot be guaranteed.

References

1. Arif T, Adil M, Sami M, Saeed N. Hyperpigmented patches following
blaschko lines: Two probable cases of linear atrophoderma of moulin
with subtle atrophy and a critical review of the subject. Indian J Paedi-
atric Dermatol. 2019;20(3). doi: 10.4103/ijpd.IJPD_97_18.

2. Arif T. Linear atrophoderma of Moulin: Do we need to redefine this
controversial disease entity? J Pakistan Assoc Dermatol. 2019;29(1):1–3.

3. Ang G, Hyde PM, Lee JB. Unilateral congenital linear atrophoderma
of the leg. Pediatr Dermatol. 2005;22(4):350–4. doi: 10.1111/j.1525-
1470.2005.22415.x. [PubMed: 16060875].

J Skin Stem Cell. 2020; 7(2):e106255. 3

http://dx.doi.org/10.4103/ijpd.IJPD_97_18
http://dx.doi.org/10.1111/j.1525-1470.2005.22415.x
http://dx.doi.org/10.1111/j.1525-1470.2005.22415.x
http://www.ncbi.nlm.nih.gov/pubmed/16060875


Arif T

4. Patrizi A, Venturi M, Neri I, Pazzaglia M, Passarini B. Atrophoderma fol-
lowing the lines of Blaschko: An interesting diagnostic dilemma. Lin-
ear atrophoderma of Moulin, blaschkolinear atrophoderma of Pasini
and Pierini or linear morphea. Clin Dermatol. 2013;1:29–36.

5. Darung I, Rudra O, Samanta A, Agarwal M, Ghosh A. Linear Atropho-
derma of Moulin over Face: An Exceedingly Rare Entity. Indian JDerma-
tol. 2017;62(2):214–5. doi: 10.4103/ijd.IJD_469_16. [PubMed: 28400647].
[PubMed Central: PMC5363151].

6. Moulin G, Hill MP, Guillaud V, Barrut D, Chevallier J, Thomas L. [Ac-
quired atrophic pigmented band-like lesions following Blaschko’s
lines]. Ann Dermatol Venereol. 1992;119(10):729–36. French. [PubMed:
1296472].

7. Baumann L, Happle R, Plewig G, Schirren CG. [Atrophodermia linearis
Moulin. A new disease picture, following the Blaschko lines].Hautarzt.
1994;45(4):231–6. German. doi: 10.1007/s001050050066. [PubMed:
8014049].

8. Danarti R, Bittar M, Happle R, König A. Linear atrophoderma of
Moulin: postulation of mosaicism for a predisposing gene. J Am Acad
Dermatol. 2003;49(3):492–8. doi: 10.1067/s0190-9622(03)00895-8.

9. Browne C, Fisher BK. Atrophoderma of moulin with preceding in-
flammation. Int J Dermatol. 2000;39(11):850–2. doi: 10.1046/j.1365-
4362.2000.00095-2.x. [PubMed: 11123448].

10. Miteva L, Obreshkova E. An unusual manifestation of linear at-
rophoderma of Moulin. Acta Derm Venereol. 2002;82(6):479–80. doi:
10.1080/000155502762064737. [PubMed: 12575866].

11. Emre S, Metin A, Sungu N, Kilinc F, Demirseren DD. Linear at-
rophoderma of Moulin located on the face. Our Dermatol Online.
2016;7(2):204–6. doi: 10.7241/ourd.20162.56.
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