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ABSTRACT

We describe three cases of hair loss in a female pat-
tern hair loss (FPHL) distribution with histologic fea-
tures of lichen planopilaris (LPP). All patients had a
history of diffuse, gradual hair loss in a Christmas
tree pattern that clinically presented as FPHL on
gross and dermoscopic examination. Notably, there
were no characteristic clinical signs of LPP and no
histologic features of FPHL. These cases are most
consistent with cicatricial pattern hair loss (CPHL).
This relatively new entity is similar to fibrosing
alopecia in a pattern distribution (FAPD) in that they
are both scarring alopecias confined to a FPHL dis-
tribution, but CPHL lacks the clinical signs of peri-
follicular erythema and perifollicular keratosis seen
in FAPD. These three cases may present an early,
subtle form of CPHL and will be of interest to clini-
cians and histopathologists alike.
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INTRODUCTION

Diffuse scarring alopecia in a female pattern hair loss
(FPHL) distribution with histological features of lichen
planopilaris (LPP) was first described in 19 patients in
2000 and termed fibrosing alopecia in a pattern distri-
bution (FAPD).1 It is characterised by clinical features of
LPP coupled with histological features of both LPP and

FPHL. FAPD is currently classified along side LPP. In 2005
scarring alopecia in a FPHL distribution with histological
features similar to FAPD, but lacking the clinical signs of
follicular erythema and hyperkeratosis seen in FAPD, was
described as cicatricial pattern hair loss (CPHL).2 In addi-
tion, focal atrichia was noted as relatively specific clinical
sign of CPHL.

CASE ONE

A 65-year-old Caucasian woman presented with 5 years of
progressive, diffuse hair loss, maximally at the frontal
scalp. She had minimal intermittent scalp pruritus. Her
comorbidities were hypertension and high cholesterol. Her
medications included perindopril, atorvastatin, amlodipine
and indapamide. She had no family history of FPHL. On
gross and dermoscopic examination there was sparse
follicle density at the frontal and parietal scalp. No perifol-
licular erythema or hair casts were seen. No other
mucocutaneous sites were involved. A 4-mm punch biopsy
from the scalp vertex showed superficial interface perifol-
licular inflammation of lichenoid type with perifollicular
fibrosis. A 4-mm punch biopsy from the scalp occiput
showed mild superficial interface perifollicular inflamma-
tion, of lichenoid type with infundibular hypergranulosis
and mild concentric follicular fibroplasia (Fig. 1). The
number of hair follicular units was normal as well as nor-
mal total hair numbers, preserved terminal to vellus ratio
and a normal telogen count. These changes were sugges-
tive of mild LPP. The patient was treated with topical
minoxidil 2%, topical betamethasone dipropionate lotion
0.5 mg/mL once daily and cyproterone acetate 50 mg/day,
with some reduction in hair loss.

CASE TWO

A 34-year-old Caucasian woman presented with 4 years of
progressive diffuse hair loss maximally at the frontal and
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parietal scalp. She experienced intermittent mild general-
ized scalp pruritus. She had no comorbidities and took no
regular medication. She had a maternal aunt with FPHL.
On gross and dermoscopic examination there was diffuse
frontal and parietal scalp hair thinning. There was no
perifollicular erythema, hair casts or follicular plugging
and no loss of follicular ostia. There were no other muco-
cutaneous sites involved. A 4-mm punch biopsy from the
scalp vertex showed focal young circumferential perifol-
licular fibrosis and mild perifollicular lymphocytic infil-
trates and the presence of compound follicles (Fig. 2).
The number of hair follicular units was normal, with nor-
mal total hair numbers, preserved terminal to vellus ratio
and a normal telogen count. A 4-mm punch biopsy of the
scalp occiput showed no specific inflammatory pattern, a
normal number of follicles, a minor reduction in the ter-
minal to vellus ratio and a normal telogen count. These
histopathological features raised the possibility of subtle
LPP. The patient was treated with topical minoxidil 2%,
and betamethasone dipropionate lotion 0.5 mg/mL once
daily. She declined to take spironolactone or other antian-
drogens.

CASE THREE

A 36-year-old Caucasian woman presented with 12 years
of progressive diffuse hair loss, ongoing pruritus and mild
seborrhoeic dermatitis. Her comorbidities were depression,
previous cervical intraepithelial neoplasia and asthma. Her

medications were ketoconazole 1% shampoo prn and albu-
terol inhaler prn. She had no family history of FPHL. On
gross and dermoscopic examination she had marked dif-
fuse hair loss at the frontal scalp, vertex and temples.
There was diffuse mild scalp erythema at the frontal
region and a sparse follicle density but no perifollicular
erythema or inflammation. No other mucocutaneous sites
were involved. A 4-mm punch biopsy from the right frontal
scalp showed mild superficial perifollicular interface
inflammation of lichenoid type and V-shaped hypergranu-
losis in the infundibular region (Fig. 3). The number of
hair follicular units was normal, as well as normal total
hair numbers, a preserved terminal to vellus ratio and a
normal telogen count. These histological features are sug-
gestive of LPP. The patient was treated with topical minox-
idil 2% and betamethasone dipropionate lotion 0.5 mg/mL
twice daily. She declined to take spironolactone or other
antiandrogens.

DISCUSSION

The relationship between cicatricial alopecia and FPHL is
not fully understood. There appears to be an overlap in the
clinical presentation and histology of FPHL, CPHL and
FAPD. CPHL, as described by Olsen,2 is characterised by
the histological presence of cicatricial alopecia in a FPHL
distribution lacking perifollicular erythema or follicular
hyperkeratosis. It characteristically affects women over
40 years of age and has clinically obvious focal atrichia.

Figure 1 Case 1: histological and dermoscopic appearance. Haematoxylin and eosin.

Figure 2 Case 2: histological and dermoscopic appearance. Haematoxylin and eosin.
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This relatively specific sign is described as pencil–eraser-
sized areas of patchy scarring. Histology shows a perifollic-
ular lymphohistiocytic infiltrate surrounding the isthmus,
sebaceous gland loss, and concentric lamellar fibrosis.
FAPD, as reported in 19 patients by Zinkernagel et al.1

usually presents as central scalp scarring hair loss in
women or men with underlying established FPHL or male
pattern hair loss. Perifollicular erythema, follicular hyperk-
eratosis and loss of follicular orifices are evident on the
central scalp. On histology there is a lymphohistiocytic
infiltrate around the isthmus and infundibular region of
the hair follicle, concentric perifollicular lamellar fibrosis,
sebaceous gland loss and lymphocytic interface dermatitis.
There is a reduction in the number of terminal hair folli-
cles and miniaturised follicles may be present.
Frontal fibrosing alopecia, as described by Kossard,3 is a

scarring alopecia that occurs most often in post-
menopausal women. The histology, presence of perifollicu-
lar erythema and hyperkeratosis are similar to FAPD but
the distribution involves the fronto-temporo-parietal area.
Mild lymphocytic inflammation has been also reported in
approximately one-third of patients with androgenic alope-
cia alone and one-third of normal controls. A moderate
perifollicular lymphohistiocytic infiltrate has been reported
in 36% of cases of androgenetic alopecia.4 Anti-androgens
have been shown to ameliorate FAPD in some cases,
which suggests a potential role of androgens in the devel-
opment of inflammation and scarring.5

In the three reported cases, the clinical presentation of
diffuse hair loss, lack of perifollicular erythema and peri-
follicular fibrosis is most consistent with CPHL. There was,
however, an absence of obvious focal atrichia. This may
have been because these areas were small and the women
had pale skin. Two of the patients were 24 and 30 years
old when their hair loss started, which is much younger
than the average age for CPHL. The early onset may
account for the subtlety of the focal atrichia. In cases such
as these histology aids the diagnosis of a cicatricial alope-
cia. The three patients had been monitored over many
years, which negates the possibility of previous active signs
of inflammation being burnt out prior to examination.
All patients showed histological features suggestive of

CPHL and FAPD. These included superficial perifollicular

interface inflammation of lichenoid type and perifollicu-
lar fibrosis (case 1); compound follicles, mild perifollicu-
lar lymphocytic infiltrates and subtle perifollicular
circumferential fibrosis (case 2); and perifollicular
interface inflammation of lichenoid type and V-shaped
hypergranulosis in the infundibular region (case 3). Histo-
logical features of FPHL were absent in our patients. If
present, LPP may destroy miniaturised follicles. In these
three patients the follicle count and ratios suggest that
FPHL was not present in the areas biopsied. Although
there were histological features of both CPHL and FAPD
the clinical presentation is consistent with CPHL. A
limitation of this study is that single biopsies were taken
instead of multiple adjacent biopsies, as suggested by
Sinclair et al.6

All cases were investigated for full blood count, urea,
electrolytes, liver function tests, antinuclear antibody, thy-
roid studies, iron studies, zinc, glucose, calcium, phos-
phate, vitamin D and sex hormone levels. Results were
normal except a low vitamin D level was found in case 3,
45 nmol/L (50–140) nmol/L. She was subsequently com-
menced on vitamin D replacement therapy.

CONCLUSION

These three cases of progressive, diffuse hair loss that pre-
sented clinically as FPHL are most consistent with CPHL.
The patients’ earlier age at onset and the lack of obvious
focal atrichia vary from the characteristic presentation of
CPHL. As focal atrichia may be subtle and difficult to discern
in pale skin a biopsy may be required to confirm the diagno-
sis of a cicatricial alopecia. There remains an overlap in the
spectrums of FPHL, CPHL and FAPD. The specific interplay
between androgens, lymphocytic inflammation and the rela-
tion to scarring seen in CPHL and FAPD has not yet been
characterised. Further research is needed into the patho-
genesis of cicatricial alopecia and FPHL to direct future
treatment.
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