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A case of granuloma faciale successfully treated with oral
prednisone, tranilast and thalidomide
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Granuloma faciale (GF) is an uncommon benign vas-
cular inflammatory dermatosis with unclear etiology,
usually occurring in middle-aged Caucasian men [1].
Clinically, the lesions of GF are characterized by single
or multiple violaceous or reddish-brownish plaques, pap-
ules or nodules. Lesions are usually asymptomatic and
grow slowly [2]. The typical histopathology of GF consists
of mixed nodular inflammatory infiltration mainly com-
posed of eosinophils and neutrophils in the dermis, and
the “Grenz zone” in the superior dermis. In fresh lesions,
there is observed leukocytoclastic vasculitis, and the
old lesions show fibrosis and vascular proliferation [1].
Granuloma faciale is resistant to many treatments and
prone to relapse. The typical therapies include topical,
intralesional or systemic corticosteroid [3], dermabrasion
[4], cryotherapy [5], laser treatments [6], and psoralen
with ultraviolet A [7]. Other systemic treatments involve
dapsone [3, 8], hydroxychloroquine [9] and clofazimine
[10]. Here, we report a case of GF successfully treated
with combined treatment of topical and systemic corti-
costeroids, tranilast and thalidomide.

A 58-year-old male patient was admitted to our hos-
pital in June, 2015 with a 5- to 6-year history of facial
and cheek itchy red plaques. Initially, the rash presented
as ring-like erythema, gradually enlarging to form promi-
nent nodular plaques with severe itching. This patient
had no history of systemic disease or family history of
genetic disease. There was no fever or trauma history
before the onset and progression of the disease.

Systemic physical examination was normal. Skin le-
sions manifested dark-red plaques in irregular shapes
scattering at the glabella and left cheek with a prominent
edge. The middle area of partial lesions formed crusts
and scaling. There was no skin atrophy or tenderness and
the plaque was soft upon palpation (Figure 1).

There was no abnormality in the routine blood ex-
amination and the fungi microscopic detection. Histopa-
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thology features presented (Figure 2) hyperkeratosis with
focal parakeratosis, hyperacanthosis and acanthosis with
edema, liquefactive degeneration in some parts of the
basal layer, mild edema in the superficial dermis, dilation
and hyperemia of blood vessels, diffused infiltration of
eosinophils, neutrophils, lymphocytes and histiocytes in
the dermis and subcutaneous fat tissue, accompanied
by hyperplasia of collagen. Infiltration of inflammatory
cells was not involved in the upper part of the dermal
papilla, and formed a clear non-infiltration zone (Grenz
zone). The histology presented a typical feature of granu-
loma faciale.

For treatment, oral prednisone (20 mg) was admin-
istered once per day at 8 am. No new rash occurred and
the color of original skin lesions faded after 1 month
of treatment. The dosage of prednisone was reduced
to 10 mg once per day at 8 am. Two weeks later, the
amount of oral prednisone was reduced to alternative
administration of 5 mg and 10 mg for 10 days, then re-
duced to 5 mg at 8 am each per day for 9 days until drug
withdrawal; oral thalidomide was administered 25 mg/
dose three times a day for 20 days from the beginning
of prednisone application, and reduced to twice daily
at 25 mg/dose for 1 month; oral tranilast was given at
0.1 g/dose, twice daily for 24 days. Topical mometa-
sone furoate ointment was applied at the skin lesions
twice daily. The lesions were completely controlled after
63 days of treatment (Figure 1) and no recurrence oc-
curred in 6 months follow-up.

Granuloma faciale is a disease of chronic eosinophil
infiltrated leukocytoclastic vasculitis, its pathogenesis is
unclear, and it may involve the activation and prolifera-
tion of T lymphocytes and increased synthesis of pro-
inflammatory factors such as tumor necrosis factor-a
(TNF-a), interferon-y (IFN-y), IL-5, and IL-2 [1, 11]. Glu-
cocorticoid has the effect of immunosuppression, anti-
inflammation, inducing apoptosis of inflammatory cells
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Figure 1. A — Clinical features before treatment. B — Disappearance of skin lesion after treatment

and cytostatic action [3]. Thalidomide shows strong im-
munomodulatory and anti-inflammatory effects and it
can inhibit chemotaxis of leukocytes, the proliferation
of lymphocytes and the production of inflammatory fac-
tors (TNF-a, IFN-y), reduce the production of hydroxyl and
superoxide radicals in the inflammation sites, and resist
angiogenesis [12]. The remission of the patient’s condi-
tion was associated with the anti-inflammatory effect
of combination application of the two above-mentioned
drugs. Tranilast is the analogue of tryptophan metabo-
lites. It acts as an anti-fibrosis agent so is suitable in
the treatment of keloid, scleroderma and other fibrotic
diseases. It inhibits profibrotic growth factors, including
transforming growth factor-B (TGF-B), platelet-derived
growth factor (PDGF) and connective tissue growth factor
(CTGF). Tranilast also inhibits angiogenesis [13]. Fibrosis
and vascular proliferation can be observed at the remote
skin lesions of GF. In this case, the histopathology indi-
cated collagen hyperplasia; therefore tranilast is effective
in this patient.

Although multiple therapies were reported, the treat-
ment of GF is difficult [2]. For example, Teixeira et al.
[8] reported that a GF patient was treated with beta-
methasone dipropionate 0.05% cream and prednisone
60 mg/day for 2 months, and the lesions did not im-
prove. Then, they chose intralesional corticosteroid and
dapsone 100 mg/day for 9 months with lesions’ partial
improvement. Gupta et al. [14] reported that a female
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with a 5-year history of lesions on the left cheek was
given dapsone 100 mg twice daily for about 1 year with
no improvement. Subsequently, medical treatment was
stopped and six sessions of cryotherapy were started un-
til erythema and itching emerged. Finally, topical tacroli-
mus 0.1% ointment twice daily was applied for 3 months
with improvement of 40-50% of lesions. In addition,
Paradisi et al. [6] reported treatment with carbon diox-
ide gas laser for drug-resistant GF. Although destructive
treatments such as surgery or laser for GF were effective,
the scarring and rapid recurrence need to be considered
[5]. In this case, the skin lesions were successfully cured
by the oral application of corticosteroid, tranilast and
thalidomide with combination of topical corticosteroid
ointment after 63 days of treatment. However, a long-
term follow-up is needed to validate the efficacy of this
therapy. Oral corticosteroid is a traditional method for
treatment of GF [15], but long-term application often
leads to various side effects. This case suggests that the
use of thalidomide and tranilast can enhance the efficacy
of corticosteroid and decrease the daily and total dosage
of corticosteroid, therefore preventing the adverse effects
of corticosteroid.
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Figure 2. A - Histopathologic observation at low magnification view shows perivascular nodular infiltration with inflam-
matory cells within the dermis and a ‘Grenz’ zone. B — Observation in the blue frame located at (A) showed the ‘Grenz’
zone, inflammatory infiltrate in dermis and fibrinoid deposits within vessel walls. C — Observation in the black frame
located at (A) showed the dense and diffused inflammatory infiltrate in dermis mainly composed of eosinophils, neutro-
phils, lymphocytes and histiocytes. Scale bars are indicated in (A), (B) and (C)
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