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Focal actinic porokeratosis over nose successfully treated 
with topical tacrolimus
Dear Editor,

Porokeratosis is an uncommon clonal disorder of 
keratinisation. Classically, five clinical variants have been 
described: porokeratosis of Mibelli, disseminated superficial 
porokeratosis, disseminated superficial actinic porokeratosis 
(DSAP), porokeratosis palmaris et plantaris disseminata and 
linear porokeratosis. Medical modalities have varying success 
rates and surgical or ablative options are usually chosen for 
solitary lesions.1 We hereby report a case of facial porokeratosis 
with a good response to topical tacrolimus ointment 0.1%.

A 22-year-old male presented with a few asymptomatic and 
erythematous crusted plaques over the nose for a 6-month 
duration. In addition, he had iron deficiency anaemia (Hb: 
6.5 g/dl) and a history of weight loss of 8 kg in the last 6 
months.  Four well-defined, skin coloured to erythematous 
annular plaques of size ranging from 1 × 1 cm to 1.5 × 2 cm 
with an atrophic depigmented centre, follicular plugging, and 
prominently raised margins with yellowish heaped-up crust 
over the superior margins were present bilaterally over the 
ala of the nose [Figures 1a and 1b]. Dermoscopy showed red 
dots, follicular plugging, whitish structureless areas, and a 
prominent raised margin [Figure 1c]. Histopathology of the 

lesion revealed epidermal invagination with a parakeratotic 
column (cornoid lamella) and underlying hypogranulosis 
with moderate superficial dermal inflammatory infiltrate 
(lymphocytic and neutrophilic) suggestive of porokeratosis 
[Figures 2a and 2b]. He was treated earlier with moderately 
potent topical corticosteroids and topical retinoids for 
two months with not much response. As we wanted to 
avoid destructive modalities owing to the risk of cosmetic 
disfigurement, the patient was started on topical tacrolimus 
ointment of 0.1% twice daily. After 8 weeks of treatment, the 
patient showed a good response with significant flattening of 
the plaques [Figure 3]. The patient is currently off treatment 
since 1 year with no recurrence.

Porokeratosis refers to a heterogeneous group of disorders 
but it retains the morphology of annular plaques across the 
spectrum. The extremities, trunk, and sometimes the flexors 
are the common sites. Facial lesions are seen concomitantly 
in a small percentage of DSAP patients but isolated facial 
porokeratosis is rare.2 It is considered as a distinct subset of 
porokeratosis of Mibelli related to actinic damage and is most 
commonly distributed over the nose and the perinasal region. 
Hence, it is known by other names, such as solar facial 
porokeratosis, localised actinic nasal porokeratosis, and 
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Figure 1a: Erythematous annular plaque with central atrophy with raised 
borders over the right ala.

Figure 1b: Three well-defined erythematous annular 
keratotic plaques with central atrophy and raised borders 
and thick yellowish heaped-up crust over the left ala.
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localised actinic facial porokeratosis.3 The lesions are difficult 
to treat. The choice of treatment depends on the number, 
site, and size of the lesions. Ablative or surgical modalities 
like laser ablation, cryotherapy, dermabrasion, surgical 
excision, photodynamic therapy, and electrodessication are 
the preferred treatments of choice for solitary or localised 
lesions. For disseminated lesions, medical modalities, 
systemic retinoids, and phototherapy have been tried.1 For 
a localised bur large-sized lesion or lesion located at an 
unresectable site, various topical modalities including 5 
fluorouracil,  corticosteroids, retinoids, keratolytic agents, 
vitamin D3 analogues, 5% imiquimod, and 3% diclofenac 
sodium, have been tried with varying success rates.1 Facial 
porokeratosis is unique for its location. There is not much 
mention in the literature regarding the management options 
of facial lesions in particular. Lee et al.4 claimed mild 
improvement in one patient after 2 months of topical 1% 
pimecrolius ointment applied twice daily. Miranda et al.5 

claimed slight improvement in large lesions and complete 
clearance in small lesions after cryotherapy in one patient. 
Gutierrez et al.6 used isotretinoin 20 mg once daily and topical 
tretinoin and salicylic acid in three patients each and claimed 
mild improvement in only two out of six patients. Topical 
and systemic retinoids are the usual modalities used with 
variable response. Patients must also be counselled regarding 
photoprotection and long-term follow-up. Tacrolimus has 
been used in one isolated case of porokeratosis with success.3 
The mechanism of action is not clear. A low concentration of 
pimecrolimus has been described to enhance innate immune 
response.7 This might be responsible for inhibitory response 
to the abnormal keratinocytes. We wanted to choose a therapy 
with less irritant potential, considering the tolerability of 
the facial location. Our patient responded remarkably well 
to therapy with tacrolimus 0.1% ointment.  Though the 
possibility of spontaneous resolution cannot be completely 

Figure 1c: Dermoscopy of the lesions highlighted the prominent ridge at the 
margin of the lesions (Heine Delta 20T, 10×).

Figure 2a: Epidermal invagination of a parakeratotic column with 
underlying hypogranulosis (Haematoxylin and Eosin, 40x).

Figure 2b: Higher magnification showing epidermal invagination at an acute 
angle (red arrow) of a parakeratotic column (black arrow) with underlying 
hypogranulosis (Haematoxylin and Eosin, 100x).

Figure 3: Significant improvement of the lesion with topical tacrolimus 
at 8 weeks.
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excluded, this is unlikely to happen in porokeratosis. This 
report highlights tacrolimus as an effective treatment option.
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A case of palmoplantar pustulosis with atopic dermatitis: 
Baricitinib is a safe and effective treatment
Dear Editor,

A 20-year-old man presented with generalised erythema with 
pruritus for the last five years. He also had recurrent pustules 
and erythema on the soles for two years. Previous therapies 
with topical corticosteroids, antihistamines, and traditional 
Chinese medicine were ineffective. The patient had a history 
of allergic rhinitis. There was no family history of psoriasis, 
and systemic symptoms were unremarkable. Physical 
examination revealed scattered edematous erythematous 
papules on the face, dull erythematous patches containing 
clustered papules with localised lichenification on the trunk 
and limbs, and multiple pustules on large erythemato-
squamous patches on the soles [Figures 1a, 1b]. He had no joint 
pain or fever. Laboratory tests showed an elevated eosinophil 
count (0.8 ×109/L) and IgE level (99 kU/L). Histology from 
the back showed hyperkeratosis, parakeratosis, focal mild 
interspinous oedema, few eosinophils and lymphocytes 
surrounding superficial dermal blood vessels and hair 
follicles, with infiltration of neutrophils and eosinophils in 
the infundibulum [Figure 1c]. Histology from the right foot 
showed hyperkeratosis, mild acanthosis, intraepidermal 
pustules with numerous neutrophils, perivascular eosinophils, 
and lymphocyte infiltration in the dermis below the pustules 

[Figure 1d]. The patient was diagnosed with palmoplantar 
pustulosis (PPP) and atopic dermatitis (AD). He was treated 
with oral baricitinib 4 mg/d, and the lesions resolved four 
weeks later. After another three months, the dose was tapered 
to 2 mg/d. During the following two months, he discontinued 
baricitinib for one week and experienced a relapse. Then, the 
dose was increased back to 2 mg/d and continued for four 
weeks, but there was no improvement [Figure 2]. When it 
was further increased to 4 mg/d, the rash resolved within 
one week [Figures 3a, 3b]. The rash did not recur during the 
following two months. Then, baricitinib was tapered to 2 
mg/d and 2 mg every other day for the next two months. No 
new skin lesions  emerged, and all laboratory findings were 
within the normal limits.

Palmoplantar pustulosis (PPP) is a chronic pustular dermatitis 
facilitated by T helper 1 (Th 1) cytokine production. AD is a 
persistent inflammatory skin disease; its acute phase is mainly 
mediated by Th2, and the Th2-Th1 switch promotes disease 
chronicity.1 PPP and AD were once considered two opposite 
poles of the Th cell-mediated inflammation. The Th1/Th2 
imbalance maybe the main immunological mechanism 
underlying PPP and AD.2
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