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autofluorescence at 360 nm on skin and stained clothes 
and it is also detectable by using autofluorescence 
microscope on skin biopsy specimen.[1,3] Pseudo 
eccrine chromhidrosis is production of colorless 
sweat that becomes colored when it reaches the skin 
and reacts with agents such as chromogenic bacterial 
products, chemicals, paints, or dyes.[4,5] True eccrine 
chromhidrosis is a very rare condition, occurring 
through eccrine excretion of water-soluble agents like 
dyes and drugs.[2] It is not associated with systemic 
disorders. Incidence is unknown, and there is paucity 
of reports on the etiology of eccrine chromhidrosis.

Bisacodyl is commercially available as a tartrazine-
coated drug and widely used as a purgative.[6] 

Tartrazine is a lemon yellow synthetic azo dye 
prepared as pyrazole trisodium salts, which are highly 
water-soluble. It is metabolized in the presence of gut 
micro flora into two metabolites, namely sulphanillic 
acid and aminopyrazolone. It is absorbed from the 
gastrointestinal tract and gets excreted via urine. 
Small amount of unchanged tartrazine also gets 
excreted in urine and bile. The defining property for a 
dye to excrete via eccrine gland is its water solubility. 
The yellow stain seen in this patient can be attributed 
to tartrazine as this dye is highly water-soluble and 
should have excreted via eccrine glands to stain the 
inner garments.

Spectrophotometer and HPLC are equipments used 
to detect the concentration of any drug or dye in a 
specimen. Unlike HPLC, which detects even very little 
quantity of the drug, analysis with spectrophotometer 
requires a minimum quantity of the drug to 
show a positive result. The negative result from 
spectrophotometer in this case could be attributed 
due to non-availability of minimum quantity of the 
drug required for detection. Based on the water-
soluble nature of tartrazine, correlation through trial 
works and diagnostic confirmation with HPLC, it is 
concluded that tartrazine is the cause of true eccrine 
chromhidrosis in this patient. As far as ascertained, 
we could not trace any report on true eccrine 
chromhidrosis due to tartrazine. Moreover, review of 
literature could not confirm excretion of tartrazine via 
eccrine glands.

To conclude, tartrazine coating of bisacodyl, one of the 
commonly used purgative, is documented as the cause 
for true eccrine chromhidrosis in this case. Evidences 
show that this could be the earliest case report in this 

entity. Emphasis is made to observe for similar cases 
as tartrazine is one of the most common dye used in 
pharmacology industry and as food additives.
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Eruptive pruritic papular 
porokeratosis

Sir,
A 63-year-old Chinese man was referred for a 
papulosquamous eruption affecting his buttocks, 
groin, and forearms, which had been recurring over 
the past 13 years. He gave the history of repeated 
acute episodes of intense pruritus accompanied 
by the appearance of new lesions. Previous 
treatment consisted only of topical corticosteroids 
prescribed by his family physician. With therapy, 
his itch resolved and the skin lesions subsided with 
hyperpigmentation. There were no known triggers 
for the exacerbations, he was not known to suffer 
from any chronic illnesses, and he was not on any 
concurrent medications.
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Figure 1: Multiple annular scaly papulosquamous plaques and 
hyperpigmented macules (buttocks)

Figure 2: (a) Skin biopsy showed compact hyperkeratosis with 
oblique parakeratotic tiers (H and E, × 20), (b) Skin biopsy showed 
epidermal hyperplasia, absent granular layer and dyskeratotic 
cells (H and E, ×100)
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Physical examination of the buttocks revealed multiple 
erythematous scaly annular plaques with ridged edges 
forming collarettes of scales, interspersed with older 
annular hyperpigmented macules [Figure 1]. Similar 
clinical findings were also noted on examination of his 
forearms.

A skin biopsy specimen was taken from a lesion 
on his right gluteal cleft. There was compact 
hyperkeratosis with oblique parakeratotic tiers 
(i.e. cornoid lamellae) arising within keratin-filled 
invaginations [Figure 2a]. Intracorneal neutrophils 
or fungal elements were not present. There was 
an irregular epidermal hyperplasia with an absent 
granular layer and dyskeratotic cells. A superficial 
perivascular lymphocytic infiltrate was seen in the 
upper dermis [Figure 2b].

The histology report was consistent with porokeratosis. 
Together with the clinical picture of a chronic 
persistent rash marked by recurrent acute pruritic 
exacerbations, the diagnosis of eruptive pruritic 
papular porokeratosis (EPPP) was made.

EPPP was first described by Kanzaki et al as a variant 
of disseminated superficial porokeratosis (DSP).[1] The 
latter is classically an asymptomatic dermatosis.[2] 
EPPP differs from DSP in this respect, as it clinically 
presents with repeated flares of intense pruritus 
together with the appearance of new lesions, as with 
our patient. Histological features are identical in 
both conditions. In a review of 8 previously reported 
cases,[3] 7 out of 8 had pre-existing lesions lasting at 
least a year. Regression within 12 months was observed 
in 6 out of the 8 cases.

EPPP had been reported in a patient with colon cancer. [4] 
This patient was diagnosed with cancer 6 years prior 
and underwent surgical resection followed by adjuvant 
chemotherapy. His cutaneous lesions appeared 3 years 
later and were initially asymptomatic, with acute pruritic 
lesions developing subsequently. An abnormal p53 
tumor suppressor gene expression had been suggested 
as a possible common pathway for development of 
DSP and carcinogenesis, although a causal link was not 
conclusively established. Our patient did not have a 
personal history of cancer, and he defaulted follow-up 
before cancer screening could be instituted.

EPPP is a rare variant of porokeratosis with only around 
10 cases previously reported in the English literature. [4] 
Its peculiar relapsing, pruritic presentation sets this 
condition apart from other forms of porokeratosis. 
Although the lesions of EPPP tend to resolve over a 
period of months, topical and/or systemic treatment 
may be indicated for severe pruritus. In our patient, 
only topical steroids and oral antihistamines were 
prescribed, resulting in partial improvement of 
symptoms. Etretinate was used in a patient resulting in 
remission after one year.[5] In general, however, response 
to therapy is variable.
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Ectopic extramammary Paget’s 
disease on the face

Sir,
In 1989 Crocker described Extramammary Paget’s 
Disease (EMPD) as a skin apocrine gland neoplasm. 
However, ectopic EMPD (E-EMPD) at skin places 
lacking apocrine glands has been described.[1]

There are 29 cases of E-EMPD reported in English and 
Japanese literature.[1] We describe a new case.

A 76 year-old woman with hypertension and 
dyslipidemia came to our center because of an itchy, 
erythematous-skin colored lesion on her right cheek that 
has been slowly enlarging since the last year. The patient 
noticed that the lesion appeared after a wax-depilation 
burn. Physical examination showed an erythematous 
star-shaped macule of size 25 × 20 mm on her cheek 
[Figure  1] and an atypical nevus on her leg. Actinic 
keratosis, Bowen’s disease, and in situ melanoma were 
suspected so excisional biopsies were performed.

Histological study concluded in  situ melanoma on 
the leg; and histological examination of cheek’s 
macule showed intraepithelial accumulation of large 
cells, with eosinophilic cytoplasm, vesicular nucleus 
and prominent nucleolus [Figure 2a]. In the dermis 
there was a superficial infiltrate of lymphocytes and 
plasmocytes. On immunohistochemistry epidermal 
cells were cytokeratin  7 (Ck7) positive [Figure 2b] 
and carcinoembryonic antigen (CEA) and cytokeratin 
20 (Ck20) negative. The adnexal structures were 
preserved. Histopathological findings were consistent 

Figure 1: Ectopic extramammary Paget’s disease. Star shaped, 
erythematous plaque of 20 × 25 mm on her left cheek

Figure 2: (a) Ectopic extramammary Paget’s disease on the face. 
Intraepithelial big cells accumulate, with eosinophilic cytoplasm, 
vesicular nucleus, and prominent nucleolus. Adnexal structures 
were preserved. (H and E stain, x 200). (b) Ectopic Extramammary 
Paget’s Disease on the face. Infiltrating cells stain positive for 
CK7 (200 x)
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with E-EMPD therefore a wide margin excision was 
performed.

Gynecological examination, mammography, upper 
and lower endoscopy and laboratory tests excluded an 
internal neoplasm. After four months of follow up, no 
recurrences have been detected.

EMPD is considered as an intraepithelial 
adenocarcinoma. It affects elderly people, with a mean 
age of 67.9 years.[1] It affects more frequently women 
than men.[2] It’s most common locations are first the 
vulva[2] and secondly the perineum.[3] Its etiology is 
unknown. However, some authors believe E-EMPD 
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