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gums, tongue, oropharynx, larynx, epiglottis, trachea, 
and bronchi occur in 50% cases and often cause 
dysphagia or dyspnoea at times requiring tracheostomy. 
Severe conjunctival or corneal involvement may lead 
to symblepharon and pterygium formations.[2] Diabetes 
insipidus affects 40% cases, is transitory and milder 
than that seen in Langerhans cell disease, and is due 
to involvement of the floor of the third ventricle and 
infundibulum.[1] Although facial lesions are disfiguring, 
a significant morbidity and mortality results from vital 
organ involvement. Sclerosing cholangitis, defecation 
difficulties, invasion of the perianal area from 
gastrointestinal complications, respiratory mucosal 
involvement causing upper airway obstruction, 
and death from intracranial involvement have been 
reported.[3,4] Its pathogenesis remains unclear; the 
non-neoplastic but pathological non-X histiocytic cell 
proliferation reaction pattern of macrophage/monocyte 
origin is perhaps triggered by some superantigens.[2] 
The accumulation of lipids within the histiocytes is 
perhaps secondary to increased uptake, synthesis, or 
decreased efflux of lipids.[2] An early lesion reveals 
predominantly histiocytic proliferation and the mature 
lesion consists of a mixture of histiocytes, foam cells, 
Touton giant cells, and inflammatory cells within the 
dermis. This histiocytic proliferation is indicative 
of a histiocytic disorder, Touton giant cells represent 
an exaggerated xanthomatoid reaction pattern, and 
immunohistochemical studies staining positive for 
the surface markers CD 68 and factor XIIIa support it 
being a disorder of histiocytes/macrophages, whereas 
negative staining for S-100, CD1a and Birbeck 
granules excludes Langerhans cell histiocytosis. The 
treatment modalities, like vasopressin, corticosteroids, 
antiblastic chemotherapy, radiotherapy, cryotherapy, 
CO2 LASER therapy, and surgical resection, used alone 
or in combination, have shown variable results.[1-3] 
Oral prednisolone (2 mg/kg/day) and azathioprine 
(2 mg/kg/day) did not show significant efficacy, a 
combination of lipid-lowering agents or azathioprine 
and cyclophosphamide was reportedly useful[2] but on 
the contrary, combination of oral steroids, clofibrate, 
and chemotherapy was effective in another study.[3] 
Bone marrow transplantation has been used 
successfully in life-threatening XD.[5] Recently, 
2-chlorodeoxyadenosine therapy was found useful 
in maintaining remission and long-term control of 
cutaneous lesions.[6] Our patient exhibited classic 
features of XD and treatment with a combination of 
oral prednisolone and azathioprine was somewhat 
useful in him before he stopped treatment.
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The “henna stone” myth

Sir,
Black henna does not exist naturally; it is obtained 
by adding para-phenylenediamine (PPD) to natural 
henna[1] in order to yield a dark brown to black color 
and to accelerate the process of tattooing. In Turkey 
and in the Middle-East countries, however, a solid 
product named “henna stone” or “German stone” is 
sold by local herbal sellers as a natural source of 
black henna claimed to be obtained from some rocks. 
To the best of knowledge, it has not been analyzed 
chemically before. In this study, a chemical analysis 
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was performed in order to investigate the presence of 
PPD and identify its concentration in various samples 
of commercially available “henna stones.”

Six samples of henna stones [Figure 1] were collected 
from local herbal sellers. Henna samples were analyzed 
using gas chromatography-mass spectrometry 
(GC- MS). [2] Before analyzing any sample, PPD standard 
was prepared with pure PPD substance (Sigma-
AldrichTM) and was first tested to determine its MS 
spectrum and retention time.

In GC chromatograms, the PPD standard peak emerged 
at a retention time of 9.93 min, and the characteristic 
ions produced from the analyte had m/z values: 
54.07, 64.02, 80.04, and 108.07 in the MS spectrum 
corresponding exactly to the molecular weight of PPD.

The MS spectra of all of the six commercial henna 
stones demonstrated a major peak at an m/z ratio of 
108.06 and 108.07, whereas the retention time for the 
samples ranged between 9.93 and 9.95 min, showing 
perfect consistency with that of the PPD standard.

PPD was found in all of the six samples of “henna 
stones” at concentrations ranging between 84.89 and 
90.90% [Table 1].

Among the well-known commercially available forms 
of black henna such as powder, paste, or ink, there is 
also a lesser-known solid form named “henna stone” 
or “German stone” in some countries. They are sold 
as “natural stones” at herbal sellers. It is advised to 
crush the stone into powder first and then to mix it 
with natural henna, water, and hydrogen peroxide.

Interestingly, the whitish grey to purplish brown and 
black color of henna stones [Figure 1] was reminiscent 
of the color of PPD powder which is white to light 
purple that darkens on exposure to air via oxidation, 
turning first red, then brown, and finally black.[3] In 
this study, PPD was found in all of the six samples of 
the so called “henna stones” at concentrations ranging 
between 84.89 and 90.90% that was significantly higher 
than previously reported PPD concentrations ranging 
between 2.35% and 64% in black henna samples.[3-5] 
The physical appearance, the easy crushability with 
a pestle into powder as well as the very high PPD 
content of “henna stones” suggested that these stones 
might be the compressed form of PPD powder in real.

This study appears to be the first to confirm the presence 
of PPD in “henna stone” at very high concentrations by 
qualitative and quantitative chemical analyses. “Henna 
stones” which are usually sold as “natural stones” at 
herbal sellers are in fact not henna itself, but contain 
high concentrations of PPD. Therefore, these stones 
should be regarded among important sources of allergic 
contact dermatitis (ACD) from PPD. Indeed, patients 
with ACD from henna stone powder mainly used for hair 
dyeing are occasionally seen in our dermatology clinic 
(unpublished data). We further propose that henna stone 
is the compressed form of PPD powder in real and not a 
natural product obtained from some rocks.

Figure 1: Six samples of whitish grey to purplish brown and black 
“henna stones” collected from local herbal sellers in Turkey

Table 1: Para-phenylenediamine percentage of six different henna samples obtained by gas 
chromatography- mass spectrometry method

Sample number Sample weight  
(g)

Mean values of the 
obtained peak areas

CPPD (results obtained from 
*calibration curve) ×4 (ppm)

PPD  
(%)

1 0.0050 9657653 10.67×4=42.68 85.36
2 0.0052 10549568 11.27×4=45.08 86.69
3 0.0055 12379542 12.50×4=50 90.90
4 0.0052 11023715 11.59×4=46.36 89.15
5 0.0054 10839872 11.46×4=45.84 84.89
6 0.0055 11184570 11.69×4=46.76 85.01
*The calibration curve between Peak Area and concentration (C): Peak Area = 1.49 × 106 CPPD -6.24 × 106 (regression coefficient = 0.9989)
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Eruptive collagenoma

Sir,
Collagenoma is a connective tissue nevus, a 
hamartoma, the pathogenesis of which is elusive. The 
major element of the extracellular connective tissue 
within a connective tissue nevus may be collagen, 
elastic fibers or glycosaminoglycans.[1] Eruptive 
collagenoma is a rare type of collagenoma that was 
first reported and named by Colomb in 1955.[2] Herein, 
a case of eruptive collagenoma along with review of 
the literature has been presented.

A 14-year-old girl presented to us with sudden-onset 

eruption of asymptomatic skin-colored papules over the 
back and neck within a period of 3–4 days, 4 months back. 
There was no history of previous skin eruptions/chicken 
pox or trauma at the site of the lesions. Her family history 
was unremarkable. A review of the various organ systems 
(cardiovascular, respiratory, gastrointestinal tract, central 
nervous system) was within normal limits. Examination 
revealed multiple discrete, firm, non-tender skin-colored 
to slightly hypopigmented papules, 2–5 mm in diameter, 
which had no scale or exudation on the surface [Figure 1]. 
The lesions were present predominantly over the lower 
back, with a few scattered lesions over the chest and upper 
thighs. Clinical differential diagnosis of steatocystoma 
multiplex, eruptive xanthoma, anetoderma, papular 
elastorrhexis and eruptive collagenoma were kept.

There was no evidence of osteopoikilosis or any other 
bony abnormality on radiographic examination of 
the hands and pelvic bones. The hematological and 
biochemical investigations including complete blood 
counts (CBC), liver and kidney function tests and 
electrocardiogram (ECG) were normal. Histopathological 
examination of the section from a representative lesion 
revealed an unremarkable epidermis. The reticular 
dermis was expanded by randomly arranged coarse 
collagen bundles of various sizes [Figure 2]. Verhoff Van 
Gieson stain revealed markedly decreased elastic fibers 
in the dermis [Figure 3]. Based on these findings, the 
patient was diagnosed as having eruptive collagenoma.

Collagenomas are divided into inherited and acquired. 
The former, which are autosomal dominantly inherited, 
include familial cutaneous collagenoma and Shagreen 
patch of tuberous sclerosis; the latter include eruptive 
collagenoma and isolated collagenoma.[3] Acquired 
collagenomas may be multiple when they are termed 
eruptive collagenoma, or they may be isolated and 
localized to one body region only.[3] Familial cutaneous 
collagenomas usually appear in the second and third 

Figure 1: Multiple discrete, 2–5 mm in diameter, firm, non-tender 
skin-colored to slightly hypopigmented papules over the lower back
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