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Six patients with lichen planus or lichenoid toxicodermia are described. A dermal lympho
cytic infiltrate in juxtaposition to the acrosyringium and liquefaction degeneration of the 
acrosyringeal basal cell layer were prominent findings. Three patients had no medication. 
In two there was an association with ,8-adrenoceptor blocking drugs. The term acrosyrin
geal lichen planus is proposed for this histological picture and some explanations for its 
pathogenesis are suggested. Key words: Acrosyringium; Eccrine sweat duct; Lichenoid 
toxicodermia; Drug eruprions; Adrenergic beta receptor blockaders. (Received September 
12, 1986.) 

A. Enhamre, Department of Dermatology, Karolinska sjukhuset, S-10401 Stockholm,
Sweden.

Although previous reports exist on localization of lichenoid histological changes around 
the acrosyringium (the intraepidermal eccrine sweat duct) in lichen planus (LP) (I, 2) this 
phenomenon has not attracted much attention in the literature. 

We report here six cases of LP and licheroid toxicodermia (LT) with a marked localiza
tion of histological changes to the acrosyringium. 

CASE REPORTS 

Case I. In August 1 983, a 63-year-old woman developed red, itching and scaling maculae with a bluish 
hue on the extremities and later on the trunk. Due to hypertension she had been treated with 
alprenolol (Aptin®, Hassle) for several years until March 1983. In October she was prescribed atenolol 
50 mg daily (Tenormin®, ICI) and a week later the lesions became more intense. The clinical diagnosis 
was LT. Prednisolone treatment was begun with 25 mg daily, an initial attempt to lower the dose 
resulted in exacerbation of lichenoid papules on the extremities and blue-red scaling maculae mainly 
on the abdomen and thighs. Atenolol was discontinued and the prednisolone dose could slowly be 
diminished over a three-month period. The rash had disappeared completely by February 1984. 

Punch biopsies taken from the thighs after exacerbation in October showed a somewhat hyperplas
tic epidermis with orthokeratosis, normogranulosis, and numerous colloid bodies. A band-like subepi
dermal lyrnphocytic infiltrate with a moderate occurrence of eosinophilic granulocytes was seen and 
there was a marked accentuation around the acrosyringium. A multifocal liquefaction degeneration 
with acrosyringeal accentuation was also seen (Fig. 1). 

Case 2. In August 1983 a 51-year-old woman. who had previously had sarcoidosis and hepatitis, 
developed a violaceous rash on her trunk. Her medication was 800 mg labetalol (Trandate® , Glaxo), 
2 .5 mg bendroflumethiazide and 570 mg potassium chloride (KCJ) (Salures-K®, Ferrosan), and 0.1 mg 
belladonna alkaloids, 0 .3 mg ergotamine tartrate, and 20 mg phenobarbital (Bellergal®, Sandoz) daily. 
The clinical diagnosis was LT. She continued to take labetalol and the rash did not disappear until 
October 1984. In August 1986 she is still taking 800 mg labetalol daily and has no skin problems. 

Histologic examination revealed a hyperplastic epidermis with acrosyringeal accentuation, in these 
areas orthohyperkeratosis, hypergranulosis, colloid bodies. and liquefaction degeneration of the basal 
layer were seen. In juxtaposition to the acrosyringium there was a subepiderrnal lymphocytic infiltrate 
without occurrence of eosinophilic granulocytes. 

Case 3. An 80-year-old man with a stage III A IgA myeloma discovered in March 1983 developed an 
itching lichenoid rash on his trunk and extremities in July 1983. Treatment with interferon had been 
started in July. Due to nausea and fatigue the dose was later reduced to JO MIE i.m. daily. He was 
also taking oral furosernide, KCI, theophylline, bromhexine, acetaminophen, chlormezanone, and 
nitrazepam. The clinical diagnosis was LT. The rash disappeared within 5 months without change of 
medication and only topical corticosteroids were given. 
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Fig. 1. Case I. Liquefaction degen
era1ion and a band-like mainly lym
phocytic infiltrate around the acro
syringium. Note the intact basal cell 
layer in the surrounding epidermis 
(arrow). Hematoxylin-eosin, x350. 

Fig. 2. Case 3. Two acrosyrin
geal structures surrounded by Ji. 

chenoid changes. The left sweat 
duct is dilated. Note the distinct 
point al which the basal cell lay
er in the surrounding epidermis 
is intact and beneath which 
there is no band-like infiltrate 
(arrows). Hematoxylin-eosin, 
X350. 

Fig. 3. Case 3. In addition to the 
acrosyringeal lichenoid changes 
marked hypergranulosis and col
loid bodies (arrows) are seen. 
Hematoxylin-eosin, x700. 
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A biopsy taken from an arm in October showed orthokeratosis, hypergranuJosis, and minor 
acrosyringeal edema. In the acro�yringeal areas there were colloid bodies and a subepiderrnal 
lymphocytic infiltrate. A moderate liquefaction degeneration was also seen near the acrosyringium 
(Figs. 2 and 3). 

Case 4. A 57-year-old woman who had had similar skin eruptions in 1976 and 1979 again developed 
an itching rash on her extremities in 1983, consisting of violaceous shiny papules, sometimes 
appearing in groups. The clinical diagnosis was "characteri�tic" LP. There were no mucous mem
brane lesions. She had no medication. The le�ions gradually disappeared within six months. but since 
then a few hypertrophic LP lesions have per�isted on her lower legs, still existing in August 1986. 

HiMologic examination revealed hypergranulosis. orthohyperkeratosis, marked liquefaction degen
eration of the basal cell layer, numerous colloid bodies, and a dermal lymphocytic infiltrate. The 
changes were general but accentuated around the acrosyringium and the acrotrichium. There was no 
infundibular plugging. A moderate pigment incontinence wa� seen. 

Case .5. A 63-year-old woman developed an itching violaceous rash on the front of her wrists. on her 
legs and later on the trunk. Polygonal papules with Wickham·s striae were seen and the clinical 
diagnosis was LP. There were some white streaks on the buccal mucosa. She took no drugs. She 
healed spontaneously within JO months. 

A punch biopsy specimen from her left wrist showed an acrosyringeal edema with colloid bodies, 
orthohyperkeratosis, hypergranulosis, liquefaction degeneration. and a subepidermal lymphocytic 
infiltrate. These changes were localized 10 the acrosyringium exclusively and did not affect the 
epidermis or dermis between the sweat glands. 

Case 6. In April 1984 a 55-year-old man developed a slowly spreading itching rash on his back and 
lower legs. Red or blue-red papules were seen and there were some buccal mucosa streaks. The 
clinical diagnosis was LP. He had no medication The lesions cleared within 9 months. 

A biopsy taken from the back in September showed hypergranulosis, orthohyperkerato�is. liquefac
tion degeneration and a subepidermal lymphocytic infiltrate forming a band, but with acrosyringeal 
accentuation. 

DISCUSSION 

Lichen planus has a distinctive histologic picture, consisting of widespread liquefaction 

degeneration, colloid bodies, and in the dermis a confluent, mainly lymphocytic infiltrate 

(3). Some variations exist, among them lichen planopilaris, w here follicular lesions pre

dominate over typical LP. In lichen planopilaris there is a dense lymphocytic infiltrate 

along the length of the hair follicle, liquefaction degeneration at the follicular epidermal

dermal junction, and infundibular plugging by orthokeratotic cells (4). 
All our cases have in common a dermal lymphocytic infiltrate in juxtaposition to the 

acrosyringium and liquefaction degeneration of the acrosyringeal basal cell layer (Figs. I 

and 2). In cases I, 4, and 6 there were general changes with a marked acrosyringeal 

accentuation, in cases 2, 3, and 5 the lichenoid changes were localized exclusively to the 

acrosyringium (Fig. 2). The clinical diagnosis in our cases was LP or LT. We propose the 

term "acrosyringeal lichen planus·• (ALP) for cases of LP or LT presenting this histologi

cal picture. 

In case 4 there was an engagement also of the acrotrichium. However, this patient 

differs from cases of lichen planopiJaris in three ways; I) the clinical picture was that of 

LP; 2) there was no infundibular plugging; 3) there was an acrosyringeal engagement 

hitherto not described in lichen planopilaris. 

Our observations are in agreement with those of Fischer (1), who found that the 

subepidermal infiltrate was localized around the accrine sweat duct in early LP lesions. 

His findings have been confirmed by Steigleder & Gans (2). These reports (I, 2) suggest 
that LP actually starts around the acrosyringium, but later spread, forming the confluent 

picture usually attributed to the 'characteristic' histology of LP (3). However, the lesions 

examined in our cases were not initial (mean duration 3 months) and instead of interpreting 

our findings as early changes we suggest that ALP is a histologic variety of LP and LT. 

Three patients had no medication but in cases I and 2 the rashes had some relation to the 
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.8-adrenoceptor blocking drugs (/3-blockers) alprenolol, atenolol, and labetalol. /:I-Blockers 
are common drugs and the simultaneous administration in these cases might merely be a 

co-incidence. However, in case I introduction of atenolol resulted in an exacerbation and 
the rash did not subside until this drug was discontinued. In case 2 /3-blocker administra
tion was continued and the rash persisted for 14 months. However. in spite of continuous 
medication the LT eventually disappeared. 

Lichenoid rashes due to /3-blockers have been reported before (5). Earlier descriptions 
of the histopathology of the ,8-blocker induced LT are consistent with that of the previous
ly described lichenoid drug eruptions (6), and do not include the locali1ed acrosyringeal 
changes observed in our cases. 

When speculating upon the pathogenesis of ALP several explanations could be pro 
posed: I) the acrosyringium is a morphologic and functional entity that is distinct from the 
epidermis in general (7, 8). Furthermore, antigens reactive with human sera have been 
demonstrated in human sweat (9). The acrosyringium could possess antigenic properties 
different from the epidermis in general, perhaps with interindividual variations. Autoim
munity is one of the current theories for the etiology of LP (3): 2) ,8-blockers or other drugs 
could affect the acrosyringium directly by secretion through the sweat duct. It has been 
shown that drugs may be excreted in sweat (10): 3) P-blockers could influence the 

physiology of the sweat duct to produce the acrosyringeal changes. The eccrine sweat 
gland has both cholinergic and adrenergic innervation (11). Both ,8-adrenergic and a

adrenergic agonists stimulate sweat secretion, and the ,B-blocker propranolol drastically 
inhibits the ,8-agonist-induced secretory response ( 12). 

However, most of our patients had no ,8-blocker medication and we therefore suggest 
that ALP is a histologic variety seen in some cases of LP and LT, and that this, in the 
latter case, could possibly be caused by ,8-blockers. We hope future research will show if 
and how ,8-blockers are involved in this phenomenon. 
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