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Abstract. A 22-year-old woman had been suffering for 11 
years with a REM syndrome. Her symptoms were pro­
voked and aggravated by exposure to sunlight. The ad­
ministration of hydroxychloroquine sulphate had a quick 
effect. The drug was given for 6 months, and the patient 
remained symptom-free even in summer, when sun­
bathing. 
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The etiology of cutaneous mucinoses is unknown. 
To this group of diseases characterized by similar 
histochemical alterations, a new c!inical variant, the 
reticular erythematosus mucinosis (REM) syn­
drome, has been added recently (I, 2, 3, 4, 6, 8, JO, 
11). 

The clinical picture consists of a sheet-like or 
net-like, slightly infiltrated erythema on the anterior 
part of the chest, on the back, and (rarely) on the 
neck or abdomen. Histologically, parivascular, 
round cell infiltrates and the deposition of alcian 
blue positive acid mucopolysaccharides are found 
in the dermis. 

We repo� here a patient with pronounced perifol­
licular infiltrations simulating a lymphoproliferative 
disease. 

CASE REPORT 
A 22-year-old woman was sent to our clinic for histologi­
cal examination on 7th January, 1978. She had been suffer­
ing from skin eruptions for 11 years. The first lesions 
appeared on the anterior part of the chest, and had prog­
ressed during the last 5 years. Sunlight, perspiration and 
excitement always aggravated the condition. 

On clinical examination a more or less sharply delimited 
erythema, in some places with tongue-like extensions, 
was seen on the anterior part of the chest (Fig. I). on the 
epigastrium and on the right side supraclavicularly, too. In 
the erythematous areas follicular papules were discerni­
ble. 
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Fig. I. Skin symptoms before treatment. 

Histological examination of a foUicular papule on the 
chest showed cellular infiltrations around the normal-look­
ing hair follicles (Fig. 2). The infiltrate contained two 
types of cells: lymphocytes with a small, round, dark 
staining nucleus, and bigger cells with a !arge nucleus and 
slightly basophilic cytoplasm. In preparations stained with 
HE under high-power magnification a net-like or granular 
structure resembling mucous deposition was seen, but it 
did not stain either w·ilh alcian blue or with cresyl violet. 
With Giemsa staining cells were seen with a larger. paler 
nucleus having azurophilie in their cytoplasm. The pro­
cess was evaluated as a perifollicular lymphoreticular pro­
liferation of benign character and unknown origin. 
Another biopsy was proposed to investigate the mucous 
deposition in frozen section. The patient was seen again in 
April. Her skin symptoms remained unchanged. 

Another skin biopsy was performed, from the chest. In 
paraffin-embedded sections the upper corium had a 
loosened structure-otherwise the picture was identical 
with that seen in the first biopsy. No deposition of acid 
mucopolysaccharides was detectable in this material. 
However, in unfixed frozen sections the deposition of 
alcian blue positive filamentous material (Fig. 3) could be 
observed in the vicinity of the blood vessels and around 
the cellular infiltrates, or even among the cells. A diag­
nosis of REM syndrome was established. 
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Invesligarions 

MED values, thyroid function, chest and skull X-ray. 
electrocardiogram were normal. ESR 2 mm/h, RBC, 
hemoglobin. quantitative and qualitative WBC count were 
within normal limits. Urine analy�es were negative. Uro­

and coproporphyrin were within normal limils. 17-ketos­
teroid excretion 19.2 mg/24 h; VMA and 5-hydroxytryp­
tamine. negative. Blood glucose. 100 mg%: BUN. 15 
mg%; serum bilirubin, 0.3 mg%; serum alkaline phos­
phatase, 80 mU/ml; SGOT, 25 U; thymol. 1.05 U. Serum 
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Fig. 2. Perifollicular infiltrate 
composed of lympho- and 
histiocytes, a few plasma 
cells and lymphoblasts. HE. 
XIOO. 

electrolytes. normal. Serum protein, 7.46%; elec­
trophoresis: albumin. 49'¼; globulins: a, 5%. a, 10%. 
/316%. y20%. LE-cell, aminuclear antibody test, Rose 
test. negative. Antistreptolysin 0 titre, 120 U. Serum cal­
cium, 9.6 mg%. 

Progress 

After having established the diagnosis. Plaquenil (Winth­
rop) was administered in a daily dose of 400 mg for 3 
months. and of 200 mg fora further 3 months. Consider-

Fig. 3. Alcian blue positive 
filamentous deposition 
among the collagen fibres 
and around the blood ves­
sels. Frozen section. x200. 



able improvement was noted on the 5th day. and the 
p'.llient became symptom-free on the 10th day. In the 
summer she was able lo sunbathe. yet remained and has 
been symptom-free up to now. 

Disc11ssio11 

The deposition of acid mucopolysaccharides in the dermis 
in cutaneous mucinoses and in REM syn<lrome is most 
probably a secondary phenomenon due to a hitherto un­
known cause. In the firsl group of diseases it is accom­
panied by an increased number of fibroblasts: in the sec­
ond condition by a perivascular or/and perifollicular infil­
lrate of patchy character. The infiltrate - is composed main­
ly of lymphocytes. but lymphoblasts or stimulated lym­
phocytes also occur in them (6, 11). These cellular ele­
ments may play a part in the deposition of acid muco­
polysaccharides in which connection no immunoglobulin 
deposition was found (I. 2. 4). 

The eruptions appear moslly after sun exposure (10, 11) 
although the MED values are usually normal ( I. 2. 11), as 
in our case. Another interesting point is the good 
therapeutic response to chloroquine derivates (I, 4. 6. 10, 
11. 12). The action mechanism of these preparations in
photosensitive eruptions is thought to be the drug's bind­
ing 10 the DNA (9). In REM syndrome the infiltrations
contain stimulated lymphocy1es (6, I ll. and the
chloroquine derivates might have something to do with
their DNA-rich nuclei. Their action in other forms of
mucinoses (5, 7) might be connected with the fibroblasts
which normalize their activity.

lnvestigations into the action mechanism ofchloroquine 
might throw some light on the pathogenesis of mucinoses 
and REM syndrome. 

REFERENCES 

I. Dal. B,-L. & Larsen. T. E.: Reticular erythematosu,
mucinosis syndrome: Report of a case. Acta Der­
matovener (Stockholm) 57: 465. 1977.

2. Keczkes. K. & Jadhar. P.: REM syndrome (reticular
erythematosus mucinosis). Repo11 of a further casc.
Arch Dermatol / /3: 335, 1977.

3. Lischka, G. & Orthenberger, D.: ··Rundzell­
erythematosis". ein neues Krankheitsbild? Z Hautkr
47. 995. 1972.

4. Merkel. M.: Reticuläre erythematöse Mucinose
(REM-Syndrom) Krankendemonstration. Hautarzt
29: 169, 1978.

5. Montgomery, 1-1. & Underwood, L. J.: Lichen
myxedematosus (differentiation from cutaneous
myx.edemas and mucoid states). J [nvest Dermatol
20: 213. 1953.

6. Moulin, G., Bouchet. B. & Poupon. P.: Erytheme
reticule avec mucinose (REM syndrome de Steig­
leder). Ann Dermatol Venereol /04: 309. 1977.

7. Nagy, E., Meszäros, Cs. & Dar6czy. P.: Mucinosis
papulosa. Hautarzt 18: 283. 1%7.

8. Perry, H. 0., Kierland, R. R. & Montgomery, H.: 
Plaque-like form of cutaneous mucinosis. Arch Der­
matol 82: 980, 1960. 

12-802802 

Shorl reports 175 

9. Sams, W. M.: Chloroquine: its 1herapeutic use in 
photosensitive eruptions. lnt J Dermatol 15: 99. 1976.

10. Steigleder, G. K., Oartmann, H. & Linker, U.: REM­
Syndrom. Retikuläre erythematöse Mucinosis (Rund­
zellenerythematosisJ. Z Hautkr49: 235. 1974.

11. Steigleder, 0. K .. Gartmann, H. & Linker. U.: REM
syndrome: Reticula:- erythemawsus mucinosis
(round-cell erythemato,is), a new entity'l Br J Dcr­
matol 9/: 191. 1974.

12. Steigleder. G. K.: Plaque-artige Form der cutanen 
Mucinose (PCM) und reticuläre erythematöse
Mucinosis (REM-Syndrom). Z Hautkr 50: 25. 1975.

Topical Application of Zinc­

Solutions: A New Treatment for 

Herpes Simplex Infections 

of the Skin? 

Asher Wahba 

Oepartme111 o.f Dermaroloi;:y, Haclassali Universiry 
Hospi1al. Ein-Karem. Jerusalem, Israel 

Received October 9, 1979 

Abstract. Eighteen patients experiencing 22 episo<le, of 
recun-ent herpes simplex skin infections were treated with 
topical applications of a solution containing 4 % zinc sul­
phate in water. In all patients, pain, tingling and burning 
stopped completely within the first 24 hours of zinc 
therapy. Crusting occurred within 1-3 days and no ad­
verse effects were observed. 

Recurrent herpes simplex infections. although usu­
ally self-limited, are an annoying source of discom­
forl and embarrassmenl. Topical therapy with 

iododeoxyuridine (6). adenine arabinoside (2), 
cytosine arabinoside (8) and ether (2) have been 
shown to be without effect on the clinical course of 
this condition. Photodynamic inactivation has been 
reported to be effective in the treatment of oro labial 
and genital herpes Simplex (4); however, the safety 

of this form of therapy has been questioned. since 
photodynamically inactivated herpes simplex virus 
can induce neoplastic transformation in vitro ( 10) 
and in vivo (7). 

Solutions of zinc salts have been reported to be 
effective in the treatment of herpetic keratitis in 
man (3). More recently. zinc ions have been shown 

to cause irreversible inhibition of herpes simplex 

Aew 1Jcrmo101 ene,· (StocJ..lwlmJ 60 




