
rounded by a zone of normal skin and a peripheral 
ring of macular hyperpigmentation. 

Histopathological changes were similar. though 
not identical. in all these cases. The central lesion 

was either a compound or a junctional naevus and 
the halo was formed by collections of pigmented 

junctional naevus cells except in the first case re­
ported by Warin. in which excess pigment was pres­

ent in the epidermis without obvious increase in 

the melanocyte population. In the case reported 

here. and in the second case reported by Warin. 

junctional naevus cell� could be traced from the 

central tumour 10 a point where the pigmented halo 

was formed. 

The cause of this unusual morphological pattern 

is uncertain. The positive Dopa oxidase reaction 

within epidermal melanocytes indicates that these 

cells contain tyrosinase and are capable of synthe­

sizing melanin (end-product of the reaction) (5). 
That these same cells do not stain for melanin 

suggests that melanin synthesis has been blocked. 

Melanin precursors produced by the epidermal 

melanocytes may inhibit melanin biosynthesis (I). 

or the tlermal component of the naevus in some way 

may inhibit melanin synthesis in the overlying epi­

dermal melanocytes. Away from the tumour where 

inhibition weakens, melanin can be synthesized. 

leading to a ring of pigmentation. lnhibitors of 

tyrosinase occur in certain amelanotic melanomas 

and are thought to account for the lack of melanin in 
these tumours (6). 

The absencc of a dense lympho-histiocytic infil­
trate beneath the tumour and the presence of Dopa 
oxidase positive melanocytes in the overlying 
epidermis indicate that the absence of melanin in 

these tumours is unlikely to be due to an im­

munological mechanism. Such mechanisms are 

thought to account for the depigmentation which 

occurs in Sutton·s halo naevus. However, in this 

tumour the presence of an infiltrate and loss of 

epidermal melanocyte Dopa oxidase reactivity are 
charactcristic features (3). 

ln conclusion. this report documents a case of 

unusual target-like or cockade naevi arising on the 

trunk of a young girl. This type of naevus appears to 

be a benign but unusual variant of the cellular 

naevus and at least in some cases. the unusual mor­
phology could be explained by the inhibition of 

melanin synthesis in epidermal melanocytes. 
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Ab:,1rac1. A 45-year-old woman with solar urticaria is de­
scribed. She was found LO have: (a) increase of skin mast 
cells: (/,) a good therapeutic response 10 hydroxyzine hy­
drochloride; (c) frequent peptic ulcers of the stomach: 
(d) antinuclear lgM antibodies in a titre of I : I 000;
(e) cold urticaria and dermographism: (j) anamnestical­
ly. suppression of the solar urticaria by a sequential oral
contraceptive.

Key "'ords: Urticaria: Mast cells 

Solar urticaria is a fairly uncommon but well recog­

nized clinical entity characterized by erythema, 
itching and wealing immediately after exposure to 

sunlight. The symptoms appear within a few min­
utes and usually do not pcrsist for more than one 
hour. 

The pathogenetic mechanisms are not clear. lm­

munoglobulins may be involved. according to suc-
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cessful passive and revcrse passive transfer tests. 
Histamine is assumed 10 play an important rnle a� 
mediator ( 15). and recently two different research 
groups demonstrated elevated serum histamine 
leve Is in venous blood draining ultraviolet ( UV) 
irradiated wcaled skin (6. 12). lncrease of �kin mast 

cells has becn reported (I). Stimularion of gastric 

secretion (7) and gastric ulcers ( 14) are also men­

tioned in the literature. 
Treatment has been disappointing. Occasional 

therapeutic successes have been achieved with var­
ious treatment modalitie� (3). 

CASE REPORT 

A female laborator) as�istant. bom in 1933. had been in 
good health until summer 1961. when she no1ed typical 
symptoms of solar urticaria. They werc provoked mostly 
by direct sun�hine. but al!,o through a glass window. In the 
latter case a much longer exposure was needed. Since 
I 967 the patient had had live episodes of peptic ulcer of 
the stomach. From 1970 10 1972 she used an oral sequen­
tial con1racep1ive containing ethinyloestradiol and lynes­
trenol. During that time she tolerated sunlight much bet­
ter. only occasionally noticing slight �ymptoms. In 1972. 
because of a rise in her blood pressurc. she di�continued 
raking the contraceptive. lnstead. shc was prescribed a 
'mtnipill' containing only lynestrenol. Subsequently. her 
solar ur1icaria again became much "or�e and she began to 
get occasional symptoms of cold url icaria and dermo­
graphism. 

Photutesr.) 

The light source was a 400 W dysprosium lamp ( HQI-TS 
400W. Osram GmbH. West Germanyl. which in addition 
to UV B has a high output of UV A rays (4). The tests were 
performed with unfiltered radiation from the lamp. and 
w11h a 5 mm thick plate of window glass to tilter out the 
UV B rays. The antihistamine therapy was dbcontinued 
one week prior to te,ting. Wealing. confined 10 the ir­
radiated area. was readily produced with a low dose of 
both filtered and unfiltered UV light. Hydroxyzine hy­
drochloride (Atarax�. UCBJ. 25 mg. given perorally 5 
hours before tcsting. prevcnted lhe wcaling. bL1I not the 
immediate erythema. 

,\I ic roscopy 

Skin biop5ie� were obtained from the test site 5 min after 
the weal formation. and from non-irradiated skin. A I o/c 
lidocaine solution was used as local anaesthet,c. Forma­
lin-fixe.d specimens were stained with haematoxylin + 
eosin and with toluidine blue for mast cells. All sections 
showed a rather sparse inflammatory infiltrate pcrivascu­
larly and around the skin appendage�. Half of 1hc cells of 
thc infiltrate were mast cell;. up to 15 per microscope field 
(480x ). No ,igniticant difference in the number of mast 
cells was found betwecn irradiated and control skin. 
Decp-frozen skin sections were investigated by means of 

1< ta Dermaw, nit r ( 110, Uw/11116/J 

immunotluorescence procedures for lgG. lgM. lgA. C3 

and fibrin ( 10). The re�ult, \\ere negative. 

,\1iscel/w1eo11, i111·e llif[llf ions 

Blood. urine. bone marrow and X-ray inve,tigations were 
pcrformcd. They revealed only a ,light increase in thc 
,erum lgM level and antinuclear antibodie, CA Al of the 
lgM clas� in a titre of I : I 000. No other findings sugges­
tive of a ;y,temic lupus erythematosus (SLE) were found. 

Therapy 

Trials with a wpical ,un,creen preparation (Contralum 
Hermal ChemieJ. oral chloroquine and oral beta-carotene 
proved un,uccessful. Since 1975 the patient has been us­
ing hydroxyzme hydrochloride. 10-M mg dail}. with good 
re,ponse. This antihi;tamine all0\\, her 10 go about her 
normal daily life. even to sunbathe, with minimal side 
effects. Afler discontinuation of thc therapy 1he symptom, 
regularly rcappear within a fev. days. 

DISCUSSION 

Skin sections showcd mast cells m unusual num­

bers. Neither the histological nor the clinical picture 
was that of urticaria pigment0sa or systemic ma�­
tocytosis. The number of dermal mast cells can be 
increased in many tnt1ammatory conditions. e.g. in 

the granulation tissue of healing wounds, in atopic 

dermatitis. lichen planus. pemphigus vulgaris. ur­

ticaria and lupus erythematosus (8). The mechan­
ism and significance of this non-pathognomonic 
finding remain unsolved. 

The frcquent occurrencc of the peptic ulcers may 
be connected with the skin condition. Stimulated 

gastric secretion in association with solar urticaria 
has been described (7). and a recent report prc­

sented a case \\ ith peptic ulcers ( 14). On the other 

hand. )arge numbers of mast cells have becn found 
in biopsies of stomachs with peptic ulcers ( 11 ). 

Occasional cold urticaria and dermographism 

were probably un�pecific. renecting the increased 
number of dermal mast cells. which. following 
minor irritations. could liberale histamine in suffi­

cient amounts to cause clinical symptoms. 
The good therapeutic re�ponse to an antihis­

tamine favours the concept that histamine has somc 

importance as mediator. at least in this case of 
solar urticaria. The negative results of the IF in­
vestigations do not cxclude an antibody-mediated 
pathogenesis. Transfer tests were not considered 
justified. Our phototests suggest only that the UV A 
range i� included in the action spectrum. A morc 
accurate determination was not possible because 
the appropriate equipment was not available. This. 



together with omission of passive transfer tests. 

makes it impossible to place our case in any group 

of the proposed classifications (3. 5). 
Our patient showed ANA in a high titre. but no 

other signs of SLE or other collagen diseases. 

Ncvertheless. cases of SLE with solar urticaria 

( 13). even as presenting symptom (2). have been 
reported. In our case. however. SLE seems un­
likely. 

Hormones are generally known to be modulating 

factors in urticaria (9), and the anamnestic tolerance 

of our patient to sunlight when she was taking pills 

containing oestrogen is noteworthy. Oestrogens 
have been used in the treatmcnt of solar urticaria (3) 

without any dramatic effect. 
In funher cases of solar urticaria attention should 

be paid to the number of dermal mast cells and to 

the symptoms of any gastric ulcer. Therapeuti­

cally. antihistamines (especially hydroxyzine hy­

drochloride) and oestrogens are worth trying. 

REFERENCES 

I. Baan de la Faille. H .. Rottier. P. B. & Baart de la
Faille-Kuyper. E. H.: Solar urticaria. a case with
possible increase of skin mast cells. Br J Dermatol
92.· 101. 1975.

2. Delorme. P. & Giroux. J.-P.: Solar urticaria as the
presenting manifestation of systemic lupus erythe­
matosus. Can Med Assoc J 95: 539, !966.

3. Epstein, J. H.: Adverse cutaneous reactions to the 
sun. In The Year Book of Dermatology 1971 (ed. F.
D. Malkinson & R. A. Pearson), p. 26. Year Book
Medical Publishers lnc .. Chicago, 1971.

4. Fischer. T. & Alsins, J .: Treatment of psoriasi� with 
trioxsalen baths and dysprosium lamps. Acta Der­
matovener (Stockholm) 56: 383. 1976. 

5. Harber. L. C. & Baer. R. L.: Clas�ification and 
characteristics of photoallergy. /11 The Biologic Ef­
fects of Ultraviolet Radiation (with emphasis on the
skin) (ed. F. Urbach). p. 519. Pergamon Press. Ox­
ford. 1969.

6. Hawk. J. L. M .. Eady. R. A. J .. Challoner, A. V. J.,
Kobza Black, A .. Keahy. T. M. & Greaves. M. W.: 

Raised blood histamine levels in solar urticaria as­
sociated with mast cell degranulation. J [nvest Der­
matol 72: 282. 1979.

7. Lorincz. A. L: The physical urticarias. Nippon
H1fuka Gakka1 Zasshi 76: 11, 1966.

8. Mikhail. G. R. & Miller-Milinska. A.: Mast cell popu­
lation in human skin. J lnvcst Dermatol 43: 249. 1964.

9. Monroe. E. W. & Jones. H. E.: Urticaria. An updated
review. Arch Dermatol / lJ: 80. 1977.

10. Reunala. T .. Karvonen. J.. Tiilikainen. A. & Salo. O.
P.: Herpes gestationis. A high titre of anti-HLA-88
antibody in the mother and pemphigoid-like im­
muno-histological findings in the mother and child. Br
J Dermato! 96; 563. 1978.

Short reports 365 

11. Siurala, M. & Sundberg, M.: Occurrence ofmast cells
in the gastric mucosa under normal and pathological
conditions. Ann Med Exp Fenn36: 271, 1958.

12. Soter. N. A .. Wasserman, S. I., Pathak, M. A .. Par­
rish, J. A. & Austen. K. F.: Solar urticaria: Release of
mast cell mediators into the circulation after experi­
mental challenge. J lnvest Dermatol 72: 282. 1979.

13. Tuffanelli, D. L. & Dubois, E. L.: Cutaneous mani­
festations of systemic lupus erythematosus. Arch
Dermatol 90: 390. 1969.

14. Van Hecke, E.: Solar urticaria. Arch Dermatol / 15:
759, 1979.

15. Warin, R. P. & Champion, R. H.: Unicaria, p. 151. 
W. B. Saunders Company. London, 1974.

Circulating Anticoagulant 

and Serological Tests for Syphilis 

Yehuda Shoenfeld. Emanuel Shaulian, 

Mathi Shaklai, Jehudith Kruglack, 

Eliezer Feuerman and Jack Pinkhas 

Deparr111e111 of lnrernal Medicine "D", The Hema10/og_,.

Clinic and De par/ment o/ Derma/Ology. Sac/.:ler 
School of Medicine. Tel Avil' Unil•ersily, Bei/inson 

Medica/ Center. Pe1ah Tikva. Israel 

Received February 12, 1980 

Ahs1rac1. Circu!ating anticoagulant (CA) and pa11icularlv 
lupus anticoagulant are commonly a::i.soClated with 
biological false-positive tests for syphilis (BFP-STS) in 
patients with collagen diseases. CA was presently found in 
the sera of 8 out of 30 subjects with chronic BFP-STS 
without collagen or autoimmune diseases. It was not 
found in any of the 21 patients with various stages of 
syphilis. In 5 out of 21 elderly subjects (age >70 years) in 
whom a positive BFP-STS was detected, there was no 
CA. It is concluded that the association between CA and 
BFP-STS is found only in patients with collagen and au­
toimmune diseases and in some of the younger chronic 
BFP-STS reactors. It is not detected in syphilitic patients 
or elderly subjects in whom a high incidence of BFP-STS 
can be found. The difference in the incidence of this 
association is probably due to the differing biologic be­
haviour of these autoantibodies. 

Key ll'ords: Circulating anticoagulant; Lupus anticoagu­
lant; Serological tests for syphilis: Syphilis 

The appearance of circulating anticoagulants (CA). 

directed against most of the clotting factors may 
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