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Abstract. Atopic cataract (AC) has been reported to occur 
as many as one patient in every five with atopic dermatitis 
(AD). The lenticular opacities may rapidly lead to blind­
ness. To establish whether in Denmark screening of AD 
patients is justified especially for AC, 51 such patients 
underwent ophthalmological examination. None of them 
were found to have AC. Although the study does not 
exclude a certain incidence of AC. there is nothing to 
indicate that routine ophthalmological examination of pa­
tients with AD is required. 

Ke_,. H·ords: Atopic cataract: Atopic dermatitis 

Atopic cataract (AC) associated with atopic der­

matitis (AD) has been described in case reports and 

in larger materials in which AC has been found in up 
to 2 I % of the patients (6). The purpose of the 

present study has been to establish whether in Den­

mark routine ophthalmological screening of all AD 
patients under dermatological care is justified. 

MATERIAL AND METHOD 

Over a 3-month period 5 I patients (33 females, 18 males) 
entered the study. All of them had had AD for at least 5 
years and ac least 10% of their skin surface was affected. 
The youngest patient was 16 and the oldest 39 years, mean 
age 24.6 years. All the patients underwent ophthalmologi­
cal examination, especially for cataract. 

RESULTS 

AC was not demonstrated in any of the patiencs, but 
other ocular disorders were detected in 17. One had 

bilateral. probably congenital, cataract made up of 

small grey dot-like opacities in the middle between 

the anterior capsule of the lens and the central Y­

shape coincident with the extent of same. Three 

had conjunctivitis. and 13 patients had refractive 
errors. 

DISCUSSION 

From 8 cases of AC and a review of the literature, 
Cowan & Klauder (2) slated that the characteristic 
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Table I. Fre,111e11cy 1i(on.·11rre11ce <d'aropic caIaracI 
accvrding lo dif(erelll a11Ihors 

Brunstinget al .. 1955 (I) 

Cowan & Klauder. 1950 (2) 
lngram, 1955 (3) 
Karel et al., 1965 (5) 

Katavisto. 1949 (6) 
Komerup & Lodin. 1959 (7) 
Korting. I 960 (8) 
Sprafke. 1966(10) 
Present data 

Examined Fre-
AD quency Com-
palients ('lll ments 

I 158 12 (al 
100 8 
60 17 (b) 

128 2 (al 
58 21 (bJ 

100 3 (a) 

509 0.4 (c) 

I 414 0.4 (C) 

5 I 0 

(a) Observed lens changes are mainly in agreement with
the descriplion of Cowan & Klauder (2). 
(b) Not all ophthalmological information is available.
(c) Observed Jens changes are mainly in agrecment with
the description of Janzen (4). 

cnanges or AC are usually bilateral and begin with 

tlattened vacuoles and yellowish opacities at the 

posterior pole of the Jens immediately in front of 
the capsule. At the same time. or soon afterwards, 

opacities are also seen in the anterior subcapsular 

zone. Later the whole cortex becomes opaque. In 
AC. shield-shaped opacities have been described in 

the anterior subcapsular zone (4). but according to 
Wardingburg et al. ( 11) these changes are not 
palhognomonic of AC. 

The statements with regard to the frequency of 
AC are varying and are given in Table I. Sauuer (9) 
estimated AC to develop on average 5 years after 

the outbreak of the skin disease. Brunsting et al. (I) 

found the age of the patients al the time the cataract 

was detected or symptoms appeared to be as fol­
lows: about 30 ¼ were teenagers. about 50% were 

in their twenties. and about 15 % in their thirties. 

Approximately 20% became blind within a rather 
short time. i.e. in the course of a period ranging 
from 12 days lo one year. Another few per cent 
became blind within IO years. Previous X-ray 
treatment was found to be unconnected with the 

development of the cataract. As this study was car­

ricd out on a very selected material al the Mayo 

Clinic, Minnesota, it does not allow generalization, 

however. 
The present study revealed one case of cataract. 

but the lenticular changes observed in this patient 
did not resemble any of those previously described 
in atopic cataract cases. 

Even though the result of the present study does 
not rule out a certain incidence of AC (5. 7 c:;f with 



0.95 and 8.6% with 0.99 confidence probability. 
respectivcly). it doc-; not suggest either that routine 

ophthalmologica! screening of all patients with AD 
is indicated. 
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Abs1rac1. A 69-}ear-old man with recurrent eruption� of 
pyoderma gangrenosum for 4 years i;, described. The pa-
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tient also suffered from paraproteinemia (increa,ed lgA 
with M-componenl) and transicnt acantholytic dcrmatosis 
rcscmbling pemphigus erythematosus. He had no intesti­
nal �ymptoms. 

/,,"ey words: Pyodcrma gangreno,um: Pan1proteinemia: 
Subcorncal acantholytic bulla formation: 
Pcmphigus erythemato,us-like eruption: 
Tran�ient acantholytic dermatos1\ 

Pyoderma gangrenosum is an ulcerating intlamma­

tory skin condition of unknown origin, but with 

typical clinical characteristics. Pyoderma gangre­
nosum is considered to be an auto-immune disease 
and is often accompanied by chronic ulcerative 
colitis. rheumatoid arthritis and paraproteinemia. 

Pemphigus erythematosus is also regarded as an 
auto-immune disorder. It is extremely rare in Den­
mark. 

Thi� case report presenb a patient �ufTering from 
pyoderma gangrenosum. paraproteinemia. and 
tran�ient acantholytic dermato�is �esembling pem­
phigu:, erythematosus. 

CASE REPORT 

A 69-ycar-old man v.ith no family history of :,kin disor­
dcrs. At the age of 65 years the patient devcloped a painful 
blubh discoloration on his left lower leg without any pre­
ceding trauma. Treatment "'ith ,y,temic and topical an­
tibiotic, ,,as in�lltuted. but he developed a putrid. necro­
tic ulceration measuring J4x 16 cm. The edge;, were vio­
laccou,. clevated and undem1ined (Fig. I). The patient 
had no intestinal �ymptoms. 

Hi,1opa1hological cxamina11on ,howed pscudoepithelial 
h} perplasia and dcrmal abscesse, "ith inflammatory infil­
trate of neutrophil granulocytcs and lymphocytes. Many
fibroblasts and blood vessels wcre present. Fibrinoid ne­
crosis was present in the vascular wall.

The patient wa, treated with ,alicylazosulphapyridine 3 
gram, daily and topical antibiotic'>. As this treatment was 
"ithout effect. a ,plit-,kin transplantation w.i, performed. 
and the ulcer healcd. 

One year later the patient developed non-pruritic 
erythematous cru,ted skin lesion,. mainly on the trunk. 
and for a short timc there were facial lesions too. In some 
place, ,mall bullae were present. but no papulcs. The 
lesions healed spontaneously. forming brownish crusts. 

Histopathological examination revealed an acanthotic 
epidermis. subcorneal bulla formation with neutrophil 
granulocytes and acantholytic cells. and in the dermis 
perivascular infiltration with lymphocyte, and granulo­
cytcs was found. Direct immunonuorescence microscopy 
(from several lesions on thc trunk) demonstrated only 
nuorescence of complement C3 al the dermo-epidermal 
junction. lndirect immunonuore,cence micro,cop� "a, 
negative. Fluore�cence could not be demonstrated in skin 
biopsy specimen� from normal �kin. 
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