
Table I. Ra11kcd prel'([/e11ce <�f's/..in disorders in 584
e/der/_,. i11sti111tio11ali�ed perso11.\ 

Numbcr Pre-
of valence 

conditionS
1 

(%) 

Pityriasis of the ,calp 259 44.3 

Asteatosis (including 
localized and widespread 
eczema craquelel 169 28.9 

Seborrhoeic dermatitis 
(face. scalp. chest) 41 7.0 

Stasis dermatitis 40 6.9 
Xanthelasrna palpebrarum 27 4.6 
Contact dermatitis 22 3.8 
Psoriasis vulgaris 17 2.9 
Pressure sores 13 2.2 
Leg ulceration 9 1.5 
Vitiligo 7 1.2 
Rosacea cum acne I 0.2 

" 605 skin conditions were present in 452 patients. i.e. 
several patients had more than one skin disorder. 

of senile keratoses. eczemas and seborrhoeic 

keratoses. The dif
f
erences in frequency and rank of 

dermatoses in the two selcctcd series and in the 

present population study is obviously due to selec­

tion of the patients who seek dermatological aid. 

Elderly patients are not frequent visitors to der­

matological clinics. Epstein (2)  found that patients 

over 70 years of age comprised only 8 o/c of his 

private patient group. 

The observed 2.9% prevalence of psoriasis in 

old-age is close to 2.84 % in the normal population 
of the Faroe Islands. reportcd by Lomholt (6). 

Yitiligo was present in 1.2 o/c of the old-age popu­

lation group, which is close to 1.4 % prevalence 

reported among patients admitted to a Danish coun­

ty hospital l3). Age-specific prevalence of vitiligo 

was studied on thc lsle of Bornholm. Denmark. by 

Howitz et al. (5). They found a prevalence of0.9% 

in the ages of60 to 70 and 0.6% aftcr the age of 70. 

These figures arc inexplicably lower than observed 

in lhe present investigation. 

Clinical evidence of contact dermatitis was found 

in 3.8 9c of the old people, which is within the range 

of prevalence in normal populations reported from 

other parts of Scandinavia ( 1.5 to 4.8 %) (4). 

In Droller's study ( I) 25 9c of the old people I i ving 

in their homes had leg ulceration. The low preva­

lence of leg ulcers ( 1.5 %) and of decubitus (2.2 %) 
reported here must be viewed in the light of the 

careful nursing and the good nutritional status of the 

group as a whole. 
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Abstract. Of two monozygotic twins, one had dermatitis 
herpetiformis. while the other had gluten-sensitive en­
teropathy. The literature on twins is reviewed. 
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The high familial incidence of gluten-sensitive en­
teropathy (GSE) is well known (7). It has been 

stated that the pathogenesis of GSE is multifac­

torial. the genetic basis of susceptibility being 

Auo Ut,,-mol<fft'Jl<'I' ( Stoc J..ho/mJ 61) 
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polygenic and interacting with environmental fac­
to,., (4. 7. I:!) However. David et al. (I) concluded 
in their study that thc pattem of inhentancc wa:, 
compatible with an incomplc1ely penetrant au­
tosomal dominant gene. Townley ( 11) suggcsted au­

tosomal rece..,�ive mheritance because of ne,, 

evidence of lack of an intestinal enzyme. a pep­

tidase. 

Scveral twins with GSE have heen reporled. In 

I 9.'i6. Ebbs ,ummarued the dala on twin-, in the 

hterature, including h1s own ca\es compnsing 11 

pairs of twins (2). Five pairs were identical and both 

twins had GSE. Of si, pairs of non-identical twins 
three pairs exhibited concordancc and thrcc pair!'.> 

were discurdant for GSE. The non-identical twins. 
both having GSE. reported b� Evensen. wcre not 
mcluded (7). 

Most of the�e case reports, however, antedated 
currcnt diagnostic criteria for zygosity. Cartcr et al. 

(7) reported a pair of monozygotic t\\ ins. ba-,ed on 
blood group typing. and a pair of dizygotic 1wins
both discon.lant for GSE. More recently. Mac­

Donald pubfo,hed a report of monozygot1c twins.

both having GSE 17). Hoffman et al. (3) reponed on 

discordance in a monoLygotic twm pair. McCrac (7)

mcntioned 1dentical twins. of whom only onc had 
GSE. Walker-Smith ( I:!) reported on discordance in 

both mono1ygotic and d1zygotic twin pair,. Ship­
man cl al. ( 10) repo11ed on dizygotic 1wins with one
I\.\. in uffcctcd. Two pair:, of monol) gotic l" tn� both

concordant for GSE have recentl} been reportcd b�

David et al. and Penna et al. (I, 8).

Dermatiti� herpetiformis (DH) i� often a��ociated 

with GSE. The patholog>' of GSE occurnng with 

DH and that in GSE \\-ilhout DH is e!>!>ent,all> the 

same. although the lesions in GSE without DH are 

u-,uall}- much more scvere (4). The familial occur­
rence of DH \eems to be rather rare. Fe"' familial 
ca,es have becn reportcd (6. 9. 13). Marks et al. (6) 

reported on one pair of monozygot1c twin!>. both of 
"horn had DH. In their report. they menuoned 

other family cases of DH in which first-dcgree re­

latives were affected. The occurrence of DH and 

GSE in one and the -,ame family also seem!> to be 

rare (9. 13). In the above-mentioned famil:r ,tudies 
on GSE. no family members wcre men11oned as 
having DH. However. many rcla1ives of patient� 

"llh DH have inte'>tinal muco-,al abnormalities 
wllhout subJectlve ;,,ymptoms (5). In th1s rcport, a 

pair of monozygotic twins, one ha ving GSE and one 
with DH. are describcd. 

CASE REPORTS 

The pa11en1' are tv.o male 1" in�. born in 19-13 T-..in A 
was 33 ycar, old. when m 1976 he wa, admitted because of 
� year:, of progre,!>ivc weakne,, of arm, and leg,. 
Myelopathy with i,olatcd anterior horn cell (pare,isJ and 
autonomous (localized anhidro,i,1 nene affection wa, 
found. The pauent reponed a 10-year h1stor) of diarrhoea. 
and X-rny examination revealed t1anened mucosa in the 
proximal jejunum. A b1opsy ,howed maximum villou, 
atroph}. Hc had steatorrhoea and macroq tic anemia..., ith 
normal \ 1tamin B., in ,erum and extremel} Jo-. er) 1h 
rocytic folie acid. C::ilc1um and albumin in ,erum werc 
,ubnormal. The ab,orption of glucose and d-xylose was 
dcpressed. A diagno,1, of GSE wa, made and he wa, 
g1�en gluten-free d1e1. The diarrhoea disappeared and the 
above -men11oned pamme1ers wcrc normalizcd. A re­
pcated jejunal biop,y showed les, villou, atrophy. 
Clinically hc had no dermatiti, herpet1form" and im­
munofluore,cence of 1he skin wa, negative. The 
m� elopalh) of unkno"n e11ology. however, wa, still pro­
grcs,ing. 

Twin 8 wa, 28 ycar, old. when he was submined 10 
ho,pital in 1971 with an itching papulove,icular skin erup­
uon symme1ncally loca1ed. rnainly on the face. neck. e,­
lensor surfaccs, and axillae. A clinical diagno,is of der­
malitis herpetiformi, was made. 

Histopathological examination of clinicall) involvcd 
,km showed a subepidermal bulla. and immunof1uore,­
cence of cltnically uninvolved ,k1n revealed granular de­
po,its of lgA and complement C 3 in the dermal-epidermal 
junction. c,pecially in thc: tops ofthe papillae. A patch test 
with pota»1um iodide was posit1\C. 

He had no inteslmal symptom, Biopsies from jejunurn 
werc normal. Laboratory tests for malabsorp1ion showctl 
normal valucs including concentrations of hemoglobin. 
folie ac1d. vuamin B12 m serum as well as the lactose- and 
D-xylose 1e51s.

Table I. ( oe/iac dilC'ase in rwin.\ 

C concordance. D= d1scordance 

Monozygotic D1zygo1ic 

Author (year, C D C D 

Evensen ( 1936) I 

Ebbs (1956! 5 3 3 

Carter e1 al. (1959) I 

MacDonald ct al. ( 1965) 
Hoffman el al. (1966) 
McCrae ( 1969) 
Walker-Smith 119731 
Mylotte et al. (1974) 
David el al. ( I 975) 

2 

Shipman et al. (1975) 
Penna et al ( 1979) 

8 4 4 8 
Total 12 12 

"f concordan1 66.6 33.3 



He wa, treated with dapsone 200 mg daily and thc skin 
cleared. 

A blood �ample from each twin wa� examined at the 
lnstitute of Foren>1c \.1ed1cine in Copenhagen. and thc 
HLA lype for both wa, HLA-A,9: 88: Dw 3. which con­
firmed that they were monozygmic. 

COMMENT 

The monozygotic twin� describcd he,·e with GSE 
and DH. re�pectively. were HLA-B8 and Dw3. in 

agreernent with pre\ iow, studie\ There i, an in­

creased frequenq of 8 8 in GSJ- 180-90� l and in 

DH (80%) as compared with only 20-30'7, in nor­
mal controls (4). Recently. HLA-Dw3 ha, been 

�hown to occur in GSE and DH in a higher frequen­

cy than HLA-B8 (4) 
Twin cases tabulated to date demonstrate 67 % 

concordance in ostensibly mono,:ygotic twins and 

33 q in di1ygotic tv. i ns (Table I). This demonstrates 

that the theory that GSE is duc to a �ingle gene •� 
untenable. 
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Abstract. Light microscopy in a case of unilateral 
porokeratosis Mibelli revealed a cy�1-like dilatation in 1he 
upper corium containing 1wo cornoid lamella complexcs. 
Among 01her findings. elas1ic globes as pan of thickening 
and fragmentation of elastica, whi.:h in thi� case may be 
related to microangiopathia de,erve to be mentioned. 

The cornoid lamella in poroJ...eratosis Mibelli ha� 

always been found to be located in funnel-like epi­

dermal invaginations both in connection with epi­

dcrmal adnexa and in region, free of adnexa. The 
paral.,.eratotic naturc of como,d-lamella cells ha� 
becn suggesred on the ba,b of histochem1cal and 

ultramicroscopical findings (2. 6). This i� consistent 

with a deficienl granular layer. perinuclear vacuola­

tion and nuclear pyknosis 111 the epidermis belov. 

the cornoid lamclla. The occurrence of the cornoid 

lamella in places whcre no relations to adnexa could 

be found. was the rea\on for the term of 

"parnkeratosis centrifuga ,1trophican., 
.. 

!>Uggested 
by Miescher {7) and basicall} accepted b} Braun­

Falco & Balsa (2). 

A focal disturbance aftl1cting a clone of epidermal 

celb resulting in aberrant keratin1zat1on was an al­

tcrnat1\e sugge�t1on to the theory of adne;1.al ongm 
(4, 8). 

The reason for the present publication is the 
unique detec11on of two corno1d lame Ila complexcs 

111 a cystic dilatation of an mtradermall} located 

hair follicle. 

AUtt lkrmatm·entr I \tod .. l,olnn f>fl 




