
of immunoglobulim, and complement are simply 
trapped in fibrin depo:-.its ( 13). although such a pos­

sibility seems ro be rather unlikely because of the 

�electivity of immunoglobulins and of the �pecific 
\ite of deposition. viz. vessel walls and dermo­

epidermal junction. the sitcs most frequcntly in­

volved in the deposition of immune complexes in 

the skin. 
Although thcrc is much yet to be studied before a 

definite process of the pathogenesis for PPC is es­

tablished. our findings seem to imhcate at least a 
new direction of re search in this disorder. 
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The spontaneow, occurrence of wide;.pread ec­

chymoses in a patient not exhibiting coagulopathy 

leads toa spectrum of differential diagnoses includ­

ing amyloidosis. anaphylactoid purpura. 
pseudoxanthoma elasticum, Ehlers-Danlos syn­

drome. autoerythrocyte �ensitization and autosen­
sitization to D A ( 11 ). This paper reports on a 
patient exhibiting the characteristic clinical findings 

and skin reactivity indicative of DNA autosensitiza­
tion. The syndrome will be discussed brieny with 

particular reference to the differential diagnosis to 
autoerythrocyte sensitization. 

CASE REPORT 

A 48-year-old fcmale patient presented with widespread. 
well circumscribed ecchymoses on the buttocks and ex­
tensor and tlexor sites of her extremities. The lesion;, 
which erupl spontaneously. are not precedcd by trauma 
and appear initially as red. tender. macular 10 slightly 
raised patches. 1-2 cm in ,iLe. which ,ometimc� disappear 
quickly or more orten sprcad peripherally within a fcw 
hours. becoming surrounded by a wcll defined blue ring­
shaped area about 1-2 cm in width. Some hours later 
numerous ecchymoses develop in these site�. which be­
come confluent and finally resemble widespread hcma­
tomas (Fig. I a. h). 

The first attack leading to these skin changes occurred 5 
month� prior 10 admission and recurrent eruptions ap­
peared at intervals of 2 to 3 weeks. There were no sys­
temic symptoms such as fever. arthralgia or malaise. 

The patient was Mrumectomized 18 years ago. Seven 
years ago vitiligo developed on the hands and knees. The 
patient is now in otherwise good health. she appears emo­
tionally well balanced: the family history is unremarkable. 

The general physical examination. ophthalmological 
examination, chest rocntgenogram and thyroid scinti­
graphy ,howed no abnormalities. Platelet counl. fibrino­
gen. prothrombin time and partial thromboplastin time 
were within normal ranges. as were ESR, urinalysis, com­
plete blood count. serum analysis for glucose, blood urca 
nitrogen. creatinine. sodium. pota,,ium. chloride. cal­
cium, phosphate. uric acid. iron. cholesterol. triglyce­
rides, alkaline phosphatase. SGOT. SGPT and LDH. 

A.cw Dermu10,·enerlSto<Ålwlm16<J 
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Fi;i. I c1. b. Eigh1-hour-old lesions forming well defined 
blue ring-'>haped borders while ,preadmg peripherally on 
the exten�or suri·ace� of thc thighs. 

Serum elcctrophoresis and immunoelec1rophoresi,. quan­
tita11ve determination of rand B celh and of serum lgG. 
lgM. lgA. C3 • C, and C, �howed no abnornwlities. VDRL. 
A '\A. la1ex test. C-reactf\e protein and repea1ed LE cell 
preparations were negative. The palrent cxhibited lgG 
m1crosomal an111hyroid antibodie,: ,mtipane1al cell an­
tibodies were not de1cc1cd. 

Biop;ies taken from lhe central red pon1ons of the le­
s,ons rcvcaled ,ligh1 hype1 kerarnsis. ,potty acanthosi, of 
the epidermis and thiekenmg of the ba,emem membrane. 
Thcre wa, marked pcrviscular ederna in the upper derm,, 
and a pronounced pcrivascular cell infillratc in the uppcr 
and Jm,.er derm1s compo\ed m;11nly llf mononuclear cell, 
and also of cosinophils whrch were foumJ intcr,per,ed 
between collagen bundlc,. There wa, ,light ex1mvasat1on 
of erythrocytes. Biopsies taken from the hluish borders of 
the lesion., re,ealed a ,imilar p1c1ure b111 the extravasat1on 
of red blood cells was far more pronounced. Direct ,m­
munofluorescence of lesional and perilesmnal �kin u"ng 
anti lgA. lgG. lgM and C:i anti�cra proved negative. 

SKII'\ TESTING METHODS 

Skin te,ting wa, performed in the grorn areas. 
I. A1110/ogo,11 lympltocyres v.ere ohtarned under s1e11lc 

condition, from hcparini,ed hlood u,ing a m1xture or
sodium metri1oate/ticoll ( Lymphop1cpi ) according 10
B0yum (I) and the modification� of Thor,b) el al. tDJ
The lymphocytcs wcre wa,hed three 1,me, ,n �ahne ,tnd
su,pended at 10" cells per ml. In order IO ly,e the,e cell, a
part of the SU\pen�1on w a, subJected 10 live cycle, of
alt.:rnate freeLrng in carbon dioxide ,now and thawing al
37°C. Both the lysed and 1he non-ly,ed l}mphocv1e ,u\-

pension (0.1 ml respec1i,ely> were inJec1ed rntracutane­
ously 11.c.). 

2. Awo/0�11111 ri'd b/ood alls (RBO (0.1 ml>. obtained
from heparinized blood. were wa�hed live times in ,1erilc 
,alin'e. adju,ted to a hematokrit of xoci and inJected i.c. 

Au10/ogo11., RBC Klt<1.11s wcre obtarned by hemoly,mg 
10 ml of packed RBC with 100 ml of 0.98 M ummonium 
chloride CIO min). wa,hed !i, e time, in ,1erile sahne and 
�uspended to a hematokrit of 80 q. 0. I ml of this su,pen­
\ion v.,as inJected 1.c. 

-1. ( 11/(1hym11.1 f),\"A (Bochringer-Mannheim) (0.1 ml) in 
,uspen,ion was pa�<.ed through a 0.-15 µ.m pore-s11c m1-
cropo1e fillcr and rnjec1ed 1.c. 

5.Contro/,. Autologous lymphocyte,. autologou, RBC. 
RBC ghm,t, and calf thymu,, DNA were tested i.c. 111 the 
groin area of a normal. healthy ,oluntcer. Sterile ,aline 
(0.1 mil wa, used a, a control rn the patient. 

SKIN TESTl"IG RESUL TS 

Wheal and tlarc responsc, occurred in lht:: patient'� 
,kin .ifter mjectton of lymphocytes. ly;cd lympho­
cyte� and calf thymus DNA. 15 min after inject ion 
there appeared an itchy pink rnliltrate. ahout I cm 
in diameter which increa\ed 111 s1Le to 6 cm after 
ahoul 6 hour�. The control person (normal agc­
matched. healthy. male volun teerJ did not ,ho\\ 
abnorma! reac11om. Therc were no ·abnorma! re­
,pon�es ..irter mjection of autologous RBC. RBC 
ghosts and saline in eithcr the patient or the control 
indi\, 1dual. 



DISCUSSJON 

Le\.in & Pinku, (7) reported in 1961 on a 40-year­

uld v.oman v. ho pre-.ented clinically \\ ith �evere 
ccchymosc, In the skin on the cxtremities. develop­

ing rapidly from an erythematou, wheal. The re­

producibility of the lc"ons after mtracutaneous 

admi11151raI1on of culf-thymu� DNA led to the term 

;w10,ens11i1c111on 10 dco.xyribonuclcic acid (7). 
Six year, earlier. Gardner & Diamond 15) dc­

,cnbed a form of purpura producmg painfttl hrui�­

mg in four women. charactenzed by local pain. 

�welling and exten,ion of blceding into ad.1acent 

area,. Skin tests performed in the,e cascs ind1cated 

,tn abnorma! tl'SUe re,pon:;e of �ensibility 10 red 
blood cell,. thc responsible fac1or being prc�ent in 

the red blood cell stroma. Therefore. thi, peculiar 

sy ndromc ha, been named autocrythrocyte sen­

�ilizalion (5), which wa!> re-evaluatcd by Ralnoff & 

Aglc ( 10) in 1968; smce most of their patients had 
hml bizarre behaviour and since h}pnosi� could rc­
produce the lesion� m some. the de,1gna1ion 

--p-;ychogcnic purpura 
.. 

has been ,uggestcd. These 

authors. ho\vevcr. fa1led to rcproduce thc clinical 

lc�ions by mtracutaneou, inject,on of autologou� 

whole blood in one-third of their patients and this is 

comparable to the ,tudies of McDuffie & McGuire 

14) fhe quc"uon therefore remams whether �km

te,ting for autoerythrocyte sen,1titation is indeed

crratic in nature ( I0l or whether some case� re­
ported a� autoer:,,throc\.Le sen�it11ation "ith nega­

li\ e skin te"h to red blood cells. m fact repre�ented

autosensitization ro DNA. The present case reprc­
,ents clinically a typical example of autosensitiza­
tion to D:-. '\. This ,, a, confirmed by po:.I11ve skin

tc"ts reactions lo DNA and lymphocytes hut not to

RBC or RBC ghosts.

The ,kin change, of DNA auto,ensitiza11on begm 

a, ,,arm. red. raised ,ometimes tender les1on, 17. 8. 

I1 l progressmg to ecchymoses after several hours. 

which scem to be present prcdominantly at the 

penphery of the les1on .. sometimes appeanng a� an 
ecchymotic ring. In contrast. in autoerythrocyte 

sensitization. as Gardner & Diamond described in 

the1r origmal paper (5). bleeding is the imtial sign 

wh,ch in turn Is followed by redness. swellmg and 

tendcrncss (3. 6. 10). 
llistologically. in both autoerythrocyte ,ensitiza­

hon and DNA auto,cnsitization the most striking 
feature of Lhe lesions is lhe paucIty of b1olog1cal 

changes dc\pite thcir gross appearance ( 10): therc 

may be ederna of the upper dermis. a mild perivas-
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cular mononuclear cell infiltrate and some extrava­

,ation of red blood cells. In early lesions of DNA 

autosem,ttization. however. an amorphou., matenal 
may be found between collagen bundles. which 

,tains blue with hematoxylin and gives a strong 

Feulgen reaction. thus resembling the hematoxylin 

bodies commonly a,wciated wnh dissemmated lu­

pus erythematosu� (7. 8, 11). 

Recentl:,,. Pinnas ct al. (9) de:.cribed a patient 

\\ 1th 1yp1cal au1osen1tization to DNA m whom im­

munotluorescence �tudies of the spontaneous le­

,ions (but not or the normal <,1'.inl revealed deposits 

of lgM. C:1, factor B and properdin at the dermo­

epidermal Junction. In add111on there was a de­

creased number of T cells and a largc null cell 

population and a defective repair mechanism of 

l.:V-damaged D:-.iA m lymphoqtes. Since the�e 

features are common finding� in systemic lupu� 

erythcmatosus (SLE) the authors concluded that 

autoscn,itiLation to DNA may represcnt a variant 
of SLE. Our patient. who pre�ents with the class1-

cal clinical feature� and skin test result-. of DNA 

autosen,1tization. had negative direct immuno­

tluorescence and a normal d1�tribution of lympho­

cyte subgroups. but exhibited antithyroid an­

tibodies. which. in turn. may be of immunological 

Importance tn the dc�elopment of the patient's vit­

iligo (2). Despite these immunological finding�. 

obviously a largcr number of patients needs to be 

investigated before there i� firm evidence of an im­

munological basis for the -.km lesion� in autosen­

sitization lo DNA. 
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Abstract. Antireticulin antibodie� were �tudied in the sera 
of 32 patients afTected by various clinical forms of 
psoriasis. The indirect immunonuoresccnce method was 
used on histological sec1ions of human kidne) and mouse 
!iver and kidney. This method was also used with sera
from children with coeliac disease and from healthy con­
trols. In 10 these antibodies were positive. while in 22 they
were negative, 1he intensity of the titres varying wilh the
extent of thc disea,e. The,e results support the notion that
immunological phenomena may be mvolved in the 
phy,iopathological mechanisms of psoriasis.

Key words: Antireticulin antibodies: P�oriasis: Coeliac 
diseasc: Dermatitis herpetiformis; Malab­
sorption disease 

Acta /)t',·nwtm l'ller (Stocl..holm1 60 

lmmune mechanisr.1,; may be involved in the 

pathology of psoriasis. A.ntibodies 10 lgG. anti lgG 

7. 9, 13, 19). as well as �ome olher factors have also

bcen found in blood ( 18. 19) and in psoriatic skin 

([gG. lgA. IgM) and C:i ( 13). Anti-�tratum corneum

antibodies and anti-lgG were found in the epidermal
antigcn-antibody complexes ( 13). The presence of
auto-antibodies anti-stratum corneum and comple­

ment could be an initial auto-immune phenomenon

(3. 12). The rormation of antibodie� antibasal cells
nuclears provoke, immune reactions (5). 

No signs of delayed hypersensitivity reactions 

were detected by other methods (4, 10. 16. '.!4). We 

have not found in the literaturc any paper on an­

tireticulin antibodies (ARA) in psoriasis. 

:v!ATERIAL AND METHODS 

The sera of 3� patients. 18 male and 14 female. \\ hose ages 
were between 12 and 61. were sllJdied. The disease had an 
evolution ranging in lime from 5 10 40 years. exccpt for the 
guttate form -..hich was of onl\ 3 month,· dura11on. ARA 
was mvest1gated by indirect immunonuorescence 
me1hods on cryo,tatic section� of human kidney and 
mou�e liver and kidney. 

As positive controls the �era of 8 children with coeliac 
disease (CD)\\ ere u,ed and as a negative control, the �era 
of 10 heahhy controh. The sera were diluted 10 1/10 in 
PBS. pH 7.2. These diluted positive sera were re­
examined in order 10 determine the anlibodies 1itres. We 
used goat antihuman lgG. FITC conjuga1ed (Lab. Kalles­
lad: nuore�cein-conjugated antisera). Titre 1/16. F/P 
weight ratI0 6.46 µ.g/mg. F/P molar ratio 2/65. Dilu11on 
1/10: specificity con1rol. healthy controb. coeiiac disease. 
Obser\ ation was perforrned with a Leitz Ortholux micros­
cope. HBO 200 W/4 Hg lamp, dark camera D: 1.20, with 
the corresponding filters: UG I ( I mm). BG 38. barriers K 

460. 

RESULTS 

According to Seah et al. (20) those !>era are positive 

which leave in the !iver a fibrillar fluorescence 

around the portal !,pace. and a linear one around the 

sinu!,Oids (Fig. I), sometime!> showing a granular 
nuorescence corre�ponding 10 the transversely cut 

fibres. while in the kidney they were periglomerular 
and peritubular. in both human and animal tis�ucs 
( Fig. 2). Of the 32 patient� ARA was positive in 10. 
and negative in 22. As to the clinical forms. ARA 
had higher titres in the 5 erythroderma. excepl for 
cases 18 and 31 which had low titres because they 

had been treated with corticoids and cytostatics 

over a long time. Of the 11 patients with gencralizcd 

psoriasis. with !arge plaques in the scalp. chest. 




