
caused by unsaturated polyesters has been rc­

ported. 

Probably, thc wholc molecular structure of poly­

ester methacrylate acts as an allergen. since none 

of the animals reacted when te�ted with methyl 

methacrylate or methacrylate. However. the reac­

tive terminal methacrylate groups seem to be of 

great importance for antigen formation and sen­

sitization. 
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Absrract. HLA-A. B. C and Bftyping was performed in 55 
case\ of Discoid Lupus Erythemato�us (DLE). When both 
the sex and age of the patient at the onset of the disea�e 
were taken into consideration (group I under 40 ycars. 
group Il over 40). the following increases in antigen fre­
quency were observed: group I: A2 in women, 85, AI0 in 
men; group I l: Aw l9.2 in women. B8 in both se11es. 
Nevertheless. if the probability is muhiplie<l by the 
number of antigens tested. these results are no longer 
signilicant. 

Key 11·ords: Discoid Lupu� Erythematosus; HLA typing 

In I 977 Millard et al. (5) investigated 69 cases of 

Discoid Lupus Erythematosus (DLE). HLA typing 

showed an increased frequency of HLA-87, B8 and 

Bw35 antigens related to the sex of the patient and 

the age of onset of thc disease. In order to compare 
our results with those of these authors. 55 cases of 

DLE were studied. 

PATIENTS AND METHODS 

Fifty-live patients with DLE. 33 men and 22 women. 
wcre typed for HLA-A, B, C and Bf antigen�. When thc 
age of onset of the disease was studied. the patients could 
be divided into two groups: (i)-group I with 23 cases. 22 
of then aged bet ween 20 and 35 years and I case aged 3: 
(ii)-group 11 with 32 cases aged bet ween 4 1  and 67 year�. 

Classification of patient� according to their sex was as 
follows. Group I: 15 men and 8 women: group IJ: 18 men 
and 14 womcn. Patients were selected as follows (a) clini­
cal diagnosis by a dermatologist: (b) confirmation by 
biopsy examined in the �e histology laboratory. 

The following H LA antigens were investigated 
HLA-AI, A2, A3, A9. AI0, A l  I. Aw l9.2 (Aw30+Aw3I), 
A28. A29. Aw32. Aw33; H LA-B5, 87, B8. B 12. BI3, B 14. 
B 15. 8w l6. B 17, B 18, Bw2I. Bw22. 827. 8w35. 837. 840: 
HLA-Cw2, Cw4, Cw5. Bf phenotyping wa; performcd by 

Act11 Dt•r11w10,·e11er tStocklw/mJ 62 
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Table I. HLA w11ige11 Jreq11e11cy i11 tenm <�{ sex and ai:<' vf 011w1 of DLE 

Fernalc patients and controls Male patients and controls 

Under 40 years Over 40 years Under 40 years Over 40 years 

Pa- Con- Pa- Con- Pa- Con- Pa- Con-
tients trob tients trols tients trols tient, trols 
(8) (136) ( 14) (63) (I 5) ( 132) (18) (98) 
{%) ($fl cm (o/c) ('1) (�) (%) ('kl 

Al 0 31 p-0.0i
A2 100 45 p•0.005 21 50 p=0.I 
AI0 33 9 p=0.04 
Awl9.2 28 3 p<0.02 
85 40 12 p = 0.03 
88 42 14 p=, 04 44 20 p=0.06 
Bf SO. 7 
Bf Fl 14 NS 

high vohage gel electrophorc,is of ;,eru m ,ample;, fol­
lowed by immunofixation (I). 

HLA and Bf antigen frequency in the patients "ere 
compared with that of a control population of 463 blood 
donor, from the same area. Statistical analysi;, "as carried 
out by the x'-te,t using Yates· correction when necessal). 
Only results with a probability ,;:;Q.05 were considercd 
,tatistically signiticant: resuhs with a p robability near this 
limi1 are mentioned in thc table only a, an indication. 

RESULTS 

Comparison of HLA antigen frequency in patients 
vi,-a-vis controls was first carried out between the 
whole patient population and the whole control 
population. Only a slightly significant increase in 

thc frequency of HLA-Awl9.2. HLA-88 and Bf 

SO. 7 ,, as observed in the patients. 
A comparison of antigen frequency according to 

the sex of the patients vis-a- vis controls of the same 

�ex showed only slightly signiticant or non-signifi­
cant difference�. 

Significant differences. on the contrary. were ob­

scrved when patients in groups I and Il were com­

pared with controls of the :,ame age. Here an in­
crease in the frcquency of HLA-A2 (p<0.005) anu 
HLA-85 (p<0.04) in group I patients and of HLA­

B8 (p<0.005) and HLA-Aw!9.2 (p<0.06) in group 
Il patienb was observcd. 

Result<; taking both the sex and agc at on�et ofthe 

disease into account are shown in Table I. This 
subdivi<;ion caused an immediate reduction in the 
number of patients who could be studied in cach 
category. Results should therefore be interpretcd 
\�ith re�ervation. Nevenheless. in group I. there 

13 0.86 /I = 0.06 

was a definite increase in HLA-A2 in womcn 

(p=0.005) but not in men. In the latter. HLA-85. 

HLA-A 10 and Bf S0.7 antigens were increased. 

while HLA-AI was absent. In group Il the most 
:,ignificant frequency increa:,es were seen in antigen 
IILA-Awl9.2 and HLA-B8 in women. anu in anti­
gen HLA-B8 alone in men. However. if the prob­
ability (p) is multiplicd by the number of antigens 

examined. as recommended by Svejgaard et al. 
( 12). the results are no longer significant. 

Sincc HLA-B8 is often. through linkage dis­

equilibrium. associated with HLA-A I and Bf S. the 
phenotypes of the 15 HLA-88 patients and the 76 
HLA-B8 controls were checked. Only 9 of the 15 
HLA-B8 patients were also HLA-A I (60%) wherc­
as 60 of the 76 HLA-88 controls were HLA-AI 
(799c). Again. 14 of the 15 HLA-B8 patients were Bf 
S (93.3'7c). while 66 of 70 HLA-B8 controls te:,ted 

for Bf \\ ere Bf S (94 .3 '7c). 

DISCUSSION 

Analysis of the results. both when all DLE patients 

were compared with controls from the same area as 
well a:, when the sex of the patient was taken into 

account. showed the result:, to be either non-sig­
niticant or at thc lim it of significance if a probability 
of p,;;;0.05 is taken as the limit. 

By contrast. a study carried out in relation to the 

age al onset of the disease and the se, of the patient 

:,howed that the women in group I were often 
HLA-A2 (p=0.005) whcrea� the men in this group 

were oftcn HLA-8.5 (p=0.03) 01 HLA-AIO (p= 
0.04). In group Il. the incrcase in HLA-88 was 



found in both men and wornen (42.8 % of worncn. 

44 .4 % of men were 88 in group Il). The si ight 
increase in HLA-Awl9.2 in group Il was <lue to an 

increased frequency of thi� antigen in the women 
(p<0.02). 

The increase in H LA-88 observed in group I l  led 

to investigation of antigens in linkage disequilibrium 

with HLA-B8 (i.e. H LA-AI and Bf S). U nfortunate­
ly only the phenotypes and not thc genotypes of thc 
patients wcre :;vailable. However, the frcquency of 
the simultaneous occurrcnce. on the one hand of 
H LA-AI and H LA-B8 and on the other of Bf S and 

H LA-B8 in the patients vis-a-vis the controls were 
investigate<l. The results showed that only 609r of 

HLA-B8 patients were HLA-Al .  vs. 79% of the 

controls, whereas 93.3 % of the patients were Bf S .  
V<;. 94.3 o/f of the controh,. Thus the increased fre­
quency of HLA-88 in group rr secmed to be linkcd 

to the H LA-88 Bf S region rather than to the 

HLA-A I 88 region. Hence the gene of susceptibili­
ty to the disease. if it exists. could. in group I l .  be 
sited nearer locus B than locus A. By contrast. in 
group I thc more dcfinite association with the anti­
gen HLA-A2 would suggest that. in this age group. 
thc <lisease is linked to a gene of susceptibility sited 

near locus A. The findings give further suppoI1 to 
Burch & Rowell (2) who think there are at least 
three d ifferent genomes goveming the different ages 
of onset of the discase. 

It should also be noted that the increased fre­
quency of antigens demonstrated in DLE has also 
been observed in Systemic Lupus Erythematosus 
(SLE). Thi'> is the case principally for HLA-88 (3. 
4. 7. I 0) but also for the HLA-85 antigen (6. 11 ).

HLA-A2 (7). HLA-Aw l9.2 and particularly for

Aw30 in Japanese people (8). Comparison of results

obtained by different authors studying a given di�­
ease is not easy. as the number of cases examined

and their ethnic origin usually differ. It is even more

difficult and great care must be taken when the

cornparison 1s made between two diseases such as 
DLE and SLE. Although other authors have re­
po11ed. in SLE. an increase in the frequency of 
antigens other than thosc given here (HLA-8I5.
HLA-B7. HLA-8I3, HLA-Bw35), it is ncvertheless

surprising to find that the increase in the frequency
of antigens we dcmonstrated in DLE has been re­
po11ed in SLE by other investigators. These finu­
ings may aid support 10 the theory of ·e1hio­
pa1hogenic' unity of a lcast a part of DLE and
SLE (4).
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The determination of locus DR antigen sited 

after locus B may clarify this subject. Already pre­

liminary studies on DLE patients have shown that 

H LA-DR 2. and DR 3 in linkage <lisequilibrium "ith 
HLA-B8. occurs more frequently in SLE patients 
than in controls (3. 9, 10). HLA-DR typing of DLE 

patients would be an additional means of comparing 

SLE and DLE. 
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