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Fig. 5. Skin section showing adherence of EAC3b indi-
cating macrophages and B-lymphocytes. Stained with
benzidine and hematoxylin-eosin, x250.

data are in line with the results reported by Braylan
etal. (1).

In the skin, the lymphocytic infiltration showed a
focal distribution in the upper dermis in contrast to
the usual. common band-like involvement. The ma-
jority of the mononuclear cells in the dermis lacked
receptors for C3. Fcy and sheep erythrocytes.
Furthermore, electron microscopy showed these
cells to be similar to the atypical mononuclear cells
seen in the peripheral blood. These results suggest
that the Sézary cells in the peripheral blood and in
the dermis are of the same cell type. Although most
investigators have presented evidence fer the
T-lymphocytic nature of the Sézary cell, findings
made with our patient strongly suggest that Sézary
cells have dissimilar characteristics from patient to
patient. Presumably the Sézary cells proliferate
from cell populations at various stages of cell mat-
uration, resulting in Sézary cells with differing
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characteristics. dependent on the stage of matura-
tion.
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Abstract. During PUVA therapy 7 patients out of 34
with severe psoriasis developed circulating antinuclear
antibodies (ANA) (21%). Before treatment only 3 patients
of 50 (6%) considered for PUVA had detectable ANA.
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Table 1. Treatment course and ANA titres in the 9 PUVA patients with detectable ANA

—. treatment 4 days a week: - - -. maintenance treatment 2 times a week or less. Parients 1-3 have psoriasis vulgaris. nos.
4-5 generalized pustular psoriasis. and nos. 6-9 palmar psoriasis

ANA titre
Pat. before
no. Sex Age treatment Treatment course
1 F 38 <1/8 1/16 1/32 1/32
2 F 73 <1/8 B32..106........... 6. 1/16
3 M 50 <1/8 U432 18 .. 1/32
4 F s <18 SO U4 1 DO <If§... TS ¥ R 1116
S, F 74 1/256 11024 1/512
6 F 62 S e T 1/64 1/32
7 F 57 /16 DML 1/16... 164 132
8 E 28 <18 SR VAT VA [N £
9 M 55 <8 e 132 <1/8 <1/8
Months... 0 1 2 3 4 8 6 7 8 9 10 11 12

The ANA titres were usually low. Antibodies against na-
tive DNA as studied with the Crithidia luciliae test. were
not found, and blood and urinary screening for col-
lagenosis was negative. All 7 patients responded well to
the PUVA treatment. The significance of these findings
remains to be determined.

Key words: Antinuclear antibodies: PUVA: 8-MOP:

UV A: Psoriasis

Photochemotherapy with 8-methoxypsoralen and
longwave ultraviolet light (PUVA) was introduced
for psoriasis in the early 'seventies and is now an
established treatment for severe cases. This treat-
ment was started in Malmo early in 1977. Inorderto
eliminate the risk of admitting patients with connec-
tive tissue diseases such as systemic lupus ery-
thematosus to PUV A, we included. as a screening
procedure, antinuclear antibodies (ANA) in our test
battery. As a substantial number of patients de-
veloped ANA during PUVA, we report here our
preliminary results in the first S0 patients consi-
dered for this treatment.

MATERIAL AND METHODS

PUVA treaiment

50 patients, 16-82 years of age, with severe psoriasis,
refractory to conventional therapy, were considered for
PUVA therapy. The patients which were accepted have
been investigated and treated according to the principles
of the European Cooperative Clinical Trial (ECCT) de-
scribed by WOolff et al. (6). The laboratory investigation

Acta Dermatovener ( Stockholm) 59

included liver enzymes. serum creatinine. haematologic
screening, ANA and. in the patients with detected ANA.
the Crithidia luciliue test for antibodies to native DNA.
Blood samples for ANA were withdrawn before the treat-
ment was started and repeatedly during and after treat-
ment.

In patients with detectable ANA a blood sedimentation
rate. serum electrophoresis and urinanalysis were also
performed. One patient (No. 5) was accepted for PUVA
despite the fact that she had positive ANA. She had wide-
spread. severe, pustular psoriasis and she had been in-
vestigated for collagenosis on several occasions during
recent years, with negative resuits.

Treatment was given 4 days a week for an initial period
of about 6 weeks. Patients wereirradiated 2 h after receiv-
ing an oral dose of 8-methoxypsoralen (AB Draco, Lund.
Sweden) according to the ECCT dosage scheme. Source
of the longwave ultraviolet radiation was a PUVA 4000
equipment (Waldmann AG. Schwenningen. GFR). The
initial dose of UVA was decided after phototesting. Pa-
tients with solely palmar psoriasis were treated only on
the hands with radiation from a dysprosium lamp (@sram
HQI. 400 W) filtered through 3 mm window glass.

After the initial treatment period, maintenance therapy
(2 treatments a week or less) was given in some of the
cases.

Method for demonstration of antinuclear

antibodies (ANA)

ANA were detected by the indirect immunofluorescence
test as adopted in this laboratory using cryostat sections of
snap-frozen rat-kidney (6 um) (2). Doubling serial dilu-
tions of sera were made whenever a positive reaction was
detected in sera diluted 1/5. The fluorescein-isothiocya-
nate conjugate conforming to standard requirements had
an antibody content of 2.6 mg/mil and an F/P quotient of
4.8x107%. It was used in a dilution determined by



performance tests (usually 1/20). The preparations were
read in a Leitz Dialux 20 EB immunofluorescence
microscope for incident illumination equipped with filter
system i and with an HBO 50 W mercury lamp. The
magnification used was x312.

Crithidia luciliue (C.1.) test

The kinctoplast of this haemoflagellate was used as a
source of DNA as previously described by Aarden et al.
(1). Flagellates were grown in bacto tryptose medium at
24°C (3), washed and resuspended in phosphate-buftered
saline (PBS). pH 7.4. 10ul drops of this suspension were
applied to glass-slides, airdried and fixed in 95% ethanol
for 10 min and used either immediately or after storage at
-20°C. The indirect immunofluorescence assay was
performed as described above for ANA.

RESULTS

Of the 50 patients considered for PUV A, 3 (6 %) had
ANA (titre >1/8) before treatment. Of the patients
who were accepted for PUVA, 34 (18 males and 16
females) with no ANA initially have been observed
for at least 6 weeks. 7 of these 34 patients (219%), 2
males and 5 females, developed ANA (titre increase
=2 titre steps) during PUVA treatment. The 2 pa-
tients (Nos. 5 and 7) with ANA already before
treatment showed a titre increase during PUVA.
Details of the treatment course and the ANA titres
are given for each of the 9 patients with detectable
titres (Table 1). ANA could not be correlated to
total dose of either UV A or 8-MOP, nor to the skin
type of the patient. Antibodies to native DNA.
studied in 8 of the 9 patients were negative, as were
the other tests for collagenosis performed. The pa-
tients with ANA did not react unfavourably to the
PUVA therapy.

DISCUSSION

Side effects during PUV A therapy have been re-
markably few and not serious (5, 6), although the
laboratory and physical examinations of these pa-
tients usually have been very thorough. In earlier
reports, however. studies on antinuclear antibodies
have not been included.

In our group of severe psoriatics we found a high
frequency of ANA developing during PUV A treat-
ment, compared with a low incidence of antibodies
before treatment. The titres. however, were rather
low and the changes were rarely more than three
titre steps. Our patients had no other signs of colla-
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genosis reflected by serum protein pattern. urinary,
or clinical findings. This is in contrast to drug-
induced systemic lupus erythematosus caused by
hydralazine or procain amide (4) for instance. The
fact that no antibodies to native DN A were found
argues against a more serious implication of the
ANA findings (1).

We have not observed the patients for a suffi-
ciently long period yet to be able to detect whether
the ANA titres disappear or not after treatment is
stopped.

We have the impression that patients with pustu-
lar psoriasis or palmar lesions develop ANA more
readily than the vulgaris patients, but the number of
patients is too small to permit any conclusions.
The mechanism of the ANA titre rise as well as the
significance of these findings remain to be de-
termined and studies in these directions are now in
progress.
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