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Dear Editor,

In a previous report entitled “Antiphospholipid
Antibodies in Patients with Cutaneous Polyarteritis
Nodosa and Livedo Vasculopathy: An Initial Re-
port” published in this Journal”, we examined titers
of IgM anti-phosphatidylserine-prothrombin com-
plex (anti-PS/PT) antibodies in 23 patients with cu-
taneous polyarteritis nodosa (CPN), 11 with livedo
vasculopathy (LV) and in 16 healthy controls. The
mean titer of IgM anti-PS/PT antibodies was
1847 +16.01 (mean = SD) U/ml in CPN, 13.61 +£17.39
(mean = SD) U/ml in LV and 11.28 + 6.48 (mean *
SD) U/ml in healthy controls, however none of
those differences was significant (P = 0.06). The cut-
off value was 17.7 U/ml for IgM anti-PS/PT anti-
body by ROC curve between CPN and healthy con-
trols. The facts that in CPN, IgM anti-PS/PT anti-
bodies in particular were detected more frequently
(39.1% ) than other antiphospholipid antibodies
(aPL), and the titer of those antibodies tended to be
higher than in healthy controls, indicated that IgM
anti-PS/PT antibodies might act as a pathogenic
factor in CPN. In addition, 27.2% of LV cases also
had high titers of those antibodies and the titer of
one case was much higher (61.1 U/ml), indicating
that CPN might have a similar pathogenesis to
some cases of LV.

In this report, we add 2 more CPN cases and 38
healthy controls, and we reexamine the titers of
IgM anti-PS/PT antibodies. As a result, a significant
difference was detected between CPN and healthy

controls.

IgM anti-PS/PT antibodies were measured using
an ELISA method according to the manufacturer’s
protocol (Medical & Biological Laboratories Co.,
Ltd., Nagoya, Japan), the same method used in our
previous report. The subjects included 25 patients
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Figure The titer of IgM anti-PS/PT antibodies in
CPN (cutaneous polyarteritis nodosa), LV (livedo
vasculopathy) cases and healthy controls
The mean level of IgM anti-PS/PT antibodies in
CPN was 1856*1547 (mean=SD) U/ml 1361=*
17.39 (mean+=SD) U/ml in LV cases, and 12.61 £7.78
(mean =SD) U/ml in healthy controls (N), Significant
differences were found between CPN and healthy
controls (P<0.05), although no significant differences
were found between CPN and LV (P =0.25), between
LV and healthy controls (P =0.80).

The horizontal lines indicate the mean value in each
group.
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with CPN (1 man, 24 women; mean age 43.3 + 16.7
years; mean * SD; range 18-77) and 11 patients with
LV (2 men, 9 women; mean age 44.3 = 21.7 years;
mean * SD; range 18—77) who visited our Depart-
ment between February, 2007 and February, 2013,
and 54 healthy controls (10 men, 44 women; mean
age 39.7 + 124 years; mean £ SD; range 19-62), who
were matched by age and sex. The protocol for this
study was approved by the Ethics Committee of
the Tokyo Women’s Medical University.

The results showed that the mean titer of IgM
anti-PS/PT antibodies was 1856 = 1547 (mean + SD)
U/ml in CPN, 13.61 = 17.39 (mean + SD) U/ml in LV
and 12,61 =7.78 (mean = SD) U/ml in healthy con-
trols. The difference in titer between CPN and
healthy controls was significant (P<<0.05, Figure), al-
though no significant differences were found be-
tween CPN and LV (P =0.25) and between LV and
healthy controls (P = 0.80). The cutoff value was 9.8
U/ml for IgM anti-PS/PT antibody by ROC curve
between CPN and healthy controls. In CPN, IgM
anti-PS/PT antibodies had a tendency to be positive

(80.0%), compared with other aPL. In addition, some
LV cases (45.5%) also had the same antibodies.

These results strongly indicate that IgM anti-PS/
PT antibodies in particular may act as a pathogenic
factor for CPN, and that there may be a common
pathogenic mechanism between CPN and some
cases of LV, thereby indicating that CPN might
have a pathogenic mechanism which is distinct
from systemic polyarteritis nodosa. Our speculation
is that a thrombotic change of small muscular arter-
ies in the subcutaneous tissues might cause a pro-
gression to CPN due to vascular endothelial dys-
function, which may be related to IgM anti-PS/PT
antibodies.

The authors indicate no conflict of interest.
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