Letters to the Director

Comments on the Editorial
“Antiphospholypid Syndrome:
New Clinical and Therapeutic
Perspectives”

To the Editor: We congratulate you on the publication
of the editorial titled “Antiphospholypid Syndrome: New
Clinical and Therapeutic Perspectives,” by Cervera et al,!
which updates in a clear and concise manner aspects of
an entity with which it is necessary to be familiarized,
given its growing importance in the field of the systemic
autoimmune disease. Precisely due to this, we would like
to point out some aspects relating to the treatment of
thrombosis in this group of patients.

It is difficult to establish a single recommendation for
every case given the diverse nature of the clinical
presentation of the antiphospholypid syndrome (APS).
We also have important limitations in the current studies,
such as their retrospective character?” or the fact that no
control group is available*’ or limited only®” or almost
only® to patients with venous thrombosis or in which the
high degree of anticoagulation pretended in one of the
treatment arms was not achieved®. The case that clearly
exemplifies this paradigm is the APASS, published in
JAMA in 2004’ in which the control group was formed
by individuals with cerebrovascular accidents in which the
presence of antiphospholypid antibodies was, in the
majority of cases, and epiphenomenon.™

Therefore their conclusions should not be extended to
patients with defined APS according to the criteria in use
currently.’® The reference that Cervera et al make to the
high risk of bleeding according to the international
normalized rate (INR) >3.5 is adequate in general;
nonetheless, it could not be applicable to all of the patients
in this group, generally young patients without additional
risk of hemorrhage. In fact, the incidence of severe bleeding
has been low in all of the series?>>*%: a more concerning
phenomenon is the presence of thrombosis with an INR
2-3 than the hemorrhages present with an INR intensity
between 3 and 4.>%

We definitely share the belief of Cervera et al in the need
for a prolonged (or indefinite) anticoagulation in patients
with APS and thrombosis. The intensity of anticoagulant
treatment should take into account the individual risk for
bleeding, limited by the presence of previous events and
the risk factors associated such as an older age, lesions
that could potentially bleed (ie, leukoaraiosis) and the use
of several, simultaneous medications. The patients that
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have had episodes o venous thromboembolism without
severe pulmonary embolism could be candidates to a
standard anticoagulation regiment, that is, with an INR
2-3. But those with a more serious presentation, especially
those that present cerebrovascular accidents are, in our
opinion, candidates to an early, more intense
anticoagulation, with an INR >3.° The presence of lupus
anticoagulant and/or persistent high titer IgG
anticardiolypin antibodies should also be considered an
indicative factor of the danger of relapse and should
therefore predispose to a more aggressive treatment.

As commented by Cervera et al, the control of other risk
factors is fundamental. We must lastly point out the
potential role that aspirin (or other antiplatelet drugs) or
hidroxycloroquine have, associated to the anticoagulant
treatment in the management of patients with refractory

forms of APS.
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