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Introduction

During the past 20 years, studies of antiphospholipid antibodies (aPL) and
antiphospholipid syndrome (APS) have been done in many countries and ethno-
geographic groups. To date, the large majority of these studies reported data on sys-
temic lupus erythematosus (SLE) populations, and this review largely focuses on
the SLE studies. Comparisons among such studies are of interest because they may
help to clarify the causes of APS, analogous to the situation in SLE, in which ethnic
and geographic factors are clearly related to prevalence and severity of the disease.

Anticardiolipin Antibodies (aCL) Frequency in SLE

Routine screening for aPL now occurs in SLE clinics because of the strong experi-
mental and clinical evidence of the procoagulant nature of aPL and the demonstra-
tions that anticoagulation provides effective secondary prophylaxis of thrombosis
or pregnancy loss in patients with aPL. Studies to date have mainly described the
prevalence of aCL among populations of SLE patients and have attempted to esti-
mate the prevalence of secondary APS in SLE, mainly using classification criteria for
APS that predated the 1999 international (Sapporo) criteria [1]. Relatively few
studies listed in Table 21.1 included lupus anticoagulant (LA) in the assay methods
for aPL, probably because tests for LA are more technically demanding and require
platelet-poor plasma. The studies listed in Table 21.1 thus mainly provide a point
prevalence of aCL in various populations.

It is evident from Table 21.1 that aCL occur in all SLE populations studied, but
with highly variable point prevalence. It is likely that assay methods [20] and
patient selection contribute to this variability in prevalence as further discussed
below, but some variations are of interest. IgG aCL prevalence ranged from 2% in
an Afro-Caribbean clinic population to 51% in a report from India. Of even greater
interest was the fact that among Afro-Caribbean (Jamaican) SLE patients, the
prevalence of IgA aCL was relatively high (21%), but it was not clear whether SLE
disease parameters, including disease inactivity, was related to the low frequency of
IgG aCL. In the same study [4], using the same assay methods, IgG aCL was seen
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