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Dealing with an autoimmune condition the presence or not of a manifest inflammatory component matters. In the case of the antiphospholipid syndrome (APS) it remains to be elucidated whether inflammatory/fibrotic manifestations, occasionally mentioned, may be seen either as elements in the fault-tree or simply as epiphenomena. Thrombosis is not random; any predisposing lesion in the blood vessel somehow may link to inflammation. Inflammation is obviously absent when antibodies currently linked to APS are detected in healthy individuals. The earlier APS starts the greater the inherent threat in the outlook (that may comprise inflammation). APS is not entirely apart from the autoimmune network and the underlying condition may change. The ‘two-hit’ hypothesis also has to be considered. Substantial progress has been achieved by preventing thrombosis with low dose aspirin/heparin; downplaying inflammation in the first place remains anecdotal. Ranging the inflammatory parameter from supposedly negligible to prevalent, the polyfacetic APS is placed between immune thrombocytopenia (ITP) and rheumatoid arthritis (RA). While ITP often responds to minidoses of polyclonal anti-D IgG preparations, this is not the case in RA; if there might be an influence on APS thrombotic tendency we don’t know. In contrast, therapeutic benefit has been reported with high-dose intravenous immunoglobulin (HD IVIG) [Shoenfeld]. Links between APS and SLE may apply to the bimodal pattern of mortality observed in the latter, namely, an early phase associated with active disease and a later phase associated with acceleration of atherosclerosis and its complications. Could an 
early-incorporated downmodulation of inflammation be protective in the long-term?

