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Autoantibodies in Systemic Lupus Erythematosus: Anti—DNA
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Systemic lupus erythematosus (SLE) is characterized by production of many auto-
antibodies. The clinical significance of the autoantibodies, especially anti—DNA antibody
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and antiphospholipid antibodies, was discussed in this paper.

Anti—dsDNA antibody is highly specific for SLE and rarely seen in a significant

titer in other rheumatic diseases. This antibody is useful for assessing desease activity.

It can bind to several cellular components or bacterial polysaccharides, which suggest

that the restricted anti—DNA antibody may account for the serological abnormalities

and the tissue injury in SLE.

Anti-phospholipid antibodies include BFP—STS, lupus anticoagulant, anti-cardiolipin

antibody and anti-phosphatidyl serine antibody.

These antibodies had a significant

correlation with fetal wastage, thrombocytopenia, CNS lupus and thrombosis. We

observed 3 patients who had successful pregnancies after anti-phosphatidyl serine anti-

body reduced to normal level.

Anti-phpsphatidyl serine antibody is

surely useful

for the management of pregnancy in lupus patients.
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Complication
nothing 4 ( 8.2) 4 ( 8.2) 7 (14.3) 7 (14.3) 49
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Abort. 2 (50.00*3 2 (50.00%3 4 C1000*1 2 (50.00 NS
Thromb. 2 (100*1 2 (100)*1 2 (100 *2 2 (100)*2 2
*1 p<0.01, *2 p=0.02, *3 p=0.05, (y? test)
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