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Anti-Ribosomal Autoantibodies in Patients with
Systemic Lupus Erythematosus
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We examined sera from 90 active patients with systemic lupus erythematosus (SLE)
for the presence of anti~ribosomal protein antibodies by Western-blotting, and also tested
these sera for reactivity with ribosomal RNA (rRNA) by RNase T1 protection assay.
Anti-P, anti-S10 and anti~L.12 protein antibodies were detected in 38 (42%)., 28 (31%)
and 2 (2%) patients’ sera, respectively. The anti-RNA antibody specific for the GTPase
domain of 285 rRNA (anti-28S) was present in 15 (17%) sera. Cutaneous manifestations
were dominant in anti-P, anti-S10 as well as anti-28S positive patients. Among 38 anti-P
positive patients 3 developed acute lupus psychosis, and another 5 showed depression during
their course of disease. These observations suggest that anti-ribosomal antibodies provide
a useful marker for this disease. All anti-28S positive sera also contained anti—P activitiy
and two of them have anti-1.12 as well. There is no difference of anti~510 frequency between
anti-P positive sera and negative ones. It is therefore likely that strong association of
three anti—ribosomal antibodies to the P proteins, L12 and GTPase domain of 285 RNA
is due to an immune response against the limited RNA-protein complex domain in the

ribodsome.
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