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( Origami ) 3 ScFv-PE40 IsG Fe ( Sig-
( ma ) (1:2000 )
) ° SckvPE40 ELISA. 30 (Aus) x +2s
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The roles of autoantibodies to epitopes of Ro60 in the mechanisms

of lymphopenia in SLE and primary Sjogren’s syndrome
Huang Yuan Shuai Zongwen Zhang Lei et al
( Dept of Rheumatology and Immunology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate preliminarily the roles of autoantibodies to different epitopes on Ro60 in the
mechanism of lymphopenia in systemic lupus erythematosus ( SLE) and primary Sjogrens syndrome ( pSS) . Meth—
ods Sixteen patients with SLE 14 patients with pSS and 10 healthy controls were involved in this study and all of
them were female. Every patient with active disease from SLE or pSS group had not received glucocorticoid or im—
munosuppressor for at least 3 months and they had positive laboratory test for autoantibody against Ro60. Their
count of lymphocyte ( LC) in peripheral blood was less than 1 x 10°/L.  and this count from SLE group and pSS
group was (0. 66 +0. 12) x10°/L and (0.70 +0.16) x10°/L ( P =0.511) respectively. The LC from the three
groups was cultured in vitro with each of the three immunotoxins ( AEl AE2 and AE3) which were specifically
combined with one of the three epitopes ( aa482-493 aa310-323 and aa230241 respectively) on Ro60. The cyto—
toxicity of each immunotoxin ( IT) to the cultured LC was measured by MTT colorimetric method. The relationship
between the IT cytotoxicity and the LC count was analyzed and the autoantibodies against the three epitopes in the
patient peripheral blood were also comparatively detected. Results All the three IT showed some cytotoxicity to
control group however AE3 and AE2 had more remarkable toxicity to LC from SLE and pSS respectively and the
enhanced cytotoxicity was significantly associated with the L.C count (r =0.653 P =0.06 in SLE group r =

0.594 P =0.025 in pSS group) . There was no difference in prevalence of the autoantibodies to the three epitopes
on Ro60 between the SLE and pSS group. Conclusion 1t is more likely that autoantibody to Ro60 may play a cer—
tain pathogenic role in lymphopenia in SLE and pSS but the pathogenic mechanisms between the two diseases may
be different.
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