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Clinical characteristics of 93 patients with positive anti-rods and rings antinuclear antibody "
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Abstract: Objective To investigate the clinical characteristics of patients with anti-rods and rings antibod-
y(anti-RR) positive. Methods A total of 121 661 outpatients and inpatients who underwent antinuclear anti-
body(ANA) test in the hospital from January 2017 to November 2020 were enrolled in the study. The positive
rate of anti-RR.,the age distribution of anti-RR positive patients and the positive rate of each age group, the
clinical disease distribution,anti-RR fluorescence titer and fluorescence model of anti-RR positive patients,an-
ti-RR fluorescence model and clinical characteristics of patients with hepatitis C virus,and follow-up of anti-
RR positive patients were analyzed. Results Among the 121 661 patients,42 429 were positive for ANA,and
the overall positive rate of ANA was 34. 87 % ;93 cases were anti-RR positive, with a positive rate of 0.22% in
ANA-positive specimens and a positive rate of 0. 08% in the overall population,and the positive rate of anti-
RR increased with age (P<C0.05). Among the anti-RR positive patients,9 patients (9. 68%) were diagnosed
with autoimmune disease (AID);the rest of the patients were non-AID patients, whoes disease types were
maily pulmonary infection (27. 96 %) ,hypertension (22.58%) ,kidney disease (18.28%) ,and only 2 cases of
the non-AID patients were hepatitis C (2. 15%). Anti-RR positive fluorescence titer was 1 * 100 or 1 : 320,75
cases (80.65%) with a titer of 1 ¢ 100,and 18 cases (19. 35%) with a titer of 1:320. Only Anti-RR positive
was observed in 71 cases (76.34%) ,while anti-RR positive combined with other fluorescence models was ob-
served in 22 cases (23. 66 %) ,among which the speckle type accounted for the largest proportion with 14 cases
(15.05%). Among the 11 follow-up patients with anti-RR positive,4 patients turned into negative during the
clinical follow-up.and the anti-RR titers of the rest 7 patients did not change significantly. Conclusion The

positive rate of anti-RR in clinical patients undergoing ANA testing is low,and the positive rate increases with
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the age of the patients;its positive results can be found in patients with various clinical diseases;the test re-

sults of anti-RR positive clinical specimens are maily low titer (1 : 100).
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