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Abstract : Objective To explore the value of anti-PM-Scl antibody in the diagnosis and differential diagno-
sis of connective tissue disease. Methods The serum anti-PM-Scl of 624 patients with connective tissue dis-
ease and 100 healthy people (control group) were detected by enzyme-linked immunosorbent assay. The anti-
nuclear antibody (ANA) was detected by indirect immunofluorescence and ANA spectrum was detected by
Western blot. Results In 624 patients with connective tissue disease,the median detection level of anti-PM-Scl
antibody was 6.57(2.31—10.02)RU/mL,with a median detection rate of 3. 5% ;in 90 patients with polymyo-
sitis/systemic sclerosis overlap syndrome, the median detection level of anti-PM-Scl antibody was 11. 34
(6.48—16. 32)RU/mL,of which 20 patients had a significant increase in anti-PM-Scl antibody,with a median
detection level of 118.92(100. 22—156. 83)RU/mL, with a detection rate of 22. 2% (20/90). The level and de-
tection rate of anti-PM-Scl antibody in patients with polymyositis/systemic sclerosis overlap syndrome were
significantly higher than those in patients with non polymyositis/systemic sclerosis overlap syndrome (P <<
0.01). A total of 22 patients with increased anti-PM-Scl antibody level were negative in ANA spectrum anti-
body detection,and ANA was screened by indirect immunofluorescence method,all of them were positive in
nucleolar antibody. Conclusion Anti-PM-Scl antibody mainly appears in the patients with polymyositis/sys-
temic sclerosis overlap syndrome. The increase of antibody level indicates the possibility of overlap syndrome,which
is helpful for the diagnosis and differential diagnosis of connective tissue diseases such as overlap syndrome.
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