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Abstract Objective: To quantify the concentration of serum 14-3-3m protein in patients with rheumatoid arthritis (RA) and to ex—
plore its clinical value. Methods: A total of 136 cases of RA patients (RA group), 65 cases of non—RA joint disease patients (disease
control group) and 36 cases of healthy individuals(healthy control group) in the First Teaching Hospital of Tianjin University of Tra—

ditional Chinese Medicine from May 2020 to December 2020 were collected. The serum 14-3-3m levels of all subjects were detected by
the light-induced chemiluminescence method.The anti—CCP levels were detected by the enzyme-linked immunosorbent method, the D—
Dimer levels were detected by the immunoturbidimetric method, and the levels of RF and CRP were detected by the scattering turbidi—

metric method.Furthermore, the expression differences among three groups and the correlations of those biomarkers mentioned above
were analyzed. Results: The RA group was divided into 14-3-3m positive group and 14-3-3m negative group according to the serum
level of 14-3-37, with 66 cases in the positive group and 70 cases in the negative group.The serum 14-3-3m level in RA group was
significantly higher than that of disease control group and healthy control group (U=40.5, U=0.0,all P<0.000 1).The serum 14-3-37

level in14—-3-3m positive group was positively correlated with DAS28 —CRP and rheumatoid factor (RF)(r=0.259 8,0.248 0, all
P<0.05)and negatively correlated with ESR, D-Dimer(r=—0.235 4,-0.253 6,all P<0.05). The expression of both RF and anti—-CCP were
significantly higher in the 14-3-3 v positive group than those in 14-3-37 negative group (U=758,P=0.000;U=528,P=0.006, re
spectively ). Conclusion: Serum 14-3-3v protein concentration is highly concentrated in serum of some patients with RA, and is
closely related to RF level and clinical disease activity.
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Fig1 The expression of 14-3-3) protein in patients with RA
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Tab 2 Comparison of various clinical indicators between 14-3-3) positive group and negative group[ x+s,M(Q;,Q5)]
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() 96(57,147) 72(8,168) 19735 0.180
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