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Mir-146a Rs2910164 Polymorphism Correlates with Extraarticular Manifestations and the Serum
TNF-a Level in Patients with Rheumatoid Arthritis

LI Bo?, HU Qiuxia®, TAN Jinhui®, WU Ximei?, SHE Ruonan?®, HU Jianyun®(People s Hospital of Longhua District
Shenzhen, a.Department of Rheumatology, b.Department of Rheumatology & Nephrology, Shenzhen 518109, China)

ABSTRACT: OBJECTIVE To investigate the single nucleotide polymorphisms(SNP) of the microRNA-146a (miR-146a) in
rheumatoid arthritis(RA), and whether it is associated with clinical manifestations and the serum tumor necrosis factor-o(TNF-a)
level in patients with RA. METHODS The SNP of miR-146a rs2910164 polymorphism was detected by high-resolution
melting method in 126 patients with RA, and the serum TNF-o level was detected by enzyme linked immunosorbent
assay(ELISA). The correlations of miR-146a rs2910164 polymorphism with clinical manifestations and the serum TNF-o level
were also analyzed. RESULTS The percent of RA patients with G/C, G/G and C/C genotype was 35.7%, 12.7% and 51.6%
respectively. It was not found that any significant association of miR-146a rs2910164 polymorphism with disease activity in RA.
However, the percent of RA patients with extraarticular manifestations was higher in miR-146a rs2910164 G/C genotype than in
RA patients with other genotypes (P<0.05), and the serum level of TNF-a was higher in miR-146a rs2910164 G/C genotype than
in RA patients with other genotypes(P<0.05). CONCLUSION It suggests that miR-146a rs2910164 polymorphism might
correlate with special clinical manifestations and higher levels of serum level of TNF-o in RA, which indicate that miR-146a
may play an important role in pathogenesis of RA.
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Tab. 1 The correlation of miR-146a rs2910164 genotype
with clinical manifestations and the serum TNF-a level

G/GH  G/CH c/cHl

S8 F/t P
(n=16) (n=45) (n=65)

EE 39+13 40+12 39£12 0.034 0.966
ite/ H 37£14 37£14 38+15 0.040 0.961
RF PR 13 37 51 0.250 0.882

B CCP 41 23 35 0.150 0.928
A BH 2
HRATH
=0 26 14 17.462 0.000
DAS28 W43 6.3+2.5  6.242.6  6.0£2.5 0.718 0.397
TNF-a /K°F 3.63+0.37 5.41+0.69 3.27+0.82  3.526 0.003
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