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Gene expression profiling of inflammatory myopathy in correlation with
autoantibodies
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We performed mRNA microarray analysis of biopsied muscles from patients with

IIMs and analyzed the relation with myositis specific antibodies (MSAs). In analysis of muscles
with perifascicular atrophy, specific sets of mRNAs allow for molecular classification of patients
with anti-Jol (n=4), -TIFly (n=5), and -Mi-2 (n=5) antibodies. In analysis of muscles with early
pathological findings with anti-Jol(n=4), -TIFly (n=4), and -MDA5 (n=4) antibodies, a total of 1705
mRNAs were significantly expressed (fold change>3, p<0.05). Pathway analysis for the 192 mRNAs
commonly significantly changed in three groups were Toll-like and NOD-like receptor pathways. In
analysis of mRNAs with significant changes, specific sets of mRNAs allow for molecular
classification of patients with MSAs, respectively. Our findings showed that there are
characteristic mRNAs expression profiles in relation with the types of MSAs even in muscles with
mild pathological changes.
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PFA (n=25)
Jo-1 10.22 (2.51-41.64) 0.001
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SS-A 4.22(1.05-17.00) 0.042
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