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HRHERN 75.8%, BAF6E N 84.3% ., PIF kR U 45 R — 3 Kappa= 0.642(P=0.001), BRI 45 R
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[Abstract] Objective To investigate the diagnostic value of both passive particle agglutination (PPA )
test and enzyme-linked immunosorbent assay (ELISA) on Mycoplasma pneumonia (MP) infection. Methods
191 patients with respiratory symptoms were selected. The level of MP antibody was detected by PPA method,
and the levels of MP specific antibody including IgM, IgA and IgG were detected by ELISA method. The results
were analyzed statistically. Results The positive coincidence rate between PPA and ELISA was 88.4%, and
negative coincidence rate was 75.8%, and total coincidence rate was 84.3%. The results of concordance for two
methods was Kappa= 0.642 (P= 0.001), and there was correlation between the results of two methods (r=
0.642, P=0.025). The sample proportion with IgM .IgA positive increased along with the upgrade of antibody
titer, and there were all had statistical significance in the differences of proportion among different titer groups
(Pall< 0.05). In PPA positive sample, the past infection proportion was 26.4%, and the current infection pro-
portion was 58.1%. The prevalence of MP IgM antibody was the highest in the children group (43.3%) and
teenager group (36.1%), while the elder group had a relatively higher percentage in IgG (100.0%) and IgA
(66.7%) antibody. Conclusion The concordance between PPA and ELISA is good for MP antibody detection.
ELISA method can detect antibody isoform which can indicate disease progression, thus to discriminate current
infection from past, and can have important diagnoestic role for infection in different ages. It is suggested that

antibody isoform detecting is critical for confirmation of a current MP infection.
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PR T KB A4 P PI3K M7 B F ks 5L A
HEERBKE, &REW .PBK BAEKGEES
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BHhEEEEMA #E—FHT KHRTR REAZMR
A XK R KA IRA B ST PI3K A1 VEGF 5 K i &
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