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Changes of blood coagulation and inflammation index in patients
with mycoplasma IgM antibody positive pneumonia
YU Guoyun ,ZHANG Qing” ,DU Liyan ,CAO Lijie
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Univerisity ,Chengde, Hebei 067000, China)

[Abstract] Objective To investigate the changes and significance of coagulation, procalcitonin (PCT)
and C-reactive protein (CRP) in positive mycoplasma IgM antibody patients with community-acquired pneu-
monia (CAP). Methods The pneumonia patients who were in hospital in 2016 were collected and tested for
pathogen antibodies, blood routines examination, PCT,CRP,and divided into groups according to whether my-
coplasma IgM antibody was positive or not. Results The levels of D-dimer and fibrin degradation product
(FDP) of the IgM positive group was higher than those of the IgM negative group and the control group.the
levels of prothrombin time (PT) and activated partial thromboplastin time (APTT) in the IgM positive group
were shorter than those of the other two groups (P<C0. 05). The level of CRP in the IgM positive group was
higher than that of the other two groups;the level of PCT was higher than that of the control group,and there
was no statistical difference between the IgM positive and negative group (P<C0. 05). Conclusion Among the
CAP patients with positive IgM antibody, the majority of whom were the mycoplasma positive IgM antibody
pneumonia patients,its positive rate is 61. 48%. D-dimer, FDP and CRP increased, while PT and APTT de-
creased in the mycoplasma positive IgM antibody pneumonia patients. PCT was higher in the IgM positive
group than that of the control group.
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