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Evaluation on diagnosis value of amyloid A and CRP in patients with acute exacerbation of COPD ZHOU Wei-jie',
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[ Abstract] Objective To investigate the expression of amyloid A in the acute exacerbation of chronic obstruc-
tive pulmonary disease(AECOPD). Methods 80 patients with AECOPD in our hospital from February 2013 to May
2014 were chosen and divided into the group A and B according to the stages,40 cases in each group. Contemporane-
ous 40 cases of healthy physical examination in our hospital were randomly selected as the group C. The amyloid A
and CRP levels were detected and the results were observed. Results Compared with the group C, the serum amyloid
A and CRP levels had statistical differences between the stable stage and exacerbation stage(t=6.113,6.292,7. 093,
8.393,P<C0.05). Compared with the stable stage,serum amyloid A and CRP levels in the exacerbation stage had sta-
tistical difference (¢=6. 458,8. 652, P<C0. 05). For the group A, sensitivities of serum amyloid A and CRP were
70.0% and 75.0% respectively, their specificities were 60. 0% and 42. 5% respectively, while for the group B, the
sensitivity and specificity were 82.5% ,67.5% and 90.0% ,67. 5% respectively and the levels were much better. Ser-
um amyloid A and CRP levels in the patients with purulent sputum and sputum cultures positive had statistical differ-
ences compared with the patients without purulent sputum and sputum cultures positive(r=6.492,7. 083, P<(0. 05).
Conclusion The serum amyloid A level has an important guiding significance for the disease severity, at the same
time can help the patients to guide the use of antibacterial drugs,and is worthy of being clinically promoted.

[Key words] amyloid A; acute exacerbation of chronic obstructive pulmonary disease; CRP
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