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[ Abstract] Objective To investigate the clinical value of Procalcitonin ( PCT) , High Sensitivity C—reactive
Protein (Hs—CRP) and Serum Amyloid A protein (SAA) in plasma used in diagnosis of bacterial infection.
Method 99 Patients with bacterial infections (as the bacterial infectious group) , 96 non—bacterial infectious
patients  (as the non—bacterial infectious group) and 91 healthy controls (as the negative control group) were
involved and the levels of PCT, Hs—CRP and SAA were measured and analysed. Result Mean values of PCT,
Hs—CRP and SAA in the bacterial infectious group were significantly higher than those in the non—bacterial infectious
group and the negative control group (P<0.01) . The sensitivities of PCT, Hs—CRP and SAA were 87.0%, 92.0%
and 98.0% respectively while the specificities were 91.0%, 52.0% and 15.0% respectively in diagnosis of bacterial
infection. ROC curve analysis showed that the areas under curve of PCT, Hs—CRP and SAA were
0.933, 0.822, 0.734 respectively in diagnosis of bacterial infection. Conclusion Detections of PCT, Hs—CRP and
SAA can be applied in diagnosis of bacterial infection but PCT has a higher value of clinical application than that of
Hs—CRP and SAA.
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Tab. 1 The comparison of detection of PCT, Hs-CRP and SAA between the negative control group and the

bacterial infectious group (X +5)

Mo n PCT (ng/ml) Hs-CRP (mg/L) SAA (mg/L)
POpEESE] 91 0.04 +0.01 1.99 £ 0.16 3.49 +0.48
Y G 2 99 12.97 +3.85" 109.14 £ 17.56™ 470.56 + 38.74™

53R, *P<0.01.
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Tab. 2 The comparison of detection of PCT. Hs-CRP and SAA between the non-bacterial infectious group and

the bacterial infectious group

Mo n PCT (ng/mL) Hs-CRP (mg/L) SAA (mg/L)
e IR YL 96 0.09 + 0.02 27.14 +5.09 167.56 +21.68
Y G2 99 12.97 +3.85" 109.14 £ 17.56™ 470.56 + 38.74™

SARAN G R e, T P<0.01.
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Tab. 3 The comparison of detection of PCT. Hs-CRP and SAA between the bacterial infectious group and the

non-bacterial infectious group
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Fig. 1 ROC curve of PCT. hs-CRP and SAA in diag-
nosis of bacterial infection
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