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ABSTRACT Objective: To research the clinical value of serum c-reactive protein (CRP) and pentraxin-3 (PTX-3) for the diagnosis
of children with pulmonary hypertension (PAH). Methods: 32 cases of children with PAH and 32 cases of normal children were chosen.
The serum levels of CRP and PTX-3 were detected and compared between two groups, the correlation between CRP and PTX-3 was also
assessed. Diagnostic value was evaluated by ROC curve. Results: The serum levels of CRP (29.63+ 15.82 mg/L) and PTX-3 (3.38%+ 1.74
mg/L) in PAH group were significantly higher than those of the control group respectively [CRP level (1.20+ 1.03 ng/mL) and PTX-3
level (0.64% 0.43 ng/mL), P<0.01]. Correlation coefficient was 0.335 (P<0.05) between CRP and PTX-3 in serum. With ROC curve for
diagnosis of PAH, AUC of CRP was 0.983(P<0.05), and cut off point was 6.6 mg/L. AUC of PTX-3 was 0.669(P<0.05), cut off point was
0.95 ng/mL. AUC of combination of CRP and PTX-3 was 0.986, cut off point was 1.01. Conclusions: Upregulation of serum levels of
CRP and PTX-3 were found in children with PAH. The diagnostic value of CRP was better than PTX-3 for PAH. Meanwhile, the com-
bination of serum levels of CRP and PTX-3 had better diagnostic value for children with PAH.
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Table 1 Comparison of the age, weight, serum PTX-3, CRP levels between the two groups

N Age (year) Weight (kg) CRP (mg/L) PTX-3 (ng/mL)
PAH group 32 9.1+ 0.39 27.01% 15.25 29.63+ 15.82 1.20% 1.03
Healthy control group 32 9.54+ 433 37.37+ 20.03 3.38+ 1.74 0.64+ 0.43
P value >0.05 <0.05 <0.01 <0.01
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Table 2 Performance evaluation of diagnostic role of CRP and PTX-3 on PAH

Marker AUC 95%ClI P value Cut off point Sensitivity Specificity
CRP 0.983 0.95-1.016 <0.001 0.66 (mg/L) 0.968 1.0
PTX-3 0.669 0.534-0.804 0.022 0.95 (ng/mL) 0.484 0.806
Combination 0.986 0.959-1.00 <0.001 1.01 0.968 1.0
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Fig.1 ROC curves of CRP and PTX-3 in the diagnosis of PAH
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