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Value of procalcitonin and lipopolysaccharide in identifying pathogens and evalu-

ating therapeutic efficacy of hospital-acquired pneumonia

SHI Yong-zxin, SONG Wei-qing , LI Hua-hui (Qingdao Municipal Hospital , Qingdao 266071,
China)

[Abstract] Objective To explore the value of procalcitonin (PCT) and lipopolysaccharide (LPS) in identifying
pathogens and evaluating therapeutic efficacy of hospital-acquired pneumonia (HAP). Methods A total of 110 HAP
patients were enrolled in a prospective study, patients were divided into gram-negative bacterial infected HAP group
(G~ infected group, n=50), gram-positive bacterial infected HAP group (G* infected group, n=30),and control
group (nontypical pathogen or virus infected group, n = 30). Serum levels of PCT, LPS and C-reactive protein
(CRP) of patients were dynamically detected, receiver operating characteristic (ROC) curve and area under the
curve (AUC) were adopted to assess the value of PCT and LPS in predicting pathogenic bacteria causing HAP.
Results PCT and LPS levels of G ™ infected group were (3. 43 £ 1. 15)ng/mlL and (0. 20 0. 08) EU/mlL. respec-
tively, which were higher than G* infected group ([0.42 £ 0. 12]ng/mL and [0. 05 £ 0. 02]EU/mL respectively) and
control group([0. 14 £0.08] ng/mL and [0. 02 £ 0. 01 JEU/mL respectively) (all P<C0. 05). Levels of PCT and
CRP of G~ infected group before and after therapy were both significantly different ([3.43 £ 1.15] ng/mL vs [0. 63
£0.22]ng/mL, [47.26 £30.35] mg/L vs [9.21 £6.54] mg/L, respectively) (both P<Z0. 01). The levels of PCT,

LPS, and CRP in moderate and severe patients were all significantly higher than mild patients ([5. 43 * 1. 05]ng/mL

[Wefs BHI] 2015-05-12
[EHEB A HAHT (1968 =), UK - ILAR A T &1 B FE AT BT 32 2 F 1 PRI G 1 952 05 9 i 2 A 9
[HfEEE ] MEAH E-mail : 1hs16878(@ tom. com



o 42 - o R A AR R 2016

A1 A5 15 %55 1] Chin J Infect Control Vol 15 No 1 Jan 2016

vs [0.72£0.32]ng/mL, [0.33+0.07] EU/mL vs [0.09 £0. 04] EU/mL, [57.46 £20. 15] mg/L vs [8.25 %
5.24] mg/L,respectively) (all P<0.05). Sensitivity and specificity of combined detection of PCT and LPS in dif-

ferentiating gram-negative bacteria infected VAP from gram-positive bacteria infected VAP were 95. 83% and

96. 15 % respectively, AUC was 0. 95. Conclusion
p

PCT and LPS have certain value in identifying pathogens of

HAP, combined detection of PCT and LPS can increase specificity in identifying HAP type, and assess the efficacy

of antimicrobial therapy in accordance with the dynamic change.
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Table 1 Detection results of serum PCT, LPS, and CRP of
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2 31 PCT(ng/mlL) LPS(EU/mL) CRP(mg/L)
G’ili’ﬁﬂ)é %4 (n=50) 3.43+1.15 0.20+0.08 47.26%10.35
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Table 2 Levels of serum PCT, LPS, and CRP in G~ infec-
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215 PCT(ng/mL) LPSCEU/mL) CRP(mg/L)
BYTHT 3.43+1.15 0.20£0.08 47.26 % 30. 35
BT A 0.63%0.22 0.12%0.05 9.21%6.54
t 7.24 0.15 9.43
P <0. 01 >0.05 <0. 01
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patients with different severity of HAP(Z £ s)
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P <0.05 <0.05 <0.05
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