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Early diagnostic value of lipopolysaccharide binding protein combined with procalcitonin and interleukin —6
on the bacterial infection of preterm infants with premature rupture of membranes

RAO Hong-Ping', LI Yi-Juan®

(1. Department of Neonatology, Cenrtral People’s Hospital of Huizhou City , Huizhou 516001, China;2. Department of Pediatrics, The
First Affiliated Hospital ,Zhongshan University , Guangzhou 510080, China)

Abstract Objective: To evaluate the diagnostic value of lipopolysaccharide binding protein (LBP) combined with procalcitonin (PCT) and
interleukin —6(IL—6) in bacterial infection in preterm infants with premature rupture of membranes(PROM). Methods: 93 cases preterm
infants of PROM in Huizhou Central People’s Hospital were collected. Premature infants were divided into infection group (45 cases) and
non—infection group (48 cases) according to the diagnostic criteria within 72 hours after birth. The serum levels of LBP, PCT and IL—-6 were
detected within 24 hours after birth. Receiver operator characteristic (ROC)curve was jointly drawn and area under the curve (AUC) was
calculated. The combined indexes of LBP , PCT and IL-6 were compared with each index. The diagnostic value of combined indexes in early
bacterial infection in preterm infants with PROM were evaluated. Results: Diagnosis of early bacterial infection in preterm infants with PROM
by combined index showed that the AUC of ROC for LBP and PCT, LBP and IL-6, PCT and IL-6 were 0.976,0.977,0.728, respectively. The
result of AUC was significant difference between LBP/PCT and PCT, LBP/IL-6 and IL-6, PCT/IL-6 and PCT, PCT/IL-6 and IL—6. The re—
sult of AUC was no significant difference between LBP/PCT and LBP, LBP/IL.—6 and LBP. Conclusion: Combined detection of LBP, PCT
and [L—-6 can improve the early diagnostic value of early bacterial infection in premature infants with PROM.
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Tab 1 Comparison of general data between infection group and non-infection group( x+s/M )

i H T (n=45) Y41 (n=48) e P
A kg 1.92+0.60 2.17+0.53 0.017 0.896
H ii%/h 0.7 0.8 3.671 0.060
J /)% 32.5+2.7 34.0+1.9 3.032 0.086
Apgar P43 (1 min) 8.3+2.1 9.0+1.2 1.992 0.163
Apgar W43 (5 min) 8.9+1.1 9.5+0.7 0.206 0.652
JR LA (] /b 26 11 0.534 0.467
PRI ) 28/17 25/23 0.974 0.324
I3 75 2 OB E ) 29/16 25/23 1.457 0.227
TR YU R BRG] 7/38 7/41 0.017 0.896
TP R AR 511 K5 151) 6/39 6/42 0.014 0.905
Jif A R AT BH /9% 34.4(15/45) 22.9(11/48) 2.969 0.085
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Fig 1 LBP, PCT, IL -6 ,two kinds of combined indexes predict
characteristics of the ROC curve in the early bacterial

infection of preterm infants with PROM
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Ko I ) R 97.9% , i 7% 59.2%; PCT il IL-6
IBCE MG I ) R A 83.2% , FR S 51.2%, W36 2,
2.4 LBP.PCT.IL-6 # /M BX &~ 45 47 5 & AN 48 4%
AUC 158 e4  LBP/PCT 5 PCT.LBP/IL-6 5 IL—
6 .PCT/IL-6 5 PCT .PCT/IL-6 5 IL-6 L4 2% %A
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BERIGIFE XL (E 3I),
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Tab 2 Elii’}fa;’CT, IL-6 ,two kinds of combined indexes in predicting

early bacterial infection of preterm infants with PROM

Eistan LBP/PCT LBP/IL-6 PCT/IL-6
R 0.991 0.979 0.832
TS RE 0.726 0.592 0.512
95%CI 0.946~1.006 0.948~1.006 0.624~0.832
AUC 0.976 0.977 0.728

%3 LBP.PCT.IL-6 FIFWEXA1EIRS &MEHR AUC HHILLER
Tab 3 Comparison of AUC in LBP, PCT and IL-6 by joint indexes

and each index

#&b%  LBP/PCT LBP  LBP/PCT PCT LBP/IL-6 LBP
AUC 0976 0974 0976  0.694 0977 0974
PR 0.010  0.011 0010 0012 0010  0.011
V4 0.13<Z00=1.96 17.635Z005=1.96  0.20<Zg=1.96
P >0.05 <0.05 >0.05

LN LBP/IIL-6 1L-6 PCT/IL-6 PCT PCT/IL-6 IL-6

AUC 0977  0.588 0728  0.694  0.728  0.588
FrifER 0.010 0.021 0.011 0.012  0.011 0.021
Z 16.91>Z,05=1.96 2.09>Z005=1.96 5.83>Z005=1.96

P <0.05 <0.05 <0.05
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