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LT SBP B R AUE KRR SN ZEZ N E logistic FIA4MTXTIE K PCE2 WNAE B2 ST REAT404T . 255 AL A 193 BifT
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Value of prostaglandin E2 level in peritoneal fluid in the diagnosis of

spontaneous bacterial peritonitis and prediction of in—hospital mortality
Luo Junli,Wu Xianmei,Zhang Yu ,Huang Wenxiang, Jia Bei
(Infectious Department of Diseases ,The First Affiliated Hospital of Chongqing Medical University;
Key Laboratory of Infectious and Parasitic Diseases in Chongqing)
[ Abstract)Objective . To explore the value of prostaglandin E2 (PGE2) level in peritoneal fluid in the diagnosis of spontaneous bac—
terial peritonitis(SBP) and prediction of in—hospital mortality. Methods ; Patients with decompensated cirrhosis and ascites admitted to
The First Affiliated Hospital of Chongqing Medical University from August 2016 to February 2018 were enrolled. Patients’ demograph—
ic information and laboratory test results were collected. Peritoneal fluid samples were collected,and the PGE2 levels were measured
by enzyme-linked immunosorbent assay. The sensitivity and specificity of PGE2 level in the diagnosis of SBP were analyzed by the
receiver operating characteristic(ROC) curve. Univariate and multivariate logistic regression analyses were used to evaluate the pre—
dictive value of PGE2 level for in—hospital mortality. Results : A total of 193 patients with liver cirthosis and ascites were enrolled , and
30(15.5%) of them were diagnosed with SBP. The SBP group had a significantly lower PGE2 level than the non-SBP group[32.77
(26.05-39.68) pg/mL vs. 49.72(37.35-55.14) pg/mL]. The ROC analysis showed that in the diagnosis of SBP,PGE2 level in peri—
toneal fluid had an area under the ROC curve of 0.80,and had a sensitivity of 93.3% and a specificity of 58.3% at a cut—off value of
40.30 pg/mL. Peritoneal fluid PGE2<32.88 pg/mL was a predictor of in—hospital mortality in patients with decompensated cirrhosis
(OR=7.690,95%C1=2.357-25.088,P=0.001). Conclusion :PGE2
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A 51 Bt 2 E2 (prostaglandin E2,PGE2) J& {8 4=
VIR A, —Jr i B AR R AR, 5 —
WEAHREN  BFERG T PGE2 BY7K-F- 2 T
M SR ARG R A D UE 25 ASAIE 58 X i K
PGE2 /K FAEIZ W SBP AT e AAE 1 A Ak £ 3
FEBEFE TR AP M E A TIRR .

1 WHRE5FE

L1 ARt %

HELEANA 2016 4 8 H % 2018 47 2 A AEHPKERIK
2B E B — R B R A AL B 0P IR B . AR
E - 285 2H SUE R BUE B SR | S & A A AT PR TIE 3
WO TR I B 5 & I I K ELRE RS R4 7 1 s 2 fl ; JR
EREA/NT 18 & HEERERUE JTFREAL LLAM I A 5 K
AR RNMEMRGESE ; I IR T AR . A B TR AR Bl (8 H
FHRE IMBEESE LT, AW B RS e SRR P 51 2%
JIFHIE A B E AR, T IR 1 s R
1.2 FEhics

B AT I 2 R 18 B ) o B L I R < 4
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F-80 CH A M . MK PGE2 ¥ BE 3R F ELISA i) &
(PGE2 ELISA Kit, Elabscience , #1X)
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A et L R TR0 U v 57 e (D a7 [T BE ) 38, % 1z 1)
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SBP 41HH b F i, 22 5 B i l22 = L (P=0.008, P=0.037)
SBP 21 f#% 4 MELD /431 Child-Pugh C 2% () He 7 IR
SBP 4, 53 HA G245 X (P=0.024,P=0.009) , L3 1,
22 MK PGE2 /K-F# Wt SBP

193 (i} /K454 PGE2 7K F- 1 H {57 452 43.43 pg/mL,
SBP HBE AIIE K PGE2 K- 32.77(26.05~39.68) pg/mlL,
3l SBP AEAMIIEK PGE2 /K-y 49.72(37.35~55.14) pg/mL,
2 K PGE2 /K F-22 A Gei 245 X (P=0.000) , 7£ ROC/}
Mref, 7K PGE2 () AUC 2 0.80, 43 7Ll 40.30 pg/mL, R
HHEE K 93.3% , F T Hy 58.3%., WBC Neu . PCT .CRP [ AUC
435 0.75.0.76 .0.67 .0.57 ,CRP () AUC % i /K PGE2 14
N, 22 B St X (P=0.032) ,WBC Neu & PCT 5§
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SBP 4 (n=30) IE SBP 4 (n=163) i fE PAE
IR (4 56.2+13.6 583+ 12.1 0.838 0.403
B (n, %) 20(66.7) 115(59.6) 0.182 0.670
W5 (n, %)
HBV 20(66.7) 104(63.8) 0.090 0.764
i 6(20.0) 33(20.2) 0.001 0.975
HoAthy 4(133) 26(16.0) 0.008 0.929
THARIE 1 1L (n, %) 8(26.7) 30(18.4) 1.094 0.296
PR *(n, %) 7(23.3) 16(9.8) 4.410 0.036
RILEH *(n, %) 14(46.7) 45(27.6) 4.336 0.037
MM (g/L) 28.5+4.9 292+48 0.771 0.441
[E Prpr il FUfe 1.7(1.4~1.8) 14(1.3~1.7) - 0.008
SMIRLT 2 (umol/L) 75.2(39.3~182.0) 48.6(25.9~155.2) - 0.058
ALT(U/L) 58(31~102) 40(26~76) - 0.081
AST(U/L) 94.5(49.8~156.8 ) 63(38~131) - 0.077
LT (mol/L) 88.5(64.8~104.3) 71(58~93) - 0.100
MELD F4) ¢ 16.0(13.0~25.5) 14.0(10.0~21.0) - 0.024
Child-Pugh C 2 *(n,%) 23(76.7) 83(50.9) 6.784 0.009
¥ :a,P<0.05;b: P<0.01, ALT: N 2L 2, AST : KA TR 2
100 100 C
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—— PCT(AUC=0.67)
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0.924,P=0.161) (& 1), *4I8/K PGE2 4355 (40 ik
4 ity PCT.CRP BE &2 Wiy, AUC 43 51K 0.54.0.53.0.58 .
0.55, L FIE/K PCGE2 BAMZ AT AUC, 25 5 BAT Gei 2
7 X (P=0.000, P=0.000, P=0.001, P=0.000) (&2)
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IH 13 BilEE (6.7%) AL BEARIZET -, U1 IR R AL 5
iy R B 28 A AE R 2B e B LS
TEFET-H B E IE K PGE2 /K 1[32.77(24.05~47.50) pg/ml]
W1 AR T AR SL T4 [ 7444.22 (34.29~54.72) pg/mL], 7257 H
HGeiFE L (P=0.005), 7£ ROC 43#r, /K PGE2 BYAUC
3 0.73, 43 FHE K 32.88 pe/mL, RALSE N 82.78% 1 F T K
61.54%, TEHRFE R, K PGE2<32.88 pg/mL [ OR
{5 7.690(95%C1=2.357~25.088 , P=0.001) , KA A B2 7
AR FPERRRG \MELD $E43  Child—Pugh ¥E43, 7E22 14

0 20 40 60 80 100
100%- ¢ 51k (%)
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— PGE2 It WBC(AUC=0.54)
PGE2 I Z Neu(AUC=0.53)
— PGE2 It4 CRP(AUC=0.55)
— PGE2 & PCT(AUC=0.58)

B2 fEk PGE2 FEfi5#REX &2 W SBP B ROC &4

ZRITID 1K PGE2<32.88 pg/mL 4 OR 184 6.697(95%Cl=
1.290~34.774,P=0.024) , FFHEMHR Y OR {H4 25.361(95%Cl=
4.88~131.799, P=0.000) ,MELD BF43 i OR {H A 1.211(95%
C1=1.072~1.368, P=0.002) , A AF g S RS BRABi Al (5 2) .
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JFRE A R A ) S8 3 Wt 200 s B 40 R ) D BE 2
P AMAR R GEBR G | A A R 0 D B PR 2
JSEA I A 2 S P 3% A3 2 B ) DT RE R AR, DRI 32K
SEE X 20 R ) BT AEVRE ) e HE A R TR T B
JIREAR X G e B i (8 3 e B 1 R i
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HR RS EAES i
OR{E (95%C1 ) P8 OR{E (95%C1) PH
Pazis 0.946 (0.285~3.267 ) 0.953 - -
AR (> 60 %) 1.116 (0.361~3.451 ) 0.849 - -
S Al
HBV 1.930(0.513~7.263 ) 0.331 - -
ki - 0.998 - -
FFIE g 26.679 (7.286~97.693 ) 0.000 25.361(4.88~131.799 ) 0.000
THALIE H 0.727(0.154~3.427 ) 0.687 - -
A RPEIE 5 2.632(0.755~9.179 ) 0.129 - .
BRI 0.664 (0.176~2.507 ) 0.546 - -
JlEK PGE2< 32.88 pg/mlL 7.690 ( 2.357~25.088 ) 0.001 6.697 (1.290~34.774 ) 0.024
MELD ¥4y, B 1 4 1.178 (1.086~1.278 ) 0.000 1.211(1.072~1.368 ) 0.002
Child-Pugh #F4>, & 1 4 2.801( 1.673~4.688 ) 0.000 - -
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BRI E K F AT DNA B 258 SR (i -
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B RO bR I SBP (A2 K ik = 53 5 Bk
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ik IR L R A | E R | F SRR
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ISR R T AL B i AL 2235 175 h AY PGE2
KB {H G K A9 PGE2 KF5 SBP e &R L K
JE 7K 1) PGE2 5 H A A EFR A5 7E SBP T ) R L
TR G . PGE2 BY/K-F- Rl i ELISA #a il
ELISA 2 Ilfs ARAG 56 UL i, HoAERS 4 e
fEIF HE5 T 5 ik, AR R IR K PGE2
KA I SBP AL BEFET- 2 h A {E.

BT AN 193 1) T4 AL i 7K i 2 3t
30 1] (15.5%)SBP, JE& YL R 5 DU [ BF 5% AH AP,
ARWEFEREIIE K PGE2 i FH Y ELISA J7 32 42 1 R
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SBP [ —Fh bR &Y A FEFIH ROC HZeit—4
5307, K PGE2 B4 FHE A 40.30 pg/mL, AUC Hy
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