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BTk g 7k BEHIAE 7K endocan 7k F7£ B %& 1 iE IR 2812 B 1 94

A, TR, HIAH, X & 400016 B, FPRBERIR MR 55— BE B e Bl , 5 DRI A Yo 2 A HUfs 3 5
ML

(WE] HM HRITFEIEKEEIE K endocan 7KEFE B & 14 1 5 48 ( spontaneous bacterial
peritonitis, SBP ) iZWith IFE T, J7ik 44A 2018 4F 1 J] % 2019 4 6 H 7EFR Be AT Be i R AR Al AL i
K 161 ], Horfr SBP 20 35 {3, -|E SBP 4 126 51|, B HR A BE b BE K bR, [R]Bsp e B N 1 22 0Ep) I S ==
KrArZokt, F ELISA J5 il /K endocan ¥R, R ] logstic [MIIA##Y 34 SBP {7 520 K 3R, ROC i
2R3 HTK endocan X SBP [Ri2 (. G54 MK endocan 7K SF-7E SBP 4 i 2 i FE SBP 41 398. 451
(318.762~460. 673 ) pg/mL vs 199. 838 (133. 366 ~303. 226) pg/mL, P<0. 001 |, logistic 1] J= 57 3 17
SBP $40 R 2 45 M7 45 4R 5 7R I 7K endocan 4 SBP [ it 7 fE B I Z [ OR = 1. 008 (95% CI A 1. 004 ~
1.012), P<0.001], ROC Hi£k/#r i /m i 7K endocan i2H SBP (4 N AL (AUC) &y 0. 822( P<0.001) ,
It FHEL A 280. 983 pg/ml I Uy 88. 57% , R -1k 70. 63% , FEAF I K T4 T 60 2 Fli/NT 60 %5 i
F 7K endocan 127 SBP i) AUC 43514 0. 852 #110. 789, &5 MK /K endocan 7K T AL /K H
# SBP By sy fER K 2, A& SBP A M ER2 iR bR, HIEFRIR K T T 60 5 B3 2 (E T K.
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Role of ascitic endocan level in diagnosis of spontaneous bacterial peritonitis in

patients with cirrhotic ascites
WU Xianmei, LUO Junli, HUANG Wenxiang, JIA Bei Department of Infectious Diseases, Chongqing Key

Laboratory of Infectious and Parasitic Diseases, the First Affiliated Hospital of Chongqing Medical University,
Chongqing, 400016, China

[ Abstract | Objective To explore the role of ascitic endocan level in the diagnosis of spontaneous
bacterial peritonitis (SBP) in the patients with cirrhotic ascites. Methods A total of 161 ascitic patients
with decompensated cirrhosis admitted to our hospital from January 2018 to June 2019 were recruited in this
study, and 35 of them suffered from SBP and served as SBP group, and the other 126 as non-SBP group.
Ascitic samples were obtained at admission. Demographic data and laboratory parameters were collected. The
ascitic endocan level was measured by ELISA. Logistic regression analysis was used to analyze the independent
influencing factors for SBP, and receiver operating characteristic ( ROC) curve were used to analyze the
diagnostic value of ascitic endocan level for SBP. Results The level of ascitic endocan was significantly
higher in the SBP group than the non-SBP group [ 398.451 (318.762~460. 673) vs 199. 838 (133. 366 ~
303.226) pg/ml, P<0.001]. Logistic regression analysis showed that the ascitic endocan level was an
independent risk factor for SBP (OR=1.008, 95%CI. 1.004~1.012, P<0.001). The result of ROC curve
indicated that the area under the curve (AUC) of ascitic endocan was 0. 822 (P<0.001) , and the sensitivity
was 88.57% and the specificity was 70. 63% when the cut-off value was 280. 983 pg/mL. The AUCs of ascitic
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endocan for the diagnosis of SBP were 0. 852 and 0. 789 respectively in the patients older or equal to 60 and

younger than 60 years. Conclusion

The ascitic endocan level is an independent risk factor for SBP in

patients with cirrhotic ascites, and may serve as a valuable biomarker for diagnosis of SBP , especially in those

aged 60 or older.
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JFAE AL 8 7 Tl A A G PR A A o R Ak
FHIE Y 9% BB (cirrhosis-associated immune dysfunc-
tion , CATD ) 2 D R HE[R B J: ™ 48 42 g B2 AL
VR R AR S A R R, T J e 2 ol JHFA £ 28 5
ST 445, 30% W TR S | S NAET, A
30%7E 1AENAET . [ & T 40 I IS % ( sponta-
neous bacterial peritonitis, SBP ) /& 2 {214 AT I Ak 14 i
KR B TGRS 70 AT RE AL 5% 3 P o5 4 i
IR 10% ~30% 7, JLHA 60 % DL 1 B4R AN
AR B G SR T B W 5 I 2B, 35 kAR R
HHUS 22, LA o iy, A BT AR R IR P REICOR
M B UG (HUR A 28 A5 T, (A A A i
% FHAE Z A AN 25 P30, 33Kt ik — A 4
Jin SBP [ 3L . SBP 8 AR 23 A Bk = ML I
PRFEHL, A S IR 50, ELIE /K 35 3% B R AR AL, i
1 PCT 1ML CRP 254 FHAYERULHE IR SBP 112 Kk
ZEEX P i R R A T W A B2 7843 Bl iR SBP S 5k
St AR RO B T Bk K, X SRR 2
SBP YL , R AR SEAR I R TS 2E R 1Y
BUI, T SEAT B M PR AR 3R R Bk R YT H
AR, PR R TS P[] I i R IR b 5 PR AR R

Endocan , W F5 N Bz 41145 5 73 5--1 (endothelial
cell specific molecule 1, ESM-1) , J& /i1 1807 19 N 52 48 fitg
SR BT PE R 50X 10° BB M FE R Y
2 M SR A R i T A S BRE
FEERE RN T AN R-18 (TL-18) F AR IR SE N
F a( tumor necrosis factor-o, TNF-o ) F185 2% BH P4 41 7
g £ 8 (lipopolysaccharide, LPS) i endocan 3 [X
Fik AR IS & B U SR B I endocan
IR 5 25 1o Sl A I SR M R I S 10T
endocan 7K F-F+ 5, 25 THURR B IRPT R L, 7T fig
S MCHEIE ) —Fh BT RO bR 250, 15 s E 1 7™ E R A
WiEA S, H AT WA BFSE R 117 endocan 1] B
TS ACREVE TR AL 5 2 AR e B A (R AN
FEZR T K P RSO0, A TR PR R K

endocan 7K - Xif 2 AR A% JIF B £k 5 SBP (1912 Wit
o FRATENE = SBP B35 1 BUG 2 3 22, 1M B ATl
WA KT AFAER SBP 8512 W77 1 A i 3E , PR3
T PHE RIS FL A 7K endocan FEAN[RIAE I BL SBP J8 2 1
WA

1 Xg57F%

1.1 #rRxT%

LR 2018 4 1 H % 2019 4F 6 A 7e B K EFR}
KA I 55— = e A B 1) 2 A% e T B A £ I K
Ho AFRER AR R TS5 T 18 %, Al ik A=
A I A 75 AR RS 255 i PRER I, R i T A
B 20 22 bR, BB I2 W R AR IS K Y fR 3, ELE K AT
SERIHE . HEBRARAER - df R PEIE AR (A% M R 58
DR HA B3 B R T A 14 Dt AL e B850 B K A8 2 5 Il 45 i
i REE 5 B BT L R R S5 IR K L AR A7 SR L 1 A
5 A S I A SR IR TR R
B ARAFEARBAC AR AR FEZ: 5
ZHEUEL 2019 AERHIFE 3 (2019-036 5) |, EAEAH &
H I R 5 o
1.2 F4hik%k

SBE ARG S RIS B I R DT} S S50 25 A
AGORE, ELFRARRE N R AR R R AR AR AE A 5
PRI I 200 T8 b R 4T ET 23 e (N%) | I
UL I ARZT 2 i A A B S i C R A (C-
reactive protein, CRP) . Ifil. PCT {5 7K 48 i %5 S g /K &
FE R ORFE  JF TR 5 B9 MELD (model for end-
stage liver disease) P43l Child-Pugh 345,

1.3 JmBl4a

Bl B s 7 7 SBP 1932 W7 2 AR 90 I K 85 55
BH M % 2 1E K A 2 2 4% 3 28 9 ( polymor phonuclear
leukocytes , PMN) {14 26 %5} %5 25 T 8% K T 250/mm’ , I 4
BRak L MM S8 S5 PEIE e T o H AR TR A
ZH iy 4 A AE SBP ZH 1 SBP 41,

1.4 g KNEE & endocan 7K -T2

S B JG HEATIEEE ZEh BOE K , HTE B 25

i R K 2910mL, 57 B #5255 %8 L1000 x g B0
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R1 IERERFFEST

gl

LiRC e

Child-Pugh C 2% MELD  Child-Pugh

4151 n AFRY
b ES T

WIS # £ W

JESBP 4 126 56.4£10.438  94(74.6%) 32(25.4%) 61(48.41%) 34(26.98%) 31(24.61%) 73(57.94%) 53(42.06%) 14(10~18) 9(8~11)
SBP 2 35 58.42+11.811  25(71.43%) 10(28.57%) 21(60.00%) 8(22.86%) 6(17.14%) 12(34.29%) 23(65.71%) 17(13~23) 11(9~11)
X2/ 2/t 0.917 0. 143 1. 564 6. 148 -2.782 -2.809

P 0.36 0.705 0.457 0.013 0. 005 0. 005

20 min VIR IPHET 2 ZTPRAAFE BT -80 C
A7 o 17K endocan & B2 FH TR S 52 W% T 552 565
( Enzyme-linked immunosorbent assay, ELISA ) £ ]
[ ELISA Kit for Endothelial Cell SPecific Molecule 1
(ESM1) ,USCN, i, HE ],
L5 ito#aik

12 Ffl SPSS 24. 0 A1 MedCalc 18.9 #4758 #7
JH ShaPiro - Wilk 4656 %) 3% 22748 i E AT IE S PR AL 5,
FEE IR 1 28 1+ o 22 34k , 4L 1A) FE R
¢ KL s ANAF A 1R 25 0 A A R 2 280 (Y A £ ) )
AR, AL ) LR T Bk ARG 36 0 2 742 R T 431
(A0 o 1A ECR R IT K%, =T lo-
gistic [A[HBERL 5341 SBP (5200 R 3%, >R 4 UCE AR
AL Bl 28 (receiver operating characteristic curve, ROC
curve ) 737 LA E 7K endocan X SBP B2 Wi i, P<
0.05 HZEFAGI7E L,

2 #R

2.1 EHFIEARAREE

AT EARER LIS K B 161 4], o 55
PE 119 (5 73.9%) , Lotk 42 5], 4F 8 4 AT 7E (57. 98+
11.53) %, o 4F i K F 46 F 60 % 1y 76 i, /N T
60 % 11y 85 {4, JH-li 1k i B S 48 1 < BT ¢ 82 48] ( oty
50.93% ) RGP - 42 91 (5 26. 09% ) , HoAd1 s [
371 (i 22. 98%) o % M K K5 5% BH M (F) K
PMN=250/mm’ 4341, 3k SBP 4H 126 4], SBP 2H 35 {4,
PHZH R AE I (P | JHERE Ak PR o0 A 34 T I 2 25 5
MELD $-43 #1 Child-Pugh 437 SBP 4 & % & T3k
SBP 41(P=0.005) , Child-Pugh C Z% 5|4 /i & 7F SBP
S B & T3 SBP 41(65.71% vs 42.06% ,P=0.013)
(F 1), NABED, GIF0W 12 4], & i &
29 151, B 31 491, wE bR 34 491, BirE 55 ), TH AR TE H
1ML 26 1], A T A X 65 95 95 2 75 X 7K endocan ¥
FEA RN, o 08— LR 15 A 0T DA BB /R IR K
1 endocan Y , A KB EEZR(F2).

R2 IGEREHEFKIEEK endocan iR E 2 F 2 IHET

BEZESN
SES n 7K endocan ¥/ pg - mlL™! VA P
T 149 243.736(168.9735~383.003)
-0.811 0.417
H 12 202.9705(104.32925~371. 1)
P IINES
T 132 225.3785(152.2615~395. 67625)
-0.449 0.654
H 29 258.21(184.3115~324.5685)
T AL R o
¥ 135 229.56(167.93~398.217)
-0.384 0.701
H 26 264. 803( 182. 6925~334. 44625)
5
¥ 130 241. 606( 147. 7295 ~390. 59475)
-0.701 0.483
H 31 254.715(196. 402 ~376.732)
Jifrgg
T 106 244.2905(175.34~387.53125)
-0.374 0.708
H 55 240.261(134.455~377.013)
WE IR
I 127 229.56(137.811~398.217)
—-0.435 0.664
H 34 262. 6735(183.54775~311. 14725)

2.2 SBP % B & o H7

PG 161 6 8 ABERTIE R GTR}, G456 4 i |
PR Ak I \MELD 343 | Child-Pugh 43 Ifi.
PERLANAE E 43 L (N%) L1l CRP (1fl PCT J A< B 5%
T E 7K endocan 7K -4, Al Logistic [a] 4574 3£ 47
SBP f5ZMm K &R 3 Mo BRI R 3 M4 R R 5 SBP
A ZE A MELD $E4) (CHL OR=1.075,P =
0.011) .Child-Pugh 34> (L OR=1.386,P=0.007) .
1. N% (41 OR=1.071,P=0.002) . [fi. CRP (# OR =
1.034,P=0.001) .1fi. PCT(#l OR=1.906,P<0.001)
Jg 7K endocan(Hl OR=1.01,P<0.001) . ¥ L I ik
X SBP KA B E LW E) 6 MERMAZH R
O30T, G R BRI K endocan X 75 SBP 45 i 3 5
W (K5 1E OR=1.008,P<0.001) , HAF5 4511 P (HI K
T0.05(33) , I MZi 5k F , 7K endocan 55 SBP
% A IR O, Sl SBP b <7 fG B I &, I K en-
docan Y i iy, &4 SBP BRI REfEB K
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*£3 SBP EIIEZELNHT

AR HT ZHEIT
ES

B P HLOR OR 1] 95%CI B P IE OR OR 15 95%CI
R -0.015 0.359 0.985 0.954~1.017
PR 0. 161 0.705 1.175 0.509~2.711
JTBE A I -0.303 0.223 0.739 0.454~1.202
MELD ¥4 0.072 0.011 1.075 1.016~1.137 0.013 0.787 1.013 0.92~1.117
Child-Pugh 343 0. 326 0. 007 1.386 1.095~1.754 0.286 0.15 1.331 0.902~1.964
it N% 0. 069 0. 002 1.071 1.026~1.118 0. 034 0. 139 1.035 0.989~1.083
Ifii CRP 0.033 0. 001 1.034 1.014~1.053 0.018 0.176 1.019 0.992~1.046
il PCT 0. 645 <0. 001 1. 906 1.35~2.691 0.252 0. 146 1.287 0.916~1. 808
J# 7K endocan 0.01 <0. 001 1.01 1.006~1.013 0. 008 <0. 001 1.008 1.004~1.012

SBP: g A m MR X ;N% . Pk 4m i T 4 kb ;CRP . C R & & ; PCT . 4645 % & ; MELD 4 . 2 K 20 A 5% A5 A

2.3 JE7K endocan %} SBP #4448 57

JE7K endocan kA= SBP [0 57 f 6 R &, ifF—
A ROC £ 3 Hr Hoxh SBP 2 Wi, 45 R 18R
57K endocan 2 W1 SBP 1) i1 £& K 16 X ( area under the
cure, AUC) 24 0. 822 (95% CI=0. 747 ~0. 897, P<
0.001, 1), Iifs A A{H K 280. 983pg/mL I} & 4 -y
88.57% ,J5 7k H 70. 63% , FHik— R K en-
docan TEA[F] 4 W Bt &8 P 12 Wi 6, B A 2H 9 151
FRAFR I MR T55 T 60 2 24 /T 60 24, K T45%
T 60 % 24 76 5], Hirh SBP g 5] 17 £51](22. 3% ) , /N
T 60 % 2H 4t 85 {5, Horp SBP o] 18 5] (21. 1%) , P
B F PB4 T ROC R o M4 R R FE R T55
F 60 % 4H , i /K endocan 12 W SBP 1) AUC iy 0. 852
(95%CI=0. 747 ~0. 957,P<0. 001, & 2), Il FL{E N
317.371 pe/ml BHEUEHE S 81. 2% |45 5t 85. 0%,
TE/NT 60 % 41, 5 7K endocan 2 W SBP 11 AUC K
0.789(95%CI=0. 677 ~0. 902, P<0. 001 , & 3) , i F{ti
Sh 290. 203 pg/mL B 8B4l 89. 47% , Fr Tk N
69.7% ., AIULIEIK endocan 75K T45ET 60 % & 112
Wy SBP (1) ERA 2T 1

100

80|

6o /

et

a0l

20

OM:"-.I.-.I.-.I.-.I.-.I
0 20 40 60 80 100

15
B 1 Bgskeh endocan X3 SBP HYiS BT &

100F
o[+

s 60F

g

a0

20F

O- |’| |:I PR S S [T AR TS TS |
0 20 40 60 80 100
-5k
2 Jg7K endocan ZEFEHY K FE T 60 5 £35S 1T SBP 1)
ROC &1

100

0 20 40 60 80 100

145 Sk

B 3 Bg7k endocan ZEE#/NTF 60 % = E his i SBP 1Y
ROC 43#f

3 it

Endocan 238035 19 P9 B2 41 40 16 i — o 2 1
JEMEFRIE A — Rl RO BR 4, SO T P9 Rz 41 B 1S L D
BGIFLEE , 25 THUAm B RBise Y . ARBF5



1342 B =R RAEAAR,2020,42(13)

http ://aammt. tmmu. edu. cn

VT A AR i B K endocan ¥R &5 5
SBP 1 A& HE A S LA S X SBP 2 E

F 5T 45 R 7R AR A 4k 5 2 MELD ¥ 43 il
Child-Pugh $43 . 1. CRP . Jfil. PCT . 1fi. N% 45 SBP [y
KAEHRBEFREZ, £H MELD ¥4 F1 Child-Pugh $£4)
4 SBP [ fE s &, SBP 4 Child-Pugh C %%k 5 tb
B 5. 25 F9E SBP 41 (65. 71% vs 42.06%, P=0.013),
IXHRR AL 28 5 e 7 B B o &2 A SBP (%) A fig
HK, X 5 SCHWABL %" i F 7 45 96 — 8. MK
endocan 7K3F-7E SBP 2H i 2 1= F9E SBP 4 (P<0.001) ,
AN SBP [FER: PRI ZR , T X e X6 SBP A {2 25 52 1 1)
IR A logistic [lIH#EH 2 A R A 45 R Bos HA
87K endocan J& SBP F{ 7t~y i 6 IR 2, Hee B e, )
4 SBP [ AT HEMERR K . 1 CRP (ifi. PCT | 1fi. N% 34 Al
PR e PR YL 5 45, % SBP A — &2 Wi i (8, (B fth
135 A8 ) SR e F8 4%, X SBP #9112 W JC T Xk, #E
HIX S8 HR12 W SBP i 5 2 HEBR £8 35 Y HL Ath 3 o7 Je
u TG R S e Hh 2 A QR R AL B8 S AR A R — A
HROLIERYY , HE A WAIRIE WPIRGE R AR 2L
Jis 55 2 AN R HLAE AR SR AN B S, U A I CRP
I PCT ., 1fil. N% Wk i A5 Ak % SBP iz Wit A — &
FRYE. W26k E AR HIE K endocan
“h SBP [ ST AE B R ZR, B IR ATTHED I 7K endocan
X} SBP (A2 K ] RE 23 B8 A &1 X 1, F 43 BE R AL AT
B A B £ TR BN, LIRS HETRYT , X PR RE
PR R AR RELLIG S0 e — 2 T Bk

ROC #l £k 43 #7 2.7~ I 7K endocan 2 W SBP [ i
Z T HEFL(AUC) 4 0.822(95%CI=0. 747 ~0. 897, P<
0.001) , I FE > 280. 983 pg/mlL a4y 88. 57%,
FESEA 70. 63% , AT ULIE 7K endocan 7K - X A 4k i
IKEE SBP 2 WiERA U &, A B i
fHo SBP A b e RS BB fe i LA IER Y , R 247
WA A FL T S B 22 AR, AW SR TR
KTEET 60 Z F/NT 60 5 AL B E 1, 7K endocan
ZWr SBP ) ROC phiZk AUC 435124 0. 852(95% CI =
0.747~0.957,P<0.001) F1 0. 789 (95% CI = 0. 677 ~
0.902,P<0.001) , A] JLjE 7K endocan 7E K T25:T 60 %
() R ARAZ S Ak S8 2 a2 W s R o ey, (TR, X
HTUE 2 60 % DL APk SBP f835 1Y
U2 W ARG TR TR AR BE , R TR A L A B
AR T RBR B A G i R T TS -

AR KT SBP 2R 8 %, L sk 5 T2
B KSR R e Y R T R

(polymerase chain reaction, PCR) ¥ 4l i 7K H ZH
RN P/ E E 2 S S E
N2 Wy SBP 1Y 7 125 2 M6 /K 5 3% F1 I K PMN 3
BT H R R I K A S D, R R
KRR , 045 MK 85 35 1) FBEPE SR AR ™, R
PR _EHEFEIZ2 T SBP 25 T 1K PMN 1+4, A B
FEIR KR 12 16 2 92 00 = ) # vh ] R o e A i &
HBEAPESS R, PMN 140 3 2K 58 A 40 a4, H
J i Pl A AR Pt S AR 5T SBP 4L 1
B D m)— AR A V)T SRR U b TR
VERIFR BRI SBP . F& [ AH G H5 BB 32 1, ifF—
AR GR U AR S B 1 110 R K R e SR R 12 T
D715 B I T R T 7 2 H ORI S e i) E S ()
25127 AHFSY Endocan J&—FP A RE B 1, endocan
W B RSE ER L TR, HLR ) ELISA J7 ik
i FE D SR A R AT EE i MEAHEE Y
FETEIR

Endocan RJ 5z Bk P B2 200 it 75 A6 A 451 005 O F2 L, o
S M AR IR BR 25, e B B e Lo s L
BE R R L 2R R —EAE
P AT A B E R, g — T
SR G IELL_E PR B K endocan YR, R & R
BFEZES, R EG IR E K endocan ¥ FE
o5, X W] BEJ& POl endocan [z PN K2 41 it 1
ACAAG R EE , T 3X 265 B AT -5 1ML N B 45 0
R A2 A 56, H 28 5 3R T I h i AR B K

ABFFEA L Z Ak —E SBP 4 (B3 ik b, (B2
Gt F Ik T REAS S Al TS R A A & SR
AL E] L BTG Gt A 2K . R RE IR N i e 2
B ABEIS B MIBARAS , endocan 7 I 15 FIE 7K H Y K
SEASREAONS FE A3 BT, AR T AR B BB Y VS FRAs
B AEA WS R BT AE AL PRI e (f 4% SBP il gk |
AR R R G | B TR B2 SR g SF ) 1Y R I b
endocan KPR AEA BRI E L BEE 2
HRZWFFE 4598, [A] 7K endocan — 4, SBP f8 34 IfL V&
endocan YK FEHE SBP [ 5 2x WE THi . ASTRAL
e B INREA i, [F] I ISCER A R IR S M i AR AR
W5 endocan Y JEERHAE B4 R & SBP 4744 f5 148
BB, 1 — 2R % endocan X} SBP 8 1 5 & il J5
FIWrEEANE

25 b AR 45 R R 1B 7K endocan J2& R AR £
PEIFFRE AL I 7K B3 & A SBP [l 7 fE B [ 22, X% SBP
A BIFHIZ W, Rl 2 X R K T4 T 60 % 2k
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