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[#5] I 7R & OE BB LA 2R TN R EIYEN 2 < EEL,

ThERELAELAT DD, TORRIEERFETH L. LirL, ik
FETERRICIB W TGN ARHATH 2WBII LI LITREBRT 22 L THY, £
7273 T, Bacterial translocation (BT) [XHUMSEICHERT 2556 H Y, EHT
ERVWEIHETH S, BT IZHBANMESST N o Ui EiEzmm L, E
IR CRBAT T AR E ER SN TV D, M=y K b2 ORIER
M EYES BT ORZWNC A A TH 5%, EROPETE TITAERITHK 24 FEfH %
HLAABIE L DR L TRO LD T2, EEE TORBISHICIZER H -
7o A, =R RERI O LWEIERE & LT Endotoxin Activity Assay
(EAA) 23BAFE S, JEREM 2K 30 /I KIE I LIRERE L im B L
7z. EAAFIMIERT DT R F 2 REIC S TREESRZIZRSE, Th
R LT BB DIF R ER « iR D EEA SN ATEMERFE L IET 5 2 & T,
Endotoxin Activity Level (EA fi) Z &3 2. AL T, HUIBREFIZB N
T EAA ZH T EA fEORIEZELITVY, EAA MSHFUIBRIT#% O RYE A OHES BT
DBZWNZANNE I DEPHNIT 5.

[F1£] 2015 4F 4 H 225 11 A £ TSR IR 2 fif T L7z 21 fil 2 xf 5 &
L7z, #fite 1 B BICERE L 72 RS MR &2 FVC EA A JIE L7=. EA 7 0.4

A D BAAKMERE & 0.4 UL ED BEA SERE & (2530, 2 BRI CREINIIA -3 L O
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Wte A OHEIC DWW TG L7z, 2 BRI O belsiciy, B 7 20U — 2okt
L Tl Fisher DEHEEMERBE S L <13 x 2 TME, HEHEEMEIZK L TiE Mann
—Whitney U #7E & H =, Wil PAE<0.05 2 FEAZHV L EFR LT

5] A OIRRIE B 0D seb G /RIS RIA I 73 10 511 (48%) &b 2 < & o
7. JE L7z EAfEO R JfEIE 032 (#iPH : 0.05—0.59) TH Y, EAAKMERFIL
1241 (57%), EA &fE#EIL 9B (43%) Th otz MR Tl 5 &, A
IR Tl 2 L7 F = AR KO8 i FLERE 2 EA @& ERE CHEICE
molz (% %P=0.017, P=0.042). i & 0HEIL EA IXMERET 441 (33%),
EA &ERET 8 6] (89%) THV, EA EERE TEMEICRD b (P=
0.024). EA {RMEREDOAOHEDWERITZAEITEEAS 1 61, FLEER2S 1 61, HANAEHEN
FEIEAN 141, BILBAZN 1 61 TdH-o7=DITxt L, EA @ERE TIE TR Y 4
B, AL oA 246, FREEMENIRAS 1 6, BT —T VRGN 1] & £ < DAY
PMEIHETH 7. BYMEEOHEDIIER L T 2 &, EAKMERETIX 0 4
(0%) ZXFL, EA @fERETIX 66 (66.7%) & EMHEICRD b
(P=0.002). A LU ALHFO 2B TIEBT ZFIEL T2 EE X 5N, BT BIE
HITHFOIBRIE I 2R T 9.5% (2,721), EA BERET2% (2/9) Thoto. &

YA OHiESS & OV BT ORAERIT EA RAERFCIE 0% (0712) 1Zx L, EA &

ERETIZ89% (879) LEMEETHH-7= (P<0.001).
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JPREZE 72 & DI SR B Z AT D AT UIBR Tl GED 2 < FE L, JFURE

[l

DTYHRERESEATDED, TORRIELERFPETHS. LrL, IFERK

YR 35U TR R T S I LIE LIZEIR T 5 2 L T 0 1),

% ®OH T Bacterial translocation (BT) 1XUIMJEICHERE T8 LH 0, HEHE

TERWEPHETH S, BT ZIBEWMECT > K b2 3 GEBE 2 il L C

;

EH 2R A~EAT T 2B L ER SN DD, 1HE OFTEME & OGE, WE
NYTHBEDREE, HEORERIK TR EZFRRE LTEL S Y-, IFIEFEE
SONFFITTIL, AL, PAZEMESTE, R &2 a0t T DIERN %
<, RERBREEICER T 2MN R D ERBLEBE OfE 4 5 & 2
L, BT BRAELRTWESbI TS Y. FRIFOIBR%ZICIE, PIRETTEIC XS
W& 9 - MK 2 IBE AR E - FdtE TN E T, S ISR ORISR
BEREIR TIC X 0 BT HOROMIE &2 52 2II3fe C& 22 <720, MENESITK
TEERRICAT LT VWIRRE L 22 5729, RIS BT IEICHE LR T 672
V. BT OZWro 701203, OMOBEEAGER S 2w &, QIEHEY
REREE DG, & DVITMIR - KNSR FF - ) C R H B 23 I A
WeF—Thd &, OB RNENOMEE 2 BEMEE NIRRT 52 &0 3 FAF
DHL, OOFEHETIL, @BHHNFIOVFEH SN Z ENNEL S5 9. L

ML, EBROBRIZIBWNT, BRI Y & Ei0MGE RN O/ 2 [FE+ 2 2
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LIIREETH Y, MEREECmMIE T R MR U BER PORIEERITY 2 &
TH#EERIC BT &t S5 245780 7.

TV R NFR U UAIIBNETERE CTh D 7 7 AR EMIREED U R b
(Lipopolysaccharide : LPS) T& V), FERNHFEA OI7E T A HRE NS HIE &
NTED, MEFEPEMETH VAFEICRADN D 5 Lo TR S
NTEREYI0 GpFE, = REXR 08 LWREE & L Cam CTRIE RTEEZR
L3 EIEIC K D Endotoxin Activity Assay (EAA) AEEEISH STV 5D
EAA XK O R hF o REIDS U TREBGEREZER S, ZIK
i LTz BB DIFHER « SR GREAE SN ATEMRBZZIET H 2 & T,
Endotoxin Activity Level (EA fi) ZH® 2 M. SFE, ZOFHAAM AT vk
A Z AW THUIIE 2 Hl & 7ok 2 Ze i BB ORI 2 Thodr T % 9710,
FFOIBRZ TS = B o VIERFEELLT WV EFDIL TS, EAA
Z Wz EA EOREIZ X 0 FFUIER%E OREZ 51N L 72 fE 1T T Th b,
ZDOERIZOWTH LN TIEZRW . RIFFETIEL, EAA 2T EA fEAHIE
L, EAA DMTUIBRINE OGNS FHESS BT ORZENIA N E 2 22 EH 52T

T5. £z, TOMORBEWHIK T & EAEE OBE G BT 5.
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2015 4 A5 11 H & TITHE RFE W i SR b i bas s B CHAEIER
SRAT STz 21 Bl 2 RBFFE DRI Ge & LTz,

EAA |2 & % EA fERIE 15

EA fEIEI4 55 1958 B B ORI TH L RIRIC L 0 JIE Lz, REOHIE
JRELE, BEEOHLPS £/ 7 o —F AHUREZRIRICINA T R v v —4t
TV R MR UFUR MR EE AR AR S, £ OREEAIR L BE TR
DIFHFERD O 5 2 & THL HTEEMBEZRIEICTENDL VI —L & D1k
PR ELTREL, P REFT Ll RDH50THD (X
D . WL A Y AT TERICE W 2 Fh, TEMERRSE OFEA 2 #5R 9
D.

EAfEIX (F2—7 2 DR NE~T 2 —7 L OFRNE) / (Fa—
T3DLFERNE-F 2 —T7 1L ORI E) L LTEHELE, Fa—7 112
FPFAEF VI )= VDBBASTEY, X747 ar ha—LbL
7o, FTa—7 2P LPS £/ 7 u—F bk, FAEH L, LI —nBA
STHEY, BEFO= X UENRKBIND. £, F2—7 3121,
W D LPS (JREE 4,600 pg/ mL) , #TLPSE/ 7 m—F gk, FA £

Vi, VI AN ASTEY, RyT47aryiia—et LTHW-., (¥
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2) . BFrROF 2—TIZBT HIEMREF &L WS (Smart Line TL, Berthold
Detection Systems, Germany) Z MW\ T b3t ELA HEEHT 2 Z Lk v |
E LT

JARERF (iRl - i - 78R) L INREHHE

SHRIER 4 EA IKAERE (EA fi<0.4) & EA @&fE#E (EAfE=04) O 2B
L, MR CREE =B L O 7, IMRE0HEICE L THhikz1T -
. BAEFERLOWRIAF & LT, Fil, MR, arimE s bema (Himek

B, HHEREL U EME, BEREUVEAE, HEE Y LEE, fiE

~;

WER, ME7 VT IME, Fabhor BVl A Ry T =070 —0 15
S, A Ry 7 =207 ) — 2 MfEEAKE, Child—Pugh score, ATENRIL-2E
Rl & O T AINRM L FRIE O A AT~z £, iR & LTE, i,
FFENpRE, FINRER, BREMER, HmE, i, fihoor o A
&, FIRBOITFARA MBEET [, O A e S W e ) 4 5~ 7

Witz FI2BI LTI, s 1% A B BA ERIEH OREE AW, CK
JEMEEE H  (C—reactive protein : CRP) fE, 'm /v k= (procalcitonin :
PCT) fi, MAPfLBmzE L. £/, RIS TAmERE, fPEkiz il
EL, TN LINAMEEZZE LWz AR mERE, AbrhERiis LTHRH

L7z, SbIZ, TARIX T X ) K5 EESR  (Aspartate transaminase :
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AST) 18, 77=r7 3/ ixfE%% (Alanine transaminase : ALT) fi, &tV
VEME, MIE7 VT T = fE, MRIREEFRE, RIS R (estimate
glomerular filtration rate : eGFR) [Xffi#% 14 H AN O mfE D HITRIE % 2= L 51
WZEZ ZNENAAST, JALT, Awbe Vel AEs vorF=r
i, AMEIRFESR, AHERREREEREE LTHEI L., 77 b o BV
[FHAT# 14 BN O IURIRAE T — 2 M ORARMEE vz, S5, FL—u
BRE I, INRIERE B2, 7514 30 A LIN OB IHEDNE &2 ek L 0 il L
7=, M, APHE®EREE OR#EIT Clavien—Dindo 23%H PN HE - 7=,
FEETEHERAT

2 BERIDEEEIC BN T, A7 2 U —ZHEIZx LT Fisher D EFEE=RIRE
b U< x e, HEZEEEIZ % LTIt Mann— Whitney U B E % FHV 2. #T
FHFAOMENTIZ I SPSS statistics 24 (IBM Japan, Tokyo, Japan) Zf#H L, [#i{f] P

E<0.05 zAEADY LEFR L.

OB
St L L= 21 BloFEE o h il 66 (#PH : 37—88) ik, MBI HBM: 15
fBil, ZE6flCTh-oT=. ZNODOXNGIEFOEEONRIZL, L 10 4

(47%), SRBPERTIESE 6 61 (28%), AFFTMBARAE RSN 2 61 (10%), HFPIARE
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FEDS 1B (5%), MHFERE 16 (5%), FFREA2 16 (5%) Tholz. 21
BN 2 T OIBRIT D NERIE, FFEREIER2S 10 B (47%), FTF# XIsbIERAS
241 (10%), FFREEIERZS 2 1 (10%), TAES L < IAFELEIERD) 7 4

(33%) Thotz. =KL LEDORFEIRRITER S LT\ etz ERERF D

EA fEDO FHAF1E 032 (0.05—0.59) ToH Y, BAMKMEREL 12 6] (57%), mifi
FEIZ 9B (43%) Tho7z.

EA fKME#E & EA BERE L I2B1T 2 BEERB L OBEMHEF O Lk

EA @fEREIX EA IRAERE & el LU TRl 2 LT F = EREEICE -T2 (P
=0.017 ; R 1). TOMOMFIMIKANFERER, 0 R T7=07 0 =K
AfE R, Child—Pugh Score, TRTLFREIEMATOMEICE L TiX, MR CH
LRI o7 (F1).

P RFICBE LT, WIS WEEF TH O RELRBO RN oT (R2).
Witk O MIRAEL A T, MR FLEBEO 22 EA SEfE CHEICE o7z (P
=0.042 ; R 3). ZOMOWHZRKFIZE LTI, WEEFTHLNRZEZR DR
mol (F3).

EA {KMERE & EA BERE L 21T DI & OHE D LB
firte G OMEX 21 B 12 1] (57%) TRD B, #ik 30 H AN DL T IE

BHIFEDO HALT, BHIEPRIREE L7, e S OHEIZ DWW TIE, BA REREA
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12 Bl 4 5] (33%), EA mfE#ED 9 Bt 8 f (89%) TH Y, EA =mfERETH
DHERIERNERICE N -T2 (P=0.024 ; £ 4). SOHEOWNRIE, EA Kkt
TIXAEIHEDS 141, FLEER2S 1 61, BANAPEHEEDS 1 6], AILBE 1#ITH
o7z, BA EfEEE TIXFAINEALEYA 4 5, A Lo ZAD 24, iR 14, H
T =T VG 1 Bl TH o T2, EAIKAERE & EA SERE & ORIT, ERIOAHE
DOBEIZH SR EZERO RN T (RA). WROTZOICHFHRDPLETH -
TIEBIE, AILBHO 1HlE A LT 2D 1 FlOHRTH 7. Clavien—Dindo 735
1%, BEA{KMERECIXAOHEZ B O Do T2AERIA 8 fil, Grade 173 0 5, Grade II
231451, Grade Il 73 3 5l T o7=. EA @fERE TILADHE %2 7B 72 0o T2 EH]

25 16511, Grade I 73 3 f3], Grade I1 7% 4 fil, Grade IIL 73 1 B Td->7=. Grade IV
LLEDOAPHEIZWT OB THRO LR o 7. EA KERE TADHEZ iR

IR TIEFIDS 53D D BEED S <, —77, EA SififiE T Grade 11 OIEFIAS &
D LBERE DT (P=0.011; R 4). FIEEEPHLNICEKL TV DL F
WIEBALIRGY, T — T VB LUK % A OHE] L LTE LD D

&, YA OHEIEL EA ARMERET 12 B 0 4] (0%) TdH-o7=DIZkF L EA &
EEETIX 9B 6 151 (66.7%) T HATIHY, EABMERICBWTAHRIZE
DBENE D >T- (P=0.002 ; &4). F7=, EA REREOA Lo ZAFIEF]TIX

BT Z{f L T\ & & 2 b, BT FIERIINIFUIFRER KT 9.5% (2,721),
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EA BERET 22% (2,79) Thot-. LEN-T, BEESDHER L VBT @
FIERIY, EARMERET 12689 0 (0%) THo7-DITk L EA BAERET 9

8 3 (89%) TH YV, EA SEHTEME TH-7 (P<0.001).

% £

MOy R EE, 16D 7 A= im0 U 2 23
WERNZY DVAT A MPMERA SN TE DD 23 7 T =ik OHl
FICRT T D EBEICZ TCIZHB SN DO TH H D, mHIZiFm= R ¥
EWENEBGHET D2 &, ZEBOEY RN A — REfkl L JE
ThirZ &, ZTOWAr—KREB—D—I VI ilkoThEREIND Z L7
END, BEIZERARD 7. £, BHEBRTIIERE TS L7720, FEER
L ETICFMEZE TS5 2—4H) ZELHRETH /. % Z T Romaschin
HIZE-TC, ERROMEEZRRT A0, 2Ty K hX v 2RHT5
EAA D3BHFs S 7z 9.

EAA THWW % Z72al0803 LPS 2Rk ¥ % 3 FEHOMEN D> Lo B R A
IZXT 5 7 —F AR THY, ZOHTL R MU AR b LIZIE
INTEDLZEDRRETHSD. VE RN AIFSHEMEZRF 727 T AR O LPS

T b EEMED EmUVEMEM TH 5 1. 72, EAA ITRIERH 23K 30 47
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EPERD Y DV AT A MTHA_REFEICHERER CHERBETH Y, HBIES M
T, VT NEALOFMMBAIEETH D Z b AHRAIELEEEDbILTND
9. EAA OBIERSE Tk X OWIN 0 10 fitizk 857 BT 1972 & THE &
nNTEY, ZbOETIEEA EITIMEEY 2 v 7 BEHE~OZ KX v
W E RSB N DIEMEIZ B 70> T % W18 F 7= EA O FEHE T 5 5 97
ORRAE, WERUMIERE ORAER R, OIKE (<04) , %Ml (04—06) ,
B (>0.6) (TG STV S 1910 AT 5 EAA i FRRER Tl &

BECEAMEMN 0.6 8 2 AME TN 7= 2 L 10 JcU ASEGERICaMHE

%

FEYUE B IZHB W T EAEA 0.4 Rl L 04 DL EE CHIEEICER S D LV HH
BOWERD D Z &nn B2, K TIXEABDO T v b A7 % 04 % &
LTt L7-.

AMFFED R GIEB] TI1E 2 < DITIEZE LB BT K 5 PAZEME R 238D T
7o, BFEEZE, PAZEMIEZR EZ2A0FL TV A%E, REIREBEEICERT
NRBEREDIHE A5 EE Z L, BT BRAELR TN EREINL TS 99, x5
IZ, BTIZE-oTHIEREZIIND = R MF U UMAEDR, HFOM/IMERRESE %
IRLY, fxlexrn 77—V ZEEEL, INF FOREMEY A S A %
PEAE S, B, BREOEEFEROMEELSISH T2, Kz, FFUIERES,

PR 213, SR PIIRE TS KX 5 8 © - ISR 5 B E il
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FPETTHER AL, S5, HFNOMANREREIK TIZ XY BT HROMIE A5
BRSNS RY, RIFRRICBITLOTWIRIEEE 2D Z 3 b
T\ % D20 Kplz, PHEEME B OJREE T CIIIGE EEGMIaR oBE MK T L,

BT WAL T K 2272 TIEAR< D, FNO® Kupffer fifd = N k%0
ST ORBBENEE Y, AROL A —URZIFRTVIREL DD Zhic
AT, MEHAMESOWLE 20 535G, I & SRICIBIFIEER 3 2 WA IgA @
AN K0 IGE O JRFTREREDME T L, BT FIEDJRIE & 725 929, KifFsEics
WTC EA IKAERE L BA BEREE 2l Lz & 24, A EEECMmF e Y
LB B EOIRETA T, AR PIARETTHE O FER & 72 2 OB R A
R 72 EOWTHR R I EZZRB O RhoTo. OB E LT, 1) MGIEHH
LB RO E DR L 72 Child—Pugh A, BIEBNCIRSN-Z L, 2) BHZEMETE
B O CIIATANCE S 22 R L — 0 TSN TIRE SN TWizZ &, 3) EA
EOMED X A 2 7 HMIF%E 1A B T 572 DIRTIREE 2 IEfE I Kk LT
WiRRWZ &, 4) FTEEAME T L7ERICIE, IRKEEARET 5 7205 b)
B7e K o e fs RIS EIR S LTV 2 &R ERBTF b5, BRI
BEBHE CTIIBECHRIN D BT 2/ LT b L oE b H Y 9, fiiaio BT A0F

FEG) 2 BRAVT 2 B T HIHFUIRRRTO EAEZHET RE Tholm &2 5.
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A OB T, M FLIRIED 275 EA mEREIZ U T EA (RfEHE
FVABICER Lo, AL EI XTI ERE D B AERHTEM TH 0, I
FHE L &V o TR AR OF R CILM P IR ES EH-3 5. LR EIXE
1£, HEHEOB T DMMBBERFOBIELEXL LN TWD. ARICKHT 5=
Y RREX L UDOEZEBERIZT S R MR OEENRERICL SO TIER
<, =¥ R MR ORI EZ T IRl 2 Ofiflas 5 PEA S 715 humoral
mediators Z /1 L CHI X Z &N D Z E RSNV 22 H5H P, = K hF
VAT K o TR A Z T e ER-~ 7 v 7 7 — 2, MENEMIE, 4FRERZ L
HREEESNDYA NI A V7 EOERIC L D £2HB72WFIRIE (systemic
inflammatory response syndrome : SIRS) 23 &Gk Z4v, MEKT, MUNMERES
D HMEREE, S OICAMEBE RSN AR & Vo T lfidsEE G & 2
S5 P, SIRS IZ & DA, M FLEE L HITERIC bR S Tk
D 30, M AELERE O BRI IR S MU MEBRBEE IR E A R L TV D H O
LRbhD. £, KIE - BYYEDO~——Th D HMEE, CRP{E, PCT{H
(B LTI, AWFZE Tk EARMERE L EA &ERE & TH B2 2T B L7
holed, ZhbD~—Hh—& EAL DBIENED b E OME L H Y
—EDRMIIHF LN TRV, 72720, EATEL OBHEN S % L3 5 32T

(T, EdSREN BIERGYE, WIIETH Y, SERGROFFEIFRERIZI 0
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T, ZDO L) REBRBREASIHEIIRIE LR o722 b —HE L THEX
bid.

e S BHEICE L ClE, ABFZE Tl EA IRMEHE & bl L C EA @R CHE
W<, F DK & BEAAEADHED 5 Tz, YA DHEIX 26 Clavien
—Dindo 77 FHIZ 3N T Grade [— 11 D FLEGAJIREIZ /0 STy, EAAIZ K
D BB OO W ATREE R B 2 bd. T, BHEEZADLZ261L
b EA E R Z R L O s, BBEHZEIAE S I O & M ORES, I
BN TR ER EICEL > TBT NEE TR Ex bbb, Lic
N5 T, EA BEIXTFBAEYE 213 U & LI A 0HE, BX W
WFPA%E7 EICE1F 5 BT A O RIBW OEIE L L TAHTH D Z L DRE S
iz, % EA DS @ OEBNC I W TR IR A OHESS BT ORAEITH L
THRICHER LEFHEALETH Y, MBS U TRIERIERI AL FEfi§ R &
ThdHEFAD. EAA OWHRAIHED R THRFRE L Lo A2 T
1%, K O FIHEFI LR % O B AFHEFNI BV THE ST 5 2%
25, HOIBRIEFNZ DWW T OG0, AP, FUIBRIERICIS T D EAA

HE RS ERAHEDO R TAFEIE L L TAHTH L WREMZ MO TH NI L
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—7, AFEIZBNTUINL OO R TRAR S H. £7, K4 & L TE
BR21 01D L ThHD. F, MEDZA I IMTESE 1HAAOD 1
DB T >ToToD, MHRIEFDOFIMAIN D OET 2 R b3 EFIDNE E
NTWEEAREER D H. 4%, Wzl L T <ITHZY, AT EA EZ
BIE L CHfi%D BAEE T 2 _&ThD. £72, BEA DHIHBIEGES IHE
R BT OIGHFNRHE LR RN E 9 IO T, SHOMRFTTH S M

LTWSREDRDHD.

# W
FROIRIERI BRI E T | b ViR L THY, 5 < 12kt

AUHEZ KL TWA D, —EOJEFICIEBTICEDET Y B v U MSES
KL CWA. EAAIZ L A= K b 0IENE, AFUIRIERNC B TR

et OHE, BT FBAEOREITHFEE L L TAH TH L AligtEnir Sz,

o

Rzt 2 D127V, HIREZE Y £ LIHE RERFERLE il i &b 7e e

HIbEs « —RIMEIEIT B, AR SCEER, /IMRIERERT, S IR AT R 72

LET.
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X 1 Endotoxin Activity Assay (EAA) O <)iJRER

M= K hFv o il REhE (Lipopolysaccharide : LPS) £/ 7 v—
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JiE 512K
HH EA IRAEHE EA =i P fiH
(n=12) (n=9)

Fis (%) 66 (57—179) 67 (37—88) 0.803

PERI (55 %2) 7/5 8,1 0.178
a4 R
FHmEREL (x10°,/uLl) 490 (1.45—11.46) 5.48 (4.33—8.65) 0.118
I EREL (x10%,/uLl) 2.68 (0.52—9.31) 3.31 (2.44—5.34) 0.286
M7 L7 F=fE (mg/dL) 0.72 (0.40—9.71) 0.85 (0.66—1.63) 0.017
eGFR (mL,"min, 1.73m?) 86.71 (4.60—117.89) 76.17 (4.60—117.89)  0.065
wey e fE (mg/dL) 09 (0.3—1.4) 0.8 (0.4—1.0) 0.268
E#EE UL EE (mg/dL) 0.1 (0.0—0.4) 0.1 (0.1—0.2) 1.000
W UL e i (mg/dL) 0.6 (0.1—1.0) 0.6 (0.1—0.9) 0.854
MmiH#wEHR (mgdL) 6.8 (5.7—17.7) 7.6 (7.6—8.6) 0.051
Mg 7 /72> (mg/dL) 3.9 (2.6—4.5) 42 (3.1—4.7) 0.054
7 ha U (%) 90 (63—114) 92 (24—107) 0.670
PT—INR 1.06 (0.94—1.2) 1.04 (0.59—2.34) 0.569
ICGRI5 (%) 10.7 (0.0—29.0) 11.0 (1.3—26.0) 0.618
ICG K & 0.140 (0.037—0.336) 0.134 (0.088—0.211)  0.499
Child—Pugh score 5 (5—17) 5 (5—7) 0.773
fbsgiE (b e L) 2,10 36 0.603

EA {&fE# : Endotoxin Activity Level <0.4 T& - 7= EFIRE
EA & 1E#RE : Endotoxin Activity Level =0.4 T& - 7= iEHIEE

eGFR : #EF AR ERIATE B &

PT—INR : u hu o B R [E A v b
ICGRIS: AV Ry 7 =271 —2 15 0fF

ICGKE : A1 R T =07 —imhE

TH R
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K2 EARERE L EA RIER & OB : IFFRF

SiE 51155
HH EA AR EA ke P i
(n=12) (n=9)

Pt =

B4y BIER 5 5

L XA B R 1 1

X Ie D) B 2 0

A E - XY 4 3
TR (min) 437 (329—769) 575 (128 —749) 0.177
JRIEEERT (min) 570 (421—882) 460 (220—850) 0.155
i (mL) 1127 (395—3995) 575 (145—3055) 0.227
7 g & (mL) 140 (0—3600) 0 (0—560) 0.179
77 I CRAFIEH S (mL) 0 (0—500) 0 (0—750) 0.302
R B A e e [l 5 ([R1) 5 (0—12) 5 (0—6) 0.326
JHE N I ARSEE BT IRER (min) 74 (0—173) 80 (0—90) 0.349

EA {XfERE : Endotoxin Activity Level <0.4 T& - 7= iEBIRE
EA &fERE : Endotoxin Activity Level =0.4 T - 72 SEFIRE
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eI
HH EA AR EA & fE#E P&
(n=12) (n=9)
C RUSHEE AfE (mgdL) 455 (2.50—12.38) 691 (2.28—9.46) 0.320
7By b=l (ng/mL) 0.52 (0.31—6.49) 0.81 (0.14—1.79) 0.856
m¥ERfE (mg/dL) 1.5 (1.0—4.3) 29 (1.1-3.7) 0.042
ABAiMmEkE (X101 L) 6.23 (—0.04—11.96) 725  (2.99—10.82) 0.286
A ek (X100 1 L) 6.37 (1.63—12.67) 822  (3.60—10.85) 0.320
AAST fE (mg/dL) 380 (58—852) 198  (72—602) 0.320
AALT & (mgdL) 289 (60—835) 196  (52—557) 0.136
AWE VY LE M (mg,/ dL) 04 (—0.7—5.0) 0.7 (02—1.4) 0.521
AiE 7 V7 F =4l (mg,/dL) 0.03 (—0.18—0.73) 0.14  (—0.06—0.77) 0.135
AMiERFE 2= FEE (mg, dL) 25 (—13.6—12) 3.0 (—7.0—20.0) 0.148
/leGFR (mL,min1.73m?) —1.11 (—18.85—50.34) —10.47 (—3538—7.61) 0.155
7'u hu e (%) 61 (22—99) 57  (25—83) 0.644
N —REEHE (B) 8 (3—29) 6 (0—50) 0.174
e TERE B (H) 17 (10—126) 19  (10—111) 0.887

EA 1fERE : Endotoxin Activity Level <0.4 T & - 7= JEBIFE
EA &fEAE : Endotoxin Activity Level =0.4 T & - 7= JEFilRE
AST : T ANRT X UET X ) iR

ALT : 77 =7 3 ) HlnBEESR

eGFR : HEBLRER (AR &
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K4 EAKER & EA BER L O : TR EOHE

JE 5%
& PHiE EA {EAERE EA & ERE P &
(n=12) (n=9)
EOHE (b0 72L) 4/8 8,1 0.024
NER
FTERAL IR 0 4 0.208
L1 TR 0 2 0.515
BT —T Y 0 1 1.000
Jiti 2% 0 1 1.000
JE -8 1 0 0.333
FLEE 1 0 0.333
B NP EIE 1 0 0.333
Al LBH 1 0 0.333
Clavien—Dindo %3738 0.011
AEOHEZR L 8 1
Grade [—11 1 6
Grade III 3 2
RGBS OHE 0 6 0.002
BEESPHE+A LD R 0 8 <0.001

EA {XfE# : Endotoxin Activity Level <0.4 T& - 7= JEFIRE
EA &R : Endotoxin Activity Level =0.4 T & - 7= JEFIRE
IS DHIE « TGO, BT — 7 WY, Mk oG5



