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JE K S TR0 PEAl L EAE 5 L ARk R A
JEEvEE A ThRE. EhRE. i AR HE AR DAL
¥ G

E PRI i T IEIERRER BEK,
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WP LAY SBP XU:[10].
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e PR S B A W

% 1 UFE R E AN (2% B GRADE £40)

R Frid

UEHE 73 2

e RAHAF FEATT REBCRBA AL BRI A5 A
& ARAAF T AT BEXT FATVP Al ORI RI A5 BEAT FOKREMA, PRI RECCR LA VP4 4551 B
i ARRBF IO VAl ROR 10 A5 BEAR T RE A SR AU, IR TR BRI WP A 4

) R VP RCR BT SRR A BER E

HEFF IR 7> 2

58 SOMAHER SR D 3R AR I o R A A B 1
% SRR AL AL SO TR . SRR IO . AL BB,

FEX

LEEAT A PR A T ORI KR IR (RS
A EMELFEM A , CAHERR Y Mk IR 2
(Level AD) .

e MK B IR IRE 2, N K&
FIVRERT 15g/L I A SBP RS &
(Level AL , JFHAJFEFBIME ik RiGT 2
i (Level AL

MG PR FHE A2 Wi AN B AL B 52
FEIFRE AL K B, D5 ifds — 8 KB BB
ATREFE BHZWT (Level A2) .

1.3 K EH RIS

KRG AR . 1 FERRETHEK
214 40%, PIERN 50%[7]. TEA REATEER
TRFE bR ELHE: ARBNMCAE . RBIAKE . & i YU
AR JRAN[7,12] . XSS IR REFELE Child-
Turcotte-Pugh 14> (CTP 40 1, Hr{mil
P R AR AT AR (MELD $F43) 1.
Gb,  HTEME T, TSR Nk 2R )
MWL A H R RME[13], RULERKE Fd, X
SEPE A AT REARAS 17 A0 T X [14]. M3 B X
BT MIER LT MELD 114y, fERSHEA R i)
A PUKEFREH RGREWHEY, K=
BOHTTELL PR K B TS -

HeFER L. TR R 2 ghak 3 UK
WIS AR TR, R SUH AR N
M —FNELERNGRITIT % (Level BD)

1.4 ToIFRIERK AL 2]
JHFA5E A 2 7K A 3 B P S R0E R v,

398

] PR B K . SBP . AR IfiAE BB 45 A AIE
(HRS) . it ZIX LG KA T ARE, NHZRE/K
RICIH RIERE K [11].
1.4.1 1 s/ K

HAT G 1 IEKIGTT 5T EdE, A
1 e ERKEEREN 2 803 ZUKAZ
.9%0
1.4.2 2 HEHEEK

WK B E AR TI2IRIT, A 5 BAERE,
PrARMREEG eItk RE. Ky B
(=R ABE 01004 5 N v I (R WEE 2 == /i D 9
WANE. BT HIr RIS Mt , ik 26
NPT X AT DUIE I DR AN B N AR R PR 7
IS A HRSR SE R . B SRR BB S AR 2 B
NI R RGN B R [15], H AN
EEMARARE, KA A IEAR R 58Pl ENAR 27
RERE B MK 29 1RT T IR IRY T 3K -
1.4.2.1 [REN. K%y 10-20% O FHEAL G /K 58 3
o DR RN RN SRR IR R ST T,
ol A AR A K ) B [16,17]. - BA M R
PRAMER NS AERR BN B R RS, T HLXT
T ECAEAS B8] FRAATEAN 7 S Il PR s 285 R4 4
W[17,18]. & Ehntk, HETM AN, R
AN PIEESZIR (29 80-120mmol/ k) « A
B PR IR SRR D, T ELXRE TTEE
HISSE TR, HBEABERGAE. Ba 8
FRAERATE B IR B8 Hh YTy 1 PR . (N AE R
PE AR B 1 AE B8 v R RR A BN .
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% 2. BOKSSPANRITEYL

JFFHE I =7 21 &

AR X AT
LK ARIEK, D AOELE Rl KRBT

2 Sulk b RK, WA AR IS e IR AR

S e ERk, BEammg  ETRAEEGN, BUSRB0EA RN

AR B it [ P KO

AR L. & RN ER RN IR TT 1
HIEH R G 80-120 mmolid,  #H4T
i 4.6-6.99/d) (Level B1) . X AR F24T B4
FE TR R G TH s I Eh IR .

BA R IEEHERE ENAR R B IEKE I7
(B 73 A s SCRAEA IE% ME AR ALY
MK H IR AT (Level BL)

1.4.2.2 FIFRH. EHESEIR, FFEEILAEK B
B A B 2 B T e RS B DN A RN EE R
S, WA SN IE s> [19,20]. 3 N
ERNEISCIG I BT R TE A B, TR I
i 1 /INE N R VR RG] R B i A O
[21]. FEME ZKVGYT Hh e ] s B 70 b 1t ) R 71
TR AR, REIERIRRA[22] EEFEEET 1
01 2 24 A A s B T ) 92 3 R RN R JEC A
Na/K ATP il 2 (35 AR . Wit BT
W A PSSR FIAZ S AR AR B A, T ] il )
RUBECN GG, DRIt [ B FS P = SR 7
RIGIN—IR. (£ EEERPRIEMHFBKS AT
ST [ B PAZE , A T A o [ 4 e
¥R ™ EEIE I SR (23]

WA TT R AAE — KIS ), B[
F A5 P 75 LR TT IR & R R VER R

(BIIIE R AT PRI WFFPHG T sl i
BT BUERE 7 R BRI N e BRI
F (100mg/ K #| 400mg/ K, & KIHN 100mgy/
R ANHERS R e ] Wt 707 TG v 2 1) S
HRoin A dE R (40mg/ K F 160mg/ K, BRI N
40mg/ KD, B HEYT RS RIS B A i)
MRS BT (CENERER 7 R BN
100mg/ KA 40mg/k; EAE 400mg/ KA1 160mg/
R [24,25]0 XEEHF AR A S IR A4S
R, MRS EE ABFERER, FlkS

X P IR 5 AL HE ) R I K R | A A R
[26]0 MIXECHIF 5T Ay HERT H . A [ S bt
FIRHRIEIT 75, BoEH T2 RIIEKE &
MAEHRIIEKEE. EENEITTIT HEHH
B[ ERFS PR (B, BRAEE 100mgik) , 1Rk
MEAENL T, & 7 RiZD HINE 2 400mg/k.
BT B R R I S Rom LA, 0
K A R AN 0.5 kg/k, AR K
PR AN 1kg/R, AR LR PR 1)
B D Re R v A BN MR [27]. KR 2 HERRS
LD RIPR A &, YEE B 3 ETE AR,
N TTEE G ) RS 3 ) I e o X6 TR R e Sl
TR, PR IR KT .

1.4.2.3 RIFRFNGIT I FERAE . A FIR] IR AT
S FEROE (FIWE ThRe g R .
iRl ZEL Bt AR EAIIAEZE) AK[20-
291 FIPR FIF5FH D Re v i A H W, X2
Ky M8 N AR BRE,  TIX PFE I s i A
PRIGIT IEE R[27] . —RMGFIPRIGIT L 1A
WE R Rz —, SRMAERAL H AN . o
SR M AEERIR FRaTT, T RER AR
PMAE o T IS HiRIElo e DR R R NG 7 n]
LA RE, RERRAEA EREMEE T . K
B I R PRAVEST B 5 — Bl W RORE. 6 T
FE WP MUE 7K RS A PR A 4. R
B KEZHE R A NEE G KR DT
120-125 mmol/L B BT 452 AR R o e ] s
PUOAIBIAER W WS FUBKE, (R8T 2
2. ma, A RAIATRESENIAEZE[28,29]. 4
e e, REeb s AR, fEa s
ZERRREIR[29] o

TERPRFNEITE 1 AN, RK—ia B
HIURI RS SR ARORE[24] . TR 1k, 7EEHATA]
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Ilfe PR S B A W

P22 I LT (Al AR E. AN 2R
AT REN, BRARE FREN AR DAL X R RN ST
IR FR) T

R W HARW 29 ChE) KBS B
R — PhiE IR A5 HURG YT, Bl sl 22 ETE,
UG 100mg/k, oM, & 7 K (4K 100mg)
B INE 2 k5 & 400mg/i R (Level Al) .
X8 SCNRRRER B8R FR/N T 2kg RO [ S i)
ORI, BCE H D A R R . W R
M O# PR, M 40mg/ KB HE N E % ok
160mg/ X (HEK 40mg)  (Level Al) . MNZ& H
AT IR BAEACR I, RER RAEIEITHIZE 1 AN HIH
B P (Level AL .

2RI /K K T DA [ 435 47077 + 3 R
REIRYT, N bpmdk, RIENEE S, AR
2y e (Level AD) .

FERIPRFNETT IR, AR IR M8 E k=
RN 0.5kgi R, KM EE N 1kg/ R (Level
Al .

KIEST ) H bR DL AR R R FRI4ERE
BHEMTIACKRES. ik, —HBiE KAk,
VNN R DDA E O = S I R

(Level B1) .

YT EAEHE . IR IS W
BLIIE KGR, JFRRIRARGTT . 1HE, FFRT
BEFATIRIR S A o & T 5 HiE AU
BNIRE, SSTHREMR™ B FERBAAT MK AN R
ERIRFARG 7, HETHG REFPESR. FHERIR
FNE ITHT, A E MG FK . B SRR 1)
BE— AR AIRF (Level BL)

o BB ™ AR BN M E Cf 75 88 <120
mmol/L) . BEATIEE Dife vk, LR ek
e RHLAE RIMLIA 2R, I NEAs BT A A R

(Level B1) -

WA ™ B RAT I E (<Smmol/L) , NN
5 I PR . SR A I B Bl RE CHfiL >
6 mmol/L) Mi4s e[ B bt 77 (Level BL)
1.4.3 3 R ECRE K
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3 WK B B o R KRBT’ (LWP)
WBIT. 16 3 KA I LW 5FIRANETT
FEHFREER DLW [30-36]: (1) LWP BeA
E R LRI PR RIS R, FLS 4 A ey
B o (2) LWP+BEEHWRIRAEZ S, £X
ZHW i, SRRFNGT BEAAL, LW BT
BFMEAIE . FHE . DR R L F K,
(3) RTHNBGREAAR, PiFf J8I7 EZIA
HILZESR. (4 LVP i Bes, Rk
fiE (AN, W 2EfL KD ARAK[37].

KEMIDKGIEA T RIS A OC, H FHEN
AR RS, FOMEREZFERIAR JEIEH D) RekE
#§ (PPCD) [31,36,38]. ¥ ZANFHEHEERM: 7
JHASEAL 8 v, SX M (30 T RE R RS A /B0 LA
FFRHEARE N BA AR . 55, fE
Thaeks 1595 B0 H H FURA R[35]. LK,
2) 20 %X B R AR E A E (HRS) A/
BT SO B PEAREN I /K9 BE[31]. FHIR, 1E
LVP JERAMEA IhReR: i3 B, Ik 773
I, X ETRERH T PRI 46 3 RS ER S
A BE A3 [39]. fJE, TG IhRERERS IR
e 5 AR AR R A O [36].

Tl LVP JG &) ReREAS S RN V5
FHAER. AEAREEnRY % 7 e
PiF-70. RWIRRIKD RESEA X i PPCD[36].
MR FRIBUEAK AT 5L B, AERERET 70 (8 ¢f
FFHIEAK) B WAL (150mIAETHR KD T
MEAE Gl H2, MEBERBIEKE T
5B, AEALHEmRT AAEGH[36]. E
FEATRCEL, (HRAEARTH BHEHE
MY AT I EF AL, BN IR Bom
A7 H 22 5[36,40,41] 0 TR EHE 2 (AREE6 DLIESKE
FEREATEAFR M. T LW BI7m
A, BAR AT B AR AL B A A
KWt 5, (RS T H B LT 2 m] B DLk
G TV R Ao UL 5 50110 U 7 47 11
ARetE, [FERTE CATREBKEER LW 45K
JE4h T HE ACT & rTE, SRR O
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& FFURIR BPE K [42]

BRI BRI S, BESEE 2,
BT OR TR AL G T E RS, 7EVF 22 [ AN i
MR, b &l )E, RE—LH
SEUEE R, A B K S KA PPCD RUKHE
INJEoK[40], (AL EEEIE 7 RseR > T 5L 1
B, MR K AR AR BENL
W 9t. £E LVP JBIT ML 3 gk 3,
R e R IR T A AR EdE R >, F
A LR L ITE M IS DRe s [43]
FUFER AR [A4] FIRTRE M.

FAh, —TURM DAL F T EI: T
JE s 2 IR JE 1) 30 R NZR 25, FFIEAE OGO
RAER R FEAL, Tk 5EOE R SR
T BFIE, LVP 54524 A B E A T IF A
i bb[41].

R LVWP 2 R E KRS e L6
57, EERENINRE] LVWP FEEAE R B HK
WX AR . BTl £ EKE, LVP iR
IT B TR B RANGTT,  PART IR EK B AR
[45].

LVP SFEM 4% ) o 2 A S A — Ik T
MRLET . —MIN N, BREFEMEE K25, LWP
WAERESE, HAMTREE HEbR T 50 W B .
LVP H I RREH ANZ . 75— T FeHadE T
INR>L.5 1 Ifil/Mi<<50,000/L (¥, £ 142 {5
UG R, AN 2 B R0 B Bk if [46]
EHE T, fEERESNEE B, LVP 5
ML RRE R AR ZEARAIG, FEAS SRR HA LR RSN
58 1M PR P B AR R 2 (B ARG VE[37]. BRIk, &
A EHE SCRFAE LVP 2 HiSE T KR R B4
I/ Bz EREVFZH, WREHEE™EH K
HEMLFERG (REMLEGEIESIE/NT 40%)  FI/E
AR (<<40,000/L) , M245F Lidr=dh.
JUENE, R RS B RO AT,
WSEARBCE ML BRI, T SOE AT LVP,

MW MEEFRREBOR (LVP) & K
HEK (3 MEAKD BEM—LIRIT (Level

JFFHE I =7 21 &

Al . LVP MifER—INE BN e (Level AL .

LVP RiBEE A& A (8g/L JEAK) HiE—ik
BT, AT LWP JEIEH Dife ks iS5 (Level
Al)

XFFREAT 5L B RIEK LVP s, AHER
iR AR 2 M B RS 7, EONEA]
AN ReA ST E s 2 IR TS ) 08 PR D) e [ A
(Level AL o XFF4T 5L LA EIE/K LWP [1)E
& MR TR JE R A IR D Re R A5 1 AU A A
ER—M N, BB B AR 2=l
FR R, X B R T LA B EVEYT C Level
BL) .

LVP J&, MM G2 0R R 1697
MITTRBI K BRI (Level AL

1.5 MK B 24 8 T

JHF 58 A I KBRS A AR S AR R PR 2
(NSAIDs) , WIH A Mgy Fla It #RAl
ETMIR, ARV EDIREE . I A4 IAE AR
PRAVFRIT I e R [47] 0 B /NERDET R 2
BT T FIR 26 B B4 T S U
B BT B0, PR, B A I K R AN B AT
NSAIDs. X /R4 T2, XEHE2 3E
TR JTIRM . WP EORl IR, B CoX-2
I EEPEAIH FF A F DR RIR A R
B, FEdk— Do DAESEIX ey it e et
[48].

A IS K S, RO (S R R 2
(1) I8 S5 5K R e e il 4] 77 CACED |, RINZ
KA 1E FHNKG L% [49]F1 ' T BE 05
[50]. [AIfE, R+ A EEAER ol -5 EARERZ
PRBHHEF CBIRIsER ), RN AR 1T &R kR 7
AR B, B4R RERE 3 — 0 0 5B AN /K B
SEUEAKIE A SR [51]. RO 25
AT ISR, BOARX MR 5SS
IR E[52]. TEIRYT AN i B, R
RAEE S, Rk B S KA S
FTHBER. RMFEISERIERBA I [53,54].

FERTAEAER B b, S HES S5
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Ilfe PR S B A W

PER'E The s 19 IR Rz —. SR s,
JH-AEA, 7= A KT D KBURR IR ARG
ST T ) B DRE SR ) E R 2R [55]. HAE,
WMAGE T B DR B, WIASREFRR
iR &R S EE DhRedE— B RetE .
RN TR RES—DIAE B RN AR
IS Dy e v P vy B2 XS, DRI K A 3 R A
e85 25 (NSAIDs)  (Level AL .

A 4003 AR 38 n, IR R — R AN
F AT B ShIK R B IR 258, - a0 ACELL I
ERIKE 2 ZAEEPUIEL ol B EARESZ AR A
3 Clevel AL

il P R BT P U2E F N B D RE S35 ()X

2R 3. R AL E 1R K 2 Wik v

Ko BRI, AOREE T e di A Fih 7 L
PR GRS (level AD)

T D) Res i K B, G I
ANEHINEHRER X (level BL) . 1A 'S hRE
R ERE R R R, &R
PIRETEIEAT AT, JFHERE & FUAE FH Py 1 40 96 1
i ClevelC1) .

2 T [ P JiE K

2.1 L [P KRR ) VP A e R T B K P PR
e, U] TR KA SO “ AN RRTHIR IR K BR
JYfE (a0 LVP &) RS Kmioikimid 296y
A TR ISR 7 [11,56]. TS TERS K (K2 WikR
AL 3.

AR ARSI K

H T X BRAARI R R 1036 T TE s, ANBER BN 53 BUIA YT Ja I KT A BE A

B RIRER H T AR PR RIS 5 (4 5 RORE T WA A 2R JRGTUR A . ASRE

A PR FAIME I PR K
B

WEB R VR TT R T AN RER TS R AR K

B FEIRARI R AT (22444738 400mg/ KA1 fR 160mgl k) &1 A, 3

1J7HE

2. BN
3. B KE K
4. FRAi5 S B R

BR3P f 792> 90mmol kR

PR /NT 0.8 kg #Ed 4 K, HHRHEEEERTEAR
HIRBN G 4 AN AL 2 53 K

M R )5 3 0 PR O 5 2 1 E ik Z AT AR L e 5 A R R RO 00 2 i

PR TS S (4 B 40 F R FR A 7 B2 IS K 8 3 WL 7 = K 1 100% 248 {8
>2mg/dL (177mmol/L)  FI JR 5715 S O 8 I JRE 4% 52 SO & 40 R B KT
10mmol/L Z MiEHN < 125mmol/L. FIJRF75 5 FIRE MR 7 e SO, R
BRI T & s e, AT <3mmol/L X3 >6mmol/L

©.3k45 Moore KP. Wong F. Gines P & A4V W] o FFEEAL IEK 10 Ab 28 . [ BRI KR SR AL IR < Ui & s

Hepatology2003; 38:258-266.

JGK— B2 LR YT, BRI AR
2196 ANH[7,56-9]. Rk, wiEYE K EE R
e . AXRAHRAEE (MELD) 377 R4
AT TR AL S ) AR A7 2R [60,61]. SRTM, JHAE
WK EEN HERRBESARTEAE R, B
K3k & (RN, fIKIRGILL S Child-Pugh
4r[7,57-61]0 WE PERE K 38 R MELD V40 4H
MEAE (Fln<18) , WATREHEA R, i
FEAR G AR &, XA REEE FEA[14]. FE T
SE IR, ERIAE MELD P45 B S Hcn if 44

402

[14,61-65] -

HEFFR I AAETCAHIRIEARRE (a0 H HfLEk
YY) R B, PEAEIEACT RIERFAE T
FREEFI N (level BL) o

M K B TS R, BN S
i Clevel BD) &

2.2 [ R K BB T

T A K TR T BFE LVP A R
FRERPRANGYT (WG 3 SR 2--- W
JaTH--) , SIERKIFNTT ERAR (TIPS) |
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M. IEERTT T B ERYT 72 2
wHig.
2.2.1 REHBEK

KEEEE R, EE LVP &R rmiE o4 g
IK ) —Fde 445 30 v [8,11,56,66]. finE &
AR LVP ARG HIEM D) ReREss (WIE AT
BN .
2.2.2 T E MR K B TR R FRYT

A RZH (>90%) ifEEIEKEE T, A
T SUBH K AFIRFIMEG Z S5, RIRFITEARE
A ROTBHEAESE LVP J5 IR /K K [56]. A FIR
FIFFIIAE JF MR, R ES aAgmER
AL B R K HE AR IR, X
TERIR FIETT NIRRT 30mmol/ K, T
Ak S8 PR FI[11]
2.2.3 ZIFHIKFA T UA AR (TIPS)

2.2.3.1 AEXTRERT FL . Wm0 TS R,
TIPS JE I 7E & J T Tk X S A R i

AKX 8 T BN SR AR ] Bk R Ge 71 (671

BT AR T ER KR, TIPS iESE Al RLAI4%
MKE K. fEEH W, TIPS A0t &, 4
O pr e BBl BkEXG &, SRR R 4 S E R
FI A BBk A B FEAK[68-79]. B AE K,
TIPS R JGHEMA Ot s TR 2R HJiK-F
[72,74,75]. XI'EThie A w4 A F5 REHEIER
BN BRyERE RGN [72,76-8]. AL, TIPS FAE
SR S5k A 25 [79-81]. TIPS Hfgns i
AE . AERIB T, HEGERESEE
LVP Bca FEEEVEIT B REL82] . TIBS Tk
A TR R EE, B LR 56
JAFRE B UIAH K [83-86]

JFFHE I =7 21 &

TIPS ARJ5 £ BIF RAE & FFPEROR, H IAE
30-50%E #FH24H[67,87]. HEFHE R WAL
AT SNSRI AL HRBAE "R AAE
%1k 80%IH) A 4 [67,88].

2.2.32 XTI, BIEAT NI, ©RER 5
i TIPS FEJEKISHI, PRI A2 AP
T3 TP 3 BE A LG AR WL 4[79,89-92]. 7%
HIEK E TIPS LT LVP, {H TIPS I 7 K
A REE, BHICEOR AR SR IFA 5.

REZHORIHRR T BA LT HRAEREE e
P MiEMHaER> Smg/dl[79,91]. NR>
2[91] .« [F]ERPEIT VRN 5 >2 SRR SR A
[90]. 4B /YL [89,91,92]. 'BFIhREZEME[79,89-92].
OrIRE TEUE FINE IR 2535 [79,91,92] «  HI T7EST Rb M
AT REARAE, AHEE TIPS HT Ml
JHF IR B S P E A M I R

2.2.3.3 EFESHr. RIS, AR ER
A4E BIR 5 R BENLIRIG RGP e, 45R
FEAARLL (W42 5) [93-97]. AEBERENHTUA,
5 LW BT BEE R, TIPS iTEE 3--12 A4
HIEWIKERZ G, TR R A 0w . =
THZS2E oA

2.233 R, TIPS 45 LWP B T Attt B4
R FE593,94,96] . —IRZEZESHT RIN, 1EHE
Br—hs BRI 2 5, TIPS JRIT BB TR A R
B [95]. —IE AT AN, TIPS JRyT4l
TR AR IIAEAT = [97].

4.5 FHEL TIPS 55 LVP iRy 7 AL mi ] 4 B2 R IR K R 22 rhCoBE RO TR 38 (1 R AN s R

5% TE T SORNERDK A EGE BRSO (%) AR (%)
(%) TIPS LVP TIPS LVP TIPS LVP TIPS LVP
Lebrec %%, 199689 100/0 13 12 38 0 15 6 29 60
Rasle %5, 2000[79] 55/45 29 31 84 43 23 13 58 32
Ginés %, 2002[90] 100/0 35 3% 51 17 60 34 26 30
Sanya 4%, 2003[91] 100/0 52 57 58 16 38 2 3% 33
Salerno 4§, 2004[92] 68/32 33 B’ 19 42 61 39 5 29
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R 5 BT TIPS AL LVP 367 M UK 12 b BRI R ) 5 THZS AR B 2248

5 A R e R

% e e 2 4 i B
% "t -t oy WK E K JHF 14 i 9 AR
Albillos 4, 5 0 = 284 o = YH T2
2005[92] 2 TIPS 411%, RR0.56 TIPS 41%&, RR172M41 %5, RR0.93
TIPS ik , .
. 4 =
Deltenre 4, - DIfEm041 . p<0.001TIPS #1 # , M 4 £ = 5
330 7 ) o Diffy:0.03 ,  p=0.7
2005[94] DifE12m:0.35, DifE:0.17, p<0.001 Jur ™' "0 204
p<0.001 2001 p=0.

S N HIEER, 4
P . TIPS 4L{%, OR 0.14 TIPS 417, OR 226 "V AL L7 Tk, TIPS 41
b > 30 = (0.7-0.27) (1.35-3.76) e L
2005[95] e R OR0.74 (0.40-1.37)

5 330 ? TIPS 4 3 H 51K
Saab % OR0.07 (0.03 018, o5 i35, 0r 224 2 K OR 10
2006[96] p<0.01 H 12 4~ H (139-36) p<o.p 0-10-0.06. p=1)
OR0.14 (006028, > > P00 A B ORL29
p<0.01) (0.65-2.56, p=0.5)
Salerno 4, 305 o= TIPS HAK. LVP 42 vsTIPS ZH . (113 vsTIPS AT 1+
2007[97] H 89% (p<0.0001) 0.63 (p=0.006)) XHFiF (p=0.035)

DIfE4M FIDIfE12M: 4 F112 N HJ7 Ak R . DIfELy 1 DifE2y: 1 M2 4EJ7 2% 5. OR: M. RR: XX .

2. 2.4 8RR

T8 WAMBIE T, it Behs S B GuAf ¢ 1)
FERAE, HATIX—J7iEAR A T 1 JEK
[R¥6I7 [11]
2.25 HEWRIT

FERE PR K Am HL Y, TR D) R
B Fis Tt BN 7K U B A - IR R BRI TSR
TR, BRI AR 7T T OGS IE 3 A Th RE 2
W7 TSR H RN, R S e 25 P Ak

FUEPORR MR V2 A5G (B3 vaptans) .

MW 259 (B0 ol B IR AREEh 7K
Z 8 BEFRIINEZRD AT oA s mE MK B
GG N B TRE[98-100]. ARTG, 5K AKHEA
RIBENLA G FORIE . RN 2 75 B Fk A A
H, WAEAMEZ4b.

FEPIT vaptan {0 TLWFFCH . B 4 1e
(satavaptan) & [l FIE RIIR 7, G514k E
ICRA RIS FKFIGE,  BBOZZAEIEK
A BRI R [101,102]) . 7655 3511
i, FERRS RS LVP S IEKE KD
A% [103]. AR, A NBERE, (EEHIEK
I, TIHARE ML BT RRAREG, AR BEIESE FERR
WA RIRFE BE A ST HEEIBITHR
AR RS,

404

F R A [104] o

HWHEEN. LW+EEA (8g HEA/MLL &K
JemiE PERRK I — Gy ik (level AL o 7EF
JRFANEIT R, PRAAHEM A 30mmol/ K (17t ]
PEREK B3, N IER] RFNETT .

TIPS WA RGAITE PR K, HIFE s
R, mHS LVP W, gtk S AN Em
M BREEEAEEE (evel AL o FHE LVWP B
MR IR TR (Bl (1 VRGO 1,
A€ TIPS (level BD)

TIPS JEIE/K IR, ZHEHT BH
SN HFPRFIFIBR £ Clevel BL)

TIPS AHERE T/ E M DhRe s (I J5HH
41 2>5mg/dl. INR>2 B} Child-Pugh iF/r>11. 4
BRI >2 Gal I i) o fEBEVES)
VRIS . BT B DhREE SEE™ E O R
# (level B1) .

e Gk 1 B F T, TIPS mlRext Bk
PR R K A B (level B2) .

3 H R P ISR 52

TERFREALIE K B v, SBP fe—FheEs 5 L
(2P - [10,105- 7], 1 ICHARIERT,  FET 2
it 90%, {HEEFIHZHIIGTT, FE-FOE K
& KY) 20%747([6,108].

3.1 H KT AH B 1 BRI 2 2 W
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3. 1.1 LI s o IR

RSO SBP 1 12 e BT 12 Witk 118
i R R [10]. FrE AL IS K B ¥4 SBP
K, 11283 SBP 5 1.3-3.5% [109,110], 1R
BFHA~10% [109]. -4 SBP KAEZTEANFLRT,
Tl I RAEAE Be TR R AE[10]

SBP EF AIREA FAIEK I 2 —[10,109,111]:
(1) JREBAEIRFN/SNEIERI: MEI . IR
i MRk, BEVS. JEERH:  (2) B RIERI:

T A A N S AN = 111007 o S NS U §
AP Sfe: (3D JHThee&ik: (4D ik

s (5) fKoa;  (6) 'BIhResEdE; A (7) 4
B L. KT, FREESIR S, SBP T Ak
76 I R AEAR % ) 2T 1128 [109,110].
3.1.2 IR 4L 5 #

s SRR G 7 A R SR, 3 B K R

MEECE RN, SRR T AR Tk, 20k 60%

MG RFILE R SBP FIRE 7K A ki i i 1 45
i, KR TR Ay APE[10,106-8]. ZRIUE
AKFVERIANE THECT IR KA O WA
T UL M Gett, St BB T A K o 2
THEC UG i F2 7T 7E 4h N 5 1K [10,107,108,112],
RIEIEAEZLS, HEFEN T, &l TR
PERIAH AL FAH SHEACER;, @R R ER S
W ) R SO AN KERA[10]. R, R
W — T 7 R IR AR R Tt B R
GFH—8E, M E ST B AR T
[113]. 21 SBP #uUsk Mt ey 1) S BR AR ks
Y HokF) 250/mm3, kR PR S BRE
R AT £ A% 500/mm3[10,66,107]. H
TG IK A T FonrA — L aEiR, G s A
R4L (RSs)
X Vi ARSI PRV AR AR, eI bl S 87 A
DU BSBEEHE LA E A0 [114]. SRTf0, —T00K 19
Z UL RTIERT 7T R R, Multistix 8 SG iR4%H T2
W SBP RUUERM PEAK[109]. 1 FsALdE 19 TR 51
PFig 7 RSs  ( Multistix8 SG®, Nephur®,
Combur®, UriScan®z¥, Aution®) S04l 4

PLEGE 2 SBP (FE[114]1hE D) .

JFFHE I =7 21 &

i, 5 BRI USRS, R BIPEX
B, A RN AT B R SBP Hi
Hi[114]. Fk, AHEERIC HT SBP KyPhidiz
.
3.1.3 JIE /KA

K IR AR (~A0% IR 1) . BE
DL FR 9 JE5 oA B A2 IRBAPE R (GNBD + KT
PR 22 R PE PR (2 BDNRERR B3R D
[10,105-8]. i HA—THF 7T 7~, 30%73 B =2
PQBA P BT i R 24, o 300%65% B AR R me i
Jié B SR 24 [106]. 70% T4 BT 24 1K) GNB
o AR, e i i R O 245 [106) . IRV 2R
57 BFH SRR EE A, IR 2451
GNB 5|2/ SBP KAH B H[106]. A he
BT RIS B P HaTT, £ SBP B H, Xk
HIZEZIPIM 251 GNB K AE 235K [106]. ¥ b
BRI B3, Al R A S K
IR B 5] # (1) SBP[10,106-108]. ), FEAL XK
go CGF ZRIIPER GRS SRFNEG (FEEK
PEMERE (GRS 208, AN EEARATIR 22T
AHIEI[106] -

JE 7K A PRI BT $>250/mm3 HiE% 7% B P
(W B3 B K 7% B M 19 SBP[10,115]. Hilf
PRFEDIRLT B2 PE ) SBP[10,116], B IA
I7 7 AL

Ay B NN MR K, FUIEOKES FRBEM:,
{ERE/K R R i - HE B (< 250/mm3) [10] .
TE—Le g b, AP PEIR AKUR TR A G S5
(IR N TR . 1 b B 3 A B 1Y) — PO
REAAE.

1E S — ey, aiEPEIKIE T B 1)
WK ERE, WA RAEIR, B IR
BURH Y B Rl STehEIRE
PV RE . B KM AT K 4R
EAE, R BE. FELEERNEET,
YA G K ATRE & R A SBP 28 —25[10],
3.1.4 H R4 1 1 Ak

BERRA [ A 200 TR e P 1y A Bl 7k e % 7
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i R _EHAE WL, BEARMA BRI Ko
[112]. 2 Wik T Ml 20 AR S 3REL 1R 7K 54

TEIES bR ISR 8 o, 47K 54T
RoRFEFRREYE FLAR b kgl BT 5> 250/mm3 B
ERFRYIvET T Pk 4B A4 >500/mm3 H. okt

BRI B, AW E R R RN [117]. 75%

B MoK AE I R5 3R O P B 3R N B M
[117]. 50% [ A M40 B P M 8 5 4 9
SBP[117].

3.1.5 24k A2 1 1 M 46

TN E FALEUOE, DHUTFEL &
HATRERA IR, WAk KGR TR A
XFENLE SBP MI%Al+aE . AR
FEREURE . IR/KIGFRR I PP K
BT AR B R e B
XPRIT AT BB, NS AR A R
NI SE [112]. BES24k At 20 b 1 JENEE 98 (1) £ 25
AT MO e, Bl CT 494 [112].
EVGHATH e, HIaiKHE &L A
B RE , CABh T4k RSN B REIR 28 12 Wi [112] o
SR, FEXFPRE BLUTF, A O L AR P A
U ) BERHEEHE AR

HeFE R . BT AR AL B K R AR B 33
B E AT 12 W v IR i ZE R DL HE B SBP. i
AIHTER ML AT KRB B2 RAEIER
THALTESE IR LR FFThRE A/ B Th e A0 A AT 14
Wi R, N B TS W 22 RIR (level
Al) .,

SBP (el edik T-WAEE N /K it R
#>250/mm3 (Level Al) . HREJ &AL
W%, SBP PRI WiHES: 18 H B shatfi 14k
B4R

JE KB TRl s R AN, HRE kTR s
FRAR U, EOKEEFR AL SBP ZWiFTL M,
AR FPUAERIBIT PR EE (level AL . 1£
THGPUERIBITZ AT, P52 SBP EEY
NHHTIRETE C(level AL o #45 B ATREH BUIR
K PRI $r<<250mm3, {HE/KEEFEHE,

406

XAME L PR PR K. i B R A
%K OEBURGAES, R DPTAERIBIT (level
AL o WNSERHIL FRRER, 3EFRas oAt
), R AT SR IR R . KT ER
JEK R E > 250/mm3 [, Bid%
F8 SBP YT, xS THEERE (PR
M4 < 250/mm3) NEATREVS Clevel BL)

PSR PR AT R I K 52 A4k
A W R B AMERG R, NET 2 W PR
BRI, RN /K RN 3% 7 E59% (level
AL o W RREE T K S FRIR I B A Mok L
> 250/mm3 B 7 FF A T A R4 >
500/mm3, JfAkRMmZ Clevel BL) .

SEALLAR RN A T TG (1 B B ATIE
(TS A2, a0 CT 4% (level AL o ANHER
SR (iK% 0 Sl R UG
Rl F T4k R A v IR 2 112 Clevel
B1) .
3.2 F RPN 1 IR R 6 T
321 &P ER AT

2 W SBP J5 iR T AR & It b A R iR
77, KRR IREIR[10,107]. ARLKA & 6.
PUAE ZIRTT AL B R P40 B 1 BRI 9 i 3 Ve
BRI R (IR F hAam G
JTE[10]. SkAumefs, —Fh =ACKMEER, |
ZHT SBP B, X& mTHERKZHIHE
B, 1T ELIETT AR K R 2 B v [118-22]
T7%-98%(1) & F v HFRIEGY . 49/ RN 8yl R IFT
RO, [119]0 5 RITFEFN 10 KJ7 Fey7 2o [F][123]
(WA 6) o

VENIEFE, S Bk O ARBT SEPa AR/ sodhr gt
M, SkfmEfErE b, AR SBP S5t b
BABALV[122], HAESRTE AR, 28T, A —
TUINFEARRIN AR TG, A %8 A BRI #dE
BE— AR, R VDR 7 KERIKGA 2488 2 K ERK
BEJE 5 K D, SkfamefsAHM, 7E7HFB SBP
FAE BrAEAF 2 EAARRAREE T, B85 R &
[124]. HEFRAVDEFEHIGTT ik FHPTAR,
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RJERERTO R S ickfth nErLE, BAT L
RIAS Rt LU [125] 7E JC'B IHREEE TR AN -
THAGE HiIfL AR BB T I AChE SBP H,
RS TR 2 S i SRV A AR (B HS )31 [120]
S PR T B ] B P MR/ e o E RN T SR B T
TRTT AR A SBP 1) & AR [10].

WARPAERRIT 2 Ka, BKH R4 it
HONFEINTIRITRIKF ) 25%, WRGRYT RG]
REPER R [10,112]0 MLy BEPR%E ] G IO AH iR
MR 24y X WM AR AR M 24 a6 B S 22 Bk
FEAE DR PRI R SRR U R T

JFFHE I =7 21 &

HeFE @ L. 2Wr SBP Ja M ALRIFFURE Ktk
PUAERIBIT (level AL

H T SBP 5 LI S0 B2 4 =2 KB MR
AW (B KIATED . Bk —Zbid RigsTE
H=ACLMEZR (Level AL o £ L2540 F560]
BLPGAR T i SRR AN TR SRZG8, IR v
EEERD . (B2 IR AN AT EE
FZZ5 T B SBP [, LA,
Wi 2w (LI FNRE N YR SBP (level BL)

2% BT

Felisart,1985[119] A% 2 (1.75mg/kg/8h V)
+RFEHER (29/4h1V)

vs SLAIENS (29/4 h 1V)
SkAMENS (2g/6 h 1V)

vs SLTEMERS (2g/12h1V)
AEVVE (400mg/12 h PO)

vs SLfEEER5 (29/6 h IV)
SLHUMERS (2g/6 h IV)

vs SLTEEERS (29/6 hIV) +HEHA
R B PG AR/ b 4R (1/0.2 g/8 h
V)

B j5 0.5/0.125 g/8 h PO

vs SLAIMERS (1g/6 h 1V)
WA E (200mg/12h IV 7 KD
vs FAVE (200mg/12h 1V 2
R

FE J5 500mg/12 h PO 5 K

Rimola,1995[119]
Navasa,1996/120]

Sort,1999[121]

Ricart,2000[ 122]

Terg,2000[ 124]

BHEE RGN (%) EBBETE (%)
36 56 61
37 85* 73
71 77 69
72 79 79
64 84 81
59 85 81
63 94 71
63 98 90**
24 87 87
24 83 79
40 76 77
40 78 77

*p<0.02vs ZAiBR+A T EER.

**p=0.01 vs Fph K FMENT .

KY) 0% B G IT AITH B SBP. @
i E K H R A T 2 < 250/mm3, I HAn
R AN, M REBKEEFR TR,
IFSE SBP W% Clevel AL . JFUAIAYT 48 /NG,
BRI 2 IR BT [ B P 2R VA T T80

U0 SRl IR 5 AARME AR B K Aok
Yl AT HeR S Wi e BE R b B kg N, RiR
SERPUAERIOIT RIW . YL F=IRYT RIMUEH 2
DRAHER 22 BRAR AP AR MRS . — BLFERR4E
RNVEAHTEVENT o8, SARHRAAR A7) B 00 40 B 2t
S BPUER, BSCN AR AR TR
# (level AL . HARMAIE MG S SBP
FAhe
3.2.2 TLIBYLEAR T 1) SBP FR A 1 B [ finE:

ToIERGLMEARTE Y SBP AT RE IIJEIA ™ & T IhEE
A4, FEAEROEAN 1 BUFE 4R EAE (HRS ) 3%
(RITEFRTHRE % 1k [121,126,127], B RSLHR,
{EBEIE T2 AT N2 20%(121,126] .

— I L TEBERS IR IT ) SBP HBEBE MUY
MW R, 5 ek e vy AR L, A A
EAH CSWiENE 1.5g/Kg, % 3 KiE 19Kg)
AR E L 1 8 HRS [ B (H 30%[% %
10%) , FETZZM 29% P& 10%. *f T-HE26 IME
JHATZ>68umol/L

(4mg/dD B LEF>88umol/L (Img/dD 1) £
H, BEEETEAR. WTREANE HIR<
68umol/L AIJLEF <88umol/L [ B, kA%
FE A A RO, B NP E#E 1 A HRS
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MRAEZRIEFEI Ok HE&EAHE 7%, AEAH
0%) [121]. SBP HEMAEMENLH AL ER: &
Wr SBP I A FE AT Dhfie v MG ThRE A4
& &, B IrRe KR E ML T R JEFAK
[128-30]. AN BB Em ARV ER N TR 27 BEfE
BRAEZEATIR SBP £ HRS. HEAW
B SBP L HIEM AR, M4 AGHERIRL
FLUER HIEA RUA Ak R [131]. WK, 16
LB AL, DOVE R A DL R RIE
SBP JAITH TR TEE— IR e R /T,
HE EELE SBP WaIT R —Mra IME R B
%o

HEFER L. K2 30% T4 ZIA YT 1) SBP
BEKAEHRS, HAAARZE, (TH AEB G2
i 1.5g/Kg, % 3 K 1g/Kg) A[¥8/> HRS KIR=E,
HHEEAFR (Level AL o M ARUIRAH K A&
7R 228 5 I 40 & < 68umol/L AL I <
88umol/L [P HEHE =G ARL (Level B2) .
HEYZ FEWHZHT, HEEERYE SBP 1
B ) U R A KA B A IRIT Clevel
A2)
3.3 F AT AH B I R A Ty

T RZ 4 SBP KAEHIA N2l 2K
BB Sy s, AR TR 25 IR0 A2 224
25 HAe A J0s /DI TEIX LB B BRI X RedE
FRORY R R AR B G B 5D [108].
2 R 3 T FH R DA B AN T S kA AT T 24 ) KU
fEFH T T R 20 A% PRI 7E A = fe SBP
W . BEm 3 Kma A (1 Sk
EHIMEE; () BKBEAKREKE BT
J& SBP LR E (—HW) 5 A (3D BEE
A SBP i sEH B (T .
3.3.1 Ak IE i

408

YHBERYe (FLFE SBP) & ATk 2 ity fhi
Hh IR () — A B, KAEAE 25%-65%I17H
A3 H e R [132-141]. R SRS Ak R /e A HY
L PR R85 200 7 K G P R0 2 4l 11 [ 138,139 9
Ab, Febki Skt 2 M B AN B Sk
Ik W[142,143] P H IfL[136,138] FIEREFET 3
[139,143-145] 3N 5%, TBH M B4R Tk ik
THACTE H i R R ARG Y [10,107,108], FFb
F I A[144]. —TEE 5 FA S TEH LS
HHFFT[132,134,135,137, 140 Z X0 BoR, i
B M AR 2R 3 ek e e (SBP R/ BRI
SE) HIRIRZ ST %,

VTR B A — AN 5y e 1 A R AT D e A
KA, KA RIAVE B A DU, T
PG BH P B A0 IR SR G AR s e s &

(400mg/12h ik 7 KD i3 ATk BN IgIER 5 2

TR T Ak 38 i SRS A B R B I E
[10,107,134] . T4 K, HHEEACAH B GLH)RATIR
FOAMCE,  SBP M SR 25 B 5 R i
BRGe RRRMIN (n ERTIR) [106,146,147],
AN, THAGE H LR VR 2 G 2 R
R ATEL, AT BB XX 2 S S AR N PR A O
[106].

T, b DRIV E S #kek
T b TR S THAGTE B IR AL (B
BATH 2 & oK. M™E ERAR. . 5
JHZLEE >3mg/dL) & EH IR s KR, 3k
T i EETRoR V0 B A o TRy gL [148]

AR . A VA H A A
s (LNSO , Tl tEdiA = kb A4,
T R 5 () JR 2, Rl A 1 R e S B
AR T R VAR 250, AR SBP KA

(level A1) .
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JFFHE I =7 21 &

R 7. SRR AT AL BRI R (SBP) @

NGBP SBP K
b e BT BERE B M R p A
B (%)
Ginés,1990[158] NN BESE SBPY  iEHIDE 40 1 5(12) 0.02
B vs iy 40 10 14(35)
Soriano,1991[153] N BEAE T AH TR R 32 0 <0.001  0(0) <0.02
SBPY Hi vs RIGTT 31 9 7(22.5)
Singh,1995[161] N BRAE T A & SmE/ 30 9 1(3) 0.03
SBPY & it fiz R e e
Vs RIGIT 30 0 8(27)¢
Rolachon,1995[160] g4 NBEfETFIHE TRV R 28 1 - 1(4) <0.05
SBPY i vs LR 32 0 7(22)
Novella,1997[154] ELPN s Froiigmys 56 1 1(1.8) <0.01
Jc SBPY i Pz
vs {UfEREfE 53 13 9(16.9)
H
Grang€1998[155] N BER: WA 53 0 <0.04  0(0) NA
TG SBPY vs ZEF 54 6 5(9)
Fern&ndez,2007[156] {44 A\ BE£E TR R 35 13 - 2(6) 0.02
¢ SBPY i vs L5 33 6 10(30)
Terg,2008[157] Ve PN TS WHE 50 2(4) 0.076
7 SBPY vs LR 50 7(14)
NA, Ai&EH.
A S SRR TR RS
PGNB M >4 A M
¢ BEALXUE 2B R .
MRS R
e ELHE 1 i 28 T R A0 R AR B R ILE
3.3.2 KEEA S REMCH AT SBP fis SLME Rt AAF R F AR R . (R AKX U 5T

=

FEK R IR FEAR (<<10g/L) /sl ifiE fH
2L 3 KV B A S 2 R AR I SBP R Bz
[10,149-52], —L&mff FLvPAl 7 my> BIEEEATS
SBP Jii st R B R (¢ 7) [153-157],
— DI R e iREE, 78 109 il FfEdk
KSR EK F<15 g/l BI0LIHHL Z > 2.5mg/dl
(R, HBOESEEE B B — IR VAT
AT B AR S B TR R IR YT [154], ZRE
TNIELRIRIT 4 SBP K E T IR 2 K iE
iy ¥ D R A . E S — I gu, 107 K
SR FKE<15g/L i BB RENLXUE 7 Nz
WHRIDE (400my/ K, 6 M) BRI [155].
RLERE PIASMEANOFE™ EAT D)Re . 3
T RUERA GNB By, S5 BRiamRIb 2 B
)b KA GNB IR GLMERE, HEK 4 SBP W]

W, BRSO SRR DU TR AR A7 2
IR 2SR . =TT, 68 Bl iEK
WAL (<15g/L) & I WA I Th e 3 s
[Child-Pugh ¥F4r >0 . Il #& H 2 & /K °F
>3mg/dl  BUE DhRERE (I LA 7K-F>1.2mg/dl.
Il R 2 % K F >25mg/dl . BRIl 3 48 K P
<130mEq/L) [HIEFW S — NS R
FIXTHR RIS T, FFRENE 2RI A (400mgik,
12 N HD Bz 7)[156]. SCE i EEA AR 3
ANAR 1 EREAR, SRERERDEEEY
# 3 MHMAEGFR (94% vs 62%; p=0.03) , {H
1 FHEARTEREZR  (60% vs 48%; p=0.05)
i i 500 R B BRIK SBP (7% vs 61%) Fll
HRS (28% vs 41%) [ 1 K 2K, {E2EDY It
Firp, 100 BIRE/KAEE /K <15g/L [EEH

BB HE—TRENL WS 2R B, Bl
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ZHEY B (500mglk, 12 MH)D 8B
[157], ANRIEER TR s CERS
WYY 4L Child-Pugh 404 518 83+13 5
8.541.5) . FEALEKAE SBP, 4 RN HAR
RV EHAE 2 Bl (4%) K4 SBP i 2R 741
A 7B (14%) , BEIFLRE FER. WA, L
SBP MR MR E 2% 7 (p=0.076) . #3233
PV BRI B 098 4EFFToA T I G (L2 5
(80% vs 55%; p=0.05) . EZINAVDEMEE
1 AEAELER W E (86% vs 66%; p<0.04) . R’
Ehth,  FEARRNEARAS SR DU A IA
17 R ZES, ARtk n 2Rz, mH W
ARHE BrA 3R — Ty SRR .

HEFERE Mo —THBENLAUE 2RI R St i
N, TEEEFBEER (NSO JF BKER<
15g/L HEEAE G SBP L& FHrh, s E

(400mg/K) Bk SBP X [& Hfts A%,
I, X S N K D R T PRV
(Level AD) .

5 H B PRS0 - K B A < 15g/L H.
BEFETG SBP Jpi st rh, M HRKZGW(ET
Bri SBP sl A7 H LT AR . 1R
— L — T
3.3.3BEF SBP flid &

1E SBP KAFE AN EF T, 1F8HE K
LN T0%[108]. SBP RAEJG 1 4E4EAF A 30-
50%, 2 fEAEFFRIESE 25-30%. AUk, SBP KAE
JE R A N RIS M. U 10— TREH LA
B 2R R SR, BEEfR SBP RAEMIE
GV R R 400mg/ K, [THR) JR97[158]

(% 7). SBP HK#HM 68%[FE 20%, H
GNB & i) SBP KAEFRH 60%MF 2 3%, “EfF
AR L 55 AE—DFFRBENLIE 70,
43 M 5D & 400mo/ KA 3R, Vb A 400mg/
JaTBE SBP Bk, o 1 4 SBP BERE4 N
26%5 36% (p =0.16) [159], WHERIVEIBITH
S8 SBP B A & (0% vs 22%, p
=0.01) . =T WA THHTE. B

410

AR MR e RIS T R (A
MW7 EAEREE G EUE SBP RAE s it &3
[153,160,161], Frf MBI BB PiE RIGIT
/D SBP KRR

W ANBERf E 2 BT A BEE A SBP M &1
REANE WS S AR R TR, EARAT BAEEOEL,
BCETE A G5 (1 ERYT Rebk 281k

HEFER L. SBP RIEEREMEEH K SBP
(A, XS, AT it piE R
7 ARG SBP B R X . # MIbAE ( (400mg/
KO REIEAGIT T i (Level AL . WfEE
REPUAEREFEH HYPE (750mg/E iR 5%
B R % me (800mg FiEf i S e Al
160mg H% “FmE, FH—&, DR, HiEEA
WER WERE (Level A2) .

SBP JaRREE HIEH KM AAARZE, N HEHT
FoiE (Level Al)
3.3.4 KIAHUAE Z TR 1) e R

WRGprR, KA RRR (—HEH =90
35 GNB X MEVE SR W) 2 AR e/ ffii
HH SR R iR 245 [106] «  BEAL, 232K HAPUAE 2 Ty
SBP [ tHELE 2 (K PEPE B B G T REPE 3
[156,162]. IX5RIEA L Z RGPPSR RGBT
Y TH SBP & R diss . 8 @ uURA
WA N IS 245 T B4 P S 3 L 26 1 b W TR 2454
T 7, AH v O SRR — A
4. AREN I A

RARE A AL, o i ARBAIILE, X 5
AR T ARBEIEDOR JRIER 7 WS I B0 o
FOKHEMSZ 506 ¢, A T9h9 s, SER
B EC IR K BR[163-166]. 24 AN N [ A%
F 130mmol/L B}, FF A4k B ] 5 SONAREN EE
[163]. {HEZ, 75 —MrEE AR, AREEE
FRACEN L RE M Fe e, MANIR BTN BEZE/ADT
135mmol/L AR A REAIILAE[167] .

JFRELL B AT B 2R 2 Fh 2RI AN INLSE:
R B s e . Rz S e e
BN, DAILESA7KPAS HA 4 Rs i =
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T KUK AR A, ORI BPPRE AT g R
YERAEBUESN T EARBHAR (Bl 5% & 5
asR, sk R T I I RIE, 5 A
Y, MR, RIS R ANIE RS I, B
MBI TR K I ORRAE, e LT
o FERRFNG T Z )5 o

TEIFEAL A, IS ENIRIE R TS 1 — NEEE
EER IS (= 1| SRS G o A S A S IS
[64,65,168-74]. T BAREAIUAE 53K 1R R0 S 4F
BRMERGIERER R, B B EAREE
FEF[LT5-177], HRA KRAAFRIT RV F S
HA—E.

4. L RANIRERIIR T

— A, MEEVET 130 mmol/l B Bk 4T
RIS HJE MG RAFIEE IR RALE I 42 K
SR URIRTT o

TEARTR B AR — D BRI A= KA
FERATT, AR SN NE CGEE AN
FIPRFNS LD

TEIT R L EERA IE oS s 2 1 S UK
P, BRI 2 KR IEF 4, Pl
MARAE . FRdE TR TR IR RSN, (HIRD
AR WIKRER SR,  RETESEE MEAKRE R
R, AEBRE] AN A BT T K S
—BF B BRZITARTRE R R TR bR B H R
BN REATREBIR G AN T LTH R,

ER AR S ) e I 2 MR AN MURE S % (3 v
BRENRYT, (G RR, J7 SosE R,
I HIE IR E AKX B A ER BN
o M ANIR B, HIE HETE L KE R LS
[178,179].

MIRERAEFR 2T, AREN IAE V67 6 FhckE
XU R A2 A TOI UK HE it RSl
F ANt SEFR KB j-B 52 B AIAEZ41, (H
T H B AE B w2k e [180-183]) . T AE K, FE
vaptans 2% (& &2 EEHiH)D MR, &
RN E M GBI AT —PHMEKX
(¥ € BK,  vaptans AlEREMEREIAE S EAI M I

JFFHE I =7 21 &

(1) V2- R E 524,  FRIGTT A AL [184-
186]. XLELAWIREEA RGE S FlIRIE A
RIMIEPAREE , Bl RR B o 7 o5 e
fE CSIADH) . 0 Ih 8 3 i 5t B 6 fk
[101,184,187-191]. iXULHFFEH) 45 R —FIESL,
R (TERIA Ty 1 HE 1A HD A
vaptans, 45%—82% ¥ REIGI, T K
et 2, H SR manKT, o RWERIET)
RE JREA.  TEMADIRE S &= — I Bk 3R — ]
Wi 2 GuistE A g . B WREIE R .
FHIEAL 25 (5 ) vaptans VAT IE/EFE S A )
BFESPAIUAE . MK B DIRES 3 DAL T I
IR FE MK SE RS EEREHLE SR, H
FAECHGE R T F, SAEAIUAE. BAKRTE DhRE
TAERIR ARG, TS RE LR SE
Bl HoE. REak, WREERIxE IR,
HRILEERE AFFURIEYT IR 2] IS PRl
K, AT G I g 3 K i 8
10mmol/L/ K . R 9B FI Al I e 0 XU, %
T EARAIRESCE BRI ARG E
WARKI B, ANYT vaptans. Vaptans 75 TP
H CYP3A i, [Kitt CYP3A HIsRANHIF (51
R M, Al CHE R R 2 s
vaptans ¥, X AIRES MEEAKRE KIEHE g
Ko MR, S CYP3A R4 MZiY) (CWiRI4EF.
ELEL 2RI 2000 AT RS F#AIK vaptans 1197
o

EEE, EFERTE (Tolvaptan)  #flbuE
HFiE7 SRR, OIhAEE . SIADH
XM EE S LAZERMN L E (<
125mmol/L) . TERKIM, ZZ5#H wr AHtHER T
SIADH HJiGYT. fE3KE, *#Je {38 (Conivaptan)
WA TANEE S0 T S A A LR
W (5 KD # kBT o Rk Y BT R
46 ) & N 15mglR, WIFRE, JUARYE ISR
FEARAE, AR E A 30—60mg/ K. {EREHLAF
T, SRBEFNGTTEE AL, H2 ik S
TRTT IR AL TE I A e A 3, He

411

(PR 225 8 ) 20104F, 25 534, 45 397-4257



Ilfe PR S B A W

RIVER KA R ER . REW M, FekfH ik
M 1A, HFHZAR AARAKIZaEE .
BAR, R G R AL A TR R
FUXTHE W IT. E R AR AN AR 8 2 25 e AR
(997 R 2 A M i TE R RE VT

UnRGRTIA, —IARENACE R o Rt
5T, LR IE (satavaptan) B AR TR
WBITRT R H R T S LWP SRR
KR SR EHE = 2ENGYT I B AL,
FERREIRIG YT IR R ACRE R ARG, I HAE
A% IR[104]

e W, HENE X o w22 RN
S FIMER I 7% S P AN L o ARG I B AT BN I
FOHRIE 2 AN IR AR TE BE/KFIK I, 1o ELRE
I I RANBAE 50FE, 8 AR KI FUBTA
ZIRRE. W T A AR K ARG

ClH A& ERRFD  (Level AL .

A D Hm 7S B PR AE S v K i
BRI 1000ml/ R A BeA 208 N . 754k 2, {2
AT BE AT Rk Bk E Y K P aE— 25 N R

(Level AL) o A ¥ S e fdi AR 2 Eh/K B &
BEKIRIT mi AR M RN IMAE (Level AL .
R EEO TR 2 H 210 SR FE R EdE
EHER (Level B2) .

O A E MR I R (<
125mmol/l) w3 fEfdH Vaptans 597 . L 1% 354H
(Tolvaptan) 7EH 7 E S AtHER T 1 IRIGIT .
% Je4%4H (Conivaptan) X 7E# F Z w ftte FH]
TRIAFNKETT o 5 RN TERS BE N FF AR 6T
YRIEIR PR E, ITTES I AN 2218 e
R B D) M58, AR AT S 1 R A
InZgFE A, B AR EPUE MK (>8
10mmol/K) , AR LB IE MM SR AR L
Vaptans & 77 BAS B R AR ERER AKSE N, DL
G S B FE I TR K. 7RIS A /K AR I L
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CHFIERG 225 &) 20104E, 46 53 %,

ARG R, BE L. N
W 5 CYP3A 5 /70| B S 25 R s .
Vaptans P97 FEM AR . 224 MUY &8 NIAE
EHRGIT (1 ANH) L L (Level BL) o
5. fFEZEB1E
5.1 FF B4R AR 2 XL 52 W

R A E (HRS) 152 SUR BEIA FFAR 2 97
RS Dhie kv HIC AR IS DhRE S ]
[56]. Rk, FisWrsei bagHE BREThREE MmN
HEemH. ££ 1994 4, [F FRIEAKE RS E 7
HRS iZWi i E 2hs 1, IRk H 8 1 R 2 &Y
HRS[56]. & 2007 SEHFHE1] 1 iX LebrifE[192],
FHHZWRHE IR 8 Fn. H M 1996 R FEH 1
A~ HRS & CRIFRHELLR[56], HEL T 5 i
A, BP A Aok B R AETEN RS KR, HRS
B O E T mIEEIER (R , (HAR
W BEATT . KE 17 HRS [ FcE ZEA R 240
BB, Z9W0iR TR LANGE B DhRE[192].

R 8. FHEALHT FrEr St bnit:

JIFREAL K

I LEF > 1.5mg/dl (133 pmol/iL)

TR

TARIMAR R, & SXCNEDEH 2 AR5 Cin R AE A
R HAZEA lgkg/ RE#HRK 1009/ KT %5, B
DR Rt Rss (UL <133 pmol/L)

H A SO TE B S 25 A s

T B SERER, E XCNE AR <500mg/k, JoEE TR
(B {4 Fa AL BT <50 AN ) A AR 75 1R %

%5 397-425 T



HRS A FF2ER, 1 & HRS &—Fpik it
TR S SR, HELER R E 5 RE D)
RETEAL LR B 38 B ThRe A (5 R DR A 5%,
1 B HRS & RAEFEH I WORSPERT Rk i Bi5E

(B SBP) J& MIZRIARFE(L 3 b, (HE S
BETETC ATFIA BRI R R S TR A . I8
W, A AU I IR 2L 100%, 2% R
T 25mg/dl (221 umolL) B, A REiZ Wr 1 A
HRS. 2 & HRS RAfEmEPEIEK T, A
P EAFERE D R E B v, H R A I A
B. 2 B HRS BHHA v AR MEBTES K E

(fFln SBP) JEk J& A 1 % HRS[56]. B 2#7
T PR 2 e T e R v EORTRR O 2 B

(AKD [193]. AT, 7EFHRELLEFHH, AKI 4

I8 A IE FVE A 3 186 5 HTWE PRI FU2EAT 2Tl PPl

HEFRE W ENHREf T, REERZ RES
Wi HRS SkEARGH & ORI EThRE ZEmAN. 2
Wi HRS Z i, 7EFFEELLH R HEBR & DhRE R B
WA, GRERMAE. R, B S Bsm A [E R
B EZY) . A W & AR R I
PR, B R RS RN, IR SR
B g . fEIXEeE T, RS A AR R
HE, HABTIHRE 207, e a5
BFHC & A 1 38 e (Level BL) .

HAIESEA 53 iU s BHEs: Hed
KNS DiRe iR, A2 HRS. tiadT
Him s, RAESIVIEA &2 KT 133umol/L
(1.5mg/dD I, H¥#H A<M HRS. BEA A
fERe, B I MALEFA B T 581127 HRS,
FERRTE BT (Level B

HRS 70 AmAL: 1 A HRS, HAE bR ik

P DhRefE (2 A NIVIEF B i 4>100%

2 RKF 25mgdD 5 2 B HRS, $HIFNFaE ik
AT B DIReE (Level AD)
5.2 B 25 AR R A 3

HRS HIAmHLEIEERE 4 AN hTH: (D PIE
M &K SR RSk L2 S8 D FIF5 3k
JE R () BHAERGA E & Bk &-

JFFHE I =7 21 5

M [EIH RG0S SRS MRS I L 5 3h
VAT 2RI AR [194], B it T80 ik
AN BUE; (3D BT O R IR A
I PG IIREZA, FEAR T M &K O
ARV DA 52408 (4D AT
T ECE NERTSE R MR AN J57 1 — S8 B P
JRABSEM, W BEm =M. R A2,
F2-RART AR E . W B E-1. (H2 M ANTE R XL
K Z7E HRS & Wbl i/ER . % HRS A& sl
HIIEE— Bl T AR RO, e
B 5 F[165,195,196]
5.3 fHE LR SRR el = AN Tl 5

Y B HRS e EZE MG ER, R
#& SBP[121,127,197,198]. K#%J 30%ff] SBP H#&
2Rk HRS[121]. SBP HEF@id (E HfvEEE
APUERIBITRRE HRS [ KU K i3t A7
#[121]. HRS WAV 2, Frfi HRS &
B AAF S TR 2 A 3 AN [195,199]. &b
I AARIRTRRL B (MELD) PAK 1% HRS {7
JEAER 2. REIRITIN 18 HRS BFE i AAs
iHEIZ A 14 H [200],
5.4 B LR G AERETT
5.4.1 — At

BRAESIE UL, A8 B A ISV 7 1H )=
#AFE 1 M HRS 7. —BHge,  HIRRFIF
BVRYT, ARG B ThREZEEE 1. — MRS e
Jite A S U0 M A A A IR BRI AR
ST ARVE Al LA R IR T A B AL AE o
IEIRE G, S BNV, DA L A B 67 A AN AR
PEARBAIMRE & 2EFBAL . TR RS 7™ 58 ) A IMUAE
JE, T AR AR AR R R ) o

HEFER L. BRIl R U1 1 B HRS B3,
FLFRIR B RSP AN RO DU R AR dr ik
k. FAR L, MRIHCERK FAA B TS )
EEMGT IR EB N . —REEERY =R
HAERPE R WEETEAE (Level AL

WCIMRE Jifide . BOERT I, JRAIEAR H-BE
MBS, T PRI . W AR GE
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Ilfe PR S B A W

FWBEAACNHPUAE =, WIS 4R bt
AEZIRIT . WT R Qe REUESL 1 A HRS B4,
BB FE v & b ¥R 7 o ARG B A
( Level C1) &

JRLFH B-SEARBEA ) FEAE R B-SZAARH 7ot
Bk phok it 1 2 HRS &3 o, LTS
3 IS FHERAR S48 FHIX L B Sk L A To A S
¥ (Level C1)

N HREREZERIAR: X 1 & HRS &R HIE
Jis AR A S BARIR > . RS ks, dnad 8
ISR K, B R E ORI E HE A
A BT R A& (Level BD

AR 5 VS 2 HRS 182
RS AR RN T RET 1% 1 7 HRS &4,
H AT ToE SR Ol SR R Qi HRA

By F4ERp R B 6 ST Ok R s (R AD .

RN e SO0 B I 1 XGRS, T AR P 22
1A%7 i@ (Level AD) .
5.4.2 FFRITIE

5.4.2.1 Z9¥0Ry7. HETAI R oA & 7%
S MW 258 . TEIXELCE A i s
Zifrp, BRI I K R KL,
B A2 4 RN R K [195,201-209]. ML IR
FRUPIRYT HRS FHLG] i Wik B By k)
PIIE IS R ANT Sshiik s,  DASGE 538 20 18
HIAe[210,211]. KEFVFIFERENOT FER,
B RN E R Aok 1 2 HRS & H1'BIhfE,
K 40%—50%[) BFI6IT AR (RIBCHER 195
2100 o BFDERZ R SEAHSCHIWE AT, RN
R I RA FrERRIER . R s
FIE—MK A Img/d-6h, R 3 RiGyT, Ml
P SRR NS D 25%, AFFIINE 2=
BAFEA NS 2mg/4-6h, 4EFFA)T B £ I
WL BF R B 2 /N T 1.5mg/dl ¢ 133umol/L ) ,
W 7E 1-1.2mg/dl (88-106pumol/L) FiAi. VAIT
LRI R R TR R D I LR 2108 5 b 474 R R
[Z/ F L5mg/dl (133pumol/L) ], T HBIKE
PREFOMERR R e AP B [A]2 14 K, i@
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IR TR AT K, g 2 28 il L T
AR, VR IT BT W B A ER A [212]. JAYTRTIML
LEF<10mg/dl, FNaYT 3 RahfkE-FH B>
smmhg, NIEITNE & [212]. 15224 EERIE
ANE W, FER ERFRITIEE AR &I
EIE 0 RaEEhii I AR, HfkiE
1 IRTT R 12%[195,210]. 75 E E A 5RiA
(142, KZEWFAHERR T CAa ™ E O i ek
MBI . fERZHIF SR
JEERRBCAEEA (3 1 K 1gkg, BEJE 40gK)
DASCE AT BT TH BII6YT 38R [213]

AR, FERIINE RIRITRE gk
P23, (e AR —4 . EH—
T RS LR QG 75 FHRRRI 0 e 22 A0 H B i A
ARZPWIIBENUR 7L, S5 R RERI I RIGITRE
g R AR AP [214]. REHE RN K2
(IR REISHERR AT HENUIRE B3, AN B
HRS & FE WML ERT AR IR 267 30 3. &5,
FRIINEZRIGIT 2 B HRS i taEhs it B oh
A8[209,215], AW,  7RIXEE B AT AR
IEZR S BARARR .

B A IR R 4, ST I7 1 8
HRS ML B 4iZi Y, BEERYE FREAKE
B+EEL, EMWEBAEE H A E O . K2
B OORE 45 A 7 & 2.5mg-7.5mg/sh, ik
R VESFIEN 100ng/8h. W B I RE LG,
7 &Sy BahnZE 12.5mg/8h 1 200lg/8h. HRIX
Bl JTIERTCASGE B ohRe, (HATHIX — AR B
AR/ [216,217] M IKEF SREH 2 H
B EiRE (0.5-3mg/h) , 88N #ELLTFESIKE,
[FINMGE 13 HRS & &5 Dhae[218]. 2 NIk
2 e B 26T I B HNEAR AR, T
H AT AR e 25907677 BIRE L S A
VAT

HRS Tl 77 T it 5edsb o — TpENL AE
NN, (EHEEERE M REE T,  CERT Al

(400mg BEK 3 O HEIEIT (4 FD AT
HRS &4 [219], fE—WUk WafFid, A a]
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PAIAVRST R L PR, AR AT 23 5F
KA RAZ,  AIEE IR, (X AR A
TR EL 2852201 B EEZ M LTS
i AT RIBRE TR AL R HRS RN E.
J&, WETATR, — IR E W s, D
£ (400mg/ oK) ATREARME HIFFIE AL HRS A i
[156].

5.4.2.2 LK AT IR MRA . it 18,
LIFRRKITF A T MR mRA (TIPS) BE ocE 1 &Y
HRS H& 1B ThRE[77,221]. HRAAEXFEN T,
NiFH TIPS HE%32 IR, PN 2 B3 TIPS ffH
AESIE . TR W TG TIPS 78 1 &Y
HRS &3 FRME. 75 2 & HRS B#& 1, TIPS
GBS GE T h eI HIIE /K [90]. (HETE 53
W, RIS LLER TIPS S MZW0I6ETT -

5.4.2.3 BAFBAIG)T . MBGEMNTAES: Hi
fik M pE o B vl 1 T3R97 1 & HRS & 3
[222,223]. fHRC KB TERHMRD, T HAEKRZ
B, HARXSS 18 HRS A1 He JE K Fral
e Dhie s B . Roh, EEEEREITS
HAhyayT vk (i e 259D 2 3R ekt
HRBHIT . FRERD B I AR IS (9 ™
HE A e AR, AEE ) 1 1
B HRS BEPFIHAF W, FlEER N B
A FEEAPNFEAFENLAI 2, P AL
R RS TN HEIER 24 ( MARS )
B K iE T 248 (Prometheus) % 1 &Y HRS &
B RTREA R [224,225]. SRMIAEAR HEZEHRTTHZ
R, IXEET VAT AR A i o

5.42.4 fF#Mt. FFFEREAZ 1 A0R1 2 21 HRS 1)
kWG 97, RJE 18 HRS 415410 65%[226],
576 HRS ML ML, AAPR B 2
T E DR v AR G A RIS 1) 2Tl
a5, AN, 17 HRS BF1E 5 N AR
BB R R, FRAR R S AT AT RS

5T ARLEL, HRS B8 AT E B A
RS, MKW (>12 B BT
BT B 1AM 227,228].  BARIETCRIBETERIS,

JFFHE I =7 21 &

HRARFE RETH HRS 1697 (RIIME K 4a24
Y1) WRE B RS IIARE 4 R [229]. FINRE
JEH 1A HRS BFE ISR, FrblE J7 a1
WLEF/K P RBEFI MEID $Fo AN 2> HA 2 i
SRR AR DR .

R M. L2 HRS MiRYT HRS BEARL,
XY XGRS VA7 TR 820 TG 7843 L
#& (Level BD) &

1 B HRS WZ5¥madr: FeAlinEz (1mg/4-

6h, FHTKGFAVES BCE BEE NEEHE 1A
HRS M—ZiGI7 2. 6 97 HI R s B 1)
fe. PR MALEF 2 /T 133umoll (1.5mg/dD)
(GERNZ o Wididyy 3 Kia, MMIEFAR R
22/ 25%,  URERINN 2R SR E A0 1Y I B 2 A
KHA) & 2mg/ah. 5 Rig G CIUVLE & B
RZE<133pumolL) BUIMMLEFARFFRHE &, M
1E 14 RNZIEIRYT (Level AL &

RERIINE 26T B4R SO g B O
. TR IR =GR B, REY)
WA E R A . ANE B BRI A AE 5 A
SRR S AT, MM VAR VRYT B 2. 4 I RER
WERRIT G 2R 17 HRS FIXD W, NE
SRR 2697, HaEHE AR (Level AL .

FEFMEZR KIS EBRAGMEREET T R
FECKZ B +EENIE, WEHBES FHEES,
{H7E 1 B HRS EE I L2 E B4
HIR (Level B1) .

1 % HRS WHEZI0YT: B8 TIPS SCHLE
NG B S oiRe, HE Arie 2 en
B FHER TIPS FfE 1 71 HRS & 11697

MW A2 PR TT o M Haws 2 B e SCRRG
STRER B, BIEEAIRITRRE B . ARA
TR RS AR AR AN, e 2
TG RTLE AT, M FEHFE LT (Level
B1) .

2 7 HRS HEIT FAInE R+ HE EXT 60-
700%f1) 2 1Y

JHBAE
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i PR Sk B AR

HFRSHEE 1 R0 2 B HRS SRAFIIIAYT ik,
FFRAE 2 ROMEAT HRS Y697, A IXFERT PAek
LA E T (Level AD .

XTI 230697 M) HRS &g LU
XMW AR R IT O N I 77 S B I SCRRG
ST HRS B, — R AT B REAEIGIT .
KRR R ZHUEE A REARE B DGR ek
H. THEKI (>12 ) B SCRHEIT T ALE
&, N FEIT I EAE (Level B2) .

HRS {1 75

A SBP pEE AL HEKEEAR T, K
NIXFERERS BEE HRS KR R It A 7%

(Level AD) .

AR, O/ AT AT BEETT RE SRR
PR VAT SR B TR AL S HRS R .
WD B RE S PR AL B HRS K
W, (HIXEEANTEE H— P 9T (Level B2)
g

Jf Nicki van Berckel 7EFfaifE 2R 1
HETAE.

5 B #: Kevin Moore #2521 Olsuka ] %
S RT . R AT PER, KA T
JIR 25 AT -
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