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B 254k (hepatorenal syndrome, HRS) & & AE7E AL I /K B 38— BB e i el i P ACRE, R
AR ATE AR I D R S VR B A P AT AR R . R EERRIEON B DhRe 2B, s ) 2 B, AL
AN 2% - B R R R R BV A . IR B2y AP T ZMHRSHIII AUHRS. T AL 4 HRadtksT 1t
B IR TR, 2 SO SIS LEFA545 £1221umo 1 /L LA b sk fge )24 hLEFE bR %R FE50%31 <
0.33 ml/s, “FHAAFINAA d, LTSk 6 38 e sORS P 8 S8 SRR AL Al b ok AR Sk
KA T AVHE ARG 218, RISF] [ BHRSHIZWiksiE, TIAAFH6 A, st 1 7
%, 2 RAEETEAEG YUK B [1]. BRI RS IR HRS I — e A2 1057k, (Bt 1
RIHRS S AEAF AT L D i SRR Z S5 J5 B, FENR IR SEBR Y T 52 IR . aTeEsk, Bl [ N AhE
XTHRS A HLEI R ABTST, (ENEREST EIRAG T — e b, JUHR M S 251897 Bk A% A Y
A RO EIRIT

—+ HRSEIFHLHI I FUt

HRS = T2 [ i 3 A2 IARE 502 Y I /NS K I 5K A0 4> G S BRI B A I s Z 4« B I Lt i
(renal plasma flow, RPF) F[&A1F/NERUER 2 (glomerul filtration rate, GFR)[&MK. HAKZEUR
IR IRy

LMKy 5Kl IHREAL, A A PR E 0, [Tk s, JR ARy IS M) B hn, - 4 1L 4)
XA R, S AN Z 875K, SEmahikin SRS D) N, ARSI EAN L,
HUARTE L 2 P A EEPERL IR 2 TR R it sl o 5, Al s ) sz 4 M A IR Z i SR PTG
B R - R IR R -WE I R e AT REAGUAIPRIEE, BT84 ML) A A 2 R DR 1 W 4
I, HAEMEIC NS . Bom st RN L ZR I, X AL S kR, Dl Re s i
1, RSNk A I NS L e 5 B, ARAIE A rR 2 A ) SRR R T v S A i W
a4, WNEIMR D, B IhREEAL, mAGFREFMR, KBV E [2].

BEAb, BRI R AR MU ) T AN, a0 DR A A AR ERA2, F2- ARSI A . A R AR -
1, TP YRA AL, I A, GFRIA S B . Ik S i 53 A o LA F o B A L
] J S P 2 AR 3K AR IV LHE A R AT 3]

2 DMEDI AN HREACAFEEE R DR, FTSUDEDhREAN S, SR LR . Kragas[4]
LEXF 24450 FHREAL IS K B IFFE R A B FREAL /K R & ZEHRSHY, (Ovar tH B W BRI, IR
KERTE RAHRI AR, B IR ERCE, e Lo BT B ] BEAEHRSH AR ML b k5 — 2
PRI, S B i O AR HRS AT I OCHE . AL O LR PT LI B O L2 B2 O WLIESR,
O EIER, O B S T B SN BRAIG, Do IEEF SR DI REAL AR D Be T %, sEm it . sbsh, i
TP R IAE . ARBH JEGSE R AT BEAE ] T O, SOl i D Re[5]. H RTRIFIUE SR,
Ot R B2 LT T UHRS A .

B IKATHT AU HFDDRERRAT . HFSEVET TRFIK = IS BN IEMLE 3 7K e T SRS E R,
“CH AT SN ECH RS KA R > s B A R, KR TBURK . BRI BK
VA H I R 4H B R (spontaneous bacterial peritonitis, SBP). B i Zhity
AR BN RIHRS ) A AR, << 58 kAT

HRS T fig 1 2 R 3 3L AR A 51,  HORT T B4R T AUHRS I A I AL )2 75— S055 il [T 7 AN T FROAR 2R
WF9E, HRSIm AR Y7 1R (B RE Al .

T MR 2 AEHRS Y ]

fege ARNAYT b N T M 254) (22 B DRSS YIRS ey k. Ik, mToR#E
XPHRS AR ML IR I AWOINR, #AE29iad7 B TR RE, 46l 2508 2 A O Il R




WAHE T HRSHIMT L7 R o

(—) 4Rl E259)
ER ) R T O R E Y IR N RS R, O M sl I AERR, Ba gt E sk g, AT
Ot A YR I AR RGEHIVERT, AT N i S RIGFR.  H AT I I 2 1 29 & G AR JE 3R
R R AR ZR) o= B B A2 AARE) ) (25 BRI R AR 2 8 A KA E 288 (i
BIK) . deAh, ZANRRIT IS R AR 1 ] B 54 5 25 IR va 9T 30UR
1. FFRIn 2 (terlipression): i%Z50e N & ATAEY), AR T M08 F- 4 UL40 B b v & n & 2
K, ARMUEAEFHIERETEDR, AT N IR AR PN, Ty, A e G, RS i
ERGEE FRE, WL EFGFRI I, —IURFEAZ hOpELN TS s R om: FERIn R = A
8 A T USRS B =T e, R RIS B B VR 124, WL KT R BRI A
HRS B b 1 4 B R SR b T2 R A28, i LA 3 A R N R AR 26 [6] » X 5 54 —TiKFEA %
HL B B FROE &5 R —30[7]: 3R Re AR RBCE A RIT [ BUHRS & A 8R4
) fERRRIMEER G, HRSE R/ BEfi= 245 Bk %, MXHAKARAR: Z%AER N,
AR RN, SRIEBR R AR VRTTA A B LR R B AR A R Bt K
HRSEEE MIZEAFIT 0] B NP R AT ThAe, nI e AR AL Ja H ACRE (1 R A2 R AR L%
AN, JENE R RE R I RHRS I, HPUE R 2, 8 REAT I EATET:, W
IR B A AT AR, IR R AR AR IR . (R AT D RE v SR R, B i
Wi 2, A S DR i I 97 2 184 0 v n = i 7K i 8]

H 2% TR R IR AR 7R AE T BUHRS R TPl T 10 S8 T4 8 25903R 97 11 ALHRS A1)
WFUIRIE R D, 0T 2 PR 45 JR3 TR 56 1 v T 78 43 (1) UE 96 S s
200743 [ FFp F 9T 27 2 F120 1045 RCH I3 27 25 R AL ISR SR e o, SRR I 29 ) s i A — 3,
5N R 2 AR UG 7 o B4 ~6 hH0.5~1.0 mg, —MCAEfE F IS8 — JHRSIR S st & i s
B, FEeLIEINER4~6 hiH 2 mg, JrFEN14dAE L. AEEAHRERL N20~40 g/d, FH0F
FUE AR O ER KR 0 =A%, W8 R A R, DURE S 5 R R AR F AT [, 9]
2. ZH'E LRE (noradrenaline): %25 o~ RSN, X ahEbkAWAEER . 7555 R N
FIAITHRSIF LU LS5, Sharmads [101IAkh 2 VB B &R VaYT T HRSE S, HFeRInkE
—FERRL AR, MHEFE FIREERN . EHE B EERIR IS B R I R
BEATLN R — R S
3. B ik (octreotide) FIok £ £ (midodrine): ShkIE N T4 Rl )\ K AE K IR 204, EFetEih
YER TR UL, B AR gE /e, Reugdnbl - Lesr Y m B mi R . PR, 5
FAEEDUAHOCHR S Y ITEYE, 80D N al A6, BT T bk i s, JE TR IS A R L REL ), G
BRI ML B A AL o K2 B O iRa-Z AR IR ARSI, KR A IEHRSI1 AFAE AR /K
BEAUGEE S MRs) )% BREEF T DhRErI/ER . S IRRUK 2 0 SR P HRSI AR AN L, —
HRA I A B A A VAT ] DL RS R E 9 1 - Skagen®E [11] A N B k. K E R AE A
g vayy 1 AOR 1T ZUHRS 8, RERH Wk B B ohae OUIEHE R B LR A E . GFR A R HE it
&), fEEEEaE,
20094F 3 [ FHp I I 2% 2 BT N BEAL I K VA 97 TR HER K 2 B S Bl Ik & B & (it , TR
J7 17U HRS[12] -

(=D B SRR A 259
%2 CURAUK R AT FIRE R LG R BUR A, AT . MR ERR . KRR RS, W%
RH-UZAFEPU. B =Im ST A 2 .
= AEIETETE LYV N T R
RUE IR ZAURHE S FR40 M5 29 A (1 B U RE S W 5% T UHRSIW W Thae, sEKAAA, &
IR G M AEAE 3 . AR — 0o BB X IR YT TE N B o 3 ik I - 08 A 4 1L 25908 97 TRIHRS
BHMIGREFE . NazarZE[13] &I I RIHRS & # JE4k IyE AN 4L < 171umol /LANGAYY3 dis P340 ik
JE EFH=5 mmHga PN BT IR 4 1L 2R 9T N TR ERT - CR B AR HE R Y87 45 I IfL 3 JU LI <
132.6umol/L) . Sharma® [10]tidE 2 A0 HTIN A, MLENIEHERRE. FRZ KR M S 5=
Py SR K- 51697 B4R KT ZEH 415 [(baseline creatinine- creatinine at day
4)><4, DCDALZHAINE 25 A T A ARSI o BLARIX SLEFUII A1 ¥l PR S P P30 AT A5AE
B, (A LLE e DhaE. B DhRe KAMATEIR RERE DU IS OL R, SRR M 29 va 7 SUR
WaF, Kk, @G TR IRIT .

Y. HRSHFIR;
HRS— FLR A, JRth ™, 1y WME, JstRm, Kk, SISt E s, HH o THRS T
IR AT IR IR 2> ‘
1. WIEPRHRS: T M A0 8, AR s LT IR 2R AT i (R R 2 W W HRS Z /), 3t
ZA7AEGFRAN'E ML R B, BRI PRHRS . H AT I Py A $R 08 R €622 2% R 75 m] L 30 0 5 2]
B s 2 EbenG, WUEIRIRHRS, 5k i £IHRS[14]
2. G D RE R 1S R Wk A AR KR SO SBPER LA R A (B . E v A HH i
o (1) Gk A R PR O B BOIE K s R ALK PR 67 g P B A £ R A T A FH ) IR
A, ARSI A IR 7K AR AN AR A A B WL, A UG L 25 B sk, I EE BRF5 A HRS I &
Ao PRI, RIS A B AR %) IR A K RS AR R R PR AR, RIS AN BRANAR B TR I B AR T
NS G BRI, R AR P R PR AU [15] o % T ] e R A K R, I S KR
KIS, 2% RE AR LIS/KHE I8 116~8 g, W LARKRHRSIK R 4. KEBUEK G g N %
BARKI R AR FNETT, AT IS K ER AR . (2) SBP: LIS /K g A5 KA M E R, §5
HZESBP. AIFFUIN A HFAEAL I K A T 25 fe T A bR 3, G EAN R A8, A BT Tl SBPT
KA, JhHRSIEIN[16]. X T E4 R AESBPIV s, FiibKAE (1 8 1A n] LU A8 35 2 ik ot 7 e 4
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