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BERAREEATRILEEFTRG—MEERL B AR LA B L ARG ELA
T RARABZITFBASHGEE » BFONBRFTARFIFEZARNEEZRTFZI— 5
HREFTORRNAFS » QEFRCEBNTFRERHE S BBAINETTERERFSTH
B BT E SRR BARET DA RILEZNACETETL s ERTALFET IR
Bl FERET R R EATAN TSR IRBREEAXETA SETFRALB LT HMRGMA > Bk
B E 27 R AR R RAF ARG T AR ZENEILER LTS RBREAX - F
A B —RRFRAAZHERBEGRARETRRROETRAEERAEFZLEE TR
o AHFRWAREFT I HOTRETAMRT - ALHBTFRILEZTAREFTORA
ﬂw%%&%\ﬂm%%ﬁ? TR ZERAGFRT AL ZEBH T ET) E2ENT

ﬁ¥ s ReHl T BT 'é‘él} ai?fé’l'
FASEET : ATEE(L (Liver cirrhosis)
BEINEERE (Renal function impairment)
=T EBEIEE (Acute kidney injury » AKI)
'|‘=“=' 2 @A (Chronic kidney disease, CKD)
iR I%E‘i (Hepatorenal syndrome)
FFE8E = (Hepatorenal disorders)
e MAEATA R L R 181 WSS (chronic
ElIE kidney disease * CKD) FJ BT 2R HIIHY £5 1% > o

PR BENS » S EG
(acute kidney injury * AKI) s& &R B R HAR
RIAR AL —FEIE I o FE L& OFE K
ZAEBE R > AKTAY 38 A4 3828 a] LU 20%

{E 13531 1S A B PR b R 2 (A 2 Z B R
WFE R 5 & 77 7 (meta-analysis ) fiff 22 FH 58 3
S IAEVE (L (decompensated cirrhosis) i
AIME » Bmefa® (B &R ET (creatlnlne)

BHEEA T BREEEE

WA 2 10449 & TP LE T LB B2 B ABRRERAA
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T2 PR 3 & (blood urea nitrogen ) ) il i s b 7% &
F8 8 (child-Pugh score ) [F]#5% B /& THHIH £ &
GO TR E B WL A48 B0 BT
PARR B FEIEE M - BE L HlER
7 I i fF ¥ 1 (orthotopic liver transplantation )
Y S 1% IE Fe H P 58 B9 MELD score ( the
model of end-stage liver disease) * Al [ B 5k /&
b — 7 SR B (5 W T R R AR DB AL R

(total bilirubin) Jz & IflL [57 I [H] 2 [ 5% 452 e L
EE {E (PT-INR)) » 1 H Al MELD score 1 #% &
B E SR R = A H TG 2R o
SRIMANME R SR > B Z LR BT F5 Bth
B IR E R GG CHRE ]
K7 o BHILATHD > & DIRE S (renal function
impairment ) 72 (L B 7 R H B B 2 8 ph R
IR PR FEASE - [RIIRF - fife 320 Ji DT s 401 Js 24 1
e R BE R Y B AR o

AR R EBIEEESHIRA

HIRAR R BRI T S > MEMERYEZER H B ThRe
RENFRAMEEREAED) - thee A Sl
RERI TR - Ry TR RE DhRe R E B
°
— - [T EIxE*

FAE 1979 F 5t CAS A BIBR [ 22 & St AT
EHIE ¥ (hepatorenal syndrome ) {F Hi—1{[E & £
Fe 72 B BEHE 5 [T A 1996 5F- H1 IAC (international
ascites club) i Hi BEREHERY € 2 o (M€ ZATE
FE R BEE AL & HF PR B2 (portal hypertension)
Je BT S SERE AR B BF L R & B b [RIIRs  2E
hReE ~ &= B EIRIEER B E DLk WA
B R IS AL S B RS o AR IR b (T
P BB % B 0 5 W A o B — AU R (0 R TR
EAL B DRE » E Y E 2202 MEE N B R
i IF 5 8 | T K2 2.5mg/dL (221pmol/L ) 3%
ik 2K it & 28 (glomerular filtration rate * GFR)
IR 50% o 55 AU ERE (R HIE 2 R
i H A R AR 1B Dy ee BE - HALER AT HEHOK
#9 5% 1.5-2.5mg/dL (133-220pumol/L) ° [fij K& & %}
IFF 8 M 1 2 9 A BB ) S T R 42 > TAC R
F£2005 5 58 BT 1 FF B E 0% B Y 22 B AR R (5%

—) 7 o il 305 I A (% 0 8 2Rl (R RE
MG G » L HE H BRI - H ARy — L
FE U Al RIRSGE LR » RN R » R
SRS AR B — U EORE RIS » 200 SRAS ST Tk
TtE RT3l — € &
H Bl A H & 2 1 38 38 AR 45 1 10 11 B
Jit A8 R (circulatory function impairment) & &
BURFBE{L B DhRe S ny £ AN o 1
993 8L TR P IR o5 JRR P &5 #9877 B2 (splanchinic
circulation) P BN MR & 55 M EEBCE — PRI = &
IM % FH /7 (systemic vascular resistance) T [% HIl
R B EARIEER AN R R e B E
M 105 B2 5 ] o 7 A e AR 1 A HIR TR 5 i
BRI @AY A AL B
LL— %1t % (nitric oxide) ~ — % L Bk (carbon
monoxide) J A 4= P K Jifi ) & (endogenous
cannabinoid ) fz B EE " o
PP RS 1 DR P M A8 1 1 258 5 T Mk i
PR BTt - AEAERTREALWIHA » @R A I FH 7
T B AR AR PR B BRI AN BOK @ B o
fh) > P a5 o8 ) R ek 17 B T M i 5% e 4 & 1L
BHTT T REIR AN E - 1 Se B LA W) R 8
F& 510 B Y (cardiac output) #Y 77 20 2K ¥ 15 X
{8 > T 5975 282 B IR JAR K A 25 Bl IR LV 5 R
(effective arterial blood volume ) #ff 57 7F 1F & &0
(B P9 112 o {H B 2 I BB AL AR 2 1 > o Bl R A
AR L AR E IR B B ER B E & b L
) AR JRR s A5 80 38 P 1L 2 2 e A V2 P DL 45
Ol T UACHEISAUE - IR - YIRS ER Ak
FEEA T FRR R IM & A B IR (underfilling) » 3
177748 AL 7 1081 S I I g 2 1 2 o TR B A
AE B LI BT LA B E 8 B0 ) - (8
o I 1111 5 A S )17 0 B A o R G B
P B K 111 52 A K2 5 I R IR e » 28 {1 ol A
WA b B o2 T AL > a8 SRk B & 5 3R - 1l
B R J) 3 - [ 8 B [ i 5 # (renin-angiotensin-
aldosterone system ) ~ 2 JE&AFE AT ~ DL MM
JNJEE 5% (arginine vasopressin) HJZE 4 "? » 15864
I TG A L RE T S A 5 5 0 Bl G L ¥ 5 e e 1T
JBR > A1 e S i A O 5 K o0 T RE U I RE
57K 73 e Sy g > 0 e RR R K B K Y
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Rér&  R&EH FRE RS IFE REES REM

*~— : [HBLREBIEEENER DR

B DIRE R I

FHBRAE A

IR E (A ™

TP R B TR 1 & LL P ARE -

IR =i RN

2. WIUEEEF A2 1.5mg/dL (133 umol/L )

3. AEIEBEAFIRAE 2 R UL E R EBHEA FEE (albumin) 4% (1g/kg/day) £ BEIIRER
HHREGES #

4. R BRI SR

5. R S 1 i AV 4EY)

6. MR EENE (B EH N5 IR & AR 500mg/day » FRUGHLIALERE @ (SR EF T AR
508 - BB NG E B A ) -

FF A fi B E 22 It oy P W AU+ 56 — AU AR (80 B8 O LR I 5 BrE 2 R AP B TR K2

2.5mg/dL (221umol/L ) 5 55 —HUATRHF £ & W0 B DhREMAT R H B L B oS — AR AT

{1EN 1=l 5 k= 97 )= 2

IR AL R 2 AR I B B DA S HE I Oy R 05 S M 1M ) Bk R B L 2k © IR
AR K T LU IR 5% 15 F e R PR S8 K 18 B Wit 2% » A ) DU 3t ) o8 FH 9 7]

(lactulose ) BUEHEEFLEBUK /7 (M Bl A o FHE(LEE —(HHBURM ARG » St
T RS IR DRI BE < BT -

R DU ARDCHIE S B e e - IR H RS 500mg/day B0E PRIBGRLIMERE
A LEF T RHS S0 » R AR TIERIEIL T » 18 BH MR BHEY) Fr LUEISHE 03
7 o

T 0 4 3 A 3 B B R e P B 155 7 B TR 72 e M/ VT SHE (acute tubular
necrosis ) BUEE R AT BOAEMRAT » (HAREHATFRAE B/ VE BRI A RS T Re R &
TEE NVE BOEAT RS S B AE S -

SEYPEEL B YRERE

R HATERG R A 18 A R[S EEE & (nonsteroid antiinflammatory drugs ) BN HENEH HH
P4 (aminoglycoside ) #5345 7R A REREEY) E 8L B DIRERL T o

*Z kL5 F H Arroyo et al.* £l Salerno et al.’

REAR o 2015 3E 2 1 WA B D@ RS AL - B e
I 7 8 308 P55 S it “6 B A A GFR TRt » 32 1
TEUCRANRER RS TFERE(RRE L -

TR 2 [ Wl R A 2 Mk — e IR I B E
fBERERy 772X o {3 o DRI RS S H o A B B )
AT 8 R H S G I ke LG & B

(albumin) 4 &1 035 & 77 207 DIBLS 1
5o B AR A — A R AR IR E
FEE 50% > AHE 2 T B AU 55 fig A ) 9k
FHNFIARAT S » FIRSE TR AR -
Lt P I 2 A 1K 8 2 v 9 P A B o R 20
1K BRIEAE G WA > A IRATE GF I
A 1% T ) 2R A0 T 5 i AT MRS R o B T AT
WA > vE 5 I A WA R 2 3 ok — 1 W] DL g
177 2 (32 ) » terlipressin x& A 2 [ & WAL 7
FREEEEY) > [ terlipressin (Y EE FHTE R E
{50 AN R R R R ) R I 1 A 1) 8l I A A

RS A5 I VR I BR R U A e W TR - B TR E
AR > []HF > terlipressin tRE 15 A ZE PE A4 1ML
R R UG T R o TR 28— BUTBHE 1R B
Hh o A 40%-50% 1 B & ¥ terlipressin Y15

& FBEREERSHERIOI
AT

EHEE
HHBE R AE
Terlipressin £ albumin 757
LMY
o PR At A U4 A & fF albumin 735
Noradrenaline
Midodrine
KESHAFARAT A FIRE 73tfia (TIPS )
8 S=Eav) oS

TIPS > transjugular intrahepatic portosystemic shunt.
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WA SE - e T R LR 4 Bl 6/ N
P SH i3 A 7 9 (intravenous bolus ) Img 1) 75 =
a4 AR E R FEBE=RKANRE T
W 25% LA » R a] DURE G 58271 & 4 5 21 2mg ©
FEEE NER BB LB TR g S0 R 1EED
AR AR > (B8 B IRE R AT RE TR 22 R W A2 T - M4
el R A M AR ~ FEPR & ~ I P05 E 45 i 15
% o terlipressin HY 6 %% n] — 15 7 48 2 L2 BT 15
BT B% 21 1-1.2mg/dL (88-106pumol/L)  #F ff &
H e IO R AR AR S R IR AT A8
W& HL 3% /2 75 /N B 10mg/dL LLBGE #R R 3 K B #
()7 £ B A I8 72 75 RE b FF K SmmHg™ © {1k
terlipressin % fH B E R AR 52U — i 2/ Ve
15% > B —185% > terlipressin IR = 2 B 4L °
{5 F terlipressin I » 2115 GEAC 7 albumin HY 3 &
(35 —K1g/Kg » Z1&AEFRF 40g/day) » HIRETE &
HORMR ™ o A AR BHE RN S o
terlipressin FYVG Rt HEER RS A] LA B T RER 1F
?R25 o
B terlipressin 4% > FH {t #Y 1fm & U i 75 400
midodrine™ I noradrenaline® 1 #% &2 £ 7] L ¢k
Fo — MU BE R R E B DhRe - (HHE 4R
ik Z R AR R FE 36 & o Hth a5 7 240 #8 9
fi# A% - P9 P 88 59 9 1l (transjugular intrahepatic
portosystemic shunt > TIPS ) BERE S B 70 HFEHE
fEFEEAR » {H H AT TIPS FEF 1E 25 — U B fis
BERITE LG A2 L > i 3 22 I 5 TIPS ANREAE
A B AT A S R B B L tT -
I E P RS A R B — B R RE (R B LR
3% > K BLRBH RS TIPS 8 FH 7 I B M 1 R Y
BOR T B — DS E o £
RiEL ) S A SR A B — U R R A - R
XL (renal replacement therapy » RRT) o]
PSR G MR [ LAGE - RES B2 2 I i ™ - H
HITHESR RRT AN@ 55— 1% » (EAF 2 & [T At
KHE ~ e EER IMAE ~ B e Iy ERE 2
— I A] LA R R i o
x5 8 H e )7 2 RE S FEE T BORE (R BE Ve 2
B AR AR H B MR IE I R (spontaneous
peritonitis ) [F A] 73 & albumin (25 — K 1.5g/kg °
AR H =K 1g/kg) vl FHBG BT B E (€ B H o

7 BAFIE A4S > HAh 40 %5 {5 F pentoxyfylline
(400mg » — K = 2K) VY B 1E ¥ K5 Tk I % &

# 5 b re FEG IR RE B R A A
pentoxyfylline {1 th 58 FEE WAL OF 58 i S B
ThRe R H* o H4% > KA A norfloxacin (K
400mg ) 1T e B RS b A = ] R I ERE B HL
B BIAIEZ S
— - FBEREUNNBEERERRE

FF B 28 20 A B ) e 52 IR ERT T 1 o 5
AITE ~ BEEME - B o /Earh RE R EE
BRFBEZCENRL  RERGHENE S
PEEEY) ~ B - WEFRE - BEAEX
KEME KGR NGB ERERR A - GiEtad T
HF RIS 5~ BRI AR R K DLk 2
38 W PRE S A PH 2 o B B pm A T e R
RAPR W S ~ PRI B ik B e B b 2 ~ 5 ks
BT o

AR O Re A R R R AR 2 2
TERY > EREE 2 BINEANASEAE - Y E
B B I AU B A A 0 AR S o R
KA 78 FF IR i~ e S K S B2 I AR
Stk E N ~ & I IR DL R o &
i lactulose FT S 2.2 155 o 454 77 i HI 6L & i
B W AE S B3 AL g 0 6 7 (angiotensin converting
enzyme inhibitor * ACEI) ~ Il & ik /1 3% % #5 [H
7 7 (angiotensin-receptor blocker, ARB) ~ FF %H
1% J8 25 7 (nonsteroid antiinflammatory drugs,
NSAID) ~ HHF P55 E1 52 & I B A1 B D e 52
HHEEY) o (HFS—FRRY{E NSAID JHEEY)
ifE IR 38 25 3 1 E cyclo-oxygenase (Cox)-2 1]
HllFE Al celecoxib ~ rofecoxib 3 FHER 1> Cox-1 HIHl
Bl 7 i BB ThRe > {H H Al A 8k B2 13
B R Cox-2 HINHIE L =5 M B Cox- 1 41N 2
M HREY - B AT tA SCRRTE S FEEEY) 1F i
L& OHIEKREE & L ErAgarIR (R GFR™ -

EEHEMEE R R KH B
a] [& 43 7% 11 & B (vascular) ~ B % BR 58 & A

(glomerulonephritis ) ~ & [H'H % 22 AU (interstitial

nephritis) ~ & /N & # € B (tubular necrosis) ©
iff IR B S &% n B AE AP L AR B B B S AE b
B SRR AN 2 - (B AT LUHE & 1972 (R I & % B
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B AKTEE S AN 5 - BL— ) i DY 4
& 595 (i 1T & 1% A B & $ 32 B  U) v B i
HE o (EA — LR M IR #E (hemolytic
uremic syndrome) > [l — 72 1T 2 B {LAE
(progressive systemic sclerosis) o & ri il i »
K] 2B/ Vg 85T (acute tubular necrosis, ATN )
PSS AKT HIAH T & L AR 00 #82 [R R ik
Ifil (ischemia) BCEEPERTEL » LIS EIEEE G HFIL
MPERSET S » ATN Y2 A4 58 2 I R ik i 14
15535 0 b {68 FH B 2 M U2 2400 amphotericin B 8%
aminoglycoside 5 o L SCRkfa H » {EFEE{LE
“ & I {# F aminoglycoside JHRYZEY) » HBE F 4
M ABIHE LA o BRI 2 R R 2 25
REEY) 2 AU E (hypersensitivity reaction) *
88 W) ) & oxacillin ~ nafcillin ~ ciprofloxacin
levofloxacin ~ cephalosporins ~ NSAID % » FI| K F
{1 hydrochlorothiazide ~ furosemide ~ triamterene
FA A LURBUREEY) - B whER 3 2 EEE D)
RER B AR ANE I » (£ (DB 55U
Ihae 225 (WLEEET K2 130pumol/L BUIR & H K
500mg/day ) HY BB 11 KB 2 61T 55 Mok U v ) i o5
L 74.5% K BE G BARERIREE - 12.7% B
[FIE % > 3.6% R R =8 » 52 IEH YA
H I 9.09%" o T 55— 17 [A1 £k 72 # 28 (i &
OF IFRSE AL LS D) RE 52 6 0 R AT B ) Y
e 8 B 53.5% 1) B E A B AR ER A 0 21.4%
HE/NEWRE > 7.1%BARERE » 56 1EH
HIEE 5 14.2% » HhBEREEEA S T A0
Bk 6 A P B R K B & (membranoproliferative
glomerulonephritis * MPGN) ~ = f{if & ## 1t
(nephrosclerosis ) ~ Wi {37 § R 73 B i % ( diabetic
nephropathy ) ~ ¥ i7 A Y 50 2 Bk &5 B 58 (1gA
nephropathy, IgAN) k¢ Wi 17 5§ /] 95 48 1% B
(minimal change nephropathy, MCD ) ¥’

HE DR 06 Bk 58 1 3 B — ik K CKD Y &
LIRS > o 190% F195% #8155 — AU KE IR
5> o WEPRIN BN 2 BRI E RS
WE DRI 5 ~ W PR 1R A B 58 ~ & 1 PR DA
W) Froo S RN RS B 8 [ IS 2 — e K
BB EAL R BN R o (EAEATRE LR
& b BEIRIRHI A B D Re e & B el &

IFR REE REM

YRR > FERYR K AT REER IR LR
R R — M ORI > LABUARE IR B i
(5 BN BARE - (RIS AR L R B PRI A —
B3 B BE R4 BE PR 9% (hepatogenous diabetes )
PRI 55 —BUBEPRID » IR AT A P o e A
T 5| L A5 A N A ~ 0 I R R O
ﬁ41,42 °

PR _Eadlig seJR I - 5 — a0 i B IRE R H
el BT R A & Fr 5 [ EERY » 3E 2 [F]
WSF 588 T M e 5 T ) 92 ik o A AHU S 2 - TR
ARG BR - BREOERR - =5 EnE
PEZRIR ~ % FEEBRATE A ~ Fe RMERIR ~ IEE
F(R=) » AERE E AR 4 JF A 75
o T ARG ©

B L BEBIIRERVRIE

ANE RN WS fE T s RS A 1% - B DIRE R E
HEENTERA B A HE R TEINGES) > MK
Ry C UL B2 > A0 ] YE ffe 1) 00 2 5 T RE R 155
—{Jf EH AR
—  BftIKBIERAAIE

I & GFR 5/ 11 15 B & 8 & B E hRE »
Kt > GFR &7 £ 4iE AR H 37 < Bil 5k Be a T B
GFR & {5 th B B /g 8 52 5 O F5 B8 I B2 AR
H ui A 1 & % 1) 77 20 ] BUR AR filf GFR (3%
M) e LLEATMS » &4 KRSV B 25
21 %) K (inulin) ~ %8 %5 B8 2 2 R BE (inulin-like
polyfructosans) ~ F fit &t 1% & 52 7 (iohexol B¢
iothalamate ) 5% 52 iy WERFERY /72X > Hd S LU HE
RS & Bl IR 2 %5 & EHI (gold standard ) »
1771 W) 58 A3 B P (] 67 3 ) JBR ¥ 25 411°'Cr-EDTA
[99Tm]-DPTA ~ '“I-iothalamate . 5 # & #J 4
fERE - (DL g sty & H B & ~ Bl R 4
ARG ~ A4 T 55 ek B o [FARAY 0 UL
5 24/ NRF PR LA & LR I 5675 28 (creatinine
clearance ) th B A7 3 > FEFL I ] ~ e 3 72 568
K~ M2 BEREAN G F kB, o KR 5l
AT R R R DA LT BT
FAE R B A KGR GFR > B A&
cockcroft-gault (C-G) ~ modification of diet in
renal disease (MDRD) ~ chronic kidney disease
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P B ) Ji AT FEBRMGRA) BF B
T A
Tl e A
BRI % JE T AREKES 28 (MGN) » BRI AL B R EK T 46 (MPGN) » %
RS EITEENR 2 (PAN)
CRIRF 4% B A 1 B R R B 28 & OF ¥ B 2R F ITLE (eryoglobulinemia)
FES P B R R OEF A o A AL AE B AR BR B 4 (fibrillary GN)
immunotactoid & fif ERK & %5 AR G R B B B W (IgA
nephropathy ) » SHEK R G E HHEKEF & (PSGN)
ARG VLR ARG EREE B
BB RIS IR I 2% TIEEERIHEREETER & (immune complex GN) » B/ [VEEEE 1ML
it (RTA)
T B I 5

JREEVERE (L (primary biliary cirrhosis)
R 4 AFE{ L (cryptogenic cirrhosis)

HEPETEFRER 28 » ANCA MHBRIMAE 28 » B/ VE TERR IR
ABIREERE (B R

KRR RS
Budd-Chiari FCRE{EEE TS 4 BT (metastatic renal cell carcinoma )
S R MA R

55— RURFIEFEFEAE (glycogen storage disease type 1)
al- PURE B RS ZIE («l- antitrypsin deficiency )
JRU B AR ECH% (wilson disease)

RIS B BRI L AE (focal segmental glomerulosclerosis)
RS AEVE B RRERE 28 > DB FREKER L% (anti-GBM disease )
JUAJEEE R (fanconi syndrome )

IR
% FVEIR (polycystic liver disease)
5 —HU 8 5 B IRYE (primary hyperoxaluria )

% FVEER (polycystic kidney disease )
B RTE HE L (interstitial fibrosis)

epidemiology collaboration (CKD-EPI) 5§ ** » H

i s MDRD 23 X FTET 88 GFR HIE 3 4 H 2 €
75 CKD REHE (Y) * o
— - BB EREHBAN

LT T e ) 28 8 2 — {1 o s 2 2 1 L
R B B IO e 53k > SR o FERTRE
LBEH G L - PURREF I A2 — {8 T LUS fEr s
o A an it > HIZE T RN I 2 AT AE &
HEHEET TR o B JEHUER (creatine) £EIEH
W 4 > BT AE B BE L > it DAk AL AR I
i BRI BE AL > A A AR A LR I 5 T 22 12
FH AL B4 T 2 - [RIIE - 09 g UL I 3 P
BRI AR~ W AF ~ PRt E S AHRE - AR T
B SR L B R A E R o

RGN IR S SN A TR

EEACKEEBEREFNESE S L HIME
JIL T F 5 P SR R T IE WA - A QY
s SR = i 2 DR A I AR A L R 3 1 I WL 1) 25 28
KETHAE T AN —4 > L EErIILA &
=K EHE- R H IR E (protein-calorie
wasting ) T #&EH AANE » 12K A8 M il AL
3 B o 7K e IR gt P e A R L v v LI I 1
UREE > [RINE > FE(L A JB NS b LR T
A g T Rk LHEREL R
AIL 1% I 5 B {5 FH /Y modified colourimetric Jaffe
reaction & W MERL R P s2 B » 1 = MERL 32 ILE 1F
e TP R EAR B o BT IE— IS
Sy ER SR A BIEE H o AR AL R Y LI
BT AE IR PR EE A REHERR 08 GFR AR E T
BRI ETRE™ » T TERTRE(L B35 & OF WA Dhhe 2
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HIRE o PRA bR DAL BF g b th bt B8 fdi (5
H R T B e e PO FE TR o

IE K WL I A RE v ffE AR R AT L R 1Y
H IR o LANLIE B £ B 0 AR 1T AR 3T B GFR 1Y
W N A R skl <2 5 8 o H Rl A
/5 7 A1 #5 C-G ~ MDRD ~ CKD-EPI % () »
H i MDRD X 77 £ VY % 8 (MDRD-4) K /< %
# (MDRD-6) Wif# o ZH ¥ Z M2 DL A ER
EAE— MR A S LA mMIEH
BT L B Frakat o LLE AT S » MDRD-6
EEFEGFR Lt Cc-GAAXEFEHE FHE
MDRD-6 8 & T IR % F & H i SH & 8 1
UC i TS B e L S B O 2R B
445t J& MDRD-6 #EFR T 1E C-G 24 20 FR A (s F 1Y
e SR TR RS B RS BN R K
T {5 75 kb 2 5 B0 ) ME 2 © MDRD-4 £5 i
SMMDRD A » EEBR TIRFEBRA K HEH
38 Wi E A B o IR A/E— % IE i A MDRD-4 1 4€
fife P A~ 38 > MDRD-6> » {HTEF L & & I
i® J& LLMDRD-6 i £ #E i o (H AN /& C-G B
# 72 MDRD » KI5 e AMER 2 LU BT 5 e
NF s B DAEEA bW & A & k2 GFR
o] > FEPIE EE /N 50 5% BL& OERE K B &
g 1> o K MDRD J& — % K8 2K [ 43 CKD

00 - AEBMIBRRNBIEST

HES

IFR REE REM

I A2 - {H MDRD £ GFR 8 & 19 A &
b & H GFR ﬂtLevey%]\R%’?\%
i CKD-EPI tt — 22 20 » CKD-EPI fff 94X 75 — fi%
KL MDRD A #E R - (HAERF R LB & |
LT 3% /& LL MDRD-6 #2231 1B 8 GFR™ »

= [MEKEHCHIHIZE

TEB—EKT FEEH > PEEE C (cystatin
C) H = EE R CE A R S 14000/ A e e e £ P i
(cysteine protease) » %A b > A &5 1Y A % Al
RfI35 & LIRS A8 19 3 25 43 Wb e 2 1 C it 7 R i
MR A B MR H C Rl 58 2 R B R R
A S/ NVE AR R Bt B CA g
A EAE B DhRenu iz o kgt B E A
CEHAEMNZFE ~ TR ~ B f8tH A 2 20k
T KA B L R TR e tho g 0 5 L LR BT
HREHERE A FE DhRe> -

83 B g B 5 0 H A s R B DL
BEEE 1 C B B RERY B B2 N S 2KE T B GFR > EAR
iE Lo ZCEE 5ol DAL T 2 S R g i 22 X
fife > B IR LA b 2 & S AR EC Y 15 )
(B b R B VS 4R > a2t — 2P i i Fe th g 3
MEEE E C LRI A R H R =R > [FIRE
TR R — LR R A R
285 HRAE ~ Tl ~ MR~ BREAHA ~ EER -

IR REE I ERE 2R

%j ¥ (inulin)

FEAGHEZL B RNE (inulin-like polyfructosans)

FERCER R

FH (iohexol or iothalamate )

HUR RN (C'Cr-EDTA » [99Tm]-DPTA » Pl-iothalamate )

L

WUEEHET ( creatinine )

JRFE % (blood urea nitrogen )
MIEMNEE H (cystatin C)
p2 tHERE H (f2-microglobulin)

WUEEIFERTE 28 ( creatinine clearance)
WA AR

24/ NRFPRIEI R
(EREIN ARG R S VR 7 DA

" H F 340 cockeroft-gault (C-G) ~ modification of diet in renal disease (MDRD) ~ chronic kidney disease epidemiology collaboration

(CKD-EPI) :

C-G = ((140- i (years)) X BE (Kg)) + (72X JUEEET (mg/dL)) X0.85 (1)
MDRD (6 58) = 170X PLEEHEF (mg/dL) ** X FEf (years) X 0.762 (Z01%) X 1.180 (B A) X (JREZ R (mgdL)) "X [ &

=t (g/dL)O'm

CKD-EPI = 141 X min ( fLEEEF (mg/dL) /2 , 1) “Xmax (ALEEEF (mg/dL) /2, 1) 7" X0.993* X 1.018 (&) X 1.159 (£ N)
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I E ke A~ HARIR D RE B ~ Bk
B~ WS LU AR EEY)® o INBLAERTRE L B
b BEFRIDEER 3 C R Rk A5 D {68 Y AVLI A 17
JEE & {59 B GFR U TH 0 - (HRENEE At & H
C HUHUER 2 5 B A HE S BEE IR R _LRATIE
i H - Al E 5 C =2 LA LR T 5 & 3F
% o

e EREBEEESERI DA

FUIRE R A 2R R R > 38—
BRE L R th 2 4% > BB EE 2
LL3 i A £ HARR A 1 75 Wi & E— i KR S
& LARIFLE ¥ HI| 5 15 AKI 7€ 25 e 47 BA R 15 4E
(1) > HLHCHERIZ HH ADQI (the acute dialysis
quality initiative) 1F 2004 5 Fff %% 2 » K 50
Z WIUPE I B DR B 5 20 S 2 M B D e SR AR

&7F : RIFLE %8|

83— 118 53 BA e S\ B &R A% >7 » 1T A i R A P 3%
W @ERE G M IIRE A HEE
RN T 't AKIN (the acute kidney injury
network ) 7% RIFLE Y& HI| i DL %2 > #E — 20 ¢
22 AKILRS 1F 487N R A WL B 09 38 55 7 K2
0.3mg/dL (26pmol/L) (/X) ™ o TE18 14 Ve
B 75 1 HI 2 LLMDRD 2 2l 3+ 5 B GFR 26
{F % CKD 77 FARYEEHE ™ o H Fij i £E[ 2 k8
SRR HE R SRR E EE E R LR E 5 Ee?
LARIFLE #E HIl T & » H A i LI BT B GFR A
HEGE IR W] LIS BNAIAIH R R A A S B T
FAb > (B3I — (B R UG HE R A R b
BEUMAEH (RO TEBRZRBMHEEL
& O B B A KPR B LB AKL > H PRI HE
KSR ITRE/ VR 0.5ml/kg/hr » BT LLUE H 28
F RIFLE ¥EHITE IF R (L RS B EIRE > KERITHY

LT B B BRI AR (GFR ) #R4E

PREHEH & (Urine output ) 2 4E

R \ . . FRRHEH R 6/ 1
b (risk) ILEEET b1 2 A LB BT A 1.5 (588 GFR R R 25% 0 Smkg/hr
N3 =R e = '%]
b WUSIF - 5 AT 6 2 f555% GFR TR 50% WA 12 M
1815 (injury) /IR 0.5ml/kg/hr .
P WU - S A NURF A0 3 (5 5L ot GRR FRiARs 750 TN CPHH RRR24/NRE g
/INFE 0.3ml/kg/hr

08 (failure)  BUUEERT RS 4mg/dL H B JF A HILEEETE A 72 K52 0.5mg/dL

BRHE 12/ NRFIEFR

L

2 8 - 1k .o ald. BEX it ek A & %
£ (loss) FHEVER ARF @ 58 2 S B HEIIRERNS 4 14 b
i
Xﬂéﬁﬁgﬁﬁ* end-stage renal disease : 582 MR BEINBEAR S 3 @ H M
ARF > acute renal failure.
T\ BREERDERTBRIBE (AKI) 8Y AKIN %8
EE A JIU T A YE PRIGHEH AR E
. 48/ NIRE A LR I 1) 9 P55 B+ K72 0.3mg/dL (26pmol/L) BB IRANL  PRIEHEH SRR 6/ R
PRI 1.5-2 1% /INFE 0.5mI/K g/hr
; \ v PRUGHEH B FF AR 12/
2 VBT R b T R S A P Y 2-3 15 /1B 0.5ml/K /b

PRI At L _E RS BRCAC LR (I A 3 5 L B

0.5mg/dL (44pmol/L)
AR B %

o LA BT K7 4.0mg/dL (354pmol/L) LB [ A LI T (i AH 72 K 75

PRUGHE H A8 24/ \EE
/N2 0.3ml/K g/hr
SRHEL 12/ NREAE R
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BE S E R E R AKL » R DI A& 15
G B RE R AR e o [RIERRY - AEIFIEAL
G OF CKDRYE - 40 5 At A 0 WL I K 68
Bl 1.5mg/dL (1) 12 4E > 15 4k B 3 th & 1 HERR AE
B RINTBHE B2 B AL - thh 2 >
RS MEES R - LLE HiRRYE
REAT &5 I BHAE (i B A2l 1) U — 30 93 s AT
£ o Kt - ADQI-IAC EATHF#E T FIFE 2H g
(hepatorenal disorders) 3 &l 4 a7 lfi I LA E 25 »
7 S RE B 2 AR G0 LU 4358 e BB (1]
—) o fhAFEIRE th BT T AL AR kB
1SVER D RE L H AR HE (R2) o
[A £ RIFLE K AKIN %2 HIJE5 {5 ] T R HE
i VR E > T R H = A AL R
ANHERE > [K L > ADQILIACTE & ZAT L B &
1) AKTIREFSBR T PR UG HE &2t AR HE » TR
T 48/ VIR P LI I Y R B I A K2 0.3mg/dL
(26pumol/L ) BX [ A WL 1 I {iE A 1.5 £ 1k 78 A
e [R]REANE H TR R B D) e B s A 1
MRTRE (1) o [RIRE 28 — B B fig ¥ A2

HES IER A E&ER

Ibb, T it R o R S ) AKI —F o TECKD /5
[l > AOATHEIFTEE » — MK 2 L GFR /A 60ml/
min/1.73m’ ¥ 3t 3 {8 H 1F 5 CKD #Y £ % » {H 41
() A TSR Y > A2 WILI I 30 2 B LIS
B R SR N SR A Al R A R R DI RE T
B R E#ER—BAR CKDIERSE
HIEERRIE > [FRE - 58 R BER B2
i 7 LR T K2 1.5mg/dL A RE A S EAS o 3%
B > ADQI-IAC 3%/ LA MDRD-6 AT+ 5 5
() GFR £5£48 =1l A /)N 60ml/min {F £ CKD FHE
# (XL FEHHE MDRD-6 2 H Al i
JAE () H iR P60 B GER f9— A7 > [A]
I# {5 FH GFR T AN A2 150 FH LI I A2 e th 5 1 il
— % KR Z CKD € ZAHIER - ZHENFEERE »
Lt P A HE 7 AN PR FH U8 R R R RE
HMHERE A NEFE AR EEREE
HE W B WY A SRR A R RS I
A iy JE s o [FIRE . BEREOK g e
AR ARG R o % o BB AN T E R AKDE
EGEEL AT CKD R E S IR o KRE

AR T A E TP SO 2 R RS

R
WIDHERR L ‘#M\K

D_|

2
| BEECKD |

BN

| HRS type 1 | AKI

(B]  WEAREITHIE (advanced

‘ | CED+ AKI

/\1+‘

HES tvpe 1

cirrhosis ) F IS S 0918 7

2 3

R |
Wby | EECKD |

HEFCKD | HRStype2 |

(L EEEEHES type 2)
J LN AR

HRS AKI | | HRs / \ P P

type 2 type 1 vpel vpe 2

L L CKD + CKD + + AKI i FCKD
r/ \\. AKI HES type 1

HES type 2 HES tvpe 1

+ AKI

HES type 1

B— : FFERE (hepatorenal disorders) B)7048  (A) BE LB BERMIRTNEERMETRBESHZIEEINEE

it (B) BEEBREMECENFBRENRED

chronic kidney disease °

> HRS, hepatorenal syndrome; AKI, acute kidney injury; CKD,
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&= : Fe B EMABIREREZE%ER
2R TE 7
kB W R 48/ )NRE LRI 1 K2 0.3mg/dL (26pmol/L ) B A LB BT IERY 1.5 1%
(acute kidney injury ) B — U P B RE (s B 2 o —F R A

18P e o
(chronic kidney disease )

TR B < S B

(acute-on-chronic kidney disease )

{#1 ] MDRD-6 &t 5 AR HY B kg 24
o R BRI R e — R A

1E MDRD-6 [T 1 5 Hi 2 GFR F#48 —{f H /MR 60ml/min LAY B B | > 553 48
JNE N LIS BT O A2 0.3mg/dL (26pmol/L ) B 55 A LSBT 1.5 1%

(GFR) £## =1 H/ 1% 60ml/min LA

EE BRI AEHE > AT LLES — AU B AU
TEMEREAEZZ B b0 AR S > (H K] 55 LA #E B
HEBERR T EE s (R—) > FTLIthZNg 75
— I P i AR PR AL & OF B L s F
BLLM AT RENE » JE TS BUR IR LR IR B &
i o [t » ADQI-IAC TE AKI 52 CKD Z 4} X 3
718 R 2 2 M #2E (acute-on-chronic
kidney disease ) f24E (FRL) o
=t

AKIJE A AL B & B IR R ey —fE s
Wl T PeE RS T R TR E K 1 {H
ANE T LR IET )38 2 502 AN T 25 A 1B 1 B
2N A A L R B D Re Ry 1B
Ut B A AL AR AT F ARG T B GFR I 8
RS HE T ER - EE A H I LLIAT »
MDRD-6 & H Hil £z /7 {# { ] H.fx 2 8 BE & GFR
(#2520  ADQI-IAC H{fi# MDRD-6 % 5%
PR SRS B DR B2 0 50 > 38 Le A el
AN B HERN A S TR BE (R BT 0 B2 B AR e »
il 72 A7 SZ HE 58 e B 1 i 2= 5 A TF R AL A 2 1
B o B AP A 0 RN TR > B
T S S RE R & o
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Renal Function Impairment in
Patients with Cirrhosis
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Renal function impairment is an ominous and common event in cirrhotic patients. Serum creatinine is
important in predicting short-term mortality and is used for the prioritization of liver transplant recipients in the
United States. The causes of renal dysfunction include hepatorenal syndrome, renal parenchyma disease, or
diseases affecting the liver and kidney. However, the serum creatinine and creatinine-based equations tend to
overestimate renal function in patients with cirrhosis. A formula specifically derived for calculating GFR in cirrhotic
patients is necessary. The present definitions of acute kidney injury and chronic kidney disease are not suitable
for cirrhotic patients. This article discusses the causes and classification of renal dysfunction, evaluation of renal
function, and defining hepatorenal disorders in cirrhotic patients. (J Intern Med Taiwan 2012; 23: 42-54)



