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MEBYAERAGE R BYHERECRAEABREIREETRBHERZRA » SR
PEMERBRANGE AL o AXRA—BITCHARGRBYEERBYHETREIMES
B s ERELER ARG HANB ERAER c MAB —IL66RETH » A RIMEERE - SR BREF I
RTEMRE - BFEARMREZL RS ETB AR OB EREARERICEETRE -
BEMBERR  BAHEEMERE AL TP XEHERERE AR T —XBAHRIBER
BRAERR - BRHAFREGE R BERRE - BRAAAR RN BREFRRATE » LG
TRABEITAL - HALBEZTBEYIAREREHRZ ZHARKE » RE&THIRI M5
S % & 2 JRAYN-acetylcysteine : B RAE ] — LB AT HMNE - BEHFHRNEY : EELER
BAKGBAYAER » AT ETARR YA Z - B AR B 24-48 /N F R4 L
A  BHREFRERSAIEREE  ERENEZLRESNARZENGHK - 82 »

AT SF dm SR A% 3 460 3 TR A T IHIKER R R B

FAE5E - MBS RIB (Acute renal failure)
BASZE| (Contrast)

REOHL .

BB/ FIBS 5% ( Contrast-induced nephropathy)

EIES
5 5 4 0 P SR O 46 10

R B W 8 O BRI S M B R IB R
R o BEFZEI AT S REHY R 5 % (contrast-induced
nephropathy, CIN) Al F5 4 Fe H o 1k B = A EUW
JRRRIEE =07 o B —MARRIME - TR
Fl 1 AE A R DR T Bk EL 111 20.6-2.3% » 1H
& BT e SRR EL B AN AT 3220 % DA 12 o
R T o A B B R IR T 7 BB M IR R SR
NTEIAE 30%HIEBTER LU 80%HI M - JE 1225 ©
K L B 0 T B S L B I T (R R B ~ Bl

PUR R IARIRZSRISE AR » AR SCE LL— {1166
Rk /O WURE ZE R 20 1 IR EE AT L i e A 38 A 4k
ISR BB R RO - s BRI R
B BUR PR ~ fEka N T IR DU FER i — XX
BRIENRE - AGET e RR B ZAER -

B S

—z665k Y 2 M FRR R R L+ R A
SHF EIUEEZ BRI A MmrgTE e - W AR
7T ML 5 — 8l IS 1 &7 B S (radiation) £ /5
B~ e B RS R A R R

B A fpkBy AR 106 T ERWRTIR ShTLBEBRE-FRERTE



172 *BR KegE AFEEF HBAH

RSER o FE o i AR RS ~ EIRAS
o~ B B RIRLRE B RIS o
o5 N BB RE PRI = I RR — -4 DL b > TR
AR HETR R o B R — 5 2 Al i e 15 % B
WA FIAMBE SR B~ 5 b G i it B
B IR R EORIETE - (HR2 WA B &K
WA E Hise BB R BIE D A S
2 0 EIFIAR183/89 ~ FEIR19/7) ~ LBk100/5) ~
HE36.7°C o HE MG A IS M 165cm ~ fH
59.3kg ~ i MEHS A B ~ MiEAME S ~ DUk
JEIKHE o BRERX O 230 W (SRR 7K DA B U e
Ko Wi EEBIT K IE o L EBE IR VI-V4 IR
BEMIQIY » HIMEVI-VAISTER EFHIIEE 2
it 25O R e A A o b I SR i Bk
8070/ul ~ MIFLFE 10.8 g/dl ~ MALL35.1% ~ IMkE
230 mg/dL ~ JRFER 32 mg/dL ~ FLEEEF 1.9 mg/
dL ~ [#A 139 mEq/L ~ M#F 4.0 mEq/L ~ WL
WG (CPK) 339 U/L ~ WL$5% H(Troponin I) 8.55
ng/ml * #EF2 OhEARIERIERIR - Z2EEE
PEOHUBEZE » HFMEARIG RS 12/ NRgRT > BRI DG
IR 56— (16 F 1kt 25 VS A% (fibrinolysis) B¢
/L3 (percutaneous coronary intervention, PCI) 1A
% LSRRGSR F - fa 7 SR ~ i
% 8 35 (heparin) ~ fif{b H iH(nitroglycerin)
FIPR | (furosemide) » ifif5 T [1iikaspirin °
NANHE RRFMREIGS T o B8R A
it (BDVRE H oK A3 O S R HLRHE R ) IHC 8% 555
£11248cc °
SNALH o BHERREX AT B O B K
DURe i BI A EARE K © O EBAVI-VAHEL T 5
EIIQUE - Wi AV 1-VIHBI M T (biphasic T
wave) o & H /0Bl 7 5 b A B B 7 2R
(ejection fraction)f560% * KPR _b 7ML= UG
BB o EHENRBEMAEES 309 UL ~ IESEE R
13.6 ng/ml ° i Afii fHACERES £11138cc ©
NHJUH R B0 8 A (B R
iopamidol * f&low osmolality non-ionic contrast
media)#UR /e BT X (LAD) 99% ~ 7ol fig %
(LCX) 95% FIAEAREIR(RCA) 95% PHZE -
e — 2D ST SRR R T B PP LADIE A S ©

(IpBwlD

8 6/6 £ 40.00
£ w
8- @ 2 l 6/8 o H 2 | 35.00
- © ki
M L]
B 1 30.00
6
M Cr(mg/dL) 25.00
5 ~eGFR(ml/min), £
2000 | 3
4 g
E]
.| 1500 3
2 1T 1.7 19 1.7 1 10.00
0 & 0.00
919 522 66 610  6M3 615 619

B i

B— : mBBELURERERBE BRI LB -

fiT 1% 44 F Clopidogrel i i [a] & H F 3 H 44 »
L5 I (glimepiride fllmetformin) K [ ifn B
(telmisartanf{Imetoprolol)-- -5 IAREE - & H KK
Ut A BORE AR SO i 22 3 S s o

SSHAH o MEE140/90 - #8I836.4 5 LBk
92/min > MEIE20/min > iR SRR R R 37.3
mg/dL ~ JLEEEF 3.7 mg/dL ~ JLEBEH11.7 ng/
ml e SH+T— kT ZH®WAMBAEELHE&
AR IVIE L » F 45 MMHE W € 58 BLm A
HRIMHE(30-50 mg/dL)JER SR » HLot - FRR L
il e R 2 E 5 U ~ SHERIR XK (jugular vein
engorgement) ~ Ui tAITE IR (orthopnea) ~ L 141K
F]IRFNE (K] #fE (paroxysmal nocturnal dyspnea)s¥ i 5
KR DR IEI LR -

SNH+=H 0 MmBE128/70 » #47E35.9 0 LBk
80/min » MUK 16/min » B T IR E - 5
IMAE 42 mg/dL ~ [RFER 77.3 mg/dL ~ JLERET 6.7
mg/dL ~ [M#A 130 mEq/L ~ [M# 4.4 mEq/L ~
EeRE 310 UL ~ D58 H3.85 ng/ml © & H %
1 1 A2 I RE I i 22 B B o R B il %
BRAA T 3 B DB ~ e e A G4
1ktelmisartanf*){# FH ©

SATHH o MmEE142/80 - #87836.2 0 OBk
86/min > Pk 18/min » fHIMARERIINE 305 mg/dL ~
FREZZ 48.2 mg/dL ~ WUIEEHT 4.2 mg/dL ~ M#H 130
mEq/L ~ [M# 4.0 mEq/L © Jf§ A HEE OIEH: ~ 58
(RBIRBEAR o A PU/ NRFA RIS SE B F52000cc



WA AR T ERE 25653 16ml/min ©

ANHYILH » AdEIRIEE » IRER 16.3
mg/dL ~ WUEEHET 1.7 mg/dL ~ UEEREEIFS3 U/L ~
ALES & F10.077 ng/ml ~ [MI#H 136 mEq/L ~ IM§F
3.9 mEq/L © i ARG E 7S H — -+ H Bt o

T N8 2 LR 38 R BE Y il v LS I e
5T B HhEK #8285 (eGFR{# Fl Levey modified
MDRD formula) # B f1[E] — o

X Ek=lE8
— ~ REFE  BIRT R R Ak 1

WA 25 SURRES F 08 R 52 32 mR k9 B e
PR S 1 38 B P T D RE SR 2 HH ik 2 0 HE
ok ) BB T s 8 e A R e 28 H BT R
P52 ) RAE B S AU B SR IR E S 12 1) 24-48/ NI
W o IR R AL B - F0.5 mg/dLE%25% » ilf;
HEBTR HAth Tk B =B AT REME 2 1R 2 o BRR
AT GR ot e BTUPR A T B R TR = K A% 5%
FlixE R R TR ERIEREE 7 - B
o 8 ) SRR 2 RE SRR TR » PRI ST
T (urinalysis) FAE K ER (3 &R @ IEH Y » 8 R
granular casts ~ &/VE b AR R D EEEIK -
K ARy i B8 & AR A #7325 (fractional
excretion of sodium) [ FEAYTEZH ©

H A 7T 2 8 BB RS I S 1Y) fec b (X -+
et » AL - B IIREAS 2 (eGFR<60ml/mim/
1.73m?%) ~ WEIRIRAY A M K H BRI RAT ~ iy i
BHRANRE ~ FACKIRT758E ~ FRIEH H & H AL
fifs I 1) ELAB (ACR)>30 ~ @I 8E ~ 1m0 5
Ue ~ AL LA B R E 1% BF (nephrotic
syndrome)*" © H4t o LEERENEE RS
AARMmERR) B ~ B A HEHIABP ~ BERE M
2 (cholesterol emboli) DL 5 F A {5 FH & 4l
e fabg A o Horh DUB DIREAS 2 O RE R 55 58 B
RGCRIE R REE R - Bk &6
{5 F — 2t 5 8 B 1M 17 B ) £2 RO EK BT B8
(tubuloglomerular feedback)HJZEY) » B4 :
nonsteroidal anti-inflammatory drugs(NSAIDs) and
cyclooxygenase-2 (COX-2) inhibitors ~ $T 5 [l /E
{H¥% ~ dipyridamol ~ dopamine---5 » BUB{EE &
TERIEEY) - 40« FFRE ~ mannitol ~ aminog-

B 4 173

lycoside ~ vancomycin ~ tacrolimus ~ cyclosporin »
amphoteracin B--- 5557 1] GE M DITRE 2 5 B o5 5811
B4 o 2 BEVEEHEIE (multiple myeloma) i & H#
RERETHIE RSN fE N2 — s
19924 —{[& KUY [ BE M (retrospective) B Bilf A
REREET L — B -

o AT

E) o I AT PNPEE N ) Re
IR DIRE N RER LB 120.6-2.3% » {HREHE
ek e LLBIAN AT 5320 % LA 2 o #5 RRy E
THREIEH, » BIBEAWEIRTA » R BB g Y 58

BT 150% 5 SRR E DhRe AN RI9
(UMEHUEBET 1.5-4.0 mg/dL)AJEEA 2K H54-11% 3
BERE B B DR R & X ARBE A M PR -
FEAERIE9-38% 5 A2 HIE B IREA R (I
B > 4.0 mg/dL) XEEIRIRAI B E » B =
50%" °

A8 R FIS 17 228 A L TR R S Y 9 R 2K ]
DIRAEEHIE ThRE » #9211 %R R A T 2
P 2BENTIG R - (HIE S5 ZE N ia R a9k A TH
WA 30% I EBEZR L2 80% T i IR T2
=~ Bojp b R w PRk

SR T B P A 17 A\ Y 30078 BRI E i i R
e 5E MR o HHFFZL B8 n vito) BN E R
B A T R = DA S B NV A TR R DA B
B W MR 2 R E g R -

HEZ TR B B0 /A B 5 E 0
> Yoshioka et al."#% I {E 8 & il 2 (volume
depletion)f & il _b- {5 FH diatrizoate -- —FHAfEF 1%
M) /8 % B BE Y T (high osmolar contrast
media[HOCM)) -- £ B il & et AR5 A LIE RIS
PGS B FALEE - B MR L raE &
1k (lipid peroxidation)i i 7~ 2 AR5
iifi 7] F ] & malondialdehyde (MDA Y 1 & 15
1 Parvez et al."*$EHH G B & B i) o
i/ VE B & & OF A BRI REER Ry
MDA LTt o 1158 e & AT SR HOCMHAYHH
EEEME B BB (low osmolar
contrast media[ LOCM]) 2R 15K °

HHILIE T (apoptosis)FF 14 B A A 1A )
¥il%EG (endonuclease) TG L » MM &R DNARY



ZU7 o BN (in vivo) BRI EABR BN BERC
o VE MR R T o SRR RS
ER ARSI =2 B B R A B > Hizoh et al.”
Y B S =2 B BIRTR - NMEMERHOCM »
M5 /& mannitol 5 = R & BB K - #AT DUTE B ik
i b R AR S [ EEDN AR R - 1158 Le R RAIA
FFALOCM - [fiiChan et al. 38 5% i B RE ) Hili
A BRI & B G M % (reactive oxygen species)itE
38 AR F AL B T o AN - 805 R i R HY
8B RR B B (iso-osmolar contrast media
[ISOCM) Al PRI 82 /33 1 B M B (viscosity) S T iE
i Mk B 2 R SRS

1A 3% RV MR 5 — 7 1 th AT RE &S FH LRI IR
(osmotic diuresis) 14— 15L& ER ] ff B¢
2N/ VE R ER K BER B - 35 R I LI
{fit (intrarenal microcirculation)H" JBR3E i ¢ (B Hk
BR3EJE2%5 (glomerular filtration rate, GFR)” ©

BAEANCEEAMAEE ATV S FE%
FI A B B S EC 197) e i Tt 0 i 1 37
(renal blood flow, RBF) » HEZ AN GVl (R FEE
GFRIFJ N> o BRI G AR ~
A i 1 B A 5 (medulla) R & o SRR BEISSR

174 *AR Bk LFE HhAH

TEZEE T KEREE FJHH{(medullary thick
ascending limbs of loop of Henle) ™ o [f1%
Nygren et al.”FlLiss et al.”f") & g th 7] 5% 5 3
ST R T 1% Ml o 7S I o kD T S SRR ) T e
WITETE » 38 LE B SAE R /K> B b bR Ivs 0 {18
R

KA BE R I B ) B2 b R SO R R
R 2 i %8 S A 0 E s e g o o il an
vasopressin, angiotensin II, dopamine-1, endothelin
Hladenosin---5 3 BURIMEEFRYIERIED > B
41 @ nitric oxideFlIprostaglandins---55* o H 4} »
REFZH 0 13 R (viscosity) LS RL M ER ) 52 £
AT RE R K B Ml 1 27 s 18 S8 B A R (R i AT

fEREDY S T Al R B R BNE B
A REL 3 AR i AL B R ¢ 22 k (vacuoli-
zation) ~ [HE 5% & LU SAHARIESE™ - Haller et al.”
() #E I1 B B 8 5% I 5w B o S A e R BT
(trasepithelial resistance) ~ % 2% % (inulin
permeability) ~ # TR FE H (polarized cellular
enzyme release) LS H & B/ NVE RIS T 2 801y
T FE o Niu et al.™ DL 5 B 5B 3 R SO 51 3
OB - WA OCER R B B Ea i

EEZ

A Y

Y A

MEEFHKRES D MRFHE SIS B2 N
Egl (viscosity? Liil%‘%%ﬁi%ﬂﬂﬂ B ENBRILR EEBRS
MEREEF B el
endothelin
adenosine
Y
) SREBRHD SRR
MEWHER:
MmFED
l
BHERE B)\ERE T
[

[ I

=t

B_ : MBS REERPMTAIEERME
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/N 2R Rz A e HE B BA R Y 223 {E (vacuoliz-
ation) ~ MM A BERLIR &GS ~ MAREE L T
(necrosis) DL ZEARMIMUE R IVIETE o kLAt - &
/& ~ SRR (collecting tubules) K1 HkEKHY 2%
B ARt thmT Rzl o

b A DA b ot > SRS 0 A8 i P AT
REBU A — Pl o
DU ~ LB kR

2004 F-Mehran et al. 5% g H FERHIE ACEHETT
U Sl 2 O 358 B TR B R A P AR R o
rh A M EIH AR - {RMmER ~ TABPRY{H
o~ DR~ BB IR R ~ BRI ~ Ffd
K755 ~ B HEI A & o BEgZ— -
ho~ HG
(—) ~ A # 72 (periprocedural hydration)

ler iy £ ) e R A 7€ 2 H RITAEET 26 ifF 928
HORL 5 o HE B TH B R R B B R Tk e
Eisenberg et al. “HIfff728E/1x > HTHT#G T 550m1fy
A B B K FE N _E250m1 & 75 BT 3 (heparinized)
(9 A= B B I oK AT LUCE (58 T HO CMITE 3 2% 5 2 ek
B T B R B8 © Teruel et al "1y &G th
S [FIAE =) i B TG - il Al e v A e 2K FERSG  H
B LT SRR B 112 FE PE ] (uncontrolled) Je [I AT
(retrospective)ﬁ"] °

20027 — {18 KA iy e B 3% g Ak B s <5 5k
0.9%E B R /K FUARAR0.45% 52 HE TR BE R 7=
A o N B LB DOREN R 0 (R
SRR AN R I S 7 R o

Fenoldopam)& — ;& '} dopamine- 1457
arHIIER | (agonist) » B A B BRI HERECR -
B PR b AT FH 2GR B8 e M ) = IR © 2003455
ZKHJCONTRAST i KA B Al fenoldopamlfi
I 2 A PR (R TR B R 3 AR 2R RS SR
Ec¥ad-cbt P QL TP S E T

Trivedi et al. "By BTHEFE LSS » FURERIRKIE
WL I ARFHFTAT © Stevens et al.* HISE 7Bk ff
FEIMEZ %4 T furosemide S dopamine s HEZR Y ©
Solomon et al.”Z% £ 4 # & H K wf /£ /50 L
furosemide3{mannitol 5 FI| R BI#R % A L B &5
T A R EK AR GLF -

AR i LB/ NVE IR AT DU (R pHAE

&—  INEE(PCIHiTRHF IR B B g R

feba A 8

fiii %24/ NEFA SBP<80mmHg A —/ | i 553

LA b6 Einotropic support 3{ TIABP

{#FIABP 5%y

NYHA class III or IVI.0 X083 St 7K 5 543

Gy NSIRY 457

EMCEA MM NA39% » 22 1ViR36%) 35y

BEPR I 34y

HARZ IR A #.(55100cc) 15

I35 AEEET >1.5mg/dL 45y
£

eGFR <20 ml/min/1.73m’ 257
£

eGFR 20-39 ml/min/1.73m’ 45y
4

eGFR 40-60 ml/min/1.73m’ 657

eGFR=186x(Cr in mg/dL)""*xage**” (x0.742 if female)
(x1.21 if black)

JRBgE o BRER] BRI RS ERR R R
=5 7.5% 0.04%

6-10 14% 0.12%
11-15 26.1% 1.09%
=16 57.3% 12.%

R B R ERER o R lkMerten et al.*f£2004
MRS LCTEEE 7 IEknEE > 8 154mmol/L
AR M AR AR TR EL 1 54mmol/LAY A= 1 vk
RETHP HAR T B 558 o {H/EBarrett et al."AlGEE
JE (A B Bm J7iE R A L - i B PE
— {42 5 G dm G R ER IR = o IR
TRl 2- 12/ NRFERAA T Iml/kg/hr 0.9% 25 FH £L R K »
R 124/ MR A THP SRS TR B 4 - AN - H AT
TR BRI AT SR (5 FH i e UM R IR e VR )
% 2 Ozcan et al.“[A20074 45 Hi{5 FH 154mmol/L
) Bk e < P i i Y L 2 T W O 1 AR I i
R FER RE R B 5 88 B I © Briguori et al P15
B iR SN ER IR E T N - acetylcysteine
(NAC) [ Al fs A kb A= P B BE K N AC Al BE R
TP s o

fa R AREHE > EEHATERERZT > i
AT e T B A B 5 R B e SR BM AKS R BUAE B R
W K I A P A T S TR BE RS TR B O A8
AlRE R A E BN - (HERH %45 T furosemide

mannitol ~ dopamineZ¥fenoldopam 1] HE i& &



R EM o KA B a7/ NS B IGHS 7
154mmol/LAY i S SRR IR | mL/kg/hr(f %
100mL/hr) Bl {% 7S/ MR > BT AT2- 12/ R EEAS
F1ml/kg/hr 0.9% 4 FREEIK » Fi24/ N > H
1 ZH B R AR T RS -

(=) ~ N-acetylcysteine(NAC)

NACH A FHES 582 7 B o5 58 ) B i NS
Iz o HATREATREN R E : NACEITELHE
AEBR R E A0y 5 &~ Win— % k&8 &
i fif(nitric oxide synthase)f 23 M IT— 4%
BRI A5 Rl AR G S8 s 71 328 ) I 78 WS ~ 112
EMIIAE E LR )T A B A7 B4R ~ H7HI
AR B -

SR E 20025 L 8 i R Al B ¥ AN AC
1E TH P B8 2 BB R 58 1) A £l R A5 31— B0
fie R o AN A A E A S AL IETHIHY © Tepel
et al. {83 ([ T 115 WLEEET £51.2 mg/dLBK LI
T 56 18 25/ MR 60m1/min 9955 A BE 8% 73 fH 6 45 7
firATiER A7 B B TR 2646 T NAC
fhes SR 7 T 1 B ] A S LR 1 S R T B s s )
AR B F52%F121%(P=0.01) ° Briguori et al.”
A ZHENACHE & HH600mg bid4E Hi £ 1200mg
bid » BB HIBWREBENLLER 1% E
4%(P=0.04) > Baker et al.“HI| ] & % £ 45 7 5Kk
HR P RINAC - B2 R RH b 1% 58 B 2
P B 58 A2 25 0 B 55 9% F121%(P=0.045) ©

i » Hoffmann et al.“iA2004 3R T —F
NACTE IE & B haRE M R M ke A0y A\ & L
Ak ] DA R AR M v LR T 3.5 % LA B I35 R 58
R7.7% ° 38 $F 1 0l i R A B 18 50 i v L
BT A ER At o8 B DhRERY) 75 ik b > SR HIFEE K
PRE -

H RTBHT R 52 2 Zagler et al. 220065 —
T 13{[EFA BB meta-analysis * ¥§//ANAC{EFHR#E
s BB R A et T R RE e

AR s HANACHIEIER D ~ ([ERR{E
B HWER DR IEEEE - KLE
FIT A 3l 728 A B e e B R I iR & OF 158 FH 1
i fE b R R _E R TR - AR E R — K
FEFG T 1200mg bidBfirf% —K > FLPU{EE & o
(=) ~ EEEIERE M R EERE T

176 *AR KRk LFE HhAH

1950 #E » =% |5 & (tri-iodinated
benzoic acid)FIAHEIE F 5S4 EE - RR P
HREMiE E R #2000 mOsm/kg A4
(HOCM) > (IR b th IR bl 25 35 EL 7 1 i i
1TE) )R B S - I 1970F14% > F%RE
{KZER(LOCM)IEERZ I IR » BB R 3
600-850 mOsm/kg ° ‘& {172 7 it B At 1 R R
(ionic HOCM)JCOOHEE 5 CONH2IM3E R HY »
TR N o i o SO JERE T (2 B R
BHRZ T (non-ionic LOCM) © 5 MEi22:375 BR RE s 7
A BEFPER (lonic LOCM) » &35t — R L %2 ).
EHilr) — Bt (dimerize) kB H o 2% 19801,
R4 HH PR TR 114 551238 BRI B 75 (non-ionic
ISOCM) * &iEM300 mOsm/kg * fefEh —F1t
FERfE 1 = & S AR BB o AR
375 IR S TR A B R L EIAE P 8 2 38 IR S 2
BL o ESHIRES B REE FEE > AT LLE
HiT G R FE B T

B IR - B2 B2 R PR (LOC M) FH
A g A R RE R B (HOCM) A B DRI EIVER - 15
FEAE1989-19924F (1) — LERiTHE M e 15 58 3 »
LOCMFIHOCM # [ 5 5 7 B ik 4 1) 5% A 28 31T
BAEZ KIIZER] o N33 1] BE 2 K 5538 Leif 5%
AR BB R SRR« B IREN BRI
A o

219934 » Barrett et al. "I B DIREN B HY
I FE( FH LOC M HH 30 86 52 751 B s At 17 Jal o Lt
HOCMIZKAF K o HH—1li1995F KAV 5E>
LUE phRe A~ B S5 FINE TR I M R85 o0 1
VUH » 3Mfi {5 Fiohexol(JBLOCM) & diatrizoate (/&
HOCM) A LU e TR B i S ) s A b s > thig
HLOCM T A B IRE A i H A BE PRIGHIR A 2
A B e R B R A

20034 Aspelin et al. "S5 ¥E IR 5B Dne
ARE(Cr 1.5-3.5 mg/dL)FH A GEITIMERR - &
(] Lt 85 {56 Fl iohexol(JBLOCM)EKiodixanol (&
ISOCM) 3 552 BRI il 1 s ST T B i 211
LA o BEREET  fEESEREE =R
WM iE HUERET b F+HI%UE » iodixanolfH Eiohexol
FHACIR o [RIBE » 1 S b e FHISOCM XL
& LLLOCMZR IS ©



(PY) ~ [ EHT (hemodialysis) L[ 77 & (hemo-
filtration)

EIRIMAENT 7] LU BRI » A itVogt et
al. “HUBF SRR B DhREA RV AAERERZAIEST
1% 37 BVAG 7 IR 32 A 3 A RE TR B B2 H 5 R
8 o % Frank et al.”& G\ (£ BERZHIVE S B[R] K
SEBHAGRG T IMECENT - (HA5ERFHIE -

FHEATEY - I 505 308 FU 0 1 BB TR R i 3 11
FARTEBAFHIRG R © Marenzi et al. “ $HEE )
REAN A A BT 7S/ DN RE RE AR 77 SELAF [V
Flr{%18-24/ s GEELEIE S M RIS FC 25
1000cc/hr » JRANHERSHGF G 20FHE) » AT LK
RO BB W8 2 348 o NaiE iy 7 L&
FHES B R - T L 5 ) I B S8 - I B2
WEIRF N7 » A « 2 jugular veinBYfemoral vein(&
Adouble lumen catheter © [KI St AR EEHE -5
R = e B IR T Sl L R S R I 111 %
8.2 237 o H B TR e 08 T L T i A )
PR ANEAE - TR S RGBS - SOt
e H EA S MR EE R AR A AL o
(I ~ HE

{E20044F K Spargias et al.“#& i H G J1E L
EF#E (D an C ] LUA 2 (KB BB i it - A
Boscheri et al.”{£2007 5 K & & 4l % X F7iE
ZLOETE

FFEM A E A ERAH L thEYRE
AR B BB R S A 342 » B4 ¢ endothelin
receptor blockers ~ atrial natriuretic peptide**-5¥ »
(HEBA RS ER LR HEN -

ARELL S

K% BERR T BB 3 L 1% - ]R8 SRy
TEIGHEE > A1« SEE AR T ~ MR LR E Y
SH - SRR - HHDEBRYHRA T E
HE— D HENTIRHR® -

ENE:

38 e — (A iU %) B T S S AR o —
(L665% 1Y 20 P RN A HE PRI ~ 18 1 B i i
(chronic kidney disease) ~ 1 IfTL B L K i B2 ] 5 it
iE > T OEE R AN/ UNR R RIS AL
BN ET 1.9 mg/dL_EFH2E3.7 mg/dL » (EHERRHEH:

B 4 177

CEBEHEYRGE T ~ BUKEULRBZE
LB S R BRI T SRR o LB
BB TR > WISIENLEET6.7 mg/dL{% &
WA o 25+ —2K > Ve WL BT K18 2HE Ay
FERRE(E T HBT

SENVATS PN Y] SOl A = o N SR 6
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Contrast-induced Nephropathy

Pai-Kuan Huang, Jin-Ju Tsai, Ching-Chih Hsia', and Yung-Hsuen Hsu'
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Jen-Ai branch, Talpei, Taiwan, ROC

With the increasing use of contrast media, contrast-induced nephropathy(CIN) has become the third
leading cause of hospital-acquired acute renal failure. Here we demonstrated a case of CIN developed after
coronary angiography, reviewed related articles, and discussed about the proper mamagements. This 66-year-
old female who had a past history of diabetes mellitus, hypertension, and chronic kidney disease, visited our
emeregency department due to chest pain. She was then hospitalized under the diagnosis of acute myocardial
infarction. However, acute renal failure occurred two days after coronary angiography. Under supportive care, she
returned her baseline renal function and was discharged 11 days after the procedure. The development of CIN is
related with increased hospitalization duration, medical costs, and long-term morbidity and mortality, therefore, it
should be prevented as possible. When the use of contrast agent is not avoidable in those high-risk populations,
prophylaxis methods include periprocedural intravenous fluid hydration, use of high dose oral N-acetylcysteine,
avoid nephrotoxic drugs and those affecting renal hemodynamics, choose low osmolarity contrast media, and
minimize the contrast media volume. Re-evaluation of renal function is recommended 24-48 hours after the
procedure. The treatment for CIN is mainly supportive and dialysis may be needed in the most severe cases. In
conclusion, lower incidence of CIN can be achieved by detailed evaluation and appropriate prevention strategy.( J

Intern Med Taiwan 2009; 20: 171-180 )



