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Abstract

Contrast-induced nephropathy (CIN), one of the most severe complications after using contrast
agent, is a common reason of acute renal insufficiency which occurs in hospital and a severe threat
to human health. Common risk factors of CIN include chronic renal insufficiency, diabetes, age and
else. The mechanisms of CIN are complex, including the change of haemodynamics of renal, direct
renal toxicity of contrast agent, obstruction of kidney tubules and immunological factors. The
changes of renal hemodynamic and direct renal toxicity of contrast agent are critical factors in the
development of CIN. Studies on risk factors and mechanism of CIN provide theoretical basis for the
prevention and treatment of CIN, indicate new direction, and help to reduce adverse effects after
using contrast agent for diagnosis and treatment. The current paper is to review the most recent
development.
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1. 5l8

BEE DA IZIEH AR R, EIF A ANRRMER, mEERHEARKNE &N Z, miEiEyRE
A KA S US55 % (contrast-induced nephropathy, CIN)HI & A IREEZ ¥ n[1]. H T
YIS BB E I B AL 20%, WER AT S BRI KRR, AR T2
FpiAz, CIN CEONBE R S T DRl 5 3 KIRIA[2]. & 527 BT 8 S B 808 K240 o5 B
BERIEMEE R 10%, fEFFEANIE R REK, FRRTUEA R . CIN &AM o™ B 1K
i, CIN [ R RN TN 24 a1 A AMTF T 4 i [3]

2. BB CHTHRE

i 527715 9% (contrast-induced nephropathy, CIN) X R ELFIE i, fedgis 7 S8 2k B Thas i %
AR 2011 AFRRMMA PR AR B BUR Ph 23 G R 1) 2 2R A G RS AR R, CIN 2R B AN A 5 R 1)
THOLN, M AN HIERH 3 d NI SEE iR A4, RIS DR AR E T ki 250088 L
fili7K"F-Fk i 44 pmol/L [4]. TiARHE 2012 4 (s 2FRE LR TS HER) » 4% CIN 411k, 12t [E
N 48 h~7 d, HmE SUN: 75 48 h 9, WU B 5 SEREAE 3 N 26.5 pmol- L™ Bk A m ik 3Lk {5 ) 1.5 £5 LA (3T
PEAESELE O HEN i Z I A R AE AR 25 1 LAA), BURE <0.5mL-kg™h™ ik 6 h LA 1[5].

3. ERER

5 CIN RIRAH R H LR fE S A R T 2B 18 L T DhRe A4 BERROm . GTR RG] . e
Pl J3 03 . W (>T5 ) K PR & I oAb B 5 M B85 . il ARE CIN AR & <2%, 1A i
DRI R AR R R 2R AT 38 20%%~30% « AT FH I 82575 BT B AT JE CIN A AR SR A fE B A 3R A5 L L 6]
HRH: 2006 47 1) [ BRig #2700 B L SO0, & e 8 (ORI (>100 mL)I&E 257 & 2L CIN KA H T,
HIEH R A EAFERE, s fa i, RIE 20~30 mL M5 & A 52 520 CIN. th4h, ke A G
st CA R 2. d A LN HTIE SR BT TG 0 CIN A AR SE R L 7] X CIN BEAT f& s 73 JE A1 R T I PR A1
BERE, ARZ BN AR IR T 2 MR RIS TTE,  (HIX B PP A4 77 V5 AR R 408 75 58 2 2R DL
WEFAHABATIE PET T, DSR2, TR T I R

4. ZIRHLE
CIN H A AL BSR4, HRTA N B R 8 /) 2 23852 CIN KRAERIRBERIER, i AME R
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B S 2 715 BB 2 CIN R A SRR & E%ﬁ%ﬂFﬁ%ﬁWﬁ%%“ﬂE%ﬁF%,
Je B LA U I V) A MAC A LV B 0 AT A A v R L7 B S 2>, “?ﬁk?ﬂ%%* Mﬁ?
BB AU HOE ERER AR ML . SRAEES AT, ﬁ%ﬁﬁTdeﬁikﬁ RS BN R
IMA B, SO MEWAEYBTINA R IR IR R - IS RK R RGEGE, & e
%%% B RS A il 3 R I AN R R R L, A T A It s T SR vt L ARk B S
P, X EEHL I R 3 AR I e, RS, B DI REAN 4
P U 908 1) 3 2 AR R AR S AL ) B 4

4.1.1. MEWEEXER

1) WE=

PR A R P R4 /INER R A A B — BRI VE VR R T, AT SR BONER - HER N B KR
RS, SIS NERIEE R .

KRS BT TT R I, K8 PR3 B D Redin 35 Ok RUBL AL  misat e 1), vl gl CIN, B A R &
BT E, (ASRERE R A LB B2 s B AL, KR S T P R R -1 R R ER-L SRR
MBI, $&7R CIN AR RS MAEIA T A 2L T8, TS W IE RN R RS mLIA
T VRS I O o AEUE 2 S A (O M A I Hh P R 2 3 P 5 w1 S S SRR (1 F o S e CIN R
W R RSB AT REAE T AR CIN 7T — M, (HIE 55 2 BImF 78 DAIESE

2) B

FRTE S R = B R AR 0 rp R =, AT AR o FRARIE, 35 7 R I ) R A e D
RGN ATP (3 AR AR A it 2, IR BN B NEBR/NBI K B ol 2 S0, (A il RN Bl
ik EF) o2 SZAAAE AR, AT RS T LR A N BRI, A N ERUE IS FRBRAIK[10]. ZSHRAE A iR
HZARFEGR, Befl ol 2406 SEE AR ER, PTR#IK CIN & 422 Malhis S5[11] 1) — 0% T 280
5] F o B BE LRI S s, N7 P 3 5 70 W R B B 1 AR 25 200 mg 348 2 d, W] fd CIN KA iy 7.9%4%
F 1.6%, FEEFHZE00A] LA CIN. Bilasy 25 [12] I 7 [FIRE SRR X — W A

3) B& - MEEKKRS

B - R R RGO L R4 ThRE L W 1E, B 'S i3l /1%, £ CIN AL
A H AR, (HA RN I SR> « A BT TR IR 13] L/ B 5K 3R 11 A BEL I 791 P e 3 577 51 kS A0 4
MAEVER A SRS, WO T JEE X BRI, RUE M 5ok R B HH R A RExr CIN A — & R
FEM

4.1.2. MEY IKEXER

1) "IFIEER

B A 2 BA SR AN A, AR A T e 28 0 3 Bk A RURE i 26, AN BT 5K ' /N ik
Sl X B RE R B, DAYEREE M A N ERIE 2. SRR AT S IR R AR B, AR P I A VE T
YR L i, SR8 I AT R, BRI A CIN. Spargias Z5[14] () — %t 208 5 hfE A 4
FIBENLSZ I B, A ESERIAT TS ETHIER 1 ngl(kg-min)i bkomvt, A& 550 J5 4k S48 % i 3
F4ah, ATEEREC CIN B4 %,

2) —HALE(NO)
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NO 2 —F s Z1 (¥ ML &5 5K K7, 78 B LR 30 70 5 8 49 75 T A & RS , ST o0 IR s v Al sk
Jf H. NO 514 B 3 7E M8 745 1 15 b BN BT, 0 CIN R TR AR5 1 AE A [15]. (HA 5% NO R A
CIN GRIFIRIBT FL LD FA R 22 A AT F 4R

3) &R

—RAEAEIEL T, B ANVE W RORE AR TS, A SR EEE RN IS BNV N TR DR
FEXEIN, SR BB ANE A S TN, R S EUE NE I, DRI B NE I8 R TR UK M
SOV PR IR A s 53 NI 55 D vl e 32 A0 fok W B I ML 08, PF A A I IR 22 0 L i S i
B NERPERL R B, BRI [16].

42, BRFINERESNES CINAE

A /N R 3 R e R T LA AR AT A LA A, R R B e N B BRI IE RGN £
T eI, LA LGN - B0 ATP B oCHE, 4N - B ATP BEE PERASIUZE I R bl T PR B 2 v 4
N4 REIE - Fishbane SE[17]HIBE TR, &R WIS B /NS b R A A A BRI A Pl A A 2
RER DI RECLAS < 20 A 4% 2 1 AT R = R sk, 71 4 R RS 308 325 1 (U AT 4 o ] 55 3 2 L A ]
SRR . Zager SF[18] BT FLILIN Ny, GEREFIH EHGS T B S B /NME AR &R A 175 4, I
T IR C R, JF AR TR A5 105 T S BB B 5 2 W R e A2 (2

4.2.1. BEFNSEBHENRG

A H A BN E B2 A CIN RA M EENH 2 —, 2R —0 R, I H LA
2GR 3 HORE FE A 24 AT B i CIN I FE A s 2 — o AL B 42 B BE RIS AE CIN &AL
Hilrh s BB . B SZE AR, M AE R, B G UK TR A, G R
R, S-prat R, shEAMBEREFuS Al i & AL DNA 5%, B S8UE Mg
MELHZARA[19]. A O B HHEH RIS CIN (s R TR bR 73 — R, Horf N-ZBEE R
(N-acetylcys-teine, NAC) & H B WF 7L AL 2 11— Fh B HIBEIE BR Ao NAC & — M & St 1 B BB EBR 7, AT
BEAR I H KA e, PR RRARI, A BRI BUREAR G AR . Ak, NAC 34 ml e s 0 ) o
SR KBS MR D M RO R AR, A T P B NO BRI EE T {23k NO B, NAC 5 NO
SETE AR E M RS- bEEE, 1T S-SR IR B A AR, AT s S T R s /15420

4.2.2. ERFSHRAT KRG

S 2 W3 R R B — 18 R BRI R S A B NER P R B AR AR, IS I N B 4 D e
PREFFHIT, MR CIN 50510 3 —FHZNLH . FA RS @ 2ok s 4 A 30 H s
P /INE E R A TI[21]. Lee S8 N[22]HIWFFEIAN,  c-dun S i BB (c-dun N-terminal kinase, INK){&
SHSRBINENE ST 2 I, S SRR KRR, INK S Sl E R g i T
RO EL, SRR (A EE . BRI - FRREVESE) IR 0@ S, SR 2 5 INK N i
X ek o S (A S Rl i VE X R AL, TR [F) — SRR B R — SRR S AT 2 B2 8 R 3+ B RIBoE &
F 145G, REBuaEE 1A, et TRarRA,

43. BVEMEZES CINEE

B /INE b R AL 52 BE R M B e, R0 SRR B AR vk =, HAE NI Tamm-
Horsfall ¥ &% 115 5 HUR IR (1038 52700 AR LA OBCIRTCIE M, LA B 2 AT die 21 F) a5 70 5 U PO T
FEXg v, IRREIGURFNVEEZE, Mt ThRe[23] .
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44. REHERS CINBEE

HATA MBI CIN 5 A8 5 B R BAFE— & BRR, 3E 5 REVE O — A U HE AHLAE,
I FHLAT HIE AR BLGUR, —F TR TR SR R ST T B 0L, S 3UR M A e A R R
RESNE, AT EL CIN AR, B AR — B A 2t — 2 it 7t LAIESK .

5 R&ERE

BEEBURIG AR IZ T BORRIHED RN H 232, 15 CIN B R — A A B AL — 5 -
CIN KAMKIERIA R 2, G R AT N 7870 PG AT B T2 CIN ifafs i, JATTREZ S & fa kA 3%
MR, XEEEERF RIS E, GREFEREE, B2, K4 CIN KB, 54, CIN B4
2 MR B AE B ERAE TR S50, B RIS 70 A B R AR B ORBE I 2, A AhE R BN (1
FLARF L B NE HZE R e R E CIN AR EZAE ] . H AT CIN BRR < MR TR 2, &
AT S8 2 WA Al B I RAE 78 LA — PR By CIN 1R R JE R AL, 32k Ty S A 24t Bl v CING
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