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[Abstract] Objective To observe the short-term and long -term effect of lodixanol, an isotonic and
non - ionic contrast media, on the renal function in patients undergoing percutaneous coronary intervention
(PCI), and to discuss the predispositions and damage of delayed contrast-induced nephropathy. Methods A
total of 242 patients, who were admitted to the hospital and received PCI by using lodixanol during the period
from Jun. 2007 to Jun. 2011, were enrolled in this study. Based on the serum creatinine levels (an increase
by 25% or 44 umol/L. after PCI) determined at 24 hours before PCI, and 2 — 3 days, one and three months
after PCI, the patients were classified into contrast-induced nephropathy (CIN) group, delayed contrast-
induced nephropathy(DCIN) group and no renal function deterioration(NRFD ) group. The correlation between
various risk factors and the DCIN was evaluated. Results Mehran risk scores of NRFD group, DCIN group
and CIN group were (5.02 +1.64),(6.72 + 2.48) and (6.97 + 2.51) respectively. The differences in Mehran
risk scores between NRFD group and DCIN group, between NRFD group and CIN group were statistically
significant (P < 0.001). In DCIN group and CIN group, the incidence of coexisting diabetes, chronic renal
insufficiency and chronic cardiac function insufficiency was significantly higher (P < 0.05), moreover, the
clinical incidence of cardiovascular event and mortality were also significantly higher (P < 0.05) although
the differences in these two items between DCIN group and CIN group were not significant (P > 0.05).

Conclusion Mehran risk score estimated
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before PCl can be used to evaluate the
CIN risk. Although the isotonic and non -
ionic contrast media can be well tolerated
by the kidney, the amount of lodixanol
used in PCI should be controlled. Long -
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term careful observation for the occurrence of CIN after PCI is as important as the evaluation of CIN risk made

before PCI.(J Intervent Radiol, 2013, 22.: 015-019)
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BAI bronchial arterial infusion TR E PR FEEAR

BCS budd-chiari syndrome - &Gk

CT computed tomography THAHLEZ B4

CTA computed tomography angiography CT IfiL % Hif%

DSA digital subtraction anglography BUF WO N Y

ECT emission computed tomography F BRI m[i‘ﬁ)gﬁkfgfﬁ
ERCP endoscopic retrograde cholangiopancreatography PN BT A v 5
GDC guglialmi detachable coil PR A7 AT 56 5 2

HCC hepatic cell carcinoma T4 B g

MRI magnetic resonance imaging g AR %

MRA magnetic resonance angiography Tl AR 145 A%

NBCA N-Butyl-2-Cyanoacryl ate IE T -2-7 3 N R TR
ONYX ethelene-vinyl alcohol copolymer LI - IR B Yy
PDA patent ductus arteriosus Zh ik S48 A 1]

PEI percutaneous ethanol injection 2 17 TooK 2 T
PET positron emission tomography EF RS IR RS
PKP percutaneous kyphoplasty 25 {2 MRS Y B AR
PLD percutaneous lumber diskectomy Z R (28 ) IEHE M A VIBR AR
PTA percutaneous transluminal angioplasty 217 T N LA A
PTCA percutaneous transluminal coronary angioplasty 217 R B kO T A
PTBD percutaneous transhepatic biliary drainage 251 ZEIFIRAS B A
PVA polyvinyl alcohol B 7, hs

pPvVP percutaneous vertebroplasty 25 B HER TR

TACE transcatheter arterial chemoembolization 255 ke AP R 2 A
TAE transcatheter arterial embolization 255 ok 2E A

TAI transcatheter arterial infusion 3 KT A

TIPS transjungular intrahepatic portosystemic shunt GEEIRIE TS AR
UAE uterine arterial embolization Fer Bl SEA

VSD ventricular septal defect 22 a) W e



