TR 52 2016 4F 2 A5 31 #%5 2 ] Radiol Practice, Feb 2016, Vol 31,No. 2

123

AR E . RIRE,

- BRREEFEETMR
L AULRF 3E 5 AT DR 50 H 9 A e B 5

T, L&, TFE

[FEE]1 B8 47 CT 3R 4248 b, o i DU (Scr) JEF ARE ¥ 45 ks 5 2 i /) B % (CIND 69 48 & M, 73K @ B
PORCSE 2011 4 10 B —2012 4 4 A fEAIRAT CT 38 3% 4246 % Scr EH AR, & 1163 4l &A@ L& F 632 4.4 531
Bl, BREFRATAITELRR . G RE S MG SR H L AL A B IR & KRR &R R (MDRD) A K3 B skt
£ (eGFR), e % B # £ CT B 2 AN ELES 48~T72h W45 Scr 14, A 3 i 2 F & 4 CIN, B logistic 4 B
EFERSHRAEERAETH CINWG RS o B &, ZR:1163 4] Scr 5 ABE P 48 /kB &4 182 6, 4 R & &
981 41 ;67 %] eGFR<(60 mL/min/1.73 m®>, 3 ¥ 6 % eGFR<C45 mL/min/1.73 m*, CT ¥ #4246 )5 48~72 h, &4 & CIN
101 ) (e f s % % 16 ) L 3E 45 ko Ja & % F 85 #)), Logistic @ )2 5 #iA A4 m A CIN G — A2 A% B & (P<
0.00D) &g ¥ w2 CIN — AL ao Bl &, {82 Scr EFAB T CTHBEEN . HESHABREXL T EL
WA e Y

[REBIAY P M AR T A Bk oFIE; KERY K, X Lt Fmn

[FEHEE] R587.1; R814.42 [x#f+RiIBAY A [XE4S] 1000-0313(2016)02-0123-03

DOI:10. 13609/j. cnki. 1000-0313. 2016. 02. 006
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[Abstract] Objective: To investigate the correlation between diabetes mellitus and contrast-induced nephropathy
(CIN) in patient population of normal serum creatinine (Scr) level. Methods: Data of 1163 patients undergoing contrast en-
hanced CT were analyzed retrospectively. Clinical history including hypertension,coronary heart disease and cancer was re-
corded. Estimated glomerular filtration rate (eGFR) was calculated following MDRD equation. CIN was recognized by com-
parison of serum creatinine before and after CT scan. Logistic regression was used for analysis to explore if diabetes mellitus
was an independent risk factor of CIN. Results: The history of diabetes mellitus was found in 182 patients,and the other 981
without history of diabetes mellitus. 67 of the patients were detected being eGFR<60ml./min/1. 73m* ,moreover, 6 of them
were detected being eGFR<C45mL/min/1. 73m*. CIN was diagnosed in 101 cases. It was proved by logistic regression that
diabetes mellitus is an independent risk factor of CIN (P<C0. 001). Conclusion: Diabetes is an independent risk factor of

CIN. Diabetic patients,even with normal Scr level,should be paid more attention when undergoing contrast enhanced CT.
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