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HE1[(206+89.4) vs (237.5+88) pg/L,P<0.05]; iR NAGii#[(16.8+5.5) vs (20.1+6.1) U/L,P<0.05]; HAEFR TG B 25 5, I i
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patients with coronary heart disease

HUI Haipeng', LI Kailiang', LI Zhenbiao’, WANG Jingjing’, GAO Meng', HAN Xuemei*
'First Division of Geriatric Cardiology, *Department of Cardiology, ‘Department of Geriatric Hematology, General Hospital of PLA, Beijing
100853, China; *Institute of Drug and Instrument Control, Health Department, General Logistic Department of PLA, Beijing 100071, China

Abstract: Objective To evaluate the protective effect of amlodipine against contrast agent-induced renal injury in elderly
patients with coronary heart disease. Methods A total of 189 elderly patients (>60 years) with coronary heart disease
undergoing coronary artery angiography were randomly assigned into amlodipine group and control group to receive
amlodipine or placebo, respectively, before and after administration of the contrast agent. At 24 h, 48 h and 5 days after
contrast agent administration, the parameters of renal function were measured including serum cystatin C, urea nitrogen,
creatinine, creatinine clearance rate, urine B2-microglobulin, and urine N-acetyl-f3-glucosaminidase. Results In both groups,
the contrast agents obviously affected the renal functions of the patients (P<0.05). At 24 h after contrast administration, the
levels of serum cystatin C, urine 32-microglobulin and urine NAG were significantly lower in amlodipine group than in the
control group, but the other functional parameters showed no significant difference. At 48 h after contrast administration, the
glomerular and tubular functional parameters were all superior in amlodipine group (P<0.05). At 5 days, the two groups
showed significant differences in such glomerular and tubular functional parameters as urea nitrogen, creatinine, creatinine
clearance rate, urine (32-microglobulin, and urine NAG (P<0.05), but not in serum cystatin C level. The incidence of contrast
agent-induced nephropathy was significantly lower in amlodipine group than in the control group (5/95 vs 10/94, P<0.05).
Conclusions Amlodipine offers protection against radiographic contrast agent-induced renal injury in elderly patients with
coronary heart disease.
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189 141l ; 5 1 147 B, 2o Pk 42 ), V-3 4% (67.3+8.6)
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s O ) (A E A I3 A<300%) iR
B ohfe A4 IR T 110/60 mmHg  AZERT 1 H P
FH a5 s P 5 2 s BRI R . BT A Ak
BE TS R A AR AL A BT
A3 %Y BELH (94 1) FAYFEL(95 1)) , BsE S R4 T
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o EER(F2),
1.2 MR ik
1.2.1 37 Hx % SHIRARNAITAL, 4350 T 1 s F A

FNAITAT7 dIFUR I AR Z S (5 mg/d)
IR IR R RG 2 o RHHISTER R FIRT4 h
K 12 hiffi 0.9% A= BEL K GRS 1 mil-kg™-h ™)1 7
RAIEST o o FHAR B A2 i 5 R s 25 e (D 4
) S A (R SR v ) o IR - SUIRZG 1) fE
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1.2.2 #3547 ER2HT48 h(FERIPIRZS) JE52)5 24,48 h
PIKS d EHSI BEI 2R C R Z A WU 755 &
PRB2THERE T JR NAG R JR5i5 T, F-A4E Cockeroft-
Gault a3, THA 5 1 N A= LI B3 % « CrCl=[(140-4
) xR 5 2 (k) 1/ LM LI (ma/dl)x72], Loy A JLEF
THFR2 CrCliema=CrCl1x0.85,

1.2.3 #H A Bk EHEZRIG 48~72 h, i WL -
JH3 0. 5 mg/dl (44.2 pmol/L) sl SLmlil I F>25%
ol CCr oA FHTT R 25% , FFBRANHAb B iE & N &,
RIZWT A 5 5 B o

1.2.4 st FIrATRbRLISSEEbRE2ZEFoR R
GETHERA SPSS 10.0 W AS A RS T3, PIREAST %L
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Tab.1 Baseline clinical data in the control and amlodipine groups

i H X A2 (n=94) TRIT 4L (n=95) P
R (%) 66.5+8.1 68+9.3 NS
PR (kg) 70.1+9.6 73.2+13.4 NS
PR (B ) 72122 75/20 NS
LRI [n(%)]

Fe I 53(56.4) 47(49.5) NS
HE PRI 33(35) 37(39) NS
TR R R I AE 18(19.1) 19(20) NS
e g I AE 52(55.3) 50(52.6) NS
PR OIREAR AR 7(7.4) 9(9.5) NS
e i (mmHg) 136.6+13.9 138.5+15.1 NS
&F3K 5 (mmHg) 69.3+10.7 70.9+12.0 NS
251 A [n(%)]

F PR 3(3.2) 6(6.3) NS
PEZAABEL i 1) 69(73.4) 67(70.5) NS
ACEI 5, ARB 46(48.9) 55(57.9) NS
ZHUUR 17(18.1) 13(13.7) NS
712254 73(77.7) 69(72.6) NS
Xf EE AR A (ml) 118455 12647 NS

J(118+55) mIF1(126+47) ml, LR EE R,
2.2 BRI EEEAL

AMFFEMEL I B BN 2 C IR Z A JUEFRILEF
THFRF R IR E/NRIIEE. R 2T LB E], TEig Xt
HRLHIR 2Ry AL, W s R R B/ Nk RE 2
SRR SERAAT LA, LTS RIS 24 h BEAE C BT
T (P#4<0.05) ,48 h JREE A AL -5 UL
THERR I BT (P1<0.05) fHIAY 74 RS I E bR
i A ) —Bsf a] 5 X B EH (P 44<0.05) s 15205 5 d
21 iREAESE R T 48 hATHA R k35 (P34<0.05) ,1AYT
UK BT, (BT R BRI 2 CHb, HoAtb 4R
PR TSR (P14<0.05) , 5% TR 74l
(P¥<0.05), WHLLRE )G £ TS FUERSE SR iR
S/ INERIIRE AR i B I T4 AL (P +4<0.05)
2.3 B EHIA

AMFFEINER (1) PR B2 Tk 2 1 IR NAG i 03 5
/NEDIRE, R 20T LIRS, TS IS IR T4 78
N FH TS R B/ INE DI RE N A2 401 - 55205 24 h R B2
TR AT PR NAG i (E W] 2 7 (P $4<0.05) ,48 h
HE—THE (P¥<0.05) s #5352 J5 5 d B /NVETIREL 48 h
B i 7k & (P ¥4<0.05) , {H & 1k 31 5 52 1 K (P H<
0.05) , HASGKEINER G 24 hK -, IBIPdlREEE R
IHEFRGZAE T Rt S 0 R A AR (P 15<0.05)
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Tab.2 Renal function before and after coronary artery angiography in the control and amlodipine groups

2153 T H TR )5 24 h RN 48 h W¥E5d
RN 0.8+0.3 1.540.6" 1.320.5" 0.9+0.5%
gt JR 2 (mmol/L) 6.8+2.2 70423 9.0+3.7% 8.143.0%@
WLEF(umol/L) 86.1+14.3 89.9+21.1 112.4+40.8" 96.3+35.7°°
ULEFTE bR (ml/min) 96.2+17.8 90.7+19 71.3+44.5* 86.2+21.0%®
R B2 1HERHE 1 (ng/L) 166.1+60.2 237.5+88" 266.2+105.7" 232.5+92.1®
JR NAG i (U/L) 14.3+3.8 20.146.1" 22.745.0% 20.646.7*°
Mz C 0.8+0.3 1.3x0.4* 1.120.5%" 0.9+0.4%°
THITAL JR 2 (mmoliL) 7.142.1 7.3+3.0 8.243.2%% 7.040.8%
JWLAF(umol/L) 85.4+19.2 88.5+17.1 102.6427.7**% 86.4+26.8%¢
JUBT3# 522 (ml/min) 96.4+20.2 91.9+21.1 82.1+25.5%" 94.7+31.9%®
PRB2 1EREE 1 (ng/L) 173.2467.1 206+89.4** 234.9+108.0** 199.1+80.9%*°
R NAG i (U/L) 13.543.2 16.845.5*" 20.5+4,1*" 16.6+5.0*"®

LRI X HEZHAR L, * P<0.05; S [RIZL &AL ,"P<0.05; SRIALER N 24 hAHLL, *P<0.05; S[RIZLiER ) 48 hifllt,®P<0.05
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