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[ ABSTRACT ] Aim To observe the effects of different atorvastatin doses on contrast induced acute kidney injury
(CI-AKT) in patients undergoing coronary angiography (CAG) or percutaneous coronary intervention ( PCI). Meth-
ods 106 cases were randomized into 2 groups: one group received 20 mg atorvastatin at night and another group received
40 mg atorvastatin at night, all patients received drug treatment for 3 days before CAG or PCI; all patients admitted to hos-
pital within 24 hours completed routine inspections and examinations of heart ultrasound and renal vascular ultrasound and
improved renal function in 48 hours after CAG or PCI and the preoperative, and postoperative modification of diet in renal
disease (MDRD) method were used to estimate glomerular filtration rate (eGFR) ; all patients were taken 5 mL middle
segment urine three times in the morning before CAG, 2 hours and 48 hours after operation, and neutrophil gelatinase-asso-
ciated lipocalin (NGAL) was detected with latex enhanced immunoturbidimetric. Results (1) The value of serum
creatinine (SCr) (77.44 £23. 14 mmol/L vs 94. 24 +36. 14 mmol/L, P =0.014), uric acid (313.05 £110. 84 pmol/L
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vs 354.00 +£100. 66 wmol/L, P=0.060) and eGFR (92.24 +24.74 vs 75.31 £31.34, P =0.009) after CAG or PCI
were different between the two groups. (2)The value of 2 h NGAL (33. 13 +20. 44 pg/L vs 50. 67 £46.95 pg/L, P =
0.013), 48 h NGAL (27.56 +18. 64 pg/L vs 58.38 £56. 81 pg/L, P=0.001) after CAG or PCI had statistically signif-

icant differences between the two groups.

(3) The occurrence of CI-AKI was as follows: the 20 mg/d atorvastatin group

had 11 cases, the incidence was 20. 75% , and the 40 mg/d atorvastatin group had 5 cases, the incidence was 9.43% ,

there was statistical significance (P =0.04).

Conclusion Compared with 20 mg/d atorvastatin, 40 mg/d atorvastatin

for 3 days before CAG or PCI can reduce the occurrence of CI-AKI.
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Table 1. Comparison of general data between the two groups before PCI

moH 20 mg FTFEHAMTT 20 40 mg PTGy 40 PME
IR (%) 61.96 £9.20 60.73 £9.00 0.464
FHE(H) 31(57.4%) 32(59.3% ) 0.699
BMI(kg/m®) 23.79 £3.13 24.85 £2.09 0. 050
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P G s 0.0% 0.0% -

JRZ A (mmol/L) 6.19 +1.98 6.36 +2.84 0.731
BRI (wmol/ 1) 323.70 £116. 40 310.73 £93.72 0.575
I35 LA ( pumol /L) 80.16 +23.10 75.08 £22.27 0.305
eGFR[ mL/(min + 1.73 m*) ] 85.93 £24.76 94.32 +24. 86 0.121
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Table 2. Comparison of renal function between the two groups after PCI

EiEA 20 mg PTFEAAMLTT2H 40 mg FHE AT 4 PE
PRZF % (mmol/L) 6.40 +2.48 6.21 +2.65 0.708
FRER (wmol/L) 354.00 = 100. 66 313.05 +110.84 0. 060
I3 AILEF ( pumol /L) 94.24 +36. 14 77.44 +23. 14 0.014
eGFR[ mL/(min - 1.73 m*) ] 75.31 £31.34 92.24 +24.74 0. 009
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Table 3. Comparison of NGAL between the two groups be-

fore and after PCI ( pg/L)

% R 20 mg BUFERRABITAL 40 mg BIFEMRALITER P 1H
AR NGAL 24.34£19.84 25.35+26.14  0.790
ARJF2h NGAL  50.67 £46.95 33.13+£20.44  0.013
ARJF 48 h NGAL  58.38 +56.81 27.56 £18.64  0.001

2.4 CI-AKI & E15R
N HER S 20 mg BTG At 7T 40 & 4= 11 44

CI-AKI, & 4% K 20. 75% ; 1 40 mg P4 AT 40
KM 5 B CI-AKT, %R 9. 43% ; HI4H i, 22 5+
At E X (P=0.04),

3 i i

UTAF AR AR A 2 1 L SR B 152 PCL 2T K
76 R = 9 S e B O A AT
Je WL E IR RE , 6 HE R S A5 R AL ) e
RSE W], HETXEXE R S 0 R R
WL BB 0907 v AL AR AT X 23 s fE AN, R
SR G T R 68 L3 9/ 3 5 50 9 P A, R SR
JRE T I KR A

TEIE AR DU, v Mok, 240 i P I T AH OC i
Jitiz 2 7R A 2 SRR T il /M, B A A
TN AR B P S R RAR . R



948

ISSN 1007-3949 Chin J Arterioscler, Vol 22 ,No 9,2014

Xof LA I & A B e, afi, 90 9 R RN A R o
N R A3 I, NGAL A5 LURE TRk 19 T8 XD 32 4
HONE RN = S ] e SN T 0 2 B . 8 R
FIA-S 40 M 837 F, 25 B0 40 B E A E A, T
I NGAL i Tk, (B EA GRS W= ., B kaE
SEIIE T, NGAL J2 201k B 40 403 f 5 A 77 4 350
T, SIEGARCUA L NGAL 1E i — AR 2 2%
FRicd , AR S P v o SRR A I a5 A i R
IO FHERAESE

2004 4F- Attallah 2577 [] 5P 50 B T 1002 9147
SRR B ik L A B AR R B HR A, & B 0] IE 2 A
L, TR S SCr SEAR, X FL AR TS 2tk 1 38
R AR HBFST 6 & B, PCT AR 3 KT LABIT
FLYEE A KA IR TE ATk D i R R 5 |k ) 2otk
B kA, BRETA MBI 25259 B A BEAR X L
IS0 B 0 & AL Ve, VR AL 3225 LA
T (1) b ITZREGY) HAPURAE T, eI K 5E
(8 & B AR A 5 A SR 00 A RIS 8
A5 H (oxidized low density lipoprotein, ox-LDL) X
RN 2 JH TR R 5 (2) b TT 225 Rl
e R A0, SPGB & B A0 ks A ks
JOFE XL 3 A A Ry S ke, el 2 O A B 400 P g
BE 5 (3) fth 7T 2 259 T 340 P9 e 4 A 1l — AL R
(nitric oxide ,NO) , £ & 5 L4 % NO I T EE , 59T
FRSLIY B E DY I 0 4 A & 5K B /BRI A K 3
ik Hh kst ik, DA B2 s 7 A 8 okt B R0 1 AR
W5 (4) faiT 25 B B R AL R D E X H
B B 405 0, R 3k R P AR,
M7 T2 259 mT LA &) 4 B 11 ( nicotinamide adenine
dinucleotide phosphate, NADPH ) 48 AL H IV 3 3 3k | DA
(00 =i A ST v o A = 1 R e
ER™,

AR B0 55 5 R 40 mg BTG TT 2 14 CI-
AKI &4 R BAKT 20 mg BUFCAMTT 20 (9. 43%
b 20. 75% ), $E A", CI-AKI & 4 il % 78
11% 47, AT A i 20 mg BTHE A AT 41
CI-AKI &A= R4 i , T = 71 i 40 mg BTHEAR ALY T 41
CI-AKI &A= B 8 FEAK . ARHTPZL BTN ) NGAL
TCW R 25 ARG 2 h J 48 h 40 mg FIFCARALTT

ZHHY NGAL B BAK T 20 mg BUFEARABTT 40, $278 K
Fl R AT T S 25 W T BRI > NGAL BRI

gE LTk, X EE AT 3 K, A KA 40 mg
B FE ML T #5520 mg BT HG A 7T 5 v >
XF RIS S 0 2k B AR 1 R A . EAS RIS LA
TE—SE 1 Jry BRAE B JE 2 Atk - i AR A /D K B
BE 60 mg B FLARAMTTZH M 80 mg FIFGARABTT 4H ,
P TS HLR PR TE ik % B A8 A B, TT RE X 9% 45
A —E R,

[ &% 30k ]

[1] Mehta RL, Kellum JA, Shah SV, et al. Acute Kidney In-
jury Network: report of an initiative to improve outcomes in
acute kidney injury [ J]. Crit Care, 2007, 11 (2):
R31-R39.

[2] Cruz DN, Ricci Z, Ronco C. Clinical review: RIFLE and
AKIN-time for reappraisal [ J]. Crit Care, 2009, 13
(3):211.

[3] Mishra J, Mori K, Ma Q, et al. Amelioration of ischemic
acute renal injury by neutrophil gelatinase-associated li-
pocalin[ J]. J Am Soc Nephrol, 2004, 15 (12): 3
073-082.

(4] 07 ¢, RIS, BRA, 5. R ok i i
HA IR AT OC i iz 40 P /KPR SEma [T ] B st BRRLR
SR ARIER) L 2008, 28(11) ;1 378-380.

[5] Attallah N, Yassine L., Musial J, et al. The potential role
of statins in contrast nephropathy[ J]. Clin Nephrol, 2004,
62(4): 273-278.

[6] Patti G, Nusca A, Chello M, et al. Usefulness of statin
pretreatment toprevent contrast-induced nephropathy and to
improve long-term outcome in patients undergoing percuta-
neous coronary intervention[ J|. Am J Cardiol, 2008, 101
(3): 279-285.

[7] Fried LF. Effects of HMG-CoA reductase inhibitors ( st-
atins) on progression ofkidney disease [ J]. Kidney Int,
2008, 74(5) . 571-576.

[8] Nash K, Hafeez A, Hou S, et al. Hospital-acquired renal
insufficiency [ J ]. Am J Kidney Dis, 2002, 39 (5):
930-936.

[9] Amann K, Benz K. Statins--beyond lipids in CKD[J].
Nephrol Dial Transplant, 2011, 26(2) ; 407-410.

(ST W 50)





