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ARIG 72 h W AFTIERABT VA . 7EH AKAIGT P REAE |, SRAIAI AL F A T RIFEHANTT 40 me/d, H LG TLH L
TRHEEMTT 20 mg/d, 5% PCL AR EAJS 48~72 h MIFEHLEF ( Ser), FRER (BUN)SEFEHR, CIN Mi2WibriEh : HE
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Level of hs—CRP After Percutaneous Coronary Intervention

YE Piao, TAN Ning, LIU Yong, LIU Yuan-hui, HE Yi-ting, RAN Peng, LI Hua-long, JIANG Lei.

Department of Cardiology, Guangdong General Hospital, Guangzhou (510080), Guangdong, China

Corresponding Author: TAN Ning, Email: tanning1 00@126.com

Abstract
Objective: To explore the impact for different dose of atorvastatin medication on contrast-induced nephropathy (CIN)
in patients with high level of hs-CRP after percutaneous coronary intervention (PCI).

Methods: A total of 700 patients who received PCI in our hospital from 2011-01 to 2012-06 were studied. The
patients were divided into 2 groups, Intensive group, n=226, the patients received atorvastatin 40 mg/day at 24 h before
to 72 h after PCI, and Routine group, n=474, the patients received atorvastatin 20 mg/day at 24 h before to 72 h after PCI.
All patients had pre-operative hs-CRP > 3 mg/L and without atorvastatin medication at 3 months before PCI. The serum
levels of creatinine (Scr) and urea nitrogen (BUN) were examined at before and 48 h, 72 h after PCI. CIN was defined by
elevated Scr > 0.5 mg/dl or 25% within 48-72 h after contrast exposure. The CIN occurrence with MACE were compared
between 2 groups.
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Results: CIN occurred in 100/700 (14.3%) patients, the Intensive group and Routine group were similar (13.3%
vs 14.8%, x*=0.278, P=0.597), and the mortality (0.4% vs 0%, 3’=0. 96, P=0. 327), the incidence for requiring renal-
replacement therapy (0.9% vs 0.4%, ’=0.834, P=0.770), re-myocardial infarction (1.1% vs.0.4%, x’=0. 682, P=0.409),
acute heart failure (2.7% vs.2.1%, ¥’=0.197, P=0. 658) were similar between 2 groups. Multivariate logistic regression
analysis showed that hs-CRP (OR=1.009, 95% CT 1.003-1.016, P=0.005), primary PCI (OR=2.133, 95% CI 1.532-4.178,
P=0.037) and peri-operative hypotension (OR=3.176, 95%CI 1.416-7.126, P=0.005) were the independent risk factors

for CIN.

Conclusion: The intensive atorvastatin medication could not prevent CIN in patients with high level of hs-CRP

after PCI.

Key words Atorvastatin; High sensitivity C-reactive protein; Contrast media; Nephrosis; Angioplasty; Percutaneous

coronary intervention
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(Chinese Circulation Journal, 2014,29:247.)
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REAN ARG TR R 04T, % P<0.05 A8 5t
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2 /R

RN G B FELRGERE . ARDFFE N I & A 700
), Hd B 557 61(79.6% ), L 143 $1(20.4% ), F
Py (63.4+11.3)%, il eGFR A (79.8 £25.9)
ml/ (min-1.73 m* ), HAHE 133 6] (19.0% ) BEH LT
TEME B S HEA 4 [ eGFR<60 ml/ (min-1.73 m”) ],
SRAL VAT 45 W PRI ALiE Lo ] AR . R
PRI W HE . Stk U E . 2 i L AR
eGFR. AHJ hs—CRP, MZL&EMA. FIFARHHZM
ZRB TG FEX (£1). RIGHAEBREIL—H)
BV . RSO B

TR AR FRAE A ATRTT S5 - P AEXT L5
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X EE B R FE RI ZE Logistic [BIHZ3T - X CIN
WTER R R R AT R mIH S, KA g
22 aL: SRALPTFEARATT . RAT hs—CRP., 4Fi%
> 75 % . BRI . eGFR<60 ml/ (min-1.73 m>), 2
2 PCL, BFARMMEIME (RAT24 h EAR)F 24 h,

Wi . <80 mmHg, e 208 FH I 48 16 P 25 W s 3 B ik
BRYESLAERF 1 /N ELL | ), WAZHE Logistic
[ AR, 255 R AR hs—CRP, 212 PCI, FF
AR MR CIN BEMA A, 4

P 2 BB R x5 )

B FrEEE BIETTA SEALETTE
) (n=700) (n=474) (n=226)
2 [ (%)) 143 (20.4) 103 (21.7) 40 (17.7)
B[ (%)] 557 (79.6) 371(78.2) 186 (82.3)
Fi& (%) 63.4+113 64.5+11.0 63.9+11.6
F# >75 % [ (%)] 99 (14.2) 73 (16.4) 26 (11.6)
W48 (mmHg) 129.3+20.6 128.3+19.7 132.3+225
LVEF (%) 56.4+12.7 56.8+13.3 55.8+11.4
LVEF<40%][ 1 (%)] 79 (12.2) 58 (13.6) 21(9.6)
TR [ 1 (%)] 335 (47.9) 220 (46.4) 115 (50.9)
EIE [ B (%)) 408 (58.3) 283 (59.7) 125 (65.3)
FEIRTR [ B (%)] 192 (27.4) 134 (28.3) 58 (25.6)
S AEIIE [ B (%)) 119 (17.0) 73 (15.4) 46 (20.4)
BRIBUTAESESE [ 1 (%)] 76 (10.9) 55 (11.6) 21(9.3)
TRKFERSL [ B (%)] 8(1.1) 7(1.5) 1(0.4)
SMEUHETE [ B (%)] 277 (39.6) 177 (37.8) 100 (44.2)
E LM ALEF (umol/L) 95.6+48.3 96.3+49.9 940+449
EAf eGFR [ml/(min=1.73m?]  79.8+25.9 79.1+26.6 81.3+246
HEl eGFR<60 [ml/fmin+1.73m?)] 133 (19) 98 (20.7) 35 (15.5)
RER (mmol/l) 53+2.9 53+3.0 52+27
AK#T hs—CRP (mg/L) 20.6+27.9 18.8+26.1 24.4+31.0
MaEB (g/L) 130.6+£17.9 129.3+18.5 130.3+16.3
BEAREAZ
RETKALE (M) 761.9+4926 773.1+519.8 724.4+388.4
RBT{ERI ACEl 5 ARBL 1 (%)] 639 (91.3) 450 (94.9) 216 (95.6)
ARpTEAFIER [ (%) 146 (20.8) 93 (19.6) 53 (23.4)

JE: LVEF: ZLEHMAE eGFR: fEiTE/NERFITE hs-CRP: &8 C RNEB
ACEl. & Xk RHBEIEF ARB. MEXKE | ZAEHTH, 1 mmHg=0.133kPa

FEZ B BARFBEN NQTFIER LB x25)

B BHLATTH (n=474) 3B1LIATT 4R (n=226)
SHEEF A E (ml) 132.0+64.3 133.1+59.5
X e AR B 8] (min) 415+1.9 71.6+346
REEHKEL (X) 2.1+0.8 21+1.0
WAIRFETRREL (X)) 0.1+0.5 0.1+0.4
HEE() 2.1+50 1.8+1.0
FHEBKE (mm) 4444111 43.6+28.5

FABERAIERRREAHE (51 %) ]

=] BHGAITAE (h=474)  331L3677 4 (n=226)
X EEF BB 70 (14.8) 30 (13.3)
i Am 2(0.4) 0 (0)
BITERERET 5(1.1) 2(0.9)
BEOIIET 5(1.1) 1(0.4)
BEMAESIRAERTE R 11(2.3) 5(2.2)
St hzB 10 (2.1) 6(2.7)

STLE SRR E X Logistic B34 4R

ElkEER OR & 95%Cl P1E
SEALPTIEARMT 0.673 0.434~1.266 0.530
ABI hs-CRP 1.009 1.003~1.016 0.005
Fik >75 % 1.496 0.884~2.533 0.134
VER TR 1.007 0.926~1.095 0.868
eGFR<60ImI/(min+1.73 m?)] 1.314 0.806~2.143 0.273
232 PCl 2.133 1.632~4.178 0.037
B FAHEME 3.176 1.416~7.126 0.005

7:hs-CRP: &8I C RNEE PCl £RBIREBINAR  EFARHEME . A5
24 h ERJG 24 h 48K <80 mmHg, FHE(EMAMEF AR T HRERE B 1
N EILE . RAERR
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AMWFFE KRB, hs—CRP 5 CIN Jh 7 AHE, M58
FEBTHE AR TT A TT A R AR hs—CRP 7K - CIN
KRR, H5EMIGITH IR ZER TR
-

CIN Hy & AENLRI RS2, HRTHXT
TR B B S e L g 4R B M T R R N
FRZE M S A — Jr T e] LS EOR i — K
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I 55— TR EEF AT AR R AR A PR SRR,
JNE R THOE B, SR A gk, PN
AEBEEMWEM. LARPUR R B E . RAEE &
AL CIN By & A Rt E B .

I3 hs—CRP J& — A~ . B SO R R 5 1 1 73
IR RAE SN B REAS 4 B FR AR, RERS I In— A1k
R BT R 0 A, DL RS A S R Y
A, P I AR N BT BEAN 4, TR R K
- hs—CRP nl#f— B in DI RE M & . AR %
B, hs—CRP 5 CIN &A1& ", J& CIN &4
TSGR N2, Gao % " BFZE K BE, HR4EAR
Al hs—CRP 7K FK 7 310 1471 PCT &5 R 3 41
hs—CRP<1 mg/LL.. hs—CRP 1~3 mg/L.. hs—-CRP = 3
mg/L, %5 B AR Bi hs—CRP FF & my i %, H k4
CIN A JXURS B S 48 i, 3 4 CIN & A= K 5 5 A
10.6 % . 14.9 % . 23.5 % (P<0.0001), % B PCI
R hs—CRP T AT 5 2 18 Ik He 3R a7 S 2k B e
WG ) 5 A2 2, RAEAENT FE 3R 5 S 2otk B 454
A EEAEH . AW AL LU SE T hs—CRP Til
M 232 PCI B CIN RAMDFFER "™, Pe1A
Al Hs—=CRP /K F5 CIN B E MK, H5B NRILR
HIE . AWFTEAERIKF hs—CRP HE, HTiZEA
HEEAWAE LA CIN B JRUS:

VT2 25 W A TR E M 2850, ndisa
fb. Pk, BENEIIEE. PUmRSER ", A
5 BRI AL TT 25259 ] LARR IR hs—CRP /K 1720,
BT 6 Al T 7T 38 255 5 I Rho 2R (109 S50k — 0k, il
Rho NREM & TAIMEAR, FFAX Rho &1 HAEDIE T,
iR AN A A% 55 5 T « B (NF-k B) I
A NI BEAR A E 7K F, JEHZ hs—CRP /KF-
P TRl AT R BT T 2K 25l /b CIN A 722
HALHI T RE R BT R . BUE AR B k3 N B 40

CRANERETE PCLRHTR AP LA TTIAYY (RHT
12 h ffif] 80 mg, FITARIAFL T 40 mg) HKLHE
FIATBEAR CIN A=, B 35 0 /0 B st i) EL A B
% hs—CRP K IREAG . Ak, Su 25 2 MRS A Fi Bl
FEARABTT O, 5 176 ] hs—CRP JHi i H.#43
FBTFERALTT 10 mg 2H. 20 mg 2H . 40 mg 4H, %5
IR 40 mg AR B /NERUE 1 2 5 T HAh I 4L,
hs—CRP KK F 10 mg 4. fvE S 55 2 98 k2R
PCI Hif 25 7 40 mg FTFEARARTT 20 458 20 mg 2H A7 FEAIR
AR5 hs—CRP #a#y, HFLL0] 25 LG8 X,
ARG IRAE A R I AL BT AR At T T T T AT R A s 7K
V- hs—CRP & # CIN WA, (H R4 B8 HIGIT
HA TR, FRUFFE SRR AT A FT
15 hs—CRP 7K1 i 3 B R A BT3B CIN

CAMITREN, RIERNES RS
TR EEZEALH], SO IUSIAE B3 9 RE IR 7K 7B
BT, wAIFME AT, K5 & EMimn
JE, ®WH&L PCIIRYY, TP ARBIKMET AT,
XPHRIH S, & CIN RS EAR. MEsh)
ST T RE R BB A BOE G . R0 4 I G
TR RO n . B I A AN AL, AT A
R B B T ABITIESE, S92 PCL. [IF
ARIAMRIE S CIN B A5G, HE— LB
SI2EARES CIN KM,

AHIFSE N B O R BEEAR BEALX BB ST, AR
— W R BRI, BEHCHE T E N AN E TR PRI Ser
W IhEE, Ak A AR 2 i B AR S A s
REA . PIE C SMUSPEE & EIR, KBS
i Al 671 i 2 AT FE AR AT T A7 A5k B e 4, e ik
Z MBI Rk

M2, SIERNAE CIN EAFEEEMERH,
KA ARG 8 7K hs—CRP 3% 51 5 & A 5 et
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