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sive Cardiol 2013 ; |EiREs. #1520 #I 25% A _EDIEN WHE B 24.5%
25:276-283. W AL NAC WEREC:32.1%
WA B 1 PRIILEVEE A C p=0.2
WEC: SR BxtC p=0.11
17 | ACT Investigators : % 1 NAC BWE EMEOER |[WR:12.7%
Circulation 124 : |38 : 5 &R PADZEL, CINURZ | %88 1 12.7%
1250-1259, 2011 W—D2THH 2R (70 | HEtZMEEE : 0.97
Lk Cr>1.5mg/
dL. DA%, DM, &%
ElE =300 mL)
SHMfEFET 48 BRI
S 755% © SCr 0.5 mg/
dLBIE or basen5
25% F%
18 |Awal A, et al: W NACHAEERIER BE CAGYPCZR | Wx:0
Mymensingh Med J| & : &£IERIER (FreA XfER 112
2011 ;20 : 264—2609. STMEFEA © 24~48 B/ | st FHERZE 1 0.012

D

SHfi/53E - SCr 0.5 mg/
dLBIE or basens
25% &




AslangerE,etal:
CoronArteryDis
2012 : 23 :265-270.

STEMI (ZXT 3 PCl
WRADBIRESNAC
108 %l

WERB: BRI S NAC

72 BB TOMmE Cr 8D
25%LL EDEND

WA 25%

W B:22.9%

WEE C @ 23.2%
MEFZMNEREDHEHE !

105 #I 0.64
X8 C : #mRDF 99 Al

20 |Koc F, et al:Int J Car-| BBIlRiES 48 B OIS Cr B0 | W% A & 2(2.5%)
diol2012:;155: |[WHRANACH+ KREH K| 0.5 mg/dLEWLL 25% | #EB : 13(16.3%)
418—423. 80 P EDEmN WEEC:6(10.0%) AXB

WEE B 1 KEWR 80 Al p=0.006
WER C  @EEER 60 4l AxtC:p=0.07%

21 |Alioglu E, et al: Car-| [E% GFR CLIIEEY 5 16 B (12.2%)
diovasc Ther 2013 |5 : NAC, 49 4l ER 11 B1(17.2%)
31:168-173. X6 64 fl MErFNEEE p=0.468

25 |Okumura N, et al: %% hANP+AERIERE | 155 : CAG % 8.5%

Nephron Extra 2012 ; | % 59 #I SHMmBFER 1 2 B WIER 1 5.7%
2 :303-310. WHE L FEBRIEREA 535 M 755 SCrz0.5 | MEtNBEREDERE | p=
i mg/dL E& 0.56
N—=2ZA VN5 25% | 20 mmHg L _EDIIEE TH
MEDER WRETD CIAKID U X7
d7 09—

26 |Xing K, etal:Heart| %5 : rhBNP 57 4 1%&E : PCl WREE 1 12.28%
Vessels 201631 : |x8& @ nitroglycerin 59 Il | 5HffEHA : 3 8 XJEREY 1 28.81%

490. S ffi 75 %5 SCrz0.5 | MENBEEEDEE | p<
IEFVRLAL: I mg/dL £8 0.05

R=RZA4UH5 25%

HMtD R

27 |Liu J, et al : Biomed Res | %5 : BNP+ £ B EIG R & | 1% : PCl or CAG XISREE 1 6.6%
InNt2016:2016: [&1064%4! SHmBEER - 2 B R 16.5%

5985327 R EBEERER 103|5F i /5 %5 SCr=0.5 | MENBEREZEDER  p<
IETVARLANL I Bl mg/dL £& 0.05

R—=RSA4UH5 25%

BEDER

28 |LiuJM, etal:Can J|%% : rhBNP 500 %l %8 1 PCl or CAG WI5EE 1 28 % (5.6%)
Cardiol2014;30: |%E&: £BERIG&REK 500 | SHHEFH: 2 8 XIHEEE 1 72 %1 (14.8%)
1607-1612. 1l S ffi 75 7% SCrz0.5 | MENBEREDEE | p<
IEFVRAUNI: I mg/dL L& 0.01

R—=RSA2VH5 25%
B EDER

30 |Dvorsak B : Ther Apher |SCr>1.2 mg/dL T{FHINTE | S5 A B AE D FAE 055 | W58 1 2 61(5%)

Dial2013 Aug: 17| EitEs Bl1%5 3, 4 BBON— | xHEE 3 61(7.3%)
(4) 1 384-390. W5 Ascorbic acid 3+2 | X254 D 0.25% Lk | HEtNGEREDER  p=
g 40 DSCrOEFEHULLIF]0.512
X 1 41 Bl N—RXZA4 VD 0.25%
PLED serum cystatin
COLER)

32 |Zhou L:Intern Med|IEE GFR CHEEIMES EERIBEDFE (48 BF | W5Et © 4 61(5.4%)
2012:51(6) :531-| %= : Ascorbic acid 3+2 | B#&I(C SCr0.5mg/dL U | 5888 : 6 61 (6.3%)

535. g 744l TDOEEM25%LU LD | HENBEREDERE  p=
*IER 82 fl +5) 0.690
33 |Albabtain MA, et al: J|SCr>1.3 mg/dL ® UL (34 | S BIBEDRIE (4, 5%t ONAC 3.6% @

Interv Cardiol 2013 ;
26 (1) : 90-96.

FRIRDEE CIERNEEIEG
T
%1% 1 ONAC 1,200 mg 62
Bl @Ascorbic acid 3+
2+2g57 % OGNAC+
Ascorbic acid 58

R 1 66 B

BH#IC SCr0.5mg/dL U
LD EFEN 25% U LD
+5)

Ascorbic acid 8.5% ®
NAC+ Ascorbic acid
9.1%

WEE 1 7.7%
FMETNBBEREDERE  p=
0.684

| SO RN R

PIEINg
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Komiyama K, et al:
CircJ2017:81(2) :

eGFR<60 @ CKD THHIn

TEENNRISS

EFEIBEDFAE (72 B
% Cr0.5mg/dLELE

REE 1 6 61(2.8%)
XfHEEE 1 19 61 (8.7%)

235-240. WS 1 Ascorbic acid 3+2 | D EFE M 25% U LD L | HEHNGEREZEDER  p=
g 211 i ) 0.008
FFHE 1 218
37 |Abaci O, et al: Am J|eGFR<60 M CKD TSR | &5 & BHEDFAE (48~ | WHREE 1 6§ (5.8%)

Cardiol 2015 Apr 1;
115(7) : 867-871.
IEFVZLRL: I

BV UREMEISE

%R rosuvastatin 40+ 20
mg, 110 fl

SHEE 1 110 6l

72 B (C Cro.5 MLk
E&FH 25%LUEEF)

XIHREF 1 9 H1(8.5%)
METNFBEREDER  p=
0.44

38

Qiao B, et al : Int J Clin
Exp Med 2015 ; 8(2) :
2342-2349.
IEFVAURIL I

unstable angina [Cxf U PCI
EiEUcBET, T2DMW,
eGFR30~89

¥IZR * rosuvastatin 10 mg,
60 Bl

XER ¢ 60

72 BELMAD Crz0.5
mg/dL7aWL L 25%

R 12 61(3.3%)
SR R 1 2 B1(3.3%)

39 |SaneiH, et al: ARYA| 5B CTA DERE. TEINK |48 FKELAD Cr=0.5 | W5E  4.3%
Atheroscler 2014 ; 10 |&&R, [ME Cr>1.5 [FBRM | mg/dL7aLL 25% XIEREE 1 5.0%
(5) 1 252-258. R © atorvastatin 80 mg, TN EREDEE  p=
115 4l 0.535
WEE C PSR, 121 4l
40 |Han Y, etal:JAm Coll|type 2 DM CKD stage | E&XIERS 72 i5@% | W%RE : 2.3%
Cardiol 2014 :63(1) : | 2~3 TEEIRAL LR | SCr>0.5 mg/dL or XIEREE 1 3.9%
62-70. BEET baseline M 0.25%LU L |HEHNRIEREEZDEE  p=
TR : rosuvastatin 10 mg, | D SCr DK 0.01
1,498 4
X 1,500 f1
41 |Yun KH, et al : Korean | 24EERE (C T B PCI SR ERAIBEDFIE (72 I | W% 1 13.5%
Circ J 2014 ;44(5) : | 5&hl RILIAIC CrO.5 DIk ER | 38R 0 18.8%
301-306. W5 rosuvastatindOmg, | h 25% U E EF) HErFHNEEE © 0.04
IEFVAURN)L I 408 4
WHEE © 416 4l
42 |Li W, et al : Cardiology | & PCl Z17 o1z STEMI 28 | PCl % 3 HE® CIN FIE | W58 1 2.6%
2012;122(3) :195-|& T R=XTA4>DSCr | %88 1 15.7%
202. W © atorvastatin 80 mg, | & 25%, 0.5 mg/dL | #EtNBEREDER  p=
78 6l DR 0.01
WER - PSR, 83 4l
43 |Patti G, etal: Am J|statinKig50D PCl ZXEEd | ERAER%E 24, 48 B | W5EE 6 61(5.0%)
Cardiol 2011 : 108 : 1-| % NSTE-ACS &£& BTOCINDFREZR. | WiEE - 16 41(13.2%)
7. %R atorvasatain 58 | X=X 54D SCr KW | FHEtNBZBEREZEDHERE  p=
120 61 25%, 0.5 mg/dLd_£|0.046
FIER 1 121 7
44 |Jo SH, et al : Am Heart|2005/2~2006/1 [C CAG | &FE|{FH 48 BFEE D | W%EE : 3 61(2.5%)

J 2008, 155(3) : 499,
e1-8
IEFVAUR)L: I

EE LTz CCr<60 DEE.
simvastatin 40 mg 12 B
BE(C 2 HE

CIN BER. NX—X5A
~®DSCr kW 25%, 0.5
mg/dL D L&

FIEREE 4 61(3.3%)
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