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[ABSTRACT ] Periprocedural myocardial infarction (PMI) ,

vention (PCI), is associated with an increased risk of mortality.

prognosis of arteriosclerotic cardiovascular disease (ASCVD).

in the PMI.

inflammation ;

Statin therapy can both lipid-lowering and anti-inflammatory effects.

statin loading; periprocedural myocardial in-
a common (:Omplication after percutaneous coronary inter-

Inflammation is pivotal in the initiation, progression and
Studies showed that inflammation plays an important role

Pretreatment with high-dose statin may

have a lower incidence of PMI and improve clinical outcomes in patients with coronary heart disease undergoing PCI.  The

main purpose of this review is to analyze the relationships between inflammation, statin loading and PMI.

H Eﬁ s 2y ﬁ RN ij] H7T< fl\ A {é? ff ( percutaneous
coronary interventions, PCI) & ¥ A 7O 5 e &
BEIAYT T-B, T BV B W fn . Bl A Ho AR 1
A H45 PCI #AE RI 2 i Eh A4 w3 RO A AEFEAIG, (5
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B M M ABE T ™ R e R U TR X
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2013 2% [0 1M 45 3 5 5 4 A 25 (SCAT) Xf
PMI JE475E L AR L LA R &2 — (1) 4
ARETO bR EWIEHR , ARJF 48 h P CK-MB =10 £
1EHE 2k (upper limits of normal, ULN) 5 =5 %
ULN,, [A] s Hi 13T & 5 4 1 2 R S0 A S B s &
2 A SE BT R FIE Q U 440 CK-MB 3
M, RJ5 48 h N ¢Tn Ji =70 1% ULN 5 =35 f
ULN, [ Bh0 B A7 AR EIREEE 5 (2) #5 R Hif CK-MB
5 cTn FHEGRE ST ARG CK-MB 45X i =
10 ff% ULN &% ¢Tn Z8 X34 5 =70 £5 ULN; (3) & AHI
D HWR B RS T, RJG CK-MB 26X 3 & =10
S T (B Y, o Tn 46 % 8 5 =70 5% 8 i D e,
() s A7 O FEL BT ST B4 v 53R TG R0 ULASE A — 3
AR (s & BOBAL RO T RS PRI E) |

2018 AEAERR IO WESG P 23 (ESC) 2 AR AE 2 1
], N6 T 58 4 e LR PE 4 Bk e P00, Horpoxd
PMI H5E L M : (1) ¢Tn FELIEHR , cTn Thi =5 155
Z{H £k (upper limits of reference, ULR)99 H 431
{H; (2) RHT ¢Tn FELAETHE HFEE (257 <20%)
BN R, RIS ¢Tn TF 5 >20% |, [8} ¢Tn 28 XH{E T
i S f5 ULR 99 HA i, 74, 2P/FEUT
L2 — 3B A B it O R P ke 2 5 3 0 SR 1) 9 B
M Q Bl ; S AHAT A AR 15 2 E 48 2 W 3 & 0L
6 1 R BRI BevE E REAZ B SR I S R
RFAR S BUM G 2 FR A AR 3 ke J2 R eIk 3
ok sy S A8 PR ZE/ A S AEER IR S v FE

MEIRPAS 2 RTHN, ESC X PMI ) E SR X}
Feb, BRI, 4T ESC BE X, BT 420 0N,
SVFRERFE RS B, R A 7R I AR S e v, 5 e IR
— bR, 23 PMI & AR 20] =3k 20% , 13X 28 £
HERAET A A Y — 4 B I R A & R I
BA BET S, WA, ESC %A X O HUR E ) 7
THEE B R B PMI $EFT5E X

2 RIES B RKREERE L A0 B R EA O ALAESE
X &

A R S 20 i A Bl Ik ok A A A BRE B 2
KGO MAFFF I IR R R T 4 H
Wit 247 L R R 40 A 7 A B R S B0 A A i
(B R v H 4l 3= 1 FE IR s A
T) o, TR AR BE R A RS E P, A, O
2RI A 2, 3 504 Jos 2 1 Tl A~ e 2 PR 2

P16 )RR, i TP 3 T 2 A ) £ Ak i ) D R
PRI 20 AL A D 3 5T 1 5 G, T 28 4 i A8 i 5 BB B
AEREP IR, RIER IV AREY, i1 C N
FE 1 ( C-reactive protein, CRP) . @ C S b 2
( high-sensitivityC-reactiveprotein , hs-CRP ) FH 2 }fg /-
% 6 (interleukin-6, 1L-6) X Kz IfiL /)M A 96k B 200 19 Lb B
(‘platelet-to-lymphocyte ratio, PLR ) &5 Ft & 5.0 Il 5
R R AR S A UGB i DA O 4T

CANTOS #f 72" & — I ¥ K3 40 4~ %
10 061 .0 WA BE 5 i A8 8 4 e O R B 1) 2 h
O BEBL BUE | 2 T B8 A I PRIk 86, Bir e B 3
A 93. 4% B H WA Z IR IR T, b T
R 91. 1% , B AT A 5% A 2 i KU (hs-CRP
=2 mg/L), Z5RFH, RApr (M IL-18
HTREDUAR) 150 mg 4 3 A H KRS 1R IER
S LR ACE 1 LT, B8 B 3 PR AR R 2 S
(BLFEAEBOE M O LB FE | A SO M A AL 1 5
YET-) M A4 R (HR=0.85, P=0.021),

CANTOS 72" 5 — YR AIE W 3 i 51 R 36 97
B RRATEE Lo R 140 IS S JRURGS 0 30 Bk o e
REAR A RAEMRUL” EFHE T« RAEFIE” . 4RI, I
WA CIRT B2 240 A 4 786 I REA: O AL
FESE LR 20 Pk 22 3078 HLA 91 2 RO R sl A Gl
LG IEMRE R D B, SRR, 5 RGN
AHLE, /50 H 22 35 08 OF AN BB [ I IL-1B8 | IL-6,
hsCRP 7K HLCo I A8 A XU, [RIRERR 2 AR Y
O HLY E S5 4 2 BERR IR YT 1Y s G SR i
FEXA,H CIRT AR5 AR g1t 5 CANTOS #F5%
—FEEEIE T HE A (1) CANTOS #5898 A 1Y
X} G RAE N i 1 BB, HAFIE ABERY hs-CRP
FIL-6 W B 57 BOK - 43 51 O 4.2 mg/L Fl 2.6
ng/L, 1M CIRT BF5E N ANFERY hs-CRP A1 1L-6 ¥R &
FRABUKSE B T CANTOS W15, 2054 1.6 mg/
L.2.4 ng/L, [ FELR 5 /K- 14 N [R AR 1T BE 52 i
THRIGIT R ; (2) ATBE S AN ST RE LM
il IL-1B/1L-6 553 % A5 OC , 71238 #% 7 20 ik ok
AL AR TR B B AR AR H RS AE R
KRBT RE LAY, BAPCRIEM, BHAEH
MU AN 2E AT R 5 AR 1 AR 11 A = P R A
FHAG 53 i 5 Bl bk ke A2 A 1 Y 4 i AL 56 R T
ANEFE, X FHRIGTT BE T o5 2 M R 3 Bk 2
A 1E (acute coronary syndromes, ACS) 4 i) Fil )5 ,
W i — LS UESE

KT RIES PMI I RIF5E & 8L, PCL R T
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RACRAS S PMI Y & A= WU 56 T REHILHI A,
FELL JAE KK, PCL AR S5 9AE J b ik | i 1T 5
BOHEZ TG AL, W 2 RAE N B AE K
FILHZUE 7 ) oy Rz 4 M 4540 | 51 & s iR Bl ko
25 R N A SR A RIS A1 R R I R A 3 —
ZAN ) N e 2 S B/ LGS P ZE BRI A B
B AN, AT B ST RGE A PMI & A 5
ARBIIKA ATBIT AL EE R A7 for KA S, R BEHR
TR EE , 7E L BREE Y 7K AN SR B & 1 il 22
BEHL N 25 YR B w5 10 28 00 s A, 9 B i 9 6 A
SR B ks v , 5 100 4 A ke 9 5 D3 b, SR AT
JI S A A 2E AT REL PMI A

3 fITHIHI R

Ridker %77 FL 7% 1998 4F 5 & A b 7T B A 374
g, WBEPTR o MBTTHTRARULIA A, Al 7T w] L4 o)
AR A A A R (BN IR SR AE R 1 o I
IL-1B) RAK CRP JE PRI 5550 Rt Py e 20 g v
PR AT RAN L O 7 g ek IF BT R AL
I SRR IC I e Ah, A TR ST R AT AT LA fil
B KRR AL BEH A% R F- kB (nuclear factor kappa
B, NF-«B) i Ph B AR . 506 40 AT T 200 i 32 Vi) ik
IR H ESC AL — 20 30 Re TABTT Y
PURBN P, — Sl PRI 5T & BTG IS 2 il A
RE 302 e O AE T S S A 7T R0 R R 1 RE %
PRI RAR 25 112 90 AR SERF 5T v, 5 AT
VRIS JUPITER #5781 B 5T 3L 90 A hs-CRP
=2 mg/L, (EAI% BE R & (1 IH [ 5 (low density lipo-
protein cholesterol, LDLC ) < 3. 4 mmol/L [ & %
17 802 {9, 5 2R R W, 4 52 Bt & AR ARTT 20 mg/d iR
7L REVT 1.9 4R (IRl 5 4F) | 5 RRI HLEL, LDLC
1 hs-CRP 43 BIFEAK 50% F137% , F A R0 L4
A (major adverse cardiac events, MACE ) XU A%
T 54% ZWTEN X T IR EE AN {2 hs-CRP T
I R, Sl & AR AR T IR 9T IR AR T LA R 2 R IR
MACE P A A XU

PCI A S HOE AR 30 Ik J7 & kA= e 281 K AE, IF
R E TE PR R T 6 fi X PCT YA YT Y
TE O SEHE R i R BR 4 1T RE B 2 B0 ik 5 1%
RGBT IAE A L T B R BETE IR
2y ) st Al AR R MIRACL A — 007 BfF 55 4F
2402 BIEE AT/ RAE ACS FBH T
FRARYT A HIRIEM . 2018 4F 11 A4, (SEEL

~[41]
i,

AEEp 2435 ) (JAHA ) & 3 T — I F Ao,
ZHFRE R IR FIBTHFEARALTT 40 mg 5% 80 mg B Fm &7
FRABTT 20 mg JRIT AT B HR AT, hs-CRP &
FEL R FRIRE O b (34.8+6.6 11 24.62.1, P=
0.04) .

KT H AR 7T ST i 25 Wy O W5, An i 2 1
AL T AL 7 TR 2 9 ((proproteinconvertasesubtilisin /
kexin type 9,PCSK9) #ll il 5], H A7 i & A3 7050 U 4
T EAPUR BN 0 5 1 5T R 118 L ] g i
HF, A AF TR R A o o 7T 6 A KT 22 A B
SEARABTT B 55 fff LDLC 1 hs-CRP AL 35 %% ( LDLC
<1.8 mmol/L H. hs-CRP <2 mg/L) ™" ML #F 5%
Fn s I ik sk A 0 1% Sl A T 52 Al R T 22
Al REE A B AR EN , H SRR ER G,

4 fRiTAR S EAREEOHEE

— RPN R FEIESE , 78 PCT AR 25 T 17
faf A AT T RS S B IR PMI 1 & AR5 ol i
HGRTUS , AR IE T RS, — T4y A 1 552
Bl PCI 497 e ALO 2R AR E ALO S R B
4 BRI 5, e 5 0 R A e, Al 7T 3R T
B RAR PMI &R AL B #E hs-CRP 7K (38
T, PMI & Az ZE B 2 35 AT TR T R R E RS
hs-CRP 7K AR,

ARMYDA 75" 01, X 478830 PCT HL R i
FHI AT TIRTE 02 P A e B0 28 JR A, BTG At
7140 mg/d 3% 1 JE LK PMI XU [ 81% ,30 K
() MACE % A& RFEA% 13% , HiZ3k i EEIHN T
PMI KA % %, NAPLES I BF58 ") % ok o4 i
FAALITIRTT B 668 BT PCT AR 2 L0209 R
HHEAT BT R, KT 24 h NBTFEARABTT 80 mg 71
fif I] @ E FEAR PMI R A 3 AR R i R 3, H
A%t CRP & 1 B3 AT BT LA AT £ faf A RE B A
PMI &5 $R PCIRRTMLTT 7 ff BEREAIR PMI &
AR S T2 BT RN A 55, BT AR-
MYDA #F58 Ak N AR e RO B0 A . IFRE 3
IR ARMYDA-ACS W58 RIZ S 1Y Yun KH 45
NI —IBEHLRT FRAF 5T Xl ST B 4l & ik
TR BN K ZE A AIE (non-ST segment elevation acute cor-
onary syndrome, NSTE-ACS) 35 #1704, 45 H 17
FEUE BT T BT FE £ Ath £ far 7T R IR PMI A 30 K Y
MACE %43, H MACE fYREAR 3225 PMT & AR 5
DA K s A, ARMYDA-ACS 58 & R, 75 48 9k 7K F-
R R BRI TT S fr iR YT B S SR A PR
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Joit = ARMYDA W5, if & 2 J5 ) ARMYDA-
ACS W5, H B 58 A0 R I T 7T 3R 7
(RITEE LI K, SR, AE B S K el 0 s AR
BRI TT 255, IR A X Fix s i E 7E PCI
ARETA AT 67 for 2 A 2 R FE A 3R 25 W87 AR-
MYDA-RECAPTURE #ff5¢ "7 260, Al 7T 6 fay % £ K
HAEEZ T IR T 19 55 5 A5 58 RB A% TRUAS [R) A 14 11 R
AR WA Z AT IE K BRXT ACS H 7T 6 ey vl
Re2x A B B W A9 4K 25 . SECURE-PCI BIF 5% | %}
2710 B AT PCLIRYT IR E A R IR, AT T farify
IR 30 KU MACE & A= KU R#AIK T 28% , #2
AT TAT PCLIAYT I ACS 3 25T Ml 7T f7 g i
ECEEARINT

SR, 2K F 4R ST A9 19 003 R A S Al 7T £ Ao
Xof 5o s R T B3 1) 22 s BEATLGS BRI 5T 40
BILLR IS4 ALPACS BF5E1 | gl A rhats 9 [ 4
449 BIH4T PCI A7 AY NSTE-ACS 4 (& 335
i L 4% PCI) |, 7E4T PCLIAYTHT 12 h F12 h 435
T BB AT 80 mg 1 40 mg, Bt J5 BTHE At 7T
40 mg/d HEFE, G5 BIFE A AT T A iR YT S5
FEARAMTT 40 mg/d JRITAHEL, HARBE(E A 4K 2%
ISCAP HF5E % g A [E 50 A~H0 34T PCI Y 1202
1] NSTE-ACS sifa & Mk O B, 5 % G 7 M
Lt , 7€ PCI AT % 22 IR FH BT FEARALTT 80 mg/d 3 2
K, 42 40 mg/d F 30 K, 4558 R K5 =t BTG AR
I TR BHARIT AR ASREN/ D PMT FI MACE &A%,

AR ALPACS 58 IAEHL T ARMYDA-ACS
WF9E (B T AR S, Horp T REJR IR & AL-
PACS 5T H 33% (164,499 ) 1) 58 35 78 5 IR 30 ik i
WG AR HEYE—4T PCL, 1 ARMYDA-ACS #7157 Fh{Y
A 10% (20/191) W A TEE R J5 AR 1T PCLIRYT , X
— 2 S A T RELH1IHE ALPACS WP P B 2 R 5 O IfiL
DA K, DT I 555 7 At 7T 67 A 1 0 O A 4 1
F. T ISCAP WF52 5 IAERFSE Xl 2 — 76T, B i
Je— UM T 45 2 2 AR AR I Sk — R B L T DA (1 i
FIRTEARTT 2 ~4 h WG —IR4 2, R AT g
S EARMTT (AR A TF AR B Bk 55

ZE LR SOREAE PMI Y & AL hon] i & 14
BHEBAEH, T 28257 B R [ BEARE 2 A0 A
B—ERREMPLRIEH , 78 PCT AR FT A 38 1 i 0]
T T SUfF IR Y7 T e 23 R TeE O 3, JE LR &%
i S K48 e FR G PMIT & A XU, I st i TR
WG, BAR, E TR A — e AR 5
A ACS B3 PCILRRI 4 THIT FfariGy7 , (HX T

WHAYT AT RE A RURAR PMI & A KUK, 98, 31X —
T 9 R S A e PR UE 3 S o
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