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[ E] By BErBRESHRBZLHWAPLLRBHEANE 2RS4 C L EE G (hs-CRP) 8 T AL 3| b7 HLik
AN KERIL, FEIFT R e EH S XERTFELTERRCEFHG XL, FiE AL 2013 5
10A1BZ21456A178ELTRRFSH —ERSEEARRKSIHFERDIRANEGT OB KR EL 5 F 5
BRES KELBRIHFBAINFAREL RELANEF I ANBFTE 1 XA 30 X6 Mtz A M Z hs-CRP
B NIE ST BTG hs-CRP 89 BAL ANEHF | FE B ERFMANLES KELZZRR O AFEFHGLR
AR B EABIHEZEGBCREL BB, ANGIT 1 RERE hs-CRP K-F 5 KT AR F £ F(10.00+
24.81 mg/L ¥t 7.52+17.90 mg/L,P=0.409) , /- N3& 77 30 £ J& f2 ¥ hs-CRP K- 4 A 37 87 2 F44% (2.80£4.66 mg/L
e 7.52+17.90 mg/L,P<0.001) , % K& | A7 BHBEAKL(P<0.001) ;/INEHTE 1 FHRA 16 ARAEZTERR S
EEMN HEMHEF KT hs-CRP KT & T A FMH % # (10.38+19.40 mg/L b 6.84+17.61 mg/L,P=0.018) ,/2 K
J& 1 X hs-CRP KPR 2 F 2 F(12.91£27.76 mg/L ¥ 9.32+£24.24 mg/L,P=0.175) , KJ& 30 £ hs-CRP K F 7 £ 2
% £ 51 (3.54+5.98 mg/L t 2.63+4.32 mg/L,P=0.316) , £ F-CHmBEAMNEITH hs-CRP K-F 5 KE | A
EFRRREChEFHGELAZTEEEML, BomELEF R K mER B EMNNEIT 30 RJGE#H KR, ZH
TAT BT hs-CRP #9K E T ALIT B Rk,
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[ ABSTRACT] Aim To evaluate the changes of plasma hs-CRP before and after percutaneous coronary intervention
(PCI) and its relationship with major adverse cardiovascular events (MACE). Methods We selected 84 coronary
heart disease (CHD) patients who were implanted DES.  The hs-CRP level was measured before, 1 day and 30 days after
the procedure. Telephone calls were made to make sure if the patients had suffered MACE including repeated angina pec-
toris, non-lethal myocardial infarction, in stent restenosis, repeated revascularization, cardiac death in the following year
after the procedure. Results The hs-CRP decreased significantly at 30 days after PCI compared with baseline (2.80+
4.66 mg/L vs. 7.52+17.90 mg/L, P<0.001) and the level at one day after procedure (2.80+4.66 mg/L vs. 10.00+24.81
mg/L, P<0.001). The level of hs-CRP in MACE group before PCI was significantly higher than that in MACE-free group
(10.38+19.40 mg/L vs. 6.84+17.61 mg/L, P=0.018). Conclusions The hs-CRP level before PCI in CHD patients
is associated with the incidence of MACE after the procedure. Patients with higher hs-CRP level before PCI got higher in-
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cidence of MACE. The inflammation of CHD patients subsides after PCI for 30 days. The change can be reflected by the

changing concentration of hs-CRP.

2 Bz 5 AR B kA AIB YT ( percutaneous coronary
intervention , PCI) .28 B M ek Lo ) BRI F B2
— NI HI I 28 B S AR 3 ik sk 4 B R ( percutaneous
transluminal coronary angioplasty, PTCA) 2|2 J5 1Y 4
JRER 4 (bare metal stent, BMS) f5 AR, PCI Y & &
AR O R E s (B HEA T 250
748 (drug eluting stent, DES) B4~ H |, /™ AJR 7 HHE
ANEFAF NS B N BB ZE (in stent restenosis, ISR) |
STERN AT Y (stent thrombosis , ST) 759K 2 L i
IRTAEM B R 2 HIFIEIA R X AN B
PRI R A SHLRRIERAS AR (A DC Y . ¢ R
[ ( C-reactive protein, CRP ) J& [ it A A& 5 5 R ZS 10
ZMLIAE N -, BMS 4RAUH Je CRP BUWFFE 4 H 2 (40
Bz ARG S R AR S AT
G ARG Z BT PRI R B, R C RN AR
1 (high sensitivity C-reactive protein, hs-CRP ) 7£ 70>
WEBRENARITE 1~3 KRB E T, A
KR Ib S S PR PSR ENAR G LR A
A AIRYTJE hs-CRP Wil f A e S AR AR S5 30 K,
HAREBEYS 14, B R 5 24 RO g F 74
(major adverse cardiovascular events, MACE) i % =5
hs-CRP ZKFHISER

1 X&IMFE

1.1 ERXS

ANTEH 2013410 A1 HE 201446 A 17 B
ThEAFE —EROCLEARERBT HES
TR kcE A B N BT B R FOR K A
KR TENEOREH 84, WAEYHET PCLF
10 6], BR A G X WAk o BiE A 1 6, 84 Bl A%
PRERCAS B E S B, REACKEEE T
7, A AL B B 53 1), 3 ST B AL AL
R E# 6 Pl ,ST Bitm A8 ILE 3L & 4 10 #, 3t
X105 Z & AN 146 M X2, MNBT AR E
| @ ERY TS R A A S S
WHEMATHG, AL EFACEH  ERHAES
WA XENERE FALEZEZE QREELT
EWNW MACE R £ &, Hrirk: 6% 18
MHEEMER THRUEXRETSR N ERRF;
AHEEUERR, AT EMNE, A EHUARR
EHHREMEERFE; B AR SR om0 F Ak

G A FARE R EMIE R E—FAY
B PClL, TR N E#EF G KT %A X 50l F
EAFRABRALTAFZEF -—EREFREEZR S
A,

1.2 FARHA%

2 PCI &3 A ar v ) & 7 & [ 8] I8 Ak (300
mg) A A EH (600 mg) K & M 3T (80 mg) ,
H PCI £ AAT4F B & A E] 1T AR 100 mg, 4 4%
FISmg, EV 3R, RE3RFEARWMMA A EM
] T Ak 300 mg ., 4 k4% F 300 mg, K FAEEFHER
rEREREEA Db/ a % 4Kk4 457 H % A
&,

1.3 BRIBKER RN NIEBTT

TR B ik Bt AR K A SFr K 6Fr § 4 £ 483
PR R Bk FE R #EAT , B R E G A E AR E A
ZI W HRIRARE £ W3, RHRAERHFRAT
MAXBBEREA,

1.4  Syntax ¥4

Syntax 3 2 & 48 I R B0 Bk B 4 RIFAE A
KRR EmERE, FX LFAAMT 1.5 mm,
B B AL JE >50% o 1T B A N, Syntax W4 H E
HZ R L R E A B E R SRR
1.5 MmiEFExRE

FrEEETARMT AR 1 X KRG 30 XX &4
JE it A AR A R E B & A LBk, A F 3000 1/min
B B8 15 min 4 3 o 3¢, R & 3 5F 3 3 g
# 3% % hs-CRP ¥,

1.6 FitENHR

& Jil SPSS 21.0 2R AFH#AT 4T, 1 & T8 Mlats
AL, HEHUERERT, AF A ES A 8% A
A ET, WEXRRAFEES A& AWK
KA ¢ KB, & 4 F L3RR R BB & E T,
THEEHEEXA X R, TEXAHFIHFLEES
LA WA W R K Wilcoxon #250, £ 4 W 3R
% Al Friedman £ 30, ¥ 41 [8] i 25 5k A Mann-Whitney
Kb, % 48 B KA K-W A3, I P<0.05
=R EHHITFEL,

2 & R

2.1 BHHER
&2 NIRIT W el O BB 84 ), il i bl 1 &
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AF A 16 B (A LA O 20 10 i, AEBBEHE L
WUAEZE 4 5], Jorf 1 ) PR AT I A, SR P Pk
1, IREESE T 1 B T 68 i, A
B IR B G A7 AE BRI O WU BE 35 L1 55 T
FAFH A BT (P<0.05) 43 N 2 R [ &
AEMLZ AR B E 2R (R 1),

®1. AOFMEREREXZLILER
Table 1. Comparison of baseline data on demographic and

risk factors

SHE 4 CH 4
e e
EW (%) 63.6+10.3 63.75+7.80 63.53+10.86 0.939
() 56(66.7%) 11(68.8%) 45(66.2%) 0.844
A IF I () 65(77.4%) 14(87.5%) 51(75.0%) 0.257
B IR (1)) 40(47.6%) 10(62.5%) 30(44.1%) 0.185

Aa‘#?ﬁﬁﬂ‘amﬁ({ﬁ) 49(58.3%) 12(75.0%) 37(54.4%) 0.133

GIEE IR () 4(4.8%) 3(18.8%) 1(1.5%) 0.021
ERLZ A 28(33.3%) 4(25.0%) 24(35.3%) 0.432
BRIEPECWLEESE (]) 14(16.7%) 6(37.5%) 8(11.8%) 0.023
BEAE PCT 52 (1) 10(11.9%) 4(25.0%) 6(8.8%) 0.091
E1E CABG 5 () 1(12%) 0(0.0%) 1(1.5%) 1.000

22 BREREZMOEINEELLE

AR BE A Ma] S50 2 e A [ K S 558 TG = A 4 i
R(P=0.041) , A bR AE P4 2 [8] K UL i 3% 25 5%
(£2),

x 2. BREREZROENELER
Table 2. Comparison of the risk factors of coronary heart

disease and cardiac and renal function

MO FrEH THA
MH (n=84) (n=16) (n=68) P
BMI(kg/mz) 26.57+£3.28 26.67+3.00 26.54+3.37 0.902

S B K (mmHg) 95.02+12.70 90.38+12.60 96.11+12.57 0.105

MBS (mmol/L)  6.10£1.97  6.54+2.03  5.99+1.95 0.219
TG ( mmol/L) 1.65£0.95 1.41+0.61 1.71+x1.00 0.334
TC(mmol/L) 3.83+0.97 3.37+£1.01 3.94+0.94 0.041
HDLC ( mmol/L) 0.91+0.21  0.82+0.18 0.93+0.21  0.075
LDLC( mmol/L) 2.32+£0.67 2.09+£0.67 2.38+0.67 0.137

LVEF(%) 67.56+11.44 66.63+8.79 67.78+12.04 0.720

eGFR(mL/min -

1.73m?) 67.87£17.70 64.28+22.96 68.71£16.31 0.371
73m

2.3 BRINKBERNNEITER

AR B K AL S AR W 25 | Syntax W4 A
ARITIE M AEF A S A H Z R JC 3% 2R
(#%£3),

3. BRIFKFER AN NIBTTHEXE#
Table 3. Related data of coronary artery disease and inter-

ventional therapy

ISUN FA R

A (n=84) (n=16) (n=68) P
PSR AE () 31(36.9%) 5(31.3%) 26(38.2%) 0.602
WL 995 2% (1)) 29(34.5%) 5(31.3%) 24(35.3%) 0.760
=3 (i) 24(28.6%) 6(37.4%) 18(26.5%) 0.375
Syntax ¥E4> 16.34+12.63 21.31+13.14 15.17+12.32  0.080
GP Il b/ Ma( ) 33(39.3%) 5(31.3%) 28(41.2%) 0.464
i PCI( ) 2(2.4%) 1(63%) 1(1.5%) 0.347
HHA— fﬁz*ﬁ”(m) 42(50.0%) 10(62.5%) 32(47.1%) 0.266
A *5(3{’”‘ 27(32.1%) 5(31.3%) 22(32.4%) 0.932
REA = A28 J 11(13.1%)  1(6.3%) 10(14.7%) 0.682
FEA DU S 48 (WJ) 3(3.6%) 0(0.0%) 3(4.4%) 1.000
ATMZZ (B 1(1.2%)  0(0.0%)  1(1.5%)  1.000
SEAMB TR (H])  44(52.4%) 5(31.3%) 39(57.4%) 0.060

2.4 ANBFFEIEIE hs-CRP /KFET
MAIEIT 1 KJF hs-CRP KFEARFTAELA K,
AJAIT 30 KJF hs-CRP 7K AR R % T F, ixX

%ﬂlﬂﬁ%ﬂﬁ SAE BRI WS W4 38 mT LUK ER,

M ANIBIT 30 KJG hs-CRP /KFE5M4 ARG 1 KA
l:[ﬁ,f,ukﬁﬂﬂﬁ%#@ﬁ“ﬂ]ﬁﬁiiﬁ?ﬁﬂ HE

ZHARHI hs-CRP 7KV 35 5 T H (£ 4) .

% 4. ANBFFHIR hs-CRP kK FEH
Table 4. Changes of hs-CRP level before and after interven-
tional therapy

| AT RIF 1R ARG 30 K
BABE(n=84) 7.52+17.90 10.00424.81  2.80+4.66"
A (n=16) 10.38+19.40¢  12.91%27.76  3.54+5.98*
TeF 4 (n=68) 6.84+17.61 9.32424.24  2.63+4.32%

a A P<0.05,b 28 P<0.01, 5 RATHH ;¢ o P<0.01, 5R)5 1 Ktk
d 20 P<0.05, 5ICHMFH

3 1 i

TSR, A AR IT A A ROV 59 AR YT
JEHULIAR B JEAE S AH 5, PG, FE AR AR IS S8 A
KPR AL, TR T 1 0 2 T LR B A AR bR R
16 A BT R EE R BRT AR
JPRIRA R AN, RAE B HRIE 25 T Z Fl
O FRR A AR P, W AR = RS
S ] A LA S R AR A, b T F0C LA R
PRI S R AT B

C S 2 — S R B, 2 AT
JUEE B, A6 SR E BN st P S T T g, MG
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KA 19 h, B3 Y 2 I RE R B4 6 B s el G
BB 7 B 2 1 A0 [, hs-CRP AR B R AR
RO 5 A O A R T T R, AR
W, 13 hs-CRP ¥ B2 T = 7] T I0 AN A2 A0 809
BEMTE, RZ WU IEHE R CRP B2 5
SRR AR AL 1 2 0 B N B2 O 5 9 R BE R AR
et IIAE " At O WUESE B CRP K
AT BEHE 7R O IUAE FE A L A R/, I8 2 O il 48
I3 — G T 1A 2 G T B, CRP %00 i 45 =5 14
il Je HAA AR e ) O (B, 7E S iR Sh k5 A
fEBFE i, CRP K5 1 B 3, Toig Rl s T
SRAA A0 YA BE T 50 WILAE BB 1 & A R
FET CRP K PEMRAIEE" . AN AR
J7 )5 CRP 7K VBT Ui 1 T, e 3 52 1sf ] 44 o AR
b, IFTARIG 48 h iR BIUE(E, XA A BMS SZ 421
B RJE CRP KPR rn & A AR iy LRt Tt
B H AT ST 45 R R, XA A DES 32
I EE CRP 58 1 X R4, 32 5] DES
VRIS s A AR e ot A 8 2 I g n]
REC. B HL AR K55 4L' . Gaspardone %5 Hf 57 %
B, AN HE A SRR CRP K- AEAR G H AR T ER
BT ARG 48 h 247, KRG KW HE Dy
TR O I ) BB LR TS CRP 224k
WR B ARG, A SR RE S K A RR S M E2 5 CRP K
TR (A ATRIT ARG 3~6 A ), LALIEAR
YRR SE BE 5 I R RE IR 2, T A X6 T e 2
AEELFNMNE, BT, L 5ARE CRP K
V5 TN F A R A R AR AR S, R,
WA NIBIT 19 CRP KX 48 S I IR IG YT 17
E—EM .

AR BRI 55 2 B, SO R A AR
J7 )5 1 R hs-CRP KFIFIGA T s, 2R
3 FABLETHE , M ATBIT G hs-CRP /K5 560956 43
RIAISE, 5 Syntax PEAMBAFAE AL A5 0
T 3 FE A W B ] o — 2 R B ARYT 30 KE
hs-CRP /K V-2 2 125 T B, #2755 hs-CRP fE 2k
W N M, HAEA ATRIT IR T LT B AR
FHIARM, &5 & B 7E o] I, e AR5 3 RE
ARG 30 R b o] BeAA 7 T = WA, B 5 i
W&, B , RJG 1 K hs-CRP BARRIFEAE T i
WATREES, TRESHEARRDMHE, BT
XF hs-CRP 7EA™ ARG 1948tk ka5l 47 1 — 2 R4
ZHN A5 E X hs-CRP 5K J5 MACE 1Y % A R
AT, REWH, ARG 1 FENEE
MACE F8 XU 5 AT hs-CRP /KFEAE, SR 1 K

FIARJG 30 K hs-CRP /K-F-JE5C, X 5 Z | #Y 24>
WFFE4 R — B0, At e, 76 25 W VR I SO Y
P, AR hs-CRP KFATS AT K2 MACE 9 % 425
AR5 ZU A AT IV 4 7 B g AN R SR e A
SR i 3 T A A T 24 W M S SR AT A — R LR
PRI AEF R 8 25 0l A LA 119 S S I, o A 3 o
HHTRHALEN DA R FF A A, ARG 30 K hs-
CRP /K - 16 B FF A v i 78 IE 5 K KL (<3
mg/L) (EFAFLL A4 2 {8 5 T 1 K SF- i o
HAEIEF K LLN, 38 2 )T 2 3% 25 5%, 4545 3C
R J& T BE SRR AS B i DA O, AR U 9T B L 4R
B SR L5 I W I B AF TR PR IE
PO UL LI BIC 4, 2 eGFR JC .
FRm, Wt — 2GR KB, A
Syntax PFMEICH VF A T S R0 3 2=
S, M I 8 e AR s o 2 3 R B R 18
¥ 22 SR BRIH O URR BB 5835 56 4R 2l ko 72
MR R A%, S5 Syntax W43 I a3 $2R FF
IR BN O 28 R] REAF 70 S o B2 % R BE L
HAEOL X 5 IR TAE P 2R i E M e, £
AR EZER BT AT LAHEWT , R T hs-CRP ZKCF R Y
SR LA R E S B EE, AT R[] i A7 78 T IR 3l ik
AR 2% AR R AN BOR 5 S A 0 I
FFRJLART R, XTI FA TSN 5k —
FIT 253677, I B S0 % )R BT L
P B O LA F

RBFFEREA R /N, IS5 AT T 3R AR 1 i
PRIFTEARUEE

[ &% 3Hk]
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