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HE. BYW MRE2EFERSIIKEE (acute coronary syndromes, ACS) B E M ¥ M4k (brain natriuretic
peptide , BNP) & B 8 C /< i 2 H (high—sensitivity C—reactive protein, hs—CRP)¥& ¥ 55 R 3 ik & 4= T & i 8
xtE, AR ABRITEEBRIIBKS A (percutaneous coronary intervention , PCI)¥&¥T B9 ACS B & 120 4, R+ H
REZ W ACS BE R LKA (n=40 B) , FEVLE R E T K¥EM B ERIT PCLIRITH KRR TE RN
ACS BE J 3T A (n=80 ), MM LLEWHABEIMIE BNP & hs—CRPIRF, R TR ACS BH MK
BNP hs—CRP ¥ EE N A B A&, ZRARIT¥E X[ (121.8£31.2) pg-mL~' vs. (92.4£29.3) pg-mL™', P<
0.05;(3.06+0.74) mg-L™' vs. (2.59£0.73) mg L', P<0.05], SEI4H M 3K BNP g2k T HFLH 0.699,hs—CRP #H
LTMAN 0.720, K 13 BNP hs—CRP ¥ E 5 ACS BE PClIGIFe R ETEHAH RIFHH AN, Pearson
AMBRREXERBE RN BNP 5 hs-CRP Z[AIFF7ER F EMHK(0.7<r<1,P<0.05), 4t ACS B&IM
% BNP .hs-CRP ¥k E 5 &Rk EE LB WM EAE — WM,
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Correlation research of brain natriuretic peptide, high-sensitivity C-reactive protein and coronary no-
reflow phenomenon
YAN Na, ZHOU Jing, SUN Hong-mei, GAO Feng
(Department of Cardiocerebral Medicine, The Affiliated Hospital of Yan’an University, Yan’an, Shaanxi 716000,
China)
Abstract: Objectives To investigate the correlation of brain natriuretic peptide (BNP), high-sensitivity C-reactive
protein (hs-CRP) and coronary no-reflow phenomenon in patients with acute coronary syndromes (ACS). Methods A
total of 120 patients with ACS were treated by percutaneous coronary intervention (PCI). Patients with no-reflow during
operation were in experiment group (n=40). Patients treated by PCI without no-reflow in the same period were randomly
selected as control group (n=80). Plasma concentrations of BNP and hs-CRP were monitored and compared between the
two groups. Results Plasma concentrations of BNP and hs-CRP in experiment group were significantly higher than
those in control group [ (121.8+31.2) pg-mL™" vs. (92.4229.3) pg-mL™, P<0.05; (3.06+0.74) mg-L"' vs. (2.59+
0.73)mg *L-!',P<0.05]. Areas under the receiver operating characteristic curve (AUC) of BNP and hs-CRP in
experiment group were 0.699 and 0.720, which indicated that they were correlated with no-reflow phenomenon. There
was a highly positive correlation between plasma concentrations of BNP and hs-CRP in patients with no-reflow indicated
by Pearson correlation analysis. Conclusions Plasma concentrations of BNP and hs-CRP are correlated with coronary
no-reflow phenomenon.
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HRAEZ WG 28R R, A TES | A X — (Al
RER: E O B B S A — B R, T T 4 R B
5% & B 1M 2% ixi 49 BK (brain natriuretic peptide , BNP)
5 ACS WHIMR 1y B C RALE H (high-
sensitivity C—reactive protein, hs—CRP) &% #LH) &
RETEFR , AR K4 ACS L ER R £, A
SR s Bk F 41 R AE BT X ], {2 BNP hs—
CRP WS ERIMEERM KR HAFE, &
WL 1 4 I K ACS B8 3% M 12 BNP % hs—
CRP k¥, BTEHIT ACS B#H M% BNP hs-CRP
WE SR EERERET BB HRE,

1 #ERFAE

1.1 —BeR

ANEIEL K FEHBER LR 20134 1 AE
2015 4F 1 H EBE4T PCLIRYT B ACS 3% 120 #
(3 94 ], £ 26 5], F- & 38~76 B )/ AW . K
FHIMEERM ACS BE NLIH (n=40) ;
HLEUF RIEFEVLE R R I ZE R BE AT PCL IRIT IR
MR F A ACS B3 80 BlfE M Xt B4, HERR
i (1) BRER.OCUEFERE S 2 fEg 0N
Tl CESOERESEMAE; (2)™E O R
B O BB B R AR AR B (3) KAt
AR RES( AT M %K BNP ¥ FH i BB % , Infmse
%E 18 BB ECR S (4) I B A B R R
A EBE AR ALK IR RGP ER
B ()L RERSME FA EshE &
BE,
1.2 BRI

ABE 5 I 4H BB E AR T 7 A B 7 7 70 B B A
PEAK 300 mg, @ MEAR T 600 mg, 3+ T At % ki L
Kl BNP 5 hs—CRP Y& & , BNP R illl 77 4% . R %
56 % E 5 (fluorescence immunoassay , FIA ) — IK 1%
P 2 B, IR & “HE” A R EEA
H YR PR 2 B 7= & (Triage , Biosite BiARAH 2L
FIRI TR BRA AR, LA 43#4T, hs—CRP
Kl 75 s . SRESME#R KM 5 mL, % IR 3 000 r/min
BELABEET-20CH 7, RAGZELMmENE,
KB S £ E DL L 8 A A JEFE RN, (UEE AN
728 (IMMAGES00) ,
1.3 WK

R B R 46 B i # Bk i A 0 I 3% BNP hs—
CRP ¥ B, K5 24 h WHEUCRE Sk MKl BNP,
hs—CRP ¥ ¥ DL #E %t & ; BNP ¥ £ >100 pg/mlL.

hs—CRP ¥k >3.28 mg/L N A HMEE X,
14 EREIPKER R &K ERBBKI AIRIT B

A5 fE Judkins BT E RS Bk E &
(CAG) , PCI & 7T i 72 2 5% 2h Bk 5 B 3 fik i 4% 33
17, #2014 FFXRELOCMEEZ NN AFs/EHE
DR S/EE LS (SCAI/ACC/AHA) 4
KRB AVRITIE BT, A NIGT IF IR BT
25 F F E F B B FFE (6 000~10 000 IU) BB & 44
FRE MR (100 IU/kg) . HARERBLRIEA
CBE PR B BKE R A BN ORI BE R 4T, To R
RIRZE Ky PCYIRYT LI
1.5 FEIRAE

B 4 L IV ATRYT BRI AR PR Se AR sh kL L
FHEFEHE #2156 (thrombolysis in myocardial infarction ,
TIMI) Ifil 73 AR HER A XTI PCLIG ST
J5 B AR 3h Bk I B AT o R, BRI AETE
PCIAYY MBI &5 E# B TIMI<1 4, 3f
HERBR AR AR R 2E R KB MR S MR
LR ML N R RE O
1.6 SEITEDHT

Y& R SPSS 20.0 Feit2 4k b 4b 2, T E¥E
B (x2s) TR LB IR, HHERBLHRE
~, RHEY Bk, RAZAE TRl
(receiver operator characteristic curve , ROC)43#T 1Ml
% BNP 5 hs—CRP ¥ E Hilll PCIIRIT R LB WA
A Y BRI R S . 18 b ) B9 A oG R A
Pearson 4387, #l/KHER R a=0.05, LA P<0.05 A
ERAGUTFEE L,

2 5 R

2.1 PARELRHEE K

WHERHE, Z2REFKITEENL [(56.7
6.7)% vs. (59.6+6.5)% ,1=—1.602, P=0.115], B
HHEMBEEFRRILE, ZRITRITEEX (P>
0.05), R 1,

1 HAREEZRBRELR [n(%)]

i | B RE FEEELE BN BER
SEEH 40 32(80.0) 32(80.0)  22(55.0)  36(90.0) 14(35.0)
XHE 80 62(77.5) 60(75.0)  46(57.5)  70(87.5) 24(30.0)
P! 0.098 0.373 0.068 0.162 0.308
P 0.475 0.356 0.473 0.471 0.362

2.2 PR
SEE4H PCIAYFRT M BNP . hs—CRP ¥ E &
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T4, 2R AEARKIT2FEE XL (:=3.584,P=
0.001;¢=3.347,P=0.001) ; SL ¥ 40 PCI 347 J5 M1 3K
BNP hs-CRP K EH B & T AH, Z2RAEFSIT
28 X (1=-2.431,P=0.02;:=-3.228 , P=0.002 ) ; Xt
BR4H PCIVRYTHI G MK BNPIREHE , £Z7F X
%Kit % & X (1=0.091,P=0.928;:=-1.842,P=
0.067);FZFE 2,

*£2 FWARKTE, 5% BNP hs—CRP iR EHILLE

(X+s, pg/mL}
BNP/ pg-mL™! hs—CRP/mg- L™
5l a T
WYTET bLid RITRY RITIR

SEESZH 40 121.8+31.2° 153.0+48.1"* 3.06+0.74" 3.81+1.27"*
%fAEZH 80 92.4+29.3  91.8+27.4 2.59+0.73 2.78+0.53

. 5XTBELE, “P<0.05; SRIAEBITRTLLE, V" P<0.05

2.3 FZAE TERIEHEITER

% F ROC B4R 43 #7 Il 3% BNP hs—-CRP ¥k &
5 ACS B8 PCLIRITE R B W &k A WA X4,
ROC B TR AL (AUC){ETE 1.0 F1 0.5 Z [E]#L
S B M XM, 7E ROC T M >0.5 BB
T,ROC HI4R T AT AU 23R 1, 6B AH DG HE R
If, SEE 4R I 3K BNP 12k T E AN 0.699, hs-CRP
M2 T EAA 0.720, KM% BNP hs—CRP ¥R
H5ACSEBEPCRITERAEXEREAREN
AR, LE 1 A 2,

1.0 o
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0.0+ T T T T {
0.0 0.2 0.4 0.6 0.8 1.0
|- 45 5

B 1 33548 BNP B ROC HiZZ &

2.4 Pearson it IHER

& F Pearson 18 3¢ ¥ 43 #7 & B0 M 3% BNP
hs—CRP YR E ZHfFEREIEMX (0.7<r<1,P<
0.05), W% 3,

ROC 2k
1.0 = i

0.8

i g
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1 F 54
B 2 314 hs—CRP Y ROC Hi 4 HE

%3 BNPREMhs—-CRP REZ HHEXESIFER

a % BT R WITE

3 " rE P Pii

LIGH 40 0.751 0.009 0.806 0.001

%t R 4R 80 0.738 0.001 0.730 0.035
3 it i

PCI {&¥7 R HAGIRIT ACS M k2 —,
B2 MK PCLIGT v A B AR ME, B4
o R &0 R NICE B /T IR <
TIMI1 %, RZ A XEERIAER, TERA N mA
LA TE, T H AKX EE Sy, ERHH
B 2 W AAR DL AR YT, T, FDR B R ACS
BREMBEREBERE, MAEERKYEENH T
AEZ, HIWEW A ZEES N MR G
BORAE RN I E R E HaMEl EAmE,
W EEEER X,

BNP {E 4.0 L& FE IR B Z W £ P24
tr, SRR ETE R ERZE T
JEZER, AMTEH, ELACENRBIEFHFELR
T, HABRE A F AT DLk & BNP BB, it
I TC 5 A O L4 A ke 480 )™ B AT BB R B 3% BNP
BB, T 42 E BNP 2 38 & 3 6 2 57 B )
F131, hs—CRP J& R A M 7 09 BURAR B4, Howk
& 5 54K 3h Bk HERE 1L T AU BESR AR E 1% )
XY, MUk E4ERIER, I H hs-CRP BEHL %
£, RAEFHBIMPR, MENREXERGSIENLEE
FE R g BACHIEAL, s sh Bk oR R 1L X gk &
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TIMI 1~2 2% It J4% 522 £ 1% BNP ¥k 4, 38R
BNP Y& B 55 R sh Bk il R E T DI A o6 . ARBESE
FROLM, SMRBAEAML, PCBTELERA
BNP I EHEFA R, ZFREAHIT¥E X (P<
0.05), AMFERERALIA hs—CRP IKEH
EETXBH, ZREHIHFE L (P<0.05), FIfE
B ALEI 2 ACS #1,hs—CRP fiE 3% 28 81 i *MA &
B BBURIEN T, (R RAEA MR R E A
B Ji3 sh AN 3 0 3k A%, o s SR R AR O RS,
R TERIFLEREERWIBKRSEME, RITERM
ROC HIZR /87 T iX — e, SRBERF MK
BNP 7! hs—CRP ¥ E S B BN L E WA K
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BNP 5 hs—CRP ¥R ¥ 2 [0 7275 & BE IE R 5%

2% F Pk ,BNP hs—CRP W E W] UIVE R EE
MAZHTMEE, L ERIER, X5 BNP Ml

hs—CRP ¥R #) ACS B3, o] LI BT ¥ b6
BERMELE  (BARRFEERER/NENR,F
BEREEAR | & 0 R R B i — A IE 58,
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