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[(WE] BH HiThHEEE C KM E A (hypersensitive C—reactive protein, Hs-CRP) A4 & E H R
(fibrinogen, FIB) .D-_ % {& (D-dimer, D-D) 55 5 (> 7% (coronary heart disease, CHD ) #5 % 12 /¥ B9 H X 4% ,
FiE EEES 156 TSRS KER B E NI\ GRS R4 RIE CHD 4 56 # CHD 4 100 i,
5] 851 4 & % 41 Hs—-CRP.D-D 1 FIB /K¥ 34T AT #5047, 4R CHD 4 53k CHD 4 EH LK F
HE BRERAE BLELERARITEE X, KRR HRE X FHREIT¥8 L (PH>005),
CHD 4 ffi ¥ Hs-CRP .FIB.D-D /K ¥ FiE CHD & , HERHH KT %8 (P 1< 0.01);CHD £4
i 7% Hs-CRP.FIB.D-D K FRERETEREHMAHERMHE BARHH LR ERBERITEE
X (P#<0.05), £XWA4 Hs-CRP.FIB.D-D K 8 T WL LH (P < 0.05) £ X AHEH (P
$<0.01), NXHREH Hs-CRP.D-D W B EE TRKREH  ERHALTERL(PH<005), &R
11 % Hs-CRP FIB .D-D /K ¥ 5 CHD 7~ & # E R RS BHRE X HMRK,
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The clinical value of hypersensitive C—reactive protein, fibrinogen and D-dimer in diagnosis of coro-
nary heart disease
SU Xian—du', SUN Lei'?, WANG Hai', et al. 'Department of Clinical Laboratory, the General Hospital of the
People’s Liberation Army, Beijing 100853, China “Department of Clinical Laboratory, the Third Hospital of
Weifang. Weifang 262400, China

[Abstract] Objective To investigate the correlation of hypersensitive C—reactive protein (Hs—CRP),
fibrinogen(FIB) and D-dimer(D~D) with pathological change degree of coronary heart disease(CHD). Methods
156 cases coronary artery angiography patients were analyzed retrospectivily and divided them into CHD group
and non-CHD group according to the results of opacification. The levels of Hs—CRP, FIB and D-D were detect-
ed and analyzed. Results There were no statistical significance in the differences of baseline levels except
diabetes mellitus and hypertension medical history between CHD group and non-CHD group (Pall> 0.05). The
levels of Hs—CRP, FIB and D-D in CHD group were all higher than in non-CHD group and the differences all
had statistical significance(Pall< 0.01). Among the CHD groups, the levels of Hs—CRP, FIB and D-D showed an
increasing trend along with the raisesd up of pathological change degree, and there were all had statistical sig-
nificance in the differences between each two groups(Pall< 0.05). The levels of Hs—CRP, FIB and D-D in mul-
ti-vessel lesion group were all higher than that in double—vessel lesion group (Pall< 0.05) and single-vessel le-
sion group (Pall<0.01) and the differences all had statistical significance. The levels of Hs—CRP and D-D in
double-vessel group were higher than in single-vessel lesion group and the differences all had statistical signif-
icance (Pall< 0.05). Conclusion The levels of Hs—CRP, FIB and D~D have correlation with the degree and
quantity of diseased vessels in the patients with CHD.
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B fER BRI, £F4E%E 5 IR (fibrinogen, FIB) 7+
R M. W REEANEEME
B, Bk NRE MBRHEHEA LSRG HE I D-
ik (D-dimer, D-D)E ] E %% , &R FIB 1 D-
D 7£ CHD W2 Wi h A B EMH AT H B 156 #1
TRk E&# AR (coronary artery angiography,
CAG) £ # % Hs-CRP .FIB ,D-D /K ¥ 4T Hl il 4
ST, BT HAHN CHD WREE SRR
B i R L A B,

1 "E5FZE

11 WEER¥ERE WE 2010465 A 1 HE 2011 43
H 10 BRRBEAT CAG LR YR 2% & 156 4,
W CAGER, 3 CHD AMIECHD A, KH
Judkins B HHIEMBRE BREBNEE, £ET &
BUPEST . 72 B0 HE 3¢ B A etk 30 Bk PO AR i B o AT faT —
XBE = 50%0 B ELE N CHD, LI E—EEdR
KRR P BRBREL A ER ERERE, CAC S
REFSERZI KD EFE— XM EHREREE<50%
#A4E CHD 4, CHD & 100 #],5 57 B, & 43
B, 5F 8 39~84 %, F-19(61.71£11.74) % , CHD 4%
WA AR IREA SR A (EETRE
WX HETE), EXREH(ZXHEZUER
%), 3E CHD 4 56 #i, 5 31 #i, & 25 B, i 38~
82 %, ¥ (58.45£1027)% . B 3RAEH 36 B, W
SRR 314, ZXWEA 33 Bl HERERS
4 , % %€ B> & 98 (stable angina pectoris, SAP) 4 30
Bl , A %3 72 .0 L 55 (unstable angina pectoris, UAP)
4 36 i, 2 L LB FE (acute myocardial infarction,
AMD) 4 34 6, HEBR: ()RS FHBHERE;
(2) RSN R BT KA RS BKN STRIEA
RE;)EHEMNBREERRRF; (D) HRBEE,
IERERERAER; S)EFENEALZE,
12 i BEBMRNZRBTERSEREHK
I, LA L0342 13.5 em, 3000 /min Z.L> 5 min 2B

1, KA K 7600 £ 8 314 A4 U &% E
BE % S BE B B (high density lipoprotein cholesterol,
HDL-C) . % & Ji§ & [ fH [5 % (low density lipopro-
tein cholesterol, LDL-C) . & 2 [ 5 (total cholesterol,
TC). H M = B (triglyceride, TG) , IR & (uric acid,
UA). Ei%E¥ (glucose, GLU), ¥ RIS Bk LA
BNII 4 H 345 F & B 447 { (SIEMENS, %8 & ) & )
Hs-CRP, RH STA-R £ A 31# 447 { (STAGO,
% E)MRERR LN FIB 5 D-D,

1.3 St ® B\ R A SPSS 17.0 40t
B R L xes o8, HETB R HBRA ¢
BREFTESN, HTHEENLERRACRR, P<
0.05 HERAZIT¥E L,

2 BR

21 CHD 53 CHD el — ¥R M tLE CHD
4 5 CHD A A8 A5 48 $UR W M6 5 4 6] 2 R 2
TG it (P 3> 0.05), 1Bl R 5 & iR S
FARERYEZITEEL (PEFHH 6293,
8.194,P$#<0.05), & 1,

22 FAREAERKEE CHDA53E CHD 4
#£47 8 , HDL-C .LDL-C.TC.TG .UA % GLU K ¥
FHRMERY LI %8 (PH>0.05), W#E2,
2.3 W 48 Hs-CRP.FIB 5 D-D /K ¥ 9 I %
CHD # 54k CHD #4 ,Hs-CRP.FIB & D-D k¥ 2
HEERHFFEITEEL(PH<001), BE3,
24 3ECHD A5 CHD &4 I8 Hs—CRP.FIB & D-
D AKFEHHE SAP 4 Hs—CRP XK ¥ & F3E CHD
4, BERAFLHIT¥EL(P<0.01),1f FIB & D-
DK FERARMERYELKITEE L (P> 0.05),
AMI 485 UAP 4 Hs—CRP.FIB & D-D K ¥ ¥ & T
3k CHD 45 SAP 4 , HER WA G ¥R (P Hi<
0.01), AMI 41 Hs-CRP.FIB % D-D /KF & F UAP
BHERWEAHITEEL(PHE<0.05), BE 4,
2.5 R[E)E Bk 2 XX $ 4 8] Hs-CRPFIB & D-D

£ 1 CHD 453 CHD 46— Y EHK H 8 (x5)

A5 1% FE# () R 15 B (kg/m?) W R (%)] F 11 TR[n(%)] % Hh[n (%))
3 CHD 4 56 58.45£10.27 23.26£1.90 6(10.7) 18(32.1) 17(30.4)
CHD 4 100 61.71£11.74 23.75£2.27 28(28.0)" 56(56.0)" 32(320)
" 53k CHD 4 H.4% ,P< 0.05
%2 CHD A 53 CHD A4 LiEHRI H B (vs)

A i) HDL-C(mmolUL) LDL-C(mmol/L) TC(mmol/L) TG(mmol/L)  UA(pumolL)  GLU(mmol/L)
3 CHD 41 56 1.29:0.34 2.46£1.07 4.51:1.04 1.56£0.95 325.5996.89 5.73+1.11
CHD # 100 1.19+0.33 2.69+0.84 4.66+1.06 1.73:0.99 322.63+100.83 5.81:1.40
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% 3 P4 E Hs—CRP,FIB & D-D K¥F# H 3 (x4s)

Hs-CRP FIB D-D
@3 F% :

(mg/L) (g/L) (mg/L)
ik CHD 4 56 1.76£0.77 3.38+1.04 0.32+0.30
CHD & 100 9.19+5.54" 4.34:1.34° 0.66+0.54"

. 54F CHD it §%,P< 0.01
%4 3k CHD 45 CHD #%4i[F Hs-CRP.FIB &
D-D 7k ¥ H9 H4 (xs)

a9 o Hs-CRP FIB D-D
(mg/L) (/L) (mg/L)
i CHD 4 56 1.76+0.77 3.38+1.04 0.32+£0.30
SAP 4 30 5.80+3.11° 3.4740.96 0.34£0.31
UAP 4 36 9.17+4.87°4 43521.11"2 0.6510.34°2
AMI 4 34 12211621 5.10:1.41'> 0.95+0.70"*
FiE 3.245 1.843 1.824
PE 0.001 0.041 0.037

#." 53k CHD 4 4 ,P<0.01;%5 SAP 4 %, P< 0.01;* 5 UAP
HHB,P<0.05
KEHHE % %% Hs—CRP.FIB & D-D K ¥
HBFRUEFEEH (PH<0.05) FMELHEHP
¥<0.01), WIHAH Hs~CRP.D-D K V& FH
ETRAEABERBERITEBEL (PH<0.05), W
FIBEZREZITEE X (P>0.05), #ES,

%5 FRFRNKRKE LKA Hs~CRP.FIB &
D-D K-8 H 3 (xs)

4 5 #i¥ Hs-CRP(mg/L)  FIB(g/L) D-D(mg/L)
52| 36 6.58+3.67 3.84+1.36 0.4210.23
o5 2| 31 9.06+4.60" 427£1.22 0.64+0.43
X4 33 12.16£6.60"*  5.04:1.19"  0.96+0.72"%
Ff& 3.347 1.752 1935
PE 0.008 0.046 0.034

E SREHEALE,P<0.01; 25N REH W ,P<0.05;
* S5 FRBA LR, P<0.05
3 it
CHD R 3 BB #ERE 1L BT B, M h bk B 1 b 59
¥R RERRRTEAER LA N EHARRGH
B RIER NP, CRP 5E AR TE BEFEL
BRI RN RAERE BRI BE L, TR
BUEZHRDRTEBESHERAKES CHD
MEREVIHRA, CRPHESSIE N K MK
b B 2 B 1 BT A0 ZE R 3 54 5 B A TG 2 1 15X o
P B A L B e, SLR B BB RERE AP,
AR R ,CHD 48 & M & Hs-CRP /K F
BI85 FIE CHD 41, %M CHD B ¥ A R AE s

By FEZE T BB R XA R 28 CHD R R ik 3h Bk
R BB E M He-CRP 9 E , RIEERE
KN E ,Hs~CRP /K F Z #i A &, BP AMI 4> UAP
H>SAP 4, ARAZHMNLERERYERIT%E
X, BHE CHD &8 METERES R
KEFERBHLNE, RENE, RERNMSE,
Hs-CRP /K ¥ 8 % , Hs—CRP A LA1E J 34 i 55 1 /™=
BENSEZER. ERIKE HRE MW EIRER
# Hs-CRP K I B S FRSRARE, BEX
WA BHE Hs-CRP K F BB & FWERES, B
KRR H> PURAE X H> BB TH, #7R Hs—
CRP/KF 5 kBB B A X, B R E R
FEAE B, Hs~CRP /K F # 5 , % 8] Hs—CRP
B4 S 34 1 AR 3 ko 78 H B B9 B 4 BT
UESE ,Hs—-CRP RETIM & X AMI M &1, th R K
W0 i B AR B &R R R FE TS 8 B 45, Hs-CRP /K
FTEMABEERFNERERBREAN2E,. £
£ ONAEFEE R —IKKTF AR 315, BEIE,Hs-
CRP K F B EH &N 5 &£HEEM, Hs—CRP K ¥
Kl B F T @R sh ks w2 B g Bow s B =
HEE, NIEEREEKRE,

FIB K ¥A BT RBAANNMEEFE, mh
W Sk DR S Bk i B ok Ak B, TR
RBI PR EETE LRI KB, B CHD RARM— ML fE
BN EMRIEFERMREY, FRTERHA, HAFH
FIB 7] 68 5 56 Bk A5 28 32 0 %3+ B ¥R & s kR
BARRMER BHRABRE, D-DEXBAEE
HE R BRI N AR IS, et HE
Mg, kM EEmMRREFER %R T HEITH
Bf,D-D K EREHBRE, REAEEMH M
BEREZ—E, CHD WK 5 mENBEREBRE
HK,7ESAP BN I E R LR E, Atk
ek, idiBl AMI B UAP &, 1 & P BEH R 3 i
oL, BESR T RCORFAE BT 2 58 , ih /MR BRI IE AL 3
& B/, $3 D-D KEFE,

AXBFREY,CHD 4 FIB.D-D K¥HES
F3E CHD 4, ¥iBA CHD £ 58 35 1A v %t o M i % 1
MR HEHESIE CHD 45 858 —E 538 H
AL B R R i BB —E X FK . AMI 4 FIB,D-D /K
EB 2 & T UAP 5 SAP 4, B UAP 4 FIB.D-D %k
SFE R T SAP 4, %% FIB.D-D K¥5 CHD i
FEEREFYIMERL,FIB.D-D KFEE, shhkEH
BRARERBL, FEHHRATEHR AL O0E
WM KL, Sauls % 9 1 IF5C FIB.D-D 7k ¥ B
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CHD fy/=EREH mm 8 Em, b, 7 CHD 4
H FIB .D-D /K5 R B BRAR A L B %, WX
¥#£ FIB.D-D K F#E, £XKE4 FIB,D-D
KYARFTFNIXFESRIREA, BWHRE
AD-DKFHERTFRIRETA, BERHYERIT
%3 X, $#78 FIB . D-D /K 5 7 4R 5h bk o 2 14 75 Rl
UMK, SHECRMMMRE B, I CHD 4 FIB,
D-DKF5SAPAUBEREGITEEL, TEER
SAP A FERERAAE, EmEESEHT
¥ B ERENRZEEREERR, BAERRAU
BFrstmi e, B, %K R LIRS FIB.D-
D K¥AEfk, F#EBARE RS K4 T AL
BIIT

2 EFTid  M7E Hs-CRP 5 CHD A& S5 % &
YL, 7 CHD LR PABEHNG RSB A,
D-D %54 FIB /K ¥4 #r Xt & B0 & 55 44 0 30 b7
CHD “EREFAFHEMERES B, Hit, &
&M CHD %% i # Hs-CRP.FIB 55 D-D K ¥,
FH BT CHD M2l HissT .
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