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Study of Correlation Between Coronary Plaque Composition and Degree of Stenosis by 64 — slice Spiral Computed Tomography Coronary An-
giography in Patients with Coronary Heart Disease. ~Zhou Dongjing ,Shao Fuquan,Liu Yupin, Jiang Xunyuan,Zeng Qiuhua. Department of
Medical Imaging ,Guangdong Provincial Hospital of Traditional Chinese Medicine ,Guangdong 510120, China

Abstract Objective To explore the correlation between the coronary plaque composition and the degree of stenosis by 64 — slice
CT coronary angiography ,which can provide the diagnosis evidence for predicting the risk of coronary heart disease and the early identifica-
tion of vulnerable patients. Methods The data of coronary angiography of 101 patients with suspected or documented coronary artery dis-
ease on 64 —slice spiral CT in Guangdong Province Hospital of Traditional Chinese Medicine were analyzed retrospectively. The images
were interpreted by 2 doctors. When there was consistency, coronary heart disease was obtained by the diagnosis of coronary plaque com-
position and the degree of coronary artery stenosis. SPSS13. 0 statistical analysis software was used to analyze the relationship of coronary
plaque composition and the degree of stenosis by chi — square test and correspondence analysis. Results In the 101 patients, as to the de-
gree,30 cases of coronary artery without stenosis (30/101,29.7% ), while mild coronary stenosis accounts for 29 cases(29/101,28.
7% ) ,moderate for 18(18/101,17.8% ) ,severe for 24(24/101,23.8% ). The relationship between degree of stenosis and plaque compo-
sition was analyzed in 71 patients. Soft plaque prevailed in 53 cases(53/71,74.6% ). There was statistical significance, indicating that
the degree of coronary artery stenosis was closely related to plaque composition. Soft plaque was related to severe degree stenosis, while
mixed plaque to moderate degree. Conclusion 64 —slice CT coronary angiography can effectively detect coronary plaque composition and
the degree of coronary artery stenosis. 64 —slice CT coronary angiography can be employed to evaluate plaque composition of coronary ar-

tery,so predict the risk of CHD. Earlier detection of vulnerable patients can be presumed.

PEF HAL:510120 T, AR PR B 158
.64 -



BeRfgideds 2010462 4539 % 452 )

“iE B

Key words Coronary heart disease; 64 —slice spiral CT; Coronary plaque composition; The degree of coronary artery stenosis

SEEAR B I ok A A A 0 R (TRT PR T ol ™)
& W1 T AR Bl Dk D e A = Jo 1 s 722 S B AR Bl ik
At it R ILRG SR Z TS SF- A7 e 35 )0 L . 7E TR
 EEC 4 S5 R SE R A B T
1, 6 U A T B I N S A BRE ) 5 , % e
3 114 T 975 0 R 2 38 Tl AL 8l koo A B kel 2R
AR Y MR TR 2 5 1 e IR 2l ks 9 S B 2 B
PA] 2 1) Tl L T, T 5 | A O B0 | PO LA
U R EBCAE kS Ik 25 A i (ACS) iy & A i
SRR R BT FEUESE , T AT S A AR Bl ok s 1
hAk 5 A8 22 55 A 8 A R A 1] 1 B Bk ( 5 45 3R
Ho) R A, LB g P2 4 3
2 BEHRA TEAR B K 8 H P R . A4 % 9 2 it
BEYIE TR AR YT S MR S ik £ G AE Ry G, e
ARSIk (TVUS) & H RiTi2 Wk R AL e RS
PERY GARAE” , B T B 2 BRI 7%
RN HHE, 64 ZIRTE CT /Y 25 (8] 73 BF R4
0.4mm x 0. 4mm x 0. 4mm , 5| T £ 0] [6) 14, 0] B2
SR TER Bl DK oK R RE A A, R TR AR Bl A
L FBEI L), (A TC R PR 3h kRS i 53 112
Wi A AT RE . ASHF SR I ] 64 J2 IR € CT 4R 2l ik ik
BI5E WP R B Dk BEHR 735 P 78 A5 B2 22 1]
FRIAH A

wR57%

LIl PRBEEE : 4341 2007 4 10 J] ~2008 4 10 7R
E e 101 il RIS S Cois i el o SR 3 64 JZ B E CT ek
Bk R R RORE . T3 66 £ (65. 3% ,66/101 ) , L 1% 35
51 (34.7% ,35/101) , 4% 25 ~82 %, F-Y4FE 1% 57.92 £11. 96
% . 101 B8 E 512 BE AR 322 DL &2 M fe) 32 451) (327101,
31.7% ) AR Rl FnC 2 22 4] (22/101,21. 8% ) | [ 5 1]
I 18 1 (18/101,17.8% ) JyF. BRI 1. I AR 7 5E s
B OIR AT 64 2 CT Ay, (LR RT 70 W/ 403 TR A i
30min HARFEALSRTE (25 ~ 50 Z38/1R) o BT A B T4 AT
B Rk B A R A .

®1 BERLCERSH

BZAER n PR (% )
= M) 32 31.7
Gy PRI &= 22 21.8
S35 )R 18 17.8
T R AT O i L S 14 13.9
REOE 11 10.9
e 51 4 3.9

2. WE CT 94525 X H GE 64 Light Speed VCT, Jij Ffi
MBI Lo FL T 42 B R, 41 4 2 80 8 B IR 120KV, 8 LR
600mA , i 64 x 0. 625mm , #2J 0. 24: 1, FOV 250mm , 4 Jf
512 x 512, Je S 8 1E AL € A2 AR, S I A BB T
1. OcmzK-F- Z0 EAR T AR 2. Ocm 5 Hi . 1 FHBURT i s
TESTAS S HEAT A d 0] HG R 14T 13 24 DU 406 4 1) (8] (timing bo-
lus) F938 , 2S5 1E F i ik LA Sml/s B 37 3 03 0 % 1 570) ol o e
(350mgl/m1 ) 20ml fif 4= #ER7K 20ml, FEIR 8s 575 3 BhFkAR
PR M) B 28 AT Z R AR . AR 1T 2 IR I
X (MIROT) T HAE T 35 5l ik i 308 49 0 DXk ik i) — 8% B2 iy
LAt AR (], 28RN #RIKLL S ml/s BYUAH T Bkt
FEFR) 70ml i A BER 7K 20ml JEA TSR Sl RS TR A4

3. BB AL SR T 22 B DX E 2 A0 [T B O L T TR R
TR FEEF SRR (R - R [)30] 75% ) B AR 1 0,
HAEG TR AW E, 7T LU 30% ~80% [l @ 10% 317 =&
o i GE AW4. 2P TARR ORI TR T = e i 4
FUFLPH (volume rendering, VR) Ik 75 /0> I 4 550 A0 76 4R 3l ik 4%
e K A% 5% (maximum intensity projection, MIP) {2 71 7&K )
Wik 5332, VA A IR B2 0 B R 85 Ak s Sk 20 A, T e AR B Bk
Js L R L, 360° HERE hr B A , T4l Bt e il o Bk 4
FEJF ; 211 85 4 (multiple planer reconstruction, MPR) , Z2.0»
TR AR TR S PR T S

4. G (1) Rk Be - SR AT 1975 4 WHO #E75
12 B O NERT B 2s 4 Bl N . EEIPN A RSk E T A2
TR S 2 e S RA e IR Bk ix 4 SRR Sk , WA 1 19 B
e s AR Bk T A HTRE SO B B B e Il S0
B i B ARSI B v h BRI B, (2) SR B kB g
I Ko A AR A3 4k R T B bod A N B A, B M
EHAERRE = (PEBOE.OWIE R M HR - RAELER)/
Bers Bl U3 1E 5 1L B AR x 100% o A48 35 ELO E b2
B B kok AR A s e AR By 6 B, 1 A A BER
N, Pers < 25% 5 1AL B A% 25% ~ 50% 5 T 74 B 75 51% ~
74% 5 IV B BAE 5% ~ 89% 3 V AL B 90% ~99% 5 VIEL: 58
APR 28, B2 100% ., $R MGIR S IR R A2 4, 7T 20 A R
B B (TR (o sezs (INAY) P (VAL
VL) Ke5e 4P 28 (VIR o (3) TR Sl ik BB 1 5 14 340 0 - AR
I8 2 NS e R 0 DK o A A TR DR 722 114 4 s SR 50 ok
PR A BRSO LI A B CT L, 70 A AKBERR 14 = 26HU V55
FLBE P 419 + 194HU s IE & BE Y (& Bl L 20 ¥ A, 91 +
21HU) ,

5. Bl o3t SR SPSS13. 0 Ze iR, R R g st e IR 3l
WRBES I SRR eG4 25 57 P <0.05 I B SET 24
Mo FEABORTIE AT , ATTO AR f 2 [ A DG P RREE .

%z R
101 1] 2 v, 30 SR gl Bk Do Wl Rk A 71
- 65 -



"IE B

J Med Res, Feb 2010, Vol. 39 No.2

TTEEAR Bl DA [ i BE e S8 v, BEA T SeE AR 3 ik B e
S5 B R 22 ) Y FE AR, BB B v DL B B
(53/71,74.6% ) fe 22 WL , ek AR Sl ok ple 7 7 J3E o A
Beg 29 4] (29/101,28. 7% ) , v BE B %5 18 {5 (18/
101,17.8% ) , T 445 24 14 (24/101,23.8% ), i
HZ I RA G278 (P <0.05) , 7R T IR 3y
WKBEHR A 5 s B RE R R ), R LR 2 () =
12.641,P =0.013) o W& Z SO L 50 #r , 2 7 K
PESRAG H B AT TRA PR B R BB 2 A AR S
W), BRI 1o TR R REH A I3 BBk DL IET 2.

R2 BETWHIKBRE S EREREZ BRI (n)

"?\ - e il 22 L B
BEH A - }L’{kﬂﬂﬂ(ﬁk@*i;* -
BRENAE hERA EERE &t
TRA TR 3 6 2 11
TRBE 20 11 22 53
BT 6 1 0 7
A1t 29 18 24 71
O BEHLR 43
O WA TRE
0.6 ’;O
2
0.3
£ 0.0 o
=}
£-0.34 03
= 0.6
-0.64 )
-0.9- o
1
-1.2 | | T | <>I
20 -15 -10 -05 00 05
Dimension 1

B 1 BEBRSEKBIRA 5 55k 12 B X R 53 47 B

W’

L. Gy B e SRR E < 568005 & —Ff i ek
SBKAEALIE (SRR ) 508l )M (I B R 2E ) Bk
78 il BH 28 5 2 O JUL I I R S S IR SR A0 JER , R
MO IR o 3l ik ok A 1 4k (athero — sclerosis, AS)
J& B SARNEER 2580 Bl KN P , HARAIE 2 sl ik N
A BELRTE B, A BEH AL A ] o etk sl ik
SRR A P B HJ 114 B RN A4k & 1) 1l A T U2 2
TEWKER G IR B I N o BREH i 32 f i DL A X R
FEARAERAY, 5B 2O U AN (2) SR 3
WKPEFER) 0% o PRI X 3 26 5 451 5 e (vulnerable
plaque, VP) [ B 55 JL R F Eugene Brauwald

. 66 -

E2 BRENERERRIRE SHHRA5E

O VR T ER TR @R SRR, 72564k 3l Ik 3= T4 Jr
WP ; @ZeHTRE ST CPR EGUR 76 SR 2l ik 8 T B 72 i e Sk
BAS I A SRy KRR S8, PR 8 B X 42, ) DL/ BRE R AR5 4
W, RV I O @0 Ik VR A B B R SR
ZERTIE ST T BUE I R BRI s 7T 52 CPR [EM§R 76 i e
S B I N LA LN B E LR e SRR , BT I 50, SRR A T
W A%

TS5\ VP RS BT A B T & A ke, LK AT fE bR
U R DT 0 5 AT R BB SRR A5 . VP bR
WEALEG : EEARMERS VeSO RE (A% — TR A i A S
AT T 43S ) 5 25 4 05 8 1 R NS R 0 5 9 B2
SHBE A T 10/ B s BEER 28 11 s B > 90% o 1K
BRRIESE FE TG A0 /NG 55 9 0 BEH P M I 5 P9 B2 2
BEAR A ok VEE I . e ir bR 4R M S BB
FIGHUBRE T BHEE 10 T BB 2O
PEIHIT 1], SR R UL bR AG s 3, i — 2B
Pt MG G R B 0 5, B R T 45UR & LAR i
Pifig o PR ASTF ST B AL B0 1 Rt o, 40 R 5 eIk Bl ik
BESR I3 Y HR ST BEBR A [X 43, RV 7] — £ 2 1]
S A7 R B W Db AR [ 2 B BB R 3, B B B
IR A LB bR B BB A7 A B AL TR A P BT
He SRR AE LR A PERE S b . 25 560k 30 ik e

ZETALA 2 AR LA, $ R ST BB B A0 e A A
JEIBAL

2. BEBR >S4 T A B O AR < BREBR B g B
KRR A AL R — AT AR i A, BEER 1Y
o R A A RN R, AN, BEB Y RAE |
0z I L MURE T I A R S 8 A8 Js 114 1ML A8 B A ( vas-



BEEART TR

20104E2 H 4539% 52

- 1E s -

cular remodeling ) U S A RIS, £ 1
BT SR GRSl kA 1 i R A T SR AR
2, hEE s FERIR S YERE T E, R A 8

S5 3k
Falk E,Shah PK, Fuster V. Coronary plaque disruption[ J]. Circula-
tion,1995,92(3) :657 - 671

. . N N G L 2 Davies MJ. Stability and instability ; two faces of coronary atherosclero-
I)(fﬁ% E"Jﬁi@{,\’xﬂﬁﬁﬂ%o Qﬁﬁﬁfﬁ%uﬂa}ﬁj\jf Jr sis[ J]. Circulation, 1996 ,94(8) :2013 -2020
%Bml% ’fﬁ 1%:4 ‘I{:E ?}L g& ( 1k fﬂ i 1:@ ) ﬂ LA {% *% ik hf%’ % 3 Kristensen SD,Ravn HB, Falk E. Insights into the pathophysiology of
'fé[ 10! o FEEBES B R e K, E B ET%E ., [ unstable coronary artery disease[ J]. Am J Cardiol ,1997,80(5A) :5E
IR, BREHR PN A 9 A S IO A R ) R AP SR S T A -
{QE?%J]H% , G l @ﬁfﬁ%ﬁiﬁ:{ E"Jiﬂiﬁij( : % gﬁﬁﬁﬁ 4 Riouful G, Ginon:,et al. C;mparison 0{ .Coronary pllaqule rupturj in ;-
. cute coronary syndrome:a three — vessel intravascular ultrasound study
S S R 1 v ST R A SE 0B
e PR £ 4 W, 5 T W 0 et ain
N B A X V. r‘z 012
J% \ﬁ%*ﬂﬂfﬁ%%‘% ﬁmlﬁﬂ:}ﬁi ’ J&gﬂ}j}[]ﬁ%ﬂﬁ; B/‘Ja'j% 5  Hong Mk, Mintz GS, Lee CW, et al. Comparison of coronary plaque
%*%&F o %ﬁfﬁ%ﬁlfn H:ll 1. ﬁﬁ%%ﬂﬂﬁl@%ﬁiﬂﬂ“ , % I 7—!@ rupture between stable angina and acute myocardial infarction[ J]. Cir-
S PSS RIS, AN, SAES IR [ colation 2008 10(8) 925 933
6  Tanaka A,Shimsda K,Sano T,et al. Multiple plaque rupture and C —

I JR A T 2 B BE A /s (DR FE A ), AT
EERNPAE
3. ARWFFEIIBRIE 64 J2IRTE CT P4 e 4R 3l ik B

reactive priein in acute myocardial infarction[ J].J Am Coll Cardiol,

2005,45(10) :1594 - 1599

7  Naghavi M, Libby P,Falk E, et al. From vulnerable plaque to vulnera-
ﬁ%i%ﬁg'ﬁﬁﬁjb)ﬁ)%ﬁﬁ@64 }ZE':E‘%B}% CT EE ?él‘Eﬂﬁ:}’ ble patient; a call for new definitions and risk assessment strategies
e (IR S SEEIR B K R 1 /N BE B B /N (3] Part 1. Circalation 2003, 108 1664 - 1672
jj% Ij‘] E@;ﬁb\ﬁi@,ri I\éﬁﬁﬁj—»\ﬁ% ,@%Yiﬁgﬂ}élﬂ ?&ﬂﬁ 8  Naghavi M, Libby P,Falk E et al. From vulnerable plaque to vulnera-
WRSEBES A% | £F 28 18 S5 A 00, 0 J2 B R A 00 1 lEl” - Cnlft;:mifm;mzf ]r;ks et sttt
j(/J\$Hé$g& rp'é‘ EQETEE%%Z£%//{? ; ®%B§}E/B;q E(szj 9  Kaski JC. Athelomatous plaque location and arterial remodelling( Re-
KFAERE AL G A2 1E CT FANRERI view) [J]. Eur Heart J,2003,24:291 -293

4%\2 ,64 Eﬂ%fy@ CT ﬁ)[j‘(fjjﬂ;j(}ﬁ’f%jﬁi ﬁﬁ,‘?{ﬁfﬂ% 10 Fujii K, Mintz GS, Kobayashi Y ,et al. Vascular remodeling and plaque

J§3 , AT AT R AR RS E 1 S5 e IR Sl kA
R PRZE R BE , REAS G I By 403 B, XoF T 0 2 57 40 i
R B0 BA MR

composition between focal and diffuse coronary lesions assessed by in-
Am ] Cardiol ,2004 ,94 .1067 — 1070
( Yk :2009 =07 -30)

travascular ultrasound[ J .

AARAEZAEENFTEATHUREE
EHRKSH

TRakm, AKAR EE 4

B E B HOTIEATEEA (PA) J5E A (ALB) KA AL KR I 7E A B N 5 A5 58 J DRR I8 AL IR 7 o 1
M. Foik Wk 26 Bilfd FEA R R 86 A W It DA e P8 2 LT , 00 LI 995 0 4 11 3 3 OO E AT S R Uk e AT o
ZER AU R AL PA ALB FEAR, S50 IR H 28 5 394 B8 (P <0. 01) |, IR P 5 TR IR < o 1ML A 205 4
HYUHRAHLE PA FEARECR S (P <0.05) o 3 FHLIK S M i S5 41 ALB 5 1E W 41 HE AR FPERRAR (P < 0. 01) 3 B MRS
ZHRI N ALB [ (o, B ERE TR (P <0.01) s R BN 2R B ALB FEAI% (o BREE T (P <0.01) Hil y BRE T (P
<0.05) ; M SEAFHLVRZ RN ALB FEAIG o BRETFTHR (P <0.01) Fll o, B BREE A TH (P <0.05) o i PELAN 5 ek
PR ANME LA LURA L o, BREH REFAR(P <0.05) o S5i% Ja i P A Wt e Pl 3 9 2 1 728 4, v ox 28 A 1
PR AT BE— 2P B AL | DTS PR B 2 AN WD DR A A DR 2l PR 7 4R 1 — X2 i s Bl

FEHFAAL:210002 R AT, H LN R AR5 /\— BE e AR AL R
EIHAEE  BRLL, B F {546 : mapleqh@ 126. com

- 67 -



	YXYJ20102 64
	YXYJ20102 65
	YXYJ20102 66
	YXYJ20102 67

