PHEFIREERLS 2008F 8B B 74 B4 Chin ] Mult Organ Dis Elderly Aug 2008 Vol 7 No 4 o 281 -

. ]Kﬁ%ﬁt}'—‘? .

BRI EHHDENEEHR
R BER FAE FRF

(WE] B NAMEARFETERIKEANREFRERESERRAMER. T 39 HEaEEK
GRERES S HBREHRLZFEERTERERLEANENBFRE MR EHTESRAERNE., AFEIHH
B H EBR(EEMA) B/ MEABEHR BREAR EREREARELMERTEAEE RELEABE LY
BRI AEEEAERR(BEAERR EARRMBATER .. EWHEK(RD = %L EEMA/F53% [ EL
EEMA. #RI>1.0 WE#EMRI< Lo NAHEN. 4R FHEHRAKEHNNATE HHIERLORER
ARFLHEXH, U RIKEAENBEESHRIANEEEM(61. 4% vs 30.0%,P <0.01)., BEH LS
WHEEFEMERIAEERT70.0% vs 38.6%,P <0.01), SHHEEHHEIL, FHERN - REEEERRS,H
AR AL A TR KRR E BB R (17.847.0 Hvs (13. 64, 9mm?, (12,245.5) vs (9.5+4. 8 Ymm?, P<
0.01), B IEE W E R OHERBER, REFBANEL. 4 EXHEWNRAUHENNRERERR, EHEEH
P LUK BE R BAR O TR & W, e R B B B 5 1 R R B R BE RS % .

[x@inl dRIBERBEFEE MAL

Investigation of coronary arterial remodeling by

intravascular ultrasound
LI Junxia, ZHAO Yuying , LI Shuren, et al
Department of Cardiology, Bethune International Peace Hospital,
Shijiazhuang 050082, China

[Abstract] Objective To investigate the lesion characteristics of coronary remodeling by intravascular ultra-
sound(IVUS)and to evaluate the relation between éoromary remodeling pattern and clinical presentation of coronary
heart disease, Methods  Eighty-four selected patients who underwent coronary angiography and pre-intervention
IVUS were analyzed. 39 cases of acute myocardial infarction and unstable angina pectoris were categorized as acute
coronary syndrome (ACS), and 45 cases of stable angina pectoris (SAP) as stable coronary artery disease (CAD).
IVUS was used to measure the external elastic membrane area(EEMA), minimal luminal area, plaque area(PA),
plaque volume, plaque character and arterial remodeling index. The lesions were classified into soft plaque and hard
plaque(including fibrous plaque, calcified plaque and mixed plaque) according to different ultrasound patterns of tissue
reflection. The remodeling index(RI)was defined as the ratio of vessel cross sectional area(EEMA) of lesion segment
to the mean reference EEMA. Positive remodeling was defined as RI > 1. 0 and negative remodeling as R <C 1. 0.
Coronary remodeling patterns and plaque morphology of the culprit lesion obtained by IVUS were analyzed in terms of
their relation with clinical presentation or angiographic morphology. Results The age, sex and risk factors for coro-
nary heart disease (hypertension, diabetes, smoking, hyperlipemia) had no significant differences between negative re-
modeling and positive remodeling groups(P > 0.05) In ACS group, positive remodeling was observed more frequent-
ly than in SAP group (61.4% vs 30,0%,P <{0.01), whereas in SAP group negative remodeling was more frenquent-
ly observed than in ACS group(70.0% vs 38. 6% ,P<0.01). Positive remodeling was usually based on mild stenosis
(50%), but the EEMA and the PA were significantly larger in positive remodeling lesion than those in negative re-
modeling lesion((17. 84+7. 0)mm’ vs (13. 6+4. 9)mm?, (12.2+£5.5) mm® vs (9, 5+4. 8 )mm?, P<0, 01). In pa-

tients with positive remodeling, soft plaque , eccentric plaque with little calcification was most frequent (63. 6%,
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65. 9% respectively). Conclusion The plaque morphology of the culprit lesion are different between the two kinds of

coronary remodeling patterns, The lesion feature in positive remodeling is apparently soft eccentric plaque. These re-

sults may reflect the impact of remodeling types and its culprit lesion characteristics of CAD on clinical presentation.
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