704 ISSN 1007-3949 Chin J Arterioscler, Vol 16, No 9, 2008
SN [CEBHES]  10073949( 2008) 16-09- 070403

LB AT 21 B 55 et R B0 Ak 54 R R A B BRGSO R

;W B, . BEW
(1. BARMAE 161 75 ERHIEA, #1445 KT 430010; 2. 7 HARMAE & ERmLA, LFTT 100853)

[ XA
(& ]

REFEREANS,  FHIRBAERA,

LB Z 5,
Bl HA U EZBAARGBRIRAZ T HEEA LT MRS N R EAERNE T RSN

R msE, B ARG AL

AFETRAER . ik R IE G AR Aok 2R3 E R 9 & b A K B bk 45 A AR ] B AT R 9B 40 AR AR AR ) SR 58 i
MG EZRBTERSMN. BER TECHMRACBRITFBRORELEND S TARERRE, 2 THt
MEBOSBRTBERGE - RKRE, THRAL TR LA I,

[FEISZES] R363

[ XERFRIRAG] A
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man coronary arteries; and to investigate the role of HPA in creating vulenerable sites in atherosclerotic plaques.
Samples of coronary arteries were obtained at autopsies of 36 patients with acute coronary syndrome.

blocks were studied by immunohistochemistry using antibody against HPA.

analysis.
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Immunohistochemistry; ~ Acute Coronary Syndrome
Aim To analyse the relation between heparanase (HPA) and stablilization of athersclerotic plaques in hu-

Methods
Eighty randomly selected

Computeraid planimetor was used for quantitative

Results In unstable plaques, percentage of immunoreactive areas for HPA was significantly higer than that in sta-
Conclusions HPA in coronary atherosclerotic plaque is an important factor in determining stablilization of the
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