192

RS .

[XEHS]
CEE T BBl kR R A ALENE PRI B R R BT R

M. BT, FNE, B
(PEAARBAELER 1. 25 KA, 2. BEA, LTF 100853)

[REIE] AREFLHHREERY, BEAARNHRPERLGY R, SLARASIFR 5, Wk FF
MLtmit;  EvE e
[ = BHH HiTE2FBAREZTHIMBHEALGRERE. FE KEZFBELERFRBI R S

], ik TR, FPT A BB G R M AL S IR F T EERM, FARELE AP 2T EFTaFFLNSHE G,
CD68 e bax 4 &, LR LGB bE BERBARNRBERNEEL L E, FLEEEZ K, Lk b oy-FFMm

ISSN 1007-3949 Chin J Arterioscler, Vol 13, No 2

1007 3949( 2005) 13-02-0192-03

faAast iy, EE MmN B bax A ERMMH AR K S AFR MM EE AR Y. P

Pt T RS IR B FRAL ) R A R Ko
[FE5THES] R363

RTAE SRR T A

[ SCERFRIRES] A

The Pathology Characteristic of Femoral Atherosclerosis in Elder Diabetes Patients

FAN LI', DU RurXue', LI Xiao Ying', and WEI Li Xin®

( The Chinese PIA General Hospital 1. Department f Gerontology Cardiology; 2. Department f Pathology, Bejing 100853, China)

[ KEY WORDS] Diabetes;
cle Cell;  Macrophage
[ ABSTRACT]

Atherosclerosis;

Methods 8 elder diabete autopsy cases and 8 control cases were selected respectively in our hospital.

artery of all cases were taken.

staining.

Immunohistochemical Technology;

Three markers against o smooth muscle actin, CD68, and bax were performed.

Elder; Femoral Artery;  Smooth Mus

Aim To investigate the pathology characteristic of femoral atherosclerosis in elder diabetes patients.

Serial sections of femoral

All the arteries were examined, and parts of the segments were selected for immunohistochemical

Results Compared with control

cases, the femoral atherosclerosis was more serious and the calcify range was wider in diabete patients; there were less smooth

muscle cells and more macrophage in femoral atherosclerotic plaques, and the expression of bax in macrophages was stonger, the

expression of bax in smooth muscle cell was weaker.

femoral atherosclerosis.
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Table 1. The comparisons of immunohistochemical indexes in
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