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0.13cc + 0.07 vs0.27cc + 0.11
0.24cc+ 0.14 vs 0.30cc+ 0.05

Shortly after the ischemic attack (<6 hours), we can use different kinds of
medicine, or instruments to re-build the cerebral circulation, and this possibly reduces
the neurological deficit, and also the burden of the family and the society.

Heparinisakind of anti-coagulant. It has been used for the treatment of vascular
occlusion for along time. However, since the molecules of conventional heparin (CH)
islarge, and they can be used only in intravascular route. Low molecular weight
heparin (LMWH) has amolecular size as small as 1/3 of the CH. It has been used in
the treatment of cerebral ischemic stroke, and has a better outcome though its
mechanism isunclear. In this study, we plan to compare the effect of CH and
LMWH in acerebral ischemiarat model. The animal will be divided into the
following groups: (1) sham-control; (2) ischemiafor 1 hour then treated with CH, (3)
ischemiafor 1 hours then treated with LMWH, (4) Ischemiafor 4 hours then treated
with CH, (5) Ischemiafor 4 hours then treated with LMWH. The animals will be
sacrified 1 day later after a neurlogical evaluation. We compared their histologic
infarct volume with statistic methods.
Result: The different between the treatment with LMWH and conventional heparin in
the groups with 1 hour ischemiais significant (0.13cc £ 0.07 vs 0.27cc + 0.11).
However, the different in the groups with 4 hours ischemiais not significant

0.24cc+ 0.14 vs 0.30cct 0.05
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Methods and M aterials

200-250 gm Spontaneous hypertensive rats 50
20
10

4 CH LMWH CH
(4001U/kg body weight per day forl days) LMWH
(2000Axa ICU/kQ)
50 gm/kg i.p. Ketamin 10 mg/kg i.m. Xylazine
14
35-40 mmHg
375C
PE-50
(Gould polygraphy)

1. : Ketamin 50gm/kg I.P.

2. diagastric , sternomasotid omohyoid muscles, expose the fibrucation oif
common carotid artery

3.  externa carotid artery ligation 0.5cm

4, proximal external carotid, proximal internal carotid, and
common carotid artery

5. (diameter:0.009inc, 0.22mm, nitinol alloy)  externa carotid artery

common carotid , internal carotid artery
6.

grade 0
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2% TTC(2,3,5- triphenytetrazolium chloride) 37

Student’st test means paired t tests longitudinal changes
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