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[ ABSTRACT] Aim To investigate the relationship between platelet and cerebral infarction as well as carotid atherosclero-
sis. Methods Positive rates of PAG-1 and CD62P, which are both platelet membrane glycoproteins, were measured by flow

cytometry in blood samples while carotid artery were evaluated by color Doppler ulirasound in 75 patients with atherosclerotic cere-
Results Positive rates of PAC-1 and CD62P in the cerebral infarction

groups no matter with or without carotid atherosclerosis were significantly higher than that in the corresponding control groups. In

bral infarction and 61 healthy examination persons.

addition, the positive rates in the groups with carotid atherosclerosis were significantly higher than those in the groups without carot-
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id atherosclerosis both in cerebal infarction groups and in control groups.

infarction with carotid atherosclerosis were the highest.

infarction and carotid atherosclerosis.
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Farthermore, the positive rates in the groups of cerebral

Conclusion The level of platelet activation is associated with cerebral

Activating platelet may play an important role in atherosclerotic cerebral infarction.
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% 1. BRI S5 xR B AR L (x £)
Table 1. Comparison of basic data between cerebral infarction
group and control group

B2 xf BZH I 128 BE 4.
PR (53 %) 30/31 36/37
() 60.9%£10. 1 61.719.9
/R % (% 10°/L) 165.4 *+68. 4 170.119. 1
W45 (mm He) 149.2*17.6 156.4+19. 4
FF 7KK (mm Hg) 90.0+£13.3 94.2+16.5
I (mmol/L) 5.6%0.9 5.67 0. 87
H il =8 (mmol/L) 1.3%0.6 1.37%0.63
SEEEE (mmol/L) 5.0%1.0 5.5411.23
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Table 2. Comparison of positive rates of PAC 1 and CD62P
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| n PAC-1 CD62P
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