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plasma D-dimer.

Transient Ischemic Attack;

tients with TIA within 24 hours. 25 healthy were set as control group.
patients with TIA were higher than control group ( P< 0.05) .

patients with infarction significantly increased compared with those without infarction ( P< 0. 05).

Lipoprotein( a) ;

D-dimer; Infarction

Atherosclerosis;

Aim To investigate the relationships between transient ischemic attack (TIA) and serum lipoprotein(a) and

Methods The serum levels of lipoprotein( a) and the plasma levels of D-dimer were measured in 48 pa-

Results The levels of lipoprotein( a) and D-dimer in

In TIA group, the levels of lipoprotein( a) and D-dimer in those

Conclusions These re-

sults suggest that increased lipoprotein( a) and D-dimer may play roles in the formation of TIA.
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Table 1. Comparison of D- dimer and lipid between TIA group and control group (x *s)
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(Hg/L) (mg/ L) (mmol/ L) (mmol/ L) (mmol/ L) (mmol/ L)
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Table 2. Comparison of D- dimer and lipid between TIA with or
without infarction (x %)
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