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[Abstract] Objective

onset period of migraineurs. Methods

To observe the changes of lysophosphatidic acid (LPA) and acidic phospholipid(AP) in
By the small cross-sectional study,venous blood in 30 migraine patients(mi-
graine group) and 30 healthy subjects(controls) were taken for measuring plasma LPA and AP levels by spectropho-
The plasma LPA level in the migraine group was higher than that of the control group
[(4.0%£2.7)pmol/L, (2. 6£2. 3) umol/L, P<C0. 05). The plasma AP level in the migraine group was higher than

tometer method. Results

that in the control[ (5. 8£2. 8) umol/L, (4. 2 2. 4) pmol/L, P<C0. 05 ]. Conclusion

The brain tissue ischemia and

platelet activation exist during onset of migraine and are apt to occurrence of thrombosis, which may be one of causes

for occurrence of ischemic stroke.
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