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Analysis of Cerebral Arterial Blood Flow Velocity Changes in Migraine Patients during Attack
Interval QIU Shi, WU Tao, LI Qin, ZHANG Lv-ming, WANG Pei-fu, LI Ji-lai, DU Ji-chen. Neurology
Department of Aerospace Center Hospital, Beijing 100049, China

Abstract Objective: In this study, transcranial Doppler (TCD) was used to investigate the changes in intracra-
nial arterial blood flow in migraine patients during attack interval. Methods: We recruited 20 migraine patients
during attack interval to this study. The mean velocity (Vm) of blood flow in the anterior cerebral artery (ACA),
middle cerebral artery (MCA), and posterior cerebral artery (PCA) was evaluated in all patients. Data were com-
pared and analyzed with standards from the publication “Statistical Study of Normal TCD Ranges in Chinese
Adults”. Results: The Vm of the PCA in migraine patients during attack interval was lower than that of normal
people (P<0.05). The Vms of bilateral MCA and ACA in migraine patients during attack interval showed no sig-
nificant difference compared to that of normal people (P>0.05). In migraine patients during attack interval, there
were no significant differences in the Vms of the MCA, ACA, and PCA between the headache and non-headache
sides (P>0.05). Conclusion: The Vm of the PCA in migraine patients during attack interval is lower than that of
normal people, but the Vms of the ACA and MCA are not significantly different from those of normal people.
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