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Evaluation of MR perfusion weighted imaging of the brain chronic mountain sickness
BAO Yuanyuan ,BAO Haihua
(Imaging Center ,the Affiliated Hospital of Qinghai University ,Xining 810001,China)

Abstract: Objective  To investigate the hemodynamic changes of the gray matter and white matter in patients with chronic mountain
sickness (CMS).Methods 14 CMS patients and 12 healthy volunteers were recruited in this study.All of them were performed by routine MRI
and perfusion weighted imaging(PWI) scans.After the appropriate post-processing, the relevant hemodynamic parameters of different
gray matter nuclei and white matter of frontal lobe were obtained,and the difference of each value between the two groups was compared.Results
The relative cerebral blood flow (rCBF) decreased in the brain gray matter and white matter in CMS patients when compared with
normal group(P<C0.05) [rCBF of the splenium of the corpus callosum was (40.57+18.89) mL * 100 g~ ' * min ' for CMS patients,
and (64.56418.55) mL « 100 g ' *« min ' for normal group],and at the same time, mean transit time (MTT) and time to peak
(TTP) were both prolonged (P<<0.05) [MTT of the splenium of the corpus callosum was (6.6341.95) s for CMS patients,and (4.804+2.17) s for
normal group; TTP of the splenium of the corpus callosum was (26.86+4.67) s for CMS patients,and (23.17243.01) s for normal
group].Conclusion  Collateral circulation may exist in CMS patients’ brain. There are cerebral hemodynamic differences between
CMS patients and healthy volunteers. MR PWI is an important way for diagnosis of CMS,
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