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Study on the correlation between migraine and total MRI burden scores of cerebral small vessel disease
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[ Abstract] Objective: To analyze the distribution of MRI features of cerebral small vessel disease
(cSVD) and total MRI burden of ¢SVD in patients with migraine. Methods: Sixty-nine patients with
migraine from the neurology department headache clinic of our hospital from October 2016 to Septem-
ber 2018 were collected as the migraine group, and sixty-nine healthy subjects who have never been
any kind of migraine were used as the control group at the same time. The presence of lacunes, white
matter hyperintensities (WMH),cerebral microbleeds (CMBs), enlarged perivascular spaces (EPVS)
were recorded in an ordinal score (range 0~4). The difference of features of ¢cSVD was conducted u-
sing Chi-squared test,the difference of distribution of total MRI burden of ¢cSVD was conducted using
Mann-Whitney U-test and the correlation between migraine and total MRI burden of ¢cSVD was con-
ducted using binary multivariate regression. Results: There was no statistical difference in age or sex
between the two groups. There were significant differences in the proportions of severe WMH
(57.97% vs. 40.58% ;5" =4.175,P=0. 041) and CMBs (28. 99% vs. 13.04% ;" =5. 283, P =
0.022) as well as total cSVD scores (Z=—2.949,P=0.020) between the patients group and the con-
trol group. For the diagnosis of migraine,sensitivity of the total cSVD score on MRI was 59. 42 % and
the specificity was 62. 32%. After adjustment for confounding factors, binary multivariate regression a-
nalysis revealed that the total MRI burden score of ¢cSVD (odds ratio;1.399,95% confidence interval:
1.036~1.890,P=0.029) was the independent risk factor for migraine. Conclusion: The total MRI burden of

cSVD is closely associated with the migraine and can be the independent risk factor of migraine.
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