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MA 844, N, BT, k. RREIEIFS RS S HIKT AR (P<0.05); MA 25 MOA 4189
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Effect of leukoaraiosis on cognitive function in
patients with migraine

Yu Li, Yu Wang, Ling Cong, Shuang Zhen
(Department of the Second Neurology, the Third Affiliated Hospital of Qigihar Medical College,
Qigihar, Heilongjiang 161000, China)

Abstract: Objective To study the effect of leukoaraiosis (LA) on cognitive function in patients with migraine.
Methods A total of 106 patients with migraine from January 2015 to March 2016 were enrolled in the study and
divided into migraine without aura group (MOA group, n = 76) and migraine with aura group (MA group, n = 30),
with 50 healthy individuals in the control group. Cholinergic pathways hyperintensities scale (CHIPS) and Montreal
cognitive assessment scale (MoCA) were performed to evaluate the LA severity and cognitive level. Pearson
correlation coefficient was used to analyze the correlation between CHIPS scores and MoCA scores in patients
with migraine during attack period and intermission period. Results (D The CHIPS total score in MA group was
significantly higher than that in MOA group and control group, the incidence of LA was significantly higher than that
in control group (P < 0.05). The CHIPS total score in MOA group was significantly higher than that in control group
(P <0.05). @ During attack period, all the items scores and total score of MoCA in MA group were significantly
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lower than those in control group, and the scores of language, delayed recall and total score were significantly

lower than those in MOA group (P < 0.05). During intermission period, the scores of naming, attention, language,

abstraction, delayed recall and total score in MA group were significantly lower than those in control group

(P < 0.05). There were no significant differences in all the items scores and total score of MoCA between MA

group and MOA group during intermission period (P > 0.05). () CHIPS score was negatively related with the

scores of language, delayed recall and total score of MoCA in MOA group during attack period (P < 0.05); CHIPS

score was negatively related with the scores of naming, attention, language, delayed recall and total score of

MoCA in MA group during attack period (P < 0.05). Conclusions Patients with migraine have a high risk of LA

and cognitive impairment, and MA has a higher incidence of LA than MOA. For patients with MA and MOA,

the higher the severity of LA is, the lower the cognitive level is during attack period, but there is no significant

correlation between them during intermission period.

Keywords: migraine; leukoaraiosis; cognitive function; attack period; intermission period

i Sk 908 2 i PR B i LR DR SRR 2R B, R AR
PR PSR 0 Sk 2 I PRARAE , Hfrek
4 ~ 72 h, AIPEACEME. Wk, SR TAOEERE, W
sy, ANOBEFERERIRORAE, ERX %
HAHRE, e AR TAE " S S e
IE A S Im ( migraine without aura, MOA ), A e JK
S ( migraine with aura, MA ). JLTE B0 WS I
L o I A Sk 9 S 2 R0 AL, R MOA e I,
RAEHITCEIRAEIR, HKIE MA, RAEHTH A5t
JE . Btk . HIEeIREE s IR . Ik B A
(leukoaraiosis, LA ) J& TSR FIZWIARLE, H5 00K % A
PR R I 1 o B ROIR s R B S i,
AN SAA SRR TS O T, JUHS R T84
ANBE. EANSME 250 R, SR R E A
H AN TR R B M T O ZE , LA AR A 5 TR
N WA I FEAE B S 9 285 1 BRI D RE R A,
BT SR ki B 1 LA 5IIIBER G &R
BRI . AWFFER T B BT AH A AE I 3 i 55 1
( cholinergic pathways hyperintensities scale, CHIPS ), 5¢
Fr R R PR AL 5 2% (montreal cognitive assessment,

MoCA ) 43 BV ST FR & 1Y) LA P E AR S5 HIK

-, BRI E Z B R, NGRS 0K E .
1 #RE5HEE
1.1 HFERI&

PEHL 2015 4F 1 H 2016 4F 3 A FA et 2 1B
I 2B WRENZ N 106 Fl i B E AR 4, 4246
76 1] MOA 5 30 5] MA, 4358 MOA Z41H1 MA 4.
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