5130 FREF 201755 12 A% 46 5% 36 4

2016 FEEATHREFAFTAKHAR
s BIEEZ - doi:10. 3969/j. issn. 1671-8348. 2017. 36. 030

ACE /D ZEEHZEMESEHLES RER Meta 47

kA F BLERFRL R OFE
(Lt EA K W B i =08 B Ay 2 AT 5% =08 22200052, 48 0 K5 M & 3% = % B A3 &35,
STk 22200033, LB EAT AT ERMELA  222000)

[HE] BN KT oFERkFTERBARNACEIDLELAARNSARSHEAHRRIAG LR, FiE @Adkk
PubMed #o EMBASE & # M £ C A KA % ACE /D A B % S W 54k km & B WX R ah b BAF L, @i B 2 2w AL A
F AR AL R A2 #F OR A= 950CI A3 ACEL/D $ At 5k km H BB XK, At #akABiREN A
S, BER  Meta 547 F s A F AR (DD vs. 11:OR=1.21,95%CI:1.02~1.44,P=0.03; I* =47 %) o B M4 A (DD+ DI wvs.
II:0R=1.16,95%CI:1.01~1.33,P=0.04; ’=50%) 37 ACEI/D $ AW 5 Hlhk Rty HAMEEME, 26T HEM
ERBARFTACEY/D 2502 F At khim HaM, it ACEAR /DA S E5MS5mEARMHRAMEMA. LD
SR PR R I i e P R I O R LRI A

[XEIE] RkRAB; 250 %,E 4 RkAE KB A; ACE 1/D; Meta 447

[(hEZEHES] R747.2 [XmAriRA] A [XEHS] 1671-8348(2017)36-5130-04

Meta analysis on ACE I/D gene polymorphism and migraine*
Guan Xinying' .Li Hui' ,Wu Meng ping® . Zhang Jie®
(1. Department o f Neurology A f filiated Lianyungang Hospital , Xuzhou Medical University ,Lianyungang,Jiangsu 222000,

China;2. Department of Information Af filiated Lianyungang Hospital of Xuzhou Medical University ,Lianyungang
Jiangsu 222000, China;3. Department of Rehabiliation , Lianyungang Oriental Hospital ,Lianyungang Jiangsu 222000,China)

[ Abstract |
phism and migraine susceptibility. Methods
graine susceptibility published in the databases of PubMed and EMBAE were retrieved. The relationship between ACE 1/D poly-

Objective To investigate the association between the angiotensin-converting enzyme (ACE) 1/D locus polymor-

The case control studies on the relation between ACE I/D gene polymorphism and mi-

morphism and migraine was evaluated through the effect size(OR) and 95% confidence interval(CI) by fixed-effects model or ran-
dom-effect models. Meanwhile the subgroup analysis of ethnicity and migraine types was performed. Results In meta analysis, the
homozygote model(DD wvs. II:OR= 1.21,95%CI:1.02—1.44,P=0.03;1*=47%) and dominant model all indicated that the ACE
1/D polymorphism was positively correlated with the susceptibility of all migraine. The heterozygote model (DI ws. II;OR=1. 35,
95%CI:1.06—1.72,P=0.02; I*=10%) and dominant model (DD+DI wvs. II:OR=1.37,95%CI:1.09—1.73,P=0.00;* =
The ACE

1/D locus polymorphism is correlated with migraine susceptibility,its D allele is a risk factor of migraine,which especially increases

40%) indicated that ACE 1/D polymorphism significantly increased the susceptibility of migraine with aura. Conclusion

the susceptibility of migraine with aura.
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