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Correlation between apolipoprotein E gene polymorphisms

and incidence of hemifacial spasm
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[ Abstract]Objective : To explore the correlation between the apolipoprotein E (APOE) gene polymorphisms and the incidence of
hemifacial spasm. Methods : The information of 94 hemifacial spasm cases (hemifacial spasm group) diagnosed in The First Affiliated
Hospital of Chongqing Medical University and 73 normal subjects (control group) was collected for this research. And the APOE
genotype was determined by means of cleaved amplification polymorphism sequence—tagged sites(CAPs). Then we obtained the gene
frequency of APOEe2,APOEe3 and APOEeg4,and compared the distribution of allele between the hemifacial spasm group and the
control group. Results ;. The rate of APOEg4 allele gene in hemifacial spasm group was 15.43% ,which was significantly higher than
that in control group(6.85%). And the carriers of APOEg4 allele gene accounted for 29.79% in the hemifacial spasm group,which
was also significantly greater than that in control group (13.70% ). There were significant differences between the two groups (P=
0.014). Conclusion : The morbidity of hemifacial spasm is associated with the APOE gene polymorphisms,and the carriers of APOEg4
allele gene may be more likely to suffer from the hemifacial spasm.

[Key words ]apolipoprotein E gene polymorphisms ; hemifacial spasm;correlation

T IV R 28 R G0 WLt E BRI
TR ILAIAS B ERhsl i) B a2 AN (HH:
YA AR T, BSOS W T KSR I R 2% B A
152 IR E (apolipoprotein E, apoE ) K
WE SRS M, hZUEE M E 5K (apolipoprotein
E gene, APOE) 4ifdh , B Ay 3 457 FE K APOEe2 |
YEZ 4R : % =%, Email ; 1245130511@qq.com,
ST 6 Ty ReAR 2 I

BIE1EE: 5440, Email :417149803@qq.com,,

BEELWB:BX aAHFFAE2FTHAA (%5 .8170051808),

055 H AR : hitps://kns.cnkinet/kems/detail/50.1046.R.20210419.1408.006.html
(2021-04-20)

APOEe3 I APOEe4 , L4 5 6 Fhak A 7EffE 2R AR
W S A% 3 | pi 2I8 BRI 52 45 O T R HE
YEH]. N apoE 7EZNRE FRA WAV bk, PR
Gr 2T, ANBaT IR 231 BRI% (Alzheimer’s disease,
AD) 455 P i 452 45 (traumatic brain injury, TBI) %5
G, AT KT APOE AHOCHIESE , TRl R
TAEP IR IR R, #5717 APOEs4JE
DRI R ) £ i o PRI R, gt — B4R LR
251 APOE Z2 8 MEZ M I 56 & AT 7R 1 T UL
PR 2R HE WA DG BORL, I £8 5 1) APOE BE[H Y
WF5E APOE Z 48R SRR RA K,



BERERKZFIR 2021 £5 46 55 5 #5 ( Journal of Chongging Medical University 2021.Vol.46 No.5 )

— 551 —

1 #ERERFE

ARWFFOCLE 2019 4F 3 % 12 H 3tis TR CERHCEH
J& S — R B SN2 W R TH LR ZE i 55 5 R ACLE
ON(CSPa e
1.1 R TH

TEH R RN ABRE B BAE ARl 30~75 % HE
B  WEA:AT fUh 2B Ui &M B P o5 A i o 4 92
o5 PPN R AE ISR SRR S RGP SR B
LALIA T3 24 0E AT AAE R TE X IR b Lok 38441,
Tk 35 (] T XAENE 44.70 %

SEG AN AR . A A LR TS ZE I PR 3% 20 S A 12
e s T 1 AR 28 CT MRLAEHERR 5T P T #  AH DG 1 4k
RMEIAE A 30~75 % HEBRARE - BRAAT THIHE RS B |
G I P R AN A SE G 2% SRR S R 28 R G B, AR
UHFFE LI AE 96 il T LR 28 £ 5 (WG R B2 ), # IR HERR A%
WEHERR 2 N, 90N 94 {01 LS 2R FR BV Ry Sea gl v Bk
34 1, Lt 60 171, -34S 50.38 2

ARHIFFE 1 S 56 T 7 A5 B 8 K R B R 2% B 2 — PR A6
P 5125 BTl 5 A A8 B A bR v I 2K H L[ 2019 AERMIF4E P
(2019-258)],

1.2 APOE AR A%
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&2/e4 1(1.37)  4(426) 0394 0530
&3/e4 9(12.33)  23(24.47) 3909  0.048
edled 0(0.00) 1(1.06)  1.154  0.283
e4 il 10(13.70)  28(29.79) 6.051  0.014
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PITF 3 Fpiist, JRIRIZA DA R, X35 (root exit
zone, REZ) ) TH # 2 th T4 /07 Schwann 41 Jitd £
LIRS o S (I = 9 RS AT s s ik L e
o B A AR 001 i S AL R 1 R 20 2T 4 2 [R] 7 A B 5
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