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ABSTRACT Objective: To investigate and study the relation of Adenosine triphosphate (ATP)-binding cassette transporter A1 gene
polymorphism R219K and the incidence of Parkinson disease (PD), Alzheimer disease (AD). Methods: From February 2016 to August
2019, A total of 42 patients with Parkinson's disease who were admitted to our hospital were enrolled in the PD group, 42 patients with
Alzheimer's disease who were admitted to the hospital and hospitalized in the same period as the AD group, and the other 84 healthy
subjects in our outpatient clinic were selected as the control group. The general information of the selected subjects were investigated,
and the ABCAL1 gene polymorphism R219K of the three groups of blood samples were examined and correlated. Results: The LDL-C,
TC, TG and UA in the AD group were lower than those in the control group, while the HDL-C and Hcy values were higher than those in
the control group (P<0.05). The TC in the AD group was lower than that in the PD group, and the HDL was higher than the PD group.
The HDL-C level of PD patients was lower than that of the control group, but LDL, TC and TG were not different from the control group
(P>0.05). There was no significant difference in the FBG values between the three groups (P>0.05). The ABCA1 R219K GA genotype,
AA genotype and A allele frequency of PD group and AD group were significantly higher than that of the control group (P<0.05), and

there were no significant difference compared between PD group and AD group (P>0.05). In the 168 case, linear correlation analysis

* LA H L ISR HA R HARRRE A H (2016BS0315) s NEETH 1174 K AR B BE Rz P9 B4 15 H (201718)
PER TR : WAL (1984-), 2 {8, FVABRIE, WFSEJ7 ) A4 2% BB J7 T , LT < 13804713367, E-mail ; yalagail 01@163.com
o JETRVER : RIHE(1984-) 2, BEF i, G BRI, BF5E 0 ] < P o INLFE B A AR B S AR B I29A
H1i : 18004712706, E-mail ; 376650095@qq.com
(Wi H 1 :2019-11-12 $53Z H 191:2019-11-30)



- 1734 .

MREYESSHE  biomed.cnjournalscom Progress in Modern Biomedicine Vol20 NO.9 MAY.2020

showed that ABCA1 R219K GA genotype, AA genotype and A allele were significantly associated with Parkinson's disease or

Alzheimer's disease (P<0.05). Conclusion: The ABCA1 gene polymorphism R219K are more common in patients with Parkinson's

disease and Alzheimer's disease. ABCA1 R219K GA genotype, AA genotype and A allele can induce the occurrence of Parkinson's

disease and Alzheimer's disease.
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Table 1 Comparison of three groups of general data

Groups n Gender (Male Female) Age (old) BMI (kg/m?) Course of disease (year)
PD group 42 22/20 56.98+4.10 22.81+2.11 5.72+0.43
AD group 42 21/21 57.09+3.19 22.76+1.89 5.78+0.51
Control group 84 44/40 56.77+2.19 23.00+2.01 -
12 BEE S &KL blood glucose, FBG), IfiLfl§ (TG.TC,LDL-C I HDL-C), JR&

FRAGERERMAT 1 d EZDEEE 8h DI, FHE2d
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I, SR S E QIAGEN /A H]4E 7119 Blood Kit 4 1fil 3 H 21
DNA 2 HURFI SR BN 4 1ML 5 R 20 DNA, 4% 45 35 P2 42 FR ik
FIEEH#E . R PCR-RFLP J5i&ilffT ABCAL SR 2354
R219K 43 #7 ,R219K G>A #3451 H) (43 7 ¥ 3k 259bp))7 571 :
I % Bl 4 5-TCCACACAGGACTGCCAGA-3', F i 8 4
5-TGCTCGCAGTAGGTGTCAAT-3', % 20 L PCR JZ Jij {4
#,PCR Y374 28 2% B BR M BE RS HEA T LUK 20 BS I, T
455 NCBI #4801 7591 ELsxt, FIWT I AL
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5 %F B4 I 22 5(P>0.05), =21 FBG (X 22 R LS H 1 X
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Table 2 Comparison of three groups of conventional biochemical indicators( xs )

Index PD group (n=42) AD group (n=42) Control group (n=84)
TG (mmol/L) 1.23+0.16 1.20+0.16* 1.26+0.16
LDL-C (mmol/L) 2.56+0.27 2.48+0.30* 2.59+0.34

UA (pmol/L) 328.77+£20.10*
Hcy (wmol/L) 13.78+1.33*
FBG (mmol/L) 5.89+0.34
TC (mmol/L) 4.51+0.24
HDL-C (mmol/L) 0.95+0.22*

329.76+19.87* 361.98+45.10

14.09+1.7* 8.89+1.44
5.90+0.24 5.87+0.32
4.33£0.16%* 4.52+0.24
2.10+0.23** 1.35+0.12

Note: *Compared with NC group, P < 0.05; # compared with PD group, P < 0.05.

2.2 ABCA1 R219K R BSFRINEMERSTERIT L
PD 415 AD 411y ABCAl R219K GA JLH#EI A {3t

DR 531 S 0 8, 2 2 X BR 2H(P<0.05), PD 415 AD 4 XT H 22500
giitagaE L (P>0.05), W3k 3,

3 3 =44 ABCAI R219K B E BISTRNL A B E SR L (51, %)
Table 3 Comparison of frequency and allele frequency of three groups of ABCA1 R219K genotypes (n, %)

EFEBRE SMERmE
Group n
GG AA G A
PD group 42 31(73.8) 8(19.0) 3(7.1) 35(83.3) 7(16.7)
AD group 42 31(73.8) 7(16.7) 4(9.5) 34(81.0) 8(19.0)
Control group 84 83(98.8) 1(1.2) 0(0.0) 83(98.8) 1(1.2)
F 22215 13.678 7.602 13.678
P 0.000 0.001 0.022 0.001
% 4 ABCAl EE 751 R219K 518 & FRAEF/R 2 BEE & % B8 X 1 (n=168)
Table 4 Association of ABCA1 gene polymorphism R219K with Parkinson's disease Alzheimer's disease (n=168)
Index GA genotype AA genotype A allel
PD r 0.566 0.671 0.644
P 0.007 0.000 0.004
AD r 0.613 0.701 0.672
P 0.005 0.000 0.002
2.3 XM H ME 4B R E T 7 2% T3 SRR F) 265 28 B R AP TE — S 1Y

1E 168 Bl AZEH ', EZAHIEHHT B8 ABCAL R219K
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