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Abstract: Objective To explore the relationship between the polymorphisms of adenosinetriphosphate
(ATP)-binding cassette transporter A1 (ABCA1) gene and Alzheimer-associated neuronal thread protein.
Methods A total of 214 patients with Alzheimer's disease (AD) treated in the Xianyang Hospital of Yan'an
University from January 2019 to January 2022 (AD group) and contemporaneous 214 healthy persons under-
going physical examination (control group) were enrolled. The general data in both groups were collected. The
cognition function [ Mini-Mental State Examination (MMSE) score],blood lipid and urinary AD7c-NTP level
were compared between the two groups. The polymorphisms of ABCA1 gene in both groups were detected.
Results The MMSE score and level of high density lipoprotein cholesterol (HDL-C) in the AD group were
lower than those in the control group,while the urinary AD7c-NTP, total cholesterol (TC) levels and propor-
tion of the cases with hyperlipidemia history were higher than those in the control group,and the differences
were statistically significant (P<C0. 05). The differences in the distribution of RR,RK and KK genotypes be-
tween the two groups were statistically significant (P<Z0. 05). In the AD group.,the MMSE score in the pa-
tients with RR genotype was lower than that in the patients with RK+KK genotype,while the level of urinary
AD7c¢-NTP was higher than that in the patients with RK+ KK genotype,and the difference was statistically
significant(P<C0. 05). The multivariate Logistic regression analysis results showed that hyperlipidemia history
TC,HDL-C, urinary AD7c-NTP, MMSE score and RK + KK genotype were the influencing factors of AD
(P<C0. 05). Conclusion The AD occurrence is related to the blood lipid, urinary AD7c-NTP and polymor-
phisms of ABCA1 gene. Meanwhile there is certain relationship between the polymorphisms of ABCAI gene
and AD7c-NTP level of the patients. Detecting the genotypes in ABCA1 and urinary AD7c-NTP level may

provide new ideas for the individualized treatment of AD patients

TEE T8 v R, Lo B AT RN, ARG R G 2 O TR e IS, © BE1EE . E-mail 1125268463@qq. com,



HIEF SR 2023 F 4 A% 20 %% 7%  Lab Med Clin. April 2023, Vol. 20, No. 7 + 965 -

Key words: Alzheimer's disease;

tive impairment;

B 7R % 8 BRS CAD) 2 — ol ot 25 728 4 50 , IIf IR
R R ML 2 1R I RN B ) B AR, 22
AENBRRIR B E B RN, B TR E A O B it
FEE MR, AD Bom A B T e i = Bk A
LI REB L R W, A UE 2 T e (A 2E 22 AD
S 43 A AT IS o L A R B AR 2R AL LB
TEHIRE A AR DU S AD 1 & 1k Ik J 4% YA
XL SRR A A &Sk ATCABCAD J&E—Ff
g S I < N R A Ui o o QU (S D 82
g AR AL, TS 5 AD & ™ . ABCAI B i T
9 S YR L5 AD B AL R % A 4B i ABCAL
BE DR 22 25 1 R 2 A8 T 55 00 4 AR B AD A R 9 1 A
ST BT IR D BRI M 5 M 48 22 B (ADTe-NTP) J&:
— RN B, KA E T AD BB Rk b i b
LT YR 45 (NFTs) . 2 W AD 1Y R 80 I s
SEEEYIAE 0% LA BN T L AR R IT T AB-
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RE W HE RN (PCROY Y 1. 51 W% i+ 2 % STk [8].
FWE B . 5 -GTATTTTTGCAAGGCTACCAGT-
TACATTTGACAA-3"; FiiE 51 ¥, 5 -GATTGGCT-
TCAGGATGTCCATGTTGGAA-3", PCR Jx I &
AR 2000 pL, F A K4 DNA 2.0 pL, Taq B
(5 U/pl)0. 2 pL,10 X PCR buffer 2. 0 pL,dNTP 1. 2
pl, LRSI (10 pmmol/L) £ 2. 0 ul., MgCl, 2.0
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15 min, 94 ‘CA8: 30 5,55 ‘CiB k 30 5,72 “C i 40
SSHEM 35 ¥R,72 C #Ef# 10 min, F 2% B8 A G IR
HLPk PCR 729, JF SR AR T4 25 5 . (3) BR i 47F ilg
I Ko Uk %0 - BRI PR D) 4& & 20. 0 pL. #EA PCR
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LR TG TR L (P >0, 05) , l4LFEA B A B IR
REME. Wk 2,

=1 —BARERABEEEE s Ba/nBa(X)]
AD 4 it IR .
miH 1/X* P
(n=214) (n=214)
AR 68.5946.31  67.4246.56 1.880  0.061
B/ m/n) 119/95 108/106 1.135  0.287
MMSE 143 (43) 11.65+2. 23 29.0640.82  107.192 <<0.001
J& AD7c-NTP(ng/ mL) 1. 61220, 42 0.5940.16  33.199 <C0.001
TC(mmol/ L) 4.4740.71 4,130, 89 4,369 <20.001
TG(mmol/L) 1.3440.35 1.300. 26 1,342 0.180
HDL-C(mmol/L) 1.3140. 28 1. 4470, 33 4.394 <<0.001
LDL-C(mmol/L) 2.43740. 65 2.3840.59 0.833  0.405
Fei Mg IS 89(41.59) 57(26. 64) 10.645  0.001
A sl 55(25.70) 61(28.50) 0.426  0.514
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FEHEZEME SR AD7e-NTP K4 X, &ARIE
B, ABCA1 #H 5 ApoE fF7EZ HAEM T ApoE %k

[A 25 52 i B R Ak tau &R 1 AR 8, XK AD7¢-NTP 7K
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