220 HEBAELZIVEYIRZIGE 20224F1 28 H 521 % 551 84 Chin J Mult Organ Dis Elderly, Vol. 21, No. 1, Jan. 28, 2022

- I RATSE -

ApoE 5 SLCO1Bl ERF &M 5 Z FMIET B E AN 3K FE N
B B HE K

K, EH, X EART M

(At EZ R F AT EBEK TR, LA 100078)

[# ZE] HM 5387 ApoE 5 SLCO1B1 FERTEZAENGHETE 2835 5N S ks R R AL B 7 rh B9 20 A 1B 00, S s ko 18 B 5 1M
HEMIDCR , ik IR 2018 4F 2 JT % 2019 4F 2 J 05T o 1% 25 K 2 2R 5 1R e i sl Dk ok AR Ak R 35 200 5 i s AT 28, AL 36
SR AL ST BN [k PN RS R AR BIF 52 05 23 SR HE S0 43 SN kR AR R AL B 8 43 4, L rp Jeple s SR 3 26 461] R e R 48 19
HE 45 ) FE R A 81 ) IR BRI UIE RN 70 44 AT RBAL, X ApoE 5 SLCO1B1 J X 42 25 5% FH 3 (R A AR st
ARG, 43I AN TR] P35 P Bl ke 2 T B 45 3R TR 43 A A 000, B 485 5% Wi =6 4T i 158 96 A 35 2 A sh ke A= i 2 i IR 36, 2R A SPSS
23. 0 GErH R AT RAR A i . AR ARS8 20 ] LA 43 BIOR A LSD-e K3 X° K 30 Je 7 2293 W, SR HH logistic 1115 43 H7 X
WRES K AL e (s R AT 0 b, G5 R M FE ST 5 I i sk W PRoms s WA st 1K 25 B IR 28 1 IR [ 2 ( LDL-C) \ApokE |
SLCO1B1 #4785 % WAL, 1 725 25 B2 A 2 1 L[ 8 ( HDL-C) fIG T X B84 ( P<0. 05) , ApoE W &4 £3/€3 Bk AE AL B8 R iy, 22
SWH G X (3 P<0.05) ;SLCO1BL # 1b 5 SLCO1B1 = 5 FE N RIH & 1b/1b AR, ZR WAL H %2 X (1
P>0.05) , WEEShIKHREAE (LB AS R2 BE AN e, B IH [ 1 kv =\ LDL-C ¥R B #i 4 i, HDL-C ¥k BE 72 #5 % (P<0.05) ,
2 logistic [EIAHHIESE , IDL-C ApoE &4 ApoE €3/ 3 & MNAHAE B & & AL M NSk (L IR G N %, 418 LDL-C,
ApoE &4 ApoE &3/ €3 515 Py s ik Sl ik s Ak B 28 LA AH G HME | 1T SLCO1B1 FE R J PRI 2H 5 1 9 s A Sl Ik B AL B 28 AN AH 2
[EER]  BEN AL ; SRR LI ; Apok FER 2250 ; SLCO1B1 FER 2351

[RESES] R43.1 [ TEkFRERE] A [DOI]  10.11915/]. issn. 1671-5403. 2022. 01. 005

Relationship between ApoE and SLCO1B1 gene polymorphisms and intracranial
atherosclerotic stenosis in elderly patients with cerebral infarction
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(Clinical Laboratory, Oriental Hospital, Beijing University of Chinese Medicine, Beijing 100078, China)

[ Abstract] Objective To analyze the distribution of ApoE and SLCO1B1 genes in intracranial atherosclerotic stenosis in the elderly
patients with cerebral infarction and investigate the relationship between the degree of arterial stenosis and blood lipids. Methods From
February 2018 to February 2019, 200 patients with cerebral atherosclerosis in Oriental Hospital of Beijing University of Chinese
Medicine were selected, and atherosclerotic stenosis was classified according to the North American Symptomatic Carotid Endarterectomy
Trial (no stenosis, mild stenosis, moderate stenosis, severe stenosis) ; ApoE and SLCO1B1 gene polymorphisms were detected by gene
chip technology, the distribution of each gene in different degrees of intracranial artery stenosis was analyzed, and the factors affecting
the occurrence of arterial stenosis in the elderly patients with cerebral infarction were summarized. SPSS 23.0 was used for statistical
analysis. Data comparison between the two groups was performed using LSD-t test, X” test or Fisher exact test depending on data type.
Logistic regression analysis was used to analyze the influencing factors of atherosclerotic stenosis. Results The history of hypertension,
diabetes mellitus, smoking, low-density lipoprotein cholesterol (LDL-C), ApoE, and SLCO1BI in the cerebral infarction group were
higher than those in the control group, while high-density lipoprotein cholesterol ( HDL-C) was lower than in the control group
(P<0.05). ApoE had the highest rate of atherosclerosis stenosis in €4 and €3/¢3, and the difference was significant ( P<0.05). The
1b/1b stenosis rate in the combination of SLCO1B1 * 1b and SLCO1B1 * 5 genotypes was the highest, but the difference was not significant
(P>0.05). With the aggravation of atherosclerotic stenosis, the concentration of total cholesterol, triglyceride, and LDL-C gradually
increased, and the concentration of HDL-C gradually decreased (P<0.05). Logistic regression analysis confirmed that LDL-C, ApoE
&4, ApoE €3/€3 were risk factors for intracranial atherosclerotic stenosis in the elderly patients with CI. Conclusion LDL-C, ApoE

g4, ApoE €3/¢€3 are associated with intracranial atherosclerosis and stenosis, and SLCO1B1 gene and gene combination are not.
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®1 2HBEMMABILR

Table 1 Comparison of general data between two groups
Item Cerebral infarction group(n=200) Control group(n=70) e P value
Male[ n(%) ] 130(65. 00) 38(54.28) 2.532 0.112
Age(years, xts) 68.61+11.63 69.48+12. 50 0.528 0.598
History of hypertension[n(%) ] 120(60.00) 9(12.86) 46. 186 <0. 001
History of diabetes mellitus[ n(%) ] 52(26.00) 7(10.00) 8.370 0.004
Smoking history[ n(%) | 80(40.00) 15(21.43) 7.842 0.005
Alcohol drinking history[ n(%) ] 67(33.50) 16(22. 86) 2.759 0.097
TC(mmol/L, xts) 1. 98+0. 55 1. 85+0. 56 1. 694 0.091
TG (mmol/L, x+s) 4.53+0.91 4.32+0.95 1.643 0.102
HDL-C(mmol/L, x+s) 1.31£0. 65 1.49+0.32 3.015 0.003
LDL-C(mmol/L, xts) 2.62+0. 82 2.17+0.78 4.001 <0.001
ApoE gene[ n(%) ] 29.058 <0.001
&2 53(26.50) 4(5.71)
&3 145(72.50) 57(81.43)
&4 2(1.00) 9(12.86)
SLCO1B1 gene [n(%) |
388A>G 6.071 0. 048
GG 125(62.50) 32(45.71)
AG 70(35.00) 35(50.00)
AA 5(2.50) 3(4.29)
521T>C 4.715 0.030
T 155(77.50) 45(64.29)
TC 45(22.50) 25(35.71)
CC 0(0.00) 0(0.00)
TC: total cholesterol; TG: triglyceride; HDL-C: high-density lipoprotein cholesterol; LDL-C: low-density lipoprotein cholesterol.
*2 AERERBNHEGHREEUEE EES ApoE BRSNS
Table 2 Distribution of ApoE gene polymorphisms in patients with different degrees of intracranial atherosclerosis stenosis [n(%)]
. Allele Genotype
Degree of stenosis n
g2 e3 &4 £2/e2 £2/e3 2/ &4 &3/€3 &3/¢&4 &4/ 4
No 26 5(19.23) % 7(26.92)*  14(53.85) o* 5(19.23)* o* 14(53.85)  6(23.08)" o*
Mild 48 10(20.83) " 9(18.75) %  29(60.42) 2(4.171)*%  8(16.67)* 1(2.08)" 29(60.42)  7(14.58)* 1(2.08)*
Moderate 45 3(6.67) " 8(17.78) "  34(75.56) 1(2.22)"  3(6.61)" 2(4.44)* R(71.11)  8(17.78)" 0
Severe 81  7(8.64)" 13(16.05)"  61(75.31) 2(2.40)%  7(8.60)*  1(1.23)* 61(75.30)  12(14.81)* 2(2.47)*
Total 200 25(12.50) * 37(18.50) *  138(69.00) 5(2.50)% 23(11.50)* 4(2.00)*  136(68.00)  33(16.50)* 3(1.50)*

Compared with €4, * P<0. 05 ;compared with £3/3, *P<0. 05.
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R3 BINZBGEHEERERRES SLCO1B1 EE SRR R

Table 3  Relationship between degree of intracranial atherosclerotic artery stenosis and SLCO1BI1 gene polymorphism

X 388A>G 521T>C

Degree of stenosis n

GG AG AA T TC CC
No 26 10(38.46) 14(53.85) 1(3.85) 19(73.08) 6(23.08) 1(3.85)
Mild 48 25(52.08) 20(41.67) 2(4.17) 32(66.67) 12(25.00) 2(4.17)
Moderate 45 25(55.56) 16(35.56) 3(6.67) 34(75.56) 8(17.78) 2(4.44)
Severe 81 45(55.56) 32(39.51) 3(3.70) 60(74.07) 20(24.69) 1(1.23)
Total 200 105(52.50) 82(41.00) 9(4.50) 145(72.50) 46(23.00) 6(3.00)
be 2.074 2.315 2.325 0.870 0.299 1.165
P value 0.558 0.510 0.563 0.839 0.964 0.858

. Genetype

Degree of stenosis n

la/1a la/1b la/15 1b/1b 1b/15 15/15
No 26 1(3.85) 12(46.15) 2(7.69) 6(23.08) 4(15.38) 1(3.85)
Mild 48 2(4.17) 17(35.42) 2(4.17) 12(25.00) 15(31.25) 1(2.03)
Moderate 45 3(6.67) 11(24.44) 5(11.11) 19(42.22) 3(6.67) 2(4.44)
Severe 81 3(3.70) 24(29.63) 8(9.83) 32(39.51) 11(13.58) 6(7.41)
Total 200 9(4.50) 64(32.00) 17(8.50) 69(34.50) 33(16.50) 10(5.00)
X 0.270 4.004 1.552 5.472 7.271 1.690
P value 1.000 0.264 0. 691 0. 143 0.063 0. 695

®4 BNFRCREREIRERES MRS HXR
Table 4 Relationship between degree of intracranial atherosclerotic

stenosis and blood lipid composition (mmol/L, x+s)

Degree of

. n TC TG HDL-C LDL-C
stenosis
No 26 4.49+1.25 1.68+0.73  1.37+0.35  2.99+0.08
Mild 48  5.47+1.62 1.98+0.61  1.31x0.44 3.39:1.12
Moderate 45 6.97+1.16  2.26+0.62  1.28+0.43  4.32+0.50
Severe 81 6.53+1.11 2.44+0.60 1.17+0.33  4.44+0.55
F 42.011 23.515 2.488 21.889
P value <0.001 <0.001 0.047 <0.001

TC: serum cholesterol; TG; triglyceride; HDL-C: high-density lipoprotein

cholesterol ; LDL-C ; low-density lipoprotein cholesterol.

=5 ARSI E IR E R0 E ZE MY logistic EAH 1T
Table 5 Logistic regression analysis of factors affecting degree

of intracranial atherosclerosis stenosis

Factor B SE  Wald X* P value OR 95%CI
Constant 5.827 3.259 3.005 0.070 4.377 -
LDL-C 3.561 1.667 4.203 0.030 0.021 0.008-0.813
ApoE allele 1.615 0.347 13.59 0.001  0.209 0.088-0.557

(&4)
ApoE genotype 1.726 0.639 5.031  0.011  5.121 1.588-12.309
(&3/€3)

LDL-C: low-density lipoprotein cholesterol; —: no datum
3 4 it
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