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MME AT BT SER E S BRI TR 1L 1%
IREZFEBE NPT

Mo, e, RWEX, A, #E, MR, KEs, KRR

(L FTH L EBEMZNEL, I ET 6290005 2. AT LA REEBEMZNEL, KHES 610021;

[ =]

(X 1A

3. SR EE 2GR B E R 22 BE, R 610072)

B : #I58H HE(apolipoprotein E, ApoE) FliA BT # /KA HLEA 1 5412 45 1 X i 1B1 (solutecarrier
organic anion transporter family member 1B1, SLCOlBl)%gﬁ@?ﬁ?ﬁ?ﬁﬁﬂ{ﬁﬂﬂﬁﬁﬁ}ﬁﬁ%
P S5 50 Ik ok B R A PR B 25 B AR R AR B2 o T3 3K« X 8 S 48 Sk S AR 2 A A R AR il 4 R
ﬁ*ﬁﬁiﬂfiEI/‘Jéﬁﬁ]bké%ﬁﬁj@{h’ﬁ@%%50%~99%@?§&@%'@H®ﬂ[ﬂ17iﬂ5(transient ischemic attack,
TIA) /B ILPEA B AR B HEAT B 23 A7, AR XS B53 R A TT 20 (n=42) R B0 4 (n=43) . R
TR T 25 T PIFEAR M TT 40 mgib AT, 1K /d. i AAEApoE X SLCO1BIEH LB F T4
T A [A) ik B AN SR AT 2590 . SR IE YT S 64 A 1 =R H (triglyceride, TG). T Y o H [ s
(serum total cholesterol, TC). k% J& Jf &% H JH[E & (low-density lipoprotein cholestero, LDL-C) .
j;ﬁﬁﬁfl(:fi@ﬁEl(hypersensitive C-reactive protein, hs-CRP) L EB kP R BRE B T AR RE B 1 SR
5 BRIV AL B 22 (Montreal cognitive assessment, MoCA) P4y . Tl 25 %8 J1 RS KA (mini-
mental state examination, MMSE)PF45 . H # 4E T B8 JJ i % (activity of daily living, ADL)PF43. X
P AR 1 % (Hamilton depression scale, HAMD) P40 % &Mt 7iFAl . &R P4liRYT 5 I
JE . #Sh Ik P R BE B i BN BEER A SR | hs- CRPIYEZFEL KT e, HAiX g4l T i % (3
P<0.05); #ALMLITAMMSE. MoCAF % T FE, (BRI FREAIHE, —HIK, ZRA%51T
2 X (P<0.05); I S5 b hiTHHAMD MIADLIE A ¥ o, (A B, 29 AE51T
L (P<0.05); AHETIRALAL, IR A BN KA R EAR(P<0.08), ToAS B Il R A& 2k
G5l FPXTApoEFE I AISLCOIBIFE R Ay 22 57, R R4 2500 3 fok o A s Ak AN [R) 3 80 2 AF J 3 45 T
AR 25 MR FE 5 T8 0] i, BRI KAR JEBRAR 25 A RSN R A= 38, A7 Wb A i )5 AN R B B (post-
stroke cognitive impairment, PSCI)% % 4= FIFERE A9 1E o
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Abstract

Keywords

Objective: To investigate the effect of apolipoprotein E (ApoE) combined with solutecarrier organic anion
transporter family member 1B1 (SLCO1B1) gene polymorphism on the cognition of elderly patients with
symptomatic carotid atherosclerotic stenosis. Methods: Retrospective analysis was performed on 85 elderly
patients with transient ischemic attack (TIA)/ischemic stroke caused by 50%~99% of carotid atherosclerotic stenos,
which confirmed by cranial imaging examination and cervical vascular ultrasonography. The subjects were divided
into 2 groups: an enhanced statin group (n=42) and an experimental group (n=43). In the intensive statin group,
atorvastatin 40 mg was given for intervention. The experimental group was given different intensities and types of
statins under the guidance of ApoE and SLCO1B1 gene polymorphisms. After treatment for 6 months, triglyceride
(TG), serum total cholesterol (TC), low-density lipoprotein cholesterol (LDL-C), hypersensitive C-reactive protein
(hs-CRP), carotid intima plaque area and plaque thickness, Montreal cognitive assessment scale (MoCA) score,
mini-mental state examination (MMSE) score, activity of daily living (ADL) score, Hamilton depression (HAMD)
score and safety assessment were compared between the 2 groups. Results: After the treatment, the area of plasma
carotid intima plaque, plaque thickness and hs-CRP in both groups decreased compared with the baseline, the
decrease was more significant in the experimental group (all P<0.05). MMSE and MoCA scores were significantly
decreased in the intensive statin group, but not in the experimental group (P<0.05). The scores of HAMD
and ADL in both groups were improved, but the experimental group was better (P<0.05). Compared with the
intensive group, the incidence of adverse reactions in the experimental group was lower (P<0.05), and no adverse
cerebrovascular events occurred. Conclusion: According to the differences of ApoE genotype and SLCO1B1 gene,
the administration of different drugs and the selection of appropriate dosage to elderly patients with symptomatic
carotid atherosclerosis in different phenotypes can minimize the incidence of drug toxicity and side effects, and can
reduce the occurrence and degree of post-stroke cognitive impairment (PSCI).

gene polymorphism; statins; symptomatic carotid atherosclerosis stenosis; cognition

309 14 ff 1l M i A T A= 5 PR35 El ok v 7B
A, e g oo R R R R G e i & R
(transient ischemic attack, TIA)%H@U[II@ZFDPE/‘]
FE LR D, WS A S A b A R A
(post-stroke cognitive impairment, PSCI)FHEKH .
M VT 26 259 © BA Bt 2l koo A A AL L R AR il
PR AR AL, 20184F 38 L IE 2/ K
Zfi{)p2x (American Heart Association/American
Stroke Association, AHA/ASA) & PEER I AP $8
T D A I R B2 (0 Bl ok 98 B B kv O a4 5
(atherosclerotic cardiovascular disease, ASCVD),
<758 HIMITRIT AR B, N3
Ak S s AT AR O — &Gy . B2, AN
Z S W AT I A, BAE R A N AR TE R
RN . ABEGE B 78X R IR P 350 5) bk ok +F i Ak
a2 RE, WITHE RIS E M E(apolipoprotein
E, ApoE) ¥ a4k A HLIT &+ % is 1 1 K %
1B1(solutecarrier organic anion transporter family
member 1B1, SLCO1B1)JEH LM 3 T i 4>
RARTR ST I 5 BB DR AF b DA B RE B2 B 1Y R A

FoJLRRRE, HE R B R AR,
1 MK EF*E

1.1 3%

W T ERE A2 AR 20184E3 2
20194F 12 IR 19 8 5 1 28 3k f 5 15 2 Ko A Fl 551
T ISR R e 1 S T ) Q7 B o L P e o
509%~99% T EUTTA /e 1L 14 A rh 28 4T f8 2 i 47 (] Josi
b Hhdea16], Baafil, Fie0~75%, F
B 69.4% . KIBRHE KRR EIE, FWEXK
SLCO1B1 K ApoE kA i A 4 (n=43), AN
IR KESLCO1B1 M ApoEE R Y 3 ik A SR AL AthyT 41
(n=42), RIAMARIHA S5, &R 134,
2RUBE R G810 , MNFEAE 28, EOE16M, TIA
2241, BRA:ML T B 2061 5 sE Ak Ath 7T 41 A
YVIE S, waommissl, 28R o B, ik
130, MRAESE19M, TIA 214, BEAEARTT (6 A &
Hshl; WAL BE RS . M. W R KR
A5 T R BER) LA TG B 3 25 S (9 P>0.05) 6
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1.2 NHIRHE
1.2.1 ANAFAE

1) Hp e afin 14 4 A 7 Y (Chinese ischemic
stroke subclassification, CISS) K 3l [hk o £ 1 1k
(large-artery atherosclerosis, LAA)RIH “fiji AR
SRS RERE AL JIWTAR ™, 48 hoh 350 ) ik oy B 1
AL S 09 ~99% T E ik L P A/ TIA R AUk
Ror 0. OJCie ) Fh I R U AL (B 40 T 28 3 3 ik
DXARSEAFZCAL ), A RH I 51 A 351 2 LA ATE S (5 i
BEH B A = 50%) o @ X T 28 32 8l ik X RS 4 AE
KRR, DURE B WA RIS . H ARSI kA
A Ak BRE B [155 70 B R  HL 3R 144 (high-resolution
MRI, HR-MRI) ]S AE o] 5 B i ot B A A PR pe A5 [ 8
ﬁﬁg%@jﬁ?g(transcranial Doppler, TCD) . T R
[ﬂl%}ﬁ]%i(magnetic resonance angiography, MRA) N
CT[ﬂl%ﬁE{%(CT angiography, CTA)ﬂZﬁ?@?Z[ﬂI
%ﬁ%ﬁ(digital subtraction angiography, DSA)]; )
HEBR D IR PERS T @HERR KA T RE R Y . w5 48 Hh
R, AT LS5l Dok B A AL P A 5096~999%
e A, A EQ~@FRHAW A PR, 2) I A
IREIEH o 3) Ik <75% . 4)feE MBI
1.2.2 #HRAFE

D) H R 2) AR R S EORS IR
3)ARERL A AT s 4) BA RERIN SR 25958
S) B AT BE S e DA R B RE 04 B (An M R A A 4 AR
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gy MBI R,

1.3 SLCO1B1 BX& ApoE ERE il

L WV 1% (ethylenediamine tetraacetic
acid, EDTA)HUHERIML, 8 AR 4 <~ A 56 Jir i
FTSLCO1B1HK & ApoE A& A Al .

1.4 SR EENITE R *

120 Ik 7 DAL 90 2l ko A PEAN 2 B AL 56
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sk N R 2 R B (intima-media thickness, IMT)
A, 32 WSS Ik BT i R IMT = 1.5 mm,
B KB A= o bR e . BB PEE (BRAE R <50%)
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iy JRy EB 2B WK BE PRI B, HL e A A i 4 D) 0 1L U
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70%~99% ) > B 7 Ak Wit 45 10 (1 i K =230 em /s
TG ML FEAR 5 B2 Wi oy 1 A8 PA € o 40 390 30 fik o
[l 7 5 555 0 B B 43 S AIG [l s B B | A% [l RS B
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(e 2 M N SR Z R 18785 S by (M T ]
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1.5 {BIT A%

Fir A g G v B I AR A O I o ki
PERR A rFi2ih e Fg 2018 ) AL HR L B Y 20
Bl 2 B e sl e i P A 2 e R e R i e 0 A
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ReA~H oy Horp, sRALA T 445 T v B AT AR A
1T40 mg, 1K/d, XK HFFApoEKSLCOIBLIHEH
ZAMRF T TAFRREMERAMITZEY .

1)ApoEJE N KM ApoE2 (LA . B2/E2.
E2/E3)+SLCO 1B 15 K 3R 1 3y 1E & Dy g (3 K 7 .
la/la, la/1b. 1b/1b): 5B FTHEAARTT 40 mg,
1R/de WL EAMSAN: E2/E2+1a/1b%801 A5 E2/
E3+1a/1af¥1 N, E2/E3+1a/1b%¥1 N, E2/E3+1b/1b
A2 N

Z)APOE%%‘:{L@?‘]APOEZ(%@: E2/E2.
E2/E3)+SLCO1B 15 K 32 1 v ] ) i (3 PR 7Y
la/S. 1a/15. 1b/15)a{SLCO181%: K &M H KT RE
(BERAY. s/S. S/1S. 15/1S): Hsm s pal4E et yT
20 mg, 1IK/d. M7 EAU3IN: E2/E3+1a/15H)
1N, E2/E2+1b/15%91 N\, E2/E3+1b/15%11 A,

3)ApoBKE [N F M HApoE3 (KN AL. E2/E4,
E3/E3)+SLCO 1B 15 K 3R AUk 1E 8 D) g (F K 4
la/la. la/1b. 1b/1b): fEyid B BTHEAARTT40 mg,
1R /do WWHRAHILAN: E2/E4+1b/1bAI1 A,
E3/E3+1b/1b%I10 A,

4)ApoEIE[ F AN ApoE3 (LK Y. E2/E4.
E3/E3)+SLCO1B 13 K & 7 > v (] ) fiig (56 A 7Y .
la/5. 1a/15. 1b/15)8SLCO1B13E: K A MK
AE(HEHAL. 5/5. 5/15, 15/15): Hom B Pl LAkt
1720 mg, 1%/do WITRAISA: E2/E4+1a/1b
A1 N, E3/E3+1a/1b%I8 A, E3/E3+15/15%1 A,
E3/E3+1b/15%94 A, E3/E3+1a/1a%l1 A,

S)ApoEIEH F A ApoE4(FEIN AL E3/E4.
E4/E4)+SLCO 1B 15 K 3R U 5y 1E & Dy i (3 K 7 .
la/la. la/1b. 1b/1b): @ik JE ¥ L A7T40 mg,
1K /de W EALS8AN: E3/E4+1a/1b52 A,
E3/E4+1b/1b%I3 N, E4/E4+1a/1b%l1 A, E4/
E4+1a/1a%t1 N, E4/E4+1b/1b%1 A

6)ApoEJL [N E A N ApoE4(JEN Y . E3/E4,
E4/E4)+SLCO1B 15 K 3% 1 v ] ) B (3 A A .
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la/5. la/15. 1b/15)3{SLCO1B 13 K &AL
BE(HREAL. s/5. 5/15. 15/15): HsmEE v RAhyT
20 mg, 1K/do WHEAHLIAN: E3/E4+1a/15%
PN

1.6 WHIEHR

SRR T HT AR IS 64 A, 6 mLAy =S
JE KL, R 26 [ HE S ALCYON-300 %! 42 4 5
A=A A3 BT A () Hy b R BB AR R A BR A T 42
A X5 B ST ARSI, 430 D AR A B A
JIg 25 11 IH [i5 5 (low-density lipoprotein cholesterol,
LDL-C). =Mt H it (triglyceride, TG). I & &0
[&] 5 (serum total cholesterol, TC). HFIIRE. T4
HE . WLFR I (creatine kinase, CK) MM C ]
%E{(hypersensitive C-reactive protein, hs—CRP)7J(
L BRSO R A A, WL 3 B0 Jhk P AR B B TET
FRORIBE S 1) J5 2 ) 22 A

EABELEP . Fvi6 A )G, 58 Bp 20 2
FIPIE

l)ﬁ%%ﬁjﬁﬁ*ﬁﬁ(mini—mental state
examination, MMSE)¥E4r: 425 41 & 5 32 1
fit . tn4 . hE IS . SR mRHdIZ .
BRIy Mg Jy . BRI . HE B
fie . WEE IR WEGE | ), B A 2 B i
A5 10 min, SL43830, 1E 5 {E W AR 45 A W] 3C
AR E . h Ll bE>240r, CH>1700, /D
252057

2) SRR NI PEAL & % (Montreal cognitive
assessment, MoCA)ﬂZﬁ\: FEMATIET . 812,
PATIIRE . Iy, R R R AR 4
e, HESET, ZilE 1S min N BN EE,
EF30, NHIDIREIE R, WA 26U s HFAE
fR<12/m143

3) H & 1% g J1 i 3 (activity of daily living,
ADL) M4y, A 14, W MMrNE: H—
RALEHRVE . ATE . VEER . BWiET . #EE . K
EEN B eTUR AR ARG AR, H T Esm T A
HHFEAEGERDER, FEMATMHCHETH,
M2y, ATHE . WY, &8 . ABEAE . MK
% Ve, Wisrse, HEW44y, 584 1EF MLT
1643, fm T 1647 A AN FFERE A DI T B

4)?ﬁ%¢ﬁ#ﬂﬁ5§i’%(Hamilton depression scale,
HAMD) P43 2 I R TP 2 00 A R 25 i 7 5 Ao 38
YRR, AN RAT 17 2124 3R ARUAS
ARWFFE R A EHAMD 170/, 43 4 % 5 A
(>74r, <174y). HEMA(>175r, <2447). &

JEAAB(>2457) -

1.7 LTy
FER LA AN B & AR L, 32 AL T
CK. WUEFF&E, AU . B . 05,

1.8 FEif

Wil scREn A, EREEHBEN A
PEAT R I BE DT, e it . FETC . TIA.
0 A% B S5 A PG ORI A R R A B, )
FIF P VR SR A T K O U 2 AR PR AR B L ) S A OG
fE b5

1.9 it 4biE

K HHSSPS 19.040 tH 4 A4 4 i 5 dh o i1 & 9Pk
KB bR e 22 (R£s) Fon , WBCR AR . 1
BOTR A A L sk Bl SRR R B L3 . P<0.05S
HESAGIEE L

2 /R

2.1 MABITEIE A 7k F Lb%;
S 3o R Vi (1 5 N W 4 A 1 = 7 5
HWAIETT 5 YR TG AT (¥ P<0.05, #1),

2.2 WHEITHI/G hs-CRP 7K . F3h Bk BT 5 72
MR EEER

B 25 s Ak Ath 7T 41 36 97 BT 30 3 Bk BRE B T
TR BEH B | hs-CRP/KE He 48 B B 22 & (34
P>0.05), yA97 )5, w0 41 g nm b 4 AR B
(P<0.05, #2).

2.3 44 T Bl Jl§ MMSE. MoCA ¥4y tb i

S AL b 7T 4 R IR B IR I AT A MM SE |
MoCAI4r 622 5 (P>0.05), J&IT)G, weibfhiT4
MMSE . MoCATF4rA TR, (Hil5 4 T kAN
B, TEE, ZRAGITHEL(P<0.05, #£3),

2.4 WAEITHI /G HAMD. ADL ¥4 tb#g

SR AL AL TT 4L AN S 41IR YT AT HAMD . ADL
WX ES, JAIFE ., HAMD . ADLIEAr ¥4 o
o, HIREG A STl i, ZRA 5 F
& X (P<0.05, #4).

25 NMAMAANRRNRARMMERHLZERBR
oif Al b 7T 21 3 e A LIE T R R R
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LHEFZIB, BRERANT &30, CRItEE
4, WU 20 (FE R s RINZE R ) 5 il 4
AU L] BTN RN AE AR B R A R AR
R R, REREIE K, 24 R R A
BRORORE ULV i S M OR R E, ORI BN

R1AABEMAEKFLLE (> +5)

M. FETHR B, s Ak A VT 20 B U5 01 1) & A TIA
L) (3% K8 A DXLV i L o 5 ALY T ) L G AR A 2 45
(L PR L ekt S RE T 22 45 FH AT, 18
U AR AT ), IR A e R B i g R
KA (FRS).

Table 1 Comparison of serum lipid levels between the two groups (x + s)

- . TG/ (mmol-L ) TC/(mmol-L ") LDL-C/(mmol-L ")
IRYTHI BRI IR TRYTHI BITE b=y} BITIE

piigtes) 42 249 +1.73 1.85+ 1.51° 536+ 1.41 4.15+0.82° 3.68 +0.41 1.76 + 1.05°

TR I62H 43 245+ 1.81 141 +1.25° 528 £ 1.11 3.79 £0.91° 3.73 £ 0.52 1.54 +0.92°

t 1.223 2.618 1.118 2.986 0.965 2.353

P >0.05 <0.05 >0.05 <0.05 >0.05 <0.05

HRIEIFRIX H, *P<0.05,

Compared with the same group before treatment, *P<0.05.

F2 MABREDNIGERERFIBERAIEE . hs-CRPKFELE (% +5)

Table 2 Comparison of carotid artery plaque area, plaque thickness and hs-CRP level between the two groups (% + 5)

5] ) BEYL AR /mm® BEHURJE /mm hs-CRP/(mg L")
IBITHI BITIE TRITH BIT NG IBITHT BITIE

[ e 42 63.50 + 3.08 43.55 +2.33" 1.45 +0.41 1.30 £ 0.92° 9.91 +2.11 2.96 + 1.38°

e 43 63.95 = 1.81 40.31 £ 1.25° 1.46 + 0.63 1.23 +0.89° 9.88 +1.93 213 +1.51°

t 1335 2.228 0.816 3.181 1.097 2.483

P >0.05 <0.05 >0.05 <0.05 >0.05 <0.05

HRARIFRTA L, *P<0.05.
Compared with the same group before treatment, *P<0.05.

R3 FLAMMSE, MoCAIER LB (x + 5)

Table 3 Comparison of MMSE and MoCA scores between the two groups (x + s)

MMSE 47 MoCAVES)
2H ) n o - o .

MELARE NEtAd ) IRIT I RITIE
ik 42 26.28 £1.20 23.19 + 1.51° 27.17 £ 1.11 21.06 + 2.05°
Jr W24 43 25.51 = 1.09 24.71 £ 1.25 27.53 +1.51 26.04 +2.32
t 1.283 3.621 1.026 2.171
P >0.05 <0.05 >0.05 <0.05

5FR4BIFRT G, *P<0.05,
Compared with the same group before treatment, *P<0.0S.
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F4 HAKHAMD, ADLIFH LR (% £5)

Table 4 Comparison of HAMD and ADL scores between the two groups (x + s)

HAMDi¥-/} ADLIF4)
| n — - — -
Al g Rl fIrIE
Eigiadil 42 15.88 +0.26 12.56 +0.89° 24.35+2.11 19.13 £ 1.22°
e 43 15.89 £ 0.29 9.22 £0.78 24.47 +1.93 17.42 £ 1.19
t 0.837 2.572 1.943 2.932
P >0.0S <0.0§ <0.0§ >0.05
HR4LRITHIA L, "P<0.05.
Compared with the same group before treatment, *P<0.0S.
RSMABEFARRNRERLILE
Table S Comparison of the incidence of adverse reactions between the two groups
5 n Cobm/Bl  HrEEThm /B /B Hl/Bl CRIbE /B AR /%
iigiadl 42 1 3 1 1 4 23.80
] 43 0 0 0 1 0 232
3 iwtig T 2 WAL 7T 2 25 9y 4 1 T AC A2 7 98GR B0 A

PSCIA] & 30 AN [A) #2 B2 M R D g sz 460, 4
KA F RG2S [ A . 02 I AT ERE TR
Meds, JrHEFEATRES KBS . PSCIM T2 5
PR 2R B4 A e B A G PR 2R (v L 0 AR RO
o JI IMLAE 45 ) K A vh AR B o gy IO 7 i o I A v X
W3 I, B S B bk P T R B B B 5 L
] . 5 ICAZ R Sk 0k 55 5 TH A M A2 AR OC
HpscrE v & HALHI Uk S kol £
Al A Bl ko 78, B2 i LR B ), T
HARHETE RSB . BRAEIRES, gy
RE, AL n) DL & A= i 2 A AR S B IR AR AT 1
FBTREAS . A AL, X SE I T B0 A
M . EA TS B AR AR, AR BE 65 9
PR AT A A o R0 B0 ft B A 7 AR ™ Y
Wiy, ] IEdL 2 SRR A R T AR R 2855 4

7T 28 250 & N BT sl Bkt R RE AL L e AR
I A8 9 9 XURGE 1 3 A, X 2 o g T B A R I
TR N . REEMMZY)E MR (Food and Drug
Administration, FDA)[”]Zi%ﬁ@%%ﬂi, CIFEYN
T L 7T 28 24 Wy e 0 4 R 4B IR FLAE 12k 2k
49 BT 52 00 1) DG TE o (AT 36 25 W %kl 0 D5 T Y
SZm H AT SCERIEE AN — 3, — W0 AR N I TT
2 W) XA T BE R i i R A USSR R .

B0 [B) A7 7R PR OC R o AT 28 25 W) 78 48 2 BT UK 9%
Y R 14 R D I T BE A AR AR T AR KR
P AR BTSN B XL 67445 7R SL LR BT A R
IR BTN TR R A 1Y) A 7Y RF T 56 [ e N HEAT T OIS
ERYWETE, A5 R R WIMTT IS 259 19 4 T DA b
INHBEDG . TERW, MITR25Y M RE% W%
WA 4T R R R 2R R 1T B R, IR v 35
) Jok ok B BE A0 P B 78 B8 55 P S CT Y H 2 B I 1 e
LI A 27 B ko R R Ak A e

AT TEA S 250 A AR Z b, (HAEZ)
Rah 1% . SHABYAMHEEAER . 25997800 K
7T B AN RSN T T AR AR R 225 5, X
%%E%{S%—%APOE%ﬁ%[”]O ApoEJE K i F
HroS g tatk, Z 5HUKIRRACHIIE Y, & &R
A ILE K Bl ko ok A 5 A e i 7 s 1 B JE fik 328 Ak
L RFRR AR Fﬁﬁ%(mild cognitive impairment,
MCD)M | BAR R R A — R . ApoE
3N AR, Ayl ige2, 3. e4, AL
€2/2. €2/3., €2/4, €3/3. €4/3. e4/4NFhIENH
B, AR 2. AT ST R O
R R ApoBRE M st fE Z 8k . eaBIH K A A
PR, XA YT S 25 W R, e i 2 B IKLDL-C il
TC, HOZE B E IR & k7T S 25 WA ke s
2y, 3B AR AR RZH, X TTT 3625
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RE i PO RS TIE 5, 0 L B R R T
i) o e4 R AR AT 5 v 1 IS KT B A 2 Y B
RIVRL, AAREZMEOMAE R . &R 1 RS
B, MRS 5 iz AT 28 25 W0 ia 97 0R ez
L e3M AFERY 220720,

FD AL 1 70l 7738 W UE H, 38 B e 22 1Y
SR AT FBTERALTT o (HJR, edBEIHEHT
N B A VT BELDL-CRO R e 22 . LD I A5 =R
1 28 15, B S AR ML TT A E B 2 (48) 4 B 96651l L.
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FIADL B PF o0 AR o RS2 A7 3 78 0 5 T IR
B B E IR, Bl IR [ 00 4 B % T K R Sk — b
KWgme, A i F AR (post-stroke depression,
PSD)TEA G 2 (<11 A), THI(1~61H)
MR E I (>6 1), EAEFSHH33%. 33%F
34% 7, BiEse%, Ltkdiy30%TE124 H
JEARA TR EF X B AR I AR S PRy L
ZUIRe - EEBE . B AWM % . BREA
W5 . PSD 5 M I AE A KD, WAL
i DA T T R B BIL A 9 A B AR, (HAR S T
AT I RE FNICAZ 55 2 A 40 s Ay 56, T 36
25y ic AT LA ADL, A X HAMD T 43 7~
B, nUEH, KU ADL X HAMDA #
R, AT TR b iT4l, BA M FXPscl
BT i

B XA B 5T AR AR D B AR A AR A, FRATTIR
BAEFHMITIRYY , 0% 5 A% 5 b R R
AR A O 2L AT ICAZIN SR . MR, IR R BE U
vt M BE R A TT 2R 2 ) 5 B0 R S AL R R 1Y
B, BB FKelleyS PR BRINE , BT
BT, BREELEE R 1~3 A A IAHUE R 15 15 LA
ik, WEAREA, AR FZEARPSCIE, TR
PR AMTTIRYY o

e, T EX A5 P A7 AR LT JE 1)
[ R HEAT iR RE . PSCURHR AP X — I R F 5
61> PN HE B 2 A 0 A 2 WA A 1Y — R 9 45
HHERY ) AR E R R . PR
G B, g 3~6 A B, AT,
Bfii6 1~ H AR, P4 EE M MoCATESr . MMSE
VR4 S8R 97 AL, AR 28 A LS 0T S
RN T BE B2 L, R A 5T ST TE
RO 2 FR AT 75 ZE g P ) B . AN i D PSCLI &
N HRE, AR RAAR, Krebs
S IR FR IR IY AR IR RE T 45 R BoR . Rl
i A v ff o BB E BUS TSR X IR AL, b, BEE
A IE] S, 7RI TS T 0 SRR HEIR T T,



2038

I R S B8, 2021, 41(9) https://Icbl.csu.edu.cn

R A B R A4 RN IR AR, RRE AR MR A Rk i
17, MoCA. MMSE. ADL. HAMDF4>H 25 i if-
BT ) K o ARS8 9 OB . 32 5 B i
FANRIGEIR TAEZEN, SEFEPEIANH . 340
B MoCATE4y . MMSEPE4r . HAMDPESr . ADL
oyl =, WA 38 K B R) S (oS T
1207 245 WRTR bR, HET —2
TAE, MKFETR B =5 A v b 3 1 52 R i
Vit B e 3, X e n) 215 B i e

g LTIk, AE R R 851 B0 bk s B B Ak A R
HIIGRIAIT T, AT ApoEMISLCO1B1JE K 22 7 (1)
BAE AT WIRYTY . XA R E ST A
W25 M PG E R B, R KRR R A
RN & AR, AT 28 25 9 AR BB 25 7 5 n
TR G945 5, XU PSCIMY & A FIAR BE A 1 FH
58 JI — TUURS 1 = “F A0F 98 7 B SR K AR TR,
F B 5% 118 A B e i R P 251 8 Jok 546 B el Ak 1
ARG R &R e, X FPsCLiy it
FEAAAE I TR A 2= ik, AT 2R IR
T R A 2 A 2 T R G, AL
PR TR 5 AT B A RS RS VAR B 4, Bk
A e I I TE T W

S5 3Lk

1. Jander S, Sitzer M, Wendt A, et al. Expression of tissue factor in high-
grade carotid artery stenosis: association with plaque destabilization[]J].
Stroke, 2001, 32(4): 850-854.

2. Barnett HJ, Taylor DW, Eliasziw M, et al. Benefit of carotid
endarterectomy in patients with symptomatic moderate or severe
stenosis. North American Symptomatic Carotid Endarterectomy Trial
Collaborators[ J]. N Engl ] Med, 1998, 339(20): 1415-1425.

3. Powers WJ, Rabinstein AA, Ackerson T, et al. 2018 guidelines for the
early management of patients with acute ischemic stroke: a guideline
for healthcare professionals from the American Heart Association/
American Stroke Association[ J]. Stroke, 2018, 49(3): e46-e110.

4. Gao S, Wang YJ, Xu AD, et al. Chinese ischemic stroke
subclassification[ J]. Front Neurol, 2011, 2: 6.

S.  Grant EG, Benson CB, Moneta GL, et al. Carotid artery stenosis:
grayscale and Doppler ultrasound diagnosis—Society of
Radiologists in Ultrasound Consensus Conference[]]. Ultrasound
Q, 2003, 19(4): 190-198.

6.  HARBESALMIAINIrox, TARBE A oM A )3 2 N L
22 T E A P AR TSR TR R 2018 ]). AR RI AR A
i, 2018, 51(9): 666-682.

10.

11.

12.

13.

14.

15.

16.

17.

18.

Cerebrovascular Division, Neurology Society of Chinese Medical
Association. 2018 Chinese Guidelines for the Diagnosis and Treatment
of Acute Ischemic Stroke [J]. Chinese Journal of Neurology, 2018,
51(9): 666-682.

AR A I 23, TR A e 2 2 0 23 N L
2 el Rt R 2 i R ok o, A A R A
2014[J]. AR R4, 2018, 48(4): 258-273.

Cerebrovascular Division, Neurology Society of Chinese Medical
Association. 2014 Guidelines for secondary prevention of ischemic
stroke and transient ischemic attack in China[J]. Chinese Journal of
Neurology, 20185, 48(4): 258-273.

American College of Cardiology Foundation; American Society of
Interventional & Therapeutic Neuroradiology; Society for Cardiovascular
Angiography and Interventions, et al. ACCF/SCAI/SVMB/SIR/
ASITN 2007 clinical expert consensus document on carotid stenting:
a report of the American College of Cardiology Foundation Task Force
on Clinical Expert Consensus Documents (ACCF/SCAI/SVMB/SIR/
ASITN Clinical Expert Consensus Document Committee on Carotid
Stenting)[J]. J Am Coll Cardiol, 2007, 49(1): 126-170.

Lépez-Olériz ], Lopez-Cancio E, Arenillas JF, et al. Asymptomatic
cervicocerebral atherosclerosis, intracranial vascular resistance and
cognition: the AsIA-neuropsychology study[]J]. Atherosclerosis, 2013,
230(2): 330-335.

Balestrini S, Perozzi C, Altamura C, et al. Severe carotid stenosis
and impaired cerebral hemodynamics can influence cognitive
deterioration[ J]. Neurology, 2013, 80(23): 2145-2150.

Dowdall M. US FDA approves important safety label changes to
cholesterol-lowering statin drugs[J]. Clin Lipidol, 2012, 7: 132.
Benito-Leon J, Louis ED, Vega S, et al. Statins and cognitive functioning
in the elderly: a population-based study[J]. J Alzheimers Dis, 2010,
21(1): 95-102.

Davis KAS, Bishara D, Perera G, et al. Benefits and harms of statins in
people with dementia: a systematic review and meta-analysis[ J]. ] Am
Geriatr Soc, 2020, 68(3): 650-658.

Armitage J. Statins and dementia[J]. Clinical Cardiology Alert, 2008,
9(27): 2.

Chou CY, Chou YC, Chou Y], et al. Statin use and incident dementia:
a nationwide cohort study of Taiwan[J]. Int J Cardiol, 2014, 173(2):
305-310.

Romén GC. Vascular dementia prevention: a risk factor analysis[ J].
Cerebrovasc Dis, 2005, 20 Suppl 2: 91-100.

Thompson JF, Hyde CL, Wood LS, et al. Comprehensive whole-
genome and candidate gene analysis for response to statin therapy in
the Treating to New Targets (TNT) cohort[ J]. Circ Cardiovasc Genet,
2009,2(2): 173-181.

Winblad B, Palmer K, Kivipelto M, et al. Mild cognitive impairment--



AMALABTT IR FATRERVE BB DR ok FERE AL PP 7E 4 AR Y

=
o

o BRANEE, A

2039

19.

20.

21.

22.

23.

24.

25.

beyond controversies, towards a consensus: report of the International
Working Group on Mild Cognitive Impairment[J]. ] Intern Med, 2004,
256(3): 240-246.

Wu P, Li HL, Liu ZJ, et al. Associations between apolipoprotein E gene
polymorphisms and Alzheimer's disease risk in a large Chinese Han
population [J]. Clin Interv Aging, 2015, 10: 371-378.

AL, 0. P EMRENE S A EIEN 2 5 ME S TT 262597
W5 R HIMeta 3T [ 7). IR IRZEAE, 2015, 30(5): 486-491.

WEI Faquan, WANG Shuai. Association of apolipoprotein E gene
polymorphism with drug efficacy to statins in Chinese population: a
meta-analysis| J]. Clinical Focus, 2015, 30(5): 486-491.

Gerdes LU, Gerdes C, Kervinen K, et al. The apolipoprotein epsilon4
allele determines prognosis and the effect on prognosis of simvastatin
in survivors of myocardial infarction: a substudy of the Scandinavian
simvastatin survival study[J]. Circulation, 2000, 101(12): 1366-1371.
Niemi M, Pasanen MK, Neuvonen PJ, et al. Organic anion transporting
polypeptide 1B1: a genetically polymorphic transporter of major
importance for hepatic drug uptake[J]. Pharmacol Rev, 2011, 63(1):
157-181.

Bakar NS, Neely D, Avery P, et al. Genetic and clinical factors are
associated with statin-related myotoxicity of moderate severity: a case-
control study[ J]. Clin Pharmacol Ther, 2018, 104(1): 178-187.

Sarkar A, Sarmah D, Datta A, et al. Post-stroke depression: chaos to
exposition[ J]. Brain Res Bull, 2021, 168: 74-88.

Hackett ML, Yapa C, Parag V, et al. Frequency of depression after
stroke: a systematic review of observational studies[ J]. Stroke, 2005,

36(6): 1330-1340.

ARSI A BN, W, BREESC, XIF, 154, fIEEE, skisth,
SRIGE S AMAAABTT VAT XIE AR S50 IR 6 A R Al 1 e 7 2 4
FRE IR ). 6 RS B AR, 2021, 41(9): 2031-2039. doi:
10.3978 /j.issn.2095-6959.2021.09.010

Cite this article as: CHEN Xiaorong, YU Ming, HE Meiwen, LIU Li, XU
Lei, HE Xiaofei, ZHANG Yunwei, ZHANG Xiaoyun. Effect of individual
statin therapy on cognition in elderly patients with symptomatic carotid
atherosclerotic stenosis[ J]. Journal of Clinical and Pathological Research,
2021,41(9): 2031-2039. doi: 10.3978/j.issn.2095-6959.2021.09.010

26.

27.

28.

29.

30.

31.

32.

BRI, VAR, CHARRAHRIRITIRR ) (2004) B
fRIA (7). FP I B A2 22, 2008, 20(7): 534-538.

WENG Changshui, SUN Qiliang. Guidelines for stroke management
in Japan (2004') introduction to rehabilitation section[J]. Chinese
Journal of Rehabilitation Medicine, 2005, 20(7): 534-538.

Zavoreo I, Basi¢-Kes V, Bosnar-Pureti¢ M, et al. Post-stroke
depression[ J]. Acta Clin Croat, 2009, 48(3): 329-333.

Dong HS, Han C, Jeon SW, et al. Characteristics of neurocognitive
functions in mild cognitive impairment with depression[J]. Int
Psychogeriatr, 2016, 28(7): 1181-1190.

Kelley BJ, Glasser S. Cognitive effects of statin medications[J]. CNS
Drugs, 2014, 28(5): 411-419.

A 2y, AR AR B IAS T R 2 s, AR A
A A B IR 7], Hr E A s 24, 2017, 12(6): 519-531.
Chinese Stroke Society, Expert Committee on Management of Post-
Stroke Cognitive Disorders. Expert consensus on the management of
cognitive impairment after stroke[ J]. Chinese Journal of Stroke, 2017,
12(6): 519-531.

rhEAS A VA RIBERS 2 2. A S AR RS S K
L2021 7], i EIAH1443E, 2021, 16(4): 376-389.

Chinese Stroke Society Vascular Cognitive Disorder Branch. Expert
consensus on management of cognitive impairment after stroke
2021[J]. Chinese Journal of Stroke, 2021, 16(4): 376-389.

Krebs HI, Volpe BT, Ferraro M, et al. Robot-aided neurorehabilitation:
from evidence-based to science-based rehabilitation[ J]. Top Stroke

Rehabil, 2002, 8(4): 54-70.



