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WAL, Kk, XK, Rk, ik

(HZE] T EWAAR (VaD) J& A sN BRI RS L, JEMESE R R UL I AhEZ
—o IMVEBERR I Taul81 (pTaul8l ) JE LT EGHES W] 5N #H 2T RE, AR b7 I — i e e g 40 0 e e v R
EM. BE  43HrpTaul 8 LA MUAETEARXT AR B35 A VaDI BN, FoiE  LEH20194E9 H £20214:6
BB R B B A 2 INRHISOIA R B 1Y A VE IR PE 8 3 1 1401 g BF9E X 4. IR R B R EVaD, ¥4 Ky VaDZH
(n=38) FIAEVaDA (n=76) . HIPIHBEHF—RER . pTaul 81 X MARHEFR. 2 F 2 Logistic MIH 45 2 1k
IR AE £ 25 K 2 VaDI M N 2 SR A2 TARERE (ROC) M iTAipTaul81, pTaul 8 LB ML JEFEARRT 2 1k M
WHRERAEVaDRI TN, &R VaDA B #FpTaul8l, TC, LDL-CKTC. LDL-C. ApoBR# & /L% TAEVaD4
(P<0.05) . ZHZELogisticA 4 R /R, pTaul8l [ OR=1.028, 95%CI ( 1.006, 1.052) ) . TC [OR=3.599,
95%CI (1.863, 6.952) ] . ApoAl [ OR=0.053, 95%CI (0.009, 0.962) J . ApoB [ OR=0.008, 95%CI ( <0.001,
0.129) ) My PEIKAESE & & B VaDI I R £ (P<<0.05) . ROCHIZ M MT4s R B/, pTaul 81T 2k kA 4L &
KAVaDIIHZ T (AUC) 40.630 [95%CI (0.526, 0.734) ), HfE@WiE 187 ng/L, REUE H0.842, Fi5HE
490.408; pTaulSIELATC. ApoAl. ApoBTM ZtEINAHFE B &4 VaDIAUCK0.791 (95%CI (0.700, 0.882) ), i
FERRWHE 70231, REE H0.895, FEREHR0.618, £t pTaul8l, TC. ApoAl, ApoBAEMEINAHAEH & & A VaDH)
WAKZER, pTaul SIXT S MEANIESE R H L AEVaD A —& I H M E, HHELGTC. ApoAl. ApoBRyTiilfiE o =,

[SR88iA ] BGAESE; Fsk, WYE; BERRLTaul81; MLARHEHR; HI

[FESZEE] R743.33 R749.16 [XEk#RIZES] A DOI: 10.12114/.issn.1008-5971.2022.00.051
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[ Abstract] Background Vascular dementia (VaD) is a cognitive dysfunction syndrome caused by cerebrovascular
diseases, and is one of the most common complications of cerebral infarction. Serum phosphorylated Taul81 (pTaul81) forms
fibrous tangles, which can affect neuronal function. Blood lipid indexes play a role in the injury of blood cerebrospinal fluid barrier.
Objective To analyze the value of pTaul81 combined with blood lipid indexes in predicting VaD in patients with acute cerebral
infarction. Methods A total of 114 patients with acute cerebral infarction hospitalized in the Department of Neurology, Zhongnan
Hospital of Wuhan University from September 2019 to June 2021 were selected as the research objects. Patients were divided into
VAD group (n=38) and non VAD group (n=76) according to whether they had VaD. The general data, pTaul81 and blood lipid
indexes of the two groups were compared. Multivariate Logistic regression analysis was used to explore the influencing factors of
VAD in patients with acute cerebral infarction; the receiver operating characteristic (ROC) curve was used to evaluate the predictive

value of pTaul81 and pTaul81 combined with blood lipid index for VaD in patients with acute cerebral infarction. Results
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pTaul81, TC, LDL-C and the abnormal rates of TC, LDL-C and ApoB in VaD group were higher than those in non VAD group
(P < 0.05) . Multivariate Logistic regression analysis showed that pTaul81 [OR=1.028, 95%CI (1.006, 1.052) ], TC [OR=3.599,
95%CI (1.863, 6.952) |, ApoAl [OR=0.053, 95%CI (0.009, 0.962) ], and ApoB [OR=0.008, 95%CI ( < 0.001, 0.129) ]

were the influencing factors of VaD in patients with acute cerebral infarction (P < 0.05) . The results of ROC curve analysis

showed that the area under the curve (AUC) of pTaul81 for predicting VaD in patients with acute cerebral infarction was 0.630
[95%CI (0.526, 0.734) ], the best cut—off value was 18.7 ng/L, the sensitivity was 0.842, and the specificity was 0.408; the AUC of
pTaul81 combined with TC, ApoA1, and ApoB to predict VaD in patients with acute cerebral infarction was 0.791 [95%CI (0.700,
0.882) |, the best cut—off value was 0.231, the sensitivity was 0.895, and the specificity was 0.618. Conclusion pTaul81, TC,

ApoAl, and ApoB are the influencing factors of VaD in patients with acute cerebral infarction. pTaul81 has a certain predictive

value for the occurrence of VaD in patients with acute cerebral infarction, and the predictive value of pTaul81 combined with TC,

ApoAl, and ApoB is higher.
[ Key words ]

MR (vascular dementia, VaD ) S&38 Hi kil
PERRZE A A A e Rl i ol e < 5 A o,
B, AR R LUK 2 2L B i AR E L AT
B DX SR 283 0 o T BERE IR A I R SR A AE U o fER R
5 RALIR TP R e B9 ( Alzheimer’s disease, AD)
(ORI, VaD o BT i R 1015%~20% 2 o H
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7 KR EBURRESTS & LEVaDI R H ST 4 K TR
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( phosphorylated Taul81, pTaul81 ) B & FRALT
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TFHMN, FEMZBITIERAE, g . M|
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Brain infarction; Dementia, vascular; Phosphorylated Taul81; Blood lipid index; Forecasting

58 FMEE4ML ( Diagnostic and Statistical Manual of
Mental Disorders, 4th edition, DSM-IV ) ) "™/ 4
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1.2.2 pTaul81 M IMifAEFEntel REBEHRESE
K2 ml, SR EEEC 2 KRS (enzyme linked
immunosorbent assay, ELISA ) ¥l I pTaul81; K H
2 A AT ORI i FE bR, AL SIBEBE ( total
cholesterol, TC) . =tHh ( triglyceride, TG) . &
2 E R HAHERE (high density lipoprotein cholesterol
HDL-C) . R EIEE AR (low density lipoprotein
cholesterol, LDL-C) . #JBE A1 (apolipoprotein
Al, ApoAl ) . FHIBEEB (apolipoprotein B, ApoB)
JHgHEH (a) (lipoprotein (a) , Lp (a) ] . Hrp
pTaulSl%%?ﬁ%ﬁ?$30.0 ng/L., TCEHJH <518
mmol/L, TGZ% LI #0.45~1.69 mmol/L, HDL-CZ
%L >1.04 mmol/L, LDL-CZ% Lk <3.37
mmol/L, ApoAl’Z‘%?ﬁlﬁﬂ{ll.O~l.5 g/L., ApoB%‘%?ﬁlﬁ
40.5~1.1 g/L, Lp (a) Z%WHIN <300.0 mg/L.

1.3 G205k RIHSPSS 25. 0814 AT 4l Ab 34
ESS IR (x£5) o, A BRI
MSTREA G S FRIES TR PR AM (QR ) 3R
N, AR HECR FIMann—Whitney URGS:; THE05ERH
FEXPECR R, AR HECR T xR g 2 PRI PE R
K AHEVaD 52 K28 5347k FH 22 H K Logistic a1 7304 5
KHIAZAE TAERHIE (receiver operating characteristic,
ROC) HiZkiFAlipTaul81, pTaul 81BEA IMLAGTEFRXT 2k
WAL £ 35 K A= VaDI T B . AP<<0.05°h 25 7 A 40
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2.1 B E—MTER . pTaul 81 S UM AR 48 b HL %L

PIZLERE R . 4Fl% . TG, HDL-C. ApoAl, ApoB.
Lp Ca) , BERIE . mMLEEAR, AWML KB
5% 51, TG, HDL-C. ApoAl. Lp (a) S &4E
R, ZREHIFEX (P>0.05) ; VaD4E#H
pTaul81, TC. LDL-C&TC. LDL-C. ApoBR &A%
FAEVaDAL, ZE AL EE (P<005) , WKL,

R VaDALGAEVaDALEEH— IR pTaul 81 L MLIETE R L
Table 1 Comparison of general data, pTaul81 and blood lipid indexes
between VaD group and non—VaD group

JEVaD4 VaD4

g

H (n=76) (n=38) ] Pl

3 ( %/ir 45/31 20/18 0447 0.504
AR (Fes 757113 794+129  -159" 0.115
BEIRAS (n <b7)] 32 (421) 17 (44.7) 0.072"  0.789
Il [n<%)] 51(67.1) 32(842) 3744 0.053
WL Cn (%) ) 4(553) 20 (526) 0.071° 0790
Tl [n %) ) 44 (579) 19 (500) 0.639"  0.424
pTaul8l (ts, nglL) 295+19.8 306+222 2451 0016
TC (55, mmol/L) 3.67+097 420£144 2048 0.045
TG (¥+5, mmol/L) 150 1.04 139+0.63 0.564"  0.574
HDL-C (55, mmol/L) 1.08£0.41 108£032  -0019" 0985
LDL-C (55, mmol/L) 213074 256+1.16  -2.066" 0.044
ApoAl (75, glL) 1.02£0.18 0.98+0.17 L154" 0251
ApoB (25, g/L) 0.76£0.21 0.67+027 1914" 0.058
Lp (a) (M (QR), mg/L) 10195 (139.70) 14055 (148.18) 1.587° 0.113
Tuﬁﬁw%)] 7(92) 11(289) 7422"  0.006
TG54 (n (%) ) 21(276) 12 (31.6) 0192 0.661
HDL- CE%[ (%)) 43 (56.6) 20 (526) 0.160"  0.689
LDL-C5# (n (%) ) 6(79) 11 (289) 8.849"  0.003
ApoAl5E (n (%) ) 39 (51.3) 24 (632) 1437 0.231
ApoBF [n(%>] 10 (13.2) 16 (42.1) 12.058"  0.001
Ip (a) 5% (n (%) ) 11(145) 5(132) 0.036"  0.849

T i'%mx M, "EoRel, FRUM; VaD=I R
pTaul 8 1=k Taul81, TC=EHFEEL, TG=—FHH, HDL-C=%5
’Eﬁﬂ%ﬁﬁﬂﬂlm LDL-C=AR# FEAR 2 IR, ApoA =411

, ApoB=3EHEHB, Lp (a) =fEHEHa

2.2 2AVERGFESE B E KA VaDR I H R L2 W &R
Logistic[f A0 DL 1FHP<0.050935 4R (pTaul8l,
TC. ApoB) (HTApoBFILDL-CHRsRAGILLNM:, T
PLHIAApoB ) S ApoAlly HZASHE (WR{E: SSIfE ) |
SN R E R R A VaD A | (R{E. KAk
=0, kE=1) , #HITZH K LogisticlHH7, 45485
7N, pTaul81, TC. ApoAl. ApoBNatEMiiEsEHE & &
AEVaDIEFZE (P<0.05) , W2,

T2 AVEINFIRE B KA VaDS2 I R 2 A0 £ [R & Logistic [ H 434
Table 2 Multivariate Logistic regression analysis of influencing factors of

VaD in patients with acute cerebral infarction

G B SE- Wald x“fii P ORff 95%CI
plaul81 0028 0011 6054 0014 1028 (1006, 1.052)

C 1281 0336 4529 <0001 3599  (1.863, 6.952)
ApoAl 2929 1474 3946 0.047 0053 (0009, 0962)

ApoB -4830 1421 11.560 0.001  0.008  (<0.001, 0.129)

2.3 pTaul81 K pTaul81HEATC. ApoAl. ApoBXfZfk
IGAEB £ R AEVaD I FEAT . ROCHIZR 3 B 45 K ik
7N, pTaul 8 1HUM ZHE M A S £ 25 A& A= VaD ) 2 T T
1 (area under curve, AUC) “50.630 (95%CI (0.526,
0.734) ), FAE#UB{E M 18.7 ng/L, REFE 40.842,
RSB 40.408; pTaul 8IHKATC. ApoAl. ApoBFililll 2
PR REAE H 4 & A= VaDIgAUCH0.791 [95%CT (0.700,
0.882) ), FefEMMrE M0.231, REUE 10.895, Fist
40618, WKL,
3 iTig

VaDJ& i il 4055 RS i AR BT, 1212 T6g
AR EERERMIGIREE AR, EIORTADMSE K
iR R o VR R A A i i UL I 9 B EZ —, VaDi
Rk A D) RE XS 22 B, TRYTXERE R,
B BOERME Y L BT MRS ARSI H A T bR
P AERAERNAMRER GO, FHVaD 5 i

1.0

0.8

o 06
=)
mw
0.4
--- ZHL
['ﬁ 3 — pTaul8l
02 I — pTaul81HEATC. ApoAl,
( ’,' ApoB
4 | | | | |
0 02 0.4 0.6 0.8 1.0
1

T: pTaul81=W§i{kTaul81, TC=HHEEE, ApoAl=2EZE 1
Al, ApoB=3IFFEHB
BEl1 pTaul81pTaul 81KETC. ApoAl. ApoBTHijllZ
KHVaDIYROCHTZL
Figure 1 ROC curve of pTaul81 and pTaul81 combined with TC, ApoAl
and ApoB for predicting VaD in patients with acute cerebral infarction
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