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Therapeutic research progress in rat models of vascular dementia
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[ Abstract]

Vascular dementia is one of the common causes of cognitive impairment. Occlusion of bilateral common

carotid arteries, middle cerebral artery occlusion, as well as induced hypertension are major methods to make rat model for

vascular dementia. The present review will summarize research progress in medical and non-medical treatment of vascular

dementia rat models in order to provide theoretical direction for clinical practice.
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MRS P 2 . Ehlich 457 38 2o 497 5K 1 2 1 e
SD e () 7504 F 2 0 AT v L T s I 9, 225 2R
735 P i b AR S B B s TR) I A2 BB ) R e I
REANZE T /D LA K J J22 1 i S5 s 3 o7 P 15 o, JIE
Il P B 1) R BRI 28 B 1 2 o 3 1 ) e e
B GEMETA S AR LA tau S, KIIAAAE
{18 I A7 e B8 PR 3R 2 B0 1 2 6 A L A8 1) /N
A8 AR B VD (4 R, e VD [ TR, AR AR
R T AR A R R R R
L 11 mJERZYRTT

e I 2 A T A A B PR 22 0 LR il 48 14 A R0
P ( vascular cognitive impairment, VCI) DA & VD
)& R EZAE M, S il s 2> 5 VCl 1Y)
FIREMEUESL , Tayebati 2 & B [ & w5 1L E K
5. ( spontaneously hypertensive rat, SHR) Fififisf ] 3 1
23 HH G 22 400 | Pl 25 200 Tt 25 2 LA B i 428 JE T s v
JER I GBI 2248 T R GEn 450, T LA b el s
B ESINSIE Ak - S ST TR S TP N (KR TR £
RAT e I 24 49 6, 455 % 2 - 2 B 90 | o A8 R
i K &% 3 [ 30 1 57 (angiotensin-converting enzyme
inhibitor, ACEI) | Ifil & %% 5K & 11 32 {4 BHL Wy 71
(angiotensin Il receptor blocker, ARB) FIF| K5, H
HIE AN E 2 I A5 B A 0 e IR 25 ) X9 41 A TR) 1Y
ROR

Yamada %38 1 S U0 3E B ACEIL 2 24 ) 85 W
T FI BB A AN R BN ZH P 9 ACE 1 1, 92
R R BRI 2% B )2 1 40 A Ah S TR R K T Bl
INFITIRE W A8 i (PR 1 R BR7E A DU 55
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oG, el A R K AR I A i R B R I T
( brain-derived neurotrophic factor, BDNF) BE % B 11
TR ANMAET ., Kishi T %) & B ARB JE 24543k
TPIH BV IH BRI 15 5 X Y BDNF, -4 KBl
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I3 F A 7 a2 R g 28 2 v AR Ak R SRR 7 3
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W PR T B VD I 2 25 R FEIR YT W B R T
DOCA S22 1048 J1 T B N Bz D e i LA
K& T EALTR R AE AL .
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Sain %5738 Jat e [7) > b 2R il A i VD K
BRUASERY [ B2 JD SR 3l J K Bl 27 3242 T T B
PNBED B G 450, IV A R AR | A D AR A b K
(reduced glutathione, GSH) T [, #ift (%R
I ¥ ( thiobarbituric acid reactive species, TBARS) I
AChE G PERY - Fb, a4 Ak W il 48 B ) VTG 32 1Ay
( peroxisome proliferator-activated receptor-gamma,
PPAR-y ) Sl kA% 51 i 2 4% 27 I . 3 2035 1 VD
AR RS | A D RE Bl A5 e 4% TR AR 9728 5
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STZ) FHUOR SR PR I 5 | 3B 4 2K 19 178 1 2 B g
BRA SRR . STZ 30 S 20T MME T | I A R £k
TR A 2R S (A TS T T R TBARS
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Tomassoni %" i FF AF B 8 44 5% 24 ) ——o- H R
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Th R T Ach G SR, &R XMk sy
REAE T L 28 fil 1 28 AR MG S T, B 450
2-VO FESL R VD RS SE 5 1] VD R B A 2 B
S Bz N T AR 21 48 M AR B R (erythropoietin,
EPO) & ¥, EPO REW% LI 5 CA1 XA IHAK £
Pk %% #% 1 ( choline acetyltransferase, ChAT) 3 ik 7K
- IR RE A G B VD R BRI TR, DA 14
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RRETE PR D X iz R 2 one k. Sk
MAEX L, HR B8 2 VA 97 AT UK &2 88 S 1k 9 B AL
(superoxide dismutase, SOD) .GSH DA N #7525 [
PERIIE B K-, ZH U0 B2 73 B k5 1 AR 2R
FOOT IR 1 i AT T 5 Y A 28 T S e 1 DR
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AL (H,S) f2— R UG I HAE h Ak ph 2
R HA T EER & W AE N, Zhang
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T Bel-2/Bax WA, ZRAE7R 6 AL SR8 8 o 3 1] 94
T 2% ik I A8 VR R 3 SR R R . T B
(endoplasmic reticulum, ER) W 388 TA b 78 i Sk 1L
FREFS RS E A FEMN, W 5 5E
R eh sl bk P 2 (MCAO ) 57 Jmj b e i /-3 33
SUBTAY, [6] B 25 7 A= 8 2 (pinocembrin) J6 T, 45
W RAFAER BEHS I 2 0> MCAO KB 1+ 22 T g
B LRI TR T, H ek AE T ER K
AR R R IRIKF- . X4 7R AR P 3R TT DL 3 i R
ER W75 5 0 40 6 0 1 50 i Bk it 453 £ 3 B IA
FIFERS . Zhang AUV TE MCAO P 1 A1 I 4 )3l
PR IR TE S A S BT K5, 4R
VD X IR ZH A He, N2 41 i JE B2 S 21 /9 BCL-2
HSP70 Fik K-t 1fif BAX 1 P53 33k /K T b
e $2m N2 K Je 5 - ] 8 3d ik 3 9 0 T
FHSCEE IR R 5 T B8 TAH AL, DT 2 71
T VD KERHICIZIIRE
1.2.3 g IR SO

TR — RO e KO R O A W T
BT AP IIRYT . Zhang 55177 38 18 XU 2508 2
JUKRE T3 1L SHR B %o HRZH K BRI Mk st i, T 4%
BRIATT 5 1R BRAE Morris 7K 2K B SI256 8 R B0 A B
BAETE, TEXSIRGLE IR BEBEAL Y b, TR B
KT \VEGF | VEGF Z AKX Z , KR T H
PR P 6 10 o AR A o AP A U T R R R B
N R

Han 251"/ 38 38 52 96 UE 52/ ) 7K B2 U B
T — S0 3 TR JRE TR AR | R A A SR, e R
THEA B 400 ) 2 TR 20 M IR X e I A R R A
Gagamjungjihwan (GJ) 2 5 FHZ5 (EE A &
T AE) BIZCH] B nY 25 /], G MR 2 B ( frustus
euodiae, FE) T 8 1 M F W 8 il (99697, Lee
SR SE KB GI R FE 9 AL FEAE AT Morris
JK2RE S v R R 3 sl VR S0 A R e D T i
L IX 1 B RE P 22 T 1Y ik 2 Pl O R £ X fle 1. 5 2
R 28 0 FIA D) BE 401 S B AR P E T, 15 N
fis (ligustilide , LIG) 224 4% T2 E N8 oY, A
AT 1 P T X 7K A A AR — sk 2 7 g 50 e e
MA AR VER . Feng %7058 iF 2-VO & T
R IRARTFELE 72 LIGRYT 7 d )5 2-VO REUKEE
SR A 3 RE VAR S 2 AR, H bR 4 B A5 B [
e BEAMLIG 838/ T 2-VO K RIS Bz 5T Rl 5
X AR eI 2% I T DL e s i 4, 30 1 BB
2 Jo A LB BG4
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AR ER S 5 R A K -1 (insulin-like
growth factor, IGF-1) 8 TA A i Wi 1. 25 ) i 41 2UE
VoA AY L LS Gong A2 fd ] 2-VO #E
AL R BBE R B0 ik P ZE I T) i S 4G R B A 2T e 2
RE R DB A I N, 55 % BRZE AR 1L, IGF-1 \IGF-1
1 mRNA LA KB A6 8 1 O ( p-Akt) 3RIBTE 2-VO
R 5 X 8 25 T R, X 327K IGF-1 5 p-Akt 7K
FRTIHTRES S T 2-VO Z a1 5iciZe i
Wi, KWK E A IGF-1 BRI R4 TT
EAER B ACACRE ST, I Al G sk 2 14 i
R B LA SR A B A 3 BB 1 A 2 0 A G ik
X B N-FH B-D-K 4 Z B2 ( N-methyl-D-aspartate,
NMDA ) 32 G AL J, 32k 6383 i/ 1 a6k I ke
AP B AIMIAE T,

BRCPE ) £ 4 40 i A= K AT (basic fibroblast
growth factor, bFGF) 2 Z LA Z 0 H T 1
SEAMIEE KA A gs 5 R, 20 A T
2y YOOI = A VAR e
B AEE s 2-VO HAE VD R R AL, IR YT 4
BESERT EA bFGF, 5 J Je A i Ok BRI ) X L 4R
I BHE 20 B, BRE T 20 554 1 PRV 20 MO 4508 VD
IR Z 454K bFGF BEUE1A S S IX 77 A4
SLER 1 B, DA f2 2 b 22 1 40 39 58 S b 2
B,
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HRAE I 552 i R A EEAEM, VD
FEH G PN 2 e i B S EWIE 92, Stasiak 2 7R
2-VO VD K FURE A vy S 50 i 4 Ak i 41 i 7] B-
PFO60IN 5 AChEL 2§ 25 ¥ & w Ak, 45 R B /s
PFO601N B & se ARG Y7 B R s K B T AR 1L,
MHF25 e e e g Az ik, X378 VD
5 Y 2 90 1) i B A5 A DG, B i Ak il D o1 R B-
PFO601N fEfS 3% VD 5 AL AN S RE RS

2 AEEETT

2.1 IZFRER TS A

Hu 25 58 53 % MCAO K B A7 A e 1t 95
J ( remote ischemic preconditioning, RIPC) ZbFH %
Bl RIPC X} Jey 3 B fiL-F5 9% 3 (ischemia-reperfusion ,
I/R) B0 3 By =5 18] 2 2] 5 ) Sac A2 0 T A R
EAEH, W58 &L /R + RIPC 417 5 CAL XY
CBENBAL R B AV 2% 2 T VR 41, kil
W E 0 T 5 CAL XM ITHY AR
BYIROG, ] AN, RIPC BE 12 % 23 MCAO
TR K BRI E CAL X IHBERE # 28 TC D) RE B A, DA
YRR 2 e L A58 036 AR AR AT, RIPC X 2-
VO & B A H D BE R B B PR AE . Xu
SEPOE 2-VO Z AR TS S 20K BRaEA T 3 MIEER Y
RIPC, £5 5 . 75 7F Morris 7K 2 B S | A5 7Y 2] 25
T B3 DX 14 AT 6 A T 3 N7 26 5 0T 2 Wl g2
it o 20K BV 55 X ) Bel-2 KA & T,
FUITEAR T 24 h BRI 15 DA JA T2, 1 HoAth
PELEL ARG B T, SEERZE RSN RIPC 7] LR 4P
2-VO AN R T RER 3 | Bel-2 7K 128 Ll iF
Rz —
2.2 BES

Zhang %577 & 9L 5% BRALAI L, VD K BRL7ERY
JEJ2 i ( piriform cortex, Pir) [X 38 J&y 35 i I 70 &
(regional cerebral blood flow, rCBF) /b | Jay 3 fiki ML
%% (regional cerebral blood volume, rCBV) F & °F
Y538 1 B Rl ( mean transit time, MTT) 318, {HZ& 5
AR YT A BT «CBF 7H & cCBV 32> MTT
e, BEAh, VD KE Y Pir X IR R IA T,
S AR T IRt — 2PN, S5 RN i TR AR
TR IT LB i G 0 AR A2 E VD R B Pir X
A2 AR NI VD B REITER
2.3 StHRIBIT

L& ( electroacupuncture, EA) B8 IESE R

J¥ VD AR, p53 5 Noxa 7E VD 1 Bl 72
AR F 4 S A VR, Zha 252 3 3 36 VD KR
HEAT L ORME S B i 7SR BTG YT, 2B EA
AT R e 12 5 2% 2D B8 ), I 38 i BH By pS3 A
Noxa 7E VD K UM T CAL X 38 1 3 15 B 1k 1A 41
MERIPE T . Yang &5 30 i XCON 370 3l Jbk 1) 2/ FiF
TETE UL RS s TS A S R B VD B 28
T A IR B RIA T B R B, SOD i 4
# EJb ACKE 3G PEWTR R B, B 7 I i B Rl AT LA
ARBHUNR B A A BRI VD KBRS AChE i
P, IR VD KR4S 0128, He ™ il it
R A I i A8 BEL DT A N7 R B VD AR SR FH /b o
RSP NG YT, S5 R s SRIAVAL AR L,
P BT IR 24 W0 16 9 2 ) e 2l [ e S5 55 1 15 00 3 B
B REARR, 10 20 21 K i 7 b — AL A (NO ) K Py
fIRLA L. SOD Vi Ve 3 & Rl AE 40 W 2 . X 4R
SE 7L HLET AT BAT A NO o B 7 A A g
FIER 2RI BR g D ag, JF T L VD R BT IC 42
b,

2.4 IMERIEL

35%’%&%( enriched environment, EE) BI7 B —
o ST 4 TTURI i = 0 1) A R ER B 0, T LA F R
P AP 1 B T2 B AT AN tau 2R 1 B R R
b, Yao il AFSE & Bl EE WS AT LS tau &
H i BERRR AL, IS CCH B IA N 3
2.5 HEill%

T T [X 9 1L 21 25 48 & -1 ( hemeoxygenase-1 ,
HO-1) i it 2 5 — S A i G ik 72, %k e i fi 28
GURBIAER . XIFIFT ) Sd it 2-v0 ikl &
VD R BURBRL, Xof FiE A 20 R BLEA T R 2 1 P R
W e W BRI 2, 45 R R B A I 2R AT LA
VD K EUKZIZP9 HO-1 mRNA ({3635, MUtk 2 24
RS ACICRES . sk AFiE s 2-vo #
SLREL VD BB Morris 7K 3K B 5286 8 /R B 4H K
B VD 4 B 2 110 43 ) 2 2T DA BE I Y IS | X
T A5 R 4K B T [X NMDA 214 1 1 3R 3k 1
JIESESN

g5 LRIk BRI A e R R R BIR YT &
TSR S WGyT , b BEA 29z
FE3Z WA T J5 vk Qe 42 i A8 £ B TR 3R 5 R B g
BT ] 500 45, U030 55 0B Y T B e A Bk i 93
N7 RS . TEAR 25 R Y7 A, 3R [ 27 Al T
K TAE, U T REFIIROR 8 X 897 7
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