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FEIEHES S .R05;R 284. 1;R 338.64;R 745.705.31
XERFRIRAD . A XEHS 1001 - 1978(2010)03 — 0294 — 04
FE PR E ARG (Alzheimer's disease, AD) & —Ff LA k7P
INFIBEAF AL IZ BE 3 E 0 E 0 Pk 2 RGER AT PR .
RifiE N A0, AD 45 BB M RE R Sk 1
FLR P, X NS AR I it s T 28 AR A7 0% i H e
WA AD XKL W R BR, HRTIBIT Y EE A
FERRBRRE LY AR NEBRRE 259 i 4t £ QI 1 5 ) DR |
PUEAHI S, (HIZZEYFAE IR BIR 2 | 3 AR FH AR R
S EERIVE IR M 3% Ao ot i o e Sk I PRI s | S B I FH A2
MR, PR, BF A BAR YR YT AD BT 25 B0 B BT ) 4
Mo AR 2B IR B ORI KR =1y, % h 2 A
YIZ5BTEIE T e I S & AR, f B2 P R 2697
AD MR, B RAE NG 2B K IR I, 3R
I PTEAL PURME PR T LA g2 e e T B
IR, [ FAA BN IA YT AD MV /ERARZ5 ),

KT P RORA ; B WS R gy 22 idie

BT /K SR A ( Alzheimer’s disease, AD) 2R F N >)
012 A HN T R B 15, 8 B b 1Y BEE R & AR B ( senile
plaques, SP) , Bk #1282 52 B ( neuritic plaques, NP) (##1£2 JC 4T 4k
Zi2E (neurofibrillary tangles, NFTs) | ##1 £8 J0 % 2% | %8 filh 5 2%
S, RT AD W HLE B BT Z R B, LR N A
AR B MRUL AD AL T AR A M AL AR S R PR A B
B IO AE IR | 58 fi T A8 e A U8 AR I 2= D055 .
B2 B Ry 1k 35 95 (14 AR A JE DR A s BRAIL AT 98 B = 52
— BT, 2N LR ZFR WM, M AD MIRIT 49,
2 BT X B — B R DB AR BEA IR YT, A AR L I ) J&
SRR IR, 7 A2 TR YT AD JRAE I TRCR A 1
B, h 2 LI RIVE BN ROV T2 SR IE R W 4
R mBOK BAZ B SCTE , B AIRYT AD B2 T — 2
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100875;2. 7 B W BEAF R E A5 K aB AT, b 100700)
iz,

W (Scutellaria baicalensis C, eorgi ) VE R — LG h 25 H
MACZAEMWTZHEM L, #5 K (baicalein;5,6,7-i-
hydroxyflavone ) 2 M\ 85 SR 4R RS A 28 TR 218 A0 2000 Pk 1 0
PR AR SR AR BT IR SR A I3 2 T R B
5 TV L 20 T DL G, M DG I 2535 WL A5 i 2
A FZAAPUEL PURAE BT R aoc gL )y
AT P, (AT RS AT SRR R SR AR B £ Ak
FESATHTIRYT . A SCNARSC A AL Al > 012 68 1 O
HT R B2 LR VT AR BB XL AD BT E R
1 3 ApSHE

Hardy 2517 1992 4E$2 H AB ZLIBBIUE, 45 H AR 155
MU R 3 AR 0 I T, B IR 28 AR il AB,, A2 3,
TRl AR, BRI, JE Ok B T X ke g 3 e 100 B R
AB LR RBLTE /N 5 T 0 I 240 i, R il — 2R 370 1 4k
SiE SN | ST | B T P RIR A IR AL 10 55 0
PRI TS T B R TG T, 5 A T A Y g
2 A2 Te/ S DI RERERT , S T2 AN,

H AT, DA R ZH et R w0 2 0 Ap #tk
SRR EA IR E T, X 2R AR AR SR M N 5
SRR ST (58 B v A T — e R DA, s 55 AR
FRE ARB R 406 AN 28 o BRI A5 7E AR TRy
17, R RERSE AR T BRAIL i i A5 BT TC A G i F S di i
AR HRIT
2 YRET

2 2 0 A K T 92 2D e A2 T B A AR,
RS A A AR v | S 7 R A QIR AIC %A
PEREE SRR A5 40 5 R A 2 AR T A R, A
SEMAEH R RED . B G #h Ze 40 ) AN T T, T
ARG B 1 KT REIR Ak, B R AL Ik 4N A 7=
T AT HRGE , 7E 6-F% 2 B (6-hydroxydopamine,
6-OHDA) 521 SH-SY5Y 4t AR 7Y rhr | 8 %5 22 24 4 40 1 4
JPAT B o5 23 FEE AN 31,56 (6-OHDA £H) 43 5] [ A% %)
18.90 21. 611 Lee 251 R3S T MAH 5T 19 A H 22 52 o
2 PR T AR | B 2 T 3 o A R 50 Bax ik 2R
RifA LA A0 2R C AR LA B, — SR IR B, ke 410
AR AN I T . 5346, A R ATE R 12-I8 i A5
TR0, A AR s o5 175 T AU MH AN PR T AN 5 T A S 1Y
B2 FLAR 1 c-jun B3Rk 000,
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TRAL ; BRI 0 7] S BOR AR R A1 B 7 5 MR 2 AR e 1 ™=
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PC12 4UFE R AD 40 ASE 20 rfv | 26 257 32 3 o e A1 41 B 33
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A, 4t A oo LA NS ORI & 7 5% R F nuclear factor-
kB (NF-kB), FHEFERHIIE K NF-«B 5IE , NF-«B iy F
Ui L 45 %5 [H] : hemoxygenase-1 , A] 5 5 iy — 4 b & & B (iN-
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PERR B BE B 7k AH B £ Bt %% % 18 ( choline acetyl transferase,
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FTA AD SBEHA M T O RS fil A Fe e L [m] HE
ME™T . FE AD S (1 L4 VA T phy L 5 X B ¢ 0 A
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Zo U AR T 5 X A S R 1 A M A 2 B Y U PR 1 SR
KT BRI TR R AT ST ST, Cheng
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T, EREM AN £ W R 2 TR E X TR S H AR
PORAT: BRI AT O, BATHESE & B B ] fi it
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MU A A S RE SR, J R A A5 W A s B-APP L
RF=EE A RONE , EATTE R WG s | 7= A 45 b e M A o
MR MERMA C1 Q.C3 . C4, 4iE [ FUn IL-1 . 1L-6 . IFN-y ' TNF-
o S AL AD 10 1 4 O B A2 B-APP £ AR, 3L B-
APP Kt = AR M AE I U P ORI B AD, S il BB S5 S o4
SREMZIRITHERR A M ZIR R | O S 8RR S 2R T
PERZE IR R R BLR ZGYIRE D2 AD 14 & B LUSEIR
HB T HES R PR A A ™ ) /N R
I CNS G BI040 L, i — 6 53 JF L Rf 26 40 Jifd 3 1k 45
FRERFFOE . Heo 202 FHEE A H2 HUY AD FE TBO i S A58
S, B0 Ao U BT 1 /DM S5 A B D A A B Y
PR DT RAAR et BB foe S R R 47
9 HMEZEINCTINGEE

2 5JOAC I RE RSS2 AD R R B R, B
I I, R AR TR AN RE BB P E R A H RN £
AEMIIRIE R BT SR A SR £ s AT T A4 iR
F, Bx AD A5 R 3 4 75 2 > 3042 J7 T AT B B 0 3 3
2OV Wang 55T AR, s 5 /N BUEE S B R , & PR
A EALTI RIS AN T A LG, AR5 ~10
mg « kg™ ) TEME A AT HIAL B, SR AE K (10 ~ 15 mg -
kg™ - dT) TEREBUSACIE 7 ~ 13 d, EBET LUBAR T AR, 5
EAYICILEA  Sharma 2500 % Bl gk 5 KA B N D BE s
T R B2, S 3 10 2 3 1BO ( Ibotenicac-
id, RS FY B AR ) H AR R, % B Bl s e e A Y -k e
M b AR BT AR A2 AN As [T B A0 A W ke 2
R T AR AD, A Z XTI 42 #7953 ( Parkinson’s Disease, PD) |
B B 5 0L P 5 SR (vascular dementia, VD) 255805 [
S SN BE A A W] A R 1 T 26000 e T
HARIAIT 527 20012 B M 5 Y A2 995 O T HAF — 58 i
#,

LA Z IR Z5 S BUARFETCIZRE S RTAR JC Y A AL
O EARIAF AR LA 5053 (R EA LA b Pt
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JTEIZ ), R R GG 25 O S g K M R SE T
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EOV M AR Z R EE, A4, BT
GABA, Z MK FHZRIT R 25 (INRIIR 7° B 2 55, VR
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IV TE R
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HIRR, BT IR SR AR AS B B 2% , Ak 2 1) S A LR REAS 4
R IR 4 BB ARAE , FUR AT XBR & A & T 358 43 38
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I RSO S % G Wy T R ME LAARSIE , A Rl — 5T
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Progress in research of Baicalein affecting Alzheimer’s

disease and improving learning and memory of brain

ZHANG Yao' ,FENG Tian-jiao' ,ZHANG Zhan-jun' , WANG Yong-yan’
(1. State Key Laboratory of Cognitive Neuroscience and Learning , Betjing Normal University ,Beijing 100875, China;
2. Institue of Basic Research in Medicine ,China Academy of Chinese Medical Science ,Bejing 100700, China)

Abstract ; Alzheimer’s disease (AD) is a progressive, degenera-
tive disease of the brain, which causes learning and memory to
become seriously impaired. AD not only influences the patient’s
quality of life, but also places a great burden on caregivers.
With the increasing of aging population, the pressures can be
wide-ranging, involving social, psychological, physical, and e-
conomic elements of the caregivers’ life. The cause and progres-
sion of Alzheimer’s disease are not well understood. Currently
used treatments include pharmaceutical and psychosocial ones,
each offering a small symptomatic benefit. Actually, there are

still no available medicines and treatments to delay the progres-

sion of the disease. Therefore, the development of a new ideal
medicine to treat AD patients becomes the first priority. In re-
cent years, most researchers have turned to natural products,
hoping to find a drug candidate to cure AD patient. Baicalein, a
traditional Chinese medicine extracted from Scutellaria Baicalen-
sis ( Chinese herb) , has been demonstrated holding the proper-
ties of anti-inflammatory, anti-apoptosis, anti-oxidant, and im-
proving learning and memory of human brain. Baicalein is be-
coming a potential ideal medicine for treating AD patient.

Key words : Alzheimer’s disease ; baicalein ; Scutellaria baicalen-

sis C;Chinese medicine;learning; memory



