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BE: AN BRACEUE R SN (AD) Ko 3G AF0 ,  HOE I 8 H IR EE S A G o HRTI R 220500
29, AD (R HLE A Tau 2 BERERRAL | B-TEMMRE AR F1 5 3 DA S AL BT S S B, v de S 281 A A L
R RAE SN o /MBI AN S AR 22 AL IR T2 5 1 RAE SN, AR A AD SRAE K2 04 5 o 1L i T SR IR EAT
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B0] IR 2% 165 BR9p5 ( Alzheimer's disease , AD) ¥R
SRR, EERIN TR RS B E 01 E 4
BYE b AW SE DI REIR 22, AD 2R 4T 50 %
DU ARE, R oy B R . AT, AD B AR
BL R 5E B, HICR R Y ANGS T T B, fx
A E R, AD 1K 5 50 SOV A 56, FFHRA
TRVTT AD W 5E SO AARAIL ], LAty 28 mie 11, =
SKIGIT AD IR 25905 45 R B2 W, L R YR IT
AD HERIRBOR, K2R ZR1E . 27K
VEFIML AT et s 8 2 o RS K il I R
252338 LB WiE RO IS RGERIAS RO, it
ity 2 2 SEER T SOR IR R 25 W0iRTT AD 1]
FAPER S ASSCE BT SOAELE AD KA HLA A £
KIIR 251G TT AD BYAH SCHE 7T 3k e 47 2534, LA
12 AD Byl RIS T SR HEAH I BE AR

1 AD M & mHLH

1.1 B-EMHEZEH (amyloid B-protein, AB) B FE
TURR PR B AR S AD BB E YRR AE 1 i P A
O, HOR AL =203 O 4 28 SN Tau 25
13 B AL AR S DR S S U

AD ) 32 225 B2 AR iy 1 TP R SO S Y 2 4
Bt (senile plaques,SP) , AB 1k SP % .00 4457, H
S UUBURI R B 02 AD g ok 2 vh i vl BR 5
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B-TEMFERTIA T 4 (amyloid beta precursor protein,
B-APP) JKfif A= i AR, 7EIEF HLIR 1, AR Y= A= 1l
WEMAL T Bl Q2R B-APP (U™ R h, &
SPECAB W, b AR R, B AR YUBL, X AR
S W UURI M 200 AR BRI, & 38 AD
4

1.2 Tau BRIEBRUE LR, Taw EEQL
JERERA I T B AD M EEERZ —. AD BEEK
R Tau B F1/KT /2 EEHEA 3 A5 fihe
MU Tau 5 BIBERR L S L WERR AL AL T 3h 5F
iy, — B Tau ZHERRALE BEAR TRERRALE L , il =
BONMR Tau 8 REHER, 514 AD,

1.3 SR FANHOE NG ARN IZEH R
BEALAE \AD S50 22 1k P 1) 32 28 500 IR, A
AD H RIS W . A HRICIA N AD R K
PAFAE I A S8 BN, R DR LI LA B I3
Hh 14 57 BT 8 oE K1 IR T R S T8 e A D A
i AR R AR 7S, KP5S8 A 1 7
BERSR, UL WAL S AD SC R %), REMS S W4
POREHCRZS s P S A T BEME A2 18 AD (1Y
FUBHER L AL R SR RE S R AT AR
DURR, IR a] 3 3t i 107 PR S8 A T 3 Tau 2 19 5 5 3
HFEAD MR EN

1.4 REERBL  JAEN NER—FIBIAEIHLE], AL
PRI R 5 B B SR B R . A SRR B, AD
SR SRR SR A SP RIS S A SR AR, T
FURRIEN T A X U] AD 19 % 55 873 A AE
JSARSE, B 5 AD BE R AR L L R Hm Y,
P TR 2 I SN - AN N A p38 A
( mitogen-activated protein kinase, MAPK) | [ 4f fifd />
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% (interleukin, IL)-6 [ IL-1 (IL-8 it IR FE A T «
(tumor necrosis factor o, TNF-o) | 1% 5% 5% [H T B
(nuclear factor kB ,NF-xB) 2§ | 3 2644 il A 77K T
1R 2 BRI 28 5 1) & A, A A B TR 40 i S /s
I I A0 et 8 3RS O 7 A A FE ) I, S B 2T
YT

2 AD HYRFE R M AL

2.1 MNERABMNSHRERE /R
HR A 28 R G0 P Y 35 e A, e A R O 2UBR
R T AL Fr 1E RN AE . AD % B
ST /N 2 I AN PR R . AR RIS AT BRI P &2
A AR, 5 I [T /NI S5 40 308 48 3 90 el
ZERHETBEMZL T, BB AP LT E
FRT S BRI, /I e S 40 4z 4% F) o 2845 P 1 P 7
AD FHERR R 20 A5 R, 3 2 00 119 /0N B 5 200 e T
DA 2R 46 P R F R 2 P I, 5 LRI, /1
T8 TR 24 L T B B ) 35 4 00 RS NF-B {3553 %
B A SV R TR i, 48 RIS 38, inJ AD
ﬁ,rﬁﬁ;[lﬁ-lﬂ .

2.2 EMBRRARNSHRERE EBIRTH
WAL LA A 22 T T 25 L V85 28 36 B RR i 1
VEFH , B RERS O M 28 e 0 Hepb A2 Ho,
JINE RN B AR BT HE B TL-1 B AT G B T I o 4
Mt BRI, R R AN AL , CXCLIO #
PR T K B R Tk ™ i s ki CX-
CLIO #afbP T2 S BT B4 SP L&, CX-
CLIO a1k H I B A P 7= A 1 y- T4 (interfer-
on-y,IFN-y) [TNF-o \IL-18 , — L A SF R M H 71y
PATNES 5 R0 RN IR M 200, S5 AR &
YRR AR B AR, 2N T AT R
I3 AR TLRR B 843 P 2 TR 3 , BT AR AD 15 .

3 AD 5HXKMERFHIXHR

3.1 IL-1 IL-1 S ML A0 M G i S AR i S 8 i
HA B A8 S M TR DR, 5 AL A DA T i 2 A
Ko WEIELEL, AD HFE /N B 40 IL-1 ) %3k
IRV 2 A TR 4F % % B4 30 %72 TL-1 43y 1L-
1B Al IL-lo, IEH H B0 ARG, HEL IL-18
NE. LRGN R 2ot R TE
JE R AR M 24 7] 433 IL-1B . SP (B A5 IL-1B 3 3%
K YIAHSE, p38MAPK s J & A B 4 38 \NF-«B
SERT DL E IR TIL-18 B Kk, 3 AD S mE >,
IL-1 355 AD () &bl 2B RMAELL T 4 O
T (1) 358 B-APP mRNA 14 BP%  Ab 3 K 3635, 112
i APP JE R e AR DTAH; (2) #2755 IL-6 \ TNF-o [ 5%

ik O RSM 2T AR IR AR TR (3) 42
HERIZE 0 Z e NE R G il mRNA (045 5, 42 & IE A g
e, U P IHEREE R A TIREREL; (4) I T
TCH 4 ( cyclooxygenase, COX ) -2 3K , I & 4 it
A UG 3B S p38MAPK 3% M, fiE #F Tau &
Bk , 2 i b 2R 2T A2 25T R

3.2 IL-6  FEARAESILARIET , B v 4 i Fi
JIE S AR B i TL-6 , IL-6 RIS T 40 A0 B 41 fifd 4
WHLIAR, 5 50 ) TL-6 (A i 1 i
IL-6 21, fe ik B-APP £k, P M2 u £k
FIHT, AD 3 SP w 1L-6 /KT, HAE SP B
AT G Fk7 0 HeAh, JE AD fE Y SP H
A IL-6 X B IL-6 5 AD i35 SP fIE il C &
@)

3.3 IL-8 1IL-8 fE24 T ik 0 4t A il 33 v vk 20 o
DA e g T T A 240 Y 1 s A R 7, T o 22 A 2 0 4 i
Rk, IS 5 RAE G 5@ %, INE AD J4
B2 o RN A g 4 405 O A5 i A B
IR IL-8 119 7 A= 2 B, Jir 463 4 X 48k PN i 2 41
IL-8 7KF-REAR , JEAE S W3S I, 772 4 TNF-  IL-lp 4§
SNER T, SR AN B 7 B Fs T R A A L A%
S N N B LA W TL-8 , B R B4y S kadk. , 5
A P 1 H P 20 B % 2 70 DX, 388 i X I
PR

3.4 TNF-a /NAMEHE AR WIS G774 TNF-a,
TNF-o ] LASE— 25 3006 20 J5 5 240 e, i JEC g s o
ZHBR I F N RAE R . AD g 35 il 5 R
AP JE LR T TNF-o 7KSF-B 8 T8, U6 TNF-o 58
FIRTE AD B A B BRI . BRE
B, TNF-o 830 52 AR5 | & N 2GR, 38 20 1 45 45
M ILZ [R5 Ml 6 2R, 25 A A0 32 A B0 et
PIBE TS A, 2E T 51 Ak 28 T I AR P 5 5 0m
W58 R B, AD BB K BRUTE AR TNF-o JER S, A
HITHEE 3 T, X 10 W] TNF-o REfS 200 AD 3%
A RE

3.5 p38 p38 VEN NS LG, BES B SR ML |
FALNIE  H B RE R ERFEZMBESE R
W, BRI, p38 SRR Sk A M A5 5 % 0l K b i
B BFFE R, AD BF NN p38 KT, Hifw
SIS 5 h AR UUBUITEUINE B 40 AR Y
AN , 355 Tau B B S W iR (b 72
PRI, BELIBT p38 {5553 4% T BEXT AD i 2 B Fnif
JEAEY

3.6 NF-«B NF-«xB 7E{RPN A 40 i 35047 %58,
Z: 5 2R P, PR G 2] G012 AT
R IAPE T ARAE I R A SR SR I SV I 1 B
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M2 LA NF-«B {5538 B ol f TNF-a 2541 3
(1) BACEL JE 8 71 1k, fif AB = A239 Z , M1 5 1
AD By R AERAR N o

4 AD BB RIR

4.1 FESEZ$HTR 7 ( non-steroidal antiinflamma-
tory drug,NSAID)&57 AD  HiRIAIFIET AD [
RAEMUL, G IRDFFE R B, SRR A7RY7 AD R
YNNI E R TR VAV < (32t N A E R D0/
Z T NSAID J477 ADPY

NSAID 4] COX JE A 1 Hii 41 i & ( prosta-
glandin, PG) & i , T I8 9¢ i 1 1) % A . COX
FZH COX-1,COX-2 2 F S JEARALN, 2 B ST 1k
(AL TG A ), (LA BV 22 B4 K. COX-1 =
B E BRI SR i MR SR A, i COX-
2 EEAEATHAEIAL, AL 2 g T, AD
BEM N COX-2 Kkt AR /KFEAH—3K,
B NSAID () 57) 52 a] 41 i) COX-2 &3k K AH S g i)
T, AT RELIT PG 4R A 5 I 38 #6535 ) 400 i ) 358 2%
S Y EL A

NSAIDs Xf AD BEARA — & BRIFER L E 1%
B RN B T U2t M. it
k% H WA IEAS BRI IR K 2k D HEH A 26k
HAi JEEEF G COX2 MHIFIGIF AD B . I
RIS I, X1 AD B35 1 R R IR Y7 AL R
7B Z L2 60 Hr , 24 NSAIDs 3497 AD 2R
A
4.2 hEELETHLET AD  EHIFEY XA
BRI IR YT AD BE 45 B, TIRIT AT ANAYTY 6
A H IO Tt B G 88 T A3 38 AL AD B 3 I
TNF-o IL-6 IL-1B 7K Z5 R KB, 1697 6 DA A
AD £ 3% TL-18  TNF-ou  IL-6 7K P B A%, o 4F
H N R HIAIT AD KR, SRR 23 AR
NEE K UL 4 2 0 IL-18 il TNF-a mRNA [
Foik B R B, I R A BEEREAL AD K BUIRZH 248
256 IL-1B F1 TNF-o mRNA 7K5F, BKim gt ¥
48 HUR AR SD Mt BRUBE L/ A BRI R A +
SRR B+ FRERARREFNTEZ, GH 1
W, AHK 20 mg - kg™ 5L BOR, AR R ANUER AD
KERA2E2DICAICRE T T M AT R S8 SR, AR IR
4 NF-kB p65 )33k, BB fr 28 E4F AD K
SR ZUEA RV, AT AD [ RAE KUV
sl WESE TS0 35 8 O X AD BRI K BT 5
41 p38MAPK Fik (FE M, 25 R R, ZIH
J7 Al RE AR AD MR K R 5 2 21 b B R 1L
p38MAPK [y 3ik .

5 RES5RE

AD JZ—Fh il 29 R 22 4F F A P S0 48 1k
SORPRI o RAESRLAE R AD 9 22 R A L =2
—, S5 AD f &4 RS, AR TURRAE
51k AD BRI RN BEAS 5 A A SR I JAE S,
R o 2 J T 240 MO A A 20 D B A PR
S 511 s 2 L e o A 2o 11O L WU 22|
JEL AT 14 0 DR 2% EE HH B, B R AD SE O £
YA TN A o

IEAER AR Z 27 L AD SEAE SN )5 B AL
L FRIAST B GME, B H— PTR 25
SRRERT I i AD Bl RS 2 B, H 4 A ] £ B —
PR 5P AN 2 38U HE LG LA RGEEA R
PR A A i 2 1 B2 0GR IR BLR TR BAR
e RN A o X T aX S AR I R B AT L 2
RICHPYBRES G IRIT I 1%, FRASHEIa A 0n] s
SRE NG , SCRE I 7Y 24 1 3 |V L, 0RO
AD iRy T AR BRI S BRI 1]
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