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Abstract: Alzheimer's disease (AD) is a neurodegenerative disorder of the central nervous system and
predominantly occurs in the elderly, but so far the pathogenesis is still unknown mostly. Previous studies indicate
that abnormally high levels of inflammatory cytokines and their receptors, complements and regulatory proteins as
well as immune inflammatory markers have been observed in AD brains, suggesting a potential correlation between

inflammatory cytokines and AD. Herein in this paper we reviewed the correlation between inflammatory cytokines

and the occurrence and development of AD.
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ST USRI APP (I TR, (R ANTIR. A
SCRHEAE KA S J PRI 715 AD 5 A R RO RIS
BFGTATE

1 RMEEFHFE

PR 2 ST 40 A 2 4 2 B b 22 T8 LA 5
RN, E AR/ R T AN (microglia, MG)
AL TE I 0t 4l i (astrocyte, AS) 5. 1F & 1 00 K,
MG A b T EUIR A, 298 52 B 5 o) 85 w0
T, B AN R T 2 A R R 2 R AR
i P9 5 1 TNF-a, IL-1. — 540 & A5 B (NOS).
wMA SH G AT PRSI AN A R SR
i P PR 90 SR, B G T ERBE TS, N
AD HEFE P i AR ¥R FE T G5 i MG
Wik, Il Ik p3SMAPK 4 4% R i 28 4n L BT
AHE JORE T RTK. TNF-a. IL-1 & 1L-6 25 ©, 3%
TG MG BRI M R AN 5 1S JE SN, A, i
TR YGRS Y, %k AD.

KA SIEN AB Ja KB AS W5s. w4, ik
AB 7E S MG [ RIS T ASY. — R A
FER AD SRR o, AS JOE 51 1) TNF-a it
JE IR S ENSESAER AB IR, 5 1RAT N 7 H
PR AT AR P,

2 HRMtHREET

2.1 IL-15AD

IL-1 52 2 Ih g e T AN R 1, 7240 e % fk
WP GIER . IL-1 FEAFER A, IL-1a.
IL-1B. IL-18 HTIL-1 244 8 H A5 PiA. IL-lo 3 %
P F 20 M N B IA T4 R I, R A W E AT
fig, TL-1B 0 phy 40 R sk ok, k4 A 1 At 4
JH 1T A R

Griffin 25 " 756 7F 1989 4E42 Y, AD i i
IR RIA TL-1, BJSA4E AD B A I
WAL IL-1 T I B . IL-1 76 A i 3 280k
FEBEHE Wk 2ok A2, T DU RE SR B v fr
PRAAR N RBE, F U B IX SO R B =
M, TL-1 38 A DUB R HE APP (%, FAEEZ
1 AB.

76 AD B, AR G /N R4 L, Ak
(0708 J5 o 40 P mT A P A K s i TL-1B 7E WY 1 41
D U0, TL-1B SCRT LA RE 1 43 v 1 R A /0N fise o 4
MokgnE, IR . AR SEPERL VETE
RIMEIE, Ao, IL-1380] LUl i 5% 5

WAE PSR di i, i IL-6. TNF-a. [
Wi 200 4 T T IR 1 o IR S PR A B ] s A 4R
Ju, SN RN, OB PG ER U

1] SD K fUifF ) CA2 FIl CA3 [X 22187 N IL-1,
R IRAN 2 70 RN S0 TR AX. 1) AP 28 Ak 22 a2 S 7 P
BN, HERARK, XX T A Tau 21
G B S N PESE n U S Ak, Li 2 UYRE ST R B
IL-1 A VG A AT 22 5 24 s 005 10 B O p38, 3K
Tau 2 [ BERF IR b 3 — 2048 IL-1 RIA N, &
BOSPEFEER, MM INE AD.

IL-1 7& AD RipiHic A 1r 2 mEAEA] « IL-1 /&
AD I B 5 il o g 2L IGAR YR 1 S AT 4ETE AB
DU B FRAN RS T E A O 5 T
TGN APP, SEUAR FIAH N Y s AT B R
JRA 2Rk S100-B L, Ja & % — b 58 1 20w
T, HAMEEHN, 5 AD [ fe U,

AD & 18 AT A (agitation behaviors) & -
RES T, {6 AD B BOBAT A B sod R, i
IL-1B & A B b iy F AR AR 40 M B, ml R
T IL-1 I PP 50 1 40 i DR 1 15| ke 98 3R e 1. 45 3500
Ax, NS & AD 17 A e U,
2.2 IL-65AD

IL-6 FE i BRI, Th2 4. W
BN ST 4 R e I A 6 45 7 98 i B A
WS, ATHNSOEAL By T 009, 4 ubbiak,
Z 54RO e TL-6 Il S AN SN B A AE A
RYEBCH R IRAE, JE5 APP & A, Sk, /D
B IL-6 b i ik v] LG B 22 oA 1k 27

& AD B8 I 2 AF B P AAAE KR IL-6, JfH
IL-6 [ 3RIE 56 T BT, 18 AR R A i 3
) AE B e U RS H TL-6, $7 IL-6 25 AD 3%
0§ N 2 AEBE I BGOSR, Su 48 PUFSY R BL, IL-6
TEHEBIZ 0 R ik APP, [RIB) IL-6 % 5 2t 1)
HE (W e BEREEA AMAK C RNVEEESE) R
ik, Horo- BERE AW 2 A MEE APP 1 IE W B
fiE = 2P, Pk, WTRESEAB AR S TR R
W, MM % K& AD. Orellana 2% * fff 5% 2 W,
IL-6 Fil Tau & [ 5 9 B R 1L A7 0%, Jo &K # T
JAKSs/STATSs iffi }% 11 NMDA 3244 4, 1fij IL-6 [T}
R —IER ST E, S TR N
NMDA 2 & /- 5 [f) JAKs/STATs il #%, M iy 51 #2
Tau & BRI IR

AD B SRR LLA, Rl R K I TL-6
AP0, i ER AR 5 AF, I TL-6 ZKF
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BEWFEE AT B, s Al REAE AD SR A 2 1
IR ST G, T R e A M I Bk g B R
RZHWF IR IL-6 1 H 12 R 48, {H Chakrabarty
S PR R W, IL-6 n R AN kg A, KR
81 1) I S AR T AT B T s> AR TR, I B
DR Ta] B o
2.3 TNF-o5AD

TNF-o 2 FH 7N T4 52 S 72 A2 1K, AN
AT DLW SO RS 7R () B R IR ST Y, 3 m] ek R
J# TNF-o. —FME . BRARED P, g
FAEREMEYER . TNF-o0 0] LSS A% 40 7 A2 TL-6
FUIL-1B, WA S IL-8, JEi5 S /N e ot 41 45 1%
SRRNIA 7, BB SIE . £E AD B4 ML
TG i R BT B A S A TR L 4 L v, TNF-a
AP B2 T 5 . TNF-o0 38 0] B AD 11
B, RILR RE AR

AD & ik b AR R RL R O BT A e 7 AR
TNF-0, ik TNF-o 1 0] LLiG 3 AR 1774, Uik
EIEIE AB TERIFERTAR S 1 (SAPP) H3E B, M4
il SAPP [ s S B S A g g5 13 m.  54h,
TNF-o 5 AD B#H HERAT BN KR, HEFR
G, TNF-o K] RETF R AE AN A 2 M AW
FINRERI R PER T, TNF-o 78 AD iR 9E Je v it f5
o HAT S K AD UG I 40 PR - I s . R TR
SRR, 2w AD AR R E R ZR L G 9 R AE
RN, fE AD [ R Pkt e A P
24 HUEKEF5SAD

ALK K ¥ (transforming growth factor, TGF)
N2 AMAME T, R e A =L
# . TGF-Bl. TGF-B2. TGE-B3. W4t TGF-BI
FEH 2 A PEAE AD i k% — €A . TGF-B1
e ME S RAE 1, TGF-B1 A fig i ik 5% i 41
ML SEIE A PhE e S TE . PRk
KAIMEESIEN, 25 AD (R4,

HHE Y R W], TGF-B1 BEW 75 3 TE B
MAEVER PRI AT e g 4 . L FE DN RUE TE
IS J5 40 0 2 5 FLAT WS PR S5 AL ¥ TGF-BL, A3 i IfiL
PR R REDTRUR A B i Ak 21, 53 4%, ki
15 TGF-B1 GEfg A\ APP 5 H AT AB i H R IA 1
I, AR 20 AR IR, TGF-BL ikl il B
JKE 40 77 A Rl R B DR - L1, BRARh ME A TE IR
S RGBS oy 7RIS, R A IR s
P2 MAHEAER, semy & e ®e SR8
i BE5MERGER G KALEELR . 5k,

TGF-B1 i&A7 e dWifE R, #0 T B bk 40 H i)
HEREAN S, WY A T B AR S AR RE T, Bl
EASRE LIS BR A s 2 A S 41, AD B
106 152 % e B2 J2 T A28 TeAN g LE ) AR KR Ty
HIGEATIEAS, nlRES TGF-B1 Bz fh/E A
?% [31]0
2.5 EREMRBHINFIEFS5AD

= 41 M A% 2 40141 X ¥+ (macrophage migration
inhibitory factor, MIF) J& — Ff 55 22 ff) {2 & X 1+, fiE
8 0T BB B SR B RAEH, JF4i4 T Ap. AD
S N MIF 7K1 B S2 vaT 1 4 v
MIF 7K1 B2 AD 883 DX i 0 1 /N s J 4
TEIR T4t b MIF ek, N ik B 11 B AR 2Kt
% 25)5 MIF £ikukb, MIF B4R —Fh G55 18 5 4
I R 3 e 0 i TR S e S AR R AR D, 3 i
PY AT I A 9 S AT

MIF 3 ] g ik 5 W 40 i 7 98 0E R i i . 1
SENVSOT, (e 0F B 40 1 23 W TGF-B. TNF-a.,
IL-1. IL-6. NO &5, JXUE40 i ik — DL fif APP
ARSI, e AP REIFBUSAMAT I M2 40 i,
Z 5 AD i I 2 A . MIF 0] JE e F 4 4 1
JRAF4ES AB 2it, JFRHIEE MR Xt AR BT RR,
FECAB Joik BN A RO BRI R S SN,
7k MIF 71 AD 2245 B 1 JE Jl FH 28 4R ke 3 B 4R
JEH [34]0

3 mRMHARET

3.1 ANZ=45AD

I3 4(IL-4) 2 — DB PR Mgl fu X7,
R8I B2 1 40 M DR 1 7 A TL-4 et b 4
AB P IR IE R AN i %5 TNF-o J 1L-6,

A P8 40 0 B 8 S 4 R PR RS EY, T ARLED Thi,
HEEAMH 1WA AN E& 2 (IL-2) A+ -y
(IFN-y) %%, @i Thl [N, 76 P9 nl 51 2 ke i
A A, TR AR RIS, AR TR B R
2 C. 1L-4 4 11 B4 Bl T 40 it (Th2 40 i ) 43 Wb 11
i o PN 7. Th2 3 3k 43 ik IL-4, IL-10 F1 3R IA
CD40, %fillh B 4155 1% IgG1. 1gG3 M IgE S541k,
DLAZ BN B 4 iy 4E 1gG2. 1gG4. IgA Hl IgE 2%
Yok, LU0 M40 AR, X R4 205 40 e G 4%
SEAREH B,

IL-4 fig % 30 i 3 210 T 280 /)N e )5t 40 i ok ¢ 1tk
(PR B AB1-42, I 3= BELHIE 34 s B 52 44 CD36
(L M HE KRG (neprilysin, NEP). B!t 25 P
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(insulin-degrading enzyme, IDE) [fj31A5. $i28 410
K f ik S0 7R, TL-4 GeA7 244 = CD36. NEP,
IDE ffj#i%, NEP FlIDE t1% 5 1L-4 % AB1-42
kR P,
32 ANZE105AD

/M3 10 (IL-10) fE R X M4 R G0N 12 2k
FFIB R 1 S AR I . WA, RIEHHTR
PER sl 8 s 2 AR K R I R BUR B s 42T
WINPT AR 5, (RUEPR & TCIAETs . TPARAIE R
G2 N 11 AL TR IS T 40 0 S /N IS o 4 i, 470 ) v £
Th2 41, B 41 & A% - Wi o4, X ml ik
W7 IL-10. IL-10 mf4idi] IL-6 S TNF-o (17742,
AT A - ERR AR N A2 NOL 5 P4 (ROS)
S T A A R, 03N B 4 = A= 2k IR B,
BT R S Ak, TL-10 o BEFIHhI /s i o 4 i
BRI S T AT T,

IL-10 7] LLJgAE AP1-42 5 5 1R BB 27 2] 4l
IZDIRENGR , kD> AP1-42 15 5111 APP £ 1R 1A
o B,

IL-10 JFE R 2 &4 S AD A7 % A ] 43 1 156
Fo IL-10-1082A S JE K n] [EIK IL-10 [RIA, T
B TNF-a Jz IL-6 RIE KTt iy, @ fi AD g — 38
B e 0 Combarros 28 "W RF5Y & B, [A] B HE A TL-
10-1082AA J% 1L-6-174CC [f) AN 44 B AD [#) XU 7]
B0 11 f%, 4278 IL-10 Fi IL-6 3L 2 AP As |
YEFW fig st AD 2PE S SR PRI JR R 2 — o 3k
20 16 DR 5 40 98 P 40 DR 1R 7 AR R R AR R 2
WINZ 1R 2,

4 BHESRE

i b, RMET5 AD MR AR BAERR,
FCRTEM NN X AD AT HEAE RS, o dt 2 1 4 i

F1 BREARETFEEREERER
R T PR L=
IL-1 ANBE T A A] B Tauss (1L BERER 1L
SIARRIESE N, SABIIURIE K
SR TE T 41 g 215 S100-B_1- 1
IL-6 R EEAA . Th240 i Tk R AR A 2R TC AR
A N 24 et 4k 4N i IR 26 Jim 21 4 g 45
Ji2 o 4 Z 5 AD SR 2 5 Z B Y )
A RES H LA s A, B> ABTTAR
TNF-a ANl TSN A2 1L-6 IL-1B
B HIIR T, O SE
FHFEARE
Bifi 494 1 K- TNF-oK T
W2 4 R A, B AD IR B
TGF SETEIR AN i T R AN A Ok PR TCE RS KA ST IS E ] 2 S AD KR AE
i NAPPFIABFK A Tt
B G eV E L, A0 4 e P A ik e
MIF AN AN . ALTE IR 54 PERE AN i s 2 ¥ER T+, UiIL-6, TNF-a
REL 1 5 2 B A B B
F2 MAMARETFEEREERTER
PR+ P SRR FE R R
IL-4 11 224 B T41 2 (Th2) IS AR T =2
BB LG A, TEBRAPR
EFEE FRABL-42
IL-10 SETER AN FHIL-6. TNF-a5 4 1P 174
N B4 E LI IEZSTo0)r
Th248 il . TR ABL-421% T ADF AR L
B4

LR ASU NN
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