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[ Abstract |

sponse plays an important role in the pathogenesis of AD. Ghrelin has been widely studied in recent years, and be-

Alzheimer's disease (AD) is a common neurodegenerative disorder, and inflammatory immune re-

comes a research hotspot. The research progress of inflammatory reaction and its control methods related to the patho-

genesis of AD inflammation Ghrelin, Toll-like receptors and inflammation factors are reviewed in this paper.
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B R P 1 BR9pG ( Alzheimer’s disease, AD) J&—Ff

W ILRIRIZ RGBSR . AD S HE Ry id
JCRERT B REGR , S TR R R . CT
AD Y EA s AL T oA 58 4 B A, R Oe AT
EVFZARUE, T EIREE 28T Bt . B VEM FE Ik
(amyloid B-peptides, AR ) F PEAR LA G4 E #H 5 ( Tau
hypothesis, Tau) # [\ 55 TEARZ KT AD EUR
PLHIMERBE T, AR FE PR B 2 Ho b o5 32 37 7 2
Pio TEMFE B—E 7 ( amyloid B-protein, AB) A H
HIBL S A J2 AD A HL I A% L, JEH S AR42
(05 42 DRI ) PR L BEAL RlCAS 1 ik 2 11 40
e R RIG M eh  FEME DY B-RE R S5, T L
MERBER O, X oE AD &m PL T Y B 22 o

Sl AR BAMATEE, [ B BEWOE AMA /NI
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IR DU BRR A, S 2 E4i i ok
AR, ERL AR BAERE, fe i 2 ou 4 i S5t
T2, —SEWP R TR AR BRI 2 2T AE s 1) o [
A TANME A AR AT IR — 28 BAT i AU M 55
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PERIRPER SR RAE R &4 . Serpente %%
WFFE R I, AE AD s HLH v AR AE S0 28 S v B AT E
TAEM . AD (18 AR i Je A BE 2 I PN S92 AR RE S
PR 45 2R R iR 1) B 8 IR T%limsﬁ 8 g o
L AN 91 WL EZSIVEA ] DIE 1A GTR 1 IS S <1
i i B R AEAE , TR B 28 R SRR hy 2 S e A e
(R, ol i 22 IR SE & B ) 3 s o i o
BT B S RE PR R EL A AT 5 B2 AD J5 BEEAR AE
JSE, 9 BRATL A AR P 66 R0 240 e [ 266 B PR -1 B4
K

1 Ghrelin 5 AD 5% &

1.1 Ghrelin LS FAEF Ghrelin 2 —Fh Py I 14
iz ik, B 26 ~ 28 AN ZIERR AL B, HAESM A il
KR B IRH A/X ARG 7 I Tk . BESE 1L )
Ghrelin J& H 5 AR 22 A2 ) 22 %00 17 T2 BE 45 48, Tk ik
A1 Ghrelin 7] DU 5 1 fix 5 i .- Ghrelin 7B 1442
PESAE SOV AR, AT DU B QR DA & R
PERT . AD By = AL AT A S BRI T & A
Bel-2 35 M FEAIG caspase-3 1 23k 10l A% N % %
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K7~ (NF-«B) 03806 K& 48 P A BT g A8
(TNF-a) | FI40 A 256 (1L-6) Y BE 5 A i) Toll
24K 4 (Toll-like receptor<4, TLR4 ) W& 5 i #4 %
EE Bl RS 2R 0 A
RUSLRRIFE 1 R, 3 ol AN IR Y Ghrelin 7]
DA D/ N AR A A 18 A J D e M 7 TL-1B K
TNF-o (335, 457 AD PZouryiR s, Carlini
TS 1AM Ghrelin 7 54 31 K BUAV (4% L vh 4%
%Sy 525 K BRI AL DR AT B ) AN [F) 22 B 4E
Ko AR5 KB, K Ghrelin 33 5 31 52 5 FUK %
W, ERBE G LI K T DS PR B BT E] . e, Carlini
SR IUE Ak & LI AR T ZEVIZRRT/ N Ghrelin
B 5255 B RE R 1042 7, AH 2 A AR I F
5F Ghrelin X el 1042 I TR o B4 FiR W5
4553, Ghrelin A DLBCGE L2 7 3R, XHC12 B £ B
WA R,

1.2  Ghrelin %} AD R 3 X AEFAMLE]  Ghrelin 7]
DANGSRE T ICACRE IR P 220, 18 AR SERIAVS
S AD SR Y S b, B Ghrelin
AR it S i 2 T IR A T 8 K 2 3 AN A
o KIEHLHIATREA : (1) 1E AD SRR h il 5 5
B IAIR [T CA3 DX /NI J5 40 15 A= (] I e 22 e ik
b IHGRBE P 28 T 21 4 I 15 B 2% fih %% 5 BEAIR, 55 A1
Ghrelin R LA ] /I8 2 J5T 240 1 8 4 185 A= AT 2 210 %
AD ¥ S e AR (2) Ghrelin 38 3 41 il
LR R 7 2R A, DTG 4R 1 fl 877 24 [
4 AR L5 BB P 7 A BT e ek 1A T
fiE, ATLAXE AR 5103 96 S i 2 G B VE AT
F3 4 Ghrelin i i35 i 5 2 B0 , R b 28700
FEAOHEIC, ) Tau 2B 5 ERERRIL™ o Zhang 25
ISEIESE Ghrelin AT DU K BURE E #2215 M2 %
2. BT, Johansson %5 (1) 9253 ER] Ghrelin
REHG SRS TR I AR R U D 2 T A5 . Zhao
A1 e L 1 AR ] DX A 22 0 1 A A S
2 o] RATAZE IR AR G AT 2B 5% 40
JHe AT AR (i 7 S 15 R o] X 28 T i P, TR 552
a2 Ghrelin X2 >] KACAZ w2, i HAE i 7%
HA SCEER IR AR T, X R W] Ghrelin X g By 22 1
FRAE B2 2 RO 3 T2 38 2ok v 5 5-)2 60 i Re p
ST B 5 1R

1.3 Ghrelin FikKF-5 AD BIRMER A5
B, Ghrelin 78 A ML A9 103 W6 3 M (117.0 +
37.2) pmol/L, il HAE AFN S W44 N i ik i it Ghrelin
AR B B FE AT R B R Y.
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Tschop 5" i 5 % BAL, Ghrelin ¥ J& 75 i 22 1 IR
i R A DA PR 5 LR N A e, S PR S AR
Ghrelin ¥ EEREAIG , BEE (A (1938 5K & 1EH , Ghrelin
W EE AT LB AR A 3 I R . AT A s
HARENERERRE ISR AD () &% ,40 ~ 45 %5 [
HABE(REIRECH 25 ~30 kg/m”) HJF HBLAD £
WA IE R R AN Y 2 A%, B e B (B AR & 45
$>30 kg/m*) WU IE B ABES 3 £ [RIA, BG4
WA R, AR 3K H Ghrelin (1 55 1 40 W FEAIG, IE
JHEFNEE I 0T AD s i 76 L 2%, Fl Ghrelin ()
TRACEFRAAE , X i — P4/ T Ghrelin (133K 7]
REA B TEZE AD iy,

1.4 Ghrelin mRNA & & & Ghrelin 52 {& GHS-Rb
5 AD ({365 Gahete %" BF Y R, 3 33 9
i PCR £RHEAT 6 BISET- 1) AD & Rk A, Al
6 {5 1E H X BEZEL A AR R XS b, 45 R s AD i
HMGH LU Ghrelin mRNA (155 5 R AR W, 75 4b
Ghrelin 57 {& GHS-Rb 1, % i5F % . Theodoropoulou
ST P AD B 19 AP ML Ghrelin 7K SF-#E47 T
G317, &I Ghrelin 1) il 45 7T 17 AL B 2 9k 20, £ R
Ghrelin {9 1E 5 22553 W8 B BEIR, S 20 AD 5
P E PR AR RAE . Song 5 BIFFE &L, KR
HMUA A= AZ W T Ghrelin (12 ng/0. 5 wl/side) i
PEPEREAR CTA ICZ BRI, X — K IR AT 55 B2 1 ml
FE M J34h Ghrelin fiff CTA R IR0 i 7E FH AT LA
Tt Ghrelin 52 (K 15 40 7 56 4 FELIKT, #2 7R Ghrelin
XA ATALAMAGE TS BRI 1 M A R e,
Hi Ghrelin/GHS-R1a {5558 A0S 7 HE R .

2 TLR4.KERKS AD X &

Smeekens 2PV BFSE % B, TLR4 2 48 9 S B i
PR E A2, A2 AT DA I R AR
G5 G, o] LASSS A% 7 NF-kB, [a] B 3755 28 i A
JOT AR DT 5 | B8 A P K 5 17, 32 T o1 5 240 i 1
Pifi. HETN R TLRA [1){5 -5 7% 3 20 W 2k ag 15,
3l MyD88 i 1 4% 3 i 42 Fl MyD88 AR A 7
BT, HIE AL MAPKs Fil NF-B {553 [ i
THESLs, FENE SRS FEEES TR
T 3(IRF3) JEA 7G58 . AR R, N
i) TLR4 K& A 7€ fi 78 993233, TLR4 {2 KA1
JUE A JE I 40 AR AL 2, SRS AR R
g, TLRA 73 2B 7E /NI o 240 s S A Y Jse o 4
M, D EIEMEITUA S A RKIE, PR REEW
RN N TR, A TLR4 {5538 B% AT DA 46 /)N
JE ST A M, R 7™ AR K ) TNF-o (IL-1B8 Fil IL-6 4§
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E AT TR JE R 7, AT 2 4
ATBF5ER S B, TLRA {553 % vl LA dh 22 078
PERIE e, T HINEE AD i & 2L FLR e, sk giag ™)
R I, 75 AD BE i, T AR DU DT ST
(9 7N 58 B 400 S R e . TNF-oe R 1L i 5 52 1) 3 375 2k
BN, A5 4 L P G 5 A M 5 3 2ok ot i R B, 1 —
5 RN PN 95 B AR AR R
3 REEF5AD HXR

Perry 25 BF5T & TR, 18 ML AT AT BE R AD K
AR5 DR 22—, ZINJIRE e 200 L 3 LA % 7% A 4 P 44 i P
T H5H PRI ) He I, Galimberti 25 fF 57
RIN, MEAPE RIEAE AD IR IRAER Z Hl & A, K
R0 AD BB EH UL AR RE 40 I IR F E Y 55 H . Boles
Sl P RIFGE B, TNF-o 7N 5 41 45 06 72 A2 1
RAEAIE T, RIS AR AR % tau 2 F A BT A
AR, BRI — B AD 485 sy AL 1) OG5 48 1
T AR RMANE M AD B 5 IEH
XREALAR EE , AD A B A A K R g1 (TGF-B1) 7K
R T FIES AD B IL-18 5 TGF-B1 &1
FHFEIEZR , X BELH A7 76 IE AR SC , [R) B 22 B AR 1
H 9l 240 L P 1 19 7K - T RE RO T AD SR 1
HEYPERR B Y, Griffin 25 Y BF 58 & B, IL-1 2
AR BEHIE B — N TEZE Y A T, [ 25 T4
LFYEGEZE (NFTs) iR 4E, /B T IL-1B8 78 AD Jfe
PERE A KMk . Singh 251 BT & B, TL-6 2
PEJRE SN AR R 2 — , LR Z R 220R 17
PRI B A AL AH 5, 208 I s K1) IL-6 1]
A 5 5k LI S5 s 7R A P, AT AT A2 5 AD #
H A R
4 Rz

ZE LR , AD W & AL G A B, Bl —
AU I N RE S8 &R BE AD (1Y & s L] R At R
TLR4 2 —AE B Z IR, T 2 PP e RAE RN,
JEHSRTE AD i F e A G e 4 i 7= A= TNF-c |
IL-6 2 S8 PR, JE— 2 Tl A AL I e o o 1751 % 43
P40, Ghrelin A] DLl 3 #0 i) TNF-o | IL-6 45 4
IiE R Rk, R B PR 4 AD M sn iR 1T AR 1Y
fER . (HXPETE AD &2 2 H B9 AH B 52 ) i g
W E . A7 ¢ AD SR N Y TLR4 2 nfaf 4y
B PE RAE L) &, 1T Ghrelin 55 AD #9058
RN TR 2FER R , LS Ghrelin J2& 75 7] LA
il TLR4 431915 50 B 848 AD F8 5 19 S g% R
SN S R, 35 A R i — 2D R SR B R 251 R
J9i TLR4 {5518 i 55 Ghrelin {40 XAE H A B T it

—2 T AD BRHL K Ghrelin f4F FIALE] .
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