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Abstract Alzheimer's disease (AD) is characterized by a high prevalence, which imposes a heavy burden on
families and society. Recently, many studies in animals have shown that chronic stress-induced elevation of
glucocorticoid (GC) level and dysfunction of GC receptor (GR) are involved in the pathological process of AD.
The involved mechanisms include increased deposition of f-amyloid (A), hyperphosphorylation of tau protein,
damaged synaptic plasticity, and co-mediation of chronic inflammation with microglia. Treatment with GR
antagonists can improve the cognitive performance of animal models of AD. This article reviews the possible
mechanisms of GC and GR in AD pathology, providing new insights and approaches for the research and
treatment of AD.
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FE B I i R i IR F (corticotropinreleasing factor, CRF)
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precursor protein, APP){RAN T, APP 4 #5425 i LTP 3Z 4
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DIReMIIC . S AR, 78 3xTg-AD /D R A, GRA i i:f
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ot GC W A 28 fih 5 e 1K Y Trk B 32 AR e KAk, HISE R %
il 15/ J 38 A 4 o8 2 i ) B v R 1 M L o 2 R R T
(mature brain-derived neurotrophic factor, mBDNF) [ ¥¢ & fi
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{417, F7R GR FITLTP 22 ] () JCEE K 52 2 BDNF A (5 515
i o TE 5 3 RN 1 32 TrkB RIS 3% AN 1 32 4K p7SNTR 77225 1 1%
B0 BXCFPIE R0 B B, TrkB 2 415 5 75 2 U LTP, 1M p75
NTR Z (555 42U LTD, SE96H T, 7EMIK GCHREE T, MR
A gl TrkB 7= A2 FILTP, 24 GC ¥R JE & Rl , GR ¥ TrkB 7=
AEFILTP™, GC i AT 75 5 2 filt Hip PR UL KRR 3T 18, 410 1 2 e
AU 2R S GABA B, A BFSE B 18 M R RR R IR T 2 lis 2
FEAE MR A T ATCAZ A R fih rT SR A kg

KIATF Y GC XIS i X (Canifg o ) iy S5 F AT RE v] 98 1
AT, A5 0 R 58 25451, A28 iU —FhmT 9
PEZERE , BT BhAS AR AR IR 2L S i 1) 2 > ANz AR R
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Pl B2 B, GC BRI AT 5| ik CAL DR 2 i 1 iy 2 2 . 12
PER B T 19 GC T B0 T CA3 DX R P A0 i 45 P-4 4k 4
JIE0 T i A 2 AR € SR 45 | 5% 8 B BAAER LA B DR bR T o 2 2 ik
e SEET AR LRI, I (10 ~ 21 &) Rl GC & filiig
DX RN AU AT R T3 1) 5 2 B AR 20% , B SR 20 L 25 45
HIERICAZ I B Z 3, SN 2B AT BRI & . GRiKIE
1T HDAC2 2 5 i iR A M AR (1 F st AL 2E ML FE AN D AB
H,O, FIAHHfL N p25 B R4 4 2a M T, GRLBERR T IT 0
55 GRE 7£ HDAC2 Jii 2l 73 it X 345 4 , i HDAC2 1) K3k .
FHE A9 HDAC2 52 3] 012 K 28 fh v ¥ 4 41 G A9 2 9 (i
BDNF IV 5 Ml 55 10 3 T IX 4545, FHLIE T RNA BAEESE A
e HE PRt 5, AT 5 35008 ik 2R A5 SR e ik o PR GRUH 1o
TR 28 ] P DR B0 23R A 5PN BRUS Mk T S R BN
JCRESG TP,

3.3 GR 5 /DRt eAR ZAE AR MAY 2 K g

WEFE R, /N T4 L2 Th A B 28 R G0 IR & B FAEFRRR
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T BRBUE MR 1 AR ALE IR R SR A R HEAR AP M 2480 K 4k
FER I 28R IR FHCY S /NI BT A RS Ab 2 il 28 S M AR Y
AR TP, A2 AD R W AR /NS ST 20 T LS S B R R )
WP 2 M BRI R . /N A AR A GR™,
FFE R, 12 1 B A 0 GC /K-S 3 A/ M R4 1% £
X—iI 5 AD &4 Kk B YA,

GC £ AT B v B BB R AP A AE L SR T B3l g AFF 9% 26
B, A — 8 S PR AR VBRI, ZEXT 8 M RN 51
GC/K TR, BRI T = AR R A BT (A0 IL-1B) , {2
RAT BT/ NI A LI A, 5 A R FR 3 — o 2 1 ed 32 A
ZEFA], AT RE S PSR FERAS . Frank S e UG 5 K
U T P K RO VAR /N T A ML A T AR 1 R 5%, 45T LPS &b
IS, &I/ INEE BT A BRI A AR 98 TR F 5o T o g o 2 ] ol
B, 48R Bz BB S RE USRS it SN B A A A T 1 AR R S
N o GRAZE/INEE BT AN 3235, BRIt BB T2 /N I I 4T i ) 9%
o FESIEWFE T, N A A GR T 5 3 285 RE SE R (1) 3%
ik, E ARG IR R B TR IR R R TNF-a 528 — %k
& B (inducible nitric oxide synthase, iNOS ) | 4 ftd 5] % [} 53+
(cell adhesion molecule, ICAM ) ; YRS A il $7T 98 J& K B 23k,
1 MKP-1 Fl IL-1R2 5 35 Ji A2 5 e A8 M Db PR 2 11 T 1.4 S
TLR3/TLR4/TLRY/MyD88. 5% 7w , 26 K FRET K7 Jo liaE
Y[R R GC e BE T 3835 LPS 75 5 A NFB #UG , fe it i
AR I (INOS IL-18 . TNF-a) B35 , T 28 451 48 - (IL-1ra
IL-10 F1 MKP-1) 1) 235 K3, 45T GR 15055 RU486 fy it
Qb PRI T SRR o AR R BT i sl O ik rh AR I
AW $27R GC IR A A FZ XU A GR A1 . 44K,
AT LB UE A R K GC X4 Ak F . CCL2  CINC-1 5 Stk
1) NF B i PE 3% A7 58 00k 52 ), (H B AT Se 4 7 i 51X
CX3CL1,CX3CR1 1 CD22 mRNA {335, i f# IL-1pPmRNA ¥
FERBGIN T — A,

GC A] Lh3g b /N S 4t 1 A9 GR A/ NS S 4m e 15 30, I
2, /N T AN B T AR TRVRE AT L5 1Ak PR TR E GC 7K RS
M AE AD Jg BEERR A, S0 /DN 0T 4 - BUR AR AR 42 R -7
AR, X LB KA R A T (40 TNF- IL-1 B IL-6) 1 3 3 E %
S Fro i 2 55 A% i 20 e ol T2 5 o A7 0 B0 200 ™ 2 i 470 A
2 E2 K15 S GC IR, AN, IL-6 il HAZ 1A i a0 ) T3k
PSR LR, A3 RN B T R R PR T GC A i
PRI, B (R 48 PR 7K OF (T i, R A5 A B Sy A5 T HPA il
M2 P TSN T GC B, GC FHlf GR ] 4 518
PESORE , Wi A BLRE ), AH B AR E, JLRIHES T AD ik .

4 GREMFIFHAZINGESZIEIZMESER
WFFER U] Rz TR 2 RS0 T LA RO AT RE R
BECD BRI R S T 5 e T B AD /N BUSER hlEcbEid 12
IR 28 il 2 0B 1) — AN 2L $OR T GRAE R Y7 SR s mT
BEAT B T 1 2% AD (9 33E B . LANTSEZEPHER] T T2576 % J: A
AD /N FRASY () 300 5 B A7 7 B Sk 114 FEPA %l G 0, 2 i /K T

S TR i GR B , HE M 3/ R SHC e,
1M 45T RUA86 377 AT LLE RO Ml g , 0% /) BR300 11
TSI E R ERGR Y LTD ., S5 A WF5E IR, GR #5507 A]
DABH 11 B¢ 5 S 5 i ABUTAUEN >, KA ) i W] S 25 4
3xTg-AD /I A 5 B L e A1/ NI o 2 R 3 2, o4 A R
AT M IRE" . IR, GRS UG YT REAS 2ot 28 fik T 4,
SEBUARIRE 1 ANAT R R BRI PRI, I 38 0 D il A 49 9 A 7K
o AT I GR I PR AL HEIE Sy A, AT REALRAE — P AT
A IR T WG, IR 20 AD R ST

5 4hig

2 1 IV P B HPA i ZE L, 4K i 5 | GC Mk T, GC il
3 GR VB F IR AS [R] X (14 1 4676, e & 804 BRI BE Y el
AR AD B BRBE R . R K i LR LR LA - OS5
ABF=A, K tau B AT B W R Ak ; @451 5 2 fl T A M 1041
LTP =4 s @5/ Mse S AN A LA F A A8 PE SR SOy o [RII,
BRI GRA BT/ N BRI B ARG i 1242 S AR g
ST R AD BOETT 3L T VAR A M . R, O M B
GC M GR X AD KK AE AT R R0 B T 58 S 48
VRITHEAS  R AR BIRE L SR A AD 1 H Y.
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