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WE M REEKA(Alzheimer’s disease, AD)A —FF F 4094V R 1R AT MR IR, B EHmEH
89 IANFa fE ) AT 7], FRILAFAE A tR SN AR BESR LA fﬁuémﬂum\?, SFest, ADEFRT

WRAR, HLoR 56 [ A o ILAT A) - T A4 [E AT, 0t 2 S b B 4 75‘15_?% 5N RISk Ak, TR A
EYMRAERI K. RETEBMRE, HEEHWRERE. 53R tauk @ BEERIL K
FHE. WAL TAPREF JXEADJE%#E]MD o850 [ 53 5 AD R BAZ L Z 1A X, AD & R 5t 48
K X ADAZ S SRR B I AT B K AR IRE YR . AP R LEA R F R R, R AR K i X 69 7/ 32
HEAE S ADRIEAZE 2 AR, #H—FRANT ML 5 ADL R Z 8] 49 % A 5T ADZ R ALh
B R AADF- I WA 27 L
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Research Progress on the Relationship between Olfaction

and Alzheimer’s Disease
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Abstract AD (Alzheimer’s disease) is a complex neurodegenerative disease, which seriously affects cog-
nition and memory. The pathological characteristics of AD are extracellular amyloid plaque deposition and intra-
cellular neurofibrillary tangles. Olfactory impairment occurs earlier than cognitive impairment in AD. The primary
sensory neurons of the olfactory system are in direct contact with the external environment, which may transfer
harmful substances to the brain. Rodents show olfactory dysfunction, learning and memory impairment, elevated
tau protein phosphorylation level and Ap accumulation in the brain after mental expose, which are similar to AD
characteristics. Olfactory dysfunction is closely related to the degree of AD pathology. Olfactory bulb atrophy,
neuron loss and other pathological changes occur in olfactory-related brain areas before the occurrence of core
symptoms of AD, and the degree of pathological changes in olfactory-related brain areas is positively related to the
pathological degree of AD. Further understanding of the relationship between olfactory impairment and AD patho-
genesis is of great significance for the study of the pathogenesis of AD and the early diagnosis of AD.
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BHHR T RE kSN, B HATCALL, AR
7 ADIIA 251, XK KIEIN 1 & 37 1 fdH

1 ADHI A TRHLEIZF

AD 195 #E 22 REAIE 2 1 22 41 W 4 Bie kA B
(amyloid B-protein, AR)UTAFILAH I PN tautfi 48 41 4 4
& (neurofibrillary tangles, NFTs). 7/EADF &L #EH,
N 1 de s I ABTER FEBE R TR, B 42 taudE A
BERR AT BINF Ts, 2B 22 M 2 0 I DIRE,
BOE TOIL T, A SEE IR ThRESZA0, LA AGARA
REJ) TR, KT ADIIKA, BT FEZEA LU JLM
(E38
1.1 MR LRI (amyloid cascade hypothesis)

TEMFE AR B T 199 AR R Y, WF LK
BLAD 3+ ABRT A2 1 (AB precursor protein, APP)
() A JE R AE BUW M R AE , 1% RAL 2 FEAPPH)
AR FEREAMABTIR . ABHA 39~43 122t
FikAE, i APP/K#F=/E . APP& 695N FE I Tk
B, R I R R 2 AR, AR R R G R
AL, JFmE AP ER AP . APPH] LA a-B-
Hly-o3- A BEIK i, T2 B AFAE IR K @ AT SRR
BREANVERFEIREP, IR @ T, APPH a-
A y-73 WA B D) E| W, %R A2 FECR H ABUTA,
A EAT=AEAEE AR M, FEIEMFEEET,
APPHEH B-7r MRV EI, SR G4 v- 70 WA B DI E, 720k
R AN EABRD . VER RIS T B AP ABJK:
AB1aofAB L, ENTIHEZE S ADM K, ABia/ABiaofE
BRI IE R, 1 — 8 RER A E D AP
DU ADJR IR A %, ADEE IR =ik 1) AB
A REM A AT, IHBRAE AL HE E R R A b &
TR APER P FE IR, X 48 T AR I R HT R Bk
b PR TR BE R H B RS ] 32 578 e R B B
HDESUFIAEN Gk Fe o DR, SR FF B R A 4H
Ja 4 A BRI AR 5 B0 4 B AN i I A 3 B A Al T
R,
1.2 Tauf&3E{Ri%(tau propagation hypothesis)

Tautk H HUE MR AR iY, T 2AE K
it RIE, Z5MEHS. Macil Rz e
DA AR DG 38 B 15 ). Tauds H 5 % B IR AL
Ja 5TE 55 J1FAK, I B 7 R A 1 tau T2 Bl
WRBELT AL, B S T AN I NFTs . Taufh #&fB ik
T 20094 #E H ¥, KB 5T R W taudk (A 7 LU T

TR — R, AN AL 6 B0 53—, AL
AT REAS = EBEIR AL 11 tau S BE IE A Hh &5 & B 3
b e AT Al R B A B A A B A, W R
AL A, SHECRARDIRE T Y. Tautk B 32 EAE40
Mrh bl B, AE Bk Z PR R OB R R, XA
DAL A5 w5 B IR AL 1) tau B 1A AT BRIB AN BRI
LRy SO Il R g o — HBNEHCE, tausl o] LA
T IR A (] Bz A, AT SIS R A% 3 BT AT
UM taut ARG AS Z B AT REAFAE IR 2R, APUTAIE 2
AR tau i B A o FE AD R4 A TR SRS
ABYI AR tau s HBERR AL 1. ABIE L B R R
PAX6(paired box protein 6)1i4% taufif 2 fb.1'?, 15 7%
() J2 AR 4 04 ABAL B 5 , PAX6F c-Myb(myb pro-
to-oncogene protein) ] mRNARIAKFT+E, PAX6
B ST 5 tau R RR AR OC I T, A0 45 R IR 5
Pl -3B(glycogen synthase kinase-3f, GSK-3p)!"%,
GSK-3ps& — Pl MR T I 22 A IR I3 2 B2 W, 7
tau R AL MINFTs A2 /E o« HL3R5E AR Hlitau ) i
H tau BRI ALKV T, M5 N tauw/K-F T, 5
T 456 1 tawsK-FBEAS, Ui B ABAFAE I it Hh R
SEE 1) taws KO B i 1 T et B A ) A B I i
T RS SR T o-MybF1 PAX6, i GSK-3B7K-F,
R 2T Bltau ) & FERERRAL
1.3 {HEFHEL

ME RV INNADR — M B A AR5 R
00 Jii ML 078, ADHR HH I il 2R AT P 38 R AR AE
B A R 2 50 fEADRS AR, T
I AR ks A B A 56 LA S G DR 2=, 06 L V7 2 (ce-
rebral blood flow, CBF) AN T [, 4 L i & 11K T/ v
TEBME S, ik RSN 75 A, & s TRt
HILARRUST, B FTR I, 202 65, I i &2
RAAFER AR B RREE N %, 5 R 40 SR A A
P == i s 0 N 2 S o B
1B, o 51K I e sk B4, M &, e
FURAB B A B ns 07, 18 il i AR S
255 KGR UE A B AR e, Sk 280155 3 A
¥ -la(hypoxia-inducible factor 1-alpha, HIF-10))/& —
Tofu e SR 59 DR 7, AE R AR R Hh 2 R R A 1 o
JEFR K. HIF-1aC B IE B REROE B-Hly-7 i g, 2%
8 n O Hi A L R AR AE DY Rz, R
YA AD 2 B B 5 A5 W8 A 0% (148 14 i E v E A 2
RIEMIAK. ZHENFFELEN) A7 75 () CBFIE 2 i 5t
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BRELIS, ik 4 PR T vk B0 AN st f e B R 2, A
38 A 22 e RE R abL, S BURSE i T RACHE
EACRIH PLIRITYEARAL, 23 EADFHR L L
A2, AR BN RIRE ST T B

=k

2 Rt 5ADRIEX M

WL LE BN A A7 AR TG R DG EE O, N SR
Ly e Fif 4 108 15 A 17 32 T R0, 558 DL B N IR
WOIRE L N R T R ML RS A A
9 ADI R HARE AR, & A2 L AD A A4 4 S i
FRARER LB 4 B I I [A] . 5008 R ZH AR B,
15 5E BRI 12 AD IR S5 A8 A A 0 54 00 18l
J5 T AEAE B R BRI 7R — IUEE X o B e % 14 AD
AR AR B UL IC 1) 22 42 06 FEZEL At 7 o R B, MLt
AV FE R, AD A ICRE IR B0 BRRAE ™ H AR B
Bk, B RIRE SR FE— IUEF 021847 4% 12
N BN R 5 (mild cognitive impairment, MCI)ak
AD) B2 1) L5 D) REEAT Rl A9 58 b R IR, e
7845 K5 LT A A2 A, 15491 BB A R R A2 O, 21345
BB 8 R L PR B AG AT R B 1Y) — T FH L T
7] 97 EEMCUA AD ) S 38 & L PR 5 3y BE 5\ i [ b5
AR, e ] BEVE NADRI A bR &, HFADH
RHNZW . VF 2P EIRAT PR B AU #15 WAD
M 4 AR S AVIE 2 5 35 o A I ML v i o B A8
I, NZRMMRLSE, WRAE. Ut A0 o 45 o e
J1#R 2 LR %, B B 05 ] A 2 K A AR BEIR S
RS IR B 2 —P9,
2.1 BREEM——MZ MBS INFIMNEE RS
il B R B

NS P 72 A AR T SR A i S R 2
{4 (odorant receptors, ORs) )45 & . FEMA BN,
WP RS A 3 AT TR b R AL L gs, Forh s b
BB AR R A% SR A A, T A S 2% 32 R %
TR PSR R A BT MR E 7 R A
L SCRFAR I DL S WL ot 32 4 4 42 7T (ol factory recep-
tor neurons, ORNs)#4 . ORNsZ XA 4, H ik
(A R o S v D 3411 D B g R TR Y
ML bR, R RERK T BERA SRR SR
WK B AR 25 G, AR AR ) 53— v, R T R R =
FIEMLER . ORNsHI 4] & F 35 A [F] 28 8 ORs™Y,
ORs/ & —RGHE FMEIZ &, H2I1E45 NIERIKIE
HE B ) 35k DR 20 B i 2 T — SRR IR, S o A

S

VIR T R 193.5% . SRS T HE N S SR -
JHORNSAF £ L ORsEE & 5, 2 filk i AR R IR
PR3 B = AR (1) 58 A5 A PR IR R i A K IR R,
R ANGAT T 38 B IR EREO

HH b AT R, PR R G AT A 42 TG B B s R )
ORNS L 42 M1 4h FL 3R 53 AH e fiikt . A0 5L A0 22 W o
A BRPE R SRA AT B WGE 7 AL R . AE R8T B
AV N 1) 33 U2 B e, A 23 UM 260 15 1 ) el v
FE e T e Tl A 5, FRAEAA RO SOREPE K, B
ZEH FE LRI, 8145 A TR A i 315 R X G R Bl
B TCVE O 52 A AR A OB, AR [ WL
(1) 4% 0 52 BHL, 3 A T MR R 3 R0 IR A 22 T
B 0530 2 5| b 2 PR L b 453, O A R B R A
NELbE 41 4 F 4 AP i 2 4545 . R 7 AR FIORNs
BRI G R, WL E R ] H (S Bk ik
FIREK, IR F R R B R, P
WL, ) e R0 T 4G 25 ) o AR 4 B R, 51
A X AR AR £

WMRRY, RV #iES ADA XK. &R
Ak 2 Tl A, K2 30% 0 TN A7 75995 B2 5L 5 18]
(BT, B 08 (1 395 K N B2 Al A 56 40 O ) P S
K, SRR G R B LR T R BB 50% 75 4 .
o UG . RS T B B R A
A Ak 22 TR WL PR 52 005 1240 5 P o PR 3 BR AR
FE o BURL K /N B ful by TR0 A O . AESh IR rh | 45
JE 5 B R AR 2 SRR g . S LR (CdCL)#EE
F/NR SR, RN R b Rt o
e Il R, R LIk n] LUK I B Ry E 45
RPN, J—Iwt 7R, £/ R CdCLE,
NERIRLAETE R, AR 5 1L ) ORNsAH1 48 346 Jo R T K
FbE /D | 7E R CACLQ20 ng/AEMNER R, R
b 7 AR 9 TR B 20%, /N BRRLER A BB B 1
HEALE, ORNSHIFIFL AR B, At FMRiES
AP R, fil I e R 48 B NP XA R
G, 10 I F | T AR Y AR A R AR I R
SRR ANWTIRRAG . T APP/Y.2E 3 -1(presenilin-1,
PSR HE RN B K A I CACL(2.5 mg Cd/kg)
J& s N AB LT S, a7 WABEER A K B .
CACLARFR /N R 2 TR IZBE 138 R B, K
BUZAEPEITRR . 2 STAICAZ B ml fE 2 th T CdCl,
b3 o AR (1) FRIA 2 BN, WA 15 - 73 Wk g
X APPRIIN T3 5% , 35177 5 50 AP IR R A2 AEBE
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PPTARE L, & 8 2 B (R A 2 S BB R, AL
B (MnClL) 0 S ALK RS, B8 TR R b R i)
WOt s BRI, R R, AR ER A B,
MnCLi &5 5 128 , 158N KR A i 2 mT LU
FIEL P, B 40 pL MnClL(0.2 mol/L)AbFE A 53 XU £
Js i, TSR B R AR I R, JF H MnCLAREE (1)
KR IHES H R %, EiFESHMas
PEEFE RN RhATRERERS . FERI . 40
HEL P A EEAC U A R BRI T8 ARRARTE 2 3 AH
KIAR IR AT MR (L35 AD) e 35 S E A A Y
£ ADI] APP/PS U B PR /N AR A v v 7K )
T2 ABFH I PN N BEAG B, FR A FIBEAR T K
PIARIRFE , FFIKE T ADBLA A RN ThRE , [R]yek 2>
T ADBAIF AR BLAN, SR EE T S 8 tauid
WAL, FAINFTSIE K, I AR5 ApE R B A KM
HIZERA T, KT BOER PThE ABFE K BIFR 2, T
P 3R,
22 MBREFRSNHOMEFERPIR ZES

E L A B 3 R, LR K ML 52 4% 41 i 1) 45
B2 A B S KA B A 3 ) F A X, G neL i
. BT FR. ABEE. BUREZE. B, IE
B E. WS, . N, KR,
T 2 i [X 55155 SR A S0 5 DT AH S0, TR bk, IRLE 45
1534 25 B AN R 28 3 Rl — e B

FRATHT B SR B, R R R S A B
AR, KA — DA G, 8RR IR RE 6%
HATIRE , (HAE Y & 5 A2 A AR S 56 A R B/ B
(25 18] 2 S ACAZ AR A2 Y 2 3 T A, R
ik AT B TR B ) I e AR 5 AD B AR A s B
(127 ez K. RERYIER (olfactory bulbec-
tomy, OBX) & A IE Bl — L& o Ath fif 22 K #3205 1)
Mk A SRS P R Y  — 21 N R B K R E MR R U ok
J& IS ADARLE IR, G2 (Ead Az e e . K
ABAKCETE . taudk IS B BEIR AL . T S Ak A% 3
PRI FR G GRFN ] B 2 A 552 SJ A A 56 R
M5 R PR JUAE T, DA K 2L e AR B A 5 -2
e R G0 = B4 BRI S5 K BRI 3 34 2 1),
KRB 25 (8] 2 28 AZ 68 J1 52 0, 85 RET B o IR
PERT I AB a0 /K- S35 T 5, B R o R B 4
A NADH [ 2[RI, 2280 OBXV/)N BRUHT B2 i At
Ty (1) WP W T A 3o 3 1 S 3 PR IG . OB XU/ BRI
WS Vi ) R R PR BEAR PT R A2 2 S IVAE AL Y,

Lo L 7E T AT Se i v AD SRS AL RN AD B8 3 v 2%
i 1T R P 4 1) 7R A 0 OBXOK BRI AR 1
AR5 I MR B OBX/N AT N kA An
S EER B, RER D) BR AR A 2 — Rl 2K O 1
ADREAY . HIR 5 RS MAR L A2 ADIF SRt . [RIFEHE,
FAF-9697 ADI 259 e % 10 6 iR U] 5 5162 1R A 0
e N B, LA i Ie Th R I 45 . Rtk
FATTA B A AT MR A5 5 0] Be A D AD )
SRR TP MR A 45 T B 2 5 M VA T AR ER
tau sk [ IR LK
23 BREARGERFEHMEADHEXAHELT

MELBE 22 G5 Hh 22 > E LA X AL RE IR B 7. MELER
12 WL 7 J2 RN 2 5 SRR R E 12 1 e ) X3
(PN L Bz J2 T ) 41 52 B ADJ FR 1 B0, 763X L i
X AR FEBE R AINF TS 5 i R B8 A 2 5, 1IX—
g AR KAk NFRAPPIIhAPPsw/IN A B 1 45 LA
UESE, FEZAAY o W %52 B RER v ARV RN BT LAt i
X9, IS5 2R 4t Hhtaudii B K7™ 5 FE B 5 ADEERE 1)
PRI B2 0y AR %, &0 WiLG T 5 R A e ig
AR B B, 38 3 5 ik 18 N A PPEE A ) 55 JE [X]
/NEREBEAT O TR IR, 5 A RS T C 0t BN BRAR L, IX
S /)N B H T A 8 A4 1 ML ) R B A, RS U
I RIS E T BRARET, BR Ak, X S AT N
EINFTsHABUEM R VTR 5%, I HIE ki 2
FE e IR R Bk, SR S5 A2 UURRTE RELDE 17 2 A
Thrpr GX e R B, MRERFINEL 58 7 2 X e f A
EIURR AT B 23 1) 5 2505 R e AL 3 2% 2K

AD B LD T REIOR , W10 5 2 B
AU E W T RO 5 S S S R, . i)
BREEMNH S . ThRe IR BUG R I, TR 2 ]
B 7 77 A O e R 2R 2 AN LB AT
KX (BFERLR L Z S B FEAT 2 R 5 )i
BOE , H ADEE LT 50 I X B 305 . AD &
HEE . NG E. WRERIILES, 5 A
ST LE B — 5, ¥ D CAL X A2 T E 568%, N
N7 J2 56— JZ M T0E R 60%~90%, U JZ 44 I
TR 40%~70%, HANZE I0E J LB 599 ) 7 F R
FHOEW, Hsz b AR AD b ] DU I B e 22
TG R, ARG PR A3 4 55T N A 0 T i Aar i 2],
BE AR K, W B AR R R 4 e B 2 3 e,
XRUG ZGE R U E R R0, FEIRER
HH 2 LRI 38 R 240 P S A A, (H RRER AR R
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AR/, WLER T tawdi B A28 5 ADIY ™ AR L 2 1E
FH 9% B4, R 58 Ty BE B AS AT REAE 9 Pl AD & At
JERIEMI bR S BATE M AME, B2, B
o PR AG 5 ADJ B A B A O

3 RESRE

AD 2 — Fig 1 (0 a3k 47 14 1 1 22 1R AT PR -
FEIG RAER AT, B3 KISt B i e &
FREE [ 5~104F, B LAE IR AR AT &R R 1, #0125 3
B R O AT, B O S NARAMER 2 AN
B b AR ) BT [R] . EOR ADAH R UL H AT #E )
2 TR ADIY R AL HHAE 9 ADII R 2 W br
Fe T taud FE R A taudi 44 R FH k5 1 33t fg ©
ZEHUAR T — e, taudi A e N ORI 5 5 R P AR
PR tau sk R SR VESE &, (REEATIE R, PR
HEALAE . 2RI, 5 taudE FVRITAREL, 5251 AB%
PEIT LI G BRI ABUTARP /D | (HIN SR
TRBBNG M, IR 2 BE G IC v Redk 2% It
Ah, HATACE DY 2453545 55 [ FDA Rt #E T8
57 AD, X DYBh 2454 53 50l J& -1 Rtk 1 1 4110 ot 7]
N-H 3 -D-R A R (N-methyl-D-aspartate, NMDA)
SARBHITF, 5 AR taufR U I 1A B R .
I, ADIY AR BLEIE 75 2 — P B 7T, ST T RE
(¥ AD R B idk P WL HE 2 ADRIF FC I 37 ). T 4F
K, RTWGEHG 5 ADZ 8] [F) ¢ R 7L ek % |
ADIPR AN 5 W50 D e 2 B P AH K 23324471
WL T RETE R HAEREAH O, I H AD i i IR
D PEAG, ATPE R 45405 )5 /) BRI 5 AD SR AT
N B B, SRR 4 1955 AD IR A RIUR AR
K, LB A4 T BE BN ADFI R IR Wi ik ds 2 —, IF
H AT RE N AD R T S 2 —
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