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Abstract

Alzheimer’s disease is neurodegenerative disease mainly characterized by cognitive impairment.
Neuron and synapse loss together with neurotransmitter dysfunction have, along with Abdeposi-
tion and neurofibrillary tangles, been recognized as hallmarks of AD. However, there is still no a
curative treatment for this devastating disease due to complexity of the pathophysiology of the
disease. This article reviews relative treatment targets in Alzheimer’s disease from the aspects of
main neurotransmitter and receptors in the central nervous system.
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RAl /R Kk - BA%% (Alzheimer’s disease, AD)J&—Fh PLA ARG A F BE4HERIBIT M SRR . MR
fb Rt fERE M 2B R INRE RN, A RABUIR MM S A4 %S — BN BADK FE Ednid. Bl THRE
HZ:, HEMEHZERA LA BENET FE . 308 NS R G0 3 E 40208 7 K 3 324475 TR
IRIREEBRIRIGIT AHCEE BT 470 .
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1. 518

BT /K 5 R 9 (Alzheimer’s disease, AD) & — it 1 2 Fl K 25 1R F B B A 20 3R AT 50095 , 1 A R 1) B
WAL, XM R A RIBERT, I AR S, A SBURE AR TIE AR, KA
A= i (R RE K 2B 3 R R B R A T RO I B . L RT, FDA S I R 2447 3= A R B e e 1) 751 (o
% ZRWRFT55) A N- I 3-D- R A SR AR FE PRI (26 & WISE) [1]. SR, BT MR E 2%, nTEEm
AEPIRRAC I A LAIRU 3K A 24 T S S o i3t P LA B ) WAL T AR R 2] PRI, SHRHTRIZ
YRR 5 DA S 25 80T TN H AT AD VAT AR SRR o A S AR 2 2R G 22336 57 R AH B 32 H %
Wt AD JRYT AR JGHE ;AT 450A
2. ZBERIK

LR, AD SRR MEE ST E, BTN R RIEREE R AR, 2R ARG RS
—AN5iggh. BEANANIIREE KM KBS RS 2 ERAER FZE@EL 2 AT D1
(D1/D5 5Z4K)Fil D2 #£(D2/D3/D4 SZAK) 324, EA1) iz oA T AR AN X, Jo 2 R B o, i S Ak
JE% . Ujendra Kumar 25 [3]3 i % 4146 J572:0F 72 AD B3 RS 7] 32 AR W0 ZY B AR, 46 R v 5 0
IMILL, D152k, D3 2k DA 2k LA AD B KR 5K KPR, D2 SRR i i 255
A BT R, 10 D5 B2 ARLEFI B R (208 B 6 N o 1% S8 45 WPURE AR 2 RS2 AR W ALAE AD B
MRS E AD 9 B R i B, A ATREVESN AD VAT IV EAE A

D1 Mkt Gs M, Wit AC, S5 AFME TN, F2m K F2HY 3% (long-term
potentiation, LTP)[{IAS [RIB B, T8I T 49 i 14 S fke ] S RCAZ () 1 4 0 TR 5 35 B IE A [4]. C. R. G.
Furini 2@ Hi R A SEIGR IS T KR 2 U DL FE32 AR5 P77 SCH-23390 X AZ I fIsem, &
A ZGHAEVIZR IR 60 23 B4R Z BT IR (I 8] 5 ORI IR IR (8] 04T 38 22 5%, X 4R 2 % D1 FEA2
Al Z 5405 R AL IZ IR B [5]. 10 D2 #E324A%T AC MI{ER 5 D1 ¥E2fEM %, EM15 Gi
EEEE, % AC, ARNFMHZA& D2, D3. D4 it/ SARME, WMWK AD HE. HIRE
i AD JREL 2 ELE R G AL B e D2 FE3Z R (FE 22 D2 F D3 524k), Wl R IE I AT A K A
FRIL AR ZBEARGR 5 12 KA F 1 [6] [7].

%7 2 B2 AR 4N, Susanna Kemppainen [8]%% ] AD %4 3 [ (APP/PSTL) /)N B B A v 55 K i 22 B Jrig ol
221747 K -7 (Cerebral dopamine neurotrophic factor, CONF)& 1, & ¥l CDNF fE# s/ R A K W12 68
EIEIERE S PRI — P9
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3. 5-BERTIH

H M 1940 4F 5- 32 (A (5-HT)EF AR E RGP R ILLLR, & R7R 5-HT JLF25 7 AT AE 1)
IWHIRAT NS ThRE, HHERIMANENSETRSE T2 WA RGEN, WINERER, HioR
fiE, FIRPHEERDSE . 124 1k, 5-HT Ziadtss 7 k2, 2/ 14 AW, EA 2040 T AR
WilX, ZE5EET N BE. KN, 10254 N EEEE9].

I — T 1 G ARG 25 SRR B, B R 5-HT e 324445 7 5 5 NHms B B il 77 B A X AD B8 1
NN RS B — 8 1 B /E I [10]. 117 Sarkisyan & Hedlund 25[11] & 3 5-HT; 52443 R i B /N BRZE BT 4
VAT 5206 o R I — 8 A2 5 I ThRERRAS , X 3R 5-HT, 2RI e 25 T AD JELH HA %N

THRE S5 o
4. BRESRE

JREIE XA RGBE S — P, R SO — MRS AT, BEIRAELE DU A IR 32 44
(ALR, A2AR, A2BR fll A3R), {HHT ALR Fl A2AR {E K if 44 %5 B 56 =, AT A H RTRI 78 O BR TR X K
oG 1 25 P Th RE = B2 @I ALR A1 A2AR KIEMERI[12]. ALR BESEHNHIMastEfes, HBUERes| ks
JGIRAE, T A2AR FE1% ) 5 fish ] SRR 25 28 R 35 VR ISUT ThI 3 18 S B IV A €[ 13] [14]. X AD i35 %
IR B HEAT 6 7 Al SRR ALR FiT A2AR [ H AR IAKSEAE AD (1) 5 3 S8 I BEER A7 76 . 3%
HFEAR[15], XPRIRTI 24k ALR fil A2AR T RES 5 T AD i3 A R, (HIHLXT AD HIEIT AR A it
— BT

G. W. Arendash 25 & HiLxt AD 43 Kl (APPsw) /I BRZEAT K IA 6 S H 1 A2AR F5H057IIMMHE R (0.3 g/L)$
NG, XS BRARI R 2] — BRI OGE, JF BT AB AKCPIRE R T IEE K [16]. 534k,
— oA AR RS2 AR PR VR S BEL YR 70 TR R it e T e e I i, AL T B S50k tau R E
WA K[17].

5. B ERRREESH

B EIRFE RS AR SR G- MBI AR SR, ARYE FO £ B IR RN RSO, R4y
N o BEAERT B RAR . BT T AR L BIE. FFAERTPIE UL, RO ESE, JEER KRN o 521k
B ZAR(EER oA L I POTEHF XA RGNS 55 . . WP A R, Rtk %
IR FL e 1) 1B IR S ARAE PR PR 4 R e VR

oA ZARTEIE PRI G R L S IR E A o A 0 IR O TR A SSEMEAE A, A HRE AR
£ AD HJF IR B2 VS L IR 3R B R ST RE S IR [18] . 1 25 B _E IR 3R R4 S AE 0 B B 7 Amia AL PR 172
KR RS RIS, SR AB BIFTIEAEI[19]. Yunjia Chen S58FFE AL apA SEAARTAE BESE IN%E
BN R E IO ABrap FIVTRL, INE ABREE, X FIEF BERE a0 A SZARIEHURIDKIE 70 A BT FELIT, IX 42
TR oA SEARFE LTI AE NIRTT AD [ — AN R A [20] .

1ER G B AMEEAZ AR —Fh WY, B 324K 1 El T cCAMP-PKA JE B SR R AT 5l Thfig, FH7ESRER T
B AB At R IEE EEAE R . BRI R IG T p2 B IR R Z RSN AR B 2 K
AD KERAE Y IR EAT AL 5 2 e 1 UL St D 3 IR R g A 2 e 4 A ) & &, T g2 ' B E 2
PRFEEPULAI 1C1118, 551 REWHEIX—1EH, $7R A2 B AR ER 2RSS PURIFE DU IRAR AD %748, JFH ML
il AT B 5 SO i A R BE AP %

6. BE - MERKEZERS
B2 - M5 %7K & &40 (Renin-Angiotensin System, RAS)Z 1B & . I S5k & M2, A
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T MERN W RGE, T HEGETHZ RN AR RAS S 2. R, =g, 1B
AR SR P 248K 22 B0 HE T RE AN R ML At 0T AR IR 8 R BRI 5 K 2K A2 AR BEL T 77 DA R i
Bk R ¥ 1Ll (angiotensin converting enzyme, ACE)Iifil | Re 182z AD HIRBLA JE, BRI AR % [22]

Fii P I 457 55 5K 2R (angiotensin, Ang) ] AT4 52447 BRI R F2 H 4 FH T 78 52 2R Bk 2 (1 A0,
F 7 2R BA ML 9K 2 11 (angiotensin 11, Ang I)XHEAZ 35845 F AT 682 T Ang 1l 46 8 Ang IV (angi-
otensin 1V, Ang 1V), Tl Ang IV 1Ey AT4 SZEERIEENFI R FEN ARG IIREM[23]. 7E Ang IV K4
Nle'-Ang IV ({565 I, John W. Wright A1) [5 254 T — R RR e . Bk MG R8I I i BE
f) 1R /N 7314k &40 N-hexanoic-Tyr-1le-(6)amino hexanoic amide (Dihexa), Jf-if it Morris 7K 3% &5 S256 2 B
HAESCE AR E 05 I K R G IZRE I [EHS, Tii7s% Dihexa i Dihexa L& YT 4 AD ¥R9THIZ
YTt — B Bk [24] 7341, R AIE ACE HIHIFRIX 42 FE AN Th Re R i B B R e N A RefE A,
HAEIRZE AD BN BRI E FE[25]

7. BHEBEMER(FFA)Z &

Z AL RN g R (polyunsaturated fatty acids, PUFAs)2& A6 75 (IR IR, AR I XUBE 17 B e e ]
43N n-3. n-6 Al n-9 K41, HAFLIWHREZ. DHA. EPA NACEH n-3 FULIEAEDUGER MK T n-6 R4
TEAPEE R A B2 2] 1E S DU ES /1) R B 7 HIE 3 2 R B A

AR ER A 2 R R WA RV 2R AP £ 2 8L 5B T n-3PUFAs A& B B C[26]. Kelly
SE127145 T E IR Z K RL(20~22 F1%)8 J& () 2. 3:-EPA B DPA (n=3), 7KK & Szih 45 5 s EPA Al DPA
O RER /D K B R BEE R, Sem S AidiZRe ), IF H EPA RURTELF. KT n-3PUFASs X X #H£4 R4
TEF PRI SR 2, (EEZ 6 BRI 7T LA R e e 1 7 1452228

PUFAs [ Zhfig 2@t G & B2 44k 40 (G-protein coupled receptor 40, GPR40)SZFHL ). GPR40,
WeRRAE 1 g 5244 1 (Free Fatty Acid receptor 1, FFAL), 7EMGEEASE XSkt dE i, EhE. WL, F
Fefi R B2 5 L S /N R A #6i4[29]. 24 GPR40 5 PUFAS &5 &I, Hon] B id it 39 i i i Hh i v e 22
# 7+ K1 (Brain-Derived Neurotrophic Factor, BDNF) 7K. J&/F TS, 7E AD HIIGYT R B — & BT 5 .

8. Sigma 2k

MR SRCAARSEFI T BIANE], Sigma SZARF RN 7328 2 FlERL, -1 fl 0-2, HH o-1 2R EN T2
EAARRE S 1 P4 J5 X % (mitochondrion-associated endoplasmic reticulum membrane, MAM) 4 P HEAR 2 1,
AP, JBT G EAMBAZIAN —Fl. 24 o-1 ZEMN MAM R B0 LS XK, Sa0m E
VFZHE AR 45 TIlIE . 2 MU DL k. B0 GABA 2R, EE LRI AEBG £ Bk AE B SZ A4 DA
S A A B AU A = R UBE AR AH HAR R, S 52 KM AR R g, W@ sAE. #Es. +
A AD. PR R SE[30].

PET Wit RioR, B AD B3 KN SR R 21 ol 2% E FE R EH NF#%. Aren van
Waarde 5[] o1 5243 KRl R 268 1/ B (01R-/-/N BR) MG &5 7 5+ AB25-35, 1E4T Morris 7K1k B 24T 2
LA UL RGEM . P T AR AAR I, SRIR LSRRI o1 SZMRER Z REIRTS AB25-35 FTEL A A AN RS,
BH 14538 2K, sk > i A T T gh /N BB ISR o1 B2 4R sh77) PRE08S J& , i S &4l i KAt
Wi ol AEMERE AB25-35 5 TR HE 1 [31]. HRA R M ol ZARBEFIGERE A 5l RIIHEH
P, RIPMLIT, REGCIZIRGE[32]. R ol 2% AD f BRI 1E S A FERF 7T

0.y BETHRZ
p- B T BR(GABAZ R 2 2% G5 — i B (R PE A 200 B, IR AL B 17 GABA & ki
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R 1) R AE o« UEAERBEE BT 7T IR AN R I GABA 7122 21e I R R I — E UA 5 1EH, GABA 1)
ik Z A D B XAz B — R AR R, RIS AR PR E R GABA 2RI AR BLAIE — 2
IREE T AT e A AR, AT AD VR TT IREE— N 5 11[33]

GABA Z4&T] 4379 A BI(GABAA). B M (GABAB)HI C B (GABAC), HH:' GABAA 21k % Wl 5 H.
AR V2, FEAL T AU E KSR ERIX, 11 GABAA 1k ob WAL T R SRIE, X
BWE ob WIS TR IR . BPFE SR I o5 FDH R bR /> BRURH b BT AR B 7R /K Ok s
% ) 24 ST RE ) B R R [34], B A HRIE B8 GABAB SZ2AKELEN7, 1 Ebewe 2w W A% 2,
RedicE i B AD BEIAENThRE, HATCHENBNGAR 11 B B[35]. GABA SZ4AR{E I I 14 7] B
& GABA Bt RS S 5HRMEA RGN A ANHITAT, TR A S EURID Gr A A, “E4% AD
HEFE[36].

10. /NG

BEE NP 77 i AN LI R B, AD BN 1 B AR JCHE 2 4E N R R A ™ E
SN T EE NIRRT R . AD IR 2%, W RIEREERP IR0 BT MR PE R AR
TR UE AR B RS0 SOE RN A TR, RSB, AS RE. tau EAL R
B 1R SORE KA 2 TTIE TN e AD HIRIRA SRR 2 —, BT IX S qB i AR 25 A -3k
B (BACEL)HIHIF. tau B« HLAR LML S —Be 2 Ry 7755 thAR k2 N il R ER B B, AR TR %
PRI T 28 [35] 0 ASSCU B A A2 2R 98— 28 T LA 00 Jo S LS At s 3 T ) S 33 ol 32 AR
AD HHIER], S AD VRYT BT SR A — el S . AR, AD HINRYT R AR R, WA A
TRAE 2 AD BIBOLIAER, 2 AD SBE N A RN A2 B R 4t £ HE EIRR RS 5-HT KRG EL,
DR P 3 338 o7 32 A R ST A I A AH ELAE LI 1 AD TR B A ik — P BE I
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