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[ Abstract |

ration. The purinergic signaling pathway is crucial for neurotransmission and neuromodulation, and is implicated in the pathogenic

Alzheimer disease (AD) is a neurodegenerative disorder characterized by gradual onset and progressive deterio-

mechanisms of AD, encompassing amyloid B-protein ( AB) accumulation, aberrant phosphorylation of Tau protein, oxidative stress
(ROS), and persistent neuroinflammation. Activation of specific purine receplors can ameliorate cognitive deficits in AD by safeguard-
ing neurons, eliminating AR plaques, and engaging in inflammatory responses. Inhibition of certain purine receptors ameliorates memo-
ry losses in AD by mitigating neuronal synaptic plasticity impairment, decreasing AP deposition, expediting amyloid precursor protein
(APP) hydrolysis, and engaging in inflammatory responses. This article elucidates the role of purinergic receptors in the pathological
alterations of AD and reviews the advancements in targeted pharmacological interventions, aiming to offer insights and references for AD
treatment.
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E =5 AD

1972 4E Burnstock B YRS HY MRS G 4 245 36 1
W&, BDATP AT LIAE M40l SME 55 F 2 S 4
LR FPh S PR T, M RESZ 8 = 24U FE P1 AT P2
PR Pl 2K X HRIR 22 K ( Adenosine re-
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B, AL AL Ay FTA, HEa Fh P2 222
S ATP 32, 4%k P2X F1 P2Y P K2, fewh
ATP | ADP 2530 ; P2X SZ k)& T B+ B 52 1k,
AE 7 AL (P2X1-7), P2Y ZIKJET G HEEMH
Wz AR, T 8 FhIEA (P2Y, 40 00m0500) o
IEERS BEAZ (R AE TP A P 22 REE (Central nervous sys-
tem, CNS) i ik, S 5B 1TMES R
M=) DI BESZ 101 . 1 22 Jo 0 493 A AR P A5 g 2
SRS R SO I BEAZ R TE AD T EAE AL
HIFRPR AL
1.1 Pl %Z4ik5 AD
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W, B PO BB U > Ca™ N, PR A &R
B, WA YRR, M E R ER; 5
T8 B KA i AR e 09 2 ks S L, kb
5 N-H3&-D XL M ( N-methyl-D-aspartic acid,
NMDA) ZZARZE G, M goc s, sty
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FIEERE, 5. TN SZ R S IR g g R S 0 ) 254 B 5 ik g

AR TEBHC AD BB 5 X A 2R 25 W g,
R AR IR TTBE S AD B E AN EE T A
F WS, AD BRE UK AR B3 E
&K, FE3. 6, 24, 30 AWK MM F R )EH
AR W W R AR AR R AG, I HL B T I Ae
T2 BEREAS ™ XL T SR AR BUMRRIA
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Io AT SR 45 B8] H R 1 R A R 32 45 T IR 2% 2% A 0
NSy, A ZE ik 45 A FN D BE SR, [RI AV I A
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P2X7R. P2Y,R. P2Y,R. P2Y,R., P2Y,R & 5
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X /NBE AT AT AR, e BE sl B ] 1Y LPS
SRR EF (41 TNF-o, 1L-18) i BB
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AR Y P2XAR 738 4 V8 795 145 10 A4 20 41 85 4 I8 1% 1%
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BRI P2XAR £ 'S 30 BE IR ME L 0 40 i 0 /s i 5 4
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W, RSB E /N EAE R I (25 ~48 JH) R
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iR P2Y,R 19 mRNA 3m" [, P2Y,R B9
BAESSINT CD11b FHME /NI BT 4 M Xt AR BEH i1
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TE SR AR G2 B sE Y R i 5T R W
UDP-P2Y R A5 /B T Al 75 s/ A Bh T AR
15 BRI R A R
1.2.5 P2Y,R 5 AD P2Y,R TEMI &0, /MK
S AN | 258 RS Jo A i A AR TR i JE A b s L HR A
FRIRUY IR BN RS AN I 2 5 ph 42 R G fig
FOZERER Y ZESRER T CNS 5455 8 1) B 19 4% 15 12
J&, P2Y ,RAG51% 5 fH Wi 2 5 2o/ e 51 40 fifd 5 F
BN J 90E )2 v, LA M Tau & 3T B 4 B it U
AT ZRBA P2Y R B 5 T AD B RAE IV i #R
P2Y ,R W LA E#: 5 Tau B ASERMEAHEE, IF
SR U || ) B el = W s I SN ) D R A i L
P2Y , R FRiR KRR, S 1% P S AR ¢ 40 it BRI
FARVTHE, JnE ADY . P2Y,R 17 S 1& NS
TR LI 45F Can e /IMEFI 224k 0 J2 ) ITE
A, LRI AT T B R Tau 3B DT .
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P E SB N Tau 28 19 & o 09 BURAE FH AT VR R iR T
AD PRI A,
1.2.6 P2Y,R 5 AD P2Y,R il Xt 481k
RN, AT ZE AD H i 1) 9 7 ) ph 2 R B R
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WiAC-ADP #4035 P2Y R, AN/ #h & o0 HoA
MRV FH B0 L 2T 28 41 B9 TS PR L AE g
T/ NI 25 Te T, P2Y R IO S U
P Nef2 FTIMET 2R I 4AUA-1 i i8558, DA TTT Bl
1 Fh 2 oCTE B AL B PET
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BEPEPE AL R FE P SCH58261 AJ K &2 1 1 1] 5
fl ¥ S A O AZ AR L i R A RS BT AL R AT
AR SR RN L A SR X Ak T 3
ZE IR BE AD HE A SN R0 Y = I R 58 IE AR
FERE, ik, BHWT A, R AT HESEXTPT AD B H A
BREG BTN AL, T AR BshFA i T8 DLA SR S
It ki S e i B il T G AE CNS B TP i H



98 [RBR 4R B A

2026 41 A 5547 B 1 W

Int J Geriatr, January 2026, Vol. 47 No. 1

2.2 P2 ZiREE 2

AT R Y 5-BDBD 2 — R rh &5k S
BEPEME ) P2X4R FEHL /], FH1E ATP &5 Bl B00E
P2X4R, MM H P2X4R S5 i 85 138 18 I ik,
YD1 RS JT A L 1) SoE R O A R SR GE I N, R FE AR
5% P VE Y. PSB-12062 b & — Fh ok £ 2
P2X4R #EPUH, ReH0 /)N B 5T 248 A 0 i, o/
MZITCYFET, XTIAE RS FN AD BRI R 4F
SEL EZY PRSI AN N RE

P2XT7R VE 258 sS I AE PR S Pipedos Flde
AEVEIT R EAARIDE, [ ARRIREAR L, 5
RPN FITE T BA R4 CNS BB TER P2XT7R
EPLH] GSK1482160 . [ IR GSK1482160 ] & &
el B DXk MC 1 HUARFH PRI Alz50 i sH 4R
Pr&m) Tau B AR, RS T SNMETREY)
TsglO1 FEMHF P 22 nH AL 2 I H GSK1482160 4k
B P301S /MR (FRIBHEMT P301S S48 19 A2 Tau
) TAEFMERICIZ B EkE, A3HEME MR
IBATPEBRIRIT R

ATAHS B P2Y,R B 259 PSB-0739, AR-
C78511, Ba[&E] DU AR AT Gl A% B 45, 3 S8 45 Ho 77 %
P2Y ,R {G PEA A [A) A B A 45 P AE A0 L Gl A%
T FEY P2Y R AT ARG MR IR ) AR
WA, KT AD /NEIEM A IR F] 1 550m Ak
TERPRE I A G 1) S A SR SR B Gt s TR AT e
FEPL P2Y ,R W5 AD Ik il S R £ 4 I g, H
AT REIE A 30 ) AR VS A VR RAE R R, R
fiei M4 D 8 DA R s/ AR ULAR AN Tau 5 H WML 1L 55
AR R HEIRITAE
3 IhNgES5REE

AD BN RREE, TR ARG — &
SRR SCEF IO, HATMIFIT R, SRR
25 AD i AR UTAL | BHERAE . A4k L O
Tau & FHid BB R L 55 i B2, 2 AD Ji BT 72
A, R, P2X4R . P2X7R. P2Y,R M P2Y,R # [ 25
Y)FI AT G AD RIS e A4S . {H AD BEERS R
TR A 25 W T oY R EEAE Sh AR R R AR 2
BN, ERZE RIS IR, ROk AT — 2R AT
LAEB Y BEA PRRIE A L P2Y,R. P2Y ,R fE ]
i AT &, sRIRRPTI AD IS RE(E SR T
M, WA DARPE AR R R AZ R 5 AD RO RIERE
BE X GIRIT 4, LLigE AD MIEIT AR
R, IFRUEEZE SRR M
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