Pharmacy Information Zj#J¥% R, 2016, 5(2), 33-37 Hans X
Published Online May 2016 in Hans. http://www.hanspub.org/journal/pi
http://dx.doi.org/10.12677/pi.2016.52006

Research Progress of AB-Induced Cell
Apoptosis in Alzheimer’s Disease

Tingting Li, Ling He"
China Pharmaceutical University, Nanjing Jiangsu
Email: “xiaxianliuzhao@sina.com

Received: Apr. 21%, 2016; accepted: May 10" 2016; published: May 13“', 2016

Copyright © 2016 by authors and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY).
http://creativecommons.org/licenses/by/4.0/

Abstract

The excessive apoptosis of cell may result in neurodegenerative disease, and as the basis of senile
plaque, Af is a key factor which induced AD. Now people pay much attention to Af-induced cell
apoptosis related to the mechanism of AD. This review provides the pathways of AB-induced cell
apoptosis in major.
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1. 53|

B JR 7% 5 BR 9 (Alzheimer’s Disease, AD)j& —Fi P AR RGUBAT MR, IR REIR 3 24 347l
1277 URB R EN D e P AG [ 1] — Wit 77 AR 24 o, fE AR 60 B 4R A, AD B35 5 11.2%,
IO ML R E , B 2 AF N DY KR T2 —[2]. Ferri Al Prince 4538 it ML A AT 0 7 1)
WA, 2001 FAHFRLH 2400 7 NEARRAE, BIRAJGEHR R RIFET R RREAE, HIG4& G,
ZHMITF-BRRIT 4, A SR ANEBH 28 R — &, TT A 2020 480 AN B IA 4200
J3, 2040 ML E] 8100 J5[3]. Tiixde B dr 4R o # 2 AD B3, Bk, AD BON—AMH SR A 3k
TR I R, 328 T o AT T 9 1 B A
2. p-EMHERRE

AD 5 FERE 320 B iR REEE (1 (Amyloid 8 peptide, AB)TE 4R MNITRR I B 22 4E B (senile plaque,
SP), A HH S FEREIR A Tau B8 TR Ut 22 £F 4E i 25 (Neurofibrillary Tangle, NTF), DL K&EMZ T
FRK[4]. AD [ R BRI 12y 2%, R REEM LS5 2 MR R FE 4R, DB AD
FR AL 7 32 B MR RE = UL [5]« p-IE M FE AR FIRUE[6]. B FE4047 Ui [ 7] RAEALHI %% [8]\ Tau
EERUO] [10]. M MUE Ui [11]15, HrpSCRE g-ie bt s SR UL IR 5 22 o

BIERE R MBI AB 251K AD MEERZEK, A TEHRNIIRUGE 5 —RIIFEM, Han/M R
1 L R T J T A0 AR TS T A S S B, RAMANFRZE Jedi s, 25 Tau 8 E & FERERR 10 1 72 (1 W BRI
B S L H 5T Tau SHE RS, MG TSR, DUAARAT[12]. Hh AB 51 kK415
JHT R HATAE TS AD RIRALEII R, AR TR AR i i 2 T T e 2 30 AD 8 R AR PR IR AT 1
a8 B S A o

3. AS Sl 2 A TTUATH{ER S

HAT A H MR FA-AN 7 AU AR S TR 2, AR IL R Sh a0 T % Tl % n] R 240
JELUR T R R AR R B A ERLAR A T I AR T A% . BE T S A4 M A T3 4% LUK A Joit D A 3 ) 40 B R 1
@AE, e DAEORAR A T A A R T AR B N 2 [ 13].

3.1. ZREN SHARATIRE

LRARME N EAZ AR R I O, R MRE T R EENSMNZ — RN SRR

12 FE ERLR SNSRI % C (Cytochrome C, Cyt C), 7 ATP/AATP fE7E 4 1E T 518 T 5 E BT 1L R
“F(Apoptotic protease-activating factor, Apaf-1)454&, %5 Apaf-1 H &£ R4k, Bk 8 MM HALK Apaf-1
B, SRJGEIT Apaf-1 &L S 4EMT 1 Caspase-9 RifA, MM R, MHH HIRITTIMmiGEIL
A2l Caspase ZiHk B, 42 D BR/KME N 5 0 TR Caspase-3 il Caspase-7, @it & H /K f#AE H
S T HoH, 35 Caspase-3 A& 20 s B HH B B I, A2 2 AR TR AR I 3R R R RN 20 [ 14]
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45 MR [15]5 0 FO R I, XU SV ABrap E32 AD KERBERY )G, KB 4L i
C. Caspase-9 [ iEK N, H Cyt C KIBBUE LKA T AN L EH I, XL RIIR ALy, I
FPEVE AT DA R BRI TR %, (AT, AT SEE DA Tt KR E K. LRk AL
(AR A AT LA S LD Re & 75 IEH (161, JUF- BT 4 M 3 T 28 H I AR R A4 i 57 BRI . BT Bom
AB PR 5 K BB JE AR 22 T AR AR R A7 2 1E S 4H B 1Y (65.9 + 4.5)%, & uil Baifh, MMfFEHET
BE[17].

3.2. ALZEMPATIRE

BRI Z B AME S ST R AR TR R, RO ANE R TSR . L)
R =0 )\FSET-%/k: TNFRL1. TNFR2. FAS. DR3. DR4. DR5. DcR1 fil DcR2. ‘Ef1#)E
TR R BE R 132 7R (TNF Receptor, TNFR)EE KI5, 1EMIANE —ANE & EE B IN S5 i3, TirEMk XA
— AN B R R R TR HE A I 450, 1X —Z5 403 B K B T Be, FON“ BB T [X 35, ” (Death Domain, DD) [18].

Fas JH T I 2R T-HLH A ELE H, Fas KA CD95 401, J@T | BUEE A, (E4NRE T Fh&iH
SR SMIER, Fas Bifk(FasL)@ T N ARG, 22— AFEE=54, L5 Fas 7 F M8 W SET:IX
WG, ARExR, PCrIE AB 5T )5, Fas I mRNA Al FRIEEAM Fifl, FasL ) mRNA Fl
HIE W E ¥ N[19], X5 Morishima Y, Gotoh Y [20]45: A FLAHYI & B4 FasL 7 F45 & =) Fas 4
T, EASHE Fas [RZE T DX il = AR 5 AL TR 3K, B 5 5 4R M 0 Fas (A DG FE T 45 7438 (Fas-Associated
Death Domain, FADD), FADD F1 Fas. Caspase-8 J&m4ET-1% 5155 & &% (Death-Including Signaling
Complex, DISC), AT 5 Caspase-8 5t [ 3 BY )i 1b i A3 L Caspase-8, %111 Caspase-8 i#—3P
WS JE Bl R Caspase-3. Caspase-6 il Caspase-7 25 AH ¢ & (I BE LI M [21], [RIh4k Fas Fl FasL &iA
¥njg, Caspase-3 fil Caspase-8 ] mRNA ik th R Ehn[19], m&SEMBEIET.

3.3. ARMNSHNHERATIRE

UM T FR IR P ARE BURARAL, IEAEE NI N S B TR . T2 AR T AR A
h, EZHREAMEGR. BIAETS, TR, SREEACH JF4ER 0 N 5 5 1 N IR AR E ST T
RAFREEMEME[22], A40H0 AN E M . INK (55 EAE A A BB K 2 —, e —%35%
YR T ELE S, BT RN, AB B SRR R EMA U )E, BEREICH c-dun IBEIR 1k KT s [ 23],
c-Jun HIBEBRAL IR AL ME R IA AL LR T LA Z B, INK /EN c-Jun BERRIL AT ISGIN &R, & AB
FHSAE T T E R,

& INK {5 518 % 41, Caspase-12 i 1%t A2 P JiT I d % 2 — , FF HL A 5T AR A 40 B T2l 2% o
Caspase-12 7T PN Wi, LLTCIG T procaspase-12 FERAFAE, £ N 5 I S B gl vk, 2 R A 5
YA BE R 1 FETT A, AR T [24] Z55@ A ABos a5 BRI R K BRI E5 LU (1) R L 3RIE R I, ABos.as
X R BRI XN OVE S I N T Caspase-12 & A 2 mRNA [f3RiE. M%) Caspase-12 nJ it —25 871
Caspase-3 M1 51 K AHMLH T .

4. RE

AD 72 H AT A AR SRR 20 i, B4 AT DS 3RS HLHE A 6T AD, (HIZXEE254) HAEAE 5%
XA R, TAREEENRBRIRCR. BEICT A FEHIBLE] B0 5 BEET 0 H AR AEN LA F 3
SEACAE IR S5 D5 T, AR X 84580 AB VR FIBLHI B0 T CBON R, SRR, — SRS B8 MIE T AB
£ AD RGP 22 T T B (E TS ANE Axii, AERIRBON RGEHESE T AS T EERT 2 TR T A1 LA,
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I =ASTT T EA A T Ut . A TR MR IE R AR B R, SR EaiEs. JATATEL
T AB F5 A T & 2R B, SRR AD B M2 0 2 R SHERBEAT T, FHRIGTT I
HIRB L, DRI T AB 5 S 4RI TR B . IR 9% S A EL oG Rt — AR B A2 G AD B

EHEWH
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