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Abstract

Neuronal loss, mainly caused by neuronal apoptosis, is an important pathological feature of Alz-
heimer’s Disease (AD). APP/PS1 double transgenic mouse can primely simulate the pathologic
changes of AD, which makes this kind of mouse an internationally recognized transgenic AD ani-
mal model and be widely used in the relevant research of AD. This review provides a brief sum-
mary of the application situation of APP/PS1 mice to AD neuronal apoptosis research.
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R

M 0 E R R K IR (Alzheimer’s Disease, AD) ¥ EVREAFMEZ —, MIMHL SR T LS| &
ZLERNFEFRRFE. APP/PSIXFEERF /DR R FHIENADKREDL, £HArERF LA AKAD
BENFWER, FIE ZHMNAHTADERKHR . KXXADWEZ T KAPP/PSI/DRAEX—T7
T 1 S B A — 47 .

K §EiA
/R RIGERR, METTIETS, APP/PS1/MR,

][/

1. 3]

Bl JR 2% i3 BR 93 (Alzheimer’s Disease, AD)JE —F LN FIThRERRAT . 22 ) iC1Z 88 Jual . 1T A% kR
NI IRFFAE AT A 2R AT PR [ 1] R E R} Be it — ARt LAk [2], BIEH T B 4700 J3 NMI3ZIX
PRI TR, & 3 AP ata —ASB s N H I, Tilih 2050 46T, AT E BT 1.3 L NZe k.
AD &FEZE, ZWifE 25 BAAA AT, RIS M ANE R, Brbh B e s = A 200697 75k
B-UERFE R H (Amyloid S peptide, AB)TE RN TE B4 228 98 P BE (AR 2 - 5E, Senile Plaque, SP), 7
I EEREER AL 1Y) Tau £ 175 P T B AP 48 5 41 4 28 25 (Neurofibrillary Tangles, NFTs), PLRAHZ 6 E K2
AD 1) F B ERFIE[3]. MR AR, AD Ji Nis P A E RE R T-MAI0[4], H&EMREdRERAS
M Te R KL AD B HIILIZ N A D BEGR I I 32 BB R], TR 2R oA T A — I R v
fAtals], HHBSREZ MIEYERH, AD AR RES AB S M E LI T3 YIAH 6] [7].

2. AR FEXRR

WIRTHTER, AD MR YIRFHLEIMAS IS, Floegt. BRI EZ ME R TARKER, H
B33 2 AT 12 AB 2RI Ui (Amyloid cascade hypothesis). %A AN AB 78k A TARAE Ay AD J B2
AR LIRS, TTE R — RPN ES AR, X ET R ORGSR AR TR, BRI R — R
TR R [8] [9]

AB FETERRERT 1A (1 (Amyloid Precursor Protein, APP)ZE 3 2> WAB RN p 43 WA /K AR T 1 P 22 ik A B
— M H 38~43 NEIEIRIRIEMI B, UL ABA0 R ApA2 SHE[10], Horb ABA2 h p R Z S5, BT BK R,
KOV, BAEMAEME. EWEFRENT 90% N Ag40, RA/DE ApL2, 1 AD BHENN Aps2 %,
FEABA2IABAO LU KA . B2 (IR RS ABA2 TERIN B JZ AN B 5 X YU AP 48 6 PEBE (% 0y, 1]
DL Tk G /N A P 5 | A N S M RO, B 2Rk SRR AR RRAT, 5 S A A B AR 2 A R |
AL, WOE B O DU tau B A R BERR AL, WO i A A M TR R A S
T2, X — RAPREL R 2 RO SRAEHE AB AR N AN S SRR, AT = A T SR 5 R R BT S8
A GEAZ IO, 51Kk AD B IR RN FARAT NIE IR .

BT IR B, FRATT TR T ARG IE N AD S DU AD BN Y AB DURRTE BRI 28 98 VB (195
HURFAE, H AT ERR A NI Z N T AD BT APP/PSL XU FER /N [11].

3. APP/PS1 WMEEFE /PRHHEBETUHFS
38 3o A L PR A AR A 2R [ APP B RUFT PS1 L BRI 5 4L /)N BRI R I APP/PST XS HL R /N B, AD

)
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BEAL, [K APP [ZRAR(ERILE B oIS & 07 s R AR, Bl B o b By T m, R S50 AB
MR R AR BN AR PS1 BRI 5D p 2 VARG S MRk, 1S3 APP ARSI R R A e, A
P 5] FD AL AT 2 5 R BE 32 B RS 1) ABA2 PR ARG N, DRk T AR B s BRI FLIZ T R B ¥ AD i
G PN AR 22 98 1 B T B R [12]

APP/PS1 XUEE PR /N B APPaue/PSlgees APPoue/PS1yissts APPowe/PS1 166+ APPs /PSIyiase
R FE R /N R AR [13] APP/PST X% JE K] /)N B 5 PR B 5 DR (1Y) BIGR FH A 75 6 7= A2 1) AD sl i AR LG, 6
— AR T A BITTAR I, S B IAR AL N A T A 2 4 P BRI A 3 A

4. B AB IRETES APP/PS1 /NRHZ T AT BRI &

Takeuchi Z5[14]HIWF 7 KB, [FIRF 23k APP Fl PS1 28R JE K] 1)/ A 2 2 AR HH S 1) AB TTFR,
MGy CAL XRIAH G K o IR 28 0 25 R 5 R I ik DR B o 2 B R /) BRU PRI A G A s T IA 20%,  IX 5 X136 BR[15]
ZE%F 9 A APPIPSL XU FE R/ U Ey CAL X I3 B A 52 25 S — 35 o B FH B SE A W A% 7 R oK il S A TG
A S BR  R SR 02 (TdT-mediated dUTP Nick-End Labeling, TUNEL)Z (A6 /I B4R [F1 0 22 Je i T
LRI, BFAERDN R UR B LR T2 78, APP/PS1 UHEIE A /N B IR [B1 T WA 2 i T4 4 e,
TTHRERE = T A RUNR[16]. BUEESE[17]EIE M2 0 Nissl Gt K LB HE R /NG D DG X #H4
TGIRER, KT M DG X e /N BRI 25 1R % S1ie 12 Be 1A W B4 & . X5 APPg /PS1y
AN AL, BT ERLZ R st A BTN, FEHIE T CAL X IR KM 1 s o K
TR, A 10 AR/ RARMMEARE CAIP2 WX AT ZIMA G ER, MXFhERRFE 6 HEH
R P9 AR RE WL 82 B[ 13] CALP2 S IX [M#P LR s B R B S e R AEAA 2, JE H 5 Mok AB DTRAAL B 2 I
TG, XIS A U i PR AR Y W% 381 1) 40 22 TG ) 12 R BRAE A 48 98 ME B PR A AR KA [

EAFE RIS, LR /N SR YA 22 e A TR AR R BE A A X, Lee S5[18]AIBFL 45 SR o,
16 H #8111 APP/PSL /)N R IFA I ILTE AD F8 2 i Py mT A 5% 31 A SCIR PR RH B BE 161 28 76 DA B B JECAZ IE R BB A 22
TLIIER, (H2 12-16 HENIIRUEE /N RIEIEZ I ChAT-ir #1270 5 [RIR 10 E RS 3 IR/ UM EE W S ok,
PO FLAN B BERN (5) B S s P RE H IR [ o PRFESE[19]MNIESE, APP/PSL /)Nl BEAE AE I UGG, AT
B A 2l R 114 25 2 T 20 DU DR R AL X 56 8

5. SRR EAETT 52 F T APP/PSL /NRIMZ T AT FTIR

BT AD RIBHLEI TG, B RTE X% 0 2 s8R T 7RI b T AR SRR IR Y B .
BEIRTT RENE @I I3 APPIPSL /IR A 411 28 70 B S ik V) 05 2 R 2 35 R R HL AR FE S 45 [ 20] . R B REE[21]
1 F P9 R R £ (Valproic Acid sodium salt, VPA)T-1ii APP/PS1 XUFEFER /NG, 383t Nissl 4t Bl VPA i
I 20N BB SRR 55 9 A 22 00 H R AR B /K 188, TUNEL Je 8 801 VPA IR 77 4/ BRI P 8 124
ZILRFWD, XATREIERE VPA IGIT 4/ S HE 1268 1 b (T 4L/ BB B 5 1 R K . A1k 254+
T, P[22 AEE T R APP/PSL /NS CAL X 5 U0tk [A] X Ik Y A0 22 e TR IE 22 L 1A AD #5278/
B3 [R) 2 SEAZRE AT R B . 5 ARSI S 36 45 AT, /NI B B J2 3 nT R I I P & s Tk
/> APPIPSL /N B B iR B h 28 76 1) 5 2K [16]

ANFEIEIT F BT W APPIPSL /NRAM AL G T AL 2 AR K. RRETILRERE TR
(Epigallocatechin Gallate, EGCG)wJ LA 240 APP/PSL /NI A p75N TR ad ik, AR BT 4] 4 p75'™P %
ik PA K INK2 BERR 1k KF, Jiizb p53 Al cleaved-caspase 3 45 A ik, MIHIHIFAL T, KIEMAR
YERS, DABGE 2 DG BElG . s [23] T DA RO JE DR /N UM AL 23 22 e R T2, FONL 5 9 i
4 Bel-2 mRNA %3k, [FIFFPE{K Bax mMRNA. Caspase-3 MRNA ik %, Bk HL5[24]1Lh C57 /NRRAE
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XN, APP/PST XU 3 K /N BRAE AL RN p-tjt 2 (S WAL B, Sepe A R EIR, SRAVAAHLL,
252520 Bel-2 B FARIAIE N, Bax B FRIA D, ANTTIE R B-5 52 5 B fE 0% ol e 2k R/ B 22 203012 g
73, FTRE AN T SR N DX I 2R TO R TR O o I 7 3R [25] e A XU 5 PR/ Bt I P Ao 22 4 5%
3, Ry TR A L H BRI E T T, BN T R B ARSI T
HIt.

6. RE

APP/PS1 XUREHE RI/IN RO B4 5 BB AR 2 A0 & — B 0 R (B bt ) A B R e BRI sh i A, 3
sk L O T TR ZR g BRI AR LB R BLARR R . (R BAT RN B, X P Sh YRR A e 5 AU,
RAEAER IR BAF R B B B R, T ARE R U N B 22 ST IR TN EAT S IR B
MW sT, AT BT TR BRI ERIR K AR LA, DT R X B 7R e BRI 1K) R ¥ T S AT R
PTHARAGE LN ] APP/PST XU KL R /NG, FE BT /R i BRI A E 7C 2 e B rh A2 T LU AR s Bk 8 o
T e B A AE N A ORI 2504 KA R

E&WMAE
I R4 B OKRH £ 11(2012A080201005) -
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