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The possible mechanism of AMPK-mediated hippocampal

AP deposition decrease by physical exercise
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Abstract: Deposition of hippocampal B-amyloid (Af) to form senile plaque is one of the most important pathological
reasons of Alzheimer’s disease (AD). The abnormal deposition of AP in hippocampus may induce the development of
AD, which might be related to the decrease of AMPK activity in hippocampus of AD animals. It was found that
appropriate physical exercise might inhibit the deposition of A in hippocampus of AD animals, but the mechanism
was not clear. This paper reviews the recent research achievements and infers that suitable physical exercise can
consume ATP to increase AMP. AMP can activate AMPK in hippocampus. The activated AMPK may up-regulate
a-secretes and down-regulate B-secretes to reduce the formation of AP, thus preventing and alleviating AD.
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ik, TEEFRFEEMIE ORI, AR E B
A B AD AR HERE, B R 1, E
AN S AR S 5G F HT R E S, S E A F 123
A AR RITTR U, (B BRI MRS B . i
H IR F 2 3hv] LLUE IS #E ATP, {25 AMP/ATP
EUAR, 30 iy AMPK! ™), % F R 70 i 8,
HENZE 2 7] B 2 1l I s AMPK Jd/b 1 AB B4R R
PUSC OB AT SRR, DA EE— 20 ) B 32 3 Tl A
e AD 73 T HL .
1  AMPKXTAB4E K aYHNHIE R

A TR I, AD /NI AMPK [ E
T F%. Dong % " L) SAMPS 3% % 1k /N BLAE A i
FXT R, KIL SAMPS /R I AMPK 3% 1M 2 1%
TIF i SAMRI1 /N, $En38 8 2t AMPK
P & Wi B . Wang 25 PV IE 52 7 APP/PS1 #% 3t
AD /NI N ) AMPK 35 % B E AT [ 8 B AR )
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IR A OE AMPK, U8/ AB S UIR. Rk, HE
M AMPK 35 PE AR AT RE /2 AB 12 30 AD KA1
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Zhu %5 PR SR B, AR 35 oo nT O o s
AMPK K/ APP/PS1 ¥ 3: K AD /NI AB LA
o1 H S50 R B 5- (S K e -4 H I R A% TR
(5-aminoimidazole-4-carboxyamide ribonucleoside,
AICAR) E25 AMPK ##)) 7| v] LLEOE SH-SYSY #f
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P50 ) Pk AMPK 5, S50 AR F ik Y,
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Uk /> APP/PS1 # JE [K] AD /) B 55 AB HI UL s
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2 EEED AP R R
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RIS T AB42 IRIE, & T4
SJieAZ 8770 2011 4F, Um %5 U SOuf 24 H ¥ Tg-
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Bayod %5 " W 5t & B, 36 JE B & i B T 4 58 i v
KRS N AMPK # R4k, 25 AMPK (135 1%,
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%4 18 m/min [l 32 3l AT i@ ik s AMPK/PGC-
lo /55820 12 A #MErE Wistar X 5SS N Bk
[ 1 AT b v R ) VA S S D W e M
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e L EAHEMER 720 2 7071 AMP B ATP 454,
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(2) AMP F1 AMPK 454 )5, fff AMPK BN 3 B i
Wl AMPKK ) R 44, AMPKK [1)1EH K AMP
W BN T + (3) AMP 5 AMPK 45 & BE4IHI &
B ERAE ST AMPK 172 47 55 I B RRAL/E T . DL L
3 P o B AT ATP B, Ak, AMP/ATP

ELAE X AMPK B0 35 S8 INBURE, 244144 B3 40 A A
TIB B NECIRAS K, W AE ATP, 7242 AMP, 340
AMP/ATP tbAE, S%r AMPK 7E 172 7 SRERRAL

4 HiLGRE

27 Eprik, AMPK nl @i 4 a-. B- 7 Wb B
FaB LAk D> AB BEH R, L AR B PT R -
122l v L iV AR ATP, 38 AMP, 4§ & AMP/
ATP LUAE, MBS AMPK, {H2, HEIMILXT
2Bl iE I EE AMPK J8/b AR YRR A 5& SEUERT 7T .

HE, A SCYEETE 2015 4F U@ HiE 3 T
EXARR ST, %0 H ¥ L AMPKo2 &
Br/NEL. SAMPS PRI & 1k /) i, APP/PS1 #% & [A]
AD /NEAE NI AN SR, MAT R TBEFMS T
A W) 2 22 AN J2 T 9t 18 B 15 T W AMPK
WA -y B- rUAEETE T, Wb AB UUAR,  LATIRBE A1
ZEfR AD.
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