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ik

=N

AMPK{E SR S52RE KRR S FIHE KA
HEXRMERFETFRER

E M2 AR K, KRR, IR, R4, k!, EZXES
(LERFEHRFES—ERESIZ, Hd 250014; Zmzeqﬂlz%kﬁr%;wélzriﬁ‘a%ﬂ, F 250001)

WE: MAEXRTREEARFTETENERITERTXFZ G RKIN, 288K HH(type 2 diabetes mellitus,
T2DM)#= 44 4 % 74 (Parkinson’s disease, PD)Z 18] 3k ) BUm L4 69 5F AR R AR B X2, BRAFRAK
B, BIER F L& & %55 (adenine monophosphate-activated protein kinase, AMPK)/£T2DM#=PDZ [d] A2
B XA R. AMPKGE AT &b AES . AW, BAKHM., FaRKM. B ERR., ZHK
J 4 e Ao dn A4 S AL A 4 A 5 T2DMAPD K e AMPKS ) 7 o1 VATAAK P B o oF 649 do 48 | o i
KF, %M EFEMRSMNTBREZET2DMAE R ; CLBIRPEL, Flhao- R B E 4 (a-synuclein,
o-syn) FﬁPD?iJ%?Fﬂ%&.%JPDJ% Fo Wk, P HIFIRAMPKA: 585877 PDEY E NN X B #F8,

25 8 7 B A Ao o il i T A2 T AMPK A B4 4L ém}lv’lé‘ﬁéﬁbﬂﬁv%hﬁvﬁmo £ A R E
TPD K Ay 2B 47T, ﬁPDéﬁwszﬁm FARME T 3090857 B e Ao Rk,

KHEIE: AMPK; 2B R R e KR BbF IR %ﬁﬁv&&., fie & R

Correlation between AMPK signaling pathway and type 2
diabetes mellitus complicated with Parkinson’s disease

and the intervention effect of Chinese medicine
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Abstract: With the discovery of the relationship between abnormal insulin signaling and neurodegeneration
in the brain, the study of the co-pathogenic mechanism between type 2 diabetes mellitus (T2DM) and
Parkinson’s disease (PD) has attracted more and more attention. Previous studies have shown that adenine
monophosphate-activated protein kinase (AMPK) plays a critical role between T2DM and PD. AMPK is
directly or indirectly involved in the pathogenesis of T2DM and PD by regulating mitochondrial homeostasis,

glucose metabolism, lipid metabolism, protein metabolism, insulin resistance, astrocyte, and vascular injury.
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AMPK agonists can reduce blood glucose and lipid levels in peripheral blood, alleviate insulin resistance, and

reduce T2DM symptoms. It also prevents the onset of PD and controls the onset of PD by protecting neurons

and clearing a-synuclein (a-syn). In recent years, research on the regulation of AMPK signaling pathway by

traditional Chinese medicine for treating PD has become increasingly abundant both domestically and

internationally. Traditional Chinese medicine formulas and active ingredients effectively improve

neurodegeneration in PD by intervening and regulating AMPK phosphorylation, cellular energy metabolism,

and mitochondrial homeostasis, providing new treatment ideas and strategies for preventing and treating PD.

Key Words: AMPK; type 2 diabetes mellitus; Parkinson’s disease; insulin resistance; mitochondrial

homeostasis; energy metabolism

MA 4> #% % (Parkinson’s disease, PD)s& PLER L4
FRE. 12hiIRgg. WL 9 B AL AP RS 8 3=
Tl REFAE 0 — Fh i 4 RGURAT MR . HE BRI
W USRS, TERPDER R . B RN
RKNERN, CHCAME RGN T Ek R £
Bz —, RERTRFRERR, 658LLEA
BEFPDI R R RIEL 7% . HETHFFRIN A, PDAR
WS . SRR ARG E A, BT AL
R, B ORI R . R RelRG .
P25 9 RE S 8L 55 0 BEATL 1) 5 B 2 LG R p 2 0 K =
B, EK,

2 JR I (type 2 diabetes mellitus, T2DM)s&
JB 5 25 43 WA 2 X BRAH W AN 2 L T S R &KL
gk AR, S A AR R I — R A B R,
1E65% DL NBE b S R ik 25%Y . 5 PDARL,
T2DMIFIFE R 53 A SR PRI, R R A 52 2
WAL R R MR R R, I H R A A
RO e AN 4 = D R IR AT S IES Y AN
B R A5 0 FA LA

£ T T2DMAIPD & T 28 [ 12 4 22 T R 1 A= 2
MU AR ALY, 38 22 18] (1 AH S PR AT FE 8 T & o
19934, SabdykZ:°1¢5 2 T T2DMAIPD AL 7%
Ryl PRI FT, AR R I PR B 47 50%~80% IPD 3
(A & e = %, 1 HLA JFT2DMIPD & & s
HPERTE I, BT RN FEK. s, E
ZImRIE RN, T2DME5PDRAEAL L, B
58 5 P B (V) AR B AS LA 2 il 1) 38 BIPRE AR (R AR
LA — A A SR 7T R B, T2DMER
& B PD RS B II(OR=1.29), X F 50 4 o 75 K
B AL Ak 52 56 F B 2L AT DR R 06 R T, A5 0F FTAIE S

T2DM/ZPD¥— M ak M. = XU 8 R
WLy, CRGESEE] DU T2 g g TR
LRRLAR D RERRNG . MY o2 A 2 L S 2 JOE
Yok /b P X 8 o K A R ORI DA S 3
BRI A o 20 R AT T s 1 RV U0V I A R IR
UM foh 22 2 G 500 O R AP B B2 A 2
HEE R ETRIENED WM (adenine
monophosphate-activated protein kinase, AMPK){&
SIE LI, AMPKORAE Y g S AR U Y 1%
BT, SHUAZRARRRES . HEACH TR B AR
EEAE . 5 i(insulin  resistance, IR).
BTV M J5T 400 i R I A 453 4 4 s R A B L 1 % 1)
K

IR, ARG PIPDZYIETT PD W FL i
HWZ . WERUESE, TR RHTPD 2 YT 3K
[ IS R DAY 24 0 i SR 1) 18 M 2 M b 2 K ok 2R A
R, 205t E Y, AMPK. A% SR -
kB(nuclear factor kappa-light-chain-enhancer of
activated B cells, NF-kB). 22351k R A
(mitogen-activated protein kinase, MAPK). ML
WU 3 - 34 B/ 25 I B B (phosphoinositide3-kinase/
protein kinase B, PI3K/Akt). NF-E24H5%HF2
(nuclear factor E2 related factor 2, Nrf2)/HiE b
M. JG1F (antioxidant response element, ARE)%% %%
5518 5PDR A R R E AR, dhgya b
SiBURT Rt Y RPN RSV E LI AR E A G2 A
IR E AL, HAEREEMTE . L RER
E J52 S 459 FEATL A1) R 4w 4 AR P FR U AR
45 7 JVFAMPKAS Sl 5 T2DM. PDRIKC R K
Hh 2% AMPKAS 58 B VG ST PD A RGBT 9L, B
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1E 94 J5 I JE T2DM A PD 3 2005 I IR 55 S 56 1IF 7%
AR S,

1 AMPK{SS&

AMPKE — Pl T A ge 2 HE S R, T
RAFE T BEZEDT, B — Mg o EE AP A
PR YL B (B 1) 3R] AT AMPK)
U B A L SR B The 72 R £ RGN
BV FE i WIHE N N AMPK ZE /4 (1) S 2RV 4L, (B
AR, BILHEZ 51T AMPKE & Wi P A1
WEER AR AT, L BT 3 P AL B () — MR K
&M as G ] LU B JFUH AR F 51 EE AMPKIE
AU, 7 W5 4 B (AMP+ADP)/ATP ) EE 3,
HH R R, AMPSy WL & FEAMPK &
HE™ . AMPKIEMRAE & 214 R, W LAIE )
AT 20 P AT P L 3 2% DL 3 AR, 8 InATP
PR A AN S AR, WD ATPIHFERY . HE5RATP
FEA A F EALRE: AMPKOES i Une-5 1RE3
fi#(Unc-51-like kinase, ULK)ZIA DA 4 i B 1 ;
AMPKG&E I | % %) B % 12 14 4(glucose  transporter
4, GLUT4)/ B tkdili36(cluster of
differentiation 36, CD36)ifH % k18 i1 41§ A fig i
TRl AMPKAE R T E S B 15K 1 (silentin
formation regulator, SIRT)/id %&b WIEEAAIETEY)
Ay 5 U0 Rl §-- 1o peroxisome  proliferator-activated
receptor gamma coactivator-1 alpha, PGC-1a)ifH %
M SG s 2R A A ) A2 s AMPKGE R i £t
FE AR 1L 1 (acetyl CoA carboxylase 1, ACCI)Kik
DA 3E g D R 45 Ak s AMPKGE I T 1R IR L. 30 4 75 e
HZRIE A Cl(mammalian target of rapamycin
complex 1, mTORCI)ZIE I/ H ot & s
AMPKI&E T I £ W 5 i AFR L2 (acetyl CoA
carboxylase 2, ACC2)Zik T i i R A Ak
AMPKIE I T i 3-F2 k-3 F kI8 — 92 PR B AT g A
J7 ¥ (3-hydroxy-3-methylglutaryl-CoA reductase,
HMGCR)ZRIE AN il {ELRE W15 78 62> ATPII AE )
BRFEASRE: AMPK AER T4 58 % Ol
fiff(histone deacetylases, HDACs). [EIEEH T CHR
454 5 M 1c(sterol-regulatory element binding protein
lc, SREBPIlc)MBk/KALGY) B efF 456 E A

(carbohydrate response element binding protein,

ChREBP). ¥ 9 /A Fla(transcriptional
intermediary factor la, TIF1A){E5@#s, HE
J7. eWHER. ERAFARNAG K. BS5agER
WAh, AMPKIEZ 5T RATRA, 8k flELk
AR AR AR A i 2R AR R IS 40 b
LA DX 285 (1) TR R DA R 388 It 0 15 1 e AR 2 W R 42 o
5 DRUNDIE Rl

2 AMPKZET2DM €

T2DM 5 LA RE EARS KATH VI K. AMPK
VRN 2H i RE &1 445 1) S B2, AE T2DMFA) o B A= 3
AT HEAEEEMEO. HHARRYE, BUE
AMPK T LLA R0 T2D M & HL A4 B s A 141
IR SA A B SO JE S I 55 5 BEIR A - LA gt
FURHEAT 70 K R
2.1 HERH

T2DM UL MLBE 9 RFAE, 808G AMPKA B T 1%
IR P4 IIHE 7K~ o AMPKA] BA B 0 881 ek
W, BRI 3 ARSI BB 1 (liver  kinase
B1, LKBI1). 5 & A MK & 0 5B
(calmodulin-dependent protein kinase kinase 3,
CaMKKB)Fl % 4k A= K KBS 8 1 (transforming
growth factor-B-activated kinase 1, TAK1), R
il 6, 5 7881 780 i -6- B iR ¥ (glucose-6-phosphatase, G-
6-pase) M R XN KRR T
(phosphoenolpyruvate carboxykinase, PEPCK)™?!,
LKB12 —Fl 22 %%/ 75 2R WS, Mitsuhashi%™!
AT KB, EARMEREL EFHLKBIFE W
AMPKAE 5 % 5 R T i 15 40 e o GLU T4 R
) & PR SR IR, )Rz, TNWLKBI1A] LA i
AMPK (0%, CaMKK P& il it % S:Ca” Wik
Wi AMPK, 7ECaMKKB/5 T #8 rE 2 i ] LU i
12 5 20 L AMP: ATP LE 2805 AMPK., - 30 807 % b
MR E . ZippelZ PR 0], FIHTAKIMH T i
B KR F(vascular endothelial growth factor,
VEGF)RIF I AMPK iR 1L . AT TTAIL, JEITA
HMRIAMPKBERR AL, Z WA A8 1 B & HLS2 B LA e
53 B A B D I -3-O- 78 %1 % B 1 58 1 4
BRI, JF N T OBE AL R (G-6-pase Al
PEPCK) S AH S 55 R 7 (SRR e S Rl 1O ML 5K Tk
BEL FFHMR 40 fIPGC-1a) £ IERY,
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1 TAK1 PI3K
LKBI
GLUT4 GLUTI 0 \ j (AMP+ADP)/ATPt o /
T \ K} Thrl72
TBCIDI TXNIP CaMKKP )—> (p AM"
cnfm AMPK“
<«— AcCCl .__/ _ apm, TSC1/2
proﬁcfiont PGCla 4—‘y / ULK1 oD & Rheb
HDACI;DAC4 | TORCZ \ \
HNF4a
PI3K
CREB PPARy
Beclin Mitochondrial
homeostasis
P300
G-6-pase PEPCK
depletion|
El1l AMPKESBEHBMAKRKEE ETFEDF
22 IR AUE 7 IR & Rl ) 20k, PRARAR DT U0 L I i i
TR i I 2 MRS 24H PR X vy 2 3 5 37K 1 JIEL ) L Ve = R 2 R IS A IR B KT,

JSL 98 55 (IR A T, A A& T2 DM 5% 8 350 [
# . AMPK ] LUE S SGEIRKIGITT2DM. i ik
B, BE R0 LU LKB1/AMPKAE 5 i8 4 ik
PGC-loF iz KW IR, ViaveheskiZE &I, H
7 iE (Resveratrol, RSV){Edt AMPKEE, i
B DL B LA R E 0 40 B R T GLU T4 4 &
MM I 2 H 2, R ARSVEA HUHNLAIRY
B. MRMZ, M/PRNA-3138(microRNA-
3138, miR-3138)A] LLili i i 15 AMPK/GLUT4/{5 5
2N BT bk A R 40 R A TR PO, A BE A K
B, A AT DL S CaMKK B/AMPKAS
5 3 S U /) BRI S R T A R R i g I R
JERPERY,
2.3 BERAHE

JEJPE % DA D 2 W PR 3 B I A ST £ I TR 3R 2
—PA GRE R, RS S AMPK B
W nEREFRPTAEIR . KodihaZEPY R S,
KN FR AR 2 35 0 25 B B IR BF 2 A (protein
phosphatase 2A, PP2A)[¥E P43k i BH 1 AMPKAE
Thr1 72 R . BRI RN, &AL H) T LA
52 S AMPK A Z BEHBF AFR AL B (acetyl CoA
carboxylase, ACC)MBEIRI /K, THSREBPlc

H 27 B8R

P R 1 2 P i AR P U ) ISR K, AT R R
T AR et b R IR (0 7 ),

UhAh, AMPKGEET2DM [ SEAL R, 480 &
M. R 22 (white adipose tissue, WAT)EE
b BN DR R ¥ S5 7 R ¥EAEH o NF-xBE/K
LA A RN 5 1 S B OWCEAE L, I AMPK
AT DL I A HNF-kB 28 1A B A8 A SR I 11T
IRET2DMEH IR, BRNF-xBAh, AMPKIE A]
DU (R BENT24% S BB i 2 S S B 2% JiR
Bpdi i Z IR0, WAT TS RE B4, TR
A LA WAT i 57 DL BT A H. AMPKAEWAT
PR R ¥ HEAE A, BRI A IR 58 m] B
AL AMPKIE I 8 A b i DL SRR AR
AR TR R R, (R REWATES LD, e 4
Y0 B AR K R 21 R) A 2B 1 T B S 5 0 AT A T
RERRAS AT T, AL T BE 5 0% AMPK/ACCA
It S5 A W I A 3 B D 0TS 2 AR 8 /y (peroxisome
proliferator-activated receptor 8/y, PPARGS/y){E 51
B, N IR S A R e AR B e

3 AMPKZPDHHER

AMPK/E 5 18 B X AL 35 PDIE N AP 22 B 47 14
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PR A AERNEITAER, @il 251 s H Al 77 0
BOGEAMPK, AIBYT IR RGOSt 1R k. BE
FEHFFIA N, AMPK5PD & #H AEECH XAl &
i B R T B A 2 L R p 4 e A AR T A G,
FEW e AW AR SE SN 2R A Ty
RESEML . DA R 3 AT FEAH I IR .

3.1 gEERH

o MR RIS S5 AFEPDAE N I 2 M 4R
IR A R, N “REEZA” AMPKAE X
i AN A I X (Y I L EAS oW N
JiR MRS 30 ) B T M Jo 24 2 11 7 7 DL 4 457
JRIEE W E R, PR B 7 SR UK B i A
SR, W O B I B e R ) R R
HIATTI: — &2 O G £ on 8 Bl 2% IR
o 41 0 K AR G D LB RE R AN R
Z CIEREPH 2 To A 1R A 0 Jo B il S0 V2 B
R, UBBERRESM, G ARERE, fEHLE
AMPK/E 5 18 B I &R A DNA 75 5 FIA % BE 2 3%
BRA. fEAE R,  TRIRS S TR R 40T Bty 2R PR
3.2 ZERREEMWET

B2 EZRE & A EIE T 2 R EPDIW &
B E . WUEAMPK A DL AR B s A R4 R .
RZHR-EY)(Ganoderma lucidum extract, GLE)
Al DL E S 1 - R -4- 2R ML BE (1-methyl-4-
phenylpyridinium, MPP+)#IH|IAMPK, 53 1-H
He-4-KH-1,2,3,6- DY A ML BE (1-methyl-4-phenyl-
1,2,3,6-tetrahydropyridine, MPTP)/)N i AT 22K
W, HEINTHFH M40 fE s, B2 Ok a ot
FRUO E A OB B2 T LA 3k LR 4 3 R0 1 il
AMPK/Akt/mTORIE %, feit 2 WL BEM 2 T i
T2 RZMEIETY. BEWREI, H/PRNA-
124(microRNA-124, miR-124)F11#/NRNA-29a/bl
(microRNA-29a/b1, miR-29a/b1)¥4 ] L@ it i 5
AMPK/mTORi# 2%, #3| % EIZREM A TR 1E
JRISAT, i i e R S 1 7T LA o AMPKCG B8 {47 %2
EEL i e e 4 T e 2 A
3.3 o-32fM#%E H(a-synuclein, o-syn)

WEF R, AMPK s A LAE 3t a-syn 35
B, DA o feim =P Bl SR s ROE
B2 TR, AT BLE R AMPKBOE 8 T
AMPK/mTOR/E 5 1458 H Wil &, M a-syn

ERANAR R R R I, (A& EEt
(R AGR T IF B R 32 i, T F3ca™ N
Wi, WECaMKK2/AMPK/mTORTS 5 if #%, it
ik /N 2 5 40 B A5 g Al o-syn B30, M, fEa-
synid & 2 (1) K B KA E o R I LKB 1/
AMPK/Raptorid #% f PR &L,

AMPKXPDIEH 7> THLHE RIS 5 H
WL EA R ROGE ML ZRL AR ) e 55 7 TH .
SIRT3i Rk (e it T LKB1EER Ik, #EimB0S 1
AMPK, [#M% T mTORBEMRAL G K H MR, £
SIRT3i@ L 1 1T LKB1/AMPK/mTORIB## AL E] 1 R4
FHEEA 5 T 1 PDAN AL (/R . RIS S R
it 70 AT LAIE ik AMPK/PGC-1 ol ¥ 9k 52 M PP+
BRI EM R MR A D e Bl RIPMPTPIE T
(I PDASEAL /N B, 28 R THRA PR 40 AP o7 HRB6 2 T I
o 32 A B 1) AT DA SE G O o7 S £ P A i 32 A
(a7 nicotinic acetylcholine receptor, o7nAChR), it
M #0#PI3K/Akt. NF-xB, Fi##AMPK. Nrf2.
cAMPI B JC & 45 & & M (cyclic-AMP  response
binding protein, CREB)Fist 4 44 1) B 1A 3 58 4035
1% 52 y(peroxisome proliferator-activated receptor
v, PPARY)E 5, FAEFIPDM A KIEMEAD,
SIRT3 T il £ il 5 AMPK FI CREB [ 76 B2 A, B 1K LA
N 11 A A% B A 1(dynamin-related protein 1,
DRP 1)K BRI N, FHELRARD)REE L,
FEIISTRT 3 323 W] LA 1 £ A 44 Dy RE 2 L I i 2>

a-syn P,
4 T2DMAAPDIEITAMPKIZESL

PL_E N 2545 73l 1) 38 T AMPKAS 5 38 4 {ET2DM
MPDHFER, T R¥ £ AMPKAE 5 18 2 4l
fi] 7% 25 T2DMAHPD P P AT 27 6 [k
4.1 ZREIETES

LRRLR RS BRI R R R AR ZobL
KB Rk R F g, 2Rk A Fa G2k 5 T2DM
FIPD KI5 %5 U A 0200 el 2 W A A R
B VHRESE N AR A T R AR KR A R I AR
AMPK 7] 3 13 0% PGC- 1 o] 32247 | PPA Ry B HE 1
I A (estrogen-related receptor, ERR)Z 5%k
KA A kA . PGC-1olis 1N T 2kbL A i
B FPORZ G B I R PR TS BRI R IA, JER IR
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T R S 4N 22 E R B A 2 e B 510
B3 T T2DMOK B 4 B &%), ki A s g 2
(LR TRLNCIEE I L e S A R NS
LA — PN, 4 24 BT 28 R A 5
THBR B A ZE R AR . 2K A4 AR PR - (mitochondrial
fission factor, MFF) & 2 A4 2445 1) 1% O 4 A%,
4%, AMPKA[f#MFF Serl55M1Serl 7347 SRR ALAR
BELRAR A e A0 AT R kiR 1%, AT Bh
T B EPD K BB (135 245 7 1 R Rb A o = L,
[ Pt BT TR S I B i 4 s g I 2R LO) .
A T WG 2 V7 Ak 52 0 R A F — b 2 e 1 ol e ol
SN 2 P RN E e S BN b e el PR i
FEAMPK A EIRIIHImTORIEME . IR X ULKI
I, 5 — R PTENS S B2 ¥ | (PTEN
induced putative kinase 1, PINKI)/Parkin/} 52
Wb 2 i A 2B 158, AMPK/mTOR/ULK 13 #5380
A4 SR ATPEG o LIRS I W, 32175 9k 2D a-syn
A IR a-syniF S THE J AT N ELFEO . 7
FERI, AZAATAEIKE T 55 AMPK/mTOR/ULK 1
BAIEHEEWE, T LA ET2DM /N B i g
AMPK FIEPINK 1/Parkini@ %, 7] & 3% 2¢EMPTP
7 FPD/N RZRARThE 5 . 18 3h ThRgkErg 1
SRR AR THRH s oo B0, T s 3 i
W R B IR R B A, ek 55 B PR P
BT,
4.2 HEMH

BT R AR, A RIS
(glucose transporters, GLUTs)Z i 1 i &7 b $7 EX
P EEME. GLUTsBEHGLUTL. GLUT2,
GLUT4, §E RT3 Rhobe 6 225 4 A IR 2 5k P9 R RS
IEBIRMN . GLUT LEE K i A =y BR T+ A 52 448 A A2
TR R ML, 75 KA AR 42 204 s GLUT24E
JH B AR B AT s GLUT4 3%
TFAET KRB EET0 B BRI R 05 41 23 40 g rpr 173
AMPKGE 2 3 GLUTs #% 1z 81 45 bl e\ 200 o 384 Jin 45
BIMERREL, AR EAREW R 0T L@ R
% A F1 1% fife i 280 30 85 B9 B AF 28 H (thioredoxin-
interacting protein, TXNIP)M 3% INGLUT1 5 {358
B, AT DL R TBC D12 A WK EH GLUT44
AR e sz Bl B EN 4T A F 4 4 B A ORI
R IR AL N G-6-paseZ S HEREMF . GLUT R38N

AT DL R % B T 41 A % AR, B IRGLUT4 W]
DLSE FE G 1 R Ak 0 R T R U, XPDRAF —
s Ry E R . 2R, GLUT2 K fo i 41 M 78
7 %5 BER FE 5~15 mmol/L ¥ BBl Py 45 B ) 38
Ty Wh o TE X ] A BE R SO OB I R
Y fg H GLUT2#GLUT1 &4, —EfEE LnE T
T2DM I [ % 5 M PD K G - W R SR H il 1
(phosphofructokinase 1, PFK1)/&—Ff B FR iE
B, S5 EREMN =20, LU0 N ATP/
AMPHAE TF i, PRK G2 BRI, XAt
25 AMPK B R 10N\ 0 -2,6- — B B g 3 40 57
AMPKIA 8 30U T PG P s g 1 SR 2 i
Mg R AR RO, BERRILAMPKI% 5
CREB A 5 # 5% F WG M2 I B BR AL K 38 i, A
T FIHICREBRITE P, LA B AR AT % 781 460 b 26 7™
TEAMPKAF R, & M4 5 AR RE T,
K 7 257 B R e A5 BIA R s, A Ak
T T2DMAIPD ) K -
43 EEHRAKHE

T2DM 1 [ i & € ¥y A% 2 Ik (islet amyloid
peptide, TAPP)!’FIPDHH bx & # 5 /M [ a-
syn* R HHR T B A E AR R R, TAPPREEF L
fedta-syn I RES, PEIRIE, & A5 BRI
770 A7 5 8 AT DA 50 BB AT i AMPK B iR 14,
W, SBOZMEREASeBmR b, ik
TAPP R B M D o-syn () BEFT, mTORE
AMPK 1) FFHE S 2 —, EVE NN RS 772
BIHIE AR AN WS RdES. mTOR
S W GOPE TR T DR, Sk A A 2 4 A
H, AMPKXmTORMIEH FIFE2 i m i, AT
PAAEBEmTORX [H W 4 /E A, 2k (e FAPP &
2 BIEREM A T N a-syniB B, TIF1A SRk
W REFEDIMG, ERIEN, TIFIARIAN
TG T R AR R R ZUR T R 2 0K R I AR KRN 43
3G hn, fEREE B = & N AMPKBUE 5| E fi 1%
] FETIFIARRIE N R, E WSl LS
Bra-syn, {H[EFER] DATS S 2 O R 22 0 A8 1 4T
o TIFIARE W MR &t E K, (HAMPK
SFHAMEER . Brel, AMPKZ 5 & A AR
XTPD 1) 280 B B EAREAE R, R A7 1
Gl
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4.4 RERACHE

Jig AR 4 2% 1 & T2DM AN PD ) 25 B R 09 (R K
o 5] ML S A S BORT 28 RE I N ) B B i 4R
AMPKGE I KRB IR L S 5 R A R
AIHE W R AL 2B, ACCHZ iR i R ARt ik 42k
) —AEEIEEAL, HPACCIS S IR & &
IR, ACC2HNH g I R M AL . AMPK AT LAH]
HACCRKIE, MDA B, 38 n g i
FELRAR I BAAL . BT R B, H T LAY
AMPK/ACCAE Sl %, 43 db/db/IN iR 18E e A
AL, ZEMPTPE S HIPD/N B rhr, PRI %
L] PUIE I 45 Ghrelin/AMPK/ACC/E 58 %, ik
B MR A, — 0B 511 5 PD A FH [
TR, R S PD K R AL A 2257 TR
e H T P30R G, WE 7 AMPK/SIRT1/PGC-1a
ET I, A AN SR A4 B R T e A K 43
S BAR T 2. 1f5 A1 224520,
45 IR

ARG, PD KN i LR 5o 1 4 B AR 4 AN
ATPA T RPN, e e 22 EURT i & s I b 2% 12,
F IR AT REIE I PD RIS . AW TR, 2k
PR(WAMPK. PGC-1o)F1 &R H B (UINTf1) i 12 [F)
B2 5IR5PD, St 1 g ik & 7R i oK R
6-F23 2 L (6-hydroxydopamine, 6-OHDA) T
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B A AL BE R A, T 5R T ORE A . 3
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WSRO K, MR vE gt — 20 S 8 A K&

BYH I FAG . E AMPK B A5 ¥ 22 78 7 I8 (%
PER, ATk D 7% 0 4 i 5 i Py R 4 B ) 2
B, sl 2D I Jo HE R RT 98 JRE 40 R 00 8 5, I AN A
PLEALBI AR RIS, LRI 75— E A AR
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factor-la, HIF-1a){5 518 % 5 B A A 1 3£
ik, RN EAR PR ESEEANRENE, I
A B PP 2 40 B A% AN I S5 R T Y . M I
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T2 M AR P 1 S AMPKE S 77— H WU,
8 i P I B A B R AT A FE R A, A
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P L R A R A5 R R A - 1 4 T o BDIRS
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51 PR EFPAHEF
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16JT T2DMAIPD AR E AR /b, Bk B g5 in
W 2B B e 25 2 7 IR AMPKAS 5@ IR IT
T2DM. PDIfIE4E L&,

5.1.1 GLE

GLEEESHRZ LM, RZ =M. RE]A
F A BT, X HLR A SR A ER
XTIEE . A BT VE LR . GLER] LAY
558 e U O O 15 5 D R R D BRBBE B R UM, IX
AN FE R HAMPK A SRV, PDAHSCHE Ft R,
GLEFE 75 AMPK/mTOR/ULK 1 P4 }2 PINK 1/Parkin
SS IR A MEE, JZEMPP T S /N B A
ZIRANMLIN B WE N, R FE ARG ThEE f v O,
512 Ahh T 1Y H

HH (FR) FISESmRE Wiz, wTe0E
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2GR L N LA 1O s T, BH
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igf%ﬁy\% iz%*%\ iz:ﬁ\ i'z@\ A 1
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S H N s o sz
; R, EE. KE NS, ®F - £3 A7
W% o k. HA pp  HEPESDREUSFME FIE o ToR. Le3-T. LC3-T [102]
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52 HHFRRS

254G 2R R DA I 22 Bl RO AMPK S
TOE R, I ZRAARRR A L R A R
) 2 RE AR T B R A 2 P AR ) o B DLEGE PD
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PDIF) 45 322,
52.1 #HEAEA

PR — P E AR TS . AR b ) 3
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AMPK 02 52 14 S R 5 3 AR 25 L OV JR I ) /) B
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15 5 18 2% ) ¥ 2k kL R B W T RS B A 2 LR AR
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RN RA G, BABR. PUE. PiE
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SR I XoF i 22 0 175 5 %) K BRI IS 44 b 8 2 PR 45 £
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FELJRE 512 FR A s s 00107, R 55 U i g
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