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Abstract: Alzheimer's disease (AD) is characterized clinically as irreversible cognitive dysfunction. Although
a significant progress has been made in the study of AD pathogenesis, the effective measures to block AD progress
have not been satisfactory. Abnormal autophagy is thought to be involved in the pathogenesis of AD, and regula-
tion of autophagy may become a new strategy for AD treatment. Some medicines, which regulate autophagy by
mTOR-dependent and independent (Bcl-2/Beclin-1, GSK-3p, and p-AKT) pathways, have shown excellent effects
in alleviating AD symptoms. In addition, certain compounds extracted from plants have also been reported to
regulate autophagy and prevent AD progression through multiple pathways and multiple targets. This article
reviews the recent advances in the regulation of autophagy and AD treatment. It provides a new theoretical basis
for clinical treatment of AD.
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Figure 1 Major autophagy pathway. AMPK: Adenosine 5'-mono-
phosphate (AMP) - activated protein kinase; ULK1: Unc-51-like
kinase 1; SIRT1: Silent mating type information regulation 2 homo-

log-1; Bcel-2: B-cell lymphoma-2; TFEB: Transcriptional factor EB

Ao AL A B0 Bl A IR BT 7T R AE — £k
1 IEEYIRIZAY
1.1 ZmTORKHMERZF N BRI ZHH)

W L 20 Y F M % R L FF (mammalian target of
rapamycin, mTOR) & — it 55 B [1] 22 2 R - 75 &R &
i, tH mTORC1 fl mTORC2 W 1 & & Y415 . mTOR
e B W R A, IR UL AR K A
U, mTOR AR 3 1 3 42 W0 #1080 e 4 it
W, H AT £ AD & 2 v &K I mTOR & 12 #5001
mTOR AL XF 25 ADSERA —EEHP.

111 Z# mTORMEFI —FWER FHER
(rapamycin) & — i [ WERF 57 55§77, &40 mTOR
R A2, AT 8 E AR g B 40 ULK 1 p62.
Beclin-1.LC3-1/LC3-11. Atg3/5/7/12 5% 5 H W .
Singh ZFE 52 AP, M5 A1 T2 85 T 9t UL I 3 - ¥
PI3K. 25 H ¥ AKT 1 AR IR B 3 S o 45 &
(cAMP-response element binding protein , CREB) f fig
K, WIHE RS HWRE WA, SU% AL,
M A PSSR, 175 A %5 3K 42 PI3BK/AKT1/mTOR/
CREB & 12H0E H W IF 3 AD WA . AT FT SR, B H
7 2 5 5l CCI-779 (rapamycin ester analog CCI-
779/temsirolimus, CCI-779) 7 Tau FE A5 4% K2 [K] AD Fl 5

A (Tg i) H A9/ Tau BEATE R, 52 BT 4 7
B 1 Tg30 B mTOR 15 5 4% & . (Hik— B SR W,
CCI-779 ¥697 I A 5 4= BH 1E 5 1 5 1 3] T30 B Tau i
AZ 3R, $E7R mTOR 4 fi P [ W il ¥ /e P 1k Tau R 4
JTH A REH A A A, I HAHRERY, HiHE R
W, — Fofr e % k1 5], K A8 R A R WT BE ST AD
B RIE R G2 B, B TE AR R 75 ik — 20
JIESEE,

1.1.2 Zp-AKT-mTORRZFMEEMNAEY) K
M 25 251X N 22 L mTOR 1l 7], 6 Ath 24547 3R 30 o 5%
mTOR AH B2 FHMHI RN (32 1)1¢13. AKT #& mTOR
U IEPE S 40T, AT E B 3 mTOR @R 1K, MM
WS mTOR /A4 B bk . AT 7T SR, AKT @it
PI3K U Ja 7= A T i e LI 3,4,5- — B IR (PIP3), JF
T T389 AL R Ui mTOR p70S6K (B ER 1L/ 5
Z M A N DR, T 53— WU 5T R B, fill )k mTORC2
B A IR T I AKTU), B 5 5206 & B, 2 i 3 2%
(progesterone) A 72 AB AL 1) B JF % o 4 I v 42 v
p-AKT /KF, il mTOR {5 5 4 5, [K 2% 3 5 ) 2
i ¥ 2% 8 3 ) ¥ mTORC2 91 & 5 36 L i p-AKT. {H
fith & mTORC2 it J 45t 34 i 4] 7 = mTOR IF 4 18 55 43
T p-AKT 1fj H. Al i FEAK p-mTOR, F#E— 0770, 1t
A, 28 R 8 B A 2 40 M IR Bl Y R -1
(interleukin-14, IL-18) A1 i & 3K 3E [ T~ - o (tumor
necrosis factor-o, TNF-a) 7K, $& 7~ Z2 i i 2R v 310 1)
APB AL BRI B T B 53 41 i A p-mTOR 7K, B03E H W,
PSR RO

1.1.3 £ AMPK-mTORIZEZEFMEERZAY Ik
W ALK W, AMPK-mTOR I&1E 2 5/ 1 H Wi & 4 P B,
AMP % #fi ) &% H ¥4 ¥ [adenosine 5'-monophosphate
(AMP) - activated protein kinase, AMPK] 7% f& 7] I i
mTOR ik, ML 1 H W i 30E . SR, 76 AD K0
Tt AR L B AMPK 9 /b, H WK AR H . Zhang
SEN0IZ TR 1 S % BN (Western blot) 256 & Bl 2
S (selenomethionine) 4b PR K 5L 5 A1 Bz 57 i, 1 I

Table 1 The effects of non-plant extracts on autophagy and Alzheimer's disease (AD). +: Activation; —: Inhibition; 1 : Enhancement; | :

Decrease
L. AD pathological protein
o Autophagy activation
Pathway Medication change Reference
Cell experiment Animal experiment Tau level Ap level
mTOR-dependent pathway ~ Rapamycin +, LC3-I/LC3-11 T, Beclin-1 1 ! ) [6-8]
p-AKT-mTOR pathway Progesterone Unclear 1! [9]
AMPK-mTOR pathway Selenomethionine +,LC3-11 T, p-AMPK 1, 1 1 [10,11]
mTOR |
Statin +,mTOR | ,LC3-11 T, IDE 1 ] ! [12]
Cilostazol +,SIRT1 T, p-LKBI T, ! ! [13]

p-AMPKa T, mTOR |
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Frid BBl 5 LC3-11 3 1A 2 3% 4 1 - p- AMPK 7K~ FF 15
mTOR F ik 15 L p70S6K /K F- 2 2 ik /b, $27 ilf 2
1% 1] G4 AMPK-mTOR /13 (1) H Bk & 22 3 Tau 8 H
R fife, D35 AD IR o B 5 04 2 LG 8 S TR A1 1T 48 1
17 AKT-mTOR-p70S6K & 15 14 hin 15 Wik 44 - 75 g A4 ik 5
DA e B W B R AR 0 ABIEBR . EIRBE T RoR, WA A
Fi% 22 2 Pl 42 171 E W e 1 Tau A1 A B RIS B, 3878
AR IGIT AD A E KR, Wik iTAbs 2R R
41 ff 7] 98 /> mTOR B 1k, & i1 LC3-11RIAKF. b
VTR AT & —FhEE T B BRI IEE L Wi 215 5 A
TR 5 200 0 5 s Jf &1 Jiok &y 2% B it g (IDE), 1 IDE T 34
A AB KT, 33— 25 B 7t R IAS F AMPK 11 il] 771
Aab B2 AT 0 R B OR AR, $R R B A VT 4 AMPK -
mTOR & 12 B B2 TV 5 40 i W, ] iR 97 AD 2
HE—ANTELE 3T BLE TT I R, PEIS A (cilostazol)
AT 25 BRI N2a 41 i 9 AB SR 4 AN B R AL Tau & &,
R AD RST8] 22 5] e 2 B 71, o HL S 25 8 n
p-ACC (AMPK Wi 1) 5% ) ¥ 4%) F1 p- AMPKa ] %
k. T AD RAR B 22 X Z E AL (sirtuin 1, SIRT1) %
PRl B B Ab B S, p-LKB1 A1 p-AMPKo %1% 8 5 35 R %,
G % Al 1 Kb B A BE 38 1 p-LKB1 Al p-AMPKa ik, #2
7R PH I Ath I 5 AMPK AT SIRT1 % 255k &, HOE T 3
7% SIRT1 1 B¢ p-LKB1/p-AMPKa Jf 111 ] mTOR 1% 1k,
58 5 W > AR,
1.2 mTORIEKFM (R B A2

A mTOR MK PE I A2 J2 VR TT AD #4 I THE £, SR
22530 mTOR IS4 38 5 [ W vl 7 SR AR 2 A RV,
IRl b 28 o Ath 38 12 S | W — AN 8. LR B T
I RIE FUAE 52 ) — 6 A] £8 A5 [ mTOR FEAK 36 14 i 42 1
T H BTG T AD A T2 . @ Bel-2/Beclin-1 i
o XueZUTR I Beclin-1 R 1A /K F 5 4 vk /1 & 1F
A%, LER 45 & AL 1T B Beclin- 14 B B W A BHL 1k
P YH B AL T, T 404 Beclin- 1 4 M0 95 0] 0 32 40
HZET™, &R 12 3E Beclin-1 4K H6 1 H Wi 7 AD A AJ g &
BWEBBIEH . @ GSK-38i&1t. SRS
FERF B -38 (GSK-34) ReiE W, IRIREZEE (lithium)

Al GSK-38 8 H WU, SR, 7881 1Ak 4h SE 56
ORI, A BE AT I 8 R, DR B A AR B R
WK P A 58 0 R I 1 A B A, (R R 9T 1T e s
TR B R AD AR, 2R B A R i R AL Tau /K
SRR, SR B 5 B R TT BT B T ok AD i R
® HWE-HEEARE. GTM-1 42— # % mTOR ik
WP & 18 W 5 77, Chu 2520 R B GMT-1 76 A
2 e ] 22 AKT JEA R M AT mTOR HEAK i 14 77 42
HEE RIS B AB, H ] 10 05— A A o) 7
BN ORI OR AT i T B0 B hROE B REIC, 2283 AD R
TR AR5 A% N 5 FLA BRI
2 EYRBLERE

W IR, fEEYSE I R A B
W, V2 B0 R 25 BEAE B0 R AR 1) 72 15 i) 5 7 S5
AD A ROEFE, TS5 T AT ARG TT AD AR
PR W R it Tk Fe (3 2121300 3614 AR 4R 245 4)
W H ISR T K (R 3).

B A, AT A7 SR H B K 2 A T S TR ARV
Sy AT EWE, W2 B2 (polyphenols). & & £ W4
Jo7 B AE 22 1y ) Jon e ik e 1R T AH DR AR, B 5E H R
EREOREE, &R MR ARIT ADER (R
2)o FE/HEURE LT, R R S8 W 0T A 4 IE BH B 4 B
Wik, BYE I B MR A DGR AR 15 5 4 M AT To 24, H o i
7 (flavonoid) ) VZAAAE T 528 K R EM A, 15 JLAF
W50 R B KA S B & R4 A T BRI .
15 IR BT AD ) 2 By 254 5 SCHR v, 3 AR 32 EARGE 3R
B 25\ WUME 7 7 JC (oleuropein aglycone). [ %2 75 %
(resveratrol) F1ZZ 3K & (curcumin), 78 3% I 5 H M i&
RERRIX— R EY, UL T2 By 25351 AD 4
ROR R AR F R K4
2.1 £ mTORIERZFFT BEAEYRELEY

M B A 53 B 15 B 1 3 4 2K (wogonin) #& mTOR
Gy T (R0 70, AT 2 25 R 32 S AR R 5T R T e Joi 4 3
KR AByo, HAEJFAR B T B2 % 1 51 48 i A SH-S Y SY 4 it
HOR B LC3-IARER, 7R 30 4 2 Al 5 5 1 A i3t |
WA AT 3E AR 17 BB

Table 2 The effects of polyphenols on autophagy and AD. +: Activation; —: Inhibition; 1 : Enhancement; | : Decrease

AD pathological protein

Autophagy activation

Medication change Reference
Cell experiment Animal experiment Tau level Ap level
Flavonoid ~Dihydromyricetin +, SIRT1 T, mTOR | ! [21]
Fisetin +,p70S6K | , p-4E-BP1 | , TFEB 1, Nrf2 1 ! l [22]
Silibinin +, LC3-I/LC3-11 | , autophagosome ! } [23]
Curcumin +,LC3 T, mTOR |, APP | ! [24,25]
Pomegranate +, Beclin-1 T, LC3-11 T ! [26]
Oleuropein aglycone +, mTOR | , SIRT1 T, Ca>" 1 ! [27,28]
Resveratrol +,Ca?" T ,AMPK T, mTOR | ! [29,30]
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Table 3 The effects of plant extracts on autophagy and AD. +: Activation; —: Inhibition; T : Enhancement; | : Decrease

Autophagy activation

AD pathological protein change

Pathway Medication - - - Reference
Cell experiment Animal experiment Tau level Ap level
mTOR-dependent Wogonin + LC3-11 T ! [31]
pathway Protopanaxadiol derivative + ! [32]
Methyllycaconitine - [33]
Thamnolia vermicularis + +, mTOR | , PI3K | , p-AKT !, ! [34]
p-AMPK 1
Arctigenin 1 [35]
Radix +,mTOR | , p70S6K | , l [36]
p-AMPK /Raptor T
Bel-2/Beclin-1 Madecassoside -, Bel-2 1, Beclin-1 | , 1 [37]
LC3-I/LC3-1 ]
PI3K/AKT/Beclin-1  f-Asarone -, p-AKT, p-mTOR 1 ! [38-40]
Autophagy/lysosome rBTI +, lysosome | , A cytotoxicity | [41]

A6, JRNZ —_E (protopanaxadiol derivative, PPD)
{14 ) DDPU 18 1] £ PI3K/AKT/mTOR i& /2 ¥ % H
Wi, $2 = AB BT FR 2, 1E¥69T AD J7 A W EAE B2,

FF 3 4 J 52 B8 (methyllycaconitine) 7§42 mTOR
EATAME] AP,s35 155 T 71 H W, T 2 APosss 4T
M tE R B R ORI EH, JF R A R E AR R
U1 22 A, W Y R A i 55 BT RE 2 — BT AD A
I 525903,

Li 55049 %2 L B V€ ¥ A% 1T 7K 25 1 (B-site amyloid
precursor protein, APP)/PS1 %% 5 [K AD R Y 28 5 ¢
(thamnolia vermicularis) Z, B #& HU 4 4b # 5, mTOR.
PI3K AT AKT 84 1 A 7K 1 B A, 10 AMPK W 2 16 K 5A
R, PRORE R SRR U AT AR N — AN R E RS
7114 AMPK/PI3K/AKT/mTOR & 12 0 B WAL i Ap
kR Ak, TARARE N PI3K #i77) #1 AMPK Ji) #23
I 7, ] PERK/elF2a & 12/ 3 BACE1 ik, M 0
#l ApP A, A 2 TIRIT AD.

W IR, DA R R AD BRSBTS 5, 5256
F 52 4R 3% F 1 JC (arctigenin) FJ 7% AMPK/Raptor i&
AMH] AKT/mTOR R 50 [ EALHE A TE FRE,

Zhao 259 Bl SH-SYSY 41 il 432 & (polygalae)
A ¥R 5, mTOR Fl p70s6k F 15 Fifl, Wonit &% S H
W, 33F— 25 W 5% A B R 4k, AMPPK/Raptor 7K “F- 38 Jii1,
Fon e & T 4 AMPK/Raptor/mTOR i 12 5 5 [ Wk i
B AP

WEFIN A, 228 R v 50 B AR D B H W LC3 3K
A A /> mTOR & R IA 155 A WE, T340 M 052 5
AR . 2250 R Re I B R0 ) SO T 1)
i), gk s> APP 8 5 K SF AR K, Jd T {2 2 LC3-1
] LC3-I1 AL BOE B Wk, 1625 3 W - B4 R 40 f
APP AU Bl R . 1T 53— W 7RI, K I B A
S 1 W R UL PI(3,5) P2 2[R Bl 7 Ik i 52 4k W 467 3

5 -1 2 [A (transient receptor potential mucolipin- 1,
TRPMLI) i J&, 2238 2 T 40 B AB, L, 75 5 0& 1)
HT-22 i}l mTOR/S6K i 1%, Wi 22 3 2 il [ ik, 1X
5 R 5T 45 A e 12423), HHL L 75 s — P A .

Kou Z52UR I — A Mt % (dihydromyricetin) 7] |
8 SIRT1 7K *F 140 1] mTOR 15 538 48 M T 380 H W,
I 2 W AD BB 44 o0 H D) RE KL

JE B (fisetin) A& — M ML AR KR &, 4F
S A P AD BB R 7 2 A 28 0 4 L T B IS p70S6K
1 4E-BP1 8§ B AL 7K1, & B8 W) 3244 (cargo receptor) fiE
ik M MR 2R, T AL TFEB A Nrf2 7l 5 & H Wi Al
VB URIE IR (1 3Rk, (R B IR 1k Tau 2 F W15 DURE A,
A R IR B ER 7T 40 H] mTORC1 3 #1221,
2.2 £ Bcl-2/Beclin-1 % 12 15 B R E 412 UL
=Xy

5 R B, 2T A (madecassoside) Jik 2> H
W A 1 98 M PR 72 A, 389 00 Bel-2 7KF, B Beclin-1,
RELIT 42 55 LC3-1 M) LC3-11 %4k, & 7n 2 B AR 35 B4 ]
£ Beclin-1/Bcl-2 A2 175 H W&, AT ABys,s 75T 1
25 48 L 1 WG 8 RE ST AR A F 7

SH-SYSY 4l 25 ABys s A EE 5, B-41 = Tk AT I
VI 7] 3 - FE R U 0 S 1T 30 A5 5 51 2 1) Beclin- 1
AILC3B /KF Tt B KA 128 F Bel-2 /KF T B, 12
7~ B-41 2 EE 28 Beclin-1/Bcl-2 & 42 Ji 32 H WEPS, Xt 28
APy AL BRI PC12 40 0 it ] B- 21 = Bk Jim 1 30 ¢ 380 A
[F) 45 509, b 4h, %F APP/PS1 #5 3L K AD BB HF %
KB, p-41 3¢ Bk 34 0 p-AKT A1 p-mTOR /K *F, #1 H
Wik, B i AD BRURE B 2% () 2 o) R IZ B8 590 45 1A
Ft, AT B-4H = Bk 1T B85 J PI3K/AKT/Beclin-1 & 42
) E AR, B 2 # AD SRS RE .

5 A 7K SRR S AR B, A AR ER s VR 22 T 4 A
APPsw/Tg 2576 FR A5 B 25 4% A B3R AN 78 154 A e
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Al iR E S H W, RIN Beclin- 1. I8 4k LC3-11EE A
Feak R S A mT B PR 3 T DA R e AB DR D, 12
AN REAE TR AD 2 AE 7 TH AT B 2L AG T TE RUR e,
23 ZAR-ABRERFRETBRNEDIRIAY

EH T W B 4 5 VS Tl s il 5 A VA B N IR B
J R f, DR OV B A 2 B T FH SR VE AN B W KCE . Li
S [ ) 70 G AL B AD R AL R A
B D F D, T AT AR, P B R AR . Bl
FH 5 21 57 32 I 2R (B 301 55 (recombinant buckwheat
trypsin inhibitor, rBTI) A3, BG4 % H AN F T B, &
N tBTI AR 3 WV B 1R B i i R PR IR R EE B R
MR B R, 20 A SRS EME B, K41 AD
TEH -
24 FTEMNBIHKE

NF-xB 7E 5 b N ORI 28 98 E Hh 373 4 o5 3 L KA
F, S8 RSOOSR R AN A AR R E A TR T
COX-2 A1 iNOS; p53 A& — Flt 87 41 1) 25 11, & 1 5 4
1 RO BE R T, 75 AD R A WL %2 21 pS3 2 H 3,
HF 70 WM B s B pS3 R A A5 T H . /KR HETSE
(silibinin) A& 3K H H 25 8 (K & #D) SRR SRR S
Wy, RK KB 2R R B EE T Ar . Song R IR R
VES AByss ITAEMHE 5 X H R /K- T i, LC3-I/LC3-11%%
P 0 T FRAIG, ps3 2 F /KPR SE A 5 IR F COX-2
FTINOS /K F 522 58 0, H WA R 5 Wy 2 B b,
28K KB T AL B AT R AB,s o AF L, DRI K K B 2
1BIT ADWETE(RILEZY) .
25 Hitw

RORE 5 A2 2 Wy 2R I HR 34T 1 B RS 5 R, A
5 TR BAIVERME I o X34 A 1k O i RO 725 1
WA EVERRI, LR 3R O Ul H 4 Ca>/
CaMKK/AMPK/mTOR % i 15 [ W . HO v 5 4 in 4
A Ca?*, 3% Ca*/CaMKK//AMPK i, {# ULK1 &
R DY TG 29, B E A B 4] mTOR, M7 5 H
BRI, @ MM TF4 PARPL-SIRTI fl1if 45 H
Wi AR T LB OE SIRT1 A S E . @ MM 1
VE NI AL VAT 0. WONE v AL B AR 2 2 R4 2R
H 2 OB 2 (HDAC2) % IAP7, Pantano 25128 J% 3
A 711 2 10 EUAIOR ol T 0 W, B 7E I B AD
BRBE TR o 22 Py A1 2 5 S AP 42 0 B R

TR — R EG ) B B SR I 2,
O e & A b E A S BTS2 o Xu S50
RIUTE 2N T8 TR BE TN ABys s 5 T 1 W 389 5 ok
FE, AR 3 1 S /K F LC3-TI/LC3-T EL i . BF 5T
RIVEEARE T RERIBL A Ve, SR gn S 7). b, FE
ONFETT b FE AD BEAY B 3 h B 6 h 2 35 1 hN eGFP-LC3

o, RoREARTIHESEHMARES. FART A
3hJaE, 4 p-mTOR Ml p70S6K &2 B, $ERE 2
i T AT BEHI ] mTOR 15 5 3 B {3 3 WS, (2 2 B #i
N IEAZE AR )RR E 53 HEAR TS A B s el

SBUARVEYINR (Dendrobium nobile Lindl alkaloid)
AT 3 S 4 22 0 B WA T BRD B R 165 I 1 e
FES KR D o0 W, AR (Ginkgo
biloba extract) FJ 3 il APP %% 3 [X] AD § A 284 fixg - A
J5 T 41 g LC3-I1 A1 Beclin-1 £ (4 7K °F, &7~ H W 1
o WFTCR B, /N AN B R R i AR v S AR A R
) kb B J5 LC3-11. Beclin-1 F1 p62 25 ([ ¥k £ 14 i, H K
AR A5 32 B ) Ak TgCRNDS APP- %% 3k ] Bl 0 %2
B E WO, W AIThRESCGE, SRR RA SR EUAE N —
ol PR 52 R 47 B AE P 3 B 25 4, K A6 FH T o s
AD Jpi B8]

B TR, F AByss AL FE PC12 41 5 LC3-11/
LC3-1 FAE T B&, F 5 25 2% 3 K I 25 Ak 22 DA o 4 it
P R B F LT AR, 764 APy s A0 BE AT J5 8 FH 5% %8
ZEHLOR i R AL T N LC3-11 R &, TR H M
TG, Meng 2500 I 48 % I S 2 AT ) LC3-1
6] LC3-T1 4k, 3T Apys o175 FHIE W . 058 —#F 7T
RIL, TE AD 20 M 455 0 R0k o5 shP it 2 v, 4 s 1 s 2
BB ¥ 5% B F EB (transcriptional factor EB, TFEB)
2 A MEAEHE ABIE B, DR I 4 S i B B AT 2R AD
I B, (AL L 75 3 — DR E

FHARIE SIRT1 & 2 RE— AN T80, A2
FREZ SIRT K 1 1B 4215 T H W, TR Apysss 15 T
I PCI2 40 AR EEVEDSY, B FUab AN, 1 22 7 3 in e Py
Ca2 7K V- R #E AMPK 55 172 57 5 75 0 R ol R AL 0%
AMPK, 2k #04) mTOR Ji% H W, &% 51 AD 1E B,
SIRT1.AMPK #I mTOR & #i i /2 4L [7] & 5 [ 22 7 i
16T AD TR ERAE AL R .

3 #HiERRE

I JLAE AD X N 2K o i S B K, i o 24 ) 45 4
TF I S 36 45 A R 2 5 DA %F AD K AE 4 AL
HI RN AR SEE 7T SE 3B, X AD AL e th e — E
HERE . FLIE RN, AD B T R AR E R, B 2
Tk A AS A2 2 f8 AD [ R IR, B J5 Ak IS T e 1h 1
2 R B ik AD. B BT AR TP & oo b #E
EAR AL KT B  Tauid & RERR AL Sz B W 58 5
AR B AD PR E . W AR, AR A RS
SHSOUERZ R, KR BUAG AT X i a
FIZ5 )= H TG T MTET AD BB BAR S, RS R T
AD Fl 5 W 78 OB AR 22, (H I8 Bt Z 6 = — ¥ A 1 iR
E IR . A, B2 YRI5 AD B A N
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15306 24590, DAL M 0 280 L 0F 7 08 A R AT 9 A S DL B 4R

5T AD [ 280K R IF& BOLATAE IS A Rt — 8
W5 o
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