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Abstract ; Traditional Chinese medicine can improve cognitive impairment in Alzheimer’s disease (AD) by regulating different signaling
pathways, such as phosphoinositide —3 kinase/protein kinase B ( PI3K/Akt) ,brain — derived neurotrophic factor/tyrosine kinase recep-
tors (BDNF/TrkB) , nuclear factor E2 — related factor 2/heme oxygenase — 1 ( Nrf2/HO - 1), mitogen — activated protein kinase
(MAPK) ,Janus kinase (JAK)/signal transducer and activator of transcription ( STAT) pathway,etc. These targets and levels of each
pathway acting on AD are different, mainly involved in promoting cell proliferation and differentiation, inhibiting cell apoptosis, reducing
oxidative stress injury,regulating inflammatory response, and promoting cell autophagy. The existing studies on the AD treatment with
AD are mostly focused on TCM monomers or single signaling pathway. It needs further studies on multi — target effects of TCM com-
pound components as well as the expression of upstream and downstream protein receptors between each pathway. The optimal concen-
tration of TCM has not been unified. In addition, the experiment research are mainly focused on the treatment of AD animal models or

related cells with TCM ,while pathway blockers or related gene knockout methods are rarely used to verify its regulatory mechanism in
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turn. There is an urgent need for further high quality and large sample clinical trials to clarify the relationship between different path-

ways regulated by TCM in the treatment of AD,to expand the research ideas on the mechanism,to provide theoretical basis for the clini-

cal application of TCM in prevention and treatment of AD and other neurodegenerative diseases.

Key words: Alzheimer’s disease; traditional Chinese medicine ; PI3K/ Akt signaling pathway; BDNF/TrkB signaling pathway ; Nrf2/

HO -1 signaling pathway ; MAPK signaling pathway ; JAK/STAT signaling pathway ; mTOR signaling pathway

F0] SRR 2% 1 BR95 ( Alzheimer’s disease , AD) J&—Ff
LT R B AR Y LAEAT I DA E RE R e A7 Ay 45
T E G KRB P& RGBT YR e TR
2018 Ay —WigE i s B, A2 Bk AD S U
5000 il BEE A HERRALRI IR, AD 5 &0 3
AT, B3] 2050 44k 152 4261 . AD
A AL 32202 B — JEMI A 1 (amyloid B -
protein, AR) PTAL  f 45 A0 S 2 [ tau ( microtubule —
associated protein — tau, MAPT) 33 FE B R 1L , IR ¥5 &
P SR 2T AESRSS A2 ST ALV ZORLIR T BE
RS SE 2 R . AD R RRECK, i B IR YT T
B TR R YNGYT IR AR 250G T e 58 ik
AUZ0 IR AD NI RER # 25 2 4%
WRFF . S RIT, R HL I AR 25 W PR #2454
S REFIOIE S, TR 2 RE RS i AD AT AE
WA, SE SRR

HEERE AD )R T J R 7 YU G, A %R JE A
REARSE ZUE A HE iy (8B AR AR, RS AN A2, BB TEF
RIS s B S A KR E AR B, B4
WEEE R A | LD 2B M AT T R O
gl AR P2 LLAESE @ 45 28 vh 25 BHIETR
g7 R R 2T AD fEFIPL] 9 BT B,
H 2l R SE e AN [R5 S0l s AD AR BERE
B, 0 B O T LI 3 — /2 U B ( phos-
phoinositide — 3 kinase/protein kinase B, PI3K/Akt) |
AR AT 2278 % PR 1/ T BR324 B (brain —
derived neurotrophic factor/tyrosine kinase receptor B,
BDNF/TrkB) A% ¥ E2 AHOCH F 2711 £ 3 48
fi# — 1 (nuclear factor E2 — related factor 2/heme oxy-
genase — 1 ,Nirf2/HO — 1) | 22 2L 3% A 2 H 0 (mi-
togen — activated protein kinase, MAPK) | [i% 24 ¥ {54 [iff
(Janus kinase , JAK) /{5 555 52 S 34005 R T ( sig-
nal transducer and activator of transcription, STAT) if
% R 7L 3 ) B A B R LA 1 (mammalian target of
rapamycin, mTOR ) 2 | ILZE AR U .

1 PI3K/Akt {5 5B %

PI3K/ Akt {5 5l HHE S 5 AN A < oA A
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TR PR Al iR A . PIBK 24 il N B 22 1 5 5 1%
3T, AL EE P10 AR Y 5 P85S ZH Al
Akt & PI3K 1 I {iF 2 1 8 , PI3K 300 ) al ik —20
WERR AL Akt Akt S 535 A0 MLAF 1% 85 1, LR AR OC
FET-AR #ERF ( BCL = xL/BCL -2 - associated death
promoter,Bad) 3 3L %% 5% [ T O (forkhead transcrip-
tion factor O,FOXO) FIHHF & Al B — 38 ( glyco-
gen synthase kinase — 3B, GSK — 38 ) , M 1 4 5 41 Jify
A3, PI3K/ Akt 3 2 5 42 K 5& 2 S 7 (A
CREB.NF - kB %) K Z % 4t e DI g, 4n 4 L 3 Wit
(mTOR) 4 Jfd i T= (A2 i T= 26 11 Bim , Bax, 7004 1=
Bel -2 2 () fiE F i 28 I 4% v 1 5 fih ] 5 4
PI3K/Akt {55l B 5 AD (&4 Kk e B TR 6, 1%
A A T GSK - 38 T4, I/ tau (93 2
BERAL" 25 AD b goniRy . BFRR I,
i PI3K/ Akt 38 g%l fdf tau 85 F o B BERR AL, T2 A
MR LT YEgRSS , 2 AT T, I AD &
F I B R BN RE R R

T BRI R B, UPES R T B AD /N R
UG, v R PSR PIBK Akt 35 5k K
HBERRACACT- YT, 106 2H 28 v i P 5 5 4 3k 2
I — 1 (ionized calcium binding adaptor molecule — 1,
IBA — 1) i £F 4E R P 25 1 (glial fibrillary acidic
protein, GFAP) 7K F-BH i F# 1%, AChE | (A4 iE A~ &K -
6 (interleukin — 6 ,IL —6) . i IR AE R T - o (tumor
necrosis factor — o, TNF — o) \#% A T - kB ( nuclear
factor — kB, NF — kB) . Toll ¥£5Z {4 4 ( Toll - like re-
ceptor 4, TLR4 ) -t W\ (e AIC, LIt 45 11 2 0] 5t 14
K, AD /) BRI E DA B 45 i 8 TR, R
S v] s PBK/AKT 2 5 AD &7
P71, DRI XA 22 T AR | AE BN B AL T
X2 RS S B, AT AR TR ABos 55 1
Sl PCI2 AR 55 AR LU AT 25
ot p - Akt (IR, THis THlF Bel -2 ik, [
K Bax #ik e R AR BRF M Z R & H 1 3 (cysteinyl
aspartate specific proteinase — 3, Caspase —3) /%51, #2
190 A HLAT T35 3R, T AEAT 25 AR BT F PI3K 11l
F, PC12 20 MY A7 1% 24 W S AR, 150 WO AT 245 1 Al g
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Sl g Ak 1 B R 1k O PI3K/ Akt 38 i, 1) 1l
ABos 35 TS PC12 4R i AR -0 b ¥k ¥
R ACEF R E IS ) ME A Jr, R
SEUSTRE ST M B AR TR AD /N BRI HLA L % B
R A A S P3RS Akt {5 538 f 52 m AD /)
SR A= iR ST, LA PIBK Akt 8 HBEIR LK1
FIk , DR iR X B S I AR A AT , T e R R
W — 1 ( phosphofructokinase — 1, PFK — 1) | Z, %
JI U 3 55 B2 (ALDH3B2 ) 3 381k, 35 fE it
AR A (I AR B RO I 75 i — 2P e . 2
B B OB K R Z B S A b 4 L RS
AT A5 RO 2005, ZR AT 2 R B, A P R R
Z ot BB AT AR, 15510 AD KRB 5
DRI, st AD BEHYR B ST INHIBE 77, KR
51X PI3K AKT 5 (k47 , R0 RaEs, &
12 B o B BB AT BRI W0 PI3K/AKT {555
PRI AD R B2 Y o

2 BDNF/TrkB {5 5@

BDNF il A 5 & i 2 A &8 S 7, T BR
T2 AL PO T Rl S5 D, AN
KB J2RIFE AT X7 o TrkB JZ BDNF (145 5
PESZ ARG, Xof Hit Hh bt 28 7 J AR 5 f ] B8P A 4 R
SA/EM . BDNF 5 4775 T 5 fil 5 #01 2€ fi 5 T E 1)
TrkB 454, W I 31132 VAR 200 B P DX 3 1) T 2 PR
TR IR AL F0 — 34k, Bl S AE T PI3K — Akt
Ras — MAPK 1% 538 B& 19115 . BDNF/TrkB 3 1% 1%
I Je 2 F 3 vl R ] R P 28 R e iy e seph 20T,
PRI Z TR fil 1) A KA 204k, PR 22 1 B
WG . R BFSE & B, BDNF/TrkB {5 558
FEFTRES 5 AD MR FE, T 5 AR A T
LI tan R 0 A BT, TekB KT
NURIER AD R AE MBS R Y, B TrkB mRNA
JKF- 5 DA HR B (R B 5 AD R R Y
BDNF | TrkB ¥ B #£ K i K2 )2 F1 TR 5y X8 v [
K>,

B2 BT Bl PH IR ST ARy o FTIE S
AD KB FE FIALI , 2 B0 e 771 0 28 86 BH 2 1R e
Z F18 AD KRR S 2H 21 vp Bel - 2 . BDNF £ TrkB
FFEE I FEik, AL Bax, Caspase — 3 fll Caspase — 9
HEFRIE, SR 205 il S A 45 0 , 35 m L Tk
JHTE 5% £ i ( choline acetyltransferase, ChAT) | Z, it
HEGK (acetylcholine , ACH ) 5 i, 15 B B FH 25 i ml 3
I BDNF/TrkB {55538 %, AR A0 A 0 2, 25 JIH ik

RER G0, TR AD K BRI TA R0 2 fE R %
WFFE I, KA R0 1) AR IO VR T T ABos s
B AD KR EUS , BDNF \p - TrkB 12 151
Tar , i Eh2H 2 S0 B Je Ak 28 7 ) (advanced glyco-
sylation end products, AGEs) FI PN [ ( malondialde-
hyde, MDA ) 1) &35 T i, i 4 1k & 1§ ( catalase,
CAT) F1 i & 1k ¥ B 1k B ( superoxide dismutase,
SOD) IE T , 2 2T 0 I RE 145 B B3 | b4 o
M4 85 H (neuron specific nuclear protein, NeuN )
(R FR W W T, ek T i ML 3G 5 5 e Ak, AT RE
5 ARSI S BDNE/ TrkB {5508 8% 2 m DR
T she A 5 EEEP LRI, 2% H
REEL BT D TG, AD KIS X2
TCHESHE 55, 2 23 I 38 2 s A BTl JE IR
K%L 2, BDNF \TrkB 85 [ 3834 F i, MDA 3Rk
FEA%, SOD 5 25 Jok H K3k 484k ¥ il ( glutathione per-
oxidase , GSH — Px) ChAT ,Ach ik /KT &, 7l fig
552 2 5 AY D G BDNF/TrkB {5538 5 55
JIELR R 2 18 Jo - A4 U2 AR I SR AR 477 L ks AD
R B ARG ST 56 2RI 46 BF 9 R
ANZHEARE B BDNF \p — TrkB (#3235 , [] i 40 ]
APP p —tau FY3RIK, B35 AD /N BURY I 38 B RE, OF
REAIC AD FHSCTRRE Y 4= B2, bl T iR s i
HREJE_1 % $8 ASE A ReE L #0E BDNF/TrkB
M R i 8 BT AD, H H AT 2
ARSI PR S AD B8 1l E R AR A, A
J&i T S — S e — 2 P RS R S
WFFELME RTINS AD KB AR HIAL ] & 3, AN [R]
F R A 2 E 7S TT S REREA AD KB tau 2 1 BE IR
PR, 327 A0S RE T, B AD RIS 2H 2
a4 F , A BDNF 2 TrkB 2 [ MR fb /K F- 3%
KR e A 5 AT E S BDNF/TrkB {5538
B R AD A5 1 A 5 — 7 IR AP

3 Nrf2/HO -1 5S5iB8%

Nrf2 JE40 48 A A S 28 A 0 40 i 3
MBS A1, th 7 A AR A5 H 3 (Nehl - 6) 21
o AEPLREST , HoA 4% 5 5 Keapl (Kelch - like
ech — associated protein 1) {2 {#i Nrf2 7E40 ) i iz &
TGN AR A, 5 B SR A 2 Bt
i B PR A, Nef2 A Keapl fif# 25 -4 7% 51 21
M, PO 5 ARE FRa254, Dk T iFpi A
it )% 5% , 1 HO —1,SOD \GSH — P 5, AT Il 4% 480
AR B8 B M 28 S TR, I 28T R T N2
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P BT AN o = Rk, A 3% T B AT R
AFF AR, Rojo 25128 % 1L, Nef2 B /N RUEE 6 S A
it 2] 504288 F1 24, S AR R SOR A 28 R E AR T
YA S ¥ N ORYE PR RR L tau L ABS6 KR
B THE . HO =1 /B8 Nef2 (1) R L R, B s
Jer B AR B AR T, ol AR 2E 2 R AR X tau (9 [
i, TR AD PR R E R, Z &
| Nef2/HO — 1 25 7 &1 X S8 Ak 7 38453 493 1) o 22 4
P, RS Nef2/HO — 1 8006 AT RE & AD 897 18T
EIL R

Kong 25" %t AD /N UFE S 2 B2 15 d 5 &
L,AD N ZH 2 SOD .GSH - PX (HO — 1, CAT
TP SRR S SE PR K2 HH S5 7, MDA 33k BH f [
i, HLAD /N ERANAR B Nef2 35 5 B AIK, 0 A% Nif2
S Th i, R A F P BE AT RS Nef2/HO - 1
M RRTE PR AR, BN B H KA R, 3 s b A AL
REST, HEXT AD BIRITVE T 0k 4% B9 &
W, EE RG] AR, _, U5 SH - SYSY 4t i fir
PR BREPEAE T 42 5 AR, o 175 S At LA P A TS
I LM Nif2 (HO -1 iy 3R 3k, Jdi /b SH - SY5Y
AR ) T PR R R A, BT R AT LU L S
Nrf2/HO - 1 38 f% , W e AD S A0 1 it 15 30
AU o S AR Y, PR I RE B AR, TR
SRR B2 28268 77, 8 AD K R DA AL
REAS0T, R Nef2 (HO — 1 8 (335, 00 ) 2
AP Nef2/HO - 1 3@ i, %7 AD KBtk 5]
RIVE . SRRIHEFSE Y S0 R B, 21 5 K & Nif2
WS T AL PRI RE BE G ABys 55 B S AD K
SR e 22 G A 7, 3 T 1 o 2 G AT A 35 1
HFWE, W4l Nef2 HO - 1 (& A £ X T,
Caspase -3 T FK AW /D, Bel - 2/Bax ) H KA
ThE FRLLR R ABys o W5 1Y AD P £
N RT A 8 BT Nef2/HO — 1 3 B 1 sk 20
AD AN MG MR TSR . BEAE A RS
B 7S A AL ) ST VAR B ) IV T
P H,0, 519 AD /)N BUSSRY A 240 B35 2R, M Y
TG PESUR MDA SRR FEAR, SOD {4 Ft i, 17 H. Nrf2
FHF i Keapl \HO -1 F1 NQO1 Ay 1 # ik 7
T FE 7S R M B A o A Nef2 i 4 7] ML385 s,
Nrf2 J¢ T3 HO — 1 \NQO1 H ¢ 11 ik 1y 52 3|41
il 16 RH 7S PR b 25 AL AT 38 o 45 Nef2/HO -1 38 %
PSP RN R, RIFM AR ER .

4 MAPK 55 &%

MAPK i 0 A 58 34 i T4 A A G
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HEMER]. MAPK F= 24045 p38 MAPK 4il il 47 &
VH 9 I B 1/2 (extracellular signal — regulated kinase
1/2,ERK1/2) ¢ — Jun & 3EAK Vi EF (¢ — Jun N -
terminal kinase , JNK) 1 ERK5 X 4 2524200,
WEFEIER] , AD [5G PN (40 28 i 2 R 4 25 H G tau 2R
FLELR, B 2 ol ik i oot 8 R 1K, 6245 JNK  p38
MAPK .ERK %%, JNK F1 p38 MAPK {5 5 1 % n] 4
TR 35t A% B 1R AR 2 R N R LA K
TNF -« #1IL - 1B 54 RAMIN 53005 . WK
B, TE AD SRR/ R (T TL - 1 32 (R BH
PUAIN G 1L — 18 15 544 5 Al R I M B hs, I AR
KK p38 MAPK 3% P, Wi % tau BERR ALK, %
filh 2y BB A% 2 AD 1 RUAEJR . BESE KB, 7E AD
INHIRRERS AR I, INK A5 S8 0080% , 2 5 AD /)
B2 i o4 A # 5L3  B, £ H AR S E INKC 4100 i 5]
D — JNK1 AT AR 1E 2% i P 5 fio %) Wi 45 28 i /5 28
ML . ERK 3L ] A 5 AD 28 hi 1 2 fiE e
Tt ANZORL A 73 228 — Rl 2R A, o S0k U
Ca® " {5 B AL T Z 451, 1M BHLINT ERK 5 3% )5 , 260
TR SR RE R X e A8 b 2 s A il

MUNFS A BT R B X AD KR ) 1212
RE RS2 ML I A B, SR RLALAR [, R 9
Ja B AD K FUE T ZHEZ CA1 X 40 i 2ok 20, INK
¢ —JUN Caspase — 12 T FE A N, JNK,c - JUN
HEABERRILHAN ], AD KB 2% 2] e 315 2
i3t , ATRES 1 INK G s A 06, Li 4
FERI, BOEZ BEREER ABys 555 1Y PCI2 4H iy
T FL I S B (lactate dehydrogenase, LDH ) F
JIC e RE AR Ty B B A5, 01 INK 8 R b 3% 35, (B0
ERK F1 p38 #H5CHE A 77 A % Wi, xf PC12 41 iy
FEUG B 54 FR A 8 INK 3 i) 551 SP600125 FH T 5
1117 HL 3 1% 2208 L INKC 300 70 K HCIG 5 2 245 2 ] 3ol
ABos 551755 HY Bax 3 il Caspase —3 Z4f# Bel -2 3%
IRRRARCIR S, PR B 3% 22 W ] s o ) INK {5538
FERAERS ABys 55 15 FANMIFEERI ORI IE T . P
W45 3 S % R A 0T T4 B SR B R T
il MAPK/ERK il i BE B0 , il AR SR 4R 4E
A%, T 8 MAPK/ERK 8 % th 642 & [ Raf - 1,
MEK1/2 .p - ERK1/2 Fik, F-#4#] MEK1 ,ERK1/2
FEH BTG, BN B — Raf 25 1 358, ik /D # 200
P, TR ERGTT AD BIfER] . # a0 seih
BI, A BAF A R R AD K BRI D X 48 T
IL - 18 .IL -6 3K, A% p38 . JNK MEK3/6 £ [ i
fRA7KF-3%3k B ERK {5 57K 18 ik X 3 221k,
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PEIR AT B AT REiE i A0 p38 MAPK A1 INK {55
0 TG IR AR UURFS T IO MR PN 98 W 5k
22 SIS S ES % B, AD R APP695 V7171 53
BR/INER 2 iC 2 S BE B 0, ERK1/2 28 1 B R 1k 18
AR, 2 SR R CE TR e AN R,
p - ERK EiK B L, 2 200 Re 148, g
S IR s 1 AD #E R /N B ERKL/2 8 it
JEREIRAL , 27 0 ehg , & — R Ot TS T
P SIX p - ERK B35, BB 28 0 H AT 3]
JA7T ERK 38 B 1% ALARES BTG AD /N

5 JAK/STAT (ESE%

STAT YEf5 544 5 Al SR (IS L fE bl &
BIVEF  JAK S 603 0 245 3 i v d5 S S 1) 40 it P 7
PTG B e SR 22—, A S Y STAT 5% &
JAK [ R Ui##0 5, STAT 8 JAK B IR 1L & — 1k )5,
A A IS B AN M AZ N, I e S v R R P 5 2
A AT S i 3 R (4n SOCS KR ) 1% 5k, 1%
WS S AN A ok R TR SR VA Y S
T, JAK FEA 4 A5 JAKT JAK2 JAK3 70
TYK2, ifii STAT Z &t 7 4~ 5 b1 41 il STATI
STAT2 .STAT3 ,STAT4 . STATSa . STATSb Fil STAT6,
JAK/STAT {553 8% 7] /v b 22 1R A7 M rh i 22
GORESIIY , Jet 80 5 KA G g, DI VR I e B L
B M Al w28 4 E RO . B 9T & BR, JAK2/
STAT3 % i A7 AL 1AL AE AD 19 A9 MLl o
T3 SRR, S54RI DUTE (4 X LA HE , 72 1 R 0
JRELZ WY AD B 19 D i 2o, STAT3 (1)
PRALBE AL IE A (p — STAT3) W25/, #2247
TG AR B3k, M F8S AD A X ridi
BERE

A R 2 B R AR B O, BE R
SAMPS /)N EURIA KN Sh RE b, i L pe ' A%
ik — 2 WIS LA D) ML & BR, JAK2/STATI 5 fi%
£ 10 i SAMP8 /N BRI K Kz J2 P g 8, i A
WA T SAMP8 /)N FR 8 JH JiF , i f% T i SAMPS
/INERJAK2 Fi STATL ()85 2 Ak = 7K F- 2235, i 0T
AL =) 57 {A (the receptor of advanced glycation
endproducts, RAGE ) 25 [} AR, _, K- i EFRAIL, 42
NS 2 Al a4 ) JAK2/STATL i 2% 14 B0, i
1M RAGE iz AR 28 i i o i b , /b AR (14
MR SAE R P OB Ma 2551 S %) P301S
FESEPU/NR AL BRI B G 1 3 N AR R
B, AD /INER I 0 T BB 5 A BT B tau 2R (R

R BN 5 M2 TT R fb i AT BRSBTS A
1537 (A& NMDARs il AMPARs [3235 340, 2 fil i) 48
s F B 3 i p — JAK2  p — STATL FI STATI
AR TR K B 35 B AR, B 75 1L 20 B B T il 7] 5
A A JAK2/STATL 55 8 I (1 3% A 4545 AD 5%
i 3 0 R4 1 FH o Zhang 2615 526 R B, R 2R
A BB D - EFLE(D — gal) P51 AD /NI 5
P05 A RRERT AR ZE A 5 1, SRR ZH AR L, R
LR A JRYF 4L AD NEL IL - 17A IL -6 . p —
JAK2 \p - STAT3 5 [ &35 W F FEAIL, A IL - 10,
IL - 35 #Ab A=K A1 - Bl (transforming growth fac-
tor - B1,TGF — g1) \FOXP3 T H £ LT+, 2R R
2R A RTREE L M JAK/STAT {5538 BE 0 , I
2 AD /N BURY Bl 28 JRAE S, AT A2 32 240 1 A7 1%
S W BT BURL R % W TR = R AL MM
ABos 5555 1Y A28 T 20 ob A 22 B 5 R 1 AR
(glial fibrillary acidic protein, GFAP)  STAT3  p -
STAT3 Smadl #4355, FIRHAE % A (Tubulin) 3
K, B8R 2 B Ay R RE S A ] JAK/STAT {55
g STAT3 2 [ B IR A4 , 310 i L ) B2 9 I o 240
Ja oAk, KT AD # 2ot , S22 AD it
Ji& o

6 mTOR ES5& %

mTOR J& W ff A [6) 5 1 i &2 45 4 mTORC1 1
mTORC2 f—#B53, & PI3K/ Akt N S 24 R
Z— FEER A BRI i 8 1 rh ke G s E T,
e A WA FE GO P Y L 0 MG RE R
AMPK 5@ iz Raptor 1) B 359 R L7 ] mTORCI , B
6 2 2 R R B 2 VR FE RS N, B ) RAG K
(1) GTPases J#i& mTORCI, #l ] 5 Wi 25 ¥ & A= e
AP B, A R s PI3K {553
mTORC2, 4 i1 mTORC2 S50 A 454, mTORC2
5K (i C (protein kinase C, PKC) F GTPase
Rho 5 L& FIAHE.AE T, 2 5 40 M AR 3 240 O
IS G MEE . mTOR A fELE AR Ml tau
BT S M 2aB AT PR s h R E R AR Y,
A2EFWEGE AD I S BE DA R A5 01 AR 3 ki v 7
mTOR {553 i , K W HAE S 2B e B b S |
P4, AT e 5 PI3K/Akt/mTOR %l i 3o B2 8005 A 56, 3
T AB HI=ERBED

NEF 12 P25 HE 1 E 2 S TR, HA T
ik oINS ThaE™ . A H UESUAE T R
APP/PS1 /NER AD 58U By pf 28 R AP HILT , 5 A
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RILHAA L , W T T 95, AD /NER P AR, _yo BE
P iR b AR AT B 2 2, Akt F mTOR #
FRAL KV R, mTOR JiE#) P - 4E - BP1 Kk T,
EWEFRICH LC3 — 111 Beclinl /K FTHE , 42848 T
Al AE 2 T M i) mTOR S8 B, B9 AR £ 4Ei) A
Wt 1 v AV B BE 0, DATTT B2 AD bft 28 55 B 45
051, BREL I & B, LK R A i
/b AD R p - PI3K p - Akt ,p - mTOR HJEE H
TR, T AMEARICY) LC3 - I/1#0 Beclin — 1 (1
HAFIE, AD KR DXCH 2890 BEZ SU0 5 0 %
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