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Abstract
disorders, while at present its regulation pathways mainly include the NF-kB pathway, p53 pathway, MAPK path-

Oxidative stress-induced neuronal apoptosis plays a vital role in the development of neurodegenerative

way, PI3K/Akt pathway, Nrf2 pathway, as well as other signaling pathways. Research findings suggest that the
active components in Chinese materia medica exert significant biological activities in the treatment of oxidative
stress-induced neuronal apoptosis. In the present paper, we review the recent research advances on the relative
mechanisms of active components in Chinese materia medica against oxidative stress-induced neuronal apoptosis,
so as to provide some references or clues for the clarification of possible mechanisms of active components in

Chinese materia medica and the treatment of related neurodegenerative diseases.
Key words active components in Chinese materia medica; neuron; oxidative stress; apoptosis; neurodegenerative

disease
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PO A AR T AL A AR IE A, £
& ROS 75 {5 5 H F-xB ( NF-xB) 315 5 NF-
kB ik, fEFEANAJR T s ROS 5 DNA 51455 , i
PP I 2 1 pS3 A 40 M UF T ROS TG 22 3
JE T Ak B 1 ( MAPK) 5 542 i 20 i 0/ 7~ 5 ROS
VTS B i T JUL I 3-8/ 2 1 I B (PI3K/Akt)
DL SR 7 NF-E2 AH PR 7 2 (Nef2 ) 3l 5% 410 41
LI T-AF . DFSE ow , R AR T 2 i
12 Z2 80 5 R FE I S AL N 05 5 1 2 4 Y T
BFEF o AR SO P 264 ROR 40 4 NF-«B 3 % |
p53 3 % MAPK 3 1%  PI3K/ Akt 3 i  Nrf2 3 j% L)
e HA AT 5300 B A 15 TR T8, 53R T ARk
2 S50 ) AR A R SR 5 ) el 2 A B R T 1
FASCHILTI WS 25 , Sy ) B v 245 46 R0 o3Pt AR Ak e
P2 A LA T TG 7 M 22 R G AR FH AL
Tl FE L —E S K

1 3t NF-«B BN SHHELHATHETIER

NF-kB & —#8 il 7776 T EAZ A i 2 A
Z SR ERME A, GRS 5 2 Fh ik
PRL ) 2 si 5 TR, T8 ARAE SN | B8 g 2 L ALk D
A A L B A T A A B B AR v R R
BERY . TEIE#HHOLT ,NF-kB L P65/P50/1kB
“REE SR TR . SRz
FNHPFAE S R, 1B 3B (1KK) 9 TKKB 7.5
PR AL IS , T 512 IkBa 9 Ser 32 Fil Ser
36 (N IR L. BEIRILIY IkBa TEIZ 2 & 21
IVERT i —20z R4k, e 1% 26S B /K i Bt
fi# , Rl H T NF-«B =SR-S Y0953 TF , Bfiiie
B P65/P50 A MR A%, 5 AH I Y S R
KRR RS G, (R EJE DR B 2 Si, IR A A Y 2
BEN S R ST 2 W, AE M Bk O 2 AR R AR
ROS ZEREME NG NF-xB, M7E AD PD S5 28iR 17
PEWE G E A IR 2 21 NF-kB (0 355 1 B 2 384,
NF-kB {55 i J% RE 98175 T o L 40 ML i 4 T2 NF-
kB G FE AR AN E A B T A A R T AR R &
HEFEEREMRS

P s, A A BRI A RO o0 K B B 24
G ( macranthoin G, MCG) X} 17 & 4L & 35155 1) PC12
A B AR E R . PC12 4RI 45T 25,
50 wmol/L /) MCG 30 min §g i £ F#AIK i i A AL A
T B A0 BTG T A ELG 2 s (AR B e 7 LA —

MIREVER . [RIET, MCG #2518 S Ak 9 1 1k il
(superoxide dismutase, SOD) . i & {k & [ ( cata-
lase, CAT) . bt H ki3 & AL ¥ il ( glutathione per-
oxidase , GSH-Px ) SEH A AL Bl 9 16 7 S i 9 43 e H
JIKRAY 7K K-, 3 %0 A5 B2 i 4846 9 ( malondialdehyde,
MDA) ) & &, g N ROS, ~F it 2 IR & H -3
(caspase-3 ) (7% AL FNAN AL I T2 94 — & B REAIR 22
BEEVERT T MCG /Y IX R EGEE ] 2 &t T
& NF-xB 3 J& I 01 1B (P38 HmEERfk , /b NF-
kB FRRZI AL, 2T ek 2D — 2 51 ) TR 5 kPR 10 36
i A P AR R P T o T Shi SR
RS A i M A B B Rl 22 5 Pl 2 T A i
AT FEAEAN ROS K-35 T K NF-kB {553 %
AT AL, AN 9 T2 TR S HoAth Hh = 2
AR R A BOR  R 2.5,5,10 mmol/L
b P e 6% e FE I b AT TR NF-wB {5 538 # 11Y
A F] N R AR ey S S RO AR caspase-3 25
AT 1 S T A B e

RN A R R, TR 2R IR RIR Z 26
ARSI, 2 5A3 B b B SR P 40
TAPE o BIFFE R B, i) 1 2 B ) — R LIt
25 pwmol/L fE I b S M ] 37 S ikt JEUAR T R J5ATC B
JEMZANNIN ROS By A, ORI L 67 1 T e
O 2 A A B 2 I (SIRTL) 25 53 B 410 il
NF-«B 354k, T 35 5 8 — A AL A & B mRNA
AT, DA T 30 ) — 2R S0 o B Rk 32 i
ToRPERN . TR 0. 003,0.01,0. 03 pwmol/L
VKR N RE I/ SRR F S OA SR (OGD/R) T Jt
AR JZ 0 28 240 M0 B 40005, A% 5 o 0 B8R4, L 1Y
ROS (1477 A4 LA B R4 B A 1) T B [ s ok
i TeBo A FAAR AN NF-«B R85, BHLIE 5 S8
— AL A G HEEE D Y Rk, b — S A BRI,
BN Z AT PN BRI L B
SR 2 BE A0 M5 40 i (SH-SYSY ) 2 R EBLUE 1
T i AN LR A0 M ( PC12) LR, S fiph 25
FtIAC 22 R RE MR AR A0 P9 ROS (97K, BELW
NF-«B B R SO i 5 28— AL A G Y
B B> — A E R, R A0 . T3 A1,
TEANFHEZ WA T 19 PC12 41 AR, 3,10,
30 wmol/L A5 24 1 B8 i it 4 1y ROS/HE 1 ¥ i
PKC 8/NF-kB {5 5 I, F&1 caspase-9 J% caspase-
3 T E I R A R R T
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P53 BEP e —FAFAE T 2 R AL 4Urp 8 45 2 b
BEDH (40 DNA 4580318 52 200 JE J0 30 40 3 5 04
To MBI Rk py L A . F 2 T
PR JE DS 8l T HRAEAE pS3 OB TTlH (pS3 respon-
sive elment, PRE) , 5 p53 454 J5 B H G I 5%
FFIR, R AE WP A OC B ¥ Fas, Fas i 4
(FasL) A T-BHEE B 5~ Apaf-1 {24 T3 /& DRS
PRI T8 1 Bax S5 RIK8 5, i &0 caspase-
3,6,7 FEANMM T, BFSE N, ROS BEfE 5]
DNA 51407 , e B3 R AL IR , 7| JE 80KE A 48 1 A
DNA HERYIK 2L, FHOR ADP K2R 5 7% B i i 1k &
pS3 [, i Gk,

Zhao % WEFE R BN, £ LRI SH-SYSY
MM b /N B R A RO R PR 0.1,1,
10 pmol/L i &b BT LA ] ROS {4 $& /&7 , 38 1o %)
p53 B[R Bax/Bel-2 H [H 3% 3k (1 LU AH DL B 1iF
caspase-3 £ [ 3K 1% A6 09 40 1, vl 20 20 A R
[FIFE 762 EUMCRIY SH-SYSY A BT, 224
YA RUR T 2 BR 5,10,20 pumol/T. 45 24 41 i i
FEAIK pS3 M BEAR 1L M2 Bax/Bel-2 (1 b 28 52 3% I
ToRIIHRIVE i A AR T BRI A A 3
acetoxyeudesma-1,4 (15) ,11 (13 ) -trien-12 , 6x-olide
75 10 wmol/L YK T REAEFEAIX caspase-3 [ 3RIK K&
pS3 HZRF 4R Bel-2 fl9KF ", 7 PCI2 41l
AL IR TR T Jiang 25 % B0 K BEA S0,
S RIRZR (10 pmol/L) BHLIET 1 p53 AYBERR 1L, 10 1]
T caspase-3 J{b XA A4 R C(Cyt ¢) 1 RE T[]
BFREAR T Bax/Bel-2 (1 LB, PR 1P T 4 A BR 451 1
(20 5 Guo %1 R BRSEAE P ARSI R 1
1020 wmol/L 4t BRAL A 1 ROS Y FJHFI p53
R AH 5 BE B g 23k, DR T SAUBE 3R/ R
(OGD/R) #1034 Ma . Hu 2520 A & BLEF 44 16 |
S ERAE B R TR R A RO AR R LR H
10,20 wmol/T. Z5 2520 nl LAY % DNA £ FH 1k p53
FEIA % s L b ORH ¢ pS3 TE 1) 240 e 1A T 9 5 I
-+ PUMA ( p53-upregulated mediator of apoptosis) %t
RIS, R/ T 2 BB, 5556, Hu
SR B 2 W 5 PC12 40far, SRt oh
SRR AT RO o3 B B T M R A A pS3 K
caspase-3 [Tk , 1 Li %6 A BUALRS 5 59045 45 11

2 Xt ps3 i@

PC12 24 Jifd o 385 Bz 19 1% 1 RE e
AN AR T

3 I MAPK BENSHHZEMABATHRATIER

MAPKSs J&—ff 22 58 12 /5 2 R W iy, B 6 =
AN N TS SN AR A R A A A
7 BT AR o AEAE T 3L 28 40 i b Y MAPK
FIRA 3 R, 73 5 AL M 5 8 75 6 ( extra-
cellular signal-regulated kinase, ERK) .p38 . c-Jun 44
FLR Vif 1 B8 ( c-Jun NH,-terminal kinase, JNK) , 4§
SR A A I, ROS W] DL 1% 4k MAPK )z JNK
S, WS WU NF-kB Je pS3 S5 AR 3¢ I T %
il &z A A AE T

PaAlE , TR AR B0 U i 2850 HT22 4
O R A vh R L 25 oA RO L 2R B T
1,10,25 wmol/L ¥ & F # il ROS By 7=4=, T I
p38 \ERK K INK AR Ak, $2755 111 2% 1 38 1o 417 )
MAPK 3@ % BH W7 1 4% 2 R 75 3 1Y+l 28 4 g 04
T TTE 1-F 4 - DU UL E (MPP ) 30
MR 4 I e RE 22 T8 MES 23. 5 4RI BB T
Pkt h A U8 o3 W i ARGR 5 0. 01 umol/LL I
A SE S A 22 205 A VR 4 (mitogen-acti-
vated protein kinase kinase 4, MKK4 ) | JNK {7 1k
M caspase-3 [AIFE35, 3275 Bel-2/Bax Y FL{E,
TR AN A T o X PC12 40 D A AL R
IR AL PR, AL b 5 U AT R 23 2-H S Jk-6-
LT HE-T-F B AR IR (MAM) 7E 1,2.5,5 pmol/L
WIER ] DU s OR3P BT S5 1k (+-BHP)
YRRl 28 20 i, FEALTH AT BE S5 M T ERK1/
2 JNK p38MAPK Hy#ERR 1L, T4 MAPK i T¢Ik
KA X510 wmol/L. =-L X R1 X} B JEM K
HEAR) B FHIM A A T2 MR E, 52
B 2R s HoE g MAPK 3@ s i il 1 40 i A
TP ,%iﬁ*ﬁw*%ﬂm%ﬂé_fﬁ?(CalyCOP
DO IR AR b v g A
ERK JNK ,p38MAPK EI’J%@M'JC%%L?W%J JHRMAR
S PCI2 4UfAT,

18 3% It SR 2 g R E TR T

i p33/Bel2 5l

terin )

4 Xt PIBK/Akt i
£

PI3K J&—Fi 40 i P9 8 26 1 e , Pl Ak 0
pl10 FE I p85 4 Bl i1y S 5Pk — BB 4k, i 1
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B TR A A 6 I 9 JULSE , 7 JH A 8 T UL -3 -
WRIR WENE TR LAE-3 , 4- B 1 FH W I Tt JUL -3 , 4,
S-ZHERR . JEMIE TS Akt 854, T80 Akt, A
TS Akt B T 240 M5 %) N R T i Tk LT3
4,5~ BRI YO AL 200 0 JIEE N T 1 TR T U
fitg 1.2, (153 Akt FF—5 054k, WG ALRY Ak a] LI
il R Z R0 E 001, OB IS RO 3 (gly-
cogen synthase kinase-3, GSK-3 ), NF-kB, Bad,
caspase-9 %5, It k40 L B A7 &Y o SCk IR
PI3K/ Akt 3 % 8 3 410 1) 40 1 96 1, 184 hm 40 i 1)
P 38, TR I AR A 7 A8 0 v R 45 Y
Ve

AR RIS FE 5L Z OB 43 1 SN4741
Z EERE R 2T b, T b B RO e
2 (1 wmol/L) AT #1215 PI3K/ Akt i f#%, fi i
PUA TS Bel-2 S H R B I e I8 T Bax dHH Y
S GRFIR T 2 A T TR AT
PR DRy A M Y — b 32 a0 DA B N YR B Jo it
AL BERORETE 1 , AR R A A AN R AL Y
R T, 76 S pumol/L MG EEE SH-SYSY 4l g fit
PRI | JAN P B4 RO 73 R AN 16 pumol /L X
20 32 5 B — 0 B VR T, HE S S o
IJNK/2% %7 {& mitochondria/caspase, PI3K/MEK
( MAPK/ERK ) /ERK DA } PI3K/Akt/ X 3k 2
H O1(FoxO1) {5 5 i % iY I 19 %E A< 40 ffd 77 375 M
EIINTE R TR AR € Rk /O8N S 1 ¢
OGD Z AR BB J2 pilt 28 Ju i A A L v, P22
LA FTRLTH R Akt i BERR LK F-, >R H] PI3K 941
il 7] LY294002 REGZFHLIET p-Akt #2835, W
PI3K/ Akt ji # 7] BESE ST 20 1L A R4 P 2 40 i 1)
PERIBLE o 53 4, 1 1ot SRk 0 45 1 4R 1 0 9
BRI /)N B i oo T PISK/ Akt T8 BEfR 37 1
NSC34 B Ze SR AN M- 5 Vi 260 v A 00 04 e R
s 7 PI3K/ Akt i T 5 45 T PI3K 411 4 5]
LY294002 BHWr 1 #53E  XT 4 i 1% 77 . p-Akt Bel-2/
Bax [ L6 38 1) $2 15 A1 caspase-3 1% 1 (410 i, 3 2od
WA ROS [P LUK s PISK/ Ake 3 %, 5 38 5
T AR S PCI2 4R T

5 ¥ Nef2 BT SHMEERETHRATIER

Nif2 J24% 51 CNC(cap'n’collar) ZEEH ) —
o TEIEFEOUT , Nef2 £E7E 4005, 5 0 2

LR Keapl 456 902 R 8B AR E . 24
Y2 B35 PR A A 5 JE S, Nief2 55 Keapl fif
B R Y Nef2 TR RS AR, 5 A0 A% P BT
FALRICIE(ARE) 454G 8 3h MU iR iE PR
A AR TP B 23k DAOR 3 22 48 41 )
LT, HEA N Z R4 a0 MAPKs | 2
fitt C(PKC) I PIBK #2155 1 Nif2 {551 i ) I8
% DA SCH T Ui DRk g

HIRF B RS a-iso-cubebene (20 wmol/L)
Y5 SH-SYSY £ i Tz AE A% 5. 25 b 30 o) 22 2 e s
[ ROS Al Ca®* AYFRZER , B4IE Nef2 B RG2S
e A B g 2 PR (TR AR A4 J Bl NQO-1, I 41 2%
4G HO-1) AR AN T o e PC12 4
A RS Y geT H ) 2 B 1 X e AR A A R
SEAET BT B R X OGD/R i fh #A — 2 1 B3
YER, HHLHI W RE 530 Nef2 i 3R3K , DT B8 2 b
TR TP EA ST E A A X Bk,
12 W P AR E0EC T 1 PC12 4 i i v
A 2 B A RSO 43 25 2 R ) A RS e
Nrf2 578 Bl S A

6 MNEMERNSHHEMAREATHATER

AU IO R T ) 0 L08R T 1 A AR A S L
il IR AN R 40 25 25 A TR PR Y o ok
P40 i P 4 IR B 1 K A2 ROS 1) 283 i,
ROS AT S b A B5 i 57 1 T [ B R 4 3 375 1
¥4 £, ( mitochondrial permeability transition pore,
mtPTP) { TR, i Cyt C s fLrh Rk, 5 0 T
075 K1 F--1 (apoptosis activating factor-1, Apaf-1) 2%
B, 154k caspase-9 , WK T HFIIRUN. caspase Ji5 Sl 4
MIPAT: . WEFERW], Bel-2 S B KR e T A
10 Bel-2, Bel-XL GBS #F mtPTP (4 T35, 0% %
IR BN, M Bel-2 45 H 2 15 Hh BT 8 T2 28 1 40 Bax
A0 mtPTP {5 i, Bk A0 Y g
MPP " 5 31y PC12 AL T v, i K A R8>
MR TR WSS T 0.01,0.05,0. 1 mmol/L FEME
HESE 20 ML TS S7, W0 ROS (77 42 K caspase-3 1Y
Fik Y Bel-2 J Bax (335, M ] SR A4
Al MU T PR S — M & 240 SH-
SYSY 4 Ji 455 B v, T R AT AL A BBk T
2.5,12.5 wmol/T ¥ & 15 4 i St 095 & Al i i B4
Bel-2/Bax [ FU AR, 2 415 1E SRR I L A7, 400 7]
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Cyt ¢ BRI i A AL R 0 534k, e S
FEHCRZS T, W R L2 5] T ROS [y By, it
(NN iR = e d S I UN: D e = = R A )
HEER 40 pmol/L ¥ JEF fE 5 il 1o #1 i C/EBP
7] I 2 1 (CHOP) | caspase-12 {85 1 % 15 24 3%
JE ) 7 A ) G R T ) HT22 A 2 40 Y
PR A 5P R SRR AR R 545 1
PC12 2 rb [F)AE 2035 1 P9 Jo I I 80K 4% T il 8
PRI

7T REERE

BRSNS RSN 2 S E A
SR AT | R P e 2 20 T, X AT G
AR LALHIE B A5, a1 AE 1 B, HrE
B2 24 A0 o3 0 ] 45 A B0 1 1 2 240
T2, Z Bk H,0, OGD/R 73 R B35 I
PROMEA R B A RIBGR] . A ) 45 F 2 BY Y v
I ORI X T A5 Sl AR — 2 AR YERT,
SR SRS AN [7] 108 g% 114 ) 42 14 I B A 26 R A
Al X T B A ook 5, Honlad i NF-«B 3 % |
p53 il % MAPK il }% \PI3K/ Akt 38 %  Nrf2 15 # ek
AN PRI 2R AR ML T, 22 B 2 AT
Al MAPK 38 g, 2% B L Bk i i 28
) A AR AT T 32 B4 P R R 5 MAPK T % 5
Tl o ZRREUY P25 ARUR TR T IREES A5 5l
P ARERS b Bax/Bel-2 1 HUAH , 35 BTE A AL L
R T AR R AR NS
PR R AL , TEA58 B A 155 5% Sl AR A A&
KRS o J351, S RTSCHRRIE 1) 25 080>
YR BGEE R, ERLUARSNEE ) T, 2R

R AT RURS0 ) AL S 2 A T AR

I SH-SY5Y Z1ifitd PC12 4 K B By 2 o 2 4
i B A BRI B HT22 41l A R 5 % 4, T LA 2
— NI R G, A ORI R A 2 2 i A
IO 28U T A S (A — IS

H AT, 2R T 7 e )™ 16 5 NSl Fn A=
A7 i, FLHLHI A2 2% v o 56 4 ) B, T 44k 7 375
SRS AMAT, H 3236 BifE s
W17 ROS 7|t 40 g o T g BARBLD, SR T A —
B W) K F7E ROS WY S0 FURAG 0 K A 454
Fe SHAERINUE  AE A 15 S5 T, 5o i v
Too AN, BF5E K BRA BEAR A5 A v | Bl R 2 7 2R
i 2 R MEREALSE S0 2 MG I 1 R R 5 e
Rho AHC 34 1 425E % 1 4 11 3% 8 ( ROCK) 3435 A
S0 JEAERY ROCK fiff MLC Wi 1k S50 7 4 i v
=70, T ROCK f M %) Fasudil K HATAE W) 7E I
PR LIS ) e 0L P O UL A 0 A 2 e
TRIPFIAI TV, ROCK (19 55 — M i %) Y27632 7
HAT M A0 T 00 B 2 RO
Srin=-E R AF NRIY ARSI H] ROCK Ji/b Lk
LT 98 50005 1 P 2 A B 6% 3 5 4
ROCK /0> P9 Bz 40 B FR 0 1=, AHL2: v 25 B0 43 7
P ROCK [ 355 AL 410 ol P 2 200 i 0 T T 1 o oA DL
T, B 7 9 1 ROCK 3% 4 vk > 481k 388 107 5
B 2 P T T AR — IR AT

ZE FRTIR, 25 SO R HL A M I 2R
P A5 R T 22 B T M AN B AN R B A
TEM I E AL B T M 2 iR TP R B 2
PR 253 AR (R 5, 38 HOR B i v 2B AT
S50 PR Y FRAR 25 ), B X T 2 A U 4
LRI VE FBFIE AR, FAETRY T P R T T e
507 LKA 2 ) R 1 10 P A

S| %y il N ki) 2y A 27 3k
B MR E [t REE R LT i) NF-«B 54k s i) caspase-3 {fifk (9]
i 0GD/R PC12 4iiffy 1 pS3 ) mRNA %3k [21]
OGD/R PCI2 21 B Nef2 [R5, R T iEUEAL PR TR [47]
VNEE EAutis PCI2 # 1 ik p53 1) mRNA K3k ;4] PUMA [y mRNA 3% [22]
TIPS B AR 1 Hy HT22 4 fify il p38 \ERK JNK @R L [28]
iR MPP * MES 23. 5 #fiff % MKK4 | JNK | caspase-3 2ik; I Bax/Bcl2  [29]
1 HLAE
2-HH He-6- L Pk H-7-H1 +-BHP PC12 41y ##] ERK1/2 JNK ,p38MAPK izt 25 [30]
LSBT ( FEAL)
FRATERE(E2)E) H,0, PCI2 4y Mkl ERK JNK . p38MAPK Bk [32]
R H,0, PCI2 #fy il ERK JNK  p38 MAPK B2 1k [33]
SHRER L B SN4741 #iifig W PI3K/ Akt il 5 198 Bel-2, i Bax ik [37]
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(8:%)
Sl %y LSRR LRl ZiEH 7% 3k
R H,0, PCI12 #iff1 Hm Ne2 [ FR3% , R R iEUEAL DU TR R [46]
EEE T Z U H,0, PCI2 4l Hm Nef2 B9FR3%, IR R EAL P TR R (48]
(S KR OGD/R KREUECRZZHZIT M) IkBo FUREMRFI NF-«B #5688 ) iNOS [11]
Y3
AJEGT Z Ik PC12 4iififs i ROS/PKC 8/NF-kB {5518 % ; A caspase9 [14]
J caspase-3 Fik
3a-Acetoxyeudesma-1, 4 ZEfK SH-SY5Y #fi iy A4 caspase-3 151k M Bel-2 B3k s 1l p33 Ay [19]
(15), 11 (13 ) -trien-12, [ivi4
6a-olide( HH:)
=LA RL AB PCI2 4 Mk MAPK i [31]
a-lIso-cubebene (W)  ZEf% SH-SYSY 4 jif ] Ca®* (RN OE Nrf2 NQO-1,HO-1 fygéik  [44 —45]
BT H,0, SH-SY5Y 4iffl ikl Cyt ¢ BEHL; B4 Bel-2/Bax (Y LA (53]
FHERE BETR Z Wk SH-SYSY 4y i p53 BAEARAL ; T caspase-3 Kk K Bax/Bel-2  [17]
1 A
LWR Z W SH-SYSY 1 NI pS3 BB ALK T Bax/Bel-2 1 LU {H [18]
JEANY el SH-SY5Y 4 iy A4 INK/mitochondria/ caspase 1 % ; i i PI3K/ [38]
MEK/ERK L} PI3K/Akt/FoxOl1 {5515 j%
IER TR MPP* PCI12 #iffd i caspase-3 F AL ; T Bel-2 K Bax [l#3k [52]
REE F2 I3 PCI12 4iHfd 5] P I 1 [55]
ZME  KEBILG H,0, PCI12 4iilfy M NF-xB 54k ; 1] 1B . p38 AUBERR L [8]
TR (E ) OGD/R KREJEAREZMZC i NF-«B (1975 4k ; 301 iINOSd 1) mRNA ik [10]
PN/ ¥ BHIR PCI12 #if1 i pS3 BEERAL ; 1] caspase-3 IG 4k . Cyt ¢ BEHL [20]
3) K ¥ Bax/Bel-2 19 FL{E
YIRS R I Z Mg PCI12 #if1 M pS3 I caspase-3 Rk (23]
T4 PCI2 4iiffy ) p53/Bel-2 FEHE I [24]
JINBERRK H, 0, NSC34 &It G PI3K/ Akt jifi % [40]
EZ2 R fie 2 Z i PC12 4iififg FELIT NF-xB BORZFERS s i) INOS [ % [13]
HER H,0, PCI2 i1 feit Akt BERR 1k, I Bel-2/Bax 1 LR 40 [41]
caspase-3 71k
fii s FHEEITA 0oGD KEUFACR Z 2T 0% PIBK/ Akt i@ #& [39]
BN SR EZuliis SH-SY5Y i ff i NF-xB (92535 s i iINOS rfm [12]
BArde mER BRI 3 HT22 4l il CHOP X caspase-12 [k [54]

Neuronal

—)  Activate
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