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K LIK, — BN SRl 2o 2 — A
ML IRFE IR G o SR T, BEE AT 20 L sE T2 72
INRIYBE TR B A SR TR 22 55
J5 TS UE R, Bk i 5 A i pf 22oeAE T2 07 2, AN
PUBIRIE , I AFAES T (apoptosis ) . F 52 F AL ik
T3 FEIRFES O AR i A PR R Bl 3 T,
T —FP A S PESET B R
B S AERFAILA A - A7 1 B A FRALR , AT LA A
TEM SR LR o 1993 4F Macmanus'' R f
JBE HL Uk BB AL 21, fife it fiki 2H 2 B A LR (4 B T
S5, T e B R I A 22 S0 AE T AT REAEAE PR T R 0
Ko WO Jm AR TE Hh -t 7 2% b Sl 0 e 1 ASE Y L2 R
TR ITTI B E R SRR T % .
TUNEL J5U R iCH AR WS 20 I ke i ik 4R 58 45 T 4%
PRI FEOE XS DNA W%, tesh, T4t
PAT IR B 23k, PO BRI RR 28 7T | DNA W%
PP o AR IS5 Fe i v E R /I ki 7 1 B
LUz e )i IRO PSR Yo (T e O PN L 2 ek )
eI I A P A R A A B D RE S, Ca® " PG
I, L ER R A B S DX 28 2 AR R
RS 1] 187 T (7 91 IR SR i R 2t A D
M5 CA, X BYHEIE 40 o B i, 280t — T AR 40
Jo, M1~ 2 d A H A R P 2 A R K (de-
layed neural degeneration, DND) , B, i HH 3X Ff S 18 4
YR AR T, TR T E R e T
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ANALYE T P AT A A R 2 RS B Bel-2 S E A
caspases ik , HAth i 045 P53 ,NF-kB 4§,

Fas 242 — R G5 T-A CHEEH, Fas J2 40 i
JBE b — 32 A, A ML AR 53 AT S5 450 Fas 507 [
PUAREL Fas BLIAR 455, N AR T, WF5E
FWH27) caspases F) I Ak 2 G BB P R 22 0 IR
o FERER, Fas REWIHIG G, BFIE A TG
PERY caspases-8, AT IIE caspases-3, JIHARZASHY
caspases-3 ST NN [R5 556 568 B a0 T RE ,
ZAEFRTRIE L

Bel-2 JEAIXH 4 -4k 25 000 fY 44 45 i 25 11
G AR LRI P 5T R AR A R b g
A 24D 454 X, B BH1, BH2 3¢ BH3, M Yjfig
B ALK Bel 2 JG AR 3 43 A 1217 5 R (ap-
optosis inducers ) £ Bax, Bel-x, Bid, Bak, Bik, L) f&
P T4 K T (apoptosis inhibitors ) 41 Bel-2, Bel-xL,
Mel-1, RERFFFEIES: ", Bel2 %o i i 4 453 13
Rz TTA R ER . SRR EER MR, — B
B I 45 43 B A 28 8RG8 Bel2 R H, WX e 4ot
& DNA 54 0 A BA S B, T FR S ia FIE
W Rl IE A DNA & 52 BERI AR5k BRI, Bk il
S X B B0 Bel-2 8 A ERIA X vl B AE BRI
P05 SRk Bel-2 DLl e ifn #2550 1 04
T, HHUH T AL S0 caspase MTHMEA X,

3 BRIMERGHETTE RIRIERP AL

PAT AR SR IR, R T4/ 5 T
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AT G I, A28 o0 R AR R T IRBE, I EHAC Y
WIRSAFAE — B N T B PR AP AL A R X 0 ax b A2
b MR ENUR B BB EER. Bate 2 1 i)
— SR 125 T BV R, and A AL B R R e
HBE ALY AL il ( superroxide dismutase, SOD) (A
HIK AL, & )8 B T is e E 5. At
Gt SIS — R 1 A K DR e A A T
QIR L L DO R IR E N EILFS AL (AT

4 ERERZEFEFHIATER

T V5 P A 228 78 3% ] F ( Brain-derived Neurotro-
phic Factor, BDNF) J& Brade %5 1982 4F M\ J& i 7 43
B ALy — b e R 1, 20 1R O 12.3 KD, BN
2 2 rb 5 i i - Il 2428 3R K-, BDNF 7E
WXBH 22 RGN G T IZAEAE T I SR 45 R B
J2 iRy BRI HAR SCRAAR T ik AN e
T I 2 b S B A s . BDNE 5l 3o HU Sk 52 44
P& R (TrkB ) 2 5 40 il 0y o346 OKGE BG5S
BEASEH Z W A i B, T DR BERZ T &
7 5 R A SRR A

W5 B, BDNF TEAR SR BE A 25 i 1 4 i AF
S A 28 1 240 L 1) AN [] 6% B 28 S0 R 53 4. Ahmed
2190 ] RT-PCR AIF SE R 4115 3% Bt 26 B2 AR 1 IR
(EGF) A [ i 22 T 4fi i LA TrkB 324K mRNA
MR35, H BDNF 2 & M TR0 )5 10 d, Bk
IR BRI 2 A%, HA IR R4 K, mifh
SERTRANML % H I N, 3 3560 BDNF 7 44k
AT T A0 ) AR 2o o PE T . i
T BDNF 72 J8AF B IR B2 JZ2 iz 2R3k, PRt Hemp
RESZ MR T 7 A (A 22 T 1Y A S A5 o IEAR I,
1 BDNF 32 A BGAF B O G 3 7 S SO BRI 7 A 1) pf
ZeBH BRI BDNF X i i 14 A% 453 453 7T
REA IR VEFT , 45T BDNF 0] B - AT ik 40 21 06 e
SN AU B B B CA, K& e kAR &
PESET, 7E P i 3 Ik FH ZE 5 30 ~ 120 min @ik 45T
BDNF A] i i /A AT AR ™) ok e BB £
SR RN, A S T d R BN 2 A BDNF 1]
R AKX TrkB A2 AP I 58 51 A B IR £k, X i
SRR I AR A 5 AR

X mt T4 B S2 5 % B BDNF A X4 ok B Ak
H TR ITTIR T AR SR AR
L ATBEFE ™ IAS BDNF AT L ek 10 o v 1 e 1)
PRI AR A VR FH o 464 DU R (arachidonic acid,
AA) W] 3E 3 FE IR E R IR S g T T,

BDNF A 411 il FE A F1 o [ P9 i BF 9 i 52 T
BDNF Il b2 40 A 4 7R A= o AL T
fi >y - QO ok 985 P4 TR AR 1 (Bax) KT TR A
(Bel2) B 4HMLIR T s @ X HT 2% Ay P 2 R
BRI 7 BB /5 , 4141 BDNF 55363k 0l - 534
FEZELE A 2 (R IX) BERR A cAMP [ 45 5 85
( cAMP response element-binding protein, CREB) 7K
G TS A R A R IS P 2 DT AT bR G B
YER.

5 BDNF W NIESESRE

BFFE R AEfRST , BDNF ASJE AT e IE 5
ZEICHIAFIG T i H A S2 BRI PRI i I
HLHIFTHE S BDNF 755 TrkB mRNA ik FiRA
Ko FIFHBPEDENCH ARG GHOCHA R IR AL Wi
WL BDNF 1700 ke 801 Uk A 28 76 I TekB
BERR AL TrkB ik 20 IR N 22 24 3 1% A 25 13 B ( mito-
gen activated protein kinases, MAPK) 7K 5 (14 5 Ml
BDNF 7E15 141k R Geh, TrkB 52 {4 i 2 IR W 1R 1k
BB RGMA AL . BDNF 4N N 15 1% 1%
AR ERAA W 55, B Ras-MAPK 32 722 Fl 86 I 196 JJL A
3-14 W% ( phospha tidylinositol 3-kinase, PI3K) & 4%,
TERZEE LT MAPK 3242 /& BDNF Z84E AL
P2 . MAPK 8 40 A7 1 550k, B AL A
M1 4h 1= 5 98 45 1 ( extracellular signal-regulated ki-
nase, ERK) , c-Jun 2 3£ K 3 3 B ( c-jun-N-terminal
kinase ,JNK) 5 P38, ERK 5 JNK £ 5 T ik Ifi 5
4 LA S o

MAPKSs S 5 ZA% 5% 00, ATV 25 B A% N
sERTU e-JUN  e-FOS | 38 11 %% 5% [ 1--2 (activation
transcription factor-2, ATF-2) 8¢, FLIH T 5% 5 AT/
R R o Al DL BE DR L B 007 R R R AR o R
PRI A 0 238, e kA DGR H Y G ORI E 18 19 k2%, 58
BN AR Y B . H R e B AE A9 MAPK i
%2 Ras-MAPK {571 % ( ERK Gl %) , X il 2 R
ity 52 AR B PR S A B 5 T A AR I
SAPK/JNK 3 # , Xt TNFou  IL-1 FIHA S i %5 B2 g il
P38 i, X AR ST TNFa IL-1 55 2

ik #et 2 7G AT PRk 000 T 980T MAPK 25035 52 0 o
G B AL A S 0 Ao A A PRS2 A, T R

fift C(PKC) A%  IRH PRI LEE (AC) (PI3K @& 42

Mg 2 TR 2 PR & A2 8545 8 B B AR 5, RIS
MAPK 2 5k Jz i #) ERK 38 % JNK 5 % Fl P38 i
B R RN AL Bl ol | SR AN 4 i Bk ifit, MAPK3 18
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ERK 3 6 E A2 1 fih 25 20 I 3 5 | 434k 970 il
o R IETE BT VE R . M8 3% R 1 o] S 1
L2t 0 ERK 3 [, 762 Fh i 2 oot s v & 38R
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JUFET A ] . 4R HAE T3 M ERK 38 i ) 3
5 INK 1 P38 3l B i 3iE 7 . INK, P38 3 % AJ
BEE RN S I BUW AR 2 g e T R R . T
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WS UE B T8 A2 2P ) Jey ek P i e o, , 168 2 J
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