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SRR S BDV 5HREIAT B H A M RITHRE
BFFTERH TR i RV T SVARSE BB A M 4r B A P
AT BDV BUAHCRIR ) 258 50010, BRI 40 i (B R
L RAVERZ RS BDV, BVETE B AR IB s AL A AT
Kl d AR R s, R e a2 B Ik BDV (RARGEAEE B K
PR

2 BDV E4RESERNBEER

2.1 BDV AW EAKE % %5 PKC Raf/MEK/ERK i#
A0 T AE 25K Ak 7T H P 4G B

AU E LS BDV 5145 T 55 b nl ¥ AE X B A A
MAEEREFHEMWEICRNMEXEA KN FRXD FH
TE I B b & B — SO -5 388 I X 28 0 1 28 A B8 0 (Synap-
tic vesicle, SV)FHER W24 REHAEA BB, MK
XX 415558 B T FTREE BDV MXHITT A A2
BEHFE TR RE ), SR r] S KT M2 AR
TETIRE L AUE A L WE MM  PKC F1 MAPK {5 S8 BGE A
FESE AR 208 R R TE iRt R R I EEAEAL 1,

MR E KRR ER SIS E FREEA PKCH
VPR (PKCe ) BERALL , [R]A 0 7T LUk o R 75 1 I g 11 /B
Bafk, S T BDV S4BT TNRE B M E AR,
PKCe TEN ARG T EBWKES BDV FHAZ R ERST M —
B, X RS T R SR RS T AR B A A R SRE,
Volmer SFFEIRN VIR ETTH 44T BDV FHRAAF B AbIE
K SV FREEE , #5 H PKC VS M%) BDV % S0 A8H Thik
R, BTIE R I BDV BRGNS R 22 U SR AT 2
A LhfE, TR T SV R K, B K i R EH
Bps, H BRI ER S sV BRI ERRH
H PKC fk#idk HoBiRfL T REA 55, BDV X PKC i MERER
LB THFRM N BDV BEE H 5 4B R TR PKC JRMTE
PKC R B iR b BT i AT 35 0,

Volmer %75 & di iR FEF R Gt _FIGFHR WA TT, AT ETT
BRER BOARAME RIS , i — 5 #Ei8 1R BDV %t PKC (558 5%
BOFEIOT, X A BT o 4 5 R 45 T B A S M AR e 3
SBYER, & B BDV Bl N EUIR B R MM & CIE M, TR
T X R E BEEAEF R SR Al mT 8807, FERE BB/
MEE A BDV BEE QWM RIE B LSBT ¥
HAR R X — 45 R TR A 78 BDV Berh R
TEEMREERY, 82, SR REd TR T
W2 ITTIIRERITT RENLE , X BDV B[R AINAE L R AR AT
NEEFEELAOE T AR,

BDV T # & su M4 & MR & 8 7 —F E b5 5k
BT % BDV 825 A8 1 B4 9 (High mobility group box 1,
HMGB1) /55 ERMIE , HMGB1 5 RAG1, p53 Hi Hox
LS FMIERH, B—Fh 552858 DNA BEHXHEE
H™, HMGB1 & 5 M R4A K MAMTH TR, BiE
FI/HMGB1 FIE A T p53 N+ S8 SIE M, pS37E40
MRS S T REEVERT . BER XY ps3 Tt 0] 1A
WRTAES CNS th BDV B¥pER Rk 3e B 4 10 b 22 975 TR AR AE

AR AR AR BDV B RED 5Cdc2-cyclin B1 &
BYHAREVE R TR MR R BDV R st K U s eF 4
YiMarb B A3Z Cde2-cyclin B1 E-&WAEMAREHF G,
A1) M BIFAREER AR N R, A B RME, X—F
AR5 BDV B AMEX, SBREA TR,

Rat/MEK/ERK 5% B¢ il of 22 % B2 /75 25 R ¥ ¥ Raf MEK
aHE A Y SME BB B ERK (5 SRR 5 B f
5, MAPK (5 SHEBR I AU , MAPK 55 @S5
— RIS B, REE B LR TSR, FE Pk E R
b X — AP AR R AT AN I R AE R B, W
ZITAM A Y Raf/MEK/ERK 378 3% R H At 53 B Bl 22 4 K R
¥ (Nerve growth factor, NGF) _jipi 5 {4 3 25 % 5% [ 7 (Brain—
derived neurotrophic factor, BDNF)ZE #2278 3¢ K T8 7% . M
LB IR T K LRI 32 A T DA AR B rh b 8 T S8 1 B X3
KRN, EL F BDV B —H R BB H T Raf/
MEK/ERK 5 5B B0 RNA JR 2 —P, SLIR PR 1 b /5,
TEAEMZ AN D2 KMIE] ERK #8005 . 7E4Fh BDV $54¢
R R RIE T ERK BB EEIED, R ERK %
TR TIYLH DL ) BDV Z &% F ERK B0 89 2R i A B
i, {22 ERK & HBER B IR R SRR RS 5 ER
RIRBIE TR,

BRI PC2 R FF B — LR I\BR T BDV 5
ERK KB (5 S8 B A B AEF . PC12 4B MI7E NGF Hli)5
BRBIE R A TR E 0 . FR5200 BDV BYL5R T PC12 48
i Raf/MEK/ERK 38 %04 20 RIS, SRS FIERK
REEH WL B R, W B NGF RSt R aEsIR# 25T
34k, 3R BDV BHWT T #2504 K WA ERK MR PR R
Tk WAL, BAE DR AR B FT R I 4F4E BDV Bl
FHYT T BDNF BI#2H) ERK BE#R{kI2, 7£ BDV BG4+,
BDNF {&#itH: SV 2 [ RAZ FH |, FEp A 4 ™ H A5
EMEMLEM AR, FiE R BDV BrAEBiE T MAPK
{75530 85 L T A 228 S 400 R X AR A T B R T, 303 fik
Bl ¥ S T BB R AL,

2.2 BDV Bt NF—«B 12 58369 %

NF-kB %% % H -5 4 - 18 F P57 2 40 A 38
FRM XK, — B BRI R & o] LUOE A R 558 B s
NF-kB , F A B R 50 BEERE A [-wB SEFALILIR , 1-«B
B 7E BT NF-«B PEEZE/EMANG S/ MAE G191, NF-
«B A LAY A0 SN R RIS , F BRI, 2R 4 RNA
FREEIRYLET  NF-«B &8 T HUi s>, £ BDV AU3E4 4
MRiZH 2 NF-kB 22— A b IR B R B B A
B, H AT BB B ] R T B A AE T, R 22 oo A
M, T e P S 4T R 1= NF-«B =] DABARIR 735 |
MEEIREF 0% 5 SR AN S 5805 . Kaltschmidt
FRBAER R IZB I LR RT T NF-«B AW TTIRM T
BRI R A B IEMREEAN SRR T,
FELR T MRRATIRARS, F— ), A R B R R R
WS NF-«B S 2 JOFE T2, [H I AEA R B A28 TOT 1 R
SHEIRZSTF  NF-«B B380E 7T LIS 5 R R M 2T ThRE R
e
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PR 22 245 BDV SRS EL T 2R NF-«B 1)
HHE T, EHBRBREENER B, BB R RN R
BT NF-«B B9BLIECY, 76 BDV BRRA I (13 d) , BEER
A NF-«B BEHESRNBIRE, BIEEH, RER/NME+H
BDV PR 48R A BR T AL, 5 ARG B4 4UH EL NF-
kB HEGE TR WA 0, SRIMTE BDV R RERR (17~
25 d), 7 [ 9 X HP g J e 4 M Y NF—wB TS 3 7, X Fh
TR BE AR BDV Bt i BN AH S e 2 PP 4 AR
KTr,

— IR NG S5 PR G SRR B 25 ST A0 M AE B e
HiES NF-xB HRE T, X—455R 38 BDV 5 NF«B {55
SEPRAEAEAH T 3N HIVE FEPY, BDV BRYud FEth NF-«B BUE9H0
1T 88 5E3% TBK-1/IKKe B ARE TS BE % &
FAG R B F BN DUIF 32 2 B, A — S SC B m] LA S04
X—{Ri : BDV BRELHIAN2H 4k NF-«B FIThEE , S Bt
ol ¥ PR A SR T, AR/ LB NR TR
R (ES- @M AR B D NF-«B HUH R S35
BDV s Dagitseiamtt, I AL R EEHMEERETF
KRR PKC 3 — 45 T BDV £ DALIR I E
i,

2.3 BDV A FiAE ¥R R AR E O B (caspase) iEH
Fodm BB i A2

KT X HURRE R, ZA AL T iR MR E A
BT 2T B, MRT- R AEREYLF E
LTI N, CNS FMETIBRE —MEMEMNERE, R
PRICHN M RE S 52 5 A R i, IR 4 T R R 4 Ol 7T LA
BATR R Bl (R AR AP R R M2 0T
SRYE, 4 T AR 2 BB 4T E 6 S5 B, (R,
CNS WA TR 243 ) R AT a0 fhl Lo 2 AR BB E R,
HTHEBENRORSTREAKBERAS, AL REREN
IR , R A2 B &R KA R BRI 1§ (caspase )™,

BDV BRYLRESS AN M T %78 o SR E , £ BDV
PP R (4 A B 5 L RY ¥ 5 /NI b SR £ Y LT R
AR R, FEM AR FINE, XL RME TN
MRS B FELERAT A REAMUZLA, AES R £
B W EFRER AN ZARAT R, TR TR AR
TS, X — RS AT R AR T R RN HTH) mRNA
T2 8, BT bel—x FH A mRNA /KFEH DNA A Bk
RT3 LAIESE . Hornig 542 H BDV BR UL i35 A= KRR AT AAE
AR AR AN Z K T R sh iR

7 BDV BB B R AT R ADP BB R A 1
[Poly ( ADP-ribose )polymerase—1 , PARP-1]#1 4 Bt Z B8R K& &
R 2 (1 -3 (caspase—3) B IESL T caspase #£ BDV 417
fIM T T R FEVERE, PARP-1 J2 caspase IYERISE A,
H AT AYE BT T- ARG  PARP-1 25T DNA #5518
S ANMAISFECY, PARP-1 38T A3 /I VB B 40 e i i 4 A0
FEFE R R AE SN, /NI B A LR AR 2 R G R B S
A, FEHP 2 TR TR AR E TR E RS
4™ PARP-1 53088 PARP-1 J caspase~3 R PERES,
R SR 2B THAE, B8 CNS Xtesetk BDV BAL i

FRAER RPN, AKX 6% BLA] LIS HH &5 6 . BDV B A 4B I
TR BB T M2 LA S SRR BUR .
2.4 BDV %5 IFN

IFN RE 5| BRI RA Y, RIUR R NE—
SRBiERP, RE 1 B IFN MR RN F BRI R 2 TU 4
FhHET T BT, (BB 540 HOIE 3 I BA X S 41 il R 7 X
W2 ARG h R EETUREE Y, XMyUREER LS
iT JAK-STAT i@ & 155, TER B )5 3K F R 4
BE BRI RAED, 35457 Hek B /-6 TFN g
IFN-o/B KM% JAK-STAT 5 5B 1, FEEA TR
TR AR 1 BUFIE™, F BURN BE B NLXT B R K
B IFN 3R 22 Tt R B3 L. BDV RERS7ETS FHK M
Fret A fFIEH] BDV L BA X —4 5,

BDV B BIXFINEHE IFN 1897 BEBURH IR TR EEAD
REIH JAK-STAT {5 S sk IFN i SR A4, AT, BDV
BRRA EEKERF A IFN-o mRNAS“ | & IFN 3%k
FE TN PRl o th A A v A R e /N BB T B R I, 156
P9 IFN WA B 7 80E , TR i3 B A,

3 ZitRRE

FEM 2 BDV BIUACH B—M B BYRE ", TSR
L8 120 CNS Ry, TEERZ 428 48 i P Sy it i BBk
s 170, ASCHER T BDV WY M5 S5E 8%, B IR AR
FRERSUM A AR, B BRI R TER IR R 40 2 Al
BDV 84515 S @ B A 7E 5 Bt , ZE AT 42 B s S g 2 el
WAFAENTEIRE (B0 MAPK 55 NF-«B), B XA
PFRATAERI AR Hr L, BUAE X T SR AR £ 0 T B BRAR T 4R
A PR BDV Xl AR 9 8 75 S BT A 1R S (E R
BIMRR, HRMATERE— YR BDV RSB 5 B 5%
FHEH KAEBOEE A %, SRENE ENE 5B AR
PR EAE R EH 5%, 308 B AR R M5 e RN 145 B ok
5 F PR R15 | R SR ARG EE Y BDV f£7F
S, B&J5,BDV B TR FRE LR, RiksMER R,
BDVEETH t TR E RIAF N M RF e Vv M 2 2R 1 F
KRR e [m) B AR RIS LR B T T #% BDV BIE Y2445
Y, A B TR BDV Fpamext CNS B,
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