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MRy ¥23

20 JH DR e BE 110 1 o 2 X A agle i dRe 4T 5 | R
() —Fh IR 2R T IR DL e AL ROAT DU S il
e i dte AV TE 0 0 T HE AR, BB O AR R O TR &
A, ROTE il I kS i VR AL A8 250k

—BREREEZ

JER A DAy — ol P U MR R AT, A A BRI B 2R
PFF# A EZEEM., BAl, Ikl 4 Fr
AR, 0002 Ay Ay Ay A IR, RIS S
(1) 32 1A R AN [, e 7 A (RO A Ta] o i Al LA
W R AL AL IR 32 A AR R AL T AL,
A, IRAT R 77 2 — FR A B AR

LR AR R AR AR OL R , 40 M A0 Ji T A A ]
FH A 28 R S TR A0 R R R 1 S R R
¥ (adenosine triphosphate , ATP) B4 151 . 4 Jitd Ab T foke
Ik 48 S L BCIRAS TR 40 L DR R AR Y ATP G
AR RN, SO 20 i A1 i BE T i 1000 £ (A
100nmol/L ~ 100 wmol/L) , —7J7 Il 45 K 2 3 K i P I
PERR AT R M 2 R VERT 5 — O, A3 T 40
A ek ok i e A 2 T G 48 P
TR BE P28 J5T 240 i DU S A R R A IR i 3% F
211 A1 DA T 28 o 240 R AR

2. R A A R afn b B P R < R AR S A0
) H e S B I, R R B 2 R T, R R e R
AR RIS, A2 TR R, H R AL
HIA LT 3 A5 1 D40 i 2% 4y vk 8 M A Ca® " i iy
107 3 QA AE 2 LR JEE 3 DR K2R i [R5 4k
THACH R T — RV R AE R BRI R A
S WUH R BRI NG E E FAR R, i R A B R 3
PE 4 (reactive oxygen species, ROS) i 4= il .

3. il A A R EE R TS ML < S K B, R Ml ) R
Sl AL R A B RS AR B AR T 2 Ak ) AR
ORI T BB 5 A0 i S 0 R ATP, HR A 2
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RILT AN AN ATP S A 4G, B8 T A 22 9 i Jot 240
Jif ffe e 1 RO B B TR /N Bl b i B SR A ATP R i 4
ACERA B R WS & B, 7R BUAR /N BUK i AR Bl
Jlik 71 € ( middle cerebral artery occlusion, MCAO) J5 3h
R I8 T R BB i ADK g K F S 30T 20 i
MR e R B W S B T 3T RE R AR Y 2t Y R
By LE " S2BR b, ADK [ 3 3k K OF 78 8 35 b &
JURFAT AR 1 v R 25 T AR, ADK 3 B 3R 3k Y K
AERE LN N B I T MCAO 5 S (0 & #h & e 48
T2 T AE MCAO SRR 1A Y AR /N BLBOIR Rl
T ADK B 0 1 22 a5 o AH 40 i, & B /0 Bl i A 4
PR i L ik e fF 5 3 W e i Bl 1 3% 5 o 4
HEFET 5 20 L A R Y K S  D0AH 5G, ADK S A
M2 F GE N IR b R T B, DO el Y
ADK J2& 36 77 i 5t 1. 1) 55 5w

AL BRE SR TE R BRI A B9 1 A

LA, Y 2B 20 A1 < JCAR /N B A B 28 R ¢
AL R FESUIR IR i Rk, R 5| B i S5 Ab IR &
BT AR BR K2R3k, B A, R A M2 {904
JH T L3 B 30 ) B AF /N UV T 2 oe g vt

2. A R 32 AR5 MAPK {5 5 % A7 BIF 52 3R 1T
AAE Wistar K BUIK Bk 1ML 24h J5 0@ a3 A, R REAS 30T
22 53 JE 1 Ak 2 H I ( mitogen — activated protein ki-
nase ,P38MAPK) il ¢ — jun & & K 5 i # (¢ — Jun N
— terminal kinase , JNK) % 3% ¥4 , 1 177 41 5 #i 28 G (1) 6
Too FEMGRIL T, A R4 HT 570 38 52 BEL B ot 252 200 i 1)
Ay RORA5 BB 28 R PR T 7E AR Wistar KR
MACO J5 24h J5 & BL, EHEPE AL R 5508 17 - (2 -
Phenylethyl) -5 — amino —2 - (2 — furyl) - pyrazolo -
[4,3-e] —1,2,4 —triazolo[ 1,5 — ¢ ] — pyrimidine,
SCH 58261 | fi % 38 i FR il /) i J5T 240 Jf 3% A4 of 410 il
P3SMAPK (i3 ' T 38 4ok R o it 26 6 A 0 58 JiE
20 LB TP L IR T INK AR R AL, 8/ T T A E
TR, I TP R i Gk Wl T AR BE Y 4R
U R T R4 i 2 2L /R . BF9E & BEAE MCAO
J& B9 Smin 6h 20h 45F SCH 58261, it 3 T A R 2tk
AT Ry 2 B B, WE 5% 5 314 2 B SCH 58261 1E MA-
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CO H ELA7 57 B MM, /0 390 4 (0. 01mg/kg) A B i
H P9V T . Melani 260" BF 58 % B0 A, R 4540 51
fR A 28 PR AP VR T AT BB 6 Ko 1 e i AR R IS 1Y 2R E K
SFIR AL o AL R BB 14 - (2 - [7 - Amino -
2 - (2 -furyl) (1,2,4) Triazolo (2,3 —a) - (1,3,5)
Triazin —5 - ylamino ] ethyl ) phenol, ZM 241385 | i@ i
U0 AR Wiistar B B 10 A5 B2 9 G J5T 400 Jf T, b
R 2T (OB . 11 Ve R 2 MR (0 o R
Yu 25 W LR AT AL, RO R R A K T B R
AR/ BURS A BT 2R BN LAY B B8 TR M 4 K ((bone
marrow — derived cells, BMDCs) , A & %F #7¢ i it 12 fiki
P07 s T 7E B A BUBAE /N S AEA AL R A3RIK AT BM-
DCs , K1 58 % 9 /b i A58 AL A2 BRI AIG 58 i PR O B8

ZABREZEERRLENREERE

] AL R KR8 0wl 2 O 7 VR F A S [R) A s 2
A B B A G 0 A R A R Ay M R 22
RAE TR

L A A e 2 i TR 1 R - B2 9 TR S, JE B 2
X i 28 T0 300 S I A, AR /N B TR AL RO#R AT
TN % A e 2 R A% R L, AR R B B T N R L B
oM E " TR IE # R EUR S
T A S A A e I ) 1 L, SD OB AR KRR P R T 0
WOE AL R 2 HE A 28 R R T B BIL ) AT 5 M 28 ot e
JEAR A 6, 8K B MCAO £ B | Trincavelli
A B, AR Wistar K R Bl iR BB A S0
ANBE AR E ) A R 9 FRIE 1R Melani 45 4
FERW AL R $5 P05 SCH 58261 J2 71 J8AF K BUR 4t
A 0 S5 1AL S5 0 19 LA /DN I 9 2 2 i M R B TR A TR
F18 B8 TS R A P e 1l 453 5 o E R B AR AR L BELIT A,
R 23K U8 25 5% Wi 45 48 TR A R L, Corsi 257 5286 %%
L TEF 6 - B2 22 AL B SD A K B 4 2R 95
(parkinson's disease, PD) #&# |-, S0IR A Y 25 20 R B¢
JRCHE I, TR T SCH 58261 b3S, /b T 4% &R 1
R o I A% G R 1Y R T R R A A R A2 AR 1
SRS G H Al 2 R R (RS A 2R Y R i
2 U B G, X T RE 5 IR SURA S fih % A M 1)
{4 3. Pepponi 45 AEK LA 17 ~ 18 KIS BUH
MU IEAT MBS 37, K B ZM 241385 REAZKH 1L SCIK
AR 1 15 JBCH o) 59 5 By A &R K P BT 3R A
ZEIUAE A, ROBE PR D04 2% A PR 75 Mk 9 VR T bl
FAEF . Li SRS AL RO DR R R A4 BLAE /N
B7E MCAO J& , 4 2 MR 19 B il B Al T B AR 4, i 0F
FEIE I AL, RO DR /0N B i A 2 44 B 1L BT A=

2 /)N FU R A A0 AR RS /) | [R) B i 22 Ty B i A A AT BT 2
A RO DR A B 7 SR I G A 45 v 8 R A A
T T A =R EE

2. Ay, R 32 4K 5 /0N 5 5T 40 D - Trincavelli 45
5% 22 BH BLAE: Wistar K FRUIN R I J5 240, XUbR B 92 21
A % b 28 0 RN B B A L i) AL, R G BE SR Gk R
Sy Mk 453 47 1) B T A0 B S5 I A i, B ATE /DN BR e s g
/N8 T 240 BT i P B 0 AT A e 3 L A b — SE
RAEAT BTN [ FR A0 R TS AR R LSRR & R
ZRIERRL . E kN FRAM AL R (R KA, H
RAEMHN W 215 AL R MR8, M K H AR
49 3 A D AT AR 2 /0N J T 240 %) 84 B 35 Ak, 2 T A
KA A P 3 5, WG — S AL A A il (nitric oxide syn-
thase,NOS) 4 i, T A, R HEH#] ZM - 241385 4
REZ M I LA /N B NOS 1A i, 222 S0 uE i,
BUAE/NE T cAMP (1) R B2 KO FEAR K AR B 5% i o
WM - A, R B FITNRE

A, RO AR5 X H A S0 58 S 0E B N A IR T S B P
JEMG , BEAMIE R, BOE AL R AT LLIE o ) e
JE RN, B AE 5 A0 R A 8L 05 AR DR 3 R0
M7 AR s b, AR /N B AL RO 3% A6 00 AT LA
ZIN B2 5 240 D 1) 14 T A 1 T RE R R R 4% PR 3 i,
R RAEH o 2 Fh G305 f5 , Z1 ] 00 B 928 40 Jifd 28
Ik 1 A o B A A% A 40 0 1 i 2 2, A 5 R IR A U
Y1 TR AL R Bl i M A 5345 1) S B IR R B X
BRI A, R EEREEME TR AL, BEIE XTI T MCAO 5] i
(4 5t 1t A G 458 477, 30k B PR B 2 A B i 28 2L P B 4
MR R AT (40 IL -1, IL -6 A1 IL - 12) (B
W DA B 5 L TL — 10 R 38 By 38, DATi o g A5
HEA R kN, o s i M BB 5 e AL R T 1B
AECAN " . TNF - o M1 IL - 18 fE6%38 i NF -
kB {5 Z il B2 UE A, R FER BRI, BUAEHEM: Wistar
K BRI A3 S5 AE K v S X IL - 1B % 48 i 20 it 41
PR ATP fUR BE N 1 BRH - A, R T B0 RAE
SN, TN 1 i 463 45 o

M FERMRNEREZENT K

XPH A KRR ECRiE B G B A MBI A, R 4T
5%, & CGS 21680 Y %E A o i M th A J5 21 il A 14
W2 B AL A R SERN R . AR
A CGS 21680 445 & o f 2 BUAE B 3% ,5 Kk J&
AR 15.5% ,15 R 2 sAFE A 173,25 Rk &
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WEZEAEM . P20 RV, GGk 5 R Z T
A, Aden FEXT 7 KA K B AT S0 2504 B Ik 45 FL SR
FHE 12 B AN 23 38 T SZ AR IO I S 52 00 6 M 55 1 6
() AR T 32 A4 5 i 00 A8 Ak, 45 0 B, G R Il 5k AR S
Oh . 1h 1 2h, J J5T K ¥ B 1) A, 3Z f& mRNA ik,
A, RN BEVERE BRI S5 & 1 BEAR, 45 FL A0 A > 3k
A, Z & mRNA FiEW)d /b, Bona 85X 7 K K Bk
A7 R fife 8L BB 0S5, 25 7 AR TR R R 52 AR TR R
A, TR Z AR F U7 (1,3 - diproplyl — 8 — cyclopentylx-
anthine ,DPCPX ) , A, Jlit 7F 3% {A 3% $i %) SCH 58261, 14
KI5 K AU SCH 58261 A7 {44 ol 4 ok 1. 12 i 461 475
MIVERT . BREAVE S —Fh N IR A 2 R 4P 500 7E 7 R
AR /N B Bl S Bk I S, 5 B AR RN BUORE A, AL R
i 535 8 /N BRI 7 B 4 RN 0047 Sy 2 i, U T A,
R T8 A= /N B e A e il i) R rp 2 R PE . N — 20
FATEARARAIE A, R RRCBR X 37 A= /)N Bk 48 60 1f P
A5 45 J o 2 240 i 1 52 e LA R A AL

g LAk, WIEPERE S AR A ARSI
R FH B o 2 9] 5T AR T Ak 1) O B e i 1 Ak 2H 2
YERT M B ADK 19 35 35 7K ~F- 78 9 15 #2870 X Bt A 45
Pirbi B AR . AL R SEHURIEE 1 20 vl A i 2o BH
1k ¢ AMP (1% 2 82 0 30 1 /)N e 5T 240 B 0 3% L 5 2 2D
ST O o e | O 2N Tl IR i i L1
P38MAPK JNK (%) 3 1if A 1y BH. 1k it 4050 i 11 2% &y P
RIKTINE o Ay, RFEHURIA AL, RO R 5k fig 0% ikl 52
i e L 545, 5 2 A TR TR ) R T 0N R T A4 L T
PERIE T LI & MAPK B UIAH X, (B A, R 765
R AR FH AL R A B R, R AT — 2B o
Mo BRH — AL R H0A G BB IR 1A I Bl i M 705 0
PEZH S0 1 A I T B, A BN T R 5 R, 4
AT i A K2 N A AL, ROAY 3K 2 R R R o e % A
PR IR T 7 . DER AL R 9 G 3 B AR K B R FF
AT ki R 1058535 T 245 0 R S
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