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1 2(cIAP2) (X BT T4 1 & 11 (XTAP) # £8
AT A 1 (NATP) A7 1% &R (survivin) Fl livin,
Hh X B T 2 A A A IAE R R B A DL B
Al Caspases 4 1E L PR TA E EE
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RGN B NG AR AR e TR . A M
HFZR T PR T B G AT AR 2 R 0 PR A T
(A 5 Sl ity 35 520) T 98 5 40 O T, i R A S
X R T 0 ) B 3 R Tk R A 0 ) B R )N i
B4 & A PR T X B T 2R BE A
Ji %5 B 72 B i B 4 6. 12 A1 24 h 5 B D CAL X
RN, T R B 0t R AR 12 R 24 b ARG I B X R T
00 3] 26 1 B Al S R T FEW FLsh ), O
T4 2 AR 3 P T 8% Smace/Diablo. Omi/HirA2 Al
GSPT1/eRF3#IHl o IEH MO T , X 2L 8 1 B4 4 T
E5 YA NN B R 2 To0-aga o i U 3 ) D
Saito 25 MR AL, X WA T30 2R R AR T T Ui
) Caspases Z& 5k S 0 ¥ i& , W0 F] 4 Smac/Diablo &
1% , T Caspases 42 filt Ifil #f 28 o0 P& 1= 09 5 2 98 5 A
o XA T MEE P ARG F 1(XAFD) S — 8
KB X I N T, BB B RS PN PR X 3%
BT A, BRSO BRI JR A
BRI 5 XAF1 3R 3K5 K- THe i85 & X 3% B T 4 i
EARWING Tl o G o TR 1P 47 2 7 1
G IR 0 1 I AN Gl ot 2 I AT DX AN A% Gk X i
R R I B e = S S S S e BT = R [ B £
e e 1M 451453 5 A0 T A s 1 AR R R

=R S A A

1A0HE A WE W A0 P AR S 8 i
PRI AR, 5 K B A 040 ST B R A 1 B T AR
O3 A5 40 2 06 B AT 06 T AR A X
I 5T 4 3L, A M 25 R A L P 4 R A4 S
A A W A Bl 22 0 WA B R S A, K
RS R e = N U s N E R e R N IS G S
itf VR 72 K 4y F A & & WEARE TP OR B, E ROk A
Wik o AT R R KT UL ) A0 P B N )
SRR A R T A K fie T R B U A Y [
Bl A A BE B O 4 A A G 0 R T R R HE A M BE T
et B RGP TR e — AW R E R
FL TR e 2 55 0T 1% S 0 I 38R N 3 e VS T A R i
BB 43, AN K A5 Al AR R I R
A SR, DR AT R Al AE N A A T O A
EFET- T RER . BWEN —Z R, i Arg St
PR . S A DGR 11 1 324 3B (MAPILC3B, fii R
LC3), A Atg8 76 " 2L sl i () [R) U A4, & . B W 7
kR AL X — R AR TE X B W A 0 bR AR
Mo HoAth [ W AL HG Atg7 AT Atg3, BE4H B LC3 B

bt Bh ArgS A Argl2 Z RS54 . B, B 4k
DI T Arg7 il Atg5 B W 5E R B /8 B, /N B T
B [ ESL DN BT B e AR PR IR Y A I TE S
) 2 1 0 B g T ) Ml BT L — B

2. Bl G R A Al A el s AR A A
Wit , AFLAf 01 AL 1 A B AR e L, A4k AN
P ) 7 S8 G e 4 Bl ot 3k R e ) R 2 00 kR
HE., BT AREm R ie i Le3 EA
A 3 2ok 1 A R A IR b Le3- 1T
BOH W EWERE AR AR Y B, AR
22U AT AT 1 3 2R 5 500, 5 IR PE A 0 T A B
VE UL B 28 0 1 B A G IR 2 o Tl HL, i U
I A 4120 1L.C3- 363K 7K 7 T i 78 32 F5 [ A7 7E
ZHRE Y T R E L A i i S R R SR A A
B Beclinl 235 7KF- 2 i Th g 0, AR 47 X1
RO BT B S 6 b, T 24 h ik I {E K F 5T
Frge#y2d. W9 RN, 28 Beclinl & 5 ik 1y 40
it A, /) B 3R 3K i B 45 S B N Le3 T R A S H b
HMMEFET- A KM AR H ., H— DS 5%t
W5 1 240 i A6 T 08 5 LR BNIP3 B 4% 1 Bel-2/
B9 B E1B 19 x 10° 40 B 4E F & 11 3(BNIP3) A 4 i
ML PR T . BNIP3 Y C A sty 5 IS duf 2 LA 1 ofr 2
JCIH T PT b5 1 o BNIP3 A B 3 R 15 F Caspases 1K
ks Lo S5~ gugEg i >, 1
5 Bl i kO LA B A JR T D . BNTP3 3[R ke 2k AT
B e it 58 495 0 2 5 2ok 1k 5 4% Y . BNIP3 AI i
SRR I 25 e A Tz M S LS o LA i A
I O A USRS QA VNN e R NI A R
i e 1L 2 5 o A7 7E R AR P HL , 5k BNTP3 ¥ & i
(A W2 5 w2 oA T AL S T A
I, A 6 A R Y A 28 U AE TE SO T I 5, T g
A B & BT Mk et i) B0

R I 1 A 45 4% 5 AL B

1 22 DR 3 7 e T P T 0 o A RO A T i
v d g SR TR AR5 AR R R R A H 2
(ROS) "1 & Al N 38R AR P 80 £ R A 48P 1
2R A 000 A0 M D RS R R RE T R e AR i
ML SR - PR T e A Rl T AR R R A A 2
[N/ 7 &R AR G (o =R AR CuR s LI ASe ok W
FhT 5 1 RBE S TR 1 B A 2 BE O, 1 A
SEAL Y BAEEE(SOD) i AL Z M (CAT) A3 BEH Ak
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i E AL W (GSH-Px) , DL K — 26 fiff 25 Bt A Ak 1) i
g R E i CAS e H IRAE , TG 3K T 4i
JEL ) EE 11T DN A RIS 250 o 3 1k S H o
AFHEF(0,) iR I (o) it AL R (H.0.) .
— AL A (NO) F it S0 il 7L (ONOO™) %8 15 50 4 1k
o7 S A B Ay F o ol - PR S L Bt AP X8k AR
S BT = 7 | Y = AR = B SWES 3 TR NN
AR 3 B A 2R AR 1 25 i Ak K F %
R HE B B, ATP AR ™ P 0 B RS R A
AR A R T PR BE BT R0 5 B B, el - T
VE R WA R NE R e IR ORE S ORI IR W R
(NADPH, i& J RV T 11 ) AL ™ A= 40 A i 5, i
RS B S, R WS BT R T s
NADPH A 1L .
— Bl iy Ji5 AR 45143 T
L —F WA EM Ak, -SHAS

(NOS) F| I HG 2 B2 . A S NADPH 7 A — AL A,
FEAE B - P R S R R E R Y R
bR NT DL E 22 58 ok i A 0 T 2 ) 2ok IR e
1% 36 5% , 51 41 i BB it AZ AL AT DNA 8145 , 5 2 DNA
A A RN A 2 ST AR T 1 [ B iR i i S5 2% Ay P
S8 TR —— 4% SR 1 L, o ke 45
0 2 2L A7 7 3 B — S B A L 43 = T A &
JC I #2820 R — AL AA B (aNOS) 5 r T/ BT
2 ML TR SO A S T TR A R A R AR
VS — E AL R A BEGNOS) 5 LA LA T i ifiL % P9 K2
i M i N B R — 4 A A T (eNOS) o nNOS
iNOS T B X A 2 RG89, 11T eNOS T 3 i R it
e W5 A XL A, PR HE LA BT AR . eNOS [ # 42
TRy ER AT REIE A — S A S ik EH . &
A nNOS 1 #f 2o0 , H [ B B H AT #8 Bt bl i #5345 19
AE 1, AF DA IX 26 b 28 T BRI — R AL R T R PEAR
nNOS F #2200 . nNOS #if bk /I B 1 JR kb 1
i ke L J L A ARk R OE R N B4 /DS 40% , F
BT M e it & 1 JS 0 4 /N EE B B nNOS [ B
W2 5 O i It R T T 4 )R B 1 -9 (MMP-9) ,
FECRAME RN R — E AR EUOK T E S
f I - - VA S 2 M AR A P U R K T LS
F PN T O 45 R B — L ALA B (nNOS Fll eNOS) %
YIAH G, T e i J5 4 — S0 Ak /UK F 09 7 5 0 B iNOS
JIT o o e i - PR A A B 2 2 AT AR
N, R - PR 1 b R IR BE R - 3k UK OF BT

B, 24 h G PR T Y % R AT I P -k B
(NF-kB) 53 iNOS F ik, N F-«BIEIEHE T
55 AN B 1 (kB 254, T o8 IR B8 B 7 - T 300
1% R - B A0 2 1 R AL, B R I F-« B LR B
INOS ZEAHSCHE R 1 PR Ah 4B 1% 77 30F 5%, 76 B 1.
BAEZRE T 15 INOS A il — F AL Z i 1 i
2P T AR BE PN B A0 P, — SRk R0k T R g R,
H LU IR A -2 (COX-2) 76 M, 3R & A -2 BH
it 22 50 55 iNOS BH A vk bz 20 B 0 437 B AR AR
S B P i o T N- B 3R -D- K A (R (NMDA ) Fil
BB i AL (PLAL) SUIE W By Bl 1 > 5 47 DX ph 28 50 A
PR Al iR A -2 KO R TR T, — A
Ak A o 10 ) F A0 A N I /0N B Ty R T B v R -
THE TR R 0 00 IR L R R HE A R E
XF eNOS-/-/IN RHEAT W5 & B, eNOS A2 1ML 4
B A T S A T 5K 0 T e R Y e T LA TT
R M R P Bl 228 3R T (BDNF) 19 32 356, 52 i 44
2 201 B T Bk A e 22 % ik Py A A T

2. 1L AR AL A PAORG SRR B DY LA ) I
Z I}, nNOS.iNOS 1 eNOS B} 7= A= A4k ¥, 5 — %
bR N A B3 R il 3 5 SR S AT AR 4y
eNOS 7 A 1A 75 I —H AL A&, i AT 1 S K -« B
AT 1 R B BT A 5 5 B, 4 e N PN B A i
it 15 8% B 43 F-- 1 (ICAM-1) Fl P- 3k %  (P-selectin)
ik, 25 1L-8 I 35, BRAIK b M R 40 i 1- 3 ¢
K (L-selectin) F 35 K 120 3 4030 Al 338 mT 5 5
DNA BUEE i) — 25 B 24, J00E PARP-1, #6385 i Ji 78!
BTG, 4% 10015 & 200 IR . PARP-1 il B2k
BEHCA T2 3 H +, 15 % 55 Caspases T X MY 4850
FT-RF . PARP-1 [ S 2R 6 st H 7, (L 46
MR F-kB G L E FT-1(AP-1) Ml p53 55, p53 M S
SRR JH T G AR T, B AR T A A A
HY 56 W] S pS 3, I HE— 2B SOE JL N R A 4R A T AR
[ Bax.Noxa.p53AIP1.PUMA Hl Bid, iX #& £ 1 i &
BeAFE R FEORR, B Ml K ¢, e X R B 4 T
FET- 1 [, PARP-1 33 5 38000 w0 b 2 0 5 1
Je b e ot 453 5 7 B R 2 — T

3.NADPH & fblif A 78 [F TH, WEEA
A2 0 R R L AN M A KR
SH AL, Y i i R Y A8 M RO R A B S A
FLKs SR A P 6 B AR AT M 418 . ARk IR JE A A
S E BRI, RNA TR K i 2 40T
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A R R RO IR T NADPH S0k it it ) 28 k7 A
I 5% . NADPH &b J& NMDA 32 434005 )5 7
A R SRR I S R R Y B2k NADPH A LT
B HH — AN NOX-2 J&5 , FEAT NMD A il 3% 0 A4S 3
T B S KOF, #F— 25 0F 52 NOX-2 J& NADPH %
AR T 3 0 7 B AR R A 56 SOk E D
B F NADPH 480 fb B 9 420 1 pl BE 0T R i 28 24 1)
Bt (A G TE

4, HAAR B 5 W H b B 0 41 9 405 il AR AT
I A AL P (MPO) | o I WS Jit S0 il / v 2 4y 4 £ il
WRAWE-2% . 86 S W) Z 27 T b Mok
ifrh, AR T SRR A R AR, B R
A0 Tt PR 000 i A v s ) 5 1k B P A R v
i 000 ILARE B i e o B, AR Ak O 9 AT S
MMP-9 85 % P B 7, it 056 0 2 1 R A . o IBE8 4
A Tl 7 S R I Gy Sy 8 I 4y ) () B, A A 23 4R
7 A R B B R o AR A B IS AU A R
B IEE S SR A il ) o AR A D O P T R A
LSRR

N

A EE B it B A AR T A AL Ik AR
@ AR 17 B/ 1 = i | I B B U SR AR e =R o
T h CA 1 X B2 50 Ho 52 it i - P30 TR 40407 , B R BT AR
AR 300 AT LA 3 i - A 5 B 8 5 B A R ) e s R
PER ™ DA rp 25 B KSR Bt A4k I EGBT61
CRR AT 4R U ) A4S 22 Wy, %o dole oy - P98 3 o2 0 LA
BRI ROCR o bR EG o R M AR AR Y AT
AR (Tex) MAPK i A AL AU

1 A ARG AL AL T R R AR
BF) 2 7 % 40 it 0k &0, I 0 S0 Ak AU 7 bR
JK 3k S Ak W B A3 K o AR N FEAE = KRR
b9 5 AL T, B A 76 40 M S5 P A A e AR AR 0 O
BT (Cu-InSOD, X FR SOD1) , o F 4 b 4 1Y 4 #E 44
9 B AL (MnSOD , X PR SOD2) , LA K A T 4t it |
) 4 Hf A1 8 4R A 9 5 Ak il (ECSOD, Xk SOD3) .
Kinouchi %5 3R % B /1N BRUF 58 SOD 1 78 il e 1
S FRAIL I H VR, 45 R R B 3k N BBl 48 0T
JT 2 SOD1 A 1E /N BRI 3.10 £, 4 58 &b 35 [l 45 /)N
35% . HER : B R Ak Ak T O T e
S U0 1M M A8 75, A R ke T a1 i
3 R K i BAG E IR YT AR T . AR Ak T
of R K AL A vl 2 R AR T O e R Ak

& T 5 et v 20 2 rp 4 B P SR R KO I T R A
51 Kawase 28 "5 5 X SOD T BB /) B 32—
M EE,UESE SOD 1 3 1K 7K S B I Bt afin 45 I 44 i 7K
i 0 R S 48, R % G e ot J 7 A B 4R A PR AT
0k T i - i it B 5 3K — A PR A2 30 o 38 3 R 4 )R AR 1
it S B R SR AR R LA - P A 4
JCIA TR AR A, Wk ik SOD 1 ) AT ek /b w28 ot A
TORCE YL TR A AR A S R A b B ik
B, (o R BE A 0 & IR T AR A P X —
I7) A1) 3% 48 J2 SR FH RE 0% 30 2o 5 B HIV -1 9 5 Tat 2
115 G 453 (PTD) & K TatSOD fil & & 11, 5 & Xt
M A1 XA e LA Y ER ™. TatSOD fil &
B A F BB AR A 2 1, S SRk Bl i 7 A HR i
BIT AL TR R B . [RIFE, 1 %38 SOD2 F1 SOD3
L RB S ™ A i 2GR e U8 43 495 o &
SR, ) SE e 45 S oK | i ik SOD1 [ #5 3L R &)
R Bk a7 i A5 475 ¢ Ay e EE U HE D AT BE S A A R K
/N R Z R EE RGN A K, gh 4/ B e T
JUR ok SR A il AN e R A S ARG, R, 2
Fik SOD1 i 23 3 J A Py 3 80k &0 R, Al 461 4
TN,

2 BRI AR B ER SR A 11 (Trx 1) RE
R At 2 P R A R . T Y S 06 O 4
R T % & AR B B2 e e
FEIE N Trood 109 %6 3 R /I B 48 Bt 804K I 334 g
FEA e I A R PR, T R TR /DN R I
IRINAEASE & AL I SV &R (R it DE
KK B, W Tex ] B W 2R PR

B R iATE COREREy A ST Yi

MAPK 5 B B3 76 4 28 00 T A2 A7 36 R AE T o
i EAEH, RRPUAR T A Z A LB A8 S
MAPK & AH AR . R AR BE 1 KR P A AR
Xt AR 20 B 3 AT T Ak R DA A B AR A 1 A AT %
JIE 3 M (ox-LDL) 5 5 09 B2 Bt & o0 & A= i 12 5 R
S, PN B 240 0 T Ak 3 O AN B 0 R 18 K % B R
1 AR A A P AR R EOIR A SR T e-Jun
B4 B i WG (JNK) L c-Jun Fl Caspases 55 £ i T2 X 1
(G Ak o 4= FT S P R 40 A P R AR 1 1 g AR
W, PR RE 1 R 2 P R Al Y — 2 R EE
A 5 P9 R 20 R 24 Sk AR A IR R g AR T
G E R . BRI E K B, N R AN
2 5 0 2 0 1E E AR R BEOIRAS R 9 MAPK 15 5 57 5%
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2, 1 E BH P Rz 200 6 0 28 PR 4 O S ROl L
PUAALRE S . B TYEH T MAPK KA, KARPTUA
AL AT XF MAPK 5 5 5% T 48 il A= 4,
L LA E B I B AR TR MO R 3k
TS AL N B AR T ELAR -3
HEERKRFREFIRIEEA " frT i, LR R
(1 45 F W] 5 e AT 5 45 5 e Al g oy R VE T L B
TFILE R EEAR L5 5 — 2o {5 5 5% S 8 2 40 i 59
a3 AR AL, AN A A AF S T T O (ERKO 0 5
PD98059 1 W g Wt WL B 3 ¥ B (PLK) #1 Hil 7
L.Y294002. P L, #E0 JLAS 2 8797 41 i 04k 1 3%
I B AL AT 505 S R Sl B b Y B BT R
ViR B T 22 52 W 200 G PR 6 S A7 a2 R ok
S0H AT B DL IR AR K /N R AN i T Ak
(D) HEINAZ A F-«B & i, 1Z B 18 S k-8 5 iU
PR3 18 DR, DT A 3 /08 e J5T 4 B 3% Ak o (2) %60 H H
51 K 0 40 IR B8 AE 5 AT LA K 40 A X 4 i Ak
B R R R B R EE H 1 (HMGB ), 5 &
GO S AL LR 7 ) 2 AR (RAGE) #HZS & 15 & /NI I
Y BTG E o (3) 40 A SR S B e o 40 i 2% 35 2
e R, 5 0/ G S5 4 i ) 9 Ak o (4) B R F-x B TT
S22k A AN B B v R BRI A S Al S N
2 M & AR AR EAE .

W2 2 e RS

XKW K H RS XT6- 5 2 1K (6-
OHDA) %5 S i #f 28 JC A T2 HAT AR 1 7. ol
KRBT A AR R 55 85 W A e o T BT R ki
BRI 8 T35 F0 YA ST AR T 5 Ll 48 B AT 5 AR
ARV ol - P 3 o R P 2R A TS R 3 D
N R Y/ DX = R = R S |
B e I P e AR b — S A W TR R -
it R h 7K S T 5, 18 3 20 40 i 3T B < (ESR) K6 I AT
R —FAL R B B A, TR D LA 4 B X
SEG S AT AL B AT I AL A 4 2 R i R R -
VAl R R KT, 3 s AR W AT R — S AL BUOKF . #E
U Ll A £ B AT A R G 2o T R AR B AR
7 #2185 — A AL BUKFE o INOS 5 Bl I - 7598 v 05 )
W R AR R MM 4 e A TS O, (R R (5
(Western blotting) F1 30 %% 5% - & & Wl 5% S W (RT -
PCR) B 58 45 S R W], 40 A0 57 T 4k 211 52 55 30 )
A I ) S AR iR R BE TR - o R A% R -k B KO-
BEEAG , 4 1 3 iNOS mRNA 2635 /K, 3% AT BE & 1

A B A Sl - 7R 3 45 475 G 00 5 2 I 2 AR OR 0 A
PR B ZHLH . ESHE T BB W B, &2l
B Ak PG S 4y -7 T A S T T CAL IX
R A Bl 28 T A T BORE S35 R, R T b 2 T
D, AT 2 81 i 44

R I 1 A 45 5 R R R

— Bl ot i 483 45 A 2 4 45 b 4 1k TR

L AMLR 7 S — 41/ 0 AR, R 4 i (]
(CRER (IR =X =2 O 0 e B v N P ¢
U A [) 6 R 28 O B 6 3 1K A (W] 288 Y 1) 200 it 1A
5, A it PR A B N B T 4 A L AR TR A JT A
JEL LA P R 24 B R A 2 0 2 8 2 R AS ] A 40 i 1R
T2 5 RYER N, I35 51 8 413 4 1 149 240 i 15 1
T A A B TR ES AR L AR R (NK) 4 S
H T, Xt 20 i X7 TL-1 A 6 g SR 58 I - F 5 1L
ALK F-B(TCF-B) B 52 & 2 HAE HIHL il A6 X5 1]
o CODIL-1: A PIFP A [/ S IR 4K, B IL- 10 FI TL-18,
TL- 138 2 P AR W] 09 32 R AR TL-1 Al i
Y D= N e RS N o 1B 74 s A o A1 | DRI
TR H Bk P ZE /N BROIE TR S A TL- 18 )R L K
il 00 B S R 184 0 0 40 R I B i o o =R
7 TL-1 32 % B 0B 7] 56 P 35 3R 3 /0N BRI TL- 1 % fh il i
DR 5 /08 B, e i e g 8 0 2 R ) e 2 A . R4S H
HIGS TL-1 2 BB A P A 8 K &, SR i, 6+ 0
T TL- 13 P A 20 0 P AL AT A AE S o 1 T i — 2
WFE o I B R S B0 45 R R TL-1 AT pl &8
52 5% 240 JtL T PN R 4 i 2 284 T T A B T R 40 55 A
Jit A5 5 YT B L INK A p38 15 5 5% S i Y
J003Hi] 20 B A 5 8 1 S B p38 16 1k B AT ARG IL-1
Fik o (2)1L-6: 2y g — FhAE B 1ML 5 52 0 2R 35 19 20 i
-, i 2% K7 T BUR ph & R Ge sz, i B
BRI 75 S 1 1L-6 26 1Kk K P T Ry A5 OB AE AL
ook RN SRR A TL-6 AT 28 A B 1t 1
P Z 3L 11-6 235 K- Tt iy 5 ke i 38 457 S ke IfiL
AR A O, HIUOE 2 S0 T — B F A L (3) IR 3R
FEH F-a: N Z I REANML A 7o A WFoE s, KRG
BRI G TNF-o mRNA 357K 5 1L-1 M 1L-6 mRNA
W) A5 Tk o M & AR S R SR AE R o 5
Fi 52 PE Z R TNFR T (p55) A TNFR 1T (p65) 45 5 #%
G — RGBT, A6 O C LR 2 R O
MAPK B8 8 A, & U0 B g - S+ e g M ¢ . 5
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Al 240 B L7 A T, ol g SR 38 R 7 - o ff5 5 3 e 3 I
R AR B BB R N B T T TR B R R
Hodh 5 2 N TN T-«B 5508 A 1 LT 7%
2 A%, T A% PN UK 20 B 6 B 43 S L At A i R T
MR shF 1 BAR PR PN AN 5T 38 SR bR AR
JEH F-a 55 MAPK 5 555 Sl Bk AF e DIBE R 1
(LB 5 i 55 5 28 40 A S 2 i 458405 3o AR v
VEFHALE 4 A B (4) 55 A A K N1 o Z Th B4l
MEF, 25 REALUEE HRIRKE S EE T
o WEG RN B 1 ~ 6 h i 41 20 RI a] R 21 2
R KR R, I LR 15 d YL ke
(11585 RN W 1 o s P 2 2 o A R o i P R i ¢
AT 45 /N B S BT (E 2 i 9 At 35 457 UL AS (g 7 ik
— R ER Y

2. B AR MR R RN
2 L PR, S 2 A e DR A A0 A S B S R AR 1 A
MR S R A E R AT el IR F B fk A
FREAS 515 11 A 2 i 2 o g A B X i B
LA 2 45 ) PR A S 3 i 2 e A R B R 2 ) J2:
BRI, 4y R R, 4 AR R C-X-C Tk R
TR C-C LR " 20T g 22 05 TL-1 R 3R
B[R - 4 34 AT ) R A DR 8 7 AR R o (1) B
i Mt fL 2 -1 Ak 235 T, Rk K T
T 0 e 0 A XA AR . A, Ak
e ot A R A I A R B B A% AN B -1
(MCP-1) 35 K01 8 7h i VY A TL-1 A o
WL F-o 5 S MCP-1 B2 [ 32 3k , 3% BH 6l i M ik
449 BoF TL-1 F 98 SR B IR - o BB A5 175 5 A% A0 i
fLEE -1 B30k, BB 2 5060 R HP 3 ik BH %€ /N BR
F 55 45 SR BF UE S5, B0 BA A% 40 i e Ak 28 11 -1 7 ol i g
TR R () E AN R M E -1 C-C
AL R T F R 0, R AR i it R ek Y, B
W 200 BE 2R 1 B -1 (MIP-1) R W 5 | B A2 44 iy A 5
A M, 7E R ML 2R R b AR A e S M, L ER A K
- 5 AR AN B R B -1 AR AT U B AT R R
PEEE -1 B Pk 20 B 40 A 53 R AL e 5T 4t i A AR
PR A A b B - 1 R I A P A -1 AR
i I i S 5T A 2 T8 BB A 51 AN i R A R A AH — B
AT ARk 24 ~ 72 WK S 2R AL, 27 ~ 16 d 1
IR BALAZ 240 B R T B IR L (3) R AR A -1 s I
NN RS RS &5 = 37 e
-1, R AR A T 1B 2K /N BRKT BB o A i A7

FOEE /N A 4 it s SRR BR
A Tt - 1A R0 S Y X DR R A oG B I
e (4) 5 AN MR A2 R R JRAR CXCLI2 7,
G AN SR A )RR R T . B AT EAS [ 41
o IR AL AR TR R ST AN M RN #2206, I 7E Bl RN
HENE AT B P R R IR U A N R AR KB Tl Rl
L AN AT A2 T 1(SDF-1) i 23k 70 St i
AT A -5 5 5 Tl S S A5 R A B R
SRR, 2 FESAE S B E T R AE S
Yy BT o B IBT SDF-1/CXCR4 {55 5 55 5 3 1% 6E 98 ik
BN o BR T A MR S L A AT
Az PR F-- 1 A I A8 TB B R B 0 R v R & B
2 IR 11 = R~ i R P B e WS viv) & 5 2 =R
B0 DR 93 B 9 0 e IR Bl Tk ok A R A o 5 2% D) AH
T I i g e RS g 2 2 R R R 4 A AT AR
K -1 RIKIKF T+, 595 SDF-1/CXCR4 15 5 fie i
F1 200 352 T R Ry 3 AR P RN o A 3 T A0 A R T
T-1 25 7 G i v 458 45 0 5 B0 AR B R e
S M A R I DR IA 9T R S, © 4 E S ER 4 SDF-1
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