2 J RS B 93 AE B0 ook A A AL O AR R R R R A A

KHHE 4R PRI B
QERCERRER A58 —Im AR AR 5 AEAT 100044)

XA MBUREME T ShlORREREfL;  lEEA, 4R T

OB PRSP T I P S R RN Y B BRI 5 A 10 R A A R A A TR B ST . ARG B
D TAES AL - A R ARG B 77 A B AR A . AN IR B > T — LR RE R T - 1E - SRR PR AE
NI I o A RS A R R A T PR A B I T L0 A [ I 4 o R 3k LSRR B O HLR IO S 4 R B 0 T R IE B R AR 4L
Zrp B MR 55 ROAE AR IR AT Ok . BB R T S ARG B 0 1 RS (BRE AR R A R E B E A E A AR
HENEEAS HEH ML —BakE . MR 15 < B R R A R 8 T 5 iR AR T ARG Y 1 RaE, H o NF-
kB HIFE R BORABTFT o 1o HEL ] MOLAE o0 50908 Sk VLA A0 A8 f A 5 o T G 38 vy F T R A JROOR RS 20 7, B S £+
B E o BH AR SR 4 AR ) P9 B 40 AR SE 78 AR ELAE A T R BT B 4 2l o ol A R AL B A A R R

T AL R e wE e IR B0 K S AR RE AL 1 O R GO I PR B 7 T 2 48 A T 40 S 4 TR R D L 5 (]
FOEBAKEERAN O EEIRTERE . 124, BARX 5k HE R RN EE G (10— 2853 7, R 23 A0 T 40 O J 36 18 1100 0
WFERELL Gtherosclerosis, As) KBS FEHEA EH TIHREN FH. CAMs PABCAR—52 i A0 X 2 14 72 Xk $84E . 5 304
R B ORI R B W . B 7 e o o 1A L 55 4 T L 4 P 5 5 TR) R Y, JF S SRR S 15 =
Ve SR R FE B B B PR AR, 4H KRG BT 7 T cell adhe- 5% AR ARG 5 0 S — R A B S A BN B R
sion moleculess CAMs) & 73T REBHLHITE As A0 II4E FH H H T, 75 As A9 R A 508 2 « EL7E N B0 Jhk 36 A 1 4 B Bl v A
Wz B EU, W R . AR CAMs 25 As KA. L EERIE T A AL CAMs A 40 B DR i 23 7 énter-
KRR FH AL B S cellular adhesion molecule-1, TCAM-1)- Il 4H H Kl i 4 F  Gas-
1 4H RS B 2 Rk cular cell adhesion molecule-1, VCAM-1)+ E-#E ¥ & E-selectins
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E-seD 1 P-EFEFH P-selectin, P-sel)s
1.1 4HARMERSE 2> 7 - 1 CD54) AN 4H Ak B 7 7 - 1
CD106)

AUMIEHRE P 707 - 1 0988 4F 5L fE i ZD AT VCAM-1 1989
FREEREREABEIR (SPOBMG. ICAM-1 41 £&
B S A RBEHREAFIIRX O ANEEX A 1 DMK IIERX,
HAXF 43T 5T & 80 ~ 110 x 10°, 70 Af T~ F 4H /L . 9 B2 4 i L P 3
WA émooth muscle cell, SMCD~ b 57 4 1 i Jad 24 i K
FHaffe, LA A B2 B & 3 LFA-1 {ymphocyte function-associ-
ated antigen-1, CD11a/CDI8) ! Mac-1 fmacrophage differentiation
antigen-1, CD11b/CD18)- ICAM-1/LFA-1. ICAM-1/Mac-1 JJ&
b2 S T R A D U ES A L KL 4 K S P B A
B, R DGR 2 S . VCAM-1 S50 B854 6 e 7 DMk
BREEE DI RERX, A 70T B 100 3L 110 % 10°, 704 T A
YA b 2 A A SOIRAE ML L B VR A A, AR gL AR
VLA4 Gery late antigen-4, CD49d/CD29). VCAM-1/VLA-4 /¢
THRZ YN R A 5 P B ARG B
1.2 E- %X CDREM P-&# X CD62P)

BEHRS I MEYIMERER lecin) ThEEX (1 MR ELAEK
PR A Ty e DX AN AN ] e A AN U 75 R DX 3 B RS X
NS XA . E-sel 89 4F ve KD XHR A B2 1 41 g K Y 20 5

éndothelial-leukocyte adhesion molecule-1, ELAM-1), #H Xt 43 7
A 110 x 10, A 73 A T 240 3 PR 53 A 0 1A B 4t L, LR
Db RN B L AL AN S AR R R . E-sel DhRE LA B0
FIA0 L 55 N B A0 RS B, A S E A 5. P-sel 89 43¢
FE) X FR GMP-140 granule membrane protein-140) 2. PADGEM

platelet activation dependent granule-external membrane protein),
HAXS 70 TR 140 x 10°, T ZEWAF T IR o R P B2 41
ML) Weibel-Palade /MA H , 38 41 i BR] 7 ifi 4 3% 4 1% % i
B L A ROE , PO RS T N P9 B 4 SR T B
BEFE T/ 4R 5 A B2 40 AL 13 40 o 55 /DN ABORY B, n i
Bz AT .

HiM 14 T BRGS0 R e R R IR i i
FI20 L, JF 3 LR S B N B R L SR 5 R B A R A IgSF
R B 2 53 1 4 R A 0 1 R B, AR L HE N A B

2 YHRRRS BN 2 7 30 JKOR RE AR AL T B AR F AL
il
2.1 AR5 T2 5 S KR FEREAL R R 1IR3

M CHF B, MM AR S TR T N R T, B 4i i
R BT ML P B A 5 N P B B BN J5 A X A U K A i
= As TR R 5B . 2k o Ao 1 0 5 A% 1) 32 A Al A
F& SMC- E WA i f — & T bk B2 4 L, JHE v i 90 2 M 4 i
LN BT V2R E T B Rk N R AR Bl Tk S R R A AR 3 R TR
B — AL

91 4F, Cybulsky 25 1% YK #£ Watanable 18t 1% 1 & g I 4
LR ZH Fik o R R Ak 5 AR — IR 80 I Y R 4IRS Y VCAM-1
G . HJS, O Brien 2 PIHI Davies 25 B YRIF SE#E A
BBk (L5 AR 2 2R SMC. PN 7 41 i B 4 Al 35 Rk

VCAM-1. Li % SR K B, As FE B39, VCAM-1 EERIETF
IR 2, T 7 FE MR AT 4E B B, VCAM-1 EERIE T SMC
TR F A WA B SMC. 4 BEER B3, B0 ik i T N R R A
VCAM-1 25K TFEIE K. BFFIEIAA, VCAM-1 /-7 B s
HFEAE As RAPE TRHEENER, Kb, R RE
B VCAM-1 252 2 Sz A R 1) N B2 R B 3E %%, 7E 3 R
P A, ek L3 N9 A A B R A0 R B T 9 EL T B P B
I T SR R A EAE A . thAh, BTN R 4T
5 sMC X VCAM-1 HII [ Z, VCAM-1 7] B A& SMC s 7
I —ARid .

9 4, Poston SIF1 Printsera e ngﬁ — AL SE N B ik 3k
FERE AL G AE b Py B2 40 . SMC. B4 D R 38 TCAM-1, Eo v fig
GURARIERE K, IEH 3K A B2 &P LS8 A i sMC A
TR AR M5 ICAM-1. BF 700 A, ICAM-1 76 4 )&% 41 g
FIZRIE T e B A% 20 M A B3 400 i 1 P 52 1 s B % G 8, T
SMC Al B 40 AL Rk ICAM-1 7T REE Bh T T 9k 2 40 3R B bt
JEFIE ML 2 HE B, BI4E, Van der Wal & PRI, A
SEEAR B0 Ik /R 18 1 384 T 1 N JEE PN R 4 ik 0 3 5 B B 1 PN R 4
Ji L E VR AR AR IR ICAM-1 F E-sel, [AIB R IX MHC- 1T 2843
T, TR B T 40 MR G A0 RS 1 AR P R R X I Y
R ANH BTG BN ICAM-1 1 E-sel 35, MHC- [ 285 F# ik
BB RN XK, R FARIE, BB
AT ICAM-1 F E-sel RIE 5 N F T W 240 i 35 1 7] Be A

O’ Brien % BIRE K A T VCAM-1. ICAM-1. E-sel 7E ik
SRR BE R A AN R BRAL 1 2 A 17 T e L R AL L4 A
Z IR F, K BLAE 5 A B B op (958 A L8 VCAM-1. I-
CAM-1 Fl E-sel RI& & T HAEBNBKIE ] B2 R IE 2 1%, TEH
e 358 o ) L 4 I B B S VCAM-1 7E 3B A I 4 K 4B 9 2
A 0K B T AH G s BEHL N B AR 3G N ) T 0% E 5 ICAM-
1. VCAM-1 7E38 25 1 3 e 3k S 78 AE P9 B 41 i 28 508 135 /= P AR
%5 T E BT A ML A N R 4l i B-sel 13RI 5 B WG 40
MERTLEFK. ERER, BRETAR VCAM-1 /-5 5% 40 - 79 52 40
FRUKG B 26, VCAM-1 75 A 5 P9 BRI A= 18 H 16 4% 1 40 il ek 48
TR R B N EEAEH .

PR AL SRR OR FERE AL R A P R IE R R D
Johnson % P TN 50 K 06 R B e 33 JR 428095 28 v P Rz e AR
1% P-sel, HFEZAE D THEHJE X ¢houlder region)H I 8l 1 E
I3 240 A3 Vi (0 348 7, IR 555 TCAM-1 383K, 1E % Bl ik P Bz 5k
Fr ARSI T YL BEER 4 B2 TG P-sel KiK. WAk, BE LA IE if
BN AR P-sel BiE. 45 RIER, P-sel MULE As TE
FRIYITAL A S 3 200 B R B 21 P9 B2 4, T L S e 1 3 ik s R
AR [ — PGB ARAS

B, Wenzel % 101X H] PCR-SSCP CA 85 #4158 % & 14 4>
HEOAT PCR =9 B 7 7725, B R4S ICAM-1- VCAM-1- E-
sel «P-sel Fl L-sel 35 1) DNA £ &M, 45 R 4E 99 B 50 2 LA
T As BOANE A B IR 17 R, R TE E-sel
W, 128 554 Fll 98 =AM M FRERM T E R T H™E
As I3 A [ 15 2R 3 1 25 S DR SR B R A R o BB A, 1R
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HINN CAMs R ZEAMRE As REMERBEREZE. ¥ F
C57BL/6 /I R4 1= JIG K B T T8 BB TR SURRIE 1Y) As 5B
4%, Nageh %5 U044 ICAM-1. P-sel CD18+ ICAM-1/CD18+ ICAM-
1/P-sel ZEF KA K /NR 5 C57BL/6 /DR IIZE 5~ 7 1%, 44
C57BL/A6 RME R K& 20 A, 45 R R I, 7 ICAM-1. P-sel.
CD18 2 F R AR ) C57BL/6 /N R W B ik As 758 2% T A ek 2>
47% ~ 63% > 1M ICAM-1/CD18~ ICAM-1/P-sel 28 [F 58 4% [1] /)]s &
H As RAETE R 2 308D 769% A1 719% , BF FUAUE 5, CAMs 31K
7K RT W sE As R SO A2 T 1R 1) 5 I8k, 3 2 B PRI AR A 5
BHEBEW As WRE. W ARIEIRR, B 2538 &2 R AR
FHIK CAMs I RIEBLIHRETTPEAK As KA.

2.2 HMEE T 5 4E kG B 2T

B ARG R E $12-8] B RS HH AL, A
BT (-1 INF IFND XN E R JEZ B (PSR VOMA-
1\ ICAM-1 I E-sel £ N B 48 /il - SMC 3R , 053 1 S I [R] R
PR R Bark 25 ME KB, TNFo A1 IL-4 3832 A [ 1
41 M R F BEE HLET R VACM-1 75 P9 52 41 B A0 SMC 3R 3k 38
FEAE T EIAE T - BDTE A B2 40, TNFo 3900 VCAM-1 25 R 3 5%,
L4 34 I VCAM-1mRNA F2 € % T 7€ SMC, W& 1L-4 Hill 3
VCAM-1 BRI 5% , TNFo 5 JLF TG 2. [FNy 1 TNFo % I-
CAM-1 M) &L St 2 F AEH. Thome 2 15137 3 iE 9
TNFa 1 IL-1 ¥5 S VCAM-1.ICAM-1 7 7&K 3l ik P9 B SMC %
S T, ] B S I A A0 BORG BE, HHR S S BB VeAM-1
BT ICAM-1 FORTHTAR B4, 75 K B B 40 L DX -7 ONFes 10
D3NSR A - etk 2 ik SMC R B 2 S8 i veaM-1 # I
CAM-1 #L -

ANACHT s JUEHE 78N 53 N B0 K 38 A 998 48 SMC- e 41
i — S T 40 i R G 2 4L S 07 VAR Y TNFas TL-15 A
IFNY, 38 R ILBE B b 5%/ W 41 45 BRI % 15 PDGF TGEB-
XA i PR AR PR O SR I B R CAMs LA K
B SMC, i 33k 40 i 43 Ak, B 5 AT RS L BE T B IR As R
AVRBERIERE. B BB T CAMs KR B AL DA R
CAMs 540 R 7S5 M AR F & As RIGI — MR E Ty
Tfi. Ross WIZEJFA 1Y 45405 S B 2 it 7 Response to Injury Hy-
pothesis) [F1 Z: At 1 S 38 50 GU 45 AR 30 ok 345 1 1 44 8 95 L 1
(RRIE 73 F 55 77 1 7, SRR T AR 7 A K R S TE As
RFHMEER .

2.3 JEFEE A S 9H R o T

B RE R AL T Rl R R B B B RO AE F AN
TR, IR A 25 40 HURS B &5 5 CAMs R IE U 23 1L
EE— A BB IR T I TR A

Nie & V& B, IE# K& W 7% 0 RN Bk BEEH 1CAM-1
Fik, BIHEREIR TR 4 JA B R 30 Bk A R 41 iR 38 1CAM-1 3
I, FE LA X 3 Y LS5 R B 295 453 X f B W 4N . T 4
JH 38 A — B, 12299 28 AT 859% LA b 1) [ ek 441 P 7 R 3 T R
15 LFA PR dn i eh s R AR 75 2 1 R PL ICAM-1 #58
FEPLAR PP LFA-1 SRPTIEIT 2 A, DK B 20 o9 I B
Mk £ Pt B S5 A2 400, L3 g 2 FR) R A 281 P B ) 5 0 i ) LT
ToBI Sk LFA-1 PRPE BV 4H . BF ST E B 2% G B B

LDL) 3 0 i) B % 41 P 1m) N 2 R Bt 3 B8 2 3@ o 388 hn 1) 1-
CAM-1 R IX B ICAM-1/LFA-1 LI 17 183, SR, 4 5% LDL. &
BB LDL fam-LDL) L RSB (1 LDL G0 BYAR %
FEEEDIES N I VCAM-1 40 Jf 18K B 23 F-1+ E-sel 38
KRS B BRI . Amberger %5 I N, A F 50 ik
WE4I HAECOHIE NF K A 41 HVEC) 5% ox-LDL H|
AT KX ICAM-1. VCAM-1 A1 ELAM-1, Okada 25 B8 3 (0
FABE W ox-LDL KA Wi S ELAM-1 /£l EC &iE. M
Kahn % 215 8L, K4R LDL - ox-LDL & ¥Rk 1DL B A REE S
W R A TE VCAM-1+ICAM-1+ E-seel, (A 52 ox-LDL 34 141
LAl 75 2 1) VCAM-1 £ HAEC !l HUVEC 1%, H ¥ HAEC
FIE VCAM-1 FEJE R HUVEC Rk N A UK E e E A
HEI0 TNFo 53 0 ICAM-1 B3R IE{XAE HAEC; 5 &4 LDL 3
I TNFe 75 511 VCAM-1 3R 15 A #E HAEC; ox-LDL X E-sel 5
SRIETL . Kume & E']‘U\jj‘]; ox-L.DL H 28 20, i i 43 ¥ 1
BRI (yso-PC) 5 T VCAM-1. ICAM-1 ik [ 72 U ox-
IDL A B N E . Weber 25 20 70 & 7R, ox-LDL Al mmLDL
B S AZ 4N G 1) HUVEC K B 4 7E B 4 BT cD11b B2 bt FHL T,
WEBH ICAM-1/CD11b RN T T ox-LDL 34 11 52 42 41 B K5 Ff
5IH T4 R 2R FE &, Thome 2 57% Bl mmLDL, ox-
LDL 38 hn A2 40 B 1) A ek 3k sSMe kG B, (E A5 5 veAM-
1 F1 ICAM-1 3K i%, B ¥ VCAM-1 FHT ICAM-1 H A HT 44 A 11
1] B A% 41 B RGBS TACA ox-LDL 5 5 B 4% 400 i G BY -l i
i VCAM-1 1 ICAM-1 MLl Frostegard 25 BIRF 75 £ W, A B
%A 5 5 ox-LDL 7T 73— Fpal JLFP 40 B B 7 o TL-1D
T 33 ICAM-1. VCAM-1 F E-sel 321%, K48 LDL LULAEH, A
TMH ox-LDL-ZH ARl -F--CAMSs 2 [ [ A B AF F A AL B Rt
K. Basta s PIPHEHIAJ, KAR LDL M ox-LDL B A RETE S
VCAM-1 3%, 4 mmLDL 7] 5|2 VCAM-1 &0, 48 1
EWNEM VCAM-1 75 SR 1E 2 1DL & 7 8 A& M — A4
HRFE . Vora 2 Ml Gehubrer %5 ¢ JE i 45 » mmLDL. ox-LDL 7] 5
FBk EC RIE P-selo

B3, Takami %5 B1E B, SR A @) 10 ICAM-1 7€ HU-
VECKIE,BXT VCAM-1 F E-sel o2 AEH, T B <3, LP

O EERS>—RIREA OLFS ICAM-1 FXMWFEER
o MATEIE IR E A @ 7 FEAK TGFR 7K, 1fi 8 4 TGF
EMHFIEEA ©F N ICAM-1 Bik. SRIER, 1P @
B0 ICAM-1 35 (1 ) HL A T #9#) TCFR. 5 LDL~ ox-LDL
A RES T CAMs RIEM X, HDL #1155 75 16 4 52 40 fl R & 1-
CAM-1VCAM-1 Fl E-sel 27,

2.4 —EMAE VO BUEMFES KL 7

— S NODAZ R P B 4H MR I — Fo 2 22 o B O
FERAEERR (-arg) & NO WA MERT&, 7€ NO A BEERA T
A HNO. CZEIH, NO RT98/b B AZ 4H L 1) 3= 30 Bk N B2 1)
fft . DeCatenna 5 Y0 Gauthier 5 Eg]%ﬁﬁ B 4 9% o AT R K
TN T ECR B, NO 4B IR F (LD RN VCAM-1-
ICAM-1 F1 E-sel 76 A\ P4 B2 40 i 1) 35 . Adams %5 PIHF 7L &
755100 pmol/L Al 1 000 pmol/L —/ANKBE I L-arg W] FEAILHE: Al
R I -1 TR A 19 ICAM-1 ik, T VCAM-1 R ik 52 1
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AHE 52 RIBCIRAS R W BE 4 000 pumol/1L) L-arg £ £ 1) 2% 1
T ABATIAA L-arg (9905 1% 41 JAS B30 7 2 RO BRI T 1-
CAM-1.VCAM-1 Fi&. 7E P 52 4l fl, i S A6 70 i) VCAM-1-
ICAM-1. E-sel ik 80 311,

3 GHARRL P TR IE T

1 F K F NF-«B Suclear factor-«B)7E 75 5 X &2 B 1)
REVHFTIE R @HE CAMs JE KD F3E A i o0 R i SR i 32 5%
7 B M AT R B WA . 408 T (-1 TNFo) . LDL I
ox-LDL BI.NO Al S 40 7% B 34128 NF-kB 7K P _EXF CAMs
RIERTHHALE LS — DS NFkB I EZTER
& P50 Fl P65 AN U B A 40 B 1 R ER AR, T SR 52 3 I A
Ji, NF-kB S22 [ IkBa 5210, LGSR IR S AW
AFAE, A 52 B RS IkBo TR TH B B2 1b S % %, T 5 1
NF-kB XU A4 Z) o B A%, WoE SRR . CURN 1ICAM-1 225 /3
BT EA 1 AR NF-KB 47 £, VCAM-1 2 FH 2 4~ NF-kB
LR, E-sel Z=HE 3 A NF-kB £z . A, VCAM-1 2 F =
NF-kB 30E M AN 2 LA T VCAM-1 563K P 3R 1k, i 7 [F B
BUE 5 — IRF-1 (FN regulatory factor-1) 137 £, 6 8 1] /2, IRF-1
WA AR 7 BT S, 3E T (R NF-kB & 42 AR 3 b 1) AR BL1E
M2 H S NF-KB Y A7 45 & 52 NF-kB Fl HMG-1 94 A
BRI E-sel 2E [A 0 [F] 4 75 2 bZIP &5 H ATF-2 1 HMG-I

) AN S EOE 7 RE R A B,

F& NF-kB 4, 1T 4 55 2 AN [ () 2 % 3 R 7 18 19 1R 4k
T8, AP-1 Getivator protein-1)J& H P I FTTH 72— AP-1
FEH c-fos F c-jun J5 95 FE PR 5 S Y B R) Vs — R 2H R 1)
AN DNA 455 E, AP-1 30 & Fi &R R0 HE S R X
RTEAR BRI AEE . Lin 5 BT E Y, LDL BUE
VCAM-1 % Kl JH 3 T AP-1 T 9F NF-kB 7 &1, %5 % VCAM-1
mRNA 1%, lyso-PC #UF NF-kB T 4F AP-1, L 55 ICAM-1 &
5, UESE LDL 55 VCAM-1 FRIA 2 I8 B AP-1 AL Ares
25 b1 T, £ NI SMC, ox-LDL AT 5 F AP-1, {H 3] NF-
kB, 5 Lin EE4RAM G Z 4L

IFN A7 ICAM-1 &1k 5 TNFo #3E NF-KB HL#175 BT A
&, IFN @i S A0 s o i ) AR & s IR E R & A
WlE JAK-1 A1 JAK-2, 13 40 i 3¢ o 5% 5% [ F STAT-1 Signal
transducer and activators of transcription) T B2 1, 3 1 % F I-
CAM-1 ik b7,

cAMP 2125 CAMs R IE T T HE ML . Chersa % B8
KA mRNA PEFF @ half-life) 23 HT FIAZ 30 cun-on) 73BT IE
B, cAMP 7E56 3¢ K SEH0 ] VCAM-1 1 E-sel 3RIE, H I I 1-
CAM-1 FRIE, LU AT 45 5R (EE K OAKO I 771 Bt v Bk, 3%
B PAK BEER L5 T cAMP X} E-sel F1A M HNHIH95 . Parha-
mi K3 F F R P, nm DL Wit ¢ EA N FHHE S
cAMP /K-F T, 3] E-sel RIE, HIE I VCAM-1 F1 ICAM-1
Tk, BT AR A cAMP FH &% VCAM-1 RIEZ A = 2E
AN R T 2R M ANTE 25 Ghersa N ATRE R BT —Fhak
JURPIAST CAMs FIIH 7 R4 AS A B IR 1 2 . BE 41, Marui
g DI\ Ny, 38 ek 7 1 A A O SR I R R M e SR R T

A R R F AR AL N 6xidative stress) T BE 2 I
T CAMs RiL ) X — 77 H, K AL H202 W #0E NF-kB,
T 330 i BT A DL AL R e ) B,

4 AEYERG I T

TR B 4> T Goluble adhesion moleculess sAM) A& H 41
i« L8 Py 7 4 i e At 0 R THT 1) AMIs B VA T SRR A I 9
FIPEIRTE A BEAh, — 2 AMs B mRNA 17 75 A [8] 19 8 $2 7%
A, HAPE R mRNA B E =Y ARE T MK, ML E
WML, 19 sAMs [ 2575 — SRR . BRI R0E , = A [ i
MAE OB AP SV O AUBZE AMD &2 1 i 2% b ml A
R AMs B0, FREE CAMs 5 As BITF 55 235 K IR, It
TR K.

Davi 25 01523, w2 BE ] 85 0 R L TG 1K PR O U 75 11F 368 £
BB 2 MR AR A T D 8 1 BE G B 3R sP-sel 7K
SR vWEF B8, A X B B B Vit E 600 mg/
d> 2w), MM sP-sel B BRAK . BFFCIA N, o AE [ B2 Of R P
TARN MR TSR, BN B TIReA B A RF 8210 i /N B i
15, A sP-sel T R, BRI, sP-sel BT AR S v AR [ 782 00036 P
FIREAR RIO— MR & . Hackman M5BT 7 &R, o H M =
I i FOEC HDL M5 A sICAM-1 BH R & 6

Tkeda &5 aﬂ?&ﬁﬁ; AFaE AP B KA AP G LK sP-sel
FH. HJE, Miwva & BIRGHT R T2 R AP FaE 57 11k
AP B IEH TR sAMs 224k, &5 R B, 28 S M AP I & ik
3% sE-sel ~sICAM-1 /KB & & T 5 B 41, sVCAM-1 5 X iR
TR Z 5 B Rt AP #F LK sICAM-1 & Fhaw s itk
AP . BRI AP B IR FE K 3 SICAM-1 Fl sVCAM-1
T3 4 /K P B AR T 22 B0 K » 10 7E £ Tk FIE B il 5k e R 30 ik
AR, AR K S 1 sICAM-1 & T E kIS A FRAIAA,
58 PR B0 i = 28 [F] 9% 0E S B AH R IR, sAMs Fifl e Jikos 28 F HL F
BEVERR N RRIEFR B4],

Li 2 BIgge 3, O WUEAE S SICAM-1 A1 sE-sel B 5
B RS sE-sel PR B 78 B B LR 7K SF, 107 sICAM-1 TUITE 38 1=
FIKF bR 82— B i (8], sVCAM-1 7K “F R & BT i 2B 4k .
Shyu % ¥ I AMI 58 2 41 J& 98 5 AL SICAM-1 3 75, SE-sel
HTLHEZN. N _HAREROAFEL L, LA A6
H R F AN ] B S L TE] o Shimomura YR R 58 % B, AMI
RIS REFIRIT 1 4 24 <48 h M1 7 d 1Y sP-sel I A T
AP B A M (8 e R 3 bk 1E & H I 95 22 1 Xt B B,
LA ST 4 /BT sP-sel K FIRIE(E . Tkeda 25 B A
AU . BESh, Rohde 25 ©IEIFSL, SICAM-1 M1 sVCAM-1 7K
5 3B ik A R R 25 DIAE 56

AR TR bl AT RS B T R Th R Ik AR I, (B
Hwang %A SICAM A1 sE-sel 13K F 7 7824 As K & 009
KB 3TFhRid.

5 #iE
ML EAHT AR BN B Rk s B AL BB R 0K 1CAM-1-
VCAM-1+E-sel I P-sel, #ETEH CAMs ARG BRALHILE As KIA
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HREZER, 245 R84, ZOE T R R Rk, A
M, AHEF H, CAMs 75 358 BEHUAS 8] 350407 3Rk J I 7] 95 A8 72
FEERAMA.CAMs SARE T Z MM E/ERFEZ &
AR &, CAMs RIX SRR EEAZEMXRTIEZ
MEZ, 245 ME—EE W, M CAMs FIFRIE R Al g KA
A )5S F RigfR, 2 —NEH B E MR8, 7 F R
Ml 25 As RAE KRBT NS TFARFE EERERE Rif—
BB wT LLTRY, BEE X CAMs A4 7RG B LA AR
AR TR N, BEL L BE R 4 R T 40 L e I %85 P9 2 3B A MR L
A FH (0038 B 7 /6,455 B T 0% TR 7 40 ) CAMEs 3R BT
BB CAMs 1E F - 2% NF-kB 1732 K F 30 CAMs & K #%
KENBR BSESFEIIVENE KR, BEBCATIP As
BEWE AN ERTE.
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