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PR IR SR IR 7 A S R T 3 A S L A2 A 5 s ik s i A AL

EHE 57,

BN F AR

(L& KFHZERSRA, bR K F b 250033)

[ XA
[ =]

A WBRE R T

BTk F R AR AL
M8 3R B F AR X 89 R T A S RAR R B AR B T KRR, €A ZMN IRQLIEAM ET LA

A ESR ARG S, S AR R e R A T MBIRAR T A XA TIEFERARRL TIRT RE T A5k
WH A E A e A e TR Lt R & A RIEmfe, RARARA T AT ERTAER, L&A

BHAE LT HRBERILG R A RE.
[FESES] R363

fift 988 IR SE IR T~ (tumor necrosis factor, TNF) #H 5[ 8 T2 15
FAL fA& (TNF related apoptosis inducing ligand, TRAIL), #& H
Wiley 55T 1995 4F 5 5 K JL I v B BT 1) TNF 2% 5T R 7%
TNF 5 % 53 Wi ¥ /2 TNF-a il FasL, ‘B A1 7 % S 4 1.
LRI TRAIL I8 78 2 45 vh 78 3008 i 5 5 iR 40 i 8 2Kk
PSRRI UM 1 1, 3 48K, Bk 8 £ 1 BT 75 3% B TRAIL
KHZEWMS 5 T MK atherosclerosis. As) R4
K. BURIAERI SR

1 BEIRSE EF X AT IS SEF

A TRAIL FE 5 2 7 T 3¢26. 1-26. 2, /2 45 281 MR
ERNECR, B I BEREEED. TRAIL |2 MRIE
OB E S5 AT AR IR LR R
B JULAN &1 ) 1L bk 28 400 ff0 55 22 o 1E 8 AL 2R m i b . TRAIL 7
T Y BT R R A i RN Tk S 7 A Al
JiE < e 9 2R LR 95 7 4 i o AR R T, TR IE R 4 I v B
A AN

2 FAEIATEREFHEXAVR TS SE AR Z A

JHORE PR FE R 5 AH SR ) I 1285 5 Fl A4 (TRAIL) 24K 3L 5
Fi: TRAIL- R1 Bl DR4( death receptor 4) \TRAIL-R2 B} DR5( death
receptor 5) \TRAIL-R3 B DeR1( decoy receptor 1) “TRAIL-R4
DcR2( decoy receptor 2) FlH & 7 2 ( osteoprotegerin, OPG) o Hi
PIFRBIE T 324, J5 = MR B RS2k . FET 2N I s
T E SR A B P X, g% A S A TRAIL. JE W
WAL & — AN FE T 45 ( death domain, DD), i & 3% DR4.DR5
Ha A0 IS 40 M A% [E 45 \DNA 2R, B 5 5 S0t i i
oo FEARZFHLHAIE T 2R RIE, I E

[Yi= HEA] 20070208 [f&EIHEA] 200707-10
[EBMA B, B Lo, B, BF 585 1 5 k8 B A 1L
[ Bl 5 1 AR, Tk 2R FEL UG 4 0531- 85875465, F-mail 4 renmy @ 163. com
e AR, EAEEE W, #d2, B BE T2k SO, F 7805 1 9 Bl ko B A 4k
KIS 5 Im PR ANO AL R B #B. Bt & M5 A 0531-85875465, F-mail
N suisj@ 163. com.

[ XERFRIRAG] A

Ty i3 ) AN ) N =5 R N == 7B S 117 N
40 . DeR1 A1 DeR2 %8 — A H 2 A& & LB E R
SERIE, RS IS TRAIL 454 54MEE — MBI 4 M, =
IR TS 5 A3, PRI ARATIXS TRAIL f 15 31 K BEL
1E TRAIL 5361 2 4645 &, MAEBHIIZE T (5 5 0 %, {79
41 452 TRAIL S A T AT AT 2 A4 H
Pk | SEp N NS E T O N S D NS R s h R S S v )
FERZEEMB R A LIX . OPC £ —FipEE AR R
Ak, B 43 W 2 S — A R XU B AR T 1 4F T R 408 110 kDa
I ZRAEH . OPG mRNA 7E 5 AT Bili o o0 JIE A JIE, 75 8
N R RO L 36 i 2H 2R v 3R 0 KT B 7R N, KT
OPG mRNA FI& T fiti O Ik B A IS 4. e B AT 00 ) A B
TR, BN B B B O R P, 7E % B R /DN R A 2R 0K R o L AL e
Ko OPG J& TRAIL T ¥ M (1) 75 U 5244, fig i i #0 #1) TRAIL A1
BET AR 45 4 Sk 30 ) TRAIL 5 S (0 4B i T 1E ALY

3 MEREEFRXHAT S SEAREZ A
S5 RIBGRIERE (L & LBRLE 5 IR

TE As RAZHI I AR b, VF 20 40 0 G I /87 1 B 40 B 1 1 AL
T 7k B 00 B o VKL L A T i A A DR 4 i S5 R
5T HP, KET EZ(EMH. TRAIL RHZHS5ENESE
FORERRR R, HEEEIL S S 7 As R AE VK.
3.1 MESREEFHEHAXMWATESEARESHASHEA
il

A8 AR 3 AN B IS A BE B B TR Jl i A b, I8 P B 40
FTRERRIEM. EARMBENT, AEER ARG
TE R JERE 40 B i I i o ik N I 8 B ) i LB F B, P9 2 4
YD FR) 25 2 e 8 ot A8 B S I 5T B A 400 D F Sl 1, 5 =
BTG A, (RRE AR TR i, D] 0t A 33 ) ok S e T e T
J%o WFSCAESE, P9 B2 40 i R 34 TRAIL™ o 76 5 44 S2 56 o,
mRNA 2 & F Rk 7 Hr R 83, B i Ak P52 40 B ( human ume
bilical vein endothelial cell, hUVEC) Kz A B¢ ki & P9 12 4
(human dermal microvascular endothelial cell, hDMEC) 38 T #) &
A DR4.DRS, R & B £ IE DeR2, J5# AN K ik, §i % DRS H %
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EEEH G E . R 20 Ug/L TRAIL 4y 5 kb B hUVEC A
hDMEC J& ) 30% KA PR T, 6 AN 7. 8% o HE— Bt
FLR B, TRAIL A&l i Fas FE T 45 #3800 5¢ B A (fas associated
death domain, FADD) —:fit K4 W 8 i 1275 T 1IEH AN K4l
T H . TRAIL 3 A f4 AR TkBa BIE 4% (K T+ KB( nuclear fac-
tor, NF-KB) , AT {2 3F 28 F K 40 £ %64 25 40 H [A) RS Bt 43+
1 ATE Y R/ & 8( interleukin, T-8) ff] mRNA £ P & 44 filg %
. TEPRSEEE R WA, B TRAIL v 5 2 BE & G B a7 B AR e
N B R AE AL v, 9 B2 2 3 AT E S TRALL Be 4 4 B R4 1)
bR R . LA 00 R DA A R R 4 B R B A
S =5 SRV R P R 4 L SR BRI AR I T . X B
HEER YR X, BOYTEA A X Fh R Be e i 44 % 1 il A%
T Rl A 4 4R ot G ek

52 M %, Secchiero 257" 3 i ¥t 20 40 g AR T B A hU-
VEC & 3 ik P B¢ 40 )il % 1 DR4. DR5. DcR1.DeR2 ¥ £
iE. fEIMLE W 40 il TRAIL K £ 5% 4k 2 8] i@ & PI3K Al
ERK1/2 A2 HAE M . I Akt 345 304157 LY294002 A48 i
(A 4b E ff) hUVEC H, J T2 & EF, 53 40% LA L, [7]
FRFAGH I B R 4Tl 8 FI ¥t R AW 3 VE I BT s Xl
WA RELIT Aky 38 4% )5 A B2 40 B3 TRAIL A5 18 T2 A8 15 B0k .
BE— 5 Hr R U] TRAIL S8 ERK & 455 S 9 52 40 ot 4
L.Y294002 A eI ERK 130, 3% B TRAIL H A 18 i PI3K/
Akt B2 BE ERK. AR 1% TNF, TRAIL A 85 3505 A Bz 41 A 1
T KB &%, B, PR 20 i 0 08 41 i (B RS B 2 7 1. E
T4 30 I A A RORG B > T 1 A2 TRAIL HIS2 M. TRAIL
R 3E P B 40 84 AE R A5 (1 B8 77 3R B e B L A2 AR TE Y R Al
MR AR R RS T EERIEM .

fE Secchiero 2 )&, Alladina o T EIRNHIHT A, K
I TRAIL ) 4 32 4K7E hUVEC L #57% %£i&, {2 DR5 Al DR1
B I5 B 9 — 28, % hUVEC AN A ¥ BE (3. 30, 100- 300
Uo/L) i) TRAIL 4bFHJSZE5 1% FBS KRG R 2L h g & 24 h, &5
SRANXT HEZH AR LG, hUVEC #0281 B sk /b, X #5681 PI3K 1 1l 51
AEfF hUVEC Xt TRAIL 5 T I A TR A UK. #— SR
KB, ] PI3K fEU /> pr Akt A2 K, 5] U6k 2 fik 400 1) 2 e R
20 8 4= [ « FLIP( flice like inhibitory protein) F1HT{E T [ ¥
Bek2 (4 Bk, AT 73 H TRAIL & 38 i 3 76 R AME iR 1215 S
hUVEC I T-45 8. R A FBEER B C 2 iR b 24 iy
i Bk LIS & 32 79 TRAIL-R3, HMEC 1 hUVEC ¥ 251 5% TRAIL
FHRmET .

CVE BT AR B 4 B 4 R SR 0 1) OPG RE i i 5 TRAIL &5
SR SRET ARG &, I P R g T . X
TR L N R e B R R L.

3.2 MEREETHEEANATESEAREZESEBN
il

Boyle 2" B 72T N (1 2 Bl bk K R 3 Jik P R ER Ass
PR I P 35 WL 40 I ( vascular smooth muscle cell, VSMC)
RO T AT R (L B PR . fE BT A2 JH T (1 VSMC
AL /B — B 6 72 A gk i g™ 3 AT 3k — 20 4 i 1 AR ) T
R, 5 BRI K F A R A&

SR B, /N RO B bk A 2 ) ik R 2 VSMC BE R A
TRAIL mRNA, i N EFH AR 55K T A3 ik #1
FE Bk Z 1) VMG, 1  & BLA = & 19 TRAIL mRNA & &
FIRIE, R RN RIZE T 2R MR IL . K EH A TRAIL
JONE] 51Cr FRICHI N VOMC 5323, &t — B E, K4
10% ~ 20% {1 VSMC KR T, 4% H 5T 1 DRS 52 k&
FILIEE, U TRAIL A5 440 B 75 18 K g 4mamlt™

Sato " KM S5 K BEBR H VSMC, 1IF 52 3L % 34 DR4.
DR5.Fas 224K, JHf DR5.Fas (I FXAEH F &, 0 DR4 E1R
WEE, B EH A TRAIL 5 VSMC L&, 12 h e o] L kKT
50% ff) VOMC JET= . %% 41 440 2 &R A T BE Bk 1 4k (X
¥ VSMC 334 DRS, i IE# Ssh ik BE R K IA . H Bt TRAIL
PLARFIHL DRS HLAA ST AN EI T 40HE- VSMC 572 54, R I
VSMC T8 R . W 9T 4 AR R, ) TRAIL 88 4
TRAIL ] CDAT 40H, 1% & 8E DRS (¥ 52 1, ol §E st A ke
TR0 25 8 D 2 1 O LA BB ( acute myocardial infarction, AMI) 2
PRI VR IT B LR 00 R AT R
3.3 MESRRETFHXMATESEARESHS T HE
p2ii):i)

BF 5N R0 B3 SR h Ik BE L H 1) CDAT 4H L F VeMC FF Bk
A FE, 4 h J5 RN 60% ~ 70% () VSMC FET=, T X RG24 30T
B VSMC #I4R Do AT B BEHOR IR K T 40 M0 2 7 A fE
P5F VSMC JE T2, 25 kIR T 2 5 R 3 ik 2% & 1 acute cor
onary syndrome, ACS) %~} J& ML 1 1) CDAT 40 Jfa, K Hofm A
FVSMC 1, RHLAH 40% ~ 50% () VSMC # T2, it — L5
WESE VSMC 558 %2 T 40 fu/ S R T, HF BoRVE T ACS B3
1) CDAT 2 it A 5 i 1) 40 R 5 42, EL BT =2 e R 4 Bl 8 Bl0h g
B AEE 2 M) VSMC T, K CDAT 408 5% 4 7 DN( domi-
nant negative)- FADD-GFP 8%, GFP JFURE [ VSMC 43 BI85 &, % 31
FELIT FADD £ VSMC ¥ T2 2% B3 & 7 %, 1X 635 ] CD4T 41 i
BT ZAEBRZE S VOMC TS SRIET ACS &3 ok
) CDAT 4 il TRAIL B3R IA B B34S . R SCE R B, J0E
BIYLREfE 3 CDAT MMM B HAWE, HFAEEHWRIES
TRAIL [ 33k g 5 A 5%, it — B i 5 K UL CD4T 41 A i it
TRAIL #2208 K& (1 veMC #T1Y,

5 FiRZ5 18 A A, Lenemann %51 B 78 % B TRAIL #23
I B T4 S PR O L B AR N R T AN B . R R A
A 30100300 Hg/L 1) N B 20 AT ¥ 4 TRAIL 5 50 B2 4% 5 14
T JURPRILIFE, 24 h /5, KA BIRZH DNA F B, BRIk
RAVET N AE B AN A A o 5 SR I R & T TR
B CD3" T 4H il th 68 5 4 i} 52 TRAIL 5 3 R 12, iX R W 7E
A B A % PRI TRAIL AR HE SR FEHEAL AR T 4080
RN TSR B TRAIL 38 3 A 3 52 44 AH 51 FH BE W7 455 Py 37 0
il T U A, YR T A0S . Ik Ah TRATL & fe #0634
EYMAGMBANE 4 07724 Bl % B LB TRAIL 78 As [
RA TR AT R AT E — o AR R
3.4 MEIREETFHEENATESEAREZESHMER
i)

W ER T AR 20 M1 vk 2 BN A1 J) I A 1 r 400 Jif 2 04
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TRAIL.DR5.DcR1.mRNA, R ik DR4.DcR2, H: 41 ff 3 1 %
i5 DR5.DeR1 8 "™ 5 {HFH 30 6 5 58 4 Bl B S IS0 00 77 A6 00 1
DR4.DcR2 mRNA # 3£, 4 B 5 T 5% & R 4 8% b ic 10
TRAIL J&, H kL 40 i 8 TR e PR 3 s . TNF-a g 2K 2
309% P H 1AL 4T Bt B 2k 25 DeR1 I 7K P 3R 3k, 1Mo T3k
2V EMR" . R AL IR T KB A0 R S B R A R A
FIAMH 5, 3 o B 58 72 &R i 85 AR 10 19 TRAIL f {2 9 T %%
N7, YT PR 4 I TRAIL JF R 0E % B T ¥B 212,
Z 1k TRAIL ZRZE (K A P PRI A0 B AN 5 T L b R 2
IR LR B TRALL i 1 Hh R0 48 A P ) 1 78 8 At 1 715
JITAS T — B BAE T, I B B T — el A 9RE [X 38037 B
FIMLANT o AT A g B R A S8 RE I R L R e M
—EfEM.
3.5 MEREETHANATESEARESHRSEZE
% £ A

AR IR, KT TRAIL K H 2 k2 B E As BEH E L4
Jif A 3 F HL 6 VSMC Y TS AR B 24 B4 ., B P A R
WLARIE . EWEAN A e R IR IR veme T
NP WL AE SR IE Fas, 10 W4 M AT %35 FasL'™ o #F
REW, MR E PLHA L, AR E BT TRAIL £ ik B
EWE. AL AT IR OS5 PRI 2 A b B
BE #5, B B KR A4 IR o 4R AT I TRAIL
YE 9 TNF SR 2 —, 12 VIMC K B 240 )t 7 48 25 24
F Fay/Fasl. (353X, 1R AT A2 10 B W4 80K TRAIL, 5 53
15 TRAIL 6T 5244 () VSMC 7 T2 AT e HEPE B 24
3.6 MEREEFHEAXNATESEAREZ RS AME
ol

AE K41 ( mast cell, MC) 72 Il & T A& BT K 11 98 AE 41 g
ff—FhR A o £ AR SN BRI A2 o, MG H BLEE 3 2R
ML (¥ PO R BAE ™ o i TT LR R I AN IR . i
FO AR R B AR ML 10 28 B 1T BE B PN 1 T AR T AR
AN I R R BE Bk R L T T 3R A K 40 3 i R i
ol 1tk 1 4 R4 B A= K IR 7 A I A R % e iR 30 ik ks R A Ak
PR RS EEEA . AN B R ER As
BEYLE #38 n R B MC, 1 B AR e R B ik g5 A iE 5 FE 0
AR AL MC BB KA 3. IS MC RE4r il i M R (1 g
HUTNF-a, B2 A M A7 40 B 41 B2 R, J5 2 A8 0030 E W 40 i &
AR &R R G 9, 3k 0 55 T B AR, A 2% kB B
L, Rk A AT RE R L PR A M B0k T A R
1k AR BN ik S R R A

AT M AR I 22 BN 26 MC 2234 TRAIL 3244, Hidh 3=
LR IK TRAII-R2, TRAII-RI XIA &/, TRAI-R3 MK L&
W MC F¥7 3R J5 AS [7] T 222, TRAIL- R4 TEF k. (HAX UM 3Z
PRI mRNA 38 ik B L MC 3 MG 1 23 5 #5004
250 Mo/L AT PE TRAIL 297 F 48 h, @i P10 MC 75
P, GESRIF I MC M 75.8% 2.8% FREZE] 56. 7% £6.0% ( P
< 0.05), A MG-1 M 83.0% 13.4% T 46.9% t12. 8%
(P< 0.05), 7f 24 h J A MG 1 351 B S o M 89. 6% 2. 0%
3] 67. 6% £6.5% , F B A MC-1 X TRAIL ECJf il MC 5 8

B WEFURBLIG M R B R R 2 TRAIL f8 45 5% 5 A\ 28 MC
T, IR JEE T 1 2 e R A& 5L 3 2 3] B F %, BuE R
PR AN 3 KV BT, XERERRARG 3 MES S T
TRAIL # U T-HLEI K K L .

4 MEIREETFHRXATIESEARAZERI
)L =2 R A R LS )

4.1 MEFREEFHEXANBCESEARERETZHSE)
BKRAERE L R TR

Hemandez %mj 9T s kBt e v TRAIL 5 =T
Z ISR F . ZRIAE 10% ~ 25% B B2 41 . VIMC . B I
PRI K T 4 R AR TS, TRAIL 22 bk KR & il 3 M2 I R &
8 TESMBI K BE B 5 54 78 Rk . & 1E % 30 3h ik 9 i
AE B, B SRR 38 J 1) N SR8 TRAIL 2~ b K 4l 8 B W
Fhim, XL B TRAIL & 2Bt R X WS 75 30 As BEHRIE B L &
o AR A, 0 SRR K BRI B R I RN A

W3, Nakajima 25" HF 78 T TRAIL 7E AMI 9 A 41 & il .
AN AL, RIS IE & 5 A & 0 AUERE 7 R &
AHLEG, TRAIL 76 AMI SRR 2 RIS B B A, T H mRNA
FIATE S W B & T 4, TRAIL & A 78 AMI 9% A
CD4" .CD14" 4Ufl - 3RE B2 & T 1B H 4, %% H 2L
SETRAI-RI & R2 fE N LAN I 3R ik, XKW RIXAE
CD4™ .CD14" 4l I ) TRAIL 7] §E1% 5 7 AMI J5 O U140 g
MV T2 . 0, Michowitz S0 5 BFF 70 4 R 43 i 3 40, 3L
ACS 4 40 N, FaE BSR4 28 N, IEH SR 20 A, #F 5
X3 A IS AT TRAIL RIEEHE C RMEAXE,
S5 ACS HTTVEYE TRALL 547K F B BAR T HAh me 4,
5o RMNEARMMAKF R, XA KTRIER TRAIL
XF ACS B B R e AT Rl — 5 MR EH .

SCHR[ 32] )38 T TRAIL & DRS 7ESZI6 1 G As 95525 AR 1)
Tk, KB As A5 /] % P DRS WK AKCF B B 5 F IE#
% SIS, WA E TRAIL WK TG M B o 3r . Gy 4141
b2 45 B B OR: As 41 % B 2 3 Bk TRAIL. DRS 2 3R 1A 598 5
S B e IE 4 RA L, 3 AT R R IR R LA b BT
Heareiigab . MFEB M UESE T TRAIL AT DRS 7] A8 A2 As [
FER T, TRAIL 1 DRS 7F As IR AEFIR JE e — Rt E
A, TRAIL ATREB AL - R AR A FESARBEA TS5 T As
BRI FE .

4.2 BRIFZSHEKEHEFELMERR

Jono ZE B FE T 201 451 B s A0 8RR A IILIE OPG 7K
-, RIH 5 56 IR 2 K93 ( coronary artery disease, CAD) ¥ H
LA™ R R, 2 B RB KR 2, OPG (L7 7K ~F Bk 15,
£ OPGC 3 5 CAD Bt 8. iX — 4518 4 Rhee 551 3 — 3
JESE. S5FER CAD #H HL, AMI %5 A LLi% OPG /K- P E g™ .
Schoppet % %t 398 151l 22 76 IR B Jik it §2AIF 52 A CAD (185 A
RENBT TR ANBH TS LRSS, LT
BRI, OPG /KF1E = i BB IR im N & . — TURFEAR
(915 N) KB [8]( 10 4F) Bl V5 19T 55 R B3, OPG ALK & (1 (L
FE 6 IR R R AT 2% 2% R AL TG AR B B PR L SOE R T Y 18
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TR AR AR, e R0 20050 ok 345 A R A 7™ B R B DA T - 4 1 gt
BEEMK., MES /KT OPG & As #J& DL KO B R
TR IR Ik fa e & .

53—k OPG £ [H T9S0C (1 2 A& PERF 5%, HE—BiEsE T
OPG 5 CAD MMM o X T4t %t H A T CAD K ACS
BENT RN, XHRAR ¢/CERB NI Em, 2
ACS BT fERG K F. (KB, OPG 2K £ S 1E7E CAD L H 2
ACS MIRIE e H AR

BRI R(OPG) I T 5 CAD ZU)AHKA4N, i 540 3 fik
I (peripheral artery disease, PAD) 2%, XM ZHAH L, i 3%
OPG ¥R & 1E A2 B I 1% 3% 97 (1) PAD 9 N B & vy T 0 BR 4,
FLAT PAD %28 1) ™ B FEJE B IEA R .

R, Guldiken 2% BF 78 7 51 151 2tk Bk o 12 fisi &6 28
LT OPG 7KF, A H A a5 K i 9 48 X — 0 B AR 2%,
KB OPG T BETE 3l ik if A4 T R P i 2 bl 25 L BLAE H,
EHEBVINEER T3 T .

5 #53%

Zx ETR, AEN TNF 5B % 01, TRAIL el 5 Fh 2 4k
LRGP A BE T 32 R0 3 R IR 2 Ak 45 A, o R 4 4 B O
T AP yE T AR A . B AT R AR AR R A SR R AR 1,
FUT SRS S U 52 A4 AH ELIE L, 75 7R T L Bh 45 P4, T g
& IE AL 2L R 41 234 5 8 52 TRAIL 5 5 R T2 1 SR IR o
TRAIL &2 0AE As FOOER R E 400, RAME M, HE
B ] B 2 78 Ak AT I PR 52 38 rp 48 BRI 52, {2 X i
W70 K2 R BR T TRAIL F 52632 44, 24, SERETE LS8 2 1
M E TRATL B FLAET A2 44 (1 F 5, 1 % 455 9 =2 R F 70 4 2
G AR AFF 0B £ B S TRAIL & OPG AR 7T, St F IR 1252tk
J DeR1.DeR2 B R i/ o IR, 34T 2 A B 4 5 5 RO AL 1)
WFFERT T 72 93 B TRATL R HZARTE As FAEA 2+ % 2
1 ERAF B b, 7255 As BRI vT 28 (9 + Fwt 72
T, E AR ARIE . B2, X TRAIL & 32 K78 As 4%
BT TR A IR O N AR S As SRR M2 Wi FiG T

B BTG 7 T

[ &% 3R]
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