FTREF 201254 A% 41 55 12 0

[13] Arida RM, Scorza FA, da Silva SG, et al. The potential
role of physical exercise in the treatment of epilepsy[]].
Epilepsy Behav,2010,17(4) :432-435.

(147 X% 24, B0k B FRACRE T BUX R 8 8 B 4,8
PSR AR R R N T KA s L], [ bR B 2% 2 7, 2010,
29(5) :652-655.

C15] BT A8 P46, sam 3 FRS0AR T O M0 A8 & B & KAt
SSUIREM e [ ], [ bR 4 34 42 75, 2010, 29 (3) 1 432-
435.

L16] Jamm fh, 242 JE k0. [ 388 B I 25 X 00 8 0 3
R A B 5% m [T, op [ R BRE B 2%, 2011, 23 (14) : 1717~
1720.

C17] ke P4, 2 4 iy, [ 388 BRI 25 %0 500 /8 o A 3k
ME& KAt S orae s m )], [ By 47 31 4% 2% 7, 2010, 29
(3):449-451.

[18] Thompson NJ. Distance delivery of mindfulness-based
cognitive therapy for depression: project UPLIFT[]].
Epilepsy Behav,2010,19(3) :247-254.

[19] Walker ER, Obolensky N, Dini S, et al. Formative and
process evaluations of a cognitive-behavioral therapy and

1223

mindfulness intervention for people with epilepsy and de-
pression ] ]. Epilepsy Behav,2010,19(3):239-246.

[20] 2550 R P40, 25 &t 82 T 000 00 A8 30 L M5
REAT A R L) ], [ PR 4 HE 24 44 7 2009, 28 (12) 1 1675+
1678.

[21] /il EE. 202 T F00 900 A& JL 2 E D B e e 19 52 [T .
[ PR P L2 2% 3 . 2009, 28(2) 1 181-183.

[22] iRy, A0, 0 BRRIG I7 X8 J00i A8 L 25 Wik Jg S A 1% Jot
SRS LT, v S AP B 4k AR 2010,26(23) :89-91.

(23] almeds, #4825 & M. O BRI A 7 XoF o303 0 A o 4
R ANAR G 25 Boniwt g7 =0 AR LT, B 3 4% 2% 5. 2009, 24
(9):72-74.

[247] Pena P,Sancho J,Rufo M,et al. Driving cost factors in a-
dult outpatientswith refractory epilepsy: a daily clinical
practice in clinics of neurology in spain[J]. Epilepsy Res,
2009,83(2/3):133-143.

[25] Mittan R]J. Psychosocial treatment programs in epilepsy:a
review[ J . Epilepsy Behav,2009,16(3) :371-380.

Ofchs H 1 .2011-12-15 & 18] H #.2012-01-14)

Toll # %4k 4 5Pk HEREN

R sk,

MR ALR & F A

(FPMNEFHEWHESE— ERANZINH, mnl M 646000)

XA : TLRA; 3 Bk 35 4% A2 AL 5 43 5 38 5% ; B 4k
doi:10. 3969/j. issn. 1671-8348. 2012. 12. 031

Bl Ik 585 # A% fk Catherosclerosis . AS) 2 i ifil 48 5 9 I Ik 5%
95 ) B Bl K R 0 S 1 2 I R 0 T o B R L 0 M I A R
SRR AERBEE AS K3 A 1G5 L 0 WG, S B
RS2 B R . BFIE R BT, AS & —Fh IR BT T A 18 1 A
PEBORET L DL BE P R DA L 4 4 3R A M RRAET A
T ZE T AS IR 2, Toll #: 3 {4 (toll like receptors, TLR)
JEHIE Toll BE3Z & 4(TLRD FE N — A T F: 57 M g% B
15 I 5 5 i T 32 R B 1 L BB A8 TR 0 22 Rl AR O 1 43 X
(PAMPs) , I fitg 9] 455 I [ 2 100 58 4080 o 00 T 30 e P e 1
HEE R Ho 8 KL I LA K i A5 i 9 4 B AR L A B0 ook A R AL 1Y
KA R AR RO L 2 B LRI R B 2 I R =L
ZAR HAE o O HAE %% . TLR4 f8R 5] PAMPs 3+ 3%
T RAEAN ML . TLR4 BE AT IR 50 S0 M B PR 22 BH 2 40 5 40 il
BE %43 N 22 K (lipopolysaccharide, LPS) [a] it 68 1R 51 3 Bk #5t
Piid B IR M IR PR B MR . I 2 PSR B TLR 5ok i
LRGN % RV 48 AS W & E & JE kR, TLR4
HIER ZECEZ, A S0k TLRA M5 INEE R S/ kS
AS Z I8 i AH S M A — 2Rk .
1 TLR4 g9#LiA&

TLR4 &R Z R h i i Z M N TLR, ZE KL F
2 PR 240 T T 5 0T T 56 5 98 AT N S T A 5 98 IO 2 R 4 IR
MoAREEZEEH. TLR4 JEF I MEBREEA,H 24 M2 AR
AT A A A I A0 A DX i A KRN 40 B N ) SR SE X3 A
AL . TLRA £ F 9932-33.cDNA K 45 3 811 bp. 4 &

SCEKARIRAD : A
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BIINAIMR, Z R BT T WE4IME.BIKEAE. 41 H . 1
[ LR RN S RN 7 v [ 3 o N
Jik P9 Bz 40 R L N R R 2 £F A AN N ST U LA L R
W bR ARG LA i DY TLRA A 4 AR 5 52 1, i i
JHL A XY 5 S BR A2 T 9 T AN W) ) PAMPs g iR . FERE
AL A1 T AR 2% B A0 B AN BE B 43 LPS, R AR A Al
U Bl kA 105 3 A v 3R 3R 45 2 1 PR TR I T 4R S DTG A S AT 4R 58
9 SN 3

2 TLR4 i 515 S 18 B&

2.1 RN E S EBES 7 TLR4 R4 HE S
S LPS 254 % 1 (LPS-binding protein, LBP) 1 46 %%
LPS WAHBE SN IR EHe % T ok, IR 5 HAE T A 455 . B LPS-
LBP B &¥ .22 AW 505 CD14 (sCD1D 45 4, B B
XEHEMBRNWE Y. HEE G h Iy LPS %35 4 K4 &
CD14(mCD14), 3f i mCD14 ¥ LPS ¥ iz 314 & T TLR4
FIHERE /346 25 -2 (myeloid differentiation protein, MD-2) #4) Ji%,
W Z IR E A5 LPS 454 MD-2 )5, i a3 TLR4 §) 41 i 4h &
TRAMRMWELZ TN T TLRE FRE  Em it & TLR4 W15
FES, [FEF, LBP f1 CD14 ¥ LPS % & 5 % ¥ IR & [ ok,
2 afE L3

2.2 RANES I TS SR E T 88 (myeloid
differentiation factor 88, MyD88) 42 TLR4 {5 5 il f b T /Y
HELREA.HME,JURE TLRE NESESIBRESA
MyD88 )2 51 1% A5 5 i I 4 MyD88 K i 1 (3 Jz Jip)
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AR GR % B 15 5 58 B BRI . w76 1k 22 2 R0
W ) i (mitogen-activated protein kinase, MAPK) F1# [H
F-kB(nuclear factor kappa B, NF-xB) {5 5 il i . )5 # 1% 1k NF-
«B FI TP Z 845 A F-3 (IFN-regulated factor-3,IRF3) {5 5 i
. Wt EiRE S &% TLRA i 5 &5 40 1 BRI 48 8 A i ok
AT RAE SN 5 [R)RE TLR4 58 37 35007 A0 28 R 20 A2 4t it it 3
B e Rk e A D RS M
2.2.1 MyD88 K tE(5 5 % T Es  MyD88 iy & H i 5L 1=
ZEFy 38 (death domain, DD) & 3 3 TIR 45 f4) 48 F — 4~ 565 19 i
PR AN A . MyD88 MK i 1) {5 5 38 8% % 5 ) 72 v, MyD88
@it TIR 45448 5 TLR4 iy TIR A4 4 i of DD 45 #4185
IRAK (IL-1Rassociated kinase, IRAK) #1454, S 3 H 3 & #
R AT DT i 9 3R BE IR 7 AR % 32 4 B T 6 (tumor necrosis
factor associated receptor 6, TRAF6) ft 5 # fig 1k 1) IRAK4-1-
RAK1 g5 . B E &Y. bi)G,IRAKI- TRAF6 A TLR4 |
O3B R ERBOE HALW E AW B AR A K T B s
¥ (transforming growth factor B activated kinase, TAK1) .,
TAK1 54 M 1(TAB1) . TAK1 454 % H 2/3(TAB 2/3),
IR R k. TAKL 5t 68 87 40 il 1 /) NF-«B (inhibitor of
nuclear factor-kB, I-eB) i i 7% 1k , T2 Wi 16 AL 1Y T-«B i il (IKK)
AW IKKe IKKB IKKy . B T-B (14 B A# - DT 8 40 A% N
19 NF-B 7K - FF i » 5 B2 N A 8] 42 4 0 S o 3k PR 1) 3% ik
W, #d LR ESHSEE, TLR A SRR N F 930S
B i SRR AL TR T A0 S R 0T A A A e R R 9 N
2.2.2 MyD88 LKL 5 4% il % MyD88 e R M1 15
55 3 3E B% O TIRF3 FI NF-«B (1938 & ¥ R W . TLR4 1%
W5l TIR L E A F(TRIF. 1Y TICAM-D S T 41
ML A TIR 54435, TRIF #8006 TR AT EH 3ARFS).,
IRF3 55 -3t 22 Wi B i o % 42 Al 45 3 6 IR 1 e it B0 i o
HYIUEH , fE TRAF G2 0 40 i, R g is T A28 T 4k
R ORI RGFSH a2 m TRAF A 30, HiX
—IEFEWRETE T TR E-10 4 K BT I8 3R 2 0 i B
PH-16 . F P 3 98 35 BE -1 3k 1 DC [ B
3 TLR4 5 AS < BE 4

AS g —BloRy ) 148 1 58 RE PR R DA I BE P48 4 Jif
T i I SR 4 R AR T L SR AR 0T B 4y R 5 TR R B B A — A
W Bt KA AN [R] A4 20 M 3 T 24 R AED T 1 i TLRA A F A9 %8
R ET AS IAZ, TLR4 i N B &5 # 5 101 2 (k25
L, 8 R Z i TLR 45 #4 38 ( Toll/TL-1 receptor homologous re-
gion, TIR) , 71 53 Z WG AL 5 19 M5 5 8% 5 . 7EXT A S/ B3l Bk
IR AL IR 1 AL ) R AT G ALk g R R BT, TLR4
T A BT e 2B 2R 2 LE R B F L B W A0 i e T A TR AL S
B IJFHEWRMMILRIE, AR EY]AS BE RS T
TLR4 B H 32 8355 F B W 40 0 i & N Bz 40 g5 78
HNRHEE E B BRE /N R AS BRI A TLR4 J K Bl fE B e 41
BCEAAE R AR R e e 5 5 4 L R BT A 4 9 I S R IR AR R
P 23k B A0 s 1 TLR4 BB 51 R — R85
S RHR N 15 R RAE R R DR IE i — 2D A HE Bl Kok AR
AL TE 1
3.1 TLR4 7 AS PRy REMER K HECZ KWL R
TLR4 (AN IEPEBC A, Bl an: i 2 AR B 0 L iEE G-
EDA BRI E B WHRER A4 & A ) .mmLDL £ R . H
g e PO SN AR S T R G S AN R N
HSP60 %, H C £k W3R 4> Z (R AS B P E E 0
NS SR =PRI R R N P i - = P (B
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T A T B 45 A0 . R RE R T AN A AN SE TR A AL A . AE AS BB
B0 Bh ok N AT UL £F 3 R 1 R AR R A S A A I 25 A I A
(£ H H-EDA) , 47 1% 8 (1-EDA 73k AS B4 sh ik b B2 R 17
TERT . Tan &0 IES/N LR % 8 (H-EDA A9 it 2kl L5 i
FEAR SR AS BT 5ol 2> AS By & A L ik Ao 4 Al 8 2 E
i B B W 4 i X LDL (4 BOR SE LR . 78 ApoE & i (19 /)
FR B AR 07 L 4P % 3 H-EDA i mRNA 35 KT 5 s
TN T H EDA A K -t R R T 00T A0 Y A B
Fp LB A i & 1-EDA R {HBE# S TLRA, 1 H iF 661 %
TLR4 B9 381, X 28 0F 78 35 U6 W1 £F % & H-EDA ff fE 2
TLR4 8t AS B IEHEBLIR . 25 TLRA {5 5 5% 0 i .

BEF T AS W& & B RB KRR i B T
AR L B I 40 i %o i R 19 45 B LA % 360 UK 4 Bt 19 T R L 7E B S 1
TE Rt fE rp oG H .y JIE [ B AR 3 I I A R SR 1T ) LDL
AR KO AR X AR R B R AR B AN A W AT 2 R AR A
fho Xu 25U BEIT & B BB -E W AN P . 5 K SR 9 LDL
H 44k LDL (oxidized LDL,oxL.DL) fgf#f TLR4 mRNA fi§ %
POKEHE . SR, oxLDL B8 75 45 & 0% TLR4 38 R gk
SE. MR TER SO A TLRA 35 465 RAE B F 19 7= A4 A1 9
X AT R T B i AR A T 30T . oxLDL
FHIE X mmLDL 85 UL3h & (45 A X B 40 A 4 47 8
XK F TLR4 {5 5 8 8% W 3% 6. 59 4h, Miller 48 & 3
mmLDL % 5 B W4l il 7 25 R RE A LA — 38 0 K is T TLRA4,
B K18 AS B RE o L AL 5 253 5 TLR4 {5 538
% e 7 AR i VD4R AT LY

H Z K 5L & 1 (heat shock protein, HSP) B £ #% IF 22
1 AS R EFEEEN. HSP B T4 F &% . a%K
P -2 1 0 A PR R g o s, HSP 7E £ i i i S8 R
B F 38 5 ) 7E AL T R ORS00 40 i b 3 kB  dn
HiE R R B AR SE . FE ApoE 3 R RE Y v IR AR B A 5 16 /)N
FR5 ApoE JE & fif th L 1E % & /N BROA L, 7T 38 3h bk 9 B B
Herp HSP 60 f1 HSP70 3 3k 3 i-7 , ZE B2 19 AS Bt e v
HSPmRNA /K4 B 298 . HSP 14 TLR4 59 4 W
Bo A, BEfg ik TLRA B AS s KL F R B . SR, 31
H#i & 1k % F HSP60 F1 HSP70 J& Unfof il 3+ TLR4 7 AS
PR AL BT 9 B AT 2

AR Z W IT ¥ W, TLRA (P9 U8 M B2 1A 58 o 3 3
TLR4 520 AS 1) & A4 FR B AR R HTEZ T AS &4 & & Al
BE e 1 £ 2k J7 T 9 5 FHLE A B
3.2 TLR4 5 AS Michelsen 22V B 2 1 TLR4 5 AS
TE e A HIE R M. 1EX 584, TLR4/ ApoE #f # i 1
K /NELEL R ApoE 8 it 89 /N B AS 19 & A 300N, Py B 45
1 Bt MyD88/ ApoE & 4 #ii tH 4% . 7 TLR4/ApoE Fil
MyD88/ ApoE #B# i i /N R ot AS A 7 I -5 10 & e 7K
LT %A KB, A, £ TLR4/ApoE Fl MyD88/ApoE #b
BRI /N R AS BEH T i g A B R 4 if L 58 R AIG SXi
HY TLR4 15 53 I 7 3 bk 5 58 B 19 & A & R vp R g
PEpEKLEE,

A1) P 1 T A 5 B0 R A 1 AR S AS R AR AR AR
ML . FESI 1] 1 T R 2o 7 P 40 7= A S T 42 R 2R e, B AR 8
HI D FE BB i fe e . R B R R eI g 5 & EH
5i#*) . Hollestelle 4% TLR4 7 IfiL % 41 1) 14 25 44 P 49 75 » At AT
AL T — A EEFL IR 3 Sh Bk /N RS A A, S SR L il A
I A ) o AR T TLR4, 76 TLR4 = i/ AL AL A 1
PH A A0 1 P A . S SRS B 0, TLR4 76 i 4 41 1h)
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T AL Y AQ R B R R 5T 4 AR O Ak P RS R AR
FH A0 B B He 9 S R MRS

I A 1 9 WL 4 2 Bl Jok s A BRE ke rp o 2B 1Y) 7 AR 3 5 Y A0
JL o B DAE 0 08 T S B A0 B A0 R Y 7 AR /b . TLR4 G i
Fas # 5CFE T 45 #4) 3804 M 1) 38 42 o 4 12F 1 45~ ¥ JUL 200 i 7y oA
T, I . Ishikawa 25T & B TLR4 78 20k 0 LA BE
(acute myocardial infarction, AMD ,f& € £ 0> 40 i (stable angi-
na, SA) AT B B DR MR BE Y oG B 3Rk . 5 oo P
PR Y B AH L, AMI FIL SA BB B AF A4 BP0 TLR4 mR-
NA FIZE [R5 K T3 57, X e ¥R W] TLRA 76 3 ik ik
FEBE I M R HZAE .
4 NEERE

AS S — Bl i BT 5 1018 M 580 M 0 . R A IR 4 R W)
TLR4 J& AS FAEFR R Z M M EE A i, TLR4 iz b
FBEHAFMAMAET, 5 AS 19 LRI AS i BE R 45
HH XK. TLR4 BTG NF-«B 5% HFRE RPEE A i —2
& E AR AE N 1 A A R B ook AR BE B i AN B MR . i
X TLR4 Z5# T Be A5 Tl i XI5 AS R 5/ B F
Jnagxr AS i TR BB R AS RIS, R BTIE AS $R LT
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