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Kt 2 4, HDL 3% E A $70 i 52 44 40 1) 0L /0 A5 3R 2 FRS B
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M55 S@al . IR HDL 25 M4l (s 5 4 5
WRABT T 4% HDL Hush IKoE FEREAL 1 20 T L, A As (1)
B FANEIT SR A AT .
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TEAM A 40 4 2 45 BT HDL ¥ Bk RH 8 I 0 2505 51 1
T ) HDL Z Ak se L5 5 BIHBNES EANE
S . HDL /30400 B2 % 2 #1135 B HDL fil k. T
Z IR N AR T H A, GRS AL B IR TR VLR A0 B e Tt JE a5
S IEEE C F1 D(PFPLC.PC-PLC 1 PG-PLD) . & M 3 C
(protein kinase C, PKC) - 224 37 AT [ B EE ( mitogerr activat-
ed protein kinase, MAPK) ¢ Z BRI MG . 7 U = R4 G & A, T
HP* 4T cAMP. — %4k & (nitric oxide, NO) A3 £ B i, 7
SlERMME A Ca® Bl
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RUEE 5 7R, HDL BUA S8R E B A1 B R A5 5
v 6 A IR 20 B LN SO RS T 4 A ) A . IR
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Fielding 251 " fEHF %t B 55 P9 E B B 5 32 3 G &R 3 AT
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MMP-9 {E ¢ 55 3 38 0 MMP-1 [ 235, T B R B4 & )@ 3 R
B AR & TIMP-1 B0 # . (B HDL fE 3] ik 3 R &
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o Ay 1 BE B 2 R — R IR . SR, 5 B WE4E A
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W B — %8 1k & & B8 (endothelial nitric oxide synthase,
eNOS) & il NO I8 b B 718 UL S g 30440 i 5 B0 & &7
Tk, NO ] ifi /1N B 5 2 0 1 40 RS B 30 . B AR A,
ox- LDL 5 1) If 91 8% B ( LPC) &5 T30 9 2 41 I B8 119 G
BEAOSHZERES, 6 G EAKBME 5@ E AL, It
b, LPC 3 g 85 40 0 B 1R JULIE (0 2K A, A5 M P Ca™ IR
BN, S Ca® -CaM {55 H . IR (R 5 3 B 0 28 1L AR
RERE B AR P9 L7 ML P eNOS F 3% 1, T ELIE A 9% 401 ) i 5 2
(iNOS) 2[R #% 5%, 1 HDL A 8%k i 82 5 A-1 7] BAR UK ox LDL
R LPC, (R HE PN B2 40 i 2E s NOU) | T 2 FE47T As 1B

RAF AR, TEN K40+ HDL R IEE (1 A-1 5 SR-
BI 45 & REWUE eNOS, {H# I 22 1 A-11 F1 LDL ¥ A L B
E1EA™ . HDL 5 SR-BI 45 & J& I+ AN RS 3E 40 i Py 45 55 1
KT, WA REBOE Akt S, 1807 5] A 40 M P 1 2 0
KPR 38 0, C(2) 1 48 B i 0 eNOS I F A 5 HDL 28
Lo $&75 HDL 5 SR-BI 4 & ¥ eNOS 15 F & B2 @ i 14 m
S P A 4 T B B 7K SO Assanasen 2512 ZEF 5T HDL 3| &
55 AW T L B A B 4 fd Hh HDL A B- L BRH
F& AT 5] 2 R 21 eNOS BUS1E L, B EEIRMI RS B0S eNOS A2
MR SR-BL 11, T 67 432 JIH ] 1 (1 B- PR BE 3 M0 MG U8 AT 1 B
745 B M1 ot JIEL 880 19 HDL bR 28 HDL 5] &2 58 R 1F)5 1L eNOS
YEF, B LA ST ] SR-BI A8 97 15 JH [H B2 % H, BH 1L eNOS 7
fho 7E COS-M6 41 A iy SR 155 84 o HDL AN 5 2 /N3
#lS B A5 BT A2 2 19 SR-BI At 5 eNOS 354k, i SR-BI 975 44 Il 1%
B UL . BBk, IASH HDL 51 &5 5 B3Rk SR-BI A 41 Kl i
B R (RS2 28, SR A RE IR TS S mEE .

Ramet 2513 75\ 2 19 50 ik P9 Bz 40 i mb % B HDL 1% fig
FE A Al #AETE L MAPK Al PI3K 42, 7 Hil o R ik 245 3
AN R HX 2 450 A% fe JE Bk HDL XF eNOS g2 . ik
B HDL A W05 40 M 41 5 5 U 15 80 ( ERK1/2) Al Ake, 53¢
eNOS & A i fa E M naR Al eNOS & A SR &, i B iZ ML

RS ACE 4% eNOS . 5 4k, HDL %4k MAPK i i
PI3K, MAPK/ ERKK 1718 HDL 3% 4L (1) eNOS 58 232>, T
A% Ala 5 eNOS Ser 1179 BEERILAE A . # )%, Ark BEHEH
AN HE A8 HDL X MAPK [¥130% - Mineo 25032 313\ 55 HDL %}
eNOS [305 A2 8 i 3 [/ 1) L 3iF Sre /i B 15 5B, S5
Akt F1 MAPK ()47 7 A0 I 30057 1 g v 1

2 LBk, HDL RAFFi s kgL /e 5 i fs 55 9id
Bl BB MR, BB KB E %45 MAPK. 41 i
T EZMZhFHEENETES. RN, ARNEEES
153583812 2 A& B N ARSI, T 20 5 &R, B
R 2% 33— A HDL A5 ML sh kool FE a8 1L B RS 5
fEidi&%, B HDL 2 56 5% SR e B st pLsl, 2
F HDL A 33546 F W7 7 R 2R BR300 67 5508 %o 790 5 va
ST B RERE AL M I R F EE AR L.
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