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| 70
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AR 20 FRX LAY L BRMASR. T EFH
H - As U LA 5 09 3 2 PR SRR, O A 0L A
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AXERHOZIEW. . MAERHE L AsWHEERE, MRl ORI A B, RN B R YRR
— %A I 3 24 0 14 Y Ctotal cholesterol, TC). £ % WS BT, ASEE RO MLAT 38 (1 3F 17724, <2 341 &

B 5% 3 0 [& 8 (low density lipoprotein cholesterol,
LDL-C). # it = i (triglyceride, TG) K EHEIEE
H 8 [ B (very low density lipoprotein cholesterol,
VLDL-C) B 3 % (A 80U K (ot & B e A v
[& X (high density lipoprotein cholesterol, HDL-C) &
AR R 09 B G A R As B Rl RN
#. WS E M TC f LDL-C A9l ¢, (1 TG #
VLDL-C 5 As JE L0 ¢ R ¥R TE 2 18 o S 423K I M
2k AR PE IS 25 19 dow density lipoprotein, LDL)
TR % LDL GLDL.LDL-) {5 As iy & H
InE Y, & LDL B As (1 EE W AL5 27, 1988 4 [H g
N E @ [Lp@ IS WHEHEE GEN As LG
R EED,

e % B I3 N T - S o B (G I S A
HEHFKENZY HiIMOLEZ dipid regulators) . ik
ifiL 5 24 Chypodemic drugs) ARESE 42 4K 0LEE . B M
WML AE 250 B 9 JE B i As, BT AT YTt 283508 I L 5
E AASD: £ 3 GORT (fr i 25 7 Aot A LB A
0G0 A8 4k L 30 B 330 0 As A AU AR 20 .

1.1 BERXTEBHE A TREBIER

£ B T RRATA A L ISR B 5 (HMG-CoARD)
IRFR statin 28, HMG-CoA 34 J5 i 2 (4 79 M 87 ;i
B 3 B » BE fiE 4L HMG-CoA B )UK 1112 )% 2 (mevalonic
acid) , A& B T N WGL R e — 0 . 7Ll
30 U0 Y A A A A A D B LK TC B MY
G R =K TBRAC,

1976 4 Endo %
B FERPEMFAHEH T compactin, WE 8 & B4 il
HMG-CoA i% F"ﬁfﬁﬂ I"?“ it TC M EM . MIEIF# T
WA 2508 i & iRte. db—2 BU% M Rl R
AEMEG hﬁcl’l};‘fﬁ"k RIER KA. CHTHRIKT A
7% % i 1T Uovastatin) | 5= 1% fih {7 (simvastatin) , ] {& fi
1T (pravastatin) . 1 {% {77 (fluvastatin) B 2 {& b7
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FluL A W

X R AL 2 R D A AT HMG-CoA 1y 28 Bl )k
[, fE 30 % st S0 ] HMG-CoA 40 J5TRE - (401N A 75
= ) B R R | I e D o 1 T R A
LDL-C 24 F &9 i1 5 50% . MUK TG # VLDL-C A
[ AIC . HDL-C 44 o did sy o 1 25 W e LA A L0 . flg
R 10U T H 0 IG DR 1Y T 405 30 00 w0 28 2 xR LA ofy
] 8 () — 151 B I RO RERLAS As 19 40 hE,

% M HE W 85 8 (Penicillium citrinum)

W, FIE O AXFGY L/ Ed, AR
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TC J LDL 545 W 42498 - I BE Fi i HDL-C. {HUE 70
SRR WHO (9 A RS 006 IR 8 R A . i
S TL 0 L JUE A3 0 A i B8 B8 1T 2094 . i B304 O L 98
WA 2596 5 (RS O MU A0 33038 (0 IS B P 5 I 358 )
FEE L7 T A IOE & 308 003 7 L 24 AR 0 TR

Bifi 2 SOOI 03 1) 26 24 2 Ak DL 5 (gemfibrozil )
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HDL-C Tt 105 . Ry w45l O il 2 4 48, (LIRS
o MUT I AN TR A Ry M e Al 4. faaln A
sLDL MR G TG R S WF 5 L 2 R 5 0 BT A1 B
WO I SO e -2 .
1.3 EEESHIE -
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MR 2 Cpolidexide ) S5 BT 1 2 fe G - 10 e A B IR
A5 W 30T 9 55 0T AR R A B N AR ey T S i
T < 300 (87 A iy oA e T A o) M2 /8 {3 2L 3E TC
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T e I BRI AT R B i 2. S HUY .45 3 806 4
Ha RS A LA 35 A M S NGOk 7.4 45 AdE st TC
Fil LDL-C 43 50 FF A€ 139580 2004 SOk OWURE 96 &
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HE RO A (L 37 i I A A 35 800 2 A
W5 1Y dile ot A TR A M T
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MWAXAT
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YAECHREE T B ME 00 E 85 R T
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AASD, CREFENR TC fl LDL-C. 4 48 & A %5 B2 |4 1 1L
AL TE 0 W W] 40 MBI HDL-C # apo AL (KL X
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it UL S Y AASDSY,
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cell, VSMC$F# LA B il myb EE M BHEZSER.
{6 3 4 &8 0L £ PR3, 7 MR T80, BOHE fE 9 AASD Y
. ARt B2 % Pl $6 25 AT & (heparinoids ) M K 4 £ 4
K59 . BASFENNAS (FRS S HRENER
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5.2 —WLWMGHELDY

80 L& BUM 1N K £F 3K I F (endothelium-derived
relaxing factor, EDRF)BIAE N NO, B ik E Rk
MO EEFEY S, G A OR B AR E
PR A RS B 3K LA AR D BBk 9 BRI EF VSMC 1
HEIEA ARES AS. L-HE MR NO Mtk ik
f4 NO & B (NOSY fiEfk 7™ 4 NO, #14 LIS E A
B AS BN, HlEFEKTERT FEEMH NO
ik EAETF R P,
5.3 ARRBHIERN

4 B % (endothelin, ET)JE 1988 4 & B ity i i
FEF, AR RMIKE. TH ET-1.ET-2
MET-3 =#fRHE. CEEHY ET-1 EHTFLE T
WLET a Zikmt, MFWHMMET S ST ET
b Z&kut, 518 VSMC 4. B IANME ET-1 B
MAES AS KRG X .ET ZERIKIM A GEIA AS
BRI . Ro 46-2 005 RIEEM R AL ET Z KIS M
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5.4 MERERIE(LEBIHIN

I B % 7k £ ¥ {LBF W d7 5 (angiotensin converting
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Tl Wi Ang T A9 A AR DYER IR W 1R D7 3h Bk
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AMEREARBASFIREMEREERAEH
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5.5 i BH A

80 FE A M5 IN K LaCl, £ ML M Ca®t
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PIRARLETESHEE, AR ETUMARE
YL AS EHEN R TR LM G AS. WA R FI{R AS
FEEE TR HABE AS. HAiC KB EX KA F
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