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Y 2HEL dA ] Yd AR JAEY Aol bde 45 ZF g 5712
A3k, oJei7kA AEe] Aol e AR A=A HAoh FH2HE MY BAV AE
AL YAF, A234F 5 384 A (Ischemic Heart Disease)o]w], 335 %7 37}
2 99o] grh 9433 o2 & v Framingham StudyojX & S 28 E, £, 284 %
FU7ge] 30 APAAZ AFA) o APAAE AEE MRFIT(Multiple Risk Factor
Intervention Tria)oM e FHLHE] £555 A2ANTLE AT AFEo] Aoddx
shvl, B92e2H S0l 300 mg /Ao 200 mg /die) ARuT 2 AYEE A4 BT 29
28 8o EAY, F4, 1Y § thE AFAA A QoE AR AFAE L2 Mgk
Aoz 4t ey, FUAZLE A¥ste 9%, A5 Azdde Y9 9FIMe o8
AAAE Ha43 Adle WEE 373, ZHEHEY Ae 2 ARNE 4%, AT
271 e

I. E8AHIE9] ciAl

ZY2HEY YAE Fe-ote 371 892
1) &AM 435 € A F (oral intake)
2) 7+A £ o)A 9] LDL9} uptake (LDL uptake by Hepatic cell)
3) Z¥ 28 &9 242 (Usage of cholesterol) o]t & £ 9lth,

ZY2HES FAAE, dNAH A A2 A (Lipoprotein) & B/t 47 A ¢
gty A A o= chylomicron, VLDL(Very Low Density Lipoprotemn), LDL(Low Den-
sity Lipoprotein), HDL(High Density Lipoprotein)o] it} o|Fo]A @ Ag o] FX8
Agw Al LDLE HDLo| #5473 Aol oA F98E gt gl FoMx
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LDL& Zg 28 E°] $¥-3}u, apoprotein BE /3L 3lon, 4t I &£&stx A
Wz A X PN 28 FFE 98S 3. A 4 A X e LDLY i3 +4
A 23 9on (LDL receptor), o] 447} LDL9) A4 A& ] apoprotein BE ¢14] 3}
Agatt. ATz 2AZYE AW 2E A EE LDL receptor® Z3 Ut
LDL receptors 2t A X¢] Atejo] utel autoregulations o] A/ X S 2HE ¥ 8 24
37 ©ch. LDLo| FARtE +8ste Al7to] AoAd 4 WA EeA 31814 Astg we
o A3} LDLZ W3l 48 LDLE LDLveceptords A8t %3 A4H ¥ (Macr-
aphage) ] expressions]i= scavenger receptere] &l 4o} o] M Ee] o5 &HFA
A A€}, Scavenger receptor= LDL receptor$} @] Autoregulation?] 7] 5& 23 A &
7} W&o 43} LDLo] ¥glo] Macrophaged] ]3] uptake® o] Yol7lM e E2A E(Foam
cel) & BAstd, Wa=A g4 wsts 4o77] AFgt). $97435 ¥i(Atheroma)s E¥)
ZE|E, 84, 982, 23 § A8 Qo] s Yo g&d W] oh ), Fu73lY
A Z AAde FH2d o] Zol A Aok, S LEE9 43 Fo] gowl, LDLY 3
& A zke] AAAL WIAE Fof o 23 48-& g 7137} BopAn FRAFE F2
87 "t

I.7}
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o IEYAEHE S

IAEFE Yl Wele 2/ 322 ZAH A Yol sle, 7154 124
28| £¥ % (Familial Hypercholesterolemia)& 2 tf ¥4 ¢l o ojth, A g4 24 ¢4 (Auto-
somal dominant)& &% Q¢ 50083 199 H& 2 Aok A3 22 LDL receptoro] 4§l
1o] LDLo] ZFA XA AAHA el 85 F2U28E X7} 250~1,000 mg /dl He
& LDL¥ =7t ®ot Y26 &0 FHAE, 93124 §o 3 €h. 22 Yold 23597
38 4oA A2ANFLE A o,

II. HDL &8 28 &9 g8

HDL-& #3} 7+o] A premature forme] Nascent HDLZA 89 £ Rulgc}, 209 &
& Ay 2@ 22 H M FY2H S-S wolEo|HA HDL,>HDLEZ Bt} 48 &
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B2 dth. HDL& 7t A uptakes|n] ¥} oA AAHth whzbA HDLY life cycle ¥
4F 3 249 FYLHES 7R st FA AR B 7 U 5974 WHAE
A ZHoA & g HDLE F39 AEd e SUSHES 722 ilste 98 3]
o %o, LDL¢] &&=} 9|25 A], HDLE o] & &2 Reverse transport of cholesterolo] 2}t
gt} HDLE 597 3tE JYPA7)A e HFo s FYSHES sty 94 d8-&
AYUL gz & 4 Qi g 72 Fy L oA HDL ZYAHEL 359739
A E7t @oh. 94H o2 LDL3 HDLY M &(LDL /HDL)e] Fa3ic}, HDL Z# 24 Eo]
100 mg /dl& ¥ A5E Utk o] B9 ¥F $FH2HE $271 300 mg /dizt Aotz
FoTRE FHA APl ot T 4 vk HDL S 28 E0] oY £ 7HA7t
o] o] & A43ly] d & B4%FF2(Longevity syndrome)©]2t3 stv] E o} & A4
o] g1 9tk

IV. Regression of coronay atherosclerosis

FAERse] A= drtA QQlo] FAHH, FY2HEL 2 F9 ] AR
et 28y M 83 9oty & 4 9o WEdFH o2 E Atheroma o€ Y&
HEo] 2353 e A& AT & ok atheromas F7HA] 72 7T 4 itk A4A
¥ (macrophage)& F23 M IXAEo] B soft atheromadt 4 A¢ Fo] 2& hard
atheromao|th, Hard atheromad] ¥]3|A] soft atheromad]s ¥ XH E0] BX B-3317] 4
0 24 34E oty AT AN L ASANE 4o A4l o 2% F
Ao F¥ 2H &9 reverse transportE 843} A|2 4 2 H atheroma®] regressiong 7|4
& 4 Ao Holay, 5, FELY T2 TUA VF FY2HES ATEA &
Az Ase) A8E & 4, o] soft stheromag FH 2 E AR HI ¥357) oL,
Hl 23 A hard atheromaZ W3} Al7|8{ 2 Al =dte RAoln, 84 A3 dE A,
A g 2824 whgolga # 4 Stk
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