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EILTAE%, OSSR REELBIE, K
MAETE B #% KB, A BOEARE B8 & A AE E R
(LDL -C), MMhIT2Mm]1H, 2RI K% 0

o R — — % W By iy 4S, CARE. LIPID,
WOSCOPS . TexCAPS/AirFCAP & — — % iy ity HPS
2 BR T K LDL - C Xt 5@ 0k B R BRI T
B, RAEKYE, MK LDL - C 30%, Wl f5E
DRERE, OMmEEF TR 30%, FEERFH
20% TR, EEXEBREBEEN. BEMNRITR
FHRER, A 2/3 W LREBH LDL-C 2
B BLAE LA B 1A 46 B WA, A7 A 0o B oL
REF. HEERRERZMEHN (HARBHEL
RSB, AU FOAER %, WA &M
. BERIE KRB ERER) , BRAMASEMAEEIE
kMR R E W IDL - C B — A HHE, &%
FEIREHEERE (HDL-C) XHARE, BAH—1
HEHFE, &4 XX T muszE iz A gnxt LDL - C
HEAMTT, FARRKIRE. 2o RAHEEM
Ko UEAESNRMIM AL B, %t LDL - C #F 5% i A i
EHE S Y B B4 HDL - C j9BF5%. MR BSIAIT By
RO RS BRI REAL A, KR SR E
DRRY RBIERA . B AR5 HAR BN

1 BUTRITIREHERER

2000 % FEERHEREH F TR (NCEP, ATP
M) MxEEY . OBERK. UK (CHD) %
B fef; @Framingham 10 4E CHD fi & 1 17 30 B
EEMEREENERY, ATRIGT; OFAH

[ 3rEkARiRAEG] B

AR (RMLGEIE) . BbreRA#ER: HDL -
C B#RK¥ >40mg/dL (1mmol/L),

EEBREHERRBALBERFRITHES
(ADA) (3-8}, (DF} & HDL - C 5/&{% LDL - C 514
FE,; @HDL - C >40mg/dL (1mmol/L) [ ZE K
Gm%%ﬁmmmﬁ%%%éﬁﬁﬁ;®ﬁﬁﬁm
BEPMGEITIRITEE RS, UERF HDL - C
BT BAR; @EBIE R RGP T HDL - C KF
PR, LDL-C E¥RBEAENEE; O%isHE
AT IHEE A MIT R Y67 BE R Z T
YRR EE

Jft 4 BH HDL - C #3857, W RER F L 4F*F
ERRRE.

HDL-C AR EAD, BEHEEKR (>
1.063g/mL) , Hiki/N (stoke’ FHZES5 ~17nm), K
#4 HOL R S A HIEE A A -1 (apoA -1), H
FIREERE. BIREH. BRIsR%EEAQ (LTP)
R, HDLEZFM A, SERER, HE. X
N, BT RBURYEA R 0 4% BE X 43 R A
B WA, B HDL, & HDL,, K% 5% ~15%
A3 A HDL v Pk ¥k 3l B 7€ pre — B pre - 8 HDL
W5 o - HDL B ERR, HFR/D, 28K, &
apoA -1 HFEXRIEE A, HE5HBEE KA wsE
Me4sE . XSESIBERN o - HDL AR, #AH8 pre -
B HDL Uk AE I o3& m, B X e B0k & #H0 9K
BRI T o

SEE M 5T IEHE FE 40 E B, HDL - C {8 T o5&
LIRS FERS R, S Sc A R R S it
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B ROEEIEY] T HDL T 45 3 kot B 8 A3 J 9 1N
ESS

HETIA N HDL fush R BEAL B9 (R 47 Sh BE .95
S5 R, fRIP N B D BE MM i E AL R

MERFHRLGFRE, (X HDL JH @ B3 i 5E 2
TEAVRISR A 1 B B AR, £ B SL K ik B HDL Xf
SRk RER BRI ER. WUSEMBERE, HDL
BURLRERS 5 2 IH AR N AN B BR85S Bk R
BRI BHE B, apo A -1 2 HDL Hh EZHE AN,
AT LA BOE A 7E B R A0 A O REL [ A A, S Bsh ik
WAL EERM AT R E R & B . 20
MERMZAES SN X R ER. SRR
I HDL ol B sh Bk e B4k, xof /N S IR IB A
FKapo A -1 HH, BEG MW C 247 1E 1 B BKHIFEEE
WBEHIHIR , HDL AT LK AR [ A ia ik B AT EE BR, X
THREFRA el fHIE BERS B o 4 g AR (BT A LA A
HRKMIEEAA R apo A -1 FE ) HDL, fH154AR
B R SHE, E R W 1% e fH A
iz, HDL A HAEIIRE, B2 S RIE SRR
CRREEN, PR ATEAER,

WATH# G RPF A R W], HDL BA HEMKHT
BRI RE (LI RE, JHR HDL il R 25 4 P A
R R T HMbC I E TR N R AR, ¥4 HDL fE
W BEAE B IA T R ARE B AR R B WA IEH o Fram-
ingham Bf53 7 ¥ HDL fH [ 82 #1 CHD & 5 % 2 [A] 4
KF, MEBMERLHE, K HOL JEE R BURE
s, (BRI MR T Bk, 4 JUORMELHT
BEPEMA TR E BT SR 2 /A A B T HDL A & A2 /K
- 22 5 AR 00 1 B A A AL 2 IR B A G HDL
FEL [ B4 7+ 5 1mg/dL (0. 026mmol/L) #8355 4
AT S S AR X SR R 2%, LHET
FE3% . #AaiEie, Foie LDL JH [ A A H i = f K
F-4nfa], HDL /KPR AR 2 5 B0 0o FE B 1 1y
fn, ARRERER W B H R RIEEIRREE, FieH
Pefetk, WA IRH LE M. K E National Health
and Nutrition Examination Survey I (1988 ~1991) %
B, K% 35% F %R 15% 2t HDL JH B K F <
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40mg/dL ( < lmmol/L), T1fj & 4 & 09 9 8 &
HDL JE [& B 7KF <40mg/dL & HIR KA, £ Fram-
ingham (0 IERFSE 1, 57% %K 4 5009 B9 5 44 2 HDL
BH[E B2 7K SF < 40mg/dL; 7E CARE ( Cholesterol and
Recurrent Events) B9, 40% & 4 O LA 5E &
I, HDL flH[E A2 K F < 40mg/dL, X552 45 R#
AAZEH HDL - C R F R fERE E 2
—, HDL-C 5 TR Img/dL, 5009 & A 348548
3% ~4% , FiFfEE /R, 594l LDL - C HfEAH L,
MARERE (TC 3 LDL - C) 5 HDL - C iy LB K il
M5O FE R AT I FR bR o LA, EBR% RAWR,
(HDL - C B#5/KF >40mg/dL. (1mmol/L); @Ft
2 HDL - C 5F{K LDL-C F#E%E; @HDL-C>
40mg/dL ( =1mmol/L) B i%ZfE % CHD £ % 1 CHD
= e B BE YT BT

sl B HDL - C IR T 8 b T A4 IE, HDL
-CHRTHEEEMm=E (TG) R, & TC
{RiE/INTT 2 sLDL - C MTE AL, TR sh kA i fk,
FLUELHEBEES TC mE [ > 2.26mmol/L
(200mg/dL) ), R %4 ¥ A8 2534 97 i Z B k. HDL
-CMKF. % TG, sLDL - C J+& AR i = BRAE L Fk
I B Bk A BE AL RRAE P LA 1 o

2 BEHBKORAERE AL i S H B I PRAFAE K AT

BB K RERE AL I A 57 A 1 IR 3 e B =
HEAE, B HDL - C; & TG; /Mii# LDL fpDE %,
BRSO RERE AL PE LG 57 % LT 2 ZOBE PR A AC st
CERAE. BEIBKRRELIE MAG R ¥ 2% S e MR A
RRAEREHR, FrLBERRE ., LRSI R4 3
FRFRERE A I B O I SER ARE. TF B R
HDL i A% AE #) f8 & Rl A AR B0 TG AR LARE
& TG WEEBKELAR R H 5k (R B FLBE ORIk
RFEEAEE A (VLDLs) KT+ ], PROCAM
FERXENREABRAARANERYE, XMHER
PEF TR X LR S AL R E T S . ATPII

HRHAETT S 28 S O B 7 48t 0 TR O L 8 Y 1R S AR
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A5, AMERGIERBUEBIRERE . 5 BRI B
R, J5E MR SR I R RS R OKF
VLDL P=A 38 A B VLDL 43 #3245 5 TG FUIK HDL
IR BRI, & TG ¥R BT AT 3 kb
WAL FLBE ORI R VLDL R EK T35, RS Rk
" AN VLDL (7=

2 RUMEIR G BB & 5 K A B03h Wkook B B AL o 1M AR
¥, XREHT 2 AR R E S R VLDL i)
KRR B L, RS T AU LR B B AR
B (FFA) Wb, TMBIFAER FRA ¥ Z, RHES
OHRREMA, BHHSAHENEZ, £REEANRE
BARBET, IR R AU ATRRES (HL) #¥0E,
FERASUR I TG J FFA Y%, JFAES R VLDL #%
%, Fete FimblgEAIERE (LPL) iEHERREAL,
i ES TCAREN (BB HREA
Frusb, B R A B E TG M. HDL - C ik
THER, R TEE TG (AR E M & 6 FE Rz ER %
iz (CETP) 5 HDL ki B [ #5845 11 b A1
HDL, HDL - C 7K ¥ B4 5 58 0 9 B0 i 4 3544
AR R W YIARSE, 3878 HDL 7 3E 5% gl Bk A B Ak
MERERECRARTHAER EE/EM, HDL - C
B X AR bV R B ALRI R SE B . 5%
BB LR B35 paraoxonase F1 I /MR TE 4 B F 2 Bt
JKf#HG, HDL v]pj 1k LDL &4k, WARM 7%
ik, MR L 3 Bk o A% 8 AL BE M9 B L ; HDL 3% A 4%
MEA RSB EAR RN EE, BIERY K, ¥
BN TR E B R 55, B IR BB R
R, WP EEMAER %, HDL-CXTF, #MHE
WA AR E T Hysh BB B R IFE R, Bk
PRAEET, b LDL ¥KEE® B &S m, HIH LDL #E Sk
KM, HEEER /MY LDL, B sLDL, J#
sLDL 5 T8 & ik, #FAzhfkeE, #@atmEc, 84
sLDL B 5 T F B bk R AL .

FETEREE (WHESERM., RILE. &
maE. FImAE. SEMAE. ACHSE) REM “Rl
A", HHMEEN TC miE, HEEBk
OFRE BE AL ML R 335 5 0 A AT S B RS AR L o
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KEE2ABERANSRER, AM2EAA
3000 A, 2 BRI E 5 0 L8 & I 4E.
Wait, 75% ~80% Ky 2 BINEIR G B E LT .0 E
A HAE, B B B0 R Y R M A R W PR R
ABER 2 ~4 45, TS ZHTHMRER, KK
TR S R PR R A I BUS K LT IR R A
Lo 75 T TG DR S 0 A o B R AR IR L
WUEBEIG 1 AERSE T 3R = TIERE IR 2B

W45 EE ATP IR BEEAERE XL (2001), £
T3 3 Wiek 3 1 LA E AR B AESR S AE M2
MERIRE L. BHEAERE > 102cm, i > 88cm B >
95cm (HE A B MEIERE >90cm B >95cm, HE
Fl >85¢m B >90cm) ; [ML¥ TG > 1. 6mmol/L, HDL
- C Bk <1.0mmol/L, %tk <1.25mmol/L, IfiJE =
130/85mmHg; %5 i [ 4% =110mg/dL., NHANES I i)
2002 FEEF R BN, EEBAPRBLGSER K
RRAAN23.7% . SHRBEGAIENRREA 2R
PR RS, AL R BT IR

BURBERM A AERLRE, BHIEHER, 4
20% ~30% AR A, TTHE 50% LA b0 ¥ A FE 152
EAbFRER S, ik E R R AT BE & R AR
BWEHAME, LE—AABAERR, YEALER
RIEFRISGAERRERN 7%, HIHEREPEA
HEBREABRTH.

KRB R 1E 5 3 Bk ok BE B AL WT RE R L)«
OmAgH%: & TG, K HDL-C, & sLDL; @K%
Bk, ks HEER, #EVESYS; O
BILE, HEA—ERFERNE: @3KEES kR
L, FEEAR.

I ARG R BR IR I 1 A B 1A T 09 B B Bk i AR B
LHIE S BRE DAR Y BB IR . RBISE B 1,
BAHHEEMEXLC),

3 DAREAY R XTI E ZBRAE, BT RRA.
REGAIE, AR % MR

DR (REFERATAEY) 1ENMERRY A IE
PRIHE A 40 Z4, 76 HMG - CoA i Ji i 41 i 57
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(fleiT28) HHZH, CE&FRENEEHANFE
& BRI XS B I RO b, AW SE DU R 25 00
PR FEE LR E M. ISR 7RI E
DR R A BT B 1E 48 AR ER G SR BEA 10
BT, MiTHRFHREALLDL - C, FERIEE LI & —
B F IR, BX TR AR 5% i 2 BB
A () RBGEEMLEREE, NRFRLAYREE
BAS R AR RIS

DU R it A AR S T Y W% 2 4K (PPARa)
Bahl, HREASENE R ZHARMNAE Y.
FEERTAA. OB, LA LA K 3 BkeE i — e 48
MMEZE, RFSFHERMES, ATEEANR
HRBE A B ARy TIRE AR
LA ZMAa e, A3 BREE 4L AL L
FEIRM R L . DU VR FH LA B0 72 i e R 22 4k
BT 5 NAFRX HDL WIERA X, SR & HDL
o B [ B () 558 Bk, fEX — A2, HDL ¥ jH
[ B DA 3h BK BE (49 5 W 4 B 55 B AT IE, A0 Wb AR
H, BUEENAREAY R EEA F B L RNEH Y
e ¥ RELE B A JE] L 4H 43 % A 2 HDL (& PPARa 2
R MRSk ABCAL, ABCAL fi ATP %54 7/k4k, I
3 AE E B B 4 U A B HDL, RS Hifth— 2624
Y RBEE I N if + HDL - C f/KF, HEMRH%m
HDL - C & &, ARENS N HDL M3 J124EM,
FA DR 25 M iy 3 F 3l ) 24 94 A O RS B0 B
Ry e, HDLIMEMLEHRREE FAIF 2
EAEEEBREERG, X ME§REE HDL ¥z, fE
RS EAICH . AR E A FE/EAH
BEIREEEANERE S TC KIS E B KPR B
A I R A A DLRR 2838 T AR Sk IR 1Y) LPL
MRk, TG KR, FERANES TC BhirEl
BEASORL A VLDL B4k A5/ B 5 ST R R I E &
& TG IBRL, DURF 2525 /) E 95 FE (R AT A apoC I
HE M, B> apoC I LPL Xt TG fy 43 i@ AE LA
B HFRERT BRI 5% 55 M 3R B . 7E LPL 41 1) i 17 45 it
PIRE & TG BRI /NA S Rd, KA ELK HDL

MR BAEEH (EER apoCll) HALTiR, E&
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TG BRI SR, 74 K EBEE 3 A S| HDL I 77 i
W, BJE, NRRAYN RROREIRME TG KK, 3
SfEMmFK S LOL 43w X Rk A s 28, /TG 4 1Y
LDL BRI AL O K. BEMB . AR AL
) LDL ki, DU G SHRAEM (5)
S RIEPIA M MmAE . AEE R R nEAEY
R,

DURER 2T A 2O o 0 T8 R SR i 4
AER ML AS, 0 HDL K P&, TC KR &
1 sLDL - C /K P FH 5 . RESEREAR A AE 45 590 7 S
CRMEA (,CRP) . IL -6 KK F & F ML 3 B
BEEEMEF T (PAI- 1), FiE 41408 i 3 5
Eﬁﬁﬂmﬁ,&ﬁgﬁﬁﬁﬁﬁﬁoﬁﬁ%%ﬁ
RS RIEHL, BENE - KB B ST R TIRE, VA
- HIT B, 5 AEN M R ERE — AL F =
FEOREF—F, BIREH (10.5%) BEFFIE
R4 (4.0%) (P<0.001), RAFIES T
57, WERRARE R XMBBEER (Y ERET
ME37% , P=0.055) LA FIEMERRKEE (HXE
RHETHE 10%, P=0.67), JLIREKIARZxR, &
VA - HIT 55, #3EF FIRIrxt LDL - C B’A MY
BokAs, i HDL-C ##& 6% . TC T 31%, &
EBFIHRITHEROCREMTIE 2%, ARIT¥E
. Bezafibrate Infarction Prevention (BIP) #3343
64, WE3 12 i as i E, HPhBHS
92% , Ltk 8% , ¥ L9 s AT 3K HDL - C
KF, AR HBRBE N ARG Y KL N
(400mg/d) BET B MK 1 & 0 LA 58 70 58 .0 R BE 12
#, 5 VA-HIT HRAR, XBPRFHFZ LDL -
CAMNARERME, RMESEEENE, BHEHR
149mg/dL ({5 FH J & K 5 %5 I 11 8% 8 1 160mg/dL
MR B E RN o 75 BIP BEEH, 3L R
DR ) R AR AR BE AR /N (7% ) BHA RSt
HEX, REFHLNFEFELEA S HDL-C (&5
P 18% ) MIFEAE TG /KF (AE)21% ),

4 gnfyAYT/R HDL AH [E B2 1 5E
wEEE. B EES Y, B R HDL
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FEERKF MR, AR AT #0%] HDL R MUK,
TR TR B B A 1 A T B — . B
ARG, WEEEIRYI%, BN HDL i
R, A8 H8 % 5 VAT T 48 i HIDL. e
S, GRS . BB ik & a LUK LDL
FREREAASE, B dFE S HDL fEEB R KR, 3
RN TG (KT, BIRER LA RERMEIRRE TC M, (8
R¥F 75 HDL BRI B R . TUHK, SRBR T
STV LG 4775 T LA 3% i FIDL. JE [ B A6
TG HKTF, HFZEYIFE AP & AR, fiT2
MR T I 3 B R B 2 T, MR
A HDL 3B 5) VDL, 3X— 1k Fi% Sl Bk 4 88 L
SR NI . BTSN S B IR R REALAR 5 0
R T A2 A2 3K 7 ) apoA - DKo ARAERS
T RZYIATT RO BR 25404 %2 B B F HDL -
C 3811, LDL R BRGSO 3 P 1) B
M, /R4 HDL JEERH apoA — 4% BE T+ T LA AR >
AR TR, BREIE - RAKIFEE
i (11% ~12%) . LIPID BF95 R A% RARIT, 45
BF5C R P S R ABTT, WX BIAT L9 %5 B CARE A
WOSCOPS 5% &7~ HDL BYAS AL AN I S5 14 20 6
%, AFCAPS/TEXCAPS B5yRFIARMIT, HREY]
apoA — [y T4k FIDL JIEL (5 B2 A 14 411 5.0 I 45 35 2
BB K

UK 5 i B R T WO 2 e (—
M REE), AT — RIS, W
331 ) I P 1 MO B A BT A o X S AL H 0
AFRER=4: HDL AR @RS, 34635 F ABC - AL Al
4k SRB — 1 K85 4 M 9 A0 5 40 A 5 e O
RS, Hf SRB - 1 4 0 [E R A HDL BB AFRE.
¥ DU 55 HDL 258 1ot 38 0 FF A apoA — T Al apoA
- T WA R, E NI & & TC MIEE
FIBOREAR, 322 1 3 I B A2 AR B9 M 5740 . apoA
~ 1. apoA - I, BRM§FfEEmS A M HDL, 4t
L VR I B F R0 A 4 Helsinki .0 JEBF 55 o 3k
V¥ UL 5 ) DL JEE RS RG & B A 5 .0 B0
W RS B 3R T 0 A R SR A 7T 36 S B HDL
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g, FAEPFET S HDL HERERS A& 1%,
T REARL 3% , FHRFRMAT R TRE1% .
CAIHAR L AE B3 7 HDL fE R, EFRK
Hitk . AHERTHR HDL JE RS B2 8 1d 3820 apoA - T HY
SHEACEE, ASHEMAHEEEM HDL 5 fFES% 02, HET
R S 5 1] E B RS B T RE R B R B, R
TREHE N HDL &R, 1HRTEF KA TT AR ER K &
WIrid A, HDL /K F1ek 2 IR af bk s 4k Al >
SR R RAR R T
5 #ig

T A FE 4 UEHEUE S HDL fH [ B 560097 15 B 1
FIE S, FHE KA HDL fH RS- 1 FEAL LDL
FHE R, XBP.CRFEAEEE, N EM HDL fEE
BERIFER, KA T HI B 5.

WA ¥ & 21 OHDL JH[E ¥ >40mg/dL 1
B L B I ) B DA SR S O I R
WREBMEE 2R ARENIRIT Bin, THE2 &R
BIRRRE SR G AR BE, Fe I B AE
T et s 1 7 5 3R ML ) SR . QDL SR AT AR T
FRMKE, SFEMRE. BREE, BmAEmE
WA, TARRAMRIEN . Mg, X
% HDL fHEFER HAR, @ B4 Tk HDL fH & 8%
{6 f& LDL fH [ 835 DR 28251477 . 1K fE LDL fE
[ AZ s X &y LDL fiH [ B /K SR F 30 A K6 PR 8 v BT 4
HOZPEIT AR (EEEREEEHE IR 2
HH < 130mg/dL, P E < 120mg/dL), &5 8
HHOAHRMRIEGT. @XBEHTREAFTEM
TT 2 205y ok AV AR [ A 1 A8 38 R R AR TT 28 85 iR T
MEBE, BEFANTEZRIEM, BHEBADF
BHGAZ, HEUNE, SERMTRERAN
FrRER L,
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