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I 30 45K, HELARERIMARACTE L T8, AR S-H R
TR BN, 2012 4R A EAA LS R BoR Y, U I SR
[#] % ( total cholesterol, TC )*F-34 4.50 mmol/L, =y AH [#] 5 I S 1)
R 4.9%; = (wiglyceride, TG ) 357 1.38 mmol/L,
55 TG MUAE A B R 13.1%; =% LG U IH B (high—density
lipoprotein cholesterol, HDL-C ) SEE5R 1.19 mmol/L, i HDIL-C Ifil
EA TR 33.9%. HIE B MRS F B AR RIE 40.40%,
A2 2002 AF SRR E B Fbe HE 38 1R R BT 08 T e b S 3
2010 42030 45 111813 1.0 MU 2 A 238 m 920 J7 P 3%
JUFE T A e AR T R I RE AR 2 AT B BTk Y, BORASKh
] B M 573 S50 B AR DG (AR R S

DI FE AR R I NE &S (low—density lipoprotein cholesterol ,
LDL-C )ak TC Fi AR s A AR 8 2 SRR AR A MO 45
P97 ( atherosclerotic cardiovascular disease, ASCVD )EE 3 ) 5 K8 K]
5 IR LDL-C /K F-, ] & /0> ASCVD (1 & 95 R FET= a1,
FbZE AR AR S , 40 TG 1§55 HDL-C B S5 ASCVD %
o A (A o AP ) DR 7

AR LG 55, XTFRE ASCVD B BT S L
Sl R AR I e i A 3% 7 =X, = BRI 5 4 R ASCVD
Y FEATRES ; XTI S0 B, BiiA AR S48 & M =
HIHIGER | JRYTRMENR . AR E R AR 55
B FIRR AR TR B A Y, (A FRAOKE, g
SER B TAE AR NGE .

2007 4, HZFRHE RABNIEZ R S3ERIT T
FER AR 75 BiiaHE R ). 248 R 7E 050 R I E AT
S R AR AR (45 M SR 45 R e r e s 2l |
PR TS A E R G S PR s, W3R E AR S
BA TARRS) T B SER P,

2007 4E LR, SEZRYIR ROFFEIESR S — 2P B0 E 1 R fE
FESRYTXT ASCVD —ZR 10 B Fl — R s iy A R a4,
PR E VR 222 AR AR AR SR a7 557 i M S DA 1 e
IR I PR M A STk R AT T ARCHE S . FR A RiTHE
PEBAINBIS , FEA AR I A T, 47845 1 20 4EREDT 0BT o
FE 2007 AEFEREHERAY 10 4F BASERTEA r S5 |, R T
RAEFERATAG 5

2013 4F 11 H, 7EEZ TARHRI A B % 5L i
FRIPISHF T, HEZO MR G PHRE 2O
G1os. ARSI oy o3 . PRI RSN I 23

KRR A ARG R S RS R B TS T 2, 1E
T RSB T I A R R L R A A O I, e R B
LHRE T 4 A (FERFIEITAAMAIEIN | O /8 B A KU
i . JARRIEIT I AR ARERIRIGT )36 17 A0 )
R T AT X A O [ S 1 EL AR A SCHRAG 2R FIE A
W, SEETEAN TR HARSESTHR . A ZR TR ) A A
RSB (CBM), J7 O Bdssil s &, o E%HE
PEIREE (CNKL), 38 E A Y2 SR EE 2 ( PubMed ) A1 24
BE2F SO KR 2240 (EMBASE ), ]IS FE PR BASF 5 1)
AR TAREER . FER T AR R U
TERGN IR i 2R G R R VHETE R, M LREIH
PRAT B A 750 FE AN R DL B 32 B RE S AL,
SRIBITSE T IR PAHE B2 h RAS g
ITHORRAERLRE M. FRRBITE R, B RO MR 0%
A, WS R R
AFE R XHEREE B ARG T RRE IR AT # ™ Y i
FEX, FAAREARIR . 125 B0 () —8UN A 25
AR ESIRT, R T2 8 HMEOf
SRS A B B AE A ELS sy Y. T a2k A
ST / s A A AN E R, R e R el T
BRI T b2 A SRR / A5 M AR FE e A FE AN B8 )
HR, AIFEN . M2 FEEIESEA (8 ) —F AN
(B JER, FEX—Sei il il RE A E A B ESRAYT , AHEFEE
ASERRT IR SRR AT : WK A iFfi2E
TZ AL AR ZE AT WA B: W T PRI
MU ARk 2 AR REH LT BRAFSE . IERACE C: B F IR
BN E BEF/INUEEIFSY . RBP4 R

1 miE5EES

ESRT: bR o F PHRERR, TG f2 LM (4
BERg ) S0 Bk, 5k R Bk 64 ffg £ %2 e [F) B fe
TGo AAMKANLE B £ 205 & N2 B 5 & e [E 5% 5% 69 7%
KA TG A H b 4F 65 3 A5 A8 Iy B2 B 4L 7 75
o MEERIETHK, LMEHERGEGRPBRIEEE L
ST RIGE G F s T ik, WA M £ A RBATRH

s %& @ & 4 : CM. VLDL, IDL. LDL., HDL #=
Lp(a)o

AR M A AR . TG FI2ERE (ANBRAR ) S5 SFR,
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Sl RS UIAH S A LG 3 2 AH ISR TG R AP AH [
R LY 2 A AR [ e O A 5 TG 2 H AR )
3P NRMTTRTR LT . MIEAETIK, DTSR
A RNZRE 1 (apolipoprotein, Apo )25 & NG E 14 REWE
FIULT, Boishn EH a1,

R 143 A - FLBERCKE (chylomicrons, CM ), % A{I% % i

g & A ( very—low—density lipoprotein, VLDL ) . H [a] % [ §g
% 1 (intermediate—density lipoprotein, IDL ), 1% % F I & M
(low—density lipoprotein, LDL ) #1155 % B I8 2 1 (high—density
lipoprotein, HDL ), WAk, i —Fi B AR I g & 1T (a)
[lipoprotein (a ), Lp (a) 1o #ZEARHE LYIRAE . FEMST
AL RES T3 1

R B RO AN T AE

% KEZRE(gml) BRER hm) FTEMS TEHEES B3 R

CM < 0.950 80~500 TG Bisw Al A2 INBERL BRY M TG FIREEEEM/ |\ iE = H A AR

VLDL  0.950~1.006 30~80 TG Biws E« Cs  FFREEAK R RM TG EANARE, ZEMKRERINE
BEARER

IDL 1.006~1.019 27~30 TG. FEEEE B E VLDL & TG & fsBgKREH M |8 LDL Bk, EFoERTATARS

LDL 1.019~1.063 20~27 AEE B Bioo VLDL 0 IDL o TG £ BE B§ 7K PFEEEEMEZHIK, 1 LDL ZANShsMNEHLRIE

BRI BUFOF A, 5 ASCVD E#4%

HDL 1.063~1.210 8~10 P, BEEEE A1, A2, Cs  FERZAFHRA/NBEM Rt EEEM I EERHE L, HizlEERERERSRE
AN 575, HDL-C 5 ASCVD i

Lp(a) 1.055~1.085 26 JilENE3) Bigo- (@) ERTREE A E B (a) B 8% TIaE5 ASCVD 8%

5 LDLEHNHWESY

7 CM; ZLEESOhL VLDL: R ZEREE B ;IDL; PEIZERESD LDL. KZEEES HDL: SZEEES Lpa): fEEE (a);TG: HIh=%&;ASCVD: m1ik3k

gL ME R, HDL-C. & EiEEOEEE

1.1 FLEERRI(CM)

CM 2 Iy h ki e R IR & 1, FE2 TG, Nk
90%, HABE R, IEH ASNE 12 h J5RIAA, M FI6 CM,
4B DA SR PR R IR R A K CM B, VRS
IR, ISR R 4°CRP B0, CM &S 2 i -
ZEER, R, oMK TC CM AAAERY T E )ik
1.2 W2 R & (VLDL)

VLDL i IS, H TG &84, 55%, 5 CM —iE4
FRME S TG MNSE . TERA CM AATERMLE H, TG WREFRE
Sk VLDL 270, T VLDL 3t CM /D, %515 12 h Adi
B SEEM, MM TG K-> 3.4 mmol/L (300 me/dl ),
M5 A S FUR G B R,

1.3 ¥ E & 1(LDL)

LDL i VLDL A1 IDL Akl ( HHr i TG LlRBEK i 5 TE
A LDL ), LDL okieb & HEEEZ) 50%, 2 L A AR s o
ZHINREA, HFNE SNSRI A Srafb e AN R
SIERT, AR RS BE AT S0 TDL-C AR TR, T
LDL ki, BIH LDL-C fue AR i, M A 2R, LDL
HERIE 1 95% LA ER Apo Biggo MR Ao/ INFIE BE A%
AJH, A LDL 43 MR EZH Y. LDL B RS E 2 F S M E
208, KB LDL 2 AN AUS NS LDL S22 Abf 143t .
14 =% EIEEA(HDL)

HDL =22t AR IMZ & . HDL 2k e/ Mg & 1,
Horp g B (RS LT 45—, HDL Haiis & A L
Apo Al R, HDL B—JER I8, ¥ HDL ki &
JEIR . #isEr . BRI s A SRS AR, SRR
sy, P HDL 4 ARGy, X4 HDL WAL/ 7EIE
AROWEE, kRN, BT R SRR A T TR AR
[]o HDL FAHEREM R FIZHEY (tufSshikosreiifbsite ) #4125
JHEREA T PGSR AR BRI CHEE, B RRRR o IR R4z
1.5 JBHEM(a) [Lp (a) |

Lp Ca) SRR ) vk R B — IR IR . Ip (a) BB
AT LDL, HHAARE bR & A —2F ApoBg J1,

WA 0T Apo(a), XK Lp Ca) B AMRACERERYIFL
il T b
1.6 R AR & A AR EE( JE-HDL-C )

JE-HDL-C /&35 B% HDL LAt 26 1 v 3 73 174 I [
B, AL JE-HDL-C=TC-HDL-C, JE-HDL-C ff
3 ASCVD K H & e ATERT iR B RISI6Y Y AR B AR, @& T
TG 7KFAE 2.3~5.6 mmol/L ( 200~500 mg/dl &}, LDL-C AErEiE
IRIEIT BRI, R EAA AR R LK E-HDL-C 514
ASCVD —ZR T8 1 — 2R T 1 i 2 H A 1),

2 MmAsHNImE

EHIRTR: AR ERigm a9 L AR B A TC, TG,
LDL—C #=» HDL—C, FA4¢ 52 5 3R B 4= Apo A1.Apo B.Lp(a)
8916 RS B B 32 B R E,

I PR I It fig A% 0y 3 A 350 H Sy TCL TG, LDL-C Al
HDL-C, HA AW H U Apo A1, Apo B Hl Lp (a) Bl AR
FAMHE At H 252800 M,

2.1 RHEEECTC)

TC G M P4 FPIEEE (A e & IR B R B, 520 TC K
W FEREAG (1) RSP TC ACEH BaA & BT, (H
70 B JEATE TS TR, AT B, Lotk
285 TC KA RAEIRE BAERT . (2) AR, K I meg HE T e
AR RIRIRRER A AT TC FHi. (3) e SiEEAH
AHSCRGE ARSI KA 2870, 251 TC BT FER A

TC. X B Jik o A Bl Ak A 9 95 1) s B P-4ty A0 T 00 44 (R %
LDL-C Hi#E. FIFHAZRIH 5 AE-HDL-C I VLDL-C i}, 25754
i TC,

2.2 HIh=ER(TG)

TG K- AL FFREE N R O E R, SR AR
PRI A 3G 2T (AR . 88055 ) Ak, 5 TC AR, TG
ACEARN BRI AR ST R, [Fl—AMA TG /K-S K & AR
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Al AR R s, r ARl — MARTEZ RN E R, TG {H ] 6k
FRES, ANBEPIIE TG AKE-2 0] B E A4 .

TG % Z B T g 8 SO VLDL A Hiakokn (ks 5 /)N
B VLDL) 32, X Seskki g2 (i TR0k A /N, ml g
B HZES PSR AE R . (B2 s, TG JHi
AR AT e 520 LDL 8% HDL (945 #4 T ELAT 2 sh kol # i
e . WAERRER, ML TC KPR E P TR & o
DR G BRI " 2 TG SR, AR Ak
IR
2.3 (K% BN & I B LDL-C)

JIE [4 B 5 LDL F 8 50% 547, W) LDL-C #e & 5t
ARE WL I DL A, S TC Y R 28 34 ][R AT 5 0
LDL-C 7K. LDL-C ¥ &5 )& sh kol BE i ik & 4= . &R
W B AE R R 2 U219 LD 3 5k 045 TN R A A5 RE Y
TEN T2 A5 B A9 LDL B 48 4 Bl 4 fk Y LDL (oxidized
low—density lipoprotein, Ox—LDL ), FW§EZH A1 Ox—LDL
JETEBGRRANNE, 53 ARG 2 . mhh, RS Bk e h
AU B A R A% L o Bl bk oks A B L g B B 3 30 A 18 vk 4%
PEROWAFAE, {0 LDL AR AT B8 S X Fli2 1 49 i Uh 30 A4 51
HEAREE, —RIEM T, LDL-C 5 TC #H¥47, {H TC K
S th, 32 HDL-C K520, i 4% Fil LDL-C F 5 ASCVD
FE R AP FE bR
2.4 = s A ERERE( HDL-C )

HDL GEKs 71 R 20 23 G iy 457 BE P AU 1) B iz &8 Pk A 7
Oy AR ACEE, BIAR R B s, A e/ R [ S I RE A TTUAR,
RGBS Bk AR AL AR . B R HDTL A AH T 5 i E A
SE L, TCH T2 A R BT AR A R, TRl T i v
HDL /K,

HDL-C il th I 32 L R 5. TR S TR RE, 1
RIS TC W, HDL-C KT, ABREE HDL-C L ik,
WEIR AT HDL-C R, MRV . JHR AU ek A n] 1
FK HDL-C, & TG MLAE B E A K HDL-C., iz shFn/b
W STHE ADL-Co REATA PR ORI, 17 HDL-C
K5 ASCVD A fair S frAfse ™,
2.5 #IBEM Al (Apo Al)

N %8 19 LDL ( small dense low—density lipoprotein, sLDL ). 4
& TG miERT (VLDL & ), sLDL (B % LDL) 3. SRz
LDIL A % LDL R G, sLDL J5tkiH Apo B 25t 22 i il s/,
AT HHEE LDL-C HURAN S, (HILTE Apo B 3 & AYANE “1 Apo B
MAE”, ‘BRI IDL#E L, frll, Apo B -5 LDL-C [AlAs ]
TEA R TFIR ARFNT
2.7 fgEH(a) [Lp (a) ]

M8 Lp (a) W RESBEH I, HARZHEI, 4
W4 RN R 2R IR 2 s, 1B AT Lp (a)
A AR, EAAA AT A 1000 mg/L LA, {H
80% MY 1EH AFE 200 mg/L LR . 3l LA 300 me/L YIS, &
F K- B IR G P 23, 408 Lp (a) ATREEL
A BKIRERERE AL/, (E i B2 I PRI ST RS ™ Be b,
Lp Ca WEWEnf nl W& Rt M AR . BREESTE . AR
B . IEURFIIR A IR A . FEHERR A RIS T i O
T, Lp Ca)®lithiE ASCVD RN G2

A fE B S R PR SR mmol/L,  [E R
A EEEZR A me/dl, R FZEUNT : TC. HDL-C, LDL~C:1
mg/dl=0.0259 mmol/L; TG : 1 mg/d1=0.0113 mmol/L

3 MEEREXFMFEVIR

ELARR: A EKFRFT I E L EERNT
ASCVD — %5 B A= AR,

RS SFH BY TG RN ASCVD (I RIRIEK . ATEm
Fof 3 [ BRI L A A B i U I (6 2) T2
TGO AN ) A KSF- o R L ARE ASCVD &5 fEk i K LS B
FREER, AFEASRIIAE KX ABE 10 4EA11 20 4F ASCVD 2
FURIS G B 5200 5 5% T EIPRIE R N 23 U AE AR S 45
BT LG B A 3 AT A S R AR g 12 10 2 21 T s
FJE, 3K A G 3E AT RN S 5 SE 2538 I ASCVD —2
Y H bR AHE

F[E ASCVD — BB A BE A &3E K FRR 3 5 EARE [mmoll (mg/d)]

EH ABEIMLTE Apo AL K E-ZTE 12~16 gL HE TC LDL-C HDL-C 4k -HDL-C TG
A, AN TR, HOLRRRIE TRRT T e X —
. % TIE/RMH- < D < 3. < 4. < 1.
WS RIBRE AL A 50% , SR Apo Al h%FHE = 5.2(200) B =3.4(130) B =41(1600 B =17(150) B
A5 65% ~75% , TiHAMAG 1 H Apo A1 ) <6.2 (240) <4.1 (160) <4.9 (190) <2.3 (200)
/b, FrLLIYE Apo A1 W] LI B HDL K, 5 Fin = 6.2 (240) = 4.1 (160) = 4.9 (190) = 2.3 (200)
PR < 1.0 (40)

HDL-C 7K B B A5G, R & Sk
TAAH
2.6 #HJREF B (ApoB)

E ABER IS Apo B £27E 0.8~1.1 ¢/L 1l
BN, E#50T, 48— LDL. IDL. VLDL lLp (a) ik
RIS 1737 Apo B, [ LDL J0k: 5 48 K280, K4 90%
) Apo B 3 4ii 76 LDL H1. Apo B 45 Apo By FI Apo By, P i1,
BIH FEAAET CM A, J5H FEFET LDL . BREFEE DL
BIAR, IR RN SE B Apo B S48 B2 Apo Bige

ML Apo B EE g Mt LDL /K, 5 M LDL-C /K-
B EAHDG, P IIG RS SO, /BB 00T, T B
Apo B IR LDL~C ¥ B IEH B O, /R MR P Arfe i 2

SE:ASCVD: FhBk3EALEE b0 & ik, TC, SBBEER: LDL-C. R % EIEE B B E B2,
HDL-C. B%EEEGIER,; E-HDL-C. ISZEFEECEEE,TG. Hh=F

4 MEEREHZE

ERfER: hfEHF o RRREA L, RE LY ARE
o EAele Rk =AY, kA ARG RS K

IS AR AL IR (3 TG ATTH, {6
FiEGMRILAE, SCBE: F LR 547 0017 35 G0 6 HDL-C ey
A RN . 5P, RIS AR
S, RIS 2,
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4.1 IR N2
411 ARA AR IR I

2 S P v MR LA A P TG T g LS A LA S
A5 IR I A S5 B A - ERE . WIS . BERAE .
HUR IR REISGRAE | B HRETEIE | IPIIEBRT . RETVELIREIRE |
B RBYE . EBER . IRNIZEARAE . SRR . RN LR
BAESF MAh, FREeZY ARG AR IER R B - 2K
RELFEA) . W RSBt R St T B Rk A PRI S
4.1.2 J5URPE R MLE

Br 7 RAE T (s RERE . IR AT R . S BETK
W55 ) SRR AT, KRR R MLAE 2 T A— g
AN AL, oh TR 2728 Fr SO s R MUAE 22 HAT
IR, AW RS, Rl — SRR, il
i R 368 8 R A R T v g AL o

{51l i 5 LDL 52 1A 5 R (g D RE B 2k B 58 2, sl g i 5
LDL 2S5 41 Apo B BEH 875, 53 fi# LDL 2 I 2 11
HALBE AT ELR TR 2R 9( proprotein convertases subtilisin/kexin type 9,
PCSK9 ) S HINREARTHRIGAS , a4 LDL 3243 4 5 imn
HAR M) LDL 32 A 5 8 11 Bk DY 9 4% m] 5 | 3B 52 e v LT e
IMAE ( familial hypercholesterolemia, 'H ), 80% L) I FH & &
BN G AR I, (o EL T2 L HAT 22 R DR 5 A PR R
LDL Z AL AT REBR G RS A82 FH Y 20518 . alif 78
ZET e E [ 8% LAE. (homozygous familial hypercholesterolemia,
HoFH ) RIFHL 130 T3 ~1/16 T3, Z45 T BUG MR e L [T e
IAE ( heterozygous familial hypercholesterolemia, HeFH ) A28 4
1/500~1/200.

FIGEPER TG IMLAE & B —JE R RAZ 8, WSy
TG B IEE PR MERE . 50 Apo C2. B Apo A5 JE[H %78
FE, RINEE S TG MAE (TG > 10 mmol/L), H AW
/100 5o B TG IMUAE i H HAT 2 4> S R A8
i 250 260
4.2 MAESH IR

NS RE A, ML S i) A 58 2 BRI PR 732 (3 3 ),

Jill: S HE e S

TC TG HDL-C  #3%F WHO x&
= A8 E & M i s Ila
= TG MmfE #s V.|
REE S REME s ¥s be e VeV
i HDL-C I AE A

JE:.TC: BEBEER; TG: HM=E HDL-C: 5% EEE BBEE; WHO.
R BAEHLN

5 MEEREHE

EHRR: e S gL g
B 6 09 & 355

Fhrishs i

PR AR SR, W BE K ARk, RAREE

Jiti ASCVD iyttt AU TR 23R, FRELE R P MU oA
BRI, MRS H A A TAE, e %y
HUARERIS AT TR AL ARSI e, e \FEREfFE 208
A ASCVD WY AT, WALHEM AR ASCVD I ABE. (R IAKS:
WA LG R RS RAR, T I REE R, E
B 20~40 2 WAE N Z/4E 5 AR 1 RS (335 TC. LDL-C.

HDL-C F1 TG ) 5 1% 40 % LI B A 230 Lo Mg A6 i
JIE s ASCVD FE B L mifa ARE, N 3~6 AN IE 1 URamfg
ASCVD B, MAEABEHTEARE 24 h PO LAG

SR YT M5 R - (1) ASCVD S . (277
L5 ASCVD fEe N2 (U IR WA BB R RS A
) HREELMERZRE L (15 BE—HEFERIE 55 %
RIE e — S H AR SRR TE 65 % i AR Bk IO 1099 ), BT
FIVE R RE AR R . (4R PRl YU 5 (080 S MR 53

LA 25 S Az Z2 D DN 2R, | I AR I I 0 s
PR 1) AR TF R ARSI 1A%

6 S0 mE BTG

E SRR RYE ASCVD Kk o RFUR F) 3% B T3
P32 B T 8 S Rk, RS A R iR A
RS0 w697 R A A mhy Bk dn i a4 5 A 5 6 IR
BEAT 3 AR T 55 AR KRS e E R AR AL,

LDL~C 8, TC ACEXFAARDIENR ASCVD 3 5 K HL A 3
SEASTIIMAE A BT AR K A ASCVD fE RS A s AR AN e
TR EEE A SR, EETF R AETE R ASCVD HAbER [
FIEH UK 27 M F LDL-C K SEAMA,  HAbfE R B %
BHAUKEAE, ASCVD SR LG v A e B 2R, o
TEAYIE, ASCVD AR A B8 A A [ i 1 At A 6 TR
FMSTAEFRTRT BN, e E R K-S A GRS R R A
LEAEAERZE R, X PEFEREA I EREACE, o AL
W BRI R A HoA R EE . 2 PEM ASCVD EUASGRK:
PG MAS SR LB, IPH ASCVD SRR, AMUAT
BT A S 3 A RRR IR TR, A B TR R e A
MLZEMERINE, filE MRS EIRTT IR, i KR
FEREARE S ASCVD BARER:. HRr, RSN RIS S5
BivATE R A% 0 S 403G ASCVD &9 S A 1 o i Ay i
FSG R 53 J2 BARAE B 12 151022751 0007 4F R if fi5 346 7
PR B O AR 7 CEORABIIEZE T )RR fEk ok
S IR S e Ao I 257975 A5 B PR R 4555 B0 FE B
XT 10 45 ASCVD &5 f& 5 A o A5 HAR Y <55 5 M AHE, AR
MLIEFE FEHEIN T 64T ASCVD A fa il g ", AT
BT ASCVD AEfERC ARG AMA, I TR .

TEFHAT ALY, Ti2Wr ASCVD 5 B85 il s fa A
B P UT R/ 2 —8 HES s (1) LDL-C = 4.9
mmol/L ( 190 mg/dl )o (2) 1.8 mmol/L (70 mg/dl ) < LDL-C<4.9
mmol/L ( 190 mg/dl ) FLAF#YFE 40 % Je LA & (A4 b £ & . 7+F
B R SR R 1 R 1R AN T B4 FE B PR R AN Btk A 7
ASCVD fab i)z .

ANHA VL 3 FEBLAAME, 705 BT 2RI YT
BF, LA R 1 BRI TR 10 4FE1R] ASCVD AR & 96 1
B PEAs . ANRIERIETT OGR4 234 I LDL-C B TC K-,
1 TG LT K HoAth ASCVD FERS R AR i 21 Fhdl 4, IF
FROR[FEIZHA 1) ASCVD 10 4E A9 P fE R <5% , 5%~9% FlI
= 10% 5350 SCHILE . PfafmEfE. ARRBITEES: T 2007
EIMARHERE G Y2 %, B RV E SR 2 E S
(D). ARHERFHAL T I N2 |1 ASCVD Kk TG )2 %
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I fER 2 19225 (BT 2 ).

AR5 HIRTT 5% B &P ASCVD,  FEIRCIURESE . Bt
P A v T O B T A8 O LA N R A

HFETITEELHEE, JERIASERINSREAR
=7 ASCVD £
=7/&:(1) LDL-C = 4.9 mmol/L 5 TC = 7.2 mmol/L

BFE¥K=40%

(2)#ERBHEE 1.8 mmol/L < LDL-C<4.9 mmol/L ( 5 ) 3.1 mmol/L < TC<7.2 mmol/L

Sk, BT R ARG IREEARR, AMA
T ASCVD GRS TR B AR, MGG T REd
ASCVD BE TR AR e . I AR ARTE A4
ASCVD fElu R, e 8 sh 25 ialsiay v (1

¢ RiEA%E, Wi 10 £ ASCVD AR

KR, A GO ).
7.1 PRI AT,

155 A8 B2 7K 432 ( mmol/L )

Mg 5 o H & LDL-C JF & 2 § 5
ASCVD KA, KB CHEHE ., KEIH IR

ﬁiﬁii 31 <TC<41(sk) | 41<TC<62(%) 52 < TC<7.2()
: 18 < LDL-C<2.6 26 < |DL-C<34 34 < |DL-C<4.9
E&ME  0~14 K1l <6% ) &1l <6% ) Kfe( <6% )
24 KfE(<5% ) KE(<5% )
34 1K/E( <5% )

FEISZAESE, Joie R U B 25y it i, R
SEREMEIMVE LDL-C A TR, il fasE . e
22 B B B KO RE RE AL A, JF RE B K

fFEmE 0N K& <5% ) RE(<5% )
14 RfE(<5% )
24
34

RfE(<5% )

ASCVD10 F&fREI AP B AFIR/NT 56 5&, {TERERK

> ASCVD [ & A% . BURR ML T R, [
A I A S H B 36 16 I E 9RO, LDL-C 7£
ASCVD &R o5 O/, B8 LR AR i
T LDL-C KPR ASCVD figlsy 125

EFNTAZE2IRMNEBRERSE, EXAERE:
O 48E = 160 mmHg 475K &= 100 mmHg

© 4E -HDL-C = 5.2 mmol/L (200 mg/dl)

O HDL-C < 1.0 mmol/L (40 mg/dl)

© BMI = 28 kg/m’
O UM

FrL, HEXFLL LDL-C O 28Tt s (124
%, A G ),

MAE-HDL-C AT AUCE T HEAS (11 a 25
77, B IS ). REAE-HDL-C /R 1

T BERE. K HDL-C RBM= 456 Feikit= 55 %, @M EREZNBRIFERIETE
SIETANE MRS % 80877 o ASCVD: FBISEREERLIT O M E%ss; TC. SABERE; LDL-C. R&E
FeEBBER  HDL-C. % EEROERER,; F-HDL-C. FeBEREERCBER BMI. (KEi5H,

1 mmHg=0.133kPa
ASCVD feleiTtiieE

F T [ N SIS G 7R F 16 DR 3 KT X AR T 55 %
PN AE SR g 1 2 2 3 AR BRI TR ASCVD
10 4F & fEfs i fa i ARE#ET T ASCVD B FE R 19 3FAL, LA
RGN TP AR ASCVD AR A s R MA, XHufE e
PR PR 2R A TR, X ASCVD 10 4F A ks Ry v e
PINAE, QR EA DURAER 2 WU DL a3, L ASCVD
RHESER G, XEERER R G (1) WifE= 160 mmHg (1
mmHg=0.133kPa )8 &F5K = 100mmHg, (2)4E-HDL-C = 52 mmol/L
(200 mg/dl ). (3 HDL-C < 1.0mmol/I{ 40 mg/dl ), (4 WAEFEE body
mass index, BMIL ) = ngg/m2 o (5) WM.

7 MAEREBFTIEN

BEEER:

1. W&k L RARIE/MR ASCVD EIeA2E, RERATR
WS o

2. ¥ AR LDL—C K-F4F H By 42 ASCVD Aty & &
F¥es, E-HDL-C T4 A KRBT de

3 ARSI EIT BAME: MBHAE IDL-C<18mmd/L; &
J&# IDL-C<2.6 mmol/L; P EFK /4 LDL-C<3.4 mmol/L.

4. 1IDL-C A &M S AR EA B AR, LDL-C £
AR 50%, M A EE LDL-C A& £ B ARE L &,
LDL—C 473 5 A& 30% &£ 4 o

5. W6 ARG IAAR, Bkt iTEARS S, AT R PE
SREMIT, ARIEAMKIANG ST At 0L, SRR, &
Re BB R-F R AeiAAR, 5 RSh e

B, R IEFE TG AR B RN A TR S &
BT, JEE R AT RE A BBk e AR
7.2 VAR HAMERE

PREIRYT BOE BAME T M I PR B AR BT
RN SR, A5 [ S B & i im A
SRS R A S IR HAME "> P, 3
PRER R 1 JCREALT BT R S R AR I 16 77 B AR
R/, AT MRS HFSE AR K ASCVD fE e K
R A . KT, B TERG B ARG ) 23" 5 50 IR
FHERE 20 AE . TR IAIT 3R 25 AU A R UE, R R4y
WIT RN TS, AESCERNG HFMES, A A RE W v
WP AT T I A R, FFRE S RE AR, RE R
F R NG 25 AR N o FE TR IO TR B AR e A i
FELE P52 Shb, SRR B BAME (1283, C
Il )o
7.3 R IAPR{E

NEARIE ASCVD [IANRIRERREE, o RIRIRYT T2k 3]
HIRAEIEEAS B AR, % LDL-C B B3t —b) 4 ( HAR(E )
FERILTFER - PR Aok LR DA Sk
BB, ARARBUR R LDL-C M2 A, O I I R
P AE L, [HZYME AR S BML, sh, D4E
LA RATT SR — AR R, O,

JUIRR_ 2R ASCVD[ AdE 2 ek sk sd A1 (acute
coronary syndrome, ACS), FE M0 ILis F AR . G
R 211 11 K oL RNV o 7 1 RN P 7 7
WAk | A e e AR P el ASCVD AR,
DU MR R T /S R R 26 Ay e e A S A H 20, F
THERTER, HS EE, PREZURAE, MR &
97 f B R B e S PRI LDL-C (9 H bRl . ARl faBs AT
FLIRFEH LDL-C/ 4 -HDL-C HAMEARAARMHE (£ 4, 154
17, B YA ).
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A ASCVD fa ABEFE LDL-C/ 3E-HDL-C saFratrE
BlRE% LDL-C 3F -HDL-C

Kz, £ <3.4mmol/L (130 mg/dl) <4.Tmmol/L (160 mg/dl)
=Y <2.6 mmol/L (100 mg/dl) <3.4 mmol/L (130 mg/dl)
WmEeE <1.8mmol/L (70 mg/dl) <2.6 mmol/L (100 mg/dl)

7E:ASCVD: FBKSBHER LI L M EFR; LDL-C. {R#/Z s E BB E S,
4-HDL-C. kBBERELPER

JA AT TR T BRI TE 45 R B, By T
S a] ffi ASCVD F K AR FE R A FITREAR, (HAR2EALEXHE/N,
HABET A T, 2y TR AT AT BT s
FIFBLAZE S M, 84 LDL-C M\ 1.8 mmol/L [ ZE 14 mmol/L, REM%
O M S L R — R AIC 2.0% , HIXTHE RIS 6.4%,
(RO IEAET BRI fER AR, 3706 LDL-C FEE AL,
HORIFTEIR RS 2 [8], (A4a X325 IR C 4448/

AR LDL-C FELR AR, A s 29 b uEsady 3 4
HJE, MELME LDL-C B34 HARE, WAr%5 &K 1LDL-C &
AR 50% TERERMCEFS ( Ta JEEFE, B JLEN ). IRR L
WA G LDL-C HA M EAERA HAMELIN, X
B PR H: LDL-C M SEERAAREAR 30% 247 (1SR, A il ).

4k -HDL-C H#R{A  LDL-C HFR 25 0.8 mmol/L
(30 mg/dl). ARG A#EIE-ADL-C JAJ7 HAR(E LR 4 (1
KHEFE, B YOEE ),

7.4 VAR IRARE S

T 20 42k, IR FRIAIR 45 R —8 R, T
ZHPITE ASCVD —ZFN TR h I RE B 2 B Oo i A SR (
FRONURESE | S ORPE T B PEAS P4 ) fals . MTT2RE AL
PR ISR BN B2 . BT, N TR AR, IR
L E AT TSRS 25 (1 25477, A Gt ).

SR, U] A B4 S5l FAL T T 28 25 A7 A sl Bl
MG R IR R ARG el s B (M XS Tk feidefdi
FE ) T, (e EARET, R R =TT 3K 4R
R A R BERR I Y. HPS2-THRIVE™ IF5E R0, K
FASEAARIR AT T 25l A R LRI AR BT DLk 3
KA LDL-C 7K. DYSIS-CHINA™ Bf5¢ B, #EHfhyT 5
H IR LDL-C 545K A0, CHILLAS™ #7325 oK B R 5
TR TAE B E ACS BBE P REE 2R R E A, %
e (o g o il 7 T S A [ B Ol B2 A I o 26 T
T BE M T AT (Bt o v A AL LA RSP L R XU, T 7
rhE AP S8 . HPS2-THRIVE 5% 22 AF {5 FH o 45 58 iy
ATTIAITET, o R TS KB R & A 0 i TR R 3
R R (> IERE LR 3 4% ) #Bid R 10 65, L
IRt 3 F BRI AR 10 fi5. HG, MICoeT b E AR E
I TIBTT B PR -

AT 2GR T S R AR AT AR R
R PRI % T 24 A I, LDL-C ik — A5 R AR IR 1Y
245 6%( i TITRL 6% FUN )o I T FIRHERT , 252 R LIRS T
M FAAR LDL-C a3 ARt /. Rk, Ui Fidih
N AR EE AT, AR AR TR IR YT ORI 2 AE B, Ol 24
BRI, AIREEAKEA RS, SHAEREZY (DRI
A OV BRAETH, AR A RN O 1 28442, B 2%
HEFE o
7.5 HoAhfn fig 55 09+

BB A s, HoAth i A S 5 T A Ak

L, e MG RIRI AR ZE A TEE . I TG MIAE K H
< 1.7 mmol/L, (150 mg/dl ) 4 Il TG = 1.7 mmol/L ( 150 mg/
AU, E AR HARZ Y ki, AREiRy IR | DRI
WK . RIS #5 TG KB, hETHE [2.3~5.6
mmol/L. (200~500 mg/dl) 1, 9 T 4% ASCVD fGl:, BRI
IK LDL-C /K F-2h 2 H AR, AR 7 5 I -HDL-C 75 5 %1
SR HARME. 2MITIRIT)E , WHE-HDL-C 3R ARSI HARE,
FIZEABTT I A DURES | el el il . X
TG IfAE 2, BIZSHE TG = 5.7 mmol/L (500 mg/dl), 1 &4
2 JEfi ] RIS TG A1 VLDL-C (9254 (DR . mslips
F R B ).

T HDL-C < 1.0 mmol/L (40 mg/dl) ¥, FikiEhlike
FCEAERE, BATIC2) T H S EdsE .
7.6 TG AT

I S5 B A2 AR B A 6 Oy s e, AR IR AR
6 G IR AR 5% i S . OISR w25
TNRIRYY . ERARAFE TR B R AR S =X (12647, A
GEds o RAFHAEN AR R OIS . MASZESh
TE AR AN AR R, ATE T R — R A /5%
2 LRI / 35 AT At
7.7 AT IR I

W SAE2YAIT #E, FR 3~6 S H IR A I K,
W AsPEHIA R A B bR, WARSEES Y67, (A05704 6 4
H~1VEES, KBRS RAEE R 1 IR IRFTEIRZiY) &
o BT L I IR R AR 2R, NAE 2
6 J& PN 52 A I NG B W AURR R . G i AR RE ik 3 H AR E,
HIEHWA RN, BSO8R 6~12 4 A 54 13 Wi
HKikbr HZ9YR R0, B34 H M 1R, WaYT 3~6
ANAE, MBRAIEE) HFRE, T4 8 e 24555 & s
S I ARV E AL R R 253061 1RY T . B R RE Y
PRI, AR AEIRYT 6 RN A . TRy A e A
(therapeutic lifestyle change, TLC IS ZIH1IH YT DA IR R,
A REFRAT RATHIIG IR 25 4L o

8 AT EEEAXNE

ERRER: ERRAFRLEERE LA LR &
S AR BREREEUMBILE]; FERE, A8,
FRUE ; BRI P E R ERBHEE S

ML SR A T AR, IRk
A E 7 R MG 5 5 BT IR E . TEIR R Ry
YIANGIRYTY , TRl IR B AGE ARG T (R 5 ). 1
B H AR B TR AL BE R 7 SRR b, S A AR IR
R ARIIIR ) S UE ERRI, DOZ AR ATk
B U HARARAEIAE/NT 300 mg, JEHUE ASCVD 45
JEE, FRANRNIA N EBE R Y 209%~30%, — B AR
MR TRR LN T ELRE IR 109 100 o JIEL [ 5t 1 5 5 1 A0 i
AR AN /INTF B RE R 7%, R AR A /N R
RERLIY 1% 5 TG MUAEH SR AT BEN A5 H AR AR SR
H I AT 30 g0 ARWIEANIISCEESE & % n-3 24
FORRITRR A S CUnTieta . gl . R ).
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EEFRUEEAER
B3 Y

PR#IE LDL-C A= HERMR S

TRF0AE A ER <BEEENT%

FERABE RS < 300 mg/d
HEANFEAE LDL-C HIBER 5

EY E 2~3 g/d

KiBMERLTYE 10~25 g/d
BRE BB RFERKERERE
S1KEF) RSP S8 HIE, BRE/DEFE 200 keal FE

JE:LDL-C. [RBE R OEER

B H AR A b B BE LAY 50%~65% ., (i
FH e e e 27 A R T E SR iR b B I A TR
B HIRE AL 25~40 g JEELPYE (HLrp 7~13 g AKiRTEREE
Y ), BOKIEAYBAUSSE, EXMmenyhE, HpiR
TS AR AR R 10% (WFFIEREFIRE TG I &%
SRECHIHEAR ). S antid ms / bifE (2~3 g/d), K
PE /KRG PEREE LT 4E (10~25 g/d VAR T IR, AE K35
Hezz 4k,
8.1 EiiAE

JIE PRS2 I B A8 S Y B A B PR 2. AR A 2 ALY
AHE T EE T RE AT SRR ARG, DAY hl R
K, PR A T EFARRAS . Wi AE H ) B (
H gzl 300~500 keal ), BEARELEH, WIS KIS, Al
SEE IO AT L 10% DL F  GERr{E A ( BMI:20.0~23.9
kg/m®), AR T IR
8.2 By {Aih 5k

AR 5~7 K. 4FIR 30 min FPEEREEICEHE S, WTF
ASCVD & B e fris sh ik, e e am,
R T B RIS B
8.3 A

S A TRME FIA SOk G A T, A A TR ASCVD,
FHIFET HDL-C /K- A DABERRANT 112 . AL B DL A
ESLYE QU IR
8.4 BRI

HAE R (B R 20~30 g 21, ZetER 10~20 g
2 fET i HDL-C /K {H BB Al {5 TG M4E
A TC ACE#— LTS o AR T 0 MU S5 F AR S0 1 TC
YIS, S8R T

9 ARBHWIRTT

ERRER: AT ESY R LG AHMETNEE;
He 4 P 538 B T AR A P B e B T ARG R 2
My s AT R R B B K P Rk AR R AR F
gk 5 RN B e B A R R EERNS B 0

NI AR ARSEIRE 2%, AL, ZRMEERS
S i) SIS liNRE) FEEE /R E RS 2L SN L B /)
PIRZE (1) FEFEMRAR BRI 258 (2) 2R TG 1251 .
Ferp R AR 25y DR RERERRARL T, SCREREAR TG, Xf T
MRIIR AL, 5 Z RIS ZIeA DT, A REARTS RAF TR

9.1 EH AN R 258

XA T2 EE P AL 0 A P9 AR R R B
T LDL 43 A el D i i B R I, ARy T 2%
JIELFE R S R . 2R A IRERES AR M HAB AR ZS (g
g, T .

9.1.1 AT

T 2% (statins ) 7R R 3— ¥ 3 3— F 36 G — Bk 4 1 A
( 3—hydroxy-3-methylglutaryl-coenzyme A, HMG-CoA ) ifsJ5 1]
TR, ARSI T I A R i HMG-CoA 3R, I/
A, 4k EIRATIE T LDL 524k, A sE LDL 2%
R, AN, EETHE] VIDL 5. DRIy TR 3 R AR
% TC. LDL~C il Apo B 7K, HABFEACILIE TG /K- Ffs BE
F5 HDL-C 7KF-,

HITRZE e A ASCVD B st - HA AR
T 4S8 ARG T U S AT T 2 AT A e O SE TS
BEEIET 3, HER CARE® . LIPID™ ., LIPS®™ 24571,
WS R E O — i P B EAE . HPSPY g aR
B, FEILLRANMECR A AR, T2 REIR 2. 3R
AL TIRIT B RIRER 24 PROVE-TT™ | A 1o 27, TNT®,
MIRACL™ H1 IDEAL® 45, 558 R ARTT 2R A0 b, 500
BHEMRAADTT VAT T — 2D A O M 2 B2 Y, (H AR
FEARK P HRFAREAET R 77, ASTEROIDP fF 5% UE 52
T T2 253677 AT W AR Sh Bk oB FERE AL BEE . WOSCOPS™,
AFCAPS/TexCAPS™ | CARDS®!, JUPITER™'. HPS"" Z:HJf 7% 4%
AT 2807 I ASCVD [T B — R Wi B F )77 B9 AN
B AT T 2700 I 5 1 A RE— B A F E A 204
FE, AHAEC AR AR AR RO A T T il — 25T
LIS E SRR ABEEAT THRZ, SPARCL®', PROSPER™
CARDS®Y | ALLHAT-LLT* 1 ASCOT-LLA"® £ 5% /3 %1 @ 7 H
M TAERS R B4R PRI B s M HE B A IR AR 25 o LA,
rF I PRIFSTAE SR AS 323 ACS HR 3% % B iR Sk A A8 97
( percutaneous coronary intervention, PCI) ARFjE 5T TIRTT
B IMAEIRES , e EAME R AT PCT BRI LAY T
TR T IR

AT 2 24 W P T v ML B IALAE . TR v I AL AE AN
ASCVD & . HETE MK LA EERMIT, seiiT. 1k
T AT . BIFCARATT . EREF AT T RIVCARATT . ASIR]
T2 5750 o 4 At T AR L T e B A e R 22 3, AR T A — AT
FIRAEET, LDL-C BRI L 6%, BT “filiT
SFRL 6% 0% 7, ATTIETTE TG K F-HAK 7% ~30% , HDL-C
HAETHE 5% ~15% o

AT AT AEATART B 0] B A R RO 1 Wk, {EL7E B L Al A i)
LDL-C FEAIGIREE T R A3 220 b TT I S T 7 4300 f iy 4
LRI, UNREN 2 1 RS . ARSI R, R A
ARERE IO AT R e A T IR LT TR R R AR R
FLVE, AR B —FMBIT . bR B E R el
AR TN 2556 )y i b,

JEFEERIGTPITFE 2 IMELL( CTT VIHras e, 0
FER A IZAR R AR, ITIAST G , LDL-C AEFEAK 1 mmol/L,
F2 B L4 A X S K UL 20%, 4RI FE TS AR 10%,
TARC A SR A 5 R BT T A DA ) A BF5 JS S2IE N,
HTTREAG ASCVD SRR R 25 K/ IS HFEIC LDL-C 1w 2
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BREIEAG, ABTTIASTP= LRGSR B LDL-C MEATRLIL.
ARIFIFIE SRR THE LDL-C WijE 14 6,

H TS 2GR AR RS R
=R PR
(ZBFETJMR LDL-C = 50%) (FBFEIEK LDL-C 256%~50%)

FIHEE M T 40~80 mg’ FIFEf AT 10~20 mg
HEFRMIT 20 mg T EF R M5 T 5~10 mg
mIkHT 80 mg
&K MT 40 mg
T{EAMST 2~4 mg
L% Mh5T 40 mg
X MT 20~40 mg
MAERE 1.2 g
E T BIHERAMST 80 mg BAZB A E, JUEEMEM;LDL-C. (REF;EE
SEIE ]

I A R A A A RRR 2y, (HIRARHLE 5 Aty ] 2%
L, FELIC CMP ARE 1L, mFHRLLm AR AEY &
BERE TG, FERAR N 13 PR ST T, RIS
RS EABTT R ILRZEY) . # FFIEN 0.6 g, 21K /d. FEFEL
R IBTE (CCSPS ) MM RRFFE "™ UESE, i iRHE
EHEREAE AR I, I E R O R SBT3 |
AL LSOO MR AR, AR,

AR BT T R 320 R AT, HOR RO 2 0L F 42
ZRFN AT &, W LR -

JELhRe S T ™ FERM O AW, KR
0.5%~3.0%, SFRAHITE. M7 NZREAILHHM (alanine
aminotransferase, ALT) fl (8{ ) K (] ) XERAILFEFL
(aspartate aminotransferase, AST ) FEiik IEFH FIR 3 524 F &
BIFRMHLLR TR, NSy . X TR AT R TEE
WAR FFR 3L, PI7E U] i il i A LA b IR AR
W B E A IR A P o SR S 2
PEIFIIRE 2 Aty T 22 10 AL RIE .

M TTARZYIAR LA A B SOB A5 LR . LR ARG S L
v o T BEANUAAER (B ) 61, HESAG ARG
B STV, s T TR el 2

0 IR At T A S4B K B RS R fa e T, R R
10%~12%, J@MTT IR0 o A7 TIEXF 00 MM 457 119 S A 25 A
TR T HIEEIRIG GRS, JCIe MR i fi AR M PR R
L AT 2R TG N Y R IR L2259

by TRTT AT S T RE S8 ™, 2 h—idt, &
WERA R . ZEZE AT 25 S R AT T X F S RETCA Rsg i ™,
T T2 A AS R SR A SR . RHIR . AABLA AL
AR EE. R, TS HGERR .

9.1.2 JIA ISRz e il 541)

MRAJT 22 11 REAT 5 ) o 1 P JIEL o e F L. IMPROVE-
I BF5E 30 ACS BB TEE Aty TRt AR YT 2 A RERg 1E
— IR0 M A . SHARP®Y BFSY B m AR 3T 22 A5 A= 1 Ath
VTS VRIT A R S IS ( chronic kidney disease, CKD )
B IO MAEBR TUS BA RAER . R At
10 mg/d AR A (1028 e VERT 320k A, HOR KON R0
HZR—ul P, FERIFSIIRAEERR, 57T
AR A ARG = AU S RIE T, A T Ar iR AL
9.1.3 LB A%

B A WL B A LDL FRAZ O

. WA PG,

fifi LDL 5 3@ i 32 R AR 0 it b . 35 210 2% 5 R R Bk
0.5g, 2K /o FEE TR AR EAE, JEHSE HoFH
IR RS, I R R B R PR ™ ™ B DU RSOy
B R ; W5 ek g SR, Rk, Iz ok
FYPEAN R RN A QT R o =P OALH QT A ZE |
M4 EE
9.1.4 HHEREEAF

RAFRES A I R mdtk B s 7 s e B, ol BELNT iz il P AR -
i e R A I ™Y IR : R IRe R S g, 3 IR /s
ZRBINFIR S g, 3 BRAECTIK 1875 g, 2R/ 5
MITZEIH, TR BAR RIS T AL WA RN A BT A
5 ERLA RS2 . LR B LA i A
W B NEE M IMAEAIMA TG > 4.5 mmol/L (400 mg/dl ).
9.1.5 HAhRNEZE

JEZERE—RhLr il S (1l TS AR OBRIE AR,
BRI K 0.24~0.48 g, 2 WK/, HA AR RE R IE (34
PR % AN R D L

LA e A R TR Al iy — RS 8 Rl s A
FETRAY), TR 10~20 me/d, RNSTEFT RS, AR
FLJSE /D L 17 88
9.2 EHFE(K TG ZIH

A5 3 FhEEEAR TG AZhH: DIREE | JER ARl
T
9.2.1 DR

DL 28 3 ok T ok R AL W T A S T ) TS R o
( peroxisome proliferator activated receptor — o , PPAR o ) Flli
N8 18T ( lipoprotein lipase, LPL YT FEAR MG TG KAl
FH#E HDL-C 7K ™0 F R R DR 20004« AR DU
WO.1 g, 3UC/; ORI AETE DURERRR 02 of IR, 15 FHAEDL
FERK 0.6 g, 2 U /d; RALIFFREIR 0.2 g, 3K /d. HILAR
KN S TTZEZ5 25, AR IERE . LA AR 2 e A, I
WURR AT AN ALT ACE-Fh i i &2 A 5635 < 1% I R 56 25 5%
ZERAY MR DURRZR 25 W) R A = TG A1 HDL-C ABEC i
EHEMEGRFEAC 10% 247, LABEARARSOE T O B SEF e
Rk s EEA T, SOMAEET . BAETEO NI AL B
RGP0
9.2.2 IR

SRR LFRIELE A 22 B3, J@ AR T YEA 2. KRRt H
BIAL TC. LDL-C 1 TG AR T HDL-C MIYEH . ASIERH
SR IS P B R B R RS . R AR R A
RN VLDL 200647 5C . HAmRAT 530 A2 R 2 iImY, DIgg
BERAIT AR . BRA W NEIR 1~2g, 1 /d, #iY
MU (0.375~0.5 g/d ) JT4G, BERTARFH ;4 J5 5 2 i & 2= 4
KH AR FeH DAY RS N B2 T, HefAa P &
FRBRINVE . =5 0 . PR RS EAIE A, e bes sh bR
. SRR A B KA SR . R R IR e 2 R
ZEREOHTRIN, MR TCIE & S HAL AR 254 & Y mT
GRS, O M FAR 34%, 7k ke 280
25%"™, TR TT RS A RER B RAFFFE 4R 5 B R
TTHTEE GO A GRAP VR 2%, Bk 9% 22 [ E B R IR S 25 ik
e YT Y.
9.2.3 {4l I
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Il RGN n-3 JEWTRED o -3 JEWIRR. A
K 0.5~1.0 g, 3 /M, FEMTIHRITE TG MmE "™, AR
FND WL, AR 2% ~3% , AUARHAGERER, Do
It A N R T v, (R D MR It ) o 0T I R
5 1 S R e i e 3l o R P A O A A, (R R S Y
I R 1O 1 IESE
9.3 HrRlHIEZEY)

IEASRAEEANEAT 3 i BLJRNG 25 Bl RN
9.3.1 fokitAR TG A2 il

7% E IR (lomitapide, T & 45 4 Juxtapid ) F 2012 48
FH 36 [E & 5 24 i W BHE BJR) (Food and Drug Administration,
FDA) #t#E BT, FZMFIRYT HoFH, Al LDL-C F#KZy
40% . ZAAN RINR AR, RERM A RTH R
Hﬁ}ﬂ: [103, 104]O
9.3.2 ZARIEI B, GBI

KA ZEAE ( mipomersen ) S 55 2 AU L H R, 2013
A FDA At n] S a5 H AR AR 25565 FIAYT HoFH, 1
JFARLHZE X Apo B (G HIAZHIHZER ( messenger ribonucleic acid,
mRNA ) #3500 TR, Wl VIDL A 8o, K
Ik LDL-C /K-, W] LDL-C F#AIE 25%. 22455k WA R
RSO SN, AAERERLTE . bk . RREE . R, 4K
LR RN Jm T g 1,

9.3.3 iR I ILEFAT IR BT K O\kexin9 #I( PCSKO ) 1117157

PCSK9 & TG B o i Tl 22 A Fe & 1 g, 7T 5 LDL 5%
IREE A I LR AR, AT I /0 LDL 52 4% 1 3% LDL-C 193
Ko @il PCSK9, ATBHIl LDL 32 MAF%f#, ik LDL-C fY
&, PCSKO 77 LA PCSK9 PR v R4 A s Jé fi oyttt ,
§1 alirocumab . evolocumab Fll bococizumab WF9748 %2 . 945 1
SR PCSKO $il50) Joie B i F sl 5 iy T 2S5 v F 2
R AR LT LDL~C /K, A1 AT st Hofh i AS 46 4R, U4
HDL-C, Lp (a VAR WREHEERE R AnsEE FDA S evolocumab
55 alirocumab PR 55 5 PCSKO 4150 b #1251 IR WESE
SR, 25l LDL-C F#AIK 409%~709%"™", Ff-nly/ b
AR, AN IO G S AT RS RSO AR 1
1 PN e A I AR B B
9.4 JEANELIWIMIA I

VRN 25 e N F Rl B8 LG S i TR Rt o a2,
BAETHE S MG IR W AR5, [ RARAS RO & A4E 2%,
TFHITRZGYEH G E . AR ATEACESET R, B
GRNE T R 2 AT 285 55— R VE FIHLHIAS [ (4 8 g 25 41
o EEXTENE 25 R RIVEFIBLEL, AR 2565 g
Uk
9.4.1 {1 ST ABA

R 245 90 43 ol s i IR R 1 AT R s, T A R
PrEVE . BREIRYT PN LDL-C AT TR YT LAl I
PN 18% Zedy, HOANBGIAIT 2R AR K ", &
T R I 5% BRI 22 A 5 A TRl R S At T8 A AT R 4 1)
VA I &g . 1012181 IMPROVE-IT Fi1 SHARP HF 5% 43 51 i 78
ASCVD W =G B K CKD HRE R FA T T SR I 22 A e ] et
MDA R 3 X T A A BE AT A7 AN K AN ik
FRelRmZ3, a5 R ARGREAT T SR 2 A ARy ( T
M, B Y ).

9.4.2 by T 55 DURHE G N

W1 FE i o A 3B LDL~C 1 TG 7K & F+5 HDL-C
IR, FEAK sLDL-Co DURRRZG¥dfdlin DUAE, D 5F .
FALULVRESE, DAARE DR e, et e g Y. REAEF
N, AT SRR VLR AT 5 TG A1IE HDL-C /K- &
Foo AR " A DURRE T TG MUAE sk A
i HDL~C /KBRS R S AR LA A, TR RS ARt
ZEAERHEAA BILARFH , mfa O s B i T 289057 5
AFAE TG 8 HDL-C ARSI ER . BTy TR DL AR
2y RIHEARL, B G IIRER AT RE, 3 AR
RANURRIER:, &R EAAR R APLS L, ik, b
TT2M U RS2 e FHZY B e PR R BE B . T ARDL S S
TR A F A LE WU IS R A A 22, TA-G RN
NI, SRIURIRDURRZEZ0Y) . i TR0 R, e
25 W B2 THET, U0 Wi LRGN e, dnJoAs ROV,
AL AT T
9.4.3 {ihyT 5 PCSK9 #ikilFIEBEA v

JAE PCSKO F il 5% i R AE B B wi, fiT 5 PCSK9 il
il 7RI A I L R B 9 ) SR P B IR S R L O FH
BEWEA I, 0BT A — B 2536 7 K SRR R Y
LDL~C /K- R, $28ihbr %, FH JLHJE HoFH 24, 4
A ST OB R R 25 Uiy T + KA 24 ) AT,
LDL-C 7K A5 > 2.6 mmol/L i) ASCVD H3%, ilf PCSK9 #ik
N, AR FVERBLEIEIE 259000 =154 H .
9.4.4 {7 5 n=3 JENiMRIRA T

T 5 IR n-3 B W BRI A T B FIR T IR A 7
FRIAAE , HASHEINA AR RN . i IR G n-3
Z ARG R RS S0 R AR, I E3E bE R R e £ 2
PRI, NN, AR REAS O i 2 20

10 MAEREETREMIERE

EHRR: BEORRER, HEMA. K50 TH%
FARA VIR AR, VEASRBEIT 5568 T FH &4
BEEO Y ERARFTL,

10.1 JE8E 11 M B

JEHE P I 2% B P, IR HUE HoFH M4 2 A4
IRITHENE, W LDL-C AKPREAR 55%~70% . K367l fil 2
R IR THIR . AERATP SRR 1k, B RAE 2
JEUEAT 1R PRZ B G AR i B e ] AR St 7. %3697
TETEHAR B 5, FER B 7 A g KU , WV E P A 4E IS s T
M ARESILAE . B M AL B N, (HEEE R S
RHO LR, AHOCEIVER & AE 2R E AR
10.2 A AILA AR

JHASHE AT LDL-C AKSF-H S st . SR al R AT ol 0 e
PR, BRI IIa T g, (B 2Rk, s
PR SG I RAEZ BT % ks | 2 IR e il
A, HIL, R BN . BRI S5 AR T
Bk AT AHERE, (B R A4l4F FH BE = A%
BIARITIE, Al RR A 1
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11 %NS TSI

ELRR: Bk, BEBRFAFGRIEEE, RF
B HE e ASCVD &% i A AL mlh b 45 AR R SR 4% 5.
T o g ANPEAL R 2,

11.1 BRI

BRI 6 I LG 58 £ 2RI TG Fhi&, HDL-C F#fIC,
LDL-C Fh s ab & " JERIGTT 0] DL 25 FE A PR s 18
U A R AR T, AR O L A0S R R B A
LDL-C HAR7KF ", 40 22 K DL IR 5 155 LDL-C 7K
SERIAERILE 2.6 mmol/L (100 mg/dl) PAF, 14545 HDL-C HARME
TE 1.0 mmol/L (40 mg/dl ) DAt BEGRIE B MG 55 A b i
M HE ASCVD fERPFAG AR (& 1D TR 2T T R
HRA MG S e, I T2R29WRYY, WA I TG FFEL
APEIS HDL-C %, AR T35 DR 25 1
11.2 =%

MR I AR S5 VR TRYT AR YR AS [ fa B Ft
i JRAE HAME (& 1), JARIAYTTREMS i 2400w i 85 3115
RGPS, R AR AEN D 6 O 7 T AT RE S A 5 1
b, FEFEra eI, S AR A A R 0 e sty T
167 HEAMIE ) HOPE-3""" P fF 58 45 B4R, X T rih 2516
Wi, MhiT28I677 B PR B TR O A 5 X Tl
JE > 143.5 mmHg MOV ARE, MIT SRR H, a0
MR N Rk B
11.3 fRZEA1IE

B ZEA IR —ALLNERE . IR CRFE Y 2 3 st R
5 )\ LT LA ML S | 75 TG MUAEAT( 8% Mk HDL-C IUAE |
BELE LRI RAEAGRE . R A LA AR B G fE b I
RAER MR G XEE R TR ASCVD kL, W
Hon 2 ROBEPRIG I LG ER . A EdE R AR E R
AU MBI E AR SACHERGAE AR, HRER
SO ALAER T 2 TROBH R IG A b S 2 o 1211

BT, FEbs A SRS AL AR B s i
LGS T D) s B AR, (R, VEN SRS
TR BT R—AE R , G ORI E 2 Wb e 45 A H )
BT E BB UE S P il 2 i A ZR B A2 Wb i 2
FLUR 3 35m 22051 1 O RUIE RN (s R AE AR 1R
= 90 em, 2ot = 85 emi( 2 B . 2SHE A= 6.10 mmol/L( 110
mg/dl ) BBE)S 2 h MU= 7.80 mmol/L( 140 mg/dl) K (&% )
CIS RIS IR 5(3) SifU% : &= 130/85 mmHg &
(80) B2 AR IMEIHEITE (4) %5 TG = 1.7 mmol/L( 150
mg/dl) ;(5 25 HDL-C < 1.0 mmol/L ( 40 mg/dl ).

R ZE G AR B IR AR 2 BB ASCVD LA K 2 Tk
PRIG, RTEH ASCVD 3 ZETR, O MU S 4 . B A
AT AT U R BIAYT HAR M SR it S50 1R S Bl
A RGAIT, WERAREEIR R H AR, TR A 42 R HL
AR ZGYIAYT o AREEE A A AR A AL A7 B br &
LDL-C < 2.6 mmol/L ( 100 mg/dl ), TG < 1.7 mmol/L ( 150 mg/
dl), HDL-C = 1.0 mmol/L ( 40 mg/dl ),

11.4 1EVEFNEERT(CKD )
CKD ¥ P i i Qi 7 5 IR 2 ASCVD By &A= 1 TC

I FRAFFE XS CKD i IDL-C 697 H bR f 7R . fEn i 2
FIRIIR T, 77 CKD B3 N 32 7T 289697, 1AIT His:

i HEF CKD # LDL-C < 2.6 mmol/L, E -HDL-C < 3.4
mmol/L; & CKD, CKD & Jf & Il i 888 )k 7 & LDL-C
< 1.8 mmol/L, dF-HDL-C < 2.6 mmol/L, 7 o 45 &
MITIEIARTT, WA HA T A S 3R] . 2ok 00
(‘end stage renal disease, ESRD ) RIS R, FAFgPEsh
R IR 1 3 T 1 RS A gk 25, A2k 50 LDL-C B AR
I

CKD BH AT 255 AR = e AR, LR
AEREA TR B /N ekE I 2R (GFR ) < 30 mI/ (min-1.73% )i,
I EL AR R S AT TR B DA, B s KTl .
AR LT TIRYT LDL-C ANREIAPRAT, $HEFRE G0 FAAK T 22 41
B DU AT TR LB, EE CKD B S by THHIRT
AT REE LG AU o
11.5 Fk e IS EE e FH )

FH J8 H Yo o 1A M 1 A% M E A gs s, & A= MLk
FER LDL Z R Dh et =4, DBOEMR T Apo B 5
PCSK9 WTNREZEAR =, L & B LDL 32 (R A48 25 H JE R 2
st R A B SRR 22— H 8 A I RASFAE 2 155 TDL-C
JKAF-RA S T A % e O O VRSB0 200 ). MR A vk
WALRE S, FH AIG KRR AL 5> R aliG 75 (HoFH ) FZ & T4
(HeFH ), F 0 [ FEKFEA], HelFH iYL TC KP4 >8.5
mmol/L (328 mg/dl ), T HoFH RIS TC K5 > 13.5 mmol/L
(521 mg/dl ), WIRRZIAST, HeFH HE R HTEAT 40 (5 )
5750 % (4 ) MO ISR, 11 HoFH W2 T4 ZEm st &
AT B, LT ARRH O M A BRI TR IR FH R
FAE 100 5L

FH 1697 B30 2 H A R ASCVD G, Jsi /b 3se v
Fk PO A & M, BT RS T FH RS
HoFH Fl HeFH £ & B0 R B4 1 367 AR 16 0 2002 TR
CBUVIRIIAIRREESR A, SRSEIEE ). Sahfn I HROK
S, VAR ), [FIET SR IE SR IL AR R 2, s iR AR
PRTo HR, FH B W AR BN TR K TR E T T 29697,
AR BRI ASCVD fEl . JARRTAYT B BAR K5O i A e
feE ARl LDL 2K T R EEZ I TZEAYT R LDL-C F#IK
25%, TiJG LDL SZ KM AL 15%, F9C 1, FH BEHT
BRI Z ARG AIEATRYT . DI BRIN S e
AN EYT, IR E K AR S BhikE, R
R i s R ) % g e e | e AW K|
Erags
11.6 #rh

XoF F RO S it ot 2 o B R PE A L A A ( transient
ischemic attack, TIA ) i3, TS A HAbsh kAR L IE
W, WHEERA T M TR 2GR IBIRYT, LA/ A rp AL i
OGRS, A b ) @, FEEILE 1IDL-C = 26
mmol/L (100 mg/dl), T 25307 BCRUE G 6 5 i L4k
LDL-C < 2.6 mmol/L ( 100 mg/dl) B, HRij i bl = il PRIESE
FR N R BB RERE AL A (2R 70%~99% ) 2l I 14
Al TIA 3%, 7 HARMEA LDL-C<1.8 mmol/L, ( 70 mg/dl)
C TR, B 9LEE o KHME M TR 7 Sk %
S AR AL S A RO JEE e i M A B TIA HUE R AR



P EEFA e 2016 4F 10 F %5 31 % 45 10 BICES 220 4] ) Chinese Circulation Journal,, October,2016,Vol. 31 No.10 ( Serial No.220 ) 947

787 XUSS: FTAR 25 B PR T 25245400
11.7 SiEFEN

= 80 % Ml AR N A Z MBSO i 2R 259 ,

SR AR LA RS RSO i A R A AN TR
JERITFE IREUR , JR2G AR T B, R A6
AR, BRGSO VR 2570 8 M
B DIREFNILRRIAG . 5 p To e e B4 AR AT T 220 Wify PR
FREGBEHLXTIROFSE, X ek B4R AT T2R25677 B0 H AR A
MR . LD R, i S AR R R E R AR 5 OO i
IR B AT AIEARY T kAR o
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RKFE HEFE KR A FHE
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BEAE 2 B MR BEPF PR
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