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I 30 4K, EL AR IMARACTE L, MR S-# &
ORI I, 2012 4E R PR AL R o8 U, RO A
[#]/ ( total cholesterol, TC )44 4.50 mmol/L, = AH [ B IMAE A4
BB 4.9%; Hih—HE ( triglyceride, TG ) SR 1.38 mmol/L,
15 TG MUAE R BIR R 13.1%; =% FE NG FUEE R (high—density
lipoprotein cholesterol, HDL-C ) SR 1.19 mmol/L, Ik HDIL-C Ifil
HEAY R 33.9%. HE B MG B AR R Rk 40.40%,
A2 2002 AR B Fbe AHF M3 R RS BT (9 T =0 530
2010 4F--2030 471 ] & .00 0 9955 4R 238 m 920 T7 P, Fk
JLEE T A o AR T B L RE e R AT B B Tk ), BUR Ak
I B I 5735 S50 B A DG (e R e

VIR FE NG 25 IS (low—density lipoprotein cholesterol
LDL-C )8}, TC Fhim A e s B LG S5 2 Sk ok R A Mo il
%29 ( atherosclerotic cardiovascular disease, ASCVD )HE 2 (1 f& 55 [K]
25 BEIR LDL-C /K-, 7] R 200 ASCVD (¥ 495 K AET - faki .
FABZERIR AR S+, 40 TG 1Y% s HDL-C FE(K 5 ASCVD %
o A (T 25 AP AE— 2 ) DRI 7

AR AR R, AHRIE ASCVD Bt HAT SR
Al AR B B Y A2 16 7 2, SR B TR MR 5% A ASCVD
HHEACHENE 5 X IIAR 5 8, BiiA TAETE nUR 3w G 5+
WIHIGER | IRy RAE SR, AR E A Mg 55 &
H I HIGERFAY R B ™, A FRAKY, Mg
SER BT TAE R NGE .

2007 4F, HZSRRRAMRMG TR ST T
FE R MAR R H BiiAHER ). 248 F L7050 K A EHERA T
S R RIS (4515 A M ST 45 SR e ra s 2L |
PR T O G A A S BT s, AR e S
HIB7iG TAERS] T EE N SRR P,

2007 4ELASK, BT PREFF RS — 2D 30k T R H
BAIT X ASCVD — I Al — 2R By A A AN 2e 4x vk,
BR b1 222 AR R AHAR SE BTl 1T T 87 04 e S8 B A T e
IR I PR M G STk AR AT T AR RS . TR E R RiTHE
PEBAFNBIFSE , e AR T S b, 3615 1 20 AEREDTHHT AR o
£ 2007 AEFE FEHREAE I 10 AR ERFERIPA I 25000 B, 380 T
RSB %

2013 4F 11 H, 7EEZ AR A B 2 5 2P mipli i
FRMSCRE T, HEZO AR L RO AR
gres. RS OEIRIF S 4s . AR AE S NI o 23 LA

KRR 2SR I R 2R S UM AR TR R T T B B R &, 1
RSP AP R A R A AR R, A
ZUE T 45T (PR BTSRRI | O il B A XU
il . VEREIGIT Y BRI A BERARIAIT )AL 17 A0
FERE TAELLER X 10 BAZ 0 [l BRI 22 T LA SCHRRAG 2R ATEA
TReMs, SEATEAN R H ARG SCRk . K3 SCkZE 31k Hh AR
BESCHER I (CBM), JTBdEsiE IS &, o EXHE
PR B (CNKL), 38 FE A=Y B2 SCHREE I ( PubMed ) Flfaf >4
BE2F SO R R 2240 ( EMBASE ), RIS FE P I BA S F 5 )
SHEARIE IR TAEER AT, FERI BT AR B U
RGN IR B 22 R R RSB, Y& FH &
PRAT L, 78 58502 FE AN R DL Sk 32 ZRE R 3EI,

REIBEITS S T IR A rhARE 2 RIE R
ITRbRERRE " FERIIEITIERE R, BRSO AR 0 &
A, WS R g

ARG P LA ) SUAS % T BRSE LI AR oG dE R 1 Y Y
FEN, HARFRIT . 125 I8EuESA (2) —8nNiIAa 3.
A A SIEAESIET, R T2 A AM(80OA
SR A TS B e AN LS B EEA Y. Tadk: A
SEUEHE / s A A A= ERL, T e E BT e
AH, T b2 A UE /WS A BB FE A A A (5K )
F5k, RN, M. FFEIESEA (5 ) —8 TR
(B JER, FEX— e il nl RE AT EROBRESAYY , AHEREE A

AFERRHIEEICARKRE SRR : IR A IFESE
F LU ARRIRTEZE AT, WA B: FH LT s
MU ARk ST AR L FRAFFE . IERACE C: 53N
RO BTN . IR SR T 25

1 mAsSREER

EHIRR: A A PORER, TG X (4
BERg ) 09 BAR, Bk AR F AR K 6t fig £ 2% N9 [E] B e
TGo EANK N EE B2 £ 000 B Je [E) B2 4 2 ) B2 5% 69 7%
KA TG A H o5 F 7 88 3 A 52 2 A8 Ty 8% 55 10 7
o BIETRIETR, LRERHHGZTORIPEE RO L
ST RIEE O AR T fik, WIEH £ 4RI,

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

MRS M A AR . TG FN2hE (AnBEAE ) S5 SRR,
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Sl R DA G A LG 3 2 AR ISR TG 8 AP AH [ 5
LU R R T P A IR g T A AE s TG & H AR i
3AFRIERITRER LTI . IS FIK, USRI
A RIZE 2 1 (apolipoprotein, Apo )Z5ETERUIEE A4 RER
Filnik, Bz B LW TR,

a8 M50 - FLEEWOKE (chylomicrons, CM ), #% A% % &

g # E (very—low—density lipoprotein, VLDL) . H* [&] %% Ji Jig
# [ (intermediate—density lipoprotein, IDL ), & % J& i§ % [
( low—density lipoprotein, LDL ) FlE IR E A ( high—density
lipoprotein, HDL ), Mok, 47 —Fli 2 A MG & 1T (a)
[lipoprotein(a ), Lp (a) 1o #ZEAREE AR RRRE . FEAS .
FIRFITIRRS TR 11 Pl

BB ARSI

K KEFRE(gml) BRER (hm) FEMS FEREES B3 e

CcM < 0.950 80~500 TG B Al A2 INBIEHL EERY DM TG FBER M NFHEEE AR

VLDL  0.950~1.006 30~80 TG Biws E. Cs  FFRREAL HERGREM TG EANEAELR, RIEMKRERNES
RERRER

IDL 1.006~1.019 27~30 TG. PFBE S Bioon E VLDL & TG A fsBgKfRIEHA |8 LDL Bk, oA RTHTARS

LDL 1.019~1.063 20~27 FEEEE Bioo VLDL #0 IDL o TG £ B B§ 7K  PEEEEMEEHIK, & LDL ZAENSHsMNEHELRE

RIS BUFOA A, 5 ASCVD E#:H%

HDL 1.063~1.210 8~10 Bips, BBEB A1, A2. Cs TEEFBEMNGER RSB EMIINBARE L, HEBEEERSE
AL F 54, HDL-C 5 ASCVD fatl %

Lp(a) 1.055~1.085 26 BB E B Bico~ (a) HERFEEEE G (@) B T8 o85S ASCVD #8%

#5 LDLERHWESY

E:CM; ZLEESRL ;VLDL: X% E 5= 8 ;IDL; PR EAEER S LDL. REEERS HOL: 5 BEiEESD Lp@): f5ES (a);TG: Hil=0; ASCVD: ik

FE O ME B, HDL-C. & EiEE QR

1.1 FLEERKI(CM)

CM 2 M h ek e RIR &, FE 2 TG, Nl
90%, HEREERAML. B8 ASSHE 12 h J5RIME, fiEHIe cM,
B VA R BRRAS T MR P 357 K& CM I, VML
IR M, MR 4 CE BT, CM &R RN -
JEBER, AR, MR A TC CM AEAERY R 7
1.2 WA R &I (VLDL)

VLDL iR G %, H TG F &4 55%, 5 CM —i24:
FRAE & TG RIIEE A .. 1ERCE CM AFATERIILT A, TG YA fE
JZWE VLDL B922/0 . 1T VLDL 3Tkt CM /s, 2316 12 h Ay
T SEEM], AT TG KK > 3.4 mmol/L (300 mg/dl)I,
MIHA R FUR G B IR
1.3 K& E&E 1 (LDL)

LDL i VLDL A1 IDL Akt ( HH Y TG LERmK i 5 TE
% LDL ), LDL ok: -2 IH [ EELT 50%, 2 M6 Hh IH i B dw
ZINEE N, BOFR R s IR B NS EE (o Pl g AR [ e
JER, AH R B A TR S I3 LDL-C AP TR, BT
LDL f0ki/IN, BRI LDL~C AU R =, My A 2Rk, LDL
AR 1T 95% L) 1R Apo Biye HREIBUR A/ NRISE BE E I
AN, AP LDL 43 A AR EV AL 5. TDL K HH R iz % 20 A1
ZHE, KA LDL J2 i AFA MY LDL SZ A 7o it
1.4 S E & (HDL)

HDL =2 i IR F/ IMA & 8. HDL 2R MY g &
b g B A US4 LT 2. HDL Wi g ig 5 1
Apo Al =, HDL 2—2ERBePEsEM, T HDL Bk s
NEm . BASEN . BEAIEIL SR WSS AR, RAA
[E43E i, P HDL 4 A4 4Y. X4t HDL WA AT
R B TR/ AT TSRO ERE R S TN A
[, HDL BB RFEMFFIZHEY (fufhshiosrenitb itk ) #2351
JHEREA T AAEER s ARHER A R, I RERR IR R RS 4
1.5 JBHEH(a) [Lp (a) |

Lp Ca) SRR vk R B —JAFR IR . Ip (a) BB
FEA T DL, (BN bR & — 20T ApoByg Fh.,

WEAH—5F Apo(a), K Lp (a) AR BIRRETAL
il T
1.6 4% B i 2 A T e Al-HDL-C )

JE-HDL-C Jj&F8E% HDL DIA A NE & (1 H 2 A o JIH i
M, JHEARMTF: JE-HDL-C=TC-HDL~C, JE-HDL-C {f
A ASCVD K H s e AFEB AR RSP IR E B bR, AT
TG /KFAE 2.3~5.6 mmol/L ( 200~500 mg/dl ¥, LDL-C A g5 ai i
RIGIY HARIAMA . bR EAT M5 B @ UK AE-HDL-C 41 )y
ASCVD —Z TR A — e i 4 14 2 H b 1

2 I A5 E

EERR: A LA MNGERRAR % TC, TG,
LDL-C #= HDL—C, ¥4 52§/ B 4= Apo A1.Apo B.Lp(a)
#9006 JR B AL B B B R E,

I PR 1 I g A4S 0 A4 2 A 350 H S TC. TG. LDL-C Al
HDL-C. HAt g5 H 4 Apo A1, Apo Bl Lp (a) FIG KR
FAMHE R H 32z 8en: M,

2.1 BJEREEECTC)

TC PG ML AR5 R 2R A Ur S AR R s B, 50 TC 7K
RS RA (1) AR SR TC A R4 T ETE, {5
70 % AN LS T T, AT B, otk
285 TC ACEA RIS B (2) R I8, K AR s
RSB AR TC Thi. (3) B SIemE
AHSCBEFul SZARIE R KA 27, BB 1R TC BT FE A

TC X 2l Fik s A A Ak 2 95 1) £ B T Ady A0 T 00 41 (A %
LDL-C 5. FIFHARIEAE-HDL-C Il VLDL-C I, 25754
i TC.,

2.2 HiH=MER(TG)

TG K32 A FFREE R O TR, SR, A0
PERIL R A 20 (CunikE . B83h4%: ) A%, 5 TC K[, TG
AR AR AR, F—AMA TG K2R E AR
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BT AR AR, Fr ARl —AMARTEZ R E R, TG {E Al 6k
BRKRES . NP MG TG K V-5 8] BAERA M

TG % Z8 vp B Th g 8 S VLDL A Hiakokr ( 55k 56 /)N
B VLDL) 32, XSFRp i A TRk As/h, alag A
B H IS PKB R LR . (B2 5 TR, TG Fhi
AR AT B i 560 LDL 85 HDL (1945 #4 T ELAG B s kool #F i
AR AR, ML TG /KE42 2 o B T & o
R FE B MRS I U Y4 TG FEE TR, F ARk Ak
BRR
2.3 BN E A IRRERE( LDL-C)

RH [ B 5 LDL H 5 A9 50% A5 47, # LDL-C ¥ & 3
ARE WML LDL 5. S0 TC Y R 2 34 0] [ A 52 i
LDL-C K. LDL-C ¥4 & & sh ko FEmlifb k4= . &8
B AR & "' LDL i 2 4 N B R A I B Y
N B T2 LDL A& 1 i 4 fk B LDL (oxidized
low—density lipoprotein, Ox-LDL ), A1 i A Ox—LDL
JEIERGR RN, 55 ARWG L | @G, AL s koK e f
A B ARG A% L o Bl bk oS A A5 1 g B AR 2 30 A 18 4k 4%
PEROSAFAE, {0 LDL AR ] G821 Rl v 48 i 4 3 A4k 5 Y
AR, —fE O, LDL-C 5 TC #HF47, fH TC K
Al 22 HDL-C K520, #§54->R i LDL-C fE 7 ASCVD
FE R AP FE AR o
2.4 R ENEE A AFERLC HDL-C )

HDL BEWGZ1 ) 2H 23 40 1 457 BE P AR 8] i i 28 i gk A 7
A, BOAR R 2 Ry AR E W I4E RE A TTAR,
BN G Sh k A EALE o PR A DL A R i b A
FE L, T H AT 2 3 A A AT R R A R, A0 T o
HDL /K,

HDL-C Bt i SZ i L R 3. TRE SRR E,
BEIME TC BRI, HDL-C K F. JEREE HDL-C L& ik,
WEIR BT i HDL-C P MRV . R AU AL ek A n] £
K HDL-C, 1= TG MUAE B E A K HDL-C., iz shn/b
W ST HDL-Co RIEAYTRA PR YORRY, 17 HDL-C
K5 ASCVD i far S A oe ™,
2.5 #EET AL (Apo Al)

/INTIT % () LDL ( small dense low—density lipoprotein, sLDL ), 4
& TG IMAERT (VLDL &5 ), sLDL (B % LDL) 1., HRmE
LDI{ A Y LDL R H, sLDL F5tkiH Apo B 25 i 22 i s/
AT B LDL-C BIRANES, (HIMNIS Apo B B MIFTE “%5 Apo B
IMAE”, EJBB R LDLIEZ . FrlA, Apo B 5 LDL-C [m]H:fl
SEA T IGAFINT
2.7 IgEM(a) [Ip (a) ]

M3 Lp (a) WREE FESMAAER K, HARZIER, 4
W5 PRI AR 2 I 2 P e . JE 3 A Lp (a)
KPR AR, BRI A 1000 mg/L LA L, {2
80% (¥ 1E 3 A7E 200 mg/L LR . 3% Lh 300 mg/L J ¥, 5
TR B R ERAE B3R, #2R8 Ip (a) ATRER
A KRR AL VE T, H 0 B 0 R IEIE 38 20 e ah,
Lp Ca WEE5IR ] WP R 2 eI . BRLEAIE . BERR
B AR A KR . FEHERR A Rl e T A
T, Lp Ca)W A 2 ASCVD BT fER R 2

25 AR E B R B AR FE RN mmol/L,  [EIBR
FAHEEEZRH me/dl, HFRZEUT: TC, HDL-C, LDL-C:1
mg/d1=0.0259 mmol/L; TG : 1 mg/d1=0.0113 mmol/L.

3 MiEREKEMREYA

ELARR: hEAEKTFRFF I E L EERNT
ASCVD — 285 B ARARE,

AR 1Y T2 3G I ASCVD (I AFGER: . A$5r
XA E BRI AE A B U s e (32 2) T2
ISR RS K- 7 LA ASCVD R Ip flb fr = T
TR, AFEAFMIEACERIIFTE AFE 10 4551 20 4F- ASCVD 2
BRI GRS IS 5 22 T [ BRIE R N 230 mAsAH C s
X L BB 3 KT R TR A A 1 1 2 2 R O
FE, XL AR A IE KT RN 5 U s R3S A ASCVD — 2%
TR HAR A

Fh[E] ASCVD — B A BE RS &8k ERS 2 4 EARE [mmolL(mg/d)]

E# AL Apo Al K278 12~16 9. HE TC LDL—C HDL-C fF-HDL-C TG
BN, CURETRIE. HDLIRGENT T SN e
N TE/KH < D, < & < 4. < 1.
RO RIBARE AL 50%, BEART Apo Al jege Ssop0008  =340130 8 >41(1600 B =1.7(150) B
24 65% ~75% , MHAMARE EH Apo AL % <6.2 (240) <4.1 (160) <4.9 (190) <2.3 (200)
A, LU Apo A1 fLUEZWE HDL A, &5 #® > 6.2 (240) = 4.1 (160) = 4.9 (190) = 2.3 (200)
308 < 1.0 (40)

HDL-C /K2 B 8 A5, Holf R & Sk
AR
2.6 ZXJEHET B (ApoB)

TEH AT LS Apo B Z7E 0.8~1.1 g/L 1l
BN, IE®HNT, —4 LDL, IDL. VLDL #lLp (a) Fik:
5 14 Apo B, [F LDL ok: 54 K280, K29 90%
i Apo B 43 41i 7 LDL H', Apo B A5 Apo B, £l Apo B,y P Filt,
A EEAET CM A, 5& EEFET LDL H. BREFk
BN, I R B E 1 Apo B I3 HE 1 Apo Bigge

ML Apo B ZEZ Wt LDL /K ¥, 5 1ML LDL-C /K5
AR IEASE, Wi IR AL, AR T, ol e
Apo B MLAE I LDL-C ¥R EE IEH BTG 0L, $n MR P A e iR £

JE:ASCVD: BB LM O M E&RB;TC, BB EER LDL-C. K% E & OB B i,
HDL-C: &% EEEBER,; F-HDL-C. =R EEEOBERE ;TG HiB=H

4 MERE S,

ERRT: alEFt o R REL &, REEGARA
2 EAE RS E A, RFE ARG RS K

USSR (5 TG AT,
FRRSMRIE . 9B 110 A2 FH A5 HDL-C I 7EDY
BN SRS o SPKBCT, TR RIARARIG RS
E U e S
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4.1 IMfEFFRE S
4.1.1 ARAMER AR AR

2k A R i IURE S35 Fh T AU B 5 RS 4 I
A5 R LSS s R A - R B . R LE AL
FRRR D REDIGRAE . IR | RGN . REPELIBFARA |
VEIEZBUE . B 80 . MRIIZEAAE . SRty . 290N §i2K
BAESE, IeAh, HEEZGYImA R, RO EEREE B - 21k
RELA ) W R B R S P BB Rk A M I G S o
4.1.2 J5UR PR AR ILE

BRTASRAEE A (Canshest . SRR . R
W55 ) SIARS A E, KRS i IRE A2 ph B
H el A FEE IR, TR AR 80 g A 2 B
FWRREENE, AW RAE LN, Frybem IR, Hi
6 PR 388 R A e e g LA o

1511 4 G % LDL 52 P45 R i D g il 2k Y 58 4%, sl 5
LDL SZ K454 1 Apo B B85, 53 f# LDL 52 A i 2 11
AL B R R Z 9( proprotein convertases subtilisin/kexin type 9,
PCSK9 ) FEHAGINREPAFIIRAS , Bk LDL 32 AF 20 i i i
ST LDL 32 (A8 4 2 1 o PR 58 28 W 1 | B G P v L [ e
IfiLfiE ( familial hypercholesterolemia, FH ), 80% LA I+ FH H# &
BA— PRI S AR FITEIC R v IR RT  ai ie FLAT 24N SRR S8 AR R
LDL SZ AR SR i DR B R B 5848 J& FH 19 200 R . 4l 17
GG R M B2 MUAE. ( homozygous familial hypercholesterolemia,
HoFH ) B3R 1/30 J1 ~1/16 J5, Z4 T RIG It e I [ e
IMAE ( heterozygous familial hypercholesterolemia, Hel'H ) RIFGHRL
1/500~1/200,

FEME TG AR 2 — LR A, B ESY
TG R MR MRS . 5 Apo C2. B Apo A5 JEH 2R
T, RIOAHEER TG MAE (TG > 10 mmol/L), HAH
HH 1100 J7 . Rrp S TG IR & B A 2R R
R 12201
4.2 IS H IR

ASEFIFRBEL &, B 5 W A T3 2 I R 43S (3R 3 ),

IS 53 BN PR 43 36

TC TG HDL-C 483+ WHO &2
=B E R ME #s Il a
= TG Mm#E ®E Vool
REE S BRI g #gs be Mo VeV
{ HDL-C ME FEAR

JE.TC: REBEER;TG: Hh=E HDL-C:. S&EE BBEE; WHO.
HRDAEER

5 MEERETHE

EHIRR: TS R aEF R B S A R
R i A O

LI S IS S A A, W e /KA, A3k

Jiti ASCVD Biiafiit A B E Al TR IE 4 SR By AL HAT
BRAMZACE, MR R B A T, @ ey
WA N T8 HLM AR T e . X ARG E 2050
5 ASCVD W AHE, WAL M AR BAT ASCVD AR, (R iAk
WSEA MG R W EELRIE . T KRB+, &
I 20~40 % A N2 5 AR 1 Ralg (446 TC. LDL-C.

HDL-C F1 TG ) ; F8 40 %7 LA_F 3L 28 30 5 Lo PEREAEAGIN 1,
fIg; ASCVD g M s fe ABE, WA 3~6 S HIE 1 RIS
ASCVD EBEEE, NAEABETEARE 24 h PHREIIIAS .

I AERA B XTG4k - (1)F ASCVD i &, (2177
L0 ASCVD faRe R 2 (U BRI IR R R AR
) HR LMD MBI (15 B E—HE R BB 55 %
B E—2% B Z R R TE 65 % BRSO s ), B
FIGEME IR MUAE R . (4 )R Wkl S o i I BRI R

RSG5 SR 27 Z2 Fh D 220, A TSCH2 I PR I g
BLCR 1) BRI R M AR ASI A%

6 RO MmE K IT

E RN R ASCVD & BT R IBOR F 5% B F
Fae A A G By v 09 0S Rk, BARS n A B R AE
RE S5 08 97 S Rl BARS f B iR AE B4R B 0 R
FEIRAT ; ST T 55 AL £ 2O hF Rt Gk,

LDL-C 8¢ TC 7K MRS ASCVD A fs e HLAT il
SEASTEIMAE A BT AR ASCVD &R 1) i AR AN SR e
TR AR, BT R IAEAE ) ASCVD HoAth Gk [
ZH%H FKE 22 MR LDL-C 7K Ak, Hofh s R 2
BHFKFEAR, ASCVD SR KRR A B 255 . o
FEEAYIE, ASCVD LM AE B AN MR [ Pt A S R HAth A2 6 R
F RN, AR FEBK 5 24 ER R & 2 2y
LHEAEAIEFRZE R, X PR FRAE, o FHHAE
6 R 2R AT o R E . PR ASCVD BASGK:
SRR MRS H BT . B ASCVD BUASERS:, AUE
BT NS 3 B EIEIRI PRI, A B TR R E A
MLZEMLBNE, filEHAMRERIZE AT T IR, it AR
FEREAR S ASCVD BVAER:. HRT, [RSNGB S5
BIVATE R A% 0 IS A0 HE ASCVD R0 S A 1 e A4ty i
FSG R o3 J2 B AR & 12 131022751 0007 4 R I J5 35 7 7
FEH A “Brfi P AR " G DR ABUIALERS AR ) &R GRS
S5 W N S R EAt o I A T A R 2R B S B B R o
X 10 4F ASCVD KR fE b o fes HLAR IS <55 %5 B ANHE, AR
LSS FE N T HEAT ASCVD A fE R Al pay ", LIAIF
IR ASCVD RAFER N RfEMA, IR TR T,

TS PGS BT, T2 ASCVD & B8 Al s fa A
B FFEUTTF &2 —EHHSI N EAEARE:(1) LDL-C = 4.9
mmol/L ( 190 mg/dl ); (2) 1.8 mmol/L (70 mg/dl) < LDIL-C<4.9
mmol/L, (190 mg/dl ) HAERETE 40 % Je VU RO IR & o 4%
B LA SR R 7R A R RS A AR AN T B4 A I PR AR 7
ASCVD fER 2

ANHA UL 3 FME B, 7R R A T RS IR T
i, R HR I 1 AR T R SR 10 4[] ASCVD B K R &
B PTAL . ASUKIE B BT ISR 0 245 I8 LDL-C 5% TC 7K°F-
A TG IR B oAt ASCVD fa R85 % 21 Fhdl s, IF
F R FEIZH A1) ASCVD 10 4F A9 FIfE R <5% , 5%~9% FlI
= 10% 535 CAHIRE . PREMEG. ARBITES: T 2007
AEIMARTE RG22, LR E G 2 R SR
(B 1) AN r R4 T B0 & 19 ASCVD B faka /2%
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KA TG 21275 (i 2).

MRS 5 VRYT 5% BB ASCVD, FEARCUEEZE ., Gt
LA BT A T A5 LA e PR

HFETIEREMSE, TERIASRIANS BAR
HS/E . ASCVD B
=& 1) LDL-C = 4.9 mmol/L 5 TC = 7.2 mmol/L

BfF#=40%

(2 )¥ERR®EZE 1.8 mmol/L < LDL-C<4.9 mmol/L ( & ) 3.1 mmol/L < TC<7.2 mmol/L

AR, TR A TR RS AR, M
T ASCVD fERARE BN, JHRIARITREM:
ASCVD AT AR g5 I AR LY AR A4
ASCVD fEB R , I S & A sh 2 algiayr (1

¢ &2, {10 £ ASCVD £m/Ek

KHerr, A GardE ),
7.1 PERIRY T

1 55 A8 B &2 7K SF 432 ( mmol/L )

Mmgs®EtHELDL-CT 525

ASCVD KA. RIEISCHEN R . R I R

FEICSLAESE, Joie R U B 25y i i, R
SEREML MY LDL-C A TR, whal e . e
2% I 18 Sl Kook AR B AL A, I RE R 3

féfji 31<TC<41(H) | 41<TC<62(H) | 52<TC<72(5)
! 18<LDL-C<26 26 < |DL-C<34 34 <|DL-C<49
EsmME  0~14 K& <5% ) KR <5% ) KR <5% )
24 L 1EBE(<5%) RE(<5% )
34 KE(<5% )
FemE 04 | f&kE(<5%) R <6%) R <6%)
14 K& <5% )
24
34

ASCVD10 xRk A B AFIR/NT 66 5&, [FERERK

/D ASCVD iy R A 2 BUREMILT- %, [H
N AN I G 5w B 36§ m Y 5RO, LDL-C 7E
ASCVD KPR EZ O AER . $248 LABE AT i
8 LDL-C KR B4 ASCVD fafs © 2 % %%,

AEFEUTER 2 AR EBRERS, EXASE.
O Yg4aE = 160 mmHg =£F5K &= 100 mmHg

© 3E —HDL-C = 5.2 mmol/L ( 200 mg/dl ) O UM
© HDL-C < 1.0 mmol/L ( 40 mg/dl)

© BMI = 28 kg/m’

FIFLL, HEFELL LDL-C Wi S A s (1 254
15, A ZAE ),

MMHE-HDL-C AIVE R EE T (11 a 28
HEAE, B IR Do KAE-HDL-C /R R Bl

E: BIERME. 1K HDL-C REBM = 45 F ikt = 55 %, 1B EHBENRBITERIETIE
SRR AR MAE T8 803677 . ASCVD: RIBKSHIFREL IO M EHRs; TC. BAEEEE;LDL-C. KZE
feEGEER, HDL-C. % EEEGEER, F-HDL-C. FSHEREEBER  BMI. KAEiEH.

1 mmHg=0.133kPa
ASCVD fefe iz

M T E NN C 238 78 fG B R R ACEXHAR IR T 55 %
M NFEAR L E SR g 1 2 % 3 AR FE R TR ASCVD
10 4E R f 6 b A i AREEA T ASCVD AR AE FE RS 1 PEAL, LA
FEPUIH A4 ASCVD ARAEFER R s fE A, XEusE mhg
PIPFER 2 T R0, X ASCVD 10 & fale b e
PINTE, R EA DURAER 2 WU DL F R R, HASCVD
REESER Ry fE, X R RARE(1) Wik = 160 mmHg (1
mmHe=0.133kPa )87 = 100mmHg, (2)4E-HDI~C = 52 mmol/L
(200mg/dl ), (3 HDL-C < 1.Ommol/L( 40 mg/dl ), (4 YAZEFEEL( body
mass index, BMI ) = 28ke/m’ , (5) W,
7 MAEREBFTIEN

ELQRR:

1. W6k £ RARFEAK ASCVD BIeAEE, R 2E R
MR RNGEIT o

2. F 4K LDL-C K-F4E A By 42 ASCVD &8 B %
Fdes, E-HDL-C T4 A RETFdet,

3 ARG S ST ERE BAME: M5/ IDL-C<1.8 mmol/L; &
J&# LDL-C<2.6 mmol/L; P EAfK /&4 LDL—C<3.4 mmol/L,

4. IDL-C A &M S AL B ARE4, LDL-C £
VAR 50%, WS B E LDL-C A& A B AR N,
LDL—C 473 5 A% 30% £ 4

5.6 RIANGIAAR, HiktiT BN, AAsE R TP
SREMIT, ARAEAMKIANG ST A2 0L, SRR E, B
Re B B KPR ARk AR, 5 HAils e

B, RHBERIE TG MU B E RN A kG 5
B, EEIR AT REEA Bk R
7.2 VG BARMERE

PN IR AE B FRELT R R 2 2B o A1
FEJWN . SR, A A AN & 2 M R
SEEISIT A MR HARME " P, H
FHE R %GR BERF S I S BAR A IR vA 7 B ARE
Rz, WORAGEMFNAE B AREREW K ASCVD &K fck
R RE A RRAR . R, B RS B AR (i) 25 7 5 5 i B 25 A
FHEREZE A AE . NTRRRIATT SR 25 AU R UL, K R4y
BIT RN R, HAAERE RN BARMES, A RS
WL AT T A A, e S BE A RS H, R
H R FH VARG 25 AR NP . TR 1 BT A A E A (S A i
FELER B Shuk, JARRIAITIR S BAME (1 25EE, C
G o
7.3 NGB FR{E

NARYE ASCVD W [RIFERFREE, e R IRRY T i 2k 2]
HINE EI A BAME. 8 LDL-C 2P0 ( BFME )
FERILTFEKE - PR R Aok R DA Sk
T, A RS LDL-C (R AL, (O IMmAS G R
i, (2GR R 2 B2, b, D4
LRI TR I — I N R, NS

FURIR 2k ASCVD[ g 2 TR SNKEE S 1E (acute
coronary syndrome, ACS ), FE MO, MEHEARG . Gt
IR 1 111K s N s 7 o 1 SN Bl 7
Ak | A EN s e AR ™ P miAElE ASCVD AR,
DU ARSI L T K SRR DR 22 i PSR M HR B 20, ik
THEREAl, W meEfe . Pfesdlfs, ARG mAssE &
95 f W R B e T BRI LDL-C (4 FL bRl ARGl AT
ZEREIM LDL-C/ 4 ~-HDL-C HAMEAIRAARN (£ 4, 14
17, BRI ).
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7R[E) ASCVD fe AB#BE LDL-C/ JE-HDL-C SAFFikiRiE
ERER LDL-C iF -HDL-C

kg, $& <3.4mmol/L (130 mg/dl) <4.Tmmol/L (160 mg/dl)
ae <2.6 mmol/L (100 mg/dl) <3.4 mmol/L (130 mg/dl)
S <1.8mmol/L (70 mg/dl) <2.6 mmol/L (100 mg/dl)

SE:ASCVD: SHBRSBREEEL LM s LDL—C. R R E A S ES,
E-HDL-C: = EEEGEEE

B AT TR T IR RIS Z5 SR B, B by T
iysca] ffi ASCVD FHE R A FE AT FTEAR, (HAR2SATLEXTHE/N,
HATRBET IR I ™, 2] TSI A6 P R P s
FIFRLES S Y 44 IDL-C M 1.8 mmol/L &% 1.4 mmolL, fE
RO A FAF LN FER 2 FEAIK 2.0% , FHXTFER AR 6.4%,
(RO AET B RIBET fERAR R #96F LDL-C FFE AL,
HARIFTEIR RIS 25 0], (H4aXT 3R es IR E A4/

W LDL-C 25w, A RIS siEayT 3 4
AJa, MELLMEE LDL-C B IAHFRE, WA 2% E LDL-C £
DREAR 50% VE AR BFR ( TTa JSHERE, B s ). IR I
WA R LDL-C IO AERA HAMELIN, X
B AR H: LDL-C MEEERAARAAT 30% ZoA (LSRR, A il ).

JE-HDL-C HAR{E It LDL-C HARE 2 0.8 mmol/L
(30 mg/dl). ANFEFER AR -HDL-C 8I7 BARE W% 4 (1
KM, B AR ),

7.4 VANGIAPRIR NS

T 20 43k, ZIRHUEIR KRR E5 R — 8RR, T2
ZHMITE ASCVD —ZF T X RE B 5 B Ol B (.
FONESE | S ORPE T B A R &R ) fERs . MTT2RE R
HBFIRIX ISR BN R A2 . BT, N T BRRAR, IR

I el TIRNE 2 (T 28407, A GGEdE ).

SRINT, U] BRA 55 ol F AT T 28 25 A7 A0 il Bl ]
HSNVETEFAHERIG IR PRl A i (A2 Tk evr i
) T, (EFEHREARE, RS R = AT 3R AR
% e A M R BER A Y, HPS2-THRIVE™ #ff 55 %01, R
FSE AR AT T 25 Ansnl e, A B AEE LR R AT Lk 3
HAKAHY LDL-C 7K F-. DYSIS—-CHINA™ Bf5¢ R, 38K Ah T
IR LDL-C iAFRZI AN, CHILLAS™ BFFE 4t ok iR &
SR TAE R E ACS BE R REE 2Rk R E A, &
e (o D 5 P 7 T S 1 ) A SO 22 O A 9T R T
e S ST TR RE R B R AU A B P T RUBS: T E
rpE AR S8 . HPS2-THRIVE 5% 22 BH {5 FH v 4658 i
ATTIARITIT, o R AR AS R By % A 2 e s TR s
JFEETF e (> IEHE FIR 3 A5 ) Mt KB E 10 65, mills
PRt 3 F BRI 10 fi5. BT, #ICoeT  E AR R
MTTIRYT IS Mg

T 22 YR A B R R R T T A AR
FLEF PR YT 4% T Y R A5 I, LDL-C gk — 25 BRI 1 AW
29 6% MTTITRL 6% FNE )o ABTTFHIEEIGRY , 2 5% B L3
M FAR LDL-C J7 a3 A /N IRk, Ui Bk
o PSR AT, AR A RS ORI A2 T O, R
BRI, AIREEACEA RS, SHAWERRZY (R
A OV BRA N, ATAS e AR RS RCR ( 1 25HE7E, B 2%
iEdE o
7.5 HAb g5 AT

R R T TR [ EAh,  EoAth i B 52 2 A L TR A T Ak

L, HZ ARG RIS IR AR A UEH . INYE TG AY-A G KN
< 1.7 mmol/L, (150 mg/dl ), 4 IfiL3% TG = 1.7 mmol/L ( 150 mg/
dDE, BN AR YT IS, ARG IR | AR AR E
WD . AR AR, 25 TG KSR . P EETHE [2.3~5.6
mmol/L (200~500 mg/dl) 1, & T Bii#% ASCVD faks, HARLIRE
fi% LDL-C 7K =22 Haw, {H R 5% JEIE-HDL-C 75 ik 5
FEARHMME. 2fiTIAYT)E , WdE-HDL-C 3ARERF HARME,
AR TIERN A DURES | Rl f il el . X
TG MAEHRH, BIZ5E TG = 5.7 mmol/L (500 mg/dl), B B4
P AH T 2 BRAIK TG #1 VLDL-C B925%) (bt mat
R B .

¥F HDL-C < 1.0 mmol/L (40 mg/dl) ¥, Fokiashlike
A =, BATJCY T R
7.6 AETE A

TR S8 B B 2 B R AR O s, IR ER YT RIAE
W G IR IR 58 i SERb R . o R m I T2
JEHRRIRYT , AR R A AR S T2 (1 2R, A
Feubd o RAFHAETE T AR RRR O N @RI R . IENE )
TE B I EFNRAFPAR AR . AE TR — Rl R AR A 1 2
i FURIRUS: / 3R 28 Ho PR T4 it
7.7 VRYTISRRA I

WESAZYRIT . TRIR 3~6 N H A A IR K-,
Inim AR AR A B bR, WARSEHEZSYRYY, (EA5 6 4>
A~ S, KIWARE TR A 1 IR IHTRRRZi#
T BT ML I R AR R R 2, NiAE 2
6 JE NS 25 1Ml R I B AN LR . Gl B gk 31 B AR(HE,
HIEHWA RN, BB 6~12 4 A4 11k Wi
HKibbr AT RN #, A3 A AW 1k, kYT 3~6
A, MBRIARIRE BAME, TG R AR 2450 el e,
RGN A RIVE FHOLRI RN 25 TIRY T o B AR G 2,
FIEEGREET, EBAERYT 6 NG A . TRy T A g I s
(therapeutic lifestyle change , TLC YFIRJE 2506 7P L HE AR,
A REFRAT RAF MG R F2 AL

8 AfriEEFEANNE

BRI BB L FERE LW R s
Hed; AEABETRRF M RILH]; ERAE, AUE,
FRIE 5 AL A P iR AR IHE S

MR8 SR EMAE XA BYRR, RETRITHIR
2 ATy AR MG 4 IR T B SEREHS G ', LB R kR
YIIREIRYY , AR R R R R TE (%5 ). 1E
LA H AT B SRR B i T E A T, SR AR AR
A IR R A B R I ERRA, R IZFHAME RSk
BeACe B H AR BN T 300 mg, JEHUE ASCVD 455
fa B, AR T SRR 20%~30%. — B AR
AMEAIE TR /N T AL BE R 1Y 109% 5 T v JIE B AL A AN
JTREE A B/INT SBEEY 7%, S aCS iR A /N T
REREAY 1%, =5 TG ILAEF 550 R nT REI /45 H AR B,
HZ PRI T 30 g0 BRI AR A EE & & n-3 2410
AR & e il A ).
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EEFRUEEAER
ZX B

FR%IE LDL-C At pER M 2

TR0 RS BH A < EREEM 7%

FEREEE < 300 mg/d
H#ANFEIE LDL-C BIBE R 5

HEYELE 2~3 g/d

KBRS 10~25 g/d
BREE PHREESRIFERRELRERE
SEER REFPEERERIG, BREDIEFE 200 keal A8

JE:LDL-C. (REEAE BEEER

A HBABKIE S b7 BRI 50%~65%. LR
FHE & e 27 e MR TS B it mi KAk & W1 A ARG 105 1R
HARE R AL T 25~40 g REELF4E (Hp 7~13 g A/KIRHERER
Z4E ). MOKILEYHBRALSIE, ERMenY T, HPR
TS AR R 10% (K TFARREFNR TG I &2
SRECBIEAR Do EYIIINF U R / el (2~3 g/d ), 7K
P /RS LT 4E (10~25 o/d AR TF MR H], (E R Wi
Hezz 4k,
8.1 Fusihil A

RERER M AR AR S8 R N R . AR REEaLmY
E L E W RE IR AN T SRR R THFE, DIEHlAE
K, HP BB A T IR B0 H ) AR (
H sk /b 300~500 keal ), BB LA, SN S kTG sh, A ff
A AIAC AR B D 109% DAL HE Rt B ( BM1:20.0~23.9
kg/m®), AR T IR
8.2 BIAIE

AR 5~7 K. BRIR 30 min PSR EACEEE B, W
ASCVD & B e i iz sh i ik 8, oAb e ke,
T T B ARG Bl
8.3 JMA

S TRINFI A SGE A T8, A FIF WG ASCVD,
FEFHEE HDL-C 7K. 0 RIGEFERAAT 112 . AR 18] LA K
ESLYE SUIillgE R
8.4 PRI

FREEERTE ( BPEER 20~30 ¢ 0%, LEER 10~20 ¢
2T RETHR HDL-C 7K~ {H R RER t nl i TG IfLAE
B TG AKFFE—HT G . AR T 00 MU R ER 0 3 G
Y, B BR S

9 AREZHYIETT

BRI AT RS G TR S TS,
WA b R ITAE A P B s F AR A
s W IT R AR B B R R A AR A R RS e
o gk A5 GRG0 R A R 5 R AL NG 2 8y
R BRI,

MR RSS2, AEZH, 2B ENS
o R ATt AR A V2R, KA Bl
PR (1) T REFEARAR AR 254 . (2) FEREIK TG 19254
Ferp R AR 25 ) DR REREIRARL T, SCREREAR TG, Xof T i
HIRIR AT, HE 2RISR, A RESRAT AT TAL.

9.1 FERFCAHEIRERI 254

IXFSZ 1 F B I L LI 0 P-4t e A O T e ) e
JInTEE LDL 43-fiA it alst D iz 7 pa R B A Wi, A Gy T2
JEFE BRI . A% B A A RRE 2y (Bg
hFE . iR .

9.1.1 filiT&

7T 28 (statins ) IR FR 3- 58 5L 3— FH L — BE Sl 1 A
( 3=hydroxy-3-methylglutaryl-coenzyme A, HMG—CoA ) ifsJ5 1]
3R, REA TR IR SRS PR E G HMG-CoA 1Rt , 98/ R
RS G, 2RI IR I3 14 LDL 324K, Js i LDL /)i
R, IBAh, IEATHIH] VDL & . BRIy T 256 2 ek
i TC. LDL~C fl Apo B 7K-F, tHABFEARILE TG /K Fle BE
F+5 HDL-C 7K,

My T2 HAE AZE ASCVD Biiva sk FEA B
T A4S ARG 1 U S AT T S AT AR O R SE TS
BEMBIET %, HEM CARE®™, LIPID™ ., LIPS® Z&4F57 1,
WSR2 e O — i P B B . PSP i gT R
B, SRR S s ARE D, T ISR TREIR S . ok
AL TIETT B RIS = 24 PROVE-IT™ | A to 2, TNT®Y,
MIRACL® 1 IDEALPY 45, 558 MU A T2 AR L, 500
B WRAADTT VAT T — A A0 A 2 B Y, (AR
JEARS B HORRRAIR BAET R 7 ASTEROIDP® AIF 5% iE 52
7T 2825 93R 77 AT WG AR Sh kR FERE AL BER . WOSCOPS™,
AFCAPS/TexCAPS™ | CARDS®!, JUPITER'™'. HPS"" £ HJf 5% 4%
7T M ASCVD BB R B — G 5 B vz i AT
H R T T 2700 M8 = e AN E— i B b i E I E A5 8
7B, HAEL AR IS AT N RO f Tl — 2058
LI R AR T T4, SPARCL®, PROSPER™,
CARDS®, ALLHAT-LLT®' F1 ASCOT-LLA" HF 5% 43 51 5 75
T TAERS R AR BRI By i He AR A I AR 25 o LR,
rf ] I PRBFSEAE AN S 3R ACS B3 28 B iR kA AR 9T
( percutaneous coronary intervention, PCI ) ARFjF i TiATY
F AR, BB ESMER AT PCT FEIAM R e Athy T
TR T LA

AT 2% 2 4 e IR R B I L VR v I IALRE N
ASCVD 5. HETEWIGIR EAEERMIT ., F T, S
3T, AT BHTRATT . Fear A T AR AT T AR
A AT T A T T s S e R 25 01, AR ] —F Aty T
FGAEHEES, LDL-C F— R 6%, RIFTIE “fbiT
TP 6% WU o ABTT I TG 7KK 7% ~30% , HDL-C
IKFETVE 5% ~15%

7T AT AE AT o] B[R] B B R IR 1 Wk, (ELAE R iR R e
LDL~C FRAGIR v R A 8 2. iy T 0 FEUAS TR T 3305 I 4
SRR, AnaEm sz R el . BUFHR, SERMTE
ATRERE L O A FRR S A T IR LT R R AR R
FR, AR A —Fp by T Wb B H AR ek
JRAEAMLT TASTANE 24555 ik Ab B

JH [ Y T ST 2 MELL ( CTT Yt 4 S350, 7E.0 1%
fal oy ARG, i TIR7 )5, LDL-C AR 1 mmol/L,
F B ML F A RHE R D 209, 4 PRET R IEAR 10%,
AR AL SRR 5 R AAET 2 WG AN B PG BF9E S e
fl7 TR ASCVD FHAFAYIG RFR 25 /NS HEBEAIK LDL-C i &2
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LNEIEAISG, MBITEIT AR MIR R AR 455K 1 LDL-C FEARAUN o
ARSI AT TFEAK LDL-C i WL 6

TR AR ERER
=R PSR
(B HFE0RIKLDL-C = 50%) (B HFZE K LDL-C 25%~50%)
FIHEE M T 40~80 mg’ FIFE AT 10~20 mg
I EFERMIT 20 mg &R AT 5~10 mg
FILAMT 80 mg
FEXMT 40 mg
I AT 2~4 mg
L MST 40 mg
FR AT 20~40 mg
MmAERR 1.2¢g
E T FREEAT 80 mg ALK R, JuERAMEA;LDL-C. REAEER
BB EE

M AR R B A AR 2y, [ HAARHLE] S AT 26
L, FiEad B GMP ARHE T2, FHAFHIZ o m ARG KA A&
Bk A, BN 13 FRRIRE AT, RICAHTIZEH
HIIEARAMLTT Z LRI, 8 R 0.6 g, 2 IR /d. HEE
T RIPTWIFE (CCSPS) R HARIRARRFZE ™ ™ IESE, ML ARHE
RS REARNE I, It 2 BRI RE o AR AT L S
FRAET RGO M SR AR, AR,

2 R Z BT BTS2 1 R AT, FOR RS 2 0L TH%
SRR AR &, W WLRATT

JEThEe S U FERI R WM, KR
0.5%~3.0%, R, 3 N AR A S FEHE (alanine
aminotransferase, ALT) Fl (2% ) K (77 ) LA MREAILEL LN
(aspartate aminotransferase, AST ) FFEik IEH(E R 3 504 K&
BIFRIHLLR TR, SR TR AT R TR
HAE FRR 3 LA, AR SR el 0 A AR
T B H A IS e A PR o SRACEEE AL S 2
PEIF DI RE T2 Aty T 220 AL BIF

T ZE 25 AR S I AS B SO A FE LR . LS8 R SO
e T, BEANAASE R (k) TFr, HiESHM IR
BTV, R TR R a2

T Al PR b YT AT B8 IR R B RS I FE R T, R R
10%~12%, J@MTT 2800 o AT T 20000 1M 4570 11 AR 25 A
TERTFHIERPRIG GRS, TCIe R PRI = i AR A PR iR
L AT TSRS NI N R AR )

I TIRIT TS RIS e ™, (B h—ad ik, Rk
WERA . SR M S R T % B D BB JE AN B s i
T T2 A AS R SR G . RHIR . AIABLA A
AR EE. R, RO AR .

9.1.2 IR PSR s i 541)

MRATT 22 A BE A 80 ) i 3 PN JIEL 1 WG, IMPROVE-
T BT R ACS BB TEE AT TSRS AT 22 4 BE RS ik
— AR O M AE F . SHARP®! BF 5T 2 /s A9 47 22 A5 Ao R
TTEESVRIT A E B ( chronic kidney disease, CKD )
SR O ML AR TS B AR, MR 22 A HERE R 5
10 mg/d, AR 22 A0 (028 e PERT 320k BAF, HOR RO R
HZhy—adt, FERIN LT ERER, 57T
AR A A R AU SRV, 25T IR AL
9.1.3 X%

E B A @B A LDL FoRAZ L, g 8 1 ACHs,

i LDL 5) i i HE 2 s e gl it k. 5 2 A0 25 5 FE R Bk
0.5¢, 2 W /o FEEM T M EEEMAE, JEHSE HoFH K%
R, AR IR R R P W WA RN A
B ; 5 ek s SR, Rk, Mz e
BYPEAN RO A QT [RIAEK: o 2= PO AR QT AR |
A RFE A
9.1.4 HHRRELATH

JIRPRES A R0 hr ik B 8 =g #e b g, vT BHNT A 3 P9 IR
i R A R ™ IR : e R S g, 3 K /s
RIS ¢, 3Ky BRI 1875 ¢, 2 /M. 5
TR, AT TR W LN RN A BB
IE . ERLAIZ IS I . LR LA S A
W B NEEMAMAEA MG TG > 4.5 mmol/L (400 mg/dl ).
9.1.5 HAhiENgE2Y

NEZRRE—RhLr il S 2g (1l TS AR OBRIE AR
BRI ERK 0.24~0.48 g, 27K /A, HA R EEFEATCHE [#
PR % 2R RS/ L

LA b I H e rh R Al (g —Fh 5 8 R IR I A
BEIRGY, W HRIE R 10~20 mg/d, JHISVEA SIS, RR
SIS/ I, 17 881
9.2 ETRHL TG HZIY

H 3P EBREAL TG M2y : VIR RS R 4l fa
T
9.2.1 DIk

DU 2 3 3 oo R Ak TR 8 B A TS R«
( peroxisome proliferator activated receptor —a , PPAR o ) Flii
% B 25 FUI T ( lipoprotein lipase, LPL )RR INIE TG /KEAI
Fhis HDL-C 7K ™7 % B DR 20004 - AR DU A4
WO g, 3K M; kAL DUFRRR 02 of ¥R, 13K A5 FHEN
FERR 0.6 g, 21K /d; FIHIFERR 02, 31K /. HIAR
KN ST 2525, A ARRERE . LA RN B AR, I
FUER A ALT ZKE TS B R AR < 1%, IRRIRIR S5 R
ZEREAY MR DUREZR 2 W BB = TG A1IK HDL-C A0
EEHEIER AR 10% ity PLEBARAE SO WU ZE F i
RENPKILIZ EEA N, SO MEIET . EEEHO UL EL
R JGRA g B0
9.2.2 IR

SRR AR LA 22 B3, JR AR A2 R H
A FAL TC., LDL-C 1 TG LA K TH& HDL-C ffE . JERRVEH
SRR N2 R B R BRI | DR AR I R A
JUEFNREAIC VLDL 200645 56 . MMRAT 5l AZg % 2 iy, DIgg
BRI AR ., BRA W R EIR 1~2g, 1R /d, #Hil
MU (0.375~0.5 o/d ) FFUR, RERTIRA ;4 FiJ5 208Nt 2 i
FKH R B DAY RS BT HofAa PR E
R VRBRINAE . Er IS . AR AL IEANE S, LIS sh LT
WG SRR TS A R A S . R R 45
ZEREHUR B, IR TGS S S A S AR AR 254 & 4]
WGEE L MAE TS, O M4 R 34%, ks ke 2
259%™, FLEALT TR B A IR A IR R ZE B 5 B F b
TTAI L TE O B R 5 %, BRSE 2 [ E B IR 25Tk
IR Y.
9.2.3 &l A
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fayh FEL AN A n-3 NEIERRD o -3 NENiER. & &N
R 0.5~1.0 g, 3K/, FEEATIRITE TG IMAE "™ AR
SN, KR 2% ~3% , AAETALERER, ARG
PRI 2 Pl b N LR S B T v, (B L il i) o S0 11 PRI
1O W8 fep 2 A T R T RO i A A, (ER B S 1Y
lﬁ}j—(‘i—itg/ﬂ\ [101, 102] )[iEiO
9.3 JHENEZ54)

UEARSRAEEANE A 3 R R e 2 Bl I RN
9.3.1 kiR TG HEAL 25 7

% A IR ( lomitapide, kN Juxtapid ) T 2012 A
FH € B & 5 24 i B B (Food and Drug Administration,
FDA) HEHE 17T, F2 M FIRYT HoFH. Al fiff LDL-C [#{Ik2Y
40%, ZAN RN REZB S, FEIINF T s
Y 1% 104
9.3.2 FAREH B A HLNHIF

KIAFEA ( mipomersen ) 255 2 X L SEZ R, 2013
AF FDA it w] Sl sl 55 T Ah R AR 25065 F TIRYT HoFH,
FAPLHIEE X Apo B (R HAZHEZER ( messenger ribonucleic acid,
mRNA ) 4007 SUEERGTERR . W VLDL 0k RSN . B
fi8 LDL-C /K-, ] fifl LDL-C [#fIK 25%. %248 WA R
PRI SN, ARG L . bk . BREE . P, 4R
RN RN JE T b 1,

9.3.3 FIEE A ALERRT I A 2 O\kexin9 7 ( PCSKY ) #HiI5]

PCSKO J& FFIE & B 43 M T 22 54 R R 11, T 5 LDL 52
PRG-I L RE M, T LDL AZ 44K 1 3% LDL-C #3%
Bio @it PCSK9, AIBHLIE LDL SZ{AkREfE, {2k LDL-C /)
THFR. PCSKO I3 L PCSKO B Te Bt (4 & Ji fie i, 3
H1 alirocumab . evolocumab Fl bococizumab W4T %2 . WF5R 45 R
7R PCSKO 0] 531 I 1 5 b 1o Y k5 e T 28 25 1y 45 T I 4%
BB R ML LDL-C K, [RlAs A el oAb i i 45 4n, 04
HDL-C, Lp (a VaE L BB EAE R ANSEE FDA E3EHE evolocumab
5 alirocumab R 58 PCSKO 146 5 1. %14 1m PRIESE
ZERRW], ZZG A LDL-C FEAIK 40%~70%"", - nTii/a i
R A T A A AT AN B RORAREE
] P9 0 ALk T PRI B B
9.4 JHNRZYINIEE N

TR 25WEA 1N T RE R R S TR s,
AT = MR RIERR R, [FIRFEAUN R ON R A%, W
TABTTSEVERE & . AR ATREIRESET A, Bk
G2 AT ) — R AL [ 0 98 B 25 41
o FHXSTARE 5P AS RV RIBLE, A AR A 2590645 1o
UES
9.4.1 Aty T S HATZAIA ]

PR Z4 490 4 590 5 i L [ 2 ) 65 BSORIR C, - AT ™ A R AT
PrRIVE . BEAIRYT AT I LDL-C 7EAb T IRYT AL a1
IR 18% 247, HORSE AT 28 /R B g 1o, £
T R 1 50 W 5% SR 37 22 A1 55 R A Sy T I A R A1)
A g g R 1 L IMPROVE-IT AT SHARP A 58 435 &8 7%
ASCVD @ 8 34 S CKD (835 R T T 54 Ar 22 Ak FH m] e
AR M g ¥, S o S5 B T T VAT E RS 1K
FREANT 27, AT 25 fErh /ARGR BE AT SARIT AR SRy 7 ( |
JeHfets, B GO ).

9.4.2 iy T5 DAL A R

6 F R S AT B A LDL-C 1 TG 7K K2 F+55 HDL-C
K-, FEAK SLDL-Co DURRZE2 W di Ak DR . DL 57,
FALURREE, AR DR e %2, et e s Y AR
FEdeR, ATT SR DURRBR R T &5 TG IR HDL-C /KT i
Hoo AR " A DU RRE T TG MURE s A
I HDL-C /K- PR B s g e AR 3, U HR IR At
CEOTER A FIMAR S, mE O A B BB M T I9R T R
AEAE TG 3 HDL-C KFHEHIAES . AT 2R DR
P CERERAHL, WA TSR OIRER T RE, IEA RAENL
RAUHAIGER:, AR EARNR N LA, Fik, i
VTSRS & 20 N B, HAEN S5
12256 A AN fE R AT L, THRA R
IR, REURMR VAR5 . My T 229X, #kf
I 2 B ) S 2 T, IR U0 W LR ARG, AanJoAs RN,
AL AT 545
9.4.3 {775 PCSK9 bl FImE 4w H

JRAE PCSKO il 51 i A AE v | b 7li, T 5 PCSK9 il
il SR I B B BR324 3R 7 M B TR S L U2 FH
BE TS T, AT (W 253575 SR o RREE 1
LDL-C /K- TR, $Eeihbr R, FH L JE HoFH B3, 4
ARG T MR R A SR 25 (anfhyT + KA 340 ) IRYT,
LDL-C 7ZKFATS > 2.6 mmol/L ) ASCVD 3%, finfH PCSK9 #17i7k
N, AUSA A ERPLRIEIE 2590 =185
9.4.4 7T 5 n-3 NEINIFRIBES T

AT 5 gm0 n=-3 g 05 BRI A P R R TR A
IR IMAE, FARKIMSS AR RN . IR & n-3
ZAMBTFNEI AN SRS, JE3E R R e
PARAEA, ANERKIN . SR G R A REIE I8 DO i 45 2R

10 MAEREEITHEMIEHE

EARR: BEOcEER, FEHE. a5
FARA VIR AR, VAR ST T FH &4
fEEG R EHRARET .

10.1 JI5EE (M2

R P2 Bt P IR HE HoFH A S B AY B
TRITHENE, W LDL-C K TPREAIR 55%~70%. K IATRY7 Al fili &
ks IR THIR . SARRTRYT SRR A 1k, AR A 2
JEHUEAT 1R, PRZBA R RS AR 1 i B e ] AR St 7. %697
TE AR B 5, FEI B A7 AR B KU , WV E F B0 I i
M ARESIMLAE . Bkt m AL e R, (SR S5
RHO K, HSCRIVER & BT RIC,
102 JABHAEALTFARART

JFRSHE NI il LDL-C /KSF-HA S st . SR el R AR k0 e
A, BARE—FRINIGT TN, (B 2Rk, s
BARARIGH RAEZHIET 30 . kB | 24 IR feyze i
FIAE, L, IR AR . AR E B s i AN T
T WA FEAESE, BREAE T FH BB A%
HIETPE, AT R
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11 5% ANENERENEE

BELRTR: Bk, BEBRFAFGRIEER, R
W ASCVD & o i1 A al b, 45 A4F M & 5 4F &
T st RE AN PEAL A P2

11.1 BRI

PRI A IF M % F RN TG THe, HDL-C F&1IT,
LDL-C FFa sl b & "7 PR IR YT AT LA S 25 A PR f
KAz A AR AR O, AR B 1 I FR A
LDL-C HARKE ", 40 % K DA_FH PR £ 3 I3 LDL-C /K
SERFFEIE 2.6 mmol/L (100 mg/dl) AR, {4543 HDL-C FIARME
1E 1.0 mmol/L (40 mg/dl ) Lk b BEFRE 2 NG 5 i A B
W8 ASCVD R PERR AR ] (1 1 ) FAE R /2T A L
HRA MG 5 e, i T2R29WRYY, WA I TG FFmk
IS HDL-C 35, AR AT 255 DR e & i .
11.2 @i

IS I AR 5k 3, PR RER YT AR S AN ] fs o A B
W JRRE HAME (& 1), JRRIATTRES I 2400w i 8% 3RS
RAFBRES , FEMEAEIR AT L 2 T A] BE TR R 28 10,
U, mmdRr e, FAEERs i i R BN Sty T
IBIT o BHL A HOPE-3"" ) B sy 25 /R, X T &5 /e
S, MbTT2RAYT B AR A A D A S5 5 6Tl
JE > 143.5 mmHg OVZH AFE, AT S5REEZ50G 0T, Ao
MR N R R B
11.3 fRUZEAE

RSB SE— A LR RE . b CRRAY 2 3R s iR
96 )RR LU IR 5% | B TG MLAEA( 2 Mk HDL-C IMiLfE |
SEEE KRG IRAE AR, s R AL A B ICIR A fe B
RIEF—MMEMAH G, XEEHEE BT ASCVD k4, H
B 2 AU R ARG . A IR RIS A IE RS Rk
AU MAEBR I R AR SACHZEGE AR, LR
MALAER A 2 TROBH RS ) f o by 2 o 121

S S|l < B S AW £ e = B ST =1 AN =0 (1WA
T Mg S8 AW O A B, (R, fER LA
TERRZOFEFR—NERE , L HE OB RS Wb s S AN ]
FET R E ORI i e iR ZR SRS Wb v B
FUAT 3 WiE s 22000 ( 1 ) TAE AT (35 i TR - B 5
= 90 em, L= 85 emy( 2 E Mt . 25 ME M4 = 6.10 mmol/L( 110
mg/dl ) BT 2 h M85 = 7.80 mmol/L( 140 mg/dl ) K (& )
L2 A PRI AT 5(3) R : MR = 130/85 mmHg 12
(50) E#2 N m M EHGITE :(4) 28 TG = 1.7 mmol/L (150
mg/dl) ;( 5 )25 HDL-C < 1.0 mmol/L ( 40 mg/dl ).

25 G AR 1) B TR H AR 2 BB ASCVD LA K 2 Uk
PRI, XTEAE ASCVD FHZET O M TR R . BUREEAN
A U IRENAYT B A E S it J50) L e 3h
AT EIRIT . WERASREIR B B AR, T AT X A5 AL R HR
AN Z503E YT . AR A AR e A ZE AL 7 0 A TRYT B AR
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 1EPEENEER(CKD )

CKD ¥ Bl 1. g A8 5 5 A2 F ASCVD kA= Tt

I RAFGEXF CKD J3# LDL-C 3597 B bR AT iR &, 7E AT 52
FIRTEE T, #HEF7E CKD B3 N3 2 7T 289897 . 1A HAx:
B HhEE CKD #% LDL-C < 2.6 mmol/L, JF -HDL-C < 3.4
mmol/L; & CKD, CKD £ Jf & il /i 2 8% /K 6 & LDL-C
< 1.8 mmol/L, JE-HDL-C < 2.6 mmol/L, 77 A 55 5k fF
(IRAE=E P g 3<5 0152 o N 803 it i D2 & N N
(end stage renal disease, ESRD ) FLE R, TATAPEAY
2 JIEL 61 P37 O KUBS R AR 25, I 2 e 50 LDL-C H A
I

CKD BF AT FRNUR I S fE AHE, JoH RS o
B THEIRGR BB/ NERBE IR (GFR ) < 30 ml/ (min+ 1.73%)If,
It HL &R RS Sy TR B YIRS, SnsE e T .
IR SEMTTIAYTY LDL-C ABERARIT, RS N R IT 2 40
B DURRE AT TR LRS-, W EEE CKD B S by THRHIR
AT RESE AT AU o
11.5 S e IH R BEIfUAE ( FH)

FH J& & Yo oA i v A4 PR RR ARt e iy, & A= ML)
FER LDL Z R WD e i fE 284, DBURH T Apo B ¢
PCSK9 MIINREZRAE =, Bt & B LDL Z AR H 8 (R %%
At R A IR R 22— L2 H A PREFAE 2 L3 LDL~C
O BT AR R O COAUIPEELO SR ). AE Bk
WRALFES, FH MIGRERA A4S A (HoFH ) FiZy & F
(HeFH ), #HRFEELAKFEELH], HeFH fYILTE TC /KF% >8.5
mmol/L (328 mg/dl ), T HoFH FIIMTE TC 7KFH > 13.5 mmol/L
(521 me/dl ), HWISRARZIAST, HeFH HE R HT7EAAR 40 £ (5 )
5% 50 % (L ) MO IMAE PSR, 10 HoFH W2 F4) st k&
A PO MAE S, A AR IO MR IE T R EE FH AR
FHtEs 100 £ E

FH AT B 2 H L AT ASCVD fE R, e/ SEvE i
FER PR AP & M JRYTELS SR FH B E S
HoFH F HeFH £ & 200 R B4 TR A6 7 AR 6 =l : iR
QU DRI AR A, HRHIIMRER ), @i 2B OR
S, AR ), IRSRIE NG HAL AL RS R 2R, s I R
PRI R, FH B AT/ AR RIS AR IR Rt T 2477,
AR AL ASCVD fEks . RNRIGTT I BFRK - 5.0 M A B
fEE A, LDL SZARME N RS B2 thi TH5RYT IS LDL-C F#AIK
25%, TiJG LDL SR BB AR 15%, FLE, FH BEHT
BEFIFEE Z RS BSTAYT o D ISR R e
LA PNGZIYIEYT, TREE KRR Bbkor, R
By i s R ] e v e e | e AW i
BT
11.6 %rh

Xef o S e P A P 8 T AR I & A ( transient
ischemic attack, TIA ) i3, TCIS A HAbShIKkAERE LIE
i, WS AT INGYT, DA A R i 4
OG5, A Ok ) @, A HEIL LDL-C = 2.6
mmol/L (100 mg/dl), HVTZE25HiR Y7 A AL U4 W 5 i Sk
LDL-C < 2.6 mmol/L, (100 mg/dl ) B, H i i Hl = i PRAE B
PN RSB RERE AL A (23R 70%~99% ) 32l i 14
Al TIA S, #E HAREN LDL-C<1.8 mmol/L (70 mg/dl)
C TR, B GLEE ). KIME M TT2R25W3R)7 Bk L%
Ao A B I S A AR O U e o P B kg TIA JR 3 A
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