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PEMRAMAEREFiaiEr (2016 FI2IThX )

¥ B A SR B s 38 ST IR A A

RS

Z[1]

il

30 4k, R ELAER AR KCTE LT, e
AR RN, 2012 4F 4 PR LS R EoR Y, B B
Ii% ( total cholesterol, TC )3E-358 4.50 mmol/L., 75 JH [ B IMAE FY
R 4.9%; Hh—=Hs (triglyceride, TG) SEIA A 1.38 mmol/LL,
1= TG MUAE A BRI ER 13.1%; = %5 NG 3 IR EIFE (high—density
lipoprotein cholesterol, HDL-C ) SR 1.19 mmol/L, i HDIL-C Il
TR 33.9%. HIEI B MRS B AR A 40.40%,
A 2002 AF MR RE B be AHE I IE R AT (9 sk 538
2010 £F-2030 4F-3 A1 [E.Co ML SR 243 920 7772 1]
JLEF AR m I R R MAE B R A B R T Y, BURASE S
FEI B I 573 S50 B AF DG (R AL R S

DI FE NE s I NE & (low—density lipoprotein cholesterol ,
LDL-C )&% TC T A A LG S e S DKok R RE AL P O 1 A
P95 ( atherosclerotic cardiovascular disease, ASCVD )EE B )5 [ K]
5 AR LDL-C /K, AT 3580 ASCVD 1 &9 R BET -l .
HAbSEAIY AR %, 40 TG 34 ¥ 5 HDL-C B 5 ASCVD &
o T W P T o A A — R R IR B

ARG, XIRE ASCVD it B EE R L,
A R AR B B 1 A2 3 7 2, 2B TR MLAR 58 A ASCVD
AR HEAS SREMS 5 X AR S AR, BA AR AU L S
HIHIER | JRYTRAENR . AR E R MR 55
B FRR AR R B A A, (A FRAOKE, g
S B BTG TAE R AR INE o

2007 4, HZSRHE RABNIREZ R SFERIHRT T
R MG 5 AR R ). %48 F 2 0o R I B HERA T
S I AR ST IEE (255 F A MR 45 AL et r U 2l |
P T HE A T E AR MRS F A, X E m AR E
MR AR S T B SR Y,

2007 4ELASK, S Z M im RBIFIRIESS 2 — L ik 1 R fiH [
BB X ASCVD —ZR Ty Al g iy i A3 i i 2k, [
R T 225 ARG AH AR TE #7111 47 0% G S8 A T M
IR I PR M A STk R A T ARG . FR AT RiThE
PEBNIIIFSE , AEA ARG 3500 T, A5 T 20 SRR 18 A .
#2007 SEAERTEAENY 10 AR BAERTEAL T Sk B, BRI T
A SERIEA 1

2013 4F 11 H, 7EEZ DA A F 28 S5 B
HRBSCRE T, mEZOIER L R0 A
gres. RS OMEIRIN G2 . R E S NIy 23 LA

Lt e R LR R B TG R A 2, 1
TR G AR LR A G, 2R
ZHHE T 4T (GERIEITHY RSN O A B A B T
it FRRIRS T FES IR R ARERIARIAS T )3E 17 MZO R
FE I AL X IX LA (R 2 T BAAH) SCRRAR R AP
M, LRGN AR SOk A2 SR IZE A A=
PR SCHREE 2 (CBMD), 7 7 Bl MR- &, AR
BRI (CNKI), S A= B2 SCRRECH 2 ( PubMed )T 22
B S AR R SE (EMBASE ). [R] I FH I S BAS U5 1
BRI RE A ER T FERIIETTRRER AR SO
TERGEFN S F i 2R IR, YRR
BB  EFE I REAN ) R WA SRRl 452 2808 i Al

MBI TR DAHS AR =L R
ITHOBRIEGERE "o SRR TR D, R G0 LA 0
EVTE, MRS 50 R R O

AFE RO S S TR MR AR DGHR 9 " 1 iy
SEX, BARARITT . 128 SRS (8) —F A1 .
ARAAREERIESGRYT, R 136 f5A ACEOA
RCAAIERE 1 OF J& SR RS R E AT, T a2l A
SRUEHE / WAt T AR, WX e iy 72
AR b2 A SRS /WL R AN BER S M IERA I (B
AR, FIEIENT. M2E: FEEUESEA (5 ) —B AT
(= Ak, Fxh—Le T BEA F A EERATT , AR

ARSI SGEAUTT - RSP A - IR
T LI R AT UK B: RS AL T HAIIRE
Bl RIAI B TARREIXT RIS . EEKF- C: SR ZIER
TEDURCEE T/ IS [RS4SR

1 mAsSREER

EERER: bR e F PR, TG AL (4
HElg ) a9 B AR, BRIk 6 g £ %58 2 B B Ae
TG, AAMKNZE B T 2005 & e B B & e B B 5% 69 7%
KA TG A H o F 7 64 3 A 72 2405 Iy B2 B5 AL 7 %
Mo MAERIETHK, LME5HEGEGRTAEIEE G L
ST RIGE G F s T ik, WA M £ A RBHATRH

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

MR M P IR RS . TG FIhE (Anmiig ) 4500 SR,
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St AR UIA S B I IE 3 AR E SR TG R AP AH [
T LAY 1 A A s O A A 5 TG S AR
3AFEREBENRIRER LTI L. MBI TK, DASRHRIY
1 B RV 2 8 25 11 ( apolipoprotein, Apo )25 & IR A4 REVE
Filnik, wiskm2d W TR

He B 434 - FLBERCKE (chylomicrons, CM ), WA % i

HE % H (very—low—density lipoprotein, VLDL ) . 1 [8] %% i ig
# A (intermediate—density lipoprotein, IDL ), K % J&¥ fl§ #& H
(low—density lipoprotein, LDL ) #1155 % B I8 25 1 (high—density
lipoprotein, HDL), M4k, A —Fp s E A NG E T (a)
[lipoprotein (a ), Lp (a) ]o #&ZSARE L YEIERE . F2MS
HPFFIRES] T3 11

A BRI A

n%E KEZE(gml) BRER (M  FEHS TEHEES B3 e

CM < 0.950 80~500 TG Bisw A1 A2 INEBERK RPN TG FIPBEEE /A iz E H b AL

VLDL  0.950~1.006 30~80 TG Bior E. Cs  FFRESH EENEN TG EANEARE, R KBRERES
BERRER

IDL 1.006~1.019 27~30 TG. FBEE Bioow E VLDL & TG & fsBgKREH M |8 LDL Bk, EF5ERTATARIS

LDL 1.019~1.063 20~27 ABE B Bioo VLDL #0 IDL o TG & fe B 7K PEEIEEMNEZHIK, 22 LDL ZANSMEsMEELNE

=i BUFOF A, 5 ASCVD EiEME%

HDL 1.063~1.210 8~10 s, BBERE A1, A2, Cs  FEZMREF/NBER R RB BB MINEBRB %, HizBEREHSE
AN, HDL-C 5 ASCVD it

Lp(a) 1.055~1.085 26 PEE B Bico~ (a) HRTAFHAEE B () BT Z 5 TS5 ASCVD #83%

#5 LDLEHHNESY

3. CM; ZLEESohL VLDL: tRIKRZEREE B ;IDL; PEIZEMESD LDL: KZBEEES HDL: SZEEES Lpa): lEEB (a); TG Hih=H ;ASCVD: w1k

O M E R HDL-C. R EiEoREER

1.1 FLEERI(CM)

CM 2 Iy ik e R IR & 1, BB 2 TG, Nif
90%, HAERAMG. 1IEH ASNE 12 h J5RIAAT, M6 CM,
B VA B FESER BRRAS N MR P 357 K CM I, VML
iR, IR AR 4°CH BT, CM 2R 2 i i -
JEEEEE RUN , AR TG M AEAE R fRTRE ik
1.2 W AR &1 ( VLDL)

VLDL S %, H TG S84S5 55%, 5 M —iE4
FRAE & TG MRE M . E8A CM AEEMIMLIEH, TC W RE
St VLDL 270, T VLDL 2t CM /D, %518 12 h idi
I SEE, M2 I IM5E TG K > 3.4 mmol/L (300 mg/dl ),
MIEA R FUROCE EE R
1.3 & E &1 (LDL)

LDL Fi VLDL Fl IDL %4k ( Forh i) TG ZBEf /KA 5 TE
A% LDL ), LDL ki b & HEREEZ) 50%, I AR e o i
ZIMNRE I, BOFR N & & IR RO RGEE (. Fralii: = I A i
ET, R B B (T S5 IS LDL-C ACE- 26 R, T
LDL f5iki/)N, Bd LDL-C A9 BEAR =, VSt A&, LDL
PIERIE R T 95% L R Apo Bige HETRIURL A/ NI BE E 1K
A, BPE LDL 4 MRV ZH 3. LDL W JH [ sz ok 240 F
2081, K240 LDL J2: f AN RSN LDL SZ A8 143 it
1.4 SEENREMA(HDL)

HDL 2 i IR/ MG A . HDL 28R i/ NS
g BRI ER (R LT —2F. HDL e R A L
Apo Al ¥, HDL 2 KR FtEA& A, BT HDL ki i
JEE . BNRE M. BEFR IS IR A A, RAIA
[F43E 3, PFs HDL 2 A4Sy, X4 HDL WA AT
Ry B TN TSRO R AR S TR ANAH
[]o HDL FAHEEEM R FILHZY (g shikisrenifb it ) #4125
A T PGSR AR BRI CHE, B R R o AR [R5 412
1.5 JEHEH(a) [Lp (a) |

Lp Ca) SR G ik R B — ISRk IR R . Ip (a)fF
FUS 2T LDL, (B8 I bR & —20F ApoByg 4h,
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WEH 43 Apo(a). K Lp (a) GRS RIEHDIHL
il T
1.6 AR AR 2 A AR EE( HE-HDL-C )

JE-HDL~C &35 5% HDL AR A G 8 11 1578 119 iR [ e
B, HE AR JE-HDL-C=TC-HDL-C, JE-HDL-C
N ASCVD K Hif fa NERT G B R IR G F S AR, & T
TG 7KAE 2.3~5.6 mmol/L ( 200~500 me/dl i, LDL-C AN Eraki
IRIAYT BARE A, RS FA AR R SO AE-HDL-C 514
ASCVD —ZR 155 A1 — R Filsis ey 1 4 H b U

2 MmAEH L E

BEARER: AR L hIEAENGAARR B H TC, TG,
LDL—C #» HDL—C, F-At 62 5 R B 4= Apo Al.Apo B.Lp(a)
# s RS R B B 3 B K iE

I PR I ot A A4Sz 0 9 3% A< 50 B S TCL TG, LDL-C Al
HDL-C, HAIMAS H U Apo A1, Apo B Fl Lp (a) (Il R
At H 252800 M,

2.1 RUHEEECTC)

TC A48 ML A R EE M AT IR R B, 5400 TC 7K
S FEEREEA (1) RS TC ACE R BEAF & BT, (H
70 % JE AN RS T I, R AL TR, ik
285 TC ACFAL AR Bk . (2) AR 0. R0 I T e
FARRIRRRER A BT TC FHm. (3) iR SigEAMR
AR 2 ARSI A AR s, 25 i TC B TR B 2

TC X Bl ik o8 R R A 1 52 995 140 £ 5 ol 0 3000 A1 {ELAS T2
LDL-C 45, FHARIHEIE-HDL-C Al VLDL-C Itf, W74
i TC,

2.2 HIH=HER(TG)

TG K32t FIREE R R A0, SRl . 4Rt .
PERILL R ARG IR (ke | as5h% ) A6, 5 TC AR, TG
ACEARN AR AR ST R, [Fl—AMAK TG K-S K B AR

guide.medlive.cn


http://guide.medlive.cn/
http://guide.medlive.cn/

I EPEF A 2016 4F 10 F 45 31 4 45 10 BICESS 220 3] ) Chinese Circulation Journal , October,2016,Vol. 31 No.10 ( Serial No.220 ) 939

e SRR AR, T AR — MATEZ YO e i, TG (AT #E
HHRKRES . NBEP MG TG K2 BAE WA

TG %% % vh B Th 3 % R VLDL & 0%k ( Uk 56 /)
B VLDL) 2, X Sbrkkifig & [t TR0 AR /N, ATgEH
B HAZBh OB ALE R . H 28 RiR, TC F i
AR R A 1 ) LDL B HDL (45 #9112 25 sh Bk R ag
AR WA RRIER, MW TC K FRE T E B
O FE R PERG i ", 24 TG TR T AT, W oalfE Rk Ak
IR
2.3 IR B MR EE FIE [ BEC LDL-C)

JIE[4 B 5 LDL F 8 50% A6 47, ) LDL-C #e i 5t
ARE S WLV LDL B . B2 TC A9 PR 2 34 0T R AR 52
LDL-C 7K. LDL-C ¥4 m 2 sl ik Femiifb k4. BB
M) 2GR P U2 LDL A M4 o B A BE Y
TEW T 265 B A9 LDL B 08 1 a4 fk B LDL (oxidized
low—density lipoprotein, Ox-LDL ), EWEA A TE Ox=LDL
JETCRGHRANNE, 53 AW L2 . mhG, AR s iR
A B ARG A% L o Bl ke A e g B B 3 0 A 18 vk 4%
PRI R ARAE, (H LDL AR nf B8 2 ik Fivig ¥ 98 E 1h 3h A4 5 (1)
AR E AT, LDL-C 5 TC #4147, {H TC K
V-1 52 HDL—-C 7K V- 54, 0w 4727 A LDL-C {E i ASCVD
fE S EATPFAG FE AR
2.4 =R NEEE A E R HDL-C)

HDL GEKs &1 R 20 2 4 iy A5 BE P U 18 B iz 8 ek A 7
O3 fEACEE, BB R RS s , Ay R s I A RE A TTAR,
B HTSh ke FERE AR AR . B HDTL A RH T i H A
FE, S FI 22 A I BT R A R T A R
HDL 7K,

HDL-C St B 32 E R 3, TR S TRARE,
BEIME TC WK, HDL-C K. AR HDL-C L Mhfik.
WEIR AT HDL-C R, BERRG . JHRAHF L kA n] 11
FK HDL-C, & TG MLAE B E A IR HDL-C, Tz shFn/b
YR 2T HDL-Co KB TR2E ORI, M HDL-C
K5 ASCVD &fal S ke
2.5 HIEEMA Al (Apo Al )

NI 22 114 DL ( small dense low—density lipoprotein, sLDL ), 4
BTG MAERT (VLDL 5 ), sLDL (B LDL) e, Sk
LDIL A 7 LDL R, sLDL J0Ri R Apo B 2 tedss 22 i il e/,
TCRT B LDL-C BARANE, (MY Apo B BEESAYANE “51 Apo B
MAE”, BB LDLE £, Frlk, Apo B -5 LDL-C [R]H
SEAFITFIG AT
2.7 JgEH(a) [Lp (a) ]

M3 Ip (a) WREE FEGitfe A%, HARRNZMHER ., F
W PRE AR Z B B2 P RS2, 1B % ABEH 1p (a)
AKT-E BRI, BRI ATTEE 1000 mg/L LI L, {H
80% 1 1EH ATE 200 mg/L LAF . 3% L 300 mg/L A YIS, &
F K B DR R fE R B, R Lp (a) ATREH
B BB BKREERE AL A, (H B2 G R ST IR 2 e b,
Lp Ca WEEGIR AT WL T2 R 2 VEIAR SN . BGER AL . BRI
B AEIRFIIR A IR S . FEHERRAS RN E T s AR DL
T, Lp Ca)#itAiE ASCVD RYBNT G R .

AR H I E S ER G PP HAL E KRR mmol/L, [ B
A EEGH me/dl, AR ZFN R : TC, HDL-C. LDL-C:1
mg/dl=0.0259 mmol/L; TG : 1 mg/d1=0.0113 mmol/L,

3 mMEEAEXKFEMFEVSR

EERR: S ERTF AT IS ELENT
ASCVD — 7% B 4= AR,

MG H B 2GR ASCVD KSRGS . AF5r
XoF R AL B0 Bl T S S Dl il (R 2) B2
TR AN [ LA 7K T L ATEE ASCVD R Gl B R 22 P
FELER, ARSI MR /KSTXIFFE A 10 4540 20 4F ASCVD 2
BURIR G RIS 500 s 22 T ERRTEH N 23 M AR A 1R
T X L 0 T K A A R A gl 12 1 2 2 T iR
B, 3R AR GG A AN 5 5 U B 23S 1T ASCVD —2
TR Y B b AHE

F[E ASCVD — BB A BE M A &35k FRS % 4 Ehme [mmollL(mg/d)]

TEH ABEMLYE Apo Al K EZTE 12~16 gL SE TC LDL-C HDL-C 4k -HDL-C TG
BN, GbtHE TR HoLk g EE TR I S S
. TIE/RMH- < D < 3. < 4. < 1.
WO RIVEAE R AL 50% , EEAH Apo Al jen= —sop008  =34(130) B >41(160) B = 1.7(150) &
215 65% ~75% , T HAAEE I+ Apo Al R <6.2 (240) <4.1 (160) <4.9 (190) <2.3 (200)
/b, FrLLIMYE Apo A1 W] LIS B HDL K-, 5 FtE = 6.2 (240) = 4.1 (160) = 4.9 (190) = 2.3 (200)
308 < 1.0 (40)

HDL-C 7K~ 2 BB IE A 56, Hlf R & d ok
AL
2.6 FIRHEIT B (ApoB)

EH ARER IS Apo B 27E 0.8~1.1 ¢/L 1l
BN, E¥EMT, 1 LDL. IDL., VLDL flLp (a) ik
RHEAT 1431 Apo B, A LDL Jik: 546 k£ 8, K% 90%
1 Apo B 43 4ii 7E LDL H1. Apo B Apo By Fl Apo B,y ¥ Fil1,
HE EZAAET CMH, J5H EZEF7ET LDL H. BREFRI
BHAN, Il R BN AE (19 Apo B T HE 2 Apo Bigo

L% Apo B EZ g Mt LDL /K F, 5 MiLiE LDL-C /K- 5
BRSPS G R SCH L. R/ BB 0L T, T B
Apo B IMLAE I LDL-C ¥R BE IE# BTE 0L, 387 MR P A e £
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SE:ASCVD: mhBk3RALRE (L 40 B %%, TC, RAEEE: LDL-C: (R ZE R E B B E B,
HDL-C. S®EE OEER,; FF-HDL-C: SR ERECREEE; TG Hih=8

4 MEREHZE

ERRT: wiEt o BB AL, RAEHARA
- EFele R kA, R ERAARIERS K

L7 38 5 H ML PR R (20 TG AT,
FREIRIMAE . SEPR LR 57 5 132 5 G5 Ik HDL-C MLAE7E A
A RIILAR R o A REL BT, B R R A R 7
KRR, BRI R 2 1 7

guide.medlive.cn


http://guide.medlive.cn/
http://guide.medlive.cn/

940 o GRS 2016 4F 10 J1 45 31 4% 45 10 I 4445 220 5] ) Chinese Circulation Journal , October,2016,Vol. 31 No.10 ( Serial No.220)

4.1 M55 432
4.1.1 AR PEmR AR

2k R e v i ILRE 29 1R T AL BT 5 RS A I i e
A5 R MG S R R A - IR B . R LE AR
HURBRIDBEDSGRAE | B ODRESEM, | FHIRSENS . REEMELLREIRIE |
WEISCRBUE . EHER . IRITZAE . SPEnb . ZPE0pHLE
BAESE, IeAh, FEEer AR RO EEREE B - 21k
BEF W SBOBR S5 T e S ek A Mk 1l s S o
4.1.2 JsURNER IR MLAE

BR TN RAEIE 2 CansRe s . SRR s IR . LR
WS ) SIS HA I, KA E AR A2 B T
Hal A FEF 2 s, i TR A s ma i AT 2 oA
FWRRENE, AW RAE L0, FRiep IR e, i
e PR30 R A G s R LA o

{51 4 % ith LDL 52 5L R (g D e 2k B 28 4, sl 5
LDL Z R 4551 Apo B JEN 94, /3% LDL SZ /K A HiT 3
HALB AT ELE TR 2R 9( proprotein convertases subtilisin/kexin type 9,
PCSK9 ) JEPR P IREARAFRIGEAS , SRI%E LDL A2 045 4t B i
HEARTAT Y LDL 32 A8 B A 11 3 PR 5708 ] 15 | RS G AP o L T
IMAE ( familial hypercholesterolemia, FH ), 80% L) I FH & &
BA—JE DRI ZRAR FITEC, (F e IR T i e ELAT 24 S IR S8 AR (R
LDL SZ AR LR (DR B R B S48 S FH (1 280 K, 2l G711
FIGE S S BEMLAE (homozygous familial hypercholesterolemia,
HoFH ) KGR 1/30 Ji ~1/16 T3, A4 F RIS e L [ it
TME ( heterozygous familial hypercholesterolemia, HeFH ) RIRY
1/500~1/200,

FWRME R TG IMUAE & L — FE R R 8, 225
TG RN 2 IR f# M . 5 Apo C2. 5 Apo A5 LRI %8748
T2, RBONVEE S TG MAE (TG > 10 mmol/L ), HIA NG
N 1/100 J7 . BB R TG I H HA 2 A 5L K 58 A
Fid 1220
4.2 MRS HIRIATZE

IR R G AT T8 2 IR 7325 (R 3 ),

S5 5 MG PR 43 3

TC TG  HDL-C  #B3%F WHO =&
SR8 BBz 1M E ®es Ila
= TG M s VAR
SRAFI S pEMAE #E s by Mo VeV
& HDL-C I iE PEAR

JE.TC: RABEE:; TG: HB=8 HDL-C: &% EE BBEE; WHO.
R BAEHN

5 MiEREHE

EERER: T g2 f ST
By o4 0 & 156

B o

TSRS LT S A, W IR KAk, AR

Jiti ASCVD BiiATE A S, & 4 KGR B P AT
EKGINAE, MAESH AR T, EEhE ey
BINAEURZ YN EST RN 1 [t 0Rl B S AT e S PN 420 M DI A2y
H ASCVD By, WALHGM AR ASCVD I ATE. fEERR AR
WA AR A LR S, T KRB Ags,
I 20~40 % BAE N 2204 5 AR 1 RALAE (4245 TC, IDL-C,

EhE
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HDL-C F1 TG ) 5 82 40 % DL B s 2301 Lo A AR .
5 ASCVD g L mife ARE, N 3~6 A~ e 1 Ramig.
ASCVD B, RAEABEHTELARE 24 h PIASIN IS .

MR B SN - (1) ASCVD s . (2)fF1E
L5 ASCVD fERe N2 (s s WA BB A RS AR
) AEREHELMERFE S E (5B —HEFERIE S5 %
BT PE—2% B R EJRTE 65 & B BBk vE O L3 0% ), BUH
FIFVE IR AR 5 o (4 )R kol UM B (0 I MR 2

MR 25 Az Z2 RN N ZE R, A I AR Jf I 0 s
OB 1) SRR MR RS T A%

6 SO IME BTG

E AR &I ASCVD & A B RICR F 5% BT
ST A ST B 8 09 AT Rk, Bl s E TR A A
WG R AL RS R AE BRI A 4R
75 SRR T 55 FABER KRS S B IR A R,

g0
fi& 5t

A2t

LDL~C 8% TC ACERTAASEAR ASCVD &35 15 K HL A 4
SERTRIAE F BT, ABAMAR % A= ASCVD f6 B 8 T AR AS AL ke
THHE B K-S AG, BB T RIRAFAER ASCVD HAb GRS A
ZHEH AR 22 MR LDL-C /KA, oo R 2
BHAUKEAE, ASCVD SR LG e 2R, o
TEAYIE, ASCVD AR A FG A S AR R st 7K A At 6 IR
Fo A ERMfRIAE N, WA B S 2GR N E B 2y
LHAEHRFERIZ R, X S ERE I EEACE, oA
W BRI R A e T A R fEE . 2T PR ASCVD ARG
EBAGIMAS SR LB T, TP ASCVD SBUARGEK:, MU
BT S5 S RIRIE TR, A BT R e A
MZEMERINE, filE RS EIRTT IR, I KR
FERAR RS ASCVD BRI . BT, FEPNINEAR LR 5
BivATE R A% 0 240045 ASCVD &9 A 1 6 i Ay 7 i
FSG I A J2 A AR AE B 12 1510222751 0007 4F R ifi g 5 7
PR B e O AR 7 GRS MERR R ) &5 fe i ok
S I S S HAt O 1 A 2 G DR 2R B B B B
X 10 4 ASCVD A5 & B A v fE HAR Y <55 5 M AHE, ARk
MLARTE RN T 4T ASCVD A AR g ", LIRF
BRG] ASCVD A EfERC AR E i MA, FHE R T,

PTG, T2l ASCVD # B8 il s fa A
s A ITF M2 —E HIS N EEARE:(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 ) HAFWYTFE 40 % K UL A9 WE IR % . 4%
B EIR AR AR S AN i S AT T B4 MG 5 R R ARG 7
ASCVD fER 532

ANHA VL 3RO, 7R BB AT 2R AT
A, R HRIE 1SR AR EAT ARk 10 48] ASCVD B4 K % i
KR PEAG . ASURIE R IBIT IR 20 )23 B8 LDL-C 8 TC 7K
A TG I B Hofth ASCVD fa B PR A 500y ik 21 Fhdl s, 9
FERAEZH A1) ASCVD 10 4E & IR <5% , 5%~9% FlI
= 10% 73l OIS . PREAE G ARRIBITIES: T 2007
ARG Y2 4, B i AR a2 S5
CEL 1) ARS8 T8I0 £ 1 ASCVD Bk faks /)2 %
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B a2 225 (BT 2).

FETITEELEEE, TERIASEINS AR

W= ASCVD £F

&f&:(1) LDL-C = 4.9 mmol/L 5 TC = 7.2 mmol/L
(2)#ERBEZ 1.8 mmol/L < LDL-C<4.9 mmol/L ( 5 ) 3.1 mmol/L < TC<7.2 mmol/L
BF#=40%

¢ RHAE, T 10 £ ASCVD £REE

1 75RE BBk 43 = ( mmol/L )
3.1 <TC<4.1(8) 41 <TC<b2(sk) 52 <TC<7.2(5)
18 <|DL-C<26 2.6 < LDL-C <34 34 < LDL-C <4.9

BRER
0

ESME  0~14 RE(<6% ) K/ <6% ) ke <6% )
24 el <56% ) 1KE(<56% )
34 KB <5% )

FEmE 0N KfE(<5% ) K& <5% ) E&B(<5% )
14 KfE( <5% )
24
34

ASCVD10 &R AP B BFIR/NT 56 5&, WIhRERK

EFNTAREZE2IRMNEBRERSE, EXAERE:
O W4sE= 160 mmHg Zi473K/E = 100 mmHg

© 3E -HDL-C = 5.2 mmol/L ( 200 mg/d! )

© HDL-C < 1.0 mmol/L (40 mg/dl)

© BMI = 28 kg/m’
O /A

i BEWE. K HDL-C RBM= 45 Fikit= 55 %, @HEREENBRIFERIETE
S ISIRABEMAE 55 897677 ASCVD: FBSEREE (LM O M E &S, TC. BAEEES; LOL-C. K&K
FEEABER; HDL-C. s % EEREEER,; F-HDL-C. FeBEREEOBED BMI. (AEi5E,

L1223

HIRIT 5% BIEPifE ASCVD, BEARCHUESE ., 6t

P2 R Bl 5 U FE T 45O L I R A2
HSER . M TR EE AR RSN, MR
TR ASCVD fEl AR W AN, JARSIRY T RERR
ASCVD BB S e NSRS o I Ay AR B 1%
ASCVD AL , P 15 sh 25 iaisiayT (1
HEHERE, A DA ).

7.1 GRS,

g 5 4 Jo H 2 LDL-C T i = 3 &
ASCVD K4, RIEMCHEEFE R . KE IR
ER AR, Tie R IR R 2 Y s, R
BLREAE M LDL-C KRR, mhnlfae ., &
2% o 71 1B 3h Wk ok R AT Ak A, I BE B
/> ASCVD W & A 238 . BUR R AL T- R, [
N AN I TG 55 B IR 48 Y SR . LDL-C 7E
ASCVD KR P FZ O, #2108 DAREAR i
7 LDL-C /K P2k B4 ASCVD fafy 12 12 % 381
BT, $EFELL LDL-C R T i s (1 254
17, A YEETE ).

TMHE-HDL~C AJ/E R ST FHEE (1 a 2
iz, B YGESE ). HAE-HDL-C 1E AR BT
UG, FEE IR EE TG MUE & TR NG TR G &
MR, EE IR RE A Sk L
7.2 VAR BFRMEBRE

1 mmHg=0.133kPa
ASCVD feRiTmizE

H T A AMIFTE 2 2 s FE R DR 3R KO XTHAR IR T 55 %
M NBEARAE SR s 1 21 0 3 AR FE R TEEOH ASCVD
10 45 KR Fafs o T AL i) ABEZEA T ASCVD A FE R P4, L
RGN PR AR ASCVD ARAE GRS A S AEmMA, XHufE e 7E
PIAER R 2 EA TR T30, X ASCVD 10 AE Rk Jyh f
AEE, IS EAT UM R 2 0 R A BRI 3, H ASCVD
AREESER R G, LR R RAAE(1) i = 160 mmHg (1
mmHg=0.133kPa 87K E= 100mmHg, (2)4E-HDL~C = 52 mmol/L
(200 mg/dl ). (3 HDL-C < 1.0mmol/I{ 40 mg/dl ), (4 )ATEFEEL( body
mass index, BMI ) = 28kg/m’ . (5) WA,

7 MAgREETEM

EARER:

1. &R L RARIE/SR ASCVD EbA2E, RERTR
MR E T .

2. ¥ AR LDL—C K-F4E H By 42 ASCVD Bty & %
Ffdet, EE-HDL-C THE A KEF e,

3. ARGE ST HIE BAME: M a4 IDL-C<18 nmol/L; &
Je# LDL—C<2.6 mmol/L; P &4l &# LDL-C<3.4 mmol/L.

4. IDL-C A& AR SR kEA B ARASE, LDL-C £
VK 50%. M % E LDL-C A& A B ARIE LN,
LDL—C 475 & AR 30% 22 4 o

5. G RIANGIAAR, BT RN B, AT R P
BT, ARABARIRANG ST e OL, ERIAERE, &
A2 B BR-F R ALIAAR, 5 MRS 2h A

ERE

ed/ive.cn

TNRIRYT B B AR C A PRI A BT
RN, SR, A5 E AN & 2R ) 1 g
S IIT R AR W B AE " Y
PR 1 JCHEHLG BB T SR AR MR A7 B e
BZb, WARRITETR A B AR (ERE K ASCVD faky i R
RIS . SRTT, A BUE NG B AR R 2 5 R IR
VNG 25 MK . ITRIRIAR YT 2R3 AR R, KRR
AT IO EEL, HAERE WIS BARMES, BRI RE R
WHL AR YT A &k, RS A, e R
H IRV 25 R M ME . ZEFR EIIBGH NE B b (i 5 5 U3
FIELE P52, Sk, WRSRIT R B BAME (12891, C
PAESE o
7.3 PG AARE
WARYE ASCVD MIARFRIERAREE, i RNRIATT 2Lk 3
RUAREIREREAS BAME . 2K LDL-C BEERE—YI A ( HAME )
FERE TR - R i AL O S HER
MR, RO AR LDL-C R R B, O IR R
Rt (BN RN B2, kb, T4E
LA MIRS T IOR — N E N R, UANLE
JURRIR_Ei2W0h ASCVD[ AdE 2 RS IKER G1E (acute
coronary syndrome, ACS), F/EMERLOH . MisFEEARNE . Gt
1R TR 77 1 X RN ol =7 2157 (W (SO W B G
Wi | RE RS e ARE P el ASCVD AR,
DU AR AR T ST RN f s PR 28 ) ™ s R B e 270, iF
TTfERHl, HH EfE . hEgdtE, f ML IE R &
IR TG B R P R R T B A LDL-C 39 B AREL. AESER AT
FAFY LDL-C/ JE -HDL-C HFMEARFAE (F 4, 1554
15, BYEdE ).
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7 ASCVD fafie AB#RE LDL-C/ JE—HDL-C jafriktRia
%R LDL-C 3F -HDL-C

K. $& <3.4mmol/L (130 mg/dl) <4.Tmmol/L (160 mg/dl)
=Y <2.6 mmol/L (100 mg/dI) <3.4 mmol/L (130 mg/dl)
wEeE <1.8mmol/L (70 mg/d) <2.6 mmol/L (100 mg/dl)

SEASCVD: ShBRRREAE L P B i ; LDL-C. (R /¥ AL B BB
{E-HDL-C. B BHEEEEEE

JIA AT TR IR IRBFFE 45 R B, B by T
S a] i ASCVD ZF: K AR AL A TR, (HAR2EATLERTHE/N,
HARFET- R TR Y, Ty TSI 2 A6 PO sE Hr s
FFALI LSS ¥ 44 IDL-C M 1.8 mmol/L FEZ 1.4 mmol/L, fiE#S
O M L G RRAIE 2.0% , AXTEREREAIL 6.4%,
(LA FET- BB G ARG, $7RF LDL-C R Z AL,
BORTETEIG RS AR 23 a], (B4a 3R A5 IR B/ N

A LDL-C BER B, A TR Ns 25 bR iEa sy 3 4
HJG, MELME IDL-C B =5 HAR(E, WInI2% &4 LDIL-C &
R 50% TR E RS ( Ta ZSHERE, B 9LEd: ). KR L
WA G LDL-C HA A HA HARELIN, X
A RDRGHE LDL-C MR AB R 30% A4 (1 28HERE , A UEds s

JE-HDL-C H#R{H I LDL-C HFR{H 2 0.8 mmol/L
(30 mg/dl ). AN ABEIE-ADL-C J6I7 HAR(E LR 4 (1
HKHEFE, B YOEE ),
7.4 PANGIAPRFNS

AT 20 42k, ARG RIS 45 R — R, filliT2
YIAE ASCVD —Z N — 28T T RE B 5 A O i A8 =R (£
FRONREZE | S ORAET RIS EAS P A ) fERs . MlTT2RE AT
HBFIRR ISR BN B2 . BT, b TR RAR, IR
L E BT TZSVRRR 2 (1 2477, A Sl ).

SR, UNAe] A B4 Sl F AT T 28 25 A7 sl Bnile [
MG R IR R R Gl s B (M4 ok feidrfi
FlE ) T, LR E AR, R AR R AT AR 4R
W BV R BERR E Y, HPS2-THRIVE™ #5581, R
FSEAARR BT T 25 A, A AR ELRRI AR T Lk 3
HARA LDL-C 7K. DYSIS-CHINA™ B¢ liow, HE AT
HIE R LDL-C 3AFRAIAN, CHILLAS™ BF5E 45 ok /R
SR AT TAE R E ACS BE P REE 2R R E AR, %
P (o g o T T S Y [ O 22 A o 26T
T o BE M T YA (bt o v A AL L B JHF I L TR IR, T 7R
o AR R 2 . HPS2-THRIVE F5% 32 B (i ] rpr S i i
ATTIARITET, A AR AN RS0 A S i i TR B
BT R (> IERE LR 3 4% ) #Bad R B 10 65, mius
SRR = TR AHE 10 5. HAT, mJoseF b B S 9R E
TR T Y e

M T 2 AR T S R AR LT T AR R R
FUAFENRY P8 T 245 B INE, LDL-C ME— R ARIREE (L
6% (MLITITRL 6% RV )o ATTHIEIGERT, 2527 R LB n,
M FAAR LDL~C 2RI 4/, IRL, U R AR
R MR KA 0 F R SR BT T, AR AR 73K
FHSZAFOL, 3 AP, AR EKOEANRER, 5 H A
NE254) CAMRYT 2240 ) WA, PRI A U TalsacR
( 127, B 2GiEYE ),
7.5 HAbi RS w1

A T T R b, oAt B S 2 A T S A 5 Ak

EriE
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HH, B DGR IR AR A I . 1N TG YA IE AN
< 1.7 mmol/L ( 150 mg/dl ), MMiE TG = 1.7 mmol/L ( 150 mg/
AU, AR A2 Bk i, fdEia IR e | R AR
DR . AT A5 TG AKPALES, T [2.3~5.6
mmol/L. (200~500 mg/dl ) 1, 4T P& ASCVD &k, SR LIRE
% LDL-C /K- H R, R [RA R IE-HDL-C 751k £
FARME. 2MiTAITIRE , WAE-HDL-C 3 ANRER 2] HARE,
AIFEATTZRIERE_ A DR | i EE R . X
TG IMAEEH, BIZ5IE TG = 5.7 mmol/L (500 mg/dl), R ¥4
P R TG F VLDL-C [9Z5% (anhldssk . matips
FHT TR SRR ).

XFF HDL-C < 1.0 mmol/L. (40 mg/dl) ¥, FskFEhliker
RN, HETTC259) T I 2 a5 iEd .
7.6 G

LG S5 8 2 AR B e v s, AR BRI IR
6 2 IR AR 50 I SE bR . o BRI T2
ETRYT, AR R IR B A AR TG (1 287, A
s ) RAFIATE 7 AL FE B ORI & . ESE 5
TR GRRFEAR R E . AWE Oy ST IR — R R A /4L
i EEFIRUR / 336 HE A0y 74t o
7.7 RST IR AN

e SARYNAIT A, TFIR 3~6 A H & 2 A8 K-,
i AsTERLA R bR, WAREEEZGYT, (A% 6 4
A ~VERE, KESRE T REER 1 IR IFRIRZM#
T BT IR W, R IR RIR 2, AR 2
6 JEI N A2 A5 AR B s Wy A LRR S . il i REs 31 H bR,
HIELA RN, BB 6~12 4 4 1Kk WimAg
Kiktr HICZGYIAN RN &, B 3 A H 1R WARIT 3~6
ANHJE, MBRTIAIREI BAAME, IR g 2450 e s,
A N A RIVE AL B TRRSZ00 AT o 24 RIE R 2y
FPR BRI, AR AEIRYT 6 RN A . YAV IEA S ks
(therapeutic lifestyle change, TLC YFIR G206 7 A A R 1E,
A REIRAS RAFIIG IR 254k

8 A EEANE

EERR: EBEFRLEERE AN IR
B ARRBREREEUM RIS BHEARE, K8,
FRE ; B PSR EARMEE S,

M3 SR A T A EUIC R, R
A E 7 U MG 5 8 IR YT IR IE . TEIR R Ry
YrANgIRYY, EUE R R AMGE A ) (R 5 ). 1
T B HALT B TR RE R 75 2 ERE b, YA AINRIAR
R AARIIR ) S e ERRI, BOZHIA AR Dok
B @ HARANRERE/NT 300 mg, JUHOUE ASCVD 45
JEE, BANRNIA L ERER 9 209%~30%. — B
NMIFNBRIIRR LN T BRI 10% ;111 5 JIEL 6 32 0 0 5 1 A i
i A LN T S RE IR 7%, AR A R /N R
RETRIY 1% = TG IMUAEH SR AT eI H AR ARG SR
H I T 30 g0 ARMISEANIIESCEESE & % n-3 Z A1
FORRITRR A B Cniteta gl . R0 ).
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EEFRMEEFES
ER W

FR#{E LDL-C FrstpER R 5

TR A0 B AR ER < BREEN 7%

BERAEEBF < 300 mg/d
HEADPE(E LDL-C BRE RS

HYEEE 2~3 g/d

KB MRERAYE 10~25 g/d
ReEE BHRESRIFEARESRRERE
FIREE) {RIFPEIRERIE, SREDIEFE 200 keal g

X:LDL-C: RBEREEOREE

A H AR A b B BE A 509%~65% ., (i
FH a5 e e 2T A AR TR E SR BRI & R I R TR
B HIRE R AL 25~40 g EELTYE (Hrp 7-13 ¢ J/kiEtEEE
L4k ), KL GYHRA SIS, BmenyhE, Hhik
TS AL AR 109% (K FAEREFIRE TG 1L &2
SRECHIEA ). EEsimns anii RS / il (2~3 gid), K3
PE RS PERE A4 (10~25 g/d ) A FITF L Ag 4, (HR R
Heze ek
8.1 EiHAE

B AR A S R 2 . IR 2 aLI
AHE DS T RE B ADNACT SRR AL, ARl (R
K, P BORHTR A R BRI . I AR H ) R (
H 2> 300~500 keal ), SRR E L5, B SHANE s, Al ff
AT FTE e A F D 109 LA 4EF5fd e ( BMT:20.0~23.9
kg/m®), A FF IR
8.2 AT 5l

AR 5~7 K. BRIR 30 min AR EACEHS 3, X
ASCVD /B B et iz sh i ilae, o pp b avk)s,
AT BV B0
8.3 A

SELAHAIAT ROk S A T, AR F BB ASCVD,
FIHE HDL-C 7K. o LIRS 112 . ARALR R DL AL
EALYE SO
8.4 BRI

FRAERIRTE ( BVEEER 20~30 g OB, LR 10~20 ¢
2 ORETTE HDL-C 7K. (H B/ ikl e AT fdi i TG IfE
B TG K FRE—THE o RIS 00 MU A X R 14 TG
Y, $AEBR &

9 ARRZMIETT

ERER TR LY LIS A M T HES,
e 5 ¥ P IR T AR A B e B SR AER A
Wy 5 R IT R B2 B B K F R R AR AR RS A &
S JE F R ARG 2 e IR A LR R B LIRS 2 6
RRB

N REER L 2, A2, ZURREizEnS
5o AR Bt eI A V2R, KA Bl o
PIRE (1) R AR 258 (2) T2 TG 1251 .
AR VRNR 25 VI B REREARNELIAIRE,  SCREREAR TG X ™
AR AR , s ZFIANRLIBC A I, A BB R TRk,

EhE
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9.1 FEREACHMEERI 25

XS 21 2 LA P20 B PN I P15 i
T LDL 43 A st ol D iz 18 P AR S B R W, A Gy 28
JIE FE R SR ) 2 A IRERES AR M ARG ZS (g
W R
9.1.1 fihiT2k

fi 7T 28 (statins ) 7R FR 3— 52 5k 3— B 3 7 — Tk 4407 1 A
( 3-hydroxy—3-methylglutaryl-coenzyme A, HMG-CoA ) ifs J5 1)
70, BEMSINHAR A R HMG-CoA WS, /DR
B A, 2R IR 4HA 2T LDL 20K, AN i LDL J3f#
R, IEAh, WA HIH] VLDL &8, P AbyT 26 2 AR
i TC. LDL-C F1 Apo B /K-, LBEFFARILIE TG /K- FE2
F+#5 HDL-C 7KF-,

Ay TRZG R HTE A ASCVD BiiG s - HA B AR
T 4SRRI 1 UCIE S AT T IS AT AR O FE T 5
BFEREIETR, MR CARE™, LIPID™ | LIPS™ 2457t
WX G WAt L — I P A BB . HPSS! 5
B, FEILLRANEN S e A, I T29RITREIR 2. 3R
AT TGS T IR RIS 3224 PROVE-IT™ Ao 2™ TNT®,
MIRACL™ Fl IDEALPY %, 158 BB Al 7T 2R A b, T
BE AT TR YT P — A B0 A 2 B2 Y, (AR
EARR T AR EAET- R T, ASTEROID® fJF 5% i 55
by T I 25367 AT AR sh ks R Ak B . WOSCOPS™
AFCAPS/TexCAPS™ | CARDS®. JUPITER'. HPS"" £ 4Jf 5% 4
T 250 FH A ASCVD (B E Y e B — R Wi Fl )12 B9 A
H AT T 2450 A4S =5 fa A — B P A S 205
FE, AHAED LR AR G AR B 0 RO A T T i — 25T
ZIHFFTE R EIR AREIEAT THR%, SPARCL®!, PROSPER™,
CARDS*®" | ALLHAT-LLT®' f1 ASCOT-LLA"® 5% 43 51| b 71 4
MITAER AR SEAE N DRI L o ML RS RO I RS 35 o BT,
rF ] I PRIFSEIESRAS S48 ACS HR 3% 2 Bz TR BTk A ASBYT
( percutaneous coronary intervention, PCI ) ARuiE R TR
RIS IRES, ot EAME Rt ARxT PCT BRI AT T
TR T A

A YT 2 24 3 P F v B T B I | TR R O I E AN
ASCVD 3. HurEpNIfR EAEEMIT . FRmiT.
T SARATT . BIFCARALTT . AP ARABTT RIDCARALTT . ASTR]
RSG50 R ) 7 T A AR T s S ok 28 51, (B A — Rty T
FIRAEEIT, LDL-C #E— R IRIE L 6%, BIATE “fhiT
SFRL 6% S0 o MTTSETTE TG K F-[AK 7% ~30% , HDL-C
AT 5% ~15% -

AT AT FEATART B 1) B A R AR 14k, {EL7E B L A i)
LDL-C REAIGIRBE v R A3 220 b 7T I BSOS P 7 400 iy 4
SR RN, ATREIN 2 RS . ARSI, I A
AIREE IO AT R A T IR LT TR AR R
FNE, AR S —FMBTT . bR B E R el
FHAEMT TR 255 )y i A,

HH R AT RFIE S PMELL( CTT VARigs gz, a0 iss
FER A Z AR AR, ITIASTE , LDL-C AR 1 mmol/L,
F2 B0 45 AR X S B U 20%, 4 PRIBE T R AR 10%,
AR O LA B R 5 R R AE T A WL &7 B BRI
HITREAL ASCVD SRR RN 25 KNS HFRAIE LDL-C 1w 2
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LRPEIEARSE, M7TRYT AR MR IR AR B LDL-C B0
ANIFIRIZE G AT TR LDL-C I WL 61

e TS 2GR AR EIRSR
=R &R
(SBFETMEELDL-C =50%) (FBFETMIELDL-C 25%~50%)
FIHEE AT 40~80 mg’ FIFEf 5T 10~20 mg
&P AT 20 mg &P AthiT 5~10 mg
FHEMST 80 mg
EKAMT 40 mg
IR AMST 2~4 mg
LRAhST 40 mg
ERMT 20~40 mg
MAERR 1.2¢g
T PIIERAMST 80 mg ALK AR, FEEER;LDL-C. RBERKE
BREE
AR R e A AT P 2, BRI L] 5 T 26
L, FESIAC CMP FRE T, MR ARIRAEY &
B, FEZERD R 13 P RARE AT T, RICAH IS
ST T SRS, AR R 0.6 g, 2 K /d, HE L
RIS (CCSPS) B HAbIG AHFSE 7™ UESE, i AgHE
EREREE AR T, - E R O R E SIE T | Tl
WAL LU O M SR AR, SRR,
YR Z BT T 320 R4, HOR RSO 22 00 T4
ZRFNEABTTIRS &, W WA
JEThRE S & U 7 EERMCON AT S, RARA
0.5%~3.0%, L EAHIE. 3 N PR AL LR (alanine
aminotransferase, ALT) 1 (5% ) K (7] ) LRARALLH M
(aspartate aminotransferase, AST ) FhEik IEHH IR 3 52 K%
GBI RHLLR TR B, NSy X TR AN R TEE
HAE FRR 3 RERANE, PR el i B S TR
T B H A IR A PR . RACEEME RS AL S22
PEIF D RE R ST T 2R 2540 AR ik
MTT 25 AR LA RSB AE IU « ILAE AR SO
s T BEE RGN (5 JEy, HIELR IR R
M A YT RIS, RS TR S a2l
I AR At 7T A 340 K M RIS R e ™Y, R R
10%~12%, JEMT TSRO o AT T %500 A4S 1) SR 25 40
TR TGRS, JCie R MR = AR 2 PR
AT ISR TG N UEE N BRI A 252 )
TR RIS RN RE S ™, (R —al ik, &k
WER AR . AT A R o T X B D RETEAS RS ™,
T T2 R FADAS RS RE IR . RAIR . IIERLA R F AL
AR JEE. . BOEHETEIR,
9.1.2 JIELTT AR A i 551
WA 22 A0 Re AT A il i 3 P9 IR R B ) TR M. IMPROVE-
T BF5E R ACS BB TEE AT T ERE I P22 41 RE RS
— SRR M A . SHARP® BFSY 5B R AR 3IT 22 A5 = At
TTHEEIETT MRS M S IEE% ( chronic kidney disease, CKD )
A IO MBI TS BA RAFER . ARt m
10 mg/d. ARIT AT A& VRN 3208 R A, HOR R 26
HZR—idtk, FERI ISR E R, ST
AR A G AR SRR, 2SI FAr iR AL
9.1.3 WX Mi%
B AL B A LDL R 0o, 2 iig 8 G,

EriE
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ifi LDL Gt sl e Z AR AR B i B, 5 2 A 2 FH R A R R
0.5g, 2K /o FEE TR AR E A, JEHSE HoFH K
IR RS, IR R IR B R IR ™ ™ B IS RSO Ry
B vy ; Wl sk s . ARG, RS oI
RPN R R QT ML R OERHE QT [ AEK |
M4 IRE A
9.1.4 JHERES AT

RRERZS A0 R B B B e b i, ] BELIATT fi 1 P B
i R R FE R ™ I A : BRI RRIR S g, 3 YK /d;
NRRNER S ¢, 3y HRUECHHR 1.875 g, 2K Mo 5
MITZRICH, TR BAR R IR W IR R A B MiEAR
& [ERLAEZ RS2 I, IEE 2 LA A
W B PR MIMAEFIME TG > 4.5 mmol/L (400 mg/dl ),
9.1.5 HAhiANg2s

JEZERE—RhLr i S 2g (1l RS AR ORIE AR
WA R 024~0.48 g, 2 WK/, FA AR EFEAICIE 74
PR %0 2 BN RS A D

AT b IH e PR Al i — Rl A 8 R AR 1A
FEAIRAY), RN 10~20 me/d, TENSTERE S, AR
S UL BT
9.2 FHHAL TG HZIY

A 3R EERE TG BZ5d . DR . MIRRZE R 4l fa
sl
9.2.1 DIffk

DL 25 38 2o TG o L W T R T TS Z AR o
( peroxisome proliferator activated receptor —a , PPAR o ) Fli
1% 16 2E 11 JE W ( lipoprotein lipase, LPL)TIRFRILAS TG /KAl
FH#E HDL-C 7K ™1 % F R DURRR 200 . AR DU
WO.1 g, 3UC/; WORALAETEDURRRRR 02 of W, 1R A5 FHAEDL
FRHKR 0.6 g, 21K /d; AFLIFRRFR 0.2 ¢, 31K /de HIHAR
KN ST 252500, AT . WU RE 2 bESE, i
WIERBAREAN ALT AT R AR < 1%, IR RIS R
ZERE AT iR DURRZR 25 W) R = TG A8 HDL-C AHE.Co i
BRISERFFL 10% 247, VABEARAEBOEE O U 56 A 76
RSPk iiE AR N I, FOMAEIET . B O NUEIEE
A JGH S 0
9.2.2 MR

IR FR LA 2 B3, R AT 2, KR H
AR TC, LDL-C A1 TG LA T+ HDL-C WIfE . JEIETEH
S P0HINE Wi 412 R USRS P |« w i B R R A
IEFIRAR VLDL 430045 56 . ARMRA -l AR 2 FisRIm, DIgg
BEFAI R H . BRI AR 1~2 g, 1R /d, #EiY
MU (0.375~0.5 g/d ) FFUR, BERTARIT ;4 JE G20 N 2 5
FH AR . Fe DLAOAS RSO S B2, HofhAa A 3
FRBRINE . S50 . B RS AL B ANIE A, e tys s T
5 IESIEE L BS FTT E R AE SR . R R A R
LEFEONT RN, HRR TGS 2 P P S HAt AR 254 5 4 T
BRI L MRS, O M FAF 34%, Rk 2R
259%™, FTFAEALTT IER 1 IEA KRR A4 R 78 H2 /R 5 B
TTAH EE TGO A GRAP VR 5 5%, Bk 96 22 [ E B IR S 25 ik
IR YT Y.
9.2.3 4l il
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a3l LR A n-3 BEIRED o -3 HEINAER . & FFIE AN
BRR 05~1.0 g, 3K /M, EERHTIEIFE TG MaE ™, AR
SN, AR 2% ~3% , AAETHAGTERER, DR G
IR g el LR R B T w8, A LA al i) o A s PR
1O Y v Al A T R T RO i A R, RR RS
I i 10 102 sy
9.3 HruMsZi

IEAERAEESNCAT 3 PR A R 2 eI PRI
9.3.1 fthitk TG H AL P15

% F A IR (lomitapide, [ a4 N Juxtapid ) T 2012 4F
Fh 25 S 245 0 B FR) (Food and Drug Administration,
FDA) i brii, EEMTIRYT HoFH, Al LDL-C K2y
40% LA RN RAEZRB S, FERIN 2= w e
HEH:F [103, ]()4]0
9.3.2 HBET Byg, &M

KAk ( mipomersen ) S 2 AU TR, 2013
4F FDA Hit i ] Spoph sl 5 FL A R B 250K 5 1 TIRYT HoFH, AF
JHBLH X Apo B {E(FAZIZRR ( messenger ribonucleic acid,
mRNA ) $5E e LSRR TR, 98/ VLDL WA i, B
IR LDL-C /K°F-, I LDL-C F#AIR 25%. %2458 LIRS R
PERTEEROL N, AR EELE . Bk . RREE. BOm, 4R
ZHOR RO i T 1,
9.3.3 HiE AL ALEFRG R TR 9\kexing BI( PCSK9 ) #iil57]

PCSKO9 J& I B 7 WA F 22 B IR M1, W5 LDL 32
IR A IR LM, TR 2> LDL 32 (A% 1M 7% LDL-C (35
Bo JELH0H PCSK9, FIBHIE LDL Z{AREME, f2iF LDL-C /)
TR PCSK9 #1fil57] LL PCSK9 B v REHT A K b ik, H:
H1 alirocumab . evolocumab F11 bococizumab WY £ . WFFE45 R
7R PCSKO #0150 TC i S i sl 5 Aty T 28 25 B 45 1ot T 340
W S R IR M 3% LDL-C /K-, Rl vy ot oAt i B bm, (0 4&
HDL-C, Lp (a VAR, MR BEAS R A ZE[E FDA EEUE evolocumab
55 alirocumab {3 51 89 PCSKO Rl i, #0251 R AF5T
SR, 2T LDL-C FEAK 40%~709%"", FEATU/D0 il
R AT S A A AN )R A
] PN AL T R B B
9.4 JANRZIIRIBE I

THRR 256 o T B2 R S TR ke g,
PAETHE i M A AR, [FBS R RN R A%, i
FITZMERE & . AR ATRACESIET 2, Bk
GG TR 2 AT 25 ) — R E AL [6) 1 8 Big 25 41
o EEXTTRNE 25 A RIVE FIBLEL, AR 2535 g
UE
9.4.1 My TSI AR R

PRI 2450 43 500 2 e IR 5 1 5 RO e, R A R A
PMEVER . B6ERYT AT M LDL-C AT {37 i 3
TR 18% Aoy, HAKEIMAIT AR | py "1, £
T PR G236 W28 SR AT 22 A1 55 AN [R) A S A 7T 106 A R 41
A i R 1 IMPROVE-IT I SHARP #F 58 43 51 i /s
ASCVD # i e 35 2 CKD J85 R FMLT T S5 40T 22 A0 56 FH mT e
O A AR B X SRR AT VA Y7 IR KA A
PRECN A2, AT i /AR AT T SR 2B a7 (|
FHEE, B YUl ).
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9.4.2 by T 5 WUFRA N

Wi I F e B A 28 P4 I LDL-C Al TG 7K &%+ HDL-C
K, FEAK sLDL-Co DUERRRZGWadtdigm DUAE . D55,
FALRESE, UARE DRI i 22, b Ao ar M R
FEHEN, AT SRR VLRI AT TG A1IE HDL-C 7K1 &
oo AR " A DURRE T TG MUAE sk A
i HDL~C /K BR-A R S AR LT A, IR R FA R
ZEAAERMEA BIIAEFH , e OB A i T 29057 5
AEAE TG 8 HDL-C ACEHE A . i Ty T2 DR
LGP RIHEARRL, A RGP OIRER AT RE, A AL
RANVRRIER:, AR EAAR RIS Z, Hit, fb
VTR D2 2 B e vy i BE B . AR SRS
HTT2E25 A & R U B R AR 22, THIRA IR EC
AN, RIBURIRDUS2EZ5% . oty TR0 00052, bk
M2k R TR, IR W LGRS, Ao KO,
AL AT T
9.4.3 {775 PCSKO #PHIFIBES 1

JAE PCSKO #4551 o R AE v B w7, 7T 5 PCSK9
T FRIGE A I L R R 3 [ R 7 P B M AR S L FH
A ) Sy W K B NS (P4 My i i N -4 L)
LDL-C /K- R, $2 kbR, FHOLHJE HoFH B4, 4
A S s KA N 25 CUnfbyT + KA 2 A ) IRIT,
LDL-C 7K A5 > 2.6 mmol/L ) ASCVD H3%, Hilf PCSK9 1k
A, AN FEVEFBLEIRAS 259000 =155 .
9.4.4 fhiT5 n-3 JEIHERIEA N

AT 5 IR n-3 B W BRI A I AT FIRy T iR A 7
FRIAE, FASHEINA AR RN . i ARG n-3
ZA ARG B AT 0 LA S RG, IR I R s A e s 2
PR, ANERKIIN . HRIBEE S RENS IO S S

10 MAsH &R HE iR

EART: REOLRER. B FowamFH
F ATV EF IR AA, AEAHB G AT FH B4,
Me & @ 3 B R H

10.1 JE8E il 3 B

JIR R a2 A FHY, R HolH B35 B2 (1 B
RSP, Tl LDL-C /KFREAI 55%~70%. KINGST Al il f2
R IR . FAERRYT R R 1k, BB R AR 2
FEREAT 1 0 MM NG 85 1 L B e T AR T, 12638)7
TETANHE 5 5% RERT S AFTEIR Y AU, IR P AR L= 9
A RESIAE . B PR R, (HREERHE 54
R KR, AHSCRINE R & AER CBEIL.
10.2 A AILMTFARIGYY

JHASAI AT LDL-C AKSF-HA S st . SAal R A ol e
PHIS, BRI IGTr g, (B 2Rk, s
BHAG I RIEZ BT . sz | 2B IR s il
A, RIL, IR AR o BARER A a5 T AN
Bk AT AHESE, B HAEF FH BE A= A5
HETTE, AT R 1,
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11 5% AN RS EHEIE

ERRT: bk BRBFAFGLIEETE, R
WA ASCVD Za itk sk b, 25 G- 1F ML a4 &
TF e s fig ANPEAL B 3L

11.1 IR

BEPRIG B I AR S+ 2RI TG Fhi, HDL-C F#IL,
LDL-C Fh s ab & " JERRIGYT 0l DL 2 MR R 1
A A R GRS Y BRI A B 1 B R B A
LDL-C HARAK- "M, 40 2 K DL A BRG H 5 3% LDL-C /K
SERAERILE 2.6 mmol/L (100 mg/dl) PAF, {45 HDL-C HARME
TE 1.0 mmol/L (40 mg/dl ) DAt BEIRIE B3 NG 5 A b 3
D4 B8 ASCVD faks PFA AR ] L 1R T o) 2T s L.
HRAE MG S 7 R, BT ZGYIRYY, WA IFR TG 1L
APHE HDL-C %, AR AT D2 e A
11.2 &%

o LA I S8 %, JRNRYAYT ARTEAS R G R i
WA FARE (1), TSRS RERS i 2 40m i B 5 3R A
RIFRIRIRS, R 6 s S5 T Pl BE B R 5 Hy %,
P, mIfERSRE I, AR R i i AN e sh ity T
BT . A HOPE-3"" " fIESe 45 B4R, % T4 1E
W, fbiT2R697 BRI TR O A S % T
JE > 143.5 mmHg MO ARE, MIT SRR H, 0
IS AN CTipN e .

11.3 RZEA1E

REEE AR — AL LERE . mfbE R 245 sl R
A ) IR LU MG 5% [ & TG MAEAI( B Mk HDL-C [fil4iE |
BELE KRG RAEAAE , R R LA EAR B SRR G R [
REHER—MEMA G, XEFEEEZRTE ASCVD A4,
BT 2 RUOBRIRE I R . A IEE R SRR Rk
A MR E AR, SRR AIEATEM L, HRE
AR 2 TR PRI A f 6 240 4 1

HAET, EPR A A ZEA AL 5 P s o 5 1
A5 BB DLE EIEA TR AR HE, MRS
TEARZ bR —HE R, T A O T AR P A TR 25 AT
ST IR E AR IR BT il G 2E G AR 2 Wids i B
FLUT 3 Tss s 2200 ( 1 )H ORI FERN (s ORE R - N A
= 90 em, 2ot = 85 emi( 2 Y MUBE . 2SIR A= 6.10 mmol/L( 110
mg/dl ) BT 2 h 6= 7.80 mmol/L( 140 mg/dl) } (& )
EH2 MBS IEIETT & 5(3) ML : MHE= 130/85 mmHg &
() C 2 R RMEHETTE (4) 456 TG = 1.7 mmol/L( 150
mg/dl ) ;(5 )z HDL-C < 1.0 mmol/L ( 40 mg/dl ),

LR AR R EZ i iR B A& W ASCVD LUK 2 TRpk
PRI, XFEH ASCVD B FA TR . BUWRESA
AN ST HURE ENEYT B bR E B G, SR Se A B
HEIE T EURYT, WAROREEIR I HAR, TR A XA d 4 R AL
AR 2500697 o AL & A IR A S5 LT W A93R 9T H 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 1&PEENEZR(CKD )
CKD “# 1B it A5 A8 555 I 2F ASCVD iy kA=, W E

I R FE XS CKD H# LDL-C 697 AR 7R . Enl iy 2
RIRTIR T, 77 CKD 3 N 32 7T 289697 19T His:

% HEE CKD # LDL-C < 2.6 mmol/L, E -HDL-C < 3.4
mmol/L; R CKD., CKD & 3 & il & 30 R 95 4 LDL-C
< 1.8 mmol/L, FE-HDL-C < 2.6 mmol/L. 4§ ih 4 am &
MTT2EI6T7, T AR I A JIEL 1 R s o 790 4 oK 0
(‘end stage renal disease, ESRD ) RIS R E, T AraivEfh
R HR B BT A AU RN 3k 35, BRIk BRI LDL-C Bz
I

CKD fE AT 255 R A = e ARE, JEHR e B )
REVEA TR B S /NeR g2 (GFR ) < 30 mI/ (min- 173"},
FE AR IR S AT TR B DA, ke s ATl .
SR AL TTIRYT LDL-C ARNREIRPRIS, $HFRE A 0 FK T 22 41
B DURRZR AT TR LS KA, FPERE CKD g S TR,
ATRESS LG RS o
11.5 Feb e I E fAE ( FH )

FH J& 5 Y A M3 A4 P JIH B ARt g, e A= MLkl
FER LDL Z R Mo et fe 24, DBURHR T Apo B 5§
PCSKO (TR AR f= A, BT 2 B LDL 2R 4% 25 2L R 58
AR R AR Z —, HZE IR REFEZ ME LDL-C
AKAFRE S T AL & e O O IV E B2 ). A Sk
LR, FH I REA M AEEFH (HoFH ) M2y 471
(HeFH ), %A & E/K 5], HeFH MIIMLIE TC K- >8.5
mmol/L (328 mg/dl ), ifii HoFH ML TC /KF-H > 13.5 mmol/L
(521 me/dl ), WIHRARZIAYT, HeFH HEw TR 40 (5 )
5750 % (4 ) MO SR, 1 HoFH W2 T4 ZEm st &
A IO AT, HE AR O A BN LT R AR FH &
FHEs 100 5L E

FH VY7 IR 2 H B FEREAR ASCVD fG 6, I/ 3B Al
FE P A & MY IR RS T FH RS
HoFH il HeFH 835 Y20 R B A T 0367 M A 1 s s : Ik
CERER RN EREREA , MR ). Eshfir IOk
M, R ). R SRIEB TR LA 2, a0 iR A
JRTo HUR, FH B AR IR A KRR T 29697,
AR R ASCVD fEl . JARRIAYT 1Y B AR K50 A B
fE#E AR LDL Z MK B EEZ AT TZEATT 5 LDL-C F#AIK
25%, TJG LDL SZ IR B ARRAR 15%, L 1, FH BE T
BRI ZRRIE A IEATRYT . OISR S
AN EYT, IR AR AL S BARAKE, iR
PIRAb TR R, TS 2 R AR I B A R
Evags
11.6 7

X ARO RS A TP alE Rk B & A (transient
ischemic attack, TIA ) [, TGS A HAbsh bk RERE (L iE
W, WA T M T R4 K IIRYT, LA/ A rh AL i
FAER (T 28R, A Plds ) ™, BHRERLL LDL-C = 26
mmol/L (100 mg/dl), by AS25 WA 7 R IR B A 5 i 4k
LDL-C < 2.6 mmol/L, (100 mg/dl ) B, H A i Bk = 15 PRIE 3
RPN KSR RERE AL PR ZE (AR R 70%~99% ) 2L Ak
A TIA B, HEfE HAREN LDL-C<1.8 mmol/L (70 mg/dl)
CTZHERE, B gE o KM T 2258707 Sk - Je%
A AT IR I S A AR O RO Bl PR A e TIA SR AL

guide.medlive.cn


http://guide.medlive.cn/

R EEFR L 2016 4F 10 A 25 31 % 55 10 B (255 220 ] ) Chinese Circulation Journal , October,2016,Vol. 31 No.10 ( Serial No.220 ) 947

XU VR £ 1 PR T AT TR 2540)

11.7

BN

= 80 % Ml BN H A ZRMEMEPON T I Z T 254,

CERZ R AR EARE AN ROV il s RZA AR
EB‘JH?';':’}‘IJJ%@CL, PLliFEsE 7l bpu et

AL, AR

TANERK, BRGSO VR R 2570 i 8 M
W ONREFURRIAI . DN i JC i AR SR A T2 WA H
PREGBEEDLXIRBIFSY, w2 4R AT 225507 BsE AR A
RIS . AR, il S AR m R R A 5 ) 0o i
IR SRR B AT AR T R AR o
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