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fH R 4.50 mmol/L, &5 I [ [ Il £ (%) 58 05 K Ry
4.9% 3 H 3 =g (triglyceride, TG ) F (i 4 1. 38
mmol/L, & TG IfiLAE /) F 9 22 13. 1% ; 5 %5 i g
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o 3399 . o 5L AL SH S AR AT
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PRI 920 5 TR LE 1 AAE R TG i
JE R R AL AT W W R Sk B I
S SR B DGR TR AR S e

DI % B g 25 1 AH [ % (low-density lipoprotein
cholesterol , LDL-C) 5% TC T} /& 45 & 04 1L J8 = ¥ =2
3 ik ok RE AE Ak PE O I 45 K R ( atherosclerotic
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rh L HE Y A S5 B TR 1, X3 I R Y
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2007 4Lk, B Z2 iy it R A 58 k3 iF — 20 B ik
T RENR AT X ASCVD — 2% 351 By A — 4% 15 B 119
B RPE R 4 | PR 2224 AR AR AH 24k 578 5%
HTT T B IR 55 Bl VA FR R o A 3R I PR 1 A
SN TARKIERE . 8 E HE BrhE MBS
W7, FE R RE T (LR L, IRAS T 20 4 Bl 15 55T
Bl . AE 2007 FERGHERERY 10 4E BUASE R IEAL %
b bR T AR TR

2013 4E 11 A, e E R VAR RIET R RS
P T B 2 il ey () SR, Pl 0 A o
HEBE 2050 IR 27 53 2% TP AR R 22 S W PR 2 4
o3 AR E SNG4 o3 LU S R AR R AR s A
B AR BTG RN & AT RS
53 R ARAR B R 0 R A A R, 8 35HE
JE A T 4 A J7 I (FE R BT B SR TR0 L0
A5 A XU PEAS ARG 7 1 E AR FURER AR
HRIAYT ) L 17 A0 0] 85 48w T AE 45 XX 2 4%
O IR T LA 1) SCHRAS: 28 T SR, 25 6 3T
Wi 1 HAH DG SCHR o K2R SRR 4 o v [ A P
FSCHREE 22 (CBM) 5 77 B iR IR 45 & b
] IR U5 B (CNKT) | 5 6 A 1y 52 SCHRESCHE 12
(PubMed) Fl fiif 2% [ 2 SC4if K % 7 45 (EMBASE)
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IR, FE 78532 AN R B L i Az 2
BRI,
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RAE R R TS ER AR . fEr BT R, i
FOMAER T OBEERE, #eS K- ARG
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AFE A X HEFE I E A S T BRI AR DG4
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2% EUESEA(a) — A A Jo A (5 G
R, H— LI ) AT REAH I HRAE 8GR T, A HERE
.

ASHE BRSSO K E SRR T .

UEGEKF A G4 T 22 TR BIL I PR 1 46 w25
FEIIHT o

UEGEKP B 2 UE 8 JE T 55 Bl BIL I PR 15 w2
TR BB

UESE AR C oAU % 3R WA () 2T/
RUBLAITZT | [ BE AT 5 AE I TS 45 2R

mis5EES

ERRR
1 i 2 ot v o ey B B2 TG An 3K fiE (4m sk
)R S H R AR, 5 IR E A K By LR E R R
JE B B2 fn TG, 72 A (K 4 BE (B BF & 2 DL ik 5 JE
B KR E BB R A TC R H T
Hy 3 AN AR B B BR AL T Y B, R VE T
K, MG R & AR & B S e TR
e % B fe VR T R, BaE e E A R HATRM

fekans NI EME RIKEEEEE F ¢
MEEEEs MEEEEE 5T EEA

L EEH(a).

LG R I3 Hh i I [ B TG A6 g (g )
SR RPR 55 R 2 DR DG 14 1L i 2 I A
TG FE NP JH [ B 5 B LA Vi 5 A e e A JIE (] e
BRAIE XAFAE s TG 2 Hh or 1 il 3 SR R 107
PRERALTIE i, AR T K, 2605 R iR Y £ 1
[ BN #5211 (apolipoprotein, Apo) 45 5 T2 MU 8
FIA BRI T I, Bz iy R ZH 2L A TR

NRAE 7324« FLBEHORE ( chylomicrons , CM) ()
K25 E I8 & 1 ( very-low-density lipoprotein, VLDL) |
Hr[E] 25 B8 & [ (intermediate-density lipoprotein,
IDL) k% & R85 A (low-density lipoprotein , LDL) F1
B %% N8 % 1 (high-density lipoprotein, HDL) . I
Hb, AT — IR 2 AR M IR 5 11 (a) [ lipoprotein
(a),Lp(a) ], #&KNGE YR EZW0 .
IR RN FESI T2 1145

1. CM: CM J2 iy Ho ok e R BR 2 1, E 2k
g3 TG, (5K 90% , B RE ik, IEH A 12 h
J&E KM, ME P TE CM 85 S RS RS R if
WS R CME, IR AL TR R il 37 i
AR 4 CHRYEI, CM ST RNITE FZEER IR
s, AR A A TG CM AATE R fRTAE 7k

2. VLDL: VLDL (i JiF & B, H TG & &2 5
55% , 5 CM — 2505 0 & & TG MIREH . LA
CM FA7ERY L6 B, TG ¥ J& BE e ik VLDL 1y £ /b,
H T VLDL 43+t CM /)N, 25 i 12 h By 198 i e 1%
B, 425 fE MG TG 7KF > 3.4 mmol/L(300 mg/dl)
I, ML A SRR IR

3. LDL:LDL /iy VLDL F1 IDL 4k 3k (HAr i
TG ZfRHE/K M5 i LDL) , LDL JgUtr v 25 fIH 5] i
2 50% , 2 M IE [ P55 e 2 i BB 2 B, BOPR

R1 JREAMRHEMIGE

R KBEE(y/ml) FRIEAR(nm) EERSS FEBIREA kR o B

CM <0.950 80 ~500 Him =R B (Al A2 NG R AT H I = R [E BN
Jeic = HAZH A

VLDL 0.950 ~1.006 30 ~80 -t =g B E.Cs PR A g IR I =BR B AMNRAL, &
WA K 5 TR B AR TR

IDL 1.006 ~1.019 27 ~30 Hh =8, B B VLDL *HIM=FRZASHK % 8 LDL ik, 352 e bt

I T e L
LDL 1.019~1.063  20~27 JIEL T By VLDL F1 IDL iyl =Pagefis  MHREmE Y 32 2 8044, 2 LDL Z KA
BEK RIS T AN LRI R, 5

ASCVD TR

HDL 1.063 ~1.210 8~10 WilR, IHERE ALA2 Gs FERIFHER NG G PEERRFRBE SR ZHLARS X, He iz IH
[l 28 P AE e FEAU 2 2 153 A1
HDL-C 5 ASCVD A%

Lp(a) 1.055 ~1.085 26 JOEL T st Big (a) FEIFHERRIRE 11 (a) il — B AIRES ASCVD A%

5 LDL M E A

T : CM: FLEEROk: , VLDL AR AR EE AR 85 11, IDL.: R[] % FE R 85 1, LDL AR BENR 2 1, HDL: R % BEAREE 1, Lp (a) :JREE I (2) , ASCVD - 3

TR ARE TR AL O M 45205 , HDL-C. ¢ 55 %5 85 G 2 1 1B [T
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S E S NE T 0 Mg B P o B i v [ B i B
TC ¥R (T4 5 3% LDL-C KR FAIT X FR, H
T LDL ki /N, B LDL-C f4¥k BEAR &5, I3 A
2x1R, LDL H 3R 85 H 95% LA A Apo By
R HURL /N A B = AR AS [R], AT0KE LDL 43 Ry AN
[RIFE 253, LDL ¥ H [ Bz 16 2 A E 2140, R 25k
LDL J2& i i Fn T4 M LDL SZARSEF 70 A0S -

4. HDL . HDL FZ iy JIFBEFI /M & . HDL J&
UKL fec /NP AR B 11, e PR AN AR 1 B 4 JLT- 45
di—2. HDL g8 F1 2L Apo Al 253, HDL
SRR PN &E A, T HDL ki H i 75 i okt
NG 1 BR8N A SR AN
[F) 4385 777, 7l HDL 43 AN [A]E4H 4. X 46 HDL
A SRR VB B ORI/ | HE far R Bl kA A A
AR S 7 T4 ASAH ] . HDL 5 [ 5 DA 5] ] 2H 21
(CLFE SRR R AL B ) B3z 21 R RS 7 P-4 A
VIR e CHE , Beat FERR A M [ i s

5.Lp(a):Lp(a) ZF H % ik & I H) — 2%
PRI . Lp(a) A BT 2501 F LDL, (HH 5
EHADEREA 1 53T Apo B b, 8 &A1 70 ¥
Apo(a) . A K Lp(a) A B4 ff A 0 DTAL 6
TR

6. dE = % B s & 11 A 18 B (JE-HDL-C) .
JE-HDL-C 245K HDL LLANHABAE & 1 b & A i I
B, 1A 40 R - 4E-HDL-C = TC - HDL-C,,
JE-HDL-C £l ASCVD } Hois fi ATER VA I I8 i8A
FERIEE FAR & T TG KFAE 2.3 ~5. 6 mmol/L
(200 ~ 500 mg/dl) B}, LDL-C A& 8% E k3697 H s
A E R A LI F8 Fe Bk 3E-HDL-C %1
ASCVD — £ T B A0 — 2% BT (4 2 B2 F AR

1 g 46 15 B

ERETR

I PR b ot g A 00 w9 2R B h TC TG,
) LDL-C #n HDL-C, X b i fg 7 E ## Apo Al
Apo B Lp(a) Byl K B2 F M (B 4 B 55 % 2 K E, ¢

Il AR L i A Az 0 i B A 351 H >4 TC TG, LDL-C
F1 HDL-C, HoAth 1fit B§ 55 H 41 Apo Al Apo B I
Lp(a) B AR W B 353230560

1. TC . TC J& 5 1L 4 A i 85 1 B 25 I8 [ B
Z . s TC KR EEHEA : (1) 4F I 54k

51 TC 7K -5 B AR 17 T, {0 70 2% J5 AN P T
oG TR, PR AR T B, etk 44 )5 TC
TKV-A ] AF 9 55 1 v s (2) AR T 152 < 0 g JIEL [
fist R R RTRR TR A AT TC T 5 (3) iR I &
5 e 8 PR OC B i 32 AR BE IR ke AR 5878, S 5 1k
TC & EThm M BRI,

TC X+ ASCVD 4 1 & ¥F Al A1 150 90 4 1B AR
LDL-C ¥ #fE, I H 2 =03+ % 9E-HDL-C 1 VLDL-C
i, AZITRGIN TC

2. TG : TG /K- 18t f5 FI 355 [H 2 119 WU 52
SR AR PRI B A 18 ST (AR B sh %)
AXo 5 TC A, TG 7KK PN F A~ 4 1] 22 5
K, =K TG /K- 32 AR FAS [R] B[] 25 R &R 1Y)
S, FiF LA R — AR AE 2 0l 2 1), TG { nT B A 4
KES, ABEPILTE TG /K V-5 B B IEAw S50

TG 2 WP B THiE 4 St VLDL K Ho ki (ki
/NG VLDL) 34 £ 5 #6578 R g 3 (4 i T 0k A8
/N, AT REEAT B2 B S ks AR R AR A o R 2 0
4N, TG TR vT G &l o 5% i LDL =% HDL fr)
g EAT B ks RERE AL A F . TR ORI,
M3 TG 7K V-4 2 v B T4 iy 3 KR o 9 £ 6 P 34
It Y TG ERE TR, H A AR Ak R A

3. LDL-C: JIH [& i 5 LDL L EEf 50% 2247, ik
LDL-C ¢ i FARE S e iy LDL it 5% TC 11y
R Z 0] [FRE R0 LDL-C /K F, LDL-C #5552 5h
BRHSRERE AL % A R B EE K N E "', LDL
I I AE P R R IS RE P, 7R R R 2 W R
LDL #% 1& 1fi )% 48 fk % LDL ( oxidized low-density
lipoprotein, ox-LDL) , F. W 20 }E &5 W ox-LDL J5 12 1
WK M, 5 & AW 2 G, 4 8 2 ik o A i
TR BEH IR A% O o Bl KoK R L BHL B R 30 Ry 1
PEASENE SN FRAE , H LDL AR AT 6 2 53 Fivig 1 48 i

AR AT R . — LT, LDL-C 5 TC
FIEAT {0 TC K152 HDL-C 7K S5m0, ki b7
FH LDL-C fE R %) ASCVD fE 4 B P4k HE br o

4. HDL-C: HDL B¢ 4/M i) 21 2 4n ifn 45 5% Py IR [
P iz 28 IO A3 43 A A, B0 L 61 Bt e 2
/U IR [T A O A B P TR, A B B sl ok o e 1 AL AR
FHo D HDL H R [ i 5 i Fe R , i H A £ 38 it
SN EL BT 5 IR [ 9 i, (R)E2 T gk ot HDIL K-

HDL-C it W] 4 32 st A (R R s e, ™
FEA R A B M TC B W [ 1%, HDL-C A%
JEJE# HDL-C 2 Ak, WA Al fff HDL-C K F.
WEPRIF 98 F1 56 1 45 5 995 ] £ 47 IRHDL-C, 5
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TG MAEEZEEFEA K HDL-C, Tiiiz sh A b &k
W<s T+ HDL-C, R & A7 7 SRR 1, 1 v
HDL-C 7KF- 5 ASCVD & f i 2 G oE ™

5. Apo Al: IEH ABEIMLTE Apo Al KV £ 1E
1.2 ~1.6 g/L {uE W, Mg T 5. HDL ik
()28 1 B B AR A 2 5 50% , 35 1 Bt Apo
AL 255 65% ~75% , T HABREHE E P Apo AL 1)
b I LA Apo Al AT LU HDL 7K, 5 HDL-C
KAV 5 B S T A DG, S PR S AR AR L

6. Apo B: IE# AREH LG Apo B £27£ 0.8 ~
L1 g/LysfEW,. EwIERT, & —4 LDL.IDL,
VLDL 1 Lp (a) BRith 454 1 435 Apo B, [ LDL
R 4 K 280, K2 90% 1) Apo B 43 Afi /£ LDL
H1, Apo B Apo Bl Apo B, WA, Hif 5 £ 247
TET CM Hh J538 F2AFTE T LDL Hho BRAFIR L]
A, i R BRI E B Apo B 3d H 48 U & Apo By o

I3 Apo B % Jz i LDL /K-, 5 IfiL i LDL-C
KPS W S TR G, PR I DR R SRR, AE %K
O, AT LS Apo B IUAE 1] LDL-C ¥ B 1 & (1)
TEOC, B2 75 1MW TP A7 7E 88 22 /N T % 1) LDL (small
dense low-density lipoprotein, sLDL) , 4 & TG [filiE
At (VLDL &) ,sLDL (B # LDL) ¥ 5. 5K
LDL( A %4 LDL) 44t , sLDL 5k 7 Apo B & E i £
77 AE [ s /b, k] 1 B LDL-C B SR A (L i 375
Apo B Hi A FTIE “ R Apo B IMLAE”, B Wk B &Y
LDL $ %, FFLA, Apo B 5 LDL-C [a] i}l & A #1 T
Ik ASH T

7. Lp(a) : MfiVE Lp(a) W EE 328 556 A O, Ak
AASZ MG A AR R R 2240 IE [ B2 ) 1 52
Wi o TEH AHE Lp (a) K5 W1 0w 25 4 A, AR
AT E A 1000 mg/L DU |, {H 80% 1E & ATE
200 mg/L PLF . 3@ % DL 300 mg/L R¥) 5, & Tk
TRV e Ui 1Y) £ B Pk I S 3 e, 47 Lp (a) AT
REHLA ZSN Kok FERE AL AR, (H W B =2 1l R 53R
52 o AL, Lp(a) 34 08 1] 0L 44 b 220k it R
WL B 2SR R PRI B0 L A AR A AR
85, TEHERRAS AR E TS B LR, Lp (a) BIA

g3k ASCVD FyA 7 fG R N 3R o

25 LA 1 300 A ) 2 32K B 7 2 [ S s vy
mmol/L, [ 5 I A7 48 [5] 5¢ H] me/dl, FLHe fe 2 4
., TC HDL-C 1 LDL-C;1 mg/dl =0.025 9 mmol/L;
TG:1 mg/dl =0.011 3 mmol/L,

MmAg&EXRFEMZFE S

E: H —
:::,'f—i?mm

i eEARFRFENREEERNT

° ASCVD — & T B AF A B,
% 2 STV

ML 57 A9 32 0GR HE I ASCVD #8420 &
B o AT A 3 R L 1073 T 7K B 5 )
AL (36 2) T 2 U0 AN [R] LG 7K A A
HE ASCVD S fa B i R IR PE DT 2 4 2R , AU A
[ i 7 SF- X5 #7F 75 A RE 10 4F A1 20 4F ASCVD 3
BRI TE B f9 A S7 52w 2 2% 7 [ B 3 B
ZAR MR AR G 45 B X i B8 B 23 A 3 K P B
FHARHg 210212 TR PR 0 2, 3 2 I A K
SRS U R FE A T ASCVD — B 1 H bR
N

I i 5% % 5 2

o fig 5 E KB A A, & W R R
o KA IR 2 K =, 5 LR BRI R 2 Ko

Mo on ot ot ot ot ot ot ot ot ot St St ot ot o o o

I 5 38 A L T TC () TG KF- T
L AR FPRE AR IMLAE . SEPR F G S 072 48 EL A5 1%
HDL-C IfUAE7E A A4S Bl IR 57 86 0 70 A B0, i
T AR A DR 732 A PR 7326 — Al e S T J2: I
fﬁﬁ}%““m: .

&2 PE ASCVD —ZL B AR ILNG 5 3 K P75 70 JZ A7 E [ mmol/L(mg/dl) ]

IR TC LDL-C HDL-C 4k-HDL-C TG
A K <2.6(100) <3.4(130)
BEKE <5.2(200) <3.4(130) <4.1(160) <1.7(150)
WIS =5.2(200) H <6.2(240)  =3.4(130) H. <4.1(160) =4.1(160) H <4.9(190)  =1.7(150) H. <2.3(200)
Thes =6.2(240) =4.1(160) =4.9(190) =2.3(200)
FEAI <1.0(40)
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— M 5 R 2

L RV v IR MUAE - 4 e Ve ven i IfLAE 295 il T
FoAt o T 5 RS A AR 577 o m] 5 R L 5 A
i LA HERE PRI B RLE AL  HUIR R REK
ABAE | D RE R TP R SEVELL B A
SBUE BB IR ZEARAE SRR | 22 O AR
LRAIESE o BEAh, FELE 2 My A BRG] A O ERE R
B 2 VR BELT ) A Bz Jo 3% St n] RE 5 RS 4k A A

PS5

2. JRURME R IR IAE : BR T RAETE 7 =0 (s
RE R IR A S AR O BE AR 45 ) 45 I e o A
K, RER A3 I K e v i I o oy T B — S R s 2
LI G AR FI S, ph TR A 948 il B0 i i IfLE 22 H
A FIGERNE A LA s AL 0], 5 )2 A —JE A
GEARRE BRI PR 388 R Ry SR s i T

ity LDL 52 (4K K] i) D Be ke 2 AU 945 | B
ks 5 LDL ZAKS5 51 Apo B JEPR 28742, w43 fif
LDL 2 (i 1} 25 1 % AL BiAY B9 1 2 9 (proprotein
convertases subtilisin/kexin type 9, PCSK9 ) Z& [K 1)
REARAG YA , BRI LDL 32 14 5] 240 it 5 i ¢ ¢ i
) LDL 52 {4 % 85 1 ik PR 92 7% ] o5 | 5 5 2 s R
[ B IfiL i ( familial hypercholesterolemia, FH) , 80%
DL b FH RR S 2 B — ik PR 5 742 Pl 2, {HL g I [ 15t ot
it B Z AR 92 (R . LDL A2 A4 R 1Y 2y g
BRAHIGEA & FH O E2LR I, 4G+ B G5
JHOBE EE O am AE
hypercholesterolemia, HoFH) & J5 R %) 1/30 Jj ~
116 77, 2% & 1 B 58 6 P i MH [ B O
(' heterozygous familial hypercholesterolemia, HeFH )
KIRHEL) 1/500 ~1/200,

FIGNER TG A HA—JE R AR TS, o 25
5 TG RN E FRA#NE 2 Apo C2.5{ Apo AS JER
GRS EL, RN LR TG IMLAE (TG > 10 mmol/L),
HERRARL/100 T3, F2rpEE s TG IMUAE i B AT 21
SR G AR 2

MRS R A2

WS AR BE Y, B S 5 n] R AT 167 B A9 1l PR
rR(EER3),

R3 MRS AR R

(' homozygous familial

i TC TG HDL-C  #4F WHO
FHERAE S la
5 TG IfiLAE e V.1
RARERIGE e e Ib.m. V.V
ik HDL-C IfiL3E FEAR

AR o flg 2 o fig R B iE G AR
VAR X iy

TR S IR AR W ot AR 7K AE Ak
SRR ASCVD [y y6 5 it ) o B EE A . TR 4
KT BT MR ¥ ELA I B A6 0 45 14 , BT LAt g 57
AR R R T AR 35 A X B T AL R
I ANBEIEAT R RS U AT J . ax e A HERE RS
CLZ 8 ASCVD [ A B, th A0 45 i & B ASCVD
IR, fa RS th K I R S W R R
o AT KT RILMAR S, 28 20 ~40 % B4R A
Z2/04g 5 AN 1 g (24 TC \LDL-C (HDL-C
FITG) s HL 40 % L1 B4 2 )5 Lot A4
W if R ; ASCVD JR 35 B s i A BF, g 3 ~6 4~
e 1 Waffg. P ASCVD f:Be 85, B 7E A BE S 5%
ABE 24 h PN Il AR o

I A A A 5 S X5k (1) 45 ASCVD 5 52
H 5 (2) fAAE 2T ASCVD fE R PR 2 (n g . He A% IR
g LI R ) BT 5 (3) AR R LA s AR T
BE (TR R ERERTESS St —%
FLARFIRAE 65 % i B PO A ) , 3 Kk
PE R IR LA A8 5 (4) Bk i JUL I 8 €20 3 A R it 44
B,

L JI G0 445 5 A2 22 Fofr PR 285 i, 2 TRUHE I RS I
P A (B 1) (2RI R M AR A TAE o

Bl 1 B R A
T TL LT RETLTL LT RETLTL L TR TETL e
gnﬁ\\%ﬁ:

R4 ASCVD A fo I R BUA [ 8 2 T T
M 2 L AR R B U8 B ARG SR . B A
S WV 2 L iR R IR ST SRR R 5 B ARG
o A A e VB A 4R B9 AR HEAT 5 xR R E
TS HABERECHERRERR,

LDL-C 5, TC 7K P XA S 1R ASCVD &
f& W6 B A ph S op B AR T BN R R R
ASCVD FE RS 1 i AR, AN F IR [ K- = I
W T [ FETE ) ASCVD HoAth f& [ PR 25 (1 %k H
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FKEY S MHE LDL-C KA, HAt £ 16 P %
B H FIKFAN] , ASCVD S AR & 9 A5 16 AT 777 B ik
25t HEENYE, ASCVD LA e AN 2 IF [ i
KTl s 6 PR 28 2t 7V FH ) ] B2 o, i 2 R
[ WK -5 Z AN fa I PR 38 42 4% 38 BAE FH 9 AL [R) 25
b T X A i S O] B L G T S R R e S ]
FEEMEA T KM EE, 2P ASCVD Bk fE
BBy i MG 5 i L ELRT$E . PR ASCVD Bk
FEBS , A BY T80 7 1A 58 8 PR BR IR YT i
&, B TGRS A AT X 2 B AR, il A
IRAL B 25 B3R I7 DR, DA S5 KR B O A1 AR 3
ASCVD BMARFER . H R, B NS E AR 1 IG5 5 B
IRIRE A O A LG ASCVD L0k AR L K 1Y
PRA J7 1 G I 0 J2 i o o121 1022. 2550 2007
MRS H, 48 T e ot O A5 (O 6 A
SR A ) e A B R S ke it Bl S R LAt O 1
B EEfER B R ML GB0E G R. X 10 4
ASCVD &9 fa i J v i HLAR Iy <55 % 9 A BE, A&
JHE B 1S T 4T ASCVD 43 A= fis [ 1Al 19
W LU TR ASCVD A3 A fE B o i 8 1Y
AN FEEA TR T

TESATE R PEAG I, B2 W7 ASCVD # H #41
Tt fE NBE R AT Rz — & B e
AB¥E: (1) LDL-C=4.9 mmol/L (190 mg/dl); (2)
1. 8 mmol/L(70 mg/dl) <LDL-C <4.9 mmol/L( 190
mg/dl) , HAFHAHE 40 2 DL BRI B . fFA k
T 5 BRI 15 R 5 N HEAS T R4 A 6 PR 281 4K
#E1T ASCVD fal4r)z .

Ff AR EA LLE 3 FE BN, 7655 B A
T EPNRIGI T, B R R 1 AR T AR 10 4F
6] ASCVD B MR L fE i B 1AL . AR RS EITHY
a7 2 4% Bt LDL-C 5 TC /K- 5 G i i e B He
fil ASCVD FE IR AN 805 8 21 AP, IF 45 IO
[F41 & i) ASCVD 10 4F &% - ¥ e i < 5%,
5% ~9% F=10% 53 5| & LR ARAE | A& Fi s 1
ARPABTTHELE T 2007 AE IR FE FE FE R 40 205 52, %
I MLEAVE R FER R EESH(E 1) . AW
PEAE T HINE R ASCVD K95 & 43 2% EAE
fER S (K 2) .

H1 T N AMIF 5 . 2248 7 fa s R 27K 7 X AF i
KT 55 F I ABEREFER m im0 Rk g
FIETT I ASCVD 10 45 &5k fa 5 A v A& 1)
PEAT ASCVD 43 A 15 B8 59 WAk LA AE SR 5] v 55 4F
ASCVD A= FE R Ay e F& A4, XA 4 i i 7 PN 1)

fa i R AT F T, X T ASCVDI0 4R & 5% 1
5 R A R HE , IR EAA DU AR 2 WU DL B S
Wi &, H ASCVD RAE G A m e, X216 1
KEAHE: (1) Y48 =160 mmHg(1 mmHg =0. 133
kPa) % £F 3K B = 100 mmHg; (2) JE-HDL-C = 5.2
mmol/L(200 mg/dl) ; (3) HDL-C < 1. 0 mmol/L (40
mg/dl) ; (4) RS54 (body mass index, BMI) =28
kg/m?; (5) WA

1 Ag 5% &8 77 R

T RIER

1. W R b R ARAE Atk ASCVD f1 2 J
e BT B M IR

2. 4 1% LDL-C A1k % 7 £ ASCVD f
Gy B FH#e L, E-HDL-C 7 K EF 7
8,
O EEATERRERME. G
LDL-C < 1.8 mmol/L, & f& % LDL-C < 2.6 ¢
mmol/L, F & Fu1% &% LDL-C <3.4 mmol/L,

4 IDL-C L& &R &, Tk B ARE#,
' LDL-C Z /b 215 50% . # & /& B LDL-C 3%
72 HARME LA A% LDL-C {7 i P 30% % 45,

5. I IR S AR, E R T XA 4
FEH T B R OB T T 95 0, AR R A K T PR
BB AT O, B SRR, L E
LKTTRRE SAMAREARO N,

MG S H#IRIT IR B 2B ASCVD, BEAIK.C L
FEAE. | i 1P 2w g ed 00 5 A6 17 4500 1L 55 6 i DR =
PR SGR . T AL SR TS IR B A A, A
T ASCVD i [ #5253 R R, 98 Hig ¥4 7 fE fi
ASCVD H % ol i 1o A BEFR 26 W PR B AR 3 A 1A
ASCVD f& |6 T B2, bk 5 R 75 3 3 25 W 98 B iR o7
@ES - W.§ int )N

— AR TR

I 54 o HoE LDL-C T /2 S 20 ASCVD &
RSB ERRIN . KR I RIS S IESE, i
RIUA A2 sl it , R BRIy LDL-C /KPR
W R TT Ra s | 4E 22 B 1B B Bk RE R ke 2, IRk
TEWD ASCVD (4 %t R Bk R ML T R,
AN S5 3 B 1645 5 29384 , LDL-C 7E ASCVD %
9 FRE AL OAE T, 4248 IR L 3% LDL-C /K SF3k
B ¥ ASCVD f& |6 - T L, #f #2 LI LDL-C Jy
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BAETIMERLMEE, THEFAEAREEGAR
e fE: ASCVDEZ
Ef&: (1) LDL-C=4.9 mmol/LE{TC=7.2 mmol/L

(2) WERR B [LDL-CZE L. 8~4.9 mmol/L(FTC 3. 1~7.2 mmol/L) HAE# =>40%]

R R LDL-C g 2 B, O
LA I PR AR 4 23 B 22 88 {HL 25 )
HRA RN 2 2, 1

l ASCVDI0E RF Ry & BER <665 %, HERERLK

RFEE, PAHASCVDI0E Rk fak: S, A R R A AR
1% fE E BEAKF4 B (mmol/L) N v v

. a N — i{ \/ﬁ

ﬁﬂﬁ(% 3.1<TC<4. 1 4.1<TC<5.2 5.2<TC<T. 2 Y I~ E 2 PR3, AT A%
1. 8<LDL-C<2. 6 2. 6<LDL-C<3.4 | HE3. 4<LDL-C<4.9 o
0~1 1575 (<5%) &5 (<5%) &fs (<5%) FUIG PR iz Wik ASCVD [ 43,
TR fLE 2 f&fE (<5%) f&fE (<5%) it (5%~9%) — e —p s

L2y e SR V= As
3 &fE (<5%) i (5%-9%) e (%-9%) 2 P e A3l ok 5 5 A aoute
0 1§fa (<5%) ffs (<5%) f5fs (<5%) coronary syndrome, ACS) | F2 % P
AERE {_fff E;";;) i () s (5%~9%) SEE L L T ARG B A
X —— WL Bl P

KM SR SRR RERE AL S5 ] A

* W4 R >160 mmHgEREF5KE >100 muig
* JE-HDL-C>5. 2 mmol/L (200 mg/d1)
* HDL-C<1. 0 mmol/L (40 mg/d1)

* BMI>28 kg/m?

* BB

RAEUTER2HE U LBRERE, & XASCVDR AR

HE R AR iR
ASCVD AfreHh AR A SR M 2%
R S HAH 270, A7 16
WAl 5 o8 m G P S B

e P AR L HDL-C Ko ¥ =45 & sl et =55 2 5 48 M B IR 5 58 3 1) fes

TR RIRITIE S ISR ARE UG S % 19377 5 1 mmHg =0. 133 kPa
Bl 1 ASCVD S ARG IR

R (T R, A RIERE) .

M AE-HDL-C AJ/E S Uk 2T s o (1T a K3
#,B RIEHE) . H4AE-HDL-C /E R E T Hls 5, 2
F R EE TG M E B H RN A Rk R E A T, J5
BRI B HLA S B FERE LA H

= g BARME R E

PHRRIGYT I HARE T I IR B2 2B Fr s 9t 2
PN FH o SR, A3 50 4 [ A8 & 22 1) il B 5 1297
FE R AR B E W B RS B G
BEALXT BTG e SR ARG IR 1R YT AR EE 2
b RHE fo] B i B B Ar(E B >k ASCVD & Fs:
B KR BE AT . SR, 5 BT 0 i I s D0 25 7

S F8 IR AR 25 AR o DRI IG YT 3R 43
) BERUL, RK  RF AT I o 2, R R
VRN HARMES , B AR RE S e A PR VR YT Tk
A S0, T RE S R B ARSI, i e AR IR FH R R
AR . e TR = U R AR B AR E 5 A TR AN
HEE S Ot RS A T B E HARE (1 i
#,CRIEHE) .

= AR IAbRE

N ARSI ASCVD (1% A [m) i 6 72 B, 8 22 o1 B i
Y7 BLIR B Y A RE LA H bR, 72K LDL-C
MBS (HARE) EER I TR IR 45 B
KT R A R A O A F G B e 2, A A

18, A 0 A P e T B FRAIG
LDL-C i) H A5 {E. A [F) A5 s A HE
a3k 2 #y LDL-C Al (5%) dE-
HDL-C HAREA R KAR (& 4,
[ £#%E,B ZEHE) .

JI A SR AT T IR T A RO SR 45 SR 18 R, 4K
f g FE AT A 55 W] fd ASCVD S04 & AR f B A T e
G, (B3R 25 0 4 WA /N, HAS R FE T 3 R TR,
FEAT TR B ARIT 22 A0 iy T o v As 2R Bl 25
HU 8 TDL-C M 1.8 mmol/L [& % 1.4 mmol/L,
AEME O 0L A 25 10 1) 246 X A G 33— 25 R AIK 2. 0%,
FAXFfEREREAR 6. 4% ,(H.O ML ST sk & AL T- &
W AR, PR LDL-C [ 2 5 A, BARAEAE IR IR
FRa5 23 (], (HL20 % 3R 25 e B a4 7N o

%4 K[ ASCVD &k AR LDL-C fIE-HDL-C
VAT BARE [ mmol/L(mg/dl) ]

fE 18 K% LDL-C 4:-HDL-C
&/ 1 <3.4(130) <4.1(160)
i fé <2.6(100) <3.4(130)
e fs <1.8(70) <2.6(100)

MR LDL-C HEZ B 4 iRy, 5 BUA VR i 25 W b e
BYF 3 NS MELLE LDL-C [ 2 37 HFR{A, W) a]
FJEK LDL-C Z/DREAR 50% VE 2 H xR (1la 23
#,B RIEHE) . IR EAA oS e 8 & LDL-C
FAAHCTEFA BARE LA, 3 I T LDL-C A
FELRAEIRAR 30% Aoy (I264E% A RIEHE) .

JE-HDL-C H #% {6 It LDL-C H #5 {5 24 &
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0. 8 mmol/L(30 mg/dl) A G AFEIE-HDL-C i&
JrHPRME L 4( 1 3R, B RIEE) .

DU JE RS A

I 20 4Pk, 22 TR R I IR 1A 00 45 AR — B
7N MTTZE 25 W FE ASCVD — 9% i — 9% il By 34 g
b 2B A0 A 5 (IO WUEESE e LR AR T
A ) fE . b TTIE Bk B IR X SR
SN EZEZY) . UL, R T VRN IS AR, 16 R B R
HIEAMTTIIIEZ (1 KR, A RIEE) .

SR, Gl & 388 2l AT T 2R 2547 4o
BT ] SN i R 4 I R b B s gl At FH v i B (A
WP R AV R ) I T HAE T E A i
KAV I AT A3 25 156 38 A 2 4k i A BE A
£ HPS2-THRIVE #5525 B, 5 JH 58 & 4 [ 11
7T 258 5 & A R B RN A AT DLk 31 3
iK% LDL-C 7K 17 DYSIS-CHINA #f5% & 755, 34
FoAth 7T F & IF £ LDL-C 3k 45 % 84 ',
CHILLAS WFFE 4 5 oK 7 (5 o B2 Al VT #E P [ ACS
B PREE LR . P E AR Al
RTINS SER ] A 5 S B A SRS
W, e s B AT T VAT A Bl A B v 9 UL DA S L
FERCESE, T I 7E OB O O R . HPS2-
THRIVE fiff 5 2 W i FH v 26 5 BE VT 3R 97 B, o
SEE A RS20 & 2B 32 W A T RO S8, Tl
FrEn (> IEHAE LR 3 £5) it RO 3 10 45,1
JULIG AU A, 35 = R A 10 4%, BT, M Je e T
B i B AT TR T e Mg

7T 225 YR AR S R R AR T R IR
FIEIA R AR AL, M5 3445 , LDL-C i — 2
REATR R BEAY 29 6% (LTI R 6% 5N ) o ABYT
S418R 259 EL LS, TG LDL-C 3 9 8
AT N o PRI, LI PR B i vy P v 45 52 32 A
TIVRIT , MR A A oA L 3T ey v R AN it 32 A 0 3 249
BT, A H ERE A AN IR b, 5 AR AR 2459 (40
WA 2 40) WA W, AT 3RA5 28 4 A 8500 I i SR
(12543, B RIEHE) -

T HAth LA S T

o AR T o TH [ A, At I B S R A T
BIPEATALER, i B = A DG R B0 AR 45 1 UEHE . Il
7 TG I 4iE KM < 1.7 mmol/L(150 mg/dl) , 4
1fiiyE TG =1.7 mmol/L (150 mg/dl) i, 15 4% A AE
2T I, B S IR YT MR R R kD ik
W REIE S 2 TG KA T [2.3 ~
5.6 mmol/L(200 ~ 500 mg/dl) ], 5 T [if% ASCVD

fa 6, BAR DAREAR LDL-C 7K -2k 322 H by, {H [R5 i
N iEAE-HDL-C ik B A HiRfd, S2MiTibyry
J& , GnEE-HDL-C {75 g ik 2 H bR {8, v 7Efh 7T 28 3
filh A DUREZES sl faihiiln . X E S TG
IAE 3, BIZ3 i TG =5. 7 mmol/L(500 mg/dl) , i
5% B FZ AR TG A1 VLDL-C (254 (n
DUREZS el B o R SR ) o

X7+ HDL-C < 1.0 mmol/L (40 mg/dl) %, I3k
R E ARSI =, B ATTCZ ) TP e

SRR T AT

I A 575 B A2 B e AR T SRS I IR B
TRIT AT Ty S 2 R T AR S Y B Al A i
TCIR &R T 2T RN IR T , #0200 R R4 i IR
s (| 23, A RIEHE) . RIiFmA
6 77 U RO A B TR & L EE By azs 25 A
AR AR S, A6 7 T fUR —Fh B A AR/
s L AR/ 3R 25 LG TR ST 5 it o

L Ry AR

RESAEAYIRITE TR 3 ~6 AN H N E Al
REZKF-, i i 4 il ik B H Aw , W4k SR 259076
I7 AR 6 AN H 2 1 AR A KR 3 Pl B4R
B 1R IR AR50 3 , 75 Bk 7 0 ™% () i,
BRI, B ORI AR 2590 &, BiAE 2 6 RN
A 1A S B T A LR O . I B RE Ak B B bR
B, HRZ5YAR N, BB 6 ~12 M H B4
L i Bg A ik by, HICAYA BN &, B 3 4
AW, tmayy 3 ~6 SH G, MR ARLE H
FRAA, D)5 1 R 3 g 24 0] s O Rh 288, Sk 5 T AN
[ AL TR 25 A TR . R SRR IR IR 245
YIRS EGR R, #OVAERYT 6 N A, IRYT T
A% 7 SNBUE A IR 2500097 D I R E, A R
AT RAFR IR IR 25 AL .

BT AR E

ERRET

EHREESEERTENED LEHR |
RESWAEEEREEHALM; G
B8, Rl AL AW

AR 57 SR ARG 7 A VI C R IR
A7 R A 3 5 2O MBS 5 5 IR T 1 JE A R
FEO o TR 1 e 2 W A B 1R 7 A A
B MR R TG DT (3R 5) o R AR BE H 0T
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I MG RE T T LA LA b, 25 55 AR RN 5 19 i e
MR W R ) e i o M2 b BRI, 0732 T AN A A i
WA, B H B AEIE EE <300 mg, JIH
J& ASCVD 45w £ /&, 5 AN 05 AN R i 6 g
1120% ~30% . — e NREREAAL AN Vi W /N T
ARETR 19 10% 5 10 e AEL [ 52 LA 25 0 B T R B3 A

Cl

RN T BAe R 7% , I8 TR 5 A & B /N T
SABTRIY 1% o & TG I fE 4 5 0 L Al g />4 H
TeANG TS, B H I T 30 g0 BRITHEA
ML AEE RS B n-3 ZON AR TR () B 4 (AN TR
A A A .
R5 AT ABUBEATER
B # oW
PRI LDL-C Fhimi B £ i
L T R < BB 7%
i3 il i o <300 mg/d
HENFE AR LDL-C £ s 4
Hie 4 1] st 2~3 g/d
IKIE LG R 2T 4k 10 ~25 g/d
pa¥iicy TS S B 0% 45 F B AR 1 T B
LS
iR PR S I SRR , K ZE TN

#E 200 keal #huig

A1 keal =4. 18 kJ

HUR H A OKAL G P i AR R 50% ~
65% . VEFEIE & & IR £ 2T 4 AR THE S B ik k
A PRI DT R , A HARE A7 25 ~40 g
L (Hh 7 ~13 g AKETEREE LR 4E) o K
A UBA DS ERMEEY R, Hrpds
AR AT SRR 10% (St AR BE RS TG i
SR L TEAIR ) o £ W 0 390 A A 4 55 e e
BE(2 ~3 g/d) KR R RE & 2748 (10 ~ 25 g/d)
AT A s o R K S ) L 4

1. AR AR A i AR A S 1 B
R A IR LAY A8 s IR A2 (0 e A
ICTF B RBE RIS, DAl iR 3G K, - ORI
AR B EAECIRAS, W H B YRR R (D
300 ~500 keal/d,1 kecal =4. 18 kJ) , tk Bk 4ty
BN B AT By, T 4 RN A A AR D 10% L)
o HERREHEPR E (BMI 20. 0 ~23.9 kg/m®) £
Tl fE 4

2. BTG SN @A 5 ~7 d K 30 min H
o BE Rtz g, YT ASCVD /B B ek 7z 5
TR, T VA L e T ARG B

3. R 58 A A SR A T A

FIT 1B ASCVD, 3fFt 5 HDL-C 7KF-, A DL+
TRMHTTZ THHHIANER 25 38 LA 24594 B B 84

4. BRI PR - A A R (B PERER 20 ~ 30 ¢
L, L ERER 10 ~20 ¢ L) fiETH i HDL-C 7K
o AH BRI A BRI )l TG LA 3 TG /K
2B TR o N T MU S AR S R I
DIUES , S8 PR3 A

FREZSIETT

ERER

TR MR F BT AR,
R TR E T b R E e R AR
YR 24 Al 9T R T % 2R ] B KPR A
HHTERARE R MEA, ARG
p W ERE N ERWERIE LN T R,

Yagapaoag

(YA y ey APy APy APy S ey Py APy

NRIMARARE R R 2%, A1 2 Wl AR 15
HEAZS. InIR b a] e HT A A5 25 W A VF 2 Fi
e, RAR AT 73Ry T SIS « o e T DL T 1 245 )
EEREK TG 925¥ . Forp Ak vl 25 R BERE IR R
B, SCRERRAR TG XS 1™ 1 5 AR ILAE , W 75 2
M IR 253K & B, A REARAS R AT AL

— BRI [ B 245 )

X2 I A AL 2410 A A 200 e A LT
PR B, A LDL o3 i A Cat i s 20 Mgy 1 P R [
FRIIR AL , A 455 7 T2 T e i WA ) 5 32 2 A 2%
EIRES & 77 b ARG 25 (NR o 28 2 HH e ls) 55

Lo A7T2E ABTT 22 IR AR 3 ek 3 LI —
Mok % B8 A ( 3-hydroxy-3-methylglutaryl-coenzyme A,
HMG-CoA ) 2 i i 410 1) 571) , 3 0% 410 f L [l 25 i BIR
M HMG-CoA 340 i it , Jok /I JIFL [ e 1, 24 L= 9
A I LDL 244, insE i v LDL 43 A8, e ob
TN VIDL 5 i, PRUHATT SR8 .35 R A1 1fi v
TC LDL-C I Apo B /K-F-, tEEFFAIRILTE TG /K70
TR HDL-C /K,

7T 25 IR /e N6 ASCVD Biiify sl B HA
AR X 4S IR UE Sl T AT
o AR T 0 0 B T 3 M AR 1 BB T & I IS Y
CARE™ LIPID"*" | LIPS"" SR 53 thilF 50X 2 254
TESRE O G By P O B . HPS g 3k
W, e RELL IE [ B AN v 0 i e AR, 7T IR YT RE 3R
fio A VTR T BY I R X 56 32 22 A PROVE-
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IT A o 2% TNTP*  MIRACL™! f1 IDEAL"
& SR EALTT A L, 0 R AT TR YT
AT HE— A A0 1A R H BRI R R
K H R B AR BT T R ASTEROID ff
GRS TR 25 iR YT T 8 IR S ik ke e
ik BE H, WOSCOPS™' ~ AFCAPS/TexCAPS'®
CARDS'®" JUPITER"™ \HPS"" 25 f)F 55 44 i 77 1% FH
M ASCVD fB35 4" Ji& 3 — G I B A0 5T T2 1 AN H¥ S
H AT T RO I e e A2 0 B v i/ A
B AETEC L5 A fE AT 08 B A 15 T 3
—GT . IR ST AR X R R ARE AT TR,
SPARCL'®’ | PROSPER'®' .| CARDS'®" | ALLHAT-
LLT") F1 ASCOT-LLA " BF 5% 43 5] i 7 1 At 7T 76 46
o BN IR KR I R TP I R AR RS .
A, E I RBFFCUESE AN SCRE ACS (55 28 B ik
Bk~ A6 JT ( percutaneous coronary intervention
PCI) AR R SR AT T IR ST 1Y 1048 4R 25, S5cBT []
SR A XS PCT A R W1 A A T T T TR w3~
DAHERE

M T2 25 3 FH T s R I LA TR R 1
ILFE AT ASCVD 82 . H aif E N im K LA 1% At
T AT 7T UM T BTFE R MY T Fi
EPARATT RIVCARABTT o AR AP 5 0 At 7T R
T A A R 22 39 (AT A — At 7 T 5 A5 1
LDL-C 1 —25 R IR AL 2 6% , BP T i < Atb VT 97 5%
6% R o B TT A A TG KE AR 7% ~30% ,
HDL-C /K F-Th i 5% ~15%

AT AT AEAT A B[] Be f R RO 1Ok, {HAE R I
& H B LDL-C AR B nT R A7 385 20 A 7T W R
PR TR T R85 oy 2k 22K 010 T, 0 BE T 52 v ke 9 15
o AW HRN, 15 AT A AT 68 34 .o i 5 =
PR AR BT T IS R AR BB, AT SR
Gy —FPABTT ek 0 B IR s AR AR T
KNG 5T AL 3L,

JIF R 36 7 B 98 B DME AL (CTT) 43 Br & SR 3%
W, 26O IS A 43 2 AN R B o AV TR 97 S
LDL-C £:F#{K 1 mmol/L, 3250 1ML & 2514 AH X G 6
W 20% , 2 PRFE TR BEAR 10% , RO 1 48 )5 A
S A FET AR UL T A BT R SR IE T, A
TTREAR ASCVD = 4 i 1ifs IR 3R 25 K/ 5 H B A
LDL-C Mg MR IEAHDC . MTTIRYT 7™ A I R 3k
25K H LDL-C FEAREN . AR AP 2 5500 & i i T
IEe T L [ P 2 AL 3 615

I 58 5 8 S 49 VAL N RO v 25 (L 90 i L

R 6 ATT LW [ i

g HEL [ i 2 2 MR

W% CRE F O R AT AE LDLC > BTEARALIT 40 ~ 80 mg®
50% ) BFAALIT 20 me
1 3 I (4 F AR AT BRI LDL-C BTERABIT 10 ~20 me
25% ~50% ) B HALIT S ~10 mg
AT 80 mg
HeARALTT 40 me
PCAGALTT 2 ~4 mg
WARALTT 40 mg
SEHALIT 20 ~40 mg
LI 1.2 g

TE " BTHEARATT 80 mg [ AL AN 2L, T 1 LA A

SATT IR, Fomak AL CMP ARUET 2L, ke il 21
M AR A AR W WA Tk, £ 13 MR
IRILEANTT , R TC B G R IS AT S R 268,
WHIE 0.6 ¢,2 /d, i EGE o 2R it
5 (CCSPS) K oAt il RAF 7807 IESE i Mg B e 46
REA e TR JIEL [ e , I . 28 A ARRORE Lo JE A BB T8
T O T2 LSO A S R 38 AN RN

4 R 2 BN TT BT 52 Pk R4F, HOR R
Z W THEZ IR RABTIIRT # 8 WARBAT .

FFohfese ' ™7 R R B E T, &
HR2)0.5% ~3.0% , 2R RAHHE, 1 N =R
I FL Wil (alanine aminotransferase , ALT) 1 ( 8%)
KA G TR 2 e %% #2 i ((aspartate aminotransferase,
AST) Tk iE 8 EBR 3 5L E & IF MHLL R
Fhodn (B s B2 X TR A S AR
(B FBR 3 A% LA 5, Al 7 Ji ) B gad o 1Y B iy | F
PSS T3 B B 2 M A B W PR BB . 2R
PR AT BE AL S 2 DI RE R 3 2 A T T 2 25 ¥ i
2k RAiE,

7T 28245 WA G ILPIAS B Sy A0 4% LR L
TSSO T B A WLAAE M (5R) T,
LA A I AU T3 ity 5% R Ak T v B o7 ik 2 A 7T
RS2y

KR A A TT A S R R ek ™ %
AR 10% ~12% JEAMTT IR . T %E0 i 45
PRI I AR £ AL T8 T T K R PR S, TC i = b
B v e NI 2 W DR A, A VTR 7 3 Tk
BRI R R IR 245

L TIAYT AT S RIS B —id
P RAMERAN R o 25RO AT A R BoR i T 2D
RETCA RS ™ o T 2825 i Al R RO R i
4G R IF R IR AR LA S E AR A B EYS R R
OAFTHALTERER o
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2. JIFL ] P s ot 590 < AR AT 22 A R AR i 1
T P E T RER R, TMPROVE-IT #F58 38 B ACS &
BRG] HERN KT 22 A1 e A8 E— 2D [ AR
A S SHARP BF5 3 e 57 22 11 F1 £
YT I G YR T X8 B35 1 14 B JIE 5 97 ( chronic kidney
disease , CKD) £ & 4.0 L 45 %50 75 B B H-1E
FH'Y o AT 22 A B 37 700 Bl 10 mg/d, e 4k
AR S M R4, A RO R HL 22— e, FEER
R SRS ALTE SE AR , 5 A 7T 36 o ] 2 A B
il 1 s 0 UL A5 AN RSN, AR T T 4 R S A
FLI,

3. WHAE P A F WA E A LDL BRI
w2 8 A, 6 LDL B) i i 3R 32 iR ik A2
HhR. XM EH AR 0.5 ¢/Ik,2 W/d, £
SR P T o JIE [ o, T HoFH K v (0,9 i
A B R B R VR T R R RO
9 B WiE BN, W AT Sk R R R AR
ey /D DR AN ROy QT (R IE G . 3
HAH QT [AIHHAE K | i B AR AR

4. NHPREG R : NERRES & 70 A Bl B g 7 S #8
ARG , T SELUT i 3 PAY L o L e ) R i
PR i BRI I S /R, 3 R/d; B ok B R
5 ¢/W,3 W/ BRYEL 1.875 ¢/ ,2 W/ d. Hifth
TT2RIBCH T B 4 AR R, W LA RN
B AN A R L 2 ) R, R 25
(02 X A5 SAIE R S B IR AR L IRLE AL TG > 4. 5
mmol/L(400 mg/dl) ,

5. HABJENGR 2 IR Z e —Fh il 525 (i
TS R I AR, H T D 0.24 ~
0.48 g/k, 2 W/d, B A 5 b 5 K 1K 8 [ i AR
FH S 2 AN B W,

Z A BB SE I H R h PR 4l i —Fh 5 A 8 Bl
WA AR S, H IR 10 ~20 me/d, 4

1 AR AN, AN RS LT

L EERR TG 25
A3 P EZERAR TC A 25490 DUAEZE AHIRIEAN
e 2 13 75

1. DURESS SRS KL L L M A
Y i 05 % 1K « ( peroxisome proliferator activated
receptor-a, PPAR) F118 1% B8 & 11 18l ( lipoprotein
lipase , LPL) [fij F& A Ifl 7 TG 7K F #1 7} & HDL-C 7K
IR N A DL RS 2 2 A AR DR
0.1 g/%,3 W/ d; Wb AR DIRF 0. 2 g/, 1 K/ d;
FARDI 5 0.6 g/¥k,2 W/d; EFL IR 0.2 ¢/1K, 3

W/, AN R SONE 5 T 2825 W 2R A0, B A I |
JULPRI NS B 5 i LR IS AN ALT JKF- T i 1Y
KRR <1% o Wi R0 25 25 2450 BT $ 7 DR
FJYIREME TG R HDL-C AREC L4 S
BEA% 10% Zefq , DAREARARBIEM: O WUEESEFI T AR 3
Jhk il iz J AR A 3 PO A AR T e PR O LA SE
s A G R0

2. MHFRZS PR BARAE L AR R B3, & AR
e, KGR E I HA BRI TC LDL-C 1 TG Ll
JhE HDL-C W94 . IR AR AR FH -5 400 i g s 2H 41
PR BN R 1 ol U0 285 g 107 7R 4 A HF IR A e
Ik VLDL G357 56 o MR AT 5 308 F1 22 R 2 R 2
DIGERSBIE h H R R 1 ~2 g/ik,
1 /ds A/ (0.375 ~0.5 ¢/d) TF iR, B
BRI 34 J8 5 28 fin i 28 d R TR i did L
(AN B SR A2 B0 TR £, A A P40 35 g PR R il
SiE ey IR R R 0T A AN 3 55, A8 R 35 Sl T
Joa I BT AP 97 A R RCE AR . R I
PRI 45 25246 M R, MR TCie R s e 2 5
HABR AR 2596 FH X W] 208 O i 48 USO8 5
PR D 34% , AR Bk R 25% . TAE
b TT A 15 MR 1 Ik PR AT ST $2 78 5 5 AR T T AH
FE G I PP VR 7 Rk 36 22 [ B K AN R 2 24
PR IR 25 i

3. e Al ) ol B8 -3 g i
MR -3 fRWF R, W M5 &R 0.5 ~1.0 ¢/Ik,3
W/, BRI TR R TG MUAE " o A R R b
W, RAHEHL) 2% ~3% ALFETH AT REAR , 2 H0i 1]
P PR it UL 3 Al B e, A8 DAL e of e 1)
LA I PR FE ™ S/ o 0 HE £ 3 5 760 7T A
I A H AR B AR RS,

= HRLERR 25

IEAERAEFESNEA 3 R B g 24 Bt R
I

L BORL AR TG e B 8 1 ) 5702 % 5€ b IR
(lomitapide , 7 5 44 4 juxtapid ) F 2012 4E h 2£ [H &
S i W S P R (Food and Drug Administration,
FDA) it i, E2H TiAY7 HoFH, A {ff LDL-C
REARZY 40% . ZZGAS R OB R A R, R
Sy T R R

2. Apo B & UM : KA 36 A ( mipomersen )
JE 5 2 AR UL IR , 2013 4 FDA b n] B al
SHARRNE 255 TR Y7 HoFH, A AL 25X
Apo B {& {8 #% ¥ #% 1% ( messenger ribonucleic acid,
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mRNA ) 6 55 1 [ SCEERZH R , I /b VLDL |1 4 J Al
53U, BEAIL LDL-C 7K, Al ffi LDL-C %Ik 25% . %
2yt i WL AN RSN D TR S B A S, A0 9 JR) B 21
2 Ik R KR, 4 R ZHOR R IOV R TR
EL]USJ .

3. Wi AR AL BE A O TR 9/kexing Al
(PCSKO) ]3] : PCSK9 J2& M5 Bl 1) 73 Wb 2 22 5
FR A NG, 7] 5 LDL SZ K255 I 0 FCRE i , DA 9
/b LDL 32 & %) IfiL 1% LDL-C 4 3% Bx. 3@ 52 4 %1
PCSK9, n[ B 11 LDL S2 44 [ fi , fie it LDL-C 9315 B
PCSKO il 7 LA PCSKO H v BT AR K2 Ji b Jhy il it
H.rr alirocumab . evolocumab 1 bococizumab ff 37 4%
%, WL 5w PCSKO 1 31 Jo 16 & oph iy FH ak;
STT 2245 Wy Ik G 1 X B AR M 9 LDL-C /K
-, [ AT s A M JE 48 A, €445 HDL-C, Lp(a)
A5 KB EE R FZEE FDA 2 HE#E evolocumab 5
alirocumab PR PCSKO i 571 i, #1250
RIS 45 R 22 W1, PCSK9 #1li il 57 7] i LDL-C [ A
40% ~70% ") JEATWA L AT AE L S
1 JG ™ EL B A S AR A AN RSO AR P
ATl AR B B

IO AR 245 W R 1

A JIR 245 W08 S IO AT BE A I S T IR Y
B PEFAE T S AR AR A [ I B R
RBLEAR, BT 2R RE € A R ROV
A ATRRARGAE TR RS AR T R TAbTT 55—
FiEHIALEIAS [ 09 B 25 20 8 BF X IRAR 25 AN
[V P, A AR Y 25386 B 5 %8

L AT SR 22 AR O - R 25 73 531 52
M L 31 2 ) 5 RSO RA W A, AT 7 A R A B )4 T K
BIRST E I LDL-C 7E AT iR Y7 9 &4l b~
W 18% oAy , AN YT B9 A B . &
Tt PR E LR BT 22 A1 5 AN [F) b Al T T IR AT
RL () P B IMPROVE-IT Fil SHARP
WH5E 535 s ASCVD B s f J 4 B CKD Rk H]
ULTT 540 T 22 A 196 FE AT ARG LR S E S b
Trf AR BE A VT IR YT N [ B K S AN IR BR AN iR 2
&L/ IGR AT SR ARG YT (]
KIEF,B FIEHE) .

2. VT 5 DURRIRB T - T 06 T BB BE A R %
fi& LDL-C F1 TG JK~F J Jt 7 HDL-C /K ¥, [
sLDL-C, DUREZE 25 WA 45 HE 37 DURe 35 3 DA 5% R
FLUURRSE  DUAE T DR IR o e 22, B B e o
RIS R, 7T 5 R DURRIE FH W] il TG 1

it HDL-C /K- M 3Ra5 ™ o Ak DR S
T E S TG AR s AS AR HDL-C 7P (iR & 7
e B LA S8, 0 W b s R 25 5 Ak B A A
() LR S, e i o L35 5 00 A8 A T TR YT ) A3 A7
£ TG 8¢ HDL-C /P RIAER o i TAIT 2 I
SRR AR AR, YA WL B I T Re i wT
e, A A AENR MR ER:, & N 2 AR R R
NEIHL A 2, BRI , T 280 DURRZR 25 6 5 FH 24
(AR i BB, A AR ST 5T A H
KA UG P GRS M AH X 3 22, I B s B AR /D
F, SR IUR MR DURR 25 259, M R Ath VT 2525 W i
2, A I 249 32 1) S 5 e, O 010 A L A
it , ANJGAS R, AT 74 A5 3 il T 5 42 o

3. AT 5 PCSKO il 71166 & i H < )45 PCSK9
P A AE T B T, AT 25 PCSKO il 7] 5k
B B R BR 36 [ 5836 97 ™ B 0L BR S O R
FH 85 A T X, AT AT B — R 25 R i ok
HRE B 1) LDL-C /K7 T B, $E ik b % 3 4or
FH JuHJE HoFH (% & FAL U BUR H & A 16 T
RN MBS P (CAnfib 7T + K4 % 4 ) LDL-C
IKIEATE > 2.6 mmol/L [ ASCVD £ PCSK9 41
il 390, 20 AN [FFE AL R B 25 P i =365

4. fbITZ55 n-3 BRITRRIE G A VT2 S
) n-3 BE RIS N T IR IR A B S IR
IMAE , HARRE NS H A RN . HF IR K5
i n-3 AR D5 R A 34 n H i ) & B, 14
W DRI FIRE B B3 AR A, N BRI .
XA 2 15 RERS I/ D0 IS S i PR AR R

Mg EiaTH bk

BRI
S EES EN G RPN
R0 IR B 10 4B 4T H 0 A T
FH 8%, o b ESORRH .

IO e = = R R - S R s P
FH! Ju 2 HoFH A B2 (X 4l B IR 7 5 i , 7T
fiff LDL-C JK-FFEAIE 55% ~70% o KRl il Bz
IR R THIR o B HERIRTT AR A 1 U, (R B
ZR A2 AT 1 M2 R IR 4 1 i A
AT LAFEEEAT o IR AN AR & B, R AR AR
RS CORN 0 N S R IVA T (N DA E T DN (e
iE R A S BN (H B R SRR
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K B AHSRAN R ONE ) e A2 R B AT

2. RS AHAL T ARG YT A A A] ff LDL-C
AP R EGE . T RS AR S O IR AR IR A, R
SRIT— TSN B IR T SRS, (ELAT 22 i i , A R A
ARSI RAEZFFET AR BB = 24 IR S
RS, PR, e R B AR R R ARER A3 [l 55
T AR A I AHELE, (ER ™ HoFH
FETEIZ B R IR I, AT SR

R ABNESENERE

RN RN
Ly

B R A B T, B
(64 ASCVD % 7 fo e 3 6 7 £, 4 6 H I

— JBE R

WEIR I & 9F G 55 8 R Z R K TG T+,
HDL-C [F#fi%, LDL-C Jha s ar s "7 . WAg a7 I
DL 3 WA R S8 A A SR B B
FRAE U 1M 48 92 976 F& 6 2 B2 1 %2 LDL-C H b7k
ST 40 8 B DL b B IR SR LT LDL-C K P
M AE 2.6 mmol/L (100 mg/dl) DL R, {4 £
HDL-C HARMEZE 1. 0 mmol/L (40 meg/dl) DL E, HE
PRI EB A LG S 1 Ab BR SN 442 BE ASCVD FE I F
i AR (B 1) AT AR o 2 T I B, AR i A
SERERL EEAMTTRZYRYT, G I TG fEE
AP HDL-C 25, AR F AT T 285 DURRR 25 W &
N

= i

{0 IR A I MR S5, JRLAR TR T AR 4 AN [
f 1 A% BB E AR BAREL (B 1) o ARG Y T Re e fili
LR IR BB A AR B R 25, R0 2 7 ek L ek
ORI AT RE T NSl PR, RS
AL, H R AT R 11 e i R R Y N sh T T IR T
B A ) HOPE-3 98 25 47K, %+ 45 fa 16
F AMITIAYT B R A IO L
T W46 TR > 143.5 mmHg B9 240 A BE, 7T 5 %
JEZGIA I O MU FG B T e o

= fREZEAAE

AR A AE S — 21 LURE S | 7o 100 (AR 5 52
AR ) | I A S Mg S [ R TG ILAE A1
() ik HDL-C IfiLAiE | 4225 % 95 04l PRAEAG A , 45 54
SEMUARACH AR B ICHREA fE R P 2R A [A] — AR i 4

ERER

o DNEEP R H LI ASCVD 1k A s 2
WEDRI (0 A Tl o A UEHE R DRI Rk 2 3 2
RO MBI Y i fe AR, 5 AR 5 iR R
AR EE , JHCR RO I R 2 BBOHRE B 114 e 5 34 Y 2%
Bt

EHT, EPR A SCAER B AEZH 53 Hh i & e |
e L B I S T 010 i L AR kil iR, 5
& NN ZR AR O b — LR, U HZE
O HINEERIZ bR RS A AR o BT = AHERIF
SRS i € A ER B RS Wibr iy B LUF 3
TRB 22000 (1) o BUAR MR (550) I8 B A < 12
HE=90 em, P =85 em; (2) 5 MU . 25 18 1A
=6. 10 mmol/L(110 mg/dl) i1 faf f5 2 h I b =
7. 80 mmol/L( 140 mg/dl) K (8%) E #1112 M Hi IR %
FIEITE 5 (3) B : 1 =130/85 mmHg F1( B)
Cfi2 A IUEIRIT 4 ; (4) 258 TG=1. 7 mmol/L
(150 mg/dl) ; (5) 2 I§ HDL-C < 1.0 mmol/L (40
mg/dl) .

ARBHER SRR T2 22 B iA H AR 2 B ASCVD LA
Lo 2 BIBEDRIA , W EA ASCVD #2514 1
P& . B A AR 7 T PUEB ENAYT HARKY
HEHE . RO B S s A 6 T RGRYT, AR
REIRF] AR, W LB XT84~ 2H 43 SR ORI 25 1R 97 o
R 25 & AiE 1 A A8 2 FL iR J7 B AR 2 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) ,

Pg .CKD

CKD PR i B A 5 % IF 2 iF ASCVD 1y %
Ao W TEIm RITFERT CKD % LDL-C 597 H bRk
TIRE . TEATZ I HTHE T, HErE CKD & N 352
TR Y7 . IRYF HAR: B CKD #, LDL-C <
2.6 mmol/L, JE-HDL-C < 3.4 mmol/L; F & CKD,
CKD & 7% & I = s JR 5, LDL-C < 1. 8 mmol/L,
JE-HDL-C <2. 6 mmol/L, 47 h 4558 BT IRYT,
WAEE INFIR 5 IEL T3] st WA WS o ) 8 2R 381 (end
stage renal disease, ESRD) F11iLi% & & , T - 40 PEAL
B R[] B3 T 1 RIS T 3R 4, A T3 24 4k 3 A
LDL-C HAr ML

CKD £ 27T 5 | LG v e A, I H 2
TE B T BE AT 1 R B /)N BRE T 2R (glomerular
filtration rate, GFR) <30 ml « min~' - 1.73 m *f},
It HL & o KU 55 AU 7T 790 e %85 DD RH DG, 5007 s £ R
FE I o v A SR EE AL VT IR 97 LDL-C R Bk bRy,
HEREC A I AR 22 4™ . DURR S 0T T im JILRE /K
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-, hE B CKD B 5T FH B, w] Be 14 hn AL
AU

1 . FH

FH J& 5 G o 0 1o st A% PR R [ s A B, &
A ML 2R LDL SZ AR Dy RE Mk it (5 58 48, DRI
H T Apo B 1, PCSK9 1)y HE 28 48 7~ A=, B il & B1
LDL 3Z {48 Iy 2 11 35 R 98 A8 2 L & A i IR R 2
— o HEH MG R FRAE 2 13 LDL-C /K78 & Tt
o AR R e O (0 LB ZE 50 B0 ) o AR 4 8 1k
AR FH B R 78 5 Ry 441 5 (HoFH ) il
Z2 AR (HeFH) | 4% IH [ F 7K ~F- 21 51, HeFH (% 1fiL
i TC K% >8.5 mmol/L (328 mg/dl), ffif HoFH
A M TC /K F# >13.5 mmol/L(521 mg/dl) , 0
RARLIRIT, HeFH B # HAEAE L 40 % (55) 5( 50
% (2 ) fe Bt AN , 1 HoFH W) 22 4y 2 iy 1)
SR A T L ML A R, L AT I i A R E
T-EEE FH B E RS S 100 F5LL 1

FH J6Y7 1 B2 H 12 FEAIK ASCVD fa s, isi/b
HOEAE RSO3 10 s &R L T
Z— i FH B35 145 HoFH Fl HeFH 5 4%
SRS 36 7 M AR T O A s IR (b
IR J R e A, 4 T B TR ) 38 B AT )
OO, Ve AR ) o W) I i 38 Bl 3 L At e 16 A
i AR R . L FH R A AR R
RIVR -G 1 R FF A VTR T, R R E BEAIK ASCVD
fEl . FERRIAYT Y H AR AT 50 0 & a4 A
[, LDL SZ AR T i 58 & 22 1T 377 J5 LDL-C
FEAK 25% , 1 JC LDL 2 {4 11 B 5 ARG 15% .
S¢ b FH BEH 2 2 Fhal o Z AR AR 25 R A
BIT o OB = G R, 2B G TR AR 25 iR
7, MR B EEKPAT A A ) B AR K, JE R X0 b
Tk R T R iR B P K AR R
HHNAYT

AR ALY

X T TP e o e A v s e A i ke 1 e A
(transient ischemic attack ,TIA) B # LI EHEHR
HoAb SRR FERE AL RS , BIHERE 25 TATT 225K
WIAYT , LA A R 1A SR ( 1 2R3,
A RIEPE)' S, #HHEF L LDL-C=2.6 mmol/L
(100 mg/dl) My 2503697 SR UEHE WA A 5 7 2
4 LDL-C <2. 6 mmol/L(100 mg/dl) i, H i i e =
I R U o F5T PN K B ik ok A B M e A8 (e 78 %6
0% ~99% ) T BB ILPE A P E TIA B35, 7
H#FRE ] LDL-C < 1. 8 mmol/L(70 mg/dl) ( T

#=,B RER) . KIWHMRITR 50077 Sk L2
7 N1 P S 1 S 100 SO SRR 7 1 S
TIA F8 35 WA KUBS: AR 45 A B

SNET RSN

=80 % i e & A\ B 2 i 0 R i 7 i
Z R 251, TR 2 A] AR B PR RS 5 &
I B R A AR R B T D BE R , TR 259
i ) PR ZEA AL, AR AR5 B AN B, AR B
T ORI BRI i 245 Wy 70) 554 e DU E 5 Zh BRI ULIR
P . DN R I AR SR LT T 228 R T H
AR BEAIL-XF HEBIFSE , X e AR A MLTT 25 W03R 97 1Y
HE AR A CRE e . DA BT R, w2 AR
IEL I 32 LA 45 5 A o o 6 T DAL i
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L e

EEEITREERS
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ARG I 23 AR R 2 SRR IR~ o 2, AR R 2 S Ny

EHEIEIT TIER
B R, HIE
TEHEAN AKE BEF AL EEE
EREMR(HBRIFHS) HL(LTRXFARER),
PR (B R R ) B (AT ER), £°74
(P LRFMESE—ER),HEKCEAEFHAFR L7
ERR SNER), HH(LTKRFL ZER), HH (L
FREGH—ER),EH (AL XERETLER), &k
HAMEREER), AX—(LFRXFARER),E J
(LFXFE—FER), ZiR(LTXFARER), TEE
(RARREER), RHF(LHTEAARER), FME
(PEESFAHSE LR RESR EER), 2R E(F
HE2HER L ESE 2 ER), 20F(FHx
FhE_ER), EDE(RAEZER),ZZ2(BRS %
b)) R (LR ERAELER), B4 ( P AL
RFERFEF M EAELR), %) # (84 EAH4XFHE
AFRRELR) B (LFRFH—ER), HEF(LE
RABRXFEFRMEREER), FARN(BMAELER),
BER(TEESHER LR ESR S ER), LE
A(ATRFEFHFALLAFR), Z(FLRXFHES
—ER), TA(LAREBRFEFRHEHLER), TH
BOPRESRL),ERP(LLRFRAEFLER), K2
(BAELER), BER(PhRFREZER), LILE
(LERBRFEFRMEHEER), EME(FHEHX
EMBLEREER), EHX(BREChERHPS), 22
B(HAERREFRBLTEZAER) , KEBF(LTXFE
FHALTAFE) ARR(LTRFARER), B AR



AR IS 24 75 2016 4E 10 A% 44 545 10 ] Chin J Cardiol, October 2016,

Vol. 44 No. 10 - 847 -

(PEAMER), it (PEEZHFR L X EFKR
LFEBAER), B (FTREBRAGEHN P CERDE
), ot P (A ERER), BN(FPEESHZR LT
FEZR LFWRER), EEF(TEAEHXFHES —
Efk), ¥ ER(PREFHFR LRWREFE LTI
ER),FRE(LFTRFEFHFALTAFKR),KEOLA
KFEFLER) RL(FHEHRFHELTERNER),
RAAKF(PaRERIEER), FRI (ALK FHE P L
EfR), 4 kit ( LEKBER)

FARME A, LW

[1]

(2]

(3]

(4]

[8]

[9]

[10]

(1]

[12]

[13]

£ % X W

| 28 DA R R A 22 A e TR i ey P e R SR
MR BLHRAS (2015 4F) [ M. bt NRTA: Hi ik, 2015,
Moran A, Gu D, Zhao D, et al. Future cardiovascular disease in
china; markov model and risk factor scenario projections from the
coronary heart disease policy model-China [ J]. Circ Cardiovasc
Qual Outcomes, 2010, 3 (3 ). 243-252. DOI. 10. 1161/
CIRCOUTCOMES. 109.910711.

T, #HITE, KA. E DL A IR 5 5 wAT Bk
Meta S04 [ J]. AR AT 9 %4 4% &, 2015,36 (1) : 71-77. DOIL
10. 3760/ cma. j. issn. 0254-6450.2015.01.017.

Baigent C, Keech A, Kearney PM, et al. Efficacy and safety of
cholesterol-lowering treatment: prospective meta-analysis of data
from 90,056 participants in 14 randomised trials of statins [ J].
Lancet, 2005, 366 (9493 ) : 1267-1278. DOI. 10. 1016/S0140-
6736(05)67394-1.

Ren J, Grundy SM, Liu J, et al. Long-term coronary heart disease
risk associated with very-low-density lipoprotein cholesterol in
Chinese: the results of a 15-year Chinese multi-provincial cohort
study (CMCS) [ J]. Atherosclerosis, 2010,211 (1) :327-332.
DOI: 10.1016/j. atherosclerosis. 2010. 02. 020.

Tk, B4, Tk, 4. P E 35 ~64 5 ARG H i =B 5
LA A fa I i O R [T]. P A0 1L 7805 2% 7, 2008 , 36
(10) :940-943. DOI. 10. 3321/j. issn: 0253-3758. 2008. 10.
019.

A, PRGLL, LU, S5 MUSSRINREE Pk P 3 v AR
MO MR PR BRI LT ]. et i A A&, 2004, 32
(7) :643-647. DOIL; 10.3760/j :issn ;:0253-3758.2004. 07. 018.
O, TRNE, KRAERL, 4. 2010 4FFE AR LG 5 A
WERFNETT R MM AW A [T ] h AR BIpy PE 22k, 2012 ,46
(8) :687-691. DOI; 10.3760/cma. j. issn. 0253-9624. 2012. 08.
004.

r N LA S5 By 8 95 R DTG 22 B2 v IO I AR
Sew PR TeE ()], PR A 25,2007 ,35(5) :390419.
DOI: 10.3760/]. issn:0253-3758.2007. 05. 003.

Wang Y, Liu J, Wang W, et al. Lifetime risk for cardiovascular
disease in a Chinese population; the Chinese multi-provincial
cohort study[ J]. Eur J Prev Cardiol, 2015,22 (3) . 380-388.
DOI: 10.1177/2047487313516563.

BRI, ERBEE, BImESE, . RIIT/BITCIRRZTF IR i) Y
AT BRI [J]. A R 22 4K, 2016, 96 (4) :250-253.
DOI:; 10.3760/cma. j. issn. 0376-2491.2016. 04. 004.

Stone NJ, Robinson JG, Lichtenstein AH, et al.2013 ACC/AHA
guideline on the treatment of blood cholesterol to reduce
atherosclerotic cardiovascular risk in adults; a report of the
American College of Cardiology/American Heart Association Task
Force on Practice Guidelines[ J].J Am Coll Cardiol, 2014 ,63 (25
Pt B) :2889-2934. DOI; 10.1016/]. jacc.2013.11.002.

Reiner Z, Catapano AL, De Backer G, et al. ESC/EAS guidelines

for the management of dyslipidaemias: the Task Force for the

[14]

[15]

[16]

[17]

[18]

(23]

[24]

[27]

(28]

[29]

[32]

Management of Dyslipidaemias of the FEuropean Society of
Cardiology ( ESC) and the European Atherosclerosis Society
(EAS) [J]. Eur Heart J, 2011, 32(14) . 1769-1818. DOI. 10.
1093/ eurheartj/ ehrl 58.

AR B AR SAIHE AR [ M. K VD PR B R e
2014:2-107.

Ballantyne CM. Clinical lipidology: a companion to Braunwald’s
heart disease[ M].2nd Ed. Philadelplia; Saunders, 2014.
Jacobson TA, Tto MK, Maki KC, et al. National lipid association
recommendations  for  patient-centered ~ management  of
dyslipidemia: part 1: full report[ J].J Clin Lipidol, 2015,9(2) :
129-169. DOI. 10.1016/j. jacl. 2015.02.003.

RS AR — A5 IS 0 A 55 5 W PR PR 0B 2R [T ] I PR AG: 36
74,2008 ,26 (4) :243-245.

Miller M, Stone NJ, Ballantyne C, et al. Triglycerides and
cardiovascular disease: a scientific statement from the American
Heart Association[ J ]. Circulation, 2011, 123 (20) ;2292-2333.
DOI: 10.1161/CIR.0b013e3182160726.

Gotto AM, Brinton EA. Assessing low levels of high-density
lipoprotein cholesterol as a risk factor in coronary heart disease; a
working group report and update[ J].J Am Coll Cardiol, 2004 ,43
(5):717-724. DOI:10. 1016/]j. jacc. 2003.08. 061.

Luc G, Bard JM, Arveiler D, et al. Lipoprotein (a) as a predictor
of coronary heart disease: the PRIME study[ J]. Atherosclerosis,
2002,163(2) :377-384.

Son JI, Sang OC, Woo JT. Treatment guidelines for dyslipidemia:
summary of the expanded second version[ J].J Lipid Atheroscler,
2012,1(2) :45-59.

Teramoto T, Sasaki J, Ishibashi S, et al. Executive summary of
the Japan Atherosclerosis Society ( JAS ) guidelines for the
diagnosis and prevention of atherosclerotic cardiovascular diseases
in Japan-2012 version[ J]. J Atheroscler Thromb, 2013, 20(6) :
517-523.

XA MRS 4 VFm s AR I R R B s T[T ] o ik
JREE A=, 2003, 31 (12):23-24. DOI: 10. 3969/j. issn. 1008-
1089.2003. 12.013.

Grundy SM. An International Atherosclerosis Society Position
Paper: global recommendations for the management of
dyslipidemia[ J]. J Clin Lipidol, 2013,7(6) :561-565. DOI: 10.
1016/j. jacl. 2013.10.001.

Najam O, Ray KK. Familial hypercholesterolemia: a review of the
natural history, diagnosis, and management [ J ]. Cardiol Ther,
2015,4(1) :25-38. DOI:; 10.1007/s40119-015-0037-z.

Hegele RA, Ginsberg HN, Chapman MJ, et al. The polygenic
nature of hypertriglyceridaemia: implications for definition,
diagnosis, and management [ J ]. Lancet Diabetes Endocrinol,
2014,2(8) :655-666. DOI; 10.1016/52213-8587(13)70191-8.
BPH A AL L, A5 i E R LA 57 12 W RIS R 23 )2
TPEMIBFELT]. AL LA 2% 7, 2007, 35 (5) :428433.
DOI. 10.3760/]. issn:0253-3758.2007. 05. 005.

Zhao D, Liu J, Xie W, et al. Cardiovascular risk assessment: a
global perspective[ J]. Nat Rev Cardiol, 2015,12(5) :301-311.
DOI: 10. 1038/nrcardio. 2015.28.

EA, B2, XU, S PIE 35 ~ 64 B AHEI R AEKF-5 10
AR MU R R B R IEPERT RS [T ). PO M e AR,
2006,34(2) :169-173. DOI. 10. 3760/j ; issn : 0253-3758. 2006.
02.018.

XU, WA, RN, SF R NG H 1 S O B R K
R FRIETIEERE ST [T ). dh AR M4 9 24 7, 2001,29 (9)
561-565. DOI; 10.3760/]:issn:0253-3758.2001. 09.015.
Pencina MJ, D'Agostino RB, Larson MG, et al. Predicting the 30-
year risk of cardiovascular disease: the Framingham heart study
[J]. Circulation, 2009, 119 (24 ) .3078-3084. DOI. 10. 1161/
CIRCULATIONAHA. 108. 816694.

An International Atherosclerosis Society Position Paper: global



- 848 -

[33]

[34]

[35]

[36]

[37]

[38]

[39]

[41]

[42]

[43]

[44]

[45]

[46]

[47]

[48]

HrAE O AR 2 A5 2016 45 10 H 55 44 355 10 8] Chin J Cardiol, October 2016, Vol.44 No. 10

recommendations for the management of dyslipidemia; full report
[J].J Clin Lipidol, 2014,8(1) :29-60. DOI. 10. 1016/j. jacl.
2013.12.005.

Jellinger PS, Smith DA, Mehta AE, et al. American Association
of Clinical
dyslipidemia and prevention of atherosclerosis[ J ]. Endocr Pract,
2012,18 Suppl 1:1-78.

Anderson TJ, Grégoire J, Hegele RA, et al. 2012 update of the
Canadian Cardiovascular Society guidelines for the diagnosis and

Endocrinologists’  guidelines for management of

treatment of dyslipidemia for the prevention of cardiovascular
disease in the adult[ J]. Can J Cardiol,2013,29 (2):151-167.
DOI; 10.1016/j. cjea. 2012. 11.032.

Rabar S, Harker M, O'Flynn N, et al. Lipid modification and
cardiovascular risk assessment for the primary and secondary
prevention of cardiovascular disease: summary of updated NICE
guidance[ J]. BMJ, 2014 ,349 . ¢4356.

Lloyd-Jones DM, Leip EP, Larson MG, et al. Prediction of
lifetime risk for cardiovascular disease by risk factor burden at 50
years of age[ J]. Circulation,2006,113 (6) :791-798. DOI; 10.
1161/CIRCULATIONAHA. 105. 548206.

Lloyd-Jones DM, Wilson PW, Larson MG, et al. Framingham risk
score and prediction of lifetime risk for coronary heart disease[ J].
Am ] Cardiol,2004,94 (1) :20-24. DOI; 10. 1016/j. amjcard.
2004.03.023.

BRI L AR 2 1 ML [ B R ) ] P AR I 5
Z475,2015,43(1) :34. DOI; 10.3760/cma. j. issn. 0253-3758.
2015.01.002.

BAIKOF, BB 2 TR —. b8 ACC/AHA 5 ESC/EAS I 45
m LT A I A 4R Ak, 2014 ,42 (11) :898-899. DOI: 10.
3760/ cma. j. issn. 0253-3758.2014. 11. 004.

INZLL, B R —. nfer B i AL R B AT T TR Rk 25 [ )] b
B0 AR AR ,2014,42 (11) :899-901. DOI: 10. 3760/ cma.
j. issn. 0253-3758.2014. 11.005.

Cannon CP, Blazing MA, Giugliano RP, et al. Ezetimibe added to
statin therapy after acute coronary syndromes[ J]. N Engl J Med,
2015,372(25) :2387-2397. DOI:10. 1056/ NEJMoal410489.

Dai W, Huang XS, Zhao SP. No evidence to support high-
Intensity statin in Chinese patients with coronary heart disease
[J]. Int J Cardiol, 2016,204.57-58. DOI. 10. 1016/j. ijcard.
2015.11. 164.

HPS2-THRIVE Collaborative Group. HPS2-THRIVE randomized
placebo-controlled trial in 25673 high-risk patients of ER niacin/
laropiprant; trial design, pre-specified muscle and liver outcomes,
and reasons for stopping study treatment[ J |. Eur Heart J, 2013,
34(17) : 1279-1291. DOI:10. 1093/ eurheartj/eht055.

Zhao S, Wang Y, Mu Y, et al. Prevalence of dyslipidaemia in
patients treated with lipid-lowering agents in China; results of the
dyslipidemia international study (DYSIS)[J]. Atherosclerosis, 2014,
235(2) :463-469. DOL; 10. 1016/j. atherosclerosis. 2014. 05.916.

Zhao SP, Yu BL, Peng DQ, et al. The effect of moderate-dose
versus double-dose statins on patients with acute coronary
syndrome in China; results of the CHILLAS trial [ J ].
Atherosclerosis, 2014, 233 (2 ). 707-712. DOI. 10. 1016/j.
atherosclerosis. 2013. 12. 003.

AR LA RS 2, PARL AR A B ZE R &
IERRE B HRAE 25 (1], Fr A i A e 4 A, 2001, 29
(12) :705-706. DOI:10. 3760/ :issn ;0253-3758. 2001. 12. 001.
Randomised trial of cholesterol lowering in 4444 patients with
coronary heart disease: the Scandinavian simvastatin survival study
(48)[J]. Lancet, 1994 ,344 (8934 ) .1383-1389.

Sacks FM, Pfeffer MA, Moye LA, et al. The effect of pravastatin
on coronary events after myocardial infarction in patients with
average cholesterol levels. Cholesterol and recurrent events trial
investigators[ J . N Engl J] Med,1996,335(14) ;:1001-1009. DOI ;
10. 1056/NEJM199610033351401.

[49]

[50]

[51]

[52]

[53]

[54]

[55]

[56]

[57]

[58]

[61]

[63]

Prevention of cardiovascular events and death with pravastatin in
patients with coronary heart disease and a broad range of initial
cholesterol levels. The Long-Term Intervention with Pravastatin in
Ischaemic Disease (LIPID) Study Group[J]. N Engl J Med, 1998,
339(19) :1349-1357. DOI ;10. 1056/ NEJM199811053391902.

Serruys PW, de Feyter P, Macaya C, et al. Fluvastatin for
prevention of cardiac events following successful first percutaneous
coronary intervention: a randomized controlled trial [ J]. JAMA,
2002,287(24) :3215-3222.

MRC/BHF heart protection study of cholesterol lowering with
simvastatin in 20536 high-risk individuals:a randomised placebo-
controlled trial [ J]. Lancet, 2002,360 (9326 ) ;:7-22. DOI. 10.
1016/50140-6736(02)09327-3.

Cannon CP, Braunwald E, McCabe CH, et al. Intensive versus
moderate lipid lowering with statins after acute coronary syndromes
[J].N Engl J Med, 2004, 350(15) :1495-1504. DOI:10. 1056/
NEJMo0a040583.

de Lemos JA, Blazing MA, Wiviott SD, et al. Early intensive vs a
delayed conservative simvastatin strategy in patients with acute
coronary syndromes:phase Z of the A to Z trial[ J]. JAMA, 2004,
292(11):1307-1316. DOI:10. 1001/jama. 292. 11. 1307.

LaRosa JC, Grundy SM, Waters DD, et al. Intensive lipid
lowering with atorvastatin in patients with stable coronary disease
[J].N Engl J Med,2005,352 (14 ) :1425-1435. DOI.10. 1056/
NEJMo0a050461.

Schwartz GG, Olsson AG, Ezekowitz MD, et al. Effects of
atorvastatin on early recurrent ischemic events in acute coronary
syndromes : the MIRACL study: a randomized controlled trial[ J].
JAMA, 2001,285(13) :1711-1718.

Pedersen TR, Faergeman O, Kastelein JJ, et al. High-dose
atorvastatin vs usual-dose simvastatin for secondary prevention after
myocardial infarction; the IDEAL study: a randomized controlled
trial[ J ]. JAMA, 2005, 294 (19 ) . 2437-2445. DOI. 10. 1001/
jama. 294. 19.2437.

Baigent C, Blackwell L., Emberson J, et al. Efficacy and safety of
more intensive lowering of LDL cholesterol ; a meta-analysis of data
from 170,000 participants in 26 randomised trials [ J]. Lancet,
2010,376(9753) : 1670-1681. DOI. 10. 1016/S0140-6736 ( 10 )
61350-5.

Nissen SE, Nicholls SJ, Sipahi I, et al. Effect of very high-
intensity statin therapy on regression of coronary atherosclerosis :
the ASTEROID trial [ ] ]. JAMA, 2006, 295 (13) : 1556-1565.
DOI:10. 1001/jama. 295. 13. jpc60002.

Shepherd J, Cobbe SM, Ford I, et al. Prevention of coronary heart
disease with pravastatin in men with hypercholesterolemia. West of
Scotland Coronary Prevention Study Group [ J]. N Engl J Med,
1995,333(20) :1301-1307. DOI ;10. 1056/ NEJM199511163332001.
Downs JR, Clearfield M, Weis S, et al. Primary prevention of
acute coronary events with lovastatin in men and women with
average cholesterol levels: results of AFCAPS/TexCAPS. Air
Force/Texas Coronary Atherosclerosis Prevention Study [ J J.
JAMA, 1998,279(20) ;1615-1622.

Colhoun HM, Betteridge DJ, Durrington PN, et al. Primary
prevention of cardiovascular disease with atorvastatin in type 2
diabetes in the diabetes
(CARDS) : multicentre randomised placebo-controlled trial [ J ].
Lancet, 2004 ,364 (9435) :685-696. DOI. 10. 1016/50140-6736
(04)16895-5.

Ridker PM, Danielson E, Fonseca FA, et al. Rosuvastatin to

collaborative  atorvastatin study

prevent vascular events in men and women with elevated C-reactive
protein[ J]. N Engl ] Med, 2008 ,359(21) :2195-2207. DOI . 10.
1056/ NEJMo0a0807646.

Amarenco P, Bogousslavsky J, Callahan A, et al. High-dose
atorvastatin after stroke or transient ischemic attack[J]. N Engl J

Med, 2006,355(6) :549-559. DOI: 10. 1056/NEJMoa061894.



FRAE LA s 24 i 2016 4F 10 A58 44 %55 10 ] Chin J Cardiol, October 2016, Vol. 44 No. 10 - 849 -

[64]

[65]

[68]

[69]

[70]

[71]

[72]

(73]

[74]

[77]

(78]

[79]

Shepherd J, Blauw GJ, Murphy MB, et al. Pravastatin in elderly
individuals at risk of vascular disease (PROSPER) :a randomised
controlled trial[ J]. Lancet,2002,360(9346) :1623-1630.

Major outcomes in moderately hypercholesterolemic, hypertensive
patients randomized to pravastatin vs usual care: the
antihypertensive and lipid-lowering treatment to prevent heart
attack trial ( ALLHAT-LLT) [J]. JAMA,2002,288 (23 ) :2998-
3007.

Sever PS, Dahl-f B, Poulter NR, et al. Prevention of coronary and
stroke events with atorvastatin in hypertensive patients who have
average or lower-than-average cholesterol concentrations, in the
Anglo-Scandinavian cardiac outcomes trial; lipid lowering arm
(ASCOT-LLA) : a multicentre randomised controlled trial [ J].
Lancet, 2003, 361 (9364 ) : 1149-1158. DOI. 10. 1016/S0140-
6736(03)12948-0.

WRer, MG, BAE, S5 A5 I (R T T e O s B e O 18
Wor PR 2 AR A P B T Rg s [0 ] e AR A R A A
2007,35(6) :531-535. DOI:; 10. 3760/j. issn:0253-3758. 2007.
06.009.

Li JJ, Yang P, Liu J, et al. Impact of 10 mg rosuvastatin daily or
alternate-day on lipid profile and inflammatory markers [ J]. Clin
Chim Acta, 2012,413 (1-2):139-142. DOL. 10. 1016/j. cca.
2011.09.006.

Mihaylova B, Emberson J, Blackwell L, et al. The effects of
lowering LDL cholesterol with statin therapy in people at low risk
of vascular disease; meta-analysis of individual data from 27
randomised trials[ J]. Lancet,2012,380 (9841 ) .581-590. DOI.;
10. 1016/50140-6736 (12)60367-5.

LB R AT 5 1 4o e 5 - T Bl S WA 2L o 5
T, AR R 2% ,2005,33(2) : 109-115.
DOI:10.3760/] :1ssn :0253-3758. 2005. 02. 003.

Lu Z, Kou W, Du B, et al. Effect of Xuezhikang, an extract from
red yeast Chinese rice, on coronary events in a Chinese population
with previous myocardial infarction[ J]. Am J Cardiol ,2008,101(12) ;
1689-1693. DOIL; 10. 1016/]. amjcard. 2008. 02. 056.

Li JJ, Lu ZL, Kou WR, et al. Impact of Xuezhikang on coronary
events in hypertensive patients with previous myocardial infarction
from the China coronary secondary prevention study ( CCSPS) [ J].
Ann Med,2010,42(3) :231-240. DOI ;10.3109/07853891003652534.
Zhao SP, Liu L, Cheng YC, et al. Xuezhikang, an extract of
cholestin, protects endothelial function through antiinflammatory
and lipid-lowering mechanisms in patients with coronary heart
disease[ J |. Circulation, 2004 ,110(8) :915-920. DOI; 10. 1161/
01. CIR. 0000139985.81163. CE.

McKenney JM, Davidson MH, Jacobson TA, Final
conclusions and recommendations of the National Lipid Association
Statin Safety Assessment Task Force[ J]. Am J Cardiol 2006 ,97
(8A) :89C-94C. DOL: 10. 1016/j. amjcard. 2006. 02. 030.

Bays H, Cohen DE, Chalasani N, et al. An assessment by the
Statin Liver Safety Task Force;2014 update[ J].J Clin Lipidol,
2014 ,8(3 Suppl) :$47-S57. DOI:10. 1016/j. jacl. 2014.02.011.
Rosenson RS, Baker SK, Jacobson TA, et al. An assessment by
the Statin Muscle Safety Task Force: 2014 update [ J]. J Clin
Lipidol, 2014, 8 (3 Suppl ) : S58-S71. DOI. 10. 1016/]. jacl.
2014.03.004.

Stroes ES, Thompson PD, Corsini A, et al. Statin-associated

et al.

muscle  symptoms: impact on  statin  therapy-European
Atherosclerosis Society Consensus Panel Statement on Assessment,
Aetiology and Management|[ J]. Eur Heart J,2015,36(17) :1012-
1022. DOI:; 10. 1093/ eurheartj/ehv043.

Maki KC, Ridker PM, Brown WV, et al. An assessment by the
Statin Diabetes Safety Task Force: 2014 update [ J]. J Clin
Lipidol, 2014, 8 (3 Suppl) : S17-S29. DOI: 10. 1016/j. jacl.
2014.02.012.

Rojas-Fernandez CH, Goldstein LB, Levey AI, et al. An

[80]

[81]

[82]

[88]

[89]

[90]

[91]

[92]

[93]

[94]

assessment by the Statin Cognitive Safety Task Force: 2014 update
[J].] Clin Lipidol, 2014,8(3 Suppl) :S5-S16. DOI. 10. 1016/
j.jacl.2014.02.013.

Geng Q, Ren J, Song J, et al. Meta-analysis of the effect of statins
on renal function[ J]. Am J Cardiol, 2014, 114 (4) :562-570.
DOI:10. 1016/j. amjcard. 2014. 05. 033.

Group SC. Study of heart and renal protection ( SHARP ).
randomized trial to assess the effects of lowering low-density
lipoprotein cholesterol among 9438 patients with chronic kidney
disease[ J]. Am Heart J,2010,160 (5) :785-794. ¢10. DOI . 10.
1016/j. ahj. 2010.08.012.

Yamashita S, Hbujo H, Arai H, et al. Long-term probucol
treatment prevents secondary cardiovascular events: a cohort study
of patients with heterozygous familial hypercholesterolemia in Japan
[J].] Atheroscler Thromb, 2008 ,15(6) :292-303.

Yamashita S, Matsuzawa Y. Where are we with probucol: a new
life for an old drug[ J]. Atherosclerosis, 2009, 207 (1) : 16-23.
DOI:10. 1016/j. atherosclerosis. 2009. 04. 002.

Knapp HH, Schrott H, Ma P, et al. Efficacy and safety of
combination simvastatin and colesevelam in patients with primary
hypercholesterolemia[ J]. Am J Med, 2001,110(5) :352-360.

Xu DY, Shu J, Huang QY, et al. Evaluation of the lipid lowering
ability, anti-inflammatory effects and clinical safety of intensive
therapy with Zhibitai, a Chinese traditional medicine [ J].
Atherosclerosis, 2010, 211 (1 ). 237-241. DOI. 10. 1016/j.
atherosclerosis. 2010. 01. 044.

VMG, 818, AR, 55 IROF ST AMITIT AU T 4
PEXTEEBEGE LT ] AR AR AR, 2010,49 (5) - 392-395. DOI:
10. 3760/ cma. j. issn. 0578-1426.2010. 05. 008.

XU, WA, K, S 2o bR w8 i AT A8 O
MMLLR A S B 1 AFER )] b A 44 5, 2012, 40
(10) :840-843. DOI:10. 3760/ cma. j. issn. 0253-3758. 2012. 10.
008.

Z AT BEBEIG PRI % R IR B R IR A 4 25— 2 1 e
I ARRE % L[ T]. e g RE A 3R, 2008, 47 (11) : 961~
963. DOI; 10.3321/j. issn:0578-1426.2008. 11.032.

Rubins HB, Robins SJ, Collins D, et al. Gemfibrozil for the
secondary prevention of coronary heart disease in men with low
levels of high-density lipoprotein cholesterol. Veterans affairs high-
density lipoprotein cholesterol intervention trial study group[J]. N
Engl J Med, 1999, 341 (6 ). 410418. DOI. 10. 1056/
NEJM199908053410604.

Keech A, Simes RJ, Barter P, et al. Effects of long-term
fenofibrate therapy on cardiovascular events in 9795 people with
type 2 diabetes mellitus ( the FIELD study ):
controlled trial[ J ]. Lancet, 2005 ,366 (9500 ) : 1849-1861. DOI;
10. 1016/50140-6736 (05 ) 67667 -2.

Ginsberg HN, Elam MB, Lovato LC, et al. Effects of combination
lipid therapy in type 2 diabetes mellitus[ J]. N Engl J Med, 2010,
362(17) :1563-1574. DOL; 10. 1056/ NEJMoal001282.

Jun M, Foote C, Lv J, et al. Effects of fibrates on cardiovascular

randomised

outcomes: a systematic review and meta-analysis [ J ]. Lancet,
2010,375(9729) : 1875-1884. DOI. 10. 1016/S0140-6736 ( 10)
60656-3.

WA, M, SESCER, 55 ORI DURHA ST ILAR 5 % 1
ITRCGMZPEDFFE [T ]. AR LR 22 75,2002,30 (3 ) : 152-
155. DOI:10. 3760/j :issn;0253-3758.2002. 03. 007.

RH. The current
cardiovascular disease prevention: a systematic review and meta-
regression[ J]. J Am Coll Cardiol, 2013,61 (4) :440446. DOI .
10.1016/j. jacc. 2012. 10. 030.

Boden WE, Probstfield JL., Anderson T, et al. Niacin in patients
with low HDL cholesterol levels receiving intensive statin therapy
[J].N Engl J Med,2011,365(24) :2255-2267. DOI. 10. 1056/
NEJMoal107579.

Lavigne PM, Karas state of niacin in



- 850 -

[96]

[97]

[98]

[99]

[100]

[101]

[102]

[103]

[104]

[105]

[106]

[107]

[108]

[109]

A AT 2 A5 2016 4E 10 A% 44 55 10 ] Chin J Cardiol, October 2016, Vol. 44 No. 10

Landray MJ, Haynes R, Hopewell JC, et al. Effects of extended-
release niacin with laropiprant in high-risk patients[ﬂ .N Engl J
Med,2014,371(3) :203-212. DOI: 10. 1056/NEJMoal300955.
Leaf A, Weber PC. Cardiovascular effects of n-3 fatty acids[ J].
N Engl J Med, 1988, 318 (9): 549-557. DOI: 10. 1056/
NEJM198803033180905.

Harris WS. n-3 fatty acids and serum lipoproteins: human studies
[J]. Am J Clin Nutr, 1997,65(5 Suppl) :1645S-1654S.

Harris WS. n-3 fatty acids and lipoproteins: comparison of results
from human and animal studies| J ]. Lipids, 1996,31(3) :243-252.
GISSI-Prevenzione Investigators. Dietary supplementation with n-3
polyunsaturated fatty acids and vitamin E after myocardial
infarction ; results of the GISSI-Prevention trial. Gruppo Italiano
per lo Studio della Sopravvivenza nell’ Infarto miocardico [ J].
Lancet, 1999 ,354 .447-455. DOI; http.//dx. doi. org/10. 1016/
S0140-6736(99)07072-5.

Kromhout D, Giltay EJ, Geleijnse JM. n-3 fatty acids and
cardiovascular events after myocardial infarction [ J]. N Engl J
Med, 2010, 363 ( 21 ). 2015-2026. DOI. 10. 1056/
NEJMoal003603.

Risk and Prevention Study Collaborative Group. n-3 fatty acids in
patients with multiple cardiovascular risk factors[ J]. N Engl J
Med, 2013, 368 ( 19 ). 1800-1808. DOI. 10. 1056/
NEJMoal205409.

Cuchel M, Meagher EA, du TTH, et al. Efficacy and safety of a
microsomal triglyceride transfer protein inhibitor in patients with
homozygous familial hypercholesterolaemia; a single-arm, open-
label , phase 3 study[ J]. Lancet,2013,381 (9860 ) :4046. DOI;
10. 1016/50140-6736 (12)61731-0.

Rader DJ, Kastelein JJ. Lomitapide and mipomersen; two first-
in-class drugs for reducing low-density lipoprotein cholesterol in
patients with homozygous familial hypercholesterolemia [ J ].
Circulation, 2014, 129 ( 9 ). 1022-1032. DOI. 10. 1161/
CIRCULATIONAHA. 113.001292.
Raal FJ, RD, Blom DJ,
apolipoprotein B synthesis inhibitor,

Santos et al. Mipomersen, an
for lowering of LDL
cholesterol concentrations in patients with homozygous familial
hypercholesterolaemia: a randomised, double-blind, placebo-
Controlled trial[ J]. Lancet, 2010,375(9719) :998-1006. DOI .
10.1016/50140-6736 (10 ) 60284-X.
Stein EA, Mellis S, Yancopoulos GD, et al. Effect of a
monoclonal antibody to PCSK9 on LDL cholesterol[ J]. N Engl J
Med, 2012, 366 ( 12 ). 1108-1118. DOI. 10. 1056/
NEJMoal105803.
Sabatine MS, Giugliano RP, Wiviott SD, et al. Efficacy and
safety of evolocumab in reducing lipids and cardiovascular events
[J].N Engl J] Med,2015,372(16) :1500-1509. DOI 10. 1056/
NEJMoal500858.
Robinson JG, Famier M, Krempf M, et al. Efficacy and safety of
alirocumab in reducing lipids and cardiovascular events [ J]. N
Engl J Med, 2015,372 (16 ) : 1489-1499. DOI. 10. 1056/
NEJMoal501031.
Ballantyne CM, Weiss R, Moccetti T, et al. Efficacy and safety
of rosuvastatin 40 mg alone or in combination with ezetimibe in
patients at high risk of cardiovascular disease ( results from the

EXPLORER study) [J]. Am J Cardiol,2007,99 (5) :673-680.

[110]

[111]

[112]

[113]

[114]

[115]

[116]

[117]

[118]

[119]

[120]

[121]

DOI: 10.1016/j. amjcard. 2006. 10. 022.

Mikhailidis DP, Sibbring GC, Ballantyne CM, et al. Meta-
analysis of the cholesterol-lowering effect of ezetimibe added to
ongoing statin therapy[ J]. Curr Med Res Opin, 2007,23(8)
2009-2026. DOI; 10. 1185/030079907X210507.

Ballantyne CM, Houri J, Notarbartolo A, et al. Effect of
ezetimibe coadministered with atorvastatin in 628 patients with
primary hypercholesterolemia: a prospective, randomized,
double-blind trial[ J]. Circulation, 2003, 107 (19) ;2409-2415.
DOI:10. 1161/01. CIR. 0000068312.21969. C8.
Davidson MH, McGarry T, Bettis R, et al.
coadministered with simvastatin in patients with primary
hypercholesterolemia[ J ]. J] Am Coll Cardiol, 2002,40 (12):
2125-2134.

Melani L, Mills R, Hassman D, et al. Efficacy and safety of

Ezetimibe

ezetimibe coadministered with pravastatin in patients with primary
hypercholesterolemia; a prospective, randomized, double-blind
trial[ J]. Eur Heart J,2003,24(8) .717-728.

Jones PH, Davidson MH, Goldberg AC, et al. Efficacy and
safety of fenofibric acid in combination with a statin in patients
with mixed dyslipidemia: pooled analysis of three phase 3, 12-
week randomized, controlled studies[ J].J Clin Lipidol, 2009,3
(2):125-137. DOI: 10.1016/j. jacl. 2009. 02. 007.

FEFAR, BREL, 25 65 IS (R A 7T A0 08 DURHG T IR
APk MUE AT O & AR [T ] iR A R AR Ak,
2005,33(2) :122-126. DOI:10. 3760/j : issn: 0253-3758. 2005.
02.005.

Cuchel M, Bruckert E, Ginsberg HN, et al. Homozygous familial
hypercholesterolaemia : new insights and guidance for clinicians
to improve detection and clinical management. A position paper
from the Consensus Panel on Familial Hypercholesterolaemia of
the European Atherosclerosis Society[ J]. Eur Heart J, 2014 ,35
(32) :2146-2157. DOI; 10. 1093/ eurheartj/ehu274.

American Diabetes Association. Dyslipidemia management in
adults with diabetes. Position statement & ADA statement[ J ].
Diabetes Care,2004,27 (Suppl 1) S68-S71.

AR A i B o o 2. v I 2 BB PR Bl i 1 R (2013
ARRR) [ D). AR PR 2% ik, 2014, (7) 1447498, DOIL; 10.
3760/ cma. j. issn. 1674-5809.2014. 07. 004.

Yusuf S, Bosch J, Dagenais G, et al. Cholesterol lowering in
intermediate-risk persons without cardiovascular disease [ J]. N
Engl J Med, 2016, 374 (21 ). 2021-2031. DOI. 10. 1056/
NEJMoal600176.

Yusuf S, Lonn E, Pais P, et al. Blood pressure and cholesterol
lowering in persons without cardiovascular disease[ J]. N Engl J
Med, 2016, 374 (21 ). 2032-2043. DOI. 10. 1056/
NEJMoal600177.

Grundy SM, Cleeman JI, Daniels SR, et al. Diagnosis and
management of the metabolic syndrome: an American Heart
Association/National Heart, Lung, and Blood Institute Scientific
Statement[ J |. Circulation ,2005,112(17) :2735-2752. DOI:10.
1161/CIRCULATIONAHA. 105. 169404.

(Wi H 11:2016-07-28)
(A T TR



B LA I 24 5 2016 4 10 A58 44 %55 10 ] Chin J Cardiol, October 2016, Vol. 44 No. 10 - 851 -

B BRI RS R R

A 5 2 M0 A S B Y PR LR R 4 I A SR
WA WIS 5 # B TAEM AT E,, 2R EY
Wi L 000 2 55 RS P o e e | 9 32 33 R bR A 5 D0 L 5
% AEAT I RS SRS IR R F SR IR R 5y
2 R BORIREAG AT s Gepm it , 25 3R = H i m i
D 5E SEBRE B, 275 b B I B 558 DG Te s g 1 T Ik G 25
PSSR A B B (TC) CHM =R (TG) | &y %5 BE
B2 [ BH [ (HDL-C) AR %% B g 25 A I8 [ B (LDL-C) (%%
HEZE I (Apo) Al Apo B FBREE M (a) [ Lp(a) ] 55 1 f TR EH
PRI 5 8 1R L, DA 3R L I 7 it — 20 A S hm v
b, PRI I s 55 Biis TAE A ROT R .

— AAH WA B AR AR S A

VFZAr BT E & & 52 i jg KT, B2 (1) £y
P AR ] B AR R AE  (2) AT o IR, Anik
B JERE RAE B K K MR R AE (3) IR IR &,
N Ak & (PN 3 Wb sl A QI P L s IR S L
i), 259755 (B s IR 24 S e Tl 00 SO R A ) ;5 (4)
FRASIUSCAE 5 A0 B, AN 25 BRIk 45 P e ) 5 By g
F B M S EK AR A A5 . A UCR LR S8
DT g 43 b i PR 2R I R A 225 SR A s )

L REAHTZ X F AL TREAHRE, 2402 MKW
PREE— AR B IR RS IR,

2. REEPARTZIAH 24 h WARHATRIZIE ARG,

3. REFARZIXNEIEEL 12 h,

4. FHF K AR i B I B A I A A2 A A LR B
/05 min, BREFIRIEBLAL , 321805 HUAR A HE 32 Al o

5. HKEE A ET 1k i A AL 1 ming

6. IMLRARAS PRI BT, R P

7. FRIMGEVE MR SR &, IMVEARASTE 1 ~2 h IO,
S B LT (B AR BEFR NLAE AT 76 SE A B[R] PN 2500 o

8. JLEF 3 By M3 B i, R at ol S R S AR, A A
1F, TSR B B, B (3 d ) AT T4 C,KIFTAE T
-70 CLL T,

TN T R

LRI RE 2% 5 B S A (6], 23 B M RE L B VR 14 1 43 A
AT 25 5, 10 BRI R oL I 19 e 3 A DU R T ik o

Lo 038 TC g < I e T VAL HE T2 0k | 605 1 R it vk
& H P gk N R, 2 B ok, oAb fe R4, 2 BT TC
RO R kT ) . oA i BRSO T SRRk
T (AR b E s i AIVES % k) . @ BCRA
BT ILEE TC H ML E .

2. IME TG W « M 5 A6 Ak 220k | i 1k F i ik
A5 B [FTRE 2 B AT R A TG & e vk, B2
BTG LI AE A2 S I, 3850 Bk Bt 2 T o dtal
R ABHE AT MG TG & B , — e T 6 FE H i 2 gy
%, BRI 2% LEAT AT T R i I im0 E ik o

3. 1y HDL-C 5 : Mg HDL-C il & 3 i 2 05
2, KB A R Ok CRIKE (5 DITETE AT
4o HU HDL-C F UM e E 2R MR TIUE L, &/ K18
UERICIE T T S B e B9 3 W e S A, AL H S e 2 5
FEXTHR A HEATUOVE 25 0 AF AL 38, 25 R 5 %2 455 TG By 5% W,
BT HDL-C ¥ HLN 22 09 32 2 J5 ¥ 0 STARE , B 46 8 BRIE
PEG B MilE eI e s Biih S5, SRR MR K
P R R T, AT AL, ST e R A (AR ik
AT REAAAERR PR, @ BOR A AR 2 347 103 HDL-C %
FLD5E o

4. 1L LDL-C i 5 « 0 72 Ty 12 A 456 i 3 B0 125 L HRLVK
2 AL AR DU SR, W RCR I R
Tk A UM AT & EER
A e 3 1 LDL-C il 2 53, HOATAE &R 4 B Z A2
. Bevk % A R Friedewald 233, BT LDL-C = TC -
HDL-C - TG/5 ( mg/dl) B{ LDL-C = TC — HDL-C - TG/2.2
(mmol/L) . Hdge KA s 2 I F A T35 Fj {8, /£ TG Ik T
2. 8 mmol/L(250 mg/dl) (&L T A — % T HE 14, Jm FR
JEAREIT TG > 4.5 mmol/L (400 mg/dl) s 588 57 4 i 5
FIMLAE A bR A4S, LDL-C 45 3 Y 7] 5 4 32 TC . TG A1 HDL-C 3
TR AR Tt S o & 201 28 R T LVE ¥Rl 52 LDL-C,
(B PR AR S PR A B H A S, N FANEL 2 . SRR
= HF e LDL-C 1) F 2077k, 4RI R ik A5 ek ol
VP B W AR P ) 1 5 L 3 S8y W R O 8, T 40
1o TG R AHAR 5375 vk AT REAFTE S IRt A R
FHAI AR RN 3% LDL-C,

5. i Apo Al Apo B il Lp(a) U & : il ¥ Apo Al,
Apo B I Lp(a) M g HeA b5 T fa e by 8, WL e
Z R FIRPEHRIKIE T 0% U G 1k F R I S 7 T
BFI 5 X LT PR ERAE ST A%, S AT B A TR, R AR A
H A1 3 BER T SR L 7, A 65 37 S L Jeh 32 R IO Ll ki
LT IEAE T8, A3 AP AR BT, #8453 Lp (a) W€ J7 ik A]
RBA 70 BA 0 R M I, AR SOOR FH 32 L ok 3k 3 0
ML Apo Al Apo B fll Lp(a),

= TR

BAT BRI T R AR R AR v B A
SRCERN TR G, B BTG AL A 3 3 R T R A
i EFVRAAED) , SRR 2, R [R) — 5 AR AR 2 4017
RYio AEFHTRG S HTHERE R AN , 57T+ 1 47
BT R GESRARUE IMLAG 5347 BT (14 OG5

(—) it RGE Rl

AT 0 BB E R, W Ay b 2 A (2 Bk
I E A CEA S0 BT (406 40T
R8¢, AT T RGBS B 2R A e
WA IR AR B F R R e B, BT E L K25
e PR S5 36 2 A 1 4 A 3l 0 i R 4t , /0 B/ NS S 30 2 T g 4]



- 852 - rh U A5 42 2016 4F 10 H 45 44 545 10 8 Chin J Cardiol, October 2016, Vol. 44 No. 10

LA RS, MRS, mE R, #iCk
FHA A 30T R G AT NG H LN 2 , 35 B AT A A 30
I RG .

FEALES SRR AERI R IR, 4 BT RGEAT 43R 3 A (1)
B RG AL R R B F )R, SR, T
ESHONE; (2) FRR S AR YR B W —) R, Bl
B A 5%, ST RS () AR
g2 AU SRRV HEY R A AT kb, St E A O
HEIF@ TAESE BETERE 3 Forth REH Tz
FH, AR 52 6 2 B LA T 1E 85

() 53 HT RGBT ARG bR

FFE R AT R GENAT & R A SR BORTRR

L. K% BE A B A B < R %% B s 7E 2 I S K 5
A3 R E R AT TRl — R BT AR TR A — SRR B, ST R
SRR LR 22, AR S R B R I TC, TG, HDL-C
LDL-C Apo Al  Apo B Fl Lp (a) illl & 945 55 22500 4 31 <
3% 5% A% A% 3% 3% F14% .

VA BE R TE 22 Y0 N7 A 38 43 AT v 5 52 53 A ] — A o i
BERNESIEYZES, RS RGN RE R, A
fifas (B) Form o $UMH — A8 S5 (brilk) W@ (A i &% 07
P, M7E TC. TG ,HDL-C LDL-C Apo Al Apo B #
Lp (a) 2 (9 75 B 43 N AE £3%  =5% . £5% . +4% |
+5% . +5% F +10% JEHE A o

TEB B A6 2 O S A8 35 3 A vh B o i 2 AR 3R 1
FERTR S R SEN R RER  HEREFTIR . 11—k
1655 5 I m A AT S5 LRI B (. 753 R Gu A
BAF IO RIS, AR B RS 235 2 0 E 6 B e e (TS URoR
AR = RALSHE + 1.96 x A5 2% . 1ME TC,
TG .HDL-C LDL-C % (1) SR 25 B 43 < 9% 15% 13% Fil
12%

R B IR B R, UL A R A BT RS 32
BT AR bR . H TR 4 R 2 B R AT R Gk R
R, B33 17 22 B0 P REAAE TE A 2 R A B85 ) T

2. PR RS R A E N ERE RN R, TR
geniEas BAER T B AR AR HE bR AN 52 HAD LT 1535 i 1Y)
fedi. BRI E TC 1 TG 34T RGeS R A, #5405 &
F AR 2R 43 BT R 56 W] BEAEAE 4 1 R

3. RHE R B E R e R, i RERHEDY

A RE (B A I PR AR AS T 45 SR AT IR B A 275 R 5¢

4. AGIFE I 43 Ar 2R GG Y BV 22 /0 2 52 T 5 B
el TC 2 ~ 10 mmol/L, TG 0.3 ~ 10.0 mmol/L, HDL-C
0.3 ~2.5 mmol/L, LDL-C 0.5 ~ 7.0 mmol/L, Apo A1 0.5 ~
2.0 ¢/L,Apo B0.5~2.0 g/L,Lp(a)5 ~800 mg/L,

(=) 73 Hr RGEPERESIE

FRARTHTRE T B0 23 AT 22 58, 76 H T G R it G 38 1T, 49 107
PEATPERESRUE , APRIUE 73T R GEMERERT & Lk B i FR 35
o BRIRUE Ty ¥ T 2 A AT bR B STk

(74) g i

{280 B UE Y J3 BT R GEEA T e RAR A LG S0 A7, 4%
T 2R e sl 0 W0 B A WL IR T AT A DT A

PO o 4 i AR

i PR 2 60 5 IO UL IO D00 5 5 2 S PR 1 1 AR A 1R
TR, LG 58 17 F5 R AE AT

R BRI WU PR A R AE TR 56 5317 243 JB AR ER T, 3
TR N 25 I I, PRAIEARH S AR AR P 1A 2805 i, S v/
3BT PR I 72 1) 52 0

I PR 52 36 3 AR B TAE 2838 AT Ml 38 U RH27 SCHiR 45 3k
FHYERE AT HE B9 M0 A I 7€ 7 ¥ A3 B R 40 (322 1R AR
WEPD AR o RS R R TR R 4T R G, A EREE M
B,

e PRS2 36 2 I AT P9 P8 B A o B 42 it I L AL AR
O3, B L) FasE , W TE R BE R P g KT, 2D
WA 7K 3 R B K S8 P [ B 42 e , AN B 6 5 48 5 it
Ko 46 73 22 /0 o3 A — R BB i

I A ST 55 % 10 1R 25 M0 6] € iy DX A T ) 38 ) Jot o OF
Wit

T BRI R

N PR 512 6 % 1 L2 Rl 2 2 ik 52 ( mmol/ L) i 45 TC
TG \HDL-C \LDL-C 52 4528, 5 220, 0] 53 S AL 52 s
(mg/dl) £5258

I ARG 3048 45 7 T B e 0 B S B ¥ 4 A 1
B ERGE K

X I I 8 2R ) R, 5 7 B M R e M AR AR )
S S IR I 4 SR AE BE A D E KT BT I, T AR 4 £
YR LA 2 45 SRR LS 40 T



HAED A 2435 2016 4F 10 H 55 44 %5510 3] Chin J Cardiol, October 2016, Vol. 44 No. 10

M2 BMRKREEL O NERFERERS R

B
ARIE L&
IE#HDL-C {i’HDL-C IE#HDL-C {RHDL-C
x| I O I
ey | | [ [ [ [ [ [ [ [ [ [ ¢ [ [ [ [ |
ey [ 1 [ [ {11 1 [ [ |
ex NI NN I .-

x| NN N N N O I
I S

oy 7 ' ' 1 [ | | | J | | | | |

mg 000 A T s
ng 0 [ | N |
mEsSg |12

Ex L
A - - A\ - - - A - - - A - - -
mol/L) 2555 6 62 AP Y0 Y 67 o3 a3V 6 62 A 303 62 6V
T 6 o A - - - - - - - - -
£ 07 0 b N8 10090 o b LY 0008 T LV s
Lk
{HDL—C

o2 ) N N 5 N N I
44 ‘ : . ----- [ [ [ | |

[N N N I O
oy 7 1 | 1 | | || |

A - - - A - - - A - - - A - - -
cmol/L) 2555 6 62 AP Y0 67 03 a3 6 62T A 303 62 6V

©

LDL-C(mmol/L) ,9-°q.87 0.5 b‘.\’7/uﬁ 420907 o % b‘.\’?u.‘* 420987 5 b‘.\’7/uﬁ g b u.\'7/lx.
e BT frst s [ ox-on fese [T <o

HDL-C.. &5 % BENR 2 1 R[S s, TC . SRS B, LDL-C . IR JEE R 25 11 A [ e

- 853 -

55~64

45~54

~qq| FRA
36-44| TS

55~64
45~54

44| FRA
35-44| 2



	825
	826-829
	830-832
	833-853
	854-861
	862-867
	868-872
	873-878
	879-884
	885-890
	891-893
	894-896
	897-898
	899-900
	901-902
	903-905
	906-908
	909-912



