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S KRS T G R BB % B T G M B R B S BRI ARG o

HE 5> E S R446 XERARE:A

AL F AW EE JEIE LS 2 DL A TR A TR — 3
TS5 1L [ 5 5l IOk o A B A0 BUR PR FE IS IR R 1L IR
TR Bl Tk oA A AR Ak 1 0> I 48 9 95 ( atherosclerotic cardio-
vascular disease , AsCVD) KUK B ¥ A T B A% . B IR IEIIE
A T SEBT , % B AR AT 1 35 19 1 A S 4 BRAE R, IR
EPRRAZ L LS BN 58— , B AR IH [E i K 7 7] i /b AsCVD
R

%% i 8 25 3 IH [5] % (low density lipoprotein cholesterol ,
LDL-C) /5 S JIH [& % (total cholesterol, TC) 5 60% ~ 70%,
HIKOV 5.0 058 S0 K R ME AR G, 2 I R 45 AsCVD
WU AL GE b o AHBIFFE W], AL TE B AR LDL-C /K P77
S R AR 55 A R B, B 2 o At A DG 1, i A i 48 B
B0 G PRAFZE UL 1 B 2R A =i %5 B AR 2 1 JIEL [ 7 ( non
high density lipoprote in cholesterol, non-HDL-C) | 2§ JIg &
B100( apolipoprotein B100, ApoB100) {E FPEAli A4 FE AsCVD
SRS 1) R b 32 3 B8 £ 06 1 DA e AR e, (R e AR
ARAAN o A SCH R G IR non-HDL-C LA Kz ApoB100 P Fif
AL G i bR 38 b5 S 1L S48 bR LDL-C (6 R, 0T = #H 1
AsCVD XU B4 v g 1o FHANE , LA S ] A AR AR 6 i % =3
BOHER 1 D0, DAl R 5 R = Fh MU IsHE b fe 2%

1 LDL-C non-HDL-C 5 ApoB100 {545 ) & &

1.1 F#fik LDL-C /KI5 AsCVD XU By 42 19 B 2 AR

“RH[E E RIS 5 LDL-C g 7 51 9% LDL-C A I [ B
T A R A, BT 2R 25 W) O BE IR LDL-C K - B 45
AsCVD U Y BEAT ™, 3X — 2 MU AR I PRATF 5T LA B 52 e v
RERFET, HAGHIR B, §6 38 LDL-C /K - 43 B A%
1 mmol/L, AT LA K 219% A B R0 1fi % 2 ( major
adverse cardiovascular event, MACE ) XU F&AE" " . — 4] %
2 MK LE A HE (acute coronary syndrome, ACS) B 3 3477

YIBET T AERIRENE IT SRR UL FRT 2% A e
FRABTT VAT BE 05 1 2 5 -2 LDL-C /K-35 2] 53.7 me/dL,
AH LA T B2 BT T4 1Y 69.5 mg/ AL ARITZ ARG F R
TR YT 4 1) MACE XU B AIG 2. 0% , 2 0F 52 1 IR IE 5K
LDL-C/KF- Bk 70 mg/dL £ 54 mg/dL A4 A 3 — 25 14 1 R
g o AEMTT AN (k) fRH 22 A7 g T I BR i b, MR TG S it
HE—24% AsCVD B3 1Y) LDL-C SF-217KF DA 70 mg/dLL [ %2
30 mg/dL, 7E - 15 26 A4~ H 1Y Bl 7 F2 3R AT T 15% 11
MACE U i 2 3 R AIG , 10056 2 AsCVD 5 # 43t T LDL-C
AR HARAKCE IR . — A 18 924 HiHTIE ACS ¥
PRI BE 2.8 AEROBFAR Y, Bk L LDL-C< 15 mg/dL f
hy 0 T 1 s 245 40 ) e 388 s g ) G S B T R T R A1
LDL-C 7K, M1 it 2 A ACS SR 194 HAET- LA & MACE
AR TIESE T LA LDL-C 3545575 2 5 i 9 790 22 37 g AR AR =X
A PRI EE , 1 AH B A LDL-C 5@ " i X —
iEe DA LWFFTIESE, 1% AsCVD A#E4 LDL-C /K- F—#
REAIG, P R S I RAR 2SO IR e ) S TRt T4 ik
P, B E R LDL-C 52 AsCVD JRUSE B4 19 15 228047

1.2 Non-HDL-C jZPij# AsCVD X EZ 7  HHT
LDL-CHYPEAG 72 B T Bl i #2005 , B8 238 4 Friedewald
S . LDL-C( mg/dL) = TC~ ( HDL-C+TG/5) , {] I,
RIS LDL-C /K732 = H il (triglyceride, TG) 21, 1%
AFAEHTF TG>4.5 mmol/L (11§ HL .

AN, ZWFIESE B R TG /K E IR AsCVD [yl 7
R Rl &R 38t 2R 58 2 80 TG 2 B R 5
ANGPTL3 ANGPTLA APOC3 Z:3)1fig ikt < V£ (lost of function,
LOF) 3L R 745 57 25 B 25 FEAIK TG 7K 7 FH 9 2 5 . 5 785 XL
%, APOAS 244 F LOF 3275 | 248 TG 7K EF1 AsCVD K
W o IRATINZE A0 B, B X 3 K M X % 75 7 N e HE4T 14
LEREHTUEI NG TG 7K 2 0 45 9 958 K AE T 1) 1k 37 T
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MEF Xt 4162 45 ACS f8F I RATSE T kT 38
J7{# % LDL-C 7K 353 1.8 mmol/L LI FJ5 , HiXtF TG<
2.3 mmol/L {5 # , TG =2.3 mmol/L £x3¥ 11 27% ) MACE
WU o tE—25 %t 1501 i) ACS [ 2 I A A ok, 28
TG 45 T 5 0. 113 mmol/L, f % 45 ) MACE A [% 3 i1
1.4% , K3 MACE JXUFS 38 1 2235 1.8%  FF A WG AR O JIEAFF
8 ARUEW 7 LDL-C iR TG =3.0 mmol/L (i 4 th

TG KTt 5 MACE LS U WUREZE 1 % A IXURS: 52 TE ARG .

TG fA7E T8 & =1t H il i 2 F1 (wiglyceride rich lipo-
proteins, TRLs) /7, i TRLs 3= % AR ARS8 B R 35 [ (very low
density lipoprotein, VLDL) | v [6] 2% & 1§ % [ (intermediate
density lipoprotein, IDL) | ¥, BE fCki ( chylomicron, CM ) £ ji%,
TRLs ZRAL FAREL/N, 7T HEIE A SR B2, HHAE i JIE [ s
B2 L NS H (low density lipoprotein, LDL) (1] 40 4%,
H B KoRAERE AR ISR T LDL, SR TG 52 ER & 52 4L
K, MELERAFE . FFFEUEY] LDL-C 1 non-HDL-C 7K -
bz TG W FE s, H non-HDL-C 35 LDL-C 5 TG /K¢
FHAENE ™ o non-HDL-C 44§ LDL-C F1 TRLs 1 il [
{31583 X4 : non-HDL-C = TC-HDL-C, [H it,, non-HDL-C
RERAEF P ER HDL-C LASMITA (B sl ik sk B8 AL 2 151 1
[P, HITRAR32 TG RysZm , A2 AR B0, AT LURR € S
TRLs "y fH[E BEF1 LDL-C (17K,

2019 AFEXFERI JRISFE AN SE 44 A BRI HEAT I 252
WE5% (n=398 864) JE52, non-HDL-C 5 1] AsCVD R 5
BEEAE" S X Framingham .0l BF 55 o 548 6 56 0 9
A O (n=5 794) B J5 /3 HTilE 52, LDL-C 3545 )5
AsCVD XU& A5 58 non-HDL-C F- & 1 3 hiil, {H 7E non-HDL-C
ARG LDL-C AR 2B AsCVD K™ o — 348 A
8 T lf R 3 56 %) 62 154 1] 4 Il 7T 28 25 ) S0 % 1) 25 35
Bt R, A XEF LDL-C Al apoB, non-HDL-C 5 MACE %
AAE G PETE B, 1R — T X 868 44 At L LA BE (acute
myocardic infarction, AMI) g 35 1) 5] Ji5i 14 BA %) FF 55 040 SiE B
AR F non-HDL-C B bRk 1) AMI 8 25 BA 3 5 1 31
MACE &A%, T AR5 F| LDL-C B A5 /K- 11 5 i 8 MACE
M RAETCH . HH non-HDL-C ¢ LDL-C B8 BEHER Tl O 1
AR, XTI MACE /& 4 BA5 BN E , 7] LAE
4 LDL-C Fifii AsCVD KUK 4 sedibn . 7EAIEA TG i
PR AR A AE LA KIE B (19 J 2 o, non-HDL-C 5T PPl
o LA TR IR 1) 1 AR
1.3 ApoB 1E2 AsCVD B £ #EAR 12 i 32 BIHERF  ApoB 1
R HE /2 LDLIDL \VLDL  CM 45 3 5 Jjk o5 4 A 1L i 2
PIRG4S 40 M SR FBR RN 2 ) AL, H
FF 2 ApoB48 FEAET CM 1, ApoB100 #1EF LDL.IDL
A VLDL 1, I ApoB48 #2710, k5 ApoB100 ) 0.1% ,
HEIRATTHR B 1) ApoB J 45 1Y /& ApoB100, ApoB fE hyiH
LS RERS S B Ik N B R AIBANE A RS A N IR RO
Tiir B S KEE , TR Sh B ikoki AR A 2 . LDL-C {3k LDL
AR, H JIEL T P ) J5E 6, mon-HDL-C AR B A7 s Bk ok e A1
JEHE E AR P HERE S . BT — 2> T2 ksl AE ik
IR H AL & —43F ApoB, HURRETE I 8 A W0kL ] B i

3845, A I ApoB HLA H LDL-C il non-HDL-C SEAF I 2 1
I HH 5 St Ik R T A IS 2 1 174 AU ) B

AR IESE SR, ApoB [N 58748 S LR Z A 5 LDL
TG F1 VLDL ACE-F+ 28 UIAH G, 5 AHE AsCVD S XU it
241961 Kastelein ZEM7 5t 18 018 )56 095 B2 5 1E4T 4.9
ERIBET &I, ELMTTIRYT ff TC ik45)f5 LDL-C 5.0 M %
FEAER MW 2% , T apoB F1 non-HDL-C 5 .0» Il 45 S 441117
FERA G PR I WY TR S AR B Bk . R R E AR B
ApoB #1#F non-HDL-C RS T AFUIRLEM SR H ™ o
Karasek 181423 , ApoB %% non-HDL-C 5 P Bz T RERRAS AN 3T
K P BRRE B LR G L AR R A AR, T
[l L PO JUREBE S8 3 T ApoB T50 58 4R 3l Jk o8 4 s £k 2%
HIBE LT LDL-C Fl non-HDL-C™ | Fonseca %" it 55 &
N % TR BRI A (U A LDL-C A g P45 XU A R B
4, 1M ApoB I non-HDL-C , ox-LDL H.A #b FE M {8, X ¥ 5]
Az W) P ) B R L 7K T 500 M A5 SR 1 A (2 346 686 i)
XF4,6 216 544 ) #E4753H7, K 3L ApoB #H Lt F LDL-C Fl
non-HDL-C , HAT B3 ) 500 0 4 2 4 1 I 2 . Smideer-
man 255 %6f i 4 0 i 4§ 5 F o LDL-C |, non-HDL-C. il
ApoB AHXT KU #EAT Al 1, [FAE R B S LDL-C Bk 40% 48
Lt ,non-HDL-C F#AI% 40% % ££ 10 4F PN /> 20 J7 .0 M55 =
4, ApoB [ AIK 40% #5350 5 A~ A4, 7T Il ApoB A X T
LDL-C #l non-HDL-C X e Ifit 5 4 5 H 70 A (. — X} 7
AGABTT IR TT 1 KRR B 30 0 25 2K o W dF — 2 UE W,
ApoB FK T REAG 55 At 7T R A1 S 10 I 4 JXUISSY 3 5 56 R LB
N

T 152 2 2 FROBR PRI AE M 5 9 35+, LDL-C /K
ik HAn & 1, 73 A 16.3% (ADA/ACC FRifE) . 6.5%
(ESC/EAS FrifE) #139.1% ( 5+ AR5 #E) ApoB &+ H
3 T 7€ non-HDL-C /K-35 4% 1) £ 3 v, ApoB ## 1t H 4% 1)
e 43 5k 10.5% ( ADA/ACC 7). 1.2% ( ESC/EAS kf
) I 29.6% (LT ABERIBRIE) > W] L BE VA ST H bR
FRUEA ] 23 3 B0l PRYESR 19 X, 4 ApoB 40 A H #LIG PR IF
il RERE I A2 18 A i — 2 R AL R BR 1R YT I AR o

I PRUEHEIERR , ApoB 4 2k — N7 A8 W 45 1% AsCVD
U B S AR O AN, oI AEMTT IR YT IS LA KOS IR
PP IIREAR 2 AR AR ATE R, (A ApoB 7E 45 I
AR, 2 AR AT RS R, AR R, B AR
AL AE J7 o AR LDL-C (7 403 I AR i B 6] 3 S5 b o7 199
TEBLT , ApoB 5 R BEAS I, e 2 1 RS FH 22 56, E i i TG HA
TR S 2 S A5 A0 9% FAG 6 ApoB 23l Sfe itk — 4 Iifs PR 4K
fio PRI ApoB BEAR BN I R BRI T H , B A58 T
R ik hr AL, A 5% 0 i B8 XU 8 B3R 25 1 1 11— 25 F
F2, LA B R I A A PR 2 A o R o

2 H iU 5 R U 63 b G 4FE 27
2R Z2 R [E A LI 5 4 By iR 46 1 AT 5 R4 LDL-C
YES AsCVD XUBS: Bl #2211 ZEREAR . 2016 4F i [ A L g

SR BRI LDL-C O BT B AT, IR
AsCVD JA 55 2k e 1 AN A 9 LDL-C 3597 H AR {i. 2019
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AR Ll 975 2725/ WU 3 Ik oG R 58 4k % 2% ( European Soci-
ety of Cardiology/European Atherosclerosis Society , ESC/EAS)
I S A R e R T A A RV L, ot
A fE B 0 /2 N 4T T R LDL-C R 7 HARE, #5151
AsCVD XU 1 S8 09 H#E 77 16 97 B bR il € 2 LDL-C< 1.4
mmol/L( <55 mg/dL) , H R ZE /> 50% (1,A) , 2019 4k 1H
i RE [ R 20 F 31 %) ( China Cholesterol Education Pro-
gram ,CCEP) & 52 #3877 42 7k [/ AsCVD“ i w5 /5™ A
BOME A FEHEE 2 AE LDL-C /K E & ZE 1.4 mmol/L LR,
SR B HELIK P T =50% PR o

[F) Bof 2% 6] 1M AR 45 B A28 K non-HDL-C AE Ay il fig #2
b ABHEFERR R[], 2014 48 5 38 [ ifi g 2% 2 ( National
Lipid Association, NLA) "' ¥ Y064 non-HDL-C 15 LDL-C #Jff
7 AsCVD f— IR nE % B bR, HYORETE M LT
JG# . 1M 2016 4F ESC/EAS I i 5 % 45 B 45 5 42
non-HDL-CJg& TRLs (& 4845, (U/E N LDL-C jA4R)5 ML
ST BURKCEEER, 2016 47 o (1 1L fgH o ' 38 I 16 TG
KPR T R (2.3 ~ 5.6 mmol/L) fi4 £ 35 v v [m] I A 2]
non-HDL-C ik Ffi, fE 2019 4F ESC/EAS' 8 ¥ 4 #2
non-HDL-CXPFR IR JERE 55 TG AN MK LDL-C /K- /&
BAE TR S, 2021 48 % A 14 o 0 L5 90 — 4%
TR HE 3247 non-HDL-C 76 iR ARE 945
& B ] LA AR LDL-C AR USRS PEA R ARG 7 1 1 22
FA5e AL non-HDL-C {1l R N HIETEBGE LA

H AR ApoB 5 AsCVD B 8 1% 5% AT i % U3 UE
Wi PR3k 4% , fEAH LG LDL-C F1 non-HDL-C [ A8 7843, I
PREEAE XA HAS AL , R4 [ 1 AR 16 R X ApoB HEAT T 8
TEAHERE o 2017 48 32 [l K A 4 W bl 22/ 56 [ 9 43 M g2
( American Association of Clinical Endocrinologists/ American
College of Endocrinology, AACE/ACE) gt gt ApoB 1l
T RO BRI A ApoB 1y i i s 18 SR Y e A
K ML AR T 45 , LA ApoB<70 mg/dL #F 4377 H AR, 2018 4F
FEE O B 24 22/ 35 B O B % 22 ( American Heart Associa-
tion/American College of Cardiology, AHA/ACC) Yot IR g
non-HDL-C 5 ApoB W& L 5 i I LDL-C B A7 5 4 1 T3
IHHE, #EFE TG =200 mg/dL B N AGI ApoB, ApoB> 130
me/dL [ LDL-C 160 me/dL 4 B M35 B 2% , 1t
AT BT 251097 . 2019 4F ESC/EAS 4R g ) 5 oy
RO I B — G T H 0 A4 ApoB ] LA g il
RIZIG I FE Tz —, UG5 TG B JEHE AR
s A fiE B A LDL-C 7K F 1 & 3, A ApoB i F
non-HDL-CH] {24 LDL-C i ALH6 5

3 BEimiER

IERAT UE T P A7 AR PR 1 A R SR 0 452 JEE
%18, LDL-C {/352 AsCVD JXUR: Bl 42 (9 1 B4R . H AR
LDL-C /KI5 b ) T Ax i pPAG A 12 AsCVD MU AT A3 2
JEBRYE . Sk o6 b AL IS 2 1 4 A2 2R, HUA 4 i
SEALILIGAE BEA 0] REHE— AP Ak AsCVD AU o non-HDL-C
AT AR PIAT SOl B A B8 A N5 2 1 B 5 114 AL 1] e 7

- JEHEAE R TG BEIRHE AL A AESF B, 4 LDL-C
HAT G 9 XS N AE 1o AR HFFE 278 non-HDL-C X,
I TN RE T 3 R RS AR 1 L CRP K D) RESE 2 Ff I R
S A TR B SRS R L T A IR AL
AT B S T I PR S A 5 A, R WA R A
VB2 AsCVD UR: A 1 BB AR , T VD AsCVD XUBS: Al
FIBG 4% 19 B 2 4h . A UE R IE W] ApoB £ LDL-C M &
non-HDL-CHH. AsCVD XU B 417 6L, ¥4 70 415 p 4 L kA7
T RURHAER? IR 5 ApoB IR I Bk = B 2 R L4, HL
ApoB RGN A 1) 3 51 B FHAS 1) T O J s PR 52 ke A 3 T
P8, Pt HHiIFs ApoB 75 AsCVD 1 Bl 2 H A Oy 1 5tk XU, T
fili D ZR AR A B A U2 s B AR R AR O B Bl SRR ML
g5 AsCVD JXUKSE Biy 55 ) e R BT 5 0 56 T A 4% 4 I B 16 b
non-HDL-C ApoB S5 #h 78 LDL-C A 2o B4 I B 15 45
I T332 Ay A D R IE A 9 FE 0 R R o A A A 4 T ot
JEAE BT 58 LLHE— 2 B AIR AsCVD USRS .
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