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[ Abstract]  Atherosclerotic cardiovascular disease is the general name of a series of
diseases based on atherosclerosis. With the development of the social economy and the progress of
population aging in China, the burden of atherosclerotic cardiovascular disease is increasing.
However, in recent years some clinical studies have proved that the traditional blood lipid indicators,
including low-density lipoprotein cholesterol, have some limitations in the risk control of
atherosclerotic cardiovascular disease, and the blood lipid indicators need to be further
supplemented and improved. This consensus expounds non-traditional blood lipid indexes from the
perspectives of test and clinic, mainly including apolipoprotein B and lipoprotein a, non-high density
lipoprotein cholesterol and lipoprotein residue, and non-fasting blood lipid. This consensus
systematically expounds the pathophysiological mechanism of non-traditional blood lipid indexes,
the relationship with cardiovascular disease, detection methods and performance, intervention,
control and application in the state of cardiovascular disease, and gives the corresponding clinical
expert suggestion.
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211N = (=R A S R D T (S o - [ = S SN
(non-high-density lipoprotein cholesterol , non-HDL-C)
# 5 % 1 B (apolipoprotein B, ApoB) . If & 1 a
[lipoprotein (a) , Lp (a) ] . 5% ki g 45 F1 A0 [ %
(remnant lipoprotein-cholesterol, RLP-C) . 4F =5 §& Ifil
Jig L DA B 3 AR 1 It I 48 A - SR A2 TR 2R
1 (oxidized LDL, ox-LDL) . /IN 17} %5 fI% %% Ji g 2 11
(small dense low density lipoprotein , sdLDL) . 2% 5 5 H
C-1I Capolipoprotein C-1I , ApoC-1II ) , A H3H R GE 1
T B R EE bR A e B AR BEALG] A T LS
ASCVD 1 C 5 LA SZTE ASCVD JRUR 5 24 v (1 A0 (R
I T AR Bl PR 4 S .

— HESHN

(— ) 3 Jik 385 o 58 A P 0 i 8 95 0 19 It AT %
foF

ASCVD sz LA 3 ok 545 #F B 4k Ay o 3 AL il 7 —
BB 1 RFR, ASCVD 2 5 B3R A 11 BB
T B B BRI, RO R RPE T R AT A T A
2 BT B A o RO i A R e 4 A
2020) ¢ 8 , H [ O A R B RO N B2
3342, bl As v 1300 73, e 4R 3 ik ok A A Ak
PO I 975 ( coronary heart diseases , CHD)1 100 J7,
i ML TR 245421 S B 5 AR T B AE TP oA
2 5] & /o0 I A ¥ R (cardiovascular disease ,
CVD) T2, BEHE T EME ST LR, LK
N B2 W A B i, rb L 1A S AR
H, H R AR IR S AT, © MO R A 3 T A
Jia) >

(Z)ASCVD fif &R K Sa ks 5% o =

ASCVD By F 2 fa B & 45 - A5 57 % T
HEM® EIE&EAMHE & (low-density
lipoprotein cholesterol , LDL-C) K T 2 3h ik
= S A R N O = R Ol 5 =
ASCVD B [ P 2 Bk LDL-C Ab , 36 42 45 i 1L |
W PR AR | 55 AR B (A C R N A
20 i DR A ), k8 D ER B nT g gl ik ok A A
O K I o A, S5 F 5T R WY, G i B A% A
Hg # 1k £ FH-1 (monocyte chemotactic protein-1,
MCP-1) J 7 B A%/ 15 Wk 200 D 1 14 52 K R I
g2t SRS F (macrophage colony
stimulating factor, M-CSF ) %& K] () 3 1% ¥ % 1 3)
ok ot FE R A A HERR L AR 1L AKCF A IR A
R AR MO0, b BRI AR S BT IR 48
(2016 4F- & 1T ) ¥ ASCVD fis I 55 20 43 Ry Ik s

e m e s Er

(ED AR GE AR FE 5 1Y )= BR P AR L 52 1 i 45
FrRAguk4f #H 2

W& RR [ B3R 97 2 e I R gk 2 B A T
ASCVD [ T B AR ST, B AR 1L 3% LDL-C /K- 1]t
VDO M F AR AR SRR R R
Rt B B BB V6 97 5 Ak LDL-C 1 38 38U 3 AR 52 =
ASCVD KU, B B A fIE LDL-C A il 58 42 9 2
ASCVD KU & B 0 ST 4F 3K , non-HDL-C . ApoB.
FRARL IR E B | Lp (a) S5 7E ASCVD KU DA K I IR TR
S IEIEIESE TE AW R, 52 8 TR 50 L M
VRS A B9 G TE o 2014 45 3% [H 5 T 75 2% (National
Lipid Association, NLA) /& LA 25y H0 119 1l i 5+
W PR A OO X e AL GE Y iR ARG I 1T H 2
Y ANE R ASCVD 1 XU PEA FNA T A #EBR
1B H i N A SCAE AL G2 i i 6 bn 2E I AR Y 97
AR AR o R, v E R PG R e e
SHAENE R LS HMCE R IR
WF 58 SCHR A 5 At b, 2545 A8 A% 52 LG 6 br 75 36
ASCVD AR U 48 42 b i i FH AR, 185 Tl &
FILR,

(V9 M FE b ARSI J7 1%

e IR 552 5 % — ek FH 42 B 2l A= Ak 43 ARG Tl
LDL-CAH G M AR FE AR K- o 4R B AT AR 1Y
AN R, — S R A RS S A L 12825 0 T i PR
S E I B B TR O EE A T By, A g AR
% 1% {% (nuclear magnetic resonance spectroscopy ,
NMRS) | #t & i & A & & | M 6 3% %
(high-performance liquid chromatography with gel
filtration columns, HPGFC) | 8 2% ) 8 5 (dynamic
light scattering, DLS) . & F i # & 2 #1 (ion
mobility analysis, IMA) | & B HE FH {4 % (size
exclusion chromatography, SEC) ¥ | B, I T B 4%
ARAE S Lp(a) (8 AT Jy vk H HT 32 2547
BT BRI HL VIR RN G 1, H I PR 2 56 2
P J7 2 32 R ALK Je 0 i B A 9 43 B 12
(Sandwich ELISA ) Rl G Lt 2 (AL 48 TG LU 3k i
A% S5 be i ), K Bt A AL 5 BT Apo (a) I
ApoB100 Y FLE 2 v EHTIA

= BB G AR TR R AE ASCVD XU 8 B H 1Y)
M (P IR AR )

(—)non-HDL-C 7E ASCVD XU 45 r ity 1o H

non-HDL-C /& 95 fif & F1 P B} HDL LIS 547 1Y
i N I SN | R N = 0 e DR T e |



FRART 7 1527 2Rk 2022 4F 4 A 55 56 4555 4 ) Chin J Prev Med, April 2022, Vol. 56, No. 4 - 407 -

non-HDL-C 5 ASCVD JXU 5 58 AH 5C , H & I 25 2R £
FE N HEAE Al B N A T ASCVD XU B . H |
B A [ PRI A5FE B non-HDL-C 81}y ASCVD — 2%
NGB e 2 H AR Bk sl nT B LDL-C AR
g EFE ASCVD GBI H#HR .

1. non-HDL-C (19315

B HE E X, non-HDL-C 19 i+ 5 2 =0 o .
non-HDL-C=TC-HDL-C,

2. non-HDL-C 5 ASCVD ¥ % %

3 LDL, VLDL . IDL VA & Lp (a) H 5 [ B 5
YRR, 2R AIG PRAF ST IESE , 5 LDL-C Hh %,
non-HDL-C X} 4= R FE T 1 ASCVD FE T4 5 & (14 7
WA ME " . LRCPWFRAE — M AR AT
4 462 5] JC ASCVD 11 321 # |, 32 F- 34 19 411 bifi
5, 45 W 578, non-HDL-C % T} 75 0.8 mmol/L, 1] &
S0 158 B0 T KU 7 55 R 3 I 19% , 78 L PR 3G n
119%™ o — I § BE P BF 58 3F B, 78 LDL-C<
2.6 mmol/L i) A #f 1 , non-HDL-C>3.4 mmol/L ) A
& Az CHD g XURS: S 35 18 . 2019 4 —Ji 2 v
OBFFRE AT R A 19N E%K . 4 45 3t
524 4445175 CVD B — M NFEEHE , B A 400
Z—J& ASCVD, H v i B 8] 28 13.5 4F . 45 2R &
B, KK 30 4F CVD 4 & A % fifi 45 non-HDL-C FF
725 111 F+ 725 (non-HDL-C<2.6 mmol/L B , % ¥ 12.8%,
M 7.7% 3 non-HDL-C>5.7 mmol/L, 3B 1k 43.6% , %&£
PE33.7%),

5% % B non-HDL-C 5.0 1l 45 1 R BE A7 7E
B 500 TF A OC P, H AR LDL-C A4 A S 1R 3 g f
F . WA H BAR LDL-C Al non-HDL-C ¥ 5
O I A5 A4 JRUBS: A 56, fH XS LDL-C Al non-HDL-C f)
RS PEAS B, A non-HDL-C 5 325500 1l 45 F 420 K
B S AHOC ™, —IZE A AT i, #E LDL-C L3k
Fr B B FE P non-HDL-C>3.4 mmol/L [ 5 F# b
non-HDL-C<3.4 mmol/L 1Y B % B0 L& 5 12F 19 R
& 180 32% ., SR , 7E non-HDL-C € i5 bR 19 B2 &
1, LDL-C>2.6 mmol/L i £ # 5 LDL-C<2.6 mmol/L
(4 EEE R B I A8 IXURSE IR B R 3. PR, %
LDL-C<2.6 mmol/. [ H F ., 4 non-HDL-C>
3.4 mmol/L 5 & 2E CVD 1y XU 55 i o AR g p
AN LR 55 B 6 46 1 (2016 S48 1T RO #E1E - I
JK 2l ASCVD [ A dd 2V RS Ik G AE A2
SEME TR B IR SRR A O G GO ) | IfiLis &
f2i% NS N R TR 8 31 IV (R i B
ik ok R AL 55 1 £ B AT O R fE B . e

LDL-C 2 7E H AR A 75 Bl N 9 83, LDL-C AT 3
FEAR30%( 1 2EHERE , A GRS

TERE DRI B b BRI S % W3 1 n cvD
U, B 22 3~ LDL-C A1 non-HDL-C 7K 3 A~ —
0, B9S2 TG>1.7 mmol/L i} non-HDL-C T} 55 Y £
HZ T LDL-CH @iy ™, — w2 BB R
s £B T IR O LA 43 RO F 9 3 B, 48 1 eIk 3
ki A F-ARJG , HbA1e¢=7% 1 54, non-HDL-C JF
1R 2 B B TR AR LA 9 9 XURS: i 5 LDL-C JE
B i AH 2 . non-HDL-C=3.4 mmol/L 1) 5 & 1t
non-HDL-C<2.6 mmol/L ) & % ASCVD JXU [ &k &
B

3. non-HDL-C 7E ASCV D XU % 3 v i 7 Fi

FEAK LDL-C 19 259 [ 4 7T LAFEAIK non-HDL-C,
Horp il 7T 25 254 7] fif non-HDL-C F& 1% 15%~51%,
5 LDL-C () B AR B2 AH 24 , non-HDL-C (1) B AR AT
T AR ASCVD [ KBS . — 025 26 73 M7 &5 5
7, non-HDL-C £ F& K 1 mmol/L, ASCVD # X [
1£20%"* . FEF R EEE R, S — I L K i
WAEFE [ 2R LDL-C 5 non-HDL-C /A ASCVD
() — 2% T Bl A % T B ) B B IR T B AR
2016 4F v B g A Il IR =R B IR T B X
non-HDL-C FYHRAEUK V- 43 EAn E LA AR YT H At
1T TR . WIERTS /e — 2 1B 11 non-HDL-C
R ERAR 7K 34 <3 .4 mmol/L, 2T B v v 24 45 A
HRH R Z S AT TR, R T S A v 1
&, PR m A G H AR E AR R, TP IR e R B
B B 7€ [ $8 m o AE X FE AR (<4.1 mmol/L) ™,
2019 4F 1 BR Y 1M i 55 5 /87 P 48 1 1 42 0 A A DR
%5 TG Thi AR JBE LA & LDL-C AR i & 52 2, Al ¢
non-HDL-C 1E & H B I 48 #x , (B AE MG 9T H bp
i}, #E %7 non-HDL-C /E R WRE H AR, B AE 5 ATid
P R — 30

4. non-HDL-C Ilfi /R & 48 T 2 0L AR

FH — . non-HDL-C £ % T A ApoB g & H Bt
Sz P (14 L[ 52, % LDL-C BE B8 4T F 2 30 ik ks
FERE b A A R KT

F = non-HDL-C Al 3@ 1 T3 i 5 (257 2
& ,non-HDL-C Jt HAENE i AR 25 A A B R 9%
1 TG A LDL-C £ 2 Hp Xt ASCVD JRUS: 55 L Ft i
AN

M= 3R B ABERY non-HDL-C H AR{EAE H K
i NBE 2 <4.1 mmol/L, & f&<3.4 mmol/L, % & fii<
2.6 mmol/L; #8 5 16 A\ FF 1Y non-HDL-C H F1{E h <
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2.2 mmol/L,

() ApoB £E ASCVD JXUE: 4 B v i1 107 F

ApoBAEN IR 2 R IILAR , Z S5k A S
MR T A 2 AR 2 A M HARS R R L
2y Joi s A Al AL MORL AR & A — > ApoB 4> 1o M 1L
LDL 7 JE [ i 04 35 B A7 7 W R 9 80, I ApoB A
AEAE 25 N5 A F BORLE] A b 3245, ApoB A LT 1
P14 Sz IR 5 s ik sk A s A iR 2 1 Y OB

1. ApoB {tifif

ApoB # IR E IR & F A 45 44, 7 N AR IR AU
W BT ZAE M . ApoB fF 7E ApoB48 I
ApoB100 W FHAS W] T2, BATTAY 9 i 2k R 2 62 1
25 Y B 4K p23-25 XL AR XS 43 B R BRI
ApoB100 F 76 M b5 B, J& LDL. v 8] %5 FE i
# H (intermediate density lipoprotein, IDL) | #z fIk %%
B8 %5 H (very low-density lipoprotein, VLDL) |
Lp (a) B #4838 73, Z 5 IR TG JH & B i
(cholesteryl ester, CE) B% iz . AHXS 43 it f 45/
i) ApoB48 T /)M i & 1, 32 B A7 AE T 3L BE BWORL
(chylomicron, CM) ™', Z 54MEM: TG iz . IE
HWON A BECIR ST LW ApoB48 # b, AU A
ApoB100 1 0.1% , 38 5 i) ApoB & i /2 ApoB100,
& ApoB IR AR 1 5 A MBS | % LDL 32 44 D i 53
454 ok 20 M A IR VE FH N A A 40, i 2
P2V B R BRVE B CIE 7K fige i i 125 R 11 1 A i
T, i = TR 7K A B 17 R L ApoB JK fifk i 28 FE
P, U 7 I [ Pt A5 0 08 T, R 4 i 45
NREESF A o & ApoB Y G 25 1 FA 2l K BE 2 5l ik
SRR RE AL B 1 GBS

2. ApoB AN 7 v

KR I Bl ik A £k 2% 25 (European Atherosclerosis
Society, EAS) 5 U il PR AL~ 1 552 46 28 % 2k T
(European Federation of Clinical Chemistry and
Laboratory Medicine , EFLM ) ***/F1 32 [ iIfs KAk 2
2> (American Association for Clinical Chemistry,
AACC) "5 Y ApoB 1Y I i B b e AL, IF H. AT LA
T R PR 52 30 2 v R Afly P St e 0 o, B A I
W JEIKFE R, ApoB AT LA LDL-C Al non-HDL-C
B MRG0 . e ad b e 2 H AT R R
FHR 7k, R B bR, mT LA A skt i . Rt
L35 5 LAY T 5E 1 2 ApoB HERR N 2 Y FE AR 4IIE
W% IFCC/WHO SP3 2% B4 L9 T A A4 BRIV H
SEHLT ApoB IR AARAEAL . I BRIG R AL~ RIS
55 B= 2% Bt 4 4> (International Federation of Clinical

Chemists, IFCC) 3T #A 5 | A B9 5E T AH €8 135 - 38 15E o
% (liquid chromatograph-mass spectrometer, LC-MS)
[ ApoB100 i& SAF MR 275 )5 1, A W] Rtk — 2
P& 75 S 56 35 ) A ] e AT bR ifE 1L . LC-MS
) 75— B AT AR — Y [R]if (2 )
W5 Z2 Ak R A 11, DT AT DATE R3S B8 I e AR
PAF SRR G X 7T RE A B TR 2 Wik
R an, 2% B8 % A C-1 (apolipoprotein C-1I ,
ApoC- 1) BB % ApoC- T FH 55 1, Sk S 30KS HE Y 2
)R 7 HEAE A o T

ApoB W Jo /e 25 i o ok T2 Al 48 11 0
(578 B AR EE FIMLAE ) BASR , 5 VLDL JURLAH L , CM
N H B oRL AR H D, B TR S R A AR b
CM-ApoB48 i i 1) % & i % /N T 1%, 1
VLDL-ApoB100 ¥ 7 1) % & 4~ ¥ LDL-ApoB100
KA 109% P B, B CM A B0 RS in 5 2]
1045, & ApoB i BE AN 25 o A= S AR 4k

3. ApoB 5 ASCVD ) ¢ &

ApoB 171 T It A B 3h Ik of5 #F 88 16 i 25 1
[LDL.IDL.VLDL .Lp(a) ™, & —43F BE & H kL
T T B ApoB™, IR Y ApoB J& 20 8 Jik ok FE A
PRI 2R 1 BORL G 1Y LR B AR AR . AR TG R
1 Lp(a) Thmg A B I8 2 15 8 3 909% 1 ApoB
S5 LDL A 5G9 ApoB100. [H It , ApoB A i i
R LDL AR A1

ApoB 15 % M 2 B RS 2 R 1 4 E B,
AT 55 PN B4 M A B R A6 & 1 R B (proteoglycan,
PG) 1 ¥ it 28 B (glycosaminoglycan, GAG) B ik £h
FEPE A EHEE A (LDL-PC & &%) i i
TR A BORL T Y ApoB ) % 8 1 7K
T NI 7 A2 F R R B TR , A5 E Wt
PN 2 248 e RS- 3 JUL 200 M 5 I 08K s Iy A 8T o [
i LDL-PG & & Wi vl 5 | A Ui 25 IR [5] B CE L H il
=R AV A %) 200 P T R A e v UK 4 Y
TR

4. ApoB 1£ ASCVD AU 38 B8 v (1) i FH X% 48 B
(iea

LDL FUkr B A w5 35080 kooks FERE AL (R AR AIE (B
Vi B I AN BUE B LDL-C K i S . 2T oE 36
W1, it SR AT IR 2T T 2R 25 Y0 T i B
ApoB Bt £ LDL-C HA7 B iy Tl fig g =, —
SEHF Y K B, H ApoB #:4C LDL-C 1] LR 51 8 £
ASCVD MUK HE i A A= AR, SR8
1A JIFL [ 5 A G, ASCVD XURSE 5 8 ApoB bz
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% (F ApoB il 2 Bt ) B B3 AH 5C, Cox AU
LA 0 53 BT 715, ApoB 7K ¥4 38 i — A b v 2
AF, FEEE 0 1A F A KA I N 19% , 55 T LDL-C
IKAEXE 2B IS SR & A R IR (15% ) , ApoB
FA) T 8 0 3¢ LDL-C B R i 25, LDL-C 5 ApoB
AN—3GE H M LDL-C 1IE# , ApoB 54, 3£ 22 & il [#
S IR A0 /DN T 45 B4 LD 07 188 22 i 350, i e AR g
LA R SORE R A O R e Y E— 2SR
W, ApoB 1ETPAL K i 16 97 O LS AR 45 5 AL T
LDL-C", JuHAE LDL-C iAhR )5 , 3245 ApoB 1 M %
JEIR YT I EEELAR .

2017ACE/AACE Ifil fig 5 48 3L 5 3 Jok oks 4 i
LT 48 Fa P A = fE ASCVD 3 ApoBIRYT
H #1 <70 mg/dl[m o 2018 5 [EH 0> IE 2% 2= (American
Heart Association, AHA)/ZE [E O FE 5 % &
(American College of Cardiology, ACC) IH [&] [ 45 #f
& 7 K LDL-C AE & 242 F5 , ApoB B¢ non-HDL-C
YR R EHEAR , 1B non-HDL-C 5 ApoB 4 b 2l
fii F LDL-C fig 58 4F Hb $2 7 3h ik o A B 4k
24 TG = 2.2 mmol/L, LDL-C > 4.1 mmol/L, ApoB>
130 mg/dl, HLF4 A% T 58 i ASCVD XU Y PR A, 1
W ApoB F i ] F 4 F b 7T 22 25 907697 ', 2019
ESC/EAS IfiL jig 5 45 #EH8 F , #EFE ApoB N AE A K
B PEAk e AR , IO T H i — ERIUAE R RS T
JE sl AR 25 G AE Y 8, 3R LDL-C 9 A BE , ApoB
AR LDL-C AR A i 2 Wi A B Y £ B8 bR,
H ApoB It F non-HDL-C™",

2016 H[E A I G S5 BTG 48 R L IR
ApoB YE AT 11 H #5 , (H1Z 45 B 45 1 ApoB 1 (%)
ApoB/ApoAl b 71 55 A B X 45 A HE [ A 4%
TG>1.7 mmol/L, HDL-C<1.0 mmol/L, B 11 % 4= it
ASCVD F4, 2 U PRI A1 (B8 2 5 R AL LR A1
(BN 4 %) H AR LDL-C /K F) 14 & X, nl VA iPAh
ASCVD 5% B KU 8 br 45 S i RIS

LR — . ApoB ARG AT v B | B FAR EAL
B ZE AR e 7K SE R, ApoB #KSK AAS vEAS N . 52
5 2= A0 G 5 33 G HE VR I A2 ApoB, AR
N <5%, ApoB K Ml N7 b #E £k , A2 HE 9 Ry 9 IR =
WHO [H PR % ¥ 5t (SPO3-7) , s 1 Ak 1 e 428 1l
T B R

LR ApoB L AT S ASCVD By i i) 2 2
B, JU H O AE 5 & P H I R i AE (2~
5.6 mmol/L) R P Bk sl 18 25 A5 AiF f 3, 1k
LDL-C<1.8 mmol/L {5 .

L= ApoB>130 mg/dl FI FF 4 Ml 1T 262591
J7 s X F ASCVD " & (R &, ApoB H AR A 2 1% a2
<100 mg/dl; XF T ASCVD & fs 2 %, ApoB H A1
W E R <80 mg/dl; X F ASCVD % = f J
ApoB H bR B 2 15 & <65 mg/dl; 1%} F 52 & 1
ASCVD F Pyl i fe ABE, 1T A S % 19 HAR(E
ApoB<55 mg/d1"™,

(=) Lp(a)7E ASCVD UK A5 3 Hh iy i H]

Lp (a) H LDL £ KL A Apo (a) 2H 1%, , HAE N
ASCVD (7 & 6 P ¥ © BIF T A, K Y
7~ 5 Lp (a) AT g B A7 L LDL-C 3 5 9 2 ASCVD
PES S ITARR RS BESE R Lp(a) 24057 T LDL-C
LIAME ASCVD XU PRI 2R, 51 1 #F58 & X Lp(a) 1)
Sz R

L. Lp(a)fRgf

Lp(a) & —2MM S AR 1, Z5H9 25 LT LDL,
{HEL LDL BB A2 4%, th R U A9 Apo(a) 55 ApoB 2k
Was S M. AR Lp (a) M5 7 B2 A9 2 1k
HCHk T Apo (a) B9 8 B 2R T AN J2 15 BR 3 %
Lp (a) fUf 40 S AL 224 1 R 58 2 B W, i e
N Lp (a) 52y PP 2o 22 RRHILAR S B R
JEAL 2 5 HAM AR . Lp (a) 23 AR £ 20
ZAREE TR : (1) Lp(a) 5IRE IR 2 14K
(low-density lipoprotein receptor, LDLR) &% & . Al
e AL T A R AT B 2R I kexin-9 (ecombinant
human proprotein convertase subtilisin/kexin type 9,
PCSK9) #114fi 7% Al 35 3% fin LDLR %4, ol fig >
Lp (a) B EZWEBRZ K (2)Lp(a) 5 VLDL 5Z & Al
LDL 3Z{&#H 5625 14 2(LRP2, KK megalin) 454,
I W BT 4 B | s £ 4k A0 M A B R A0 I 0.
(3) Lp (a) Bl & A £V Bl It 10 32 1A it A C Bl 2
R 1Y £F ¥ Wi )5 52 /K (plasminogen receptor with a
C-terminal lysine, PlgRKT) CS100 45 48 A M
(calcium—binding protein S100, S100A10) Fl I B¢ 25
A2 B E . (4) Lp (a) 28 Toll BEAZ 4K (toll-like
receptors,, TLR ) i 48 #4738 BRAC . (5) 8 0 ¥ 18 R
Z K B 25 1 (scavenger receptor class B type I ,
SR-B1) & 4%, Lp (a) B IR 50 FIEE 9 50 RL73 G B3R o
(6) Lp (a) #¢ & A & ME W MR ¥ & 1 % 1K
1 (asialoglycoprotein receptor 1, ASGPR1) Fl 2} | #¢
ERINE ]33

2. Lp(a) BRI 7 vk

TR Lp (a) K500 75 v 3 B2 A g el i
F 44 52 LA TRV B CmggdD 5 (RS
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HEHT, Lp (a) P Y Apo(a) 701 BAT & 2 28548, B
A Lp (a) 37 19 R/ NFAE B S P, ih - 302U
Lp (a) J5i 5 B2 (mg/dl) 4z 5 25 R AE DAl O LA A
WS I A 7 v Al BRI AR AIFSE iR, Lp (a)
O3 1 AR B R R A AT S SOAS RGN 25 4 [ A 00 45
SR 2E 5 LUK, 45 S50 3 ) 25 SR sk = nl Lo, I
I, Lp Ca) K AR AL TE S . WHO AR W) if
2 Bl 4x (IFCCHfE T4 — D HI T 5E Lp (a) 9
WHO/IFCC [ Br2: % ) i IFCC SRM 2B, FH F#:1
Lp(a) AR B, I LA nmol/L R BAS , SEBRE T A 1
an T A AT IR HE Sl T R b Lp Ca) A0 A AR
WAL . IAh  IFCChR e TAEHE 25 3 1 ik
BHAEEMN Lp(a) —HSHY TR, #2H Lp(a)
I 7 U8 & 223 B0 iR Y AN 52 Apo(a) K/
ZEFER BT 1% o X ST IE I AE Lp (a) A BAAL A
Apo(a) 8 A RE JR B, (0 R e ) B S BRI RIAR
% Apo(a) K/ B RSBk . H AT Lp (a)
SE AR ARSI 12 2 rh S AR R UR S P L iR 2
iff 5% 92 55 ‘% (Northwestern lipid research laboratory,
University of Washington, NWLRL) H $it Apo (a)
K IV 9 AU MEJE K a-40 FIK IV 8 RIS [ o i e
al-1 PATEREPUARHEE ST 1Y ELISA J7 vk, %07 i A%
Apo(a) KNI

X Lp Ca) A %) AH & Bt 47 0 2 7T I B Apo(a)
ZASNMERRE I o LI SR P B O BB AR 2R R A
JERTSES Lp(a) , BRI AH [ 5 i, 4R A2 2
e R IS AN o 30 22 2R T R Dk B AR 28545 T Il
A OB B I R 1 O | R OB 1
RS (HAH SO IS R WG TR & 1 (a) JIH 5 i
[lipoprotein (a) cholesterol, Lp (a)-C ] A9l PR N FH 4
HA R IE— PR

3. Lp(a) 50 A SR 1 O 2R

(1) Lp (a) 3 30 ik ots 4 88 A B BLTH < Lp (a)
Apo (a) G5 M REAYFFIRYE R 2 1 Lp (a) B9 2 5)
JksRAERE AL AE T L LDL B35 , ] REALH A5 : Lp(a)
f9 LDL FEURLAT E s ksl AR RE AL 5 Apo(a) AT 5
B R 0 I P R A IR i A N B B A
Lp(a) 2 5 kA S8k, T BE 25 2 T 1 R 32 AR
Sl Wk 20 3 3 T 32 AR Lp () J5 9B S
TR A ML DT ARAE A8 BE 5 Lp (a) AR S AL A K H
(transforming growth factor, TGF) , Jl| 3 ~F ¥ UL 41 it
A I B A g L AT 1 LN B A BB SRy AR 1
K5 AT B . Apo (a) £7 7E A AL B A5 (oxidized
phospholipids , OxPL) %5 & i & , 45 & T OxPL 1Y

Lp (a) BRI RIEVE N . Apo(a) 5 £F 15 il
VR AE R AR , W] 5 2T 1 i I 5 A, {2 T8 Tl L
Wkt 21 Vs i I s AR IR G, R B A i 2 1 i
W T 398 i, AHL H AT HOW s AT A TR
Ly s

(2)Lp(a)J& ASCVD A 37 XU N 3R Lp (a) S
ASCVD MRS SEIRE N 3 o — T4 A 31 TR R A BA
GIRETE R L5201 B A Lp (a) W BE RO G A0,
CHD KUK 5 44 m=>  53 —J060 2 27 S5 s P
¢, BV 104E 35 K 5 436 5] CHD Ji (1] i 25 4 0B 3%
W1 - & Lp (a) K AHRERR Lp (a) AHE 5 A BBk 36
FE B AL T 8 B AU 15 i 709 o R — T 95 1
8 T2 44 A M 15 T3 2244 % B 1Y o 18 /K BE AL
BraR 0], CHD By XS 5 Lp (a) ot i R B2 A9 22 1k B I
e, Ak, CHD 3% Lp (a) ZKF- 550 ™ 5 A
A K . 2P0 WUAE FE (acute myocardial infarction,
AMID) 21 Lp (a) K- S5 i 5 A g B0 200 (unstable
angina pectoris, UAP) 4 | £2 7 AU /0> Z¢ i (stable
angina pectoris, SAP) 1} CHD 41 Lp (a) /KF4K
URREEATR' 5 S AR B DR 2 A 38 K BE T A& KUK AT B
A Lp (a) W B2 RYSGnmisg onee . & Lp(a) 58kl
P2 b XU B I 5. Lp (a) Ky, #5180
JURBEHe 70 7y 404 e XU B ey , 945 Pt SR sl bk e 7
FREESG AT G, —TECH AT 58 R W, X AR IE <
60 % A7 B I 3 ik A s 9 RPN, Lp (a) T
55K By Jok ok A A Ak 2 Bk if P ik A5 (large artery
atherosclerosis, LAA) A& LA K 52 2 P 1 1 457 5 474
JRURS 20 37 AH DG

Lp (a) T+ 55 85 46 1 3= 3 kO 5 (calcified
aortic valve disease, CAVD) XU IEAH Y . Lp(a)
HY Apo(a) 25 FAFAE OxPL &S A 55, OxPL & 3%
RAE M F B FR =T R, ok FE S et
Ji& B AL RO L B RAE IR, SRy S P Ao
i Apo(a) Hh 3 22 S MR IE . Lp (a) FHE 2 B2 K
H OxPL & 5 T 8 e pe A A s AN i 242
B kO B R A O, IF AT REAY N RO A
4R .

4. Lp(a) 7E ASCVD A5 5 B b (1) 07 FH K 48 v
PR

Lp(a)YEh ASCVD H 2 /G [ =, WF5E & 30,
24 Lp(a) 55 LDL H i JIH [ i 25 5 40 [F] B , Lp (a) AH
F B CVD FIFET KU HE LDL-C 3 7. 24 Lp(a)
11 T 50 mg/dL B, Lp (a) 5 ASCVD KU (14 Sk it £k
JUF- S pE" o B F AT T 28 25 0 A AR AR T
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LDL-C, Lp(a) FFEETF 5 /& ASCVD 5% 53 RURS: 1Y A &%
T 8 AR R U — T AR BE AL AT K B,
Lp (a) ¥ B FEAR A 4 X 5 CHD JXURS: SRR AH G,
Lp (a) e B FEAR 100 me/dl, 7] 9 20> 2 229%~25%
CHD X [ [CHD 3t 1= 5% JF 2 38 ¥ 0 LA 3E
(myocardial infarction, MI) ], iX 55 LDL-C 7K ¥ [ A%
38.7 mg/dl W VE AR A o 55 — T BfF 5 W0 A 3
Lp (a) B % 65.7 mg/dl, GE i& %] 5 LDL-C [% {i%
38.7 mg/dl —FEXT I PRE5 R AV FE S ™ . H A
2019 ESC IfiLfig 5 & Bl G 46 /248 A N — 4=
2RI 1R Lp (a) MK, Lp (a) B B T+ 15
(=180 mg/dl) H: ASCVD 2 A= XUBG AH 24 F 2= 5 F Al
F N 5 E [ B A0 E 5 2019ACC/AHA CVD — 2% i
B 45 P 45 ) : Lp (a) =50 mg/dl 5% >125 nmol/L #4) h¥,
ASCVD JAURS: 3 58 R 77

KT R Lp (a) IR YT, B BT JC A 2 AR
Lp (a) K F 0 2590, T 25 9 3k it & - B AIG
Lp (a) 7KF-, A SER AR 253 A FEAR Lp (a) BAE T, 40
A R % AI% TG A LDL-C . 7+ 5 HDL-C, [5] B F& % Lp
(a) 20% A= A7 o JH [& B g % 7% 8 H (cholesterol
ester transfer protein, CETP) #1141 55 FF i HDL-C |5
B AT BEAIR Lp(a)20% 247 o PCSK9 HL 5 BEHTAR KR
JE A LDL-C 1 [A] B RIS Lp (a) 20%~30%. {H 2
T2 25 ) FAIK LDL-C [F]BHA TH Lp (a) #8340, 32
Hh N AT T 2R 25 WA T IS Lp (a) P i %0 i
BRI R RZm Y R UL AT IR AKCEA-APO
(a)-LRx [ APO(a)-LRx JJ& H /1 5 Tk A& % #E 1w F
ik Lp Ca) A7 2, L 1T 1991 PR 30 440 A 286 44 €
112 CVD & | 3F 52 APO (a)-LRx £ 71 52 44 i e
R A% Lp (a) 7K, 5 K [ I 3K 80% , A R0% w1 i
98% , H AR 32 P R 477 . APO (a)-LRx (19 1l 1}
K FAE O 1A 45 R Bl ML X BR 2 P i R K 56
Lp (a)-Horizon IEAE AT 1, FLG5 HLK R BEAK Lp (a)
FETE AT RETE— 2B (00 45 3R 25 $ b e 24 , A
M 951 Lp (a) /2 75 REAE Ay B A0 1M 48 5 2 i 87 T
TR

F— . Lp(a) AL e — B K Apo(a)
SR IFCCARMEAL TAEHEY Lp (a) I 52 71520
AN Z Apo (a) K/NZE 2R 1) J5 35, I LR IR
I3k e K VA

3 = Lp(a) J& ASCVD Ayt ~7 M fa | PR 5%,
J& ASCVD KU A% 1Y B ZL AR AL SE i A F6 4% , Lp(a)
W T (=180 mg/dL) H ASCVD £ A UK #H 24 T
e TR o AL I AL JEE

(PU)RLP-C £ ASCVD JXURS: 4 HH v (4 107 FH

RLP-C /248 A 5 i 25 11 (remnant lipoprotein,
RLP) FURL 55 A5 1) R B2 , £ 28 LIRS R A 36 7K A
J 14 VLDL A IDL A ) I R 2, 428 i PR A A 5 FLBE
0 RL 5% ok AH & 5 (chylomicronremnant-cholesterol ,
CMR-C) g I [ e ™

1. RLP-C AR}

CM 1 VLDL & & & H ol = W5 09 s & A
(triglyceride—rich lipoprotein, TRL) , EA1#% & 40 1.
N B 240 i 3% 10 1) iR 4 1 18 D5 18 (lipoprteinlipase,
PL) K ff J5 % 2 TG. B R . 8 IR | 11 A
(apolipoprotein A, ApoA ) FIZRNEHE 1 C, 5578 & &
JIR [ B2 . CE kAR 25 1 E iy /NoRE, B RLP7Y .
RLP 5 HFi & TRL AH Eb , 25080 ok o B 18 £k 7 FH 5F
587, RLPIER PN A AR : (D I EPER
CMR-C LA ApoB48 il ApoE 4 & 5 (2) A VLDL
FRAL T K ApoB100 Fl ApoE™ . RLP 1 AL i 7
Yy, F B L] PR A ] P S 3 A SO A O
DL i R 06 2 1 ok R R A B o SR B ik
of AF B8 £ ™ B R B 0 o3 A T R B, RLP-C K P 5
GS TR IR i A E , RLP-C 7K SE7E ASCVD XU 1
ARG ST 4 bR 7 T A FEEEANME

2. RLP-C i Iy v

T RLP AR ¥t 5 H A7 /& TRL 43 2, H RLP H
AR T PR ot 2K A AR R R R AR ) R AL
A FEA A RLP K /N F2H B 2 A7 AE AN 2
— P, R 5 B %E RLP + 43 R HE . RLP-C 4 H
HIPEAL RLP KV 19 e A bR A& 9, 46 D il 7% RLP-C
W 1) 1% T2 AR T 0 T S VR e P Yk
e BN A TR e BE EE FRL K % (polyacrylamide gel
electrophoresis, PAGE ) | o UL TE 73 25 7% (I AL |
NP AR5 R B0 VARG AN AR
A SRR, R EER & W AT et . Bl
B e FR, Tk ME LA KT RLP-C 57 VR 114 1 B A
HRE % 7, AN A N TR IR K 56 .

B RETTIE 73 Bk A 2 A BRI mT AT
et -t s e el N [ S e L = (E S 5
SEFRIN AL Y H & & % ApoE 1 CM AT VLDL (% JIH [
B o, = RLP-C R Sk o AR BRI . RIS
P 7 POE-POB X RLP-C A7 5 b 1) 35 #0852 0 L ik
Wk TR PO, SR & R R IR T
& A ST

i % RPL-C 3% , Bl V (RPL-C ) =V (TC) -
V (HDL-C)-V(LDL-C) , VAR i ik )& . T 4Fk
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ARG ER LN . ARk i 45
I 5 ELH AN 45 ST B AR DG, i H Cox [115
O3B RN Al A A B A VR T RB AR CVD
B4 5% B DAL o 7 Ko e i P o0 S R 3 Y 4 TR BB T
FAH A AT B A I, PR R 5 A5 21 ) RLP-C
K55 4 AT R I AH G, HAG SR 25 R Y 4
PRIBE T XU b T Bk i o Ak aRmi 4%
B RLP-C 2 2% {H yu [l 25 i 7K “F <0.8 mmol/L
(300 mg/L) , EZ2 MK F-<0.9 mmol/L(350 mg/L) .

AR [R] 7 A5 () RLP-C{H B ASHA ], (H 4%
WAFAEA e . XF RLP-C I J7 ik 1k ok | H s A
R br Ak o) R 2k — 25 IS

3. RLP-C 5 ASCVD % %

11 7K F RLP-C 5 B0 B A AL 19 AL 55 LDL-C
AR L T BEAEAE 22 55, RLP 45715 AH [ W5 R 75 Ak 1B
M, 25355 sh BkEE 5 T 82 T LDL I B30k 05 20 it
BRI O A AR AN .t RLPARBEE K, 4
5 H [ B BE 72 LDL (9 40 4% , R TE 5 S SO AL
BEVIE B, (A1 257 10078 PN B 3 T N 3 Jok ok A
AERAL S [ Jmy P A , 155 8 1) 4 A A 5 B0l A A
B 38 7 M 0 — 20 S Rk A AL

WATIE IR 5 AL 2 U9 Il RLP K
HZM CVD 1 EE kB VI, HAHOH T H
MAEZE, R S T i A R R 3R, RLP-C A
{5 CHD XRS5 AH G, i B 5 CHD f& ks = 2
— I fRg LR 5 YRR DG M PRI 178 T Jie 5 A 4
RLP-C /K- 5 $08) ok P RS JE A B2 AR OCME 5 T 1F
WO R, 4278 RLP-C 78 4= A H 0 & CHD /Y&
B2 . RLP-CZKF- I i o 2 O LA B2 19 2t ST i
W8, 9F H 5 CVD 5% 88 XS 5835 AH G . Zhn i
BT R LDL-C /K-35 | i He 0 il 428 i 31 1 o4
KRG BEDA DA T LA 77% IR 3l
Jik =5 4 5% B XU RS AS BB I LDL AR A BE . R L
RLP-C 7K V2 CVD 5% B RS A s ) 2 — , 2 30

4. RLP-C 1£ ASCVD JRUBS 45 B i (1) 17 FH

H Rij 14 JCEE XA RLP-C 45458 ASCVD KUK 1
KA RIS, 322 0L T i R A9 A 20 503 )5
Bro BEXSFREE CHD B35 s AL RERR IR YT 1Y TNT BF
SRR AT R 7 R TG REZH i, B E AR AT
80 mg/d #H Xt T 10 mg/d AT F& K 1fil 3¢ RLP-C /K
24% , [l B AT A 300 4 S5 KU AR 31% . 5
A, DUR 2 25 W 1R Ay ask 484k 400 Tl A 338 5 0 8 T =2

& « (peroxisome proliferators-activated receptors a,

PPAR-o) B9 38 2057 A] 34 i1 LPL . ApoA 1 Al H A AH 5

BT R 1 23K, AR B AT AR L TG 7KK 30%~
50%, Z= A A s DURFR 2516 75 TG WA M
oI S AR T CVD AU o Pemafibrate J2& 25 £ 14
PPAR-oc 915511, F AT IEAESEAT MU RIS A
BEIT 10 000 1] 2 BYHE FR I 45 FF TG F vp JEE T = 1%
HDL-C A#F \RLP-C /KF-7E 1.4 mmol/L LA |, 1/3 1
— T N 2/3 1 9 T AN HE E R R
BT IR T A b B E IR B A B B LDL-C H ARk
-, FEHLZ5 T Pemafibrate ol 2 & 500 %) e, B76 97 1
54F , W fE N Pemafibrate 76 CVD 15 i AFEH FEAK
TG 5 RLP-C 7Kk — 25 A0 M 5% B AU B2 14
R

REDUCE-IT (Reduction of Cardiovascular
Events with Icosapent Ethyl-Intervention Trial) fiff 5%
A2 ASCVD SR BRI = U B8 ZEATTIA
7 S Al I i HH £ 9h (eicosapentaenoicacid , EPA)
1L TG 7K 7T B 20% , 327000 L S 24 R AIK 25%
FIE T, EPA BRI RLP-C/KF-0.5 mmol/L,
H 5 TG K F J& X% . REDUCE-IT #f 5 9 TG Al
RLP-C /K ¥ 225 RS B 58 Pr &5 TG Al
RLP-C /K-F-Xf CVD XU il fEBE K. STRENGTH #f
FEHRRTL 1F %58 R F EPA #1 DHA (IR 54, 41
% i TG A HDL-C .0 L3 /85 1 JE 3, TEAR TR
Iy At o WA 2 A it ) 60 i — 2D R R A o
IR, f7 77 72 ASCVD 8% B8 XURS: 55 7 ' T ¥ 7
TEF L.

UTAR B AL “E R A>T AW BOR A B 5 12
HETOUE R R 1 25 W 0 B o R I RE = R
BK-1(glucagon-like peptide-1, GLP-1) 32 1A i 5 5 F|
P KA N PRAJE 5 8075 1T LA 2 25 R AR 1L 2% RLP-C
K, HLAERE BRI & 9 ASCVD &5 fis B o i 35 [
R EZLO M A F

ApoC- I TRLs {9 22 R 45 1K 5, )
L3 3k LPL A A LPLL Al A8 3 % 41K TRLs
MK o B X ApoC- Y [z SC 3% 11 R (antisense
oligonucleotides, ASO) 25 %) Volanesorsen & 545 A%
] ApoC- 1LY ASO 2454, FEAR TG /K~F- 719% Tt
195 HDL-C K-V~ 46% , I B AT FIREAMOIE . HATAE =
TG AN #  # 17 9 COMPASS (Cardiovascular
Outcomes  for  People  Using
Strategies ) iff 5% LA S 78 5% 1 1 FLBE 1M 2% & fE 1Y
APPROACH 9 T ¥ Il& IR WF5E , IESE T Volanesorsen
i ApoC- 1L AR TG 1997 &% H 22 2V R 47, H FT

Anticoagulation
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Volanesorsen #¥ 35 [E & & 25 & W & 4 ¥ 5 (Food
and Drug Administration, FDA ) #{t WEAE RIRIT Kb
PE 2L OBE I RE i KL 245 o A AR B R FE R
3 (angiopoietin-like protein3, ANGPTL3) J& PN I Y
LPL 1 ] 5 , Evinacumab (REGN1500; Regeneron
Pharmaceuticals, America) . A\ 8 P4 i) ANGPTL3 119
P TERE BT AT DL AR 25 I TG 7K 70% . LDL-C 7K
V- 23% . 3k ST AU A I 1] i K TRLs A 259
TE A RLP-C KSR A A ASCVD 5% B JXURS: g 81 425
T EA R R (B AR St — 25 B KR B AL
TG RAF SRR

H S 3y fik 5k #£ i £k 2% 25 (Japan Atherosclerosis
Society, JAS) 7£ CVD il Bj XU 5 48 B 48 m 8%
RLP-C.sdLDL Fl Lp (a) 331 iy CVD & i) 52 55 %
i A m =, 36 B AR B #CE 1 ) (National
Cholesterol Education Program, NCEP) )% A&7 41
853 ARG R 1 T RLP-C 7E 1A% CVD XU iy
YE, RLP-C B A i BE B Bkoks FEREALRRPE ™. R
AT S s AL A B 2IESE T RLP-C K
F-FH S 7E ASCVD & e g/ . DL R R
B, K RLP-C 7K SF-1] S ASCVD 8 3 (1) 1l g i B
AR 2 i AR5 B

iR —: RLP-C EAG URF 09 5 9 A B0l Ikoks i
i A A, H A IE 4 52 35 RLP-C S ASCVD il 37 2
T E R R 2, IR eI TIRYT 5 3 LDL-C FEIR 2 )5
) LR R XU R 3R, AR A Qi S A

R = H O SR SR 3RS RPL-C A,
B RPL-C=TC-HDL-C-LDL-C, 315 % A XF 15 422
FE 1Y RPL-C T REA I ASCVD Ay 5% 52 XU B 75000 41
fH. HHIRLP-CZHEIEF 23 7K F<0.8 mmol/L
(300 mg/L) , JEZE WK F-<0.9 mmol/L(350 mg/L) .

() AEZS B2 M AS R AE ASCVD US4 B Hh i)
i H]

25 W8 R 48 321 A A2 w8 VORI s A £ 22 i
Z/DAEE 8 ho (HIEH A1 d W SEPrab T2 AR
Y s TR AR 6, 725 SR L A AR 00 235 SR S T AS T s e
RESLRAS . BIL, BT EE 27 5ok AR 2 1
ARSI 25 51 , AR il A | IO S A a4 , Pl i
YHEf R AL A AR 0, T3S A FH T SR
R JE ASCVD .,

1. AE2s 18 i g AR g

EUZs VAL, R A E R I By fE Rk k2
T A 25 0 R8s BRI L BE A 22 A 55 28 508 PR s
SERPIR R BT IR LR ™ A T AR AU 5 BTG

SR v s T Al o vy D PN 15 55 N D AR SRR 5 B
1 2 1Y S A 23 I AR 7K T BE B e A il jg &L 7 A
B G BL . AR 2 I8 I AR K P12 1k 5 S R B
Il FHE AT 7R AT bR 8 H 5 19 1~6 h N i
KAF3 28 A A HAT I R 22 Sk, Horp AR 18
TG /K F A2 FF & 0.3 mmol/L, RLP-C /K % J+ &
0.2 mmol/L, TC, LDL-C I non-HDL-C 7K ¥ % fI%
0.2 mmol/L, i HDL-C . ApoA ,ApoB Al Lp(a) 7K3F-A
ZHEERFE W, RFEPFGE P LDL-C K EAER G
EIAFFE B T R e 5 2 i e Tl R T
PAHE AT B A VA T SR LAA Rig 4G 35 A O il
B o3 A3 AT D& JEZS I I bR AR X F TG AN
(] A 32k 1 S e 4T3 R W, E £ 5 il P Y CM
A VLDL Uk 2318 2 | 30f- 5 30ls 8 11 il e A ek
A5 HDL-C 145 Bl 5 vk (48 3 O v sl fm A1)
TS I 25 SR . R4 T AR 23 M il B A e, 22
2 RN (ARSI 7 92 0 485 SR %) 52 e LA B T B R Y
ALAEME S 3 AR RIS N BE R I R A R 2% A
FEO IG5 R IF R TR AR 1 2 i Tk
FEAE 25 1 1l A K I 1T A5 B 1R B ASCVD XU 43
Po WK AN ST B 4518 N BIAMA L T ik
— 2P GRUESE . 2 R AR s Il A s iz ] )
e PR S5 B B, 30 5 7% 1 [R] — A AR ] i T 40 L At Ao
WMo e AN A 5 2 LA 58 IR 3 A e Ak 8 7 Hlm R 2
W S AL, T 557 AR 25 IR LI 245 5%, i e AR 2 H Al
o e T AR U I R A 0 DA 4R 14 i g 7K T 2
55 B, T EOAR P LT BB A TR E R A
R DN RAE O A 0 08 AR R fE R o3
ERGAEAE . B — R A S IR E
(<5 glfli) 25,8 h WA = i [a] 55 1y dE =5 18
TG 7K F 1 <2 mmol/L . RLP-C /K *F 7£ 75 1§ B
I <0.8 mmol/L, JF 25 5 I} i <0.9 mmol/L. JF=as
) non-HDL-C 7K SFE— % Hoas B 7K SEHE 1 0.1 mmol/L.
HAthy 1) 10 48 B A 25 BE AR 23 IR AT HoA AR [
I FHE™

2. AE2S I i R A 75 i

JEFE R R BB 8 h LA F 3246 i L ig 7
A MR MG s BEA R AR S5 8 h LAN 19 52 K & 1 I AR
YERAEZSRE ARG . JEZS B8 M AR AS I A W A 5 58 «
(1) ZRF B —E W R B T (e D 4 At iy #4
i 2/ >50% MR ) , T8 Ja 5 LA [ B[] 5 i
A7 A AEAEI 2% J  ] B A W SR — YR R
B I A5 TN PR 8 A5 FE AR I 224> B R] A5 3l A5 AR
b, BB R AL AR X =5 g By ) B K T B g
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(2) &4 sz 10 B Ik X e —
T Y 8 h PN AT — I (] 5 A 7 I B G I . A
AR AR 28 G REHR A2 K E B BRI AR IR
Ao AEZME BRI H A g 4 50 B8 & A
A1(ApoAl) . ApoB Fl Lp(a) %, i ES EIRE T
ARSI Y i A AN A, OF BoAT RAA A X
non-HDL-C 7K 3224

3. dEZS R IR 5 ASCVD [ &

A 55 E 2 K BB B R AR B R T 8 h
(2R ) 5768 h N (FES IRAS) 1 TG /K F%F
PR IS5 1 O R At U A FERE T 1.4 4R f5
KB FEHERR T AR I AR R IR YT B R
Ji 23 B 5 AR 25 B TG /K-35 5 0 1l 8 5 B (2 A
Ko ABAEPE—HEBR TC HDL-C ZKSF B o A&
FIRBCEIR bR 2 )5 , 25 16 TG /K- 5.0 1l
FEF R S B R 55 , 1T HE 28 I TG K SEAT A HF
500 I A8 S Y B AR OGRS 2~4 h 9 TG
AR5 0 LS A B A DG P d i o AR I AR 3 T
O HEWFFE AN A 7 581 44 fat e & 1 1 6 391 24 fikt R 5
PRSI AR S5 TG K, IESE T HE2S 18 TG e TH i
S0 VBB BE 5l I0PE 00 I L R0 A A v 4 PRI B
TS FERE 2R . 2SR b L TR/ 5
B B3 2 S50 20 Wk ok RS L 1 DG B 3 i — (R, fH
PR B 5 T 19 TG 7K AN a) 422 1 Sz e 1
PEF T & TG W RR R 1 S A ™ W ki I 25
%R, FOE EAT Sl kol A i A4 R 9 il o
i B () PR 000 2% v 3 22 ) B3 b B B 1 IEL T B, AR
J&i B TG K- 548 T B 53 A g 28 P A I K 2 v
JE A LA DG

4. EZ3 18 ASTE ASCVD KU 45 B e (14 17 11

V7 1 1L g 5 B B T 4 iz e 35 B ik o A
A PENR A &, TC \HDL-C .non-HDL-C T fig
bb 23 1 i i 45 I B 22 (1 O F CVD KURSE AR 915
S ZETU CVD B Ty T LB A i H AR 2
I BRI s DA 52 B B Ay 45, A ) e R R I B
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1. ox-LDL
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RIBFE X

AR5 SGE A sh kR R AL
P 0 1ML 48 %% 975 (atherosclerotic cardiovascular disease ,
ASCVD) , /0> L 48 9% ( cardiovascular disease, CVD)
e AR B DK ks A A Ak MO0 IE S5 (coronary heart diseases
CHD) , /N %% {1 %% B2 B 25 11 (small dense low density
lipoprotein, sdLDL) , /N1 % 5 %% i g 25 (1 AH &
(sdL.DL. cholesterol, sdL.DL-C) , & fH fig (total
cholesterol, TC) , 155 % Ji Jig &5 1 AH [& B (high-density
lipoprotein cholesterol, HDL-C) , 3¢ [# g i th &
(National Lipid Association, NLA) , ik % J& i &
(low-density lipoprotein , LDL) , I %% & fig &% 1 H [&] fist
(low-density lipoprotein cholesterol , LDL-C) , [JH [#] B fig
(cholesteryl ester, CE) , # 8 & 1 A (apolipoprotein A,
ApoA ), #JIF & F1 B (apolipoprotein B, ApoB) , H1 ] %
J& g %5 [ (intermediate density lipoprotein , IDL ) , fi %
JE NG AR 50 Jie SRt R 6 B AT L ) ] s P
AN E A W (low density lipoprotein-proteoglycan
compound , LDL-PG BEY), EERb( proteoglycan ,
PG) , % % B I8 & 11 3 1K (low-density lipoprotein
receplor, LDLR), g4 A (a) A0 [F fEE [lipoprotein (a)
cholesterol , Lp (a)-C ] , AH [& % fis % £% 25 1 ( cholesterol
ester transfer protein, CETP) , L[] 6 & P I (single
IR S 1)
(electroimmunoassay, EIA) , il 4 % 3% 2 #r
(radioimmunoassay , RIA) , fff BX 10 2% o> #fr (enzyme
linked immunosorbent assay, ELISA) , 18 & A (a)
[lipoprotein (a) , Lp (a) | , B 1% % J£ 5 & M1 (very
low-density lipoprotein , VLDL) , & 1k #5 18 (oxidized
phospholipids , OxPL) , {if £ [ #% 1t B At 54T 15 25 (1
fif kexin-9 (recombinant human proprotein convertase
subtilisin/kexin type 9, PCSK9) 41 il 57| , %% 1k A
F (transforming growth factor, TGF) , V£ .0 JLAE 3L
(acute myocardial infarction, AMI) , A2 B0 280
(unstable angina pectoris, UAP) , & & B .0 & 9
(stable angina pectoris, SAP) , 5 1k P4 3= 3y [Tk A5 I
(calcified aortic valve disease , CAVD) , & X B AZ% 41 R
(antisense oligonucleotide , asON ) , JF /&5 % & g £ FH IH
£ (non-high-density  lipoprotein  cholesterol
non-HDL-C) , fI% % B Jig 28 A IH [& B (low-density
lipoprotein cholesterol , LDL-C ) , B A1 %% B g 25 1 IH [
I (very low-density lipoprotein-cholesterol, VLDL-C) ,
thofa) % B AR AR H IE [E] B2 (intermediate density
lipoprotein-cholesterol , IDL-C ) , L EEfHCkz 7% r fH [ it

immunodiffusion, SID)

(chylomicronremnant-cholesterol , CMR-C ) , | B f#Ukr
(chylomicron, CM) , & & H Wl = Mg 9 J§ & B
(triglyceride-rich lipoprotein, TRL) , 5% % g £ H HUk;
(remnant lipoprotein, RLP) , %% %7 g & H AH [& B
(remnant lipoprotein-cholesterol, RLP-C) , i3 28 fb. Wy fifs
¥ W W W % K o (peroxisome
proliferators-activated receptors o, PPAR-a) , 5 85 H 5
i W (lipoprteinlipase, LPL) , i /& B &
AK-1 (glucagon-like peptide-1, GLP-1) , 5 PN I ik Jiie ¢
ik Bk 5 (polyacrylamide gel electrophoresis ,
PAGE) , R R & M-R & T s iix BL L R Y
(polyoxyethylenepolyethyleneoxide butene, POE-POB) ,
S AR AR 2 IR B 1 (oxidized LDL, ox-LDL) , # iR 2
H o [apolipoprotein a, Apo (a) ], g & H C-1I
(apolipoprotein C-1I , ApoC-1I ) , # fg & H C-1
(apolipoprotein C- II , ApoC-1I ) .
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