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Abstract

Although the prevention and treatment of cardiovascular diseases have made remarkable
achievements, the prevalence and mortality of cardiovascular diseases are still high. Current
guidelines aim to reduce the concentration of low-density lipoprotein cholesterol (LDL-C) to re-
duce the risk of atherosclerotic cardiovascular disease (ASCVD). Despite aggressive lowering of
LDL-C, the risk of residual ASCVD remains, making active prevention and treatment of cardiovas-
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cular disease urgent. It is of great clinical significance to seek new methods to reduce the residual
risk of cardiovascular disease. This review summarizes the evidence that lipoproteins (LDL-C,
HDL-C, TG, RLPs, Lp(a)) are associated with residual risk of cardiovascular disease.
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1. 5|8

Bl ik 5 PR A AL P 00 I 5397 (atherosclerotic cardiovascular disease, ASCVD)-5 0y I 544 XU 184 0 2%
VIFHIE, HIR ASCVD Til)5 O &N E, (B EREHRE. FMTRRENIIE[1]. SR 1) &
W ARG ML % . S LR WEIRIR AU EE . fEARZ fala &, ] LDL-C J& H i 2 bk Ff
WLk B A A FB . SIESEMAR R 2 ASCVD RAEKREMZOBURERKE, MEHA &% ASCVD
FIF A S 2 I N [2] - Khetarpal S5[314F LDL-C #H4E H AR/ & 82 475 B BLCo a8 2 10 XU R SO
B R o H AT 32 B e A 3 7 2 FRORI A 535 1 80 D] 35 P 42 F1 R PRI o LB IR o 0 4 SRR R A
Gt £ xR 3R R AT HE i B4 T i I 2GR 9T 0 UV R RO BT IR B T RO, BAR R AR O L KUK
(residual cardiovascular risk, RCVR)I#) KU Iz 2 A7 1, Foih LR FE FRAE ASCVD Hr i B 22 1) A (.

2. (REEREEEEREERES OMERRZR KRR

BT 3 R [ e 3 I G R B I B R IR ) 5 ASCVD R 28 FIBE T 28 2 [R] T BH A X &R
H AT YA YT 46 7 ) 8 F#4IK LDL-C ¥R % LARFAIC ASCVD JXUKi[4] [5]. 4RT, V2K FHhiT2825%). dRAh
VTR A 16T B AR RS T, R B P LDL-C, (HANAFERFEE A5 4 ASCVD XU [6] [7] [8].

— T 18,924 1) S jet ik 47 & 1iE (acute coronary syndrome, ACS) 8 & #E4T HRALBE TS 2.8 4EHIHFFL[9],
H XL LDL-C < 15 mg/dL 1F A BIE Vi [ AR 254 004, s Baf ) ot G B0 R F#IC LDL-C K7, M
T2 35 PR ACS B35 A RIPET DA E B RGO HE S (major adverse cardiovascualr event, MACE)[1] X

78

A8 H AL EEAG 5L 1 2 9 (proprotein conver-tase subtilisin/kexin type 9, PCSK9)7E LDL {1 +h i) {E
FHT 2003 4 Abifadel [10158 N X HiiR, PCSK9 T fig 58AF 55 &5 e (044 2 M 153 A% 1 S0 14 v L] e i i
(FHYE . BEGIES:, ThAEESA PCSK9 RAF 5 LDL-C % /b Al a 098 KU FEARAR IS [ 11] 3% A PEAS
PCSKO ] Xof 7 Lo JRUIS: P 52 1 ) KRS I PRI 028 8 1 Rt e 7E—T0IXT 4465 44 iy i SR 34T I B AL
FEHF7CH[12], OSLER-1 F1 OSLER-2 464 T PCSKO BT S hr1HE A7 A1 LL P LDL fOCR, 4558
7R, LDL REFKT 61%. FOURIER 46 & — M 25 PCSKO i (1. i 5 45 51 KA BEATL I PR X
% . WA E/RTE volocumab 2, LDL-C (X7 59%, FELZEESLEERCOME LT OUEEZE. X,
AN O 08 B et IR B ik ifn 32 B ) 2 6 XU FAAS T 1.5%, ATTRRISE T PCSKO BT S — Rl 20 R I7 7
%, AT LR /D R G B B LDL-C A (5 42 6 O U (8]0 A B I I8 T TR PR 7T 26 BH, {1 I
BN S LDL-C 465 /8 5 IE A .
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PAEWFFEIESE, £HX4F ASCVD AHERE LDL-C /KT — D REAR, Wl ok B35 Im PR3k i, D IR 36 e (4
SRR A JpuEdE,  HAT LDL-C /5/2 ASCVD JXUS: Bl 2 1) B 88 b5

3. SEEREERREREES OMERmRR MR

75 25 JiE i 2% 1 JIH [ % (high-density lipoprotein cholesterol, HDL-C)L 45 2 ik sl FE 4k {437 1 F . HDL-C
Z 5 EE BT R s, HEEAPUEN. PTRAPTIA R E[13]. BEE X HDL #5515 Bkl £ AR 4k 1 A
ZHLHIIAR, 35 0t 70 B € HDL 25 B B A SRR AR T, AR i i R B
T 75 B AR TR Lo 905 R XS, (L85 AH B )

R H AT 2 A 0 LA fE AR, 0 HDL-C 55600 KUK 5L R 9% . {R/K~F HDL-C — EL#%
WO MUEA RS ARS8 A 5S[14] . H A8 /R BE AT 56 I R 38 7~ HDL-C AL I8 B0 22 18] 1) B
RIIKAR[15]. WRPRIAIE & B0 0 R B4 IH [ B2 Be #% #2 2 H (cholesteryl ester transfer protein, CETP)HIHl| 7] B 4K B
f& = HDL-C [/KF, (HIEARERRAR B O M H AR RS 16] [17]. A#FFR, HDL-C 54 HIET 1
KEFAERLNE, MR “U” K, WdEaad i HDL-C K15 4 RAET- KUK i <[ 18], HDL J
AR EFE, BT U Re BACH AR Flis¥idh, HDL 82544 . i, JiEfb&imsh, 205K
AR A A o<, HAaiftm HDL /KFH AR SE B R IR 25 19].

EAMIE HDL-C 7K — AN 0 ML AR RS 1A 3 TGS 22, H L HDL D9 %8 s O LB VR TT SR
FERIAT 7 A A2 5 B A PLBl K FERE AL T RE LA K 58 HDL MR8 R A By, o 4 i i 71X L 20 7y
RAIEBITVER

4. H=EEMNZRKREER S LMERFRZRR MK

I 25 H = i 7 L BE b R AR ARG 55 B i 2 (A (VLDIL) AR #5717, GERRoN & & H- il = BB I 2 A (triglyceride-
rich lipoproteins, TGRL). H il =Ee A A T/K, eI Ziimat i 8 B e MG oz, 1 70U BERL AR MG 5% 5
JE R A BURLIE H RTARe 28t N B, SRTE s H i = lERES T, 5 AR M 52 H (Remnant lipoproteins, RLP)
E ARV FLBERL A Y5 VDL KR =2, FA AR B R i e 4 R 1), $R 0 T SR NN B2 R
FIBRINL Sy, SHUR RIAEE, A R ET 7 RISRIE . IR SH IR % A0~ L0 M (Y 23 7E[20]. Hix
Se I —E, RLP CE LA KAU SRV A B 78 o il iE B 2 — AN BRI FIARSZ 1) CHD falG R 3, dfli/R
BEALAESC 3 — 2 E S T ax — [21] [22]. SRE 10 ANTHHRGE it VT 2825 W76 7 83 1 eh IR 20 ok s ok s 1
TEAL AN RS (PTG 23], 1697 1) RLP-C WRE S 24 A H Ja 7w IR S ks REREAL 1) 58 3t g Fn
ASCVD AR R AR IR FE A G XG5 — TRk & RLP-C bR 2 ik 547 47 1 06 &R
(R 9T 2 — B [24]

E K ZHBEHLAABTT IR %+, MIRACL. Dal-Results [25]. Ideal fIl TNT [26] [27]ZWF A £, H
T =K T S O ML KR A 5% . £E TNT A1 IDEAL iR%&h, H il =Bk >150 mg/dL 554
AU JURE B8 3 1 v XU R G o R0 R s BT FE AR AV T 80 mg/ K5 &6 7 e Ath VT 25 24547697 (IDEAL N3¢
ffthyT 20 % 40 mg/ K, TNT A4 10 mg/RK)TE e Lo sl O WIS AER S 3 o, 45 R RIEIRIH —FEZ /R
) MACE . 7ETASAEES | M A 72 5, MACE B BEE TG FIHG I3 in(p < 0.001), H2 (¥) MACE
KA ERMBAR MM B E R 63%. k4h, 25 TGRL UMK AR, B LPL AIALLLIET LPL )
REMEEDE, 5 ASCVD A K: LPL DR AN CBURAL 4 & T #5 & Hal =FR B i, @O
Toa (1) RS N[ 28] ApoAS BRI AR S AdH il = BRI BE XG0 16%, 5 CHD UG IAH < [29]

PAT IR B AL LA T 2 TRL M IR R ASCVD HIE Bk, RE T 2825 M A HAth FA%
% BB R A MR IT 8> T ASCVD i, (AERFAIA M 2RI KR . 1Ah, BRI T A
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5. BEEH a S MERRZRRAKE

AT KBS 27 S ARSI S ESENE 22 1 a (Lipoprotein(a), Lp(a)) & Z #1 ASCVD XK. 7
— TN} 63,746 44 CLATE o R A 130,681 406 BRLLFAF 72 b, 4x 3k IR B0 MT 7R T 55 CHD A 2%
(354 IR E LPA Al LPA JE DA — P LU 5% FE IR 2 10 AT ] FAth 5 8 o AR B80S RE A DG IR BE R A
7 S 28 B PR XU AR 12 [30]

[Fif, % Lp(a)5 ASCVD K REGIUEUESE M BIERAUE . —TELEE 36 TRTHE PEAT 5T 25270 #r
RO, Lp(a)i 56 00995 RS 2 (8] 7748 5 35 5 BE[3 1] Khera [32]45 NJET g ANABTT 52590 T — 24 F B
PR IIE: PPN B EF AT (S NBEREAT 0T 9T, R IAE RS2 3 &7 A A VT VR 97 8 LDL-C /K- 2 3 &
IC5, Lp(a)K- PRGN 1 AMRiEZ, O MU0 A KUK I 27%. 72 JUPITER iR46H, N H Hi &7 At
7113877 15 ASCVD 3 LDL-C #% 7 55.0 mg/dl }2 Lp(a) > 21 mg/dl i) 3 & 4 MACE XU & 71%.
FEARUR 2R A A AR 5 5 B R 2R /v Vil = P8 0 U s A S A T2 ol FURI T 4 TR gk e &85 J) 1) 52 1) B 9
HH[33], N IRER I 1427 6] ASCVD 39, £ LDL-C iA %) 65.2 mg/dl, Lp(a) > 50 mg/dl &2 ¥l MACE
IR AR . BRI, fEARYTVRYT LDL-C /KPA32I4E6] 5, Lp(a)Ft 2 £ E M ASCVD 5k i A o
PEBEAK Lp(a)/KF Al 2 ok — @ IR IR 3R 28 o 1T 2R 38 7 20T HURT CL 3R AL I 25 038 AN R 2 3 PR AIK Lp(a)/K
P, B H AT TCR RIS Lp(a) /KPR 2593k 4t

6. 4518

PAT =2 A A 22 70 LU BEA LI PR i) RBUIESE R, TRARIEE . Lp(a)5 RS2 hiTRE
Yia T KSR T ASCVD RS ARG . it H ETHIBE FORE , HAERIEIA ST 19 H mU87E LDL-C B B4t
R AL R CAD S TS A T AS R0l I 3 5 & ZE I 35K - non-HDLC ApoB. & (a) 5545 8
BEAEIR R X BN 8 B TR AR OL BB A . VP2 25 B2 0T A QS TARKHEERE, DX TR
SEEREIN ER, BB S A R RGN e D o 5 B — 2B IR TT, LA S 2 1t 3 3 P XU ) R s
ISt A AT IR T

SE
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