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Abstract

Residual cholesterol (RC) is a key intermediate product in lipid metabolism. Its pathological and
physiological significance has gradually surpassed traditional lipid indicators and has become an
important risk factor for metabolic-related diseases such as cardiovascular diseases and type 2 di-
abetes. Elevated RC levels are significantly associated with the progression of atherosclerosis, cor-
onary heart disease, ischemic stroke, and the risk of cardiovascular events. This association is in-
dependent of traditional indicators such as low-density lipoprotein cholesterol (LDL-C) and oper-
ates at the mechanism level. RC can accelerate the pathological process of atherosclerosis by pro-
moting vascular endothelial dysfunction, oxidative stress, inflammatory response, and foam cell
formation. In the field of metabolism, RC is an independent predictor of new-onset type 2 diabetes
in the general population, and its mechanism is related to interfering with the insulin pathway and
inducing pancreatic -cell dysfunction.
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1. 5|15

B ik 5 R g Ak M 400 1L 97 (Atherosclerotic Cardiovascular Disease, ASCVD) e 3 ik I 5 & K fig 5 TR
(1] SFYEHLIGERE RPTE 2], TEBGRFERES, Wi SEULE R AR %, mETERONE. KiK. &
Uk 5 B AR AR ER MR SO0 — i . FEDCAH R A SRS AR ol W, mifE. FER
3] W KB ERE OISR R K[4]. AHXHRER, ASCVD £ RIfE¥ LDL-C M4 B ArK
S (5 16 H 3 AR S 1.8 mmol/L B i 1G5 PR S 1.4 mmol/L), 38 B O I AS B H4E XK [5]. RC
REMBBEIR I e B e ek, 5 S EIR B B, OR R 2ORE I NS5 2 N E R, 2 58 Ik FERE AL (1T
WS RE. BETA, RC XTO M A R FHAE KRBT LDL-C [1] [6] [7]. Castafier %5 AJfrilf
PREDIMED #ff 7t & £t % 8 E Bl IR i A B ) RC 5 F A RO I S F (Major Adverse Cardiovascular
Events, MACE)Z [A] [] 5% R [8], WA ILGIN T 6901 #1528+, 45 R B, 24 RC> 3.0 mg/dl (0.78 mmol/L)
i, fFAEMR R ASCVD JRKE[9].

2. BRARBEEEMAB S, MK
2.1. BABEFENES

BT & & =B B 5 A (triglyceride-rich lipoprotein, TRL)FH & EEARFR A RC [10] [11]. FTLA,
RC At FR N TRL fH[ERE. 5 LDL-C MRS a 5184, RC % E & B (apolipoprotein B, Apo B)
FHRNE R E45, JF H'5 LDL-C, I8 a HL[aI#4 s dF % B2 IR 2 1 I B (Non-High-Density Lipoprotein
Cholesterol, F HDL-C) [12]. RC A& ASCVD HIMSZIAER, ZMLIRE T 1 mmol/L 5 AR & &% T
R PEREE 2.8 A5 FROSR A Co L5 PR RS T v [4] [13] [14]0 BRARIEL 1 935 23 R A B BRAS TR A
IG5 £ I8 5 191 (very low-density lipoprotein, VLDL). A (8] %% & i % [ (intermediate-density liproprotein, IDL)+
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A IR A R I FLBE ORI B B B0 (chylomicron, CM), TRL F: %K (R B4 4 Apo B [8] [15]. Apo B[
12534 T BT I HDL Fig 8 00, BB S AR SR S KB (818, VR SR LU K Bl B BE B
TR [FIEE 5 SR S RV M, it — B3R RO LA e 1 R R DA . S50 RC FH IR 2 R« AR
(6] WERIEMIAR R, RGN, MEREACP TR DRBZ2G . RITRE M. SRR, AR
W, sl NIRRT R 16]. RABEEKF T+ 55 LDL-C F1 Apo B K VXK. HiF
SIBTFRY]: RN RC AT, Bk O MBS L 45 R 0k R A s T4t
KB HE T RC SZMEMECT B2 17]

2.2. FRARBEERAIR AR A 5

RC &R REENRITZEAEWRUS, 72N IE40 i N =36 B H il =88 (Triglyceride, TG) [18]
[19], FHSMHEREELATEM CM, CM _EMENEEE C I AR & A i Wil§(lipoprotein lipase, LPL), il
CM H1[# TG /K, FIFRRAEAENEE A E TR CM 5. RIS I TG AIH [R5 306 &
H B100 5%, T VLDL [16].

RC KX 5

CM BRARWIE IS FAEE B, 40 i 3% T FREC %5 P2 IR 25 1 52 745 (low-density lipoprotein receptor, LDLR)
[16]F1& 2 2 i 25 A 2 74 A0 22 85 F i (low-density lipoprotein receptor-related protein, LRP)5 CM #4241
MIEEE E 4G, MM FaRRE, VLDL 7§ 4 LPL /K% N IDL [16], i —BHAS NI
Ji5 & H(Low-Density Lipoprotein, LDL), LDL #% [ P4 (¥ BEAA R AE, T 56 SOIE FE BEAC T [20]. RC [P 4E
AL, 5 “TG Mo”7 “ et R M ag #e ” XA FR 0 22 5 ELEAE OC . T DABRARN “TG 170 ”
AFUEAR RC, T “ M A A 7 AR5 2B O 24 U0 RC, BIEAE RC I &. “TG 15 fiR”
& LPL K2l ¥ VLDL FIZJ3E & st CM H A1) TG KA, AR RC. RS A (8] R 53 52
#” 5& RC 5 HDL Z [A] ) i ot B ¥l 72, BIVFE R[5 B 5 % #% 25 1 (Cholesteryl Ester Transfer Protein, CETP)
(IVE R, 7% B g &% M (High-Density Lipoprotein, HDL), HDL ¥ F T ) JH[# B2 (Cholesteryl Ester, CE)”
e RC, RIS/ RC &M, HDL #2425 RC [ CE £, RC & EMSHE . HEFENE, “IR
HEBERBIAC " A=A BT RCo -7 A% L B PR AR AN [F] (R34 T B, BRIV ET P IS PR 5 i Ao
BARTE RS, T DL I 30 AN B ) e — ol [ B W00 2 P A B B 0 0 ks 7 v o L R A 2 L[] e ) v 3 2
HEBEME S, BEREAIEEEEO VAP &, EEILREGEE, HEEAZhNEE, 5% Bik(l].
R E L VAP 5 E 2R NE MG 2R 8 A 48 MIMAE, Ak B AMEPERRM RC /KT idE i s 40E
T 48 KT EEVN[1] [21]. EH2 B e o2 i B AR iy e A 25 “ HoAh” IREE i
RRERE, SRJSTERIAM) CM Al VLDL B R AT E&[1] [16]. %0 ik 2R HPT ApoB100 A
ApoAl HIHTLEHIIA LR ApoB100 F1 ApoAl J& FTill iE CM FRAAFI VLDL 5 A4 i AH & B & & [ 1] [16]. (8
Fevk R BRI AL, Friedewald R IET “RC= SHMEEE — S%ERED - KEEREEQ” M7k
AT 1] FeR AT UK PL mg/dL Dy B i L% =19 H S B BR L 5 82 BL mmol/L B i I i
=R ERR DL 2.2 SRIEALTHE RC[10], vHEEF B ETH 12 IAF )52 Friedewald 77 F{5 5L BT
BEERNERE R, HAARE, FrelMRERK AR Z N mitEERTTE, BN,
A& H TG PR F IR3R 15 5% A2 JH (5 BE 75 ¥ - Friedewald 7 #2455 RC 5 B £z E 3l e £ S8 A7 7E IE ARG
KFR. JEH, P& TG K& RC KFEZHFmy, AGEAES B30I R 2 ml bk ok, P35 BH 14 7
0.2 mmol/L [21]. I8 N — Mt M, AE25 M I I DTk 2 T 5E 23 B8 4 4t S it A\ AR LV Hh -~ 33 1D T Jo 7K~
[10] [16]e FE/NEZEXT 60 4 E 75N JE &5 NiEATHEFE, 43t RC 34{E9 0.4 mmol/L [15]. ERiHBfik
SRR A2 2 /RN I PR AL 25 FIAS 36 2 4 B A 2 2 S IR RC > 0.8 mmol/L (30 mg/dL)skIEZ5 i RC > 0.9
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mmol/L (35 mg/dL)# AN 5 1.
3. BRABEREESH ASCVD HI#LH
3.1. BEhBREFRE LA E

RC &G MBIIK M BERNSEPE[ 1], 1@ N R EEASIIKEE S, ATREM . A A K. RC EFRA
A&, 7B BRI, TERGERAI[11], R WK E R T, 5K Bk
fEALBEEIE i[RI RC ABFHK T LDL-C, Frbh RC Redfaly S5 2 (W IR [E A, 5525 5 S BB ks A 40 B
PR 1] 13E RC KT T 51 g i 5 BE 28 fE A1 22 A0 1) g% [ N, P ELET YRR ThAE 2480, BEHLifE
SSTERG I, A5 R RO A A [22]. & & H il = EE ¥ 5 8 I (Triglyceride-Rich Lipoproteins, TGRLs)
35 CM F VLDL, PLSIX Wl B 8 AE AR N ARl R vb ol 2 A2 )« [E] 7240, B CML AR AR Bk . VLDL
BARRURLAN IDL . X L85 RMORL 2 RC M E 28K, Sk keai b R & PIFH5¢ . LPL /5 TGRLs 7K
fil = A MR B A =) - EAL I NIRRT DAS S P2 A 4R Kl F- TNF-a. 1L-8. IL-6. IL-1. 4HfE
(F1) 285 B ER] 5 XA R B A1 77 1 [22] [231FHZE AR 1~ 55 SRE R 7, U 1% C 3% 3 (C-reactive Protein,
CRP), CRP —H74[19], M EES SWAERIRIIER, @ik 352 - 4T g GE, (et
JEBTUTAR: [EIS, CRP AT R 7373808, (R0 5 2 S 0E 40 MO 36 B =i 0 B s B ReOSFMA R4t
SR GRS, A BE A% . tkAh, CRP W2 5ARFAWIRI TS, @it +4 LDL [ IEH AR,
B HESN SR FE AL B R AR kR . 25 b, RC w2 2 3% e DR I 8 BRI, SORT DUIR I i 42 B
S0 ) D e TR HE VAR 4B M T B[ 24 ], 38 Re I8 B0 2RSS B BRI AL 20, AN BE L (R HE
IR K FE o RC XS BIIKIFEREA 12 5 I A R BRAE B0 — R BT, TR s 1« ML A R4t - Mg
R U - SOERRERIOE - BEYUREE IR A sk,

3.2. RIAERM

RC i W41 i 7 W8 T TR A A, VLR 4 O AE IV 9 B SRR, RRIROR B ORE A, 1K 58 R A
RS M N R AR RIS R R F(25], (edf A0 R S EIT RS B NI N, TR R AE RS [T RC
AT DL B AL P 0 = A SRR AL R, Rk AR R B R 4 ) 1A BE T RS
TR 9 e B o 3k 88 (14) g o A0 L3 P 5 3 ok P B 485 A2 Bl Tk BE AR EE [26] [27], 5 AR 2 43
MAEYHM, A LB 22 22 )5 7S A R TR 55 — RPN NS S s [21], 5 40 BRI T A0 980 S B
IE A AR FERR[26] 0 KIS M SORERER ML ) R4t () ThRe, M RER =, B ispkas, m&q[iE
MERE . £—IEHE 60,608 44 Bk L1 iE 7 B I RAT i, BEFE N %S| RC /K- FHim 5 CRP
SE SRR RE 9 E 5 e i A o JE 95 IXURS: 169 0 2 ) PR R SR O 2 (28], RC B FF5 1 mmol/L [16], CRP 7K-F i
I 3 £5[23]0 S9RE SR 2 BRI BEH AR e M, 5 B50BE R 2R IfILAS T RSP DR 38 1
4. 5 RC HXHEH
4.1. TEEH

T B e AL R B R AR A RN G TR B B A S T R R R T, RN AR
SBA7 5 R 541 N RGE RC KRB [29]. Horp, 134 AN FERZERTE R R0 Rik. AZgifE
WATR AR ORI, 2% RC IREESZ 2 /N ERE, LPL /& RCARBIAIILIE RC WKL Mz L,
LPL i& AR e % 8 I8 2 9 C3 (Apolipoprotein C-ITI, APOC3). I 4 M EFEE H 3 (Angiopoietin-like
Protein 3, ANGPTL3) AL A= sl ZFEE A 4 (Angiopoietin-like Protein 4, ANGPTLA)TE P [ £ /N3 [R] (H: 3
KP4l P75 LPL 3% 1), /& RC B B kg R &K [29]. $0] LPL 31 1035 K O BN R 25 W I B A5,
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i CA EIEF AT DARRE RC, FFHEARPLIMERI/EH. APOC3 M#EEEE AS (Apolipoprotein AS,
APOAS)H APOAL/C3/A4/AS JERFEHIY, R MF TG RBP4 H Y 1. APOC3 B APOAS [
B= 2y GBS TG KV B4 BRE T . APOC3 Fll APOAS 7EIML3E RC %5 5 i B (A AT E TG X
U RIEER . eAh, KB NBE B AL 27U R ], APOC3 F1 APOAS R 1) Dy g 1 2k RAZ 73 71l 5
FOE AR B ik %9 (Coronary Artery Disease, CAD) XU FEARANIE I, KB NI A% 240t 75 278, APOC3
SR ThRE B R AR T BRIk CAD KUKE, 1T APOAS JE[R ) ThREHBR 2R 5848 ] 2 38 hil CAD K. 3 B3R /¢
H—3#R, APOC3 5 APOAS 7 RC. HDL KA TG ARt RA#SMER[29] [30]. APOC3 &
APOAS [W3RIE 5 1] e S UM R M UG 0 . DURFR 2GRN IR TG MR, ¥ v e il id 52
TEFF T APOC3 K Al/ER P& APOC3 /KFSEHLK . APOC3 5 APOAS IHEEE 1704 55 TRL 1 TG &
EEYIMK. X TRL H TG K FRAKE, K#H4> APOC3 5 APOAS ###ET HDL #1; 4 TRL # TG &&=
T, K& APOC3 5 APOAS # A\ HDL HR7rAii # TRL RUkith, HBE#H TRL KRS, €
2B # |5l HDL. $R17, 1X — 22 Heid F2 A A ) % Dy e S ML v AR S 4 e B - N\ JRa8HA% 221 FAIE
X, APOC3 5 APOAS Il TG IKFERKRHE e N E[31]. A APOC3 B:F IRk AR L 2 F
I TG KT K. H APOC3 5 APOAS R TRL AR, Kk APOC3 5 APOAS JEKAF 7 5k &
JE ] B2 RSP AH G FHEA AN 32]. — TN 137,895 AMIZEZ TR, APOC3 ThAgsk k44 A T 1R RIE
[ B 7P EE AR 7 K 43%; AHJ, APOAS T A% S 5t R AR 2H 45 ] A ke 4% L[] I 7K P v s 56%
APOAS KRR ST RC AKPTE, RN RAOIESER KBS 238 n 2.2 £%. Fik, BL APOC3 5%
APOAS JHE s v] BE BRI I RC ZKFHITETE RIS, X — s A e A KRB I UE[33] . APOC3 & —Fi7E TG
AR AR S F () —Fh B 5T, 2T TRLs 1 HDL b, A4k LPL 354, BeAMEA B 58 $om o m
P APOC3 HMHCNEEE LY LDLR FMEE Bl & A 2 AHCE H 1 (Low-Density Lipoprotein Receptor-
Related Protein 1, LRP1)ZE5 &, 80/0 A AN 7R M 8 0 B8, AT 42 4 M 2 AR A

4.2. REERRA

WFFEN Gl T §E 5 A2 SRR 7 Mr it — B U Hi TR E RC AP IMBe i A, A3k B ZH A7 1 20 Sl xo
N 42 SH1 43 SIEREYA SRR E A IEE ACACB I KA 5 A 4 22 45 & 25 1A 3 ] (trichoplein
keratin filament binding, TCHP). ACACB #:[X|(acetyl-CoA carboxylase beta)Zmfilh 1) Z Bt A R LM 2 /2
LA IR DR E AL B R 1 Rl (34 ] o PR ACACB J [Rl 24 i Jil 15 3R I BRI, PR IR &5 S 1 A
JHERK: . TCHP F: R Zmid i) B R AEA LG EH, bk TCHP R 2 ARSI & 75 3 L RS,
TN AR AL e AEEEXT RC 7K AH IR A 126 22 DR 1) o A R BT LA 23 B by, R SO0 6 A il 7 2 1 i
(glucokinase regulator, GCKR). Tribbles i 1 JL[H (tribbles pseudokinase 1, TRIB1). I A4E Al 25 FF 3 2
[Al (angiopoietin like 3, ANGPTL3). [ 4k &+ 4 % [H (angiopoietin like 4, ANGPTL4)iX 4 N3 [ {48 5
5 RC /K PAFE RN B35 <8k, IR, #JIEE A B 3K (Apolipoprotein B, APOB). T 4l jitd % J BR 2R 4
8 A 4538 1 4 22 [ (T-cell Immunoglobulin and Mucin Domain Containing 4, TIMD4). fii i B2 25 111
ity 3 JL A (Fatty Acid Desaturase 3, FADS3). JHF 24 JIig [lij Bf§ 2% K (Lipase C, Hepatic Type, LIPC). JIH [l e % 7%
£ [ £ [F(Cholesteryl Ester Transfer Protein, CETP). #2851 C1 & [X(Apolipoprotein C1, APOC1)3)5 RC
IKOPAFAERIR[35]

5. BRANBEEEXEER
5.1. BILR

IS KR FAERBENLAL 738 958,434 42 5% K, RC 5 CAD. OJJIf#%E(myocardial infarction,
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MI)FIAE Hh R A7-7F S 2 A% R SR 26 2R [36]. RC &R 1 4N SD [37], CAD KUK 0 51% (OR = 1.51),
MI XU 31 57% (OR = 1.57), A& FR XG44 i 23% (OR = 1.23) [36].  HiZ#N LT LDL-C, ##7~ RC /&
O ML (PR AT fE R R R [36] Olivia R. Weaver {4 B /RAF3E “BH THRI” (9%0dE, X 13,988 44 35 %
~69 5 (IR R A E5 N 3R AT KBS AT E 1 A B 50 R I, RC T i ek Cad « 0o JUUASE BTN 25 o XU 203 386 0 1.5
&, 1.6 f&H1 1.2 £%[37]. Lerke Kristine Kyhl 55 A X 73 A 7£ B AR ML AT BE PR SR AHERT 1) 109,776 24>
IEBET KA 10 FERIPREFS HIZ5 8, AR T 1 mmol/L B RC Fhi PEREA 2.8 £ i i M 4 o JIF 75 18 w55 X
K:[38]. Anette Varbo Z57E—TUNH 22 4E. 5 9 Ji %P2 FH AT R4, RC B:FFE 1 mmol/L,
e o A O P R B B P XU 20 S48 0 2.8 3501 3.4 485, 1T 7 CoJs XU TN 386 0 2.8 £ o [R] IS 45 H I 3
i 2 1 L] 2 A e TR Co VLA SE, RC SR TN AR ZET-26[29]. Jan Borén &5 NFE RSN JL gt A% A 5
o, R SRR B AL B, o LB BE R (R SR XU B LDL:RC:LP(a) =2.1:1.7:2.0 £5[39]. £ TiAi#E M
BB 5 R BN FFCIESE: 24 RC KT 0.8 mmol- L' i, O KUK ALIK: 7E 0.8~1.2 mmol-L ™' i,
B3G5 T 1.2 mmol- L' i, ShBKHSARAEfb kO a9 U 538 BT, dildt—25 T #i[23]. 2022 4F
T FEBEAXT 40~100 2 1) 41,928 4B BRI C MU B BB IR FIARTT S 25908 F S8 (0 P22 0 kAT
A 12 SEBEYT, 5 HBEE RC BITHE, B O I A URE B 0 XU th 23 Bl 2 THEi[33]. 2024 4FERE
RN 203 A E RS HOE A 2 10 B E T 2 IR ER Logistic [EIESMT, N RC & ek 0o 1 ST fi
WrRz, B RBNMKpe A AR B B AR DG [40] 0 5K IREERT 22 N K22 55— BR e i) 207 £4>75 2 Boe O
AT 2 SR M B AR RIS IE B 7R, RCy 3F HDL-C. I 3% 3h kT 4L #8 i (atherogenic index of plasma, AIP).
HIRE A B/EEEE Al EAE[41] (apolipoprotein B/apolipoprotein A1, ApoB/ApoAl). ApoB & LDL-C #J
5 AR BNk AR ™ B AL HH 9 [42]. 2024 4F Liting Pan ¥4 615 ] 535 B RN IKIE 45 5, 72y CAD 4
ANER A, BHZ I E R, &S 1 RC/HDL-C HRAE CAD [k A ™ L il %
YEF[42]. Xingming Dong X 630 44 4% 52 56l R B kit 5 1) ot 53 e EAT [l B PE it 78, I RC A2 R B 1k
AR BN K TR0 PCAD FIGEIR 20 ko 28 7™ B R B RO f B TR 2R [43 ] 50 R X T Bt s LR 5 i g =
BEii2 1 1943 £ 4 PCIL [ 200 el k45 A £ 38 AT [ B AF 58 R B, 7E8252 PCT R &M e Bk 2 B 1iF 1R
HH, RCIKF5 B e bom B FERE 2 IEM S [44]. BRIR =X e O 5 A 25403697 11 166 4 & 3172
K% Logistic [B1JA40#17~: L35 RC & FH 0.1 mmol/L, & 03 F 2 25901677 Ja et bR 3 ks 28 HE 2 i XU
Al RETF T 36.5% [22]. Georg Goliasch 25 \JEd X} 302 4 S FFATRTIE MW 7T, S H RC a5 R kA
CHIUVREFE(<40 ) B B, HAX— S T BMI. i 10K KB PRS2 [ 2 [45]. 2024 4F 135240
N T N R B 1 754 413F ST Bt4a = 240 LA 5E(Non-S T-segment elevation myocardial infarction, NSTEMI)
B RARI B 4T, f5H RC 2 HF NSTEMI Bl K 2 [46], AR RC 5% 4F NSTEMI &35 e
RSN MR AR 7 B R B IR AR DG [47] . — T B8R BRI T, 5 I 12,000,000 A5 5 4 JIE [ B 7K S i 1Y) B
B Z AN, 4RER RC 5 958,434 L2 5H MO MEAR R FF 2 [MAFEBE CHL[48]. Bl RC
& ASCVD IR R Mz, RIEfE LDL-C ks &+, RC FHaiilnskf K. RC &%
NSTEMI & O M A R FA KM R 2=, MU LA — €M E[10]. AR 7074 4425% PCI
(1 ACS B 5 B AT UM 73 b7, 38 I A EL [ RESGHIE PR 5 RCIT = RC x (hs-CRP)/10 (177 3T HH H
RCII, ANEEZE T R B KA NIG YT (percutaneous coronary intervention, PCI)f] ACS 3 RCII [T+
i il A B A PRI BE T X 2 3 4 N AH 56491« Luo 25 A #E4T BB A 95 & I 42 RC KETHE 5 PCL AR
JE SRS AE R AE B DIANDE, 2 SR B AR L S R R 2R [50]. itk —2B k> LDL-C k45 PCI
KRG BEHE G HRAERRAE, B RC EART 0.47 mmol/L [29]. Jing Liu 25 AXT 769 445 PCI 3
TEMLE 6~24 A H WIREHT MG S CAD B BT PR 7, KDL RC /KSF-2x 38 ifiiz =5 g2 (KU
[51]. Ang Gao JEHL T 792 4 &/ — AN bR 3h Ak 18 1 58 4 PH 2895 A8 10 J8 3 347 01, RC 3G N5 7otk
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BN A 1 5 24 P 5 A8 R PR S B2 A0 B ST A G o RS T IAR TH 27 R e K 1568 491 S el ik 5 S AIE i
FKH SPSS 26.0 AT G0 KL RC > 0.8 mmol/L J2& 2 iR 3 ik £5 & E(Acute Coronary Syn-
drome, ACS) /A& FHl PRI 8 s AN R TS IO A0S F5000 PR 1~ [52]

52. 5in/E

— I [ PR TR, RC MTHESE T RiE &4 . RC /KF I 5 g I s XU 38 in 748 2. 2%
KIK[37]o BUBMEHTEIR, RC KPS R G A m If He 95 IRUKE 2 18] [F R A7 5 1E 7] KB [37] . Dimitrios
Delialis #33£ T 906 %42 5&BATHIF, RI>21mg/fl AU 4E R m <21 mg/fl 4, 275 RC S E T
HI, >21 mg/fl HIEFKIE R T<21 mg/fl 4, FORPIH 2 [ EF 5K EAFEZE 7[6].

5.3. PER®

—IARAB 3 Hr B, B RC TS, B8 FRID 1) R 28 Bt 2 389 =143 ]« 4 B Huh 55 Nk 4% 8,485,539
i B TOHE IR NEE, BEVF 10 SFJE R, RC KFFH R (230 mg/dL)R A T2DM Cr I 05 0 56 AH 5%
[14]. B&AFIERIBOECWIAT PCL HTARJF 6~24 N H W E A EARBIIKIE R 769 5] 88 #-47 BUME ML 5T 45
REIR, 5 RC BEAIERER M FR LIS 2 L 9] 23 = Tk RC 41, T2DM 35 1 RC /KPR A&
AR R M AR (2 e O U B i A% H 450 RSS2 TE 35 K 1 2.5 £5%([25]. B ETIACH T2DM Flj O i
B MR AR 5 S S E N A K. X T T2DM B3, JCHR A O B, RS Ko A
A F 7 B R REE R B [22] (53] Li A8 2 BRI SN K s A AL BT 50 508 et 42 32 IS A e AR B0 ok 5% ik %
T A (Coronary Artery Bypass Grafting, CABG) B R 5 BA R PRI i B8 35 3547 Cox [MIH T, 4555
7N, (B35 CABG R R BOE JR I AT HH RS B, RC 5 2 B 45 & 28 2O RO L& S (Major Ad-
verse Cardiovascular and Cerebrovascular Events, MACCEs, @ 8$5.0NWEZE. FEZE. O M EIT)F
TEREE; H RC #HRH MACCEs M7 T LDL-C, JCHAEHZ IR RIGITIEE T, X B A
3[22][53]. Qiaoyu Shao ¥ 1716 &5 PCI i) ACS & HHATRIEIE 4T, KINEEA ACS KM IR
AEHERE R B, FHE AR RC 5RZENTUE BEMK[31]. B ATA NS PR S IR K
e INE RGEIRAS, B M8 N R, SRS O 8 F 4 & 42 RUKE « Fukushima 55 A6 SR B0AS oA IR
T 240 N@EAT29 1 SEBEYT, KILEA CAD MIFERE B 1K RC /K- T A CAD &%, Jf H RC

{51 & CAD FUHE PRI i AR e RS Bk AR SRS TN R 5 [32] . S ER4z I 2 B8 PR B g, vI
DAA RCHST e oo ) A

5.4. fgZeep

RC 5% 5, SR RFNER ML RS B o BFARREAR ANBERF 78 B, RC AP I i 5 i i 4 25 o
XU 188 B 2B A OS(HR = 1.8, 95% CI: 1.4~2.5) [23]. %FT RC Bk FAMAE,  FEAK RC 7K LT G i 4 fii
b BAG BB o MRS RC AT &S 2RI R RO B VIAROG, SR it RC AR AT REA AL At A2
S SR B 2 0 I A 3R A
5.5. JEERE 1RSI AT

fE Campanella 25 \3E47 F)° P47 4L BEHLIG R IR 56 (Parallel Group Randomized Controlled Trial, RCT)H,
AR T 237 2SI BGRIG AR IS A 3, RIL RC S5 ARTERE MG D7 T 0 7™ AR B 2 (Al A7
TEMKEME[54]. Yang Zou X} 14,251 4433k 75 612 AR PORE PR A 7 B {8 B AR AR #E1 T (ROC) il 28 A1
AR TRV, AR RC ARSI 7 I R AE S I IEAE G SG &R, RC BR3Gm 1 MRz, dF
TERE 1 1 107 00 RS il 2 38 1 88%,  RC X 55 P AR VR R 2 s oy FHF 0 M (B 2 = [ 55
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M,

5.6. HAttAX&KRS

Linhao Liu #5%f 23,267 445k B [E R g R YT 041 & 1) IR TRELS ) s B8 8 H 22 T Cox
VPG 25 ey, A I IRBUER YT 10O Bsh i3, RIS LDL-C /K-PARXT R, 5 S i = 14 XU 3 b
5 RC Fmi#HE[56]. Bing Wu XJ T+ 320 444552 o BIUR 03 B Y Rl R J B8 04T BB 20 17, AR
1 RC 55508 RA J5 10 b5 B R A B Al 0%, IX 3R B RC AT AR A Bh TR K30 s B 52 1 A
WIbRE[57). BF AT AT 70 R B, 5824 RC THE 0.02586 mmol- L1 I, Jeb RS k45 4k 1E FE2 (1) XS 18 1.3%
(HR = 1.013, 95% CI: 1.008~1.017) [19]. Zehua Li X} 5597 4 FEah ke AEE Ak M50 (0 MAEBE TR 5T, 15
H RC T Bl 8 o = 2 RS b 3 FR i R AUSE, 5 A& Ge )0 A fE R R R JE 96 [53]. RC /KFHEN 1
mg/dl 5 R B IS AL RS 0 1.3%A05%, X /& ASCVD FIA J1TINIE F([58] [59]. RC 7KV 53ish
ik B R AN 30 20 ik P RS R B S S AP AE ST G . Qian WP LR, TEGRIMERN A B, T8
RC /KTt 5 P F s RS Bk P i 2 R B 2 IEAR DG, BS7E LDL-C 7K-F e 1 3 v s s,
RC B3I 1 mmol/L (39 mg/dl), V¥R RS2 ik P IR A 2 52 S XU 40 Sl 38 28% [59]. Yingyi
Xie 1377 4 2011~2014 FEZAZ R S E R ERERIEE, FRE>60 & HA T ME MG EE 25 % i
17008, BRI RC AKSFAIE E 1) TC/RC HZR 5 B AFHIE S % SRS IIReAE O, X R IAFE(K RC
KR B R T TR 2 NN ARG [60] . FRAR B SR BEALAL(MR) AT s, RC ZKP-F i 5 6 5 4k
P A (LBD) RS IE INAH9S[30]. HH A3 R LDL-C 5 RC 7E SEMA R Sy A4 55 KU Hh A7 76 78 76 AH HLAE
[30]. %L, RC SHUMAECHR . AREROLm. OUUEIE, OIEBRE. OF3EE. @ik, EEE
CR A FORBIIKASFEREAL O S5 BRI DB L B Z) A S i KU 2 T AR AE LR K &R

6. RC HZ59i# R
6.1. kBREFEAR

HETA N, PRSI, B TEsh, BRI, B RAERSE RN, Bl R S 7 R (1 42
A[61], ARG R R B A AT AR BT IR [61], SNSRI R, Bk SN, B R s
it R AR 2B 77 20T BUIE 24 B RC 7K1

6.2. Z5MATT

by T S 2 e it 40 o A 7 R PR S (62, 98D IR [ R PR 45 i, AT BRI B LT 2, I L PADE A,
Fib T FEARTR A NE [ B BOR A, PRARED 23%~55% [62]o 1L [ B MR M40 s 7500 4 417 2 A )l 3o 4100 1) g o L
[ (T IR (631, el IR A H (B [ P i, AN T PR TR AR AR T 7, BRI LT 5%~29% . TEEARAM YT VBT
(FERE LB Al AR IT 2240 [27], BB HE— D IRMK ASCVD MISCAET-4axs KK, JEHAE T2DM E
R o DURRE 200 i s i A A B S (B DS 244 o RIZ> TG 6 B, AT BRI A2 AF [ 7
BEIRZ) 13%~51%. -3 ARHTR(F @it i/ HTAE TG &R, 60 LPL 3G KK TG KF, Mifik&
K RC, FEMKL) 26%~30%. ATP A7A R 2L Mg 40| 77 ( D135 22 R )i ik #11) ATP 41745 TR 2R At g oA it 2> JIRL ]
BE) A R FE BT LDLR [3RIE, M PSR AR NEFE B . lomitapide FHITE BT ] Apo B 1%+, wIH
T RC [64]. EASREUEWI MRS 25 0] LMK RCo FRAKALBR 30X 18 48 A A5 B7 40 1L (Cardi-
ovascular, CV) X6 BB 3515 H

6.3. EERAEETT

24 ANGPTL3 #ifl] LPL i}, M) TG MIAR A, 33 TG /KT, Frbl ANGPTL3 {1l
IR GET5 B PT) AT B TRL A1 RC. & X FEFH RIS H ) (Antisense Oligonucleotide, Vupanorsen )il i #]1
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H,

il ANGPTL3 H#l# R ANGPTL3 /K°F, MIMFEK RC [34]. /DT LR 2250 (Small Interfering
RNA, zelasiran)iid F#{& ANGPTL3 Kk F|FEK RC [ H 1. APOC3 #iffil] LPL [¥1i& 1, AT Jek % if i -
TG k% 54 R [ B 50k 1175 B[65]- Volanesoren (—# APOC1 K] [1) e L A% R 245)) Fl olezarsen (— F
APOC3 ZE[H 1) e AL H IR 24185 FEAIK APOC3 SR F#(K RC. PCSK9 il 7738 i 36 i LDLR #i& >k %
ik RCo R AL TRISAL J7 25 mipomersen i 8 [ 40l HFE P9 ApoB 14 i, 58 B4 A 1M ¥ 1) LDL-
C. VLDL-C M S JH[EEE, 3% n] T FEK RC, PR 20%~34%.

7. INGR

RC VE AR SO L B B T iR 485, RC VEN RN GRS IKE: R A br & B
BEEME, HIGRNE S T AR a0, RORIIE 7N Z NI R, SR AR RN
P& RC 259
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