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Abstract

The formation and progression of coronary atherosclerotic plaques represent the core pathological
process underlying the development of cardiovascular diseases, and thrombosis triggered by their
rupture is the main inducer of adverse prognosis in patients with coronary heart disease. As a key
pathogenic factor of atherosclerosis, low-density lipoprotein cholesterol (LDL-C) is the core target
of lipid-lowering therapy. Lipid-lowering drugs exert a dual effect in the treatment of cardiovascu-
lar diseases: they not only regulate lipid metabolism but also stabilize plaques and promote their
regression through other mechanisms. Long-term effective reduction of LDL-C levels can signifi-
cantly decrease the incidence of cardiovascular events and improve patients’ clinical prognosis.
This article systematically reviews the plaque regression effects and potential mechanisms of dif-
ferent lipid-lowering strategies in patients with coronary heart disease, aiming to provide a theo-
retical basis for the early prevention, treatment, and therapeutic strategy optimization of coronary
heart disease.
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1. 518

TEEDR BN K GG A A — ol b P JOE PEPRIR [ 1], OO BRItk A el IR bk PR R g B ORIt 1 AL
YA T2 R SORE IR I S TR AR Eh (1 & S R O BRI A [2] o B HAE e VE B R B 2 BIR P, 5 AR
R Fr NGB, WOE BRI R GE A, FECCIURIZESE ™ B O A FF, 50 B PR T B
EEFRA[B]. WATHEEIWMRPT FOUESE, AT REGYMENBEARIAI T I, RENS FEARAR S BE AR & 1 I [
WZ(LDL-C)/K 1, HF ARy T ALl OR 97 41 A B S8 0 IESE[4] . FERE 25k R T IR ob, I H % AasE
PR AEE R R A AR A A (R RI[S], TS HE AR Ay — RhE L FRI6 7 SR, AR R g O LA 40
AT R6], A IRR IR R EE T, B AERZ AN R T T X T IR Bk o A A AL SR Ry AR R i
PERINLEI[7]. ASTEGERRWETT,  FR AN E T 1T BAE SR H 377 T AW FE kg, PR3 AT REAE AL 1)
FEAEFIHLL, Dot O B0 8 O TR R SRS -

2. BEBEAMIRBIRIEREIER
2.1 {854

fih VT 28245 Wi i P 55 B R TR R PR R4 S A (HMG-CoA)IE 5, /b PR MERE [ A R, R
e LR T 4 R TR 25 B IR B A 2R (LDL-R)ZR A, N Mk sh LDL WiE KR, MIA 3K LDL-C 7K
F8]. BbAk, MyTIEEFIIR . Ll SEENEIIERE . HIH] SR I N A2 5 B ik i RE R AL PR &5 2 3%
PEAER9].
2.2. kifEH

KA A2 2 B T IR R I PR 259[10], AT CARE 7 PR 45 & B I A B RIIRZ JE 2 - Il C1 A
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HE 1(NPCLLL), PFHWT 7 e FE EE U [11]. IMPROVE-IT iX46 45 5 BoR7E ACS i, W4 51t
TTIRE A AT 20 ARG 3 T £ 1 /K IR AR s 0 L s (K TS [12] - PRECISE-IVUS £ 1B
PR IR IERE 246 1517600 £ R AL 70 BT 22 BT AR AL T BBk A AR 3 22 AV 7 LA BT B AR A 7T B0 24787 4,
gE R BE A VAT LR BT FEARADTT B 25 9R )7 418 % (LDL-C) /K743 il 1.64 mmol/L A1 1.90 mmol/L (P <
0.001), LDL-C iEtsZ 5518 72%5 47% (P =0.001), IVUS 458 EoRr, GRS HKERE & 40 1 e b
HRIF TN T8%A 58% (P =0.004) [13]. ZIPANGU k¥ &5 R &, FaiftyT RG4)i677 A Ja FEHLARR 1 73
ELJE 55k 25 A8 1K, (48.5% + 10.2% vs. 48.2% + 10.4%, P = 0.4), {EAhiT K25 FK I 22 AR A VA7 (0 H I
571> (50.0% + 9.8% vs. 49.3% + 9.8%, P = 0.03) [14]. Kbk, 1ZZGW) 24530 7 v /E — @ FEBE b FRARO L 3
PRI R AR [15], SATT LW TP A U [FI AN, 3B R A LDL-C /K F[12]

2.3. PCSKO #lil5a

A 1 AL A, B4 TR 3% 9 (PCSKO)i I 5 H- 40 il & 1 1) LDL-R 46, {2k H %M, Nk LDL-
C /KF[16]. 1fi PCSKO il 5 (bl FI 6 JC s br . A& e i) T B — i 72, #8hn LDL-R %z, i
FEAI% LDL-C 7K~ [17] % T332 S RN 32 70 S At VT R 250R 97 J5 . LDL-C KA REARI 8, A
PCSK 1] 771 L FAR O 1L 8 S KUK [18] . — UL ZL AR A 722021 4, HA)YN N 53 Bl bR B ik
J7i (CAD)J 52 HL3%523d NIRS-IVUS 6 25 () i3 . — 419252 PCSKO #fIF Ay T 225421 183, H—
AT 2 2590(32 W ). 45 SR EoR: PCSKO i 771 5 35 B AR AR SR AL e IR S ik BB (4 i 52 7 20
R AT PEINR BT (R e e AR 7 T B 2R, el IR K IR 7 32408 18T
(P8 5[19]. PACMAN-AMI i} 752022 4, BRPH)FHZE 300 4l S fE O UUESE B2, fEFRIRIMEE PCI J5 24
ANFPY, R B AT iR AR A YT, 20 mg/ H )RS E, 55 BEHLIESZ B A 76 T HLPT(150 mg/2 JE, n=148)
B EF(n = 152), 1697 52 . LM A (IVUS)EoR, 522R5M L, B 76 e st 4 ERE SEAH
GRS K B A B &, Xy @ O VR BB R A ) T SR AL T T It AT Al [20]. — TG T
PCSKO il 7F S e ik &2 A AiE 25 3 7 R 78.(2023 4, BRI 2\ 265 5] STEMI 5 NSTEMI &3,
PCI J& el R 3N ki 52 i s AR AR FEAH 5 BN kAl vty A7 £ JF PH ZEME SR REREAL i A8 (BLAR B A2 > 20% H.<50%). &
BRI, 0T AW R NS 150 =R PRI P e b, R E S R, AT
SR JEALTT 2R T AR B REVT 52 B . 4RI, BEHRRURD TR A 98D R AT AR 3G TR ) ¢ =Bk
THIR” TG0 A 5 BRI A G SR v6 o R B i () S 2R I TR AR SR ST A O, R BRI PG U BB R e A
58 DR 20 Ik B A B B PR AR AT AR e H A ARARAE T, D S I 2R AR 10 I TS $R AR T AT RE19] .
ARCHITECT #ff 7.(2024 4F, PEHEF )N 104 1 TG R ASCVD (1) 2 e 1 v R[] 1 o i A8 25 (FR AL 42 % 53.3
%, Lot 51.9%), FE R B AR YT VR TT LA b RS2 B R P G (150 mo/14 R)EST . BEFURIL, ZIRIT X
T HE LR B H A T 5 AR AL O BRI R, TTRE AR TR (B A i A, 3k Sy SR P v IR ] B 1
i B I MAGIRIT IR E T S5 [21]. — T2 H7(2024 45, £ E)GIA 51 BIFHHL IR (n = 9113,
22% L) . TR B AR VAT LB AEMTT (HIS) . HIS+ — B TG FER(EPA). HIS + R 240 . (K58 My T
(LIS)~ LIS+EPA. LIS+ &k#rZ 4. PCSKO #1557 A5 B AR VA 7 HH DG I BE B 4% - 22 o
FEABYT (HIS)UKEN, &3 AR SR TR (TAV) R E 73 LUAAFR(PAV), #E— D 5mif 1 i FEAth VT AE SRS IR
TBIT R IIAZ L AT, R AR I A A B AR 25 W] R e AR 5T 7[RI [22] .

2.4. —+ER RGBS Z B8 (1PE)

ARk HE R R (PE) S AIE AR & A Bh 25 F TR T ON i = BR E 23], B AR L
(1) REDUCE-IT {58, 1%5556(2019 )N 8179 #5524ty TR 7 i TG 3 (TG 135~499 mg/dL), P
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HLEAF IPE 4 g/d BB, HPATREDT 4.9 4E. 458K, IPE L0 M BT O WIS FE A B i 2 14 XU
BRI A, HLRDIRSh KB H S T & 2 I8 [24]. DR AEA YT 697 J60d N IPE Al fii TG
(=150 mg/dL) B3 () 3 B0 I8 S 0F R AR R 3 PR [24] . EVAPORATE 05:(2020 4E)44 N\ 80 filfihiT &
I TG RREETH 5(>200 mg/dL) 0 5e 0o JR 3 4552 IPE 4 g/d BB AGIT 18 AN H . 2 28 CT xR,
ez FRIAALE, IPE AARE B R ER E . PRV IR [25]. EPA/DHA S5HEHHIB A OCHERT 7T, Xt
71(2020 4, FENGIN 31 HlHZAMTT KA W7 e E 8 CAD &, 5N NH. —HEB RS T 3.36 5L
EPA 1 DHA, % —4AM§i 1] EPAIDHA (XfIR4H). K&, EPA 1 DHA § R ——Fs e &
RETHIB AT (SPM), I8 I RIS RE T IR AR, AT R TR My T IS 2 Mi6y7 F LDL-C ¥ R 47 CAD E#
BTt fE, #2757 EPA F1 DHA fEfasE R CAD B BEHE B (B fE S b, o0 I IR I A BT
Pt T AL A [26].

3. FRITBEREFER(ER H1HI
3.1. {7 KRB DI IBIELH

PEYOH 0 S G B NR R AR SEAZ O, PRI A R i S A afi - LA B 3G L [27] o At YT 225455
1 40 i HMG-CoA & J5 g, BE T AR [ B AR )& BT DGR D B8, A% LDL-C /KF, REZZ itk e [28]
HZ RN T B S RE LS B UIMIOC, 4G 1) B NO BRI FE: i s i — AL (NOY &
B I, B0 NO 7K, 7T A 5K 77 (/MRS K &~ WLAH R A FE[29] . 2) Ptk SHia b8
IR A 5 SONE S SRR R, FEAIK CRP ZKF, I TNF-an 1L-6 S84 58 TR #H Bl K sk A Al AL
BEHUR RE[30]. 3) BUBBEERER ;. WINSCEBEHESIL LG, [RithiR M2 BEEdIRRAE, H BT RHal
B S AIfRE[31]. RAE X FHLEIA NS, EAERKE HRE T, HAMS FRK LDL-C fEHZ
AN “ 2230 ot et O I P DURRAE BE AT 47 4 I [32]

3.2. ¥k b Y BAIE R E B IR SrHHIHLE

PRAT 2 AT LB BT 2= B Rk 2 NPCILL 5, il i i e, /b s i ia, AT BRI .
75 IR ] P 7K P [33] o WF 9 3 BR AR HT 22 A ¥ 97w I E 20 ks A B AL BE T AR [34], A T HLEHIEHE: 1)
NPCIL1 #&Hik g% : KA1 2455 NPCILL 454 Ja, ol Homl G sl -4 L 5507 2o AH [ B 1) 25 5 [35] - 2) Ml
R CAVI-EEREE 1 2 R E A OH M ARRVIRITZ A ER N A B3R CAVI-IEECE [ 2 R E A&, W
/> i 240 i R T AT L B RO AR F R 4 LA B BB e R e e ke, R L 2, R R4
I LDL-R ik, [F{KILIE LDL-C /K [36]. FimpRIKaE E2IHH T LDL-C HAAMNEAC. HAT sk =
SR TG R UE 2R B , 76 [F) 5 LDL-C BEARAKP T, AR HT 22 4 Lo fth 7T 2R 25 BAG 28 0T 1) 22 sk AL 35
HLPE i 4 P AT A 2 B T HEPR LDL-C AT B [ 58 Ak 4241 [37] o

3.3. PCSK9 5 NLRP3 #fE/IMEIERN KB HEE L R EY 5 FHLH)

A2 AL B B TH 2 9 (PCSK9)iE it 5 LDL-R 45 & ik HA By kB i, S5 LDL-C R, S
AR 2 V)M I [38]. PCSKO TE 2 ik ks I i Ak B L1 25 A L i o P 3R 08, (23 R M4 IRl 103, 1
2 B MG M 98 S N[39]s [ B 7E A2 28 PR B R UL A P 1 L4H B (VSMCs) ik PCSKO, T840k b
LA T, BRI B S BKR AR A AL [40] . NLRP3 & —Fh4i i f& K15 5 524K, ] 4l B4 T2 B NLPR3
JOEMA, (RHEE 2 R R 15 FAEMIIE T, IR 33N Bk ok FEAE Ak K AR R R [41]-[43]. PCSK9 #1 NLRP3
RRE/IMEZ (B T BeAFAEAR AR R, (ESRERAE T, nTTES KO FE R AL B S o SE 5] 5 5 4t R A 12 % AR [44]
[45]. PCSKQ il 71 (an By M 75 JC Bt K& JCERAT) I Re S R4 ] PCSKO,  #58 LDL-C &R, /b0l
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EHAE[46]. HAFRNIFVT A, FEIGPR ST, PCSKO 41k 71385 Sk i s bl IV R E ], RS 584
A SRR AR LDL-C FroRzh 7 ZTRH X 20X P Rh ok E 3 R e, [N R BB PCSKO I 7 72 11 22 R PEHL
il ] BE AL 2 P [ BB E F [47] .

3.4. IPE/EPA RO I EE G2 /EB LS

IPE/EPA X ) Ik AERE AL BE S LA pise . Bradl. DD PR BN AR SR . B8 9 2 1)
BB UL /NRAE F DA B 38 i 2 MR 5 S RN AR e 1, AT X 3 ik ok R B A 0 Jee R A 7= A A Ik [48] . 1)
LR AR EPARTAE (IR A A B AU P TEAR SR TS 1 =0 B4 5 R IR R 15 5 M 2 B A% B 41 I #%[49],
8 7% 5 2 AT FE AN 8 M B 7 1L-10 P2 AR[50], ] b ki b [51]. 2) BrEAbIE . 1k
AR W EPA I Z IR EE A B g 8 AR [52], LU AL 3] 2 5 AR 45 M A T R [53] - 3) 535 N R T
AE: AN AR Y] EPA S5ARTT R, wIEIN—E MBS I AR n LA, (R R D) Re A%
[54]. 4) Hui/MRVER: EPA A[{ZiE ResolvinEL FIBEE LA, T AIAIMIANES, Wb /MRS, FEaT
REREIT /MR - AR aa A B AE I [55]. (Ef3E R NI/2&, REDUCE-IT 4G H IPE Eom Hi 1 535 0 I
sRad, BRZUBEN IPE TR R IR T 6 SEAFE MO TAL G e I S it 2 A i 2 8N . M2 R,
STRENGTH {5 18 I ¥) EPA + DHA VB &) 51 0B BRI R T 28, HERWREET: © ks
4if: IPE {EAE2IFE EPA ZBE, T STRENGTH A EPA + DHA &Y, ARIFIMLZE R DHA Hn
AT Re s 40 M BAH BLAE . IR BER R . ARUTNE A S 4300, R RE ™ A2 O 19 1 FH Uk 5 EPA (1) 7
Ab[56]. @ W ABEL EPA Z5: REDUCE-IT Ak &3 O M 5 KU 3 i, 4 rp 78 3 s R sl fik ks g
PR ) EPA B, BRSP4 LN XEXTLRE T IPE MR E AR, FIGRIR SR
REAZ BRI R M T B 22 2801 5 38 FE R BE A F Bl 7] 1) 45 SR [57] [58] .

4, GGibERE

LRLEPTE, FEARZGYIRENS IH I SELE P It e . 1 5im HLARE MR A/ NP HARAR, T SEEL B I o
PEALPEEL TG G . R0, BT TL 2 MO T 2 08~ T BOW S B8 7016 7 SRS Bl SR (BG4 R, 3L
T R ELA AL R e . PRI, A SR s BER R T 2 (R B D e (i T S, JRR AT
HARII 7 AU, Rea) R AN R 250500 R 2 AL B AR X ok, DURILAL IR ARG T B4 RS
RACIRTTHE L, AT S5 4R THCa LA 00 6 5 X i KT o

£ E&WA
AR SCRRBERZ T T R TR (G 5. 2024YXNS238) 15 H % Bl
SEEk
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