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Abstract

Elevated levels of lipoprotein a (Lp(a)) in the bloodstream serve as an independent risk factor for
the development of coronary atherosclerotic heart disease (CHD), particularly associated with the
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formation, progression, and rupture risks of vulnerable plaques in coronary arteries. Lp(a) exerts
its effects primarily through mechanisms that drive atherosclerosis progression, stimulate inflamma-
tory responses, and enhance thrombosis predisposition, establishing it as a key independent pre-
dictor of atherosclerotic cardiovascular diseases (ASCVD). Epidemiological surveys, genome-wide as-
sociation studies (GWAS), and Mendelian randomization (MR) studies have all strongly confirmed
the causal link between elevated Lp(a) and CHD onset. This systematic review synthesizes the latest
evidence linking Lp(a) levels to various imaging features of vulnerable plaques—including thin fi-
brous caps, large lipid necrotic cores, intraplaque hemorrhages, positive remodeling, punctate mi-
crocalcifications, and enhanced inflammatory activity—thereby laying crucial theoretical founda-
tions for developing precision prevention and treatment strategies for CHD.
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ek CaJp (CHD) YR T 76 IR B0 8 i e 7 51 A gL LI SR B 5 2R A [ 1] HORO R S 2B T Fp 8 BT, M
TEER Bk BEBR A ZE fih he 2RO I SR 8 SR A A SR T o Lp(a) & — P &5 MRS ) i 2 F1
Ko i ZHCHERRFTTUESS, & Lp(a)/KF5 ASCVD K 35 INAHSC[2] [3], IFEES 53Kk
AR [4]. JE AT R AR, IR Lp(a) 5@ R 3k 5 10 5 P A7 £ % U1k & [5] [6]. PRO-
SPECT I AfF 7T FL AT R BB 4 A7 A i Jig o 25 5 (40 el AR B KB B 5 SO 2 4 SR 715 ISP B 2R 40T 0 7
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2. BEEA®a) [Lp(a)| 8tk
2.1. 5 4ER

Lp(a) 1% O 25 ¥4 B A 5% B IR B 11 (LDL)RE 00 5 JURE (1) 25 T £ H (2) [apo(a) il ik A Bl LA IE H2 4
JK[8]. Apo(a): ZE i FFAIML A Ak, HLEEHIE S 2 FVRTN kringle IV(KIV)ZE IRGEH A 10 NE ), —
A kringle V. G503 K — AN RIE R ER IR AR X . b, KIV2 5R380 45 DS 7 (CN V) 2 e ]
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Lp(a) EZLEFE G A, HIEHA 207 S(H4HME A . Disse [ BRER M2 F) MA7E 4 [9]. 2T FEP
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FE2EAIE T O H 2 KA d AR BEHLAGBIE F0) 8 Lp(a) 22 e IR 2N bk ks A Ak 5 A= o 1 PR SR A FH BRI 17 588 77 k4t
[11]e Lp(a)i BTt = (GE € XAN>50 mg/dL 5>125 nmol/L) & ASCVD (B3 &0« Stz 4hiE 5)
JHB IR ) S A = B0 I A% 7 ST FLERER I R R 3R, LU A2 T LDL-C A At % Gt fa e R 2

3. ZRBEREIE X R A% DIRIREFIE

Gy AR PR B e FE R R BUR Tl e , T 51 A AR T RSORS00 P S AR A A TR B
FE N BRI R BRI & & IR 0 R PEAZ Do — 2 AT AEME B 75 [ 12] . A2 ORI LA

1) {2 4EME (Thin Fibrous Cap, TFC): £F 4 W 25 A8 S (1 R AL T35 JE BE 2 23 + 19 pm,  95% A 24 5E
HAZENE <65 um), WJFEUED, Pl I4ifaiL, EVRdiiuRiEN 2, SEEIEES. iR 4
HUTCFA) B AR A BB LRI A2 -

2) KGR FERZ 0 (Large Necrotic Core): B P & 5 JIH ] 1 18 AR T 40 AR 1 g Jo Ak «Co AR R S 38 34K
(R BB AR FRE) 40%).

3) BEHLN I (Intraplaque Hemorrhage, TPH):  HH i 55 8 A2 S A S BR AL 4R B A2 51k, IR 98 5 I
fEBE AR B OF 5K .

4) IEVEE 4 (Positive Remodeling): ML A1 /7 I8 m SN 5K DA GABEHAE K, T 0 i e A8 AN . 35
{ABEY AR AT BRI “BRBENE” AR (EMTEE > 1.1).

5) RAETEBNIGHE: FEHRNOUHEI)RERERERARE. T MEARERGEMM, R8s ile %
PRI~ 15 Jo P A 2 L g

6) RUIR/THES 1k (Spotty/Microcalcification): X 5l F-Fa & BEH I K 854k, /N1 23 A 4540 ek w364 0 e
HEN A7, ARHEAFERIE R . AR BEH A 5 A AR mT LR

7) HrE I £ (Neovascularization):  BEHR P %455 ML AE(H 5 AN 3L, 5 BT 33 IPH..

4. Lp(a) (R SR BER T R RO R IR A TR AL 51

fER— e YesE R 1, Lp(a) 45 K0 B0 & BUal bk s EREIL G LDL 15 FE A SR A o £
apo(a), W THALAMKMFEREIL. (278, (RIMUKE AL ARIVE, T1B:0R ) 5 HBERR I 22 5 R 13].
4.1. {REBKNEERELAER

Lp(a)ifsii 1 LDL fI5TA BBk AE B XU, B4 BE LA B2 5 8 AT A A6 8 LDL(oxLDL)H)
€T S H B, EEERIREEARIR A5 5L T, Lp(a) BB IR AL PR32 T LDL, POV EAMLAE LDL
FIECSRAERELLAL 7y, IEHIMLE T apo(a) KA T L7 14]. Lp(a) i B S AL BEE (OxPL) 2 H S 1 (230
Jik s FERE AL A 1 o

4.2. (RERAER

3 G2 SR SRR BB 5 45 (A% O IR BN R 2R o 1 Bk ke R A7 7 R B A ) EE R 4 A T 20 B 0
53U 2 PP AR 58 R T A AL R [ 151 A8 JEREIR 20 8200 I8 A% Co T FOFN AF 4E MR AR 8 11, A2 TR B ke ) 0 1
[FICEE[4]. Lp(a) M 45707 1 OXxPL Ref8 fil & SR ZL AR 28 B, 5S40 ML T-FIRTE, TN A S0 L
HITE AT K[16].

4.3. RMEFRIER(EES Apo(a)HX)

Apo(a) 5 4TI IR A = YR, B H*LPA* R il . *LPA*SE 1 A% R 2 & PE(SNP),
rs10455872 Fl 1s3798220 [17], 5 IMi Lp(a)/K-F-Ft & & ASCVD MESHI NG E FHoC. AR, apo(a)n]
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4.4. {(BHBHRAL M (PH)

Lp(a) it et 0 A0 Bk A 555507 26 ML T Pl 8 5 RE M S A IS 0T I BE e B AR OO L DL AR B
AIRESE A AR BT, JEFEETT T IPH AR A ARR[18]. TPH 2 9X) BE SR BRI L R e A B LA 5

LRE N Lp(a)SE A H A% AORHERE . OxPL MUEA MAKFLIEHHI DI RER apo(a), £ BE A E & IF
YERF— MBI SN MM SR AR A A RO OB, B R HE AR B G K 2T
AEMRARTHE . JOEIE L BRI A RS AT BT, e S B S AR B2 T

5. Lp(a)’k 5 ZIRBHR R FHFAERVE X 1%

Lp(a)ff y—Fposr B Bk L AR B B, LT 3 O 38 R U . R EFHE R B, IX
PR IE NS Lp(a) (2t 5 3R 5 e s UIAE G . etk i I8 N 248 F HR(OCT, TVUS, NIRS)FITG 6%
B(CTA) IR IX PRI AL T B EIEHE . DL N % It U B IE 0 3, 251818 Lp(a) T 5 H 1A
otk

1) #4F4E0E (Thin-Cap Fibroatheroma, TCFA)5 £F- 2 1Iig 52 #1k:

OCT (&hrHEIEHE): Z IR AFIH OCT M m 0 #RIESE, Lpa)/KFrtmEct > 50 mg/dL) i H 4,
HPEP ) AP 4EE B35 . OCT v B B4 4EEEECGEM AN < 65 um N TCFA), FHiiMi on2f4E
M PR (1 0 4 L 92 ) (5 502 o o i A R 1) SRR DR ) . Lp () T 1 38 4 K I L A7 B 0 1 2T 4 g 0 o 1 119
TCFA HJi# . CTA (Al#/CFFIEHR): CTA b X “AMIFME” (NRS)—— BRI B o ICES B2 X (3R
J BRAZ O B TR 5 25 FE I G (IR LT 4R BBl 58— 2 IR AT /E TCFA [ EE R E. 7R, Lp)Jtm
5 CTA L NRS B BLEZE MR, [AHSCHF T Lp)fe AT 4E IR L B Al 4518 : OCT B B3I & AN
CTA WAL R EUSCHF Lp(a) Tt SR 4N A . S50 8BV 52401, =2 BB i 281 SRR o

2) K8 % r(Large Lipid-Rich Necrotic Core)

NIRS-IVUS (B3 & AIEYR): NIRS 437 A 8 ik o 00 JIH ] Bt FE s AR G TS RR A, IR A% O f s FE 2k
(LCBI), 72 H Ak i VA BESLE & R R E T B A — 80K, Lp(a)/K-FJt 55 % &) LCBI
S EM . KA, LCBI> 400 5¢/5 % maxLCBI4mm > 250 (70 = KUK & & e F BEE, LRP)ZE Lp(a)
T FE R EE L. CTA (HEEEMIEY): CTA AT LLRA] “YREERIEE” (LAP, CT fi <30HU), XF %
X8 5 T AR AE R L o Lp(a) e CARIE B 5 50 K 1) LAP ARAR DL K e 1 5 BE A A (>500 mm?3) Al
ARG BE B 5 L (>4%) 55 AH G, X R RS BE B (AR & . TVUS/OCT (B4 2= SCFFIESR): TVUS 7] i
TRORH AR B 8 BT X I R SRR T NIRS) [19]. OCT A7 M 2o Mg ot A% 0 FR 9IRS (Are) R K
£, Lp(a)ftmit 5 OCT RoRMIRARIZ O AEMKEM G, OCT (MHHE IS M EHE): OCT REARSF 1IN
FINERERE LS SR e mRGTEEH), XEBIAZORmEATRE. 5 THRENWIFE. Lpa)ft&ms OCT
R0 ) 1) B e pAY B [ e 5 R A AE R OBk . 4518 NIRS-IVUS B UE B CCTA HIMREE IR BT HefA
U DL OCT/IVUS [R5, SERE SAER Lp(a) i 5535 (e 3k BEb Py KT B A% 0 16 1 R A
B, X RBEHATEE OB [20]

3) IEMEHE #(Positive Remodeling)

IVUS (&FrAEIESE): TVUS &l & 5 E ) FE50(Remodeling Index, RI = JpiA8 4b A5 ) S THI AR/ 2 2%
BN B AD) AR AR . RI > 1.1 @ ONIEYEEN . 230 IVUS $F AL SR, Lp(a)Th e 58 &
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PIIEMEE A R AR B ZEM . CTA (EEILANEY): CTA B =4 E# e rl MY EM TS CTA #f
FUIRIFFIESE, Lp(a) & e IR 2 Ik B 0 535 o iy (1) IE VR B A L] . TRV A& CTA & X KU
BEHRRHIE 2 —o 4518 TVUS F CTA RS —238 8, Lp(a)ftma (et s IEvE S B 2R 2R, 1XFd
HIBA SVFBERAEAD “BalE” FPRES A REIA)KEAE R, E 58100,

4) WAL 5 SUIRES Ak (Microcalcification/Spotty Calcification)

OCT (R #HEHE): OCT B AET NS GEURE1h), RIUCAD FEEWT . AR HEUS 5SS
T WEFREY] Lp(a)TtiEm s OCT Rl B H A FUIRES 40 B AHK . CTA (JoBlRAIIESE): CTA
SE XY “REARES AL ” (Spotty Calcification, SC)&FE HAE <3 mm W48 1LkE . Lp(a) & e 4k S CTA
| SC HAFAERFZR K. SC 72 CTA i WIS TESRFIE L —,  JOJi SEAE Al 3 00 S S AL R 98 E[21]. TVUS
(CGCHFFUESE): TVUS AR ES AL b (5 [ 75 4 7 52, (0 DX OIS A 5 A RS AL R B8 738 21 OCT Al CTA
K40, SR, TVUS B St S 3] Lp(a) 5856 (R B /MS AL L. £5i8: OCT #1 CTA &4
HERAUEHE R, Lp(a) T s 2 2 BE R oy TS A0 AN AR AL I TR o % S8/ NS A L 2 JORE TS SE BR IR bR &
AL I B A e A T G I BE S U AN RS 1

5) BEER PN 48 05E 587 2E 112 (Intraplaque Inflammation & Neovascularization)

OCT (#iE FLFEIEHE): OCT & H B ME— REE M N B 32 nT WAL B e P W 4 IR R IR B R GR I A 15
Sy mER. RURBUGRATIRIE D). Lpa)/K P &S OCT s BB H AR 4R sl 05 i i O 1 1 40 i 1)
R ERINAEOS . OCT AR BEE N 8T A LA GRILA T 5 EPREUIRIRZS 1) . NIRS-IVUS (%
JiE/ A RBAIEYS):  EAR NIRS-IVUS ANEE R R SOREN A, (HILAS I 2 'S & HR i BEE(LRP, & LCBI)
B RAEVE SRR X AT ETIR, Lp(a)Thm 5 LCBI AN, (a4t 7 AR RIE . &
LCBI BEH A KB R m e 4516 OCT $RALA ELHEAUEHE (ELEAH HL 2 ) AT NIRS-IVUS S i ) (8 HEE 4 (&
G B HRAE N 20 il AR) AL [F) SCHF Lp(a) T iy BB R A 0 S S, T OCT W5 21 (1 AH ST AR 1L 12
7~ Lp() e b B M AR B, it — P AR B AR e o

6. FS5FRM
6.1. ARGREFEY

NBER M 2R AFEAREA IR, H AR E M 0 vs. 2 Ik EE S E B 3) Lp(a)tail 77
EEANIARG ) LRGN RIS ZER, SEERA 8. Ho SR “WRE - 2% %
FZAER: Lp(a) 0% RE(W>30 mg/dL 50>50 mg/dL) S XU & 75 B v 5 28 M 3 Al A7 3, AN A B 72 41

B EAR
FEEFHERI CHROR T . X T FERHE (I s CIRES A BRI, AFAREAREII RS LS Lp(a)
(K SRIR i A7 AE 2257 o

6.2. F53EF RIR

R Yt e 48 K2 BOE Rk AR I W 7T, ALREIE A OGE, Tk OL Lp(a) TR EAR S B
BIREHE G MRS R o IR AR DR B (LA I R 3 SO M DA S A HRRR

AR BORA 5 (IR«

RAVEBCRAVUS/OCT): A RE PP 58 FEIMLE B A2, ToiA AR TR s 5 (O AN P
BRIz R OCT FiEREAR.

TAFAR(CTA): A HFRAR TN 5 DR M BEH R 7 OC LG B ) VPG R HE AR 5
TR SRR G E R A A .
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Lp(a)ill 2 AOFRAE N A RIS 5 925 ) 45 SR AT A7 AR ) L, SRV 7 8] LR A
6.3. HILHROTBEM

Wi R AL B AN E P T Lp(a) i (R HERF A€ B3 R T B 10 LR DR RBE 2R DO A 583, St
X Lp(a) BEARIRTT FRUAS 1T TSNS il 2 AR T o

IS T 486 A AR RSB R R b, INNIE TSR 2 45 E SRR AE 2 75 B S 2 250 Lp(a)
Th i B B L AR 70 I AT A BTE VE AR AR TS0 L

7. BESRE

Lp(a)7& CHD, JtHZ G5 S B 5% Stk o M AE 41 ) B IR PR 1o HOMURR 9707 85 I 7 LS A
(RS BK K BERE AL A AR T A “ TG o FERNBT FTER AR B 1 Lp(a)iE i (et RAE . AR, IR
JRUTAR TR $540 M AP A A e A b I 55 20 e B, g B ) 5 SR AR st o Wi PR
BRI TSR 7 IR SRS , R WITHE Y Lp(a)/K-F 057 H 4 25 1 55 5/ IR 50 ik (B 25080 k) BE R B R B AZ L«
WRETYENE . PERA . IEVESERY . R E AR S o K SOREVE B AE B bR A R . KON Lp(a)fEN
T s DABRAR 2 B3 LR A7 AT RO LB S LR, $RIE T 8 20 B B A B 2 AT R ARHR - R R T s i
— IR RIS Lp(a)iad 70 7 45 BESR R 1 2508 A B Ll R 45 Ry 3k 2
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