CN 43-1262/R " [ s fikafifb 24 7 2025 456 33 555 12 ] 1019

ASCGIA: 2R H, Xt Xk, A5 RRER T (a) 7R MBS AL AR ML Bty r b e ()], Sk ke, 2025, 33
(12):1019-1025.  DOI: 10.20039/j. cnki. 1007-3949. 2025. 12. 002.

[XEHE] 1007-3949(2025)33-12-1019-07 -BBEH(a) SONERRERE -
558 (a) TEMAE PSP i fE FHBLEI B 1697 3F Je

=ZR WEE, X &, £ F
LLOBEMARFFEZEROLEGREER LBEEZHAFR RFLEER),
2LEGREEROGLBEFALR BFLBHER LG EAKFS ZER)#HHF, L EE KRT 030032,
LG EAKFEALT A SRR LG EEFFF 030600
4 LW EGREER(LBEFHAFRE RFALEBER LEEAXFEZER)ZFESH, LEEKRT 030032

[ E] BEG(a)[lpla) | R—AIKF ZMEE G (LDL) ##4, §H IS E & BI100(ApoB100) 5 H 5 E & A
(ApoA) it kM4t 5 &Mk, LR R AW, Lp(a) KT &80 d B kom0 12 T B 4, 5 LRl A, o B 45
AL FH S T RERATEEHNRS 0 EFHERCIE I, hEHBNE—F L 2 HE RGBS T
AR T i B #y R PR A2 | ;&&m&%rﬂmmb(VSMc)@ﬁkﬁ*/ﬁuﬂ*mu%%éy\m T BB BRAS 3 B R A
RIE ., ILAIERE A Lp(a) Tilit &R RB S EHNHG L AL LR KL GELE Lp(a) ¥y E R &M A LT3
A B ARG HLE] , FFARIT H 5 e B A5G R B AR R E T

[X#iE] BEY(a); wFHL;, ChETERK

[FESES] RS [ STEKERIRAE] A

The mechanistic role of lipoprotein(a) in vascular calcification and advances in

therapy

LI Wensi', LIU Tingting®, LIU Wei®, WANG Lei*

1. Third Hospital of Shanxi Medical University ( Shanxi Bethune Hospital, Shanxi Academy of Medical Sciences, Tongji
Shanxi Hospital) , 2. Department of Radiology, Shanxi Bethune Hospital ( Shanxi Academy of Medical Sciences, Tongji
Shanxi Hospital, Third Hospital of Shanxi Medical University ), Taiyuan, Shanxi 030032, China; 3. School of Public
Health , Shanxi Medical University, Jinzhong, Shanxi 030600, China; 4. Department of Geriatric Medicine , Shanxi Bethune
Hospital (Shanxi Academy of Medical Sciences, Tongji Shanxi Hospital, Third Hospital of Shanxi Medical University) ,
Taiyuan, Shanxi 030032, China

[ABSTRACT] Lipoprotein (a) [Lp(a)] is a low density lipoprotein ( LDL)-like particle formed by the covalent
bonding of apolipoprotein B100 ( ApoB100) and apolipoprotein A ( ApoA).  Recent studies have shown that elevated
Lp(a) levels are an independent risk factor for cardiovascular diseases. At the same time, vascular calcification contrib-
utes to increased mortality from cardiovascular diseases and a higher risk of cardiovascular events.  Vascular calcification
is an active, highly regulated pathological process characterized by abnormal deposition of calcium-phosphate salts in the
vascular wall. Tt involves the transdifferentiation of vascular smooth muscle cells( VSMC) into osteogenic/chondrogenic
lineages, leading to the accumulation of calcium-phosphate salts in the arterial wall.  Existing evidence indicates that
Lp(a) promotes the initiation and progression of vascular calcification through multiple pathways.  This review aims to
summarize the basic structure of Lp(a) and its mechanisms in promoting vascular calcification, as well as to explore its as-
sociation with vascular calcification and potential therapeutic advances.
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Figure 2. Summary diagram of the mechanisms underlying Lp(a) involvement in vascular calcification
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