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[ ABSTRACT] Lipoprotein(a) is a high risk factor for the formation and progression of atherosclerosis, and high level of

lipoprotein(a) has been confirmed as a predictor of coronary heart disease. Because it is mainly controlled by genetics,
With the deepening re-

Oxidized modified lip-

diet, exercise, lifestyle, traditional lipid-lowering drugs have little effect on lipoprotein(a) level.
search, the metabolism, pathogenesis and harm of lipoprotein(a) have been gradually understood.
oprotein(a) has a stronger atherogenic effect. New lipid lowering drugs that reduce lipoprotein(a) have been developed,
each of them has different target, functional intensity and mechanism of action on lowering lipoprotein(a), and the effect
on the prognosis of the disease remains to be observed. This paper reviews the research progress of lipoprotein(a) metabo-
lism, genetic regulation, oxidative modification and clinical intervention.

FHH (a) [ lipoprotein(a) ,Lp(a) | Z&H Berg“J s 5 ApoA )73 F & MMk A

TE 1963 4F 5 Uk B —Fh 2R AL T 85 B2 g 2 1 AH
[ % (low density lipoprotein cholesterol , LDLC ) 1) 4¥
RAREEBURL, Lp(a) H12¢ LDLC R BAZ 0 FISM A
AP — > SR B 22 1 A (apoli-
poprotein A, ApoA ) F1ZE g & H B100 (apolipoprotein
B100, ApoB100) 3t [/ 4 i}, 25 LDLC A5 i #% 00 5
LDLC Z5 _FAHAL, ApoA 5 £F ¥ i IR 25 4 1 AR,
W, Lp (a) W A8 H A 230 bk i k¢ 6F fk
(atherosclerosis, As) FI{E Il #4E BIAE R, Lp(a)
RRIN G JLF A Z AR R E KR I8 5

[WFEHER] 2017-03-27 REIEASE::N
[(E£TH] ERALRBFESTH (81560044 )
[1EE R

5,1 ApoA FH LPA &R 45ty , Ak T 7™ 4% ) gt 1% 1
B2 R, HB B R34 0.68~0.984 |l T HEL As
ALk A4 B B /R T, Lp (a) A 8% & LR
23 TREERW )2 00, B0 T H 5T 4
M, HAEDE Lp(a) BI0F9E 32 2245 vhore AR st f%
JARE BORHLEL R A IR IT S R 1Y
HSEMESE I, Lp (a) HCHFSE A TR, A
SCERIEAE Lp (a) BIBFSTHE BAE— 2538, IR Lp
() AH P AR A R 3 42 (L BRI AR

2017-05-01

T A WFTE T ) DR IR SRR LA I A AE B9 NS0 T 18445, E-mail 24 qunting1006@ 163.com,, il

VRS % SO 1t AR BRI AF5E 07 8] JA DR B HC R I A8 I A 9 2R 23 it A7, E-mail i Iwswxqz@ 163.com,,



CN 43-1262/R 1 Eah k{42 2018 4F5 26 555 2 1Y) 195

1 BEEA (a) GRS EHE
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T H ApoB100 B K170+, T4 T Lp(a) 5 LDLR
BXF42 i1 Lp(a) i LDLR 35 Bk BB 12080 |, 75
3 1o b 38 420 T o3 T 60 7 oAk o R ek he L AR —
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FR AR 9 52 AT A AR
6.3 HHER K EHIF

KRR B 245 5800 R 2 AU 6 97 2 B T8 B A
FT LR 2 RS | S R AR M b RIS I S Lp
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