O IMERFIERE 2021 4 A 42 B8 4 Adv Cardiovasc Dis ,April 2021, Vol. 42, No. 4 - 297 -

SEER a MEMBXETFERE

B R PR - A XAGE R
(TRAEFHFKR LRHEGEFKR BRCAEFRP S EINERAS RS S0 EKM T, LK 100037)

[HE] AFRIELEEED alLp(a) | R FRZFRBAERES L FRBABLEIHIRBREROB LT ARE L, 3
F 3 3 Lp(a)>50 mg/dL(100 ~ 125 nmol/L) & W & B 232 hm ey B, FEAK Lp(a) /K- % BAK3h Bk #5 AR AR AL ML S o % 9 9% 34510
M E BRI IR IR R R ETRE W TR Rk, RMmib AR L oL RN T et iT X 5 R A 2 F 4K Lp(a) K-F, 8
BRERTHMEK Lp(a) 2R A hERAE, FT Lp(a) KERZR T EChERBOES BEASBREZ-ANTRREY
Tk, MABMETF R RBELE B ERR T EOHNEALLERA L WH A FTHAK Lp(a) 69 K-F, B o, AiEHE LY, E
EHE P B EG al apo(a) | B B F B T A 2 K18 Mk e 2 Lp(a) #9K-F, IAT T AE LG AS 77 sk 5 4 A 55 2 Lp(a) &
F WY — 4Rk,

[X@EA] BRSO ;R E4;, T FOBNIREER L9 IR A;

[ DOT] 10. 16806/]. cnki. issn. 1004-3934. 2021. 04. 003

P& & o 8 A RO AT R

Treatment Progress on Hyperlipoproteinemia( a)

SHI Huiwei, Rinat - Rozi, LIU Shuolin, WU Nagiong
( Endocrinology & Cardiometabolic Center , Fuwai Hospital , National Center for Cardiovascular Diseases, Chinese Academy of
Medical Sciences and Peking Union Medical College ,Beijing 100037 , China)

[ Abstract] Recent studies have provided substantial evidences that elevated plasma lipoprotein a[ Lp(a) ] level played a causal and
independent role in the pathogenesis of atherosclerotic cardiovascular disease ( ASCVD ) and calcific aortic valve disease (CAVD). Lp(a) >
50 mg/dL(100 ~ 125 nmol/L) was recommended as a cutoff value of remarkable risk. It should be an important strategy to reduce the risk
and to improve the prognosis of ASCVD or CAVD by decreasing the level of Lp(a). However, it was so disappointing that traditional lipid-
lowering therapies including statins, which could not decrease the level of Lp (a). Although niacins had been shown to effectively lower
Lp(a) ,they had no significant cardiovascular disease benefits. For patients with extremely high Lp(a) levels or severe cardiovascular disease,
lipoprotein apheresis may be an optimal choice. Emerging therapeutic interventions, such as mipomersen, lomitapide, proprotein convertase
subtilisin/kexin type 9 inhibitors, could reduce the level of Lp(a). Meanwhile,there was evidence showing that the antisense oligonucleotides
of apo(a) can significantly reduce plasma Lp(a) level. This paper reviews the effects of traditional and emerging lipid-lowering therapies on
Lp(a) level.
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HfFEE A al apolipoprotein(a) ,apo(a) ] 73734 %
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953 RN, HEMTHRGE L3 Lp (a) B HAR 5 BE Y
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(AR A G0 1 B IR T 15 At 7T 2K 25 ) A g 1 3 B AR
Lp(a) KP4 MR HR AT A BRI Lp () 7KF, {H
HIBAT MR o 3T Lp (a) AP B ™ &
O M4 95 9% ( cardiovascular diseases, CVD) 1 B2, g
T B AR (lipoprotein apheresis, LA ) & —~ 1] & £
[ BT IAYT T BRI 36 2 T AR
TR 5 AL AL B 7 & 9 (proprotein convertase
subtilisin/kexin type 9, PCSK9 ) fl il 3 A] B Lp (a) 7K
S AR R IE R & T Y apo(a) L
F A% (antisense oligonucleotides, ASO) 1] A & K&
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LS IR Lp (a) ZKF R RS — 255

ZWHESEIE =R 8 T a IUAE 5 ASCVD 1Y &%
SR s A e o AU O LA R 2/ BRI 33 4 B A
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RH RS S R R TR A KRR AT R
WFFE CREA IR RO EEIF 50 45 5 A i LR B AF 5
AT A B, 24 Lp (a) ML KF-HE & 10 A5, 330 bk
MR GRS LR 1.4(95% C1 1.2 ~ 1.7) , JF HAE &
PRARER, Lp(a) >90 mg/dL i 3= 20 kA B 7 I 3
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BRI Lp(a)>30 mg/dLAE N RHAE ™,
1 R4 bEREriExT M Lp(a) K FRI 50
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A KA A UE 3 UE B 40 R 0T DA Lp (a) 7K B A
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16% ., HPS2-THRIVE 55 iEBH T 4N #a# . fiE KIV
JEE IR BRIR 2 0K, MR 3428 Lp (a) ACFRY T
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(5 e XHF Lp(a) FHE B KA A v 1 —Fp
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24% . Raal % PP T KIA LM 51 A4 T A
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T2 I e L T P L 8 A AR Lp () ORI
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19% o IEFEMIRAT Lp (a) A9 VE FH T BE 238 13 410 1
JHEIE S35 & ApoB IR 28 11, (RAE SR 78 J&I I JC &8 25 1)
Lp(a) TR, HFEFARB,

53 % B PCSK9 R46L HjBEH L AE S+ 5 Lp (a) 7K
SERAEAT 2, B LAk PCSK9 5 i LDL 22 Aok 2
HEiMAE Lp(a) 3 FE , LDL 22 {4k 5 PCSK9 411 i 51 (1 B
Lp(a) 8R4 56, PCSK il 37 AT {2 R AG 2R LDL-C
DI Lp (a) K (29 30% ) %) 4nfe ODYSSEY #iff
g5 2 45 Bl — ¥k alirocumab 150 mg ZELE 24 JEA]
KB rh LN 22,2 mg/dL ) Lp (a) BEAR 29.3%
IAh, ORION-1 57" 2280 | inclisiran , — Ffb 22 & A
F/NFHE RNA, 7 LRI 65 PCSK9 ) mRNA 454, BH
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mRNA 8 % 2 i RNase HI £, JE4M ] apo(a)
(A 7 B R ARAEER Lp () W 4% apo(a) (4
ASOs A% Lp (a) A R0, 905K 62% o EFXT apo(a)
i) ASOs 1) — B I IR WF 58 7 Lp (a) =25 nmol/L
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[ ISIS-APO () o 4 Lp (a) #BETCHEMA, T 11600 mg
ISIS-APO(a) , AT ffi Lp(a) F&AE 39. 6% ,1 200 mg ISIS-
APO(a) AT 59. 0% , 1 800 mg ISIS-APO (a) . T[4
f£77.8% , I3 2k Lp (a) K F K 105.0 nmol/L, Ff H.
APO(a)  IRE Lp (a) BCREF AR, Horf 1 il ff
FH 1 800 mg ISIS-APO (a), M EZH Lp(a) KT &
88% ., TEZFITE NS H  FE45 T ISIS-APO(a)  J5 i i
Z AR OxPl-ApoB & 43 k., ISIS-APO(a), 19—
I RIFTE > I g A 64 {5 Lp (a) W THiG 1 R,
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454 ASO) , By il it IONIS-APO (a)-Ly, 25 25 A b 2
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Y Lp(a) V-S4 BE MR 53518 26. 2% 33.2% 43.5% .
78. 6% 1 85.3% . Jf H Z 54t IONIS-APO (a)-Ly, 45
2y 0] B EFER Lp (a) KF-,10 mg 20 mg F140 mg 21y
Lp (a) [ 5354 66% 80% F192%

SRR M a IUAE B3 CVD KU, 55K
ARFEAR I Lp (a) K259 BA 5 KA I R &
o MG ERRIT AL TE M TT S 259 LA SR R 2 2
YA e A AL Lp (a) 7K P Sk 52 B /b 32 4
DIMEARAR IR HA, LA 572 H AL S % IR )T
AR Ty, HAEREAR M HK Lp (a) 7KF 7Y [A]
D 20 A N B3R F . HABRE Lp (a) A58
25 FEALHG KT LA 1K eIk K PCSKO 111 i 541
BTN R EZA XS Lp(a) BIGRYT 259, 2 AE
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