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[ ABSTRACT]

which mainly functions by regulating the expression and secretory activity of the liver low density lipoprotein receptor.

The proprotein convertase subtilisin kexin type 9 is a novel low density lipoprotein regulatory target,

PCSKO can play a role in the occurrence and development of atherosclerosis by regulating lipid metabolism, participating in
inflammatory response, mediating apoptosis, and promoting thrombosis. It has become a promising target for the treatment

of dyslipidemia and atherosclerosis.
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Pl e N1 R S R B e 0 N S R L e ey
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P, T PCSKO 414 551 BR ] B Al LDLC 7KF-, AT 9
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BRI L — SR 5k 18 M 21 4 R 1D 55 2T 4 ok A A b
BEML, FEAT IR AL | £F 4 0E 7 55 NS AL I F TR,
HA PCSK9 DIBEHE 5 5872 1Y Ossbaw 4 e MR 3l ik 545
FEREALRAS N ™) i GLAGOV iR B 44 A 968 1
SRR TEMTT IR T 6l FREL T4, 2 %
5L evolocumab, K¢ T i 5 76 J& , 38 1o 1 45 P9 &8
PR R | R 20 e R B0 ik B H 25 R E 43 A
SBREH RS- 24 5 R AEAH TR, 17 evolocumab
LR S IKBEHA T 3 AR 0. 95% (5 AL AH
s FI AL, 35 P<0.01) | BB AU 5. 8
mm’ (5L B BRI A L, ¥ P<0.01) 2%,
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R B
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PG SR T 0 I A7 5 A ) s o JXU I 71 I 5 g
[d], FOURIER #ff 551270 I iF 52 , evolocumab 7E 7T
TRYTRYHEAR b, O 5 S XU 8 A,
RO IMAEFET O WIBESE | RS B2 e B0 80 fE
B A bl el iR Bl ik iz ) FOC IR EEA AL (0
MAEFET O UREAE 2 v ) XU 7 501 B AEG 159
20% (P<0.001) ,1 4 FEL S F 0k B F AL, B3k
T F IR AW 5 45 TS 2E L4 evolocumab
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1.4% 1.9% ,13.5% , W5 UESE, fEiE W A
ACS [, 0 B E SR AT T IR YT 5, (A7 7
B B0 0 0L A8 ) 4% IKURS: , T alirocumab 1T 3 33 25 X
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ARZ i R AE 5T JC B8 T A O LS A BT O — B B,
PCSK9 il 57 B3 BA7 815 i A I A1, i B A )
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