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[ ABSTRACT]

proprotein convertase family, which can combine with low-density lipoprotein receptor (LDLR) , and inhibit the repeated

proprotein convertase subtilisin/kexin type 9;  myocardial infarction;  gene polymorphism;

Proprotein convertase subtilisin/kexin type 9 (PCSK9) is a member of the proteinase K subfamily of the

use of LDLR, resulting in a decrease in LDLR on the surface of liver cells, an increase in LDL levels in peripheral blood
and a series of pathophysiological processes such as abnormal blood lipid metabolism.  Current studies have shown that
PCSK9 has a certain correlation with myocardial infarction, and may regulate the occurrence and development of myocardial
infarction through a way independent of low-density lipoprotein cholesterol (LDLC).  This article will review the research
progress of PCSK9 and myocardial infarction.
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SKO 55 14 {55 AR s vE 1Y . PCSKO J&— 4~
692 A~ 5 BE R 21 A% 1 B T, A X o T Bk 72
kDa, H1 45 A 38 ( PD ) A AL S8R & 25 2 e 20 R
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# 1. PCSK9 EE M52 M OB Z B 8K R T E
Table 1. Literature review on the relationship between PCSK9 gene polymorphism and AMI

PCSKO JEH (i —— BA xRl SRR DU Z G R 2%
LM A G BACR AR OR(95% CI) i ik
1526556 G-A Russian 405 198 1.45(1.00 ~2.10) 0.013 [23]
1s11206510 C-T Costa Rican Hispanics 1932 2 055 1.02(0.95 ~1.10) 0.003 [19]
1511206510 C-T American 5 469 5 469 1.18(1.09 ~1.27) 8.36x107° [18]
E32K G-A Japanese 9 953 8 370 1.7(1.4 ~2.0) 3.5%107 [24]
V312F G-T Chinese 3 560 1 000 8.463(3.505 ~17.854) <0.001 [22]
R46L G-T Ttalian 1872 996 0.57(0.36 ~0.90) 0.019 [16]
R46L G-T Danish population 11 339 55 359 0.72(0.62 ~0.84) 0.06 [21]
R46L G-T Danish population 6 508 100 477 0.7(0.57 ~0.86) - [25]
R93C G-T Japanese 9953 8 370 0.7(-) 1.1x10™* [24]
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BE TRR STEMI 5, 2o PCSK9 K-35 T
Bk,
3.2 PCSK9 7k 5.0 A48 FE 1 /g WA R 10 Th BE B9 4R
xHE

— IR 11 T AFNFIE ) RGNS Meta 43
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S5, T B 2 I R K 50 ok iE — 25 B B 96 3
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PR L RE DT it /N O U E 14 K A % R
P EAAEE EEWEM, BT, T s
B SR i PRI 36 A9 25 A 35 R W] PCSK9 X .00 1f
Fep R A KR 5% e R BEAE AE & 2l S T o Ak R AR
ZHMOYERT, AL45 . M AR A9 T W 5 8% P | R i)
/NS AR 5 AR A O 0 A5 e B SR FH T R
# PCSK9 5 LDLR [R]422 52 Ml 1l /N 375 Ak 55 44
TR, M akiil 3 PCSKO 5 i /N I B 482 VE R4 T .
Camera 2558 RS PEAL T4 PCSK9 (hrPCSK9)
XPEF R T 0 /N R AR R RS I, FE I/
M I RE Ao A hrPCSK9 1T i 35 48 58 ) T e
BE R 0 /N SR 4R | 4 S T I I ] 3
St R A, 5 4h PCSKO FY k26 FEAR T /N B3l
o A AT ORI AR R M BRAIR T I/ AR DD RE L SR
N HH FeCly 7£ 30 min N AREISE F T PCSK9 ™™ /)
Rk oE 4P 2€ , Hod 70% B/ RIE AR 2 1Y
P ZEMEMAE . M2 T ,57% ) PCSK9™* /)N R FE
N FeCly J5 (15. 8+7. 4) min 524 2E 519 ik
EML 4, Navarese %:39] W4T T — 14 A PCSKO-
REACT MRS , TG A 178 44 18 FH R A% B 945 114
ACS B, AT 1 ARBEDT, 45 R E W I PCSK9 /K
SETF 5 /N R P B TE AR G, R T B — THF
53R W], PCSK9 H%ES 5 T ili/IMRIE AL A3 A 5
T2 A4E ATP B P B R o WORLA R 41K
DA K i e B o] 45 e g T UE AT AL A 5
20 PCSKO i i 5 CD36 454, M5 45 SCr
VA — ZR 5 T T B, B A A 3R A2, [
/S Ak 5 51 FLd i sh 4 55 36 0k B PCSK9 8 i fie
/N T Ak AT 38 Jin T 0 ULAE A6 J5 A5 BE 1T AR A
K.
4.2 PCSK9 &5 A4EE /50 AL Rl B I8

I W38 5 N7 2 240 X6 47 S5 0 8 T s 1) — o
TR AR SO, B A A 2 A1 0 40 i 1 8 A7 T ) — B
PRSI, B W A v B 32 45 1Y e 4 A BE 1 9
TJA 8l 2O WX i i i 5 i AR SRR,
SRA 2, (R TGV 1) L W v B2 A 3 1Y, I 20
JIZET X W [ W5 A i A B 91 Bl RO I i 4
DR i A shAAEH ), Ding % 4T 3h
YysEae e B, 78 O JIUBE SEA AL [ /N BUH , A8 BT X 5
SR FUFRIA PCSK9, I H 5 W] S 1.0 = WS 4 D) fE e 15
K 7R FH PCSKO 410 il 551 4b ¥ LA J PCSK9 % A
R /N B AT R DL R0 T REARAS 2 TR B
Rk, % 5E R B AR A TNF-a0 242 32F 0
WLAH L PCSKO (3R ZUREIL , 73 AP e 7 fif S (] 1Y) S



1004

ISSN 1007-3949 Chin J Arterioscler, Vol 29,No 11,2021

KO L4 B PCSKO 2 £ I+ HIgm 17 A
Wi 8 DL 2 [ WEAH SC8E F LC3 1T A1 Beclin-1 193
ik, s /N PCSK9 (mPCSK9) L M2 PCSK9
FE2EIDIF (Pep2-8) S5 Y O WLAN I Z )5 , Al & Ab 3
T &I mPCSK9 DI EE AR ) 77 =055 LC3 1T I
Beclin-1 [958 ; J5 0T DL Z 40O L4 i - PC-
SK9 {2353 HFEAR LC3 1T A1 Beclin-1 (3635 A K&
g e, a0 2 IO LB I 2 1 I R 3RS i
PCSK9 AJ RE & — Pl 10 pAy 388 2ok i) 80 1 i Pk 1
AR PER N, SR, B4 PCSK9 YRR BT
A g 2 7 AT R A 75 T A A 1 R 1R AN 4 A AT
T AR A F R, T B — 25 DL
PCSK9 £ 564k 2 ik P41 € J5 4 78 31 [ A0 U e 46
REJT HIIFEH
4.3 PCSK9 B 5&nkIhseAE R EEMEMAT
BITA EAF 5T 2 W PCSKO M FIn ik 5
PRS0 LR KL R 1) 18 DT XoF o0 ILARE B8 7 A= A 3 4
H . Palee %5 B3t R AT 09— 00 3h ) 52 5, WL%E ol
P (1/R) #5403 5 AN [R] B 1] 45 45 5 PCSK9 i
HFIRT 22O B DI RE S, S5 SRR, 5 X R A
Eb, ZE BRI FT 25T PCSKO 1 il 751 ] 3 3=k AR 470 LR
BARIIRE i /IO UUAE BT 1 AR A 2 38 220 = T e
KDY YER, X5 75 4h—T 55 E PCSK9 4
RO LB L A O FULAR A AR T A I 5T 4 2k
P, %5286 45 X W] PCSK9 Ji 3h 4k ki f& DNA
(mtDNA) #1453, #40% NLRP3 RAEAKAE S, #EiMiiAE S
{46 Caspase-1 MIANAEAET-, PCSK9 FI4H AL T xR
EW GSDMD-NT 7EAHAEIX i1 S A Bk ) 635, PC-
SKO ™~ /N ERUBE 8 I 2 il NLRP3 RAE 5 5 (1) 3%
5,4 GSDMD-NT B2 1k DA K LR i &0 ( LDH )
AR, AN, AW 5E ) K] PCSK9 /& ox-LDL if
NSNS R O R S B e - 3 v I
PCSK9 % 3k 1] DL ] ox-LDL 75 S 1% 5 W5 241 it 4
T, HALH S VR 08 -8 A Bax B LU FiMPT
JAT-FE A Bel-2 KA X,

5 PCSK9 #P# 5735 s BILAE T2 B9 52 0l

FHATA Lk, B4 W IR R R BE AL X A8
S PFAE T PCSKO #6351 i Il R 3K 25 , FOURIER #ff
FE TR RAE I R L I A7 20 Bk S AR A AR O I
PRI B e 27 8 O SR AT 2525
IRYTEE, A PCSKO # i 7 AT LA LDLC 7K F#AIK
£ 0. 78 mg/L(HOIEL) |, FEREARCo i 5 =44 1) JRURS: 5

Ifii ODYSSEY AfF7¢ 42 /R %t F LDLC H4k K F- 5
R FEAMTT VA RO SERS_E A PCSKO 1 571
PR I A O LGS SR B A B BRI I R AR 2
NI, PSS B WAL A M 4 B R PCSKO X
T WU B H8 3 DA RO IR B8 35 A 1Y) J 225
Wi, #£ FOURIER #f 5% B9 W 41 4 #7') ofr, 3o g
22320 4 B E EHA O NUBEBENS S0, 4% BO LR BE A
AEFIEL, 3 R O LR BE (/N T 12 S ) DLRGE
WOIBEZE (R T 12 A H) |, 723 1.0 WU FE Y i
H 1, Evolocumab 5 35 B RN YR B2 28 55 i1 XU B T
19% 1 25% ; e .0 AR BE A H2 24 77, Evolocumab
W EZERRELL S KBRS T 8% F115% ., 45
ST %2 A 0 ILRE BE 1 B % 2 00 I 45 3 1 11
B35 v, I HL 5 e 3800 IUREAE 19 H 35 A B, Evoloc-
umab X 3T HH U LA B £8 35 114 20 Xof JRU G o8 A1 g 8
WK, 1€ ODYSSEY #F 73 (1025 43 A0 e MR 3 465
3 OO UL E Y 522 B A EE , Alirocumab [
R T 8 & WUEESE XU, [F] B0 7 1 RO LR AL
(R EREAL B S RS ) 19 & AE AN T AL JILBESE (e
TR SRE KM TR ) k4, %R B as LR
¥ LDLC PR R TT 2254 T g ik 2 19 7K - DL R %
T PRSI 0 HILAE B8 2 — A 30 %) 101 87 5 -
HHET, LDLC 588 & AMI AFa e MBSl 24 i) = 22
a2 RFN AT IR IT Z 5 TR A AR K —3B
I ERETCEIR B FE AR () LDLC /K, 3F B3 hn 1 4%
UL AR WUR S ROV A4, HijA R R
BT 25 25 0 B I PCSKO 410 161 70 8 15 W 25 [ A%
AMI 17 PCI 35 LDLC 7KF, IF HOR 234 finoo 1 45
FPE AR R E BN RN

6 NEERE

PCSK9 id ik 3 hin JHF i 10 LDLR 1Y) B fife , 714
1 JIH [ BEARAS  TH & A A A, PCSK9 TE M %
BRIAIT TS BRI E 23018 T 2 e, 5K
Y55 268, PCSK9 ] DL i LDLR LAA Y Ho A AL
HlJE T SRR RE AL O WL B IRSE O A
N WU AE L R A A I o0 D) i 7™ A 50,
Bl 1 XF PCSK9 2 5.0 IUEESE Y 5 B R AT T A2
BT, XTI PCSKO 1ENEMn &M S 2
PR WULBEBE 9 A DG M 245 1 I S5 e AN & a0 —
2, 1 T ZE 2 I RISk i — 25 B PCSK9 1
R SRS AR AN . 5341, PCSK9 #11 i
FIT 2857 RO WU B8 Rl DA B B g 1) R
SEM AR N HEAT A 5T, DAE — 20 B ff AN (] 1 24
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Yy R SAZYWEA], DAFRTE 56T PCSKO 51 46 4
RRZ AN R VE L, A AT DL R T 2 G F
PCSK9 7.0 UL BE DA KU 45 55 T VA TR 5

TR BAESE & & fE
BRERE—TY K

(M AETE 2R
SREBP2IU K SERERN, B
HNF-1 o 75 WL, m/MEEE. 25
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