Advances in Clinical Medicine IfiJREE2253 &, 2021, 11(11), 5112-5118 Hans X3
Published Online November 2021 in Hans. http://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2021.1111754

EHRIER MREHILp-PLA2K)

Kok F R
&2 KA R LR, BRI S22

&

&

Weks Hi: 20214F10H 15H; FHER: 20214F11 H11H; KA HBE: 20214811 18H

W =

BNk FREREAL, K R RO MBS (CVD) I Bt R VE B R R R ASE R B m 5w . T8 BB
JEE§A2 (lipoprotein associated phospholipase A2, Lp-PLA2)R—F351 B MAs I A=W ir B4, ST IE
RIS BRAEREA B SRR R . AR CEX Lp-PLA2RIB Fo it R #AT T /3 Hr 4 .

e A

RIERS, Lp-PLA2, BFHR#HE

Research Progress of Lp-PLA2: A Marker of
Systemic Inflammatory Response

Zhen Zhang, Fei Li

Department of Cardiology, Affiliated Hospital of Yan’an University, Yan’an Shaanxi

Received: Oct. 15", 2021; accepted: Nov. 11", 2021; published: Nov. 18", 2021

Abstract

Atherosclerosis and its manifestation, cardiovascular disease (CVD), remain the leading cause of
morbidity and mortality in the world. Lp-pla2 (IP-PLA2) is a novel and unique biomarker with
high specificity for vascular inflammation and atherosclerosis. This article reviews the research
progress of LP-PLA2.
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1. ik

HLAE 1980 4F Farr [1]55 5 YCIE S L2 P AFEE— PP, v] LA AUEAL AR R R PAF ¥ sn-2 B K A,
MR G5 A PEPE, FF BT DA 22 008 T B 400 75 2 2 ) o B S A o 44 A9 I/ ARG A TR 2L Tk
IK MR BEFEL PAF-AH (EC3.1.1.47), N TEK/NK 45.4 kDa 4R EE, J&8T PLA2 I VIA Wk, K
VR T IE MVRAHR (G PR/ E R A T SR . AEORZEAR. If/MR) . LB I 32 245 SR
FERRE S, DMaddam%EREATEmOEMSETE < 20%). M3 PAF-AH 5 HAl PLA2 A
[, PAF-AH 557 /EH TIRMBENR sn-2 10 B FEHESE(Cn < 6). T PAF-AH fAEfE R I H B fETE A2 [I4F
Pk, JFEd 5 LDL M1 HDL 45 &7E M th &3, PAF-AH ti Tew Z5[2]#% 4 Lp-PLA2. F& T Lp-PLA2
BA PAF-AH Wi YEZ A1, NI E R 1 (PONL). SRE% G — NE[E R IE 5L 4% A2 BE(LCAT) 3R 3 tH PAF-AH
FETENE, SRR AT BE O fE Ak s Pt

2. Lp-PLA2 5EhEkEHBEL

Lp-PLA2 #HiFl, RIEHR R GeH 73 (1) Lp-PLA2 FNB) KRR AL BEH N 43 WA 1 Lp-PLA2. Lp-PLA2
T E BN B e ) E R A S NI R G, IEER NI Lp-PLA2 [3] [4]. A4
b, 4rUAK) Lp-PLA2 £ LDL 1) ApoB #4454, 344 LDL /K AR RV I A AR (Lyso-PC) A1 4E A= Y
SR o 1 E SRR FERE AL BEER 7, Lp-PLA2 K5 oxLDL 7K fif & Lyso-PC Fl4E (kB 1k /i 7 BR (oXNEFAS) [5]
Lp-PLA2 S WIHE N e —F = HUsh Bk FERE AL [ . Lp-PLA2 i I A 2t CLATEA R 1) sh s 2
HEAT T IR 25—/ Md Sk Lp-PLAZ [t & A H BB 78 /2 B Tjoelker 55 7E 1995 4F 14T [1)[6] - )5 , Morgan
A s, S0, 7RO NI FR RS I b, S A Lp-PLAZ2 Jib 7 E4EM0IR I, ek
AT OHIRBET]. FEEIRE A - RE A E SR M/NREEE R, A Lp-PLA2 (iR 2 58 R R kD> 17 E
IR RS R PR AR [8]e AR, BR T PR AR DBl IR AR RE AL [IEAE 41, AR 11 PR Y BBl ) K A
FA—HERY], Lp-PLA2 M S 530 BkBEAL 16 R AL Rk, i EL 5 B SR s 200 1 5 A (0 R A AT K
B, EEAEEE - TR A E sk Z /NRBR 855 Lp-PLA2 FRIA W] B35 0408 R B, FRFHIEBES
TER[9]. 72 A BE PRI A 2 RS ohy, 4] Lp-PLAZ & 1tk vl A R I st AR 2 bk A2 3k e [10]. 7E
Woscops [11]JIgARIRE: H1, ZREH Lp-PLA2 F Bl 2w L (CHD) ) —AMER R &R, X imZER
Lp-PLA2 X Bk #EAAL A2 F CV XU PEAL BT 5200

3. Lp-PLA2 EEZEMHFEOH

Lp-PLA2 (3 P4 705 B 7E A [ Bk 2 (B AN R, T A2 T 6p21-pl2 Jetafhk (1) Lp-PLA2 gwhdJL A
(PLA2GT)[AE 2 RBUX —INE I FE R K. phsh, WFE KT PLA2GT AL 2 & 1 (SNP) B 5T
FW, ASEFP A AL AR S AR 2 T e 78 Ak S [12] [13] [14]. Biltn, 76 Fp [E 3% AN B R B V2T9F
A2 5 (PLA2GT. rs16874954)F1 CVD X [FIAFTE 2 35 ORI, RIAFE WA HE [ F (#5738 n 7 0 i 3
PR [15], iX5 Yamada [16]F1 Shimokata [1713k3E i H A NBE—5. SR, TEHRE AR+, V279F
BRGET AT SR 45 F[18]. Ninio EFI[F S RIE T A379V A (PLA2G7, rs1051931), F
PN IR A BRI, 38 Lp-PLA2 ThfeckAs, MG ssbush MO FEREAL/E FH[19]. A2, 7£
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Liu Fl[R ST R FE P [20], 45 SRR M U7 G . AT RN, 7EH E SRR N, A379V B R 5
Lp-PLA2 i PRI e 1R 20 ik o A A58 Ak 1) P B AR R 35 A O . fils, —DUELEE 12 T 7R 2548 A iR
[21], FERRIM M SE I NBEF, 78 7 4> SNPs H1, A379V 4853 5 Lp-PLA2 35 PE et i om, SR1M, PLA2G7
A 50 MU R bR B RS K O R AL BRE o 2 T 2 3 ARG . R IRATTT R, AR 5T
Z A X e s ST RE 2 /b Ay AR T LR AL . Eok, XERMIRM B E R Ik, AT
ZARE W RFRE A S B AT Lk, Bk, SAHE 1 PLA2GT 28 5 M G4 S nT BEAH MM . 26
=, WFRXTRIE PLA2GT B RAEMAFWE TR FHESNIRRA. REHEFERARENE, B
PLA2G7 7 B LA a8 4578 5 th i) REZIA Lp-PLAZ % T BR B . Lp-PLA2 #A A Sk ALt fh —
B I R AR B . BMEEXTE G fa R R R AT 2 B R M5, Lp-PLA2 /K P Et 50
EHEERSINE I, HAT, ERAEIT/AE 1 (ATP NDFEET, Lp-PLA2 CEIFE NP A&k
CV KU i 4% G5 e 6 DX 22 i 4l B IR 2% . )R darapladib (556325 Lp-PLA2 0 751) A B B W5 150 K A 11
WG RIS 0 £ A S FHAE M R SR, (H Lp-PLA2 FIWT T MR & b . 78— TG 3 46 w11 56 T 9T
ORI, Lp-PLA2 /K-F i TR GRS, FoKST B I s i s, ] R I 7K ST 6 s 23 ok s A 1
A DRSS 1 K e PR 20 ks A 7™ B A G, FF A DAV AT 5 R [22]. BE 5 N H 2, Bl i PR A PR AT
WA, Lp-PLA2 X3 b PR Ip < Biheg B — 2 A 5w o AR I MR 7 20R . X —iF s £,
Lp-PLA2 /& —NATSERIAEIAREY), AN O MU B I AR fa R R 25, HIX — W s A7 A7 iE 52 [23]
KT Lp-PLA2 IR FLIRTE 4R 4.

4. Lp-PLA2 5¥ERRH N E R

W PRI B L3 A8 (0 AT 5 22 7 TR 3R 0%, 30 J LA SR F0 R I AE S S 98 P DR - PE W JR
TR R 78 1D A A R e R oy V8 T 2 £ € DR 2 FR W JRO03 J8 5 I R A ) R B 7 BT 5 R f — 4
PRI HERTAS, DR AR MR AR SRR I 40 Ay AR 14 25 13 PR o3 P4 R 19X 3 2 (NP DIR) 184 A 14 3 B 400 ) i
J9545 (PDR) . NPDR i H Jic 2 B AL FE A X 8 ik 475K . SOl 998 . IR Z A2 I . BEEIS L MR BT 45,
P If — MR B A RIAR I3 A o AR I B2 28T, 5 BB i, 7K i R A F 35 BRI
MG N, 2 BURERHE & PDR BB ATLE Sk 900 OB, 9 e N5 4 PR3 Je 6 138 5 ARE
MR KORBEA EVIRAR, TE 2 BUNERIGH AR UL AR, J9RE SN A& 4>k PDR BIF (1 34 i [24]
[25] [26]. B HI—WERAT G AW TR B, B FRG PDR S B Lp-PLA2 F3FE P v T e AN A B fR
Jii NPDR 3% . ItAl, Lp-PLA2 (1355 DR 1/ B FE A OC[27]. # PRI & I B WEE s WLk 2t
ML, HEEEEE C R4, FAAREL ARREREREM T R KRR, RO RN —EER, RE R
A5 RAVREAGR, A LDL %4y OX-LDL, &3 vl B0 00 A5 P B AP . B0 DR B JUE5 A i FR v
BN R L —, WARIRREE FESNZ —. SRR FEED, Lp-PLA2 /K58 R
B, FEE2SIFA LI, & Lp-PLA2 /KF-5 DKD RIEMIE, SRR E IR GRINER, 5
T2DM 34 B B LI 1 & AR AR AT 5%, Al Lp-PLA2 7K P B4 s 1B B 10 5 30332 Wi 7 34
Tk . [FRE, EAX[291MIAF AL R, Lp-PLA2 25 A& AWLEF oL ek 26, HEE T2DM 1R
993 5 05 ()30 i S &S . Lp-PLA2 T RES 5 PR B0 () R A R AR, RTI . i2 W IR T R
PRI RPEART B . KBTS A [30]/BF AL RIAE IR R, Lp-PLA2 Fl Cys-C 7K F-¥4m] s b bR ' I
AR . Lp-PLA2 TEME PRI B I 1A B Rt v, 2 5 S0 PR B s i A7 fE R PR 2R o Lp-PLA2
H1 Cys-C WA ar I m 2 bl R B s 12 e, D SIS ORE PR B IR S A8 0705 o R A2 SE
HE R TCFH RORE B 38 AU FRAAAS 1 Lp-PLA2. 457, BEIRIE & B H 1 Lp-PLA2 /K-F I & & T Hi IR
S A I AT BB A (g FE AR (P < 0.05) [31].

DOI: 10.12677/acm.2021.1111754 5114 I IR = =23t e


https://doi.org/10.12677/acm.2021.1111754

Wik, FK

5. Lp-PLA2 5phiE

Lp-PLA2 7E1R 2 Fh g i ik i 2k & B R AT . SUbIERS, FOSRIET-FLIR. W55 )
JER MR, BAEREN KRR AR A PLA2GT (& &2 BT [32]. £ Stafforini
EE ISR T Lp-PLA2 ik [ ThREAR AAH I 1 — L8 A= )2 308 o 85 Lp-PLA2 Hf1 4 i g )
WY, KILT BRI RES S T MRR AR RV 2 5T, MR ARG . T, RE. BRI
F%[33]. Vainioet Z5[34] &K Bl PLA2GT £ 2 Hulli PR 5 71 o rh ik & 8B T er, IF 5 ERG ik & IEA < (r
=0.66, P <.001), ERG IX ik (Kl i BE7E /i 41 s (1 A6 R Ji dok Ry ek o 2 Ay £ o b — 20 1) S IO F FEIF 52
I HH] PLA2GT ZRIE R I T Lp-PLA2 ZER #1 i 4i M v B Hsb 5« (R T MBUE AR, JF Ham
il PLA2GT TG AR YT S 250 e FAT Wip [ A i A5UR [35] . 2 Ah Xu &2 [36]1E S, 7E PLA2GT #
B ApeMin/+/NER T 5L AT DA B 45 i e Rg 1R AR 2 B T B R AR B o X e SIS B AR S
Lp-PLA2 £ 45 Mg e A= rhole DRERAE i s i #0) Lp-PLAZ W] 82 — Bl it i T iR v o7 B
T R T B 2 (M N Lp-PLA2 759 A3 i AR (1 FHHEAT IR NI B iR

6. Lp-PLA2 5 E bR

BT Lp-PLA2 XG0 MV B sz 4k, HoAE PR g8 B T LA CVD AFF RE IS R B
BT TR, Lp-PLA2 & —PhisfE 018 1L B IE o3 & 5 20030 Jik o8 A s Ak B2 7 TS A2 W A= Wb E 4
[37]. Lp-PLA2 & 540 T IR h B4k b7 ZE 5 (ASO) & AL G e R 25, LB H 3wk B2 (T h s, B sk
T Ak I E AOREFEINEE,  If13% Lp-PLA2 o] {E NiFfl ASO () E G MR FR[38]. Lp-PLA2 /KP4 HIV &
AR R R, LR T P R S B R T B A R IR T S E— 2P i [39]. k4, Lp-PLA2
5 HIV #5¢ CVD H)— 28 fE R AR, Wnsish ik s o I 5L RE (CIMT) 1 CAC219. ek, X 2F i i
BT PR FRAIK Lp-PLA2 /KT, AT e 3804 & 2R IR 1 T i, BA nT BERFAIK CVD KR 1 KUK [40] [41].
WAL, FERATIR AT FEHIESE, L3R Lp-PLAZ 7K1 5 AR IPRS 11 5 7 14 7 (NAFLD) Z [A] A7 £E TEAH S A 17
FIE, 1M Lp-PLA2 LT R332 % %52 NAFLD [V R ARk [42] [43]. XFFRELP00, a0 Rett £540E
A1 FE T 2 B hS (ASDs) 5 fid BExt IR AR EL, Lp-PLA2 105 ASDs i & 2 E M AHE, MM E N
— M IS bR B, T 50012 Wi [44] . 75 B BH 2 P HE AR I 2 452 (OSA) R Ik 25 v, Lp-PLA2
KT BT i o] B 206t P R s dE P P A R R, T OSA VAYT i 1 B se e tE s Tk, IR, I Lp-PLA2
TEPEACE AT BE A IEREEL OSA FE7E R, Sk AE AL AN IS Th e B g 1)) LEE SR AL — AN T SE I B ks A AL
S AR P [45]. ZeBi, M3 Lp-PLA2 IS PEIEPUBERE LA B vp E 2R FIRIRAS, $9K% Lp-PLA2
AR B ISR G Ak 2 I FE R 28 0 IR 7 [46] o 7E — TR KGO 28 (RA) B PAFI B T, JEZR Lp-PLA2
JoR 5 5 T R PR R PR S0 ko R R A (L8 S 2 R B U B () IMT AL A 59 5K) i 35 A0 O [47]- i
A, — DT E RN A A 5E 0 58 12K Lp-PLAZ PR A0 55 15 2 2 KR (AAA) KAz KRS 7 S5 35 A %
[48]. Lp-PLA2 AT LLAE A3l ik = 4 AR T B8, 15 R A0 1) e A= B 1 1 B R P AH 5 [49] [50]
Lp-PLA2 5ix e 2 6] (1) 3 Le 5¢ RAH kMG R I, SR TTE 75 B2k — 0 (O R BE PR N T AR I Al GG

7. B&

Pk, FT HATER AR AR, Lp-PLA2 P2 — M i E A be 54, W DASE A
MR h . T CV KIS . S INeE T TR, (HRZHUERE AR AR CV KUK, Lp-PLA2
A DLIR G 2 R BERFIPPAS RSk CV UK. b4k, Lp-PLAZ 5.0 ML DA IR AH S 12 4 AT
KIL, ERE IR RMMESER N RAEEHRER
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