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Abstract

Objective: To explore the relationship between lipoprotein-associated phospholipase A2. Methods:
Selected the patients who were first suspected coronary atherosclerotic heart disease in the De-
partment of Cardiology of the affiliated Hospital of Qingdao University from November 2018 to
November 2019. Totally 227 patients were included in the study, with the standard that coronary
artery stenosis 250% or not, the patients were divided into coronary artery disease group (160
cases) and control group (67 cases) according to coronary angiography. Besides, patients in coro-
nary heart disease were divided into low score group (<20), middle score group (20 - <40) and
high score group (>40) according to Gensini score to compare the level of Lp-PLA2 in different
groups. Results: 1) Male, smoking, alcohol, decreased apoA, creatinine and Lp-PLA2 were risk fac-
tors for coronary heart disease. 2) The level of Lp-PLA2 was different among different groups (P <
0.05), except single and double branches group; 3) Multiple regression analysis showed that
Lp-PLA2 was an independent risk factor for coronary heart disease; drinking and LDL were major
influencing factors for Lp-PLA2. Conclusion: 1) Lp-PLA2 is an independent risk factor for coronary
heart disease and is positively correlated with the severity of coronary heart disease; 2) Drinking
and LDL are main influencing factors for Lp-PLA2.
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o=

HI: BFRAMRKIEE BHXBEREEAZ (Lp-PLA2) 5 OR IR R . J5vE: 1EH2018511 8 £20194FE11
A RARES 5K S M8 B O M PRME B B RS & O HAT RS Bk o B 3t 22 741,  BUEIR
FIBKER RS, KRR A 250% K B2 1E AR ORA (16051), KRBk IAS <50% 1) B 1E
FXTRA (67H). R ORHAN S NATRZH. ICORBHM=ZHRTH, F KA GensiniPEoRa O
TRABE D NERYH(S204r) TrH(20~540). BOH(>4077). HBARIARLp-PLA2KIZER. 45
1) B, B, 8. MapoAK-FREK. WIEFKLp-PLAZKFEEDHRKBRERE: 2) ARHRZEIHS
H A Lp-PLA2KFAF (P < 0.05), BT ENIRBHLRSS, FHMEBEZER(P<0.05); 3) LtEIH
SHTEIN: Lp-PLA2RE LR MO ER E R; BALDLELp-PLA2EEMKEER. £4i8: 1) Lp-PLA2
R ORIBLERER B S EOR™ERE 2IEM%; 2) KBEMLDLELp-PLA2EEMREER.
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1. 518

TEE IR 2 K 3K R A AL 4 0 JIE 75 (Coronary atherosclerotic heart disease, CAD) X R e 0o, /& S ECOMFNESE
TR B R, DRH sy B8 28 S e A T SRR B2 BB T B A T O, I AR R B et oo 1) T AR B 0
SRS, angeF X IR 8 AT el oo KU 0 2 I 068 e Lo e XU BB 3 45 T ML T Toids
Jiti, AR ORI T R IR TUE o b O 2 SR FERE AL 5] S 1) — Bl e, FARRALHIER
RNEIR, 3 R A Z BRI R EENE,  H TN SORE SR N0 e 3 B RR LA 1] [2]. 7O
fE 6 R 2 R M g 5, JCH A% I8 25 H (low density lipoprotein, LDL)YE S ik AL BEEIE 1%, 545
TR K IMLE N R, 53 JORE SOV B B P R FE SRR, DRI A 0 et Lo AT T TT ANV 97 777 S8 Bk IfiLis
o, FERMME. P /SCREEIT . Hhah, R PRl WM. S N PR B I 2 G ek O
TREVR R, SR REE I S B TTAWHR R R I, AR G0 I USRS A AL AN BE 58 4= TR0 BT A7 et IR 3 ok =42 1)
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DS, R ER 7 A AL T AR S SE R R IS 0L T A MBS 0o, BRI RATI 75 18— B IR o A
MU HAb e R 22, DUASE & VFAl el O R ARG REFR AR i B C B 2 A (hs-CRP)FI T4
i 5 S g FH T e o R AR P AT, (R T RE e AN, Ho 5 2GS Z R R I m (3], BRI AE el O
T RS VPG T BN SZBR, T . BEEREEE, Wi sems s m B s R 2 R & 7 ik IR T
&, WAREE FAHSRBE RS A2 (lipoprotein associated phospholipase A2, Lp-PLA2)&IT4F K & B 4E = E 5
FERR G, I VEREI (R AR AN K, ARG AR 50, IZ A L T I AR

Lp-PLA2 52 —# K /Ny 45 kDa B AR WG /K 81 5 5 SR T B IRl 5k, 5 22 iy B4 i 7,
TE MG DA% g 2 1 81 %5 2 iR 2 H (high density lipoprotein, HDL)JE i & &I A7 1E,
H A PR LK AR L /NG A DR 7 A, A i 44 9 L/ ISR AL 1 SR 7K Al (4] Lp-PLA2 W] LL/Kf#
SIS T2 I 2R 1 (ox-LDL) ™ A A7 5 ZUEL AR AR F s PR, 5 S Y Al I T EL B A 4 A 2 A R AL
NEWTR, —& I LAZ SRk o BT i, 5340, Lp-PLA2 i w] DL /K i b B g 0 42 e+
P E R 20 %o I8 T 40 M ) P TS BR AR, TS BUOIE R R A2 [5] [6]0 M, Lp-PLA2 7E—EFERE F AT LA
SCRCAILAE P B A5 40 9 BRI B IRAS, WEFER W], Lp-PLA2 /K-FAE 7O £ 38 W ik v T IR 0 R
A, HA5 s F RSN 5<(7] (8], HIMK Lp-PLA2 7KV~ 576 oo O ML S KU I A <[ 7] (8]
(9] (HARZ W FLERIEA— T, 75 H AR NFE R I — T 5T o, 4% G0 KR R 3 J5 R e 30 Lp-PLA2
5 a0 £ O LA A LRGP A S22 5K 2R [10]

R SEEO MR RS O Lp-PLA2 I B ATCIER O I KU 73 = AR PbR S 1], (HIREEAN ]
(R FE AR ATIANRERE AR, Lp-PLA2 556 Cofi ™ AR FE K R IR M AN 2. 74, KT Lp-PLA2
RS R R 2 e AN, A AT O Lp-PLA2 W] RESZ ML 7K PRS2 MR, Zh 4SSk W I g 57 5 10/ BRZE BT+
BAbITIRIT G M3 Lp-PLA2 JK-F RS, I pROF SR W R Al VT 2R 2503697 1) &3 L% Lp-PLA2
TEVERRAR[12] [13]. UBAL, A FUHR HRERER o BT R TUAR . B S A4 L 771 S AR 1499095 55 T 50 Lp-PLA2
WEPE4] [14] [15]0 SRRV, KT Lp-PLA2 SUMAR R D, it D IRE. AH7A LY
Lp-PLA2 570 98 RIFIRE Lp-PLA2 HIFEMAE R, 15 75 53K — Pl i) T &8 0o AU K 7 B A FEE 1)
FHATC QA B .

2. ARMNRRFT*
2.1. ARMRESE

HEHE 2018 4F 11 HZ 2019 4F 11 HLET B K5 M IR B B O A A RME BEif o7 I IR EE 12 e O 1Y) 2R
&, ABJE H—07 LA EZ& AR BRI A 256 04 N TR AR E Judkin®s ¥2:[ 16147 56K 3) ik i& 5 (coronary
angiography, CAG), & ik A 5 AF ) 5 3L 227 151 . UL CAG & hnite, el R 3 kows 28 5 7™ B AL B 2 >50%
() e O A, TR B K TC A 7 Bl ™ B AR AE <50% 1) S X IR o[RS Re CoJi 4HL 43 9 = AN TE
H: BSCRAREHR AT e PSR BIKAT — 1) 49 41, XSO 2H (3R B 9 > 2 I
s R KA ET) 56 B, = IORARMR K =X FEME SRR KL FTFAUE—EIME) 55 6. HAMRHE
Gensini PE43[ 1744 76 o3 250 AR A3 4H.(<20 43) 51 4, H 53 2H(20~<40) 36 ], =143 2H(>40 53) 73 Hil. Fr
BTN RIZEZ G A E BRI E AR RSN,

2.2. HERARE

1) SRS K R T 225, oL . DS LIRS BP0 17563 2) 21
PERBAEST AT 3) P LA VN REAR DT, VPRI 4) MEHEMRSIR RS 5) Kkt ok
SPERR: 6) U S RN
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2.3. BERRE

TS RN BEI ] PRSI ERS . MR sE . REFREUBMI). B . M. L. AB
JE BRI SR FORE, BT I 705 R FE N 24 /NS Y FECAS B I, 005 0 A IR . BFE Th
RE. MR AT, SPEIMpE. AR, HIh. Lp-PLA2 ZSEi = iabn, [T 5238 AR 24 /N PO, o0
PEEE R A . SREEATE FR KL 3 ml, £ DU ZFR(EDTA)PuE, K H BEEE P2 I b8 (ELISA) il i
Lp-PLA2, B0 LRAFSAGH I B P 4 R alm) G vt B P A

24. GHERZE

i SPSS22.0 Giit At Bl #4704, tHEGTRIDIYE + FHEE (X £5)%oR, AR Z 7
KH R85, &7 ZF AL, W7 ZASFNER AR 2 AR HBCRH ANOVA Ji 201, 28
AR H LSD-t K5 3080 Tamhane’s-T2 K46, AHIGYE 4T R FH 261 AH D¢ & 2 JCRIA 73 W o THECE0RHH 48
SRR, R 2%, AT RS ST, BLP<0.05 AZEFH G L.

3. &8
3.1. ZFERLIRELE

3.1.1. MRRASECRERELE
R L S I . IR S R SR PR s T O ZHLULET . Lp-PLA2 JKF-. Gensini $¥-4334 i T4 R
H, {H apoA /KFEXTHRAMNE, P<0.05, FIGMENZK 1.

Table 1. Comparison of basic data between control group and coronary heart disease group (x £ )

= 1. MRASEOREREMBEREIEEE(Y +5)

WiH X &2 (n = 67) L 4 (n = 160) V-4 P
FBYEW/%) 32/47.80 113/70.6 10.699 0.001
W R (1511/%) 16/23.90 69/43.20 7.467 0.006
(11 %) 16/23.90 63/39.40 4.997 0.025
apoA (mmol-L™") 14+033 131+0.27 2.288 0.023
WLET(umol-L™") 59.95 + 12.64 67.12£19.90 -2.724 0.007
Lp-PLA2 (ng'mL™") 144.63 +49.20 220.21 + 68.89 -9.318 0.000
Gensini 1£43 2.00+£2.35 41.09 £30.15 -16.283 0.000

3.1.2. FREIRAETEZHTERELE

SRV 2SS HOZATA] S5 1 o By RO S8 o bl R S ZE (P < 0.05), A BE W% 2; 2 E RN
SR AR LH By = 3955 AR A LA e i R 4H i (¢ = 3.045, P < 0.05; 1 =2.098, P < 0.05), {EHXFHRZL. XS5
AR Je = 3O AR 2 LI 7K P 30 B S AR 2 35 oK DL B I8 22 7P > 0.05) .

3.2. £IL4AIE Lp-PLA2 7K FRYELE:

AR ZR T TR I, R IR S BRSO AR . RO AR K =S Lp-PLA2 KPR ER(F =
35.087, P<0.05), Z HE IR E B30 M =SORBH LI Lp-PLA2 /K2R BH it =
(A5 HR-3.609+ —7.121. —10.780, P<0.05), H375 =32, M5 =P HINRZE R A G E
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S (t=-5.008, P<0.05; —3.046, P < 0.05), 1H A 5 07 AR 0] 1) 22 S R G824 (P > 0.05),
3 3,

Table 2. Comparison of basic data between different lesion groups (x + s )

2. FRFEEZHABNELEREE (X +s)

X (n = 67) 37 (n = 49) W (n = 56) =% (n=55) FE 2 P
JLET(umol-L™") 59.95 + 12.64 64.24+12.62 69.91 +25.40 66.85 + 18.76 3.345 0.020
Lp-PLA2 (ng'mL™") 144.63 £49.20 187.41 £71.52 217.36+61.80 252.34+59.19 35.087 0.000
Gensini 143 2.00+2.35 15.78 £13.57 42.09 +24.61 62.64 +29.00 109.199 0.000
/%) 32/47.76 31/63.27 42/75.00 40/72.73 12.419 0.006
W (151]/%) 16/23.88 19/38.78 30/53.57 20/36.36 8.610 0.035
(/%) 16/23.88 18/36.73 26/46.43 19/34.55 26.834 0.000

Table 3. Lp-PLA2 and Gensini Score in different lesions of coronary artery
#z 3. Lp-PLA2, Gensini 3 5EKREZHIX R

2 n Lp-PLA2 (ng'mL™") Gensini 1143
pupiist 67 144.63 +£49.20 2.00+2.35
L5 49 187.41 £71.52 15.78 £13.57
W3z 56 217.36 +61.80 42.09 +24.61
= 55 252.34+59.19 62.64 +29.00
F 35.087 109.199
P 0.000 0.000

AN[E] Gensini P43 4H 1] Lp-PLA2 AS[E(F=109.199, P < 0.05), W% 4. ZEKEKERPOH. mod
Lp-PLA2 /K P TR 4L 43 5N 6.508. 15.056, P < 0.05), K504, RoH5mad. ko
H 5 m o H L Lp-PLA2 /KTVIH 257 59 8-3.671. —10.278. —7.493, P < 0.05); {HXF &L 51K
H Lp-PLA2 /K V- E R G o

Table 4. Lp-PLA2 in different Gensini score groups
%=z 4. Lp-PLA2 54[F] Gensini i ¢HIB A X F

ol n Lp-PLA2 (ng'mL™")
pupiist 67 144.63 +£49.20
Koy 4 51 163.24 +61.13
oy 36 203.09 +40.06
P! 73 268.46 = 47.96
F 80.525
P 0.000
DOI: 10.12677/acm.2020.107188 1233 s PR 122 23k
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3.3. Fi&. L-pPLA2 52T EENXEH

FRME T ER: 1) B, WM. Y. I apoA K TREAK. ALEF & Lp-PLA2 7KV T 2 e Ok
fERER ER, WA 5.2) B R Lp-PLA2 Stk B kps A2 S F IEAH (P < 0.05), MR R £ 718 0.214,
0.135. 0.565, U7 6. 3) Lp-PLA2 [FIs2ma R R AWM. RN RERERE RREERRE S, Wk 7. 4) £
[FIH AT 7R Lp-PLA2 J& e Ol O faf R R (2 8), IR AR FENR 8 /2 Lp-PLA2 (=R
K2R (% 9).

Table S. Factors affecting coronary heart disease

= 5. BILRHISNaE R

A AR R P
P -0.217 0.001
A 0.181 0.006
el 0.148 0.025
apoA -0.151 0.023
WLET 0.179 0.007
Lp-PLA2 0.477 0.000

Table 6. Factors affecting the lesion of coronary artery

6. MEXHHFWER

A P P
P -0.214 0.001
A 0.135 0.043
Gensini ¥4} 0.767 0.000
Lp-PLA2 0.565 0.000
Table 7. Factors affecting Lp-PLA2
%= 7. Lp-PLA2 M2 E &
A P P
A 0.161 0.015
el 0.211 0.001
JHEL ] 0.253 0.000
LDL 0.306 0.000

Table 8. Multiple regression analysis of influencing factors of coronary heart disease

= 8. BILmEmMERNS TEES T

ebriEtl R NG ER
. t BEE
B NGRS B

P -0.111 0.07 -0.117 -1.578 0.116

A B2 0.082 0.074 0.087 1.108 0.269

A -0.086 0.077 -0.089 -1.108 0.269

apoA -0.074 0.095 —0.047 -0.781 0.435

WLEF 0.002 0.002 0.096 1.523 0.129

Lp-PLA2 0.003 0.000 0.456 7.702 0.000
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Table 9. Multilpe regression analysis of major related factors of Lp-PLA2
9. Lp-PLA2 5 ZHHXEREMZ TEVASHT

Rl B3 PRt AL »
— t wEM
B PR IR B
W AH sk 7.072 12.298 0.047 0.575 0.566
weiiEd 28.881 12.477 0.190 2.315 0.022
JIF ] e -8.100 10.225 -0.118 -0.792 0.429
LDL 35.917 12.662 0.423 2.837 0.005

4. Wig

Ik Lo A ThE SRV P9 AE TR D RER B (0 B G IR, SR SR R AR A S B0 ok ks 1 Rt s L o
PriEE EEME, SRR AR U R I R 2P SIERREY), W hs-CRP. EAEA2-6. BE)i
&R E AN B A YRR PR A A B S, XA o B B S R R s B AR B R,
RARIR B —/MEAE T 2 Fops 3 A B F2 35 [Fla 6 B Rd e bmic ), ik R bR i 7K S 1T R 2 18 e
OV R R T K P o Lp-PLA2 & TE S K HE A BESRTE Fl b Hh 28 1 200 M & j ) — Pl i 5 LDL.
HDL 254 3 N G A , FLuG V= 0016 A I RO mT A5 5 S80S IORI 6328 S B2, 3 3500 B2 T e Rt
R BE S R R DE SR FERZ O TR . FG AT WL, Lp-PLA2 A R84 S50 ik P9 5 40 [ N 5 LDL ki 48
e, Bk, Lp-PLA2 A Re/2 i A O i) — MRE R M fa bR . — TRTHEVE AR FE R B, A28l B
W, TP Lp-PLA2 50 I s RS A8 hn A5 [18], % 4h, T Lp-PLA2 MIZE2 0 MR, Lp-PLA2
T VAN o B 7K T T vy 2 B 5 Lo PR XU [19]

4.1. BRNBERER

TEE AL ) R AR 22 P R L R F B2 51, AN FAN N IR S DR FE M) 4R L IR B HR 5
SRR L v LS e REPR SR I BE. ST, B IThAE. Lp-PLA2, ZAMHGHEHT AL, Sk,
W A I apoA 7P FEAR LI A2 Lp-PLA2 7K F i a2 ek O R S s AL 2R, AH OC 5130073 7l 0.217,
0.181. 0.148. 0.151. 0.179. 0.477, WK P<0.05, HIULA W Lp-PLA2 /K- 556 O 22 i 3%
IEFHDG, MR RECN 0477, #— 02 uEHAS T RN, Lp-PLA2 &ia Ll M alk g, X—4RE
T 53 4w T 7T 45 AR 20] [21].

AT FUAR R 6 IR B k3 5% 45 S %o e AR B0 ko A A B 4 I B8 I S A SOy =N, FEAR
Gensini 25 e IR Bk AR FEE AT 0 )2 G REaR, TER. WM. Lp-PLA2 St bR 3h ik 28 3 8%
Gensini P ¥ AMHRMERI G R B 5 F5L 7), Bk, fEixZHEATAYER . BFEF Lp-PLA2 5id
RSN ALALE FEA — 5 AH KA

4.2. Lp-PLA2 5B URIXFR

FEIE TR O 5 IR IR AR SCE S AT RRZE . IR Gensini V4340 J2 5 5% HEZH 23 7 6k 26 )
Lp-PLA2 /K-FLUAL, S5 WA 1 A 3. RPN, O WigH Lp-PLA2 7K-F48 & Xy REZH B i i o
BB SSORAR A S A L, Lp-PLA2 KT R TR, P<0.05, A RIPHELE:, B
X5 XSO AR A ) 2 S R R A, AR A Z R (P < 0.05). Lp-PLA2 L 5a Bk 48 S 0
Gensini W/ EIEMAHX, Z2ENMKER, Gensini P04 & HEST 4 Lp-PLA2 /KF35 53 T+
i, (EXT IR SRS 401 Lp-PLA2 /K- 22 R o 4u it (P > 0.05), BbAk, MRA2H. Hor2H R sy 4]

DOI: 10.12677/acm.2020.107188 1235 Il A 2= 2k


https://doi.org/10.12677/acm.2020.107188

EMAM 2

P LEAL Lp-PLA2 JKFIHEZER(P < 0.05). #—HZ st A58 o tER T Lp-PLA2 228 S 8K
Gensini P2 G A 2

B — I 2k O UEE B R TR R B, Lp-PLA2 AKCPER A SO UUEEZER THE, HEL ST
Bt s SO UBTFE A T v f A B R [22] 0 BRKOR RS Ak B il R St S ik &5 B A0E 10 s 2 Alt, REAEAA 1t
T B ISP BN AT R I Lp-PLA2 TEIRFEAZ K E W 41 i ) Bl a8 7K P45 5 » AT HED Lp-PLA2 5Bk
AR A G, 1K — W A A AE 5 Sl N AR — *Fﬁﬁnﬂlﬂﬁilﬁhﬁ 23] FRE— I A EE T
W M N AR TR T Lp-PLA2 5 5 BEHAHSCHE[24] . AHR AR S9N I 7k O £ 3 B4
FEALOLSOM 115, AfawBlOgim 129§, 2k uEMEﬁE 20 1§J, P G AR B A AN R 28 2 5 oL
B Lp-PLA2 /K PAATEWEZ 7 (P < 0.05), BT SR BWIIREE S 6 0 ) BB VE NI O 4, f —
SEREFE FARRR TR AR Ve o B, (R 2R AR A B 22 B KR R A — e R R IR IR 2 Re, DA
IG5 B KA B — PR Lp-PLA2 5 RSN KSR AR A AL REHAFR 8 P TR 56 &R e

4.3. Lp-PLA2 XA %

BEAE: AIIE 5 25 SR 22 P A L IR -1 AR DR 22 T BASZ R Lp-PLA2 ZK-F[25] [26] [27], HRETHRZ M)
WEREHAE LDL /KPR RIXT Lp-PLA2 Hs2m , AR5 &I LDL M AH 2 Lp -PLA2 [F5ZMA 2
Lp-PLAZ JE R UK B e R (KRR =Y, FFLL Lp-PLA2-LDL E &K RAEAE, Bt LDL /K-

Al A5 Lp-PLA2 7K FA [28]. RSN [29]HIWF 78 &KL Lp-PLA2 5 LDL /K-FIEAMH>, 3 HE V\J%i@ﬁ
WF TR B BE G 1697 7T ARSI I Lp-PLA2 7K~F[30] [31], MITHER T Lp-PLA2 5 LDL (A% . AhiT2%
Y& —Fh HMG-CoA & JF B4, |7z T Mg 5 5 AeE O i y7,  BarT iz T Mg ﬁ%ﬂﬁ‘u
WEYT, FAERNUSNBRIM S LDL K, R EAIR . Uil & m IRy Thae, ﬁﬁ/T e@%ﬁ%ﬂi&
Lp-PLA2 7K~FHIHLHI AT g 5404 ROCK1 (Rho AHSCIME 1) (IR EA %, H EFEWME o R,
FATN R TT 25y v] Gead s 1 49 M 20 Lp-PLA2 7K°F, T llE KRR A Lp-PLA2 i"ﬁuﬂﬂmu{“ ﬁ‘ﬁFHﬂ‘ﬁﬁ%
S IEIENR AP R R o AHR TR IS 2 Je R4 T R 7s Lp-PLA2 3 EEAH G % LDL, X —45 1
WIGIE T LA BB T4 8

i R A IR 246 22 15 2 P 8O0 R R LIS, 1T e M a2 O LA I DR PE R 3R O, 1El s M
Lp-PLA2 &AM M ILHifEit. A 2ﬂ%§?3ﬁ7yif%ﬂtﬁiﬁ%ﬁ Lp-PLA2 /KA —Em[4], HAMEHTFT
75&)“ BV MK Lp-PLA2 /KF e TtEB5(33], nlRe ‘ﬁ%iﬁ%ﬂ@%bﬂn%ﬂ’]%ﬂ’ﬁﬂ%7@9%, {HIX—

WAIE G, AR T — DR R RIS Lp-PLA2 [I520T., 34h, A FOBERRER . BW. BIEEA.
mﬁf VEERE[ 151507 Lp-PLA2 A —E M, {HHEFICT LA BRI b, sz KT 5t —
SRS,

5. &t

1) PEA K Lp-PLA2 7K@ et O () F B2 R R, 2 7ol A 04 s Lp-PLA2 & ek Lo A7 6
FrlA 2. 2) 1. WM. Lp-PLA2 5ebRBNAKPI AL SCEAH G, Hd Lp-PLA2 57738 SCEUM AR RECH
0.565. 3) ZJCRIHASHT B RGHE 821 LDL J& Lp-PLA2 [ EZEMKF &,

6. TESRE

AWEFCUESE T Lp-PLA2 EWE T 6L Ao Jo RIS - 5 el AR 3 Fik s 22 SCHOA Ok I i A 22 At 7 A B
Lp -PLA2 57 IRBNIK 5 555 5%, (EIE I AW FEN B0 FEANRE AT e ih A 0 iR R X — AR,
BEEMEAEMADA R, WILTT AP EARER PR R. A5, AW TOE KIS Lp-PLA2 A 540,
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