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Abstract: Objective To study the relationship between lipoprotein associated phospholipase A2 (LP-
PLA2) and age,blood glucose (GLU) ,glycosylated hemoglobin,cholesterol, triglyceride (TG) and low-densi-
ty lipoprotein cholesterol,and to explore the establishment of reference interval of LP-PLAZ2 in healthy popu-
lation and its correlation with the traditional indexes of cardiovascular vessels. Methods A total of 2 836 peo-
ple were selected from health examination population in the Ministry of Health Management of the hospital
from April to October in 2018. According to the different levels of GLU, they are divided into normal GLU
group (<{6.1 mmol/L),impaired GLU group(6.1—6.9 mmol/L),increased GLU group (>7.0 mmol/L).
According to the different levels of TG, they are divided into normal groups (<{1. 70 mmol/L) , mild-hazard
group(1l. 70— 2. 83 mmol/L),moderate and severe-hazard group (>>2.83 mmol/L). Results LP-PLA2 had
obvious differences between some age groups. GLU has no correlation with LP-PLLA2 after excluding the fac-
tors of age (P >>0. 05). LP-PLA2 showed significant differences between groups with different TG levels
(normal group,mild-hazard group, moderate and severe-hazard group) (P<C0.05),and with the increase of
TG level, LP-PLLA2 level had a declining trend. Conclusion The reference range of LP-PLLA2 at different ages
should be established in this area for better clinical application. GLLU levels in healthy people did not affect LP-
PILLA2 levels in the body. High blood lipids could inhibit the expression of LP-PLLA2.
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BB B Ui B S A0 R 7 R 55 K A = s 5 | RS B A 4 i
Ak . N TR B A 5 5 Y R A M 3R 3R 1 4 R A R
PSRN (1RANY 8 X e o NS R R 1 = e o S S R N YN T
R K

1 &ME5FE

1.1 —&¥ER PEHR 2018 4F 4—10 F 7EAS B (i e 4%
PR VEAT AR K A AL 2 836 I/E ST 4T 4, 4F i
19~91 %, 1 (49. 24+16. 3) % s Hotp B 2 004 1], &
832 i, HHAEWS AT F 19~29 & [ >29~39 & >39~49
B >49~59 % [ >59~69 % . >69 H I 6 N, FEFf
J5 BB R A 3 B (GLUD KB AR 4y 9 GLU IE
WA (<6, 1 mmol/LL), GLU 5% 1 41 (6.1~ 6.9
mmol/L) \GLU ¥4 (>>6.9 mmol/L) ; # 4 = Bt H
TG KA TR 43 4 IE # 41 (<<1. 70 mmol/L) 42 )&
& E 4 (1. 70~2. 83 mmol/L) ., o 8 JF i F 4 (2. 83

mmol/L) . HEBRN &R & 3L 55 B [l (ALT) . RI'TA &
PR R LR Bl CAST) LB (Cr) | R 2 A (BUND K il 7k
B B SR AR

1.2 (U5 RR AR5 3 A 35 U 50 = R IR
Ry mAE R 4 1 8l AR 4R 4 BT (DXC800) | % B ik
AR AT PR A 7 2R 77 19 PHOMO B FRAY . R 84 A
b | ARG = B T O VR 3 5 Wi IS I Na ot 7/ s 7 N <1
BN B 7= ) TG B BE CTC) K% B A 2 1 A [
A (LDL-C) K 3750 & 5 B A8 20 %A 0 B R A7 BR2A 7]
A7) LP-PLA2 Rl F & .

1.3 PpAcR&E ZAEEE 8~10 h, RHIFRRE
ZHEER K 3 mL 37 BP 36 KE, 3 000 r/min B0 15
min, 53 55 L7 - 4350 4 A s A e B G E TG,
TC.LDL-C.GLU, f#§ #r L & LP-PLA2, R 42 A
Sl AR I 2T 8 (40 A SO0 Bk I 2T 85 F (HbA o) .
1.4 SEit2FabsE SR SPSS17. 0 883 k14 47 %k
WAL, FFEERSAMITTERL £ R
TN WYL EL R ¢ K 50, 22 401 1) 79 7 L AR
B 4087 5 4548 #1 [0) A1 5C M 43 A7 % A Pearson 2%
PEFI M. DL P<<0.05 HESRAGIT¥E XL,

2 & R

2.1 HAFWRA 6 WA XA IR K Tl SR 6
TR S F8 bR K 22 ¥ Ge it 22 B X (P <C0. 01) , it
— 43 B & B, LP-PLA2 7K 3 B 4F % 36 K 5 5 B A
AT R R, H>69 24 5 HALKAE R 22 5 A
GiilEE N (P<<0.01), W31,

* 1 BEWRA 6 TUAXERKFLLR (2 L)

215 n  LP-PLA2(ng/mL) GLUC(mmol/L) HbAlc(%) TC(mmol/L) TG(mmol/L) LDL-C(mmol/L)
19~29 % 24 356 110443 4.90+0. 37 5.040.3 4.22+0.72 1.1140. 65 2.70+0.72
>20~39 H Ul 477 107446 4,90+0. 42 5.140.4 4.45+0. 80 1.36+0.95 2.85+0.74
>39~49 4 632 98+53 5.30+1.09 5.3%0.9 4.75+0. 86 1.65+1.25 3.05+0. 84
>49~59 Z 4 666 95+44 5.80+1. 66 5.6+1.1 4.98+0. 88 1.88+1.40 3.214+0. 84
>59~69 4 260 102443 6.10+1.85 5.941.4 5.01+£1.02 1.664+1.10 2.98+0. 94
>69 %4 445 12057 6.50+1. 81 6.1+1.3 4.58+0.97 1.4340.93 2.64+0.83

F 18. 25 101. 45 93.51 50.79 27.45 36.48

P <0. 01 <0. 01 <0. 01 <0.01 <0.01 <0. 01

2.2 AJE GLU 7K 41 4% 5 A 56 38 A5 /K OF He 4

GLU IEH 4 M GLU 24 LP-PLA2 /K51 &8 &
T GLU M4, 2 5 WA S it 5 2 X (P<0.05);
GLU IE# %4 HbAlc, TC, TG, LDL-C /K F # K F
GLU Z#H Ml GLU #f mdl, ZR B HSIT#E X
(P<<0.05), W3k 2, #—2 o &AM.GLU IEHH
SHAWMAFERAHEHNEZER = —19. 24, P<
0.0, i FAER X LP-PLA2 B 5% W & B 1, Jr LU
o7 HEBR AF 84 2 B 52 . A BIE 5T 6 AS [R] A i 4N
LP-PLA2 /K 47 B0 53 A7, 1T 39 % LR A BE

GLU A 5 6. GLU ¥ & AUH 2 ), BT LG
T8 e, XF 39 %L E AR AT I dl )G &
BLLP-PLA2 KF-7E 69 & DL N A2 GLU K-
s m, H 69 %l EHERFARITFE L (P <
0.05), H GLU IE# 20 GLU Z#i4H LP-PLA2 /KF
ST GLU W&, L3,

2.3 TG AFIKFH&TIEARK T BRBRE
fEEAS P EELAEFARTFR2ZR LRI FE X
(P=0.263) . HY HIEHHERARIT¥EX(P<
0.05), Lg% %A GLU S Mo fe %, A
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B I AS 58 252 LP-PLA2 K, — & 2 40 %,
TG ARIKFE4 4 LP-PLA2.GLU.HbAlc,ALT.

AST /KB, EFWESH T2 X (P<<0.05), L
# 4,

x®2 AE GLU K FHETBEXIBRAKELLE (2 £5)

2190 n LP-PLA2(ng/ml.) HbA1c(%) TC(mmol/L) TG(mmol/L) LDL-C(mmol/L)
GLUIE®4AH 2364 101442 5.24:0.5 4.6540.87 1.45%1.01 2.9320. 81
GLU zZ#i4l 205 101442 5.840.9 4.984+0.97 1.97+1.33 3.1540. 87
GLU 4 p5 4l 267 95442 7.6+51.9 4.8341.10 2.2541.75 2.9841.06
F 2.58 1114.00 15. 40 74.66 6.78
P 0.08 <0.01 <0.01 <0.01 0.01
%3 BEWMAARE GLU KFEE LP-PLA2 /K FELLE (> +5,ng/mL)
LP-PLA2
2190 n F P
GLU IEW 4 GLU sZ#d GLU 1454
>39~49 %4 632 95441 96451 80444 1.85 0.15
>49~59 %4 666 93440 89438 94443 0.378 0. 68
>59~69 % 4 260 102438 96435 95443 0.769 0.47
=69 %4 445 119446 117445 100443 7.58 0.01
F 4 TG AEKFHEDIERLE (2 £5)
4 51 n  LP-PLA2(ng/mL) GLU(mmol/L) HbAlc(%) ALT(U/L) AST(U/L) GRIED)
1E 4 1960 107442 5.441.2 5.440.9 23417 2349 48+17
REfaHEA 593 92441 5.841.7 5.6+£1.3 31417 26411 50415
hEELEA 283 82437 6.4+2.1 5.941.5 35419 28411 52412
F 35.59 53.15 21.49 86. 64 51.16 6.77
P <<0. 001 <<0. 001 0. 001 <<0. 001 <<0. 00 0.01
2.4 LP-PLA2 5% ZHM Mo LP-PLA2 5 LP-PLA2 B AA5R A Al 37 5.0 1 5 55 0 100 K1+,

GLU ByAHICM: 22, 1 5 AR 2 59 A X (r=—0. 2).,
3 i+ i

LP-PLA2 2 W g il 68 5 % h i W R 2 — ,
FR R L /N AR IS A IR T 20 B K i Tl L 358 i A N R R
() L 200 J6 LT 40 i R A R 40 i 4 0 I 32 AR IE A
PP, NARTE R P i LP-PLA2 L5 5 8 1 WUkL 45
AR AAE, b 2/3 5B EREALSA.1/35
HEEREA MRS EREALSAYY. ERERA
LP-PLA2 433X 1 A= W 2% R %, BT LA BB 85 K i 4501k
0% B2 R 2R 1 3 203 ok o0 B 1 b 35 487 7 A R Y
It 5Pk B i 5 S A0 R I 1R 4 K A 77 4 s 5 | RS A A
Mafatl . P9 B2 T RE BE A5, 15 5 P B 4 il 2% 3K 11 40 i
Sl ES RN 1A T e e o N v R 1 S o N S R YN 7]
FECR MR KA.

AXF F A% G2 R MR 38 bR, C R & (CRP) |
FIEE A 2 (L) #8 C B & 11 (hs-CRP) | LP-
PLA2 RS &, s R Rk, A4 1.
LP-PLA2 7EPFAf O WLAE 58 XUBS 15 He hs-CRP 8 H A5
ST WA . 3 EIG IR P9 43 2= s AEFE m T A

5 hs-CRP A HFEA/EH . SR, LP-PLA2 X il 4 % P
S B RS BE 58 hs-CRP W i . HOAS 32 0 ik 55 R &R 1
SRS JOSHI %5 i 9% % B, hs-CRP J2: i Il 3 Jik
oF A B A | S L 1 A A g — T AR R R AR AR, 1 T
H 2 F TAEERE i1 22 (ROC | k) Fil Pearson 43 #7
I PR WF 58 3IE B . hs-CRP, LP-PLA2, 1L-6 7£ i i &
4 B Jok o5 FF B Ak 1 i A BE R T . LP-PLA2 il
I 8 2 100/ S R A R BB 0. 850, ¢ 55 BE Ol 0. 286,
BT hs-CRP Ml 1L-6, 4 =& th st

ARWFFE R AN LP-PLA2 /K45 77 A= 51
TEHR 43 A ¥4 Bt LP-PLA2 /K17 76 W I8 22 %, LP-
PLA2 /K2 SR ARG TH s iy a5, LA =>69 2 41
LP-PLA2 /K5 5 3R 3k . Ul B Bl 4 4F % 35 1<, il 8 %
P SN TG BR L B2 S e A LA O R BE B 95 L T
T AR G 1 0 R

W PR A o T 95 T8 R I A 2 b %) ik ST A B TR
R, Bt 250 PR o e I E R, 2 8 T B A S0 G I 5
FF R AE WK Bh ok ks B G Ak | AR T LT T B ik ok B
WAL BEHIE Y . FEARFSE GLU 5 LP-PLA2 /K
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S [ AH P S BT & B A R RS CHE GLU K5
LP-PLA2 /K AAFAER M H 69 2 Ll | GLU #4
R NRE LP-PLA2 K VB B AL F GLU 1E# 4 K&
GLU =z 4l , H R R Al 68 2 = i AN BEDLAE A 2R iR .
BRI A 0 J 1 2 Ty R S I W 4 M A AR B 4T S A B4
W LP-PLA2 DjREAR K KUk 55 » 1k i GLU 7K -1 &5 1
LP-PLA2 /KRR — A RIS .

55 B IS 2 48 0l A K S i , AT B T — s
A A B 0 . T Bl ok ok R B AR RSO L R
JR 48 A0 ARHESE & B L BE 20 LP-PLA2 /K7
A BB RZ N A OE R AL R R S A RN b R e E Al
ZIE A 25, 0 HBEE TG K ¥ 1 &, LP-
PLA2 K FETRE@EH . ATREIEN . (DTG KFE&T
o LP-PLA2 M2 5 (2) TG 2 B#AK E W5 20 A A1 bk & 40
LA 853 i LP-PLA2; (3) TG 4§ i 4 E A it 1Y 36
KW LP-PLA2 A& Ao b, TR B AR A 58 38
K. TG AFEIKFH ALT K AST KV 7715 W] B
225 HOKF-HE A TG K734 & i 18 5, i o vl B A7
T 20 0 27 35418 00 . I B 1 SR A% B 1 0 i AE 0
W PR 2R, H K T 186 w8 2 398 O I 5 0 A A 1 XU
CRSEURET N N [ S S A I =S D DR R T e
S8 I A S HE L T 1 BT ) BB A7 461

MZLLP-PLA2 fE R M RN FEHAE LXK
B R 732 AT AR AR F 5% & 30 L oK OF- £F 78 4F i 22
St E AR BE S 5 ][R 7 £ N B
F1,GLU /K¥ 5 LP-PLA2 /K 22 8] JC B & A4H 56 1,
{EFE A P B RE 5T b e 0 B IR PR s i, H: LP-
PLA2 7KW 58 75 T % B 41 S ek s 41 . A i oty
B AR A IEE Lo 8 A By R 3 LK T 18 e £ 1Y db 38
I 58 975 & A A XU L gt A A6 B I T 5 v
B KOE TG AN 2 38 15 O I 38 92 95 1 ST A8 6 PR 36
LP-PLA2 7K, # 5. & K TG & B A% LP-PLA2
FE IR P Y 26 38 7KL X 5 X1 RSN B 5T R A
5 L JE R A Rtk — 2T .

4 £ it

AN ST K B L 45 AF 6 BE A TE LP-PLA2 Rk K
A —B, T BT A R AF 1% B 1) 2 25 X ] 5 B8 R
B R A IO B LA % B LP-PLA2 /K F B B AIK
T GLU IE# A = 100 B /K SF 7T B8 Sl LP-PLA2
By F B 7K,
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