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Application value of combined detection of serum lipoprotein-associated phospholipase A2,
homocysteine and blood lipid in diagnosis of cerebral infarction
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Abstract: Objective To investigate the correlation between serum lipoprotein-associated phospholipase A2 (LP-PLLA2) and ho-
mocysteine (Hcy) level change with cerebral infarction.and clinical value of combined detection of serum LP-PLLA2,Hcy and blood
lipid level in the diagnosis and differentiation diagnosis of cerebral infarction. Methods The serum lipoprotein-associated phospho-
lipase A2,homocysteine and blood lipid in sixty-five cases of cerebral infarction(cerebral infarction group) and contemporaneous 64
healthy persons qualified in physical examination(health control group) were selected as the research subjects. The levels of serum
LP-PLA2,TG,HDL,LDL,CHO and Hcy were detected. The differences were compared among various groups. Results The TG
and LLDL levels had no statistically significant difference between the health control group and cerebral infarction group(P>>0. 05),
but the LP-PLA2 and Hcy levels in the cerebral infarction group were higher than those in the health control group(P<C0.01),
while serum HDL and CHO levels were lower than those in the health control group(P<C0.01). Serum High Hcy and LP-PLA2
levels were the independent risk factors for cerebral infarction, however, high HDL was a protective factor for cerebral infarction. In
the combined detection, the combined detection of LP-PLLA2 and Hcy was superior to single index detection and other combined de-
tection mode. Conclusion Serum LP-PLLA2 and Hcy levels in the patients with cerebral infarction are significantly higher than those
in the health control group,indicating that it may be involved in the occurrence of cerebral infarction,and may become an early bio-
logical marker for predicting cerebral infarction occurrence. The combined detection of serum LP-PLLA2 and Hcy has highly clinical
value in the diagnosis of cerebral infarction.
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RV 50 5 e Bl 48 9 B 5 14 M 452 58 B8 5 65 il L B3 37
B, 2 28 B ARy 40~78 %, 34 (58. 5245, 88) %, & i (]
BIAE 72 h L IRRESE IS Wi AT A 1995 4R [E AR 4 i i I 4 S =
BB T 1 B AR FE 12 KT AR U 5 Y 2 B AN (9 40 22 R gk 7 sk
il CT 8¢ MRI SR 12 . HEBRARHE R IR AL AE R IR
R FEWE 2 8 A0 A B iR # B R B A AR R
PO 2 EE SRR R AR IRITIRE R P E IR R 4.
P g B 5 R AR B Y AORE S 5 5 O i e i e O A A A R
LA S o X BE 2 < Ay () B9 A VG IR e AT f BR AR 5 A 1)
R 64 5, Horp 55 33 fil. % 31 fl. AE R 42~76 &, 78
(56.6746.30) % . MNAFFE 4155 fgk e XoF H 4 4 8% M 3 & G i)
AR TG L (P>0.05), %R AT M, FRA )
SR 4R« SR AR A FE AL Bt R H T St B e B ok B 2 AR H W RS
JE KL 3~5 mL, 43 BT —20 CIRAERERL.
1.2 U855 FZAUEY : TECAN Freedom Evolyzer 42 H
Bl B S 43 BT A HE B AECHITECT 12000 4 A 8 3% 434t
05 H Az 7600 R4 B S B 3 A AL, iR AL LP-PLA2
S S0 7 ) G R T R R v A R A BRI 5 Hey &
R A2 E AR A A =B H (TG L B R E fEE (CHOY |
&% MR A (LDL) | m % B g 4 5 (CHDL) Wl 2 i1 57 & W B
HAFM G425 Ttk &4k, Fids &1 A % E A0 & (BIO-
RAD) A ],
1.3 ik
1.3.1 [ iif LP-PLAZ Kxll >R FH R HERRE /R e A B A R
OSEI LTS LP-PLA2 (ELISA ) 5 1 #6038 7 £, 1
TECAN Freedom Evolyzer 4> H 3 Bf§ BX o 7% 7 7 4L k47 LP-
PLAZ K, {25 A 7™ i Fic B R0 & 0 #5245 U8 B B2 A% 1 A
HEBRVE R RE BEAT
1.3.2 (% Hey &l R A 3€ EURESS 2 Rl 09 Hey 5 177
&N AMER: AECHITECT 12000 4 B 8l % 9% 43 57 A 347 K2
T, SO 45 4 T A i PR P A v B A R R R AT
1.3.3 g TG.CHO.LDL,HDL ¥l % H B A4 F1 %

afi 25 Tolb B =X 234 9 AR L A IR0 &, 0 H 7 7600 R4
B A Al 3 T ASCRG I, 1S e BEASCAS (R AR AR AL AR SR AT A
1.3.4 B E LR K8 bR 240 R FIA 2R 24 W) 10 5045 0 1
o= N B R B ARG 7 AT R I RE A A . &R AR Y
IEH# S %A% : CHO 3. 35~6. 50 mmol/L; HDL 0. 71~
1. 68 mmol/L; LDL 1. 81 ~ 3. 36 mmol/L; TG 0. 28 ~ 1. 80
mmol/L;Hcy 5~15 pmol/L; LP-PLA2<C175 ng/mL,

1.4 Gt A R A SPSS19. 0 8443 #4743 #r » i &
B T s FOR TR OB L BCR T ¢ A 58 T EOR R L BCR
xR 2% 2H I LU B J 22 3 AT 5 I A BE 26 T f B xR 2 4% IR
FH I LB R I 2 & Logistic [MIF 47 » R G KRy 5 B (9 4
HrR 2650, BL P<<0. 05 WEFARITH¥E L., BAERM
0995 981 41 7 o o < ARG 2 LR Logistic MIH MM i€ 2 HA W
E2EFNIRARIEATECA KD L 2 T AR DL 1 3B 2 1504 B
PE BAPEARHE . 3 WU & A 0 b 2 3T 3 33 [m) i B 4 Dy B

PR
2 5 R
2.1 JWAEFCLL S R IR LA AR AR OK P B LR A AL i

tf CHO.HDL.LDL.TG.Hcy fil LP-PLA2 7K He e, W32 1,
G4 A 45 R s I AR SE 4 5 fid e B4 ] TGLLDL 4524 &
Wit & L (P>0.05),{H LP-PLA2.Hcy. HDL #l CHO
2ZE5A gt E L (P<0.01),

2.2 Hcey HDL } LP-PLAZ 55840 ¥ 2 I &R Lo-
gistic [BIH 4387 Hey,HDL J& LP-PLA2 5 Jigi £ 58 5 5C 7 19
Z A& Logistic [8] 4 43 #7 45 £ & 2%, ORn, = 1. 10 (95% CI
1.03~1.19, P=0. 00) ,ORyp. = 0. 23(95% CI 0. 57 ~0. 63,
P=0.00),0Rppr, =1.03(95%CI 1.01~1.06,P=0.00),
3% Hey il LP-PLA2 FF & 2 I 4 5€ A9 4 57 /G B 7 (P <<
0. 01>, T IfiLii§ HDL F+ &% J2& B4 58 1) 4R 31 [} (P<<0. 01 .
2.3 HDL.Hcy 5 LP-PLAZ # I X i 8 58 1 12 W S5CR 3F fr

W 2,

1 FtE ZE A RN FR X RA RIS R K FLL & (T £ )
21 51 Hey(pmol/L) LP-PLA2(ng/mL) CHO(mmol/L) HDL(mmol/L) LDL(mmol/L) TG (mmol/L)
Jiki BEHE 4 18.34+10. 54 163.90+53. 37 3.85+0. 82 1.01+£0.19 2.2940.67 1.46+0. 66
B X B 2 11.77+2.93 125. 93444, 54 4.24+0. 66 1.56=+0.21 2.40+0. 54 1.26+0.67
P 0. 00 0. 00 0. 00 0. 00 0.33 0.10
*x2 fEtEst £& HDL . Hey 5§ LP-PLA2 (BB E B RE FAEFNE AERMNERAERH

RgE| HURREL % (/) ] R 5t BEL % (/) ] FHPEBAEL % (/] BRPEBINGEL % (n/) ] 29885
Hey 44.6(29/65) 87.5(56/64) 78.4(29/37) 60. 9(56/92) 0.32
HDL 6.2(4/65) 100. 0(64/64) 100. 0(4/4) 51.2(54/125) 0. 06
LP-PLA2 43.1(28/65) 89.1(57/64) 80.0(28/35) 60.6(57/94) 0. 32
Hey+HDL 46.2(30/65) 87.5(56/64) 78.9(30/38) 61.5(56/91) 0. 34
Hey+LP-PLA2 63.1(41/65) 78.1(50/64) 74.5(41/55) 67.6(50/74) 0. 41
HDL+ LP-PLA2 44.6(29/65) 89. 1(57/64) 80. 6(29/36) 61.3(57/93) 0. 34
Hey+HDL+ LP-PLA2 26.2(17/65) 98.4(63/64) 94.4(17/18) 56.8(63/111) 0.25
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Fi5 LDL M i%#9 LP-PLAZ2, i I, % 46 28 3F A N 5, 55 — Fh 2
F B B () 4 T 400 B B B A S S M AR T
A JEIEA B L LN LP-PLA2 K A 3 Ik ok ke A 1L BE Bk 1 85 9
TR E AR E RIS E B (ox-LDL) L 7 45 Ui B VA 1 I B 1% (ly-
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L A5 PR RZ 200 L S TR L VR v A A i 1) P B SR B AT AE
55 40 0 5 W A N W ox- DL 7F B U 40 L, 5 8 A A Ak
B L B Al R AN i IR R 3 R 4 R R I, AT DA A BE
L2 2 i v % Y 3 UL AN AR S L T o BE e AR A G 55 5
2, e 20T 0B Ik o A 1 R R A L SR O R e AT MR SR
FEIN A LP-PLA2 2 5 T gl ik o #¢ 8 1k B 08 5 19 45 A B
BT AR AR B L WA SE AL I T LP-PLA2 KV B35
T B BRA 22 5 A Ge it 2 L P<C0. 01, Hh 6T AHE
I M35 LP-PLA2 7K 1T G Jy 0000 i A8 58 (1) — A2 ) 2= 48 i
M6 PR = 7T LA PR of 4l Bl 30 590 350 st ok B e 1 B AR EE L R0 5
B A 149 250 8 JkBRE L AT LB SR SRR A 2800 I DR T T it
AT I8 AR ke ot 2 i 2 o 11 e A R

Hey J& 38 2 JIF IE & 5 A 8 20 B A0 ™ 4= 19 & i & 3k
FRY . I Hey TR nl 51 & 2 F L 9 R LA i 7% w5 Hey
AT L) 47 Y L0 8 A 30 51 R i A 9 AR D gl Tk R Ak L -
LAY RIS /AR R B 4R R A A AR I AR B O I VR R
e ZFEOMAF B . HL T R i Hey T8 51 40 i
Fhift oy F A T 1Y R K MR 2 & % 5 B0 kR AR R AL,
T A0, M Hey Fhis o] L3S it 2 A2 B4 . I % A2
A LA S Ao % 0 A P R 0 1 5 R R SO 5 LR I A T B 3
Jon I 7B ST ¥k UL 40 6 4 4 i A TR R B0 Mok oA R T AR 1) 2 A
I fig SR S AE B Bk B RE 09 DT B B R i 4 5k R
fRE . FHFFT YT i S Hey 7K - i 458 5E 1) 3k J 52 1F AH
STV AR 45 S A WA T 7 Hey 7K SF- J2 A BE 1 4 57 XU
H#E . M Hey S5MAHSEMN &L R JRA 5, W58 Hey 1R
SH A R 05 0 B3 S R & B I Hey, T LA 2>
STUSh ok o8 R T Ak 1 e A 3L DA SE 2% 90 B0 Tk S B R A 1 R R LR
S A T T B B T T B i AT B 1) R A T R — o AR .

ZF# Logistic [ 9 4 47 19 45 5 3 W . i 8 5€ 18 & 1ML 3
Hey #l LP-PLA2 7K -5 F{g@ e Xf B4, #8278 Hey F LP-PLA2
A BE 2 Bl koo AE A AL = 9 B 3R L O B Hey A& LP-PLA2
A A i A BE 1) f I R0 36 22 — . Jigi A% AE B8 3 i v LDL
TG 5 fif Fe Xy B 20 JC W |8 25 5 (P>0. 05) , $& 78 LDL F1 TG #J
RERE S5 S0 0B PR & A4 0 R & . I 4 58 BB 3 I 7
HDL B & I F g B B 4] (P<<0. 01) , 7% M35 & HDL 1 fig
SEREEFE IR B R . AR IR AT R LN CHO K7
W 5 FE T f B S B4 (P<<0. 01) , AT RE R b s % MR T Al 7T 26
Rl 251 i 45

i % HDL . Hey il LP-PLA2 3% 3 Wi 4§ 45 £ 12 Wi 1 451 5E
mH R BB VR R R B S0 A B P 0 A R R
—f& W HDL. Hey #1 LP-PLA2 # B & 3% K B 48, 7 5l &

44.6% .6. 220 F1 43. 1% , B UL, BE A 4 DU 3 A5 RN . T
A K 0 A R A e, O I AG U 1Y 46 b B 2 A AT 18 R £ A6
B 5 R R SCAE T340 T AR A B8 AR A 2R 3R L stk — 2B W 2 G
LS Oy 18) A TR TT SR AL ST B A B g B M 3R 11 T
W30 T 8 PH P SR B4, PR TR B R R A A A R AR R
R B E LT 0 S T 5L A 356 A A6 0 ) o 1
AW R L B A5 54T H . Hey, HDL #1 LP-PLA2 B I5
ZYBFE A R 0. 32,0, 06 F1 0. 32, P 7 BTG & I of Hey
B LP-PLA2 W HERGBE 22 R £, W5 18 bR BX & 42 T, LA Hey 1
LP-PLA2 W& e 9836 800 0. 41, 1fii HDL. Hey #l LP-
PLAZ A A6 0 B2 5 T 4% 53 B« BH 00000 41 {2 A0k B I IR
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