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#EIEEH (ox-LDL) RS ALBER , 4 g RAR R
Yy, ANA M BN BRAR FI AL B BRI IR , #E T 7= A &5
FREEI KRR RE AL A BT, (038 P 52 40 MR T N 2
TR E , RIR N T N =, Xk
W 55 RT SE L S T A S A M — 207 A B ALY
W AERELREIE

DOL:10. 3760/ cma. j. issn. 0253-3758. 2015. 10. 002
B EEE K — ,FEmail; dayi. hu@ medmail. com. cn

PRSI W 3F By Lp-PLA2 £ B 5 H &
JEEH (Apo) B B EHS &, KMEXIEEH
(IDL) 5 80% , KA L& #FEIE&EH (HDL) 8 &
Ha[Lp(a)] MiRIK%EKEA (VLDL) 540,
SRR B R B E P, Lp-PLA2 K F 5
LDL 4040 KPR IE AR,

— Lp-PLA2 il FRAG I

(—) Lp-PLA2 {3 J7 ¥

A W A2 M YE (%) Lp-PLA2 7&K B B W
Py 2 R B Lp-PLA2 7K, Iifs bR b ¥ 32 04 5 1 75
Lp-PLA2 JFi &, H AT E A T (LI BRAS 4 FH 49 75 5
IR & EEWE R E IR E FE R
R G (ELISA ) |, g LA L5 B R4yt i
RFE, RABRIER B R RS EE U
I ANE, ER LT, BB B E AR, HIER
TR B , W R AR R K

Lp-PLA2 32 A AR S AR /N, B AR 32 4K A7 B0 A8
FHEIESRIR N, bR A R & B LR [ € AR AL
HfE], T 25, (H %8 BT 2 h J ek 40 R B i B
Lp-PLA2 fs M HE AR HZ W Z R — 4
(EDTA-K, ) P& AR 4 P1EE I 3K 2 M 7T,
A R 4B i 3 (V) I ReH I, AR A
2C~8CHA[fRFF 1 &, -20 CAI -7 3 1~ H,
-70 CRI{RAER R K (BRI, /IR 2 (R 77
54,

(Z)Lp-PLA2 &% X [H]
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= /PR ST ST 47 Lp-PLA2 7K <175 pg/L
HIEE, W > 175 pg/L 4875 .0 & 18 XK
st

( =) Lp-PLA2 5509 BT IESR
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%) WHS B35 ! % 31 Lp-PLA2 /K¢ 5 LDL-C #1%
(r=0.51)  EZHMELRBITERM. KIEHM
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B4k, Lp-PLA2 7K -3 ] T 2 v 52 % 1 UG
S peBuh e h & A4 5 Lp-PLA2 /K 2RI FEAK, B
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I}, 3h Bk SRR A 25 AR 5% 1 25 vh AN TIA & & AU
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FIFME R R I, AT R Lp-PLA2 DUt — 2B 3Ffl R
et M B HI R . (2) B EEZATT YA T B AH
BRSP4 1 B 37 ) JR 3, Lp-PLA2 JK P AT 4 85 0 I
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