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ABSTRACT

Aim This study evaluated the relation between au-
toantibody against oxidized low density lipoprotein
(ox-LDL) and serum lipids in patients with coronary
heart disease (CHD).

Methods The titre of autoantibodies aganist ox-
LDL and lipid levels in samples of 92 CHD and 105
healthy controls were measured using the enzyme-
linked immunosorbent assay techinque.

Results The experiment showed that patients with
CHD had significant higher levels of autoantibodies
than control subjects in regard to anti-ox-LDL IgG (0.
4540.13 versus 0. 35%0. 09, P<{0.01), and the posi-
tive rate of autoantibodies was predominant in the sub-
jects with hypertriglyceridemia. hypercholesterolemia,
higher LDL cholesterol, and elderly people (Z245), the
differences were significant. The titre of autoanti-
bodies against ox-LDL was correlated with toral

cholesterol (TC) and triglycerides (TG), Their corre-

lation coefficients were 0. 360 and 0. 408, these were
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also significantly different.
Conclusions The presence and increase in autoanti-
bodies titers in patients with CHD could be considered
a reliable sign of an increased LDL oxidation in vivo,
and the titre of autoantibodies could be influenced by
the degree of hypercholesterolemia or other factors
which influence lipid peroxidation.
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kP RNYLDL O FIR keI A2F, 4517 R gk
FHEMAR, SRR, A CHE 2K LY LDL
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ZEXFALRYLDL 6 4R AhfAEES TFTEFH:45 8
UEHRBEEZFASYRTH AL RKFELSH D
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1 XRFFE
1.1 XMREIE

WREWHO R CHLHARE, REFRIEHR KFH
BE _ERAAMNTE-ARERALHA K EH
RH.EPEHATH. LB HLH,FHER 4.4 5
HBAHIGCHREGERF(BRBACELER S
REXBAERFEE). RRASH L FFLBER T,
Eem#kAFRAURATEMLRE ILDL B S5 BN E.
1.2 REEEEONS>EREL

REFEAG LY (v 0.01% EDTA HLE14), B
KBr H2FERE ABEELESE S LDLURARK
BRHREREREZHLEE. HI7/5 H LDL UL Folin-
Lowry's 2R AR EARLEQ. 74 g/L),. BER S
pmol/L CuSO, ##f 24 h B, UH R ELL LB K N #
(TBARS) I 1% 14 £t fs & (LPO)Y &3k & 4 87 mg/L.
1.3 SHBRKEEREOBSNGESEEDN

B 20 mg/L Cu’*-4 1 & LDL 100 uL & % F 96
FLEBL4CEH L 0.05% Tween-PBS ik # 3 #;r
Mmi#(:10) 100 uL,37CHEF2h T 4CHK, B L&
FAIEB;MHARAALZRE B (1 : 1000 Sigma) 100
pL37C 1h, 3B ;EmERAE AW ERHRICHF
FE S FRESG A : 1000 Sigma) 100 pL 37°C 1 h, &
% 3 i hr JE M 48 % = B (OPD)37°C30 min: & /& UL 2
mol/L H,SO, # it K i . Al 8B4 ® X (DG3022) # #
K490 nm THERSI\BEAAXLTEME. U PBS BH KT
mhEAMB.URAFS C-E4E LDL LXK
WE et B,
1.4 MmIgAIE

o 7% % JB B ¥ (total cholesterol, TC)#r # i = B
(triglyceride, T4 BE A B2z M . A EEKE O E
H #% (high density lipoprotein cholesterol, HDLC) /# 8
BB -HIAE. BECE KEFEEHEEBE (ow
density lipoprotein cholesterol, LDLC) ] #1 Friede-
wald 2 X #H.
1.5 #itFHE

K F SPSS3.0%KHUAMABCH AN B OFEE
% LDL B % #i#k.TC.TG.LDLC # HDLC # 47 ¢
HR.EMAELDL 8 #HG UM EE M EANODE
r+2s LR, N FE£# . TG.LDLC & TC %
T HEARBNEEERTETRR, #HRMAE LDL
HHEE5 TR TC. TG fTHx K4 %,

2 &R
2.1 mMIESEERER

M F& 1(Table 1) A L, &L A ME TC.
TGMLDLC EBYME TN RA. HEREHX
BF(P<0.01,P<0.001),

Table 1. Serum lipoprotein levels in patients and con-
trol subjects (x+s, mol/L).

Groups n gL LDLC HDLC TG

Control 105 4.491+1.1 2.144+0.% 2.08%£1.0 1.29%0.7

CHD 92 5.08+1.4b 2.6341.1b 2.0940.9 1.78+1.4a

a; P<0.0l, b P<0.001, compared with control group.

2.2 BMHERBREREEOBSNAATER
M 2(Table 2) 7] I, 5 0@ & 1 iF A

LB LDL H & Hix S & OD E) & T R4,

BERAFBEHEWPL<0.0D,

Table 2.

control subjects.

Serum autoantibodies levels in patients and

Groups " Autoantibodies (OD)
Control 105 0.35+0.09
CHD 92 0.454+0.13*

a ; P<{0.01, compared with control group.

2.3 BENESHSAGHEEENXR

M 3(Table E L, & TG. & TC A&
HDLC BE B S HEAERYFFEFE WP
<0.01.P<0.05),45 F U FEHERET 45 .
FUTH.ERAREE.

Table 3.
jects with different levels of lipids and ages(;:ts).

The positive rate of autoantibedies in sub-

Total Positive
Index
cases n rate
Hypertriglyceridemia 29 11* 38%
Hypercholesterolemia 45 12* 27%:
High LDL cholesterol 22 v 32%

a: P<<0.01, b : P<<0.05. compared with the normal TG
(TC.LDLC).
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B REEARE-MHEZEEEEIEMN
RWRERR GBI ZER. KPP
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R EE FHAUY, €40 LDL g ik
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s+ E AL LDL MFRIER . 58 A5 R E 4 i
NERAEKERER. 5—FE,. 22 E &Y
ULARAE IR, JTE AME - B G I, A
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LDL H RS ESTHREL . HEREAERE
BEH, XY Bergmark FHF 5 A H ML E KT
1 Saloen % UV 33 3 2 fk o £ B (L B & ML ¥
F4B LDL B GHEBENELE Y. K
MMEEAEAR LDL ESGHNERES TG &
TCWEMEX., B TG. & TC k& LDLC B#
HEHEMAYEESTEE K4, TRELIE
SR AE LA R SMRE R LDL &L, &I
wEEX R, B TFIEEAHERL. A EER
SALF G, FEALR LDL 3R M, R
OISR, AT E B SHEBmER M. S8k
B LDL B ik E 45 L L ERHEERFTTF 45
% LT, 3K 0 66 BE AR 8 3 L WU SR B T B
S8 HERE S TR, LDL 55 L &M, M
M B S Hud s 8.
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kG ZRZEX AN LDL N E. B8
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