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Analyzing the Level of Malondialdehyde- Modified Low-Density Lipoproteins and Its Inr

mune Complexes in Patients with Rheumatoid Arthritis
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[ ABSTRACT)] Aim To investigate malondialdehyde-modified (MDA) low-density lipoprotein (LDL) , its immune complex-
es (LDI-IC) and blood lipid levels in patients with rheumatoid arthritis (RA), and to explore the mechanism of high incidence
from cardiovascular disease in patients with RA. Methods 55 patients with RA, 13 of which had cardiovascular disease
(CAD), 42 of which had simply RA, and 60 healthy controls were randomly chosen. —Plasma MDA-LDL and its immune com-
plexes (LDI-IC) levels were determined by enzyme linked immunosorbent assay ( ELISA).  Blood lipid levels and inflammatory
markers were also studied.  All data was subjected to statistical analysis. Results Compared with the control, plasma lipids
and apolipoproteins levels in patients with RA remained unchanged, except that apolipoprotein B levels increased in RA patients
(P< 0.05); meanwhile no difference was found in plasma lipids and apolipoproteins concentrations between simple RA patients
and RA patients with CAD.  MDA-LDL level in RA with CAD, simple RA and control were 187. 81 £90. 89 mg/L, 102.01 £
57.73 mg/L and 32. 65 £27. 00 mg/L, respectively. LDI-IC level in the three groups were 2. 58 1. 69 AU, 1.87 £0.74 AU
and 1. 21 £0. 38 AU, respectively. ~ Compared with the control, MDA-LDL and LDI-IC levels increased in simple RA patients
and RA patients with CAD ( P< 0.01), furthermore, MDA-LDL and LDL-IC levels in RA patients with CAD were both found sig-
nificantly higher than those in simple RA (P< 0.01 or 0.05). LDI-IC level was found related with C-reactive protein (r=
0.301, P= 0.026), and MDA-LDL level tended to be related with erythrocyte sedimentation rate (r= 0.263, P= 0.057).
Conclusions MDA-LDL and LDI- IC were both increased in RA patients, and may play an important role in atherocslerosis.
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1.1 IEERER

55 %] RA & # & B % % 2005~ 2006 4|14 K
ElEH, HFAEERERT 4 1987 £451TH £
RO % k4 KB dram "™, Hef 2t RE %08
Eid. HH B 194, & 36 fl, £ 17~ 78 ¥, T34
46.6114.8 #; H 2 1~ 360 A, F 70. 3 £82. 8
ANF 24 LA T 78 S 38 (It 28 mm/h 3k C ROAL &
B> 10 mg/L), 31 Fl4& T B H; HA A0 m e
RIF(FFAZAEH) B 13 Pl A3 & iR %8 BEE
TR RKE, WEER KRR QB ERQ
HEAB 5 R 4E, #5648 AR A U W AR ), # 40 RA( %
s B 2 Hl. EFAEAENTRA F8 B &
SHRAWREE 60 7, FH AL, f1&AF
AKE 24 12h L, 3000 /min /0 S min 5 H K
m#, - 70 CR%E.
1.2 ARTBEEWEREERERNREERER
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MDA-LDL 3 J % %t A MDA-LDL # 4 # #t 1%,
BEbR L AR & & B b 6 U 4T AR A B Bk A% RO IR
% (ELISA) M| =, MDA-LDL % % % #% %, Lowry % |
EEERAE. LDIFIC XA LA IeG A &4 i 1&,
AR AEE S B MLk m ELISA %0 2, &
* MEKE R A 1A EA(AU) Y,
1.3 [BE.EAEE B MK IERIRAINE

& JE [ % ( total cholesterol, TC) F| — 25 B i | 72,

H 7 = B ( triglyceride, TG) fl — S g LN 2, & & &
A & & fB [E B ( high density lipoprotein cholesterol,
HDLC) Al —# &k =, £/ BM 2 8 55l K
% & fig & & fB & B (low density lipoprotein cholesterol,
LDLC) A Friedewald 2 & it . # Ji§ & & ( apoli-
poprotein, apo) A ivfe B K A H A E — 1% %% b vk
AW E . M=K H L 7600 4 94 F B 54
A T A 3K EMN E, C R A& & ( Creactive
protein, CRP) J %, 7% . i 2% il 2
1.4 ZitERE

BB DL x b5 ROR, SEALE R SPSS V. 11 4
fro ZHEWRRA T ZLM, LFAEEH A L
A LSD e %o, # 77 Z 4~ 5% K A Tamhane’ s T2 42 1;
& 8] 48 % I % ] 3F & # Spearman rank coefficient
test 4T o

2 &R
2.1 EREEFRBEMPEMBIETEKE
5xF I LE A, RA I RCE 41 A0 R 4l 21 B8 25 1

TC.TG.HDLC.LDLC Fl# I8 & H A iv/K-FH H =i
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A iR A B AP RAHE A (P
< 0.05); {H RA JFRIEH 5 s afi2H > [a] 1 A5 A0 5
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- IR ZH I RAEA N2 el

EiZI
(n= 60) (n= 13) (n= 42)
TC (mmol/L) 4.47%0.62 4.65%1.35 4.82%1.29
TG (mmol/L) 1.23+0.42  1.47%0.77 1.53%0.82
HDLC (mmol/L) 1.46+0.26  1.47%0.39  1.60 0. 41
LDLC (mmol/L) 2.4210.50 2.56%1.11 2.53%1.25
HAREA Aiv(gL) 1.40%0.24  1.60%0.56  1.497%0.36
HEHEA B (gL) 0.92%0.11  1.21£0.33* 1.08 0. 36"

a’N P< 0.05 SxIRAE.
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¥n, H RA I &AE B MDA-LDL 1 LDI-IC 7K %)
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0.301, P= 0.026), S5yt tb LM KM (r=
0.161, P= 0.25); MDA-LDL /K5 CRP /K-F A~
K(r=0.089, P=0.524), H5MuyiHMHKEHE(r=
0.263, P= 0.057) .
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B xR AL FRAEAL iyl
-
(n= 60) (n=13) (n=42)
MDA-LDL (mg/l)  32.65%27.00 187.81 390.89*  102.01 £57.73*

LDI-IC (AU) 1.21 %0. 38 2.58 1. 69% 1.87 £0. 74

a N P<0.01, 55tHE41E; bR P< 0.05, ¢ A P< 0.01, 554igllt.
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SEHEGT R A B 2 s, B RA R RCRE BB R R Al
RA BEHEFE; RA BEHIEEA B/KFHES
T A ZH, oA AR & 6 B KPS 0 R 2
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