e 2576 -« E R I E¥ 227 2012 4 11 A% 33 %% 21 # Int J Lab Med,November 2012, Vol. 33,No. 21

IR 5 -
KREX TR CCP k5 F LN AU FERE K EH R

P A
(RERFTEANELFEERSEFA. HHKER 427200)

~
s

 E:BH AREREXT X(RAEF &b b i F i BUR T 4R 3N & BRI (CCP) 44k 3F B AL Fo 40 B AL & 1 69 5w
FiE IR 2010~2011 4 % KGR B F (RF) [tk @ 4 CCP ik i (n=27) F= 3 CCP 44 B (n=25) 85 RA @%anﬁ
MM T A e F e BB BLR P 09 B (MDA (R A AL 4 B (MPO) (it B AL &85 (CAT) | 4 Bk H Ak it /4L 4 8 (GSH-Px) ,
F#ATRIT F N, BR  H CCP A A 4 CCP AR RA &4 4 fufe f i 65 B ik AL 7 1 49 35 47 (MDA, MPO) o
FEAE A IEIF(CAT .GSH-Px) )45 2 F R 4%+ F Z L (P>0.05), 4t CCP # kMt ag RA & & 7B Bk 49 24L& 4 CCP
PR & & (P<C0.05), 4t CCP #utkratkey RA & # Bk 4t CCP 4tk K-F 5 MDA #= MPO 2 iE48 X (r=0. 441,0. 553,
P<0.05), it RA &4 CCP kK -F 5 B Bk R B F B AL &4 69 35 47 (MDA MPO) 2 B4R X,

KEWR AR ; AP XERE; RARNABMMAKIRK; AMAFTHE; RAMLFH; BER

DOI:10. 3969/j. issn. 1673-4130. 2012. 21. 008 HERFRIRED A XEHS:1673-4130(2012)21-2576-02

The analysis of relationship between anti-CCP antibodies and oxidant and anti-
oxidant activity in patients with rheumatoid arthritis
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Abstract: Objective To investigate the effect of anti-CCP antibodies in the circulation on whole blood, serum and synovial {luid
oxidant and anti-oxidant activity in patients with RA. Methods RF(+) RA patients with anti-CCP(+) (2#=27) and anti-CCP(—)
(n=25) were recruited into the study from 2010 to 2011 in our hospital. Catalase (CAT) , glutathione peroxidase (GSHPx) , my-
eloperoxidase(MPQO) activities and the levels of malondialdehyde(MDA) were measured in whole blood,serum and synovial fluid in
both groups,then were analyzed statistically. Results There were no significant differences in terms of the mean whole blood and
serum antioxidative activity(CAT,GSHpx) and the mean blood and serum MDA and MPO values(oxidative activity) , between the
patients with anti-CCP(+) and those with anti-CCP(—). There was increased synovial oxidant activity (MDA and MPO levels)
(P<C0.05) in anti-CCP(+) RA patients when compared with anti-CCP(—) RA patients. There was positive correlation between
anti-CCP antibody levels and synovial MDA and MPO levels(»=0. 441,0. 553 respectively, P<(0. 05) in anti-CCP(+) group. Con-
clusion  Anti-CCP antibody positivive level seems to be associated with increased synovial fluid oxidant activity in patients with RA.
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