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Abstract; Objective To investigate the changes and significance of serum anti-CCP (ACCP) antibody, matrix metalloprotein-
ase-3 (MMP-3) , interleukin-17 (I1.-17), interleukin-18 (IL.-18) in the patients with rheumatoid arthritis (RA). Methods The
ELISA method was adopted to detect the in the peripheral blood serum ACCP antibody, MMP-3,11.-17 and 11.-18 in 80 patients
with RA,32 patients with osteoarthritis (OA) and 32 cases of healthy controls and the detection results were performed the statis-
tical analysis. Results The ACCP antibody, MMP-3,1L.-17 and 1L.-18 levels in the RA group were significantly higher than those in
the OA group and the healthy control groups; the ACCP antibody, MMP-3,11.-17 and I1.-18 levels in the low, middle and high RA
activity groups were higher than those in the stable group, the ACCP antibody, MMP-3, IL-17, 1L-18, disease activity score
(DAS28) ,C-reactive protein (CRP) and erythrocyte sedimentation rate(ESR) in the RA group were increased; the MMP-3,11.-17,
1L-18 and DAS28 in the ACCP antibody positive group were higher than those in the A CCP antibody negative group;the positive
correlation existed among the ACCP antibody, MMP-3,1L.-17 and IL.-18 in the RA group (P<C0. 05) ;the ACCP antibody, MMP-3,
11.-17 and 11.-18 were positively correlated with the monitoring indicators of CRP and DAS28 in the low,middle and high RA activi-
ty groups. Conclusion MMP-3,11.-17 and 11.-18 participate in the occurrence and development process of RA; The detection of ser-
um ACCP antibody, MMP-3,11.-17 and 11.-18 has a certain value in the judgment of disease activity,and prevention and treatment in
the patients with RA.

Key words: rheumatoid arthritis;  anti-cyclic citrullinated peptide antibody; matrix metalloproteinase -3; interleukin-17;

interleukin-18

J IR IE Y 48 (RAD J&— T LA 5647 W8 R by RRAE 119 18 1 4 LT 4 R R V-3 (MMP-3) &2 SR P I BB R

Bk B S R g, EEE Ry KA R LR T A ™) . ACCP $LikfE RA ML Wb B AT IR & A4 S (94 %6 ~

WEMERRAE, HERREILH M AT ST, &M 5ER T 98%)3‘4%& 6056 ~T70% By F B B AT T 3 ok A

SHWIIKE RAWEE KRR PEFEEEAY . TRk R ROt BRAT 1T 5T IR N R K (ACCP) Hi i \MMP-3

I B A AR P ) B D R 2 R A R D AR A T A i A Ef’lﬂﬂ@ F-17AL-17) A 40 A Z-18 (IL-18) 1y 3 ik /K -, 43

J M S W R R 2R 42 )8 B H B (MMPs) JLF- 1T LA RE @ T A M5 ACCP Hu {4 Je A O I R 48 A1 2Z 18] 19 56 R 0T HFE RA
P 2 i A 5 B, T LA L R AR R R R T AR SR AR, R VR RSP R E X

*  FEATH B LN T AASZETFR W H (No. NCET11-11023) ., {EFH WA K58, 55 K I 0, 3 25 31 IR % 5L
SGEaRm TE, 4 EiREH ,E-mail: 599040064 @qq. com,



FRAb 3 E ¥ 2o 2014 45 10 H % 35 % % 20 # Int ] Lab Med,October 2014, Vol. 35,No. 20

e 2735 -

1 #EREHE
L1 —BeR o RA R 28 &5 ik 8 (SW28) .28 X%
TR E(T28) L B PR (GHD L RA % T 3 v D7 4> &
5t (DAS28) 4341 , DAS28<C2. 6 R fa w41, DAS28=2. 6 i 5k
4, FHorh 2. 6<CDAS28<C3. 2 FLid dh41.3. 2<<DAS28<C5. 1
PG E A 5. 1KDAS28 G g4, (DRA 4. K2
RA B 80 fl (B 20 i, &k 60 i), 44 21~71 2, F-3
(46.6£11. 5% . R B ¥4F & 2 B KIS 2= 25 (ACR) 1987 4
RA 53 28h5UE . (2) B RTTR(OA U IHIRH L OA B #H 32
BICHEME 12 ), ot 20 B FH 26 ~75 B, 35 (47, 41 +
12.7D) % KA RIS Wi bR . (3) X% BRAL : S A% i [7) 159 4k B
WA 32 B B AL 10 40, £tk 22 ) 4B 23~70 %, F 1Y
(41.56+£13.39) %,
1.2 U 5iAM  ACCP il FRR 5 2w $2 430 i 3 70 & it
A, MMP-3 ,1L-17 . 1L-18 fii F| Bio-Swamp 2 &l i 7 & i
[y ioallle
1.3 53k IRz BB 5 mL.3 000 r/min B§.0> 10
min, B ETE W . ACCP T4 R F Tl 5K G 928 W 38 36 (ELISA)
PRI 5 KT 5 RU/mL Fh M . CRP R A 3L 58 4L 75
@l , CRP KXF 5 g/mL H Sy FHPE. ESR # R FHELIR L, &
PR F 15 mm/h F g BHPE, B K F 20 mm/h F S HMA: . L
0 A U ] A AR
1.4 ZEib2eab s Bk A SPSS17. 0 Ge it 80 AL 31, 3
PR T s FoR, A B L AR M ST REAS ¢ R 3, T B BR
BHEGALA AR A o K6, 45 45 DU 48 A5 2Z 18] SR ] Spearman ¥
Hl Pearson B4 BT AH G . P<<0.05 W E R AASGIH#E L.
2 & ES
2.1 RA 4 .OA 4 x4 ACCP Hi 44 1L-17 . 1L-18 \MMP-
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18 T RA B4, HAe RA R P m G shdlH . ACCP Hi ik
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