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1 CCP fiff 7 E RA U RN A
EOE.E RS BAAN.EBTFEGE F.x WN.EAFES
(HBEHKFhHFTERGERER PSR M 510515)
# E.BH MLk (ECLIA) AL 3 & k% (CMIA) & 8 8% %, 5% B Wl & 5% (ELISA) 3 #F 7 sk ol & o 7 40 30K

AR (CCPYHIM ZFALEEREBXT X (RSB FER, Fik KB ECLIACMIA & ELISA 0 2 45 4] & /& # 4 49
RA &% .34 13k RA &% & 24 45 4 % & (é4% HBsAg [t 9 4 .anti- HCV 844 8 4] \EB-IgA Fat 7 4)) o i 42 CCP # 40
KF, ER 3HFEMNZHAMRAR CCPHhMBEE £ F L% 5 &L (P>0.05),42 ELISA 55 ECLIA % CMIA jq 4§ — 5%
W 8 £ (Kappa<<0.75) ,ECLIA 35 CMIA j& — 5t 2 4F (Kappa™>0. 75) , ECLIA 2 # % 4£ F CMIA % ELISA,CMIA # 3 M 4%
F ECLIA & ELISA, HBsAg.anti-HCV ,EB-IgA Ma#3) 7T # 5% ELISA £ Rk, R M ik 33.33%, &t £l AFA
# CCP k4 ml F \ECLIA 2 /% & & ,CMIA 4 4 5% 47 . ECLIA .CMIA & F ELISA, A4 & %06 &k & A 14 .
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Application of three Kinds of detection method ECLIA ,CMIA,ELISA for detecting
serum anti-CCP antibody in diagnosis of RA”
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Abstract: Objective To evaluate the differences of electrochemiluminescence immunoassay (ECLIA) , chemiluminesence immu-
noassay(CMIA) and enzyme-linked immunosorbent assay(ELISA) for detecting serum anti-CCP antibody and their role in diagno-
sing rheumatoid arthritis(RA). Methods ECLIA,CMIA and ELISA were adopted to detect serum anti-CCP antibody in 45 patients
with confirmed RA,34 cases of non-RA and other 24 patients, including 9 cases of positive HBsAg,8 cases of positive anti-HCV
and 7 cases of positive EB-IgA, respectively. Results The positive rate of anti-CCP antiboy in all samples detected by ECLIA,
CMIA and ELISA had no statistically significant difference(P>>0. 05). But the coincidences between ELISA with ECLIA and be-
tween ELISA with CMIA were poor(Kappa<C0. 75), while which between ECLIA with CMIA was well (Kappa™>0. 75). ECLIA
showed better sensitivity than CMIA and ELISA, while the specificity of CMIA was superior to that of ECLIA and ELISA. HB-
sAg,anti-HCV and positive EB-IgA could cause the false-positive of anti-CCP antibody detected with ELISA, the accumulated posi-
tive rate reached to 33. 33%. Conclusion In the anti-CCP antibody detection of clinical samples, ECLIA has the highest sensitivity
and CMIA has the best specificity, ECLIA and CMIA are superior to ELISA with important application value in clinic.

Key words: electrochemiluminescence ; chemiluminescence; enzyme-linked immunosorbent assay;anti-cyclic citrulhnated peptide;

arthritis, rheumatoid
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402, BB N 400 T AL . RA B SRR,
RAE S RIS W AR YT 3 NS BEIR I3k 90 %4, 326 1 1 A%
ACAME R T , R I RA gl Fk R “ A P8 R iE 702 . RA
I PR 12> Wt 5 22 MR A8 s PARRE R F0 28 XU []] - (rheumatoid factor,
RF) .C Jz b & 1 (CRP) 85 5050 & kil o H RF 2 — Fh Ak Ry 57 4
Yotk 78 2R B A R e B, B CRP J& —Fh il A &
FRaRY . Ak WF Y K P ER N & B2 K Ceyclic citrulhnated
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TE RA K95 o i 350 B i A B B R FL AR Sy 5o 1 0 2
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PERRAS T I 58 955 3 AR Canti-FHHCV) B B 3 b o 5 1 S
YR AR HEAT VG BT CCP Hi f ar I, 8076 43 B 3 Fh J7 ik [ iy 22
SOPEMY 3 B I GE I 35 PL CCP Sk #E RA 2 I v i 1 R
WA S 6] IR 5 IR 3 v RA SR AR A 1 Wi 48 B G I 75 471
CCP o4 7K ¥ 14 53 BT £ 1 W] S A 40

1 ZEMEFE

1.1 —fE¥oR 23 2013 4E 5~12 AABE T2 MAEREH RA
S 45 B (RA 2D, Horp 55 14 ], e 31 4 4R 8% 16~70 %, °F-
¥ 48.50 % 1554 ACR/EULAR 2010 4E RA 2 Wikmifl, %
BUF I AE RA B 34 B (3E RA 41, Hvh 53 16 6], £ 18 fil;
SRS 13~83 % P34 44,29 & 5 A0 5 4E 28 KR OC T PR 4 B
TRETEEAE S LB SE AR AL 2 ) RAETE B 4 R IE 6
i) 0 P S R PR 3 AN E 2 B AR T ), HoAth
MERA 24 7, WHE 7 4y EB-IgA FHAEFR A (S/CO: 1. 80~
8.32).9 iy HBsAg FHYEFRAS Gif JEE : 40. 76 ~225. 00 COD .8 i}
anti-HCV FHPEFRAR G 13, 12~62. 96 COD .,

1.2 Kk

12,1 FZEH 58 RA/CP g Al & (ELISA) , Jy &
AESKU 7 & ; ARCHITECH Anti-CCP i %] & (CMIA) . 2
3 EUHE 55 7 s Pt CCP Pk il il 7 & (ECLIA) , S 8 [ % [
P SEE FH K S 2B T K . Genesis RSP 100 #1 [ 3hnAE &
4, [ Tecan /A &) ; BEP. [l % 4 [ ) B %0 4> H7 4L . 1 [ Dade
Behring 23 7 ;s ARCHITECH i2000SR 4> [ 3l 2 25 43 H1 4%, K
36 [ ff 5 72 fh s Cobas €601 M 4 H 3 By b 28 K e M i, A
Roche 5 HITACHI A & & 1 % .

1.2.2 S28 4% SR ELISA,CMIAECLIA 3 iy i i il
M35 HT CCP Hi 44, 4  IF 5 & ELISA,CMIA  ECLIA 3 i 7
B, B LA R B D 2 T 2 o o o i o e s o . R S A
RO AT 51 7™ A B ) 6 100 B B AR A A AR AT R AR
Hor i N ) i b R . AR A ol £ A8 B BT 4R R AR A OKF-,
ELISA /K F/NF 12 U/mL KR, 12~<C18 U/mL 55 FA 4
(B4, =18 U/mL Jy [ ; CMIA JKF/NF 5 U/mL
M4, =5 U/mL Jy B ;s ECLIA KF/NF 17 U/mL Jy B
Pk, =17 U/mL Jy fHE,

1.3 SGiitssabB RJH SPSS13. 0 et 8k 4 #E4T 40 b7 . IS8
MYEPT CCP HUA Y B % 32 22 55 3R JT] Pearson y* R 36, B L
B SR B XS o7 38, H 22 55 5% Fl McNemar £ B, — 20PE A
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3>k ] Kappa %655 . Kappa™0. 75 P 77 ¥ B A B4 1Y — 2
P, KB KIE a=0. 05, P<<0.05 N EFHLI¥5E XL,
2 & ES
2.1 3 Fp gy ik W 2 I A AR AR Bt CCP B 44 14 45 2R 1L 5%
ECLIA .CMIA.ELISA 3 FJy % [8] K P9 9 J7 v (], DU 72 BT R A
AHt CCP HUiAM MME R LA, 2 R TG F B X () =1.76,
P=0.42), 03 1, {H Kappa 3 &/~ . ELISA 5 ECLIA i
CMIA W J7 32 8] — B0k ¥4 22 (Kappa<<0. 75) , RA 4 I HE RA
41 #H T ELISA 5 ECLIA [6 Jy FHAE 34 441, [ 24 B 4 33 il
MR 20 84, 81% s ELISA 5 CMIA [R] 2 B 32 i, 7] 2y B
Pt 33 . MAT A RN 82, 28% ;1 ECLIA 55 CMIA — %t R
I (Kappa™0. 9) , 471 CCP $ {4 i1y 45 4 [7] 24 B ¥ 35 491, 5] 2y B
PE A2 ], BFF A 2R 97.47% . ECLIA.CMIA ELISA 3 fi j7
WM RE 79 Gy AR AR L P CCP Hi A (% 45 S 7] >4 FH A 32 41, 7]
SBAYE 33 6], AT Ak 82. 28% . A K R S M A 2%
R ECLIA J7 3% i BR 12 B 2 4 % £ 55 (80. 00%) , CMIA
5 ELISA REEH N 77. 78% ; CMIA IIfi K12 Wi 4% 5 1 % 55
(100.00%) , ECLIA J5 ¥ H§ 5 P Ji o (97. 06 %0) , ELISA % 5
B AR (76.47%) , L3 2.3,

1 3FAEMERBIRAEH CCP kg RiLE (n)

W J5 FA Ak Bt ait X’ P
ECLIA 37 42 79

CMIA 35 44 79 1.76 0.42
ELISA 43 36 79

2.2 3 FpOyILIE KA 2 RA BAE LW Bt CCP ik 45 i 4
Hr  ECLIA,CMIA,ELISA 3 Ff J5 ¥ & RA 40 3 I35 3t
CCP ki 25 K [\ B 32 1), [l S BH % 7 i, B4 & R
86.67% ., ECLIA.CMIA.ELISA 3 FJ7 ¥ [a] X W5 # 75 12 ] 78
RA 41175 bt CCP ik M R LK, ZH LR ¥ E X
(2=0.09,P=0.96), L.5% 4. Kappa f2 % i /~, ECLIA 5
CMIA HA R A4F 89— B (Kappa™0. 9), $it CCP #ip i iy 25 R
[F PR 35 G, Al S BA M 9 B, S AF & % 97, 78%6; T
ELISA 5 ECLIA fil CMIA — B 1 #4 %% 2% (Kappa<0. 75),
ELISA 5 ECLIA [A] 24 B 33 #], [7] 9 B4 7 6, 45 & 2%
88.89%; ELISA 5 CMIA [l fHHE: 32 ], [6l h BA o 7 1], &L
AN 86.67%,

R2 SHAXRNERARER CCPREMAERIER(n)

CMIA ELISA ELISA

ECLIA ECLIA CMIA

5k FH #it B FH #it A FH &t
[ 44 42 0 42 B 33 9 42 BA 33 11 44
FH 1 2 35 37 FH 3 34 37 FH 3 32 35
At 44 35 79 &it 36 43 79 “it 36 43 79

*3 3SHMAENER CCPRFKARGERFREKRE
) ECLIA CMIA ELISA

A no FHMEG)  REECORERECD no HEEG)  RBUECOORFECD no PHMEG)  REE OO RERHECD
RA 2 45 36 80. 00 — 45 35 77.78 — 45 35 77.78 —
dE RA4H 34 1 — 97.06 34 0 — 100 34 8 — 76. 47

— SR TUTC R .
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x4 3P EME RA MiEFH CCP Hifl oy PE = L&

WErd G kG &iteo PRGOS X P
ECLIA 35 10 45 77.78 0.09  0.96
CMIA 35 10 45 77.78

ELISA 36 9 45 80.00

2.3 HBsAg.anti-HCV ., EB-IgA X} 3 Fl 7 ¥ 6 I 45 5 1 T 4k
P4 HE 78 CMIA # i & Z& v, HBsAg. anti- HCV . EB-IgA [H
PESA 25 38 it CCP it iR 25 B P . & CMIA il HB-
sAg.anti-HCV . EB-IgA [HPERRAS 24 350 CCP HL ik 45 R 1 K
[ . ECLIA Ml 1 #5 HBsAg FHMEAR A4t CCP Hi{k 45 1A
B, Hi A9 B M . ELISA 3:% HBsAg.anti-HCV  EB-IgA
T &\, o 3 il HBsAg 9 3% B 4 il O 40. 76,
182.65.>225. 00 COI, X} hj it CCP T A& k P 45 5 4 5 4
25.61.20. 33.25. 87 U/mL; 2 il anti-HCV Ay 3% B 4> 31 K
13.12.,62. 96 COI, X% Jif $1. CCP i 1A #6025 5 43 % 24 19. 73,
18.73 U/mL; i 3 il EB-IgA iy S/CO {H 4+ %K 2.10.3. 67.
5.03, %F Wi HE CCP 470 44 K I 25 5 43 5] 24 26. 53,20. 13, 24. 80
U/mL, 24 fyfr4s p 3L 8 5 K th L CCP 40 44 B 1 . 1 BA 1 2
i£33.33%(8/24), WL 5.
x5 HBsAg.anti-HCV EB-IgA %t 3 #i#& il

FiEERBTH(n)
ECLIA CMIA ELISA
WiH n
FEME O OBIME PRME B B B

HBsAg 9 1 8 0 9 3 6
anti- HCV 8 0 8 0 8 2 6
EBIgA 7 0 7 0 7 3 4
3 it e

RAZ—F#E WA & B EM. i CCP 11k h
Schellekens 25575 2000 458 YR IE - 1 RA H 3 (078 77 48
FE Ry G Bk 5 42k UF o8 & ot CCP #i ik £ RA 2
5 i B AR R R S R B SR RS A e H
B K £ 5236 2% 5% ) ELISA & I 3t CCP i #& . {H Ffi & %} 4t
CCP B K B M E R BF5E IR A 3 LB HBL T CMIA
S ECLIA &40 CCP it 45 0 2L 57 £ . i CMIA F1 ECLIA D)
W SV S B CAR R C AU SR X S B A SEE

AWE5E % H ECLIA . CMIA il ELISA 3 Ff 5 3 I &2 It 3%
Bi CCP B2 R I HEATHE 40 43 47 PP 3 Fh 5 3 [A) 19 25 52
F—3te, B EH ST ECLIA #1 CMIA 78 RA &3 b (% 7 A
. 45Kk 3 Fhy Ik AE I 5T CCP FU Ak Bk 2R Jy 1 22 5% 6
it B L (P>>0.05) A —F A 5 4 k 3 ECLIA F CMIA
o 25 5 EL A 5 B ) — BOPE, Kappa™ 0. 9, 76 K I I IR 1 2
RA BRAR B T AR AR B R AR A A 5643 T 3k 97. 78 %6 FI97. 47 %5 5
T ELISA 55 9 B 7 35 A6 0 45 5 40— Bobk 1 4 25 Kappa<<
0.75,ELISA 5 ECLIA 7k I R 51 2 RA b5 A K BT A 5 A<
B AR FTE A 2R3 50 0y 88. 89 % I 84. 81% , ELISA 5 CMIA 7
Rl PR 6 12 RA bR A B2 BT A AR AR B SR 45 G 2R 4 3
86.67% Fi 82.28%,

AWF5E H . HBsAg.anti- HCV % EB-IgA ¥ 7] #5 i ELISA
Ao 25 AR BH M . HOA B 0 bn A s B BH PR 25 SR H 545 4 o
HBsAg.anti-HCV .EB-IgA F 5 ¥ J¥ /&5 {& 5 3% . ELISA #:

TREF 201454 AFH 43455 114

24 Uy 975 JEL A S U AR A T 3k 8 iy i s T CCP 0 4 12 (H A iy
FyPt CCP BT b B M E 5 78 30 U/mL RLPY . BIbR AR H 4778
HBsAg.anti-HCV EB-IgA £ {fi 15 5it CCP 477 {4 45 & b AR [
PEAARS IR BHPELS R . AR A 2 6] RA ARAF 7
Ak RA tr A ELISA %) Je 52 5 25 3R 5 2 B i ECLIA Al
CMIA i &5 S H R B . 9 FilF5 A< 35 8 P AR T D0 1) 34 1.
UG I R B X AR A HEAT AR OC TR E J5 R . 2 ] RA i 1
Bk s HBsAg B, 7 #i19F RA AR A ¥k it HBsAg 5 anti-
HCV 5 EB-IgA B AT H A E N 4h ok WL 56T HBsAg,
anti-HCV J EB-IgA B4 T HHi CCP Hi Rk I 25 SR i 4 3& .
B X ot T IR R B AR T IR R 2 7E S S I AT
B 5% .

AN AT 45 R R . ECLIA Fil CMIA 16 BE SR IF & B2 4
SR ) B SR B0 T AR R 98 W R AR L [ P A oY A
Wt ECLIA 5 ELISA & CMIA 5 ELISA # 47 & BF 114,
3 ECLIA il CMIA B A 8 19 72 808 firke S 5 AR F R
EARST WA AN 7] 1 2 A BIF 90 459 3 09 8 S PR AR L 0 BT
K] RE R E IR PR AR RA BRI 40 A 9 ) 28 XU 5% 95 A A A
X85/ BT, B ST CCP 47t A 7 LAt A% 20 8 43 KU 1 32 9 v
W H B A A 3 B H RA 54 ELISA ) ffi
K E AP CCP Huii 25 R 3 B i ECLIA Hl CMIA £ I 25
HLE Sy IR L4878 ECLIA F1 CMIA #3Ht CCP 4 i iy 7 & B
5 T ELISA 3, At . % B 26 40 56 I R 22 BT ELISA £
W CCP & — B2 P11 19 S8 Bl RA 35, {ff il ECLIA Al
CMIA #4780 CCP HT 444 W T A5 A8 i35 oA ) 38, 6 T+ RA
BEMEWIZE 5T ELER,

2 | BT i, ECLIA #1 CMIA #£ £ J7 i ¥ it F ELISA,
ECLIA # CMIA #; ELISA HA7 T = /12 W R 8% 5 5 5%
[ bk B A T 2 R 4 B s Ak KR I R B MR AT BOE G R A
AR A5 R A PRI, TS R TR HE )RR . 2T AT I R
I B A LRI 7 B BN R O s A R W B A — ok
TS = R ORE 56 25 SR IS IO 2 A G T vk 2 L DA TG 5
SR BN S S, X T IO AH G I R AE R (H R A ELISA £
Wi CCP HL & 22 Yk BAE 47T 1A T84 B AH X 541K i 8 3, dlt BOR
FHVRR S50 B 7R A 2 A T L ok Al s PR 1 3
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