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ME: B RPN ABRAKIK (4T CCP 4k ) EERIBHX T X (RA) SA 8 Ftk &% (ILD )
BEETAEBAEBRERLLE LD BK, $MhFrmAL LR EREFOXL, KT CCP ML RA-ILD
ERmPER, Fik 201751 A—2018 59 A TAZFHARKRFEXEFRE —WEBERMKLSH RA
B o8 #), GeitlE KA E T (QIEMARBHEE, WM, AR L RA X EZREIF), K
¥ RA BHATAIFILD, 5% RA-ILD 4 (50 % ) = RA L ILD 44 (48 4 ), 2 A 4L B 4 hiF L CCP 4t
RraPE & A8 £ ¥, R RA-ILD 4845 CCP 34k 5 RA-ILD M X #4re940 %, 4R 3 CCP #IRE RA-
ILD A e MR A 76.0%, % F RA B ILD AMkE (P<0.05); RA-ILD 4165 &%t RA £ ILD A &£
EWMIRHEE S (P <0.05), BFmAEFHETEME, RIBFLERRLE, ZFALHFEL (P>0.05);
ESR. RF., CRP. DAS28 Z & k. ##K . £HF45H CRP #F45 . A (FVC%pred Z DLCO%pred ), f24,
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Role and correlation analysis of anti-cyclic citrullinated peptide
antibody in the pathogenesis of rheumatoid arthritis related
interstitial lung disease*

Ya-na Hua', Yuan Liu', Li-jun Qiu’, Si-meng Zhao', Yong-fu Wang'
(1. Department of Rheumatology ; 2. Department of Medical Imaging, The First Affiliated Hospital of
Baotou Medical College, Inner Mongolia University of Science & Technology, Baotou, 014010, China)

Abstract: Objective To observe the positive rate of anti-cyclic citrullinated peptides antibody (anti-CCP
antibody) in patients with rheumatoid arthritis (RA) associated interstitial lung disease (RA-ILD) and its correlation
with indicators of ILD clinical, imaging and laboratory in order to explore the role of anti-CCP antibodies in the
pathogenesis of RA-ILD. Method The clinical data and auxiliary examination (including lung imaging, lung
function, blood gas and other RA related laboratory indicators) of 98 RA patients in our hospital from January 2017
to September 2018 were retrospectively collected. According to whether the patient with ILD, they were divided
into RA-ILD group (50 cases) and RA without ILD group (48 cases). The differences of serum anti-CCP antibody

expression between two groups and the correlation between the anti-CCP antibody and the ILD related score in the
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RA-ILD group were analyzed. Results The positive rate of anti-CCP antibody in RA-ILD was 76.0%, which is

higher than it in RA without ILD (P < 0.05); the number of joint swelling in RA-ILD group was more than that in

RA-non ILD group (P < 0.05), but there was no significant difference in joint pain and morning stiffness between

two groups (P > 0.05); there was no significant correlation between anti-CCP antibody level and DSA28 score

in RA-ILD patients (P > 0.05); there was no significant correlation between the anti-CCP antibody titer and the

Clinical-Radiographic-Physiologic (CRP) score, lung function and oxygen partial pressure associated with ILD in
patients with RA-ILD (P > 0.05). Conclusion Anti-CCP antibody is involved in the pathogenesis of RA-ILD and

is expected to be a predictor of RA-ILD.

Keyword: rheumatoid arthritis related interstitial lung disease; anti-citrullinated protein antibodies; clinical

radiographic physiologic score

FXIBIE XK (rheumatoid arthritis, RA ) & —
& R OR W LA M R 0 G 5 B R Oy 32 1l PR 3R IR
MR GME A B e epns, O 52 Bl FEEMEME—
MG IRR I B2 2 32 RINESR Z —, i)
P Bl 9% (interstitial lung disease, ILD ) J& RA fifi JJE
Z RN FEE RN, LD b RN e A R BP0
ILD )2 38 RA B EA T M R E ", (HELR
WIS B, H TR S (I PACHE DR AN A 1T 4% 240,
gt — 2D, ek R R It 2T 2 Ak T o
W AT, PRSI B OCHEE ™ Ih K TAE
HEE S R IR 28 RA-ILD B3 LI N B BT
& (anti-cyclic citrullinated peptides antibody, anti~CCP
antibody) ( AR KRBT CCP Hiik ) M BT R, H
H i #T CCP Hifk 5 RA-ILD (A CHE B IF A £
ARG HT RA-ILD (835 I3 5t CCP B i FH 4
R I CCP FUMARRE S ILD AHIERY 20983 CT (high
resolution CT, HRCT ) ¥F43 | Ifi IR - 5#24% - 4 FE( clinical
radiographic physiologic, CRP ) ¥F-43, FlisGE K il HY
IS, [RIEA3HT RA-ILD B IR ARHER . RAEFEHE |
PRI BN 5 RA JCILD B E Z MR 22 5, W BT
CCP HUIALE RA-ILD KA | &SR i I A T 8 S o
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1.1 HERK

BEHR 2017 4 1 H—2018 4 9 H WZ i RBHE k2%
113k B2 2 e 55— B B B WU S s BHISA ELAT il T
AE. IS 43 AT ANl HRCT K2 1) RA FR# 98 il 44
AbrifE . @ RA 112 Wi £7 4 2009 4F ACR/EULAR Y
RA 43 25hRHE . QIa] T Mg 2 Wi 75 & 2000 4
X E MR 25 /BRI IF I P2y (ATS/ERS) #2192
WirbriE " HEBRARUE : DG I HABMTERS , Qe |
JIITERY AN 2 o e =7 SN [ R//-0 N 1 T i e
WP RGP 3 QRN 457 . WAMA IS
At PR 5 GBS A i ] B2 5 FFAE DI REA 4238 LA
KM ZEAE AL . R RA BE B S G IF M5
PE il 5 43 A RA-ILD 41 (50 7] ) A1 RA JG ILD 41
(48 ] ). RA-ILD 2 : 534 18 i, otk 32 f4l 5 47k
44 ~ 78 %, V¥ (59.52+£8.60) %, RA TLILD 4 :
BAE 18 B, Lotk 30 Bl 4R HE 49 ~ 75 B, 60.24 +
731) % WEERNTA BEIEARTIRE, IRIKERI ., B
FRAHSCAYFBIAS AT . PPN TLD MIeRFE R (I, fili
IRE ) PHZLAPER] . AF0% . WAER . RA HIBRTE 3
FEPFE4> (28—joint disease activity score, DAS28 ) L%,
2R TG FE X (P>0.05), W 1.

F1 FMHEBREN—MHAHR

_ Mz RS 5 (% ) _
21 5 n B /4 1 4] I/ (B, Xxs) DAS28 (X+s)
A 7
RA JCILD 41 48 18/30 60.24 +7.31 9 (18.75) 39 (81.25) 428 +1.86
RA-ILD 4 50 18/32 59.52 + 8.60 6 (12.00) 44 (88.00) 5.10+1.52
X/t 0.024 -0.364 0.861 -1.961
Py 0.878 0.717 0.354 0.054
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121 &% R ELISA R 5T CCP 4t
A, >25 wml g BHTE . SR FH IS SR A I it 775 2 X
12 K rheumatoid factor, RF ).C— [ i 25 F( C—reactive
protein, CRP ) 7K~F-, Fir 2| a0 40 [ 2 T4
YT (1) B A BRA R . SRAHBREK LT 40
MR (ESR), R DAS28 WAL Bs G st .

122 WRLE £ EIIFPIE AN AFEREHEE
AEIE . TR . PR MR OC T R . SRABRT ] 5 SRERE
F&h% : P CCP Pk, ESR. CRP. RF ; ST : o)
Jik il 44 FE (Pa0, ) 5 AT REFE A5 « LA TN E (4 E 4
R, B85 FVC% pred F1 DLCO% pred.,

123 AR A HRCT ¥ & I BT X Sk
h ke HRCT 434, |1 2 St e s Bk, 45
GERA—F S 3 AU A R R KSR, EEE
LG — . 3R KA Brilliance 64 FEIEHE CT (fif>2
Royal Dutch Philips Electronics Ltd ), =14 Hi HFlHEL 3T 43
B 120kV, 200mA, JZE 1 mm, JZHEEE | mm, #8255
0.891, FEFE 512 x 512 ; SeAAHZRBINHIEATH M4l CT
4 ARG HE HRCT 524224 0FAk TLD 5 FY 5 A2 &
Sk SRR, S A, FFIKIC AL, = 1P
ZIH], B E 1 em ZHT2E 1.0 ~ 1.5 mm B4, T
432 B PAULIN 45 1998 4F 41 4 (1) ILD ¥ HRCT $F-43
PRt (L3R 2), XTPTA B CT 853 T i T4y
124  CRP# % 22016 4 WELLS 5 #f #7 (1)
CRP WorprifE o B 16 i fk, &40k 100 47,
oAl AR50 o5 50 43, T VTR AL FE P ] o
FELONEBK . WEEE L B . PPIUOIR . Velero My 5%
A MPRAR SRERIRAE . FLrh P R R B D0 4Ry
L, FAFAnifm ; ARVES Y 20 4y, ST RN
#B CT 3 HRCT, WREEH A XA/ . 3RS R R
JE i S AR IR I U RRR B o A Y IX 3,
KA Tk s A5 22 3R, 2 iR E S5,

LAHRCT 2%, HRCT BRI - FEFR FdE A
WO R AR A 26 HRCT BAES R R
HATVESY, MEPE X AR T b o BT AR
FERICr . H, AR R i oA E A B
SCHE K 5 AR AT, SIS (GRS ),
WIS (ALHG/ N RS IS /N TR B . SR
A TR LA G IR . MR 2L RIS Y ), e
5 AU SRS IR EBER TR AR BEIESR 5 30 47,
e FH I Zh BEASCRS I ] 7 il 7% & (forced vital capacity,
FVC) & BUHEE 43 (FVC%pred ) F1— 8 ALBR K
## ( carbon monoxide diffusing capacity, DLCO ) sl
IHE A5 (DLCO%pred ) Zd8briEMizh sy, /3
R BT RIECIRES T, SRbeésh
Jok i Pao,

1.3 GitER*

BRI TR SPSS 17.0 e 4kA:, B 1
TFRTERIAIEL = AR (xxs) Fom, R K50
JEIEZ S BT BORH A AL AN DU 2357 28 (M (P,
P ) 130K, HECRBARL ; R ERM X
B 5 Fisher's B VIR 3 Z R HRH 204
[, P <0.05 H2ERAGETFE L.

R

FZH B E G AREIE =IERII L%
PHZH B B FE . IR, RIS [A] LUK,
ZRTG L (P>0.05), PHZHMIKE B i,
ZRH G E L (P<0.05), RA-ILD £ T RA &
ILD 41 ; P4 CRP. RF KEHLHR, 2588803
Y (P >0.05), Wil ESR Wi, ZRAESI#E
M (P<0.05), RA-ILD 45T RA JCILD 4. L3R 3.

2

2.1

* 2 ILD 89 HRCT ¥4 trifE
SHE JHiL SR RE P43 LB RARZ R
04 WA It S0 A [ T AF4EAL
14 EBIBR MY B I <5% Bt NN
241 BRI B 5%~<25% [fifirt EET (172 PRIENGIE ) B <25% ryftint:
3% BIEIGIR IR B 25%~<50% FfiinT: Weps (172 FRIRIGIE ) 2 25%~<50% HIfiti:
44y BIENRME B 50%~<75% Hfitint: WDy (172 BRIBGIE ) B 50%~<75% Mfitint:
55 BIIRM A B 75% VL py it eEs (172 PRIERGIE ) B 75% Wit
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o E B R 2 2R %530 %
#*3 MABRENRAKEZIWERIR M (Py, Ps) ]
205 n JRfE 1 H i e 5 BRI RIEATE /min ESR CRP RF
24.00 (9.50 2.00 (0.50 5.00 (2.00 30.00 ( 15.00 14.00 (6.00, 13.65 (3.23, 63.95 (15.00
RACILD 2 48 111.00) 4.00) 10.00) 120.00) 26.00) 37.30) 156.75 )
RAZILD 4 s 4800 (22.00,  4.00 (1.75, 6.00 (0.00, 30.00 (7.50,  27.00 (13.00, 4.4 (3.13, 67.30 (20.56,
- 180.00) 13.25) 15.00) 90.00) 49.00) 34.40) 153.00)
VAL -1.576 -2.122 -0.007 -1.193 -2.380 -1.326 -0.117
PH 0.115 0.034 0.995 0.233 0.017 0.185 0.907

2.2 THHEE CCP kAR

IR 98 14 RA /3T, $it CCP FHMEEFE 65 i,
hi B 66.33%., Hih, RA-ILD fE& HHt CCP BHME:
F H 76.00%, RA AE ILD H ¥ o $T CCP FH T R N
56.25%, WAL CCP PUIRBHMERILEL, ZRA5 I
B (x’=4.277, P=0.039 ), RA-ILD 41T RA JC ILD
M., W4,

M IF 4 L CRP WE 43, Bl T fE (FVC%pred &
DLCO%pred ). Ifil’<, PaO, TiiMHT CCP LRI EE (F =
0.415, P >0.05), 4% R’=0.260, 44 AR AIfY 11 4>
A AR HEXT CCP LR L 52, 2552 E X
(P>0.05). WzES5,

x4 WHEBED CCP HikmRMEILE ] (%)

23 RA-ILD S % CCP ffkiMES RA-ILD 18 ot ! Gl Gl
3 gj‘;gﬁg*g*ﬁm 34> 47 RA-ILD 41 50 38 (76.00) 12 (24.00)

FE ESR. RF. CRP. DAS28 MIGHK . 1% . /& RA JGILD 4 48 27 (56.25) 21 (43.75)

#x 5 CCPHFEES RA-ILD tHXIEHRM S L& MER TS TS
95% CI
5k b S, P b'
TRR BR

ESR -1.605 2.244 0.487 -0.268 -6.452 3.242
RF -0.066 0.145 0.659 -0.149 -0.379 0.248
CRP 0.835 1.334 0.542 0.247 -2.047 3.717
DAS28 -16.188 28.181 0.575 -0.185 -77.068 44.693
PRI S3 -5.140 35.315 0.887 -0.209 -81.433 71.152
WAy 0.967 37.045 0.980 0.032 -79.063 80.998
HHE A 8.982 34.407 0.798 0.463 -65.351 83.314
CRP &4 7.041 35.189 0.845 0.602 -68.980 83.061
Pa0, 1.245 5314 0.818 0.083 -10.236 12.726
FVC%pred 2.837 4.567 0.545 0.322 -7.029 12.703
DLCO%pred 2.785 4.645 0.559 0.451 ~7.250 12.820
3 itip PRIHIE S RA ARG SO RER G, PTG AT Ay 575

RA-ILD % b HLHUS 22, PR 5 | KRR
SARRLFIE I BRI )2 G . AnRE+R E] RA-ILD
KIRESER N Z RPN, TR, EEes
KRR U BERITG . ITRFIFERI, T CCP HiikMH
PERY RA 8 S 5 U™ H A SCWRIEA, BT CCP it

St U T B

ABFFEE I, RA-ILD 41T CCP HLik LR
R 5 F RA LD 4, HEAHE COP $E K 15 RA-
ILD HAT —7 ARG , 3% 15 KELLY 2 [9BF545 RAR
L, IARHL CCP PifkjE RA-ILD WHUMA-F, HL CCP
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0 AT v Y R, RA-TLD B AR g XU e g 1
AR FH TR N MR /776 RA-ILD JBF P,
AIREVEMLIFE AT TLD AHC Y IR B S NI ™
APL CCP LIRS S5t 2 it it . 5ok, 4558k
RA-ILD 41 # () ESR # RA JC ILD ZH 715, pikc
THWEZ T RAJCILD 41, FRBFTES 4R ESR 19
FhEr, KA H A AR RR B RS RA-
ILD &9 0 AT REPERCK, I R B X FE Y RA B N
K TLD KA AR

SR, ASWFRAE S 22058 TR IfoR L B LD %™
LR A AR bR ST CCP Pk BE 2 A A M ek,
P78 RA-ILD & T CCP AR i B I AR R AR A i
TLD 95155 F1J™ B AR B8 ) TR0 A . 3 1T B 5 A 95 40
A RA-ILD SR BIFEABATRE, HAT S8R 5111 ILD 5%
BRI BIRZFES, ARG Z M AR PRI 2
FEALA ¢, HeAh, DAWSON 48 iy, HA Y&
bk 7R ElE (DLCO ) 187> 54% A v VE A RA-ILD #f
SRR SR, BTLAE 2K DLCO fE2h ILD ™ E AR B
P TRINFEAR LA —E R PR . L, B E L
) RA-ILD oK IHRET, DLit—25 BI#$T CCP #t
X RA-ILD &4 . & JR A 1EH i i T (40 (L

25 LR, 548 RA-ILD %A XU By 45 bR 2
SIZBIR LW AT A BGER . ARFIE KR
Pt CCP HUIRTE RA-ILD BFIRNTHE, RN RA &
I (R TN (B, PR it — 2B TR AR SR 4T CCP TR HE
RA-ILD KW fEH, #H T RA-ILD (% 510112 b
KA FIF I PREE A N TLD 2 A 21 BRI PRAE R 18]
b BB A il 77 B L b e — 25 R
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