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(HZE] B# WHEER M T RIS LA FE PO (pSS-ILD) MB# MLIEIEEA (ROS) | HH 1 «B
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J5 B XN B BB BRI RGR AR B LV IR R e TREERAE (pSS) SR 94 i, b sl pSS i 46 filfE S pSS
41, pSS-ILDEF 48 ffF AypSS-ILDAL 5 3 WelR A1 PR AG (e g Lo SO 47 ok BRAH o R i BNl i A I e TR B A
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5 ROS, NF-kBJ TGF-B, /K*F-; ILIENF-kB/KF-5pSS-ILD % M7 ROS J TGF-B, /K-FHHI KA Hr R ] Pearson AH2%
PEorHr. 558 pSS HLMIpSS-ILDALE# 4T SSA Sk, BT SSB HUik KAt RoS2 HLiA FHVEAR R T Xl HE4l (P <0.05); pSS
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[ Abstract]  Objective To observe the changes of serum levels of ROS, NF-kB and TGF-B, in patients with primary
Sjogren’s syndrome associated interstitial lung disease ( pSS-ILD), to explore the clinical significance. Methods From July
2015 to June 2017, a total of 94 female patients with primary Sjogren’s syndrome (pSS) were selected in the Departments of
Respiratory Medicine and Rheumatology, the People’s Hospital of Ningxia Hui Autonomous Region, thereinto 46 patients with
isolated pSS were served as A group, the other 48 patients with pSS-ILD were served as B group; meanwhile a total of 50 healthy
women were selected as control group. Western blotting method was used to detect anti — SSA anti — body, anti — SSB antibody and
anti — Ro52 antibody, enzyme — linked immunosorbent assay was used to detect the serum levels of ROS, NF-kB and TGF-B,;
Pearson correlation analysis was used to analyze the correlations of serum NF-kB level with serum levels of ROS and TGF-B, in

patients with pSS-ILD. Results Positive rates of anti — SSA antibody, anti — SSB antibody and anti — Ro52 antibody in A group
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and B group were statistically significantly higher than those in control group (P < 0.05), while no statistically significant

differences of positive rate of anti — SSA antibody, anti — SSB antibody or anti — Ro52 antibody was found between A group and B

group (P >0.05). Serum levels of ROS, NF-kB and TGF-B, in A group and B group were statistically significantly higher than

those in control group, meanwhile serum levels of ROS, NF-kB and TGF-B, in B group were statistically significantly higher than

those in A group (P <0.05). Pearson correlation analysis results showed that, serum NF-kB level was positively correlated with
serum level of ROS (r=0.95), of TGF-B, (r=0.98) in patients with pSS-ILD, respectively (P <0.05). Conclusion
Serum levels of ROS, NF-kB and TGF-B, are significantly elevated in patients with pSS-ILD, and serum NF-kB level is

correlated with serum level of ROS, of TGF-B,, respectively, it is presumed that ROS — NF-kB - TGF-B, signal pathway may

correlated with the occurrence of pSS-1LD. .
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JR kM T 25 4E (primary Sjogren’s syndrome,
pSS) P B R A MR L MR RNR S5 SN O3 WA BRAA Y R
ABPE A B R AT R, n] B
WE, 22 B8y [a] iR 4 I € 5 (interstitial lung disease,
ILD) o JEAER, T P M 255 TIE A OC 1] J5 1 it < s
( primary Sjogren’ s syndrome associated interstitial lung
disease, pSS-ILD) i AW TH s, B i H A L ]
WA SE B, R £ 4E AL 2 HLBUR A LR T i 19
FEFHZ ", A (reactive oxygen species,
ROS) EHLAELMFE ST T, BAERKE T B,
(transforming growth factor beta 1, TGF-B,) J&—Fpigiet
ARV H T, BT AT i R vh R 4
VR, 55+ kB (nuclear factor-kB, NF-kB) &—
o e S (1 2 Sy PR, HC AT e YR 4 e PR B S v T
AR RIS BT, HETT A RAE RV, BEAEOE TR 45 R B
78, ROS, NF-«B, TGF-B, ¥ 2 5 fili 21 4t 1k JE i i
o, (HH 5 pSS-ILD 75 A5 3¢ H AT R B . AR BF
9% B TEMEL pSS-ILD [ & 1L i ROS, NF-kB & TGF-B, 7K
PR, JFRTTHIE IR R L o
1 #EREHE
L1 — ¥R JEHR 2015 457 H—2017 4 6 J] 7 &l
T R XN R R BE v B A KGR CR i Lo Pk pSS
94 19, WFF£r pSS IS WIARIE, Horh 24l pSS B 46
il (pSS41) . pSS-ILD K 48 fi] (pSS-ILD4L), ILD fy
LI Z IR 2002 4F 3¢ [ i B2 2o/ WO I 27 25 (ATS/
ERS) % i ILD 2 Wbnife " . HERRARME: (1) A liss
Bt (2) SIFEMSCUE R I SO
Wl SCEY K AR SRR R G s (3)
GICEEC. . BIRASE;  (4) KIRMEE,
7 e R S A f B L SO AR R . 3 21X
I, 2R TG E X (P >0.05); pSS 41l
pSS-ILDALR H i fE lL B, Z R LGt =X (P>
0.05, Wk 1), BAR M,

1.2 SRl iE Al A SR pSS BE T ARGIK
H o (R T A 2 KE R R R 25 I K UL 3 ml,
3000 r/min #5015 min (E.0F42 8 10 em), 5B
THET -80 CUKAE P ORAF I R IIMEAEEY) T

Sjogren’ s syndrome; Lung diseases, interstitial; Reactive oxygen species; Nuclear factor — kB;

FEATBRZS R A2 7 1) ENA 22 JIRST AR 315 3750 8 A6 00 Bt 144
LRGME A (SSA) Piik, HLTHLIGIE B (SSB) Hifk
Lt Robert52 (Ro52) JifA, 4% 44 MR & e W] 15 2
Fradl, RN HR A B O ShEA T R HEIR

R 3HAZHAERITRILE (7 xs)

Table I Comparison of gerenal information among the three groups
415 1% FR () Wit (4F)
Xt 2 50 56.16 +5.84 -
pSS 4 46 56.85 +6.97 8.68 +0.94
pSS-ILD4H 48 55.56 6. 33 9.01 +0. 80
t(F) 0.477* 1. 691
P1g 0. 622 0. 188

e pSS=JRAMETHREIGAE, pSS-ILD = JFU M T HE LR S AL AR ¢
[ BRI s 0 FAE; -7 R TR

1.3 Tl 3K g5 W BiF ik 9% (ELISA) &G I 1 7 ROS,
NF-kBJ TGF-B, /KF-  pSS HH T ABEKH | kA
B TR Y KRS KM 5 ml, B F5 ml R -2
BEE T (BRAE AR ORI L) , %R FE 30 min, 3
000 r/min B.0> 15 min ( B.0FE42 K 10 em), FHEZE
MiEE T 1.5 ml EP & rp, fA> EP 487332 1L 200 wl,
Wlsbric, RAIELISA X5 & ( HHfFREA YRk A BR
ocEVAE ) KD ROS, NF-kB K& TGF-B, /K-, FF
T e B R G U] B AT R A

L4 Geitadrs W SPSS 11 S Gt ik A7 Bs b
L, ZHM R H R R T 225000, WP HEBCR T ¢
R s TR AR X K5 I3 NF-«B /K7 5
pSS-ILDE K ML ROS | TGF-B, 7K AH &A% 3 A7 >R ]
Pearson AHEMEAMT, DL P <0.05 H2E A G275 X,
2 FHR

2.1 P SSA Hitlk 4T SSB Hilk 4T Ro52 HLikFHPESR 3
2H 2R H BT SSA Piik i SSB Filk ket Ro52 Hk B %
i, 2 A gt L (P <0.05), Hrp pSS 240 F1
pSS-TLDZH [ #5470 SSA 44 \Hit SSB 114 S Bt Ro52 Hilk
PRS0 T X0 B, 22 S A SE T4 1 L (P <0.05) ;pSS
21 FIpSS-ILDZ i % $1 SSA Hiik  Hi SSB 114 S it Ro52
BUAR TR R, 22 R G L (P >0.05, 0058 2) .
2.2 [y ROS, NF-kB} TGF-B, /KF 3 HZ kA ML
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i ROS,| NF-«B & TGF-B, K-, ZEFAZRITFHEX (P
<0.05); M v pSS 41 1 pSS-ILD 4 f& 3 Ifi 7 ROS,
NF-kBJ TGF-B, 7K V-5 T X BZH , pSS-ILDAH {4 I 3
ROS, NF-kBX TGF-B, K- T pSS 41, ZRA L%
B (P<0.05, WFE3),

2.3 [fil 3% NF-kB /K V- 5 pSS-ILD £ # 1fi 7§ ROS ., TGF-B,
IKFBIAHICAE AT Pearson AHSCPE R M 45 58 Wi, 1L
NF-kB7KF- 5 pSS-ILD £ 2 IfiL 1§ ROS \TGF-B, 7KV 2 1EAH
XK (r 543514 0.95 0. 98, P <0.05, iLIE 1 ~2)

R2 3AZEY SSAPUAR ., HT SSB HUIA S AT Ro52 HLIRFHTEZR LA
(n (%))
Table 2 Comparison of positive rates of anti — SSA antibody, anti — SSB
antibody and anti — Ro52 antibody among the three groups

o il SSA it SSB 7t Ro52
TR L QS R
bapicE:l 50 3 (6.0) 2 (4.0) 1 (2.0)
pSS 2 46 44(95.7)* 29(63.0)* 32(69.5)*
pSS-ILDZH 48 46(95.8)* 30(62.5)* 34(70.8)*
i 114.93 46.17 61.06
P1{H <0.05 <0.05 <0.05

. SSA = THRESHE A, SSB = THRZES1E B, Ro52 = Robert52;
5%¢ 41 L, P <0. 05

£33 4UTRH M ROS, NF-«BAI TCF-B, KFHA (T +s, ng/L)
Table 3  Comparison of serum levels of ROS, NF-kB and TGF-f, among

the three groups

4 Bk ROS NF-kB TGE-B,
AERA 50 447.01 £68.30 59.95+ 8.68 62.21£11.90
pSS4l 46 712.31 £92. 11 310.10+29. 81° 196. 34 £23. 80

pSS-ILDAL 48 1073.10+75.80%°  440.77 £57.33* 248.83 +24. 59

F{f 773.00 1308.79 1054.36

P <0.05 <0.05 <0.05

H: ROS={&EMEA, NF-kB=#3HF B, TGF-B, = bEKH
T Brs SXHRAIEEE, P <0.05; 5 pSS 41Hu4L, P <0.05
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Scatter plot for relationship between serum NF-kB level and

serum ROS level in patients with pSS-ILD
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T 10 Il T 2 Ak /)N ST 0 Ve W T . TGF-B,
IR K PO5 KETHEr, SR N — Bk B B 16 7 5 /N
SR 6L U T R T . TGF-B, J& P65 /K- 0 i b
I, B8 P9 8 0] A 1 0TS NF -k Bi& 42 17 6 37 TGF-B,
B, PR SEL LA

TGF-B, &—Fp B LT b3 H 7, HAE 4245
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¥ & BL, TGF-B, H A #5419 12 25 4k 1k 1 1™,
COTTIN 2" | BEDARD 25" BF5e 4 R iR, KBk
Tt B J 533 97 1Y pSS-TLD J8 24 ML 775 % i 960 Y8 58 9 v Jieh 9
WIEH T o (TNF-o) . TGF-B, . J& 5T 4 J& & 1 9
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7 ROS, NF-«B., TGF-B, /K- fig£ 5pSS-ILDA & 4= .
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