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[(HZE] BH RiFTRAETIHRESEIE(pSS) & 4 58 f ik F B 3R B T o (TNF-o) (#5404 K B F BL(TGF-BL) & ik K -F
5B L BRHK T mIEEAR LI FmRALD) siAak e, FiE  RA B8R LR R MRl £k (ELISA) @l 2 116 4] pSS & # &
20 ) 4 B th A & (3 BB 40D e 7 TNF-o, TGF-B1 K -F . Bl 8 2 pSS & & B M AT A S 4T % 2L AR . AR 4% M 18] R 4F 2 4k 2 5 9 & 6
MR 4 ¥ 116 4] pSS & % 54 £ 4 pSS 48 (n=68) ,pSS-ILD 1 (n=48) & %% id 40 (n=36) .i% id 48 (n=280) , 2+ f. 7% TNF-qa,
TGF-pl K -F #4755 54, R pSSILD 4 & % &k TNF-o, TGF-A1 K -F 9 2 % F £ 4 pSS 4 fo 3+ P& 21 (P<C0.01), % 4
pSS 28 % # % TNF-o . TGF-R1 K-8 B & T 2 B4 (P<0. 01); B IRk & 20 J i3 4 28 B % o 75 TNF-o. TGF-B1 KX P B & T
T Jo- Bk & 4 B0 i3 1A 20 Am s 4L (P<<0. 01) . & B MRtk & 4m L i3 A 40 & dn i TNF-o  TGF-B1 R-F 8 2 & T3 B4 (P<<0.01),
TNF-o . TGF-B1 & i& L5 ik € 40 JL 2 08 4 5 S B A 1) JR 4F e % K o #1 2 E 48 % (r=10. 867.0. 613.,0. 814,0. 864, P=0.000);
TNF-« 5 TGF-Bl t9A482f & ik & 2 B4 K (r=0.857,P=0.000), it TNF-o.TGFBl £ 5 7 pSS & # &M # & &a Ji i3 18 &
ILD 9 & A& K, = AL mTH A pSS B H EMEMERAAF ILD 9 RHE .
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[Abstract] Objective To investigate the correlation between peripheral serum TNF-o and TGF-B1 expression levels with the
infiltration degree of lymphocytes in labial glands and interstitial lung disease(ILD) in the patients with primary Sjogren’s syndrome
(pSS). Methods  Serum level of TNF-q and TGF-f1 in 116 patients with pSS and 20 persons undergoing physical examination were
measured by ELISA. Meanwhile the labial gland samples in pSS patients were performed the pathological examination. The patients
were grouped according to the lesion stage of ILD and pathology grade of labial glands. The serum TNF-a and TGF-81 levels were
statistically analyzed. Results Serum levels of TNF-q and TGF-g1 in the pSS -ILD group were significantly higher than those in the
simple pSS group and control group(P<C0. 01). The levels of serum TNF-¢ and TGF-81 in the simple pSS group were significantly
higher than those in the control group(P<C0. 01). The levels of serum TNF-« and TGF-81 in the labial glands lymphocytes infiltra-
tion group were significantly higher than those in the labial glands lymphocytes non-infiltration group and control group(P<C0.01),
while the levels of serum TNF-o and TGF-g1 in the labial glands lymphocytes non-infiltration group were significantly higher than
those in the control group(P<C0. 01). The TNF-a and TGF-B1 expression was positively correlated with lymphocytes infiltration le-
sion grade(r=0.867,0. 613, P=0. 000) ; the expression of TNF-a and TGF-1 was positively correlated with the lesion grade of
ILD(»=0. 814,0. 864, P=0. 000) ; the level of TNF-« was positively correlated with the TGF-g1 relative expression amount(r=
0.857,P=0.000). Conclusion TNF-a and TGF-81 are involved in the lymphocytes infiltration of labial glands and ILD occurrence
and develvp ment,and their expression increase may be the cause of labial glands structure destruction and complicating ILD.
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(HRCT) #2851 1 12 TLD, 9% A I 0] 39 00 28 8 U 4%
R EE R, PR, TR — S S AT 0 5 vk B 0 ILD B
AEEE L, AN ZM . MG A K HF BLC(TGF-R) |
Ji g8 R B8 I F o (TNF-0) 7K - 5 pSS % % % V1M1 60, B
TNF-o. TGF-81 /K- 15 pSS A [l & Ji& B Be iy 56 & 8 A7 4 18 .
AT 5T 58 3k LK pSS BB H MM TNF-o, TGF-B1 /K ) 25 1k
I 43 A7 5 T S T 43 9% L TLD W BR 0 301 A 96 &R L ok i 383 4k
JAIf TNF-o, TGF-B1 335 5 pSS MR H ARG, B1EH
TG A TLD 424 0k | RTS8 170 0000 4 A%, Ry b 2 2R 1Y R )
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ABRUE: (DR E L E IR B H R4 Z R R 0 R G
75 (2)pSS Wi ¥IFF & 2002 4EEIT Y pSS H Fr 4 28 G2 W) 4
HET 5 (3) W IR] A 2 i 7 R L B O L 9 45 B R TR R A s (D
pSS & 3 ILD (pSS-ILD) #1275 & 2000 4 3 [® i A}t £
CATS) F Y F W B2 (ERS) 48 H A9 85 % Vil 47 4k {k (IPF) &
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ARG r O ARG 11 ekt P 25 B 20 51 O B L Ko, 583 ], &
17 4R 23~54 % 1 (36. 3+ 13. 7) % iIF Sl fig & o g
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W75 S A0 W Wy S SR B IR A T IR R G L 2 RO
R T TR G AE I R B8, S . S TSN LI R L R R
PELF WU LA R A E A AT 51 B e oo AR TR A
IS ¢ AR 80 U i R B 0 5 (3D I U IR P B8 R L Al L R
FF S B 1 S5 B TR 25 0 11 BB 5 (4D G 0 B B 10 B 2 IR 2 ik
HE ] s (5 R Ui FBE U7 e RIS S8 2 S8 . B Ak 19 116 i)
pSS B H H LU R 43 G K S BAHEAT 43 2 (D TR R B4y s T R
38 i, M2 18 B, % 15 61, N4 9 %, T IO IV A pSS
B2 (n=280) ; JCIk [ 40 i 320 36 #1 (pSS L4 . (2)
ILD J5 A8 53 W :0 1 68 f3i] (B4l pSS 41D T #1 23 4, 11 #9 15
B, T8 1060, T 10814 pSSILD 4 (n=48), L\ F&4
FEH VAR R L, 25 R RS 2 L (P>0.05) , LA 7]
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EL 40 M SR AR TE R — A B AL T 4 mm® B IR A PR
% B My E kL FE 5L (focus score, FSYM | 45451 5 A4S ¥4t A~ 7]
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R T 7 it T A T A0 3R B0 &% L IHIAE M BT 3R
LR N R R SR RN R T ™A A T R
WILUE T 4 2% R0 M s IR LA B RS B Tk M Ok iE 2F
E R TR
1.2.3 i3 TNF-o. TGF-1 Ml E T J= 2 25 W i1 BCHF 55 %t
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F—80 C k484 H. R A MBI 0 B B G e
CELISA) K3 4 J& 1 35 H ) TNF-o, TGE-B1 7K, 45 Jy i 5
W BL R A O 92 10 7 ik AT T
1.3 Geib2eibd 5 SPSS19. 0 ¢ X B 347 45 31 2% 4y
B TR FER DL Tds 2R 2 M7 B AR LA RO IE 25 4 7 ok
FHJ5 22 45 B, 41 18] 1 1 B 3 % B SNK-q £ 56, I i TNF-a,
TGF-B1 /K- 5 & it 38 43 ¢ S TLD 43 31 22 [8) 14 A O 14 ok H
Spearman % g A % 43 M1, TNF-o 5 TGF-81 2 [A] #4056 7k %
FI Pearson AH3C 54T, I A3 48 11 K 56 33 R FH XU Kz 56 A6 35 7K
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2 &% ES
2.1 XHZH5OR[E ILD 43 4 pSS & 3 I TNF-o. TGF-B1
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*1 WMHRAEARE ILD 58 pSS 2EME TNF-o &
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25 n TNF-q TGF-p1
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(P<<0.01); T # pSS #9113 TNF-o. TGF-g1 K& F 1
WI(P<20.01), 1 ] pSS B Il TNF-o, TGF-p1 /K& F
I {1 (P<<0.01), W% 4,
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TNF-o . TGF-81 %3k 3 5 8 I B 4 2% K TLD 43391 ) )™ 0 7
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B Ji&§ M 9 43 G4 ILD 43
TR AR
r P r P
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3 it e
pSS BE G I Z RG A E W EF RGBT 0 A H B
LI ZE AR . A TR pSS # 3 I 7% TNF-o. TGF-B1 /K
-5 J Fi s B 43 8 Je TLD I R 43 3 1 56 R %) pSS 12 W K ik
STHAREZEE L, AR AEM,pSS &9 ILD & & pSS & I
JiEE it ok [ 40 95 908 AR 1ML W TNF-o, TGE-B1 7K - 35 8] & 7+
B . $28 TNF-o. TGF-B1 7E pSS £ 19 % & i3 B2 vh 4 v f 8
FAE L R TS IR 40 i D R i ™ AR B A TE AR
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K, — B pSS 12 Wi K i 15 ] 1K 77 THT iR A i ok 14 () . BE A
W5 K B, TNF-o £ pSS ¥ Ji 41 3 B b & #2 % CSEAE T T
AR 525 B 000 400 P B 45 R 4 1 2 (MIMIP-2) B9 43 b . M T B S ik
JEG S I f 0 R 9 45 4 W T . WILLEKE %57 f) #F 57 & Bt
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