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RO LLBEARE (SLE) J& — Ff 1 785 2% Al IR 22 3 2 #E 1L
W H B R PERR . kIR 3 SLE B3 KW A ik
s 2 A0 7= A L it i AT 0 DL B B B 1 2 2R AE A
MR AL HEZROEIREGGIE. EWinEY e kR
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HHAZANE He C K FE TS X BT 2R SLE B
1) B 5 40 L 20 B 1 R AR AR 4k, HL X Se AR fL T B AE O M B SLE
KA A FRIE ) .
1.3 MicroRNAs KEHIFHE FE P, miRNAs FikFf3hfE
W B BN SLE 9364 ZIRHLE . Dai 27 F 2007 4F & iR iE
SLE g8 3 4} & I8 A4% 40 s (PBMCs) # 6 4~ miRNAs ik & 2k
WUAR AR &M I /N 2D T R AR T R A R . B E L
40 s (PBMCs ., T 20 i 48 ) L A3 (I3 . 1 5% L PR W55 DL B
SLE % i 4140 b ¥ BRI A0 43 A miIRNA B %35 .
miR-1460 f&— miRNA [ ¥8 [0 {55 & 11, % e R A K
BiAE G P8 4B . Tang %0 4t SLE B CDA™ T 41
miR-146 LT HERE  H miR-1464 K FEfEiES 1 8
TR AFN)E B A 3G . 5 SLE BB TG s R0,
miR-125¢ % SLE 3% CDA™ T i bt 2L R B RE, H
miR-125« 7K V-1 T F ik 5 B % M L Bl 7 RANTES %3511
B, Pan 207 4R . SLE B # Ml MRL-lpr /N, CD4™ T 41
M miR-21 1 miR-148a F ik [ M, fib i1 & B miR-148a
miR-21 43 5 §E L $2% A1 (8] 42 Hb 40 i) 3 5 DNA F 3L 4% & il 1
(DNMTD , #875 HAE 45 SLE 3% CD4" T 408 DNA B 5
A ER . 52 F,CD4T T 40} miR-148a Hl miR-21 41
LS B DNA BYEF 231k .CD70 #1 LFA-1 i & £ 35,
B 5 miRNA F1 DNA H LAk 4 255 52 4% 0815 19 7T 6 14 15 BHiF
S, AEWIERI,SLE B CD4" T 418 miR-126 I miR-
29b & 7535 . miR-126 Fl miR-29b FEHE [ 545 DNMT1 mRNA,
U/ DNMT1 & [ 235,00 CD4" T 40 g 3¢ 35 i miR-126 FI
miR-29b fEF F CD11a.CD70 1% F %&b A1 H: 38 X A9 5 3%
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150 A~ HA 2R A 18 4~ miRNAs 78 ARG i B
Z5., TS L SLE /& Mg EE & PBMCs miRNA (1)
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JEH iK% ,365 A miRNAs iy 27 AN HAG 2257, 8 — S5
&I, miR-21 . miR-25 . miR-106b. miR-148b {3 ik /K FE 5 SLE
PR S Bh S IE M 26 . T miR-196a Ml miR-379 ) FE kKT 5
SLE B9 15 2 i 5 S A1, 4878 miRNA nf {4 SLE #5245
6 S ARIE S .

B 7RG oM 40 i miRNAs 4b, %} SLE H8 % 1fiL 3% F1 IR 1 3iF
B4 miRNAs 47 7T# 0. Wang 2504 % B, 15 fd e %%
AL . SLE 5 25 M3 i 59 20 il miR-1460 Al miR-155 /K F T &,
1M /R miR-146a /KF F+ & » H Il # miR-146a /K ¥ 5 SLE %
95 15 2 BE R B ) PR R B 2 BRORE % T I3 miR-1464 A1 miR-
155 /K58 /hER g R B IEM ., BEJE X SLE B3 R RKUE
TR B a2 AT T M7 miRNAs 4087, & 3l SLE H
LT miR-126 7K - 2 5 - M7 miR-125a-3p.miR-155 FI
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F1). 2003 4E Baechler &1 F FH 2 i B4 A, & SLE &
#H PBMCs & 23 4~ IFNa if5 2 2K 1 35 5 R ik, Hx Su L
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5%, Deng % HERLEE B HEHIE S B/ AEE L T 41
JLRE 56 2R 4 T /s BRUAR 9t 9 E R . T At VT 28 25 4 (HMG-
CoA I J5 it 300 i 791 fil o AT FL ] 52 0 45 88 » DT AT DA 2 1 46
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iR KB F o (TNF-o) J&— Fl B A 2 Fl A= 9 38 1 19
M, R AR B B R A M A . TNF-o 7EAR 4
AP R A7 7E . — P2 43 W ALY TNF-o(S-TNF-o) , 3l B HiF
S S TNF-o 2 54 B R0 N 5 73 — iR BB TNF-o(TM-
TNF-a) . J& S-TNF-a WA AR Z A AT DL 155 il v
0 34 S DA S e o oRE 2 ) B HE S TR A BT AT AR

fifi % W 75 # % F TNF-o B 3E— 2 8158 . &% B TNF-o AL
23 Tl 38 At L P T S A 3 TR 4 e Y AR PR T e
L9 200 A 7T 38 ik B 4o 19 7 2L A TNF-o, I B 0F 55 3% 9
TNF-a 25 7 [ L5 400 19 A4 KR8 45

TNF-o 5050 A w5 Ff 24 BT —Fh 2 by o 38 36 18 7 2
TRA 1gG 4Ly AKARVE AR W, ) — Rl & Ht TNF-o 3
Bt YR AN E B X AR AR LY, ] TNF-o #5417 £
FAF B B0 R 555508 #8 I VRO /Y R R v A AR R T &
HE . ASCAE TNF-o B HAE B0 A8 M8 v v B 5 F 9 3
JEAE—LRiR
1 AMmfE

T AL 2 — e i T 208 R A YR 1 S PR o B R R I VR
BhE WL 78 I 40 A3 58 b e 2 M i E 5 5,
TNF-o & HAPREZEN—1.

1.1 TNF-« 5% (0 40 i @ 20 i gy 8 4
TNF-o A #EH A K BFFE 3 WA TNF-o 2545 38 1 1 i 38 2
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