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—.DNA HEUERFEIRIRE

RGEM LA BE AR ¥ (systemic lupus erythematosus
SLE) & i 8t 1% BB MR K P2 Z R R 51E R,
M & A Z A SHukIcE SR & ARG, WS
HABZREZHAETE A B G B . iAok
RGENELL BRI RIS # DR 5 C O BAT], KA
WHFE W], DNA BRI 25 1Y 2028 7] S B R Gk 4L
DEARAE 1Y &A=, i DNA ARG HY 356 A 7T S B0 26 35 (] 5
HFIK LA N IEE KB AN CD70,CD6 (CDlla 1L -4 |
IL -6 1L - 10 45 Z Ffoxh B 35 Ak SRk g i AT 3 28 JE A
£ SLE CD4 " T 4 U2 40 g v 249 3% B0 O A1 HY A R 3
FHEHGIFEEA, S5 SLE K. A, A A R
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WAL, BB Moy W ok R RRE L TR A B
PEEALT T AR A BT R B, 2 A R R
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I o A9 TR G SC R 2 Y A K 1R 3 ek 0 A AN S
V&7 I B 8 % (extracellular signal - regu - lated ki-
nase, ERK) , B&{ik DNA H JL4 K EE 1 ( DNA methyl-
transferase 1 ,DNMT — 1) ik, 5| DNA % 4K H &t
A AT 5 S5 2 18 5 ) 30 28 ) AR 0 P M A BRE AR S 1Y
TR o BTSN, SLE f 35 0o 5 Ah 2k b sk, 2
25 I 5 e B, PTG R S [ iR ) 46 A 2k A
Jurkat Z0 g (FERE E6 — 1 AT bk B2 40 i 1 1 9% 40
JE) LI ) B , DNA 45 £ 8™ o, i) DNA- G {6
A BT RIS , L 58 A4 i 2 B s R BB 18, T
UL, 2R MR B AT fE DNA 5 A fIG Y Bk 6 53 8 SLE i
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Hoat— R RE S £ B 1 AR fb AR id 19 DNA 2 H B AL Bl
HA LW RN, TEE " 05 %0, SSe BF
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