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B & Ak

MG F Clg BAMEZ MBE R E W E S EA . BA
AT A% P G0 A0 I B N I BE S . B B B T HIL AR Bl AR
RIS —E BT LR T ELS 515 Bk B B 2 2 AR T 40 e 45 76 7k Y
B HE AR TE IR P R A SO L HE R B B o g T 52 45 T TR R T
YER . UK AME Clq ZhRE K H 5 R G BRI (systemic
lupus erythematosus,SLE) {9 # 3¢ M — 2534 .

1 #M& Clq REINEE

A& CL R —A Clq 2 F B A> Clr P4 Cls 418
KAFEALZGH. Clg 2R KIWFMER . B Cla 54 T4
SRR G B A VTS Sl EOE 3 AR A BR Dy A AR T AL & R
7, Clq &FENEM . Clr #1 Cls REEMEM . Clqg & W
AR BA TR B AR 1 BROIR Sk T (eCla) ke Jit B 45 44 1Y
B (cClg), Clq @it cClq 5 Clr .Cls Z5 &M i C1 E 4
T (C1qC1r2Cls2) il i H gClq IR L S MM e ZE Y
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