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Pt bR 40 M AR 2 T A& (anti—neutrophil cytoplasmic anti-
body, ANCA)AH G i 48 48 J2& — Fh ™ 8 1Y 22 K b/ i 4 515
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B XTHE BT A B 3 (proteinase 3, PR3) uk & 1 & £k ) ilf
(myeloperoxidase , MPO) ) [ B HUA . 3295995 LA/ IfiL 45 BE 1) 58
I FILT A RAE IR BE L 2RFAE | 32 2 AL EE 5 4% 40 TR 2 M (Wee-
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tyrosine phosphatase non-receptor type 22, PTPN22) 2l Jifd 2 M-
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TCRF 555 . BT Lek DIAM LYP i BBSS & — 26 A iy &
5 TCR 15 5% F 5 F, BL45 Zap70 ,CD3e F1 TCRE 4 I
Z LB AL (JCTE M) T R TCR 75 5 %™, 546, LYP
W C ol — A I AR 0T R SR Csk (C-
terminus srckinase , Csk) A9 SH3 £S5 #4845 4 . Csk Bl Lek 19
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CTLA-4 S FK CD152, )& T % 9% Bk PR KRR i T
2 SR KB 33, b 6175 MR AE . CTLA-4 % 4 5 1Y
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A AL R, —FOR B CTLA-4 & H 0 —Fl2
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Adropin /& 2008 4 & 3L 19— FhRT 1Y P9 IR 1 A P 3 MR
JBT SR — i o WA R AR P, H B T AH DG P (Enho ) 4 55, 38
SRTENT ek Sl Bk v 7 2 R R T R B e
FRMAEP R EEAEM . T A DA R U
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JL s e L 2 2 S BOZR I K, B2 Adropin H FURTA B2 20
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