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JIE K A0 2 U5 T CD34 " CD117 45 86 £ 8 75 1M
PR, B A A 48 AR DAAS 1l 2 A RS A I VAT
o JF AR E 1 A1 R 2 20 5¢ JCH 2 ZURE S 1 O3
AR . B RN EA T Z AL, T8
AEAE T15 EANSP BB IR 5 1Y 42 b T, B Bk L IR GE
FEEFNE Wil b HAEAL

B R4nE £k MHCT 61 1 26401, H—&
BB PR AR . N K20 M e 3% 3k 2 Fh 3R 1 32 14
GLEY OV NI DO Ui b € S Y A - N
ALREC M LR ILZ: (1) CD117, AN T 48
Mo K F (stem cell factor, SCF); (2)Fc &Kk
FeR), 4% FeeR [ #l FeyR [ 4
(R Z 4K (pattern recognition receptor,
PRR), fuff TLR Fl NOD Ff 52 (& %5 (4) 40 g 8
FZAR, ffE 1L-1.1L-33  IFN-y 32 {k%; (5) kK
W5+ A R 2 (growth stimulation expressed
gene 2, ST2)HMAZEIR; (6)HMZ Ik, LI
H1-4 25 (DG HIAMBKRZAIK, ORI 2K,
i3 It % (prostaglandin, PG)E2 32 1k | # & Bi-1-
iR % K #MK B 4> 3a (complement component
3a, C3a)., #M & % 4> 5a (complement component
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RA & —Fp 5 BTiE gm0 RA B 1Y im R
R 2 BN o PR R AR AN AR R AR A OGS
T RAE A0 B % 3 %5 ml Dok B RA 4328 3 AN
B 21 A CIROIE A0 M %% ) VBEAE O BE 40 1 2%
JEE D R E R o B 40 2 ) B K 4 i o
15 CRP,ESR, 28 4k 515 %5 1 3l JE 70 (disease
activity score 28, DAS28) FEAH M,

HR A8 25 19 2 B AR R A 6], A R 40 i v
Gy Sk 26 R AOBE ORI BE AR AR PH M IR K 40 e
(tryptase- and chymase-positive mast cell, MCr¢)
2SR 25 1 B PH ME AR K 40 8 Ctryptase -positive
mast cell, MCr), MCrc ik 2 i 8 1 5 A BE 2
fitg, M MCr AXFRIK SR . 9 28 I8 < 4n i 78
RA th#A B R34 . B MCr 5 MCre 19 B A
RA WAL 5 (MCr 2 MCre ELF4ERE T 15 6.3
BTN 1 2), I H MCr 58 B R E B 2
WEAE, 488 MCr 78 RA 2P 58 0E S0y v (9 7%
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2.2.1 lex#mmidid FeR A E M EW,
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PGD2, R Yk nlfigi# i FeyR 1 M FeyR 1l
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Ik 22 J Je 51 % BRI 25 R | A S g T 32
2.2.2 Jek#mpei@it TLR ## % TLR (3%
PO AT RE S B B 0 R AE R, # TLR KAE A
SRR B R b Al BER OCHEAE . RZ 8
TLR {553 P& 5 K i 155 2 25 1 RE A 0 A6 I 1 88
(myeloid differentioction factor 88, MyD88) 7F %t
Jii 4 J@ 25 [ il (matrix metalloproteinase, MMP)
(A L AR ] b, T MIMP 7 3 B 48 0 D) R ki
BRI h R G EZAEH], & TLR fTRE2 5
RA i S0 FIZH LR IR i 7T

MMER 4 % ik TLR1~TLR9, Hr, TLR2,
TLR4.TLRS AEMS 55 HE R 20 M 42 TNF-oa. RA B9
IR PN I I RS s DG A IS A 7R 2R 1 BT Y e B I
AR, BRIV R A S B T
FI B8R OB R AL M T B S e if 52 . 5 AL A=
Bt A B U B B e R G R BRPTIK (anti-cyclic
citrullinated peptide antibody, ACPA), ACPA-
IgG P E AR LhE ot 5 FeyR 1T A 45 & #0s
KA. WS B FeyRITA 5 TLR BEf 55 %
N HE A0 8 i A 28 E A Bt 1L-8, U Bl 1 1 2 X
8 iR I O A0 B R TS S RE XL T A IR RIAE . (R BF 5
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P, EL5 5 09 40 B PR 1 0 25 28 A I ke T ik A 1Y
TLR 2685,
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f T CDA0 [ 45 &1 0 b AR I 40 i 7= 4 fn 11~
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MR B MYIEE, HXFAE X RIEKRN S RA B
A A RFUE S L A0 K 4 e aE S B 4. i
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T MR (nicotinamide adenine dinucleotide, NAD
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R R AR A6 145 538 B 45 CDA T T 48 f 17 38 7 43
fb. XA e 5 NAD+ J 3 A0 K 240 A B ik 9 TEN-y
EE P S

e RA il W% 3] Treg T AE (1 Gk b b b 5 41
S P R AR, TR R i B T DL o OX40 /
OX40 BeiAk s Treg 4 i 15 42 H filk LA K B 50 401 Jie
1L-6 Ml Treg i Gase Il /R I
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ML 3R Gk 0 R OAE ¥, TL-17, TL-18, 116,
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BPY . TNF-o B fEA S FLS B T 4iMi N 1,
VB B0 R 40 i 2 T CD117 J MRE 2 3k IR A 410 i
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JRET L RE K A 43 0 1) JBE R 1 0 A 5 i 26 B
M F (focal adhesion kinase, FAK)/p21 & &£ 4& ik
FLS (858, fegbH MMP-9 FAK Fl p21 i3k,

JIES K 24 it 6 ikt 9 TNF-o 3 B8 V005 5% 15 200 B
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