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1.1 BB mAeey %k R FOE 40 B Rk &
PL I  IEH 60T 40 i 41 3% BT (Extra-Cellular Ma-
trix, ECM) {47 31X $E470 i 4 32 S i R G i L L (L7
K ERCE 2 2B MR AR I OA B ECM 2L (19 31X it
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2.1 SRRMEEZE EFRFRIEMERERESS
T PR T R 08 M A E BN i AR L O HAE RSN OA
BT A 4 PG B b R T F B MR T . O B 4 A
OA 1 BYAE . 1 B 28 VR 2 7E OA 19 & 9 AL i
T EEAEM IS PR T D RE R A A o o
FOE A A 5 A5 B 5, Takano %55 78 /N RUAY
OA BRI rf & 1 ER 3 5 (%) B 240 M35 5 19 TL (Inter-
leukine, TL)-13 A - & B 45 25 37 14 . 1717 [ 45 25 55 (5 A
KIKS 5 T R REM B % 4. Daghestani 25U 3
Ak Vi TR0 RIT At 98 R %) T A4 A 4 R R 0 T TS 1 4%
FiEE OA B B JORE F AL, 75 1 4558 it I Y CD
(Cluster of Differentiation, CD)14.CD163 M Ifil 75
) CD163 5 K5 A 16 P B R4 i A 5%, 1 B b 1
CD163 #1 CD14 5 B8 #IE s A &, B i B b ny
CD14 it 5 [ 55 [a] B A8 28 1) ™ 5 R B A O, T i e
WOFN I H ) CD14 5RKMA L. Q B4 i
FE OA " RYFE T, Huss %0 % 3078 26 177 3 IR 1 5%
B ST B0 TR i A i B0 41 A NK 41 i
(Natural Killer cell, NK cell), HH 30% 19 CD45 +
PRI AL . Moradi 25 7Rl OA B B9 18 I 41
20 I B0 AR 22 AN [R) B PR A R Her B R A O
CD14(+) EREAN M, Hk o CD4(+) T 41 i f /b 5 1
CDS(+)T 4 s .CD19(+)B 4 fil CD16(+),CD56
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TERE N . Ma ZUIFE H T 400 F 4 (T cell Factor
4, TCFA) TE TEH AR HCH 40 L rb 22 B 41 43k A 1
MFE L M 7E OA B b, TCF4 (1 mRNA Rk 3%
Wt I HLIE T Al A B 0 T A P e R R
Hsieh 0% 78 /N BROOA A58 AL o S B0 B5E vh 38786 1
CD8+T cell W 315 4 J& # F g 41 21400 il 57)-1 (Tis-
sueinhibitor of Metalloproteinase 1, TIMP-1),
TIMP-1 2 5 & . HEte 5 OA iy EREA
5. Shen UK IAE/NR OA AL, CDA+T 4l ffd
RUECE A1 INF-y(Ilullor Necrosis Factor-y, INF-v) f{)
Rkt L, m CD4+ T 40 g 7] 75 5 MIP-17 (Macro-
phage Inflammatory Protein-1y, MIP-1y) #1 NF-kB
(Nuclear Factor-kB. NF-kB) f#) 3 ik, MIP-17v ) % ik
34 Z2 T 51 SCTT B0 B R A0 MO O B L e A . CDAT
20 L 1 1 22 (] Ao B I 200 i Y 92 Y R R T 4 S AR
lif MMP (Matrix Metalloprotein, MMP)-9 &35, X
SEHR AT A AR BRI . P e T UL T 4 R B 5
245 OA B AR . 9F BOIE OA BT .
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3.1 ARMEE OFMERGAE OA PIYLE MK
ARG hiad 30 R B A 7R A Fe B TUMTR E BB
WEMTEZEN. B4 3 AMIEER, WSl
1% JBEHE & (Mannan-Binding Lectin, MBL) i 42 #15%
BEARIF SV Z2 PR A 5 a0 OA RIS 45 % AH G
M BEAS PED , Melin 250 & UK 26 R G3 3
iy C B BE A 3R AT SO A A Hh Y 28 R AR R 55 B R
2 B Al RAE RN AR L /E . Wanner 50 & 3
TER AR E OA B35 1 W IR B[R] B e 3 — A~ 1]
5 A ZR G R D A Rk A G B AR A O R L AR
Mot OA v, H LA 40 ) 500 B 981, X 150 B e 20
OA BH T AT 0 285 K i, e 4 S BUR B B0 .
QML F7E OA Hh AR < 5671 vp 20 i DX I 2% 1Y
AR 2 O RS BORCR 1A S o AR AR R
A B 2R BT OB B IR . Tsmail BP0 ER
B TL-1 al 38 id 2 55 AR % ¥ (Jun N-terminal Kinase,
INKD-2 {55 3 18 R 75 5 50 1 & 1 RBEFEfi# . Guo
SEURE S K B, 26/ L OA B8 rh i BAYg TL-18 ™ &
DAL A e T AR R DR 3 Ak i 1 AR, 3 AT AR D B
Xf 2 58 A A A DR 1 o0 AR VE OB NI . Lopez
Armada 2 % B 1L-18 1 i 98 3K 5€ X F-a ( Tumor
Necrosis Factor-a, TNF-a) LLAS R A9 77 2098 15 A 4kH
20 L ) 04 T T X 22 e R B IO T A IR R E2
(Prostaglandin E2, PGE2) 1 It K 4 -8 Y K.
AL GO R 2 HAB A N 725 OA /Y B 72,
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OBtk F7E OA i fEM  lafb N+ & — K40 F &
BN A LR T AR LR B P B B R D
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ik, Zhao %M E AR LR F CCL3 BE B8
OA BE ARG X A F 09 50f el A4z F it £ /9 7™ 5 2
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PRI E [ B HUA, A X ERCR R BB R L
a2 E A & YKL-39, B BE T UL, 78 OA 5] 1 5k
B W il b R R AR R B R E RN . AR OA (95 B E 7%
rh L 3E o BT PURCE A  B B PR AE RO B R TR
R FE M N, i — 2D SR E T X e HUIRAE OA 4R
R AR

4 B50ARFHBESREESER

WEFEUE B ALK 7 F0 A P A B AT & — R AT
AR = 30 B AL TNK, 39 56 8 I (Mitogen-Acti-
vated Protein Kinase, MAPK) fll NF-kB {5 5 i %,
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