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RIETER R G Bt YA I R 5P Bs, &
R LT H R A R A LR b
PRI P £F 2 b 2 76 R RE P I 9 3ok A2 op
SERIET R0 bR AR (L) AT 4E A0 i 5
b, FEORE (collagen, Col) . a-F i HLULEN
1 ( o-smooth muscle actin, o-SMA) ZF4HMIFMEE R
(extracellular matrix, ECM) & EVIR, &
BERFREIANN, RINER . MRS, PHBELAHTIR K
SMRFFART IO, BAAERIT R . AR R
ZERIR,

HR 2R TS M - 21 2 Ak e 7 b e 3
AR . AR RIRLE, B
= <Ml <R R SEE, WA
B EAR T b 24 ] K 45 750 Akl R AS SO
I BZ-18] Bt ¥ 4k ( epithelial-mesenchymal transition ,
EMT) | 1 Bz R G 40 i A 5 i) 200 sz 1oy 45 £ 2
K, KT S RE 1 I i -1 2T A 2 s LI AR OC
W AT L, $as P 25507 B el oy 2o 35
G REANME . I RAE S LT AR 50 B R R R
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WHIERAE, FEA& ECM ULER, I3« RAE-£T 4
o7 GUBRIERE, WITiE T 2 A B O b 25 BT iR AR AE
PEN - 27 A A 32 AL B AR A SRy A%, IR
G KB 250 R 4t 2 %
1 REEMEFR-FTHEN R ZRILH

T Al 2 R AE TR M 1) B 2R 1 RAEAE N
IR RTERE A “ RIE-LF 4k P e rh kK #
KEAEH], RVRAEER R sl | 295 R R
WA RGNE, PRGN, A, 40
W B CHE 2 8% (lipopolysaccharide, LPS) 4§ 75=4%)
HEANGEE 53 b R AN B S e AR M R MR
T, YRIE BRI S EUE b R AN A ) 5E
SRARNE, e (L) WEF 4 dn iy, 7 K
ECM, A T2 ECM JURRUL A e 4ife (e
AN EIR PRI 2 EMT, B4 ) 45 1 il
( matrix metalloproteinases, MMP )}z H #)1 i 7
(tissue inhibitor of metalloproteinase, TIMP) . #%%%
S F-kB (nuclear factor-kappa B, NF-kB) . 1k
K A F-B (transforming growth factor-B, TGF-
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B) /Smad ZE(FE Sl B Z A FE AR, TEARHL ] W
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JAKRTAT, N8, MAPK

HRLL]

1 RIEURE-HAUENR “RIE-FHEL” BRI R HIE

1.1 EMT EMT & “RAE-ZF4EAL” S0 A% 0
AT, RO SIE M I FR 2 R AE i i TGF-B 554
S b Bz An e 18] B AL ) sh A R, 7 ERY (W)
TRET 4 40 B AT 43 W6 Col . o-SMA | £F 4k & #E & H
(fibronectin, FN) %% ECM, 202U F i EMT
PEdEB S, TR 2k 50 W 2 i H S R s Ak, 8L
ECM i BEUTRUR A I 2R e

TGF-B 2L 4ifbAx.0o K1, g b g, B
WRANM . (L) nCETZEAnfEme . LPS B A8 P 4
WG o3 W, I 28 R AR 28 R AR UK Bl i 2T 2
K, TGF-B1., TGF-B2 REMIH Smad 4 (1K £
B8 TGF-B/Smad 15 i [, PRI HE EMT K ALEF
220 M 1) UL T Ak 4 B AL Ak, TGF-B B
AT 5 R e LIS 3-3%%  ( phosphatidylinositol 3-
kinase, PI3K) /& H # M B ( protein kinase B,
Akt) AFAEZULIE S, N EMT 3 58% ECM
ST, T LB R U R R AF R 45
1.2 W b B S T 2m R A1 8 SR BR R
L.2.1 fp bpednf o b e dn i i B % AR
1 1 (zonula occludens-1, ZO-1). M & & H
(Occludin) ZFH4 WU B GEIE, (HH AN . i
EWINIG 23S NF-«B b B A P 22 40 Ak 2R
FI3#4 5 ( mitogen-activated protein kinase, MAPK) |
BRI (Janus kinase, JAK) /15 555 5%
SEPL WG I F (signal transducer and activator of
transcription, STAT) %5 {5 5l #%, 2 AN &
(interleukin, IL) . i3 YR AL KT (tumor necrosis
factor, TNF) %525 558 M W R AE R . #F
TR, e R 8B 7 Bt o-SMA [ 4 i

HIL-6 K FEFHES, fEfRdE Col T Ak, i
IL-6 7] 3% % TGF-B1 S £k, IL-1 HIKA T
IL-Tae FIIL-1B, TL-1a BRAE 2 AE HISMAREREIL TGF-
B1 it ECM LA | i TL-18 BRARE 44 FAMA
B TR et ik, il ECM pLE ™ HgR
AT N IE LT 4G AL 2 T-1a ™ BEAT,
TNF g S/NRIEAEF a6 FHT TNF- 1571
AT RS T A v B B R I A gAY
ML 5 98 # TGF-B. MMP-9, TIMP-1 /K ¥ %
AR

i LRI, BB BB A E Y R AR
HERLR, MRS RERIERLE, W RIE AL 2
RFIASE, I TE T30« S -2F 4ifk” dEfE
B2 Wb Bk RIEREZRCEZ, A, W
BWFFTXT TL-18 B2 B EF 2k 40 B 15 1k A AT A7 4
W, A2,
1.2.2 g
1.2.2.1 HBhME T 4000 (Th 40ff0)  HrladR o
Ml (antigen-presenting cells, APC) ¥ LPS. ILs %%
R 2 CD4'T 408, T 40 T 40z 1k
Pl (B—155) M APC EHIAflH 15 CD28
Zih (AR WOE, B T 40M (T
helper cell, Th) 2. Th17 ZWRE, BlJ5 5> Tls,
TNF-o 88 K5, iR AE 5 b IR s i £F 44k,

Th2 41530 TL-4 | TL-13, IL-4 A]BEG58 J5F 2
N, ABAERA LT Ak b iV B R BB, T 1L-13
SN B B R E A defl, BT 1L-13 615
AT HEAR T ML TL-13 038 5 v 40 i B
TGF-B1, #% TGF-B/Smad {5 S A X [F
FE, Th17 404 IR TL-17 SR RRESN N, A
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IR, T LA S AR ) TL-17
ISR Col MERIAF -, T FHHT 1L-17 il 550 oy 4
il Col M 2 iK™, Bt Ah, W5 M T 40 M
(regulatory T cells, Treg) R Th17, Th2 21 fd
o34k, RSB RAE S 2 4k 4k, {H 1L-6, TNF-a
S 2] Treg 4346
1.2.2.2 EWE4Hf  EWggn s 4e R i M1 i
Ewganp b . BN M2 B BEAH, M1 A
Ei WA A 3 NF-kB . MAPK 25553 J R A1 4
BT, JEAEH APC UG Th 4081, M2 g2
M 1L-4, TL-13, IL-17 5 3061k, 4 JAK/STAT
5 B I TL-10 AP R AE RO ] e
LPS o 1L-1, IL-6, TNF-o #il3% 5 B ik TGF-B, 4=
HURET TGF-B AR #HE R, HAE 55 M o 1 47
SERAE IR, M2 B AR I B RO 8 TGF-
B FH W, RAEMAHE ., KR, W% BN
FEEFEAE T M2 E W AN U S AT 2 AN
TGF-B Fih R IEMI G, IS H T TCF-B 1551l
PRAR I T 44k

ZELPTIR, RPEAIMEAE < RAE-LF AR Gk
BN AR Py A A, AT Treg 401, Th 40
FEL 40 1 3 b 2~ T B S 7 ) T A
A 9 IR TL-4 %F T £F 4e AL (0 7 A 75 Bt — 2
I o
1.3 RACm# RAEVEMGIRREE: RIE S SR 0
giff ) M1 B M AL, BB Z TG E (reactive
oxygen species, ROS), #EiMi#4 5% TGF-B/Smad 5
Sl SRR AR E Y, PR A R T E2
A F 2 (nuclear factor erythroid 2-related factor
2, Nrf2) AiEtiE S ROS iz g S0k
7N, Nef2 R TR 2, 4, 6-=fifH IR BE R 5
SH/NR AL, M Nef2 W25 0K TGF-B1/
Smad {5 SR, SO, AL R A SR Z0-
1., Occludin ik, Jfi# il MAPK, NF-«kB %5{5 5
N A S Y DR, SR B B R R
JERONE, 5 R Z A B, ] A
WE AT 2% fiff 2 9 2 1 SR PR 470 B B B, X T TR
“CRAE-LFYEAL” IR REE,
1.4 RABEWmBBNGR G mie L4240
H ] FRANA, W ECM B 5 A 8B E ;. LR
2T A4 i v pl [ 55 200 M Ak eh T A A0 B A
¥, ferE S PEZRE a-SMA, S 2F 4k A0 4% 0 80N 4%
T RAE-LFYEL AR, T RS K
RYEE T, TGF-B 7K F-Fh = 1] S0 iU EF 4k 20 v
1962

B IR Al L ) LAR£F e i e Ak, 3 ECM URY,
[Fi] s 3K 6 200 iy 238 20 503 TGF-B, E—25 sk i
YRR IERE UL, P (L) BT 4 A
S A2 1P £F e Ak & AR 10 ) — T ZE A i, (R
PR AL BB W RF R ST .

1.5 M E#  RAEMEMREEWIE A 5 5 A
XEEREUR L, BURREAXT FEE L R FE S
B IR K e LAY IR N 22— BFgTiEsE,
% R B B N KA AT B AR BT, AR
BRI, S35 b A M R S 20 R R 1 TR
U UL T BT R % MR 15t 97 M 45 T A R E 1Y
Y el A VARSI | 0 N b 13 A 87 e
B L ET A AL o0k . SERR IR RIT, AR
MR AFF B LF82 Al il 3% TGF-B KA it ECM
UURR, IR % BB ER 4  ( dextran sulfate sodium,
DSS) ESH/N R A 4E4L, i i R 5T & B
TR SRR T B B BB A TR KUY
LE LTI, BB RN BB S RAE I . I
N EFHEAAR G K354 B e, R
GREX “ RAE-LF4EfL” BHoA 2R TR
1.6 MMP & TIMP ECM & .5 K i 2 iy 2 i 41
AT, i MMP 5 TIMP hZS s wE
Bkl (L) ALEFZEgnia™ . MMP KR s dE b
AU PIE ECM, IEPERE TIMP L1 - 1 B9 Ho ] 4%
MRS AR BRI T MMP 32 40 i R 5 9 458
117 98 i S 07 T ol 3 M R 0, 4R RE 1 i o 0 )
MMP & BE i AL RESEE ECM 5 RE LMEE 2, %3
W1 MMP 522 8005 U ECM R i 52 i BE % 3K
IS SO AT e A v AL, il ECM i DT 28
fif ) TIMP 7K ~F & 23 4 il ECM R fig,  in & T
FRT g B, 0 B R RE T Sh
HAH Col 1/Col I LLAE T, T2 M LLAH T
B, IESC MMP/TIMP 2% i (4 B 7R FH™Y R,
B ]S MMP/TIMP 2 48 5 1 36 AR S X T B
LR AL ) FE BRI

1.7 EZEFTER

1.7.1 RIASSEEE  LPS 24 B i s I -
B0 M B W A0 M 3R T Toll 3% & 4 ( Toll-like
receptor 4, TLR4) , fil’& T Wi#f5 5 & A4 F Bk M,
TLR4 586RE LA T 88 454 5 B0E TkB JAHE, 12
fifi NF-«B 410 2 (I BE IR (LT R ff, B NF-kB i
A2 A% IS Bl TNF-o 55 580 56 R % 5%, ik 2 [ 7
YR 18 % e ANE S TGF-B, S8 ECM Wif" .
[W#E, TLR4 #%)5 51 &% MAPK RBcimik, 151k
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) MAPK i A 40 A% % TLs S2 17K, R &
fiE N AN, TLR4 — B AL i S JAKI,
JAK2 | JAK3 AR fL, IS STAT & FIE
TIRRIE AN, S5 B -6 RN RS, fR ik
FAREFI
1.7.2 £F4fbfs 5@ TGF-B/Smad 15 5 18 #%
R A AR B, RIETEIRTERER R . R
PR FOKF 78 AR Y Re A TCF-B 52 K45 &,
W% Smad2 . Smad3 BER{L, I15 Smadd 458 T AL
EEY, HE A0 4R i S KO, (R
ECM k™ Li ' BB, W61ZME S 8 %]
FEAK a-SMA | Col [ 7K, WESCHAEMEF ditbrb iy
YEH ., Wnt/B-EFE 1 ( B-catenin) {7 5 18 H IR
Z5her 4k, REEF T30 LPS R Wnt Bk,
254G Frizzled 21K 53 B-catenin FL 2 A 5
WG SR F, {2k Col, FN E3£351 | MRk
B, B B R E g A A X UK R B-
catenin*"’ , HFESTE a-SMA . Col 1 TR
A, TGF-B figi i 3% 1k Dishevelled ZEFH ( Dvl)
BERR R AR 5 Sm i, A e kA
25 LTk, NF-kB SFRAEF 5 E g F 2 T -
S A K BRI N S, RS b S B MR T
BRI B« RE-LF 41k HBE AR 3 N
%, 1M TGF-B/Smad N Wnt/B-catenin {55 5 i 1% 7
W) 157 PR 0038 2 s i 2T 4k 2 J DRI #EE [ 41
il TLR4 FH NS5 W2 T3« RAE-4F 44k
1) SR R
2 T IRAE A R-A 4T 440 45 A HLH
R 2N . 2RI, FEBIRRIAE
Ve -Ta £F A 5 T R B — v, SR
SOOI 4, TR A A 4
ARG AR LTk “Raile” < F A7
“Pashr SEIEWE, X T S TR e - £ 4 Ak R
PR, FEAREREER ., REAY | HERH
FHE, KR ET KRG, S, B, FXRE
Y, JEAER, BFXT 25 Ty KOst A dn el 7E i
S aeh AR TP K HE Y AR B A2 B R R B 2 2 3 1) G
o ARSCREE KRB, rh S B I R Y g
T S AE S T HEAb A5 Tl i 0 A i A
MMP/TIMP | #&77 I 18 B #f 55 5 11 K 2% ff B a8 R
SE, PR ECM LA, MA 2]+ 1« 9 RE-2F 4
b7 BRI E
2.1 AV emmie Y45ZF LPS, IL, TNF-a %
SRS, Th 20 A S A 2 K R 1 R

PR RIE RN, T3 “ RAE-LF L™ Ik
g, NGRS B T A T A A R
S ELMEAN AR Ak, AT 00 1 2 RE 1 W e - 1 Ak AL
iEFE
2.1.1 SF#TT 4008 Th 40AEAE 2 204G E R 2
SRR R MR F 25 0 RN, 1 Treg 21 il e
T Th GHAIAYEIRE, (0 FL 0 W6 4 1 R - 1Y) 6 )
%, PRI Th17/Treg & X TP 9 0E N Y H 245
Jiti, WFGEABL, E IR AT Thi7 A R
BAFE, M Th17 28, FF42 85 Treg 41 Ml
LB, fi Th17/Treg LR E IEH K-, IRz
i SE AR B L, R E B b R A Zo-1,
Occludin 252 1 19 A 7Y, AN, Lai a1 T
Ly 2B Iy ml 3 s b R 4R N JAK2/SATA3 {5
53 P IS AR /N BUA N CD4™T 4hiffd ] Th17 24
Moy Ak, K E Th17/Treg ~F i, vk 2> % 1 B+
R,
Hitt, 2505 596 BEREM & Th17 43
e R A AE TRk, T Th17/Treg 17, X HEME
S btbE, R < RE-BE R 0 U R I 4 AL
P HIAE I LA Th17/Treg HAEAEAL, T H:
FLURHL w8 55 i — 20 WA
2.1.2 ESFERAENAL  FEA e 5
TR-Mn LT el st F2 op B SR AE A, B ML 2 g
R AE MW TNF-o . IL-6 ZE{R R A1, hnI S8 9% )L
N, M2 BUE BEAHH R IL-10, TGF-B FFHik
IR E R, (R AT B AL SO RIAT 44k
Mk %, RIEMEHRKIREAE S FE ML/
M2 e Ab 2R A, G Bk B R AL, R SR ORE
BL, % TGF-B/Smad SF{E L AEAL A Tid i, 2L
ECM REGURB RIS 005 240 it A f 2 0 il
“RAE-LFHEAL” G B N HE R Y G EE . DFIY R,
U NG 1 8 L 4 ) TLR4/NF-kB 5518 B 4
il E W4 f 1) M1 BURR AL, BEAR TNF-a, IL-1B 5§
K, TRl R M2 B Ak, DA Bl 3 B0z Pk
45 1 JASEIRY /N B JE I B T BRI AY  HE
BEREHENN ] TLR-4/NF-xB 15 538 1% 093805 , MM
P E A e M1 BB AL, HRE{EHE STAT6 B2
fb, FEEMEANM e M2 RURR AL, Bk 1L-10, W42
RAIENE, BE AR
gi bk, thehiEat S M1 AL M2 RIE g
MR T« RAE-SF4ifb” BERE, HJ2 M2
TR W A0 R A R 4 R TL-10 R[] s IR B AR i
TGF-B, i TGF-B /£ K EMT i 72 1Y 8 % K T RE {2
1963
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ALY, WX “ RAE-LF e SRR HL
P ARIEFIER, L 2558 a5 5 M2 B 3%
AR B HARBLRA i — D ARSY
2.2 WA R RAETE R R RS R
iE S 2 8 M1 B 40 i B ORC BE ROS, BT
AU b e g i B i, R TR
A 540 N RAE SN, I8 S 2T AL O
S ENE ECM VTR, SEEF g R AL BT
Pl A R I T 22 V5 B R g, R 2 TR R R
75 eI i 2280 A FH R P 22 4 R s R

Nif2 SR ROS W% 04 F, R REfE
Nief2 #% %% fip, F+ & I 20 R A A B§-1 (heme
oxygenase-1, HO-1) | ALY 5 AL il (' superoxide
dismutase, SOD) J&VE, JHBR A HEE, K IL-18.
TNF-a 7K, W0 9 0E S, JEAH6l Col I, FN
S ECM ULB BT REIGE Nef2 (5 5, Tt
= SOD ., HO-1 %M, W/ IL-18, TNF-a %5 H 7R
e HAEMNSR Claudin-3. Occludin 578 131k,
M i R AE, BB MBI, Ak, HIRGE
il BT 24 200 e 1) AL BT 2 20 M 5 4k, BRI «-SMA
Feik, NI T WU £F de e 2% 2 0058 i B0
Nif2 {5 5 3 B I i i A AL S8 (catalase, CAT) |
SOD JHPE, F#EAEA /% (malondialdehyde, MDA)
ROS /K-, HHEAR, il myia e T&
FIH, JRBERT 1k R e Ty

R, AHE T IR B 2 25 9 1) B — P A A A
FH, 2 a0 ) Ak g T e B e R A RE PR
Wi -h et A Ak ad B4 1) Z M . 2B B RE
P, [RIE 2578 45 25 FH A (o 2 v () 50 e
B RHMER
2.3 dpdAaRAE 5 aERAE S
2.3.1 M RAE(G S RAEMIE R R
SE WA YAl o R R EZ S, I SRE
SERREIA, 2D ORI SO Y TR 23 75 3
LA RE BT T 4 40 B L 1) LA £T 24k 4
Ak, ECM REDIBREEG ik, TR 7 &
T B 4y 8 3 L ¥ ) R 42 NF-kB, MAPK., JAK/
STAT %5 Z A RAEAS 538 HOR PR TNF | 1Ls 555+
K, MIESKIR] S -2F 4 Ak G S ) it
P, WFoT R B, AR 5% 7 el L ] NF-xB |
MAPK {5 il i, FEIRE R T TNF-o, 1L-6, IL-
1B K FEIFF R PR N F 1L-10 KF ) 6-2 M fiE
il NF-xB A RBERR L, ME NF-«B {55
PRI BEIE AL, D TNF-oo, TL-1B8 %5 R 4E K 1
1964

AR, 3k B 40 PR AT 83 R R BE
i NF-«B . JAK/STAT3 {5 53 f%, /0 K4
K7 TNF-o, IL-1B . IL-6 BRI, (Al b R 1
3 Z0-1, Occludin 55 & M & ik, & & ) & B
Bpl

IV 5 S22 AT B 2 T A A P A s -
W bt B ) FZENF B, (A il i 90 I
AREREARIA LT AL e A XU, 17T v 245 76 T8 9
U s LI N NS K Ny T i B M P B S 2370
LR Z AN L2 80 AT T P ) K A e
S
2.3.2 M 4EffE S TGF-B/Smad 5
Wit/ B-catenin {5553 [ 1) 5 5 #0062 SIE-2T 4
67 SISO T A% O AF S B, P R R
RIEVENG G-I 27 AL AR, v 2538 M o I &y
REH [ PRI 2 2% 30 B E S b 8

TEANTH TGF-B/Smad 15538 ¥ )y, K&z
I TCF-B1 i S Smad2 BERRML, FEAK Col 1,
a-SMA K-, EET Wi defb i 5 e, ~524
WS AR Re M EVE A, BT Tt
% A5 5l S AR > o-SMA | Col T AERLZ
HRLOOT R BEII ] NF-kB {5530 1%, BRI 1L-6 /K
-, TR A S, RN 2R 5 T, AR
Wi “ RAE-LF4EfL” WBEAPORESHH, 6-2M
My L A0 Smad2 BEFR AL, FEAN a-SMA mRNA %
ik, MTBEET TGF-B1/Smad2 5538 f&id 1k, Wi/
Col . a-SMA YA,

BT X Wnt/B-catenin {5 5 38 % 1 -+ 791 5 B 57T,
W2 R G R, Wu S R, Mg L it
IHRZ G5 E G 15T, MMPFEL a-SMA | Col I,
FN 23k, JFRERIZEAH] NF-«B, JAK/STAT 5%
W, FEAKIL-6 55 K F7KF, M SE B R AE 5 2F
AP IR T 10, A R 2R £E B-catenin £
FOE PR, Gl S S R LR Wit (55
BT, RBFEAK a-SMA . Col T /K- 4T
et H A,

Ph b 9 3 (6] B i o 2 38 3 TGF-B/Smad
Wnt/B-catenin {55538 It >k BH W7 4 i P4 7 9o - 2T 4k
LR, [RIBS X RIS 5 BTN, 2
WP PMERES, T “PUR-PUEF AL B AL
N7, B HETGRZ A2 16 - A LA
HARRAE, b 25 F TP er 4k il AR5 £k 5 1 i
FERIAE
2.4 F# MMP/TIMP MMP/TIMP %% fj & 3%
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ECM JURAZ D3R, 2 36 M oy 1 2 fig il
LR MMP/TIMP -5 DL il £F 44 & A=, i
PR L R A R R SR S A, 0 R o
5 PI3K/ Akt {5 53 [ S 0iE W ok I MMP-2
MMP-9 35, M a-SMA 2 Col 1 43, B ik
UL bk 22 B BE T B MMP-1 3% 35 JF B I
TIMP-1, TGF-B1 /K-, FEfEil Col 1| Col IFES#H
{18 [ ) BELLAT 62 27 2 A A 5 SR B N, P IR ] LAk
> ECM 3 BE BORRT A T M A T DU 1 42 °F £l
TIMP-1/MMP-13 FE{H'™', BEAE I #] «-SMA . Col
[ %5 ECM HEFH, S HE sk 5 50— 45 MMP ¢ TIMP
Wk A LSUE Z AT, pG 1k £F 41k,

i LTIk, T 2yfei st MMP/TIMP & 72 1 il
bt B b B OCHEEERT, i H AT R A% T
MMP/TIMP (4457 5 P8 8 45 25 ) v A7 25 e, DALt v
A R DG FR IR A FH ) [RI BE A e 25 ik 4
H—E NS ME,

2.5 EAVMEHA M e R RE V-
LT AEAG IR DCHEBR B K 32, HOAS A 2o BRI 256
B BEIMELGE S S 80OA FY A RE T
IR RAEVEIAIG RAE, HAENT (ML) JLF 44

JLTE , fF Col 25 ECM 34 i ifii i ok iz £F 4k 4., I
AR R B, ThEiE MR S 5 T e A R T R
FESE R0 1900 9 5E 1V W - 27 44k, andE e
SIS AT TR | FLERHT RS54 5 AR 2T
TR P AT B S B0 s 5, FHE Oceludin 25
1283k B R B ] NF-xB {5538 1, FEAC IL-18 .
TNF-a /K-, B2 W5 REYIRE, B« wRE-FE
BB Gae” ARl R 45 ) S B Rk 5 i
SRR R B Y, WO RE R HUY I e i
HENAE 2= LGB AT BRAR X R, o 22 [RGB AT
PEARXSF B, BRARAE RPLEIK B B -2 (human
beta-defensin, HBD-2) 7K°F, &K o-SMA . TGF-B
EEMNSE SRS, IFREIRE RN T IL-13 K,
ThEsHi R B~ IL-10 7K, A BT« 58 JE-41 4
b G, MELRRAEVEIIR-IH A AR T

g5 bRk, v 2 R R I R R
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