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e - R
SRR A TG L S 52 R R 8 P R AE TR R
WL AR =12 Ji . CRS Al 4y itk & - B R
£ B B P ( chronic thinosinusitis with nasal polyps ,
CRSwNP ) FI& 1 &5 — £ 52 58 A £ 5 B A ( chron-
ic rhinosinusitis without nasal polyps, CRSsNP ) P
U S LR R o8 4 AL R TR 26 R Y
CRS 32 B AN [F] ) 7 58 5 9 ALV LAY B%
A4 K A F-B 1 (transforming growth factor-betal ,
TGF-B1) HA W 35 1Y 5 I8 35 F1 2 27 4k 1k 2)
AE , A A LA IR T A A Ah R U AR A
KR AN P F o AR & B, TGF-BL W]
RETE CRS #Y9 & M5 ALl o2 3 S AR . A1k
I 34 . AT 41 ik 2 ( prostaglandin, PG ) | 1 = /i
( leukotriene , LT ) | 2% i Bk ( bradykinin , BK ) £ %
it R AT DL G 52 TGF-B1 By 33k 7K F 85
5 B S AT Fe 285 W) TGF-B1 WY T RE o 1% ST
B X TCF-B1 7EM Pk 5 - B 52 R rp i 1E 1 &
Hpm N R AE— 2558, A EREXT 8 P 5 - 5 52

R PLEN BT T L2 R M —E WS % .

( chronic rhinosinusitis , CRS )

1 TCF-Bl HEEME-BFEXFHIEM

TGF-B1 J& TGF-B # K % ¥ i — H1, TGF-
Bl /= Ja e 4 A b LI AR = & W i I8 X A7
15, 5 K 40 2¢ 85 B (latency associated protein ,
LAP) #1 ¥ fk TGF-B 4% & % H ( latent TGF-
binding protein , LTBP ) 4% & 1M % A 1& 1 . RGN
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BT pH Bl Ap Ko — So 35 (il B A R 5 PR A
HER S S AT OS2 A W, B A S P Y TG -
B17 . A i ¥k iy TCF-B1 nf 3 i Smad 2K 111K
1 PE AT Smad H AR AR VE (R S R 08 K R
ER AT A 350 b R L 4
JE) A 5 i R O T A e R O T X 4 20 R RE AN
e & k47 4

KT CRS By & HILl, T 4F kil T B
i U6 4 VR 0 ) 4 Bk R B B L A g R R
B0 L B AR AR U 45 . H CRS /9 & 9 L
A AN IR . B 5E R BT, 76 25 I R RE F1 41 2
¥ 75 T, TGF-B1 7E A [a] 25 B i) CRS v #R & 4%
& EEAE M, B L AT 82 M B CRS &9 ML i
X1z

TGF-B1 f£ CRS % % I 48 5 b H A7 & 2 AE
. BF9E & B, 76 CRSWNP 2H 41 th |, TGF-B1 #&
FI 0k B\ TGF-B1 Z {& 1T mRNA i 7K - F1 3% 1k
) pSmad2 [FH ¥ 4 it (%) %5 i 2 W 2 B AIG; 1f 7E
CRSsNP 4 41 th | TGF-B1 & [ i ¥ JiF . TGF-B1
Z & T mRNA { 7K S F1 3G 4L /) pSmad2 FH 7% 4H
Jif 4 B ) R 3 T Y . IE 2 N TGF-BL 1
PR CRS I RIX K PGSR THER
A e AT R R R IE R X W E R
CRSwNP 1 [ TGF-B1 A9~ o 28 15 1 T ¥k 2
200 it 1L Al 4% RE 40 M 2 BE 2K ALY, i CRSWNP
) & B 58 0 B XA Il T CRSsNP, CRSsNP Hr |
TGF-B1 /K b, 8 45 % T ik & 44 B iy ) fig
TG W S35 AL, HL I R S I A R

[flFE , TGF-B1 7E CRS 41 41 #) J7 i W A
HEAEM . CRSWNP f TGF-B1 T i R 3 4 A
18 52 R I T B RE g B AR 4 i 5| S B 8 L
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FRAIH LUK M, T CRSsNP H TGF-B 1 | i 3 5
e NN g R A A o A
AW I K B, T8 B AT AT GE AR 1Y 5.5 CRSsNP
H, TGF-B1 ER M EIIFUR CfESE 0 - S
A RBE BT B X B R 4140 B T RE K
Az TR R E Z i, {H7E CRSWNP J2& 75 i1 70 it
ARk — L5 .

TGF-B1 1Y {5 5 ¥ T il % 75 ik it 42 )& 5 1
fiff ( matrix metalloproteinases , MMPs ) 5 4: J& & [
fif 2 21 31 41 7] ( tissue inhibitors of metalloproteinas-
es, TIMPs ) (%) - fii5 9 55 vh 1 % #% 6 5 2 4F .
fE CRSWNP 1, TGF-B1 i i {5 5 % 5, Al #
MMPs 55 TIMPs 2Z [i] i) 2 25 - 1 318, 51 40 i
AP LR L AR DU, T BOE R IR A
ZUK ™5 TGF-1 fy F o] S £ TIMP-1 #1
TIMP-4 {4 3% V5 B A% , A RE HL ffF MMP-7 F1 MMP-
9 W AE T, TS SO0 M AP L BT R g, A aE K
i R

T

ME-BREAH TCF-pl WEMER

bl

245, ReE ik FELE ) THREE Y
TGF-B1 & CRS ™ ({5 5 % T 8 AL ] b H 2
AN T X5 T CRS o W 46 K] 3K R % 52 i TGF -
Bl WFHRIE ALV o 454 CRS WY W N [ &
WAL, & B CRS HhiZ g TCF-B1 iy A R £ %
A AR DL AE AR Y R A R KSR
2.1 FAALRLE

A A AR B RN TE R B
JL ( reactive oxygen species, ROS) Fl 7% M & B B
3 (reactive nitrogen species, RNS) F2 433 £, 5
PR R G800 7 i A< HE i 3 BUAH S
X — R PR A A AL N . Horb, ROS 7 i A Ak
A 8-S AI R R LN I SE RNS WA IR
E 3-fS A R E . MUK AR AE W S B A AL R
gt , — K2 P AL RS, 04 A LY Bk
fitg 43 e H KB AR I R G2 Lo B A ) SR AL T
MELZR A -1 55 50 — KRR FEMmHI AL R
SR T EEA N SN = A 1IN 7 el = I S = W F A
PBRE A% I 2 O n e CTE 0, Rl ok, RTE R
i CRE G E AL I B . AR AL/ BT A 2R B O
ki CRS HE RN EZ —

ROS A LA H 4 B8 [A] 4 Hb 38 7% TGF-B1, 1
TGF-B1 {5 5 % % 1 # o X HE 7=k ROSM™ | g

S 38 55 i) 8 40 B 7 AR ROS , BE 5 e S 18 b R A
et 4, X T TGF-B1 &4k, K 101 [ & 1 4 Ak
115 Je A& 2K 1 RGE ROGE 12 ML & A A 4
FAY . A WIS WM A CRSsNP A M g
HE AT LA i TGF-B1 {5 5 4% 53 I i e /< 3
F4 o CRS 7E W AR 2w i B8 22 B I8 5 T E W Al
F, FL WG B | W sl K U] B CRS g AT
etk AR, — 3 DL R a0 X 4 L b A
W AR X b SOE T CE S B WS R, R
FHIZEH 24 h )5, & R F B TCF-p1 %
KK LA, A T 2 88 T % 4 h, HoJlii
MY P RA LB 2 1 TGF-B1 ik . 54,
A BT, 75 40 I K P, WA AT LR AR A
o H K L £F 3 2 R TGF-B 1 (1 3% |, 3k 1 1 55
bR - A R AR Y . M, fE CRS
Hh W A S A I R i TGF-B 1 B 3 3k 7K
SR SR R N I A =g -
RAEMA L EN . SR, WX TCF-B1 % ik
IKV-FE 5 7 5 09 1 U) s w18 o 5 E— 2
TS

2.2 FEAE DR RRACH
A6 A DU TR G = ) £ A 4R PG LT M
ML 2R 55 o 4B AR U4 R 22 36 A 5 I i A2 A R

PGH2 \PGD2 (PGE2 \PGI2 %5 ; & I A A i ik 12
4 it LTA4 LTB4 | LTC4 (LTD4  LTE4 %5 . 5%
KB, K s AR 7 P ]l Y e TGF-B1 11 3
KR S5 TS 5 W RAE N A U A

PGE2 jE i 5 EP2 Hi 51 I 3 52 1K 45 & vl {ff
cAMP 45 3 Z | i 1 3l 4o FE Smad & [ K B
AP TGF-B1 75 5 Jili UL A% £F 4k 40 Ma 53 1k, 5%
LA B T Y 0 A B A W W R IR -
4 ( phosphodiesterase 4 , PDE4 ) 1 i 77 7] L1 BH 1l
cAMP JK fi# , M\ i 34 38 PGE2 X} TGF-B1 75 T fili
JUL 2T 4 240 Jf 43 Ak o 4 4 . Bl A F g
% I8 7F ¢ % PDE4B 1 PDE4D (¥ ) #y # % o1 |
TGF-B1 i T LS £F 4 40 it 43 46 #9 1 F B 0 i
Mokl 29t . T4l IL-10 A i N A AR 2 4
Y PGE2 [ 3635 S b R il 3 B 40 i
TGF-B1 )ik, i fg #F TGF-B1 1 B £F 4 1k
YER . (AAWF 58 438 , A CRSwNP, Jt H J2 [ 1)
P B ] U AR SRR Y BRI 41 21 b PGE2
JKF- B B A, 1 CRSWNP H TGF-B1 & T i
g, i, 7E CRS w1, TGF-B1 5 /i 51 it %
1) A L5 Wi 3 A TR — 2B ST
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19 %

WF 5% & 3L, LTD4 BE fg {2 iF TGF-B1 5 = fili
AT 4 A0 M A R R, CRE R S R O L
201 it 1 0 TR P KL 40 % ik TGF-g1'7 . TL-13
BERE 15 5 TGF-B1 ik, NAES 5-I8 A & M th
7 15 FH 0% TGF-g 1 . 3% 4k iy TGF-B1 il i
HESH SR®ES ™4 LIC4 & i, /2 i
LTC4 )& B, BB B LTC4 5l 3d 5 1 =4 %2
TR4E 4 LREE S TCF-B1 M= . A=W %
PRFE PR, W R Ry, 0 AR 6% 58 A3 1) ] TGF -
Bl By, R R MAL TN . L.
NAIE AR A — R R R DI RE Y,
PRz ko b Rz 40 f - m) 4l gL Rk, A
CRS w1, [ = M S 32 f& 1 il 570 %) TGF-B1 wf
Rt AF AR PE R, T — B W oE .

2.3 ZEk

BK & — i ik 3% 4 E A T, 8 2 5 40 i 3R
FY) 2% 18 K 37 fA% ( bradykinin receptor , BR ) 45 & k& ¥
YEF . BR 45 BR1 il BR2 Wi Fh 2 . #£ CRSwNP
H TGF-B1 J& N A . BF 98 & BRL, 16 W8 R P ks 40
Jits 1239 1 CRSwNP 25 41 7' BR1 #I BR2mRNA
KPR TR BRI L A A BE ST R
TE 7E — Fh 22 i 2 OB AR R N BRI SZ AR 45 4T
FF WG, ol <6E b C 5 Ay TGF-B1 4k
Ses o B BT T R, AE N 2T 4 4
Jfi s, BK REfif TGF-B1 Ay 2 ik BT & 3 fin, 1fif i
e VAT A N 7 T i A
DAHEDN , 76 CRS H, BK & AT LG i 5 37 i 2%
AV TGF-B1 [ & 3k 1y, HL 6 DI 1) 7B FH AL 1
Wik — SRR R

2.4 HAbszmHEE
TGF-B #8 %K & h 1y — 28 i 571 W BE 532

TGF-B1 Wy HIEE. THILZER A J& TGF-B i K Jk
) — 51, B REREAE #F TCF-B1 1y 3Rk, X REfE it
T 248l tf TGF-B1 i S Foxp3 % i5™ , BMP-4
Aefli TGF-B1 5 T 40 L &b 3k 5t ™= A4 i 2>, T
BMP-7 | A~ g, {H BMP-4 1 BMP-7 ¥ fg T id
TGF-B1 5 S i £F 4F 40 i B ik MMP-1377 %
PERAE TGF-B M K T W b vf AT BB AE 7 & — Fb
BMONE M HEAER RN,

% /v RNA ( microRNAs , miRNA/miRs ) & —
KRB EMN AL 5 RNA, 7F 3 [ %35 o 72
B Sk 5 AR . TGF-B1 B3¢ & it
i, % miRNA 192 5, WF50 & B, miRNAs ,
miR-21"%" | miR-31"" | miR-29"" | miR-200""" |

miR-663"" miR-744" 0] @ 1 45 TGF-B1 13
kKA S5 S, T FE Il £F 4k Ak 5w b & 4 R
PAEM. 7ECRS el 2 & BAEMUEM,
H 13— 05T .

3 MNERRE

TCF-B1 fE CRS A EZAEH, HF HIF 2
PE Al DL o 2 i TGF-B 1 19 R ik K 8l ff =
e S T B R W LI BE o R, 8 i X TGF -

$=7

B1 M5 5 % 5 R R R DX 2K A 39 1 AT RE S
CRS 76 b 7t — 2 0F 52 52 1 37 g R it o
TR | 4k 7 AL/ PR A B AE AR Y M R AR
W w0V S BT ST TGF-B 1 B 5 B B 1A K
AT R TGF-B A2 (R %5 5Kk 6 1Y TCF-B1 By K ik K
fFokkS%., 82,8 — LMY CRS i TGF-

B YR W N 2 e H AR ML, DL e 4% 52 iy [H
R Z A YA AR A — 1 2 AT Pk Ak 9 T

5, e ZRATARLE S T .
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