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Organ fibrosis is a common pathological marker of a variety of chronic diseases. In this paper, under the

background of the study of transforming growth factor-@, (TGF-f,) mediated classical pathway, the specific molecular mecha-

nism of TGF-@, induced fibrosis of various organs was summarized in combination with the interaction between inflammation

and immune response, non-coding RNA (ncRNA) and signaling pathways.
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1 TGF-B, ¥

kA KN F-B(TGF-B) SR I AE KN F AR Z —, A
3 Fh V&Y ( TGF-B, . TGF-B, Ml TGF-B,) , B — & ) [5] I %
TGF-B, 1 [ B — Rk (& B ) 5 TCF-B 32 1k 2
(TGFR2) 44, TGFR2 85L& TCFR1 & Z k5 516 &
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B TGF-B, IR /INERFINE /NG 18] B 2T 2 Ak 1) 36 22 300 R 1
B EE T,

TGF-, i iz 1 £z Al [] B2 15 I T 55 U 1 2 4 240 Fifd 724 48 ffd
( BV ZR RS e A0 BT 24 240 ) 1A i 2T A 40 R 20 R 12 0
YA BRI TCR-B, Al LI i 8 i i 75 1
Al IR () 155 300 6 T UL T A 440 M 40 DL TR (ECM) f 7
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INER B HL RN R T Ak, TGF-B, 1E 417 570 Al 42 fif P 78 & W &1
HEZNA . L R A0 AN ) R A R R o R AL B (o-
smooth muscle actin,SMA ) , 3 [\ WL SAT 4 40 e fp 40
2.2 DAL ONLEF eIt 4T 4 B A0 A S R [R] 2
RN e SR (1 BRI ) 3k B 0 AR 7 O UL IRD J55 /1 I 585 P4
TGF-B, W 3@ i 4 M Ve T 2T RR 0O WUBLET 4R 40 i, BT
AR PR R I8 1 TGF-B,/Smad 15 538 [ B 42212 37 i 2T 4 40
L 1 39 981 A JH S BLAE 4 I (1) TGR-B, 7 {23
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TGF-B, 5 FIFKIF T Smad3 , i S 14 -5 3 EF 4k I mR-
NA KT, SE S5 ECM BB (2) TGF-B, 7E4MH
ECM R 2R, AR T Smad3 T 56 5 B4 i i 1)
IR N5 R 4 )@ 2 I B ) 35 (tissue inhibitor of metallopro-
teinases, TIMPs ) i) 3518 | (3) TGF-B, & 55 £—m & &K
E—WEEM RS, M E5KE g ERK1/2 38 5% S TGF-
B, R FIA @i p38 & B AT O (L)
(4)TGF-B, Z5 RN MPPENZE , 36 i@l TCF-B,/
Smad3 1755 A 1A B, RIS 30 s 20 B £k , 98200 LK,
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%J:,TGF—BI 2 55895 55 4@ 25 1 A ( matrix metallo pro-
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Yk 2>,
2.3 JFMEA4Eik A4 RS T A R FR AL S R AR
FT Az 45 B A i A2 s, ECM 7 AT e H TR B W
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FEHE TIMPs 192E )30 15 ECM A= 3R [ A 1) 20 25 4[] fsf
P b R e B AR Bl F M s AL 2k 1 & R AE S S RNA
(non-coding RNA ,ncRNA) 45 TGF-B,/Smads 15 5 i i 1E 41
YAl i 1 FH AL Z g Bl S & W] TGF-B,
/N RNA (miRNA ) W5 fF£F 44k & A & R i B 2Ll i 2 —
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b, T2 5 27 i et e g sk i i 98 32 01 Mifn2 |
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