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REHRFEREXESBEAT MW

B, 4 L, 2 &, 2 A, ThE, kg, pEF
(ZdTEH KRS, B 650500; *Z=d+ EH KT H=ME EZMmRA/ TR 5 EEEESAH
A 6505005 &SP EERMRAL, E 8 655400)

. M4 42 (pulmonary fibrosis, PF)A—#F ™ & 690 3f &k, HAFIEA M0 22 69 dE 45 b 4F e 4L,
FAIARMGARETHET S, PEUEENETNEALGEE. BAlIAA, PP ARIEI L%, b5
#44£ K B F-B(transforming growth factor-B, TGF-B)/Smadsif 4. Wnt/p-i£ 3% & & (Wnt/p-catenin)id
P& B NGB ULES 3% B/ & & B8 B(phosphatidylinositol 3-kinase/protein kinase B, PI3K/AKT). 4% & -F-
kb(nuclear factor-kappa B, NF-«kB). Janusi#B5-13 5 4% F % 4% %% B T (Janus kinase-signal transducer
and activator of transcription, JAK-STAT). Notch¥ % 1z 5@k X. F EH:@ A 83 5%
TR BB RIER LG IRAG, AT mie 8 g, % LA i 4% 1L (epithelial-mesenchymal
transition, EMT)&9 8t %, M dmRaMmrgiLediifs, REMB Ak, 5%k, PEAER S A
o FRE. ZRBGERRATRY, EEGTFPFYREAMRKGATR. £HHPFARGIEX[E FTERE R
¥ E S EPFAE AIMUEI S 3b 4T T ML, §AATELHOH A oL AREE S LIE, AFE
A A6 T F 69 2 3R AT 69 B35

KA Mrerspte; v ED; F5E8%

Traditional Chinese medicine regulation of related signaling

pathways in the treatment of pulmonary fibrosis
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Abstract: Pulmonary fibrosis (PF) is a severe lung disease characterized by nonspecific fibrosis of
pulmonary tissue, often leading to progressive decline in lung function and significantly impairing patients’
quality of life and overall health. Current evidence suggests that the pathogenesis of PF is complex and
involves multiple signaling pathways, including the transforming growth factor-p (TGF-f)/Smads pathway,
Wnt/B-catenin pathway, phosphatidylinositol 3-kinase/protein kinase B (PI3K/AKT), nuclear factor-kappa B
(NF-kB), Janus kinase-signal transducer and activator of transcription (JAK-STAT), and Notch signaling
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pathways. Traditional Chinese medicine (TCM) modulates these pathways to mitigate PF-related damage by

reducing oxidative stress and inflammatory injury, regulating cellular autophagy, and inhibiting the progression

of epithelial-mesenchymal transition (EMT), thereby alleviating pulmonary fibrosis and improving lung

ventilation function. In recent years, TCM has demonstrated considerable potential in PF treatment owing to its

holistic regulatory advantages of multi-component, multi-target, and multi-pathway interventions. This review

elucidates the signaling pathways implicated in PF pathogenesis and the mechanisms underlying TCM-

mediated prevention and treatment, aiming to provide theoretical support for the efficacy and rational

application of TCM while offering novel insights into its clinical utilization in PF management.

Key Words: pulmonary fibrosis; traditional Chinese medicine; signaling pathways

fiti 47 44k (pulmonary  fibrosis, PF)J&—# LU
TR LRI AT YEA A RFAE B B, HFEEE
Rz FEOTRNAE. 2 sht & %
fiK, BHEHEENR I EWENXTR, & 55
Iy R AR B AR, A AAIAE R PR A5
HAT, ABRIEHE NI 4Er &K R 2 TS,
MRAE (O JIRE R ) KA 1999 —20214F 4
BRI AR A, Wil A e AR RO FR AR AR (A
PASER4 3% KR 22T, BRI IEIEIAS51%, HAl
BERLE 500 /012 B, Horb ke R i 18] 5T 41 4
ft.(idiopathic pulmonary fibrosis, IPF) /5 lfi AR 451
30%~40%, (EAFERAIZ, TETLLFEIPFR A7
BIECEE , X5 N 208 A A 2 = Y 5 R
womE YA B, PHEEIA T £ EUR AR
FER . RPEANEIR] . A, Wtk
el eIk Jefn, £ &ML R MR G
EHAR R R, B &gy A mEn ), e
ZH{ERITPE T I R F &AM DI M EE NE LK,
TENCGE B IE AR . Rt e . 1R ATE
PRSI ARG RENS . PEINK, Mid4eit
& M IR SRR, R R AL 3
REPBAPIRE  RHSEH LS . AR S, KA m A
FEB L WAL . IE IR ST, TS BT
LFYEL. SCERMTThAER) H AT 3 I K 2 AR 9 5L
59 Rlm PRAE ST R B, 40 2 25 R R AH RS 5
WA g h R 20 EEZMEN, HAl
PLEAL A K [K] F--B(transforming  growth factor-p,
TGF-B)/Smadifi i . 225 J5UIE Ak 2 H I (mitogen-
activated protein kinase, MAPK)IBEH . %[5 L AL
3/ & H B (phosphatidylinositol 3-kinase/

protein kinase B, PI3K/AKT). Wnt/B-iE¥ & H
(Wnt/B-catenin)i# #% . #% K T-ckb(nuclear factor-
kappa B, NF-xB)iEEK. A7 T H T -a(hypoxia
inducible factor-o, HIF-o). Janusilif-15 555 K
B B IR -7 (Janus  kinase-signal transducer and
activator of transcription, JAK-STAT). Notch%5#H
KIBEE K AEWED. FEAGEREZHY. 2
BB ZOEER BRI, 0 A kg i B
A TR IRIEE B M. g0 AN 3R A
B W ER o AR SCHEE T KAE 5 0d 2% i A
& 259097 Wl £F 4EAL IV AL, Dl 25 4 AL 1 o
= 25907 AT I LR S A

1 Fhet4E (Rt KR %

fili 21 4 A 1) 5 2 R RS J 2R KA S P 2%
P, HAZ 05 BEURRAE D B 2T 245 20 0 57 5 A A A
H A3t FE R . H RTS8 7%, TGF-B/Smad.
PI3K/AKT. Wnt/B-catenin. NF-«xB. JAK-STAT.
Notch%5 (5 = 8 B 18 1 Pr IR BB e, 3L R R Bk
IR BN LF HEAL I 73 F N 2 o TR N AT IX L 5 2 (1 3
BT BIHUEDRE N IE R 2 48 R er 4T ik SR B
WA
1.1 TGF-p/Smad{5S&E

TGF-B&—Fr B A A=A HE . . H
KA BNTIRER Z IREKR T, &5 2 M di i)
WA, T AIBAN RIS AL PRI i e
WRAN IR SS . TGF-BEHE B —MEZ Ik, —1
I 45 A 3N A 22 IR 2L B, 240 JRRHL T P J5T DA
MIAZBEAR & B, ARt & m /R BAR oK g, %
RN ER IR SGROR T RER 3 £k =P8 =45 2
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BE—2 ¥, TGE-pA =Rl WAIEAY, 452
TGF-B1. TGF-P2AITGF-B3, FrHTGF-p1J2&list4k
b A R AR 44 AN T, 2 S5 0 B
YUHL . G I £ 2 40 A R 2T 2 40 i Fr 0 T T TR
TP, TGF-plid i il ik 5 40 i i _E i TGF-B IT %
ZIRGEE G AR-Z R &Y, EEEE,
TGF-B Il B2 AR R AR R AL, T REEHH 552 IF 55
HEEATGF-p 1 B2k, WRRIENRAEE S
P, TGF-B I B2 4k 4 1 2 R R/ 5 R BR 1) 1 B
I TGF-B 1 BY 52 A 4 K 3 111 22 S R TR I i R
b, MITEIETGE-B 1 %Y 244 i Bl X, ik
Smad% IR M BERE AL, K TGF-BIS 51518 2
At Smad A2 — ARG S 51k SR
B RV E A N, RTGF-BIIZ L%
K. A IR, SmadfE A K EIL N9
., o NZAREGE T (Smadl. Smad2. Smad3.
Smad5. Smad8. Smad9). i# % (Smad4)FI]
B (Smad6. Smad7) 335", M, Smad2.
Smad3. Smad45TGF-B/Smadfs 5 il i 1 R %),
TGF-Bid i 3 T it R 1 32 44 76 A6 B Smad 1
HISmad2. Smad3-5i# H 2 Smad [f)Smad4 & i
Smad& &4, MM NG, 545 DNAJF

B2k A, T 40 A FE R (extracellular matrix,
ECM). {ReF4efR 7S5k R sk, 25 ler
YT I 3 BE R Sy A bR [A) )5 % fk (epithelial -
mesenchymal transition, EMT). WLaZF4E40 i 731k
5, B PFRI R A R B, Fang 25U B 78 &
B, M TGF-p/Smadf5 5 il i m] FAK [ B jigJ
H(collagen [, COLIAl)MI44EEfEA
(fibronectin, FN)[JFIL, ] e 454540 M (1) 534K
I8 5 RN I % K ok 55 I 41 4R AL, A R GE TR
B R 5T 0/ BRUT ) B AN it 2H 2R (1 A
1.2 Wnt/B-catenin{z S1E 1

Wnt{5 Tl B AR 403G . . %
AR s R R EZEH, %69
TEEE AT 7 N SUE B AEZ L@ RS, Wnt/B-catenin
fF5@M)E T I E". B-cateninfF I Wntf5 5B i
(1) B B SN -, 2 — PR M R AR A
MZoeEr, @dS5HBKEHES 54,
EMT. {83 TECMM & BS5 (2 i3k il 4F 4 A K AR
JEU ., Wntfit i 5 40 M i L ) Frizzled 2 & HILRPS/
oSG E, MERANEAANELEAL
(dishevelled 1, Dvl), 3G #0s04H#0%] 5& A (axis
inhibition protein, Axin). APCZE [ & BR/77 &
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TR Kl o T () % 5 e IEE-3 B (gly cogen synthase
kinase-3B, GSK-3B)Z5 M2 A1, X
— it 5 204 B 5 B-catenin R AR 8 PRI N, JRE G
P RRAG IS PR, It NG RZ T, 5 TH A
/IR ELFE 38 58 K] - (T-cell factor/lymphoid enhancer
factor, TCF/LEF)# kKRG, fa3h Tk
FEBR 8 50, Wnt/B-catenini® 4 R S H 0 S0
2T 4 40 P B 0TS A B A, (R R 2T 4E 40 A A 5
SSCHECMRE B, SEREN KRS E
B 40 B i 0 J e B S, 3 T AR i 5 A
SURIMFI T EESZ P, 5 R PFRYEEEP?. Shao
SRR R I, A5 P Wnt/B-catenini 55410 1) 75 AT BH
WrwntAH CECAREE H, 520 Wnt/B-cateninfs 5 &
S, TR R B E (vimentin) . a- T AL
3% A (alpha-smooth muscle actin, a-SMA).
COLTALfERIE, T, il 21 4 4 i ik 32 48 3 A 7
1, BESEEPFRITER] .
1.3 PBBK/AKT{E 58

PI3K/AKTAE 5 3 B2 40 M 5 5 1% 5 ) 2 2l
B, BA BB AR, WE. 2. RS
YER . PI3K 2 — P A XE DI RE I M A g, e A
22 S5 TR/ 95 2 TR L e ity 1 AR Il I T UL I JB e v 1
PI3KI KR B A Z . HATHE L Qi 1 =3
PI3Ks: [ 28, MEMMAE. K, KK 1HKPBK
DA IR — SRR AFAE, iy T e p 85 FIfHE AL
W Hp1104L RIZH R, Fr DAAA T RPIBKE A 1E
AR R AL IR R A BE e T ZRPISK A Gk
WA, EEAE AR, RIEE R
Mo MZEPIBK A R AT ME— /& 51 VPS34, (LY H
AR I T T P 0 90 4 b oy v R A 2,
AKT/E —MAGCK IR M LA MR/ 75 2 IR g, HHPH
SERIR . AL SR M T SR SR . AKT R 3
NIFERL, 4 AR AKT1(PI3Ka). AKT2(PI3KB)
MTAKT3(PI3Ky) 4 B 1) [ e ke 4, FE A0 A B AR
hEES 5, (AR EE 2 (8] A7 AR AR FLB R T
AKTREPI3KES 31 HEAE A, #UE PI3KAEA
JE b AL R S A8 e 7 B I UL OB R
(phosphatidylinositol 4,5-bisphosphate, PIP2), if—
WRMAKTE A RETHME L, RERE T
B R0 T SR RO TR, PISK/
AKTIE S AIEE 2 5 4 ROAE RN A0 M

W. EMT. i@ bR B T 4 B w5k s
M it £ 4 A 1 388 2 2500
1.4 NF-kB{Z2&K

NF-«xB2B4H i 1) —FiZ e sk K1, AlB0OE
AN [R] B 2 DR LIS B R 9% 2O0E S B A 3 1 1T A
EH . BREIMBFFRKIL, NF-«BRFIER A5,
I3 p65. RelB. c-Rel. p50#lp52BT, NF-kBF
VA E R SR AA B U R AR R, FE R ER
AT, Hp65HpS04 Sl FINF-kB = F 4k 5 Hi i 4
kB % F (inhibitor of kappa B, IkB)4%&#&, M=%
REEY), MR T NF-xBIIAZAE 5 ehn,
TRFFAE TG RPIRAS P o 2200 i 52 B B, 40 i
BRI Z AR SN ES S TS, JERE 1%
RN, AE T Tl i A e BB (1xB
kinase, IKK){FIxB# BRI, BFERIL)E kB
Wiz RAGEM, BT E A REREAR, BETBINF-«B =
RARGEN AL A, DT I 458 AH 5 SORE PR 1~ 1
P, NF-kBAE AR SC RAE R T I045 5l %, AEHD
HINF-kBAS 50 ¥, A 280085 i 1) i 27 44604
Chen %5 IRFF 5 R I, @I #H]NF- B 2% 14 57 5 I8
T, AT 2RE /NMANODRE: 52 & # i [ 45 K4 3 AH
FEE FI3(NOD-like receptor thermal protein domain
associated protein 3, NLRP3)yE4, /> iliZL i)
RAESPL, NI PF ™ AL
1.5 JAK-STAT{ES@

JAK-STAT{5 5 it i T £ 3 240 g B~ fih 5 P 2%
WCS B, 95 ARE N2 L A% I 1T 5 4 B B .
JAK-STATAE 5 I8 % Hy 48 o 55 b fr) &4 Jf PR 1~ 52 44k
BTN [ Tanus A X R (JAK 1. JAK2. JAK3.
TYK2) LA K STATH A KGRI R . HAZ O 451
WA T A R 1 5 05 W 2 AR 4 6 Je 5 3 (R 2 Ak —
R, BEIMTHEOE 3240 BRI ITAK BN, JAK
T By R R W R A B R A2 AR b ) T TR Tl
AL K, HHZESTATHE I SH2 25 46 380 B R Ak L
i E IS 2 IRV S o WEIR AL [P STAT TR il [ 5 5
TR )G, EBIZEALE T (nuclear localization
signal, NLS)# ;i ZMMIk%N, HIEGGHERE
B F X 3 yi0E ¥ 71 (gamma-activated  sequence,
GAS), Y2 R £F 4 Ak B R R o T PR g A s
TEMGEFYEAG R, JiliE B A AT AK 1/STAT3 RFEH
T R 2T A 20 3 R UL AT A A 34K
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1M STAT6H I TL- 1315 5 SR Zh M2 R E W 4 il AL ,
g3 WA LN AT AR AR KR T (platelet-derived  growth
factor, PDGF)JIEE4H M #h 3L S5 i AR E7 . i FRAE 72
RIN, PFEA M LSTATIN FH I3 IE65%, il
DiRe TR EAH G, TAA TR, JAKIHS R AT
ok D R B AR /)N BB e I T R 7k 40% 5L
1.6 Notchi=E1@I%
Notchif i B A FE MM 4 . BE 5 -5
IRE. Notchifl % /& i Notch®Z {4 1-4(Notch homolog
1-4, Notchl-4). DeltatfAC41/3/4(Delta-like ligand
1/3/4, DLL1/3/4)F5 N FERC R Jagged 1/2+ -4l
fi (y-secretase) LA S A% % 5% K- CSL(CBF 1/Su/Lag-1)
ZH 8P 2 i R 4 Al ROBUPE (S 5 R GE . HAZ O WL
YRR I BCAR 5 Notch 2R &5 & 5, fil ky-40 ik
g/ TR R E KR, B R B R
Notch/id N &5 #J3 (Notch intracellular domain,
NICD), NICD A% 5CSL&:H s F s 2 &
Wy, FHAE 5 LS N FMAML (mastermind-like) %
REH, JLEEOEHes 5% A Hey 22 1% 55 #E 2k [ £
KU FER AR 4EqL T, Notch I 76 il b i 5 3%
i, BT FEMTA Blo-SMA K VLA 24 40 id
TR BE B AT 4 A M ) R AR 4E AL R AL S0 AL R
Notch'5TGF-pi@ g2 HAEMH, WA EFCOL1IALIE
i, RN AN R TR

2 BRI EWHEIEE MY

AT HEAb I AR 5 2 A S 5 B I 1 S BB
WEE DI, TGF-B/Smadil 42 LIRS R 2
—. HTGF-BEHZAL A5, BUE NIFHSmad2/
3E M, SSmaddfL R E MR NI, BHEE L
WREE . F40ERE N La-SMARFEFFKIL,
SEWURLT 440 /b FIECM I B VAR, [F)I
Whnt/B-cateninifi #% 5 TGF-BAF-E W EIME R . 72Nl
i, WntHe R i 25 & Frizzled 52 7R 1l B-catenin
Ff AW, HB-cateninfE M i AN B I 3E 41 ffg
%, BOETCF/LEF G A1, e 10 Rl 41 4 40 o 3 5
JMEMTUY, h4h, PIZK/AKTIE g 48 &4 KA
TG 5 A A B AU AN A, 5 TS T Y o
LT 245 2 M P S SR A JBE T T JAK-STAT 8 i )
TERIER 7R3 TR St LR 4T 44 i or 1L, 5
TGF-BJE A IE AR IR R4S, NF-« B % ) 3= A

5 RTINS A AL PR EIE IR, 8 I TGF-
B+ IL-6%{24F4E1L KT, 5 TGF-B/SmadfIPI3K/
AKTIB B R A8 RE -2 44 R 25147

3 RHEFREESREETT B FRFLENL

It £ A R 95 B AZ O TE T 2245 5 8 B T X 2548
K, MAPAET RG2S 2 AR TE
A, O A . R E @R
#W TGF-B/Smad. PI3K/AKT. Wnt/B-catenin.
NF-kB. JAK-STAT }NotchZ5e4#img, T “Hk
EAEAR” R M R G AR, R R
AR R 25 SR BR PSR AL TR K
3.1 TGF-p/Smad{s=iEE&

EHRHFAK . B RE, FHE .
W%, TRE. &, KB, e, HEAR, A
AIERTE . EEFTRRMIh R, HA T A %90
B “BIAEIR” BRI, T S
R, HHEREML T TGF-B1. TGF-BR I .
Smad2. Smad4. Smad7 HHIFRIEAKT, MUK
2 VMRS ES, EEeEE i Bax/Bel-2 1
N Caspase-37H | F AT, X5H 5
KU bl 5 e S 24 PR I T T 3 DI AR O

RIEWI T S BT, SR faqes .
AHRERE, AKRTFEAMHAR, BAHEHNE.
T AL B T3k e 1 3% SC 2P0 R R s,
%7 7] i E N H TGF-B1/p-Smad2/3(5 546 5, Tl
TGF-B1. p-Smad2. p-Smad3Eik/K¥, 52
P HRE R S5 T 20 Bl I R 4 S A B B )
G, @5 T AL Y B LB (superoxide
dismutase, SOD)iEVE. BFAK A 1 7K1 100 % 22 R
KT RE R ts,  [F B M HINF -« B A 5 1 48 P 4 Bk
SN

FAHK AR P IO, RSB,
AR, &, HEAR, BAEMEN. W0
M TR XS ERT 2P st R B, %7 @i 4
COL1A1. FNZEZMMHME TR & R, FRARWLAER
YA, HAE LGP & Smad2 k14 A1
A g 4 O B T 9
3.2 Wnt/B-catenin{SSiF I&

TRz AT, fnBE. S, AR, THRRAL
B HA AT IR, H B E-THRR-SE ]
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24 2 38 3 O N f2/ ARE 3T %04k 38 B 1 7] 410 1)
Wnt3a/B-cateninfiflc XFp R THFE” XA T
B E B0 53 52 i 0 43 B3, %07 AL
FEAC T IR R PTARZR, S I T A CyclinD 1352 BH ¥
FRETHELT MG /S LAk, L7 280 2 B B A M A
fiE. (EAERMZE, Z7XEMTHH]EH St
e Je i B A P F R, A B BG T IR T
SR A o
FABKTHERE. £&. 5. b,
BN BREE. REL. RAER. S, I, Wl
B, HARARA. SR E% 2 k.
TN PR EL, FRM AR 7 B M HILRPS/6 3%
ZARBERRIL, B Wnt(E 545 SR AR E M,
ECOLIALA K. 7 X Z- B Mg 255 il g iR
¥ miR-29b/SPARCHIS 5 Ml 2 ZA A B, T2
BT S i Sl IEL 5 A B R, X R IR AR
5 NEMAER” B EER, 485X RIIPF i
T2 P R L5 G2 2 1 PR A% O B BAR 55,
T mm e, KIE. PRE . IRE. %,
WL, MFe. IRER. 2. &8, WU,
HARMEE . 25003 Rkl
RI, &WRA-1ZH A TLR4/MyD8SIH
PR SR IS PE AT S AL, KR 2R 5 PSR B
[F] T i B-cateninf% F A7 0%, Ho-SMAFHPENLERZF
P PEAL R TR =5y 2 —
3.3 PBK/AKT{EEE
BEAGIMR R, 24, B [H. K3
Rk, BARSIFEMH IEMAERZ . PE%
S8 ) B AR 2 M s, 1% il 0
PI3K/AKT/mTORMBEFR RIS S, AH H bR E4)
LC3-T/LC3- I e 4RT2.31%, BEWHEHkKER
FEEH AR . BEREEML, HEKa-
SMA X COL1A1FIARZ Sk RMiAH Y, 5%
L rR 2 7 I R W UE S 38 R Nrf2/ AR B B 0 )
SEA SR B ) T 4 4T RS AL,
MEAMLHH E (AAMERER) , HBER.
MUAH R, RIS IARR T 2. THRE %
TE/N AR AP E2 3, 1% 05 18 5 5 4 8 R (1 g1
R F- 1 RAB PR T — 2, [ I T 5 e 22 ol 4
J& B -2 R AR AR -9 02 1 TIT AR
(collagen MM, COL3A1)F#f#, FFMKPI3K. AKT.

mTORE FHRL KT #E— LW AR, M)
B 2 1% 7] $1il Caspase-3 V)&, [ fliifd b i 4 piE 1
R, X —RICNHEZFIEMTHRAE T HHEEC.

RIS S AT 4. FE. Al
. KRBT AmK. HJE. WEE E5. &
M. BARER, BASME. R, B
IThR . 35 0 25025z Fi ) 44 24 B 2 45 4 S 06 06
EH 7R, %5 Al REMHAKTL. HIF-1aZ5 4% 080
R REEBERR AL, WIS A, A
IR TR R S e A L it e B 1
WAL STE SR R B U
3.4 NF-xB{EE@K

IR ANIE Lz B B M H. AT NITE
e, JRBL M. PHE. WS oA A
B ATEH . EMVARR . WRAEE TR 3
72 SO Y S I6 R B, IR I BH I8 137 ] LA
FEARCARE 28 /)N BRI 375 0 () 72 i %0 B8 (hy droxyproline,
HYP)/KF, HAN EHIHINF-«B p65A% A H 2 4H
Iy IXFPAE IR T B X I Bodks e T i
[F) BN P L 1 1 2 7 o i I BRRO'S FHL IftMiy D8 8
W TLRA(E 55T, M FEKIL-4. TNF-oa%5 {2
YA IR TR

WZEH NS, EE, A, A&, sk
T RBAN, BAWMNERE M. LHE
L2 32 F AN 206 7 TPF K R (R I 72 b R B
Mz A R A TR BRI ZH 2R 4t i P IL- 18 IL-
6. IL-8. TNF-o55 RIEH T & &, T 7NF-
KB\ MyD88H HFRIA, /> | B Af 4k 4t A ) 34 58
L1k,

flieFdss Iy e 5. s, By B
FLORE, WKAHAR, BEAEMES. Pt <
MIshak. M ESSI R I, %7 FE
AKTH I Thr308 07 s B2 ., T MNF-xB.
TGF-B1. Smad3 mRNAZFRIE/KF, BHIK kLT 4k
TR, SZILATGF-P/Smad FINF-k Bl # 1)
PV T
3.5 JAK-STAT{E 2185

GKEATTHANS ., E4 AT, EEE,
WORE. R, M. AR, BRE. RHEA
B, EAA RN R R bR ST A8 U I PR B A
XI] 5 25 OOTLE S ] 4 UK 2B 4 7 T Wi dd ok % & % S PF
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KRB R R SEa v R B, R BRI ZH 2345 4 B S B
fiX, MRS HHTE, HRHBD T RIE
DIURMIM2 Y B R A i B, BRAIK T p-JAKIL. p-
STAT6Ap-ERK 1/2 /)26 1% 7K T

fiti e BRI T K BE A, R, B Rt
S, B B AR, . IREL L
BIL EEEHR, HRAMGEYE . SKMA.
WAL B Th k. B A I SR B, i o R R
Fi ] FEARIL-1p. JAK2/STAT3 kK, AL
FSCET AE A0 BT A, e DR BRI 4 R A A0 R 56
SEIRIEREE o
3.6 Notch{SSE K

KRBT R . =, Tl s =7 AR
Mk, BAMGEFEA WLEH. (RIEENY)
M. BE S I S B TSR B, R v T
K ER T 2 2R3 B AL 2 22 a5 ), o A6 VRIS RN it
UL, BEKa-SMA. COL1A1E H /K,
NIHVEGF. Hesl. DLL4. Notchl (35X,

B BHAR i B R H BHANZ, AR . RE
B, AR, KRRE. M2 NS KHEL M.
LG SRR AU, BA BN BRE
WG LB . AMIIERS I Th L. H G Rl
TG PRARES A B, B BH I il B 5 URE A 285 £
BT BAEMIEARER BIhRE & R RN, PG
T Notchl. Jaggedl. HeslFIRIEKF (1),

4 REEMRS BREERE S 8T b
8] BT eF4E 1K

IS £ AEAX 1R 73 SELE R S B0 2 2t s ) 2 Al
RRAE, 100 P 23 PR R AR A L e R L 5
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