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A ERZFHABERTSIENSEY
BNARLG AR B LRAER D REE
1k, B Z M8 M5 R 3L R A5 EARE , R ATt 2 2%
RBEHEXRFTR . ZAEHOHRRE FHITETHE . E
ER EBEBHEAERSEHEFABUERERNEE
WHRIN., AR FERARTEBE LSRR
MIIEEWGR . SR B 4T 4 1k (oo FF B L T )
FENERDEEBERAERRETHERE
R, (BE, B EST AN ZRRILE AR+ 2
HE ATEHZSHMED RS TR RR, T4
MEZELIBTAYILTEERE. BERARBEES
EREHI86 FRILUKR—BHEREMTBREFA
AL AH S I R B 5T, 20 AR B SR B 47 B 4L i
PR ESRE KT RKEREEHNR THE, NE
WS A AL EMTFARNKRERD TR D)
ER.

Rt — R S A AR, B4
FHYERNIMARHERE  EEARAR TR BERE
REEESRASCEXHER T 2014 £ 1 A%

Wi B #7.2015-01-26; 45 [H H #1:2015-03-17

B AR £ 4 4L ; il 27 R 4L 5 BT RE £ 246 5 0 WL 4k s R PL A

RAFT RS EUNEERRES T B R BT
RFERPT =, W EEBLET I 4 T HR BB
RUEHEAT T AFT I8 (1) A R MIE R E
ERBRHEATEL; Q) ALRFELSRETIHE;
) BBRFEMRAHEAHWNA; D FRELEY
SRR SR T EREEE R T4

1 EERSFFEUARARIAS
1.1 BRESRL

BEAECEEMEETHERARELRHE
FBLFA®RE., FHAEELNARETHEARG
FHBERAEE. EXFEEL: (D) REHARE
5 (2) PURE4E 40 M i 151k 5458 5 (3) difash &
J& (extracellular matrix, ECM)B K EESEH SR H
@ BAEEFRNERAEAMENMWEZ S
XANMAAEBLES BASREFLRERME
heEdER™ . BRASEMHIGIEEE . KB
e 2 B B B R S — MBS R

REEBFRESELTHEAREFEXERNER
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Z— B G KN FIE D G SR LA B 2B R
ERFEBRAEAFROIEARBETH RS, HF,
EVdRETAELFHERALEAR. THHH
i . BRIAMGBANEZARB LA BEELER
MBEREEERS 2R M1 f1 M2 BRI AL,
Ml WA FERERFERENEM, M2 TR K&
4335 TGF-8, B RS HMIER . CDA™ 417
BRSELFHERALFERZARE, CDAT HHR
BELSWMHAREFESAARHER, HAWRT
A (Treg) , BEAE M HI CD4™* Fn CD8* T 41 ffa H Ath
TR EAFEE, A MBI REMB BT EMLD
IhEE. 5 Treg MR, Th17 40 g W& i 43 @ 1L-17.
IL-6 71 TNF-o % H-T{2# H R 41 R IH , fln B &
RS, AERBH,RLHE Th17 ARS5HR
# Treg IZRAITEHEHIBERRBAELHEE
HE.
BHEEHAENBRGRFEMLREWERE
A . B, {27 40 MR 4 FFE T B & Fh g IREE DL,
I EMRN M RN RS SEG RSP RA
EEA/EHRH. B4, TGF-3/Smad. Wnt/B-catenin,
Notch PA R integrin % 2 f1 {5 5 3@ B M 5 L 72 &
FEAFHERCHBINES., EENHREHR. G
BEBRZEGFEE cross talk, FMMESEBEZ R
MEERMN TR EAHERLEHRER. Lin
TGF-B8/Smads {§ & W # Wnt B KH K E ik, TGFB
H©A] L@ Akt B GSK3 3 1fi B M R-catenin
4 ;sB-catenin AT U AEFR-NEREKK-BEN
RS (RAAS &%) H ACE.AT1.AGT &£/ % KH
o255, AT 15 46 B I R 3B A9 RAAS R&™,
BEE ECM MU R T4 AN EERER
fiE , "B 18] i &4 AL AR £F 48 40 B8 (myofibroblast) % 24 A
B4R ECM WEEAMM, {H myofibroblasts f
RWREEEZRENFOREZ -, RENH
REAENELEABROEZERARE S
(EMT) 25 8] R UL 4F 4 40 i i) B Rk UK, (H B iR
SE BRI 78 38 BF (cell linage chasing) AR X B,
FX—NEBBTHR. AAREANHZBEARALAR
JA 4018 (pericyte) 2 F R AILAR 4F 4 4 MU i) E B R IR,
MEHE RAEFTILR A B R T DE LR
ALK . MR FERERLE Nat Med T XE
R TR Z B 35% T I AL 4 2k 40 i ok
BT B8, 10k EFImENEHAKRESTL, 50k
BFE/NEEEMBREE 4, T A 4H1ENEE T
M, FEREBEHFPFEHANZA T T
FEARESEEWME. S, M ERBES, AR
R R ERRESELHTUREEE, S

He4%4k.

MBRAERBRREEHEE L, L& ECM £
SHFEMRAREFELHBRNEEZERER. FEN
MRERRWBEFIHE L RARF MRS,
R & B TGF-8 L A B & # # B (methyltrans-
ferase) SET7/9 Bk . {B ¥ H 5 collagen I.CTGF
M PALL SRR E 3 F RS S T8 40 g
SERER. B EHRIEE,DNA RE#BE
(DNMT1) 1] X 5| #&2 RAS protein activator like-1
(RASALD) £ F R 3 F X 8 8 & F &1L, MW #
RASALL #EH &35 , I T 42 #F AL B £F 4 40 j 15 4L Fn
BHRAENL. XEHRARAEHRIELERE/RN
F 51 B R W % 2 B 2R 7T BB Rt AR UL A £ 4 41 i
BHaEfdEh, UKk ECM &= MRENEE
HE. SRS —BHWE, RFREETFHHARR
BHAM KRR, HE B £ Z B0 E (HDAC) #) il 57
Al DLE S # TGF-B 1 k4 K HF %k (EGFR)
BE5 0T M0H LR T 4 40 J 35 4k W2 B R 41 4
&, 377 HDAC #) %137 7T 88 B A i PR IR 97 B REE 27 4
Ak TETR

BMAERRENRAEHABRRAEHRA, E4%
thet, WG 8 EF/NE L E 4B W sonic hedgehog
(Shh) {5514k , Shh % 5 ' 8] 51 i L AR 45 48 40 B i
Ak 5 15 4k B4 JUL 0 &7 48 40 B BT LA 43 Wnt Fidk, @
5HMRERNZRESRBE/ M LEHARANKY 8-
catenin {H{b, MEF/ME L AR BHRG. EF L
RER,NEEHBRY GRS EMALNTDNE LK
41 H AN B 4T 4 40 B 2 TR B A U iR, T R — 1%
PEUE IR R 5 B 47 25 40 B B9 3 4 L n 2 B [ A 40 e
A5 .

BHHAEMRKEEAABBLS TEHE LESFE
BEENILA T RRSFERER ERE T B
HFEATRFEBRENILIRAE E— , EHRE
AME S 18 B e ' 47 24k b 4 ST 1 A B [R] B B B
XEFSEEBZHMNHERY/ER, ATTRH—&
XBHERYTR. B2, MRERSZEMAHEER
FTHRX M EELELFHER. H=, FEANBR
EER.BREWHARBRESHMEERXRAMNFE
ER, THRTENSBARLNXBER . BEHT
HEsr N E AR DA HER, o, FEA
HERZ bR, P ABNHRREZETE
67.1%,mH FEREER® , 5 3R 2 ¥ bt & R i E
EFEABTREKEERE L. FEEEARY
B 5 DNA I EEKP EAL N REmEEEK
Fik, A, FEEHRERMEREREFEANTE
FHEAHNBERZREBSHE SR, FW, HETIE
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K LB Z L A 254, BT i3 R BB . MBI 4
ARIRBAECNTH Y 7. PATEREIRI
FHEAEY R —TRIEE.

BRIMMARN . B EAWREIEEREER
BLAED B R AR 4 4 40 M A= R A R 22 1 AL BL I, W I
EHARBRGREREEBILE, THRAELNEY
BEYMETESSFE2EM RS W EZER M, 4
Xif b 3R () R JR P B 5% . A AT BBk B IR S B 4T k4R
HEHT 3R B FFT RS .

1.2 Bh&F4d

il eF AL R 2 I AR R R B B AR VR R AL
BAR. HREZM B, F 50 IR 3 H # 5%
H,FlnrEEE ALERERN SARS.HTN9 & 2
HIEREEMR AR, AESER RENEE
ST EHEFRE BN T RAETER
W MEZAEE LNEHSYEER L& %%
AR K KB EEEEFRE; FEUKE
AU, KR A RREN R Fr & M 4 4 1L (inter-
stitial pulmonary fibrosis, IPF)”, t & H i fii £F 4
AL SR 5T B P I BF AT dEfb 2 B,

IPF 218 sfTie KR, KRR E 22, W
RAXIFHRMBEERR. TR 20 4£/H, IPF
RRERMAEIHEHERKWEE,. W EFYFERE
BffE A1k 3 4E,5 FAEFR 0%-—50%, Fi 51k
=8, BEREBRZBEHEHFER, —BRALHF.
M. BT LR T IS, B A H BT
FE.

IEMEMFRERAMREFTEEFEUTIL
AHE:

() HmEEKRES IPF, AR EAREEY
IPF H1 £ 78 TERT. MUC5B, TERC, SFTPC #I
SFTPAZ AW ZER. B&F GWAS R AUEIE
T TERT.MUCSB,TERC #HZ R 5 IPF XK
X%, KB T FAMI3A,DSP,OBFC1,.ATP11A,
DPP EH M X BEEREY ., UEWHIRLERE
B EEA IPF WAL PEEEENEH.

(2) BBERIES IPF, KR 55 o3& v 4
MEEMAREMLEERBEPHERABRBRTIEX
o, MHhES AR/ AR ARERR G
4 fE T IL-1R1/MyD88 3 B i B 1% . B K B
IR B R TSR, R S B WA
Mo PR I B SRR Z WA A
S, 8T E B M R R MR . A A 4 AL L g
B, EN RN AN R EEETE THESN
i, B4 CD4™* T 40 Ma 43 4k 89 G0 52 38 5 ML %1 X T BF
SR RES FHNHAEET4EENE X,

Thl A FEREILEAMIER. Th2 417 68
BEBENRHIASECER EEERNAREF
IL-13 BRIEB 8 FE MR AT 447 F . Treg 1M
MFVERENE FEREEEMREER RE
EHRBxR Treg 40 UGB %@ iF IL-10 M £F 44k
HEHHEHR B A Treg 8 347 TGF-B {2
A GEALHR, B Treg X T Hi£F 4 4L M9/EF ¥ 1
B NFEH—SHRBE. Thl7 4 FE 850
IL-17A, 55 i 1L-18.1L-23 R F## {55 TGF-8
R RERRBEEMER.

(3) HiEEE IPF, IPFREEZL, . BEAHK
B 7R &1 4B 40 B I Ak PR 9 B2 38 3 kL B . microR-
NA HERAREMMAEKELEERS IPFHRER
BEETBVIBR HEEVLE M ARERE.

Xt ERBI R SRR MR R b,
i e E AL B3 TAE P R X m3& DA R F 8 TAE .56
— FEBE IR REMRE REABEEELHE
AARFREUMR, ANERELERFAIE R
iR A RN R RS R, LR
RIFMHMIREYES5 TR S FEMAEL St
HAFEMERFIH LA IEEDFR, BAEFR R
X585 :$= B AFREENERITEITIE,
Blanse RYER A 44k, LAUS W, FREBE D
1.3 AFRE&T44

FFBE 47 # 4k (hepatic fibrosis) & FF i X118 (4 3
B —FIEE R, BRIt A R B, 1
BIERUBERIEN ECM EFAZZRMA, &#
ARYEHE NS L BE. B FF A& B VS TR
BUHYREFEMFT %ML, KEEHSFHH K
BHFE. FEgist— L RBSIE /Mot g.
B/ FIEE T TE B, HE T SR E 0 AR 4L . R4 44k
H— AR, R TR AE , T 3 R Ak U R AT
Wik, B, BT 0 S T A e R IR T B
R —A T4 EERN B,

JIT £F 2 4kt 2 i 38 47 4 40 P B % L B9 s BR 7 E
Z—H RAEBSAG RN ERAR, B4 FEHRKE
DI 44 EEH R AERCELD X 3000 5T
MBI R E . 3T 10 FERIFFELBTE
EMBAENFRENRT A ENTR. EFE
HEAMBSAEEUTILANE:

WHBT MR FAELBTRERNTF
B. B 1I0EX HTFHRENYNT ZNA, ZHF
MNFBITRAERKH#ER. KEERARER. A
ROFBERTAHERERG AL, EEZHEREY
FFEE1L.,

XFHFAE ECM B 41 fa Sk ¥8 , B AE 1980s Fried-
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man FFWBAERE, FFELREHPLFNEH
ERMBEATENL, FAN ECM T ERHEALHFER
21 Bfi Chepatic stellate cell, HSC)F=4, HJ5—&BF
REI, BREA L 2400 ] Bk B £F 4 40 fE LA
B JFF 3 5 40 Fig CHELEF 40 B Fn A4 i) 2 EMIT P2 AR K
URAEABE R KBS WARISIER. S5
HEAHRER, EREERFRMR AR, REH MK
U5 B4 UL AR 4F 2 40 B B, 7T 43 3 ECM, & {1k 89 HSC {7}
BIFF 44 ECM iy FE 40,

ARBEWAREFRESERBEIELS S5
HEMMMEEMER. HECBH, TGF-3.PDGF,
leptin, TNF-B %, I R NBE LPS MEHE LT
ROSEZMEBEEFFHSERENA & ZFR
fE # % {§ B @ B ( TGF-/Smad. PI3K-AKT,
MAPK .NF-«B.JAK-STAT) &b EHF. B & . 3
SR METE R AR EAEREHXETHEE
HEBS5FERAbNEEME R . &0 B RSB
38 IT 7E 3h ) 35 56 vh K 25 BUIR 3507 1 7t & 4 Ay
3B M RZERKPRETHRRE.

BRICHAH, R ABEN LI RBT RIE
EEERA. PHER4YRS 5B 884K M, NK,
NKT .dentritic cell,mast cells £ 4 fifid 7] 8 &5 HSC
BT, WA BB IR, HSC 4 At v] 38 3 4
Wt 22 b 241 i X1 T R 4 B O Y S 0B R, R TY R MR
MEEIAT R . JERE e JF 40 B Fn 2 i 3 S 5R 40 B 4 R
A FI4AHEIE] cross talk X B &AL W, 245
J& BB 5T $ R FAXE AL

ERFREACHEMPTFRD, REREREBE
TFTILFEBRAET RIVBRE.

FE— WU THMAHARSAHEXEFZEFIRIT
FREF 4k B 37 S me . B 5 BRI A% A RIS 1k
REM HSC 5 HREAR THARIERMILER, R
BLIE 4L By HSC 7] % 5B B 6] 7 5T T 40 B =) AT 40
44k s F i Gliotoxin B35/ BB HSC j5 FF AE#F
H B H7 B B F Me; iE B HSC 78 FF 40 i 75 A A P A
MGBEEPREEER. F4HKZETF (hepatocyte
nuclear factors, HNFs) 2 ¥k 45 HNF1, HNF3,

HNF4.HNF6 DA & CCAAT/HEBFHEA4EL (C/
EBP)%&, B— A 7EF AP REBRX RIEFHR
MMM ER R EEERANEREF. RSB
g% 89, HNF4 7 [\ B 30 # HSC #1fiF 40 B & &
EMT,.BEZRBEMHBEB KR4 4k, HRFH
MThEE, FFEBARMEM R E MRS R EE
S, HNF4 REBH T &,

%, RIAF R TL-21 1 IL-22 AT BE B HE
NFAELMTFEANEERE. TELABRES

MR AR, HBV BERRT5 RN IL-22 ik
BEAR HENALECBEELEHABEMRE; 7 an-
ti-CD137 itk R B /D BT b BB o, A anti-
IL-22 PELWTHI AR TT B 35 W R T 4 4 4k TL-22 EE M
¥ HSC 4 W # L B F IP10 1 CCL20, AT £
Th17 40 M3 A JFREE , 55 2 i B2 i B R RE 0 T 45 4 4L
# e 1L-21 A e M ¥ E HSC 2 53 Z i iFaE 4L
¥R, A IL-21 | B R —FF 3697 FF 4L M 37
WIT .

F= RUAEAEXLBALE SIRT £ 4%
EERXBYRNEEER. B REBJAEHABR
KW, EZ B SIRT TUBLFLHERETF
(PGC1-A.FOXO1,LCRs #1 STAT3 &) KM%
BEAREZZBEMANTEESE AT 22 580%
WA YRR AT .DNA BE S EhSEH
WHEHNE, 1K CreLoxp EAMAREKB T
FFompe 4% 5 ¢ SIRTI £ B & % /b Bl (SIRT1-LKO
MBD, &R R SIRTI-LKO B 5 R4 /NRIFHSA
R e g4k, A HA KB AT EH# L HR.

B2 EERFAEMHIF BT I E.BA
SR T RAKHEE, BRI E G IT 7] LUIE 5 5
BRaELk. ESEHNRAELCERBTREP . HF
fRR BRI Z A RUBTEHYNERE, ERFER
HHEBIT R, SR RN IFF AR B2 KT
MUNREY. I, TEMRME. BERHE. X
SHAREARENBEANE . BIEYREAE AR
FEEREE, B E¥RAEHE, h S EFa %14k
B2k Syl - FRamaLs BT
T A 300 S O TR A R T
1.4 OAFEWL

AL B B0 UL O 95 R 45 4 40 4R 4 B P B ST R
O UL MFT i 45 sh 8, ECM 2 5.0 BF i 48, [A i
WHONARMWER. o . HENFE TR,
ECM Wi BERXFBIRTIR G &0 IEA 44k, 0 AL
HFHEAREREEOCNEEMLENEESRE. O
M4 S 58 M E B EE L IR O F O ET]
BHOUUER . O LG 440 E O JIL R 000 ik 47
TR, R S AR O UL BT » 2 T 3 O
B W, VAR R A O FEFLL BE PR FE B9 KD . B0
MAEAC BEHBOIA IR RET OER—ME
FENBRRE MRS RONFELN D FILRESR
HEMRZEMRITEX.

DA EATAHHER, —F2O0NHERE
REMBPOLIGHRESHER S EL; —F
RTE/N S Bk i B A 0 AL B W TR IE OB
MWERTI BRI MEOCNA %L, OHIEIE. R
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FEFESI ARG KL UG R 5.0 LA 41k,
& P4 Bl 74035 TGF-B.IGF-1 &4 K K T, Ang-
II.EE % RAAS AG M E T EEEF IR 4
4ifi ECM B & 4. B MR & B microR-
NAZERBEBLNAGELPFREER. HRIEEL,
miR-30, miR-133 7] # ] CTGF, miR-29 H] #J #|
ECM MXE R FX, NI ZEHFELEM;
miR-21 i@ it M & Spryl ,PTEN £k KB T 41k
YER . E L, 834 4 {4 X microRNA B FE K A]
BERCAPUO LA 44k 300 BRI EBERITREN,
HEl . TATRELERATSHILILA LAY
Y a¥E RAAS REEFH K7 ARB,ACEI 1 & &Y
ME A, BR TCFRl BREELINF BN E
BT BERATEHAMRYEMCERETRE
YERD, 7E W JR B B TGF-B1 0 41 7l B0 .0 WLEF 4 4k 3R
T, ARSI e R EFEIER .

O LEF G4k 270 i B o 2 R R R T O
MEMELERN —FRRERN, BE#0 74K
HEARANER. REBNEFEFEREABEHER
e FE LM A 0 A M E B I AR L D AR S O LA
USRI REEEMER N XBRHEHNTE
BOE UELOHEEYN « A1 3 E FIREZEARAN
F—RIMORREER MR . B0
BATRHEX B A8, FEELAREUTILA
D5 T B TR R 58— S T B AR AE IR BT K 5 52 L 2% Xt
DAV EE RO T NEMRE A EARRE
58 A B P 45 A 450 VAT e 4k B A 52 4 F AL
A — B RRRBIER R WA E S FIHITELR
EARTEEMBE. F . 24WEOCUNAKRAT.
B HEAE R o AL 5 Yok £F 2 AL I R B s B B AE
F, BB 7 05 5 48 e FE A7 3K 7 L ol R R # 2 A
RO 0L T 2 AL B R L R B R IR T O LA 4
REF WL RMER. E= BRONGELR
HEeWMENMEYHRICORINEAER¥2EH &
RIGRER L, BALXHBER . RRETEES
B %0 LR 4 fb e 3 A B B A I R B AR A F BE .

2 RERSET4EE O kM R 22 ) A A0 B 5K IR R

HTEREIN XU RFERENE R, B
A S A% &1 2 41 B K (W) R4S SR 1 7 T AR TE B I 4
W TR N ERFELNEX SEY ¥R
BRZIEAT M, B G X B K ] R 45 B 7 R R B
FEHHE R Z 2 2E B BABR -5 056, Xof B 2% 47 4 b 3%
WEFRBEAM S BT R AR A SRk T HE
BIAIR . LSk, B T 26 bk Z R A8 4F 4R L BRK
EERBIHNERNRBE, WIBELRTRESR

BT B A, ME DU B A TS FIIR T i H .
2.1 HERAEAEHEHEREFERE

ARESWEEEESR2RNEERITIE, BX
TRESRAEANHEERZEBEN RLLTF =K%

(D) EH[RFEANBENARER . S F RS
FREANBEGBRERLBORER ; BRAELDN
EMBEEFE, M0 DNA HEA AFHBW.
4D RNA FREF G AE T X RIEEFER R
HMAEREMERAEL RS RBEHNERMEH
YE RIS HLH .

(2) B HEAH D FILE . B aE/REE
PRAEFE AT ZE 4L B 7B A 5 LB £F 4E 48 fig (myofibro-
blast) B3R IF FEE MBS A HEE S @M R
MHERNEAHEAPNER AR EMHEEER
(ELTE 2% B A 40 i = 1] LA K2 B 2% B8 8 A i 5 LR
SFHEAM . E A E M EER, LR A RS
RGN (6] A BV R TE A AL P B FE A ik
HEFARRG . EREEERBENEH.

(3) FEAS£F 44k Mo I Fn T 30 . W HE &7 4 1L 3h
YRR AL B L R A B R I R A XUBS 3
AR EYFRicY); FRAEMLMN TR T THE,
Bl BRER AR THREHOIAEMIF RELHE
%,

2.2 SRR UHTARKDE

HTHRREAREENEME, REATEEH
mERFEENLE BSRHEELRYE I, Bl
M LA U T8 48 FH A= ST S 3 AR B SR B R 5K .

) ByREE - GFEREERARERE EX4
YRR SR

Q) BRHEZ . OFEEALZ . ZBRME .
I I R G R L ESE

(3) AN LGB R AT L B B,
KAMGTE & WMEHiTSEFE2MHERX ST R
%,

EXRERAR%ELZRSE¥HEIE 2015
EERLE QT E S B 7 = 5T B RE 28 4 44k B
FLRAE T ANE ST H ISR, 4 B B KO AT 4
b 0 LA S AL AP ST 24 S AR &7 ik B BE 4 4
1k B 4 4k 25 W A0 oF R 25 Bl IA T RS AT M L 20
EEN ST A EHBELIMBNESAELHRRHE
B B Rl 2 RE X TR R KR8, 5 BUE
Hbr b i EE RN 2EARMAL.

B BRHHFEHAFEALRLFTAFLE
FPHAMERIRRES AL F, ZAMAFL
PHELATHAEREREARKXBR . E_FE LY
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Organ fibrosis:an important pathophysiological process

Xiong Weining' Nie Jing? Sun Ruijuan’ Dong Erdan’
(1 Department of Helth Sciences, National Natural Science Foundation of China, Beijing 100085;
2 Department of Internal Medicine, Nanfang Hospital of Southern Medical University ,» Guangzhou 510515)

Abstract Organ fibrosis is a kind of pathological change characterized by increased fibrous connective tis-
sues and reduced parenchymal cells caused by a variety of acute and chronic lesions. Organ failure caused by
heart, liver, lung, kidney and other solid organ fibrosis is the main reason of disability and death in pa-
tients. Renal fibrosis is the common approach of all chronic kidney diseases progression to end-stage renal
failure, and its essence is the “repair of scars” after renal tissue damage. Pulmonary fibrosis is the final
outcome of various lung diseases development, evolution and scarring. Hepatic fibrosis is a chronic repair
response to the liver injury, and it is the common pathological changes of chronic liver disease. Myocardial
fibrosis is an important indicator of decompensated cardiac hypertrophy and heart failure, and it participates
in myocardial remodeling caused by hypertension, hypertrophic cardiomyopathy, heart failure and myocar-
dial infarction. So far, the pathogenesis of organ fibrosis is not very clear, and biomarkers for early diagno-
sis haven’t been identified, and there has no drug specifically for fibrosis. This article made the comprehen-
sive summary on the organ fibrosis from several aspects, including the hot field, progress, scientific issues
remained and strategy in the future.
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