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R R B3 S (e 5 82422003) % Bl

HZE B & M B 4 4 b (idiopathic pulmonary fibrosis, IPF)2 — i J& [Fl 1~ BF 8y DA it 28 25 7 o 6 2 Fm oF 45 fb 4 4R AE
MEME, HATHEE R RR, EARNE E %, P REE., KRERRNRMEE S FEE K. 4% DNAF 4
EA— M EENENZEBM, EIPFA AR EFOERZH X2 xE. AXAEAREFAA, 2505 DNA
W ENEIPF WA T IR . 1E A ALS RR R A BT, & 2 4 IPFBy TG Fn i 7 32 6k 37 o 22 38 K 98

KRR RRMEMAT L, KU EEF, DNAW &4, R4 %4 HE L, Exga i, b IE FidE

M M il 4F 4E 4K (idiopathic  pulmonary fibrosis,
IPF) & — i (R AN BH A48 1 30 AT 1 2 4 A0 A2 [ Joia A28 il
P, HAZ O ERRRAE S e R AR i R B A5 )
WEE, FHURL AT BRI A A I (ex-
tracellular matrix, BCM)5 # YRR J il 2 204N ] 3 4
Y, BB RIGThEEHEAT M R BRI 5. IPF
F R KN, I2W AL 6T, SRR
R E ST L, 2 )5 A AAF BN~ ST
TEZAE30%, H AL & 5 T8 7 M Mg, AR
NSRRI ARRTATR R SR, IPFATR
RLPNEEI0TT N1~1351, IR R NEE1077 N3~454,
IENCESPNImES 2 @) e e e v <E T

IPF (1) A AL 1 A 52 4= B B, H AT N ] i
WAL Ty At . PREE R R (IR R ARG
Je R 5 R L R A 45 10 Horp, Rt

2T, JUIEDNAF IR R, I AE R AR SE
R RN TPFIE R AIAZ oL 2 —. DNAF EAGIE 1K
FA LB TS TN 22 Cp G A% H IR (M s we 507, 42 2k
B e i, S 5. 38 R AL R
WE AR, TPF R il s 2T 4 20 i 52 0 . 25 1) e WL 3 [
A Sl B AR LE, FEAE 1731 R R 194251
R P AL R 7254 3 DR R 15994 i i i P R AL
TP, A BE DR R A A0 AT i — 2D HRR, 2 57 FR A AL
MR T A YA R IE R, ALK T -B
(transforming growth factor-B, TGF-B){5 5. I J%Z-[a]
70 )i 1k (epithelial-mesenchymal  transition, EMT)
ECME L (40 T BYJi )i ol 5 (collagen type 1 alpha
1 chain, COL1A1)), $&7~3& M itk 1% 5 4 F i it 5 38 4
a2 B0 IR B T 4k A3k e 1O,
ASCMDNA ALK 73 FHLHI R, RGiERIER I
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TR F S R MR T 41 SDNA F AL R AL LA N RN AT

FEIPF R A K R iR /E F, B R R O p e R FP 2
575 . DNAH L FEEF(DNA methyltransferases,
DNMTs)/DNA 2 H Z: L EE(DNA demethylase), 245
10-11 54 2 H (ten-eleven translocation, TET) - 2k
W A0 R L AN VG ST HE R, IR N SEHTIPFIY
FEU AL N LA R E AL TR AL IR AR,

1 IPFREZ R mMLEH

IPF AR MLII S 2%, W5 e 2 PPt i 5 43 A ()
FIFEFH, P50 AT 4E 40 M/ LT 4E 0 M L v
S PR RN 4 i D B S A A P TR 4 [ i
AT YEAL R,

AT 40 3 AL TPF AR WL ) S il 72, £
o 50 R 2% (e SR PR I v b R A . R IS S
TR )T B N AT ARG M b Rk e A, R
IURAT 4E2m . WL EF 4 41 & TPF7R B2 2428 AR O
PATHE, BRI G RO R R B R Re AT
T LA MU A Re P, RE R &G AT IPECMER H,
n T RN ARG . AR th 5%, X sl Sy
(. M AR AR IECMB IR | 15 IR ZH 2254, 230
s e BE IR JEE | SRR e B A R, TR 1 o, A 2
T 1k AN BT AR

R AT 4E AR AL, SE 4 Mt R B R A B AE 4T
YR rh [FRE 3 AR . BRI PR AR AL ZETPF
Hry I DU 1, HThRER B Bl A4S P 22 00 L 22,
FEEROR ST, I B4 i = A AN R T e
T, MR (28 305 28 WG 2 P (1R 98 28 RV R (AR
AT BN M (R AR 4R D™ MY g4 e 7 i
YA EIN, 2 FT 40 Y 2 1 B(interleukin-1 beta, IL-
1B)~ 40/ Z6(interleukin-6, IL-6). iR PRFEH T
a(tumor necrosis factor-o, TNF-a)ZE 2 % K7, MS K
i SSE, Far e 7 A o 4 S 1 Al A A A PR D R o
FNEILFEdb. SR, B MY S R S Ak T e S
BT RAE, AL AR gt AR e AR 44k )5 1,
M2 G K B o WM 4T R4 A R, WNTGF-B. #4
1B IRFCCHLAA18(C-C motif chemokine ligand 18,
CCL18). Z54i2H 234 K[ -F-(connective tissue growth
factor, CTGF)Z!" XL 5G4 K1 B #20E F 1 fili 1) i
R R AT SR, SRR b R Al A= Ak, R AR T i
YIRS
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I Bz 18] i #% 4k (epithelial-mesenchymal  transition,
EMT) & VLR 25 4 20 i 1) 3 — AN 2R JE. fEIPF A,
FREEHI0 05 AN TGE-PA5 A1 B s ZU IR T, il b Bz
AR R AR R AL, AR E B A AR B (UE-
B ), FRAS R 78 5T 40 B AR A (W o-~F i UUVLE)
EH. N-EREAMBEIEER). X fE 5 EA B A RE
M) BEIEERN R N BATR . RN
WECMEBE /I A Rl FE AR A, 3E— D9 K T WA 4
i, Dl T ECME SR ORI, s B, KR
EMTH b A & g 18, SR 1 It i) F- A 0
BEEEH, TR,

2 DNAH JEAL G A 24 5L 7

FR RS AR 2 A A2 0 i < A7 T 1 R VLB A%
Y27 N, LB 2P X 4R R 4 Th R &8 G EE B
DNA H A A AR B AL R 2 A Db 2 —, HA
Y Re R N AR S R A A umris e R A 2
YL A2k, DNA R IEAL AT LRSI AZ /M 45 44 5 1
FTEUARAZ /AR ) FL At PR 28 R 98 3 e 0ol AL PR R IA IR
A, e R AR Bk, e A R
PERIAFHREEZEM, AR RS R
KXY AR IR AN, R Bh T X SR
RSB RIEER MRS, KPEMERE T3
BRI RIS N, 0 R . [ERER N,
DNA H 54k I8 H AT R85 M SLTh g, 81 Gn S8 Ak SR 22
¥ 0] @ i DNMTs B TE T 5 5540 1) 412 2 4 4k 5 K]
DNAHHALIRE, ML 4b IR AEMERE, Bl
M AL L1 R Al e dr izt (1.

DNA R AL R Loy A 3 4ERE. IR
LREFE, W K 2 P OCBERE AN B R 7, MR 4R
R EIEIN)

ALY F, DNAHFAL B A EECPG
TR 7 41 1) B s e 55 S A0 B R 1 (5 - R 366 P e e
5mC), HDNMTsfi#fk, 32T 7 5 shM4ikfid F2. DNMT
FIEAE PR INEESRR, DNMT3A/3BA S40 i i)
Mk B AL (R 3l), DNMT1 4 57 4E R DN A K il J5 5
A BCBE I R AR S (A Rr 1 T 24, AT 2N ZH 2R
S G PR RN I35 8] DNMT3L AT LAV Ayt B R 7
L DNMT3A/ZBHEAEF, X M Sk B 24k 5o 72 ke 21 4
SRR SN T 5 A1 A% B (proliferating cell
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Figure 1 Biological functions of DNA methylation and demethylation

nuclear antigen, PCNA). 2 ZFFPHDIJE 4 fi5 45 F4 33
1 (ubiquitin-like with PHD and ring finger domains 1,
UHRF 1)55 A0 5S4 B A I 52 46 S DNMT 1 31 52 1 {7 1
T RS A5 AR IR 56 F 4 R FE 4 200,

DNA H R AL i R i 75 2 R CpG & & A
(methyl-CpG-binding protein, MBPs) iR jill 3 45 & 2| H
FAUDNAGL SIS R, 1K — 50l G AR i
AN BRI A thaelP ! IR LCp G & 451
3, (methyl-CpG binding domain, MBD)# H FKjik &
BREEIMBPsZ —, BHRE —NE R FMBD4
eI, I AN G IR HRr S 1 VU AN 5 A TR REECp G
AL (SmC) A, MBD R R Il 9 45 & H B AL 1)
CpGhLsifa, 58P MBI &Y G s
H, v NIRRT sEBLEE A%, MBDI,
MBD2, MBD4, MeCP2/&MBDZ ji% H1ie 3= F1E F i)
H A, MMBD3 AN HE4S A H H/LDNA, MBD5HIMBD6
TR FEAR RS 8D, Thie ARG, BbAbh, iE 4 Kaiso
FiKaisof¥f 8 [ LA S SRAZE #448(SET and RING-asso-
ciated domain) & [ [FIFF 1] LY AL DNAYE & K%
A

.y
L

25 PP R A sk 5 D0 368 5 50 A = ) R e L o) S
Bl 2 HEAE HDNMT 1Y) RE PR B RN T 10, 4
FF R A A Ao AT AS e 7 38 B 2 S5 AR A () 1)
ALY, Bl 25 ARG Ak U 3 3o — S 5 O il
FFRDNA _EF B FALRE . TETH A X R(TET1/2/3) /2
B IR, e IE R SmCHR I A 5-
H M IE (ShmC) - 5- P I i 1 1 (S£C) A5 - PR ff
Mg (ScaC)>, SR 5 16 Hefi7 A= 47 T 4ol g s i DN A
fifi(thymine DNA glyco-sylase, TDG)T} .55 1% ¢ 11 .
Vife JREEDNAFEFEALES  1(single-strand-selective
monofunctional uracil-DNA glycosylase 1, SMUG1)3%
WEFEAL B R IE IS e 3 VI BR 15 B (base  excision re-
pair, BER)I& AR VK 5 g A A% i 1 ffa s g (26271,

DNA I EAL B S E IR K & . 41
AR R AR BE R OER. B PR R R 2
SEOTHEER, a1, DNMT3ALE R 4 LRAE T
RAAE IR A IR AR B, I B LR I R G0
PR 2 3, RS 2R A R P, T
TET2/ A8 S 80 8 A e R E R 5, 2
JEERE Ao I 95 20
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F 1 DNAF AL % ) SR R4 B X T

Table 1 Key enzymes and co-factors in DNA methylation regulation

L EiE 2551 FKERIEIN FEIPF K3 E (1R Wb Dh g faid
DNMT3A I 2 ML) KB AT 4EAL
% ; TR N A N < % ¢ ST % Sty
5 DNA HI 55 74 1ify DNMT3B IV 2T A SRR S R B 4 TE A F B DNA b #5737 1) FR RS
4 1E M
R DNMT3L BN 1483 DNMT3AFIDNMT3B AL % 14
MECP2 {3t EWE A kAL, A% a-SMA
SATTIECGR LT FA U4 2 PR LA RICPG R 5 I, 354 A0
AL AR MBD2 ﬁiﬁﬁiéﬂﬁ?ﬁﬂﬁ@g%%& S B A, A R A
MBD4 i A B A
WA KaisoZE [, Wi 4545138 - B FEALCpGAT s, TREEHE TN &9,
) ZBTB33 A A5 R
KaisoFF# [, SKaiso (] ~ ZBTB4 fe AN B T AL CPG AL A, FASERE FAMHI LW, A
Ao ZBTB38 A B NN A
SRAZ MR AL 4 UHRFL  (REERETARANM L O A AEE @i an fIshae, 2 554k b R L, UHRF2
A UHRF2 i 7R A AHIUHRF1 & —
- TR P, i 2 i DNAS )5, LASEIREE NBIAR, K UL 34k
DNA FIEFAE DNMT YL BB TR
T - . TR 2 B S AL DN AR i 412 181, 2
UHRF1 PRI AT 2 20 P oA R 33 i 2T A DNMT 4 4
R o 1B N5 T4 5, FDNMT1MIUHRF 18323 DNA
- PCNA LR R e SHIY L
- XUHRF1, PCNAZSHEHTEZ RAGEME, RalyE
UBE2A A S A 1 {1
USP7 233k R AT 24 4 i 74k BT Rz ZWAEH, F2 2 UHRFIRIDNMTI
TET1 A2 33 M 20 P AR A B EMBERRE, ) RERF IR, H5-H
. B MR E (SmC)IZE 5 A 9 5- 74 L i ez e
1] pasyis 14
LA TET2 HiR R AR (5hmC). 5-FHTEEE S ms g (SEC)FH5-F2 5 i ms e
Fbk TET3 i AN (5caC)
. TDG i A~ B I YRR TETES = 4 ({1 5FCHIScaC, Ja5)
] u;;l—g g N ’
fisiens SMUGI WA BT BERI# #

3 DNAHALRH LML et b I O
fEH

3.1 DNMTS/TET F-f54d: i 44t DNA B 3
AR HIBRALH

2 T4 5 R A DN A AL FUUESE, R A
BIEIPF RIS S8 EEHAL. X IPFEEH 55
ZRE AT RGO R, FFAE2130 22 7 3L X
1, #8704 2 5 SRR S AP G s g % 24
AR RE A TR S BE DR Rk, 3 T S 3 R R AT 4R 4H
MREAG S GHARANE BT TURR L R R T S 2 AN e ib
FIFRHE(22). T B RIFE H A2, HIEAL s e B
WU R, BAR R ILN406 36 R AR 0K
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A, M464NFER 2 m HEIRAS, X PR gL s
PR F /R FEIPF I R AR R R I RE R, AF1EE 2 2R
F11 43 W 4% A0,

DNA F 34k 55 25 BB AL 2 8] 1) 3 25 1 47 2% 1 2
Jili AR AL ) — AN SR WAL AL, Hoh, DNMTSs,
MBPs AR TETs Z R 8 [ H A 1 A% O IRIE N 4%, &
AT3E I VA 5 SR L IR ) R A A 4 4 i R L e ¥ 2 5 41
HEALIRERE. A7 ADNMTs(DNA FFJEAL 1) 72 42 )
MBPs(DNA H ZAL ¥R 1) LA K& TETs 5 % & I (DNA H
BB B AL OV A, IRANER FUDNA FE AL TE A%
ARAEAH AR AL . ENRA R B AL DL A EMT A | R
TG, B TR N AR T 2 W I8 A% 1 42 X 45 75 M
YA ZOAER.
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Table 2 Key regulatory genes of DNA methylation
o FR L R TR IR F SE b SE A
2K IPFH R $54F 2K IPFH A
Erdrl 0 B 44 i 5 AP DDAHI RS 6 7 Tk 348 i 0!
Thy-1 V5] BT 4 4 g 3 AR B4 MMP7 LirStignasiadiiling, Nt da
CDKN2B R AT A A0 434 CTSK (IR HE AT 4 40 i 43 4150
PTGER2 0 3 4T 20 3 1) FOXLI1 (R F AT 20 43 A 14O
pl4 (ARF) T3k BT 2 g T4 S100A4 AR 3E 1) 7 J5 FEL 4 L R T e 1542
c8orf4 A LT 240 2 L) BMPER (R BT 2k 20 i 2 4
PPARy O B AL R B SR AN LT Al ) CASZ1 (R LT g BN
SOD2 11375 EE G Ak O R BT 24 40 e 4 T4 DSP YR e 2 ) 465 ) 5 M AW LI AR s e )
AHR 5] BT 4 4 g 3 AL ) ATCA2 R BET A 4 1 40 A1)

3.2 DNMTs: JifiF A6 FMIE 1% Wi £ 3

DNMTsF A E 2B AL A I D AT #, 1B
JITs £ 24 Al R e e 4 R S AL o DX B R 2T 4 4
Ak EMELH AR AL R EMT S S b BRI Y. I R AT
FLiEoR, IPFEHIHZUHDNMTIHIDNMT3ARKIA &
% L, MIDNMT3BI 235 # AL, X phkik
R G MIAEAS S EHE VMG TGF-B1 A i i 4 il
DNMT 17z RS Fe e R K-, R
DNMT3ARIFIPERERE, 3 B0 3 7L il 2T 4 i v o
IR RO ThEewf 7R W, DNMTsilid bS8 5L R 5
Bt PRI, T8 R £ 4 A 235 A% I 25,

TEIPF &35 Je TGF-B 1IN il 1 21 24 40 .
DNMT1/DNMT3A ) 5 5 2 1% 3 8o A 1 g 4 1
FEY S %2 K y(perixisome proliferators-activated re-
ceptors, PPARy)J3 21 [X 5 FH &AL, b i i) A 5
WP, (RHFIPFRYR AR ES). tbsh, DNMTI &l
N FAERIGRNA N 2 2 5 A YRR, EIPF AR
ZREAN i, DNMT LIl id 70 BRmiR-17/92 % i B %o
TELT AL FE R A 4mak Y, Rl IR b IneRN A BE R
FILFE R 3(maternally expressed gene 3, MEG3)JR 3l
T BEAR LT 4R 20 A 5 KPR LR AT 4 40 A 5>
B R E A TGF-B1AIEL N, DNMT 1A Al i S
CDOOM) XM IBAL YLER, N Fa-"FHE VIS EA (a-
smooth muscle actin, a-SMA)FKJREH 7 E
BB Ak, DNMTIRI{R AP 4EA0AE I 5 418 &
TR, BN, REALEE-2(cyclooxygenase-2, COX-2)
ERVRFEDNMTIAN S HIDNAF MY

H3K9me3/H3K27me3 i [A] 2 514, (Y B R Wit L i 12
P 24 (1) 52 A

DNMT3ATE ifi 21 4E Ak 38 I 2 4 FE AL DK 3 2F
LR A2 TGF-B1iE S iR AP, R{UEITEP23Z
A R IR PGE2 B AT 4 A A5 5 0%, i vl B ik
£F#5 1(fibronectin 1, FN1)/COL1A %541 ff 4h 3 5
FEIN AP, R R AW B AL B2 (superoxide dis-
mutase2, SOD2)Ji3 3051 H A0 I S8 A0 LB i 1k
AT 2k 41 R A1),

A N, DNMT3BLE R4 4k 2 51 4
R Ry e R E ThEE. B8 R 40HEE 7 M PR DNMT3B
208 (4 2 -4(interleukin-4, IL-4){5 5K, (2
LM BN AR A, AT INRIER 25 215 S 1
Fil 2T 44k, $2RDNMTIBE 405 21 2 A AH O G 25 1
I8 RAE G FPTL

3.3 MBPs: DNAFBALSE 5 MRS 5 £F 4EALT
P

MBPsfl: yDNA I EAL(E 5 i O E, 72
it 7 AE 4K A i R3] Y A Cp G AT s 5 8 WL A 1
B, RIEZZRRTFAIERP. BrHEL
Fham M R G . AE AT 4E 4 b, MBD2id i
AT 20 P 43 A 1 715 IR (erythroid differentiation reg-
ulator 1, Erdr1)JE K] JE 2+ FH AL XIS 3R 02,
FRErdr 1 X TGF-B{5 T i@ s W40 /EFH, AR i et
AN 73 AB2 HA S TGEB1/p-SMAD2AE 5
H 2 5 G S T 4R R i 22 ELAE P, R
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CpG4h & & 12(methyl-CpG binding protein 2, MeCP2)
WX R AT e 2 f R 0 2 S R Thie: — Tl &5
A WNTHI# X F 1 (wnt inhibitory factor 1, WIF1). &
T AE AL AE 2R H B & 1K (tuberous  sclerosis complex,
TSC1/TSC2)%5 3 [ 1 LAk DX S i LR k0 7
— 5 THI B 4% 45 A o-SMAJE R 1 3 H A 501, MeCP211)
BT B 2 PR o-SMARILI?) Ih4h, MeCP2ibfitid
HEEHE AL LB E (histone deacetylase,
HDAC)E A A Sl 40 i Al Ak, XUE R WA
% 3 BCOX-2FEHYTERPY, [ 5HDAC2/SIN3#: 3%
WA F KRR R A(SIN3 transcription regulator fa-
mily member A, Sin3A)E A YHNHICTGF R I
P 3] 1 L,

FEIPFH, MBDs S TE 4% 05 40 M B A Hh [ R
24 R R E. MBD2IE A F AL 5 S TGF-B1E
SomE g, REEM2 Y B GH M AR I A AR R, R
MBD2 FJ . % i £F 44k R B Y. IPFH S I YAP/
TAZ/MBD2/TGFB1/p-SMAD2A5 5 4k — B UK 171X
— R, T AR LT AL IE SR g S SR IT, 75 B T 4
e, MBD2i# i 1538 21K F A0 DK 2 B
SR IRIM1/M23L A F5 4k, 1t B D RE ] e 52 = 40 i
DR 7 X 2 100, S b 2 B e S M R P LR A T RS
HET TSRS St 1 EEE IR, [, MeCP2th AT LLidE it
TF-Ht 245 B F4(interferon regulatory factor 4, IRF4)
1238 ] g AR M AR Ak, (EFETPF AR R A g 0,
SRR i — 2B E S, MeCP2rilk/N R kR E &
955 Bl A 4E A0 BA B3 ket o B P
P, (EILARMBD Z R i 7 MBD 1/MBDATE fili £1 4
e R BRI TRIRAIRER.

Kaiso & Kaisoff F % (Kaiso &4 fIBTBIH4/38
(zinc finger and BTB domain containing, Zbtb4/38))if
B i 45 IR 5 H B CTGCNA T 41 8K aiso 45
B SEBEE RO, BE R, KaisofE B4 i s
1 CD86/CD2063% 12~ i g 1 M2 78 [ 105 241 Jfd 1%
I, T ZbtbA 75 iR S B8 Hh R A 4T R AL R,
AT e 2 3 ik T A4 4 i 3 B A A o R T B Bl s B
RO SRV, %S B R LE B AR 44k e () B R AR
PR =, 52 WTGF-BIE 5 8 B 1) 28 TALHH
Bt —S .

SRA4 1438 1 5/ DN A %5 4 % HUHRF 1/UHRF2
TER WAL 45 h B MR A7, UHRFIAGE S 8
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FEDNMT 1 4EFEDNA K il i 72 1 i 3 Ak A 51, 78
it 21 AEAY, 3 R IE I XCEAL RS R — T T
I 3 BR B0 T ) R R A D IS S A 4 (gl -
tathione peroxidase 4, GPX4)FNERALT-HIH| & H 1 (fer-
roptosis-suppressor-protein 1, FSP1)J3zh+ F &AL, 12
REfE_E R ik gE T2 53— 5 D@ TGF-B1% &
KR 53R 1(beclinl) i 511~ FFBL AL R, 30 4T
YN (R AP 4R AL, A UHRF27E Rl 47 4E 4L (1
WA B A, S5 UHRF 1G5 A IPE SRR T (E 1)
ReAH OO, X e R L A 4: T MBPsiEd LG5
IR - RN 73 % A - 3 UL 38R A 9 R K e I8 A 4%,
B A AEAGIRTT SR T 20 50 5 T TR SR .

3.4 TET: KW EACIKZN M L5 4EAL JTE 4 17 10

TETE X R/ SIDNA T = R EA RS
DNMTsIhRETE sl 25 T4, (H ARl £ 4 4k b )7
BLE A T8 4 e B, B SR B, TP il 4 4L 40 i
FETGF-BUENS R £ TET3 XA BE DY, i &4
PEREALSE BT 420 H o U W22 BITET Lid R IA 5 4 Jk
DR AL Ak R AL SR B, SR BRRTET S M Al gl
A DNAF Ui S 54 4e it f2.  thah,
Xl WAL WP A= PR T AT 44, 7 4o % 41
MRS RFE R EEAER. Fl, TET2H HREIIESL
A& B R MR AL RS B S T R ——H Bk & e
FSTAT6E 5 Il i 7 H s Ak, (2 fd Enggn i mM2 4! B
WA R R A2 X — i R A g 52 B R B AL U
W2 PRGN, AT RN 15 5 2 Re T 4u i
fAmiR-302a-3p Al I8 47 PSR M TET 1) 3'UTR X 55,
FIH A IDNAZ: FHEEATEE, AT A R FH BrIL-4/
IL-131% S M2 R FEIE 4T A AR 73], 3 26 5 AN e
B T TET S R 2 (TET1/2/3) 78 £ 4 AL R 885 vh B
YRR S b, B R T s e R
DNA H A B i T AL B RR (MR T8 7. R
FEHIE 72 75 3k — 25 AT AN R TE TR 2 A6 fiti 21 44k o (1 4
AR P 268 1 T Ui RS L.

4 B AL ER YT SR

IPF (V6T 7572 24 i TS A EE K Pkl R AR JE
Fi A0 JE ik JE AT CARFDASHER] T i 2t Jig, (H—
B IVERL WA A i, HLAIIME HI A B 525 22 4 XU
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DRI, A RS T 4 A0 e PEL BT a2k Je B3 B 9T
GO E. IR, FIXTDNA I EAL %34
WRIES . 4ef 5 BB IIRARAT. N i s
Y Je b B2 SEVE B AW, R B X IPE
DNA FEAL ST H A VAR Z 5 TR B B, B
AR I LT SE AT R A T R R 12 KA R
TR TR T 1.

4.1 FDA#HL#EZGY)

HE7, &EFDA#LUERIDNA FF AL 25 1 B 55
=Rh BTFLARE . HU PG A, DL R P A 1 e e
I T7 ). XY T2 E R, EEE A
DNA AL 4EREIT B, TAITIE I 5 DNA F R4 75 il
(JLHZDNMTH&5 &, 73 HRE S0, 25k
DNA{CH E:AL.  BEIRIX 259 H miils R b2 H T 1
AR GPA, ABAEIPF I AH AL AT 5B PR v
B RAFRTTIE 1. MG AR (9 PR R 2 - A4 -
2'- i S B M g 4% 7 (S-aza-2'-deoxycytidine, Saza)fgf%
FESME 2 AEPPARYJH B 7, IR HRIE K, IHFH
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Idiopathic pulmonary fibrosis and DNA methylation: an in-depth
analysis from the perspective of epigenetics
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Idiopathic pulmonary fibrosis (IPF) is a chronic and progressive interstitial lung disease characterized by abnormal lung tissue repair
and fibrosis of unknown cause. Its pathogenesis is complex and involves multiple factors such as genetics, environment, and
epigenetics. In recent years, DNA methylation, as an important epigenetic modification, has gradually attracted attention for its role in
the occurrence and development of IPF. This review systematically analyzes the current research status, mechanism of action, and
future application prospects of DNA methylation in IPF from the perspective of epigenetics, aiming to provide a new theoretical basis
for the prevention and treatment of IPF.
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