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[ Abstract ]

damage to lung function. At present,the etiology is still unclear,and DNA damage repair may play an impor-

Idiopathic pulmonary fibrosis (IPF) is an interstitial lung disease that can cause progressive

tant role in the pathogenesis of IPF. When cells are damaged by external stimuli, DNA repair proteins are acti-
vated and play the repair function. The process is mainly mediated by poly (ADP-ribose) polymerase-1 and va-

rious cytokines,and finally the damaged DNA is repaired. The article reviews the research progress of the rela-

tionship between DNA damage repair and IPF.
[Key words |
(ADP-ribose) polymerase-1;

DNA damage repair;

R A Ml 21 4 AL (TPE) J2 — Fif g R AN B 1 ] Joig 2
it o A S it 9 b B A R it S 2T A4 2 i e
E PG 5E o3 W 1 2 1) AR A1 B B (CECMD) L & Bk 47
PP I IR A P I i B AT AR OR L IPE A R
L BT HETE AT A B . i JC A SR T
TS A e EL S U B 2 L AR BEAT T B 8612 ) 1Y
AR 2~ 3 A R B TP A & s L
il Xt TR A RGR ST L AT T o b 2 N SR i
[ JILPERZIE-3 8
1 IPF B & L H)

AT IPE fy s D) A i LA 18 AN 3 28 . o 1) F
FER B FRET R AR DR R SO L R
TERE % 3 A TPE 1 2% 995 ML i vl e % 2 B4 S
—BEFAT A SE R A L IR B R ER X IPF 1Y AR

Idiopathic pulmonary fibrosis;

Nuclear factor kappa-B;

Poly

Relationship research;

Transforming growth facter-f1

EREEWEM . IPF 5% 5 M5 A &R
Wb 22 BV A7 A 8 AR D E T 0 9 L AT A T 4
AWpAE IPF (9 % L b b % 4% T /R JH . IPF 3
5 4 B A B TR A U AR A

IPF Yk A= s 5 36t A% F0 2 DR RUA G, F 58 6 ] iy
B 1/5 (9 IPF B H A BE i3 L /8 A il 27 4k fk . IPF
H s 2T A4 240 5 O T A 0% A R e T A O DR Y
Ja Bl DX ke B R A G IR 2R AL S pS3 A T A
T A ST A4 200 it R B B 9 v 3 B TPS3INPT |
P4 . MUCSB g U W1 55 52 0 M 1) ok 4 s ¢
R TPF @A G . B A 4t TERT,TERC 254
ALY TPF 1% A % DIAOC o fEH X TPF 3 W itk
2 B DCTR AN W 389 0 » 3X AT RE 23 % BUBT 136 9T T3 1k
P T 2 WL 38 £ 2 % DR IR 3 50 1) 3 T o 1 T A 80

x  EREIE HKN B ARR S W E S H (este2020jeyj-msxmX0359)

BE1E®E , E-mail: 272192359@qq. com,



o 478 PREZ T A 20234 2 A% 39%% 338 ] Mod Med Health, February 2023, Vol. 39,No. 3

By Bk A 2% fili 2T A AL i J . R M RO B A Ok A& TPF
R T AL A R A TPF kAR S AR L R
R RIE B, 2R RAER 72 5 Hd, iz 5
K F (NF-«B) & A A K [ F-BLCTGE-B1) | 1 41 g 4
F-8(IL-8) &5 YLz 2465473 Bt 155 05 41 ffd <7, B
PR ILIR T2 5 R AE RO B S S A AT 2 20
R 2N LR PN B A0 B HE AT A8 A T AL A 52 3 4 2 1 4
Pt o AT e 3 R b R A0 AR A7 5 4% RE 28 A IR T R 4
P DR 7 0 24 3 s 5k 45 DA T 5 B8 £ 4k Ak i 2

fili 2024 F & A L HAth 4 2L 25 5 A7 B 4
AR €Ak R R AN = = I PR T
IPF & HLH =z — " . v i T R 2 T UM
R 20 0B A 5 A i )2 1 B E M R AR ff DNA
PP DT 2 IR L R BE S B AR T A S R i 2 IR
T 2 B S SO0 A5 0 FILIR S . A8 2 Jif R ik
o 20 RPN T 0 5 L 3 S AR M SN O A 2 4 v L
— AR 4L, AT fE SR IPFS . i b v Sy
DNA #5112 7 6E3% )i IPF R4E KRB EEH £,
1B H A AR R B D
2 DNAHGEEESR_BMBRBEZERSGER 1
(PARP-1)

4 20 it 52 ) A1 5 M BN R R 2R T e s R AR
DNA $i{ {7 DNA $i {55 77 =X A #6 DNA B 4 iy 24 A
DNA WHEWT 2L . it DNA gk W A g BB 52
W] B8 & &y DNA XUEE W7 24, H DNA XUHE W7 24 44
R EE B S RN A IR X L R RE | Kk A M ) g R A
BT,

PARP-1 &4}l v 5 F= & 19 PARP i, == A K
1M 43 1) 22 3 W IR IR A M (PAR) , e iE 2 51 5
5 R B 5 DNA 3475 12 52 A0 40 M 98 T2 15 5 % = 10
iE R L. PARP-1 5H fis DNA ith B & A
(PARP-2,PARP-3) A [l , H N-A s (NTR) £ K (=
500 MR A . H 5 DNA SRR 8 & . Btk PRAP-1
1E DNA 5 548 52 AL ] v J 45 O S8 A T L B i B 3
1A %0 BEFR A DNA #5145 1 1% e # . W FLah 9 iy
PARP-1 & —Fr el 6 /> AN [ 45 #4) 380 41 18 14 B, S [] 45
PR 20 ) % 4% %5 DNA 25 4 L Ak F iR 15 o g .
PARP-1 S48 45 #9480 2 A7 1100 DNA 451 475 D) B, 31X 4F
PARP-1 3% 26 EE ., PARP-1 iy 2 4N [R] 4% 45
ZERY IR F1 A F2 513455 19 DNALF1 & PARP-1 #%
W02 5%, F2 78 PARP-1 S0 v i o D) /E
MR . WFE R FL M F2 5 DNA {9 A0 5 A/E H
FHALE F1F1 F2 %F DNA #3617 3 A AT L F1OAY
DNA ¥ 177 W B F F2.{H F1 % PARP-1 f{§ DNA
RGP S B e L i F2 XF PARP-1 [ #4015
A A TG, F2 X DNA [ & 45 & 2% f ) & W] F2 %)

PARP-1 & il DNA Wi 4 (1 4E 54 HZAEH . BF4R
RN F3 AN 5 DNA 454 {3 H X PARP-1 #0%
AR, HL A B A 5 5 A ) % ik 1 G B gk 3L L JF
HLAE DNA 54548 3000 B PARP-1 41 %6 %5 5C &
2 PARP-1 #0159 80 PARP-1 45 #4354 b 4%
B4t F1 A0 F3,WGR 45+ 3 fi i 1k (CAT) 45+
B AL 557 # DNA 454 . CAT 4545 2 71
ZhE PR - IBE (HD) 4549 30f1 ART 45# 3. WGR 45
FIJE — 4~ DNA 25 & 25 380, 0 T CAT 25 1 3 it
L5 5 BRI s S A 5 TR Y HD S5 R s A A
%754k, 25 DNA 05 o ss .

PAR L4l ICNAD+H) iKY . 1 PARPs &1
TE 20 A R 3R N R R R WL . 7E DNA 45 i PARP-1
LA NAD 1KY fE AL SRR T M 5k PAR 545 %6
ZARTE 454 X R W DNA B 45 1 B = R
B 5 DNA &5 2R [ FAZ R 5 9t 47 55 30 458 403 38 4, 0F
17 DNA #i 5 1& & . PRAP-1 % DNA H 4 Wi 24 &%
DNA BUEE K R al 417182 . H 2 5 DNA it 5
1 )7 AT 280, £ A HE R AL E R AR o 45 4
FEWC M5 2 LR VD BR 18 &2 (BER) R 1 R V) B 1B
21 Hoh B w WL 2 PARP-1 3 i BER 2 5
DNA FEER RS . 2 DNA 724 Fh R R AEH T Can
PEALHRD K AE BLEE 24, PARP-1 fig 10 3 17 1] 5 26 [
R4 A 7E DNA g0 B A SR EH
XRCC1 R4, 76 Wi 2438 47 5 H A 42 0 ] F (41 DNA
MR A DNA B AR 8 55) 41%¢ . LAdE1T DNA $i
Uit 2" . PARP-1 Wifif &5 DNA XUk W %4 14 15 &2
HAEGMAAERE . MIE X T PARP-1 25 DNA XUHE
Wi 25 S LTI AT 2 Bl 35 —Fh 2 PARP-1 i 2 5
i) Y ZH A6 R T B R T DNA RUSE b 2445 52, 45 — Fb
/& PARP-1 i BER 42 5 DNA Fgf i 245 5 . 1)
BR i DNA SR R s 2 .

PARP-1 %} DNA i {5 1& & 4 5 % & L, DNA i}
i ot PARP-1 3405 v 2 2F DNA B 4E 45 T
20 L 11 5 M L 0 A0 A DAAE TG . 40 ) PARP-1 1975
PERT i DNA 51455 TG % I Bt 45 248 5, 1 B4 405 &
L DNA BUEE B 24 55 7™ 5115 0 . 5 28 58 i s iR R
oS yE TSRS . HRG. PARP-1 5 €
BTG IR 7T LA R A6 I7 259 L S 28 38 97 FRRCST R
FYR I sR 7 . PARP-1 01 50 64 #8150 4 7 H Al 78
I PR btk 32 38 R 97 8 e L 2L B g B
B9 . L6/ A M Bl g (SCLC) w76 I IR R A 78 o
PARP-1 41 il 5 A 3 F 500 b7 A 25 & om0 T o
ThALIT (97 265 . PARP-1 40040 30 09 8 B ol 28 1 I
A T A% T e P e R ) W R A B O X 4 e R
M T B IIA YT 7 S AR o ok R TR MO K R



PR EZ T A 2023 4F 2 A% 39 %% 38 ] Mod Med Health, February 2023, Vol. 39,No. 3 .« 479 -

WA — 8 (0 PARP-1 #1135 2 25 9 1 £ 9]
BEPEIR T Z A — P WRA
3 PARP-1 5 NF-«B

B 5 I 0L 98 M B I ) R T O — S A 2% i A
R AR EM RN AR R E A EERE L. KA
G JE I R 9 BN o AL AR 55 TG 35 A 70 T A Ak 1
T Aff . RUERNIH—RINE RO RIEN TS,
2 AAE R 1 5% U R A R 4E R AL > A S Y
SR A2 H B AT RE X 1 3 v AR A o B s g .
AN TE > Bt B G 958 B I Fl A M B Bz BILAAR
A IR 3 2 2 S N e A L AT, L A R
FNBL AR AL A0 250 A 4717 o N A BEAE 5| K B 98 1 58
PN B R BT R AR A . AR N 1 2 L Ok
RN, NF-«B K Dok — B9 R RN
SRR A B, NF-kB %4028 F14 ve e i rp 3
S 1) 22 o 5 TR 236 1 9 40 S A G B P L 6 4 i 1R
T AN B T AR R T R g s AT

HAl W5 i 2L 20 NF-«B J& i 2 W35 p50
(NF-«B1) Fl p65 (RelA) 41 5 1 57 — M. 40 M & %
S T NF-«B 5 40 J 5T Y B 2 30 4 70 (TkeBB)
S5 AL F AR BOE RS 2 40 i Az 20 40 i - L TL-1,
FsRE RBE R F o (TNF-0) g 205 ] IR R R AL
SR, 22 R R /T A TR IG5 S LeB BERR Ak M IS &
A R 1B B A I 23 B I NE-«B 3R K I 5 #8 p50
M p65 % 2 )7 81 530 NF-«B 47 28 A 40 g #%
SRR «B A T I 45 G IR B0 R e i 5
PRI A 5 DT I Sl 5 I 1 7 St . NE-weB 19 3800 WT 15
S F (MCP-1) 4 g [ (TNF-o  T1L-6) F1 5 it
4 )& B 1 (MMPs) (1 5% 5%, A 5 28 M B FEF 2 1k
g T

V2 IERY]  PARP-1 75 NF-«B 4 5 1 R P 2
NP EE/EM,. PARP-1 0] 875 NF-«B % & 5F (5
S SR AR P G IR NF-«B 5% St v o — 2R
#E TNF-o IL-1p F1 11-6 25 £ Fh 4 5 H 7 19 %23k . NF-
B & 12 & PARP-1 ¥ 3% 4 i 19 F o0 & 7200,
PARP-1 K& K i bR 3 W) 5 PARP-1 41 551 & B ik B AT
W RAE RN Y AT T R AR 2O B R A I R
FIRYT I PARP-1 0 50) B0 @ w] Lo 55 NF-«B
TR AR I T L O R AR BORR 28 B R 25 90155 2 1 DNA
P05 s Y . AR Sk, PARP-1 1 o 4 18 2 4% S M
NF-kB A 1 5 PRS0 BT 0 7 16 ZE R N T A S NF-
kB 1Y L 30E K, PARP-1 3l 2 AN 1] 1) 45 #9380 55 NF-«B
1) 2 A KL (p65 F1 pSO) A B AE M I AER N5 p50
Fl p65 — L TE B 2 1 e AT UTTE R B A W AT 7E
RYER N LR . B — ST R R L
DNA $i {5 il 5 3t PARP-1 3 B 005 . 5 2040 il NAD

A, T NAD A+ P45 52 5 304 i = 0% /R B 1
fiff £ FE S fT BE 1 A 32 400 M i R0 4R 4 T e
A FEANMEIRSE . Hrh DNA #i 45 3801 PARP-1
b BE WS W] LA AR R OAE St 2R . PARP-1 38 2o 9 Y
NF-xB {3 35 € i#f NF-«B 4 5 19 48 1% [ i » NF-«B
T O AR A S — AL A A GNOS) iy K
- DT BE IR g — AL R (NOD 1 2B B 5 B0™ HE 1Y
AL . AR AR I RS i AR ) Bl R R A AR
Wy, G S5 A0 R T IR L e K AT E S E A AE T
4 NF-«xB.TGF-81 5§ IPF

TGFR &2 —FMEZIRed N 7.2 5 2 EY ¥~
U= R VIR S ORI T W A =] i S B 2
WE BEARRL S AR T 4 i A B4 AR R R Y 3 i
Y R A A SR A e . TGF-3 th TGF-g1.
TGF-B2 1l TGF-B3 S 4 41 )48 3 F TGF-B W
TYGEA AL AR BTN A A A 2 . PR 2
JfI2H SR S M 2k L B AT 23 ) 5 R E 1 43 1 A2 AR
et g & R ¥R . B T AN 4, TGF-3 & 8
UE B FE 5 VB 1 K e AL R E AR A
TGF-RL 2 —FHt RN T, X IEH & T 4218 2 fige
R EYIRRECE R, FA L0 TGFB1 & &4
EIAYY . TGF-BL # F R % A 16 V8 2 4 AE 1 il 9 5
w5 b BE S i 0 L B A IPF . 2 R 4% 4
Ji PR - 7] 7R e K OF BT TGF-R1 By £k Can 1L~
18.TNF-¢ %), TGF-B1 #El NF-«B 1 F iz A 7. i
fEif) NEF-«B A 6 n TGF-81 ) %£ik. TGF-B1 J7 3l
T FAEAE AP-1 Fl NF-«B 454 07 5 78 TL-18 #9303
T .p65 NF-«B Fl c-jun AP-1 4R 555 TGF-B1 J33h
TR E 45 A0 (kB3 A 50 L Bl S AL 1 H4 i H3
£ TGF-R1 Ja 8h 7 1A ] IX 38 & JE 2 kb - B Je 5 3
TGF-B1 i b 2 5 K M I N F12F 4 fk ) k.
K,

WFoE M . TGF-R1 7Efili 4T 4k & AE L % JE i A v
EH 0 EEEM . 7520 B 2R S 800 2 41k
rh CRL A5 TR %5 3R | BRIt Jie 0 43 400 X & B TGE-g1
o It H HATN Y TGF-B1 2 £ 4e b kA= L&
JE R HODER T . HLTE AT Ak b B AR AR O
A HE B T 2 240 0 5 400 S8 T A A K A R D
s A2 VR A0 e B W A I B OB T4 i
PRI 5 5 3 i 9 B B2 200 B Aok 5 4 8 AN B R T o % Ak
(EMT), T 53 ECM 8 #5 % fif ECM i1, TGF-
B 545 F AT 73 Smad MMM & 42 A IE Smad 4K
g . TGF-B1 WL 4e4b A 32 2 & il 1 Smads
WS

TGFRiEd 5 ZERE AWM &
T ZIRE G WA 2 Fhis 22

R RN AR R
R /95 AR W



. 480 - PREZ T A 20234 2 A% 39%% 338 ] Mod Med Health, February 2023, Vol. 39,No. 3

PRAFAL R 7R 2 Mk T B (TGFBR 1) M%% fb 4
KHT-B 2K B (TGFRR I ). TGFRRII &—Ff 4l
BOVE S PE WS . T TGFRR 1 B w5 2 4% TGFRR I ¥
BEEOG . TERZ B MK A, TGF-3 B 5 TGF-
BRI 454 . TGFBRRII 454 ) TGF-B bifi )5 #% TGFRR
T30 BB RE Wb f g TGFRR 1 #1R
fb. HATC B A =2 Smads, i 5 32 1 7 47 &
Smads(R-Smads) | # [d] /i 7 i Smads (CoSmads) Fll
I % Smads (I-Smads) ., Smadl.Smad3.Smad5 Fi
Smad8 J& T R-Smads, &A1 7] DLl i B 82 fb TGFBR
THBEHEMIE. S5 Smadd B S HEMBMERE A Y.
Smad6 fil Smad?7 Jg& T I-Smads, ¥ fi]a] # 5 TGF-
BR T #HH.AE FH K 8 45 R-Smads 936 ¥, 3 ZFH 1k R-
Smads B B2 6 I 3l 1 17 R & R & AR R R
fi . TGF-Bl 554 Sy Wik B) TGFp1 5 H %
IR A M Z AR B 1 L Smads T RS . 7EA0
Hh RZETGE-RL 4 T M IE 20, 50 LLEHRAE 5
JRCLAP) i X AR 7 R TR . W66 E TGE-R1 M
LAP R, AR — K5 TGFRR I 454 .
[ 5 T B Z RS G S B2 K 55 i — AR R 300G )3
T E S K. A TGFER T ffi Smad2 #
Smad3 43 T # % 1k , Smad2 . Smad3 5 Smad4 43 F 4%
BB M Smad B EWE BN 5 & L % K AR
HAEH ARG H 5, A FEHBREEN
WG S 5 5y Ak 3G 5 L2 B JEMT 4§, 1 Smad?
Xf TGF-B {5 55 2 8 M HIVE T it A AR
Smad7 f F 1 7] B & ¥ 7E TGE-R1 £ 47 41 il f2 32 4
A2 28 M LT A AL AL . Smad 3 AT 5 40 4%
NF-«B 7E P 1% H Al 200 8 PR 40 AR T DA 55 48 5
R KA R E,

H BT TA g 457 2 18 11 58 0 I e i 21 48 16 % e 1Y
WKzl Sy, o ) 1A i B Br . NEF-«B 78 R 4E H
EEIEFEZENEMN, 25K MRV B .05, bl
Ik 9 Y LR % A0 M DR L B B R AR e 0
HAMW 41k . 16y NF-«B if ] DU 3 52 & 2R
i TGF-B1 (7K V- o itk — 25 42 i il £F 41k 1Y & 2
I NF-«B {55 38 il i RYERON 2 5 T 1PF /s 2
AR

MZ, TGF-B/Smad {7 5 #l NF-«B & 12 &/ &
IPF &4 KRR HEZIRE,

5 I &%

Mk 2 1 AE 3 W% . DNA #6545 M 15 52 W RE
HOIPE 19 % 2B VR RS 2k 4 DNA $t ffi i, PARP-1
Sz BIRUN I 5 R AR 25 SR AR 2 Rl A L IR AT 1B
5, [ 25 & AR R O, NF-kB /£ PARP-1 ¥
LS 2 5 g, Jf H NF-«B w] 38 2 306 T i

5y TGF-p1 #— R #£F 4E b iy & A= . H i, IPF
A AMIBIT i e B AER T Rk 4
- B FLAE 5 3 i 11 25 W 366 4 1 AT RE iy TPF 42 it
THRRIT IR RIS . B 8 ST 5 I DR R A DT
TC P i 2T 4 Ak 3 W A AL R i — 0 SR TEVR ST 25 W)
(IP i 37N

2% 3k

[1] BIONDINI D,BALESTRO E,SVERZELLATI
N,et al. Acute exacerbations of idiopathic pul-
monary fibrosis (AE-IPF) : An overview of cur-
rent and future therapeutic strategies[]J]. Ex-
pert Rev Respir Med,2020,14(4) :405-414.

[2] MEYER K C. Pulmonary fibrosis, part | : Epi-
demiology, pathogenesis, and diagnosis[J]. Ex-
pert Rev Respir Med,2017,11(5) :343-359.

[3] CHIOMA O S,DRAKE W P. Role of microbial
agents in pulmonary fibrosis[J]. Yale J Biol
Med,2017,90.:219-227.

[4] DELLA LATTA V,CECCHETTINI A, DEL
RY S,et al. Bleomycin in the setting of lung fi-
brosis induction: From biological mechanisms
to counteractions[ ] ]. Pharmacol Res,2015,97;
122-130.

[5] SGALLA G,IOVENE B, CALVELLO M, et
al. Idiopathic pulmonary fibrosis: Pathogenesis
and management[ J]. Respir Res,2018,19(1):
32.

[6] DOWNS C A,JOHNSON N M, TSAPRAILIS
G, et al. RAGE-induced changes in the pro-
teome of alveolar epithelial cells [J]. J Pro-
teomics,2018,177:11-20.

[7] ELSHERBINY N M, SAID E,ATEF H,et al.
Renoprotective effect of calycosin in high fat di-
et-fed/STZ injected rats: Effect on 11.-33/ST?2
signaling,oxidative stress and fibrosis suppres-
sion[ ] ]. Chem Biol Interac,2020,315:108897.

(8] QA= 2ok, 2R . A S A0 N T R i A il 27
HEAL A AE D B AL AT 58 g e L 1. v ] 2 3
i .2012,28(2) :169-172.

[9] PANDEY N,BLACK B E. Rapid detection and
signaling of DNA damage by PARP-1[]].
Trends Biochem Sci,2021,46(9) .744-757.

[10] OBAJI E, MAKSIMAINEN M M, GALERA-
PRAT A,et al. Activation of ARTD2/PARP2

by DNA damage induces conformational chan-



PR EZ T A 2023 4F 2 A% 39 %% 38 ] Mod Med Health, February 2023, Vol. 39,No. 3 .« 481 -

ges relieving enzyme autoinhibition [ J ]. Nat
Commun,2021,12(1):3479.

[11] CHAUDHURI A R,NUSSENZWEIG A. The
multifaceted roles of PARP1 in DNA repair
and chromatin remodelling [ ] ]. Nat Rev Mol
Cell Biol, 2017,18(10) :610-621.

[12] WANG Y,LUO W,WANG Y. PARP-1 and its
associated nucleases in DNA damage response
[J]. DNA Repair(Amst),2019,81:102651.

[13] CHEN A. PARP inhibitors: Its role in treat-
ment of cancer[]J ]. Chin J Cancer, 2011, 30
(7):463-471.

[14] CESAIRE M, THARIAT J,CANDEIAS S M,
et al. Combining PARP inhibition, radiation,
and immunotherapy: A possible strategy to im-
prove the treatment of cancer? [J]. Int J Mol
Sci,2018,19. 3793.

[15] LALLO A,FRESE K K,MORROW C J,et al.
The combination of the PARP inhibitor olapa-
rib and the WEE1 inhibitor AZD1775 as a new
therapeutic option for small cell lung cancer
[J]. Clin Cancer Res,2018,24:5153-5164.

[16] LIU T,ZHANG L,JOO D, et al. NF-kappaB
Signaling in Inflammation[]]. Signal Transduct
Target Ther,2017,2:17023-17032.

[17] BARNABEI L, LAPLANTINE E, MBONGO
W, et al. NF-kappaB: At the borders of autoim-
munity and inflammation[ ] ]. Front Immunol,
2021,12.716469.

[18] PANDEY N.BLACK B E. Rapid detection and
signaling of DNA damage by PARP-1[] ].
Trends Biochem Sci,2021,46(9) :744-757.

[19] MENG T,WANG J, TANG M, et al. Diabetes
mellitus promotes atrial structural remodeling
and PARP-1/Tkkalpha/NF-kappaB pathway ac-
tivation in mice[ ] ]. Diabet Metabol Syndrome
Obesity: Targets Therapy, 2021, 14: 2189-
2199.

[20] PENG S.SHEN L. TIAN M X, et al. Poly
(ADP-ribose) polymerase-1 inhibitor amelio-
rates dextran sulfate sodium-induced colitis in

mice by regulating the balance of Th17/Treg

cells and inhibiting the NF-kappaB signaling
pathway[ ] ]. Exper Therapeutic Med, 2021, 21
(2):134.

[21] QUESADA A, O' VALLE F, MONTORO-
MOLINA S, et al. 5-aminoisoquinoline im-
proves renal function and fibrosis during re-
covery phase of cisplatin-induced acute kidney
injury in rats [ J ]. Biosci Rep, 2018, 38.
BSR20171313.

[22] KE B,LI A,FU H,et al. PARP-1 inhibitors en-
hance the chemosensitivity of leukemia cells by
attenuating NF-small ka, CyrillicB pathway ac-
tivity and DNA damage response induced by
Idarubicin[J]. Acta Biochimica Biophysica Sini-
ca,2022,54(1):91-98.

[23] HASSA P O,HOTTIGER M O. The function-
al role of poly(ADP-ribose) polymerase 1 as no-
vel coactivator of NF-kB in inflammatory disor-
ders[J]. CMLS,2002,59:1534-1553.

[24] PALMAI-PALLAG T.,BACHRATI C Z. In-
flammation-induced DNA damage and damage-
induced inflammation: A vicious cycle[ ] ]. Mi-
crobes Infect,2014,16(10) :822-832.

[25] FRANGOGIANNIS N. Transforming growth
factor-beta in tissue fibrosis[J]. ] Exper Med,
2020,217(3) :e20190103.

[26] LEEK Y.ITO K,HAYASHI R,et al. NF-kap-
paB and activator protein 1 response elements
and the role of histone modifications in IL.-
1beta-induced TGF-betal gene
[J].J Immunol,2006,176(1) :603-615.

[27] FRANGOGIANNIS N G. Regulation of the in-
flammatory response in cardiac repair[]J]. Cir-
cula Res,2012,110(1):159-173.

[28] SAMARAKOON R, OVERSTREET J M, HI
GGINS P J. TGF-beta signaling in tissue fibro-
sis:Redox controls, target genes and therapeu-
tic opportunities[ ] ]. Cell Sign, 2013, 25(1):
264-268.

transcription

(ks H #9.2022-04-27 &80 H #9:2022-12-27)



