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Abstract: Radiation-induced liver disease (RILD), also known as radiation hepatitis, is subacute liver injury induced by radiation.
As the focus of senescence-related studies, the deacetylase family Sirtuins (SIRTs) have the molecular functions including DNA
repair and chromatin regulation, which makes SIRTs a hub for regulating genome and epigenome stability. Radiation-induced hepatic
DNA damage and reaction is the primary physiological and pathological process of RILD, which is similar to the function of SIRTs.
This article briefly introduces the structure and function of the SIRTs protein family, elaborates on the basic concepts and progress of
the physical physiology of radiation therapy, discusses the internal relationship between SIRTs and RILD from the perspective of

radiobiology, and points out the possibility of SIRTs as a target for the prevention and treatment of RILD.
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5, AR — P S saR 72, T RILD AH G DNA $ii £
S i Hv e SIRTs 3K 5y (14 A A A8 1 7 A B9 VR T, LASSI S 30
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Figure 1 Tissue depth-dose profiles of different rays

P R S A D SR 458 Dk T DNA B BEER 73S
FLEAR O AR B0, B4 5 R DNA |, B3 3 % 7K fY
L A P AR 2 PR BRSSP AU (ROS) | 8] 4238 i DNA
Wi B FE A v BRI AT, S R AL A
B 70% . X TR LET 885, 8k 1 Gy 7 K2
1 000 /> DNA HLEE W7 24 40 1~ DNA BU%E W7 24 A1 1 300 4
DNA A6 117 , 55 LET 58 55 07 A 51 22 (1 R 46451173 (DN A
()1 ~ 2B P A A S S 51009) 2. RS i bk
Ny 2 B R AT AR AR, AT B AR, M ASL Y
VR R AR A AT 2 48 5 3 A, R S 4 3 L P DR
PESAS SEREAR A IR AN . S T ARk TR A
AE2S 7 LA SAZ AR P ik 14 77 A o B R 575 5 DNA
PO o
3.2 wEBHTHAFENE BE HOG HES.
-4 A RIS UR M ( repair, redistribution, reoxygenation,
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SASFEAME S, R 231K E AL, F B R
RS2 W] J2 e P, P 453 2 R £, ZE AR B N R I 4 A
LB AR DNA A 2 (DI < 4 5 2 58 3 B
G1-S 1 G2-M Ay £ 5 K, J 20 1 e 1k 20 e Ack T 1 458
BT AE AU o (2) 534 < AN [7) 2 3 S5 frk g 240 M A
52 DNAIEARARIR], S B4 G 1 0] il S0 B S0, DRI, o

S EVRO 0 S S BN T S BB Y AN BE T, [RII A
rH A 240 7 240 A S0 1) 3 A S MR 3R, ELR A IR 2y
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S 1 P A R E ) L U 200 L S 0
B ESEOT R R R SR B R AN T S T
T 3 HA 2 P DI AR I A 4 A (4) AR L T i 40
098 40 O T4 A R TR, B s BT/ 2 X R a2
IR A o o 3 T 400 0 R ke 20 T B g
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Tl A= A 5 P O 7 S0 5%, T R 440 B DNA 45345
VS B35 BRAB I 0 2 JHF A 07 K e 1 32 2 o A TR
21280 S A T L 5 i S DN A 5405 ] 7 A
Y i Sfe 184 38 X R 40 4 S AV 20T T X 6 A
BUBCRIHEHT S RILD JH B AR

SIRT1 2 AT A0 AR S P AL A . Xie 25120
I , 988 HepG2 41 i b STRT T 1) 1k 24 305 15 40 fifd 7 Bk 4
T AR T X R B A KT ) S BB R A T R
¥, 1M 24 SIRT1 78 HepG2 F1 SK-Hep-1 4 it o 4 it B
TS AU I, S R AR BRI R . i — R R
Y, SIRT1 -5 308 SRS AU 40 i e-Mye = &
Ak, 17 SIRT1 3 &35 AT 01 c-Mye £ BEALIF 08> H AR
BT pS3 W , LA TG S0 Mg A0 Ji % s S A ok
IS 55 S PR 1 (CHIF ) 2 — b 40 B 7 I 20 B8 =2 1Y)
RT3 N AR L R R i ] HIF-1o /N 148 RNA 3£
IREAAR B FLRE e 2= AT SMMC-7721 40 Jfd , AT [ %
SMMC-7721 4 B 345 , 75 5 I 1 R 038 5t 5 S5 B0, i
HIF-1o 2 SIRT1 fiE £, ik il 3 14 1 900055, ZE B S 45 1 T
SIRT1 3 3K T 938 HIF-1o 85 1R E RS E 1Y Wy
B-catenin {5 X = Bk 2 4 ) FirfIe 1 &4 e o 1 A0 Rz ) i
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FEAL S T, AT P R, Wnt/B-catenin 41
FITCG-001 AT 38 323 14 i 5175 5 1) DNA 451473 Fllik % CD”
T AR L 200 i TFN -y A O g8 22 S M 458 1 5 HCCLM3 4
il S SR | 17T SIRT A] 38 4 745 B-catenin 25 F 2 2
PE ST 40 Wnt/B-catenin {5 55 6 1 . &2 1
7 T8 5 W e DR 2 S P A0 AT 3G ) O S A e A
HRRAE 2 5 1 SRR I DNA A 4% 1k . SIRT1 A 2 2,
Pk A 200 e R A Al WEE 1 {898 20 L %) WEE 1317
TR, T WEE 1 BB #1559 AZD1775 Wl 75 A% 1T
iR o B T FE S B0A DNA K 107 38 (5 96 4 A ot ik 5%
safg

A B5E Y28, SIRT1 3@ i3 mTORC/AKT 55945
AR S 2E |, SIRT3/mTOR/HIF- 1o S A IS A B A -4 i
TR Tl bR A AR AR O — N B R
SRR, b ) A 2 WA e AN o U SE R AT 1R
A ARG A AR, (i 2 TR 200 B rr 24 5 AR R T
25 AT A7 S B R A T4 S, Fang 2555 BF 98 %
B, HIMBE R AR AR S T 40 M MHCCOTH iR
AR MR, A PR RNE A0, IR T H g
B RE P LU SR 40 M € 2 ¢ AIIEZE &, A 5 i B
SR E T . HE— L5 £, mTORC1/HIF-1a/
SREBP1 A5 5l 5 7 5 260 B R0 A A Qs T e ik
T4 ST rE MHCCOTH 40 h 40 (4 2 ¢ IR HOR A
SERFYOE . 7E CEERIEA /NP i A AT i
SIRT1/FoxO1 {55 BE £ VR IF ARG 2 32 & (AdipoR ),
Liu 23O BF 58 s B, N5 SHATIE MHCCO7-H Fl HepG2 411 i
i AdipoR T S 35 B A P J5 2 1 B A 3, 4 kil
21 i JR) 045 AR G2-M BRI A S8 2, S B R 1
5 O T e O O S Lo v TN R 721 SR AN
SIRT4 % 35 1 il AT Bl 7 J5% % 8t U4 74 1 (pyruvate dehydro-
genase kinase isozyme 1, PDK1 ) FI SIRTT B34, B B s
T 52 ) 5 26 A58 2 S 55 2 46 Ay 928 T 327 114) g U T R
A 37 e kAR R 32 . Bamodu 2557 5% B, AR 40 &
PDK1 ik J} 2 8K ) PI3K/AKT/mTOR 15 53 % {12 1 41
it 52 i G AR e T 20 M 25 4 Ak 2 7Y . STRT4 Wl 38 k)
il JAK2/STAT3 {5 3 i >fe {2 2 968 SMCC7721 2 ffl 5
%, H STAT3 X8 546 4 il Bk SIRT1 & 2 WAL T,
1M STAT3 $P il 77 Stattic 7T 38 £ I/ T 3& A2 55 N Bax F1jak /b
Bel-2 AT 25 [ A 3K , 398 5 i 20 28 05 B0 I 0
D S G AT R (R B L g F g AT LA
SIRT1/4 J& -9 S 5 i AR e i KT & 42 )
25 B Y R

25 I, SIRTs 43 Jil3i o P8 45 A A A 3 4 2 L 40 i
JEVI g2 1 98 R T B A AR R i e A S R
FFEPTME , 1 c-Mye . HIF-1a . Wnt/B-catenin , 41 g J& 1146

A 5 8 R . mTOR/mTORC . AdipoR . PDK1,STAT3
W2 ) 342 4% P g SIRTs 5400 FR A% O DR -

5 SIRTs7ZERILD HiI1ER

5.1 DNA#Y HiHALYE AL (MnSOD ) J& 4 b 14
FEEBREG B S A A i AR S (H,0,) i
R A 2K . MnSOD &4 #EL FARSE B4R S
MR BT 396 2 K, —JF % L S22 32 B0, 78 SIRT3 ™
/0N B JHF JIE b A4 v R S 4 G 5 S ) JUE MnSOD
K122 Z Ak /b TEPESE I M L2 T, o i i S R 2R (1)
SIRT3™ /)N B3 85 B4 JFF I 2 R 4 v oK L2 1) MnSOD {1 1
8K ST ARk JH 240 ok ik R 2 22 96 Ak B B 8 )
PEBET Z /9 ROS 724 . R, STRT3 W] 45 K122 it 2. ik
PR IS MnSOD 745 1 LA 1 484k 17 380 F7 o 2ok A Ca™
HS RN L S ER G S, ORI B [ 5 R R
() 2B Ca™ 5 5 AT 1| NAD/SIRT3/SOD2 3 % , fiE ik
JFE 2 ROS A= U RIE RS0 Liu 25V WIS 2 W] , SIRT3
TE I A 2 B IR B %, SIRT3 AT _L 38 MnSOD #11
p53 ik, LA KA #E MnSOD X Bax Hl Fas 19 | 34 , #0141
HepG2 4 il £F: K 4451 , 755 HepG2 A AIH T . A% A T--E2
FHICE PR F 2 (Nef2) 2 A P A 1) T 22 hi SR AR 9, HE K
B 5L 517 R ALATHE T Keap ] AH B A FH 76 40 i B 5 (1
Fitg U P R . M AR S B IR, K ROS 47 1% &L
R U5 T A7 25 Nef2/Keapl A9, 15 3 Nif2 M\ Keap 1 Bl
FEIEAT RS AR TE O 3 R a3k, P4 4 i e 2 A AL AN
SEHLN . 5 SIRT6™ /INERAH ., SIRTO™ /N U HIE Nef2
G AR, W PE H,0, K3 hn . sk, SIRT6 BH
13 Nirf2 55 Keap1 254, f2 #F Nef2 25 (1 (19520 T A% 42
FEN- ST A RE

ADP 5 & (poly ADP-ribose polymerase , PARP)
))& T B 5 A I , R 25 A 3545 DNA R 15 5 3R
254 DNA. 150 wmol/L 3 B FE ¥R FE H,0, b B 5 2T 4
TIG-3 2 Jifo 7 & i K f& 1~ 2 Mb DNA ¥ &1, o FE i S
PARP i85 #6358 NAD™ S8 SIRT1 % PEFRAR , I A B 2 ik
M3 2 PR p21/53 1y 3 BELVHT 200 1t ] 49 o 382 448 A 1
T30 DNA B0 37 5 e (0 T8 b2 40 L X DNA 53005 8
B R 22—, 3 B PARPL Y& PER T . A AR B 554
U, H,0, %5 7N BV BG40 i DNA #5493 5 PARP1 3%
I, FEONAD I B T A SIRT1 I M, i & miE B R
R 1 £ Ak I 55 2 AN A BT 2R A0 B I, v i
R A LR P A &3R04 I AR E 1 ¢
IR - 8-4 S GRS R 1 IS 1 S AL B 20, R
DNA G4 EE R Lin % % B, 1,0, 4bF0 SIRT3
B S AMLA2 JIF40 55 1E 5 4R EL , 8-480 5 IEERS /K SF- B
o 8-% L IERS DNA ML (OGGT) /& —Ff DNA B &
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it , 6 96 41 A 4 R SIRT3 9 5 SRR IS4 , SIRT3 1 %
ik AT REARCH: 2 M A 7K P, 38 hn Uit s 4 v 2 0GG
HEE AR, WD DNAB . 3 B AHEEE 1(Drpl)
JE— M ERST B9 GTP AR 1, /- SR (I 9, SIRT3 i
i Ku70/Bax/Drp 1 flili 4 480 A4 154 1 240 B v 1 S s 4k b
U150 Gy B At A 0 IR /N BUTFIEZ 3 69 RILD A
AU IR, FL B AR ST S A 2R AR DNA ANFRUE PRl 7 A4E
I () ROS  p53 i F2 Ui it 2 e R A2 F 2 4 ik
(19 4 0T, DRI, 7R AR SR S LR A S | & BT
4efLrf SIRT3 I REEAT WL AR

CRIIF 990 58 X 2B 11 (HBx) /& O TR 2 i 28 11 i
HH i — b O B B AR 1, F235 HBx (1 8 Huh-7 46 i
BOEH A 08 ROSACEHGINIT 545 , 43 bt H kA2 Ak 7Y
2RI H K 3R 3 T [ DNA 5 40 b 75 y H2 AX A P22
W/ WE 37 et (AP 250 ) 7K P T, T STRT3 #Y ek 2 38 ik
55 7 LA AR 075 S DNA S5 B by, Hotk— 2
507 % B, 1,0, 4 B 34 T HBY DNA 42 46 o i)
A, SIRT3 R AIC 1 480 A6 7 06 HBY A2 il (1 412 44
XA VF AT LA R U A2 PR i R A S )
ncRILD, Ifif SIRT3 ] B & — > ¥ 70 8 A, BE A% 355 DL 1%
P R B Al ne RILD 9 & 2

Z5 b, SIRTs X B 29 4 A A6 0 i 20 DNA
i BA TR, B S ot B i S AR
Ak AL A2 M98 T AT B2, MnSOD |, Nif2 . Keap1 . PARP
2 DNA B33 12 8% SIRTs FE A AZ O PR 1+
5.2 DNA#E  HAZEY DNABE FEA 4 MR .
AT IR VIBR & & (nucleotide excision repair, NER) \ffiFE 4]
F1& % (base excision repair, BER) \# Fit /& & (mismatched
repair, MMR ) FI X5 Wr %44 & (double-strand break repair,
DSBR). NERIBREK F B DNA 1455 , BER W& 52 56
FEA51407 , MMR 2 IEGREEHETIC . DSBR SCALAE W Fh i 4%
B AR [5) 5 R o 3 322 (non-homologous end joining, NHE])
i JA] 5 (homologous recombination, HR) . NHE] H
2 1 2 W i AN BEABIAR , HR U7 P 5 2 H ok e 60, B
VR SRR 4, SIRTs Xt LA b 16 5 i X B AT i 124
JHl. Palacios % HF 55 2 W], SIRT1 2 3K 38 i JU ity 1 £F
4 411 g (embryonic fibroblast, MEF ) ¥ | 35 22 % F1 G 4,
R HR, IF 4 SR 45 5175 5 2 e T 40 M vh g R 2 1
HAWREEE W TTAGGG H A ¥ 41 AE Ry s s A< B 14 1E 4
PR sk 583 s A A AR BRI AR E . kiR Bl A Bl
TR kLA S8 BE R RIRE S, STRT6 K 4t (4 it 5 98 1
SNF2H 7 55 5| 57 151 i sitbr b, A1 0 2 €0 o i 2R, )45 ity
B TR B, iR AR E Y L A, A A A
& DNA 549 S I A A% 1 1R 14 0 75 BB, SIRT4 iof %3
I IR 0 A 2 e A 4 ) AR R PR 2 A
PR H

1652 AH S PR AR I AN [R5 a5 R AL 24 A i X DNA
& & VT LA B AR B AT e A
SIRT6 & 1fii PARP1 #i & i2 #% 5k 521 | (1) 5. ADP A% B 5E Ak
5 2 55 G S 4L 2 DUE KT 2440 1, 3 NHE] A1 HR |
W DSBR™ . B3 AT W5 A IIE , SIRT6/PARPT 3% — DNA
165 3845 AT c-Jun 28 5 A i 38 g 9 2 1k STRT6 22 & R
10V f380% . SIRT7 DL PARP1 K 114 77 =X 1% 546 1) MEF
o DNA #5056 55, 5 2H 25 1 H3K 18 £ Btk (H3K18Ac)
IKAF-, H3K 18 A e Sz axk 2Fe il R I 1w K - 53BP1 X AUk Wt %24
FYZEAE , AT S0 NHEJ B4R . 75 MEF w1, SIRT6 3
b B ADP 2 B 5 Ak i 24 R 2 H O L KDM2A, 5 3K
KDM2A M\ e 8 Ji rfv ple o B 48, 41 2R 11 H3K36 HY &4k
(H3K36me2, 23 [ 9 A4~ H B A0 A7 50 K 38, I8
RNA JA i 155 SR bd 4 2 il , It NHEJ & 5
TR ML S, BRGLZ DNA B35 578
[, 75 Hep3B 20 i P , SIRTI 4 ZnF 45 #4355 BRG1 4
ATP B #3825 A i £ BE Ak BRG1 5% 3 K1029 A1 K1033
5, B ATP B P LA 1 e € s ot | AR 2 €
5 AT DNA H XU T 2407 25 9 HR 85210 DNA
B A b, R B A G 2 A A AR S PR R, Tip60 J2
— PR L B MY ST BU 241 35 (1 £ e % #8 Bl , SIRT1 7] 5
Tip60 A H.A/E T, 17375 Tip60 1~ 5 B H2AX Z. Btk , 311
i DNA $5107 )52 %7 Fll Rad S 1A% HR B35 57

DNA B 2L W I GI” , — 7 116 5 v 2 5 5 % 1E
WL, I — T IR 40 75 BR Y DNA 85
BLA T B s 4 i e S Po i . DNA B J& RILD i
T 5 o A I R N, SIRTs 76 24 45 B o 75 Y G
BEINF, SIRTs H 5 5 54 15 5 8 11 SNF2H . PARP1 |
KDM2A .BRG1 . Tip60 I 1& 5 DNA 45543 5 o
5.3 mAe BB DNA SZH RSN R ORI 45
BRF, g B 200 L 300 v DINA 58 5] B v 188 200 i o B0 4G
Y 5 AT ARG B 08 7 38 1% LA S DNA 54473 , SIRTs 3 I
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