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Research progress of small molecule sensitizers for radiotherapy
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ABSTRACT As a crucial and frequently utilized modality in cancer treatment, the efficacy of radiotherapy is
often limited by both the intrinsic radioresistance of tumor cells and radiation-induced damage to healthy tissues. In
recent years, small-molecule radiosensitizers for radiotherapy have become an increasingly popular research focus,
owing to their distinct advantages, including low molecular weight, highly controllable synthesis, and precise

targeting capabilities. This article aims to systematically review the classification and current research status of

BB JARE RS N ERE U E, IR TH (2023A1515140032)

AR ZWOE, 2, 1983457 A A, 201748 6 3 T il BRI K2 301 24 r

BEEE: &, ML, AIFFRA, E-mail: xiaoxu721@smu.edu.cn

e H . 0% 2025-03-28; &1 2025-06-12

Supported by the Guangdong Basic and Applied Basic Research Foundation, Regional Cultivation Program (2023A1515140032)
First author: JIANG Xiaohui (female) was born in July 1983 and obtained a doctoral degree from Qufu Normal University in June
2017

Corresponding author: XU Xiao, doctoral degree, associate researcher, E-mail: xiaoxu721@smu.edu.cn

Received 28 March 2025; accepted 12 June 2025



WA A SN T2 % 2025,43:040101

small-molecule radiosensitizers, with a focus on elucidating the mechanisms of action and latest research progress of

different types of small-molecule radiosensitizers, including DNA damage repair inhibitors, hypoxia-targeting

agents, reactive oxygen species modulators, and epigenetic regulators. These small-molecule radiosensitizers

effectively enhance the radiosensitivity of tumor cells by precisely intervening in their biological processes, thereby

significantly improving the efficacy of radiotherapy. With a deeper understanding of tumor resistance mechanisms

and oxidative stress, small-molecule radiosensitizers show broad application prospects in reducing radiotherapy-

related side effects and increasing selectivity for specific tumor cells and are expected to bring breakthroughs to the

field of cancer radiotherapy.

KEYWORDS Radiotherapy, Small molecule sensitizers, DNA damage repair, Hypoxia targeting, Reactive oxygen

species regulation
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Fig.2 Classification of small molecule sensitizers
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Fig.3 The chemical structures of the sensitizer Niraparib (7), Veliparib (8), Talazoparib (9),
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AZD7648 B & IR MITEE] 6 % . {H/E CC-115%f HPV
FHAE HNSCC B P [R5 S 5o .3, W] g5 mTOR
108 % 4O 1) 38 R PV A D g 248 PR P TSR U P A K

1.2 ESREEEF]

SRR PN RS TR S 0L 5 R AN RS G B T
e S B DX 8K, T R S 4 T 2 S 1) U AN O
AN =z 1 AR ) 71 I B AL AR K
Jo; B HE ) B AES S N F (HIF-1o0 {5 5l %, 158
RS 0T L P 2 ST R A

Tirapazamine (TPZ, 4, & 1A N — Fh ik & 58 [A)
5 3 e 4 T % 1% e R S SR 4T R 18 S T T R
TPZ (EAR N B Rk R s a3, F5%
DNA $i 4 -3 il s 52 40 M A2 S Re 77, AT 5 Al
TP o} R S A B TR I Lunt &5 A 78 2
7N, (EKHT /NRASER A, TPZ KA 0T % B
TR R AR o B, BE— 2B TR, TPZ i@
Tk BB 1) S R ) DX ) RO HKPT A M, R SR 5T
P M 20% - TF 2 50%, IF 8 F WD R
B, I — &5 UG B TPZ W] A 8 ok s i 8 40 i A
SEREERETUMIEIER . R, 78R3
e TIOR8 o, TPZ BEA IR K JR0T A
FE B B (2 4E 0S F: TPZ/CIS 4 66.2%
vs. 12 65.7%), 1t B3 TPZ HI97 R 1T B 5 b dg ke
SUIRAS Ik B O it — DAL TPZ I 1
A PEAYT 24, Sun F R T TPZ 53 (1 S A 4h
KFEMD, %V EEMFIEBIT (2 Gy) Rt
THCTT A 5 1 SRR T R bR A, Rk TPZ 0
A R A, T U T AR G R R RO
(6 Gy)o

PX-478 (18, [& 4) il id #)1 HIF-1o 8 2 RI&
BELBr EL A S AR T L o AR Rl A TS A S
O, T B R MR A M 0 T8I R B
Palayoor Z5" fEAK AN 9206 T KR B, PX-478 $i 3 PRI
i %1 i Je8 40 (PC3 F1 DU 145) [ HIF-10 7K °F, I
E SE AN B SR T 1Y SR 0T U (B R N 1 4y

BN 1.4 1 1.56), [F] B 5 5 DNA i 45 br &4
YH2AX [ ¥ 8: %75 . Frame 25V 5 B, PX-478 {£
T R PR T A1) e A5 A o aE o 4 HIF-1o/
PLOD2 {5 5 #l1, /b i 4u faf12 28 3L 78 F0 b
B, T IBOT IR . Schwartz 5 E i AR
BRI, I PX-478 BB 7 IR UTT S 35 40 1 e g
AR, IRIE I AR AE VAR E Y RIS VR T
JX M. Panahi Z™ Kk B, PX-478 £ CAR-T 41l if
S AT DU I 350 TN T B8, B 5RB0T I RCR -

SN30000 (19, & 5) 1 Ay fif S 5 7] /)N 73 1 14 B
A, IRk E JEAR AR R A i B AR A, B
T 1 A3 ST SR BT H BSA A , T U E B E BR
WA, P R T A TT T [ BB
Mao S8 K 1) IR A i 2R/ B AR B (SABMD 3
A7~ T SN30000 5 [F) O AL AR B OR,
SN30000 7 i M J83 2K 4K 5, 7E o0 Bk R X
(<0.15 pmol/L O) i, EIE AL 7= £ DNA &1k
Bafss, EEMEAR O E A e T T ROT R
155 50 B S 40 ML (OER,,, =2.63) . 4Bt & N AN,
SN30000 i B 50T I K P48 A A7 1% AR 4 i, [R)
B 100 i) FL 38 I 1 P R SR AR IR T, 8 iR BR Ak P
A REIR W K . BRI SL I R S M A
A VR T 0 v B R A i R A B R T, )
PG BN . Chitneni 27 i '*F-EF5 PET
UESEZ, SN30000 7577 JiF 24 h fifRg k42 X d5 bs kAL 45
BAE (SUV, D w3 N R, HBEE 15 Gy U7 8
H460 #1598 5€ A 2 MR R 0K 71%, X P72 =5 1]
SR E I SABM T ALAL : ROT S A1 40 A
HE RSP OFEE S, 1 SN30000 5 i RF 42
T A S A 2 i LT 2k i i 4%

Evofosfamide (TH-302, 20, & 5) 1 A B ik 44
AL NGy T A REGR 3 AR I O ML AR T
A AT HPT R A AN M, 50T RS A [
RN, TR PR RURS Y, Peeters 25
TR, TH-302 7R S0V PR A HA60 /N
JI e 5 7Y A B 245 R AT S K iR AR K IR IR A E], B
A IR 8 Gy BUT G Y RIS — D 15w, HAETE
FROT AR (12 Gy) N 2P EER, TH-302 &%
[ A i 98 Bk 48,7 #0.  Yaromina 251 3L T 18 F-HX4
PET 7 5% TH-302 73 Aii,  $ H 300 (m) R S s 1R
% TH-302 i #5% BL X (LDUV) 52 Jifi 75 J7 7 & 48 T+
(15 Gy #/18.5 Gy), &R IR, LDUV & R HER
517807 B 4B B X (HDU V) 71 4R T 55 35 78 K i
JEEH N E, BoP A E G35 Gy, SRS #E
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X 9% B . Spiegelberg 25UV 7E & & JE (OE19/
OE21) A& 7 vhiiF 52 TH-302 5 807 6 F AN in 22 1F %
HAREME, TH-302 B4 10 Gy U7 8 s 4 K 4k
IRBERT 2, HARWINGE SR (R 3 A7
T N TR AR R 1t 2R M SR /K ST TG 22 ) BT
I8 AT A0 RS (CT 4% FE AR B 4 — 50 .
NLCQ-1(21, Bl 51 i Y ik S 5 [ /N 3 1 38
), I 55 DNA RN B2 A2 038 T 0E 1L 1 1 ¢
PR HOT IRPL R B A AN, B SR BT T
sl papadopoulou N A Sk 251 5 9 (WSU-
HN-3 D i 55 2 7~, NLCQ-1 H.Z57[i% 5 10d
A K IR, BEA T G U R OB R 2 . K
10 Gy J#UT B NLCQ-1 4 i AE K ZEIB I 7 d $2 T
£36.5d, HARIBUT (4% 2 Gy) BEF J5 SE 18 1 []
M 3.5 d#8 % 15.5 d. Papadopoulou 252K NLCQ-1
5TPZAE T b, NLCQ-1fEMKSA LM X V79 4i
It P TS 386 5 b (SERD 3% 2.27~2.56 (20 umol/L) ,
H C1.6 4 (7.2 pmol/L) & & 11t T ¥ H1 4L B (TPZ,

O

9

O—Z§\+_ ;'Z—

19 SN30000

22 Banoxantrone

16.9 umol/L), 347 EH(ThD ik 145, KA 525
78, NLCQ-1(10 mg/kg)BkE 20 Gy JlUJ7 £ EMT6
JiyRg H S E 1.52 5 39 B, BT T 45~60 min 45 2 1)
PR I AN BE ARG P R RORL . Rk, 7R
H R R KHT WL AL, NLCQ-1 K& 25 Gy
JUTT A Ji % 7 A2 2R M\ 95% % % 33%,  #5 R85 i
AL PP A BEAR 0, HT 2L T RB6145 FITPZ.

AQ4N(Banoxantrone,22, & 5) & —FHi %), 1&
BRSO FONTE AR AQ4, 5 IEL
itk \ DNA FF40 1 ¥ $h 5 A B 11, 5 50 DNA $2 45 F1
SHMIAE T, AT 38 26 M 3% 4 ol S e R 0 L . 25 3
SR BCIT R Do Patterson 28N UE MAC26 i
(AT 50 R I AQAN 07 e A F I, HLHiRAL
REH AR RGBT AR, BAERBYT R
J5 16 h 4 45 25 351 RE P A AR AU 00 38 OO . Ak,
AQAN B B TR Witk R4, 5HALBOT
$ G CAn AR S V8 At D BB A, DA o R e 983 40
TP

N=p
HCI P
LN
21 NLCQ-1
O\/\O/\/O\/\O/
0/\/0\/\0/\/0\

23 Motexafin gadolinium

5 HEESN30000(19) Evofosfamide(20) \NLCQ-1(21) .Banoxantrone(22) Fl Motexafin gadolinium(23) ffJ {42545 #) 5
Fig.5 The chemical structures of sensitizers SN30000 (19), Evofosfamide (20), NLCQ-1 (21),
Banoxantrone (22), and Motexafin gadolinium (23)

1.3  ROSAHF]

ROS i 7 71 38 1o 1147 240 JE P9 1) SR 3 DR 1
HAE AR BOR . FRATF T I ROS S 38 A 1 43
P3 A EZA 5T, ROS 75 7738 1 4 i 48 2 4 ROS
SRR B AV R IES P O 2E TR D
ACRE, AT R ok e 240 B 453 £ A BT =1

Motexafin gadolinium(MGd, 23, & 5) 1 N —F
ROS W5 /e £ L B AR T M 4 i, 3 i 4 5i i
I8 4 L PN ) SR LK T, A TR 4 i P AR AL
WP, SR AR ST T SO T A O TR
7 /N H It 9 (NSCLC o 7 A% 18 25 A T I IR
W H, MG 4 iisyT (30 Gy) & 3 SE K 1 ff
ZeRE IS (TNP), JEHAEILSEH X B thROR
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RREN MG A TRUT 5 2 T8 1% B 5 BEAH Hu I8
(GBMD ¥R JT H B R g A0 fE — T LA I
REFFRH, R AL 17.6 B, B X
HE11.8 M H BELELK, HAIMGd %R,
FBEA R IR N R o] 10V i G i T v AR R R R R
MY, McHaffie Z5M 2 R B, MG BT 2805 807 1)
KIS, TEREE R 12 W) 3 8 N JE s soT
EE Y, MG BACRE N EE . AL,
MGd A LA E 171 JEUS AR RFSRS) ¥6 97 1 7 % 98
A 28 3 M R AR R AR (4.4%) , AR I INTBOT FH 2% 9F
RAE o

— H UK (Metformin, 24, & 6) 1E & ROS i 5
i, S AMPK A5 5 38 2% 9 40 1] PI3K/Akt/
mTOREE, FRACHR A bsELRe f1, 8N
ST FHIROSHLE, MM 5 DNA 45245 F14H A 17
» Fernandes 25U HL,  1F 45 B s A 1Y
o, H BN A 80T 3 PR ARG AR VS R, IF
TEAR A S50 R i 7 Y 5 08 ) S- 960 R 1 E A 24 1
Jieb 8 0841 25 PR (557 mm® vs. 398 mm?) . IHhAh, —H
UBCERR 75 TSP T 78 3k 20 8% e CHNSCC) Al ) 38 i A =
0 1 I PRAFE 70 SR Y R G (1 T 52 1 A 7R T
R, REAE Rk iR Sl AR AR G B0 R A 20 2T 33
B 10.2%) ,  FF o3t & 35 o 28 A7 1 (2 4F DFS:
67% vs. 33%)11e),

BSO (Buthionine sulfoximine, 25, & 6) i i #lI
il y- 2 e 2 R & B (y-GCS), B 2 B (R A
Ml GSH /KF, 5 804 b | K i 4 A P i 4
(GPX4) S i, 33k 1 400 41 i X5 ROS 175 B fig
RN R R e A e DK s 1) G 7=
(AR AT, DT 38 ST o7 R TR IR SR
MR, Lippitz 2" R B, BSO B& 1Al i U7
2 KN R AR AR, R AR T 8
BRI 77 . AE = I FL IR (TNBO) W6 97
Zeng 25N BSO 5HAE T SRR A, @il
i GPX4 WGP ANk /% Fenton J ., T [5] 484 58 7
PPTRE AR, BEMSIMR A KGR,
22N 4 W R B, Delbart %41*BSO Bt & '"Lu-
DOTATATE ¥ ¥7 i it PR GSH 7K1, 34 5 75097 1)
AT RN, S 3 ] e AR 1, HOR Y
I B e 2 1

XU £ (Disulfiram, 26, B 6) /F 4 ROS 1 75 714
NGy FHERRGR, 3 A ] o S CALDHD A 4
1P i AL T (SOD) BH T ROS 75 B, [R5 4 B8 1
A Cu(DSP)-2 Z &Y, 755 2R 4k 3L

t[29, 113-114]

Bk Fenton [ N, 2 3 O UT 7 5 1 DNA
its, ZHLEE E R SR BT T, HEH e
Tl Sz A g AR Y rp 3G E Y I PR AT A R O
Ying ST JR AR ALY IR ST R, R B
25BN R B9 N80T JE DNA SUBEWT S, B & 4 Gy 0T
8 5 B R A0 B A7 5 70 B (SPO FRAIG, 48 58 G2/M 1
BHY A AT o Lian S E B R BT H, KL
XUBR A 38 0] DL 3 0 pS3/p21-CDKN2C A i 41
Fio ) BABH ¥, B2 T2 2K - BAX/Caspase-3,
3 T8OT S5 R AR R 46 /N 50%. Xk i 5 B 4 i R
(P /I HAREGAE 52, XU & (375 mg/d) Bk A 0T
BB 1 a ok B A AR R 5T%, BAAER
69%, H %77 IDHI/BRAF/NF1 %48 i 1 2417
KIE100% (vs. BFAET 42900,

ML385(27, & 6) E 38 B ROS i 715 751 8 /N 43
TR, I I B B NRE2 /v 5 590 AL B &
. T OIS NRF2 IR A0 oz % A, b
SLC7A11. GPX4%EHrafbit R RIE, HBRROSIH
g P Ak, S EURR ROT P, W R R
Ji 988 T 97 B PR, Yan S5V AE & A 5 e
(ESCO) A HhAff 78 2. 7, ML385 fff NRF2 #% % 1k
Ff%, T8 SLCTA11/GPX4 i, S &4 bt H Ak
(GSH) A Hik 2>« ROS J¢ fig i ik Ak K7 B,
T fl R R AU T, ML38S Bk A 50T 18 o B T 1 41 1
RIRTF, T EBEHIE (D) M 3.42 Gy [ % 2.67 Gy,
FEIE 75 5 G2/M HI BEL AT T3 5T R, A A s
RN, BEERIT AR ARG /N 70%. Qin 55>
TE = I PEFL I w7, 30 ML38S jé it 41 il
T 5 3 I NRF2 354, FHAS DNA #5512 E, [
I 55 3 34 80T JG ROS /KP4 S M R A i 1
41 ffd (CSCs) , ML385 fif TNBC T 4 fid (ESA”/
CD44°/CD24 WA X T BURPEIR T 3 4%, FFAER
DNA X4 W7 2418 & (y-H2AX £ 55 5% 1 2 16 0
40%) . AN, ML385 B 0T Ay 48 i Je 2RO Rl 3k
Wb 80%, LA Keapl-NRF2 A H.AF A w] 1 4 il
JTHL.

JQ-1(28, K 6) i it ROS 524 1 3 DL Az 30 i) 2
SEMIEE I BRD4, 2 35 1Y 5 MR 0T U R .
% UM LA 7E T 58 17 108 BRDA A 5 1 1 S8k FE (R
S, FEROSIEFREE ST B I HOK T 75 S 104
R, Ren 25007 [ 13 5 (OSCCOO R 1)
WA, RILIQ-1BEA S Gy BT 1 41 i 7 1 5 2
T2 £, 27T 5 F Bax J% cleaved caspase-3 3Kk
A, JFaEE T PD-L1 3g A% s s ki, H:
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MU JQ1 BHIT T BRD4 (1) ZBR AL IR B Th g, Al
J7 J5 ROS & BL3G I, fik & 2 R0 PR 8 Tl B . Ni
SR B SR AL A, R I JQ-1 AT DA i 4 |
BRD4-RAD51AP1 flifH A5 DNA [FJH EHEE,

NH NH 9 E”NH

25 Buthionine sulfoximine

SN

24 Metformin

s g %’O)/’c,

% N
(0] N
/\NJLS/S\n,N\/ N=(
! Y
S Na N
S
26 Disulfiram 28 JQ-1
6

NN\

/

JBT 5 5 1) DNA XUEE T 248 B AR BRAS, R 3
58 ROS /1 T IR A RO, JQ-1 BR & U7 8 8
S M RR AR FR G5 /N 70%,  Ho #6745 BRD4 B34 T
JEHBZE .

0 O
<Om N N
T
B 0
27 ML385

Cl

H (0]
N\n/\/\/\)j\ _OH
N
o

29 Vorinostat

HAHH57 Metformin(24) . Buthionine sulfoximine(25) . Disulfiram(26) \ML385(27).JQ-1(28) fll

Vorinostat(29) fi L2245 1) 50
Fig.6 The chemical structures of the sensitizers Metformin (24), Buthionine sulfoximine (25), Disulfiram (26),
ML385 (27), JQ-1 (28), and Vorinostat (29)

1.4  FRIEEFEFHH

W35 A% 24 AR AT B2 1 DNA 35475 7 285 AH 5 54 (A
[Pkt RBAL T FE S PR A A%
Z AL B (HDAC) 3% DNA H 3 # % fiff (DNMT) ,
AR et SR 45, i DNA E 5 258 S A, 1E ok
Jiev B o} 4 e 2
1.4.1 HDAC #p#] 7|

Vorinostat (29, & 6) i it #1 i) HDAC 7% 4, 1
I A C B K, ] DNA 4574518 5240 5 5
fy Fak, B BGOSR BT M B MR AR .
Baschnagel %575 FL i i 4 72 155 84 (1) 0F 72 o
Vorinostat Bk & BT & 3 36 0 yH2AX £ 55 8 &=
(DSBARE), FHFH 227 R 5N, A8 4
i T80 S R A R vy G2 3 5 R -9 1.57) . Wen
SELOUTE IR I B2 MR (R Fi . I Vorinostat 5
B B RN 0T IR A s e W R B i v
52 RUF. teah, 75 ARF R VIR D I
PRIREG 1, Vorinostat(400 mg/d) Bk & = 55 Ath 15 A1 i
7 (30 Gy/10 O s Y REFH 222, JREK 1 &
H AL AR AL DM,

Panobinostat (30, & 7) /& FDA #t 1 1) — Ff 4 25
R < T B 7, JE sk 3 2H 2R A 2 BE A K P
Ay o DNA B2 4], 23 m o7 it

Jo R TR A B . Choi SR
Panobinostat BX & i 1 07 LB S X 0 07 3 2
A A0 M SRR R . IR R IR T E S
Mcl-1 Rk — DR s o7 Uk . 722 R R
il 12 5 98 B TR I PR X538 7, Panobinostat (30 mg)
BB 0 YR SEAR S 7] F 0T (FSRTD 27 R 4 6 i
e, 6 H i R A7 2 (PFS6)IA 83%, H A7 it
AN 161 A AT, teAh, FEA T TR M
AF /N 48 f fil 9 (NSCLC) H: % 71, Panobinostat
(45 mg, B J& W5 O B A il BR80T 2R t 66% (1)
P S A 9N H B R AL A A, Bk
BT Lin 2% I Panobinostat 7 3@ 1 i 1 4R
% A73 41 L (ONK 48 i) i # (it MICA/MICB #1 RAE-
1/H60) [1)3R3%, 350 NK 4l A~ S 4 &, M
M AE BT Bk & HDAC ] (196 97 Hh 48 S0 5 1 5
YEM .

% K H1 3% (Romidepsin, 31, & 7)1 5 HDAC 11
7R, JE R I AR % 5 DNA 34518 = 0l X
AL ) 5 5 4 5 0T T AL . Ma R R A
iR 9 B i B T R, R B Romidepsin 38 i3 11
HDACI1/235 1, T i DNA-PK. RAD51 X E2 1k
ATM ik, [HIBINHE] X HRIEE @K, {13 DNA
XUEE W 2442 2 %2, Romidepsin (10 nmol/L) Bk &
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2~8 Gy JBUJT 8 M ¥ 2% 08K (LNCaP) f A i
(22Rv1) 20 M 1) o B A7 05 R A, 5 5 y-H2AX
FE RGN . Saito SFMONE B (5 3 R AT 1K BIF 5
W, &Il Romidepsin T AL # i it 75 5 GO/G1 H#ARH
i CELAI 32 T 30%) , 8 B 1 1507 % B16F10 41 g
M T 265, BRI TS UT (Y 54D,
G120 f ik = HR A2 52 58 7 1 % 4 5 SE AUk
Entinostat (MS-275, 32, Bl DAE N 12K J TV 28
HDAC B 0570, 38t 2 4k B AL 3 58 7807
J7 e, Cassandri 25 7E B SUULIALEE RMS 11
W5t A, < B Entinostat (1~1.9 pmol/L) 8 i #11 ]
HDAC1/2/3 i& 1, " 840 i & # & [ Cyclin A/B/
D1, i p21/p27, FH W ERK & PI3K/Akt/mTOR
WM, %55 GO/G HIFH# (RH30 41 G1 L5 34
40%), FEHNH|FkA FH % (FP)-RMS ) N-Myc &1k .

33 Decitabine

34 Epigallocatechin gallate

AT (4 Gy) Ja, L35 ] DNA #1518 5 -
7E FP-RMS 4l ', HRESE B 1 ATM ik
KPREAR, H F AP LR NRF2. SOD. CAT
J GPx4 Fik, FHROSHEM, Ml sEE
k. PRNSLEE 7R, Entinostat(2.5 mg/kg) Bk A 4
UORIT (6 Gyx3)fd FP-RMS S E 0 52 4 THE,  Hoxt
YT HE Pt B RH30 B A S 3 100% o 12 & 24 A7 .
Kim %5 7E Lewis fili J #5584 () B 50 o, R B
Entinostat A 50T (12 Gy 43 2 70O 4 il I8 AR A2 45 /N
75%, FEEEIRT; CD8+ T 4002, w5/ 7
T 20 i bl 91 (B e 20 93 o, 038 3 0TS JAKY
STAT3/IFN-y i % [z b1 MHC-11 £ [K], 411 H2-Aa.
H2-AbD), fRdEHils £k, fi4H0PD-1 75T 842
Ft, =Bt )7 % (Entinostat+iyT + 1 PD-1) i3 — 5 {i
IFN-y+CD8" T4HfutG i, Jogg4a il 245 204 &

o
N N
H
| H/\©\V(N
e
HoN
32 Entinostat
NH,
o N
= O Ho U K
C -
0.
OH
HO F F
35 Curcumin 36 Gemcitabine

7 3857 Panobinostat(30) .Romidepsin(31) .Entinostat(32) . Decitabine(33) . Epigallocatechin gallate(34) .
Curcumin(35) #1 Gemcitabine (36) [ {4, 45 4 5
Fig.7 The chemical structures of the sensitizers Panobinostat (30), Romidepsin (31), Entinostat (32), Decitabine (33),
Epigallocatechin gallate (34), Curcumin (35), and Gemcitabine (36)

1.4.2  DNMT 494 7

Hb VG 452 (Decitabine , 33, & 7)1 —Ff DNA
L3 7% g (DNMTDO #0771, 83 1753 DNA 25/
AN R TR R A R TR, R R 4 A )
DNA IS K, 5 35 3 98 0T B o i eg 2R .
£ Minoia 55" 0} 31 7 9 48 & PR (0 0 i,
Decitabine Bt 5007 (30 Gy) SL 8 T 5€ & AR U 22 iR
FAE 27N H WAERRIE R 2 IR A, Som th HAE N
BT YEEBR R P /7. Son 2511 I Decitabine i it

B 2R EEAGRA R S8 (MHC AR5 7>
TS, 35 R R 20 ot T R R
TEARATTHIHF 78 Decitabine 5 Hi 25 48 8 (IRD BX A 7R
Syl — RS, JEHG SR T 4T 1 40
MU BRI S IR 75 3 1 TFN-y B8, AT $& ST 4
P ] N0 Turpin S O7E B F04F 42 5 35 10 G P2 HK T
PR R AR R I, IR & Decitabine BEA 1K 43
T (8 Gyx3) 1 PD-1 #1ill 71| (Pembrolizumab) i
7S P [F MR E A, L S R AF
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KEBETILRREETIREE (Epigallocatechin
gallate, EGCG, 34, Bl DIE R RARZ WM ENHEY,
AR 2 A S PR R, b ]
I8 DNA H J2 55 72 i (DNMT) f) 36 W8 44 R #2 41
Gl @ R N Y @ AR T e S
EGCG i@ 1 #)1 i] DNMT i ¥, 51K i /8 41 i 5= 1A
2 DNA [ 5% i B AR K, W T 83 s T Bk
f0 e L R (AN p16 RARPB £5), 300 4 Ji g 40 g i
TN 52 P o Zhang 5567 78 56 7L e B 3 (1VR 9T
H, HREGCG (400 mg/¥X , B H 3 VO BB THUT &
ERRAR T M M N B AR K R T (VEGE) 41 i
A KR (HGF) K, [R) B 40 1) 356 57 4 8 2R 11 g
MMP-9/MMP-2 354, AT I 55 g 12 28 5 i 8 A=
BRAE T, B TORBOT YT 8. Lopez S
Fiiesr, BGCG BA BT n B m) BHr 1 i % Jes 20 A
FE T G2/M I (BN 10%~15%), 3@ i 1455 5-98
PR W5 WE (5-FU) 1) 44 Mg 5 £, f# 1IK 7 & 5-FU
(25 pmol/L) Bk A EGCG [ 198 R T 1 771 B 5
24 (200 pmol/L) » 1H 42 Loépez & [d] i & I,
EGCG MU S BUE H B A R MOsPE: 7£2.5 Gy
BT R, EGCG ¥ 25 # il & 40 L 7%, {H4E S Gy
I ER] 5 7 A S OR3P 28R T 985, i B 7R AR AL 0T
FIELLSCHL R . Ak, EGCG ib BERR B B
RREZ, ZhuSE"W RN, RN EGCG
{1 LR R 3~4 D RO AR E R 0%, ARG
fiR 23K 71%~90%

#7852 (Curcumin, 35, [ 7) 2 — Fh R IR 2 Wy 2
() DNMT il 7], 38 3k 22 B il 1 2 W0 33 % 42
3 3 S SR CTT R 22 P R ) R A% RS, Zha
SNV I 25 3 2R AT U 95 B (NPC) HH R RNA
(4l has-circRNA-102115) ff) Rk, 1@ i “circRNA-
miRNA-mRNA” [ 2% ( 41 hsa-miR-335-3p/MAPK1
O R T4 B AR, TRUT S CD133 4L
B 15.7% 5 22 5.5%, H Pk MAPK1 ik DAY 5%
TS B (B B EE SER GA 0.76) . Cai U AE
GBM gt T, R I 22 38 2 a3 5 1 0T G
LET) 55 1) ROS A i, ik V. G1 3 48 i Lt f51] 1
Tn, s Caspase-3 M PARP1 24, I =2 $01 il iy
Y HfR 28 . Yang S5 7E 7L R T 40 B B A T A
R I 25 B 2% Tk A R 5 R 4K 4 UKL (Glu-GNPs) 1]
BE 1) 0 1) B SACE S R T HIF-1a A0 340K 52 88
HSP9O #1352 1A, I8/ Jit 987 T 400 it 70 R A o o B
MERBEEEE S, 5 E W INEUT 5§ ROS K,
VMM T, [ B BR AR CRE 7T . Kim

SEUSIZE RN it e TR T rh, R ILZE R R 50
BAE AT i R4 1 2% B AR K IR - 32 4R (EGFRO S 5
W, A ROT BT 1.96, FFBRK AS49 40 T
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