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[Abstract] The lack of effective molecular targets is a
critical problem hindering the advance of precision medicine in

oral squamous cell carcinoma (OSCC). Poly (ADP - ribose)
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polymerase 1 (PARP1) is a pleiotropic gene involved in several
cellular functions, e.g., executing DNA damage response,
processing oxidative stress, and inhibiting programmed cell
death, making it an important tool for cancer cells to cope with
survival pressures and a molecular target suitable for the
treatment of various cancers. Recent research progress has
shown that PARP1 has great potential in the diagnosis and
treatment of OSCC. On one hand, molecular imaging techniques
can be used for the in vivo diagnosis of PARPI expression and
distribution. On the other hand, the combined application of
PARP inhibitors with radiochemotherapy has achieved great
therapeutic effects in preclinical tests. This article summarized
the mechanisms of PARPI in cancer treatment, with a focus on
elucidating the research progress in the precision medicine of
OSCC using PARP1 as a molecular target, to promote the
clinical application of PARP1 targeting in the treatment of
0SCC.

[Key words] Mouth neoplasms; Poly (ADP -ribose)
polymerase 1; Poly (ADP - ribose) polymerase inhibitors;
Precision medicine; Molecular imaging

Fund programs: National Natural Science Foundation of
China(82073007,82373212) ; Basic and Applied Basic Research
Foundation of Guangdong Province(2023A1515011945)

DOI:10.3877/cma.j.issn.1674-1366.2024.04.009

21 H2n DR AR A Bl 2 & J i, SRR 4 2 5 AR R
[T 32 R FA R ORI T AR5 38 XH 29 4 T BB 0 B , 7 14
Oy TS AL TS ) 2RI, S 1 T K5 8 KR
FERET: ., AHRY M, TR b S i) R 2 TS 15 2 B B ek
S il B SEE D B B, 2016 48 E 2L R
B S AT 82% , B E T 20 AT AR BL o AHAL
Z R, B IR 40 i 95 (oral squamous cell carcinoma, OSCC)
MY 7 ORI R B R R . 20 20 RAF I &
JE 0 CTL ATV ) OSCC Y 5 47 A= 17 SR AR SR A 7 50% ~
60%"" o A h Sk SRR A0 R 1 —Fp 2 22 A, OSCC 1Y
I ARIAIT [ RE LIS AR RSO T N 3, B B R 45
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SAGHE ERC gzt REALLEHIR
[ 1 ] [ 1
ZN1 ZN2 NLS ZN3 BRCT WGR HD ART
1 100 204 370 500 650 785 1014

1 ZBADPZBIE AT 1 (PARPL) B IG5 R IEIH  ZN1 . ZN2 ZN3: BEFE G5 F B8 1 B S50 06 2 Ep g 5 0 36 3 5 NLS : 4% 8 S {55 IX
BRCT: FLARNE 5 I [ - R IEAR B WOR : & & & &R — H &M 2 Wbl HD  IRE 25 3 ART : ADP AZWEFE RS ; ZN1  ZN3 FI WGR
LERIR M4 A DNA #0507 55, , WOR 5444 5 ZN1 . ZN3 \HD . ART #I DNA M EAEH , 22 S W04y .

OSCC A o PRI, Bl AKEHE |2 R0 437 L s SR L Py 8 )
215k OSCCRHEB T IE R I LA R

OSCC 2w R R Z 2%, BRUFW &M , AN FL K98 93 7 (human
papilloma virus, HPV) 8% 4L F1 35 7] J& %X 1l (fanconi anemia,
FA) BRI G Y8 1 WA BRI R 7. AU, 0SCC HE A
RASRANZ T8 Hoh S8 Z B E R 7 TR, 2
B ADP AR A 1 [ poly(ADP-ribose) polymerase 1,PARP1]
ST R R IRY T 4 T

PARPI J&—IIREZ LR B K, 7E DNA Sl e &2 AR
PRSI R SR A A R R PR SRR AN o
ST EE A0, PARPLIE T 2R R
TR SR B 1 (PARP) ZR Y — b, HOOBE £ 2l it 2 25
ADP AZ S AL R AR 2 1 S B N AR 40 A7 17
it PARP i , i 3 1> 2L [F] A9 AL 4 A0 Sk (P 1) 85 5 IR
B- Tk i P2 — 4% % (nicotinamide adenine dinucleotide,
NAD") , ¥ NAD' ) ADP R4 BI04 B 3 b 2 11 1Y 32 14 0%
PR IR T TR RSB (nicotinamide , NAM) 1
B F=4, PARP X J% ™ PARP1 .PARP2 1 PARP3 ®E [ T %
FE A AE A ML A, FEH PARPL 7E DNA 453 455 Wi hi7 Asf % £ 8 3k
90%H) ADP AZFERALHEE 4" OSCC I # &% ik PARPI,
IR OSCC X PARPT I RERATHOAIE "

— ZH ADP AER G 1 J2 25 DNA $L 45 00 1 5 18
S L A

ANMLAE H 5B A QO SOOI I S B 22 5 7 2% i B ]
TSRS, SEDNA B T 2 S &S DNA $i 473
PAORASFHE R A e e, DR — R 90 53 A 2 LR R A
T FME B SZ 451 DNA™ . PARPI & DNA #5413 2 5165
PR EE LA 7 L B B VR 25 45 3 DNA 453 0338407, 5
— MR G, 2R ADPWE &2 3 5 FiT 2
BEAREE Y O RIS PARPL & HEME AR R 1 D fE , L
BRI A=A R T (81 2) o

ARP1ZE I SR ADFE DNA #5145 , 2 5 1) 3 I fu 15 0 3
YI B 1& & (base excision repair, BER) | # 4 iR VI (& 16 &
(nucleotide excision repair, NER) .DNA B4 2445 & ( single
strand break repair, SSBR) 1 DNA XX i W7 24 & 2 (double
strand break repair, DSBR),

1. BREEVIBRIE 5 BER 22 ] TE 52 N IR B EE B4 , (2
FE AR o AL B0 R R0 i1 5268 BER
i3 DNA W SE AL AU 2 458 59 DNA 8K, 8T U19F A4 1l 14>
TCIENS/TEMEWE AL AR, , 7 A B TCIREEL s i AP B2 A VT it

ZIRADPRRERALAEM
A (NAM) BE RS G
(NADYS 4 o (ADPEZH)

e
| N—
it I i

2 ZWADP AR AT 1 (PARPD) R 12 5 DNA #5405 ) 5 1%
2 M DNA RS, PARPLZE 13 DNA B3 0145 & FHififin
B, DAB-HH Pk i I B2 — A% 7R (NAD®) 1 ATP i), Ak A et e
(NAM)F1 ADP #6 , ADP 200l 5 PARP1 sl LA DNA (B E 45 &,
BT Z R ADP-B AL 81, 2 56 Z iR E 0 A% R
DNA HEE K Z4RIRUE T2

E—25 Ab 3T 72 A DNA FEE T2 (single-strand break ,SSB),
BETIBE PARPT A 5 ) SSBR i % /& 52> PARP1 1 BER
I AR R T R (R B UE A 3R W) BER JF AR
PARP1 SEBUEE "

2. R VIBRE S - NER GBS L BR 2 Fh 2SR 1 DNA 45}
Py, B 0 5 A 2 (UV) 4 55 5 1R 10 B8 T b — mis g — R Ak
(eyclobutane pyrimidine dimer, CPD ) fbJ7 25 I4EA S [E AY4%E
N AT A3 L 176 P 48 (reactive oxygen species , ROS) 1 h{ 19 27
MBS 250, Pines 557 & B, PARP1 38 i3 B ADP BBHE HifE
JHYEIN T 4054 5% DNA 454 2 11 2 (damage specific DNA
binding protein 2, DDB2 ) J [A] 14 2 5 14 il 4 €2 oz ity B4 1 i)
I FLAR SR YL 4 5T 5 Y8 i (chromodomain helicase DNA binding
protein 1 like, CHD1L) , #E MM fiE# NER

3. AEEWTE S PARPL 1E SSB IR TN FE S w5 i
YRR, PARPL RERS PRI HIAGIIIF-45 5 B SSB | 2%, 1445
i i 2 B ADP ZORHE i 0% PARPL, W0 Ji5 1) PARP1 f 3
— B Z MR I, W XRCCT, A EANBISSBALZ 5
B AZEAU N A XRCCT 5878 55 SSBR kI , R K
P& 52 115 SRR SSB )2 LT PARPL, 512 20 i 1A 42 A7 114
NADFES , AN B MISET

4. WUEEWT BB AT SSB A I 17525 8, DNA BUEE W
%4 (double-strand break , DSB) 1G5 0k, {1 N GE KB &
2 P EN B R U BOAE Y TS — ki i i DSB
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THIIANL., PARP1JZIR 5 DSB (B2 EE I il i A2
FEREHE DSBAEA " il hn , SCHE DNA 5 3 i 17 56 PA] i B
1y 3 26 8 - B 40 I B ik 28 A (ataxia - telangiectasia
mutated , ATM ) B HAA 2 ADP AZ S 7 05, KT REZ
F| PARP1 BIE LR SZE o FH I L, PARP 1157 G454 m
ZRPEEAE ALY T BRI

2R ADPEER GG 1R 5 G S0

e A0 0 A A S B e e v S22 Y DNA 5140, PRI B
IS PARPL B ZE o SR AN [ 2[R PARP A1)
il 70 AR 22 AR . WIFSE A 3, 8 0P N L s 2 S
H: A (breast cancer susceptibility gene,BRCA)EﬁZ%%QWﬁ
XF PARP 410 ] 57) 57 URR, R #8781 & AL (synthetic
lethality ) 850 ' 33K & K A 70481 T PARP 411 1) 751 4cb 278 48
JELRF , DNA SAEE M 2R AE S B 5, S B DNA & il 1 15] DSB
1y R, 7 2 BRCA B A 7 (1 [7] 7 & 4 (homologous
recombination, HR) #LHH| #E171& 2 (F13) . Bk, HR $1 G 1Y
i e DR 5 UERSE XS PARP 41 570 A CHHAURR . i R 28]
JH BRCA 27 /E 1 HR BRI 9 A= b i , 955 PARP A 571
HIRE ™ o (BRI B , — 262Kk & I BRCA 575 119 Jjr g xf
PARP ) i 5L AR B0 , R R G A7 7R 2 R BIL i 36 i HR B
T S g A P LAGH ok PARP 150 36 5 RO HEA TR
Jr

® o @/\‘ 1C
[rothox | [ dPUDOT | {
S e/ P 4
PARP1 HR HR‘ PARP1
N7 %
@ © W 3 2
HE s b BB

3 PHWTZE ADP AL AT 1 (PARPY) S5 RIVE T4 (HR B %
BB AN S B EROV A IE 5 40 B DNA $ 4558 7] 58
b 2 Fh T DNA #0514 5 3% 4% PARPT T HR S48 5 DNA 51457 , 4 i
FFLAAEIE 5 B IE W AU AY PARPL 18 &2 iR A2 6 20 I LT , IR 16 5 ik
18 %1 F 2 DNA B 1E Z D188, AU IG ; C: IR H 4000 HR A& R ik
185240, PARP1 18 52 4% 4% 5 3 DNA $ 0516 S I B8, Am T3 ;
D : M4 2 % -2 DNA $5 4506 52 538 6 [R5 32 45, DNA 45455 J6 7k K
B R A AT .

HR $RBAFELL OSCC g 32 1) Sk SRR Pt dss hy i L
W5 R, Sk 306 R 4 L T 249 6% 1Y) BRCAI . 7% 11
BRCA2 1% ~ 16% 1 ATM 4% ~ 10%1 ATR LA 9875 45 5
HR B2, AN, 29 35% ~ 52% S BRI A0 i i % =
D FLET AR IE R SMAD4 ¥ U1, SMAD4 R R 2 I 2k 5
FANC/BRCA FER 235 T A G, 455 i HR DIRgfHi R+,
T EAR IR E R A0 — A B SRR HR AL, A2
PARP 3 1715 7= A= 5 LA 7 80007 , PRk PARP #1161 350 %o 1E

WM IEATCEERIVEH . OSCC /Dy r R B2 1AL [ 25
W1 R BRI A v R P E— 25 JF & PARP
I3 H T 0SCCIAIT

= TP RZ 5 ADP MR A | FH T 11 ks bk 240 e 43
SR

i PARP #5015 PR FH 9 23 , PARPL A Ji A48 iE
SIS WT AR THE S L PR 41 SV O R L AU R
PARPI™, BT, 41 %F PARPI 2234 /K - F143 A 149 43 T
BHEARIETE SRR RIETRYT IR &R

LA It PR A AN R ATE 7 45 5 7R , PARP1 E OSCC ¥
WYY B BRIV S ot SR A% 2R
R % 1) PARP1 43 1 S AR B2 AR 78 9 AE 12 Wil 38 v 22 300
Sl 0o s0-s0l g N B2 Ak B PARP #1151 olaparib
WF & T HOCHRED , 38 3 15 4/ U AR S50 1 OSCC A ZUREAR
K PARPL 235 RGN, e DAL IR 30 2 I RE A6 4
31 T R A R 4140, TR T 0SCC 2 B R4l Bhiie & F R
it EBI A T A AR A G 25 S I AR ET 10 IR 4 U S
AL > 095%™, IEHLF R HTKTZ R (positron
emission tomography, PET) 2152 W PARP1 B B L EE 245
& T H. PARPI ¥ PETHREF £ LIIEHL T G- 18 VE /R it
FUARIC PARP 5], 228 171308 3k P AR A1 S 38 R AT 11 43
T ) MR AR SR . BRI WK, LA olaparib S HE#%
PARP1 54T 7E OSCC /N USRS PET BfZ56 Hh  BLAL 57, ]
[X 43 fie B 5 AR 75 g ), Schoder 52— R T —
W PRI FR 5 T 1A s/ 101 R SR 40 e A, I T
"SF-olaparib XF b i RATHE “F-FDG ¥R 9 PET/CT A5 345
Wi T *F-olaparib [ B4 6T L BE 5 &, W] H F 0SCC
Wi .

DU Z2 5% ADP AZHE SR A 4003150 F T 11 Jes bk 4 e g
BT 5T ke

AT 32 B 15 5 DNA 5473 00 7= A 4 i s v L JE R
% DNA 08 S8R S g OSCCIRYTRUR IR L I & | Tl
PARP1AT S o SCHE IR PR S AR, 5 TS
200 25 SRR E i R PARPAIFIIAYTY 0SCC Y R4
Jrat e — I ARG PRI 45 R iR |, 45%01) OSCC 8 #
Xf 3 T olaparib 697 I 2 A [ i (Ki67 FEAR %27 25%) ,
T9% R AR WL 5% ) e 20 ML 3 B AR . R T PARPL7E b
T DNA 545 7 11 H A FE g, PARP A 5 ks v B
1RYT OSCC I3k Fe A, X TEG R AT B PRAFF 7 >
FREERIL, AN, I R A [ 244, PARP 416
FILBE P A B AF AL, Yin 251338 , PARP 4114 37 41 37
Fi SR TR I8 J5 i 1 (thioredoxin reductase 1, TrxR1) FI2RTE ,
Al OSCC AL EETE ROS BRI DNA $i 453, M 5115524
) APR-246 A5 1o IS 7= A= BNEIAE FH o

PARP HHI I R A BT PARP (R IR KT,
JS45 0SCC T PARP1 ZiA 7K -5 g T 1E 22 (H ] o 22
TR MR 2 (8] PARP1 ik KA % B B AR fE 22 5 1fi
%2255 PARP W RIGEUS A B VI EL R . Wang %7
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HH , PR A AN S-SR MERE IR YT 1458 T PARPL ik, 33
SR ME OSCC 4HiffL H PARPL 33k 1 35 A Ay 2459t 32 Mk
B, i PARP A 7B o85G T 2 KPR AR A i 2

HPV FH T OSCC HA MR 19 A= W44 4E , sk 9
VI 4T HPV BRI B  HPV/p16 Pk (3 5 4F LR fE R
62% , ‘% T BAYE B 1 26% %% . HPV 0 £ 45 DNA
0 SR, W0 FA SE S AR A K PR T-B (transforming
growth factor-B, TGF-B) {551 1 ™ F1 ATM 25 2L N D RE™ 7,
[tk , HPV FH M OSCC B s PARP1 #£47 DNA i fiifE &
B PARP 4101 57 sk T 8 FLE A 5T B A
FHUSTET N, Zuo ZEHE /R T HPV 1 B FA 35 [H XPF Y1
i, SECHPV BHYE OSCC XA 5 4URK , 1 olaparib A A
N A HE— AR AR ROR . X A5 Lombardi 457 1 &
P—%, B FA B8 5 5 OSCC He i PARP 16 5 I A 45 2%
Yy O BE R S HER o« Giister 2 MR T olaparib 5 ST
A I AR, & B HPV BEE OSCC A=A 1 ik 25 ik
SRR R L X BEHIF 5 R G HE T HPV BRI OSCC 40
Z, R IFEE R AL 315 2 A5 HPV B8 40 i F IS 19947
WORE

FINEa RS o]

25 iR, PARPLA A2 W AIIG YT 0SCC [ 2245
THE . PARPL A FIFEAE S DNA #5145 )7 I A7 5 EE e,
PR ] PARP 2338 A7 I RCR . ARk, PARP 37
Tl FRIE A 5 R TR IR A N . BT OSSR E S5
BT T PARP 410 5 300 9 45 OSCC 4 928 19 BF 5% 3 e 5, R P25
o PARP G BTGV 0 DR JT L 5E , 1 e R 1 Ay S ik
TET AT 6 5 3% 19 0SCC B F HATIER T2 AWFSTIAN,
T4 TGS AR M PARPL (1938 34 R4 1 248 5 PARP
ORI FH ) 06 PR 22 B
FEEMI A EH R BIAAEAE R 25 o€

2 £ X wt
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