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[ Abstract] Oropharyngeal carcinoma is a highly heterogeneous disease that is mainly caused by tobacco and alcohol
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abuse or high-risk human papillomavirus (HPV) infection. HPV -positive oropharyngeal carcinoma and HPV -negative
oropharyngeal carcinoma have obvious differences in etiology, epidemiology and prognosis; therefore, different methods
should be adopted for treatment. It is known that the TP53 gene is not mutated in HPV-positive oropharyngeal carcino-
ma, and radiation therapy can activate it and induce cell apoptosis via DNA damage. There are common repair path-
ways to DNA damage, such as nonhomologous end joining, and this pathway is more sensitive to radiotherapy under the
inhibition of HPV oncoprotein. In addition, the further activation of the immune response under the effect of radiation al-
so participates in the elimination of tumors. In this paper, we reviewed the research on the sensitivity of HPV -positive
oropharyngeal cancer to radiotherapy to provide a scientific basis for targeted treatment for various pathogenic factors
and clinical stages of oropharyngeal cancer in the future.
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NZEF 3k 98 9% 7 (human papillomavirus , HPV)
Fre YL R HHT 5 S HIHJE (oropharyngeal carcino-
ma ) Y UL AL, LA Ay 0 AR S 1 k3 XU PR -5
EBE R B 22 1 T . HPV P e ELA 4 S 10
FERHLE Bl R R, U5 T R 4F . 2 Wit
FEAR 1 HPV B F s B 4F 0SS e AR Ar R S
TP U OC , PRI R HPV BE 14 1 R 938 X T o 7
BEURR B VR FHAIL I AR o F 2, AR SO X HPV B P
W i X 0T BB B AR T BIL A — 353, DU Ry i
RAPEAR IR T S HE BRI AR

1 HPV &4 4514 K BUm il

HPV 2 3L 3k 2298 25 W 23 B 7L K e s
P15 PR ROBURE DNA ik 25 , K/ 8 kb, ok 7 0L 1
e FnAC 52 8 AU, TEAMI IR AL 7% o IR 28
AU H A C I 200 A, Hrb R B RCGL Y 12 A0 HPV
R A B A BV 28 R BUE P T, B LY
4y HPV-16 B HPV-18 FU' & f@ B HPV 3l 7 7 —
Ay aeSE A 43 X, B AE g A 18 45 X 3% (long control
region, LCR) , F- A4 % X (E1 . E2 . E4-E7) 1 1]
A IX IR (L1, 12) ; i E1-E2, E4-E7 i si L B
il A S AL B A A= R 20 MR R AL L1 L2 T 5
P9 FEAC TE TR B e 4% o

HPV J& 5 WL PEAL R0 5 , 8 2ok Je Ik | e
2 A1 S BN A 40 T 0 A S 2 AN Y Bt 3 L
J2 20 ML A R ) R )2 e A e R RS
20 2 M R AR AT P Rk R TR T B M b o SR, FFEL
PE Y 5 fe HPV i S Ut 2 0l 1 B 7 ik PR 21 %
AR g0 A gk - JF 5 3o dE EUE &L K E6 FE7
MIRFEL =I5 . E6 FIET 8 LR A X BN,
E6 5 A\ F 3k I8 % 5 E6 A1 & & 1 (E6-associated pro-
tein, E6AP) 45 4 , il i — 3Rk E6/E6AP/pS3 B 5
BT I, B p53 2 IR, A i N AR R T &
GRAR KT 45 G 3040 BE R 20 JfLR A 1 (Rb) IF:
IR B2F 5 SR (R T I0 45 &, 3 30 E2F 3406 4
IEHE A 0 M R A A B BE (S B BE) o D it /2
FECZ A DNA JCiE AT IE B R T s Ak, 4
Jitd 3 K 4 DNA 5878 BB, e 2 3 3040 it ke A vk
Ak

2 HPVPEMOMEREZSRITHEF

HPV GBS T30 2 Fh 7 W JREAE , £ 45 5 30098 | B
=R AN RN R S D O I Ry s R R
P22 FCHR B 7 1M S b e, G L2 7 AR R e A

HBAL, 5 HPV A OC AR T 5 . HPV BH M 1A
BB R RS H 20 08 EEEA X, 5
WA RS G BH (A D o

3 [ o 45 ) 5 1B 0 BONE o AR
3.5 5 ANB2 W HPV AH I E , Horfif 14 100 5114
B, HZ RO, A R B BF
60 J7 151l 3 25098 9% 5] v 249 85 000 5] HPV AH ¢ 171 iy
iy el

3 HPV BRI O VR 5 X AT 8l

HPV [H 10 98 5 A B i 1ol )5 R ar 4, Tt
o e A7 AR BRI B R O R IR 22
514> (American Joint Committee on Cancer, AJCC )2
SRR HPV B RN A C1 00 g 28 3 Bl 2300, K
HPV BHPE M 73 WA TR 9™, A HPV FHME
MRJRE AR 1Y B4 A U 55 HPV SH A0 X S A
B RIS A, T S5 HPV FR: 40 ) - Y 47
TR AT HPV BP0 o g (%) o 34 i
ZFHL] D75 T I 4008 1~ s @0 i DNA #5145
B5 ; QRPEMIABT I EE
3.1 sk J7 B it TPS3 i 7& i 5 HPV Fa b o "8 J5 2
R =

JeoTEg %)l Sk e T 3 sk 3 e A M O T A AL R
PEAT o A WIS N, HPV BH A s b ik £k 7 ek
B, AT RE S PR B 50 B 1 R & A S8 AR 1 3 2
TT- 9 A . TPS3 J&— i 5 2 (1% 31 g 3k
,K/NH 53 KD, E AL T YAk 17p13 I, 4fith p53
A 20 ) R R A M U T T T R A
BLRVEH . 0 TP53 S8R Filn B 22 MRS . B
Fi R 2k 50% 1) Jif g 28 5 v e R TPS3 JE PRI AE 7R ik 2R
AR, HAE HPV BAPE Sk #5098 b, TP53 28 25 35 3|
80% , I T B H 4 i p53 B A DI RE 2 61, FL A A sgs
FEB T 5 1) A 28 M SR R BTE

WEFEIN N, T AT S 2 DNA 19 XUBE T 24, I 1k
—BF I R EME Y K AR F A (ataxia tel-
angiectasia mutated , ATM ) A 3 3% 2 8 14 6 40 1 45
P 5K F1 Rad3-4H 54 ¥ (ATM-Rad3-Related , ATR ) 1Y
i FIk SR E BRI 5 S pS3 MR L K FR
FE L I S ECA M A P T AR AT T 22 T
L EEW , HPV BH Pk 1100 988 77 75 R & AR R A8 1)
TP53, Ho K4 () T e B A= A7 % nl 58 IH TR 3k
() A Y pS3. BFSE X HPV BHAE: 41 fitg 1 HPV B
P 40 S AT 4 3 AL B B A, 5 HPY
FAE 20 B L 55, HPV BHPE 40 B 6 B0 4.6 £i%5 19 TPS3
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FENFRIK , H HPV B0 i 12 32 07 )5 oom SiE
14 G/ 4 it Ji] 303 45 iy B B /Y pS3 45 5 B 4
FEPET . WeAh, WEFE & B, HPV BH 1 101 R e 40 ff 2
ST G 450 7™ Y DNA K8 20 0% TPS3 (3%
K R AP T AR Y, pS3 TRk AR
PLALHE : p53-caspase i [ , p53-Bax-caspase i i Fl
p53-Fas-caspase JLIK S N A2, (HA AT BF 5T %
B BT 5 T HPV BH 4 P8 T~ 5175 5119 p53 i
PEIE AT IO OE BRI, MR REIN A p53 JE
HPV FEE FI e OB A P (H R HPV
BE 1 i Jg Hh A7 A 9 M A TPS 3 35k BRI 7 Je 175 5 1Y)
0 B T R e T R R AR
3.2 ty7 8 id DNA 4R 45 14 & 49 %) 5 HPV A%
2 o R m e R

ST 32 B E A 75 DNA B 475 30F — 25 T B g 24
M1, DNA & 52 2 GE % TSy i ff g itk 280G 22
DAL IH i 200 D 1) J50 7 BBURAS (AR T DNA 4545
BT 255 DNA B B b 2L R 20 AT o 7 i iy
DNA i 5 3 2 & X% Wi 24 (double -strand break ,
DSB) , HIl DNA P 255 119 5 48— iR MR dd A2k 1
W2, S d5c ™ H Y DNA P A 288 — R OL T
DNA $i 73 P B %5 12 52, DSB 11 35 UL 1Y DNA 4
1531% 52 (DNA damage repair, DDR ) & 428 3 B4, 45 [F]
i 2 2 (homologous recom-bination, HR) LDV ER
[ 5 2K it 3% #% (non-homologous end joining , NHEJ)
BE " HRIBE R —FENEH BRI, HbE
16 52 T A e A0 ) 40 1) 5 T (S 30 R 28 ) 34
(G H]) . NHEJ B Z&—Fhi kA Tl sh b
M5 07 =0, T B S An A R R UL T G
e, T DNA MR PE 8 3 B (DNA - dependent
protein kinase , DNA-PK) J& T PI3K-mTOR & H 4 i}
FIGEI L, J& NHEJE 52 3 A2 1) S Sl 7

5% & B, HPV BH M F 0 985 46 A /7 72 DNA 3L
W 2B 52 B, U R NHEJ B S Gk G, JF K
HPV FH 5C 8 25 1 R B nl 4l i) NHEJ i85 . A
WEFEUE ] HPV BH 4 1098 40 M 5 76 DDR #0 il 4R &
T HA W WY U . R, 455 DDR i il
50T v E A 8K 8 e R DR 10 FH T I R
IR RYY o AN, ZE HPV FHPE M, DDR # 40 4il
J& PSR S0 1 pS53 A HE AR 4 4 i 0 T R A8 i
Ji) B0 45 i B AR ™ . 7 Hela 41 M 09 B 58 R
DNA-PK 14410 ] 55T R A X 70 5 im0k
RTINSy, HPV BH A i 98 ey B8 Sy 508 mT R &
HPV E6 F1 E7 4 2 1 XF DNA 8 52 19451 35 4 56, E7

A EAEXHUF 0 HRAZ S, £6 I i i AR s AR 4K
i p53 {977 24 NHE] 1655 25 L .
3.3 U7l %R HOE I F HPV Ak v B 2e e
B =

JCT 308 A R RO A0 M A G R O A
JH 75 P T 90 B 40 it ( eytotoxic T lymphocytes , CTL) 5%
&N IR O B, Sk R (g B MR AR S . HPV
B i 8 o 7 SRR A 7 7 A R ) 52 0 5 HPV
R g 5 S 1 S B S R A OGP, BFSY R, HPV
BE 10 MR T 750 7 R T R D PR A7 1) B Sy B
ik 149 g 92 i 94k T 28 i (tumour infiltrating lympho-
eytes, TIL) , 355 J& CDS8 FHM: TIL, i fifyed 2 84 43 o
Sh A SR T S i B 5 R IR U o AR
T bkt g A SRR IO, TIL AT LASE 32843 Wb -1
& (interferon-vy, IFN-+v) fi& 5 72 7 P 56 T 4K 1
(programmed death ligand -1,PD-L1 ) [ 33k, HIiL,
HPV FHAE FIA S PD-L1 Gk B B 35 27
PEFE T 5Z K 1 (programmed death -1, PD-1) 5 PD-L1
49 g o B A i B S A A o, TS R B TN
JHL )RR PSR T, {8 e A M AR A f g 1k R

B 9% For A 25 31 57 (immune checkpoint inhibi-
tors, ICls ) BT & LA I AR TR I, SR K A 1 110
60— 28 T BEL Wy 5T 9 S i S b B 1Y 24
Y. HZTE RIS eI PD-1 / PD-L1IAYTAE
Sk SRR e A8 b B B A AT 2 52 Y
A, AN, S5 G ICTs 5 UART7 waE ] LI &
R AR IR R I Al At T . WS R L FE
HPV BH: TR SE 7, 5t PD-1/ PD-L1 B4 (pembroli-
zumab) FY B FH 28R B4, 8 HOR 5 8097 5 5
FH . — Tl PR 58 45 3R R, HPV FH 2 g B
PD-1/TILs 3k 5 (1985 R B A TR , FESE 5
T 5 1C1s (pembrolizamab ) B W G , BRI, 7Tk
HPV FHEE P 5 28 9 PD-1/PD-L1 FUR 5 5
UFRIRTTRCR B BARDLGEA R i — BT

4 N L5

£ HPV AP E1 R v ey vh HPV AH S0 8
(IR AT S DNA #1058 52, (i HAB 52 52 40, i
A= W 2410 DNA XU TR A8 &2 S5 AR 28T 15 O F A i
p33 WAL R H R A T A E T EH .
B AN, s SN ) o S 1 15 S S TR 3 5% T HPV
BH M 151 MR A 30T RO o ik SE AL Y 25 54 F
B [ 2 5 A2 2 HPV FH A 0000 98 X 0y S50 &
FilfE R AFAE R AT A il R A A A B 9R T BRIt
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