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Immune and targeted therapy for nasopharyngeal carcinoma
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Abstract: Nasopharyngeal carcinoma is closely related to Epstein-Barr virus (EBV) and is currently
clinically treated with radiotherapy alone or concurrent radiotherapy. Although this approach is effective in
patients who are sensitive to radiotherapy, the prognosis for patients with locally advanced or distant metastatic
nasopharyngeal cancer remains poor. With the development of immunotherapy and molecular targeting therapy
in recent years, peripatetic cell therapy, immune checkpoints and multi-molecular targets and pathways have
gradually become hot spots in the clinical treatment of nasopharyngeal carcinoma. This paper reviews the

immunotherapy and targeted therapy for nasopharyngeal carcinoma, with a view to provide a basis for the
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development of therapeutic tools and drugs for nasopharyngeal carcinoma.
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BAER, [EIN Oy S e ) S iR T G 1
MINL2s o B S 5 7 V2 3 B 0 I 4 928 00 48
WG, 3R SR AR e R G, S
TR e 96 240 W FR A R R OK R ERIE T TR
FEL AR PEAN MY VR S A T R A ) R R g 9%
B
L1 34k 420 RRYT %

b Ak AH M T VR R T, EEfR R
MR e £ AR N SR UL A TG PR I S i i, &l ik
ANTREANY Y, 5 T A BT R R S MR
TV R S A M, PR R N R AR AT SE
PLPT R M Y, R R4 B A R T OE
PR B ARMRIRIEEREA . B2
G M 4H PR 5 5 R A% 48 L (cy tokine-
induced killer, CIK). #ZR4H M (dendritic cell,
DC) UL K 41 g 53 4 T M (cytotoxic T lymphocyte,
CTL)Z,

HT T4 R SEBMR #Pu5 B A morfifE, H
RETEAR AR Ry 1, DR A I R i B v 11 9% FH %
NITZ . LouwisE IR T A I PR B 56 {3 A 41 o7
VEIRTT 23 W EBY B FH 4 19 X V6 1 S R s 78 58 ) A
B, Heszid 4k TH M ST VA IR i E EB R B DNA#E
AR ERRE, CTLAHME R B s, 0 B
XALTT B BUBPE AR 2 1 o, BAEE TSI
SR VERIEE] T 87%. X HE7R it 4k T4 My
TR 8 O A PR S R R R e A,
FReE A R A IAM G IR 25 Ab o 5P 40 f T EB
R RIAFE AR Y, AFEEAREEA]L
(latent membrane protein 1, LMP1). ¥ {REHEF2
(latent membrane protein 2, LMP2). #ZHili1LL K
FESRMIZ P /PRNA . ADE1-LMPZ AR 2 —Fhgmis
BREE AL BREE D 2P T SR ALY
BRI R RO, A AR 24 4 B e R R
HIAAE1-LMPZ ARG M TANE, HrhA#idL70%
) Y1 T EBR AR R ME TN, 5 R#EEZ
TAML VR IT I B AR LG, S A A7 B R A BN 220K
BmE 7 523K, FULADEL-LMPZ A4k )i 4k 4
PEVRIT A B O S W e R R T B I R VR 9T SR
™. fbIT PR A A ECTLSIBITEIEZE . 2
SE S TR e it P PR A 3R I H B U VR T AR . Chia

2L T SR AT 45 S EBYR #5-CTLIA T 22 4tk
A, N3 EH I IR 5, Hp
ZAIT B G CTLIRIT J5 S 10 58 35 () B 25 26 1 1k
71.4%, PR = B EHF RS 5 N62.9%F
37.1%, B3 ETH2PGC-5-FURPGC 7 ZiRIT I
B, FRNEERLE, 5PGCH17.71 H FIPGC-5-
FUZH21.440 A ML, GC-CTLIAYT 4R e T hr i
AFFRIER] 72990 H, 070 NALST B A BAER
A CTLIR YT BIBEHLIG R B 78 35 1 24l 2R,
WangZ:"RBL, BAREAICTLIAIT G, SHE
BE P2 DAL R T60% LA ., HAE Y
— By RE AR IR A, XATREE B AFE
(T2 B 52 A 7 51 5%

CIKH M & N Fh A I B A% 40 M LE AR S 75 3115
[ —MrRE R i, Harow N1 2
Fh s g vy TR U E— IR I iRE R, A
T K AL G T B A DC-CIK R B y7 v, SR
J& T B e R AT IR YT o TR BRERBE U 134F
B, BFEAR IR S K, I B EA
RN, 7R 7 CIKF S0 TT 15 S M v (38 75 L
FAME™ . AW 7 E I KA R TNF -3 R 4
ANCIKZHL,  ANTITE— 5 J 4 b S MR e 200 i A K 1)
Ik ERAYY, EREENRE, B¥EEX TR
CIKYHRIEIT A AT 5 B Al PR AT 5 ST 5 R e
BE BTN R, A CIKYNI 5107 77 RiGyT
B R AR AR T R A A R T R Al
ey 2H, i ELE IR 1R 28 MR (T3/4) BTN M A
(1) S A R 3 22 S RENBH 2, X AT EAS 2 T CIK
U IR IT SAST B P R S . R, R T K
I, CIKAH ARG TT A2 S MR 5 A A7 B A 7 TS (A
. B, 1hyT 45 A CIKYH MG T BLEF AT N £ TR
FEIRTT I — TR
1.2 SR E S P & 7

Go SR 1073 T2 TN M S I S 3 ThRe AT b
A R B . MR EAAN, BTT
O M S e Ao AT R IAIE N, HISS T T B A ) iR
o 1 G D RE, T S B A R IR I R K
AU HRT, BRSSO I R AT
AL 7 SE T 524K -1 (programmed  death-1, PD-
1)~ 4R AL T L4 1 (programmed cell death 1
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ligand 1, PD-L1)M40HEE:Tibk 40 A KT 5 -4
(cytotoxic T lymphocyte-associated antigen-4,
CTLA-4)Z!"7,
PD-1F BERIA TIEAL M TA MR T, R 4
K IPD-L1/E5PD-145 6 J5 SEHL 1 X% T4H A 40 %
IHRER IS, ¥EHPD-1/PD-L1 E RN # 1 L #5i
R A M (B TR T T R Y. REG R BR R
ProE — M BEA m R A N JEALPD- 13 i 71
B AT S5 4 W5 1 R B A 2R B
PUIE S 1 B A% PR 0 L S i e FR o TR ey
ROR, SRR, REGFZR PR TT R 8%
T S N R T 2 e R AR, A
2 BFEPH20N91%) 3K | SR, Hi3Zz
PERC T, 5 14 Al A0 I A R A ek T
URUE T 9 NVEAL I IPD- 1 B S B A, RERS
B PD-1 1A RUBAWT SEAA R 455, 20144F 36
il 24 i W B 38R (Food and Drug Administration,
FDA) L H F T8 77 M S B w] DT BR 8 4 R £
FOR, HsuZPUN27 4 g R ERE ALY, £
Houley T BIEIRIE S, RSN, EHFPERE
3R =I5 77.8%, WAL RBFRFEEIN [R] 910.81 H
FEAHRI3-ARA RFAF L EEN14.8%, L PR
B R BB B LR AL, IR SRR
E S 7E 5 Bl A% PR S R v B A B B R
EIEMZ e, AR Y, E£EREERT L
WA A R, SR AT AL, BTPD-1¥RYT N b
AR AL 1 — 6T T BRI T A
TBIT AR AR R 2 M, BRI BIPD- T VA
B ICAZ R B TR B R IT RTARAE
CTLA-4X.#CD152, 2&—fEA ST
RIENREMIBRE A, TG 5 A fOf 3T ER
Forp UL B/E A — P HICTLA-441 4k C3RFDA L
THERE L A B GT B SO A 8 1 S 1 PR B R
A RFENIRITRCR, BIE B e,
Fukuda®5 Y2641 &0 B 5 F R IFOF 7T, VP4
CTLA-47E 5 MR i v 1) 24 0 S Ha o7 A 24t
Mgz Akl e iy, W FE 1E88.4% 1
Bl AL ER B CTLA-4 )R IL , Ik Tk EL 40 g
CTLA-4[MZRIEFEE HEBW 8 AH ¢, 7~ T CTLA-
A R RIS G BB R . B RS A A 1 )
BEKXR. BT, MEBETHMBEZIRTT, RERk

A AU R0 ) I PR BF 5T B R R B, R RE )
2, B 1 - RS EAE TR, LB # I
IRIGIT R, Fo i e hl 2 4k, FEIR 259
YA AL 2GR, T A A PR B R R I R e
(I PR VG TT SR (LT g SR ms >
1.3 g &

i JE 2% T SRR RE S 1, B T A
e B R TAMMRN A, W RIERER, 2
— PR E B A i RO W SOR A A
JAPURIE A S, AT LR EECTYM . EBREER
I R AR B 1 22 A J LA IO P 20 12 e 8 A
Koy, TEMME R I R A R e T A v ke 1)
YRR . VAR AR 124 A CD8 THH MR 51 fr 78 76 51
B, FE S R e I ) 26 Ak ) SRR K P B B
HSCTLR N, TP RS R N, Ge
SR I, rAd-LMP2E 15 S TR IR 2 12
5 S ME CTL X R IAEBY 25 - 78 K i 28 112 1) 2 WA g
M B A E RS OIE R, 3 S R RN AT
REVE R P ST AH RN 3 A% . o FL R/ BURL I LA
J¢Fas/FasLIE I, X6 93T EBW -1 R 8 12
I RIRESH S5 . AT AR, W3R
Y S CTLLL IR 1 2 i, W T
e A, IE BB SIR A0 B A S 9 I CTL A
ARZERYUMIREE Y. AEVIREY, FIHE
FRIEER 11 2 Bk v g 282 (190 4 SRR 4 28 1 e 0% Y 5 i
B R R AR R ECD8" T2, W T S
AT B AR ATHERY . SiZER2 Dl e i 9K
R AR, PR T — 0] MG R,
5 RARM, AR R, R
WAy BE RS ANECD3 . CDA MR EE, I
PR PO R, PR A s e T
W R A w7 Q210" vp)iki LAk — 5 B 1%
P TR I ROR

DNAJE 1 B B8 o g B oRa iR, AT 4]
iR AR K NGRS . LinZ5D B I fECSTBLG/T /N R
B T B B K 5 2 TALMP 1 40 it 72 37, B0 9 5
IR 3T P A VA VR AR IR AR ) LTI
WISy, SREW, BRI O Re R
Wl stk N R R K 5582, XA RE ST R IR
HEAVENIES T H 28RS WCTLRE R &
VR 5 PR TR EL 40 B A 0K
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2 $BEiRTr

B R YR TT 29 3k T A BRC A4 5 i Rg 4 i |
P EEAL R S e 4 A, 3k T BEL 0BT i 5 e hE K R A
KIS SR o A X R 9 ML e AR 2
55 18 BRI IT A BB R N, S TR (1 B () Y5 9T 7
FEHARE T KERKRE.

2.1 REAEKEFZME

X KN T %214 (epidermal  growth factor
receptor, EGFR) X 4 ErbB1fIHERI, & —ff7A{E
TR I MESEREES, HE 5 El
fiioR™ . EGFRAGSEA AN MIE s . KAk
MORER EEER, Hid R0 M B S
G TR R AR RUR JE e R DI A B g AR
Hf, EGFRREZZIFHARMBUSE". Hitk, {E
2R W S TR s 2 K F I EE 4B FR , EGFRAE A
W B ) SR e AR R TR AR T
# R,

EGFRH#E 7] (1) AH 5% 2454 & S B vr FE HU AR
EGFR % 2 B WA 400 1) 71 LA B o (B BB 24 1 457
Horfr, EGFRELTEFEHUAR LM iZ B T Ik KR
i, Hrb i B Ry, B Z BRI JE Bt
YO RAFFDAMAE, 7EIGITEGFRRAL J5 (1) 5 1A

) .\ @ o
<

@

S I ) R 2 I SR B T A I PR R T R
5% BT Y4 IMC-C225, J2 H Bl AR _H&hH
MHTEGFRA B & B e FEHUAR, e 5T Fim 4
HEHE F T X567 S B REANRUR 1 45 e R, B

EREMEH S EGFRAZ MRS &, 5w G PEBH IR B2 A=
£ [XF(epidermal growth factor, EGF)F1HAhfL /A
(REh G, 0] 1% S R T (Y 3 2, L BT 4t 9 15
SIS, I AE I PR BT 5256 R H O i
WP G . BRI, L SR B A ) B
WA B R, B T R BURIAT U R R 24 1)
Tk R AEAE R N86.5% . tAl, FHSE A
i 45 G CD 164 HE B S8 3% 1 40 F /v 5 B P A4 i vk
YR BETE . AT ALEE R PO % O RS B iRy
HAR AR YT S BRI, 74 %2R
HA3AERERIRE RO R E, HARHIA TR 52
(AN BRI ZE EGFR FH M B R e 58 3 vh B &
VG 2 H A H A R AR VS T A R AR
P B SchulerZe " I7E DAl J8 22 i Ly A1— 21K
I g F T - IV 300 s R o B8 8 )7 s, R e =%
JREMPAIN T REANI K EGAREERS. &
I T IAAERE AL AR R I 45 R B, Puik-1EIcZ
PIMRGO03 (& FTIEGFR A\ VAL e BREE G177,

@ _Target agents

= e, °
Proliferdti
s / ér%?n

(]

OQQ ()

Metastasis

E1 EGFR{ESEK
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B HiAAR) AT EGFR A PE IR S i e 28 5 BAT R 150
R R 5 A e, SR N2.5 me/kgt R
2 BUR DT H AT DU M i 52, (H 2 e 4R
2575 5= LA MRGOO03 fty XS A Y 2 AR SR 5 32—
Satst. HAEE R —M O 4 LT MEGFRRES
SR WG AR, A0S I BH T ATP 5 EGFR4H A
NE R 25 &, FHWHE SR fL, Sculse
AN R I E R BARE R, HAEE
JBTE Sk 25050 5% IR 41 i s v R e A 7R ) & - SRR
RO B R A Sk 2 R 40 PR O % 3 1 2 A8
TR S IR B A A 3 T S R B8 AT e
— I FARDT .

2.2 MEREERKEFZE

I N Bz 42 K K F-(vascular endothelial growth
factor receptor, VEGF) X F I 8E K ¥, &—Fh
B R AN AR Y, eh O A B A B AR S
G5 W IREAE T N A M, (EVE 2 s 2H 2R
e B, IR R R I A A R
T80T T 5 ) L7 J0 I 5 P e R A G L R AL 4R 55
B YIAE G A S W B MR 2, VEGF
() 23k 7K 7 5 b s 41 431 I A % R 2 I A
M i A P 7 AR K R F 32 4 (vascular - endothelial
growth factor receptor, VEGFR)Z A5 5 il i & I
FHORAE AR 2 1 A2 T

AR, VEGFR K /K5 1) S 0 s i
& S BOT I U AR A%, HLAUS E 2N Bt
18 N R A A R Dy B R e BT AE VR T T B L
—, IR R M KRR, KEH T
fFEVEGF-mAB. VEGF-TKI. H4LA MM Py 40
i R ELE N I Z IR 25 BT B
VEGF/VEGFRINHIFI K LM I 2 [ -

VEGFR-2 X & FliHm N X 321k, & VEGFRH]
Wz —, FEHAATIE N RN, B
A T2, BERE S VEGF 51 E 145 N B
WA AEMBETRE. MinnEEEEE, &

VEGFW EZE W57, HEl &R IR
HER R PIE A Z00 . TR BT — B
VEGFI NS, 1EASEEE—AN R B
Jib 8 L S A 2R 259, T 20044E g FD AL ik 3
FRBENIETEY . LeeZ N THFRALITEES I
FRERFTIR T J= 5 W 1 S R e 1) T AT 1 e A
HFA6 4 A I S B, RIS T LT B
& TR BB PR IT I BB 24 SRR R 219990.9%,
VI B S R B8 3 7E bR AE AT (0 25 Ak R IBCFH DR R
PURZAER MW, B —efRE RS,
i 1 5 i A — T L 11 /0N 43 1 T R Y
HilR, BEEAEV R, GG ER T
VEGFR-25Z &, X s A2 A o 5 R0 i 40 i) 1
A, HT. I A MIG PRS0 45 L 8, B
M 5 JE 0T T A7 A SRR ) B 40 o R B A AR
FAIT ROR, HatE R, RuanZEPYIx b7 2%
T B 2 7% I R TR 1K) 18 ~70 % B R 8 B 3 i3k 4T
TIHWmETT, LN TI34EE, EHT261.20
FARI BTG & e va T, i RE, R E B
T B8 SR 0 B R G A o KR v R I M R
N2 R AT (1 22 AR AR, AR T L5 G A D
1l 71 BR AL TT 24 P BB 8L FH A7 RIORN 22 A A gt
— B SLI A . LSt s R E s,
A5 FH BT E 5 8 76 9 R 6 0 1 0N BR R P ) ot A A
B, T AEBE A BT JE R B T T R R B R
N, IX ]SS5 BEA TR YT B8 5 A HE AT R i A A=
B K. AR, QT e B e & e 5 T80T B
7 B 5 I T S A MR 45 I PR TR £ R £
5 o
EREWNIIN=A & E N S Y Y
P B B R AR N R IR 1 H Al B R Ino =
H R PO AR 25 . HRT S 4L I P R
Hil 2% 5T BCA 2 o B PN E /N 4 A it g — 2k
BIT AR HE T Rz —, FLPUMOR R 4 AL 3 2
SN PR ZEL 2 LA P R AR B A . L%y

#F1 VEGFS{REKIE KR EE IR

VEGF 2k SRR A R AR
VEGF-B. VEGF-A VEGFR-1 AT, FAZdE, B MLEH B 1k
VEGF-E. VEGF-A;VEGF-C. VEGF-D VEGFR-2 I A R 2 I A2 1k
VEGF-D. VEGF-C VEGFR-3 IR A R 2 IR RN R R A
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PIGF VEGE-C
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B2 VEGFZREMEZHRIKELSEH TIHINEE

%2 VEGF/VEGFRIJ#IFIZ2E RS
51 REHZ FEPE
BEPUE TUREPL. FEREHL MO FREZ4170 000,
Z Wk 2, A B
ADCCHICDCAE F 7% Bt Ji 3
gif, mREEA G R

AHSF 3 F R L8500, FTLL
BN R IEVER . bR o
I LS Ik 2 vy T LY
WK 72

PkiES R A0 2 FVEGFRL /A, LU
L7 2 M) o A g AR A
il AT A PR 2G4

FHN G SRR B,
TR RBFEE . BT R E
Hi kAR

TR FAEFR AT TN AN IR A B A E
VE SRR T JR) 0 G 300 S M g 1) T AT R AT 2 A
I X564 B T ARMET A BUEEIRTT, 58
NG T 2 VA SRR AL ST . PIAS
BRI T I B R N R vy, TR
AR, MARRIEHEZER, WA
FEMR ST R IT T RZ A, Hzg R
A MPIBE AL S E . BT 3 LA IEH AL,
XA e R I A B R W R I IR AL, AT A A
THUm B NS AL b, IR 1B
A AT AU 2 T AR R T

3REERE

Zi LR, S TR T BROG E  UER R
B BA RN RN, BX T R R R
BEVDEANEMFRRE. ERESRRE, %
AL R T A SR L 1 BRI R R 5t

Forh i gk PR BT TT < G A B A A1) ] 7R N i R
B v IR H B O S TR IR T SR AL TR I R T
M), R AEKE T VEGFRANIFI A g #41 7F
T2 R EE, DURERST PR e, EALA
L6 A B A 2R R S S B 25 B B B B
B R E S WA A OR TR A . R H AT VR
2 UG TS A0 i PR A B PR I B, SR T AR 2
S T T LS A D S R e 14 e B AN #E [ VR 7 14
wafh. ARERAL T BRI SLIR SO

o TR i F) o B Aoy 1 R R T BOAT R AT
s, AN RS HE AL AR W 1 A TE AN T R i
TR TT 7R B R AL o 0 SR A M
A7 5 R 4 5 AR SR BE Al bt BN 22 4 2
Wy, LA N R A T R E B B B A A
JiTel
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